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Degerli Meslektasimiz,

Turk Kardiyoloji Dernegi yil boyunca ¢esitli egitim programlari ve etkinlikler dizenlemenin yani sira her zaman oldugu gibi Kasim
ayinda Ulusal Kardiyoloji Kongresini 58. yila yakisir bir seviyede gergeklestirmeyi planlamaktadir.

Hem katilimci sayisi hem ylksek kalitedeki bilimsel igerigi ile ulusal ve uluslararasi diizeyde 6nde gelen bilimsel Kongrelerden
biri olan aktivitemizin zengin i¢erigini tim katilimcilarimiza hitap edecek genis bir yelpazede doyurucu bir bilimsel program ve
degisik sosyal etkinlikler ile sunmayi planlamaktadir.

Kongremizi Kardiyoloji alaninda bélgenin lider toplantisi yapma hedefimiz devam etmektedir.

Bu yil ger¢eklestirecegimiz kongremize Avrupa Kardiyoloji Dernedi, tye llkelerinden meslektaslarimizin yani sira baska kitalar-
dan meslektaslarimiz da katilacaklardir. Gegen yil online olarak gergeklestirmis oldugumuz kongremize katilimin bu yil daha da
artmasini bekliyoruz.

Kongremizde sizlerigin eniyi programi hazirlamaya gayret ettik. “Sempozyumlar”, “Karsit Géris” ve “Nasil Yapalim” oturumlari
ile kalp-damar hastaliklariyla ilgili son bilgilerimizi glincelleyip tartisacagiz. “Ginlik Uygulamada Kardiyoloji” oturumlarimizi
"Geng¢ Kardiyologlar Oturumlari” bashgi altinda tim kardiyoloji pratigini kapsayacak sekilde genislettik. Gegen yillardaki yogun
ilgi nedeniyle sayisini artirdigimiz, sertifika verilen “Interaktif Kurslar” ile bilgilerimizin yani sira becerilerimizi de gelistirecegiz.

Her oturumumuzda Tirkiye'den ve diinyadan konularinda biytk agirligi olan degerli konusmacilar ve tartismacilar yer aliyor.
ESC, ACC, Turk Dunyasi Kardiyoloji Birligi, EACVI, EHRA ve EAPClile ortak oturumlarimizin dikkatle izlenecegine inaniyoruz.

Uluslararasi boyutu bu yil daha da gliclenen kongremiz yine TTB tarafindan kredilendirilecektir.
Kongremizde sizleri de aramizda gérmekten memnuniyet duyacagiz.

18-21 Kasim 2021'de 37. Uluslararasi Katilimh Tirk Kardiyoloji Kongremizde bulusmak, bilgilerimizi paylasmak, dilegi ve say-
gilarimizla,

Prof. Dr. Vedat Aytekin Prof. Dr. Muzaffer Degertekin
TKD Baskani TKD Gelecek Baskani
Kongre Bilim Kurulu Baskani
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PO-01 [Arrhythmia / Electrophysiology / Pacemaker /
CRT-1CD]

Triklispid biyoprotez kapakli hastada acil
gegici transvenoéz sag ventrikiiler lead ve UL L L

kalict koroner siniis lead implantasyonu A_{r\{"wwm WWW‘WW‘ W

Serdar Bozyel, Timer Erdem Gliler, Osman Muhsin Celik

Kocaeli Derince Egitim ve Arastirma Hastanesi, Kardiyoloji
Anabilim Dali, Kocaeli

2011 yilinda AVR+MVR, 2019 yilinda ise trikispid biyopro-
tez kapak 6ykist olan hasta, bas dénmesi, géz kararmasi
yakinmalari ile acil servisimize basvurdu. Elektrokardi-
yografisinde AV tam blok saptanan hasta (Sekil 1) koroner
yodun bakim tinitesine alindi. YBU'ye yatisi esnasinda he-
modinamide bozulmaya yol a¢an Tdp ve VF ataklari (Se-
kil 2) saptanan hasta acil gegici transvenéz pacemaker
amagch kateter laboratuarina alindi. Femoral ven yoluyla
ilerletilen gegici PM leadiile trikispid kapaktan gegileme-
di. 8F uzun kilif ve 12F deflectable tasiyici kilif (FlexCath,
Cryocath, Montreal, Quebec, Kanada) destegine ragmen
lead gecgilemedi. 12F deflectable tasiyici kilif Gzerinden
0,035 J uglu kilavuz tel génderildi ve trikispit kapak ra-
hatlkla gegildi. J uglu kilavuz tel Gzerinden 8F JR guiding L -
kateter génderildi. 8F JR guiding kateter {izerinden lead Sekil 2. Torsa de pointes.

gonderildi ve SagV'de birakildi (Sekil 3). Baska bir seansta
hastaya sol aksiller ven aracili koroner sinis lead implan-
tasyonu yapildi (Sekil 4). Biyoprotez triklspit kapakli has-
talarda, kalict PM gereksinimlerinde transvalviler lead
implantasyonu triklispit yetmezligine yol agabilir. Bu has-
talarda leadless PM implantasyonu, His bundle pacing ya
da koroner sinls lead implantasyonu birer se¢enek olarak
karsimiza ¢cikmaktadir.

Sekil 3. Triklispid biyoprotez kapakli hastada acil gegici

Sekil 1. Av tam blok. transvenéz sag ventrikiiler lead.
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jenerator ¢ikilmis ve daha az yabanci cisim kalmasi amaciy-
la lead proksimmlari kesilerek SVC ve RV coili bulunan lead
geride birakilmistir. Bir yildir eski cep bdlgesinde akinti olan
hasta klinigimize tani ve tedavi amagli yatirilmistir. Yapilan
transozefageal ekokardiyografide Lead lizerinde non-spesi-
fik fibriler yapilar izlenmistir. Hasta kan kiltiri sonuglariyla
enfeksiyon hastaliklarina da danisilarak antibiyoterapi altin-
da lead ekstraksiyonu karari alindi. Eski cep bdlgesi agilarak
enfekte dokular ¢ikarildi, konvansiyonel yéntemle styletler
limenden ilerletilemedi ¢linkl 6nceki islemlerde [imen de-
forme edilmisti. Femoral ven yoluyle 6F pig-tail katater sag
atrium igerisindeki lead bélgesi etrafindan pig tail kismi ile
gegirildi, Gzerinden snare yiklenerek tutucu halka olusturu-
larak traksiyonlar denendi ve lglincl zorlu traksiyonla SVC
e L b e ' coili geride kalacak sekildi leadin kisimlarinin ekstraksiyonu-
na muvaffak olundu ve snare yardimiyla femoral ven bélge-
sinden disari alindi. Daha sonra geride kalan par¢alar subc-
Sekil 4. Trikiispid biyoprotez kapakh hastada kalici koroner lavian bélgeden disari alindi. Geride hi¢ par¢a birakmadan
siniis ve sag atrium lead implantasyonu. basarili nonfonksiyone lead ekstraksiyonu gergeklestirilmis
oldu. Stiperior yolun basarisiz olabilecegi durumlarda pig-tail
kateter esliginde snare yardimiyla olusturulacak tutucu hal-
ka yardimiyla femoral yoldan leadlerin ekstraksiyonu alter-
natif bir yol olusturmaktadir.

3 [D]

PO-02 [Arrhythmia / Electrophysiology / Pacemaker / CRT-
ICD]

ICD Lead endokarditi ve Cep enfeksiyonuna
neden olan Nonfonksiyone Leadin Femoral
Yol ile Ekstraksiyonu

idris Yakut, f)zge Cakmak Karaaslan, Hatice Sel¢uk, Mehmet
Timur Sel¢uk, Orhan Maden

Ankara Bilkent Sehir Hastanesi, Kardiyoloji Anabilim Dali, Ankara

implante edilebilir cihazlarla ilgili endokardit durumunda
esas tedavi antibiyoterapiye ek olarak ilgili yabanci cismin
cikarilmasi seklindedir. implantable edilebilir kardiyoverter
defibrilatér (ICD) lead endokarditinde veya pil cebi enfeksi-
yonunda lead ekstraksiyonu esas olarak Stperior (subclavi-
an veya cep bélgesinden) yolile yapilir. Bu yol ile olusabilecek
basarisizliklar durumunda femoral yol kurtarici bir segenek
olarak rol oynamaktadir. Vendz yol ile yerlestirilen bu yaban-
ci cisimlere viicudun ilk yaniti trombis formasyonu olustur-
maktir. Zamanla bu trombis organize olarak fibrosis domi-
nant hale gelir, ciddi fibrosis 6zellikle vendz giris yeri, siperior
vena cava (SVC) coili ve sag ventrikdl (RV) coil bélgesinde ol-
maktadir. Ekstraksiyon ihtiyaci oldugunda temel zorluklar bu
fibrosis nedeniyle olmaktadir. Konvansiyonel siperior yol ile
ekstraksiyonda stylet, kilitlenen stylet, mekanik veya laser Sekil 1. Ektraksiyon dncesi akciger grafisi, gift coilli ICD leadi
yéntemiyle fibréz dokuyu ayiran araglar kullanilmaktadir. Bu goriilmekte.

sistemlerin ¢alisabilmesii¢in ekstrakte edilecek leadin limen
bltinldgindn saglam olmasi gereklidir. Biz 10 yil 6nce jene-
tér kaymasi nedeniyle jeneratéri ¢ikarilan, limeni deforme
edilmis, nonfonksiyone bir ICD leadinin femoral yol ile eks-
traksiyonu vakasini paylasacagiz. 35 yasinda kadin hasta, 15
yil dnce ¢arpinti sikayetiyle yapilan tanisal elektrofizyolojik
¢alismada (EPS) agresif olmayan stimtlasyonlarla polimorfik
ventrikiler tasikardi (VT) saptanmasi sonrasi ICD takilmis.
ICD takili oldugu stiregte 1kez true sok, 1kez de antitasikardi
pacing (ATP)ilesonlanan aritmileriolmustur. Takiplerde jene-
ratériin cep bdlgesinden sureklikaymasinedeniyle 10 yil 6nce

S3 mee——



37. Uluslararasi Katihmh Tirk Kardiyoloji Kongresi

Sekil 2. PIG-tail kateter ve snare yardimiyle leadin tututimasi. $ekil 4. Zorlu traksiyon.

Sekil 5. Femoral ven bélgesine snare yardimiyla getirilen lead.

Sekil 3. Lead yakalandiktan sonra traksiyon.




37. Uluslararasi Katilmh Tirk Kardiyoloji Kongresi

65 yasinda bilinen Paroksismal Atriyal fibrilasyon tanili ve
CHADS2-VASc skoru 3 olan kadin hastaya atrial fibrilasyon
ablasyonu planlandi ve pulmoner ven izolasyonu yapildi. Ab-
lasyon irrigasyonlu 3,5 mm ug¢lu kateter (Thermocool Navis-
tar, Biosense Webster, Diamond Bar, CA, USA) ile posterior
duvarda 30W, anterior duvarda 40W gii¢ uygulanarak ya-
pildi. &zofagus liimen 1si probunda maksimum 39 C sicaklik
Blctildi. islemden 24 saat sonra hasta belirgin olarak disfaiji
tarifledi ve 50 ml hematemezi oldu. islem &ncesine gére has-
tanin 2 Gnite hemoglobin disist oldu (12,9 g/dL ila 10,9 g/dL).
Kontrastl toraks BT'sinde siipheli mikroperforasyon alanlari
iceren intramural 6zefagus hematomu izlendi (Sekil 1). Gast-
roskopisirasindaoral boslugun 27 cm altinda 7 cm uzunlugun-
da obstruksiyona yol agan hematom fark edildi. Konservatif
bir yaklasim benimsendi. Antikoagtilasyon kesildi ve oral ali-
mi kisitlandi. IV piperasilin + tazobaktam, teikoplanin, met-
ronidazol antibiyotikleri ve pantoparazol inflizyonu baslandi.
Bir hafta sonra kademeliolarak IV hidrasyon kesildi, hastanin
oral alimi artirildi. Alti hafta sonra hasta tamamen iyilesti.

Sekil 1. Pulmoner Ven izolasyonu-1.

Sekil 7. Basarili ekstraksiyon sonrasi Akciger filmi.

PO-03[Arrhythmia/Electrophysiology / Pacemaker / CRT-1CD]
Atrial fibrilasyon kateter ablasyon sonrasi
gelisen 6zofagus hematomu

Ali Timugin Altin, Emir Baskovski, Bilge Nazar Ates, Yusuf
Kahya, Kerim Esenboga

Sekil 2. Pulmoner Ven izolasyonu-Z.

Ankara Universitesi Tip Fakiiltesi, Kardiyoloji Anabilim Dali, Ankara
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Sekil 3. Toraks BT. Ozofagus liimeninde neredeyse total ob-
struksiyona yol acan hematom.

PO-04 [Arrhythmia / Electrophysiology / Pacemaker / CRT-
ICD]

COVID-19 hastasinda yliksek doz
hidroksiklorokine bagli senkop ile sonu¢lanan
asistoli olgusu

Kamal Isgandarov', Muhammet Dural?, Kadir Ugur Mert?

'Eskisehir Anadolu Hastanesi, Kardiyoloji Anabilim Dali, Eskisehir
2Eskisehir Osmangazi Universitesi Tip Fakiiltesi, Kardiyoloji Anabilim
Dali, Eskisehir

Hidroksiklorokin tam mekanizmasi anlasiimasa da bradikar-
di yapici etkilerinin gorilmesiyle birlikte 1950'nin sonlarina
dogru plasebo ile karsilastirilmis ¢alismasinin olmamasina
ragmen atrial fibrilasyon tedavisinde kullanilmaya baslan-
di. Sonralar kardiyotoksik etkilerin gérilmesinden olacak ki
bu amagli kullanimi sonlandirilmis oldu. Aritmik yan etkileri
genellikle olgu sunumlari seklinde bildirilen hidroksikloro-
kin COVID-19 pandemi stirecinde yodgun kullanim nedeniyle
oldukga popllerlik kazandi. Biz de COVID-19 nedeniyle hid-
roksiklorokin ytkleme dozu sonrasinda gelisen ve senkopla
sonug¢lanan asistoli olgumuzu sunmayiamacgladik. 57 yasinda
erkek hasta, bilinen HT ve AF'si olup COVID-19 6n tanisiyla
hospitalize edildi. 7 yildir amlodipin 10 mg 1x1 ve metoprolol
25 mg 1x1 kullanmaktaydi. Torax BT'si bilateral pnémoni ile
uyumlu olgu ($ekil 1) ilaca baslanmadan ¢ekilen EKG AF, 119/
dk, cQT 422 msec olarak degerlendirildi (Sekil 2) ve hidrok-
siklorokine baslandi ve 2. doz sonrasi ¢ekilen EKG'de AF, 89/
dk, cQT 426 msec, AcQT ise 4 msn olarak goraldi (Sekil 3). 3.
doz verilmeden hastada senkop gelisti. Cekilen yeni EKG'de
AF, kalp hiz1 82/dk, cQT 438 msec ve nonspesifik ST-T degi-
sikligi gorildia (Sekil 4). EKO'da EF %60, sol ventrikll hipert-
rofisi ve sinirda sol atriyal dilatasyon izlendi. Kardiyak mar-
kerler normal saptandi. Ritm Holter ile 4-5 adet en uzunu 8,3
sn olan asistol ataklari goraldiu (Sekil 5). Metoprolol 1x25 mg
tedavisine devam edildi ve hidroksiklorokin kesildi. Takibinde
asemptomatik olan hasta. Yedinci giinde taburcu edildi. iki
kez telefon gérismesiyle sikayeti olmadigi 6grenildi. Hidrok-
siklorokinin atriyal aritmilere etkisini arastiran sonu¢lanmis
randomize kontrolli ¢alisma olmayip ilgili bilgiler olgulardan
elde edilmektedir. Nitekim romatoid artrit tedavisiigin 12 yih
askin hidroksiklorokin tedavisi alan bir olguda kardiyomiyo-
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pati ve hasta sints sendromu gelistigi rapor edilmistir. Tselios
etal. 6zellikle sistemik lupusi¢in uzun dénem hidroksiklorokin
kullananlarda ciddi bradi-aritmilerin gérildigini belirtmis-
tir. Rebecca et al. If, IKr, ICaL kanallarinin inhibisyonu sonucu
sinusal bradiaritmiolustugunu gésterdi. Calismada bu durum
hydroxychloroquinenin yan etkisinden ziyade klinikte aritmi
tedavisinde kullanilabilecek bir 6zellik oldugu ancak rando-
mize kontrolll ¢alismalar gerktigi vurgulanmistir. Gupta et
al. 6zellikle AF agisindan yliksek riskli SLE olgularinda primer
hastaliginin disinda AF olusumu riskini bariz distrddgind
bildirdi. Bu bilgiler 1siginda 2018 yilinda hidroksiklorokinin AF
rekirrensi Gzerine etkisini arastiran ¢ift kér randomize kont-
rolli ¢alisma dizenlendi. Bu calisma ile birlikte AF tedavi-
sinde hydroxychloroquinenin yeri bliylik 6l¢lide belirlenmis
olacaktir (NCT03592823). Biz olgumuzun AF baskilanmasinin
ve bunun akabinde sinus nodunun hem overdrive supression
hem de hydroxychloroquinenin etkisinden dolayi hizli topar-
lanamamasindan kaynakli uzun sinuzal duraklama oldugunu
disuntyoruz.
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62-year-old male presented soon after a medical cardio-
version of paroxysmal atrial fibrillation (AF) to discuss about
AF ablation. He had a history of paroxysmal palpitation epi-
sodes in the last two years. As the last one had lasted much
longer and the palpitations he said were somewhat diffe-
rent and more bothering, he had been to the hospital where
AF was diagnosed for the first time. Sinus rhythm had been
restored with |V propafenone and he was advised to undergo
AF ablationin the long term. He had no systemic disease and
was a quite fit person who wasinvolved in regular and inten-
se physical activities. He used no medication. There was no
alcohol abuse. Family history was unremarkable. His blood
pressure was 11668 mm Hg, heart rate was 56 /min, regular,
no systemic abnormality was found. ECG was normal other
than mild sinus bradycardia. ECG during the previous AF epi-
sode had normal QRS morphology and heart rate was about
140/min. Echocardiography was normal. Long term manage-
ment options were discussed and the patient preferred pill in
the pocket therapy instead of AF ablation. Remote rhythm
7 e Iy t monitoring with smart digital technology was also sugges-
3"""“‘""““?’“‘5 i ‘ ted to detectsilent episodes and hence to see AF burden.

A hand held smart ECG device and a smart watch approved
by the FDA for AF detection were used. The smart watch de-
tectedirregular pulses and alarmed the patientin order that
he could record and/or transmit his cardiac rhythm with the
smart device via his mobile phone.

Three months later one day he came out with printed rhyth-
msand said “I think | have atrial flutter or SVT, but not AF. Can
it be easier to ablate this?” One day ago he had the palpitati-
on episode as the type he had experienced before, regularly,
fast but not much bothering. He had several reordings of the
episode. Therhythm at the very beginning seemedtobe SVT
or maybe atrial flutter (AFL) (Figure 1). He waited for a while
like he did in the last two years. However after half an hour
the characteristics of the palpitations he says changed. The
print out of the tachycardia at that time seemed to be AF
(Figure 2). He took propafenone tablets and the AF reverted.

The arrhythmia seems to startas SVT or AFL and to degene-
rate into AF. He had then “Googled” and found out that ab-
lation of SVT or AFL would technically somewhat be easier.
Finally, EP study and then ablation for a possible SVT or AFL
was suggested to the patient. The digital technology that
enabled this patient record his rhythm just from the begin-
ning revealed that the AF otherwise we would see in the ER
or in the hospital minutes or hours after the onset actually
started as SVT or AFL in this particular case. Hence the ma-
e nagement options and the patient’s preference changed as
well as the diagnosis. Arrhythmia detection can be a difficult
issue. Smart devices and digital technology helps correct di-
agnosis and also may increase patient empowerment.

PO-05[Arrhythmia/Electrophysiology / Pacemaker/ CRT-1CD]
“Doctor, | do not have atrial fibrillation, it is
flutter, the smart device shows!”

Burak Tunahan, Cem Etken Atabay, Ali Serdar Fak

Marmara University Hypertension and Atherosclerosis Research
Center, stanbul
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i

Figure 1. AliveCor device and the smartwatch, approved by
the FDA for AF detection were used.

Patient Finding by AliveCor: Unclassifisd Kardia
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Figure 3. Second recording from the smart device, 20 min. af-

ter the start of the tachycardia; AF.

Figure 2. First recording from the smart device, start of the

tachycardia.
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PO-06 [Arrhythmia / Electrophysiology / Pacemaker / CRT-
ICD]

A rare complication after direct current
cardioversion: AFCARD

Emre Ozerdem, Coskun Yazgan, Miige Akbulut, Kerim
Esenbogda, Nil Ozylincii, Sibel Turhan

Department of Cardiology, Ankara University Faculty of Medicine,
Ankara

Atrial fibrillation (AF) is the most common cardiac arrhyth-
mia among adults. Direct current electrical cardioversion
(DCCV) may be preferred to restore sinus rhythm in selec-
ted patients. DCCV is a relatively safe procedure, however
complications may occur. AFCARD (atrial fibrillation cardi-
oversion associated with renal dysfunction) is a quite rare
complication of DCCV that is characterized by acute renal
failure developing after DCCV. We report a case of 61-ye-
ar-old female presenting with tachycardiomyopathy due to
rapid ventricular response AF. Following the restoration of
sinus rhythm with DCCV, the patient developed acute renal
failure with anuria in hours after the procedure. The patient
was diagnosed with AFCARD and following a session of he-
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modialysis, she recovered rapidly. Although DCCV is a rela-
tively safe and frequently performed procedure, there are
several complications related to it. The most common ones
include; systemic thrombo-embolism and cardiac arrhyth-
mias. Though quite rare, AFCARD (atrial fibrillation cardio-
version associated with renal dysfunction) should be kept in
mind as it may lead to substantial morbidity and mortality.
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Figure 1. ECG at admission.
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Figure 2. 9*" hour ECG after DCCV.

Table 1. Laboratory test results of the patient

At Post- At
Laboratory tests admission DCCV discharge
Creatinine (mg/dL) 0.89 199 0.85
BUN (mg/dL) 30 34 25
Urea (mg/dL) 64 73 54
Potassium (mmol/L) 4.7 9 41
Sodium (mmol/L) 139 131 134
ALT (U/L) 13 474 381
AST (U/L) 15 1385 77
pH 7.40 717 7.42
HCO3 (mmol/L) 18 12.2 26
Lactate (mmol/L) 1.8 8.9 21

PO-07 [Arrhythmia / Electrophysiology / Pacemaker / CRT-
ICD]

Can accelerated idioventricular rhythm
mimics preexcitation?

Nail Gliven Serbest, C")zg(]r Sirgit, Mustafa Yildiz

Department of Cardiology, istanbul Mehmet Akif Ersoy Training and
Research Hospital, istanbul

38yearsoldwoman. She had palpitations for afew years. With
this complaint, she applied to her family doctor. Her examina-
tion was normal. In 12-lead ECG, the doctor was seen a wide
QRS complex rhythm at a rate of 65 per minute (Figure 1). She
was referred to a cardiologist with a pre-diagnosis of preexci-
tation. The ECG of the patient who applied to our hospital was
foundin sinus rhythm and the QRS duration was normal (Figu-
re 2). Echocardiography was normal. 24-hour rhythm holter
was occasionally observed to be in accelerated idiventricular
rhythm at the rate close to sinus rate. Due to the long history
of palpitation, electrophysiologic study (EPS) was planned for
the patient. During EPS, it was observed that accelerated idi-
oventricular rhythm developed spontaneously and disappe-
ared. Meanwhile, it was shown that the conduction was ret-
rograde from the ventricle to the atria with catheters placed
in the right ventricular apex and coronary sinus (Figure 3). BCL
(basal cycle length), AH and HV intervals were 700 msec, 70
msec, and 43 msec. Atrioventricular Wenckebachinterval was
340 msec. It was observed that sinoatrial and atrioventricular
nodal conduction properties were normal. After intravenous
administration of atropine, AV block developed and no pas-
sage observed through the atrium to ventricles by accessory
pathway. Programmed electrical stimulation performed at
right ventricle apex and coronary sinus, no arrhythmia wasin-
duced. The patient was discharged. No treatment was given.
Accelerated idioventricular rhythm occurs at a rate between
40 and 100 beats per minute. It is an accelerated ventricular
focus that generates impulse faster than the sinus node and
therefore takes control. Atrioventricular dissociation may oc-
cur during accelerated idioventricular rhythm. If the idiovent-
ricular rhythm represents as an escape rhythm (for example
third degree AV nodal block), the P waves are dissociated from
the QRS complex and the atrial rate is faster than the ventri-
cular rate. The termination of the accelerated idioventricular
rhythmis usually caused by anincreasein sinus velocity or dec-
rease in the impulse rate from the ventricular ectopic focus.
Accelerated idioventricular rhythm, it can most often be seen
asreperfusion arrhythmia during myocardial infarctionorasa
ventricular escape rhythm when heart rate is very slow. But it
has also seen in normal hearts and young athletes. Accelera-
ted idioventricular rhythm is usually transient, asymptomatic,
and not requires specific treatment. On the other hand ECG
of patients with preexcitation syndromes like Wolf-Parkin-
son-White (WPW) Syndrome may mimic other conditions such
as intermittent bundle branch block, myocardial infarction
and accelerated idioventricular rhythm. As our case, the ac-
celerated idioventricular rhythm can be mistakenly assume
the WPW ECG pattern, especially in cases where accelerated
idioventricular rhythm is observed at similar rates with the si-
nusrates.
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Figure 1. Idioventricular rhythm ECG.
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Figure 2. Sinus rhythm ECG.
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Figure 3. Sinus and idioventricular rhythm recordings atintra-
cardiac electrogram.

PO-08 [Interventional cardiology / Valve and structural
heartdiseases]

Pericardial decompression syndrome

Dilay Karabulut, Bisra Mavi, Atakan Arpag, Alparslan $Sahin,
ibrahim Faruk Aktiirk, Fatma Nihan Caglar, Giingér ilayda
Bostanci

Department of Cardiology, Bakirkdy Dr. Sadi Konuk Training and
Research Hospital, istanbul, Turkey

One of the serious and lesser known complication of pericar-
dioscentesis is pericardial decompression syndrome. It is as
fatal complication as perforation of the heart chambers or
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coronary arteries, iatrogenic pneumothorax. A 31-year-old
women, lung tuberculosis in her medical history, presented
with dyspnea and edema of the lower limbs to emergency
service. Pericardial effusion was observed in thorax CT scan
performed to investigate the etiology of dyspnea. Transtho-
racic echo examination showed that there was a pericardial
effusion that reached 40 mm posterior of the right ventricle
in the widest part surrounding the heart and causes to pe-
ricardial tamponade. The pigtail catheter was left for dra-
inage at the pericardial cavity after 500cc serous fluid was
drained from the patient who underwent emergency peri-
cardiocentesis via subxiphoid route with real-time echo as-
sisted at the bedside in the coronary intensive care unit. The
symptoms of the patient clinically relieved right after the
procedure; however, 6 hours later, dyspnea, tachycardia, and
hypotension developed again, it was seen that 800cc more
was drained serous fluid during this time. Arterial blood gas
examination showed us hypoxia and hypocarbia. New-onset
decreased ejection fraction with global hypokinesia, dilata-
tion of the right heart cavities and d-shaped left ventricule
in the control transthoracic echo examination, pulmonary
artery CT angiography scan was performed with the pre-
liminary diagnosis of pulmonary embolism. There is no evi-
dence of pulmonary embolism was found on CT scan. Nasal
oxygen support and inotropic support were started to the
patient who became hypotensive and desaturated. Shortly
after ventricular tachycardia occured in the patient who did
not respond to the interventions, and direct current cardio-
version was performed, pulmonary arrest occurredin the pa-
tient after returned to sinus rhythm. She was orotracheal in-
tubated after this. Cardiac arrest occurred after the patient
began to become more hypotensive at undergoing inotropic
support. Cardiopulmonary resuscitation was started, the
patient died despite all efforts and treatments. The fast
and in large amount drainage results in increased preload
and causes right ventricular expansion. Compression of left
ventricule by the expanded right ventricule results reduced
ejection fraction and causes acute systolic dysfunction and
pulmonary congestion. After the tamponade clinic is under
control, pericardial decompression syndrome can be preven-
ted by close monitoring of the amount of drainage and cont-
rol of ventricular functions with frequent echocardiographic
examinations.

Figure 1. CT scan. Pulmonar artery.
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Figure 4.ECG, VT.

)

Figure 5. Echocardiography. (A) Tamponade from plax. (B)
After pericardiocentesis RV failure.
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PO-09 [Interventional cardiology / Valve and structural
heart diseases]

3D transesophageal echocardiography
guided transcatheter closure of multiple
atrial septal defects with single device

Onur Baydar', Gamze Aslan’, Saide Aytekin', Vedat Aytekin’,
Alpay Celiker?

'Department of Cardiology, Ko¢ University Hospital, istanbul
?Department of Pediatric Cardiology, Ko¢ University Hospital,
istanbul

Three dimensional transesophageal echocardiography
(3DTEE) is superior to two dimensional transesophageal
echocardiography (2DTEE) as it provides all atrial septal in-
formation from a single view. We present a patient with four
atrial septal defects treated with 3DTEE guided transcathe-
ter closure with single device. 28 -years-old male patients
were referred to our clinic because of dyspnea. The patient
w had previously undergone transesophageal echocardiog-
raphy (TOE) and diagnosed as multiple atrial septal defects.
Four (5.6 mm, 0.5 mm, 4.5 mm and 0.8 mm) defects detected
in3DTOE. The location of the defects and their distance from
each other were evaluated with 3D TEE (Figure 1-2). We de-
cided to transcatheter closure with single device. Under the
guidance of 3D TEE, the central defect was passed with a gu-
iding catheter. ASD s were closed with a single 35 mm Amp-
latzer multifenestre closure device (Figure 3-4). Patients was
discharged without problem and residual shunt under acety-
Isalicylic acid and clopidogrel treatment. Our patients with
complex septal defects were successfully treated by trans-
catheter closure using an Amplazter cribriform septal occ-
luder device with careful planning. 3D TEE provided precise
information for the selection of the appropriate occluder
device and facilitated the procedure by guiding the catheter
through the often challenging patient anatomy.
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Figure 1.

Figure 2. 2D TEE images.
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Figure 3. Under the guidance of 3D TEE, the central defect
was passed with a guiding catheter.
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Figure 4. ASD's were closed with a single 35 mm Amplatzer
multifenestre closure device.

PO-10 [Interventional cardiology / Valve and structural
heart diseases]

The first Myval balloon expandable valve
experience for aortic stenosis who had
endovascular aortic aneurysm repair

Mehmet Akif Erddl, Ahmet Géktug Ertem, Cagri Yayla, Koray

Demirtas, Adnan Burak Ak¢ay
Department of Cardiology, Ankara City Hospital, Ankara

A 78-year-old man underwent EVAR procedure due to AAA ten
months before his admission to our clinic for severe AS. He was
under medical treatment for atrial fibrillation, hypertension,
and severe chronic obstructive pulmonary disease (COPD). In a
physical examination of the patient, who was class 3 according
to New York Heart Association (NYHA) classification, we dete-
cted a 36 intensity midsystolic crescendo-decrescendo ejection
murmur audible in all focuses but best heard at the right upper
sternal border and radiating to carotid arteries. Left ventricular
strain pattern was the only pathological finding in electrocar-
diogram. A transthoracic echocardiogram (TTE) showed a se-
verely calcified tricuspid aortic valve, with an aortic peak gra-
dient of 100 mm Hg, mean gradient of 58 mm Hg, a valve area
of 0.7 cm?, ejection fraction of 55%, mild aortic regurgitation
(AR), moderate mitral and tricuspid regurgitation. Estimated
pulmonary artery systolic pressure (PASP) was calculated as 60
mm Hg with Doppler TTE. The patient had the Society of Tho-
racic Surgeons (STS) risk score was 5.615% and European System
for Cardiac Operative Risk Evaluation (EuroSCORE) Il score was
613%. Due to comorbidities and especially severe COPD, TAVR
procedure was planned for the patient together with the car-
diac team. TAVR procedures were taken in catheter laboratory
and under local anesthesia containing deep sedation. After the
evaluation with computed tomography angiography (CTA), the
right femoral artery was selected for percutaneous access. Two
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Perclose ProGlideTM (Abbott Vascular, CA, USA) was used for
femoral artery site. 14 French sheats were placed in the right fe-
moral artery. The native valve was crossed with a straight wire
sent from the amplatz 1 catheter (Figure 1). The wire was then
replaced with a 0.035 inch Amplatz extra-stiff wire with a J tip.
Merit's Myval™ (Meril Life Sciences Gujarat, India) 29 mm valve
implantation was done under RVP. Following deployment of the
valve, valve positioning and function was evaluated. In control
angiogram showed that the aortic valve was seen to be in the
appropriate position (Figure 2). In conclusion, to our knowledge,
this is the first case report describing transfemoral Myval aortic
valve implantation after EVAR procedure. Transfemoral TAVI
after EVAR is an effective, safe feasible option. The patient
should be evaluated with the cardiac teamin terms of strategies
ininterventional treatmentin periprocedural period.

Figure 1. Fluoroscopic image. Successful advancement of the
aortic valve through the aortic endograft.
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Figure 2. ProGlideTM (Abbott Vascular, CA, USA) was used
for femoral artery site

Figure 3. Valve implantation. A 29 mm Merit's Myval was
placed in the appropriate location.

PO-11[Interventional cardiology/ Valve and structural heart
diseases]

New-onsetright bundle brunch block after
transcatheter aortic valve implantation

Ender Ornek, Mustafa Cetin, Mustafa Mucahit Balci, Harun Kundi
Department of Cardiology, Ankara Bilkent City Hospital, Ankara

One of the complications related to transcatheter aortic val-
ve implantation (TAVI) is a new-onset conduction defect after
the procedure. The impact of new-onset left bundle brun-
ch block (LBBB) after TAVI has been exhaustively analysed.
However data about new-onset right bundle brunch block
(RBBB) following TAVlis scarce. In this report we present a case
of new-onset RBBB after TAVIin a patient with aortic stenosis
which resulted in a need of permanent pacemaker implantati-
on. A 78-years old man underwent TAVI for symptomatic and
severe aortic stenosis following heart team decision. His ele-
ctrocardiography before procedure showed normal sinus rhyt-
hm (PR interval 170 ms, QRS interval 105 ms). A Medtronic Co-
reValve 26 mm in size was deployed. Procedure was ended-up
without complication. However immediately after valve imp-
lantation we observed QRS widening and 12-lead ECG showed
normal sinus rhythm and right bundle brunch block (QRS in-
terval 130 ms, PR interval 170 ms). Follow-up was uneventful,
daily 12-lead ECGs were not changed and he was discharged.
One week |later he complained 2 presyncopal attacks. A new
12-lead ECG showed similar findings to the last ECG. We per-
formed a 24 hour Holter ECG monitoring which revealed hi-
gh-grade AV block episodes. After we implanted a permanent
VVI pacemaker. Anatomic close locations of His bundle and
aortic valve may explain the risk of new-onset conduction di-
sorders. His bundle penetrates the interventricular septum
between the non-coronary and right aortic leaflets and direct
trauma to this region may result in conduction disorder. In ad-
dition acute and subacute edema, extending calcifications,
dissecting hematomas andischemia may contribute to the da-
mage of His bundle. Preprocedural conduction disturbances,
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female sex, diabetes mellitus, degree of valvular calcification
and previous cardiac sugery have been defined as clinical risk
factors. Prosthesis implantation depth within the LVOT, the
CoreValve whichis often deeper deployed than balloon expan-
dable stents, balloon predilatation, short membraneous sep-
tum and larger prosthesis were defined as procedural risk fac-
tors. The incidences and impact of new-onset RBBB following
TAVI have not been well analyzed compared with new-onset
LBBB after TAVI. The reasons of RBBB occurrence instead of
LBBB occurrence after TAVI are not known. Anatomic variati-
ons of hisbundle or other unknown risk factors such as previous
coronary artery disease may explain this selection. The mana-
gement strategy after TAVI-induced RBBB is not known. An
expert panel document on management of conduction distur-
bances associated with TAVI has been published recently. This
reportstated thatno or very scarce data exist on theimpact of
new-onset RBBB after TAVI.

In view of this case report, we suggest a more rigorous fol-
low-up of patients with new-onset RBBB compared to pa-
tients with new-onset LBBB after TAVI.

PO-12 [Interventional Cardiology / Cover and Structural
Heart Diseases]

Perikardiyosentez sonrasi gelisen nadir bir
komplikasyon: Pnémoperikardiyum

Canberk Genis, Ersin Cagri Simsek
Saglik Bilimleri Universitesi, Tepecik SUAM, Kardiyoloji Klinigi, izmir

Pnémoperikardiyum nadir gérilen bir tablodur, basta travma
olmak Uzere perikartile i¢i hava dolu ya da bosluklu organlarin
fistllizasyonu, gaz Ureten mikroorganizmalara bagh perikart
enfeksiyonlari ve perikardiyosentez islemi gibi durumlarda g6-
rilebilir. Kalp tamponadina neden olabilmesi ve 6limcil seyre-
debilmesi nedeniyle yakindan takip edilmesi gereken bir tablo-
dur. Perikardiyosentez sonrasi pnémoperikardiyum gelisen bir
vakayi takdim ediyoruz. 76 yasinda bilinen HT ve gastrektomi
o6ykist olan hasta inguinal herni nedeniyle operasyon dncesi
pre-op kardiyolojik degerlendirmede kardiyomegali (Sekil 1A)
saptanmasi sonrasi yapilan Ekokardiyografide; posteriorda 4,0
cm, RV énitinde 2,5 cm, RA etrafinda 3,5 cm perikardiyal eflizyon
saptanmis ve 15 giin siireyle Metilprednizolon 16 mg 3x1 veril-
mis. Takibinde yapilan kontrol EKO'da genis perikardiyal efliz-
yonun devam etmesi ve dispne, ¢abuk yorulma sikayetleri de
olusturmasi Gzerine hastaya baska bir merkezde tanisal amagli
perikardiyosentez yapilmis. Perikardiyosentez sonrasi besinci
ginde rutin kontrollerde kalp etrafinda perikardiyal mayinin
sebat etmesi ve perikardiyal alanda hava gérinimu saptan-
masi Uzerine pnémoperikardiyum tanisi ile izleme alindi (Sekil
1B). EKG'de belirgin bir patolojik bulgu saptanmadi (Sekil 2). To-
rakal BT gérintisinde de kalbin etrafinda blyik bir alani kap-
layan hava dansitesi izlendi (Sekil 3). Kalbi gepegevre saran en
genis yerinde posterior duvar komsulugunda 3 cm olmak lGzere
basi bulgusu olusturmayan pnémoperikardiyum igin girisim di-
stintlmedi (Sekil 4). On gin takibi sonrasi perikardiyal efiizyon
ve pnémoperikardiyum tablosu spontan geriledi. Perikardiyo-
sentez islemine bagli nadir bir komplikasyon olarak karsilastigi-
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miz pndmoperikardiyum tablosu hayati sonug¢lar dogurabilme
potansiyeline ragmen basi bulgusu ve semptom olusturmadigi
takdirde konservatif olarakizlenebilir.

Sekil 1. (A) PAAC grafide kardiyomegali ve (B) perikardiyo-
sentez sonrasi perikardiyal alanda hava gériiniimi (ok ucu),
perikardiyal mayi (*).
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Sekil 3. (A-C) Perikardiyal alanda hava gériiniimiinii gésteren
cesitli BT kesitleri. Ok u¢lari hava bosluklarini géstermekte-
dir.

Sekil 4. (A, C) Ekokardiyografide subkostal ve apikal 3 bosluk
gorintiilerde perikardiyal mayi. Ok uglari perikardiyal aland-
aki kiiciik hava kabarciklarini géstermektedir.
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Sekil 5. PAAC grafide konservatif tedavi sonrasinda perikard
icindeki havanin spontan gerilemis gériiniimii.

PO-13 [Interventional cardiology / Valve and structural
heart diseases]

Herpes zoster as a challenging and unusual
complication of percutaneous cardiac
intervention

Serhan Ozyildirim

Department of Cardiology, stanbul University Cerrahpasa Institute
of Cardiology, Istanbul

Local complications of percutaneous cardiac catheterizati-
on procedures as bleeding, dissection, thrombosis, emboli-
zation, vessel laceration, fistula formation and infection are
the main source of peri-procedural morbidity. However her-
pes zoster virus (HZV) reactivation as a local complication of
cardiac catheterization is not well defined. Although little is
known about the factors that can precipitate reactivation
of latent varicella zoster infection, recent physical trauma
at the involved dermatome, within one month, is associated
with an adjusted 12-foldincrease in zoster risk, “provided that
trauma and zoster are at the samessite”. Thereforeithas been
suggested that traumatic stimulation of the nerve may trig-
ger viral reactivation in the dorsal root ganglion of the nerve.
This report aims to present the difficulty of detecting the re-
ason for lower extremity pain, presenting well before the rash
of varicella zoster reactivation following the prosthetic valve

leak closureintervention viafemoral artery. 65-year-old male
patient with mechanical prosthetic heart valves underwent
percutaneous aortic paravalvular leak closure procedure (fi-
gure 1) via femoral artery owing to the severe aortic paraval-
vular leak causing heart failure symptoms. No significant lo-
cal vascular complication due to the procedure was detected
except limited inguinal hematoma which occurred two days
after the procedure. Following the cold compress of 2 hours a
day, hematoma resolved spontaneously. However, he had se-
vere pain around and distal to the catheter introduction site,
defined by the patientas“tenoverten” onnumeric painrating
scale, six days after the procedure. Re-hospitalization was
necessary owing to severity of the complaint and a detailed
investigationin a view to detect vascular complications reve-
aled nothing remarkable. It was only possible to comprehend
the cause of the pain after typical rash appeared over the pa-
inful area on the fourth day of the pain. Grouped herpetiform
vesicles on an erythematous base following L2-L3 dermato-
mes on right lower extremity were regarded as characteristic
lesions of herpes zoster on dermatologic examination (figure
2). Catheterintroduction through the femoral artery may ca-
use local reactivation of HZV. Traumatic stimulation seems to
be the main mechanism. It is not possible to determine either
the procedure itself, or the hematoma and cold compression
in an attempt to attenuate it, caused the reactivation pro-
cess. The pain follows adermatome whichis nearly parallel to
the femoral artery route (figure 3) and usually starts days be-
fore the rash. Therefore it might be challenging to make the
diagnosis until the typical rash arises, especially when focu-
sing on the vascular system and unnecessary diagnostic tests
toinvestigate vascular complications becomeinevitable. The
only way to prevent this diagnostic gap is to suspect zoster as
adifferential diagnosis.

Figure 1. Paravalvular leak closure procedure and implanted
plugs (1, 2, 3) around aortic valve. AV, aortic valve; MV, mitral
valve; TEE, probe.
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1saattir olan gégus agrisi sikayeti ile acile basvurmus. Acil-
de takiplerisirasinda VF gelismesi lizerine 2 kez defibrilasyon
uygulanan hasta akut koroner sendrom tanisi ile tarafimiza
sevk edildi. EKG'de V1-V6 ST elevasyonu izlenen hasta Akut
Anterior STEMI tanisi ile primer anjiyografi laboratuvarina
alindi ve anjiyografiislemi yapildi. Yapilan anjiyografi gériin-
tllemesinde sag koroner arter normal izlendi, sol ana koro-
ner artere ciddi basi yapan aorta anevrizmasi izlendi ve LAD
mid bolgeden tam tikali izlendi (Sekil 1, Video 1). Ayrica an-
jiyografide JL 3,5 kateter sol koroner sisteme angaje olunca
ciddi aort yetersizligi izlendi ancak ayni kateter aortaya ¢e-
kilerek aortografi gérlintlist alindigi zaman aort yetersizligi
izlenmedi. (Sekil 2, Video 2). Bunun tzerine infektif endokar-
dit siiphesiile hastaya yatak basi transtorasik ve transézofa-
jial ekokardiyografi yapildi. Ekokardiyografi gériintilerinde
sag koroner sinliste anevrizma ve sag ventrikile agilan fistdl,
mitral ve triklspit kapaklarda vejetasyon bulgusuizlendi (Se-
kil 3). TEE gorintilerinde Bentall prosediri ile yerlestirilen
aorta greftinde defekt izlendi. Hastanin bilinen infektif en-
dokardit 6ykisld olmadigdi, cerrahi sonrasi kardiyoloji polikli-
nik kontrollerine diizenli gittigi 6grenildi. Cerrahi sonrasi ge¢
komplikasyon 6n tanisiile takipli oldugu merkeze sevk edildi.
infektif endokardit, kalbin endokardiyal yiiziiniin enfeksi-
yonudur. Siklikla bir veya daha fazla kalp kapak¢iginin ya da
intrakardiyak yerlesimli cihazlarin enfeksiyonundan kaynak-
lanir. Mekanik kapaklarda da infektif endokardit gelisebilir ve
ensik ireyen mikroorganizma staflikoklardir. Tedavisi cerrahi
rekonstriiksiyondur.

Figure 3. Relationship between arteries and dermatomes of
lower extremity. P, puncture site for femoral route; L, lumbar;
S, Sacral.

PO-14 [Interventional Cardiology / Cover and Structural
Heart Diseases]

Endokardite bagli gelisen ve sol ana koroner
artere basiyapan aort psédoanevrizmasi

ilkin Guliyev, Arif Arisoy
Tokat Medikal Park Hastanesi, Kardiyoloji Anabilim Dali, Tokat

Protez kapak endokarditi az gérilen bir durum olmasina
ragmen olduk¢a ylksek mortalite ve morbidite ile seyreden
bir hastaliktir. Dokuz ay 6nce ileri aort yetersizligi ve aorta
anevrizmasi tanisiile Bentall operasyon teknigiile aort kapak
replasmani ve ayni dénemde gelisen AV tam blok tanisi ile
kahci kalp pili implantasyonu yapilan 53 yasinda kadin hasta
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PO-15 [Interventional cardiology / Valve and structural
heartdiseases]

Prosthetic valve stuck within the delivery
sheath: Unusual complication of new
generation Myval TAVI valves procedure

Ahmet Karabulut', Sinan Daddelen?

'Department of Cardiology, Acibadem Hospital, [stanbul
2Acibadem Altunizade Hospital Cardiology Clinic, stanbul

Transcatheter aortic valve implantation (TAVI) had opened the
new era in the treatment of aortic stenosis. Innovation in the
sheath technology and use of low profile delivery sheaths has
decreased the access site complications. Herein, we presented
an unexpected complication of the TAVI procedure linked to
compositionofdelivery sheath. We presentedanunusualcomp-
lication of novel balon expandanle Myval TAVI valves which did
not reported before. We discussed the potential risk of 29 mm
Myval valves stuck within the 14Fr delivery sheath. We poposed
that, delivery sheath of the procedure should be improved the
prevent such complication. We also proposed the possible in-
novative ideas for the delivery sheath design. Novel generation
balloon-expandable TAVI valves offer operators-friendly inno-
vations in the implantation procedure. However, pushability of
the 29 mm Myval TAVI valves through the 14F Phyton delivery
sheathis difficult anditis prone to complication.

Figure 1. The stuck valve was clearly viewed within the deliv-
ery sheath. Overall composition of the valve was examined
after dilatation and there was no signs of structural damage.

PO-16 [Interventional Cardiology / Carotid and Peripheral
Vascular]

Gec¢donem travmatik bilateral renal arter
apopleksi olgusunun endovaskiiler yonetimi

Soner Akslyek, Micahit Yarar, Alper Karakus, Tahsin Bozat,
Mehmet Melek, Mehmet Demir, Hasan Ari
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Bursa Yiiksek Ihtisas EGitim ve Arastirma Hastanesi, Kardiyoloji
Anabilim Dali, Bursa

Travmatik bilateral renal arter yaralanmalari olduk¢a nadir-
dir ve siklikla diger intraabdominal organ yaralanmalari ile
beraberdir. Bu travma tipinde en blylk sorun sicak iskemi
zamanidir ve reperflizyona kadar gegen sire kritiktir. Ge-
leneksel tedavi se¢enedi cerrahi midahaleyi icermektedir
ancak tedavi genellikle optimalin altindadir ve siklikla nef-
rektomi veya bébrek fonksiyon kaybi ile sonuglanir. Endovas-
kiler tedavideki son gelismeler tani ve tedaviyi mimkian kil-
mistir. Bu olgu sunumu, gérece ge¢ (5. glin) teshis edilen geng
bir coklu travma (hemopnémotoraks, karaciger laserasyonu
ve sag iliak kanat fraktird) hastasinda endovaskiler mi-
dahale ile yonetilen bilateral renal arter oklizyonu vakasini
gostermektedir. 20 yasinda erkek hasta asansér dismesi se-
bebiyle ambulans ile acil servise getirilmis. Asansérin hala-
tinin kopmasi nedeniyle 3. kattan zemine distigd ogrenildi.
Takipte idrar ¢ikisi olmayan hastanin kreatinin degerleri gi-
derek artmis, bunun Gzerine yapilan Doppler USG'de her iki
renal arterlerde de akim saptanmamistir. MR anjiyografide
de bilateral renal arter diseksiyonu saptanmasi lizerine has-
ta tarafimiza endovaskdiler tedavi agisindan konsilte edildi.
Hasta anjiyografi laboratuvarina alinarak renal arterler gé-
rintllendi. Sag renal arterin total oldugu saptandi (sekil 1).
Sag renal arter total diseke lezyondan guidewire ile gecildi.
1,5x20 mm, 2,5x8 mm, 3,5x20 mm ve 6,0x15 mm balonlarla
¢okluPTA yapildi (sekil 2 ve 3). Solrenal arterde %90-%99 dar-
liga yol agan diseke lezyon saptandi (sekil 4). Sol renal arter
diseke lezyondan guidewire ile gegildi. 3,5x20 mm ve 6,0x15
mm balonlarla PTA uygulandi (sekil 5 ve 6). Lezyonlarda tama
yakin a¢iklik saglandi. Daha sonra troloji servisine devredil-
di. Takipleri sirasinda 3/7 (pazartesi-¢arsamba-cuma) rutin
hemodiyaliz programina alindi. Renal arter miidahale sonrasi
5. glinde hastada Griner output yaniti ginde 1500 cc seklinde
alindi. Kreatinin degerlerinde islem 6ncesi bazal seviyelere
gore %25 azalma gorildi. Parankimal hasar ve olasi tibuler
nekroz nedeniyle hastada 20 ginlik yakin takip sonuglari
beklenmektedir. Renal arter yaralanmalari kiint travmalarda
nadir gérilen ancak mortalite ve morbidite oranlari ylksek
olan bir durumdur. Literatiirde siklikla ilk 48 saatte endovas-
kiler islem 6rnekleri mevcutken bizim hastamizda kanamali
multipl travma ve retroperitoneal hematom olmasi nedeniy-
le girisim olaydan yaklasik 96 saat sonra uygulandi. Kanamasi
olan hastadaislemde sadece renal artere PTA yapildi. Antip-
latelet tedavi verilmedi. islemden 5 giin sonra hastanin renal
fonksiyonlarinda diizelme gérildi. Mevcut vaka ge¢ dénem
hastalarda da endovaskiler tedavi se¢eneginin 6nemini ko-
rudugunu vurgulamaktadir.

Sekil 1. Sag renal arter disseke lezyondan guidewire ile gegildi.

Sekil 3. Sag renal arter disseke lezyona PTCA uygulanmasi
sonrasi.
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Sekil 6. Sol renal arter disseke lezyona PTCA uygulanmasi
sonrasi TIMI 3 akim.

PO-17 [Interventional Cardiology / Carotid and Peripheral
Vascular]

Sekil 4. Sol renal arter disseke lezyon gériintiilenmesi.

Successful revascularization of superficial
femoral artery occlusion using retrograde
proximal anterior tibial artery access and
reverse CART technique

Emre Girel, Zekeriya Dogan, Tuba Gigtekin, Altug Cingin,
Murat Stnbdl, Kirsat Tigen

Department of Cardiology, Marmara University Faculty of
Medicine, istanbul

67 year-old male patient with diabetes mellitus and smoking
history visited our outpatient clinic, complaining progressive
severe intermittent claudicationin the right lower extremity.
He had a history of endovascular aortic repair (EVAR) two
years ago. Physical examination showed no pulse on the ri-
ght popliteal artery and foot arteries. Arterial Doppler ult-
rasonography revealed monophasic flows in the right popli-
teal, anterior tibial (ATA) and posterior tibial (PTA) arteries.
Peripheral angiography demonstrated patent EVAR graft,
total occlusion in superficial femoral artery (SFA), collateral
filling to the distal SFA and patent below-the-knee arteries.
Sekil 5. Sol renal arter disseke lezyondan guidewire ile Percutaneous intervention was planned. First we accessed
gecilmesi. through left femoral artery with 6F sheat, and 6F sheatless
catheter advanced to the right common femoral artery by
crossover technique. Total occlusionin SFA proximal segment
was tried to penetrate antegradely using 0.035 hydrophilic
wire and microcatheter support (Navicross) but control an-
giogram revealed that the wire was not intraluminal. After
that, we performed retrograde puncture from proximal ATA
with placing sheat and tried to cross total lesion retrogradely
using 0.035 hydrophilic wire with Navicross support. But the
retrograde wire also tended to go to the subintimal space at
the proximal part of the SFA. Then, 5.0 x 60 mm balloon over
the antegrade wire in the subintima was inflated near to the
proximal occlusion site. The retrograde wire was advanced
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along to the deflated antegrade balloon and true lumen was
confirmed in the common femoral artery (CFA) level (reverse
CART technique). This retrograde wire was captured with a
snare and externalized from left femoral artery by creating
aloop. Repeated dilations were performed with 5.0 x 60 mm
balloon. Due to flow-limiting dissection in proximal SFA, 6.0
X 120 mm self-expandable stent was implanted and post-di-
lation was performed by 6.0 x 100 mm balloon. Last angiog-
ram showed good flow from the SFA to the below the knee
arteries without any complication. Hemostasis was obtai-
ned with balloon inflation for the retrograde proximal ATA
access.

PO-18 [Interventional Cardiology / Carotid and Peripheral
Vascular]

Electrification technique of a guidewire to
assistin crossing aniliac occlusion

Ali Karagéz, Fatih Yilmaz, Barkin Kiltirsay, Berhan Keskin,
Stleyman Cagan Efe, Enver Yicel

Department of Cardiology, Kartal Kosuyolu Yiiksek ihtisas Training
and Research Hospital, istanbul, Turkey

To describe a novel use of delivering electrical energy to to-
taliliac lesion through a guidewire to facilitate crossing of ili-
ac chronic total occlusion when stiff hydrophilic guidewires
failed to cross to true lumen. A 68-year-old male presented
with bilateral claudication of lower extremities, classified
Rutherford stage 4. Computed tomographic angiography
revealed critical aorto-iliac occlusion. Diagnostic angiog-
raphy revealed heavily calcified bilateral aorto-iliac occlusi-
on extending to femoral arteries and appearance of porce-
lain aorta. Antegrade penetration of lesion was attempted
via brachial route but failed crossing toiliac true lumen. Ret-
rograde approach was successful for crossing the right iliac
lesion. As for the left iliac lesion, multiple attempts to cross
the lesion were made using numerous guidewires but fai-
led. A 0.018 hydrophilic guidewire advanced to the lesion in
4-Fr Judkins Right (JR) catheter. Distal tip of guidewire was
penetrated to the lesion and proximal tip of guidewire was
connected to a unipolar electrocautery pencil using forceps.
Guidewire was energized at 50W for 3seconds and easily ad-
vanced to true lumen. Bilateral aorto-iliac stent-grafts were
implanted using kissing stent technique, then bothiliac arte-
ries were stented. Procedure was done without complicati-
on. CONCLUSION: Percutaneous electrocautery-assisted
crossing technique might be an effective method to cross the
lesion when common techniques fail to succeed with expe-
rienced operators.

PO-19 [Interventional Cardiology / Carotid and Peripheral
Vascular]

Successful percutaneous revascularization
of superior mesenteric artery lesionina
patient with intestinal ischemia
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Emre Gurel', Elnur Alizade?

'Department of Cardiology, Marmara University Faculty of
Medicine, [stanbul

2Department of Cardiology, Kartal Kosuyolu Yiiksek ihtisas Training
and Research Hospital, istanbul

58 year-old male patient with smoking history was admitted
due to postprandial abdominal pain and intermittent diar-
rhea associated with progressive loss of weight for the last
one year. He had a history of percutaneous intervention for
left common iliac artery and superficial femoral artery. Phy-
sical examination was unremarkable except for significant
emaciation. Upper and lower gastrointestinal endoscopy
showed no significant lesion. Blood tests and stool analysis
were all clear. Computed tomography angiography revealed
significant stenosis in the proximal part of superior mesen-
teric artery (SMA) and normal celiac and inferior mesenteric
artery. Conventional angiography confirmed these findings
and also detected non-critical coronary artery disease. We
decided to perform percutaneousintervention. We accessed
through right femoral artery with 7F sheat, and SMA ostium
was engaged with a 7F Judkins right guiding catheter. Proxi-
mal lesion was crossed using a 0.035 hydrophilic wire and 7.0
X 59 mm balloon expandable stent was directly implanted.
Stent diameter was matched with the normal vessel beyond
the lesion and stent fully covered the SMA ostium. While
balloon of the stent was inflated we pushed the wire to the
proximal aorta for the optimal apposition in the ostium. Fi-
nal angiography demonstrated a good result with no residual
stenosis or dissection.

PO-20 [Interventional Cardiology / Carotid and Peripheral
Vascular]

Successful revascularization of externaliliac,
superficial femoral and popliteal artery at
the same session in a patient with diabetic
foot

Emre Girel, Zekeriya Dogan, Tuba Gilictekin, Altug Cingin,
Murat SGnbdl, Kirsat Tigen

Department of Cardiology, Marmara University Faculty of
Medicine, Istanbul

71 year-old male patient with diabetes mellitus visited our
outpatient clinic, complaining progressive wounds on the ri-
ght foot. Physical examination revealed necrotic tissues on
the right foot fingers, and no pulse on the right popliteal and
below-the-knee arteries. Arterial Doppler ultrasonograp-
hy showed monophasic flow for the popliteal artery and no
flow for foot arteries. Peripheral angiography demonstra-
ted significant stenosis in the external iliac artery, first total
occlusion in the superficial femoral artery (SFA) and second
total occlusion in the popliteal artery. Weak collateral filling
was observed only at the level of popliteal artery. Percuta-
neous intervention was planned. First we accessed through
left femoral artery with 6F sheat, and 6F sheatless catheter
advanced to the right common femoral artery (CFA) level by
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crossover technique. Total occlusion in the SFA proximal seg-
ment was crossed antegradely using 0.035 hydrophilic wire
and microcatheter support (Navicross), true lumen was con-
firmed at the popliteal artery level. Repeated dilations were
performed with 5.0x100 mm balloon. After that, sheatless
catheter was advanced to the popliteal artery level. Popli-
teal artery total occlusion was antegradely crossed towards
peroneal artery using 0.014 hydrophilic wire (Pilot 150) and
2.5x200 mm balloon for support. The same balloon was inf-
lated repeatedly in the peroneal artery. Lastly, 8.0x37 mm
balloon expandable stent was implanted to the right exter-
nal iliac artery significant lesion. Final angiogram demonst-
rated agood flow from right commoniliac artery to the distal
peroneal artery and markedly improved foot circulation wit-
hout any complication.

PO-21 [Interventional Cardiology / Carotid and Peripheral
Vascular]

Coexistence of ST elevation myocardial
infarction and acute limb ischemia: A case
report

Kemal Emrecan Parsova’', Ali Nazmi Calik', Beyza Selin Hak-

sever Calik?, Betiil Korkmaz', Ali Kerem Yilmaz', Sennur Unal
Day!'

'Dr. Siyami Ersek Thoracic and Cardiovascular Surgery Training and
Research Hospital Cardiology Clinic, Istanbul

25.B. Umraniye Training and Research Hospital Internal Diseases
Clinic, istanbul

A 51-year-old male was brought to the emergency service
with complaints of chest and right leg pain. He had a history
of right femoropopliteal bypass surgery five years ago, a
stent to the left circumflex artery (LCx) obtuse marginalis-1
branch (OM1) 2 years ago. The right leg was paler and col-
der than the left. The right femoral artery pulse was weaker
than the left femoral artery pulse; the right popliteal artery
and arteria dorsalis pedis pulse could not be obtained. The
patient’s electrocardiography showed high lateral ST eleva-
tion myocardial infarction. Coronary angiography showed
occluded stent at the ostium of LCx-OM 1. Drug-coated
stent was implanted provisionally to the culprit lesion. The
side of overlap was post-dilated, proximal optimization te-
chnique (POT) was performed. We performed peripheral an-
giography of the right lower extremity arteries. We observed
that the right common femoral artery (CFA) of the patient
was occluded, and widespread thrombus extending from the
CFAtothe deep femoral artery (DFA) and superficial femoral
artery (SFA) graft. Percutaneous transluminal angioplasty
(PTA) was performed. Arteria tibialis anterior (ATA) ostium
remained subtotal and recoiled. ATA's ostium was stented.
The thrombus persisted. tPA was administered through the
Uni-Fuse (Angiodynamics) infusion catheter. The control pe-
ripheral angiography showed that right lower extremity ar-
teries, including the SFA graft, were open and the thrombus
disappeared. Intracardiac mass, thrombus, vegetation, aor-
tic dissection, autoimmune diseases, genetic and acquired
causes, and Covid-19 should be evaluated for the aetiology.
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Figure 1. A 12- lead electrocardiogram on admission with si-
nus rythm with ST-segment elevationinleads D1, avlL, V5 and

V6, and ST-segment depression in leads D3, avF, V1, V2, V3,
CLIAYZS

Figure 2. 10 mg tPA was given from the catheter, and 2 mg/h
infusion for 20 hours (40 mg, in total) was administered
through the Uni-Fuse (Angiodynamics) infusion catheter,
which was placed at CFA.
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Figure 3. Transthoracic echocardiography images. A shows
the 3.3 cm ascending aorta with no dissection. B shows left
ventricular hypertrophy), B, C, D shows no intracardiac

thrombus, vegetation and mass image. Left ventricle had no
aneursym.

Figure 4. The control peripheral angiography showed that
right lower extremity arteries, including the SFA graft, were
open with a three-vessel run-off below the knee, and the
thrombus disappeared.
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Video 1. Diagnostic coronary angiography showed normal
left main coronary artery (LMCA), non-obstructive athe-
rosclerotic plaques of the left anterior descending artery
(LAD), LCx, and occluded stent at the ostium of LCx-OM 1.

Video 2. A 2.75 * 16 mm BioMime drug-coated stent (Meril
Life) was implanted provisionally to the culprit lesion with
minimal overlap on the previous stent. The side of overlap
was post-dilated, proximal optimization technique (POT)
was performed, TIMI 3 flow was achieved.

Video 3. The right common femoral artery (CFA) of the pa-
tient was occluded, and widespread thrombus extending
from the CFA to the deep femoral artery (DFA) and superfi-
cial femoral artery (SFA) graft.

Video 4. The thrombotic lesion was crossed with a 300 cm
0.014-inch CholCE Floopy guidewire (Boston Scientific).
The wire was advanced to the arteria tibialis anterior (ATA)
with the support of a 5 Fr. multipurpose catheter. Percuta-
neous transluminal angioplasty (PTA) was performed with
a 3.0*100 mm Mustang balloon catheter (Boston Scientific)
starting from ATA's mid-segment to the distal SFA graft mul-
tiple times to achieve at least one arterial run-off below the
knee. Even persisting thrombus formation in the proximal
segment of the graft, the flow was achieved in the SFA graft
and popliteal artery. However, ATA ostium remained subtotal
and recoiled despite multiple PTAs.

Video 5. ATA's ostium was stented with a 3.0*29 mm BioMime
stent (Meril Life), and flow was provided at the proximal and
mid-segment of ATA. The thrombus burden persisted in the
distal ATA, the ostium of tibioperoneal trunk, DFA, CFA and
proximal SFA.

Video 6. The control peripheral angiography showed that
right lower extremity arteries, including the SFA graft, were
open with athree-vessel run-off below the knee, and the th-
rombus disappeared.

PO-22 [Interventional Cardiology / Carotid and Peripheral
Vascular]

Successful retrograde revascularization of
superficial femoral artery osteal occlusion
without a stump

Emre Girel, Tuba Glctekin, Zekeriya Dogan, Murat Stnbdil,
Altug Cingin, Kirsat Tigen

Department of Cardiology, Marmara University School of Medicine,
/stcrnbul, Turkey

58 year-old male patient with smoking history was admitted
due to severe intermittent claudication in the right lower ext-
remity. Physical examination revealed no pulse on the right
popliteal artery and foot arteries. Arterial Doppler ultraso-
nography showed monophasic flows in the right popliteal, an-
terior tibial (ATA) and posterior tibial (PTA) arteries. Peripheral
angiography demonstrated, osteal total occlusion of superfi-
cial femoral artery (SFA) without any stump, collateral filling
to the distal SFA, and patent below-the-knee arteries. Percu-
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taneous intervention was planned. First we accessed through
left femoral artery with 6F sheat, and éF sheatless catheter
was advanced to the right common femoral artery (CFA) by
crossover technique. Due to the absence of stump in the SFA
ostium allowing antegrade intervention, we performed ret-
rograde puncture from distal SFA with placing 6F sheat and
tried to cross total lesion retrogradely using 0.035 hydrophilic
wire with Navicross support. But the retrograde wire tended to
gotothesubintimal space near to the SFA ostium. At thisstage
we could cross the proximal cap of the occlusion retrogradely
by penetrating a 0.014 stiff wire (Conquest pro 12) and true lu-
men was confirmed at the level of CFA. This retrograde wire
was captured with a snare and externalized from left femoral
artery by creating a loop. Repeated dilations were performed
using 5.0 x 120 and 6.0 x 100 mm balloons. Due to flow-limiting
dissection in proximal SFA, 6.0 x 80 mm self-expandable stent
(Supera) was implanted. Hemostasis was obtained with ballo-
oninflation for the retrograde distal SFA access.

PO-24 [Interventional Cardiology / Coronary]

Acele etme geride iz birakma: Urkiitiici bir
koroner trombus vakasi

Sefa Tatar', Abdullah icli?

'Konya Numune Hastanesi, Kardiyoloji B6lim, Konya, Tirkiye
2Necmettin Erbakan Universitesi, Meram Tip Fakiiltesi, Kardiyoloji
Anabilim Dali, Konya, Tirkiye

Miyokard infarktisi ve unstabil angin apektoris gibi akut ko-
roner sendromlarda ve komplike aterom plaklarinda intrako-
roner trombis olduk¢a sikga gérilmektedir. Koroner trombdis
yuk, perkitan koronerislemin basarisini etkileyen 6nemli bir
faktordur. islem esnasinda trombis embolizasyonu, mikro-
vaskdler yatagi tikayarakinfarkt alaninin artmasina ve vent-
rikll fonksiyonlarinin bozulmasina neden olmaktadir. Ayrica
distal trombis embolisi mortaliteyi ve stent trombds riskini
de artirmaktadir. Biz de bu yazimizda akut koroner sendrom-
la gelen ve medikal tedaviyle trombisi kaybolan kompleks
bir vakayi anlatmayi planlandik.

Bilinen hipertansiyon, diyabates mellitus, yogun sigara kulla-
nimi olan 50 yasinda erkek hasta 2 saat énce baslayan epi-
gastrik bélgede olan tipik g6gis agrisiyla acil servise basvur-
du. Troponin dederiylksek olan hastanin fizik muayenesinde
tansiyon 10060 mmhg, kalp hizi 130/dk idi ve agrisi devam
etmekteydi. Cekilen elektrokardiyografisinde sagd dal blogu
mevcuttu. Ekokardiyografide inferior septumda hipokinezisi
mevcuttu, 6nemli kapak patolojisi yoktu. Hasta anjiografila-
boratuarona alindi. Sag koroner arter plakli tespit edildi. Sol
sistem gorintilemesinde sol ana koroner (LMCA) distalin-
de yer alan ve sol anterior desending arter (LAD) ostiumuna
uzanan trombis formasyonu gérildi ($Sekil 1-2). LAD distal
apeks kisminin total tikali oldugu gorildiu (Sekil 3). Hastaya
intrakoroner tirofiban, heparin ve trombolitik tedavi veril-
mesine ragmen trombusin erimedigi goérildld. Hastaya ase-
tilsalisilik asit, klopidogrel, heparin tedavisi ve 48 saat tirofi-
ban inflizyonu yapildiktan sonra yapilan kontrol anjiografide
LAD distal akiminin diizelmeye basladigi ancak LMCA distal-

de yer alan trombisin erimeden devam ettigi goérulda
(Sekil 4). Hasta asetilsalisilik asit, klopidogrel ve heparin
tedavisi altinda bir hafta daha izlemeye alindi. Bu sireg ice-
risinde hastanin hemodinamik durumu olumlu yénde diizel-
meye basladi. Bir hafta sonra yapilan kontrol anjiografide
tromblsiin tamamen kayboldugu gérildd (Sekil 5-6). Hasta
medikal tedavisi diizenlenerek taburcu edildi.

Son yillarda artan teknolojik gelismelere paralel olarak
stentleme yéntemiyle koroner trombiis vakalaridnemli oran-
da tedavi ediliyor gibi gortiilse de koroner trombis vakalarina
yaklasim ve sonuglari halen tartismalidir. intrakoroner trom-
bls tedavisinde ilaglar, direk stentleme, trombektomi, filtre
kullanimi, mekanik fragmantasyon, ultrasonik ydontemler gibi
farklimodaliteler kullanilmaktadir. Ancak bizim burada ifade
etmekistedigimiz en 6nemli nokta, bizim vakamizda da oldu-
gu gibi koroner trombis saptanan hastalarin hemen mekanik
yéntemlerle tedavi edilmeye ¢alisilmasi yerine, hastalarda
medikal tedaviye firsat verilmesinin ve sabirli bir sekilde bek-
lemenin de olumlu sonuglar getirebilecegini ve mekanik yén-
temin neden oldugu uzun vadeli komplikasyonlarin azaltabi-
lecegini dile getirmektedir.

Sekil 2.
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Sekil 3.

PO-25[Interventional Cardiology / Coronary]
Spontaneous coronary artery dissections
associated with energy drink consumption
Udur Kiiciik, Cengiz Demir, Ugur Ozpinar

Department of Cardiology, Canakkale Onsekiz Mart University,
Canakkale, Turkey

Energy drinks (EDs) are frequently consumed by young indivi-
duals asdietary supplements. Clinical conditions such as car-
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diac arrhythmia and Ml can be seen after ED consumption.
In our article, a case with spontaneous right coronary artery
dissection and inferior myocardial infarction was reported.

A 35-year-old male patient presents to with left chest pain
three hours after consuming 225 ml of ED. ST elevation was
observed in the inferior leads on electrocardiography (Fi-
gure 1). Ejection fraction (EF) was calculated as 50%. Blood
pressure was 8060 mmHg, pulse rate was 91/min, and body
temperature was 36.1°C. Coronary angiography was per-
formed from the right femoral artery using a 6 F sheath.
Left main coronary artery (LMCA), left anterior descending
artery (LAD) and circumflex artery (Cx) were normal. Right
coronary artery (RCA): thromboses, and long dissection le-
sion were observed (Figure 2. a, b). While the Judkins right
(Jr) guiding catheter was being prepared for the placement
of the RCA, the patient suddenly developed bradycardia
and hypotension. 2 mg of atropine was administered to the
patient. Despite atropine, the desired pulse rate could not
be achieved in the patient, and a temporary pacemaker
was inserted. When the RCA was re-imaged, it was obser-
ved that it was totally from the osteal, and the dissection
line progressed. RCA was crossed with a floppy guide wire
and dilatation was performed with a 2.0x20 mm balloon.
Then, 2.75x20 mm DES was inserted in the RCA mid-region,
and 3.0 x 28 mm DES was inserted proximally to close the
dissection line. Opaque involvement was observed in the li-
mited area of the RCA ostial part, but it was interpreted as
asub-endothelial opaque residue under the stent (Figure 3.
a-d). TTE was performed in the catheterization laboratory,
and no dissection flap and pericardial fluid were observed
inthe aorticroot. The patient was taken to the coronary in-
tensive care unit. After 6 hours, control angiographic ima-
ging, the stents in the RCA were open and opaque involve-
ment was not observed in the RCA ostium (Figure 4). After
5days of follow-up, the patient was discharged after medi-
cal treatment was arranged.

Spontaneous coronary artery dissections (SCAD) are a rare
cause of myocardial infarction. Its etiopathogenesis is not
known precisely. Heavy exercise, connective tissue disea-
ses, and oral contraceptive use were found associated. In our
case, Ml was observed after consuming an ED. ED consump-
tion increases platelet aggregation and may be associated
with poor clinical outcomes by causing endothelial dysfunc-
tion. Although there are different amounts of stimulants in
beverages according to the product variety, basically caffei-
neisthe mainstimulant. Treatmentshould be decided accor-
ding to the clinical and hemodynamic status of the patient.
As in our case, early diagnosis and rapid intervention incre-
ase survival.

Figure 1. The patient’s pre-percutaneous coronary interven-
tion electrocardiogram (St segment elevationinleads D2, D3,
aVF and st segment depressionin leads D1, aVL.

Figure 2. a, b. Angiographic image showing the normal left
anterior descending artery and normal circumflex artery (a),
angiographic image showing right coronary artery lesion
with a thrombus and long dissection lesion (arrow) (b).

Figure 3. a-d. Angiographic image showing the right coro-
nary arteries pre percutaneous intervention (a, b, c) and post
percutaneous intervention (arrow) (d)

Figure 4. Angiographic image showing control angiographic
imaging of the right coronary artery.
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Sag koroner arterde kirilan guidezillanin
glivenli bir sekilde kateterinigine alinarak
cikartilmasi

Yusuf Uzkar, irfan Veysel Diizen, Ertan Vuruskan, Mehmet
Murat Sucu, Gékhan Altunbas, Mehmet Kaplan, Erdem Al-
kan, Simeyye Alkan, Derya Bakacak

Gaziantep Universitesi Tip Fakdiltesi, Kardiyoloji Anabilim Dall,
Gaziantep, Tirkiye

52 yasinda, E hasta, HT yok, Sigara mevcut, DM yok

Ara ara gégis agrisi olan hasta kardiyoloji klinigine basvur-
mus. Klinikte degerlendirildikten sonra KAG i¢in kardiyoloji
servisine yatirildi. Yapilan anjiyografisonrasi LAD kritik darlk
acilarak, RCA kalsifik, ciddi ve ardisik darliklar i¢cin baska bir
tarihe randevusu verildi.

Dahasonra RCA, PClislemiigin anjiyoya alinan hastanin da-
marina sirasiyla flopy ve extrasupport tellerle gecildikten
sonra darliklar, 1.5*20mm Artimes ve 2.25*20mm Solarice
balonlarla predilatasyon yapildi. Damarin distal darligina
2.5*24mm Promus stent planlandi fakat stent ge¢gmeyince
yan dala 2.0*12mm Artimes balonla anchor yapildi, stent
tekrar denendianchor destegine ragmen stentyine gegme-
di. 2.5*15mm Solarice balonla tekrar predilatasyon yapildi.
Darlik Guidezilla destek kateteri ile distale kadar gecildi.
2.5%24mm Promus stent Guidezilla esliginde lezyon dista-
line kadar ilerletildi. Guidezilla’ y1 ve stenti biraz geri ¢ekip
stenti agmak istedigimizde Guidezilla' nin geri gelmeyerek
saft kisminin kirthp disari ¢iktigi, u¢ kisminin ise sag korone-
rin iginde kaldigi gézlendi. Guidezilla’' nin distaline gectigi-
miz stenti Guidezilla’ nin ucuna kadar ¢ekerek stenti 18 atm
de agtik. Stentin balonu iyice indikten sonra, balonu yavas-
¢a Guidezilla' ninigine ¢ekip 3 atm basingla sisirerek balonu
yavasc¢a geri ¢ektik.Guidezilla ve balon kateterin i¢cine ¢ce-
kildikten sonra sistemi tamamen disari ¢ikarttik. Guiding
kateterden balon ¢ikmasina ragmen kirilan Guidezilla'yi
goéremeyince kateteri X-Ray i1sini altinda kontrol ettik. Kiri-
lan Guidezilla’ nin guiding kateterin icinde oldugunu gérin-
ce yeni bir kateter ve yeni bir Guidezilla ile isleme yeniden
basladik. Damarin proksimaline 3.0*29mm Evermine stent
ve en proksimal kismina da 3.0*16mm Promus stent yerles-
tirdikten sonra, 3.0*15mm NC balonla posdilatasyonlar ya-
pildi. Tam ag¢iklik saglanarak hasta ertesi gtnilaglari dizen-
lenerek taburcu edildi.
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Sekil 1. RCA kivrimli uzun ve kalsifik darlik
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Sekil 2. Kirilan Guidezilla’' nin distaline kadar ¢ekilen stent 18
atm de implante edildi.
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Sekil 3. Guidezilla’ nin distalinde implante ettigimiz stentin
balonunu Guidezilla’ nin icine ¢ekerek 3 atm basing¢la sisirilip
guiding kateterin icine ¢ekilmesi.

Sekil 5. Kirillan Guidezilla' y1 ¢cikarttiktan sonra yeni bir guid-
ing kateterle isleme yeniden devam etme islemi.

Sekil 6. Proksimal lesyonlara stent implantasyon ve NC balon
ile postdilatasyonlar sontasi damarin son hali.

Sekil 4. Kateterin icine ¢ekilen Guidezilla’' nin X-Rey alitinda
kontroli.

S27 m—



PO-27 [Interventional Cardiology / Coronary]

AMI hastasinda RMCA tim koronerleri
veriyor; ayniseansta RCA ve LAD perkiitan
koroner girisim

Abdulkadir Cakmak, Gékhan Keskin

Amasya Universitesi Sabuncuoglu Sereefeddin Devlet Hastanesi
Kardiyoloji Klinigi, Amasya

Bilinen herhangi bir hastaligi olmayan 52 yasinda sigaraigi-
cisi erkek hasta ¢arpinti ve gégus agrisi sikayeti ile acil Gni-
temize basvurmus. EKG'sinde belirgin iskemi bulgulari sap-
tanan; troponin degeri pozitif olan hasta koroner anjiografi
amacliyla kateter laboratuvarina alindi. Sol koroner arter
sistemi farkli JL kateterler ile vistualize edilemedi. Sag ko-
roner arter i¢in alinan JR kateter ile yapilan gérintilemede
RCA, LAD ve CX arterlerinin timinin RMCA dan kaynak
aldigi goérildi. RCA da mid bélgede %100 tromboze lezyon;
LAD de proksimalden baslayan %20-95 darlik yapan uzun
segment tromboze lezyon; CX mid bélgede %30 darlk ya-
pan lezyonizlendi. Hasta i¢in ayni seansta olmak tizere RCA
ve LAD lezyonlarina PKG karari alindi. AR1 guiding kateter
ile RMCA kandilize edildi. Kateter agzi RCA ya yénlendirile-
rek floppy tel ile RCA lezyonu gegildi. Lezyon balon ile pre-
dilate edildikten sonra lezyona DES implante edildi. Tam
aciklik saglandi. Sonrasinda floppy tel geri alindi. AR1 kate-
ter agzi LAD-CX tarafina yénlendirildi. LAD lezyonu floppy
telile gecildi. Lezyona direk DES implantasyonu yapildi. Tam
aciklik saglandi. isleme son verildi. Yatis seyrinde sorunu ol-
mayan hasta tibbi tedavisi de diizenlenerek 6nerilerle ta-
burcu edildi.

Video 1. RMCA'dan yapilan RCA-LAD PKG
Video 2. RMCA'dan yapilan RCA-LAD PKG
Video 3. RMCA'dan yapilan RCA-LAD PKG
Video 4. RMCA'dan yapilan RCA-LAD PKG
Video 5. RMCA'dan yapilan RCA-LAD PKG

PO-28[Interventional Cardiology / Coronary]

LAD RCA bifurkasyon lezyonuna miidahale

Omer Faruk Yilmaz, ibrahim Etem Dural, Ersel Onrat

Afyonkarahisar Saglik Bilimleri Universitesi, Kardiyoloji Anabilim
Dali, Afyonkarahisar, Tirkiye

izole tek koroner arter anomalileri olduk¢a nadir gériilen ko-
roner anomalileridir. KAG serilerinde goérilme sikligi %0,024
— 0,066 arasinda bildirilmistir. Bizim sunacagdimiz vakada ise
nadir olarak goérilen 3 ana koroner arterin tek ostiumdan ¢i-
kisi ve LAD ile RCA bifurkasyonunda meydana gelen darliga
stentuygulamasidir.

59 yasinda bilinen trigeminal nevralji disinda kronik hastaligi
olmayan 80 paket/yil sigara 6yklsi olan erkek hasta son 2 ay-
dir en az 15 dakika stiren ara ara olan basici tarzda gégis agrisi
sikdyeti siddetlenince acil servise basvurdu. Acil serviste ¢eki-
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len ilk ekg'si sol dal blogu haricinde bir bulgu yoktu. ilk alinan
kan tahlillerinde Ck 191 IU/L (referans degeri: 0 -190), CK-MB
Katle 1,88 ng/ml (referans degeri: 1,72 — 6,22) ve hs-Troponin
T 0,030 ng/mL (referans degeri: 0 -0,014) geldi, 6 saat arayla
alinan takiplerinde Ck 205 den 457 IU/L'ye, CK-MB Kitle 9,48
den 42,34 ng/ml’ e ve hs-Troponin T 0,067'den 0,224 ng/mL'e
anlaml ylkselis gésterince koroner yogun bakima st elevas-
yonsuz miyokart enfarktisii (NSTEMI) tanisiyla yatisi yapi-
lip KAG hazirligi yapildi. Hastanin KAG gérinttlerinde 3 ana
koroner arterin de izole olarak sol ostiumdan ¢iktigi géralda.
LAD proksimalinde %70 darlik, LAD'den ¢ikan RCA' nin prok-
simalinde %99 darlik, sirkumfleks arter (CX) obtus marjina-
lis (OM) 2 hizasinda %90 darlik ve CX OM 3 sonrasi distal %70
darlik gérilmesi lzerine konsey toplantisi yapilip LAD RCA
bifurkasyonuna ve CX' e stent uygulanmasi planlandi. LAD
proksimaldeki %70 darlik 6ncelikle 4.0*15 mm non- compliant
(NC) yiksek basingh balon ile dilate edilip 4.0*16 mm 1 adet
biodegradable polydioxanone stent (BMS) implante edildi,
RCA proksimali 1.5*12 mm perk{tan transliminal koroner an-
jioplasti (PTCA) balon ile dilate edilip tama yakin agikhk elde
edildi. RCA proksimaldeki %99 darhiga 1.5*12 ve 2.0*20 mm
PTCA balonlarile predilatasyon uygulanmasini takiben 2.5*26
mm 1 adet drug-eluting stent (DES) implante edilip tama ya-
kin agiklik elde edildi. CX OM 2 hizasindaki %90 darlik ve dis-
taldeki %70 darliga 2.5*20 mm PTCA balon ile predilatasyon
uygulanmasini takiben 3.5*20 mm 1 adet BMS implante edilip
tama yakin aciklik elde edildi. Postoperatif donemde herhangi
bir komplikasyon saptanmadi. Ardindan hastanin optimal me-
dikal tedavisi dizenlenip koroner yogun bakim (KYB) izlemine
alindi. Hastanin KYB'daki yatak basi eko kardiyografik incele-
mesinde sol ventrikil ejeksiyon fraksiyonu (LVEF) %20, global
agir hipokinetik olarak goérildid. KYB' da vitalleri ve klinigi sta-
bil seyretmesi lizerine kardiyolojiserviste de takip edilip recete
ve onerilerle hastamizi sifayla taburcu ettik.

izole tek ostiumdan 3 ana koroner arterin cikmasi ilk kez
1903'te bildirilmistir. Tek ostium cikish koroner anomalilerde
ateroskleroz daha éliimciil senaryolara neden olabilir. &rne-
gine nadir rastlanan bir vaka olmasi ve 6zellikle de LAD RCA
bifurkasyonunun stentlenmesiilgi ¢ekici farkhhkta bir islemdir.

Sekil1. LMCA, CX, LAD ve LAD proksimalden ¢ikan RCA
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tel ile gegildikten sonra TIMI-2 akim saglandi (Sekil 2-C).
Ardindan 2,5x15mm balonile dilatasyon yapildi ancak balon
sonrasi hastada AV tam blok gelisti ve invaziv kan basin-
c1 80/50 mmhg'ye kadar disti. Hizli SF inflizyonu acilarak
gegici pacemaker (PM) takildi. Sag koronerden tekrar poz
alindiginda ise distal yataktaki akiminin tamamen gittigi
goérildi (Sekil 2-D). islem 6ncesinde hipotansiyon olmayan,
tel sonrasi distal koroner yatagin net olarak goérildigi ve
balon anjiyoplasti sonrasi distal akimin etkilendigi hastada
mevcut tabloya vazospazmin neden oldudu dusinilerek
TA: 60/35 mmhg olmasina ragmen 150 mcg iK nitrogliserin
yapildi. 1dk iginde SKB: 8040 mmhg'ye yikseldi. Yaklasik 3
dk sonra 150 mcg ek doz iK nitrogliserin yapildi ve SKB: 85/50
mmhg'ye ylkseldi. Hemodinamik yanit alinan hastada ba-
samakl olarak toplamda 800 mg iK nitrogliserin yapildi.
Kontrol anjiyo pozunda lezyonun kisa bir segmentte oldugu
ve distal yataktaki spazmin tamamen ¢o6zildiga gorilda
(Sekil 2-E) ve lezyona 3,5x15mm BMS implante edilip tansi-
yon 100/70 mmhg iken islem sonlandirildi (Sekil 2-F). Yapilan
nitrogliserin'in ge¢ dénem hipotansiyon etkisinden korun-
mak i¢in 1saat iv hidrasyon ve dopamin destegi verildikten
sonra dopamin kesildi. AV blok ritmi dlizelen hastada gegici
$ekil2. LMCA, CX, LAD ve LAD proksimalden ¢ikan RCA PM cikarildi. Yatisinin 3. giintinde hasta sorunsuz bir sekilde
taburcu edildi.

ot = SSHEE Sonug: intrakoroner nitrogliserin PKG yapilirken damar ¢a-
savy oels S e pinin dogru belirlenip uygun boyutta stent se¢imi igin sikhk-
: = la kullaniimaktadir. Ozellikle vazospazma neden olabilecek
. AKS gibi bir patoloji varliginda, mevcut spazm gereginden
Sekil 3. llk basvuru ekg'sinde precordial derivasyonlarda uzun ve uygunsuz ¢apta stent implantasyonuna sebep ola-
bilmektedir. En 6nemli yan etkisi hipotansiyon olmasi nede-
niyle genellikle kan basinci normal—ytksek olan hastalarda
kullanimi gérece daha kolaydir. Bizim vakamizda ise rutin
kullanimin disinda akut inferior ME ile gelen bir hastada va-
PO-29 [Interventional Cardiology / Coronary] zospazma bagli distal kan akiminin bozulmasi sonucu geli-

. . . v e sen hipotansiyon tedavisinde kullandik. AKS hastalarinda
Akutinferior mIYOkCII't enfarktisli intrakoroner nitrogliserin kullanimi konusunda daha cesur
hastada gelisen hipotansiyon tedavisinde olunmali ve miimkdin olan biitiin hastalarda rutin kullanima

intrakoroner nitrogliserin kullanimi sokulmalidir.

derinlesmis s dalgalari ve genislemis QRS dalgalari, eks-
tremite derivasyonlarinda ¢entikli QRS dalgari mevcut.

Kagan Erogul, Ersin Cagri Simsek

Saglik Bilimleri Universitesi, Tepecik SUAM, Kardiyoloji Klinigi, izmir,
Tirkiye

Giris: Akut miyokart enfarktist (ME) sirasinda salinan me-
diatérler koroner vazospazm gelisimine katkida bulunurlar.
Akut inferior ME sirasinda gelisen vazospazmin tetikledigi
hipotansiyonun yénetiminde klasik ydntemlerin yani sira int-
rakoroner (iK) nitrogliserinin basarili kullanildigi bir vakay:
takdim ediyoruz.

Olgu Sunumu: 60 yasinda bilinen HT (30 Yil), DM (6 Ay), si-
gara (40 PY) ve meme ca nedeniyle RT gibi risk faktoérleri-
ne sahip kadin hasta 3 saatlik tipik vasifli gégis agrisiile dis
merkezden klinigimize inferior ME tanisi ile sevk edildi. Gelis
EKG'sinde ST elevasyonu olmasi ve agrisinin devam etmesi
Uzerine hasta primer perkutan koroner girisime (PKG) alindi
(Sekil. 1-A). islem 6ncesi TA: 120/80 mmhg Nabiz: 95 atim/dk
olan hastanin yapilan KAG'sinde sol sistemde ektatik koro-
nerler ve RCA gévde %100 tikaliizlendi ($ekil 2-A-B). Lezyon
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Sekil 2. A-F. Primer Perkutan Koroner Girisim Sirasinda
Gelisen Vazospazmi Gosteren KAG Goériintiileri (A-F).

PO-30 [Interventional Cardiology / Coronary]

Takotsubo Sendromunun olagandisi nedeni:
Akut menenijit

Yakup Yal¢in, Betilil Ay¢a Yamak, Abdullah Akbulut, Burak Sezenéz

Gazi Universitesi Tip Fakdltesi, Kardiyoloji Anabilim Dali, Ankara,
Tirkiye

Giris: Takotsubo sendromu (TS) akutkoronersendromabenzeyen
bir klinik prezentasyona sahip, genellikle apikal ve orta ventriki-
ler diizeyde birden fazla koroner arter bolgesini etkileyen gegici
sol ve sag ventrikil disfonksiyonu ile karakterize bir akut kardiyak
sendromdur. Akut stres durumlarinda karsimiza ¢tkmaktadir. Va-
kamiz akut menenijit seyrinde gelisen takatsubo sendromudur.

Olgu Sunumu: 45 yasinda daha dnce orofarenks malignitesi
nedeniyle opere edilen kadin hasta genel durum bozuklugu,
Okslrlk, trakeostomi ¢cevresinde akinti, bulanti ve kusma si-
kayetleriile kulak burun bogaz (KBB) servisine yatirildi. Hasta-
nin tibbi dykisiinde operasyon sonrasi kemoterapi, diyabetes
mellitus, ¢olyak hastaligi, astim ve AVNRT ablasyonu (2013)
oldugu &grenildi. Hastanin fizik muayenesinde atesi ylikseligi
(38.6©), hipotansiyon (8040 mmHg), tasikardi (128 atim/dk),
biling bulanikhidgr mevcuttu. Hastanin trakeostomi ¢evresinde
purdlan akintisi oldugu gériildi. Enfeksiyon hastaliklari de-
Jgerlendirmesi sonucu ense sertligi ve biling durumunda akut
kétllesme saptanan hastaya bilgisayarli tomografi ve lumbal
ponksiyon (LP) yapildi. LP sonucunda polimorf niveli I6kosit
(PMNL) sayisi artis ve glukoz orani disiik saptanan; beyaz kiire
(13,7*10%/l; referans aralidi 4,49-12,68*10%/ul), CRP yiiksekligi
(211 mg/L; referans araligi 0-5 mg/L), sedimentasyon hizinda
artis (41 mm/sa; referans araligi 0-15 mm/sa) ve hiperglisemi
(307 mg/dL; referans arahd: 74-100 mg/dL), idrarinda keton
pozitifligi ve kan pH normal sinirlarda saptanan hastaya bak-
teriyel menenijit ve diyabetik ketoz tanilariyla parenteral an-
tibiyotik ve insulin tedavisi baslandi. Takiplerinde gégis agrisi
nedeniyle ¢ekilen elektrokardiyografide anterior derivasyon-
larinda ST segment elevasyonu (Sekil 1) izlenmesi Gzerine acil
koroner anjiografi yapildi. Plakl koroner arterler (Sekil 2) ve
ventrikllografide tipik TS gérinim izlendi (Figlir-3). Hasta-
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nin medikal tedavisi diizenlenen hastanin takiplerinde yapilan
ekokardiyografide sol ventrikdl sistolik fonksiyonunun dizel-
digi gortildi. Hasta yogun bakim takibinden sonra medikal te-
davisi diizenlenerek taburcu edildi.

Sonug: TS, obstruktif koroner arter hastaligi olmadan gegi-
ci bolgesel sol ve sag ventrikdl sistolik disfonksiyonu olarak
tanimlanir. Basvuruda hastalarda tipik akut koroner send-
romunun belirti ve bulgulari gérilir. Sendrom genellikle geri
doénislidir; ancak akut dénemde ciddi komplikasyonlar (ani
6lim, ventrikller aritmi, pulmoner 6dem, vs.) gortlebilir. Pa-
tofizyolojik mekanizmasi tam bilinmemekle birlikte, sempa-
tik desarjin patogenezde énemli olduguna dair kanitlar bu-
lunmaktadir. Bizim hastamizda sasirtici olarak akut menenijit
seyrinde karsimiza ¢ikmistir. TS ¢ogunlukla farmakolojik te-
davi ile izlenirler. Bizim hastamizda da medikal tedavi neti-
cesinde sistolik fonksiyonda diizelme izlenmistir. Literatlrde
hayatta kalan hastalarin siklikla dért hafta iginde sol ventri-
kil sistolik fonksiyonunun diizeldigi bildirilmistir.
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Sekil 1. Solda hastanin bagvuru sirasindaki EKG'si gésterilm-
istir. Sag tarafta ise hastanin takibi esnasinda anterior deri-
vasyonlarda gelisen ST elevasyonu izlenmektedir.
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Sekil 2. Koroner anjiyografi goriintiileri

Sekil 3. Diyastol ve sistolde alinan ventrikiilografi gériintiileri
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PO-31[Interventional Cardiology / Coronary]

Guidewire fracture and retentioninright
coronary artery: A case presentation

Muhammed Keskin, Stiha Asal, Vedat Cicek, Selami Dogan,
Mehmet Seker, Sahhan Kili¢, Samet Yavuz, Murat Selguk, Tu-
fan Cinar, Ahmet Latfullah Orhan

Department of Cardiology, Sultan Abdilhamid Han Training and
Research Hospital, istanbul, Turkey

Device-related issues comprise a significant portion of percu-
taneous coronary intervention (PCl)-related complications.
As more devices and techniques become available in recent
years, the frequency of such complicationsare boundtoincre-
ase. In thisreport, we present a case of spontaneous coronary
guidewire fracture and retention of part of the wire in distal
right coronary artery (RCA) during PCI. A Launcher™ Judkins
right coronary guide catheter was placed in the RCA ostium.
Afterward, a choice™ floppy guidewire was passed through
the ostial lesion. Invader™ semicompliant balloon was first
used for predilation of the lesion. A Resolute Integrity™ stent
was then implanted. An Invader™ balloon was used for post-
dilatation of the stent. During the following retrieval of the
device, the guidewire fractured and ruptured at the junction
between the distal 3 centimeter floppy part of the guidewire
and the rest. We proceeded with snare technique, advancing
asnare catheter to the lesion, and catching the tail of the bro-
ken segment, dragging it into the guiding catheter. The pa-
tient remained asymptomatic during follow-up. This comp-
lication is quite rare in interventional procedures, and there
are several ways for management of this complication, which
canrange from conservative medical management to surgical
extraction of the retained segment. There are casesin litera-
ture in which medical managementis successful in preventing
complications, but could also result in catastrophic complica-
tions such as the wire dislodging and piercing myocardial wall.
Retrieving the retained device is generally a preferable stra-
tegy. We showed that snare retrieval was a viable techniquein
retrieval of the retained segment.

Figure 1. Angiographic image of retained segment of the
guidewire in distal RCA

the snare catheter.

Figure 2. Image of extracted segment wi

PO-32[Cover Heart Diseases]

Malign ventricular tachycardiain a patient
with mitral annulus disjunction and left
ventricular noncompaction

Baris Guven', Barkin Kiltirsay?, Hasan Ali Barman', Memduh
Dursun?, Murat Kazim Ersanli’

'Department of Cardiology, istanbul University-Cerrahpasa
Institute of Cardiology, istanbul, Turkey

?Department of Cardiology, Health Science University, Kartal Kosuyolu
Yiiksek ihtisas Training and Research Hospital, istanbul, Turkey
3Department of Radiology, istanbul University istanbul School of
Medicine, istanbul, Turkey

Introduction: The association of left ventricular noncompa-
ction and MAD is an extremely rare clinical condition. In this
case, we will present a case with left ventricular noncompa-
ction and MAD association.

Case Presentation: A 46-year-old male patient presented to
the emergency department with complaints of intermittent
palpitation that caused presyncope-like symptoms and an
episode of syncope, independent of exertion. He had a medi-
cal history of hypertension and regulated under medication.
He had no family history of sudden cardiac death. Physical
examination was positive for pansystolic murmur heard over
apex and radiating to axilla.

ECG showed normal sinus rhythm with heart rate 79/min and
incomplete RBBB (Figure 1). Routine laboratory tests were
normal. NT-proBNP was 2360 pg/mL. Transthoracic echo-
cardiography (TTE) revealed normal left ventricular ejection
fraction with 65%, left ventricle end-diastolic diameter and
end-systolic diameter were 59mm and 43mm, respectively.
Leftatrial volume indexwas 46.3 mL/m2. Mitral bileaflet pro-
lapse and mitral annulus disjunction (MAD) was observed (Fi-
gure 2-A). Severe eccentric mitral regurgitation was present
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(Figure 2-B). TDI of basal lateral wall showed high-velocity
mid-systolic spike with S':26.3cm/s, similar to “the Pickelha-
ube sign” (Figure 2-C). Prominent left ventricular trabecula
was observed starting from basal of lateral wall extending to
apical segments (Figure 2-D).

Further diagnostic tests proceeded with cardiac magnetic
resonance imaging (CMRI). On CMRI, left ventricular ejecti-
on fraction (LVEF) was 74%, right heart chambers and right
ventricular function were normal, left ventricular end-di-
astolic and end-systolic volume index were increased, 102
mL/m2 and 26 mL/m2, respectively. Bileaflet mitral prolapse
and a 9mm of mitral annulus disjunction at the hinge point of
posterior leaflet were observed (Figure 3-A and 3-B). Severe
mitral regurgitation was present. CMRI also revealed incre-
ased trabeculation on basal lateral wall extending to apical
lateral wall and trabeculated/non-trabeculated segment
ratio was 12/4, consistent with left ventricular non-compac-
tion (LVNC) (Figure 3-C). LGE-MRI revealed fibrosis on pos-
terior mitral leaflet and basal of inferolateral wall (Figure
3-D).24-hour ambulatory ECG documented a non-sustained
ventricular tachycardia (Figure 4). Patient was referred for
electrophysiologic study and sustained ventricular tachycar-
dia was induced. CMRI and TTE assessments demonstrated
severe mitral regurgitation caused by MVP, preserved LVEF
and dilated left heart chambers. Patient was referred for
surgical mitral valve repair and followed with implantation
of implantable cardioverter defibrillator (ICD).

Conclusion: In conclusion even though both pathologies,
MAD and LVNC, has adistinctrole in VA etiology as structural
heart diseases, their co-occurrence should be keptin mindin
patients presenting with VA.
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Figure 1. 12-lead ECG showing normal sinus rhythm with heart
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rate 79/min and incomplete RBBB.
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Figure 2. A-D. (A) The echocardiographic examination show-
ing bi-leaflet MVP and MAD in the parasternal long-axis
view; (B) Color Doppler image showing eccentric severe mi-
tral regurgitation in the apical four-chamber view; (C) TDI of
basal lateral wall showing high-velocity mid-systolic spike
with S':26.3cm/s as “the Pickelhaube sign”; (D) Left ventric-
ular trabecula is observed starting from basal of lateral wall
extending to apical segments in the apical four-chamber
A

Figure 3. A-D. (A-B) Bileaflet mitral prolapse and a 9mm of
mitral annulus disjunction at the hinge point of posterior
leaflet in the apical four-chamber view (labeled); (C) Left
ventricular trabecula on basal lateral wall extending to api-
cal lateral wall in the short-axis view (labeled); (D) LGE-MRI
showing fibrosis on posterior mitral leaflet and basal of in-
ferolateral wall in the four-chamber view (labeled).
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Figure 4. 24-hour ambulatory ECG documented a non-sus-

tained ventricular tachycardia.

PO-33[Cover Heart Diseases]

Low dose ultraslow thrombolytic therapy
in obstructive mechanical mitral valve
thrombosis

ibrahim Sarag, Selim Aydemir, Oktay Gllci, Emrah Aksakal,
Kamuran Kalkan

Department of Cardiology, Erzurum Bélge Training and Research
Hospital, Erzurum, Turkey

Introduction: Thrombolytic therapy (TT) or surgical therapy
are two main treatment options and there is still no consen-
sus on the priority of these therapies in the current valve
diseases guidelines. The satisfactory results of the recent
studies on the effectiveness and reliability of TT have ge-
neralized the use of TT in the mechanical prosthetic valve
(MPV) thrombosis. In this presentation, we will mention the
treatment of a patient with obstructive MPV thrombosis
with alow dose ultraslow thrombolytic infusion.

Case Presentation: A 42 year old female patient applied to
the hospital with the complaint of dyspnea that started one
week ago and got more severe. She had a history of mitral
MPV replacement five years ago and irregular menstrual
bleeding that occurs time to time and continues longer than
normal. 41/31mmhg gradient was obtained from mitral valve
in transthoracic echocardiography (TTE) of the patient and
fluoroscopicimage of the prosthetic valve was obtained and
movement defect was observed in one leaflet (Figure 1). An
appearance compatible with thrombus, mitral insufficiency
and stuck valve were displayed in the transesophageal echo-
cardiography (TEE) performed for detailed examination. The
patient who did not have active bleeding and who rejected
surgical therapy was started a low dose(25mg) ultraslow (25
hours) actilyse (tissue plasminogen activator-tPA) infusion.
No complications were seen in the patient during the infu-
sion and a significant decrease was observed in the valve
gradient with the TTE performed periodically, Both leaflets
were functioning normally in the control fluoroscopy per-
formed after the infusion (Figure 2). Mitral regurgitation, th-
rombus and the stuck valve disappeared in the control TEE.

Discussion: While surgery had an important place in the
treatment of MPV thrombosis in the early years, the data
regarding the effectiveness and reliability of the TT have
increased in recent years. Low-dose (25 mg) and slow (6
hours) infusion TPA therapy, in which different TT protocols
were compared in the literature, was as successful as other
protocols. Even low dose (25 mg) and ultraslow (25 hours)
TT infusion protocol have been shown to be effective and
reliable in a group of patients outside NHYA Class 3-4. Sur-
gical mortality increases according to the functional classi-
fication of the patient and the need for emergency surgery.
Low-dose ultraslow TT was successfully applied to the pa-
tient without any complications who refused surgical treat-
ment.

Conclusion: The clinical results of the MPV thrombo-
sis are vital. Surgical procedure has a high complication
and mortality rate. TT combinations with different do-
sages and administration durations are used in selected
patients safely and effectively compared to surgery. It is
necessary to support these data with large scale rando-
mized studies for the generalization of TT in the clinical
practice.

Figure 1. The valve gradient measured with the 2-dimension-
al TTE and fluoroscopic image of the stuck prosthetic valve
leaflet before the thrombolytic therapy

Figure 2. The last valve gradient measured with the 2-dimen-
sional TTE and fluoroscopic image of the functional pros-
thetic valve leaflets after the thrombolytic therapy

PO-34[Cover Heart Diseases]

Protez kapak trombozu: Zorlu iki vaka

Yakup Yalcin, Serkan Unlg, Salih Topal, Abdullah Akbulut, Elif
Yazgan

Gazi Universitesi Tip Fakdiltesi, Kardiyoloji Anabilim Dali, Ankara,
Tirkiye
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Giris: Mekanik kapak trombozu (MKT) yillik orani %0,1-5,7
arasinda degismektedir. Kapak implantasyonundan sonra-
ki ilk 3 ay icinde ve mitral veya triklispit konumuna implan-
te edilen mekanik kapaklarda daha ylksek mekanik kapak
trombozu oranlari gérildr.

Olgu Sunumu:

Olgu 1: 37 yasinda kadin hasta 1 haftadir nefes darligi si-
kayeti ile basvurdu. &zge¢misinde 2002 yilinda mitral ka-
pak replasmani (MVR) yapilmis, 2014 yilinda MKT nede-
niyle trombolitik tedavi (TT) verilmis, 2017 yilinda protez
kapak enfeksiyonu nedeniyle re-MVR &ykist bulunmakta- )
dir. Transtorasik ekokardiyografide (TTE) protez kapakta \
gradiyent artisi saptanmasi nedeniyle kardiyoloji klinigine ! i'l
yatirildi. Trcns'dze'fc':lgecl ek?kcrdiyogrcfide (TEE) vprotez - '"'1“ g """r’
kapak hareketlerinin trombis nedeniyle kisitlandigi sap- l X ’ B
tandi (Sekil 1-5). Hastaya heparin inflizyonu baslandi. Mitral Tk ) 5
kapak trombozu nedeniyle hastaya TT planlandi. Hasta-
ya 25mg/24 saat olacak sekilde alteplaz inflizyonu verildi.
Kapak hareketlerinin TT sonrasi iyilestigi ve mitral kapak
Uzerinde ol¢llen gradiyentin azaldigi izlendi. Hastaya tek-
rar varfarin tedavisi baslanarak INR seviyesi ylkseltilince
taburcu edildi. Hasta 5 glin sonra tekrar nefes darligi sika-
yetleri ile basvurdu. Hastanin tekrar TTE'de protez kapak
gradiyentinde ylUkseklik izlendi. Hastaya tekrar TT verilme-
si planlandi. Hastaya 3 giin stiresince glinde 25 mg alteplaz
infizyonu verildi, glinlik TTE takibi yapildi. Tedavi tamam-
landiginda TTE'de protez kapak gradyentinde azalma ve
kapak hareketlerinde iyilesme izlendi.

iy
n
I
'| "

Olgu 2: 44 yasinda kadin hasta 5 giin 6nce baslayan ani nefes
darhgi sikayetiile basvurdugu saglik kurulusundan hastane-
mize akciger 6demi tablosunda sevk edildi. &zgecmisinde
2016 yilinda MVR &ykust bulunmaktadir. Hastanin akut ak-
ciger 6demi tablosu uygun medikal tedavi ile kontrol altina
alindi. TTE'de protez kapak gradyentinde artis saptanmasi
nedeniyle hasta kardiyoloji klinigine yatirildi. TEE'de MKT
saptanmasi nedeniyle TT planlandi (Resim6-9). Hastada
diplopi ve gérme kaybi gelisti. Hastanin klinigi gegici iske-
mik atak olarak degerlendirildi, gériintilemesinde patoloji
saptanmadi. Hastaya 25mg/24sa protokoliyle TT baslandi.
Tedavi 3 gline tamamlandi. Uciincii doz sonrasi kapak grad-
yentlerinde azalmaizlendi.

Sonug¢: MKT, yetersiz antikoagilasyonla iliskili olarak kapak-
¢iklarin hizh islev bozuklugu ile sonu¢lanan akut bir olaydir.
Dispne veya embolik olay ile basvuran, protez kapak bulunan
hastada obstriktif kapak trombozundan siiphelenilmelidir.
MKT akut pulmoner 6dem tablosu ile ortaya ¢ikabilir.

MKT ile basvuran hastalar acil tedavi gerektirir. Tedavi se-
¢enekleri arasinda TT veya acil cerrahi bulunmaktadir. 2020
ACC/AHA kilavuzu tromboze sol tarafli mekanik protez kalp
kapadi olan hastalarda, yavas infizyon disik doz TT veya
acil cerrahiyi Sinif | 6neriyle 6nermektedir. Ekokardiyogram
kilavuzlugunda, yavas infizyon, disiik doz TT protokoli kul-
lanan ¢alismalar, embolik olay ve majér kanama oranlari <%2
ile hemodinamik basari oranlarinin >%90 oldugunu goéster-
mistir.
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PO-35[HeartFailure]

May arelationship occur between peripartum
cardiomyopathy and restrictive cardiomyopathy?

Hatice Taskan, Serkan Asil, Ender Murat, Selen Eski, Hasan
Kutsi Kabul

Department of Cardiology, Glilhane Training and Research
Hospital, Ankara, Turkey

Introduction: Peripartum cardiomyopathyis arare type of systolic
heart failure at the end of pregnancy or in the months after birth,
affecting young women. Differently, restrictive cardiomyopathy
is a rare form of diastolic dominantly systolic and diastolic heart
failure andis difficult to diagnose. To date, there hasbeen no case
report showing the relationship between restrictive cardiom-
yopathy and peripartum cardiomyopathy. In this case report, a
35-year-old female patient who presented with heart failure sy-
mptoms and was diagnosed with restrictive cardiomyopathy and
with a history of peripartum cardiomyopathy will be presented.

Case Presentation: A 35-year-old female was admitted to
our clinic with symptoms of leg swelling and shortness of bre-
ath. The patient physical examination revealed rales in two
lung bases and pretibial oedema, electrocardiogram showed
incomplete right bundle branch block and loss of R progressi-
onin anterior leads. PRO-BNP was: 1185mg/dL.

The patient’s history had PPCM. According to the patient’s medi-
cal records of seven years ago; we obtained that left ventricular
function decreased globally (EF: 45%)in the TTE and diastolic dy-
sfunction was normal. The patient was treated with ACE inhibi-
tor and beta-blocker for 2 years after the diagnosis of PPCM her
follow-up echocardiograms showed normal systolic functions.

TTE performed on the patient's application to us showed EF
45-50% decreased left ventricular systolic functions in the
mid-range, dilated left and right atria, right ventricular systolic
function was suppressed and increased in size. Doppler ultra-
sound showed increased early diastolic filling (E) to atrial filling
(A) (E/A) ratio (2.4), E/e": 10-15. It was determined that modera-
te mitral regurgitation, severe tricuspid regurgitation, systolic
pulmonary artery pressure was 40 mmHg, tricuspid valve coap-
tation wasimpaired, passage through left to right the PFO tun-
nel was observed (Figure 1). After that, we performed Cardiac
MRI for differential diagnosis. Both ventricular functions dec-
reased globally in cardiac MRI (LV EF was 36%, RVEF was 21%).
Late contrast images showed patchy mid-myocardial subepi-
cardial areas of late enhancement in the left ventricular basis
and mid-myocardial-subepicardial levels on all walls (Figure 2).

In light of these findings, cardiac catheterization was per-
formed on the patient with a pre-diagnosis of RCMP. Left
and right catheterization revealed to us that left ventricular
pressure was 125/22 mmHg, Aortic pressure was 125/72/90
mmHg, right atrilum pressure was 22mmHg, right ventricular
pressure was 40/22 mmHg and mean pulmonary artery pres-
sure was 28 mmHg. In the examination of the pressure recor-
ds, it was observed that the diastolic pressure of both vent-
ricles increased, and the difference between the diastolic
pressure of the left and right ventricle was less than 5 mmHg.
'Dip and plateau pattern’ or ‘square root sign’ was detected
and the diagnosis of RCMP was confirmed (Figure 2).
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Figure 1. A-F. Echocardiography reveals biatrial enlargement (A),
Doppler shows increased early diastolic filling to the atrial filling
ratio (2,4) (B), Doppler myocardial velocities of the basal lateral
Wall (C), The S'wave: 6 cm/sec (D), severe tricuspid regurgitation,
sPAB: 40 mmHg (E), inferior vena cava (IVC) sized 26 mm.

Figure 2. A-C. Left and right ventricular pressure curves,
characteristic ‘Dip and plateau pattern’ or ‘square root sign’
(A). Cardiac MR late enhancementin the left ventricular basis
and midmyocardial-subepicardial levels on all walls (B, C).

PO-36 [Heart Failure]

Acute thyrotoxicosis iInduced reversible
cardiomyopathy in an adult patient

Vedat Cicek, Tufan Cinar, Murat Sel¢uk, Ahmet LGtfullah Orhan

Department of Cardiology, Sultan Abdilhamid Han Training and
Research Hospital, istanbul, Turkey

A 49-year-old male patient presented to our emergency de-
partment (ED) with complaints of palpitation and progressi-
ve shortness of breath. The medical history was inconclusi-
ve. Upon physical examination, it was noted that the patient
was dyspneic and sweaty. The patient’s blood pressure was
93/A7 mm Hg with heartrate of 132 beats /min, and there was
3 (+) bilateral pretibial edema. On lung examination, bilate-
ral diffuse rales were heard. A 12-lead electrocardiography
(ECG) obtained in the ED revealed an AF (Figure 1A). A pos-
terior-anterior chest scan was performed, providing an en-
largement of the cardio-thoracic ratio and bilateral pleural
effusion (Figure 1B). On laboratory analysis, brain natriuretic
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peptide (BNP) levels were 1373,2 pg/mL. The patient was ad-
mitted to cardiac intensive care unit with a pre-diagnosis of
acute HF. Bedside transthoracicechocardiography (TTE) was
performed, revealing left ventricle ejection fraction (LVEF)
of 23% with mild mitral regurgitation. Low dose inotrope in-
fusion therapy wasinitiated in addition to the IV diuretic the-
rapy. The patient became hemodynamically stable after the
treatment. Troid stimulating hormone (TSH) level obtained
next day following admission was significantly depressed (<
0.0025 ulU /mL). The thyroid ultrasonography findings were
compatible with Basedow-Graves' disease. Afterward,
propylthiouracil treatment was initiated by the endocrino-
logy department. The patient’s condition was progressively
improved following days, and he was discharged with be-
ta-blocker, diuretic, angiotensinogen converting enzyme
(ACE) inhibitor, mineralocorticoid-receptor antagonists, and
propylthiouracil treatment. The patient's TSH level (01403
ulU/mL) was within the normal range on one-month outpa-
tient clinic visit. The control TTE showed an improvement of
LVEF with a 43% (Figure 2A). In addition, the patient was as-
ymptomatic and his exercise capacity was significantly im-
proved. On the fifth-month follow-up, the LVEF was 63% on
TTE examination (Figure 2B). Moreover, his exercise capacity
was over 10 Mets.

In conclusion, in this case report, we demonstrated that th-
yrotoxicosis can cause severe but reversible LV dysfunction
in relatively young individuals without previous chronic di-
sorder. Thus, routine monitoring of TSH levels should be per-
formed in each patient presenting with acute HF to exclude
thyrotoxicosis diagnosis.
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Figure 1. A, B. Electrocardiography and posterior-anteri-
or chest scan of the patient (A) Electrocardiography image
showing atrial fibrillation (B) Posterior-anterior chest scan
image showing enlargement of the cardiothoracic ratio and
bilateral pleural effusion
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Figure 2. A, B. Transthoracic echocardiography of the patient
(A) Left ventricle ejection fraction was found to be 23% on
one-month control according to the Simpson method (B) Left
ventricle ejection fraction was found to be 63% on six-month
control according to the Simpson method

PO-37 [Heart Failure]

Transient severe mitral regurgitationin
COVID 19 recurrence: A case report

Fatih Levent, Baris Sensoy
Bursa Yiiksek ihtisas Eg. ve Aras. Hast., Kalp ve Damar Cer. B6l., Bursa

Introduction: COVID-19 is a relapsing and recurrent infecti-
ous disease caused by SARS-CoV-2. It can also be associated
with cardiac pathologies. In this case report, we present a
case of COVID-19reinfectionleading to cardiacinvolvement.

Case Presentation: A 22 year old men who had a history of
COVID-19 pneumonia about one and a half month ago arrived
to the emergency department with progressive dyspnea. The
SARS-CoV-2 IgG antibody test were negative 4 days before
the patient'’s visit (IgG: < 1.40). He was under treatment for
chronic idiopathic urticaria with Levocetirizine dihydrochlo-
ride. He was hypoxic, tachycardic and hypotensive on admis-
sion. Thorax computed tomography images demonstrated
bilateral ground-glass opacity, right-sided pleural effusion
and cardiomegaly. Bedside transthoracic echocardiography
revealed global Left Ventricular (LV) systolic dysfunction with
ejection fraction of 28%, dilation of the LV cavity and ante-
riorly directed eccentric jet of severe mitral regurgitation.
The proximal isovelocity surface area (PISA) measurements
confirmed severe mitral regurgitation (MR) with the regurgi-
tant volume of 93 mL/beat and the effective orifice area of 71
mm?2. The COVID-19 RT-PCR test was positive again, whereas
the blood cultures and the other 7 nucleic acid tests (adenovi-
rus, influenza A virus H3N2, influenza A(H1N1) 2009, influenza
B virus, chlamydia, parainfluenza, mycoplasma pneumoniae)
remained negative. Coronary angiogram was normal. The
patient clinically improved within one week with furosemid,
dopamine, favipiravir, methyl prednisolone and antibiotic tre-
atments. C-reactive protein (CRP) levels returned to normal.
The follow-up echocardiography showed normal ejection fra-
ction and mild regurgitation.

Conclusion: This case highlights characteristics of recurren-
ce and cardiac involvement of SARS-CoV-2 infection.

Figure 1. a-c. a: Chest X ray on admission showing consoli-
dation areas, kerley lines and cardiomegaly. b: Chest x-ray
obtained onillness day 8 demonstrating complete resolution
of the radiographic findings. c: Computed tomography (CT)
image showing round and oval areas of ground-glass opaci-
ty,right-sided pleural effusion and cardiomegaly.
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Figure 2. a-c. a: Parasternal long-axis echocardiogram view
on admission demonstrating left ventricular dilatation. b:
Apical four chamber echocardiogram view on admission
demonstrating eccentric severe mitral regurgitatio. c: Para-
sternal Long-Axis Echocardiogram View on illness day 10
showing reduction of left ventricular diameter. d: Apical four
chamber echocardiogram view onillness day 10 demonstrat-
ing reduction in mitral regurgitation to grade 1.

PO-38 [HeartFailure]

Diaphragm eventration mimicking heart
failure symptomsin a patient with cerebral

palsy
Fuat Polat
Clinic of Cardiology, Sirnak State Hospital, Sirnak, Turkey

Introduction: Diaphragm eventration is the permanent rise
of a hemidiaphragm due to impairment of muscle or nerve
function, although anatomical integrity is preserved. The
abnormality can be congenital or acquired, so it can be ob-
servedinboth pediatric and adult populations. Dependingon
the severity of the disease, patients may be asymptomatic
or have symptoms of respiratory and circulatory impairment.
Since the most common symptoms are vomiting, shortness
of breath, cough and chest pain, cardiovascular diseases can
be considered in the differential diagnosis.In some cases,
symptoms of heart failure may be prominent due to signs of
intrathoracic compression of intraabdominal organs.

Case Presentation: A 42-year-old woman with abdominal
distension and progressive shortness of breath for a week
was brought to the emergency unit by her relatives. In her
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clinical history, it was learned that she had a diagnosis of
cerebral palsy (CP) and had no gas or stool for a week. Vital
signs seen in the emergency room showed blood pressure
70/40 mmHg and electrocardiography sinus tachycardia 145
beats / min and low voltage On physical examination, the
heart beats was heard in the left lateral direction, the neck
veins were distended and the heart sounds were weak. The
patient’s consciousness was confused, respiratory sounds
were not heard in the lower right lungs, hisabdomen was dis-
tended and his extremities were cold. In echocardiography
EF was 60% and there was no pericardial effusion. The right
ventricle was dilated, the interventricular septum deviated
of the left ventricle and the right atrium collapsed due to
extra cardiac compression. In X-ray chest and abdominal ra-
diography and thoracoabdominal CT there was widespread
enlargement and gas content in the bowel loops.The trans-
verse colon and liver were intrathoracic displaced secondary
to the elevation of the right diaphragm. A non-invasive mec-
hanical ventilator was applied to the patient because of hy-
poxemia, and an enema was applied because there was no
stool output. Surgery was planned for the patient who did
not have sufficient stool discharge and clinical improvement.
Casereport was prepared by obtaining consent from patient
relatives.

Conclusion: Diaphragmeventration is the permanent ele-
vation of a hemidiaphragm and can be due to congenital or
acquired causes. Diaphragmatic muscle weakness is one of
the significant causes of cerebral palsy. Vomiting, bloating,
constipation, shortness of breath, orthopnea, tachypneq,
chestpainand palpitations are the most common symptoms.
If heart failure and gastrointestinal symptoms coexistin pa-
tients withpreviously known neurological and neuromuscu-
lar diseases, DE should be considered in the differentialdiag-
nosis.
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Figure 1. Electrocardiography during emergency departa-

ment: Sinus tachycardia 145 beats/min and low voltage.
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PO-39 [Heart Failure]

Fulminant Takotsubo cardiomyopathy
triggered by Covid19-Delta Variant (L452R)

ibrahim Oguz’, ismail Dogu Kili¢?, Sadik Volkan Emren?,
Saadet Avunduk’

'Clinic of Cardiology, Denizli State Hospital, Denizli, Turkey
?Department of Cardiology, Pamukkale University School of
Medicine, Denizli, Turkey

3Department of Cardiology, izmir Katip Celebi University School of
Medicine, izmir, Turkey

A 45-year-old female patient presented to the emergency de-
partment with complaints of dizziness and weakness. She had
no history of any disease. She was not using any medication. On
physical examination, rales were detected in the lung. His blo-
Figure 2. Echocardiogrphy at emergency department: The od pressure was 7040 mmHg and his heart rate was 150 bpm.
right ventricle was dilated, the interventricular septum devi- ECG showed tachycardia and nonspecific changes. Ejection
ated in the direction of the left ventricle and the right atrium fraction was 15% on echocardiography. Laboratory findings re-
collapsed due to extra cardiac compression. vealed mildly high CRP and creatinine levels. troponin value was
found to be high. After aortic dissection and pulmonary embo-
lism were excluded by computed tomography, the patient with
cardiogenic shock was taken to coronary angiography. There
was no obvious infiltration in the lung parenchyma on compu-
ted tomography. Coronary angiography revealed noncritical
coronary artery disease. When venticulography performed, it
was observed that the apical regions of the left ventricle did not
contract at all, and the basal sections were contracted. Intra-
aortic balloon pump was inserted to the patient. Norepineph-
rine infusion was started. Ecmo was planned for the patient,
but the patient had cardiopulmonary arrest and passed away
(approximately 5 hours after admission). After the patient
died, it was learned that the Covid-19 PCR result was a positi-
ve delta variant (L452R). With the covid 19 pandemic, viral and
. 3 stress-related myocardial diseases are more common, and the-
iy ! 1 % re is no definitive treatment for both Covid 19 pneumonia and
Figure 3. X-ray imaging: Prominent scoliosis, right diaphragm covid-related myocardial diseases, and there is no consensus
elevated and transverse colon and liver intrathoracic dis- on symptomatic treatment. Although covid-associated myo-
placed, heart structures displaced to the left. carditisis more common, there are a few reports of covid-asso-
ciated takotusuba syndrome reported in the literature. Howe-
ver, the Covid 19 Delta variant with the L452R mutation causing
Takotsubo syndrome has not been published.

«

Figure 4. Computed tomography: A diffuse dilated appear-
ance measuring 8 cmin its widest part from the distal rectum
to the cecum.there was fecal load in colonic loops.The trans-
verse colon and liver were intrathoracic displaced secondary
to the elevation of the right diaphragm and the cardiac struc-
tures were displaced to the left.

Figure 1. Venticulography at diastol
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nary edema or cardiogenic shock. But we reported a very
rare presentation of the left atrial compression with AA such
as palpitation due to atrial fibrillation.

Figure 1.

Figure 2. Venticulography at systol.
At systol, only basal sections contracting

PO-40 [Cardiac Imaging / Echocardiography]

A very rare presentation of
thoracoabdominal aortic aneurysm

ibrahim Dénmez, Tuba Disikirik, Emrah Acar, Sait Alan

Department of Cardiology, Abant izzet Baysal University Bolu
School of Medicine, Research and Application Hospital, Bolu, Turkey

64-year-old man with essential hypertension was admitted
to the emergency department of our hospital with palpi-
tation of 7-hour duration. On physical examination his blo-
od pressure measured 150/90 mm Hg at a heart rate of 134/
min. The electrocardiogram showed atrial fibrillation, left
ventricular hypertrophy with negative T waves in V3 throu-
gh Vé. A transthoracic echocardiographic (TTE) study, whi-
ch was suboptimal due to poor echogenicity, demonstrated
moderate left ventricular (LV) hypertrophy with a preserved
LV systolic function, mild-to-moderate mitral regurgitation,
mild-to-moderate tricuspid regurgitation, and mild aortic
regurgitation with a tricuspid aortic valve. Additionally, the
left atrium (LA) was severely compressed by a mass (Figure
1). Then, we performed a transesophageal echocardiograp-
hy (TEE), which demonstrated that it was a thoracoabdomi-
nal aortic aneursym (TAAA) with a size of 5.8 cm x 5,6 cm (Fi-
gure 2). Also, there was thrombus in the aneurysmal sac with
a thickness of 2.9 cm (Figure 2). For the confirmation of the
AA, a computerized tomography of the thoracic aorta was
performed (Figure 3). The patient was transferred for urgent
cardiac surgery.

In the literature, there are case reports about the left atrium
compression with AA or dissection. Generally, this condition
bring out symptoms such as heart failure, chest pain, pulmo-
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PO-41[Cardiac Imaging / Echocardiography]

ikili primer sag kapak hastaligi olgusu;
ileri derece yetersizlige yol agan trikispit
kapak prolapsus ve pulmoner yetersizlik-
Multimodaliter goriintiileme

Ayse irem Demirtola’, Duygu inan', Halil Atas®, Cagdas
Topel*, Nihan Kayalar?, Gékhan Kahveci'

listanbul Basaksehir Cam ve Sakura Sehir Hastanesi, Kardiyoloji
Bslimdi, istanbul

2T.C S.B istanbul Basaksehir Cam ve Sakura Sehir Hastanesi, Kalp ve
Damar Cerrabhisi Klinigi, lstanbul

3Marmara Universitesi Tip Fakiiltesi, Kardiyoloji Anabilim Dall, stanbul
“jstanbul Mehmet Akif Ersoy E§tim Arastirma Hastanesi, Radyoloji
Klinigi, Istanbul

TrikUspit kapak prolapsusu (TKP) leafletlerin antler plandan
sag atriyumasistolik prolapsusuile karakterize nadir bir trikspit
kapak patolojisidir. Tanisal kriterleri tam olarak belirlenmemis
olsa da 2mm ve Uzeri anller prolapsus TKP olarak tanimlan-
mistir. Gergek prevelansi net olmamakla birlikte ¢alismalarda
%0.3 olarak gosterilmistir. Pulmoner yetersizlik ise genellikle
pulmoner hipertansiyona bagh pulmoner arter dilatasyonuna
sekonder hafif orta dereceli izlenmekle birlikte, ileri derece
yetersizlik olduk¢a nadirdir, altta yatan ya anatomik anomali
ya da valvulotomi éykisid mevcuttur. Biz de bu vakamizda pri-
mer triklspit ve pulmoner kapak yetersizligi olan gen¢ kadin
hasta olgumuzu paylasacadiz. Yirmi bes yasinda kadin hasta
eforla dispne yakinmasi ile tetkik edildiginde TTE'de normal
sol ventrikil fonksiyonlari, bikispit aortik kapak ve sag kalp
bosluklarinda dilatasyon, ileri derece triklspit yetersizlik ile
orta dereceli pulmoner yetersizlik (Sekil 1) saptandi. izole di-
yastolik D-septum ve pulmoner akselerasyon zamani 116 msn,
spab: 52 mmhg hesaplandi. Detayli dederlendirme i¢in yapilan
TEE incelemede, anterior leafletin redundan yapida oldugu
triklspit kapak prolapsusuna sekonder masif septal eksantrik
triklspit yetersizligi izlendi ($Sekil 2) Pulmoner yetersizlik PHT <
100msn, ciddi olarak gorilda (Sekil 3) Hastaya kapak cerrahisi
o6ncesi dederlendirme amaciyla yapilan sag kalp kateterizas-
yonunda PA: 44/17 (26) mmhg, RV 44/8 (69) mmhg, RA15mmhgi
PCWP: 177mmhg, TBG: 9 mmhg, CO: 3,67 It/dk, Cl: 2,2 It/dk/m2,
PVR:2,45 wood U/dynes dk, SVR: 14,71 wood U/dynes dk olarak
hesaplandi. Ozellikle RV fonksiyonlari agisindan yapilan kar-
diyak MRG ‘de RV ¢ap dilatasyonu ile birlikte RV fonksiyonlari
normal gérilddy, ileri triklspit yetersziligi ve ortaileri pulmoner
yetersizlik izlendi, fibrazis saptanmadi (Sekil 4). Pulmoner ka-
pak detayli dederlendirilmesi icin yapilan kardiyak BT'de pul-
moner kapak Ug¢ kispisli gorildi, RV dilatasyonu izlendi (Sekil
5). RV fonksiyonlari korunmus ancak belirgin dilatasyon gelis-
mis semptomatik hasta kalp damar cerrahisi tarafindan cerra-
hi hazirhdiicin hospitalize edildi. TriklUspit kapak yetersizliginin
en sik sebebi RV veya anulus dilatasyonuna sekonder koaptas-
yon kusuru olmakta birlikte, primer tutulum infektif endokar-
dit, Ebstein anomalisi, romatizmal tutulum, karsinoid sendrom
ve hastamizda oldugu gibi prolapsusa neden olan miksamatéz

dejenerasyonileizlenir. Pulmoner yetersizlikise %40-78 oranda
normal kapak yapisinda ve hafif derecede gérilirken, orta de-
receli etiyolojide konjenital anolmaliler (quadrikuspit- bikls-
pit), hipoplazi, prolopsus ve ciddi yetersizlik cogunlukla Fallot
tetralojisi tamiri sonrasi gorulir. Sol tarafl kapak patolojileriiz-
lenmeden, sag kalpte her iki kapaginda ciddi derecede primer
tutulum ile seyreden, semptomatik bu vaka 6rnegimizi cerra-
hisi de tamamlandiktan sonraki haliyle sizlerle paylasmaktan
mutluluk duyacagiz.
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tes mellitus and chronic renal failure, who had been on hemo-
dialysis for 7 months was admitted to emergency department
with the complaint of resistant fever lasting for 10 days. 1
week ago, with the preliminary diagnosis of urinary tract in-
fection, Intramuscular gentamicin was administered 4 times,
but infective parameters progressed and resistant fever con-
tinued. At the admission, the patient’s C-reactive protein was
199, e-gfr:10, highsensitive-troponin:660, procalcitonin:5,22.
We were consulted by the emergency department with the
suspicion of acute coronary syndrome or infective endocar-
ditis due to high hs-troponin. In the physical examination no
cardiac murmur was detected, no vascular or immunological
phenomena were observed. The echocardiograpy has shown
LVEF 55%, mild mitral and mild aortic regurgitation; an appea-
rance compatible with vegetation was not detected. The pa-
tient's fever was still resistant and thoracoabdominal CT did
not show any focus of infection.The patient was admitted to
the nephrology service with a preliminary diagnosis of cathe-
terinfectionVancomycin-ceftriaxone treatment was started,
long-term dialysis catheter was removed, catheter culture
and simultaneous blood culture were taken.

In the catheter and blood culture, Candida Albicans was iso-
lated. Despite the switch from vancomycin-ceftriaxone to
150mg/day micofungin treatment, fever remained resistant
and infective parameters kept progressing. Following a newly
developed cardiac murmur, we were consulted again.Control
TTE revealed LVEF 55%, severe aortic regurgitation.Transe-
sophageal echocardiography was performed considering ra-
pidly progressive candida endocarditis. TEE revealed an abs-
cess formation and rupture in the non-coronary cusp of aortic
valve. (Figure 1) Therefore an urgent heart valve replacement
was planned by the cardiovasculer surgery department. Pa-
tient died due to acute pulmonary edema before the surgery.
Infections remain a major cause of death among hemodialysis
patients. The risk of candidemia is higher in this population.
Candida endocarditis is a rare but often fatal complication of
candidemia. The presentation of Candida endocarditis may
not be specific, fever may only symptom of patient. Butin sus-
pected catheter-related sepsis, we should keep this diagnosis
PO-42[Cardiac Imaging / Echocardiography] in mind and start treatment process quickly.

A Rare Cause of Endocarditis: Candida
Albicans

Onercan Cakmak, Ahmet Anil Baskurt, Mesut C")zkohya,
Fatih Yavaslar, Semanur Vural, Ebru ézpelit

Divison of Cardiology, Dokuz Eylil University School of Medicine,
Izmir

Although infective endocarditis is rare, it ranks 4th after sep-
sis, pneumonia and intra-abdominal infections in deaths due
to infectious diseases. The most common microorganisms
causing infective endocarditis are Staphylococcus aureus,
streptococci, coagulase-negative and enterococci. Fungal
endocarditis is a rare and serious disease. It represents 1-10%
of all infective endocarditis and Candida albicans is isolated
in 24% of cases. In this case raport, a patient with persistent
fever and a diagnosis of candida endocarditis is presented. An
82-year-old female patient with known hypertension, diabe-

Figure 1. Abcess formation on aortic valve.

e S42



37. Uluslararasi Katilmh Tirk Kardiyoloji Kongresi

Figure 2. Severe aortic regurtiation.

PO-43[Cardiac Imaging / Echocardiography]

Bacterial infective endocarditis associated
with gerbode ventricular septal defect: A
casereport

Mesut Karatas', Kemal Emrecan Parsova’, Ahmet Zengin',
Yusuf Kagan Pogan?, Nursen Keles'

'Clinic of Cardiology, Dr. Siyami Ersek Thoracic and Cardiovascular
Surgery Training and Research Hospital, istanbul

2Dr. Siyami Ersek Thoracic and Cardiovascular Surgery and Training
and Research Hospital, istanbul

A 61-year-old male presented to emergency department
(ED) with symptoms of shortness of breath, palpitations
and night sweats. We performed bedside transthoracic
echocardiography (TTE) which showed transition from
the left ventricle to the right atrium in systole with color
Doppler examination. Gerbode type VSD diameter was
measured as 0.6 cm. An image of a 16*4 mm fibrillar, mo-
bile mass compatible with vegetation was observed just
above the tricuspid valve where the VSD opened to the
right atrium. We performed transesophageal chocardi-
ography which showed masses compatible with vegetati-
on with a diameter of 9*6 mm and 6 * 8 mm on the aortic
valve noncoronary cusp (NCC). Two sets of blood cultures
were positive for Streptococcus sanguinis. The patient
was evaluated by a heart team an operation decision was
made for the patient. The patient underwent surgery af-
ter two weeks of antibiotic theraphy. In the surgery, the
Gerbode type VSD defect was closed with a olythetraflu-
oroethylene patch. Tricuspid annuloplasty was performed
with De Vega technique. 21 No. mechanical aortic valve
(St. Jude Medical, Minesota, USA) was implanted. Posto-
perative follow-up of the patientin the hospital continues.
Control TTE showed no residual shunt.

Figure 1. The arrow in the apical four chamber image shows
the mass compatible with the vegetation which was ob-
served just above the tricuspid valve where the VSD opened

to theright atrium.

Figure 2. Transition from the left ventricle to the right atrium
was observed in systole with color Doppler examination in

the apical four chamberimage.

Figure 3. The arrow shows mass compatible with vegetation
with a diameter of 9*6 mm and 6 * 8 mm on the aortic valve
noncoronary cusp (NCC).
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Figure 4. Connection between right atrium and left ventricle
was confirmed with a surgical instrument.

Figure 5. The defect was closed with a polythetrafluoroeth-
ylene patch with single interrupted pledgeted sutures.
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PO-44[Cardiac Imaging / Echocardiography]
Pulmonary and cerebral embolism caused by
thrombus entrapped in patent foramen ovale

Gilstim Meral Yilmaz Oztekin, Anil Sahin, Ahmet Geng, Sakir
Arslan

Clinic of Cardiology, Antalya Training and Research Hospital,
Antalya

Introduction: Thrombus entrapped in the patent foramen
ovale (PFO) is a rare but emergency situation due to the risk
of massive systemic embolism. Because of the rarity of this
condition, there are no standard guidelines for the treat-
ment of these patients.

Casereport: A 48-year-old male patient was referred to our
hospital with the diagnosis of acute coronary syndrome due
to chestpainand numbnessintheleftarm. The patienthad a
history of deep vein thrombosis (DVT) é months ago. Howe-
ver, he stopped using warfarin 3months ago because he could
not go to the controls due to the covid 19 pandemic. D-dimer
was 2980 pg/L, troponin was 91ng/L. On physical examinati-
on, heart rate was 100 beats per minute, blood pressure was
120/70 mm Hg, and oxygen saturation was 90%. Electrocar-
diography showed sinus tachycardia and negative T waves
in DIl and aVF. In the transthoracic echocardiography (TTE)
of the patient, LVEF was 65%, right heart chambers were di-
lated, severe tricuspid regurgitation, and pulmonary artery
pressure was 67mmHG. In addition, thrombus trapped in the
PFO with alength of 44*10 mm in the right atrium and 36*10
mm in the left atrium was observed (Figure 1). The fragmen-
ted large thrombus was entering and exiting both the right
and left ventricles in the cardiac cycle. Doppler ultrasound
confirmed a right popliteal DVT. In thorax CT angiography,
massive pulmonary thromboembolism (PE) with extension
to all lobar branches was observed in the distal parts of both
main pulmonary arteries (Figure 2). An acute infarct was ob-
served in the right half of the pons in the brain magnetic re-
sonance imaging performed due to numbnessin the leftarm.
The patient was consulted with cardiovascular surgery for
emergency surgery for a large thrombus trapped in the PFO
that caused both pulmonary and cerebral embolism. Antico-
agulation was started with enoxaparin and the patient was
taken to emergency cardiac surgery. Unfortunately, he died
due to post-operative hemodynamic instability.

Discussion: In this report, we described a patient with a lar-
ge thrombus entrapped in PFO, which caused both massive
bilateral PE and embolism in the pons. Paradoxical thrombo-
embolism through a PFO, a life-threatening complication of
DVT, is a rare event. The incidence of paradoxical embolism
caused by a PFO is less than 2% of all arterial embolisms. In
the presence of PE, right-to-left shunt occurs with increased
right atrial pressure, and this causes paradoxical embolism.
Rarely, a transiting thrombus may become entrapped in a
PFO and, even more rarely, visualized by the TTE. According
to the available literature, surgical thrombectomy provides
a significant reduction in systemic embolism and improved
survival compared to anticoagulation alone.
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Figure 1. Transthoracic echocardiography subcostal imaging
of entrapped thrombus in the mobile PFO in the right and left

atrium.
RA, right atrium; LA, left atrium; RV, right ventricle; LV, left ventricle

Figure 2. Massive thromboembolism in bilateral main pulmo-
nary arteries on thoracic CT angiography.

PO-45[Cardiac Imaging / Echocardiography]

Left apical thrombus with normal ventricular
function

Dilay Karabulut, Gungor llayda Bostanci Alp, Busra Mavi,
Hasan Ali Sinoplu, Fatma Nihan Turhan Caglar, Ibrahim Faruk
Akturk

Bakirk&y Dr. Sadi Konuk Training and Research Hospital, istanbul

Thrombus formation in the left ventricle is frequently oc-
cur in conditions that cause ventricular dysfunction such
as myocardial infarction, ventricular aneurysm, congestive
heart failure and dilated cardiomyopathy. In cases where LV
functions are preserved and wall movements are normal,

thrombus in the LV is very rare. In our case, a 43-year-old
male patient with a history of pulmonary embolism, myo-
cardial infarction and hypertension applied to the emer-
gency department with difficulty in speaking and and loss
of strength in the right side. On admission, vital signs were
normal. On physical examination,he had aphasia and right
hemiplegia.ECG that showed a sinus rhythm with a heart
rate of 79 bpm, biphasic T waves in leads V4 and V5 (Figure
1) He was hospitalized after a subacute infarct was detec-
ted in the left parietal area in the brain MRI. Although the
EF was normalin the echo in terms of stroke etiology on the
second day of the patient, a mass was observed in the LV
apex, and the patient was admitted to the coronary inten-
sive care unit for the continuation of the examination and
treatment. TEE was planned for the patient.There is no th-
rombusinthe LAA and LA flow velocity was normal.No mass
thrombus was observedin theright ventricle. Left ventricu-
lar systolic function is normal, no wall motion defect is ob-
served. Inthe apical part of the left ventricle, theimage of a
large hyperechogenic mobile mass of 23*24 mm was obser-
ved. A hyperechogenic and mobile mass in the apex of the
LV was first thought to be myxoma. Iv Heparin infusion was
given to the patient since thrombus could not be ruled out.
After two days of Aptt effective heparin infusion treat-
ment, the patient’'s aphasia and right hemiplegia symptoms
regressed. In the control echo of the patient, there was no
regression in the size of the mass at the apex. Early surgical
excision of the mass was planned due to high embolic risk.
Radial cag was performed before mass excision. There was
no significant CAD. Widespread ST-segment elevation was
observedin the patient’'s ECG after the coroner angiograp-
hy. (Figure 2) There was no new regional wall motion abnor-
mality in the control echo. Blood pressure 6040 mmHg was
measured. ST-segment elevation was thought to be due to
diffuse coronary spasm triggered by severe hypotension
caused by nitrate and diltiazem applied during transradial
angiography. ST segment elevation regressed after the pa-
tient's blood pressure normalized after fluid replacement.
PET was performed for the differential diagnosis of myxo-
ma and cardiac metastasis. There was no significant finding
in favor of malignancy with FDG affinity. The patient was
operated. In the pathology report, the mass was found to
be a fibrin mass and thrombus. The patient was discharged
by starting warfarin and keeping the INR in the effective
range. This case shows the importance of examining the LV
apex in detail for thrombus by echocardiography in cases
with normal EF. A 12-lead ECG that showed a sinus rhythm
with a heart rate of 79 bpm, biphasic T waves in leads V4
and V (Figure 1). In the apical part of the left ventricle, the
image of alarge hyperechogenic mobile mass of 23*24 mm
was observed (Figure 2). in the apical part of the left vent-
ricle, the image of a large hyperechogenic mobile mass of
23*24 mm was observed (Figure 3). Widespread ST-seg-
ment elevation was observed in the patient’'s ECG after the
coroner angiography. (Figure 4) ST-segment elevation was
thought to be due to diffuse coronary spasm triggered by
severe hypotension caused by nitrate and diltiazem applied
during transradial angiography.
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Figure 1. Admission ECG.
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Figure 2. Apical thrombus.
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Figure 3. Apical thrombus 3D.
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Figure 4. ECG after CAG.

PO-46 [Cardiac Imaging / Echocardiography]

Beklenmedik bir presenkop nedeni: Kardiyak
Lenfoma

Volkan Kozluca', Omer Alkan', Nil Ozytinci’, Kerim
Esenboga’, Yakup Yunus Yamanturk’, Elif Peker?, Pervin
Topguoglu?, Sibel Tekin Turhan'

'Kardioloji Anabilim Dali, Ankara Universitesi, Tip Fakdiltesi, Ankara
?Hematoloji Anabilim Dali, Ankara Universitesi Tip Fakdiiltesi ibn-i
Sina Hastanesi, Ankara

3Radyodiagnostik Anabilim Dali, Ankara Universitesi Tip Fakdiltesi, Ankara

Giris: Kardiyak kitleler primer ve sekonder olmak tzere iki si-
nifa ayrimaktadir. Primer kardiyak timérler, kalbin kendi do-
kusundan kaynakli olup nadir gérilmektedir (%0,001-0,03).

Sekonder kardiyak tiimérler ise metastatik ve ¢cogunlukla ma-
lign 6zellikte olup sikhdi primer timorlere gére yaklasik otuz
kat fazladir. Sarkomlar kalpte en sik gérilen primer malign
timorler iken sekonder timérler arasinda en sik olarak meme,
akciger ve torasik lenfomalar gérilmektedir. Metastazlar do-
lasim ve lenfatik sistem disinda direkt invazyonla da olusabil-
mektedir. Sikhikla perikard tutulumu (%69) olmakla birlikte na-
diren endokardiyal tutulum da (%5) gorilebilmektedir.

Olgu sunumu: 59 yasinda kadin hasta klinigimize bas dénmesi
sikayetiile basvurdu. Sistem sorgusunda ek olarak kal¢a ag-
risi sikayeti de tespit edildi. Kardiyak risk faktéri olmayan
hastanin vital bulgulari normal saptandi. Elektrokardiyogra-
fisinde nodal ritm (50/dk) mevcuttu (Sekil 1). Ekokardiyogra-
fik incelemede sol ventrikil fonksiyonlari normal olan hasta-
dainteratriyal septumun normalden kalin ve diizensiz oldugu
ve bu gérintinin transézefageal ekokardiyografide sag at-
riyum superior ve posterioruna uzandigi izlendi (Sekil 2-4).
Hastaya ileri gériintileme tetkikleri yapildi. Kardiyak MR ve
toraks BT gorintilerinde interatriyal septum ve sag atriyum
icerisinde gorilen kitlenin superior vena kavaya uzandigi ve
vaskdler yapiyiileri derecede daralttigiizlendi (Sekil 5,6). Ta-
kipleri sirasinda hastada superior vena kava sendromu bul-



37. Uluslararasi Katilmh Tirk Kardiyoloji Kongresi

gulari gelisti. Ayirici tanida metastatik kitle veya sarkoma
disinilerek yapilan torakoabdominopelvik gorintilemede
sag femur basinda osteolitik ve sklerotik degisiklikler sap-
tandi (Resim 7,8). Ortopedi bolimi tarafindan alinan doku
biyopsisi sonucuile hasta diffiiz B hiicreli lenfoma tanisi aldi.

Tartisma: Kardiyak kitle semptomlari atipik gégis agrisi, efor
dispnesi, bas dénmesi,carpinti gibi ¢esitli ve non spesifik ola-
bilmektedir. Hastamizda basdénmesi sikayetinin sag atriyum
invazyonuna bagli nodal ritme veya superior vena kava send-
romuna ikincil oldugu gorilmektedir.Kardiyak kitleler ileri ev-
relere kadar asemptomatik kalabilirler ve gogunlukla insidental
olarak tani almaktadir. Metastatik kardiyak timérlerin ¢ogu-
nun tedavisi palyatif olup prognoz kétidar. Duyarl timérlerde
palyatif kemoterapi veya radyoterapi dnerilmektedir.

Sekil 2. Sag atriyumda kitle goriintiisi.

Sekil 3. Stiperior vena kavada kitle gériintiisii.

Sekil 5. Bilgisayarli tomografide sag atriyum icerisinde kitle
goriintiisii.

Sekil 6. Manyetik rezonans goériintilemede sag atriyum
icerisinde kitle goriintiisii.
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70 years old female with no past medical history was consul-
ted for chest pain while she was being followed in intensive
care unit. She had fallen from height and had a lineer fracture
on occipital bone. Her first ECG didnt show any ischemic fin-
dings but T wave inversion over the leads of D1-aVL appeared
on her follow up ECG s. Echocardiogram revealed a localized
akinesis of mid portion of Iateral wall. Troponin | was 3.2 ng/
mL (normal; <0.06ng/mL). Other laboratory tests were in nor-
mal ranges. Coronary arteries were normal on her same-day
coronary angiogram. After 24 hours over angiogram; we stu-
died Cardiac Magnetic Resonance (CMR) with gadolinium sa-
fely. CMR imaging confirmed the akinesis in mid inferolateral
and anterolateral walls with End Diastolic Volume:98 ml; End
Systolic Volume: 49 ml;Stroke Volume:49 ml and with an EF of
%50. CMR study also identified myocardial edema of the same
portion of akinetic segments without late gadolinium enhan-
cement. Those findings verified the diagnosis of Takotsubo
cardiomyopathy and let us to rule out an ischemic coronary
event. She hasbeen treated with low dose acetylsalicylic acid,
ACEi and betablocker. After 20 days of her discharge; control
Echocardiogram showed no segmental wall motion abnorma-
lities; thus a new CMR study not needed.

Sekil 7. Pozitron Emisyon Tomografi goériintiilemesinde femur
basi ve kardiyak FDG tutulumu

Figure 1. Inversion Recovery sequence of 4 chamber plane;
shows absence of late gadolinium enhancement.

= A

Sekil 8. Manyetik Rezonans Goériintilemede sag femur basi
tutulumu

PO-47 [Cardiac Imaging / Echocardiography]

An atypical presentation with a focal type of
Takotsubo cardiomyopathy

Mehtab Yeni Figure 2. 4 chamber T2-weighted short tau inversion recov-
Mentap reni q .

ery (STIR) image demonstrates the oedema of the mid seg-
Ispata State Hospital, Isparta ments of antero-inferolateral walls.
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Figure 3. T wave inversion on leads of D1- aVL.

Video 1. Short axis SSFP cine image shows akinesis of mid an-
tero- inferolateral wall.

Video 2. 4 chamber SSFP cine image shows akinesis of mid
lateral wall.

PO-48 [Cardiac Imaging / Echocardiography]

A rare cause of syncope after
cardiac surgery: Double lumen aortic
pseudoaneurysm

Gorkem Kus, Nermin Bayar, Goksel Cagirci, Sakir Arslan
Department of Cardiology, Antalya Training and Research Hospital, Antalya

Late pseudoaneurysm of ascending aorta after aortic valve
surgery is rare complication. The enlargement of the pseudoa-
neurysm and its compression on surrounding structures can ca-
use various symptoms. In this report, we present a case of aortic
pseudoaneurysm as a late complication of aortic valve surgery
in a patient who presented to the emergency department with
the complaint of syncope and dsypne. Contrast multislice com-
puter tomography was performed and revealed a defect of
approximately 1.5 centimeters in diameter on the right antero-
lateral side of the ascending aorta and two seperated pseudo-
aneurysm formation. Because of aortic pseudoaneurysm can
be fatal, early diagnosis and treatmentis very important.

Figure 1. Aortography showed pseudoaneurysm sac filled
with contrast (Asc. Ao: Ascendan aorta)

Figure 2. Computed tomography images revealed a two sep-
arated aneurysmal formations arising from right anterolat-
eral side of the ascending aorta. (Asc. Ao: Ascendan aorta,
PAA: Pseudoaneurysm of ascending aorta, RCA: right coro-
nary artery)

Figure 3. Computed tomography reconstruction and virtu-
al aortogram confirmed the diagnosis of pseudoaneurysm.
(Asc. Ao: Ascendan aorta, PAA: Pseudoaneurysm of ascend-
ing aorta, RCA: right coronary artery)
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PO-49 [CardiacImaging / Echochardiography]

Huge myxoma; A cause of syncope

Betiil Ayca Yamak', Abdullah Ozer?, Mehmet Burak Giilcan?,
Serkan Unld!

'Division of Cardiology, Gazi University School of Medicine, Ankara
?Division of Cardiac Surgery, Gazi University School of Medicine,
Ankara

52 years old female patient was referred to cardiology out-
patient clinic due to symptoms of syncope, cough, and exer-
tional dyspnea. She was diagnosed previously with asthma
and hypertension. Her physical examination revealed a mo-
dest diastolic murmur in the apical region. No additional he-
artsoundswere heard. Laboratory findings were normal. Her
electrocardiogram (ECG) showed sinus rhythm, non-specific
ST changes (Figure 1). Her chest X-ray showed increased
bronchovascular markings (Figure 2). Last, transthoracic
echocardiography (TTE) was performed. It revealed normal
left systolic function, moderate mitral and tricuspid regurgi-
tation. A mass (3,4*4,3 cm in size), attached to the interatri-
al septum was observed in the left atrium (Figure 3-4). The
mass showed a prominent motion through the mitral valve
orifice obstructing mitral inflow. Systolic pulmonary artery
pressure was measured at 80 mm Hg. Due to severe symp-
toms, immediate surgical excision was planned. A 5*4*3,5
cm lobulated, soft consistency, yellow-green polypoid mass
with bleeding on the outer surface was excised (Figure 5).

Figure 2. Chest X-ray of the patient.

Primary cardiac tumors are very rare, whereas secondary
cardiac tumors are 20-40 times more common. The di-
agnosis of primary cardiac tumors is difficult; because of
non-specific symptoms. The most common primary cardiac
tumor type is myxoma. It is more common in 30-50 years old
and women. It mostly grows in the left atrium, attached to
the interatrial septum with a peduncle. Symptoms associa-
ted with myxoma may vary depending on the location, size,
and mobility of the tumor. However, most of the patients
present with either obstructive, embolic, or systemic findin-
gs. Obstructive cardiac manifestations are associated with
mitral valve involvement; dizziness, syncope, dyspnea, cou-
gh, pulmonary edema, and heart failure. The treatment cho-
ice is surgical removal.
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Figure 1. 12 Lead ECG of the patient. .

Figure 4. TTE images of the patient with atrial myxoma.

messssmm S50



37. Uluslararasi Katilmh Tirk Kardiyoloji Kongresi

tasyon ile uyumlu olarak yorumlandi (Sekil 2-Video 1). Kar-
diyak kateterizasyonda psedokoarktasyon segment dncesi
ve sonrasi arasinda peak 20 mm Hg sistolik gradient izlendi.
Hasta aort pseudokoarktasyonu olarak degerlendirildi.

Tartisma ve sonug: Aort pseudokoarktasyonu aortun ¢ok na-
dir gorilen konjenital bir anomalisidir ve bikispid aort gibi
konjenital kalp hastaliklarla da iliskili bulunmustur. Literattr-
de bildirilmis 19 vaka vardir. Aort pseudokoarktasyonu ile ko-
arktasyonu benzer hastalik spekturumunda olup mevcut aort
darhgin ciddi olup olmamasina baglh hemodinamik etkisi ne-
deniyle klinik sunumlari farkhdir. Ger¢ek koarktasyonda st ve
alt ekstremiteler arasi tansiyon farki, alt ekstremite periferik
nabzilarin palpe edilememesi, radiofemoral nabiz gecikme-
si gibi aortik segmentteki ger¢ek darliga bagli hemodinamik
sonuglar varken pseudokoarktasyonda bu bulgular izlenme-
mektedir. Hastamizdaki klinik bulgular, ézellikle nabiz gecik-
mesinin ve dort ekstremite arasinda kan basincitutarsizhklari-
nin olmamasi, king formasyonu olan aortik segmentte 6nemli
kan akisi obstriksiyonunun olmadigini distindiirdd. Bu hipote-
zi torasik BT anjiyografide kollateral dolasim izlenmemesi ve
aorta yonelik kataterizasyon ¢alismasinda gradientin disik
olmasi pekistirdi. Sonug¢ olarak, hastamiza aort pseudokoark-
tasyon tanisini koyduk. Pseudokoarktasyonun iyi huylu dogasi
nedeniyle, erken tani ve konservatif tedaviile gereksiz cerrahi
midahalelerden kaginiimasi énerilir. Ancak ylksek raptir riski
tasiyan komsulugunda psédoanevrizma veya aort anevrizma-
sivarhigracil midahale (agik veya endovaskdiler) gerektirir.

Figure 5. Surgical excision of the tumor.

PO-50 [Cardiac Imaging / Echocardiography]

Aortik pseudokoarktasyon: Nadir gériilen
aort patolojisi

Muhammet Genes, Serkan Asil, Cihad Kaya, Ahmet Faruk
Yagci, Murat Celik, Uygar Cagdas Yiksel

Glulhane Egitim ve Arastirma Hastanesi, Kardiyoloji Anabilim Dali, Ankara

Giris: Aort pseuodokoarktasyonu, aortun nadir goérilen
konjenital bir anomalisidir. Aort koarktasyonu ile pseudoko-
arktasyonu benzer hastalik spekturumunda olup aort seg-
mentinin darlik derecesine baglh hemodinamik énemi, klinik
sunumu ve yénetimi farkh hastaliklardir..

Olgu sunumu: 23 Yasinda erkek hasta, hipertansiyon etiyoloji
arastirilmasi amaciyla kardiyoloji poliklinigine basvurdu. Hi-
pertansif olan hastanin alt ve Ust ekstremiteler arasi tansi-
yon farki yoktu. Periferik nabizlar bilateral palpabl, radio-fe-
moral, radio-radial gecikme izlenmedi. Elektrokardiyogram
normal sinids ritmindeydi. Transtorasik ekokardiyografisin- _ )
de patolojik bulgular bikispit aort kapagd: (tip 2, NCC+RCC Sekil 2. BT anjiyografide aortik pseudokoarktasyon.
flizyonu) ve suprasternal degerlendiriimede desenden aort
doppler degerlendirmesinde peaksistolik gradient 20 mm Hg
olarak él¢lldi (Sekil 1). Aort koarktasyonu én tanisiylahasta-  PO-51[Cardiac Imaging / Echocardiography]

ya BT anjiyografi ¢ekildi ve arkus aort distalinin, isthmus di- . . .
zeyinde king formasyonu yapmis oldugu izlenmis olup en dar AN unusual cause of mitral valve thickening:

yerin ¢api 13*11 mm olarak &l¢lldl ve bulgular pseudokoark- Cogcm Syndrome
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Tugba Aktemur, Gamze Babur Guler

Clinic of Cardiology, Istanbul Mehmet Akif Ersoy Training and
Research Hospital, istanbul

Cogan syndrome is an autoimmune disorder characterized
with ocular and vestibular symptoms and only minority (less
than 15%) of patients suffer from systemic disease which is
explained by autoimmune vasculitis. Cardiovascular invol-
vement of Cogan syndrome is rare and effects mostly su-
bclavian and carotid arteries, aortic valve or aorta. Cogan
syndrome is similar to Takayasu arteritis in terms of cardi-
ovascular involvement. In current literature,proximal aor-
tic vasculitis, aortic valve perforation, left main coronary
artery stenosis or even renal artery stenosis were reported;
however, mitral valve involvement is rare. Below, we report
a patient with Cogan syndrome presenting moderate to
severe mitral regurgitation with severe thickening of both
mitral leaflets.

39 year old male patient had admitted to our outpatient
clinic complaining of shortness of breath more than a year.
He had previous history of Cogan syndrome, and aortic
valve implantation in 2012. Immediate after this operati-
on, the patient suffered from infective endocarditis,af-
terwards periprosthetic abcess formation occured; thus
Benthall operation was performed in the same month. His
current transthorasic echocardiography demonstrated
massively thickened mitral leaflets as well as moderate to
severe eccentric mitral regurgitation. Coronary angiog-
raphy did not demonstrate any critical stenosisin coronary
arteries. Transoesaphageal echocardiography revealed
functional prosthetic aortic valve, eccentric moderate
to severe mitral regurgitation, significant thickening ex-
tending from baseof the anterior leaflet to the tip (most
prominent in intervalvular fibrosa) prolapse in Plscallop,
and tethering in P2 and P3 scallops (Figure 1, Figure 2). The
tredo surgery was recommended by Heart Team if the pa-
tient had dyspnea under optimal medical treatment. Co-
gan syndrome is a vasculitis which effects medium sized
arteries, patients may represent subclavian or carotid
arteritis, aortitis, myocardial infarction or even renal ar-
tery stenosis.The main pathophysiological causes of mitral
valve thickening in Cogan syndrome are mononuclear cell
infiltration,multiple microabscesses, and myxoid degene-
ration. From thedata we gained so far, we suppose that
this patient may have undergone aortic valve implantati-
on because of Cogan'’s cardiovascularinvolvementin 2012.
Mitral valve thickening can develop in rheumatic valve
disease course or after receiving certain medicaltreat-
ments,including bromcriptine. In this patient, apart from
rheumatic valve disease, nodiastolic leaflet restriction, no
calcification in valvular apparatus or lack of chordal shor-
tening were observed.The involvement of isolated anteri-
or leaflet and intervalvular fibrosa may be related to the
extent of aorticinvolvement of Cogan syndrome. Further-
more, our patient did not receive ant other medical treat-
ment which can affect mitral valve apparatus.Our patient
is a rare example of mitral valve involvement in patients
with Cogan syndrome.
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Figure 2. Anterior valve thickening due to Cogan syndrome
with three dimensional imaging.

PO-52 [Cardiac Imaging / Echocardiography]

Elektrokardiyografide bir anterior T
negatifligi nedeni; sol ventrikiil serbest
duvardaizole miyokardiyal kist hidatik

Filiz Akyildiz Ak¢ay, Abdullah Kadir Dolu

izmir Katip Celebi Universitesi Atatiirk Egitim Arastirma Hastanesi,

[zmir

Giris: Kardiyak kist hidatik (KH) tim hidatik kist vakalarinin
%0,5-2'sidir. Kardiyak kistler cogunlukla sol ventrikil (SV) yer-
lesimlidir. En sik lokalizasyonlar SV serbest duvari (SD) (%50-75)
ve interventrikiiler septumdur (iVS). En sik gériilen semptom
prekordiyal gégis agrisi olmakla birlikte kistler ¢ogu hastada
gorintileme sirasinda insidental olarak saptanmaktadir. Kar-
diyak kist riptire olursa emboli, kalp tamponadi, anaflaktik
reaksiyon gibi hayati tehdit eden sonuglari olabilecedii¢in ta-
nisinin konulmasi ve tedavisinin ivedilikle yapilmasi 6nemlidir.
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Biz burada insidental olarak saptanan ve EKG'de yaygin an-
terior T negatifligi ile prezente olan serolojiik testleri negatif
ve gérintllemesitanisal olmayan, patolojiile tanisi kesinlesen
izole SD kardiyak KH vakasini sunacagiz.

Olgu sunumu: 28 yasinda kadin hasta, dért aydir olan karin
agrisi, mide bulantisi sikayetleriyle tetkik edilirken ¢ekilen bil-
gisayarl tomografide safra kesesinde polip yaninda SV apikal
kesiminde subendokardiyal alana uzanan dizglin konturlu
kistik olusum saptanmasi lzerine tarafimiza yénlendirilmis-
ti. Ara ara olan atipik gégis agrisi disinda kardiyak sikayeti
yoktu. Kronik hastalik veya ila¢ kullanimi olmayan hastanin
sik hayvan temasi 6ykisi bulunmamaktaydi. Fizik muayenesi
olagandi. EKG 'de kalp hizi 64 atim/dk; sintzal aritmi; D1, av-
LV1-6 da T negatifligi saptandi. Transtorasik ekokardiyogra-
fide apikal diizeyde SV anterior duvari ve iVS komsulugunda,
intramyokardiyal (iM) 29 X 26 mm ¢apinda, diizgiin sinirli kistik
olusum saptandi. Manyetik rezonans gorintilemede SV SD
yerlesimli, iVS ve SD bileskesindeki 30 mm ¢apa ulasan iM kitle
lezyonu, homojen kistik i¢ yapisi ve kapsil davranisi nedeniy-
le KH agisindan kuskulu degerlendirildi. Echinococcus indirekt
hemaglitinasyon testi iki kez negatif saptandi. Toraks, batin,
beyin gérintilemede KH lehine baska lezyon saptanmadi.
Konseyde cerrahikararialinan, albendazole 400 mg 2x1basla-
nan hastaya kist eksizyonu yapildi. 3X3X2 cm boyutlarinda, 0.2
cm duvar kalinliginda, beyaz renkli, kapsulld kitlenin patolojik
incelemesiile KH kesin tanisi konuldu.

Sonug¢: Kardiyak KH, basiya baglh semptomlar yaninda lo-
kalizasyonla iliskili EKG degisiklikleri ile prezente olabilir. SV
myokardi SD'de lokalize olan kardiyak KH vakamizda EKG ‘de
yaygin anterior T negatifligi saptanmistir. EKG'de anterior T
negatiflidiile karsilasildiginda 6zellikle Tirkiye gibi hastaligin
endemik oldugu bdlgelerde ayirici tanida kardiyak KH de di-
stintilmelidir. izole kardiyak kistik kitlelerde serolojik testler
negatif olup gérintileme tanisal olmasa bile cerrahi rezek-
siyon sonrasi patolojik kesin taninin KH olabilecegi akilda tu-
tulmali, olasi kist raptird ile iliskili dlimcll komplikasyonlar-
dan ka¢inmak igin cerrahi tedavi geciktirilmemelidir.

Sekil 1. Bilgisayarh tomografide sol ventrikiil apikal kesiminde
subendokardiyal alana uzanan diizgiin konturlu kistik olusum.

Sekil 3. Transtorasik ekokardiyografide parasternal kisa eksen
ve apikal dért boslukta kistin goriintiisu.

Sekil 4. Manyetik rezonans gériintilemede kistin gériintusii.
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kardiyal eflizyonun énceden var oldugunu ve miktarini biliyor
olmamiz bize hasta yénetiminde blylk kolaylik saglamak-
tadir. Trombolitik tedavi dénemi ile kiyasladigimizda primer
PCl ¢adinda daha az siklikta goriilse de perikardit, akut MI'in
erken dénem komplikasyonlari arasindadir.(1)(2)(3) Sol vent-
riklle kiyasla miyokard kalinhgi daha ince olan sag ventrikdl
duvari AMlile gelisen nekroz nedeniyle daha da zayiflar, 6zel-
likle yasl hastalarda kolaylikla perfore olabilir, birde pace le-
ad'i gibi mekanik bir faktér de varsa... Ayrica bu grup hasta-
larda pace lead'i ¢ikarimi sonrasi hemodinamik bozuklugun
bir diger nedeni de lead'i Gzerinde gelisebilen trombs ve
pulmoner embolidir.(4) Bu nedenle noninvaziv, ucuz ve kolay
ulasilabilen bir tetkik olan TTE'nin bu hasta grubunda gegici
pacemaker lead ¢ikarimi éncesi rutin kullanimi, hem dogabi-
lecek komplikasyonlarin énceden farkinda olunmasini sagla-
. yacak, hem de énceden yapilan planlamaiile hasta sag kalimi
- - g icin dnemli olan gereksiz zaman kayiplari é6nlenmis olacaktir.
Sekil 5. Kistin eksizyon sonrasi makroskopik gériintiisu.

PO-53[Cardiac Imaging / Echocardiography]

Pacemaker leadinin asemptomatik spontan
perforasyonu

Aysu Oktay, Feyza Aksu, Gonil Agiksari

istanbul Medeniyet Universitesi Géztepe EJitim ve Arastirma
Hastanesi, Kardiyoloji Anabilim Dali, stanbul

87 yas kadin hasta. Bilinen hipertansiyon, astim ve 1yil dnce
pulmoner emboli hikayesi olan, amlodipin ve bisoprolol kul-
lanan hasta acil servise presenkop ile kabul edildi. ilk deger-
lendirmeyi takiben ¢ekilen EKG'nin akut inferior MI+AV tam
blok ile uyumlu olmasi Gizerine hasta kateter salonuna alindi.
Hemodinamisi stabil olmayan hastaya transvendz gegigi pa-
cemaker implante edilerek yapilan koroner angiografisinde
RCA sorumlu lezyona basarili PCl uygulandi. Hasta koroner
yodun bakim tinitesinde (KYBU) izleme alindi. PCI sonrasi
¢ekilen EKG'nin sag ventrikdl kaynakli pace ritmi ile uyum-
lu oldugu gérilda (Sekil 1). KYBU takibinin 1. Giiniinde sintis
ritmine giren, hemodinamisi stabil seyreden hastanin 48 sa-
atlik minitor izleminde herhangi bir bradiaritmi saptanma-
masi Uzerine gegici pacemaker’in ¢ekilmesine karar verildi.
islem &ncesi yapilan transtorasik ekokardiyografide (TTE)
pace lead'inin, interventrikiler septumu apikoinferior bél-
geden riptlre edip sol ventrikil apeksine ge¢mis oldugu g6-
rildd (Echo 1-2). Pacemaker'in pace hizi, sinlis hizinin Gstiine
ayarlanarak ¢ekilen EKG'de gergekten sol ventrikiilden pace
edildigi gordlda (Sekil 2). Lead ¢ikarimi sirasinda gelisebile-
cek miyokardiyal riptir ve tamponad olasiligina karsin kalp
damar cerrahisi destegi alinarak pace lead'i skopi altinda
¢ekildi. Hemodinamik bozukluk gelismedi. Yapilan TTE'de
perikardiyal eflizyon saptanmadi, interventrikller septumda
rezidl defektizlenmedi. Klinik takipleri stabil seyreden hasta
sifaile 6. Ginde taburcu edildi. Klinigimiz rutin pratiginde ST
elevasyonlu inferior ve/ya da sag ventrikil Ml nedeniyle ge-
cici pacemaker takilan 6zellikle ileri yasli hastalari, pace le-
ad'i gcekilmeden 6nce TTE ile degerlendirmekteyiz. Oncelikle
perikardiyal eflizyon varhgini arastiririz. Clinkl pace lead i
¢ekildikten sonra gelisen bir hemodinamik bozuklukta, peri-
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Case report 1: A 32-year-old male patient was admitted to
our hospital with shortness of. On admission 12-lead ECG
showed AF (102 beats/min). Chest X-Ray revealed bilaterally
pleural effusion with pericardial calcification in the cardiac
silhouette (Figure 1A). TTE examination showed normal bi-
ventricular function, the diastolic bounce of the intervent-
ricular septum, >25% variation in mitral inflow with respira-
tion, mitral annular septal-lateral é reversal, and increased
pericardial thickness (Figure 1B-C). On thorax computed
tomography (CT), the pericardium was seen as diffusely cal-
cified, and the calcific plaque measured émm at its thickest
part (Figure 1D). The patient was diagnosed with constricti-
ve pericarditis but he refused surgery in our institute. On the
phone visit 6 months later, it was learned that; the patient
had been performed pericardiectomy in another centre suc-
cessfully and he was clinically better.

Case report 2: A 50-year-old female patient was admitted
with dyspnea and palpitations. AF at a rate of 123 beats/min
was detected on admission electrocardiography. We learned
that the patient was a refugee and had a history of pericardi-
tis and pericardiocentesis 6 months agoin his own country, but
the reports could not be reached. In transthoracic echocardi-
ography of the patient revealed normal left and right ventri-
cular function, moderate atrial dilatation, marked dilation of
the inferior vena cava and increased thickness of pericardium
(Figure 2A). Also, diastolic bounce of the interventricular sep-
tum, >25% variation in mitral inflow with respiration, mitral
annular septal-lateral é reversal, which all are an indicator of
ventricular interdependence, were detected (Figure 2B-D).
Thorax CT showed increased pericardial thickness and mini-
mal calcification (Figure 3A). In the catheterization perfor-
med with the pre-diagnosis of constrictive pericarditis, we
detected to left ventricular and right ventricular end-dias-
tolic pressures equalized and increased, right atrial pressure
increased, X and Y descent became evident, respiratory dis-
cordance (Figure 3 B-C). Since the patient had a previous his-
tory of pericarditis and pericardiocentesis and pericardial cal-
cification was more limited, it was decided to follow up with
anti-inflammatory therapy to rule out transient constriction.
In addition to heart rate control, diuretic therapy and anticoa-
PO-54[Cardiac Imaging / Echochardiography] gulation, the patient was started on steroid therapy.

Diagnosis and treatment of constrictive
pericarditis to cardiac catheterizationon
chest X-ray: Two different cases

Serkan Asil, Selen Eski, Ender Murat, Hatice Taskan, Murat
Celik, Hasan Kutsi Kabul

Division of Cardiology, Gilhane Training and Research Hospital, Ankara

Constrictive pericarditis is a rare and difficult to diagnose
the clinical condition Chest X-ray, echocardiography, cardiac

CT and magnetic resonance imaging and left-right cardiac 4 - H} A f.“ {\ fu ’ ‘,'{: “\
catheterization are used for diagnosis. The standard treat- ' 1 I ' ’ il

ment for chronic constrictive pericarditis is pericardiectomy o

but, pericardiectomy has significant operative morbidity Figure 1. a-d. (a-c) Chest X-ray, computed tomography and
and mortality. In the transient form of the disease, after fol- echocardiographic images of increased pericardial thickness
low-up with anti-inflammatory therapy, pericardiectomy and calcification (d) >25% variation in mitral inflow with respi-
should be recommended if necessary. ration on echocardiography.
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cuttur. Pankreatitin yol a¢tigi ciddi agrive inflamasyon TKMP
ile yakindan iliskilendirilmis olan abartili sempatik uyariya yol
acabilmektedir. Akut pankreatitin TKMP i¢in bir tetikleyici

Marked dilatation.and.diminished Mitral inflow >%25 inspiratuar variation olabildigini gésteren ilk olgu 2006'da Amerika'da bildirilmis-
collapse of the inferiorvena cava

tir. Biz de akut pankreatite bagli gelisen ve EKG degisikleri
ile Akut Koroner Sendrom (AKS) ayirici tanisini zorlastiran bir
TKMP olgusunu sunuyoruz.
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in mitral inflow with respiration, dilation of the inferior vena | i
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eral éreversal. - [BE e g S s g

o 6s
| Yewkita Stbom | S itim
| M 178 | Duosyon(er) stz i uygun dit V1
| OFS Sires P vn Gy bk rrreden yomn yorum —
| Ty TR | S uan OT ok

PG e 5213170 40| 9
| Ol orerceal ek g b
P | o veruriti hperuwfesi -
Inferyor/lteral ST-T snormali hipertroh ve/veya iskemi kaynokh olabilr

Respiratuar ventricular discordance,

i Prominent ‘x’ and ‘y’ descent
square root sign

Heommiees o s
Figure 3. a-c. (a) Thorax CT showed increased pericardial

thickness and minimal calcification. (b, c) In the left and right ; : i’ ‘ ‘
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PO-55 [Cardiac Imaging/ Echocardiography] Sekil 2. Hastanin Kardiyoloji servisine yatirildiktan sonra anjiy-
ografi 6ncesi goriilen EKG'si.

Nadir bir akut pankreatit komplikasyonu
olarak kirik kalp sendromu

Yakup Yunus Yamantiirk, Mehmet Emre Ozerdem, Kerim Ee m""v

Esenboga, Cansin Tulunay Kaya v

Ankara Universitesi Tip Fakiiltesi, Kardiyoloji Anabilim Dali, Ankara e M"“ (

Takatsubo kardiyomiyopatisi (TKMP) veya siklikla bilinen ‘ RN ‘ (k2 ie .
ismi ile kirik-kalp sendromu emosyonel durum degisikligi ya i

da stres yaniti ile indlklenebilen geri dénlsimld bir kardi- [REER AN

yomiyopati cesididir. Patofizyolojide koroner mikrovaskiiler EhGEaddnadndi AL SR SN ARANL RSN

disfonksiyon, koroner spazm, katekolamin kaynakl miyokar- !
diyal stunning, reperfiizyon hasari, mikro enfarktis ve anor- [ 2 e . O o B )
mal yag asidi metabolizmasi su¢lanmaktadir. TKMP seyrinde HAWE T ‘ "
gorilen dinamik elektrokardiyografi ( EKG) degisiklikleri do-
layisiyla akut koroner sendrom ile ayirici tanisinda zorluklar i B Y | 11 Vi N | 0 AN Y B AR E N B AN
yasanabilmektedir.

'a.\, O A s oy iR

Emosyonel vg 'f.:!’Z.Iksel §tr.es |Ienkarc|kjc.er|z<? k|.lnlk tablolarin Sekil 3. Hastanin taburculuk dncesi EKG'si.
TKMP yapabildigine dair literatlirde gésterilmis olgular mev-
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Sekil 4. Hastanin anjiyografi sonrasi yapilan ekokardiyograf-
isinde g6ze ¢arpan bazal segmentlerde hiperkinezi ve apek-
steki akinezibulgulari.

Sekil 5. Hastanin bir yil 6nce yapilan, sol ventrikiil duvar hare-
ketlerinin tamamen normal olarak izlendigi ekokardiyografik
goriintiilerinden bir kesit.

PO-56 [Cardiac Imaging / Echocardiography]

Konjenital siniis valsalva riptiri iliskili
ventrilliler septal defekt

Mehmet Tugay Yumuk', Omer Dogan? Hasan Ali Barman?

'Siirt Devlet Hastanesi, Siirt
2jstanbul Universitesi-Cerrahpasa, Kardiyoloji Enstitiisi, Kardiyoloji
Anabilim Dali, Istanbul

Sinls valsalva anevrizmalari, edinsel veya dogustan olabilen
nadir gérilen kalp anomalisidir. Anevrizma siklikla sag koroner
sinliste (%65-85), daha az siklikla nonkoroner sinis (%10-30) ve
sol koroner sintsten (%1-5) kaynaklanmaktadir. Anevrizma-
lar rGptir ile sonu¢lanmadigi stirece genellikle asemptomatik
seyretmektedirler. Riptlre sinls valsalva anevrizmalari ise
siklikla ventrikiller septal defekt ile iliskili olmaktadir. Biz bu
yazida ¢ocukluk yillarindan itibaren dispne ve halsizlik sika-

yetleri bulunan, gebeliginin 3. ayinda sikayetlerinde belirgin
artis gorilen 28 yasinda konjenital sinls valsalva raptird ile
iliskili ventrikller septal defekt tanisi konulan olguyu sunmayi
amagladik. Bilinen kronik hastalik dykiisti olmayan kadin hasta
gebeliginin 3. Ayindadispne (NYHA II-11l) ve halsizlik sikayetiile
kardiyoloji polklinigine basvurdu. Hasta sikayetlerinin ¢ocuk-
luk yillarindanitibaren oldugunu, ancak gebeligininilk ayindan
itibaren belirgin artis gésterdigini belirtti. Yapilan ekokardi-
yografide kalp bosluklarinormal, sag sinis valsalva anevrizma
riptird oldugu ve bunun 10 mm? Genisliginde perforasyonla
sag ventrikile acgildigi izlendi (videol, video2). Hastaya Ace
inh, betabloker ve diliretik tedavi baslandi. Kadin hastaliklari
ve kalp damar cerrahi konsiltasyonu sonucu hastada gebe-
ligin terminasyonu sonrasinda cerrahi yéntem ile anevrizma
riptldrdnin tamiri planlandi. Anevrizmalar riptdr ile sonug-
lanmadigi sirece genellikle asemptomatik seyretmektedir-
ler. Bazi durumlarda blyiik SVA'lar trombs olusumu igin nidus
gorevi gérmektedir. Bazi durumlarda ise akut kalp yetmezIigi,
kardiyak tamponad, hemodinamik bozulma ve hatta ani kar-
diyak 6lim gergeklesmektedir. SVAR tedavisinde son dénem-
de transkateter kapama cihazlarinin kullanimiile ilgili iyi klinik
sonuglar bildirilse de geleneksel olarak cerrahi tedavi tercih
edilmektedir. Sonug¢ olarak konjenital sinlis valsalva anevriz-
masi rdptdrd iliskili ventrikller septal defekt nadir goérilen
kardiyak anomalidir. Hastalar hafif bulgularla seyredebildigi
gibi, bazen akut kalp yetmezligi,tamponad, ani kardiyak 6lim
gibi agir tabloile karsimiza gelebilmektedir. Bu hastalarda ge-
lisen goriintileme yontemleriile erken tani konularak cerrahi
onarim yapilmasi hayat kurtarici olabilmektedir. Perioperatif
doénemde kalp yetmeligi tedavisi optimize edilmelidir.

PO-57 [Cardiac Imaging / Echocardiography]

Free-floating right atrial thrombus with
acute pulmonary embolism treated with
heparininfusion

Fatih &zkan, Hasan AliBarman, Serhan Ozyildirim, Sait
Mesut Dogan

Division of Cardiology, istanbul University Institue of Cardiology,
istanbul

Introduction: We present the case of an 89-year-old woman
whose echocardiography showed a free-floating right atrial
thrombus. The condition was managed successfully with an-
ticoagulant therapy using heparin infusion.

Case Report: 89-year-old woman with a history of hyper-
tension presented to the emergency department with pal-
pitation and acute dyspnoea that had been increasing over
the previous 5 days. On physical examination,the pulse rate
was 155 bpm, respiration rate was 28 breaths per minute,
oxygen saturation was 85% and arterial blood pressure was
100/70 mmHg; 3/6 systolic murmur was noted in the tricuspid
area. ECG showed atrial fibrillation.Biochemical examina-
tion revealed high D-dimer levels of 4,860 ug/L (ref.: 0-500
pg/L) and hs-troponin-llevels of 622.7 ng/L (ref.: 0—11.6 ng/L).
Transthoracic echocardiogram (TTE) revealed a free-floa-
ting, snake-like thrombus in the right atrium, with moderate
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systolic right ventricular dysfunction, coaptation defect on
the tricuspid valve and pulmonary hypertension (PASP:85
mmHg) (Fig. 1).

The patient had a normal left ventricular function (EF of
55%). Angiographic CT suggested signs of PE at the level of
the segmental branches, with extension to the subsegmen-
tal arteries.

The patient was transferred to the coronary intensive care
unit for treatment. Her haemodynamics were stable; hen-
ce, medical follow-up was primarily planned without using
a thrombolytic agent. She was administered a bolus dose of
unfractionated heparin (80 1U/kg), followed by continuous
intravenous heparin infusion (18 1U/kg/h). The dosage was
adjusted by controlling the activated partial thromboplas-
tin time (aPTT) to be 1.5-2.5 times every 6 hours. Forty-eight
hours after heparininfusion, repeated TTE revealed a comp-
lete regression of the right atrial thrombus, decreasing tri-
cuspid regurgitation and improved right systolic dysfunction
and pulmonary hypertension (PASP:40 mmHg) (Fig. 2). Sub-
cutaneous enoxaparin 2 x 0.8 mL was initiated after stopping
heparininfusion. The general condition of the patientimpro-
ved after 1week, and she was discharged with a prescription
of rivaroxaban.

Discussion: The optimal management of right atrial throm-
bus remains controversial. Treatment options include throm-
bolytic therapy, surgical embolectomy and anticoagulation.
There is no clear consensus on the ideal treatment option.
In some studies, similar mortality rates have been reported
with all three treatment options. Anticoagulation alone has
been successfully used in elderly patients who are consi-
dered at a high risk for bleeding with thrombolytic therapy.
Temtanakitpaisan et al. reported the case of a 92-year-old
male having a right atrial thrombus with PE who was suc-
cessfully treated with heparin alone. As shown in our case
as well, heparin infusion in the right atrial thrombus can be
considered as an alternative approach to thrombolytic the-
rapy and surgical embolectomy in haemodynamically stable
elderly patients at a high risk of bleeding.

Figure 1. Right atrial thrombus and severe tricuspid regurgitation.
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Figure 2. 48 Hours after heparin infusion.

PO-58 [Cardiac Imaging / Echocardiography]

Cardiac amyloidosis presenting with rapid
progression: A case report

Kemal Engin, Aybike Gl Tasdelen, Serhan ézylldlrlm, Hasan
Ali Barman, Murat Kazim Ersanli

Clinic of Cardiology, Istanbul Universitesi Cerrahpasa Institute of
Cardiology, istanbul

Introduction: Cardiac amyloidosis is a progressive cardiom-
yopathy that occurs as a result of deposition of endogenous
proteins in the form of amyloid fibrils in the heart and most-
ly in the kidney, liver, gastrointestinal tract and soft tissue.
Although cardiac amyloidosis has been thought to be a very
rare disease until now, very recent data show that it is more
common. Since the prognosis is poor in amyloidosis with car-
diac involvement, it has been shown that the prognosis can
be significantly improved with early diagnosis and treatment
approaches. In this case, we aimed to evaluate the diagnos-
tic approach to a patient whose clinical condition deteriora-
ted rapidly.

Case Report: A 74-year-old male patient has complaints of
dyspnea increasing with minimal effort (NYHA 1V), weak-
ness, and abdominal bloating. He had a past medical history
of hypertension and hypothyroidism. In the physical exami-
nation of the patient, respiratory sounds were decreased
in the bilateral lower zones, diffuse ascites in the abdomen,
bilateral pretibial edema and periorbital ecchymosis were
present (Figure 1). Laboratory tests revealed hemoglobin
12 g/dL, creatinine 1.27 mg/dL, NT-proBNP >35,000 pg/ml,
hs-troponin 0.035 ng/mL. The patient’'s ECG was in sinus rh-
ythm and there was first-degree AV block and low voltage in
the chest leads. The Transthoracic echocardiogram showed
biatrial enlargement, increased left ventricular wall thick-
ness, global hypokinesia, (ejection fraction %40) Decreased
septal and lateral tissue Doppler, 1 cm pericardial effusion
at its widest point, surrounding the heart, without comp-
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ression. Echocardiogram findings consistent with restrictive
cardiomyopathy were detected (Figure 2). Abdominal adi-
pose tissue biopsy was performed. Biopsy revealed amyloid
deposition. There was low intensity IgG and lambda uptake
in serum immunoelectrophoresis. 2 g/dl proteinuria was ob-
served in 24-hour urine. In the follow-ups of the patient, an
increase in NT-proBNP and troponin levels and a decrease
in albumin value were observed. The patient who did not
respond adequately to the inotropic treatment in the ward
and whose hemodynamics was unstable was intubated. De-
ath occurred on the second day after intubation.

Discussion: AL type cardiac amyloidosis is a rare but clinical-
ly progressive subtype of amyloidosis with a poor prognosis.
Diagnosis in the early stage of cardiac involvement affects
the prognosis as well as the response to treatment. In AL
type cardiac amyloidosis diagnosed in the advanced stage,
treatment options are limited and cause irreversible heart
function loss.

PO-59 [CardiacImaging / Echocardiography]

iskemik sereborvaskiiler olay ile hospitalize
edilen ve paradoksal emboli kaynagi olarak
patent foramen ovale saptanan hastanin
yonetimi

Hatice Taskan, Selen Eski, Ender Murat, Serkan Asil, Salim
Yasar, Suat Gérmel, Uygar Cagdas Yiksel, Murat Celik

Gulhane Egitim Arastirma Hastanesi, Kardiyoloji Anabilim Dall,
Ankara

Paradoksal emboli, vendz sistemden kaynaklanan trombi-
slin bir arteriyovendz sant yoluyla arteriyel dolasima dogru-
dan gegisini ifade eder. Sag atrial basing artisina neden olan
durumlarda PFO'da sagdan sola sant meydana gelebilir ve
paradoksal emboliye yol agabilir.

58 yasinda erkek hasta uykuya meyil, konusma bozuklu-
Ju sikayeti ile acil servise basvurdu Akut SVO 6n tanisiile
yapilan Diffizyon MRG' de sol talamusta akut-subakut
iskemi ile uyumlu gériinidm ve diflizyon kisithhidr saptandi
(Sekil 1). Hasta néroloji klinigine yatirildi ve ikili antipla-
telet tedavi baslandi. Ekokardiyografide EF %65, D sekilli
sol ventrikil ve sag bosluklar dilate olarak saptandi.Orta
derecede triklspit kapak yetmezligi ve pik sistolik pulmo-
ner arter basinci 60 mmHg saptandi.Ayrintili anamnezin-
de iskemik SVO yasamadan 3 giin 6nce yeni baslayan ne-
fes darhigi sikdyetinin oldugunu séylemesi Gizerine ¢ekilen
pulmoner BT anjiyografide her iki pulmoner arter ana da-
lindan lober dallara uzanan emboli ile uyumlu dolum de-
fekti saptandi (Sekil 2).Alt ekstremite Doppler USG'de sol
popliteal veniginde kompresyona kismi yanit veren trom-
bils izlendi.TEE ile ajite salin ile sag atriumdan sol atriuma
gecise imkdan veren PFO saptandi (Sekil 3).Hemodinamik
ac¢idan stabil seyreden hastaya oral antikoagtilan tedavi
baslandi ve rutin takip dnerisi ile taburcu edildi. PFO ge-
nel popllasyonda (%25-30) ¢ok yaygindir ve kriptojenik
inme hastalarinda da rastlantisal olarak saptanabilir. Te-
davi yaklasimi agisindan inme ve PFO iliskisini belirlemek
6nemlidir. Atriyal septal anevrizma varligi, biyik sant
boyutu ve istirahatte sagdan sola sant varligi ylksek risk-
li PFO olarak tanimlanir. Bir inmenin PFO dan kaynaklan-
ma olasihigini tahmin etmek i¢in tasarlanan RoPE skoru
icin (paradoksal emboli riski skoru) 6 parametre kullanir:
hipertansiyon,diyabet,dnceki inme/gecici iskemik atak
o6ykulsd, sigarai¢gme/ sigaraigmeme durumu,yas ve goérin-
tilemede kortikal enfarktis. Bu skor 0-10 puan arasin-
da degerlendirilir, yas(0-5 puan: yas 18-29 ise 5,30-39 ise
4,40-49ise 3,50-5%ise2,60-69ise 1,270 yasise O puan),hi-
pertansiyon, diyabet, GiA veya inme dykiisi, sigara icme
6zeliklerinin her birinin olmamasi i¢in (1 puan) ve kortikal
infarkt varligi (1 puan) 6zellikleri ile hesaplanir. RoPE sko-
ru <6 puan disik riski ve >6 puan ise yliksek riski gésterir.
Yiksek riskli olanlarda (orta derecede sagdan sola sant
veya atriyal septal anevrizma) PFO kapatilmasi ve medi-
kal tedavinin birlikte uygulanmasi énerilir. Her ne kadar
teorik olarak PFO'nun paradoksal emboliye yol a¢abildigi
bildirilmis olsa da giinlik hayatta bu klinik durum ile karsi-
lasmak cok beklenen bir durum degildir. Oncelikle stiphe
etmek gerekir. Ajite saline ile sagdan sola gegise izin vere
PFO saptanan hastamizda RoPE skoru:5 (59 yas:2 puan,
sigara:0 puan, diyabet:0 puan) olarak bulundugu i¢gin oral
antikoagllan tedaviile takip edilmesi 6nerisinde bulunul-
du. Kontrolde ekokardiyografide sag bosluklarin normali-
ze oldugu ve PFO'da gegisin olmadigi saptandi.
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Sekil 1. Difflizyon MRG de sol talamusta akut-subakut iskemi ile
uyumlu gériiniim.

Sekil 2. Pulmoner BT anjiyografide emboli ile uyumlu dolum
defektleri.

Sekil 3. TEE ile goriintiilenen PFO. PFO tiineli lizerinden qjite salin
ilesagdan sola gegis
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PO-60 [Cardiac Imaging / Echocardiography]

A huge apical thrombus formationina
patient suspected with COVID-19

Murat Selguk, Tufan Cinar, Siha Asal, Vedat Cicek, Selami
Dogan, Mehmet Seker, Sahhan Kili¢, Samet Yavuz, Mert
Babaoglu, Nurgil Keser, Mehmet Uzun, Ahmet Litfullah
Orhan

Division of Cardiology, Sultan Abdilhamid Han Training and
Research Hospital, istanbul

A 47-year-old male patient presented to our emergency
department with complaints of fainting, fatigue, cough,
dyspnea, and hemoptysis for 1 month. He also complained
about loss of taste and smell in recent days. Remarkably, he
also lost approximately 20-30 kg in the last 3 months. The
medical history of the patient was noncontributory. Beca-
use of the pandemic, Coronavirus disease 2019 (COVID-19)
was initially suspected. Thus, the patient underwent thorax
computed tomography (CT) without contrast. The thorax
CT findings were compatible with COVID-19 infection (Fig.1).
Additionally, laboratory results showed lymphopenia and
significantly elevated C-reactive protein (CRP) and D-dimer
levels. Afterwards, the patient was admitted to the isolated
intensive care unit (ICU). A sample for SARS-CoV-2 RT-PCR
test was obtained and the treatment of favipravir, levof-
loxacin, and enoxaparin was initiated. On the fifth day of
treatment, cardiology consultation was requested because
the patient’s shortness of breath did notimprove. His cardiac
troponin | levels were elevated. Electrocardiogram showed
sinus rhythm and R wave progression loss in the pericardial
leads. Bedside transthoracic echocardiography was perfor-
med, revealing a left ventricle (LV) ejection fraction of 25%
and a fresh mural thrombus originating from the LV apex and
extending to the LV mid-septal and mid-lateral segments
(Fig.2A-B). On transesophageal echocardiography, the dep-
th of the fresh thrombus was measured approximately 30 mm
(Fig. 2C-D). Interestingly, two sets of Covid-19 RT-PCR tests
were found to be negative. Preoperative coronary angiog-
ram showed a critical stenosis (%80-90) in the proximal and
mid-portion of the left descending artery (LAD) (Fig.3A-B).
The patient was consulted to cardiovascular surgery depart-
ment because of high risk of thromboembolism. During the
operation, thrombus was cleaned, the LV aneurysm was re-
paired with cardiac patch, and the saphenous vein graft was
anastomosed to the LAD. Pathological examination confir-
med the diagnosis of LV thrombus. However, the patient died
on the seventh day following surgery.

In this case, we reported that COVID-19 might aggravate the
formation of LV huge apical thrombi in some patients even
though it was not confirmed by the SARS-CoV-2 RT-PCR
test.
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Figure 1. Thorax computed tomography image showing typical
COVID-19 lunginfiltrations.

Figure 2. Transthoracic echocardiography and transesophageal
echocardiography images showing a huge apical thrombus.

Figure 3. Coronary angiogram showed a critical stenosis in the
proximal and mid-portion of the left descending artery. Note
that there was a TIMI 2-3 antegrade blood flow in the left de-
scending artery.

PO-61[CardiacImaging / Echocardiography]

An unlikely cause of pericardial tamponade:
Hypereosinophilic Syndrome

Halil Giilyigit, Mige Akbulut, Kaan Akin, irem Dinger
Divison of Cardiology, Ankara University School of Medicine, Ankara

Introduction: Hypereosinophilic syndrome is multi systemic
disease that frequently affects cardiovasculer system. most
common cardiac manifestations include ventricular throm-
bus formation and ventricular/mural hypertrophy; yet it ra-
rely causes pericardial tamponade.

Case Presentation: A 62-year-old male patient was admitted
for acute onset orthopnea, epigastric and abdominal pain.
A trans-thoracic echocardiogram (TTE) revealed massive
pericardial effusion, global left ventricular hypokinesia and
bi-ventricular apical thrombi. The full blood count was promi-
nent for marked eosinophilia so a diagnoses of Loeffler’s endo-
carditis was made an patient was started on oral corticosteroid
therapy. Partial remission was achieved one month later.

Discussion: Cardiovascular involvement in hypereosinophilic
syndrome is relatively common and is often associated with
poorer prognosis. While unexpected in hypereosinophilic sy-
ndrome cardiac tamponade and can be encountered along
with more common manifestations of the disease.

Thrombus

Thrombus
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Figure 2. In the 4-chamber view, thrombus material leading to
obliteration at the apex of theright ventricle is observed with en-
largementin the right atrium (thick arrow). Pericardial effusionis
present (thin arrow).
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Figure 3. In the short axis cine image (A), the thrombus filling the
apex of the right ventricle is observed as hypointense. In T1 (B)
and T2 (C) mapping images, thrombus material is darker coded

because it haslower T1and T2 values than blood.

Figure 4. The inversion time for detection of thrombus materialis
500 ms. In the late contrastimage in the 4-chamberimage taken
in the early period, the subendocardial location in the right and
left ventricles, and the contrasting areas (black arrow) are ob-
served as hyperintense. Thrombus material in the right ventricu-
lar cavity is hypointense (white arrow).

Figure 5. In the late contrast image, the left ventricle 2-chamber
image shows subendocardial contrastenhancementareas (black
arrow) located in the left ventricle, which do not correspond to a
prominent vascularirrigation area. The thrombus material locat-
ed apically in the left ventricular cavity is selected as hypointense
(white arrow).
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Figure 6. TTE image of right ventricular thrombus; smaller com-
pared toinitial TTE.

PO-62[CardiacImaging / Echocardiography]

Atriyal fibrilasyonda atipik trombiis
lokalizasyonu: Sag atriyal apendiskte
trombiisten erken evre mide kanserine

Yakup Yunus Yamantiirk, ®mer Alkan, Mehmet Emre Ozer-
dem, irem Miige Akbulut, Sibel Tekin Turhan

Ankara Universitesi Tip Fakiltesi, Kardiyoloji Anabilim Dali, Ankara

Abstract/Atriyal Fibrilasyon (AF), yetiskinlerde en sik gériilen
ritim bozuklugu olup yas ortalamasi ylksek olan toplumlarda
6nemli bir halk sagligi sorunu haline gelmistir. Siklikla erken
teshis edilemeyen, uygun dozda ve dizenli antikoagllasyo-
nun yapilamadigi durumlarda Sol atriyal apendiks (LAA)teki
trombis formasyonuna bagli olarak iskemik inme ve diger
sistemik tromboembolik olaylarin gérilme ihtimalinin artti-
Ji1 AF'li hastalarda nadiren sag atriyal apendikste (RAA) de
trombdis varligi s6z konusu olabilmektedir. RAA'da trombds
bulunan vakalarda pulmoner emboli ve interatriyal septum-
dakidefektler Gizerinden gergeklesebilen paradoksik migras-
yona bagli olarak sistemik embolizasyon gérilebilmektedir.
izole olarak RAA'da trombiis formasyonu gériilen olgularda
alttayatan patofizyolojiheniliz tam olarak aydinlatilamamis-
tir. Literatlirde malignitelere baglh olarak sag atriyum yerle-
simli trombis varhdi bildirilen olgular mevcuttur. Bu bildiride
yeni AF tanisi alan, kardiyoversiyon plani 6ncesinde yapilan
transézefageal ekokardiyografisinde izole RAA trombusi
tespit edilen ve sonrasinda malignite stiphesi Gzerine yapilan
incelemelerle erken evre mide kanseri tanisi alan klinik pra-
tikte nadiren karsilasilan bir vaka sunumu amaglanmistir.
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PO-63[Cardiaclmaging / Echocardiography]

Protein C ve S eksikligine baglh intrakardiyak
trombis ve Sekundum tip ASD vakasi

Burak Sezendz, Betiil Ayca Yamak, Serkan Unli

Gazi Universitesi Tip Fakiiltesi, Kardiyoloji Anabilim Dali, Ankara

Olgu sunumu: 39 yasinda kadin hasta nefes darhidi sikayeti
ile kardiyoloji poliklinigine yénlendirildi. Tibbi éykisinde di-
abetes mellitus (2020), opere astrositom (2009) ve Tay énce
pulmoner tromboemboli tanilari oldugu &6grenildi. Hasta
basvuru esnasinda antikoagillan tedavi almiyordu. Fizik
muayenesinde patoloji izlenmedi. Elektrokardiyografide si-
nis ritmi ve inferior derivasyonlarda minimal ST elevasyonu
saptandi (Sekil 1). Laboratuar tetkiklerinde anemi (Hb 9,5
g/dL; referans degerler 12-14,6 g/dL) ve d-dimer ylksekligi
(2,34 pg/dL; referans degerler 0-0,5 pg/dL) disinda patoloji
saptanmadi. Transtorasik ekokardiyografisinde (TTE) sag
atriyum igerisinde kitle gériinimu izlenmesi tzerine kardi-
yoloji servisine yatirildi. Transézefageal ekokardiyografi'de
(TEE) sag atriyum igerisinde, superior vena cavaya (SVC)
uzanim gdsteren hareketli, sag ventrikiligerisine girip ¢ikan
50*18 mm boyutlarinda trombds ile uyumlu hiperekojen kit-
le gérinimi (Sekil 2) ve 7 mm genisliginde sekundum tipte
atriyal septal defekt izlendi (Sekil 3). Bilgisayarl tomografi
anjiografi'de (BTA) her iki akciger alt lob pulmoner arter-
lerinde emboli ile uyumlu dolma defekti; sag atriyum igeri-
sinde SVC'ye uzanim gdsteren kismi dolma defekti izlendi
(Sekil 4). Alt ekstremite vendz dopplerde sol ana-ylizeyel
femoral ven bileskesi ile popliteal vende trombis oldugu
gorlldld. Hasta unfraksiyone heparin ile antikoagtle edildi.
Yaygin trombils nedeniyle trombofili parametreleri ile ast-
| { N rositom 6yklsil olmasi nedeniyle pozitron emisyon tomog-
Sekil 2. Transézefageal ekokardiyografide sag atriyal apendik- rafisi istendi. Protein C ve S eksikligi saptandi. Malignite
sten kdken alan ve sag atriyum icerisine dogru uzanan trombiis lehine bulgu saptanmadi. Ameliyat éncesi yapilan koroner
yapisl. anjiografisinde normal koroner arterlerizlendi. Cerrahiola-
rak sag atriyum ve SVCigerisindeki kitle eksize edildi ve ASD
primer olarak kapatildi. Hasta warfarin ile antikoagtle edi-
lerek komplikasyon olmadan taburcu edildi.

Sekil 1. Transézefageal ekokardiyografide bicaval pencerede
gorilen sag atriyal apendiksi dolduran trombiis gériiniimii.

Tartisma: Yapisal kalp hastaligi olmayan hastalarda kalp
icerisinde trombs izlenmesi durumunda trombofili yara-
tan durumlar akla gelmelidir. Protein C ve S eksikligi nadir
rastlanan, siklikla venéz ve nadiren arteriyel trombise ne-
den olan bir patolojidir. Vakamizda intrakardiyak trombii-
slin yani sira es zamanl derin ven trombozu ve pulmoner
tromboemboliizlenmistir. Hastamizda ASD olmasi, sistemik
emboli riskini arttirmasi nedeniyle trombisin ydnetimini
zorlastirmaktadir. intrakardiyak trombiis tedavisinde siste-
mik antikoaglilasyona ek olarak fibrinolitik veya cerrahi ek-
sizyon alternatif olabilir. Hastamizda kafa i¢i kitle 6ykuisa,
ASD saptanmasi nedeniyle fibrinolitik yerine cerrahi tedavi
tercih edilmistir. Basarili sekilde trombis eksizyonu yapi-
larak; ASD kapatilmistir. Omiir boyu oral antikoagiilasyon
planlanmistir.

Sekil 3. Bilgisayarli tomografi goriintiisiinde dikkati ¢ceken sag
atriyal apendikste trombiis formasyonu.
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Sekil 1
EKG'si.
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Sekil 2. Trans6zefageal ekokardiyografide superior vena cavaya
uzanim gosteren 50*18 mm boyutlarinda trombiisile uyumlukitle
izlenmistir.

Sekil 3. Trans6zefageal ekokardiyografide izlenen atriyal septal
defekt gosterilmistir.

s S64

37. Uluslararasi Katihmh Tirk Kardiyoloji Kongresi

/

~

A 3
S\

Sekil 4. Bilgisayarlitomografianjiografide, sag atriyumicerisinde
superior vena cavaya uzanim gosteren kismi dolma defektiizlen-
mistir.

PO-65[Congenital Heart Diseases]

20 yasinda erigkin bir hastada onarilmamis
fallot tetralojisi

Suat Gérmel, Muhammet Genes, Yusuf Oztiirk, Serkan
Yener, Baris Bugan, Murat Celik

Gllhane Egitim Arastirma Hastanesi, Kardiyoloji Anabilim Dali, Ankara

Giris: Fallot tetralojisi (TOF), yasamin ilk yilinda midahale
gerektiren en yaygin dogumsal kalp hastaliklarindan biridir.
Herhangi bir cerrahi midahale olmaksizin 40 yilhik hayatta
kalma orani sadece %3'tlr. Bununla birlikte, kardiyolog ola-
rak nadiren de olsa, onarilmamis bir TOF'a sahip bir yetiskinle
karsilasabilir.

Olgu sunumu: 20 yasinda herhangi bir sikdyeti olmayan erkek
hasta, askere giris muayenesisirasindan yapilan fizik muaye-
nesinde siddetli Gflirim duyulmasi Gzerine merkezimize sevk
edildi. Hastanin belirgin santral siyanoz belirtisi yoktu, viicut
kitle indeksi 22 kg/m? idi. Oskiiltasyonda sol sternal kenarda
erken sistolik Gftrim vardi, pulmoner oskiltasyonda patolo-
jik ses duyulmadi. Oda havasi oksijen satiirasyonu %97 dl¢ul-
diTranstorasik ekokardiyografisinde 5.5 mm ¢apinda soldan
saga shunt olan membranéz ventrikiler septal defekt, sub-
valviler pulmoner stenoz siphesi, sag ventrikil hipertrofi-
si ve RVOT infindubular seviyede gradient izlendi (PGmax:
163mmHg) ve sag ile sol ventrikil sistolik fonksiyonlari nor-
mal dederlendirildi. D sekilli sag ventrikil, TAPSE: 22 mm, RV
FAC: %45 olarak saptandi. ileri dederlendirme amaciyla ya-
pilan BT anjiografide sag ventrikll duvarlarinda trabekilas-
yon artisi, RV duvar hipertrofisi, ata binen aorta, 5.5 mm ¢apli
VSD izlendi, RVOT, pulmoner arter kalibrasyonu normal sinir-
larda olarak degerlendirildi. Bu bulgular ile hasta TOF lehine
degerlendirildi ve hastaya sag kalp kateterizasyonu yapildi.
Sag kalp kataterizasyonunda sPAB:35 mmHg, Qp:Qs = 1.5,
PVR =0.63 WU, SVR =18.98 WU dl¢lldi. Kalp takimi tarafin-
dan hasta konseyde degerlendirildi ve cerrahi karari verildi.

Tartisma: TOF, cerrahi onarim olmaksizin eriskinlige ulasan
en yaygin siyanotik DKH kusuru olmaya devam etmektedir.
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TOF olan hastalarda klinik spekturumunu belirleyen ana unsur,
pulmoner obstriiksiyonun derecesi ve pulmoner kan akimidir.
Hastanin hayatta kalmasi, pulmoner obstriiksiyonun derece-
sine ve pulmoner kan akimina baglidir. Pulmoner stenoz hafif-
se shunt soldan sada olacagindan ve hastalarda dengeli pul-
moner ve sistemik akisi olacagiigin hastalar asiyanotiktirler ve
bu hastalar “asiyanotik FALLOT" veya “pink Fallot Tetralojisi"”
olarak adlandirilirlar. TOF i¢in yapilan cerrahi diizeltme ¢ocuk-
lara gore yetiskinlerde daha ytksek risk tasimaktadir. Ancak
literatlrde, 6zellikle olgu sunumlarinda, ileri yas hastalarda
dahi basarili bir sekilde tam onarim yapilabildigi ve uzun d6-
nem sonuglarinin iyi oldugu bildirilmistir. Cerrahi onarim son-
rasi uzun dénem sagkalimi belirleyen en é6nemli faktérlerden
birinin sag ventrikll fonksiyonlari ve PVR oldugu belirtilmistir.
Bizim hastamizda eriskin yasta sagkalim muhtemelen, 6zel-
likle pulmoner hipertansiyon gelisimini yavaslatan orta RVOT
obstriksiyonuna bagliydi. Asemptomatik olan, sag ventrikdl
fonksiyonlari korunmus olan hastamizda ise, hastaligi ve cer-
rahi sonrasi olasi riskler konusunda bilgilendirme yapildiktan
sonra hasta onarim cerrahisini reddetti.

Sekil 1. Posterior-anterior akciger grafisi.

Sekil 2. Bt anjiografi koronal kesit, membranéz tip vsd, ata binen
aorta, sag ventrikil hiperplazisi.

Sekil 3. Transtorasik ekokardiyografi-parasternal uzun aks, ven-

trikiiler septal defekt.

Sekil 4. Transtorasik ekokardiyografi-parasternal kisa aks, ven-

trikller septal defekt.

Sekil 5. Transtorasik ekokardiyografi-parasternal uzun aks, D

sekilli ventrikdl.
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Sekil 6. Transtorasik ekokardiyografi-parasternal kisa aks, RVOT.

PO-66[Congenital Heart Diseases]

Kompleks atrial septal defektin cihaz
embolizasyonu sonrasi septostomi yapilarak
kapatilmasi

Savas Acikgéz', Erdogan ilkay?, Cigdem Koca®

'Liv Hospital Ankara

2Cardiology Clinic, Medicana International Ankara Hospital, Ankara
’Department of Cardiology, Yeditepe University Faculty of
Medicine, Istanbul

45 yasinda kadin hasta efor ile nefes darhgi ile degerlendiril-
dikten sonra atrail septal defekt saptanip,perkitan kapa-
tilmasina karari verildi. TEE yapildiginda aortik rim olmadi-
gi,posterior rim bdlgesinin floppy, septumun ¢ok hereketli
oldugu izleniyor. Konvansiyonel yéntemle kapatmanin cihazin
stabilizasyon sorunu olabilecegi distinllerek, septostomi ya-
pilarakislem yapilmasina karar verildi. Septum septostomi ya-
pilarak 30 mm cihaz yerlestirildi. Defekt kapatildi. Serbestles-
tirildikten yaklasik 7 dk sonra cihazin embolize oldugu izlendi.
Cihaz arkus aortadan snare ile ¢ikarildi. Cihaz septumu yirta-
rak embolize oldugu i¢in daha yukaridan septostomi yapilip 35
mm cihaz yerlestirildi. Septum daha stable hale geldi. Cihaz
serbestlestirldi.Komplikasyon olmadi. 1 aylik kontrolde cihaz
stable durumda, defekt tamamen kapali olarak izlendi.
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Sekil 4.
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PO-67 [Congenital Heart Diseases]

Ventrikiler septal defekte eslik eden ¢ift
odaciklisag ventrikdil

Gokhun Akkan, Nihan Kahya Eren, Emre Ozdemir

Cardiology Clinic, izmir Katip Celebi University Faculty of Medicine,
Izmir

56 yasindaki erkek hasta efor dispnesi yakinmasi ile kardiyo-
loji poliklinigine basvurdu. Fizik muayenesinde mezokardiyak
odakta 3/ siddetinde pansistolik Gfiriim, elektrokardiyografi
(EKG)'de sag ventrikl hipertrofisi ile uyumlu sag aks devias-
yonu ve sag dal blogu mevcuttu. Yapilan transtorasik ekokar-
diyografik (TTE) degerlendirmede sol ventrikil fonksiyonu ve
yapisi normal sinirlarda iken, sag atriyum ve sag ventrikdlin
(RV) genislemis (sirasityla 63 mm ve 48 mm) ve sag ventriki-
lGn hipertrofik (serbest duvar kalinhigi 11 mm) oldugu izlendi.
Renkli Dopplerile yapilanincelemede, triklispit kapakta orta
derecede trikispit yetmezligi saptandi. intraventrikiler sep-
tumda (IVS) 11 mm genisliginde perimembranéz VSD izlendi.
VSD'den renkli doppler ile soldan saga geg¢is saptandi (Sekil
1). Trikuspit kapagin yaklasik 3 cm distalinde RV ¢ikim yolu ile
RV inlet kismi arasinda hipertrofik segment oldugu ve bu hi-
pertrofik segmentin olusturdugu ¢ift odacikh RV gérinimu
saptand (Sekil 2). Bu bolgede 2 odacik arasinda continuous
dopplerile maksimum 55 mm Hg gradiyent saptandi ($Sekil 3).
Ayrica aortkapaktasagkoroner kiispis tizerinde 18*6 mm bo-
yutlarinda hareketli hipoekojen kitle gértiinimi izlendi. Klinik
ve laboratuvar olarak enfektif endokardit bulgusu olmayan
hastada aort kapaktaizlenen kitleniniyilesmis vejetasyonile
uyumlu oldugu disintldi. Hastaya yapilan kateterizasyon-
da pulmoner arter basinci 70/28 mm Hg, Qp/Qs: 1.8 olarak
saptandi. Sag ventrikil icinde 60 mm Hg gradiyent izlendi.
Hasta perimembranéz VSD ve ¢ift odacikli RV tanilariile kalp
damar cerrahisine nakledildi. Yapilan operasyonda yaklasik
1*1 cm'lik mebranéz VSD patch ile kapatildi, aort kapakta
hareketli kitle ve RV igerisindeki anormal fibrotik bantlar re-
zeke edildi. Operasyon sonrasi yapilan kontrol Eko'da VSD'nin

tam olarak kapandigi, RV kavitesi icinde rezidiiel maksimum
22 mm Hg gradiyent oldudu izlendi (sekil 4). Yapilan 3. ay
kontroliinde hastanin sikayetlerinin geriledigi saptandi.

Tartisma: Cift odaciklisag ventrikil, sag ventrikllin anormal kas
bantlari ile aralarinda basing gradienti bulunan iki ayri bélime
ayrildigi,nadir gériilen bir dogumsal kalp hastaligidir. izole olarak
gorilebildigigibidaha ¢ok perimembranz VSD ve subaortik ste-
nozile birlikte gorilebilmektedir. Cift odacikh RV tanisi cogunluk-
la ¢ocukluk ¢aginda konmakta olup, eriskin yasta tani alan olgu-
lar olduk¢a nadirdir. Standart tedavi, anormal muskdler bantlara
ve eslik eden kardiyak anomalilere yonelik operasyondur.

IKCU ATATURK EGITIM HASTMREST]
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Sekil 2.

+ Vel 373 cmis
PG 56 mmHg
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EKG'de yaygin ST segment depresyonuile basvuran hastanin
iv nitratile sikayetleri geriledi. Hastanin bu yatisinda mevcut
tedavisine nikorandil eklenerek nitrat kesildi. Nikorandil te-
davisi sonrasi hastanin 2 yildir asemptomatik olarak izlemine
devam edilmektedir.

+ Vel 235cmls
PG 22 mmHg

Vazospastik angina; tipik gégis agrisi ve iskemik EKG de-
gisiklikleri ile seyreden koroner arter hastaliklarinin seyrek
bir formudur. Tibbi tedaviye yaniti siklikla iyi olsa da nadiren
diren¢li vakalarla da karsilasiimaktadir. Medikal tedaviye
direncli hastalarda stent implantasyonu ve adrenarjik ak-
tiviteyi baskilamak i¢in gangliyon blokaji gibi invaziv teda-
viler uygulanmaktadir. Diren¢li vakalarda prognozun kotd
seyrettidi bildirilmis olup bu vakalarda hasta temelli tedavi
yoénetimleri énem kazanmaktadir. Nikorandil, anginasi olan
hastalarda diger tedavilere eklendiginde semptomlarda ve
mortalitede iyilesmeye yol agcan antiiskemik bir ajandir. Di-
rencli vakalarda medikal tedavide unutulmamasi gerekir. Biz
de ¢oklu medikal tedavi ve koroner stent uygulamasina rag-
men semptomlari devam eden vazospastik anginali olguda
nikorandil ile semptomlari kontrol altina almayi basardik.

PO-68[Coronary Artery Disease / Acute Coronary Syndrome]

Medikal tedaviye direngli prinzmetal angina
olgusunun yonetimi

Omer Dodan, Stkrl Arslan, Ahmet Yildiz

Department of Cardiology, istanbul University Cerrahpasa Institute
of Cardiology, istanbul

Kronik hastalik 6ykisld olmayan 21 yasinda kadin hasta go-
gis agrisi sikayetiile acil birimimize basvurdu. Ozgecmi$inde
2 hafta énce dismerkezde koroner anjiografi (KAG) yapildigi
ogrenildi. Basvuru elektrokardiyograminda (EKG) anterior
derivasyonlarda yaygin ST segment elevasyonu izlenen has-
tanin akut anterior miyokard infarktisi (MI) tanisiile yapilan
KAG'sinde 6ninen arter (LAD) proximal segmentinde subto-
tal darlik saptandi (Sekil-1). Intrakoroner nitrat uygulamasi
sonrasi darlik derecesi %50'ye geriledi. Bir glin sonra yapilan
kontrol KAG'de spazmin tamamen geriledigiizlendi (Sekil-2). Sekil 1. ilk KAG sonrasi LAD>de total okliizyon
Tedavisine nifedipin ve nitrat eklenen hastaklinik agidan sta-
bil seyretmesilizerine 3 glin sonra taburcu edildi. Taburculuk-
tan 3 hafta sonra hasta tekrarlayan gégis agrisi sikayeti ile
yeniden basvurdu. EKG'de anterior derivasyonlarda ST seg-
mentelevasyonlariizlenmesilizerine yapilan KAG sonucunda
intravascular ultrasonografi (IVUS) incelemesi yapilarak LAD
arterin spazm bélgesinde plak gézlemlendi. Medikal tedavi-
lere ragmen klinigi tekrarlayan hastanin LAD arter proxima-
line ilac salinimli stent implante edildi. ikili antiagregan ajan
tedaviye eklendi. Semptomlariemosyonel stres sonrasi mey-
dana gelen hastaya psikiyatri konsiiltasyonu sonucu sertra-
lin ve hidroksizin dihidroklorir baslandi. Hasta 1 hafta sonra
gogis agrisi ve EKG'de yaygin ST segment depresyonu ile
basvurdu. intravendz(iv) nitrat ile semptomlari gerilemeyen
hasta tekrar koroner anjiografiye alindi. Ana koroner arter-
de (LMCA) yaygin spazm saptanarak intrakoroner nitrat uy-
gulandi ve spazm geriledi ($Sekil-3). Hasta bu yatisinda olasi
kardiyak disi nedenler acisindan dahiliye, endokrin ve roma-
tolojiye danisildi ancak anlamli patoloji saptanmadi. Hasta
mevcut tedavisine ranolazin, trimetazidin ve statin eklene-
rek taburcu edildi. Taburculuktan 1 ay sonra gégis agrisi ve

Sekil 2. intrakoroner nitrat sonrasi darligin gerilemesi
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detected. On admission hs-troponin|was 10953 ng/L. She was
referred for emergency coronary angiography, and the dia-
meter of the distal of the LAD was <2mm, and total occlusi-
on was observed (Figure 2). The ventriculogram showed the
typical apical ballooning pattern suggestive of TS (Figure 3).
Because the diameter was <2mm intervention of distal LAD
with culprit lesion was not applied. In the following days, car-
diac MRI was performed. The cardiac MRl demonstrates late
gadolinium enhancement 75% consistent with akinesia and
infarction in the apical part of the inferior wall (Figure 4 and 5).
The patient was taken into operation for coronary bypass and
aneurysmectomy by the cardiac surgery team. The incision
was made until the aneurysmatic myocardial tissue remained
intact. Teflon felt was placed on both sides of the incision and
the aneurysmatic tissue Goretex patch was sutured.

Conclusion: Takotsubo syndrome contraction pattern may be
encountered in patients with acute MI. Chao et al. reported
that 14% of the patients with anterior ST elevation Ml had a
classic contraction pattern of TS. Coronary angiography is the
common tool to diagnose this condition. As a result of occlusi-
on of the coronary arteries responsible for apical blood supply,
ventricular wall motion abnormality can be observed asin TS
but the absence of the culprit atherosclerotic coronary artery
PO-69 [Coronary Artery Disease / Acute Coronary Syndrome]  diseaseis one of the diagnostic criteria for TS.

Sekil 3. LAD stentleme sonrasi yapilan KAG'de ana koroner
lezyonu

Acute myocardial infarction mimicking T s
Takotsubo Cardiomyopathy S

Hatice Ozdamar, Zeynep Kumral, Hatice irem Uztuimcti, Sema
Guneri

Department of Cardiology, Dokuz Eylil University Faculty of
Medicine, [zmir

Takotsubo syndrome (TS) has been traditionally considered a
reversible form of acute heart failure triggered by an emotio-
nal or physical stressor, mainly occurring in women of postme-
nopausal age and often mimicking acute coronary syndrome.
In some patients, TS may be triggered by NSTEMI or STEMI.
Therefore, it should be distinguished whether the clinicis TS or
acute myocardialinfarction. There is no occlusive CAD to exp-
lainthe pattern of temporary left ventricle dysfunction obser-
ved. The classical hallmark of the syndrome was the presence
of wall motion abnormalities limited to the apical segments of
the ventricle, leading to the so-called apical ballooning. Api- Figure 1. 12-lead ECG showing ST segment elevation in leads Il
cal ballooning can also be seen in case of acute myocardialin- and AVF. Minimal ST elevationis also noticed in V4, V5 and V6.
farction caused by total occlusion of the distal portion of LAD.
Inthe Cardiac magneticresonance imaging the absence of re-
levant late gadolinium enhancement with oedema and asso-
ciated specific wall motion abnormalities is a hallmark of TS.

Case Presentation: A 72-year-old @ withoutamedical history
was admitted to the emergency department with complaints
of chest pain and shortness of breath that appeared 24-36h
ago. Shedid nothave any otherrisk factors for coronary artery

~

A D

disease. The physical exam revealed blood pressure of 130/70 Figure 2. Coronary angiogram showing left coronary artery sys-
mmHg, heart rate of 80 bpm, audible no cardiac murmurs. Ini- tem. The white arrow shows a total occlusion and culpritlesion at
tial ECG in the emergency room showed minimal ST segment distal portion of LAD. The yellow arrow shows a severe stenosis
elevation in leads Ill, AVF, V4, V5, and V6(Figure 1). On bedsi- in the ostium of the LAD diagonal artery. The red arrow shows a

severe lesion proximal portion of optus margin 1branch of the cir-

de TTE examination, diskinesis of the interventricular septum
cumflex artery.

and apical hypokinesis with an ejection fraction of 45% were
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Figure 3. CMRI late gadolinium enhancement image in four cham-
berview demonstrates full thicknesslate myocardialenhancement
inthe apical area whichis in consistent with infarcted myocardium.

Video 1. Ventriculogram showing the typical apical balloo-
ning pattern of the LV in diastole and systole phases.

Video 2. MRI late gadolinium enhancement demonstrated full
thickness late myocardial enhancementin the apical ballooning.

PO-70[Coronary Artery Disease / Acute Coronary Syndrome]

A case of spontaneous coronary artery
dissection related to the use of amfetamine

Baris Glven, Ayca Dénmez, Muhammed Furkan Deniz, Selim
Tanyolag, Umit Yasar Sinan

Department of Cardiology, Istanbul University Cerrahpasa Institute
of Cardiology, Istanbul

Spontaneous coronary artery dissection (SCAD) is a rare non
atherosclerotic cause of acute coronary syndromes (ACS).
More rarely, almost 0.6% of SCAD cases were found to be ca-
used by the use of amphetamine and its derivatives. (1) Int-
ravascularimaging integrated invasive CAG is the gold stan-
dard for the diagnosis of SCAD. Conservative treatment,
percutaneous coronary intervention (PCIl) and surgery are
treatment options for SCAD. Spontaneous coronary artery
dissection may occur in patients with chronic MDMA use.
Here, we present an amphetamine-associated spontaneous
coronary artery dissection.

Figure 1. Figure 1 is showing stenting of diagonal branch of
LAD artery which was performed 9 years ago after an acute
coronary syndrome event.
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Figure 2. Figure 2 is showing type-1spontaneous coronary artery
dissection that does not restrict flow in the amphetamine-asso-
ciated LAD mid segment.

PO-71[Coronary Artery Disease / Acute Coronary Syndrome]

Ticagrelor kullanimi sonrasinda erken
donemde gelisen ciddi miyalji ve
rabdomiyolizis

Emir Dogan
Adatip Hospital, Sakarya

Kirkbiryasinda erkek hasta AMl tanisiile hastanemiz acil servi-
sine 112 ambulansi ile getiriliyor. Transfer sirasinda 2 kez 6lim-
cllaritmi (VF?, VT?) oldugu séylenen hastaya, 2 kez DC sok uy-
gulanmis. Acil serviste degerlendirilen hastaya akut anteriyor
MI" U tanisi konulup hemen premedikasyonu (asa, ticagrelor,
heparin) yapilarak,hemodinamilaboratuarina aliniyor. Hasta-
nin LAD total tikali oldugu gérilip PTCA+STENT uygulaniyor.
Hasta koroner yogun bakim takiplerini sorunsuz tamamliyor
ve 24 saat sonrasinda servise aliniyor. Servis takiplerinde ge¢-
meyen kas agdrilari (6zellikle torakal ve lumbal bdlgede) olan
hastanin kardiyak a¢idan hemodinamisi stabil olmasi nede-
niyle Fizik Tedavi ve Rehabilitasyon ve Noroloji boliminden
konsultasyon isteniyor. Hastanin néroloji degerlendirmesinde
kas yikim mevcut fakat EMG normal olarak degerlendirildi.
Ginlik CK takip ve hidrasyon 6nerildi. FTR degerlendirme-
sinde ise; dorsal spinal progezler agrili torakal-vertebral MR
istendi ve agri kesici jel ve band disinda baska bir éneride bu-
lunulmadi. Hastanin klinik takiplerinde agrilarinin gegmemesi,
yatisinin uzamasi ve yapilan glinlik enzim takiplerinde CK'nin
CK-MB ve troponine gore tersine artis géstermesi bizde ilaca
bagl olabilecek rabdomiyolizisi disindirdld. Hasta yatisin-
dan itibaren ticagrelor, asa, kaptoril, metoprolol disinda ilag
kullanmamisti. Ticagrelol ile ilgili birka¢ yayinda rabdomiyo-
lizden bahsedilmekteydi. Hastanin yatisinin 8. giintinde hala
CKseviyelerinin artmasi nedeniyle Ticagrelor'e bagl olabilme
ihtimali distnulerek ilag kesildi ve klopidegreol yikleme do-
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zuyla (300 mgr) baslandi. ilag degisiminden sonraki giinde CK
degerleri belirgin azalma gésterdi ve 4 gliin sonra normal sevi-
yelere geriledi, kas agrilari da hafifledi. Hasta ilag dedisikligi
yapildiktan 4 giin sonra taburcu edildi.

K (Kreatinkinaz)

CK-MB (Kreatin Kinaz MB)

10 vil 7

Grafik  Liste

9445

Bro

238 17.9

Sekil 2. Glinliik CK-MB degerleri

Troponin |

10 vil 7

Grafik  Liste

1426814

42470.2
29175.4
14111.9

969.4 128

Sekil 3. Glinliik troponin degerleri

PO-72[Coronary Artery Disease / Acute Coronary Syndrome]

Perkiitan koroner girisim sirasinda
katastrofik komplikasyonun basaril
yonetimi: stent siyrilmasi

Veysel Oktay, Kemal Engin, Ekin Kutlay, Fatih Ozkan, Hidayet
Ozan Arabaci

Department of Cardiology, Istanbul University Cerrahpasa Institute
of Cardiology, Istanbul

Girig: Stent siyrilmasi perkitan intravaskdiler girisimler es-
nasinda nadir gérilen ama mortalitesi ve morbiditesi ylksek
olan bir komplikasyondur. Bu olgu sunumuyla Akut koroner

sendrom tanisi ile yapilan perkitan koroner girisim sirasinda
gorilen stent siyrilmasi ve tedavisinden bahsedilecektir.

Vaka: 64 yasinda, diyabetes mellitus ve iskemik kalp hastali-
g1 6ykusi olan hasta Akut koroner sendrom ile koroner aniji-
yografiye (KAG) alindi. Hastanin, 7f EBU3.5 kilavuz katater
yardimiyla Cx distal %90-95 darlik yapan lezyon (Sekil 1) tel-
lendi. 2.25 x24 mm mozec balon ile 10 atm sisirilerek predila-
tasyon yapildi. 2.25x16 mm ilag¢ salinimli stent 12 atm sisirilerek
implante edildi. Stent distalinde diseksiyon izlenmesi lzeri-
ne 2.25x16mm mozec DES implante edilmesi planlandi; fakat
stent, daha énceden implante edilen cx-om stent hizasindan
ilerletilemedi. Stent kilavuz katater igerisine alinmaya ¢alisi-
lirken cx-om hizasinda balondan siyrildigi fark edildi. Hastanin
aktif sikdyeti olmadi. Microsnare ile, siyrilan stendi kilavuz ka-
tater igerisine ¢ekmeye ¢alisildi, ancak basarisiz olundu. Siy-
rilan stent icinden gecilecek sekilde rewiring yapildi. (Sekil 2)
Baska bir kilavuz tel génderilerek denenen “burkulmus ¢ift tel
yontemi” de basarili olmadi. Daha sonra stent igerisinden di-
stk profilli1.5mm ebatlarinda balonile gegilip, stent distalinde
dustk atmosferle sisirildi (Sekil 3) ve siyrilan stent kilavuz ka-
tater icerisine alinmaya ¢alisildi ancak cx proksimalinde balon
stentten siyrildi. Stentin deforme olmasi Gzerine 2.75x28 mm
mozecilag¢ salinimli stentile15 atmile crush edildi. (Sekil 4, 5 ve
6) TIMI-3 akim olmasi ve hastanin aktif sikayetinin olmama-
si tizerine islem sonlandirildi. islem sonrasi stabil olarak takip
edilen hasta yatisinin dérdiincti ginl taburcu edildi.

Tartisma: Stent siyrilmasinin baslica nedenleri lezyonlu damarin
kalsifiye ya da tortiyéz olmasi, kilavuz kataterin koaksial olma-
masi, lezyonlubdlgeninislem dncesi predilate edilmemesidir. Bizim
vakamizda daha 6nceden cx-om implante edilen stendin osteale
protrude olmasi ve yeni stentin protrude olan stent ¢eperine takil-
masi stent siyrilmasina neden olmustur. Siyrilan stent distaline ba-
lon génderilip distik atmosferde sisirilerek stendin kilavuz katate-
re ¢ekilmesi teknigi ve burkulmus ¢ift tel teknigi, uygulanabilecek
yontemlerdendir. Bu tekniklerin basarisiz olmasi halinde micros-
nare ile siyrilan stent ve kilavuz katater iliak artere kadar tek bir
sistemde ¢ekilmelidir. Yukarida bahsedilen yéntemlerinin basarisiz
olmasi halinde siyrilan stent glivenli bir bélgede crush edilerek da-
mar duvarina tam olarak yapistirilmali ve malapozisyona misaa-
de edilmemelidir. Bizim olgumuzda da bu islem basamaklari uygu-
lanmistir. Siyrilan stentin ¢ikarilamamasi tzerine glivenli bolgede
crush edilerek damar duvarina yapistirilmistir. Sonug¢ olarak en uy-
gun yonteme vaka bazli dederlendirme sonucu karar verilmelidir.
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PO-73[Pulmonary Hypertension / Pulmonary Vascular Disease]

Nadir bir konjenital malformasyon: Inferior
frenik arter pulmoner arter arasi fistdl

Salim Yasar, Muhammet Genes, Senan Allahverdiyev, Ozan
Koksal, Erkan Yildirim, Uygar Cagdas Yiksel, Murat Celik

Department of Cardiology, Glilhane Training and Research
Hospital, Ankara

Giris: Sistemik arteryal-pulmoner arter arasi fistll (SA-PAF)
nadir goérilen bir durumdur. Bu vaskiler anomaliye sahip
hastalar tipik olarak asemptomatiktir. SA-PAF dogustan
veya edinilmis olabilir. Edinilmis nedenler arasinda gogus
travmasi, gégus cerrahisi, kronik tromboembolik hastalik,
malignite ve enfeksiyonlar bulunur. Konjenital etiyolojiler,
risk faktorlerinin yoklugunda genel popilasyonda daha na-
dirdir. Biz sol inferior frenik arter (iFA) ile sol alt lob pulmoner
arter arasinda, tesadifen tespit edilen bir SA-PAF olgusunu
sunuyoruz.

Vaka: 57 Yasinda erkek hasta poliklinigimize nadiren olan ve
eforile artan sikistirici tarzda goégis agrisiile basvurdu. Has-
tanin EKG'si ve EKO'su normaldi. Hastaya yapilan kardiyo-
vaskdler stres testinde stpheli pozitif bulgu tespit edilmesi
Uzerine ileri degerlendirme amaciyla koroner BT anjiyografi
yapildi. BT anjiyografide her ne kadar koroner arterler nor-
mal olarak raporlansa da sol iFA ile koroner arter arasinda
olasi bir baglantidan séz edildidi i¢cin hastaya konvansiyonel
koroner anjiyografi (KAG) yapildi. KAG'de s6z edilen fisti-
Itin sol iFA ile pulmoner arter arasinda oldugdu tespit edildi.
Hastanin hikayesinde gegirilmis pulmoner travma, kronik inf-

lamasyona ve/veya hemoptizi 6ykisi olmadigi, EKO'da pul-
moner arter basinglarinin normal olmasi ve hastanin asemp-
tomatik olmasi lizerine tibbi gézlem karari alinarak, hastaya
yillik kontrol 6nerildi.

Tartisma: SA-PAF etiyolojisinin, pulmoner arter dolasiminin
kronik inflamasyon, hipoksik vazokonstriksiyon veya arteri-
yel tromboz yoluyla degismesiyle sonu¢landigi varsayilmak-
tadir. Komsu bronsiyal ve sistemik arterlerin proliferasyonu
baslar. Bu vaskiiler anomali BT Anjio ile siphe duyulmasi du-
rumunda konvansiyonel katater anjiyografi ile teshis edilir.
iFA, dzellikle pulmoner anormallik akciger tabanini tuttu-
dunda, transplevral SA-PAF'a katkida bulunan sistemik ar-
terlerden biri olabilir.

iFA, hepatoselliiler karsinom (HCC)'leri besleyen, ézellikle sol
hepatik lobda oldugunda, ekstrahepatik kollateral arterle-
rin en sik karsilasilanidir ve transarteriyel embolizasyonlarda
siklikla tercih edilen hedef darmardir.

Bizim olgumuzda SA-PAF etiyolojisi belirsizdir. SA-PAF'li has-
talarda hemoptizi, pulmoner hipertansiyon, konjestif kalp
yetmezligi ve bakteriyel nedenlere bagli enfeksiyon gibi ¢ok
¢esitli klinik tablolar vardir. SA-PAF'lerin ¢ogu tani aninda
asemptomatiktir ve kesin tedavi kilavuzlari olusturulmamis-
tir. Semptomatik hastalar i¢in tercih edilen tedavi yéontemi,
ozellikle hemoptizinin acil kontroli i¢in transarteriyel embo-
lizasyondur ve 6zellikle pulmoner anormallik akciger tabanini
tuttugunda iFA'yI atlamamak énemlidir.

Her ne kadar girisimsel radyologlar IFA'nin normal anatomik
seyrine ve patolojik durumlarina asina olsa da kardiyologlar
olarak biz IFA'nin vaskiiler anatomisi ve varyasyonlari hak-
kinda ¢ok fikir sahibi degiliz.

Sekil 1. Bt anjiografi aksiyel kesit, inferior frenik arter
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Sekil 2. Bt anjiografi koronal kesit, inferior frenik arter ile pulmo-
ner arter arasi fistiil

Sekil 3. Katater anjiografi, inferior frenik arter

Sekil 4. Katater anjiografi, inferior frenik arter ile pulmoner arter
arasi fistiil
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PO-74 [Other]

Palyatif 6zofagus stenti sonrasi
pnémoperikardiyum

Omer Faruk Yilmaz, ibrahim Etem Dural, Ersel Onrat

Department of Cardiology, Afyonkarahisar Health Sciences
University, Afyonkarahisar

Pnémoperikardiyum, perikardiyal kesede hava-sivi sevi-
yesinin varhigi olarak tanimlanan, nadir gériilen ancak po-
tansiyel olarak ciddi bir durumdur ve pek ¢ok farklinedene
bagli gelisebilmektedir. Etiyolojide en sik neden travmadir;
diger nedenler perikard ile i¢i hava dolu ya da bosluklu or-
ganlarin fistllizasyonudur. Daha nadir olarak gaz Ureten
mikroorganizmalara bagl perikard enfeksiyonlari sonra-
sinda da gérilebilir. Kalp tamponadina neden olabilmesi
ve 6limcll seyredebilmesi nedeniyle yakindan takip edil-
mesi gereken bir tablodur. Bizim sunacagimiz vakada 6zo-
fagus distaline stent uygulandiktan sonra pnémoperikar-
diyum gelismistir.

Vaka: 50 yasinda bilinen kronik hastaliyi olmayan erkek
hasta 1 sene 6nce evre 4 karaciger metastatik 6zofagus
adeno ca tanisi almis, inop kabul edilmis. Disfaji nedeniyle
palyatif 6zofagus distaline stent uygulanmis. islemden 4
glin sonra acil servise mide bulantisi, halsizlik ve tuvalette
oldugu yere yigilma nedeniyle getirildi. Acile basvurusun-
da vitalleri, ta: 80/40 n: 120 ss: 22 ates: 36,2 spo2: 98 (ok-
sijensiz) idi. Alinan kan tahlillerinde URE: 178 KRE: 0,8 NA:
140 K:4,5ALB:1,3CA: 6,5 T.BiL: 2,5 D.BiL: 1,0 ALT: 401 AST:
674 GGT: 576 LDH: 12.803 WBC: 4,6 NEU: 41 HGB: 5,0 PLT:
4000 INR: 2,2 Ven6z kan gazi, PH: 7,45 PCO2: 33 PO2: 34
SO2: 55 LAKTAT: 30 HCO3: 24 idi. Genel durum bozuklugu,
hipotansiyon ve tasikardisi de mevcut olmasi nedeniyle ¢ce-
kilen toraks tomografisinde perikardiyal boslukta en genis
yerinde yaklasik 3 cm Slgllen hava gérildd. Bunun lzerine
hastadan bosaltici perikardiyosentez ile 300 cc hava as-
pire edildi. Hava aspirasyonu sonrasi eko ile perikardiyal
bosluk kontrol edildi belirgin hava veya siviya rastlanma-
di. Perikardiyosentez sonrasi vitalleri, ta: 9060 n:109 ss: 22
spo2: 96-98 (oksijensiz) olan hasta ilgili brans hekimlikleri-
nin kontroliinde izlemi devam etmistir.

Tartisma: Perikard viseral ve pariyetal olmak Gzere iki zar-
dan olusmaktadir. Bu iki zar arasinda 15-50 ml arasinda
perikardiyal sivi bulunmaktadir. intraperikardiyal basing
solunum siklusu boyunca -5 ile +5 cm H2O arasindadir.
Pnémoperikardiyum, perikardin zarlari arasinda hava bu-
lunmasi olup bunun en sik sebebi travmadir, cerrahi sonrasi
fistllizasyon eser dliizeyde nadir olup litaretlr arastirma-
mizda cerrahi sonrasi béyle bir durumun oldugunu goérdik
fakat bildirilmis bir vakaya denk gelemedik. Sundugumuz
bu vakayla distal 6zofagus darliklarinda stent uygulama-
si sonrasi bu tarz komplikasyonlarinin olabilecegini ve bu
tarz cerrahiislemlerden sonra olabilecek gégis agrisi, ta-
sikardi, hipotansiyon, dispne, mide bulantisi ve senkop du-
rumlarinda pnémoperikardiyumun da akla gelmesi amag-
lanmistir.
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PO-75 [Other]

Toxic epidermal necrolysis during
propafenone treatment

Behice Hande Sisman, Sezgin Uzunoglan, Nijad
Bakhshaliyev, Asim Enhos, Erdem Karacép, Ramazan
Azdemir

Department of Cardiology, Bezmialem University Faculty of
Medicine, [stanbul

A 55 years old female patient was referred to coronary care
unit due to new onset atrial fibrillation. Intravenous me-
toprolol and subcutaneous low molecular weight heparin
were given initially. The patient became hemodynamically
unstable so synchronized direct current cardioversion was
performed. After restoring sinus rhythm, the patient was
discharged from hospital with propafenone and warfarin.

One week later she admitted to outpatient clinic with

dyspnea and erythematous
Sekil 1. PA - Pnémoperikardiyum

maculopapular rash limited to her chest wall. After hos-
pitalization, diffuse exfoliative skin lesions involving face,
abdomen, back and bilateral lower extremities developed
(Figure 1 and 2). Subsequently skin lesions on medial side of
thigh progressed into blisters (Figure 3). Oral mucosa and eye
were totally spared. Diagnosis of TEN was established based
on medical history and clinical findings after consultation of
dermatology department. Skin biopsy was performed. Her
Score of TEN (SCORTEN) was 3 (age > 40, detached body
surface >10%, heartrate > 120). Propafenone was the poten-
tially suspected drug for TEN.

Laboratory findings revealed leukocyte: 8.76x103 uL (neut-
rophil 78%) (Figure 4), C-reactive protein: 5116 mg/L (Figure
5), platelet: 262x103 uL, hemoglobin: 10.75 g/dl.

Liver and renal function tests were normal. Covid-19 poly-
merase chain reaction (PCR) was negative and thorax com-
puted tomography did not show any pneumonic infiltration.
Urinalysis reported urinary tract infection. Escherichia Coli
was the causative agent.

Sekil 2. Toraks BT 1- Pnémoperikardiyum, Distal ©zofagus Stenti

Antecedent use of diltiazem and furosemide were reported.
Additionally, propafenone and warfarin had been added to
treatment protocol for maintaining sinus rhythm and anti-
coagulation during initial hospitalization. We discontinued
all medications except furosemide. Warfarin was replaced
with low molecular weight heparin. Intravenous immunog-
lobulin (IVIG) (400 mg/kg/day) for 5 days and prednisone (60
mg/day) were given. Unfortunately, cylclosporine could not
be added to treatment due to urinary tractinfection. Topical
moisturizing creams were applied to areas without blisters;
blisters were treated with antibacterial creams. Almost all
skin lesions regressed during follow up. Prednisone dosage
was gradually tapered to 40 mg/day after ten days. The pa-
tient was discharged with 20 mg/day prednisone therapy.

Sekil 3. Toraks BT 2 - Pnémoperikardiyum
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Figure 1. A, B. (A) Toxic epidermal necrosis. Intense bullae forma-
tion that is positive for the Nikolsky, (B) after treatment. Almost
alllesions resolved in the medial side of thigh.

PO-76 [Other]

Spontaneous left subclavian vein thrombosis
due to hyperhomocysteinemiain a young
patient: A case report

Muammer Karakayali', Mahmut Yesin?

'Department of Cardiology, Kars State Hospital, Kars
2Department of Cardiology, Acitbadem Hospital, izmit

Introduction: Subclavian vein thrombosis (SVT) is usually ca-
used by vigorous activity or extensive use of the upper extre-
mity. Patients are tested for hypercoagulability if they present
with a spontaneous clot unassociated with such activity. Eighty
percent of UEDVT is secondary and is usually caused by upper
extremity catheterintervention, cancerassociated thrombosis,
arm surgery/trauma, pregnancy, or oral contraceptives.

Case: A 22-year-old female patient with no known chronic di-
sease or familial disease was admitted to the cardiology out-
patient clinic with painin the left arm. Physical examination did
notreveal any features exceptincreased warmth andrednessin
theleftrib cage. Thereupon, left upper extremity arterial ultra-
sound (usg) was performed on the patient. Thrombus allowing
minimal partial filling was observed in the left subclavian vein
on USG, and contrast-enhanced thorax CT was performed.
On CT, diffuse collateral vascular structures, more prominent
around the left subclavian vein, were noted in the thoracic wall,
and a thrombus was detected in the left subclavian vein (Figure
1a and 1b). Our patient had no previous catheter intervention.
For this reason, markers for hereditary coagulation disorders
and cancer screening were requested from the patient. Work-
up for malignancies were all negative. Additional coagulation
studies showed moderately elevated serum homocysteine with
normal vitamin Bé, B12 and folic acid levels. Further genetic
study found patient to be homozygous for the A1298C variant
and negative for the G677T variant in MTHFR. In addition, he-
terogeneous plasminogen activator inhibitor (PAI)-1gene mu-
tation was detected. Oral warfarin was started.
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Discussion: Genetic studies of enzyme activities have loo-
ked at MTHFR, methylene tetrahydrofolate dehydrogenase,
methionine synthase, methionine synthase reductase and
cystathionine b-synthase. Those withthe MTHFR 677 TT ge-
notype have a 20% higher plasma level of total homocystei-
ne and a16% greater risk of ischemic heart disease compared
with those with the CC polymorphism. Patients with homoz-
ygous MTHFR 677 CT mutation had a lower serum folate
concentration and a higher serum total homocysteine level
than wild type. It was reported that homozygous mutation
could lead to more than 50% reduction in enzyme activities,
but the effect of the reduction on homocysteine levels de-
pends on folate intake. Differently, in our case, homozygous
for the A1298C variant and negative for the G677T variant
were detected in MTHFR.

Conclusion: Further studies and different treatment plan
should be addressed for MTHFR and PAI-1gen mutation-in-
duced thrombophilia. However, duration of anticoagulation
should always be based on the risk of VTE recurrence and an-
ticoagulant-related bleeding. Patients with recurrent DVT
orunprovoked DVT should receive atleast 6 months of treat-
ment, with the possibility of continuing indefinitely depen-
ding on the balance of risk and benefit.

Figure 1. A, B. Diffuse collateral vascular structures, more prom-
inent around the left subclavian vein, were noted in the thoracic
wall, and a thrombus was detected in the left subclavian vein

PO-77 [Other]
Sag atriyumdaki nadir gorilen, anjiosarkom
olgusu

Emre Melik Faideci', ishak Yilmaz', Sinan Giizel?, irfan Sahin',
Ertugrul Okuyan'

'"Cardiology Clinic, Bagcilar Training and Research Hospital, istanbul
?Department of Cardiovascular Surgery, Bagcilar Training and
Research Hospital, jstanbul

Giris: Primer kardiyak tiimérlerin bldytk kismi benigndir ve en
sik gérileni miksomadir. Histopatolojiye gére siniflandirilir ve
insidansi ¢alismalar arasinda biytk farklilik gésterir. Primer
kardiyak timorlerin spesifik semptomlara sahip olmamasi
veya asemptomatik seyir gostermesi tanisal glgliklere yol
agar. Semptomlar anatomik yerlesime gore degiskenlik gos-
terir. Dispne, gégus agrisi, senkop, inme ve kalp yetersizligi
gorilebilir. Tanida gorintileme tekniklerinin birlikte kullani-
mi erken teshis de anahtar rol oynar. Daha az gérilen primer
malign kardiyak timérler en sik atriyumlarda yerlesim goés-
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terir. En sik gérilen primer malign kardiyak timér olan aniji-
osarkomlar genellikle sag atriyumda gérilir. Hastalarda en
sik dispne semptomu gérilmektedir. Tedavisi cerrahirezeksi-
yondur ancak bliytik boyutlara ulasmasi ve bélgesel invazyon
sebebiyle her zaman tam rezeksiyon mimkin olmamaktadir.

Olgu: 76 yasindaki erkek hasta 1 hafta dnce baslayan prog-
resif nefes darhgiile acil servisimize basvurdu. Hastanin fizik
muayenesinde kan basinci 10060 mmHg, sinls tasikardisi,
atesi 37,6 derece, triklispid odak da hafif yetmezlik Gfirimd,
akcigerlerde hafif ralleri mevcuttu. Bakilan kan laboratuvar
degerlerinde; kan gazi normal, karaciger ve bébrek fonksi-

yonlarinda 6zellik yok, hafif hiponatremi (130 mmol/L), CRP i inen pA

60 mg/L, diger kan degerleri normaldi. Sigara ve alkol kulla- + Dist 433 cmi ___tom
nimi, kardiyopulmoner hastalik dykiisi bulunmuyordu. Toraks Sekil 2. TOE'de sag atriyumdaki kitle gériilmektedir.

BT'de sag atriyum da kitle imaji goérilda (Sekil 1). Transtorasik
EKO'da hafif mitral ve trikUspid yetersizlik, sag atriyum ice-
risinde heterojen gorinimli kitle oldugu tespit edildi. Tran-
sézefagial EKO'da sag atriyumdan vena cava inferiora (VCi)
uzanan 5x6 cm kistik heterojen kitle gézlendi (Sekil 2). Kitle
cerrahi rezeksiyon ile cikarildi. VCi'ye uzanim gésteren sag
atriyum duvarina invaze, kanama alanlari iceren diizensiz
sinirh kitle oldugu gérilda (Sekil 3). Kitlenin patolojik incele-
mesinde ylksek gradeli yumusak doku anjiosarkomu ve cer-
rahisinirda timér hiicreleri tespit edildi. islem sonrasi 10.giin-
de kardiyak arest sonrasi exitus ile sonug¢landi.

Tartisma: Yetiskinlerde en sik goérilen kardiyak sarkom tipi
anjiosarkomlardir ve tipik olarak sag atriyumdadirlar. Diger
sarkomlarinin ¢ogu sol atriyum da gérlir ve miksomaile kari-
sabilirler. Kardiyak sarkomlar her yas da ortaya ¢ikabilir ve cin-
siyet baskinligi bildiriimemistir. Molekiler histogenezi yeterli
dizeyde bilinmemektedir. Bu durum bilyik ¢alismalar ve olgu
sunumlarinin az olmasindan kaynaklanmaktadir. Kardiyak an-
jiosarkomlarin kétd bir prognoza sahip oldugu bilinmektedir.
Ancak klinik de son derece nadir goritilmektedirler. Dispne en
sik semptomdur. Spesifik semptomlara yol agmayan kardiyak
anjiosarkomlarin tanisinda ylksek klinik siphe énemlidir. Tani
aninda yliksek metastaz oranina sahip olmalari ve tipik semp-
tomlari olmamasi sebebiyle kétl prognoz ve geg¢ tani oranina

sahiptirler. Klinik de karsilastigimiz kétl prognoza sahip nadir Extraordinary electrocardiographic
rastlanilan anjiosarkom olgumuzu sunduk. presentation in patient with acute traumatic
spondylolisthesis

Sekil 3. (A, B). Sag atriyumu dolduran kitlenin atriyum renginde
koyulasmaya yol actigi gériilmektedir.

PO-78 [Other]

Damla Yal¢inkaya, Kadir Karagali, Damla Yesilmese Kogak,
Mikail Yarhoglu, ibrahim Etem Celik, Gokhan Cicek, Fatih
Oksliz, Mustafa Duran, Sani Namik Murat

Cardiology Clinic, Ankara Traning and Research Hospital, Ankara

Introduction: A 52 years old female patient admitted to the
emergency department with fall from height. She had deve-
loped paraplegia. Her heart rate was 70 beats/min with blo-
od pressure of 110/70 mmHg. Magnetic resonance imaging
was performed emergently and it revealed spondylolisthesis
at C6-C7level (Figure 1). She wasimmediately takeninto sur-
gery room. During preoperative evaluation and preparation
for anesthesia, tall R wave in aVR lead and widespread ST
segment depressions were noticed on electrocardiography
(ECG). Urgent cardiology consultation was requested with

L‘\ "‘-..__________ -

Sekil 1. BT'de sag atriyum alanini dolduran kitle gériilmektedir. prediagnosis of acute coronary syndrome. At the bedside
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evaluation of the patient, we determined that there were
positive QRS complex, upright P and tall R wave in aVR lead
and widespread ST segment depressions at all derivations
with prolonged corrected QT (QTc) interval (522 millisecond)
on ECG (Figure 2).
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Discussion: The primary evident abnormalities that took
attention at the patient’'s ECG were positive QRS complex,
upright P and tall R wave in lead aVR. In such cases, incorre-
ct lead placement, dextrocardia, acute coronary syndrome,
and an often overlooked detail, which is the ECG display for-
mat, should be considered. We excluded incorrect limb lead
placement, dextrocardia and acute coronary syndrome. Ri-
ght after that, we had mentioned the difference in the ECG
display format. The Cabrera system presents six anatomi-
cally ordered frontal plane leads. It reverses the polarity of
lead aVR and presents the ECG complexes in the order of
aVL, |, -aVR, Il, aVF, lll respectively (Figure 3). Later, we had
performed ECG at standard display format using another
machine. It revealed normal QRS axis with negative P and
T waves in aVR. This time, ST segment elevation in leads V1
and aVR attracted our attention (Figure 4).

We thought that ECG changes mentioned above might be
related to autonomic dysfunction due to acute cervical trau-
ma. Cardiac sympathetic preganglionic fibers originate from
the superior cervical, middle cervical and most commonly
from the cervicothoracic and thoracic ganglia. The middle
cervical ganglion is located at the Cé level and the cervico-
thoracic ganglion at the C7 level. Therefore, spondylolisthe-
sis at C6-C7 level can cause sympathetic nerve compression
with sudden autonomic disruption.

It was decided to start surgery considering the patient’s
stable hemodynamic and the necessity of an urgent inter-
vention to spondylolisthesis. Surgical correction was achie-
ved successfully. Postoperative control CT showed correcti-
on of the displaced vertebra (Figure 5). On the postoperative

Khythe (11110 wa/a¥

control ECG, evident ST depressions had also recovered, but :

| | | | | | | "
A AN N | 1

with prolonged QTc interval (500 milliseconds) (Figure 6).
Since the patient had cardiovascular risk factors and previ-
ous ECG changes, coronary angiography was performed and
normal coronary arteries were observed (Figure 7). At follow
up, successful extubation and spontaneous breathing were
achieved but paraplegia continued.

Figure1. Figure 5.
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Cx:Circumflex artery , LAD: Left anterior desending artery, RCA: Right coronary artrey

PO-79 [Other]

Metastatik akciger adenokarsinomu olan
hastada bronkokaviter -perikardiyal fistiil
sonucu pnomoperikardiyum

Guldeniz Uzar', Mesut Bugra Hatipoglu?, Arzu Neslihan
Akgin', Emir Karagaglar!

'Department of Cardiology, Baskent University Faculty of Medicine,
Ankara

?Department of Internal Medicine, Baskent University Faculty of
Medicine, Ankara

Pnémoperikardiyum, perikardiyal kavitede hava bulunma-
sidir. Baslica etiyolojileri pozitif basingh ventilasyon, gégis
travmasi, invaziv torasik prosedirler, gaz olusturan mikro-
organizmalar ve perikard ile hava iceren organlar arasindaki
baglantilardir. Akciger kanseri hastalarinda bildirilen pné-
moperikardiyum vakalari olduk¢a nadirdir. Biz de pnémo-
perikardiyum ve kardiyak tamponad ile komplike bir akciger
adenokarsinomu olgusu sunduk.

Metastatik akciger adenokarsinomu olan 58 yasinda erkek
hasta hipotansiyon ve konflizyon sikayetleri ile acil servise
basvurdu. Basvurdugunda, Glasgow koma skoru 10/15 idi.
Bu nedenle hasta gégis agrisi veya nefes darhigi tanimlaya-
madi. Travma 6ykist yoktu. Akciger grafisinde sol alt lobda
hava-sivi seviyesi veren bir kaviter lezyon ve pnémoperikar-
diyum goérilda. Toraks bilgisayarli tomografisinde sol ana
brons, perikard, torasik aorta ve mediastinal yapilar ile iliskili
genis kaviter alan igeren 89x86x80 mm boyutlarinda sol alt
akciger lobunda kitle saptandi. Ayrica sag ventrikiile basiya-
pan en kalin yerinde 22 mm’lik pnémoperikardiyum goéruldd.

Transtorasik ekokardiyografide, perikardiyal boslukta hava
kabarciklarinin oldugu ve sistolde kardiyak siluetin kayboldu-
du (‘hava bosluguisareti’) gorildi. Yakindan takip i¢in yogun
bakim Unitesine yatirildi. Yogun bakima yatistan sonra he-
modinamik olarak diizelmeye basladi. Transtorasik ekokardi-
yografi ve akciger grafisi tekrarlandi. Pnémoperikardiyum-
da azalma goérildi. Bu durumun muhtemelen perikarddan
kaviter lezyona ve bronsa hava gegisinin baslamasi sonucu
oldugu dislindldd. Ertesi gin pndmoperikardiyum tamamen
¢dziildi. izlemde hastanin hemodinamik olarak stabil olma-
si nedeniyle konservatif tedavi uygulandi. Yatisi sirasinda
pnédmoperikardiyum niiks etmedi. Fakat hastanin ileri evre
olmasi ve metastazlarinin olmasi géz éniine alinarak palyatif
tedaviye devam edildi.

Akciger kanseri sonucu olan pnémoperikardiyumun me-
kanizmalari; 1) nekrotik timoridn perikardiyal invazyonu ve
bronko-perikardiyal fistll olusumu; (2) torakosentez veya
bronkoskopi gibi invaziv prosedtirlere bagli iyatrojenik trav-
ma; ve (3) nekrotik odagin yirtilmasi ve boslugun perikard
icine agilmasidir. Hemodinamisi stabil olan ve asemptomatik
pnoémoperikardiyumu olan hastalar konservatif olarak te-
davi edilebilir. Fakat kardiyak tamponaddan korunmak igin
yakin takip 6nemlidir. Bizim olgumuzda pnémoperikardiyum
direkt bronkokaviter perikardiyal fistlile baglydi ve tansiyon
pnémoperikardiyuma ilerledi. Ancak, hava muhtemelen pe-
rikarddan kaviter lezyona geri kagiyordu. Bu sayede perikar-
diyal drenaja ihtiya¢ duymadik. Tedavi plani olusturulurken
hastanin prognozu ve fonksiyonel durumu gz 6niinde bu-
lundurulmalidir. Hizla gerileyen, stabil pnédmoperikardiyumu
olan ve tamponadi olmayan hastalar, yakin takip ile konser-
vatif olarak tedavi edilebilir. Bildigimiz kadariyla olgumuz,
ilerlemis akciger kanserli hastada pnémoperikardiyumun
spontan rezollsyonu gérilenilk vakadir.

Sekil 1. PA-1- PA grafide pnémoperikardiyum ve kaviter lezyon
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Sekil 2. PA-2 - kontrol PA grafi
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Sekil 3. Torax BT-1- BT'de kaviter lezyon ve pnémoperikardiyum
en genis yerinde 22mm
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Sekil 5. Torax BT-3 - kontrol toraks BT

PO-80 [Other]

Sistemik lupus eritematozus hastasinda
gelisen spontan koroner arter
diseksiyonunun perkiitan koroner girisimile
basarili tedavisi

Yakup Yigit, Zeynep Ulutas, Stho Hidayet, Yicel Karaca,
Fatih Glaven

Department of Cardiology, in6nii University Faculty of Medicine,
Turgut Ozal Medical Center, Malatya

Giris: Spontan koroner arter diseksiyonu (SCAD), aterosk-
lerotik kalp hastahgi igin risk faktérleri olmayan, genellikle
gen¢ hastalarda, ¢ogunlukla kadinlarda gérilen, miyokard
enfarktldsdnin (M) ve ani kardiyak 8limun nadir bir nede-
nidir. SCAD esas olarak fibromuskuler displazi, gebelik ve
dogum,daha nadiren bag dokusu hastaliklari (Marfan send-
romu, Ehlers-Danlos tip IV ve LoeysDietz sendromu) veya
sistemik lupus eritematozus (SLE), inflamatuar badirsak has-
taligi,sarkoidoz gibi bazi inflamatuar sistemik hastaliklar ile
iliskilendirilmistir. Bu vakada sag koroner arter (RCA) disek-
siyonunun neden oldugu akut koroner sendrom ile basvuran,
bilinen SLE dyktisi olan bir kadin hastayi sunuyoruz.

Vaka: 44 yasinda kadin hasta, gégis agrisi nedeniyle basvur-
dugu acil serviste degerlendirildi.Aktif devam eden subster-
nal bélgede yanma tarzinda,sirta yayilan agrisi mevcuttu.
Vital bulgulari normaldi. Kardiyak muayenede patolojik ek
ses,Uftrdm duyulmadi. Nabiz ritmikti. Hastanin 10 yildir SLE
ile takip edildigi 6grenildi. Prednizon, hidroksiklorokin, miko-
fenolat mofetil kullanmaktaydi. Herhangi bir madde kulla-
nim Oyklsl yoktu. Labaratuar tetkiklerinde; Troponin I: 533
(referans araligi 0-15.6) HGB: 10.7, WBC: 12.5, PLT: 127.000, bi-
yokimya labaratuar degerleri normaldi. EKG de belirgin ST/T
segment degisikligi yoktu. Normal sinls ritmindeydi. Trans-
torasik ekokardiyografide; sol ventrikil sistolik fonksiyonlari
normaldi. Segmenter duvar hareket bozuklugu yoktuTipik
anjinasi devam ettiginden ve troponin ylksekligi oldugun-
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dan hastaya akut koroner sendrom 6n tanisiyla koroner an-
jiografi yapildi. Anjiografide; LAD ve Cx normal, RCA da CB
hizasi diseke lezyon RV hizasi %70 tromboze lezyon gézlendi.
Hemodinamisinin stabil olmamasi ve ciddi stenoz nedeniyle
perkitan koroner girisim (PCI) karari alindi.Her iki lezyonu
icerecek sekilde komplikasyon gelismeden 3.00X 28 mm DES
yerlestirildi.Basarili perkitan koroner girisim (PCl) sonrasi ta-
kiplerinde genel durumu iyi olan hasta medikal tedavisi di-
zenlenip taburcu edildi.

Sonug: SCAD, ateroskleroz, travma veya iatrojenite ile iliski-
li olmayan bir epikardiyal koroner arterin diseksiyonu olarak
tanimlanir. SCAD, ¢ogunlukla gen¢ kadinlarda tanimlanan,
nadir goérilen ancak potansiyel olarak élimcil bir durum-
dur. SLE ve AKS'li hastalarda, 6zellikle konvansiyonel kardi-
yovaskdiler risk faktérleri olmayan geng¢ kadinlarda olasi bir
SCAD'dan stiphelenilmelidir.PCl, epikardiyal koroner akimda
belirgin hasar oldugunda veya hemodinamik kararsizlik veya
ilerleyiciiskemi ortaya ¢iktiginda énerilir.

Sekil 1. Hastanin koroner anjiografi goriintiilerinde LAD ve CX
normal olarak izlenirken, RCA'da ardisik diseke ve tromboze
lezyonlarizlenmektedir.

17594, 1 24752

Sekil 2. RCA diseke ve tromboze lezyona yapilan basarili perkiitan
koroner girisim goriilmektedir.

sanan hastaliklardan biri olan pulmoner hipertansiyon (PH),
vaskdler direng¢ artisi ile zamanla sag kalp yetersizligine ve
6lime yol agan kompleks ve progresif bir hastaliktir. Pulmo-
ner hipertansiyonu olan hastalarin deneyimledigi semptom-
lar fonksiyonel kapasitenin kisitlanmasina ve giinlik yasam
aktivitelerin sinirlanmasina neden olarak yasam kalitesini
azaltmaktadir. Prognozunun kétl seyretmesinin yani sira te-
davi ve bakiminin karmasik olmasi hastalarin sistematik ba-
kim gereksinimini arttirmaktadir. Bu olgu sunumunda, PH"i
olan bir hastayl Gordon'un Fonksiyonel Saghk Oriintileri
(FSO) modeliile degerlendirmek ve NANDA hemsirelik tani-
lari dogrultusunda hemsirelik bakimi planlamak ve uygula-
mak amaglanmistir.

Vaka: Olgu 61 yasinda, kadin hasta, ilkokul mezunu, 58 kg
agirhginda, 162 cm boyunda, evli ve 5 cocuk annesidir. 7 yildir
PH tanisi olan hastanin sirekli nefes darhigi, halsizlik ve yor-
gunluk sikayetleriyle kardiyoloji servisine yatisi yapilmistir. Bu
olgu sunumunda PH'i olan bir hastanin yasadidi ve yasama
riski yliksek sorunlarin ¢ézimine yonelik olarak bakim plani
hazirlanmistir. Olgu Gordon'un FSO modeline gére dederlen-
dirildiginde bilgi eksikligi, dismeriski, beden gereksiniminden
az beslenme, elektrolit dengesinde bozulma riski, aktivite in-
toleransi, kalp debisinde azalma, uyku diizeninde bozulma,
anksiyete/korku, etkisiz bireysel bas etme ve kanama riski
hemsirelik tanilari konularak hedefler belirlenmis ve bu ta-
nilara yénelik hemsirelik girisimleri uygulanmistir. Hazirlanan
bakim planiile hastada kanama ve diisme riskinin gorilme-
digi ancakriskin halen devam ettigi, anksiyete ve endisesinin
azaldigi gézlenmistir. Ayrica hasta yorgunlugunun azaldigini,
gece uyku sliresinin arttigini ve sabahlaridaha dinlenmis ola-
rak uyandigini, istahsizlik ve bulantisinin azaldigini, PH tani,
tedavive gelisebilecek sorunlar hakkinda bilgi sahibi oldugu-
nu ifade etmistir. Bakim siresi boyunca hastada hipopotase-
mi gelismis ve parenteral potasyum replasmani uygulamasi
sonrasi potasyum diizeyi normal araliga ulasmistir.

Sonug: Olgudan elde edilen veriler dogrultusunda PH'i olan
hastanin hemsirelik bakiminda FSO modelinin, holistik yak-
lasimla bakimi saglamasi ve klinik bakim ile blUtlnleserek
hemsireler tarafindan kolay bir sekilde uygulanabilir oldugu
gérilmektedir. Ayrica PH'1 olan bireylere FSO'ye gére verilen
hemsirelik bakimi ile hasta sonuglarinin iyilesmesine, yasam
kalitesinin artmasina, hemsireler arasinda ortak bir dilin olus-
turulmasina ve bireyin gereksinimlerinin daha sistematik bir
sekilde belirlenmesine katkida bulunacagi distinidlmektedir.

PO-81[Cardiovascular nursing / Technician]

Pulmoner hipertansiyonu olan hastanin
Gordon'un fonksiyonel saglik oriinttileri
modeline goére hemsirelik bakimi
Abdullah Avcl’, Meral Giin?

'Cardiology Clinic, Mersin University Faculty of Medicine, Mersin
2Department of Internal Medicine Nursing, Mersin University
Faculty of Nursing, Mersin

Giris: Nadir goérilen, tani ve tedavisinde en ¢ok zorluk ya-

SO-01[Cover Heart Diseases]

Percutaneous tricuspid valve edge-to-

edge repair by using MitraClip device of
massive functional tricuspid regurgitation

in a patient with renal dysfunction who has
been done previously renal transplantion and
mechanical mitral valve replacement

ismail Ates, Mehmet Dogru

Clinic of Cardiology, Medical Park Hospital, Antalya
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Treatment of functional tricuspid regurgitation using the pat.T: 37.0 °C
TEE

percutaneous edge-to-edge repair technique with MitraClip
device is currently feasible, especially in patients with high
surgical risk.

A 58-year-old female patient who had a history of MVR and
tricuspid DeVega repair operation about 29 years ago and
renal transplantation in December 2020 presented complai-
ning of shortness of breath, weakness and swellingin herlegs.
Physical examination revealed irregular heart rhythm, prost-
hetic S1valve sound, hepatomegaly, and 3+ pretibial edema.
Atrial fibrillation was observed on ECG. The NHYA functional
class of patient was class IV. Echocardiographic examination
revealed 60% LVEF, functional prosthetic mitral valve (trans-
mitral max./ mean gradient 15/7 mm Hg), massive tricuspid
regurgitation, biatrial dilatation and RV dilatation, sPAP: 55
mmHg. TEE examination revealed massive tricuspid regurgi-
tation between the anterior and septal leaflets. Laboratory
findings showed that the patient's creatinine value increased
up to 3.04 mg/dl. Percutaneous tricuspid valve edge-to-edge
repair was decided by cardiac team due to prohibitive sur- T
gical risk. The patient was taken to the catheter laboratory TEE T: 39.5 °C
for the percutaneous edge-to-edge repair technique with Y
MitraClip device procedure under general anesthesia. Using
the MitraClip (Abbott) repair system, 2 clips (G4 XTR) were
placed between the anterior and septal leaflets of the tricus-
pid valve. Only mild residual tricuspid regurgitation remained
after the implantation of clips. In the follow-up the signs of
peripheral congestion significantly regressed. The functional
class was class Il and there was significant and constantly im-
provinginrenal functions ( Creatinine: 0.9 mg/dL).

In conclusion, percutaneous tricuspid valve edge-to-edge
repair is a new treatment option for patients with signifi-
cant functional tricuspid regurgitation who are not eligeble
for conventional surgery or who refuse surgical intervention.
Further clinical experience and scientific data are needed to
increase the applicability of the technique.

Figure 3. TEE- Tricuspid valve after implantation of 2 clips (A:
Anterior tricuspid leaflet, S: Septal tricuspid leaflet).

Pat. T: 37.0 °C
TEE T: 39.6 °C
0 50 180
=

Figure 4. TEE- Transgastric view of tricuspid valve after im-
plantation of 2 clips (A: Anterior tricuspid leaflet, P: Posterior
tricuspid leaflet, S: Septal tricuspid leaflet).

3.0 8.0

Figure 1. TEE- Tricuspid valve with coaptation defect.
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Pat.1:370°C
TEET: 396 °C
63 180

Figure 5. TEE- Mild residual tricuspid regurgitation was ob-
served after the implantation of clips.

SO-02[Congenital Heart Diseases]

Successful treatment of patent ductus
arteriosus accompanying right-sided aortic
arch and aberrant left subclavian artery: a
case of congenital vascularring

Ali Nazmi Calik, Levent Pay, Stkri Akylz, Sennur Unal Dayi,
Nese Cam

Department of Cardiology, istanbul Siyami Ersek Thoracic and
Cardiovascular Surgery Training and Research Hospital, jstanbul,
Turkey

The coexistence of right-sided aortic arch (RAA), aberrant
left subclavian artery (ALSA) and patent ductus arteriosus
(PDA) is a subgroup of rarely seen vascular ring anomalies. In
the present case, we reported percutaneous closure of PDA
accompanying ALSA and RAA. Also, we discussed treatment
strategies of such complex congenital abnormalities.

Patentductus arteriosus (PDA)isaremnantstructure of duc-
tus arteriosus. Although patients with PDA can be asympto-
matic, cardiac functions can be affected. Transcatheter clo-
sure of PDA, whichis more frequently used instead of surgical
treatment, first reported in 1967 with an lvalon plug (1). The
coexistence of other congenital heart diseases with PDA is
uncommon. Inthe currentcasereport, we describe an excep-
tionally rarely seen association of congenital cardiovascular
disease, including a right-sided aortic arch (RAA), aberrant
left subclavian artery (ALSA) originating from a Kommerell
diverticulum and PDA, all of which create a congenital vas-
cular ring formation. After a detailed examination, succes-

sful transcatheter closure of PDA was performed with an
Amplatzer Vascular Plug Il (St. Jude Medical, Plymouth, MN,
USA) device.

A 25-year-old male with a history of PDA accompanying
aberrant left subclavian artery (ALSA) and right-sided aor-
tic arch (RAA) presented to outpatient clinic complaining of
progressive dyspnea and reduced functional effort capacity
for alongtime. The transthoracic echocardiography showed
a PDA with a left-to-right shunt between the aorta and pul-
monary artery (Figure 1, Video 1). To exclude an additional
congenital anomaly that may accompany PDA and to have
more detailed information about PDA's anatomy, the patient
underwent a thoracic computed tomographic angiography
(CTA) which showed a PDA accompanying RAA and ALSA
(Figure 2, 3, 4). The patient was discussed with the Heart
Team. Considering the lack of any tracheal or oesophagal
compression symptoms in addition to evidence of left vent-
ricular overload secondary to PDA, percutaneous closure of
PDA was decided. Written informed consent was obtained,
and a percutaneous PDA closure was planned.

Sinceitwasdecidedtoapproachthetype EPDAretrogradely
from the aortic side, right common femoral arterial puncture
was performed. The 6 Fr. internal mammary arterial guiding
catheter was placedin the aortic side of the PDA. Then, ima-
ging was performed to select the device's appropriate size
and re-evaluate previously taken PDA measurements (Vi-
deo 2). To close PDA with the widest diameter of 6 mm, an
8*7 mm Amplatzer Vascular Plug Il (AVP Il) (St. Jude Medical,
Plymouth, MN, USA) was advanced and deployed using the
same catheter. Final angiography showed complete PDA
closure without any residual shunt, and the procedure was
ended-up without any complication. (Video 3-6). In the fol-
low-up, the patient’s effort capacity improved significantly
compared to pre-PDA closure.

Adult Echo
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Figure 1. Parasternal short axis view on transthoracic echo-
cardiography; color flow Doppler image.
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Figure 2. Thoracic CTA image; anatomical relationship be-
tween pulmonary arteries and PDA, right-sided aortic arch
(RAA), aberrant left subclavian artery (ALSA), Kommerell
diverticulum.

Right carotid artery.
Left carotid artery.

Right aortic arch.
\
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Figure 3. Thoracic CTA image; RAA accompanying anomalies

of carotid arteries and right subclavian

Figure 4. Thoracic CTA image (2D); anatomical relationship
between left pulmonary artery and ALSA, PDA, Kommerell
diverticulum.
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Video 1. Parasternal short axis view on transthoracic echo-
cardiography; color flow doppler image.

Video 2. Selective angiography of PDA.

Video 3. Adjusting Amplatzer Vascular Plug Il (AVP Il) device,
presence of leakage.

Video 4. Adjusting AVP Il device, optimal position and loss of
leakage.

Video 5. Image taken after releasing the AVP Il device.

Video 6. Image taken after releasing the AVP Il device.

SO-03[Interventional Cardiology / Coronary]

Standart bir kronik total okliizyon vakasinda
beklenmedik ardisik komplikasyonlar ve
yonetimi

Ertan Vuruskan

Gaziantep Universitesi, Tip Fakiiltesi, Kardiyoloji B&limdi,
Gaziantep

59 yasinda stabil angina pektorisi olan ve miyokart perfiizyon
sintigrafisinde inferior iskemi saptanan bir RCA CTO hasta-
sinda, dual enjeksiyon esnasinda AL1 guing katetere bagh
RCA'da uzun spiral diseksiyon gelismesi ve bunun yénetimi,
ardindan sok tablosu gelisip ilyak arter perforasyon saptanip
greft stent ile tedavi edilen, ayrica sag ilyak arterde disek-
siyon saptanip stent ile fixe edilen ve tim bunlarin ardindan
norepinefrine baglh ani hipertansiyon gelisip ayni gece suba-
raknoid kanama gelisen hastanin ayrintili islem goérintdleri
ile birlikte sunuldugu ardisik komplikasyonlarin ydnetimini
gosteren bir (kabus ) vaka sunulmaktadir.

Sekil 1. Katetere bagli spiral diseksiyon.



37. Uluslararasi Katilmh Tirk Kardiyoloji Kongresi

Sekil 2. RCA'nin mikrokateter ile distalinin bulunmasi ve sten-
tlenmesi, AM dalina TAP uygulanmasi sonrasi netice.

Sekil 4. 2 adet balon expandable greft stent implantasyonu
sonrasi kanamanin durdurulmasi.

Sekil 3. Sol ext ilyak arterde perforasyon ve retroperitoneal
kanamaya baglimesanenin saga dogru itilmesi. Sekil 5. Siddetli basagrisi olan hastada ayni giin subaraknoid
kanama gelisimini gésteren beyin tomografisi.

SO-04 [Cardiac Imaging / Echocardiography]

Left main coronary artery and left circumflex
coronary artery aneurysm with a fistula to
the left atrium

Ozge Cakmak Karaaslan', Furkan Kilekei?, Zehra Gélbasi?,
Omag Tufekgioglu', Orhan Maden'

"Department of Cardiology, Ankara City Hospital, Ankara
?Department of Cardiology, Yildirim Beyazit University Faculty of
Medicine, Ankara
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The giant coronary artery aneurysms is uncommon clinical
conditions and encountered incidentally in approximately
01% of patients who undergo routine angiogram. A 46-ye-
ar-old-man nonhypertensive, nondiabetic presented to our
hospitalin July 2021 owing to the acute onset of dyspnea and
palpitation. He was a smoker. There was no family history of
cardiovascular disease. The patient had no findings of vas-
culitis or connective tissue disease. On examination, he had
a pulse of 134/minute, and blood pressure of 130/70 mmHg.
There was a grade 3/ systolic ejection murmur along the left
sternal border. Electrocardiogram showed atrial fibrillation
rhythm. All the data of blood chemistry were normal.

The transthoracic echocardiogram demonstrated the dila-
tion of the left ventricle, global wall motion abnormalities
(ejection fraction=37%), a giantaneurysm (6.0*6.0 cm) arose
from a dilated left main trunk, color Doppler examination vi-
sualized a possible communication with the left atrium (LA),
moderate-severe grade mitral regurgitation, mild tricus-
pid regurgitation and severely dilated left atrium. Cardiac
computed tomography (CT) revealed a coronary aneurysm
originating from the LMCA and the proximal part of the cir-
cumflex artery. A fistula tract was observed between the cir-
cumflex artery aneurysm and the LA.

Coronary angiography confirmed the findings of CT, but the
outflow of the aneurysm was not clearly identified. There
was no significant stenosis in all coronary arteries. The pa-
tient was evaluated by the cardiovascular surgery depart-
ment and surgery was planned.

Herein we present a case LMCA and CX aneurysm to fistu-
la LA in a patient. Coronary fistula arising from the coro-
nary artery aneurysms are much rarer. The coronary artery
aneurysms usually affect the right coronary artery (89 %),
rarely the left anterior descending artery and the circumflex
artery aneurysm reported. Less than 50% of the fistula co-
exist with the left coronary artery, and >90% of them drain
into the venous system, the two most widespread drainage
locations being the right atrium and right ventricle. In our
case, the aneurysm originated from the LMCA and proximal
circumflex artery and had a fistula into the left atrium. Alt-
hough most patients with coronary artery fistula are asymp-
tomatic, the clinical presentation may involve angina, syn-
cope, dyspnea and palpitations. Coronary artery fistula may
outcomes in important complications such as arrhythmia,
heart failure, infectious endocarditis, rupture and myocar-
dial ischemia. There is no evidence-based recommendation
whether to treat non-invasive or to perform surgery or per-
cutaneous coronary intervention for coronary artery fistula.
Surgical treatment is commonly suggested in the left main
coronary artery or multivessel coronary arteries.

In conclusion; the coronary artery aneurysms are uncommon
events. Therapeutic intervention should be individualized
according to their clinical presentation.

Video1. A Giant Aneurysm arose from a Dilated Left Main Trunk.

Video 2. Aneurysmatic dilatation is observed in the postero-
lateral neighborhood of the left atrium with a size of 70x59
mm, accompanied by partial wall calcification.
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Video 3. It was thought that the left main coronary artery
was opened to LA aneurysmatic dilatation.

Video 4. A, B. The left main coronary artery was enlarged
proximally, and an increase in flow was observed with Color
Doppler examination.

SO-05 [Congenital Heart Diseases]

Ge¢ Donem Patent Duktus Arteriyozus (PDA)
Kapama Cihazi Embolizasyonu

Muhammet Genes, Ozkan Eravci, Sadik Karpat, Serdar Firti-
na, Erkan Yildirim, Uygar Cagdas Yiksel, Murat Celik

Gulhane Egitim Arastirma Hastanesi, Kardiyoloji B6limu, Ankara

Giris: Transkateter patent duktus arteriyozus (PDA) kapama
islemi sirasinda cihaz embolizasyonu 6nemli ve sik gorilen (<
%1 —5) bir komplikasyondur. Embolizasyonun ¢odu ilk 24 saat
icinde ortaya ¢ikmaktadir. Bu olgumuzda PDA cihazinin ge¢
embolizasyonunu sunacagiz.

Olgu Sunumu: 36 yasinda erkek hasta efor dispnesi sikayeti
ile basvurdu. Ozgecmisinde 7 yil 8nce perkiitan olarak 26*24
mm occluder cihaz ile PDA kapama isleminin yapildigi 6gre-
nildi. EKO sunda pulmoner arter bifurkasyon seviyesine yakin
embolize cihaz oldugu gorildi. Hastanin BT anjiyografisinde
cihazin ana pulmoner arter bifurkasyon seviyesinde dama-
ra paralel pozisyonda oldugu, ana pumoner ¢apinin artmis
(42 mm) ve PDA ¢apinin 23 mm oldugu izlendi. Dis merkez-
de yapilan kalp kateterizasyonunda aort ve pulmoner arter
basinglarinin esitlenmis oldugu ve bulgularin Eisenmenger
sendromu olabilecegdi rapor edilmis. Ancak genel gérinim
itibari ile siyanoze bir gériinimi olmayan, cihaz implante
edildikten yaklasik 2 yil sonra sikayetleri baslayan ve peyder-
pey artan, ancak yine de belirgin bir dispne sikayeti olmayan
hastanin mevcut sag-sol basing esitlenmesinin dncelikle ol-
duk¢a genis olan PDA'ya bagli sistemik basincin direkt ola-
rak pulmoner sisteme yansimasi olabilecegdi degerlendirildi.
Hastaya 6 dakika ylrime testi yapildi. Hasta toplamda 520
metre ylridi ve desatiire olmadigi gézlendi (baslangi¢c SpO2
% 96, test sonu SpO2 % 95). Ayrica yapilan EKO'da Qp/Qs 1.52,
PABs 37 mmHg (TJV:2.2 m/sn) ve sag ventrikil ¢cap ve fonksi-
yonlari normal olarak izlendi. Bu bulgular ile hastaya cihazin
ekstraksiyonu ve PDA'nin kapatilmasi amaciyla cerrahi 6ne-
rildi. Ancak cerrahinin olasi riskleri anlatildiginda hasta cer-
rahiyi kabul etmedi ve medikal tedavi ile diizenli kontrollere
gelme dnerisinde bulunuldu.

Tartisma: Cihaz embolizasyonu nadir gérilir ve bu durumu
aciklayan gesitli teoriler vardir. Uygunsuz ¢apta cihaz kullanil-
masi, pulmoner arter basincinin artmasi, daralma olmaksizin
blylk bir boru seklindeki PDA teorilerin baslicalaridir. Cihazin
pulmoner arterdeki pozisyonuna bagli klinik sunum degdisebilir.
Cihazin pulmoner artere paralel pozisyonda olusu (kan akisinin
akimi boyunca), akut sag kalp yetmezIigi ve buna bagli kardi-
yojenik sok tablosunun gelismesini énler. Embolize cihazi al-
mak i¢in transkateter girisim zorlu ve zaman alicidir.

Sonug: Genellikle erken dénemde saptanan ve perkitan ve/
veya cerrahi olarak cihazlarin ¢ikarilmasina karsin, ge¢ d6-
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nemde 6zellikle endotelize olduktan sonra cihaz ekstraksiyo-
nunun yapilip yapilmamasi veya nasil yapilacagi konusunda
ortak bir konsensis yoktur. Bédyle durumlarda hasta bazli de-
gerlendirilme yapilarak (hastanin klinigi, cihazin pozisyonu,
sag kalp kataterizasyon ¢alismasi vb.) karar verilmesi éneril-
mektedir. Hastamizda embolize cihazin genis pulmoner ar-
terde tikayici pozisyonda olmamasi olgunun uzunca bir sire
semptomatik olmadan yasamini idame ettirebildigi kanaa-
tindeyiz. Ancak yine de genis PDA nedeniile hastaya cerrahi
onerilmistir.

Sekil 1. Postero-anterior ve lateral akciger grafisi.

Adult Echo TIS12 MI14
X6-1

16Hz
18cm

t 3 2 M3 M4
1Gen ) - i >~
. | |
. ) 61
L < s r

Sekil 5. Pulmoner BT anjiyografi.

SO-06 [Cardiac Imaging / Echocardiography]

Acute Myocarditis Following mMRNA-SARS-
CoV-2 (Pfizer-BioNTech) Vaccination:
Cardiac Magnetic Resonance and Speckle
Tracking Echocardiographic Assessment

Dilek Cicek Yilmaz', Ridvan Bora’, Burak Kececi', Kaan Esen?

'Department of Cardiology, Mersin University, Faculty of Medicine,
Mersin

?Department of Radiology, Mersin University, Faculty of Medicine,
Mersin

Sekil 3. 3B ekokardiyografiile sag ventrikiiliin degerlendirilmesi.
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Myocarditis has previously been described as a rare side ef-
fect of both influenza and smallpox vaccines. In this report,
we present a case of acute myocarditis after vaccination
with the mRNA- SARS-CoV-2 (Pfizer-BioNTech) vaccine.

A 27-year-old previously healthy male presented to the
hospital with a 3-day history of fevers, myalgias and a dull,
retrosternal chest pain. He received two doses of Sinova-
c-CoronaVac vaccine 4 months ago and received first dose
of the mRNA (Pfizer-BioNTech) vaccine two days prior to his
symptom onset. On presentation, the patient’'s temperatu- |k \
re was 37.5°C, blood pressure was 110/70 mmHg, heart rate Figure 1. Global longitudinal strain (GLS) by speckle tracking

was 92 beats per minute and physical examination was un- echocardiography. Bulls eye pattern represents lower strain
remarkable. Electrocardiography was normal. Laboratory values on inferoposterolateral LV walls, average LV GLS:
investigation on admission showed elevated high-sensitive -17.6%.

troponin T (hs-cTnT) concentration of 755.42 ng/L (normal
< 14 ng/L) which peaked at 3475.04 ng/L, normal pro-BNP
76.3 pg/L (normal < 300 pg/L), normal white blood cell count
5.7 x 10? /L with mild lymphopenia, and high C-reactive pro-
tein 1994 mg/L. Nasopharyngeal COVID-19 polymerase
chain reaction (PCR) was non-reactive. Also, Ebstein-Barr
Virus DNA, cytomegalovirus-PCR, parvovirus PCR were all
non-reactive. Since patient had no atherosclerotic risk fac-
tors, coronary angiography was not performed.

A transthoracic echocardiogram (TTE) revealed slightly re-
duced left ventricular ejection fraction (LVEF) of 55% without
pericardial effusion. With speckle tracking echocardiograp-
hy, left ventricular global longitudinal strain (LV GLS) was
decreased to -17.6% with lower strain values on LV inferopos-
terolateral walls (Figure 1). A cardiac MRI performed on day 3
of admission showed LVEF 57% with subepicardial late gado-
linium enhancement (LGE) in the inferolateral segments (Fi-
gure 2), as well as myocardial edema on T2 weighted images
in the inferolateral wall concordant with LGE (T2 relaxation
time 59 msn) (Figure 3) and hyperemia on T1weightedimages
(T1 relaxation time 1107 msn, extracellular volume %42) (Fi-
gure 4) meeting the Lake Louise criteria for myocarditis. Lo-
calization of LGE and myocardial edema are atthe same are-
as with the decreased strainimaging on echocardiography.

Figure 2. Magnetic resonance image, short axis, The blue ar-
rows indicate the subepicardial uptake of late gadolinium in
the inferolateral wall.

By day 5 of his admission, his symptoms had resolved. He
was discharged with aspirin, colchicine and metoprolol. One
month later, his hs-cTnT, pro-BNP and CRP levels were normal
without any symptoms. On TTE, LVEF was %65 and LV GLS
returned to normal as -23.4% (Figure 5).

An increasing number of cases of myocarditis and pericardi-
tis after mRNA COVID-19 vaccination have been reported.
Most cases are in male adolescents, typically within several
days of COVID-19 vaccination and more commonly after the
second dose of vaccine with a favourable prognosis and ra-
pid recovery. Myocarditis after mRNA vaccination appears
to berare, and the goal of thisreportis not to deter clinicians
or patients from vaccination, but to raise awareness of this
clinical entity. - >
Figure 3. Magnetic resonance image T2 weighted images,
black arrows indicate areas of myocardial edema in the in-
ferolateral wall concordant with regional late gadolinium
enhancement (T2 relaxation time 59 msn).
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Figure 4. Magnetic resonance T1 weighted images showing
hyperemia (T1relaxation time 1107 msn, extracellular volume
42%).

Figure 5. Control global longitudinal strain (GLS) by speckle
tracking echocardiography one month later. Bulls eye pat-
tern represents normal average LV GLS: -23.4%, decreased
strain limited to lateral wall.

SO-07 [Interventional Cardiology / Carotid and Peripheral
Vascular]

A complex case of Leriche syndrome: The
importance of renal artery protection

Emre Gurel', Elnur Alizade?

'Department of Cardiology, Marmara University Faculty of
Medicine, istanbul

?Department of Cardiology, Kartal Kosuyolu High Specialization
Training and Research Hospital, istanbul

65 year-old male patient with diabetes mellitus, hypertensi-
on and smoking history was admitted to our outpatient clinic,
complaining severe intermittent claudication in both lower
extremity. His physical examination showed no pulse on bila-
teral femoral, popliteal and foot arteries. Computed tomog-
raphy angiography revealed significant stenosis in bilateral
renal arteries, infrarenal aortic total occlusion, bilateral colla-
teral filling at the level of right common femoral artery (CFA)
and left common iliac artery (CIA). Percutaneous interventi-
on was planned instead of surgery in view of multiple medical

comorbidities. First we accessed through left brachial artery
with 6F sheat and showed bilateral CFA filling through left/ ri-
ghtinternalmammary artery (LIMA /RIMA) and epigastricar-
tery collaterals using 6F Judkins right catheter. Contrast-gui-
ded punctures were performed for both femoral arteries and
10F sheats were placed. 6F sheatless catheter was advanced
totherenal artery level from left brachial artery access. Proxi-
mal cap of the aortic occlusion was penetrated by a stiff wire
(Hornet 10) and a microcatheter (Supercross) support, and
then 0.035 hydrophilic wire, 5.0 x 120 mm balloon for support
and knuckle-wire technique were used to advance further.
This hydrophilic wire was advanced to the right CFA and ex-
ternalized from right femoral sheat. Repeated dilations were
performed with the same balloon. Then, second 0.035 hyd-
rophilic wire was advanced from left brachial artery to the left
CIA while balloon was kept inflated in the right CIA ostium.
Second hydrophilic wire was also advanced to the left CFA and
externalized from left femoral sheat. 5.0 x 120 mm balloon was
inflated repeatedly for the left side. After that, we decided to
protect left renal artery due to the presence of the critical le-
sion and high risk of plaque shift after aortic stentimplantati-
ons. Wereleased both wires from sheatless catheter, left renal
artery lesion was crossed using a 0.014 wire (Floppy) and 5.0 x
20 mm stent was implanted with a full coverage of the ostium.
Two 9 x 59 mm balloon expandable graft stents were implan-
ted side-by-side in infrarenal position with the same time inf-
lation of the balloon belonging to the renal artery stent. Addi-
tionally, 8 x 59 mm balloon expandable stent implantations to
the both CIAs were performed by overlapping with proximal
graft stents. Lastly, 7 x 59 mm balloon expandable stent was
implanted to the right externaliliac artery due to flow limiting
dissections on that side. Final angiogram demonstrated suffi-
cient flow frominfrarenal aortato the CFAs, no plaque shift to
the leftrenal artery and no complication.

SO-08 [Interventional Cardiology / Cover and Structural
Heart Diseases]

Bioprosthetic valve migration resultingin
aortic wall rupture as a complication of
transcatheter aortic valve implantation

Serhan Ozyildirim, Furkan Deniz, Kemal Engin, Ahmet Yildiz,
Hasan Ali Barman, Emir (")zgl'.'lr Baris Okclin

istanbul University Cerrahpasa Institute of Cardiology, Cardiology
Department, istanbul

Introduction: Valve migration and embolization is reported
to be in 0,5-1% of transcatheter aortic valve replacement
(TAVR) procedures. The use of self-expanding prostheses
and the presence of a bicuspid aortic valve are independent
predictors for this complication. Recapturing and repositio-
ning for a more accurate placement is usually possible with
self-expanding prostheses for TAVR. However it is challen-
ging to recapture and reposition the valve after full dep-
loyment and valve migration to the ascending aorta usually
necessitates the implantation of a second valve through the
first one if convertion to open-heartsurgeryis not necessary.
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We report a rare but mortal complication of TAVR in which
the bioprosthetic valve migrated to ascending aorta resul-
ting in the aortic wall rupture.

Case Report: 71year old male with severe symptomatic aor-
tic stenosis resulting from valve degeneration underwent
TAVR procedure by using 26 mm CoreValve Evolut R (Medt-
ronic, Minneapolis, Minnesota) through the right femoral
artery. The valve migrated to the ascending aorta soon af-
ter the full deployment and a snare system with 7 mm loop
(ev3 Amplatz goose neck microsnare, USA) was advanced to
the aorta through the left radial route. Migrated valve was
captured from the upper end and while holding it in place,
a second valve was advanced through the migrated valve.
Second valve was implanted successfuly and the first valve
was left in the safest position in the ascending aorta. When
finishing the operation systemic arterial blood pressure dec-
reased to the level of 70/50 mm Hg from 100/70 mm Hg and
the anesthesiologist warned us also for the increased venous
pressure, the reason of which wasrealized later with compu-
tarized tomography (CT). Aortography and peripheral an-
giography for the purpose of detecting any perforation and
bleeding as well as echocardiography and 12 lead ECG reve-
aled nothing remearkable in terms of possible complications.
However slight radiopaque stuck next to the end of migrated
valve was regarded as a possible dissection. Since there was
no leak from the wall with aortography and the patient was
stabilized after IV fluid replacement, a CT scan was used to
detect any possible complication which demonstrated self
limiting hematoma around the aorta in the mediastinum
compressing the pulmonary arteries. The patientunderwent
emergency open surgery resulted in mortality after reaching
mediastinum and interfering with the aortic wall.

Figure 2. Aortography to detect the possible cause of hemo-
dynamic deterioration yielding small radioopaque plastering
on the wall of the aorta (red arrow).
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Figure 3. CT scan showing self-limiting mediastinal hemato-
ma and pulmonary artery collapse.

ic rupture with visi-

Figure 4. Surgical appearence of the ao
ble valve inside.

SO-09 [Interventional Cardiology / Carotid and Peripheral
Vascular]

Endovascular closure of a Thoracic Aortic
Graft Pseudoaneurysm With an Amplatzer
Vascular Plug Device

Ayse Beril Turkyillmaz, Ezgi Giltekin Giner, Ahmet Glner,
Omer Celik

Clinic of Cardiology, Istanbul Mehmet Akif Ersoy Education and
Research, Hospital, istanbul

A 62-year-old man patient presented to the emergency de-
partment with persistent chest pain for 2 months. Targeted
medical history included a well-controlled hypertension,
thoracic endovascular aortic repair, and surgical repair of
a retrograde aortic dissection dissection using a supraco-
ronary tube graft (Boston Scientific, Cambridge, MA). ECG
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revealed sinus tachycardia and blood test results were wit-
hin normal limits. Thoracic computed tomography (CT) indi-
cated that there is a partially thrombosed pseudoaneurysm
with the size of 3x8 cm, which starts at the level of proximal
graft anastomosis and extends superiorly to the sinotubu-
lar junction (Figure 1). Subsequently, our heart team conve-
ned and decided that a repeat open operation so soon after
surgery, along with the patient's noncompliance, posed a
significant mortality risk. Our vascular surgery colleagues
felt that there was an insufficient landing zone for an en-
dovascular stent. Therefore, we opted to attempt closure
using an Amplatzer vascular plug-I (AVP) (St. Jude Medical,
Inc., St. Paul, Minnesota, USA). We imaged the defect using
a 6F pigtail catheter (Cordis, Santa Clara, CA) from the left
groin using power injec_tion of contrast dye (Figure 2A). From
theright groin, we telescoped a 6F AL-1guide catheter (Cor-
dis and engaged the neck of the pseudoaneurysm. We then
advanced a 0.014-inch guidewire wire (Boston Scientific)
through the AL-1guide and prolapsed its tip in the pseudoa-
neurysm (Figure 2B-C). This provided the necessary support
to slide our AL-1 guide deep into the pseudoaneurysm. Ha-
ving sized the defect on angiography and CT, we deployed
the AVP-I| device to exclude the pseudoaneurysm from the
true lumen of the aorta (Figure 2D). We were exceedingly ca-
reful in deploying of the AVP-I device. Using a combination
of advancing the device forward while at times unsheathing
it by withdrawing the delivery catheter, we mini_mized the
placement depth of the portion deployed in the pseudoa-
neurysm. This minimized the potential for pseudoaneurysm
perforation. There were no complications, and the patient
was discharged the following day. CT angiography done 35
days later demonstrated a well-seated AVP-I| device in the
ascending aorta (Figure 3). There was complete exclusion of
the aortic pseudoaneurysm.

Ascending aortic graft anastomosis pseudoaneurysms are
challenging problems to treat because of the complicated
anatomy of the proximal aorta. Although ascending aortic
pseudoaneurysms are often asymptomatic, larger pseudoa-
neurysms risk compressing adjacent structures. Additionally,
they are prone to rupture, thrombosis, distant embolization,
and fistula formation. Owing to these significant risks, sur-
veillance CT scans are routinely performed, and conventio-
nal management entails open surgical repair. Surgery, howe-
ver, is associated with significant mortality.4 We describe a
case of successful treatment of an ascending aortic graft
anastomosis pseudoaneurysm using the AVP-I.

Figure 2.

SO-10 [Congenital Heart Diseases]

Eriskin Yasta Glomus Caroticum Tanisi Alan,
Nadir Bir Opere Edilmemis Cift Girisli Sol
Ventrikil Vakasi

Yunus Emre Yavuz, Muhammet Fatih Kaleli, Yakup Alsancak

Necmettin Erbakan Universitesi, Meram Tip Fakiiltesi, Kardiyoloji
Bélimi, Konya

Tek ventrikll veya univentrikiler kalp, bir ventrikllin ileri
derecede gelismemis oldugu veya ventrikiler septal duvarin
olusmadigi ¢esitli kardiyak yapisal anormallikleri kapsayan
genis bir terimdir. Tek ventrikil anatomik alt tipleri baslica;
hipoplastik sol kalp sendromu (HLHS)(10.000 dogumda 2 ila
3), trikUspit atrezi, ebstein anomalis, ¢ift ¢ikish sag ventrikl,
¢ift girisli sol ventrikiil(10.000 canli dogumda 0,01), atriyo-
ventrikller kanal defektinden olusur.

Glomus timorleri bas-boyun bélgesinin nadir gorilen, yavas
gelisen, siklikla iyi huylu vaskdler timéorleridir. Paraganglio-
malarin en 6nemi kismini olustururlar.

Sporadik karotis cisim paragangliomalari ise, ytksek irtifa-
larda yasayan hastalarda ve kronik obstriktif akciger hasta-
ligi ortaminda daha sik gorilir. Hem sporadik hem de kalitsal
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paragangliomanin molekiler patogenezi tam olarak anlasil- =

mamistir, bazi durumlarda hipoksiile indiklenebilir faktorle- N T ——
rin (HIF'ler) katilimini destekleyen bazi veriler vardir. el , e
Bizim vakamizda 42 yasinda opere edilmemis tek ventrikdl 5 o I

tanil kadin hasta boyunda sislik sikayeti ile basvurdu. Ek si-
kayeti yoktu. Daha sonra bakilan kontrastli boyun bélgesi
arterlerine yénelik BT anjiografi incelemesi sonrasi glomus
caroticum tanisi aldi ve cerrahi planlandi. Hastanin uzun si-
redir aralikli devam eden efor dispnesi sikayeti mevcuttu.
Fizik muayenesinde comak parmak gérildi. Oksijensiz satu-
rasyonlari 80'lerdeydi. Daha 6nceki kontrollerinde ise kronik
hipoksiile takip ve tedavi edildigi 6grenildi.

Glomus caroticum nedeniyle cerrahi planlanan hastaya —_ —
preop degerlendirme amagh ¢ekilen kontrol ekokardiyog-
rafisinde ¢ift girisli sol ventrikil g&sterilmistir(1). Trikis-
pit, mitral ve aort kapaklarda belirgin patoloji izlenmeyen
hastada subvalvuler pulmoner darlik devam etmekte-
dir(2,3,4,5). Konjenital tek ventrikill ve subvalvuler pulmo-
ner darlik tanisi alan bu hastamizda ekokardiyografi ve kalp s v 423
kateterizasyonu sonrasi anatomik ve fizyolojik olarak fan- o 3 e G
ton operasyonu gerektirmeyen nadir bir ¢ift girisli sol vent- eanit (G g
riktl vakasi gérmekteyiz(6).

Sekil 2. Pulmoner Kapak. apikal 5 bosluk goériintiilemede
modifiye acidan pulmoner kapaklar.

Adult Echo TIS0.5 MI0.1

M3

M
vTI 123 cm

Hastada gorilen glomus caroticumun, konjenital dénemde
tek ventrikille sebep olan ortak bir embriyogenez kusuru so-
nucu olusabilecegi gibi uzun sireli kronik hipoksinin bu pato-
lojiye yol acabilecegi de glincel ¢alismalarda goésterilmistir.
Paragangliomalar ve hipoksi/HIF arasindaki baglanti, ylksek
irtifada yasama nedeniyle kronik hipoksiye maruz kalan ki-
silerin deniz seviyesinde yasayanlara kiyasla paraganglioma
prevalansinin daha yliksek oldugu bulgulariyla tutarhdir. Ay-
rica altta yatan konjenital tek ventrikile bagli kronik hipoksi-
ye sekonder olarak gelismis bir glomus caroticum’un cerrahi
sonuglari hala belirsizligini korumaktadir. Vaka sayilarinin az SO ARE AN 2001
olmasi sebebiile daha ¢ok glomus caroticum tanisi alan mer-
kezlerde altta yatan etiyoloji icin ileri arastirmalara ihtiyag
vardir.

75mm/s

Sekil 3. Pulmoner Kapak Gradient. apikal 5 bosluk gériintiile-
mede subvalviiler pulmoner kapak darligi gradienti.

Adult Eche TISOE MI14

M3

549 x 549
Image:205

Sekil 1. Glomus Caroticum. KontrastliBoyun Bélgesi Arterler-
ine Yonelik BT Anjiografi Gériintiilerinde Glomus Caroticum.

Sekil 4. Tek Ventrikiil. apikal 4 bosluk, sistol.
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Adult Echo
5541

45Hz

18cm

Adult Echo TISOE Mi14
S5-1

45Hz

18cm

Sekil 6. Tek Ventrikiil. tek ventrikiil parasternal uzun aks
goriintiisii.

SO-11[Arrhythmia/Electrophysiology / Pacemaker / CRT-ICD]

Ventricular fibrillation storm due to J Wave
Syndrome

Nail Gliven Serbest, ézgi.'lr Surgit, Meltem Tekin, Kadriye
Memi¢ Sancar, Serkan Kahraman, Mustafa Yildiz

Cardiology Clinic, Health Sciences University, istanbul Mehmet Akif
Ersoy Thoracic and Cardiovascular Surgery Training and Research
Hospital, jstanbul

A 41-year-old male with no known disease. He applied to
the emergency department with complaints of palpitation
and syncope for the last two days. Vital parameters, physical
examination and biochemistry were normal. In the 12-lead
electrocardiography (ECG), the patient was in sinus rhythm,
QTc was 420 msec. There was 1 mm elevation of the J po-
int in the inferior leads and 0.5 mm ST segment elevation in

the same leads.(Figurel) The patient developed sudden loss
of consciousness. He was in ventricular fibrillation (VF) and
successfully defibrillated. Coronary angiography perfor-
med coronary arteries were normal.The patient defibrillated
24 times due to polymorphic ventricular tachycardia (VT)
and VF attacks after short coupled interval PVCs.(Figure 2)
Echocardiography was normal. Lidocaine and amiodarone
administered to the patient who was in arrhythmia storm
but it could not take under control the storm. A permanent
pacemaker lead was placed in the right atrium via the right
jugular route. Arrhythmia storm was controlled with atrial
overdrive pacing. Based on ECG features and patient had no
structural heart disease, our diagnosis was J Wave Syndro-
me (JWS). Purkinje fibers ablation planned for treatment of
PVCs arising from Purkinje system. First, electroanatomical
mapping performed with HD Grid Mapping Catheter (Ab-
bott). Purkinje signals in both ventricles marked with the En-
Site Precision™ Cardiac Mapping System (Abbott). Ablation
performed to these areas by irrigated TactiCath™ Contact
Force Ablation Catheter (Abbott). (Figure 3) Arrhythmia
could not be induced by electrical programmed stimulati-
on after ablation. There were no VF attacks and the PVCs
disappeared. Single lead ICD implanted for secondary pro-
tection. The patient discharged. He re-evaluated at 1and 6
months after ablation. The patient had no complaints and
ICD interrogated; no arrhythmic episode observed.

Ventricular fibrillation (VF) is the most serious arrhythmia as-
sociated with sudden cardiac death (SCD). Early repolariza-
tion (ER) is defined as the presence of a J point elevation =1
mm in 22 continious inferior and/or lateral leads of a standard
12-lead ECG. The J-point elevation may be with or without
elevation of the ST segment. Early Repolarization Syndrome
is a type of J Wave Syndromes like Brugada Syndrome. ER is
associated with an increased risk of arrhthmic death caused
by VF in patients with no apparent structural heart disease.
VFisusually triggered by premature PVCs and PVCs common-
ly arise from Purkinje system. Prior studies and case reports
confirmed VF triggered by PVCs can be controlled by catheter
ablation of Purkinje fibers. We report the case, a patient had
J Wave Syndrome (JWS). Recurrent VT/VF triggered by PVCs
and resistant to medical theraphy. As other studies and case
reports arrhythmia storm was successfully treated by cathe-
ter ablation of Purkinje fibers. There has been no recurrence
of VF during a follow-up period of 6 months.
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Figure 1. 1mm elevation of J wave in inferior leads.
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Figure 3. Purkinje fibers ablation with ensite precision™ car-
diac mapping system (Abbott).

SO-12[Interventional Cardiology / Coronary]

The Surgical Management of Giant Fibrotic
Sac of Right Coronary Artery

Sevgi Ozcan', Billent Mert?, Ahmet Giiner?, Orhan ince’,
Ertugrul Okuyan'

'Clinic of Cardiology, Bagcilar Training and Research Hospital,
istanbul

?Department of Cardiovascular Surgery, Bagcilar Training and
Research Hospital, istanbul

3Cardiology Clinic, [stanbul Mehmet Akif Ersoy Training and
Research Hospital, istanbul

A 25-year-old female patient was referred to our hospital with
signs and symptoms of stable angina pectoris. Targeted me-
dical history was unremarkable. ECG revealed sinus tachycar-
dia and blood test results were within normal limits. Bedside
transthoracic echocardiography revealed a cystic-like mass,
measuring 88x96 mm, beneath the right atrium; and inferior
wall hypokinesia, with an ejection fraction of 55%. Subsequ-

memmmm S94

37. Uluslararasi Katihmh Tirk Kardiyoloji Kongresi

ently, contrast-enhanced coronary computed tomography
angiography was performed, which showed a giant fibrotic
sac fistulized to the distal right coronary artery (RCA) (Figure
1A). Diagnostic coronary angiography was performed through
the right femoral artery route, whereby the RCA ostium could
be optimally engaged with a 6 Fr Judkins Right 4-F guiding cat-
heter. Contrast injection revealed thrombolysis in myocardial
infarction flow grade 3 distally. In addition, it was clearly seen
that the sac was fistulized to the distal RCA (Figure 1B). Seve-
ral percutaneous closure attempts, such as coil and amplatzer
vascular plug, have failed. Thus, the procedure was terminated
and the patient was evaluated through cardiovascular surgery.
The fibrotic sac was excised, and coronary repair (patch angi-
oplasty) was performed successfully (Figure 1C). The histopat-
hological examination proved that the wall of the sac was of
fibrotic tissue (Figure 1D). The patient was discharged on the
5th day after the operation and was doing well for 6 months.

Coronary artery fistula (CAF) is a rare abnormality of the coro-
nary arteries, with an incidence of 0.002% in the general popu-
lation; and representing 0.2% to 0.4% of cardiac malformations
and 14% of all coronary anomalies. CAFs most commonly ori-
ginate from the RCA, and the right heart cavities; furthermo-
re, the great arteries are their most common drainage sites.
Although the etiology of CAF was predominantly congenital
in the past, the development and widespread use of interven-
tional and surgical techniques over the years has resulted in a
higher prevalence of acquired forms (endomyocardial biopsy,
coronary angioplasty, bypass surgery, valve replacement, heart
transplant, etc.). Most CAFs are clinically silent, but their distin-
ction is mainly focused on the mechanism of the coronary steal
phenomenon that causes myocardial functional ischemia, even
inthe absence of stenosis. To the best our knowledge, thisis the
first case, in the literature, of CAF draining into the epicardial
fibrous sac formed by abnormal processes duringembryogene-
sis. Moreover, there was no thrombus formation due to dynami-
cally circulating blood in the cavity.
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SO-13 [Interventional Cardiology / Carotid and Peripheral
Vascular]

Internal carotid artery stent fracture likely
caused by hyoid bone compression

Ahmet Giner!, Ahmet Arif Yalain', Unal Aydin?, Cagdas Topel®

'Clinic of Cardiology, istanbul Mehmet Akif Ersoy Training and
Research Hospital, istanbul

2Clinic of Cardiovascular Surgery, istanbul Mehmet Akif Ersoy
Training and Research Hospital, istanbul

’Radiology Clinic, Istanbul Mehmet Akif Ersoy Training and Research
Hospital, [stanbul

A 70-year-old male patient visited the clinic for a regular
check-up. Targeted medical history included a history of
carotid artery stenting (CAS)((Xact carotid stent, Abbott
Vascular, USA), 15 months before coronary artery disease,
and diabetes mellitus. The carotid intervention did not have
dissection, oversized stent, or stent fracture (SF) (Figure 1A).
Routine Duplex ultrasonography follow-up indicated that
the patient was compatible with rightinternal carotid artery
(ICA) asymptomatic restenosis (peak systolic velocity (PSV):
360 cm/s, ICA/ common carotid artery (CCA) PSV ratio>
415). Residual, mixed plaque without calcification was pre-
sent outside the stent. Computed tomography angiography
(CTA) demonstrated a fractured right ICA stent (Figure 1B,
C). Notice that the tip of the greater horn of the hyoid bone
(HoB) is passing between the right ICA and the right external
carotid artery Three-dimensional image reconstruction of
CTAindicated thattheright ICA was traversing between the
greater horn of the HoB and the transverse process of the C4
vertebra. The fractured stent was compressed by the HoB at
its origin (Figure 1D). In conrast, the left carotid bifurcation
and ICA were lateral to the HoB. Moreover, CTA did not show
tortuosity and calcificationin theright ICA. Cinefluoroscopic
examination indicated a type-4 SF (ie., a complete transver-
selinear fracture with stent displacement[1]) in the right ICA
(Figure 1E). Surgery was recommended because ICA stenosis
due to extrinsic compression was contraindicated for endo-
vascular therapy. Hence, the patient was scheduled for right
carotid endarterectomy under general anesthesia. Vascular
structures were clamped after 5000 units of intravenous un-
fractionated heparin. The carotid endarterectomy was per-
formed (Figure 1F). A fractured and thrombosed stent was
revealed and excised (Supplementary Figure S1) and theright
ICA segment reconstruction required a poly-patch use. He
was discharged on the éth day without any adverse clinical
events. At the 20th month of follow-up, Duplex ultrasonog-
raphy indicated normal findings (right ICA PSV <125 cm/s, ri-
ghtICA/CCAPSV<2).

Figure 1. A Conventional carotid angiography shows a 80-90%
stenotic lesion in the right internal carotid artery and suc-
cessful stent implantation (A). Coronal and sagittal images
show the fractured right internal carotid stent. Notice the tip
of the greater horn of the hyoid bone is passing between the
right right internal carotid artery and right external carotid
artery (B, C) (arrowhead). Three-dimensional image shows
medialized right internal carotid artery traversing between
the greater horn of the hyoid bone and the transverse process
of the C4 vertebra and notice that the greater horn of hyoid
bone passing between external and internal carotid arteries.
The left carotid bifurcation and internal carotid artery pass-
ing lateral to the hyoid bone (D) (arrowhead). Cinefluoroscop-
ic image indicates the fracture of the right internal carotid
artery stent (E) (arrowheads). The intraoperative image indi-
cates that the internal carotid artery was explored (F).

Supplementary Figure S1. The intraoperative image shows a
fractured and excised internal carotid artery stent (arrowhead).
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SO-14 [Interventional Cardiology / Carotid and Peripheral
Vascular]

Ante-Retrograd Superior Mezenterik Arter
Girisimi
Gokhan Ceyhun', Eylpserhat Calik?

'Atatirk Universitesi Tip Fakdltesi, Kardiyoloji Anabilim Dall,
Erzurum

2Atatiirk Universitesi Tip Fakiiltesi, Kalp ve Damar Cerrahisi
Anabilim Dali, Erzurum

Giris: Bircok arastirma covit-19 etkeninin viicudun hemostaz
dengesinibozdugu ve pihtilasmaiigin risk olusturdugunu ortaya
koymuslardir. Etkin tedavi ve korunma yéntemleri halen daha
tartismalidir. Koroner kronik total okllizyon girisimlerinden bil-
digimiz, retrograd opsiyon, hem gériintileme hem de girisim
kolayhgi saglar. Bizde olgumuzda geg¢ilmis covit-19 enfeksiyo-
nu sonrasi yaygin abdominal trombusizlenen hastanin superior
mezenter artere (SMA) inferior mezenterik arter (IMA) kanii-
lasyonuile gorintilemeile girisim yéntemini sunduk.

Olgu Sunumu: Elli G¢ yasinda bayan hasta gegirdigi covit-19
enfeksiyonu sonrasi 20.giinde siddetli karin agrisiile acil servi-
se basvurmasi Gzerine ¢ekilen bilgisayarli abdominal tomog-
rafi de SMA girisini tikayan trombis izlendi (Sekil 1). Brakiyal
giris kullanilarak abdominal aorta grafi yapildi. Sma girisimde
aorta tasan trombds izlendi (Video 1). Antegrad girisim distal
tromboemboli riski tasidigi igin ve sma ¢ikisi anjiografik olarak
gorilmediginden riolan arki kullanilarak retrograd trombis
aspirasyonu planlandi (Video 2). IMA sa§ guiding katater ile
kanile edildi balon destegi (balloon assisted tracking) ile SMA
alanina gegildi (video 3). Retrograd bir miktar trombs aspire
edildi hastanin karin agrisi sikyeti siddetlenmesi lzerine ret-
rograd tel, sma dan ¢ikarilarak ve abdominal aortada snare
ile externalize edildi, sistem antegrada ¢evrildi. Nérovaskdler
girisimlerde tercih edilen distal erisim katateriile sma trombis
alanigegilerek antegrad mekanik trombiis aspirasyonu yapildi
(video 4). Balon dilatasyon sonrasi akimi kisitlayan diseksiyon
gorilmesiGizerine 6x27 mm balon expandaple stent yerlestiril-
diveisleme son verildi (video 5).

Sonug: Covit-19 pandemisi ¢esitli vaskiler tromboembolik
komplikasyonlariberaberinde getirmektedir bu durum bizleri
alternatif tedavi yéntemleri Gretmeye zorlamaktadir. Koro-
ner, nérovaskdler ve periferik girisimigin kullanilan yéntemler
ve bircok malzeme kendi aralarinda kombinasyon olusturula-
rak vaskdler problemleri ¢6zmek icin alternatif olusturabilir.

SO-15 [Interventional Cardiology / Carotid and Peripheral
Vascular]

Femoral Arterde Sikisan Telin Monorail
Yapilmis Kateterile Serbestlestirilmesi
Sinan Varol', Fahrettin Katkat?, Serkan Karahan', Sevgi
Ozcan', irfan Sahin', Ertugrul Okuyan'

'Bagcilar Egitim ve Arastirma Hastanesi, Kardiyoloji Klinigi, istanbul
25.B. istanbul Egitim ve Arastirma Hastanesi, Kardiyoloji Klinidi,
istanbul
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Giris: Femoral yolla yapilan anjiografide, periferik arter has-
taligi ve tortiyosite islemi zorlastiran faktérlerdendir. Hema-
tom, pseudoanevrizma, riptir gibi komplikasyonlara oranla
kilavuz tel sikismasi ¢ok nadir komplikasyonlardan biridir. Si-
kisan telin ¢ikartilmasii¢in diger femoral arterden ponksiyon
ve snare ile yakalama, cerrahi ¢ikartma ve tamir se¢cenekler
arasindadir. Bu olgumuzda, sag femoral arterde sikisan kila-
vuz teli ayni taraftan, farkh bir yéntemle serbestlestirmeyi
gercgeklestirdik.

Olgu Sunumu: 56 yasinda erkek hasta elektif koroner anji-
ografi amagh kateter laboratuarina alindi. Standart 6F 11
cm femoral intraducer seti (Ares Medikal) kullanilarak ya-
pilan islemde femoral ponksiyon sonrasi, ponksiyon ignesi
icinden 0.038x45 cm kilavuz tel ilerletilmeye ¢alisildi. 25 cm
civari ilerletildikten sonra takildigi ve ilerlemedigi gézlendi.
Floroskopik incelemede kilavuz telin iliak arter ortasina ka-
darilerledidi, ucunun distal kissmdan 5 cm kisimda katlandigi
gozlendi. Limende oldugu konfirme edildikten sonra kilavuz
tel Gzerinden 6F sheat yerlestirildi. Katlanan kilavuz tel ¢e-
kilmek istendi, fakat geri gelmedigi gézlendi. Kilavuz tel bu
seviyede tuzaklanmisti. Telin ¢esitli rotasyon manevralari ile
manipulasyonu da teli serbestlestirmeye yetmedi. Bu asa-
mada kilavuz teldeki katlantiyi gevsetebilmek, rotasyon igin
yeterlitork verebilmekic¢in tanisal Judkins 4 sag kateter (JR4)
kullanilmasina karar verildi. Telin serbestlestirme sirasinda
femoral arterdeniceri kacmamasiicgin, sheatdisina ¢ikan kis-
min hep tutulmasi ve birakilmamasi ihtiyaci mevcuttu. Telin
kisa yapisi (45 cm) nedeniyle de kateterin kisaltiimasi gereki-
yordu. ilk denemede JR4, distal ucundan yaklasik 60 cm ola-
cak sekilde kesildi ve floroskopi esliginde sikisan kisa kilavuz
tel Gzerinden ilerletildi. Fakat basarili olunamadi. Kateterin
daha kisa olmasi halinde kilavuz tel katlanti noktasina ulasip
destek veremeyecekti. Bu asamada kontralateral femoral
ponksiyon ve snare ile yakalama bir se¢enek olabilirdi, ama
sikisan serbestlestirilme olmadan snare ile ¢ekilmesi de pek
glvenli bulunmadi. Bu asamada yeni bir yéntem ile manipu-
lasyona karar verildi. JR4 kateter kesilmeden, distal u¢tan 25.
cm'de bisturi ile bir delik agildi (Resim 1). Serum fizyolojik ile
iyice yikandi. 7F Femoral Sheat’e ge¢ilmeyi takiben bu mo-
difiye kateter, sikisan kilavuz tel Gzerinden ilerletildi. Telin
distal ucu bu delikten cikarildi ve elle sabitlendi. Bu sekilde
“monorail” segmenti olusturulan kateter kilavuz telin kat-
lanti bélgesine kadar ulastirilabildi. Boylece kateter destegi
ile etkili tork, etkiliitme-¢ekme manevralariile kilavuz tel bir
miktar distale itilerek iliak bifurkasyonda katlanti a¢ildi ve
kilavuz tel gekilebildi. (Resim 2) Koroner anjiografisi tamam-
lanan hastanin komplikasyonu olmadi.

Sonug: Femoral arter giris yeri komplikasyonlarinda yeni yak-
lasimlar sorunun ¢é6ziiminde 6nemli yarar saglayabilir.
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Sekil 1. Modifiye monorail kateterler ve katlanmis. Kilavuz
tel. ilk denemede kullanilan kesilmis kateter (1), sonrasinda
delik acilip monorail hale getirilmis kateter (2), icinde katlan-
mis 0.035 inch kilavuz tel (3) géziikmektedir. Ok, kilavuz tel
tizerinde bisturiile agilmis olan deligi géstermektedir.

Sekil 2. Katlanan kilavuz telin kurtarma asamalari. Katlanan
kilavuz teli agma manevralari. Katlanan kilavuz tel sag femo-
ral arterde sikismis olup, ileri veya geri hareket edememektey-
di, tork verilememekteydi (1). Bisturi ile u¢ kisminin proksima-
line delik acilarak monorail hale getirilen kateter ilerletilerek
kilavuz telin katlanma noktasina itme giicii ve tork iletimi
saglandi (2). Gevseyen kilavuz tel aortaya itildi (3). Kilavuz tel
cevrilip, katlanan ucu karsi iliak artere yénlendirildikten sonra
cekilerek katlanma kisminin a¢ilmasi saglandi (4).

SO-16 [Cardiovascular Surgery]

Congenital Anomaly of Circumflex Coronary
Artery Thought to be Mis Diagnosis as Total
Occlusion

Erdal Simsek’, Mustafa Cetin?, Okay Gliven Karaca', Mustafa
Micahit Balci?, Serdar Ginaydin', Ender Ornek?

'Ankara Bilkent City Hospital, Ankara
2Ankara Bilkent City Hospital, Department of Cardiology, Ankara

Introduction: Itis a very rare congenital heart disease in whi-
ch the circumflex coronary artery originates from the pul-

monary artery (ACCAPA). They are often noticed late or go
unnoticed. The left main coronary artery originating from
the pulmonary artery (ALCAPA) is better defined and cons-
titutes 0.5% of all anomalies (1). If coronary artery anomalies
are hemodynamically significant in relation to shunt, they
may present with chest pain, myocardial infarction or sudden
death. If hemodynamically insignificant, it may be asympto-
matic (2).

Case Report: A 68-year-old female patient presented
with the complaint of compressive chest paininthe retros-
ternal region. In her electrocardiography, the rhythm was
atrial fibrillation and nonspecific ST-T wave changes were
observed. Transthoracic echocardiography revealed left
ventricular ejection fraction (LVEF) of 52% and hypokinesia
inthe inferior wall. Troponin-1value was measured as 1.622
ng/L (<45 ng/L). It was learned that coronary angiography
was performed with the diagnosis of Ml without ST ele-
vation in different centers in 2015 and 2019, and Cx osteal
occlusion wasreported as 100% in both centers and a deci-
sion was made for medical follow-up. In the simultaneous
left coronary angiography and pulmonary angiography, it
was confirmed that the Cx emerged from the inferior of
the right pulmonary artery proximal (Video 1, 2). Surgery
was decided by the heart team. In the operation, the ri-
ght pulmonary vein located behind the superior vena cava
was accessed by retraction of the ascending aorta turned
with sling tape. The circumflex coronary artery originating
from the posterior part of the right pulmonary vein was
accessed by blunt and sharp dissections (Figure 1). Aorta
unicaval cannulation was performed. it was thought that
the Aorta-Saphen-Obtus margin coronary bypass proce-
dure would not be sufficient for the blood supply of the
entire circumflex coronary bed. It was decided to bypass
where the circumflex coronary artery originated from the
right pulmonary artery so that the entire circumflex co-
ronary vascular bed was supplied with blood. Due to the
short patency period and the anatomical risk of folding, it
was decided to use the right internal mammarian artery
(RIMA) instead of the saphenous vein graft. RIMA was pas-
sed in front of the superior vena cava by cardiopulmonary
bypass, and RIMA-Circumflex coronary artery bypass was
performed with 8/0 prolene without cross clamp (Figure 2).
During the anastomosis, the circumflex artery was retrac-
ted with a tape to make the anastomosis visible. Subsequ-
ently, the circumflex coronary artery-right pulmonary ar-
tery connection was ligated with hemoclips. ECG changes
did not occur.

Conclusion: In patients with left system coronary artery ano-
maly originating from the pulmonary artery, intervention by
placing a cross clamp causes insufficient myocardial protec-
tion. Therefore, we strongly recommend the operation with
beating heart surgery.
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Figure 1.

Figure 2.

SO-17 [Cover Heart Diseases]

Mortal Seyirli VRE iliskili izole Pulmoner
Kapak Endokarditi

Ayse irem Demirtola’, ismail Balaban', Duygu inan', Anar
Mammadli?, Emir Dervis', Gékhan Kahveci'

'istanbul Basaksehir Gam ve Sakura Sehir Hastanesi, Kardiyoloji
Bslimdi, istanbul
?Bayindir Hastesi, Ankara

infektif endokardit artan antibiyoterapi ve cerrahi secenek-
lerine ragmen mortalitesini korumaktadir.izole pulmoner
kapak endokarditi(PKE)tim endokarditlerin %2 sinden azi-
ni olusturur ve genelde medikal tedavi edilebilen bening bir
tablo olsa da tanisal gl¢ligi ve tedavi yonetimindeki belir-
sizlik ile komplike seyredebilmektedir.Biz de bu vakamizda

messsmmm S98

37. Uluslararasi Katihmh Tirk Kardiyoloji Kongresi

mortal seyir gésteren,septisemi sonrasi vankomisin rezistans
enterokok(VRE)iliskili izole pulmoner kapak endokarditine
bagli kaybettigmiz hasta deneyimimizisizlerle paylasacagiz.

Bilinen HT ve KBH olan 62 yasinda kadin hastada,dahiliye
servisinde akut bébrek yetersizligiile izlenmekteyken yliksek
ates ve nefesdarligigelismis.Anirik seyretmesitizerine sant-
ral venodz kataterle rutin hemodiyalize alinmis.Coklu antibi-
yoterapi altinda alinan kan kiltirlerinde VRE Uremesi lzeri-
ne santral kateteri ¢ekilmis.Hasta olasi kardiyak patolojiler
agisindan klinigimize konstlte edildi.Fizik muayenesinde pa-
rasternal diyastolik Gftrim disinda patoloji saptanmadi.Be-
lirgin |6kositoz ve inflamatuar marker ytksekligi olan hasta-
nin yapilan transtorasik ekokardiyografisinde(T TE)pulmoner
kapak flail izlendi,ileri derece yetersizlik mevcuttu(Sekil 1)
Hastaya yapilan transézofageal ekokardiyografide(TEE)pul-
moner arter ¢api3,2 cm ve pulmoner kapak tGizerinde 2.65mm
uzunlugunda hiperekojen kitle imaji izlendi(Sekil 2)Trans-
gastrik pulmoner kapak incelemesinde pulmoner kusplarin
flail oldugui,ileriderece pulmoner yetersizlik akimigérildi(P-
HT: 79 msn)( Sekil 3) U¢ boyutlu transgastrik gériintiilemede
pulmoner kapak morfolojisi ortaya kondu($ekil 4)Aort, mitral
ve triklspit kapakta patoloji izlenmedi.Hastada izole PKE
dislinulerek enfeksiyon ve kalp damar cerrahlariyla gérisil-
di,antibiyoterapisi revize edildi ve cerrahi planlandi.Bu sira-
da hastanin genel durumunda kotilesme izlendi,artan nefes
darhgi Gzerine ¢ekilen PAAG'de yiklenme bulgulari gorilir-
ken,toraks BT'de submasif plevral eflizyon izlendi(Resim5)
Hastaya acil cerrahi planlandi ancak genel durumu hizla ké-
tllesen hasta kisa siire igerisinde kaybedildi.

Pulmoner kapak endokarditi tim endokarditler icinde %1.5-
2 oraninda olduk¢a nadir goridlmekle birlikte genelde iv ilag
kullanimi,santral vendz kataterler, kronik hemodiyaliz gibi
altta yatan predispozan faktdér mevcuttur.En sik etiyolojik
ajanlar Staf.aureus,coag-negatif Stafve group B Strep.dir.
Dustk vaka insidansi nedeniyle veriler kisith olsa da,vakala-
rin %91nde TTE'nin tanisal oldugu ortaya konmustur. Tedavi-
de iv antibiyoterapinin yeterli oldugu bening bir tablo olarak
dislinllse de persistan bakteriyemi,abse formasyonu,septik
pulmoner emboli varliginda ve bizim hastamizda oldugu gibi
hemodinamik parametreler bozuldugunda acil cerrahi dist-
nitlmelidir.

Biz de literatlirde gosterilen ilk izole VRE ilisklili pulmoner
kapak endokarditi vakamizla,klinik pratigimizde siklikla kar-
silasmadigimiz ancak gosterdigi agresif seyirle tanida ne ka-
dar 6nemli yerde oldugumuzu bizlere hatirlatan deneyimimi-
zisizlerle paylasmak istedik.
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SO-18 [Cover Heart Diseases]

Farklh Kapak Teknolojilerinin Ayni Hasta
Bulusmasi: Monoleaflet Mitral Mekanik
Protez Kapaktan Triklispid Valve in Valve
islemine Uzanan Yolculuk

Mehmet Aytiirk, Minevver Sari, Serdar Fidan, Ziibeyde Bay-
ram, Birol Ozkan, Gékhan Alici

Kartal Kosuyolu Yiiksek ihtisas E§itim ve Arastirma Hastanesi,
istanbul

Kalp kapak hastaliklarinin tedavisi yillar iginde gelisen tek-
nolojilerile cerrahiveya perkutan yéntemlerle yapilmaktadir.
Trikuspid kapak hastaliklarinda trombojenite riski nedeniyle
biyoprotezler tercih edilmektedir. Ancak biyoprotezlerin de-
jenerasyon problemi tekrarlayan kapak girisim ihtiyaci olus-
turmaktadir. Trikuspid biyoprotez dejenerasyonlarinda, tri-
kuspid valve in valve (TVIV) yontemi ylksek teknik basari ile
redo cerrahiye iyi bir alternatiftir.

61 yas kadin hastada 1998 yilinda monoleaflet mekanik ka-
pak ve 2007 yilinda aortik bileaflet mekanik (21 StJude),
triklspit biyoprotez (33 Sorin) ve epikardiyal pacemaker
implantasyonu yapilmis. 5 yildir asit ve NYHA 3-4 dispne ne-
deniyle mikerrer hastaneye yatis ve parasentez ihiyaci olan
hasta benzer sikayetler ile basvurdu. TTE'de LV sistolik dis-
fonksiyonu (%35), mitral kapak gradiyentleri 156mmHg, aor-
tik kapak gradiyentleri 43/21mmHg olarak &l¢lldi. Triklspid
biyoprotez kapakta orta dereceli yetersizlik ve anlamli darhk
(mean gr 9 mmHg)izlendi(Sekil1). Biatriyal dilatasyonu ve RA
komsulugunda perikardiyal efuzyonu olan hastada RV hafif
iferi pulmoner dilate ve sistolik fonksiyonlari orta derecede azalmisti (TAP-
rye_‘e‘fwk\ - SE:1.2cm, RV FAC %23). inferior vena kava 2.7cm olup pleato-

x re izlendi. TEE'de trikuspid biyoprotez dejenerasyonu izlendi,

: ' TrikUspid kapak i¢ ¢aplari 29mm*27mm olarak él¢uldi (Se-
-
4

"

PHT: 79msn,,’

Sekil 3.

kil2). Yogun ditretik tedavilere ragmen asiti devam eden ve
parasentez gereksinimi olan hastada yapilan ultrasonogra-
fide hepatosplenomegali, karaciger konturleri lobule, portal
venoz yapilar normal, hepatik ve IVC dilateydi. Siroz ve por-
tal hipertansiyon disltinilmedi. Redo cerrahiriskiyliksek olup
TVIV planlandi. Femoral vene 6F sheat yerlestirildikten son-
ra proglide yerlestirildi. Ardindan 6F MP kateter ve hidrofilik
tel ile triklspit kapaktan gecildi. Hidrofilik tel sag pulmoner
artere ilerletildikten sonra MP kateter ilerletildi ve stiff tel
ile degistirildi. 32 no Myval kapak triklspit biyoprotez kapak
icine implante edildi (Sekil3). Trikuspid kapak mean gradienti
2 mmHg'ya geriledi ve trikuspid yetersizligi izlenmedi (Sekil
4). Warfarin, oneptus, spirinolaktone 50mg ve furosemi-
de 40mg 2*1ile taburcu edildi. Taburculuktan 2 hafta sonra
artan karin sisligi sikayeti ile basvuran hastanin dilretik te-
davi dozu ayarlandi ve yine parasentez uygulandi.Tuz ve sivi
kisitli diyete ilaveten spiranolaktone 100mg ve furosemide
250mg'a ylkseltilerek taburcu edildi. 9 ay boyunca takipler-
de asiti devam etmektedir.

McElhinney yaptigi ¢alismada TVIV yapilan hastalarda %98.6
teknik basarive 13.3 aylik takipte hastalarin %77'sinde semp-
tomlarda iyilesme (NYHA 1-2) olup islem sonrasi hastalarin
%14'inde NYHA 3-4 semptomlari mevcuttu. NYHA-4 semp-
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tomatik olmasi ve islemden kisa stire 6nce akut dekompan-
zasyon nedeniyle hastaneye yatis olmasi TVIV yapilan hasta-
larda olumsuz klinik sonuglarin prediktérleridir. Uygun hasta
se¢imive buislemden enfazlafayda gérecek hastagrubunun
belirlenmesiicin yeterli data bulunmamaktadir.
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SO-19 [Cover Heart Diseases]

Mechanical mitral valve thrombosisin a
patient with COVID19 infection

Emre Arugaslan, Mustafa Karanfil, Yunus Calapkulu, Ender
Ornek, Hiiseyin Bayram, Seref Alp Kiiclker

Ankara Bilkent City Hospital, Ankara

Case Report: A 46-year-old male patient with a history of
mechanical mitral valve surgery was admitted due to mild
dyspnea and malaise. Physical examination revealed ab-
sence of prosthetic click. Electrocardiography showed sinus
rhythm with non specific ST segment changes. Medications
consisted of only warfarin. His recent medical history was
remarkable due to COVID-19 infection in his household. It
was decided to test patient for COVID- 19 because of close
contact and subfebrile fever ( 37.5 °C). Real-time polymera-
se chain reaction nasopharyngeal swab test was positive for
SARS-CoV2. Transthoracic echocardiography (TTE) detec-
ted severely restricted leaflet mobility with a mean transval-
vular gradient of 23 mmHg. Obstructive thrombus extending
to left ventricular outflow tract was seen (Figure 1). Fluoros-
copy also showed restricted mobility of leaflets. Admisson
INR was 3.26.Blood cultures were obtained to rule out infec-
tive endocarditis. Emergent surgery was declined due to he-
modynamic stability and active COVID-19 infection.

Patient was admitted to intensive care. Warfarin was stop-
ped andintravenous unfractioned heparin was administered
with aPTT guided dosing. On the third day of treatment TTE
showed decreased mitral valve gradients ( mean 12 mmHg).
However patient deteriorated because of supraventricular
tachycardia and subsequent pulmonary edema at day 7. Be-
dside echocardiography demonstrated re-elevation of mean
pressure gradient to 28 mmHg. Emergent thrombolytic was
administered however no amelioration was seen in both cli-
nical and echocardiographic parameters after lytics. Urgent
mitral valve replacement was performed. Patient hasn't ex-
perienced any adverse event after discharge.

Discussion: Mechanical heart valve thrombosis is usually as-
sociated with inadequate anticoagulation. TTE and tran-
sesophageal echocardiography (TEE) are essential for di-
agnosis and for determining the degree and cause of valve
dysfunction, TEE wasn't performed in this COVID-19 patient
due to the heightened risk for SARS-Cov-2 spread. Cinef-
luoroscopy provides additional information about leaflet
mobility and opening. Emergency valve replacement is re-
commended for obstructive prosthetic valve thrombosis in
critically ill patients but fibrinolysis should be considered if
surgical risk is high. Heart team decided to administer fibri-
nolytics due to concerns about perioperative hyperinflam-
mation and hypercoagulability associated with COVID-19
but redo surgery was eventually needed after failure of th-
rombolytics.

COVID-19 infection has been associated with increased res-
piratory complications and mortality in patients undergoing
cardiac surgery. However delaying the surgery in a patient with
prosthetic valve thrombosis is also risky due to fatal outcomes.
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Decision between surgery and thrombolysis for mechanical
valve thrombosis should be individualized. Physicians should be
aware of thrombotic complications during this outbreak.

TISO.S M0 Adult Echo TIS0.E MI13
4.

Tomms

Figure 1. Echocardiographic Images

SO-20[Cover Heart Diseases]

TAVi yapilan hastalarda farkedilmeyeni
farketmek; Suicide sol ventrikdl

Faruk Ertas
Dicle Universitesi Tip Fakiltesi, Kardiyoloji Anabilim Dali, Diyarbakir

Giris: TAVI sonrasi hemodinamik kollapsin gesitli nedenleri
vardir. Bunlardan biri “suicide’” sol ventrikildir. Oliimle so-
nuclanabilen ciddi bir tablodur. Klinik tablonun fark edilme-
mesi faydasiz hatta zararl tedavilerin uygulanmasina ve
6limle sonug¢lanmasina neden olabilir. Klinigimizde yaptigi-
miz ve suicide sol ventrikll nedeniyle hemodinamik kollaps
gelisen bir olguyu sunmayi planladik.

Olgu Sunumu: 80 yas, bayan hasta semptomatik ciddi aort
darhdr nedeniyle klinigimize yatirildi. Bilinen Koroner arter
hastaligi, hipertansiyon, Tip2 DM’ si olan hastanin STS skoru
7 olmasi Gzerine kardiyoloji-kalp damar cerrahisi ortak kon-
seyinde TAVI karari alindi. Hastanin EKG'si normal sindis rit-
mi, Hiz 75/dk. TTE'da aort kapak triklspit yapida, kalin, ileri
derecede kalsifik ve agilimi kisithydi. Aort kapak diizeyinde
alinan gradiyentler PGR:90 mmHg, MGR: 64 mmHg. Annu-
lus ¢api; 21 mm, LVOT c¢api; 17.5 mm. Son ventrikil kavitesi
klicUk ve asimetrikileri derecede septal hipetrofisi mevcuttu
(EF: Normal). MSCT 6&l¢tmleri; hastaya femoral yoldan self
expandabl bir kapak olan 26'lik Evolout R kapak implantas-
yonu basarili ile uygulandi. Hasta izlem i¢in yogun bakima
alindi. Yogun bakim izleminin 1. saatinde hastada nefes dar-
lig1, derin hipotansiyon ve idrar ¢ikisinda azalma gorildi.Tam
degerlendirmelere ragmen bu klinik tabloyu olusturacak bir
komplikasyon tespit edilmedi. Hastaya pozitif inotrop bas-
lanmasina ragmen hemodinamisi daha da kotilesti. Bu du-
rumda hastada suicide sol ventrikil olabilecegi distnilerek

Tekrardan TTE yapildi. Mid-kaviter sistolik obstriksiyon tes-
pit edilince hastanin pozitif inotraplari stoplandi. Mai destegi
ile beraber beta-bloker tedavisi baslandi. Kisa stirede hasta-
nin hemodinamisi toparlandigi gézlemlendi.

Sonug: Literatlirde yayinlanan TAVI sonrasi suicide sol vent-
rikll vakalari incelendiginde aort darligi gradiyenti ¢ok ileri,
sol ventrikil hipertrofisi belirgin ve septal hipertrofi daha én
planda olan, sol ventrikil kavitesi ki¢ik, ejeksiyon fraksiyo-
nu normal olan hastalardir. TAVi sonrasi suicide sol ventrikiil
riski olan bu tarz hastalarda énceden tedbir alinmalidir. He-
modinamik kollaps gelisen hastalarda ise bu neden her za-
man akilda tutulmalidir.Sol ventrikll dolus basincini normal
hatta ylksek tutmak i¢in hastalarda sivi dengesi iyi korun-
masina, ventrikll dolusuna zaman tanimak icin beta bloker
ile kalp hizi kontrol altina alinmalidir. TAVi sonrasi erken dé-
nemde afterload disliricl veya pozitif inotrop ilaglar kulla-
nilmamalhidir.

1 AV Vmax
AV Vmean 475 m/
AV maxPG 153.01 mmHg
AV meanPG 99.14 mmHg|

AV VTI
AV Env.Ti

129.9 cm
274 ms)

Sekil 2. Ekokardiografik gradientler
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Sekil 3. TAVi islemi sonrasi

SO-21[HeartFailure]

Erken Yasta Nadir Goériilen Kardiyomiyopati:
Wild Tip TTR Amiloidoz

Ali Orcun Siirmeli, Mustafa Demir, Ahmet Celik

Mersin Universitesi, Tip Fakdltesi, Kardiyoloji B61imd, Mersin

Kardiyak amiloidoz (KA), katlanmasi bozulan endojen prote-
inlerin amiloid fibrilleri seklinde kalpte ve ¢ogunlukla berabe-
rinde bdbrek, karaciger, gastrointestinal sistem ve yumusak
dokuda birikmesi sonucu ortaya ¢ikan ilerleyici bir kardiyo-
miyopati olarak kabul edilir. En sik gézlenen KA formlari, im-
munglobulin hafif zincir (AL) amiloidozu ve transtretin (TTR)
amiloidozudur. Kardiyak tutulumun bulundugu amiloidoz-
da prognoz kéti olup AL KA'da ortalama survi 6 ay ve TTR-
KA'da ortalama survi26—43 ay bildirilmektedir.

56 yasinda erkek hasta klinigimize son aylarda artis gésteren
nefes darligi, ¢abuk yorulma ve presenkop sikayeti ile bas-
vurdu. Hastanin fizik muaynesinde s1+s2 + olarak tespit edil-
di, ek ses ve Uflrim yoktu, elektrokardiyografi 65/dk normal
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sinls ritmi olarak izlendi.(Sekil 1) Hastanin kan basinci 128/84
mmHg olarak tespit edildi. Hastanin dykisiinde koroner ar-
ter hastalgi, ciddi hipertansiyonu yoktu. Hastaya yapilan
ekokardiyografi de ejeksiyon fraksiyonu %65 olarak tespit
edildi. Hafif diyastolik disfonksiyonu mevcuttu. Hastanin
aciklanamayan belirgin sol ventrikll duvar kalinligi artisi (18
mm) olmasi ve bakilan bnp dederi ylksek ¢ikmasi lzerine
hastaya ileri inceleme planlandi. Hastaya yapilan kardiyak
MR da postkontrastincelemede bazal diizeyden gegen kesit-
lerde interventrikiler septumda, sol ventrikll anterior duva-
rinda subendokardiyal alanda ve posterior duvarinda sube-
pikardiyal alanda yama tarzinda kontrast tutulumlari dikkati
¢ekmistir, sol ventrikil bazal diizeyden gegen kesitlerde daha
belirgin olmak tzere hipertrofi izlenmistir. (Sekil 2) Hastaya
amiloidoz ayirici tanisina yénelik immunelektroforez, kemik
sintigrafi ve hematoloji konstltasyonu planlanmistir. Serum
ve idrar immunfiksasyon normal olan hastada AL tip amilo-
idoz ekarte edilmistir. Hastaya yapilan kemik sintigrafi Tc-
99m PYP ¢alismasinda kardiyak bélgede belirgin heterojen
tarzda artmis Tc-99m PYP aktivitesi amiloidoz 6n tanisini
desteklemektedir. (Sekil 3) Taniyi kesinlestirmek i¢in yapilan
genetik analiz sonucu hastaya wild Tip TTR amiloidoz tanisi
konuldu. TTR amiloidoz hastalarinda serum TTR stabilizas-
yonu saglayan ve basarili klinik sonuglar sagladigiispatlanan
tafamidis etken maddeliilagi¢in basvuru yapildi.

Kardiyak amiloidoz en ¢ok atlanan tanilar arasinda yer al-
maktadir. Bugline kadar KA olduk¢a nadir gérilen bir hasta-
lik olarak distinlilms olsa da yeni veriler korunmus ejeksiyon
fraksiyonlu kalp yetersizligi olgularinin %13 ve ylksek riske
sahip ciddi aort darligi bulunan yasli olgularin %16—26'sinda
TTR-KA bulundugunu géstermektedir. Ozellikle acgiklana-
mayan sol ventrikll hipertrofisi ve klinik semptomlari olan
hastalarda ayirici tanida mutlaka akilda bulundurulmalidir.
Wild tip TTR amiloidoz, mutant ve AL amiloidozlara gére
daha yavas seyirli ve daha az klinik semptomlailiskilidir. Ge-
nellikle erkeklerde ve 70 yas Gstinde oldugu bilinse de bizim
olgumuzda oldugu gibi gen¢ yasta tespit edilen nadir wild tip
TTR amiloidoz olgulari bulunmaktadir.

T0.00meryimV 35 O 75HE

Sekil 1. Elektrokardiyografi
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Sekil 2. Kardiyak MR
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Sekil 3. Kemik Sintigrafi

SO-22 [Interventional cardiology / Valve and structural
heartdiseases]

Percutaneous repair of functional mitral
regurgitation and ICD lead related tricuspid
regurgitationin a thalassemia major patient

ismail Ates, Murat Esin, Mehmet Dogru, Akif Durak
Medical Park Hospital, Clinic of Cardiology, Antalya

Cardiac eventssuch as heart failure, valve diseases and arrh-
ythmia are frequently observed in patients with thalassemia
major. Compared to normal subjects, the treatment of these
diseasesis very difficultin patients with thalassemia major.

A 40-year-old male patient who has had the diagnosis of
thalassemia major and hepatic failure for 6 months has been
referred to cardiology department to evaluate the ability of
liver transplantation. Physical examination reealed systolic
murmur on the apex, rhythmic S1and S2, significant ascites
and pretibial edema 2+ were detected. Echocardiography of
the patient, who was referred to us for pre-transplant evalu-
ation, revealed heart failure (EF 40%, NYHA class IV ), mode-
rate to severe mitral regurgitation, torrential tricuspid regur-
gitation due to ICD lead compression, prominent dilatation

in the right heart chambers and d-shaped LV during diastol
which represents volum overload of RV. The patient was eva-
luated in cardiology, cardiovascular surgery and hepatology
council. Before the liver transplantation valve surgery was
considered however, it was considered to be a very high risk
in terms of valve surgery. In the council; ICD lead extraction,
mitral and tricuspid valve percutaneous end-to-end repair
with MitraClip system and ICD reimplantation were planned.
Finally, after the general conditionimproved, liver transplan-
tation was decided.

Firstly, ICD lead extraction was performed with lead extra-
ction system (Liberator and Evolution RL, by Cook ). Valve
repair was performed with Mitraclip system using 1 XTR for
mitral valve and 2 XTR for tricuspid valve. There were mild
residual MR and mild to moderate residual TR at the end of
the procedure. ICD implantation was performed again. Sig-
nificant clinical improvement was achieved as NYHA class I
and his hemodynamics was stable in the follow-ups. The pa-
tient was discharged. Liver transplantation was planned for
the patient 1month later.

The use of percutaneous treatment methods should be kept
in mind in the treatment of valve diseases in patients with
high cardiacrisk such as thalassemia major. More studies and
experience are needed on this subject.

Figure 1. Mitral valve regurgitation before the procedure

Figure 2. Mitral valve regurgitation after the procedure




Figure 5. ICD reimplantation
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SO-23 [Interventional Cardiology / Carotid and Peripheral
Vascular]

Successful Retrograde Revascularization
of Anterior Tibial Artery Occlusion after
Procedure — Related Dissection

Emre Girel, Tuba Glctekin, Zekeriya Dogan, Murat Stnbdl,
Altug Cingin, Kirsat Tigen

Department of Cardiology, Marmara University, Faculty of
Medicine, Istanbul

77 year-old male patient with hypertension, diabetes mel-
litus and smoking history was admitted to our clinic, comp-
laining severe intermittent claudication in the right lower
extremity. He had an history of unsuccessful intervention for
anterior tibial artery (ATA) in another institution one month
ago. His physical examination revealed wounds and necrotic
tissues on the right foot fingers, and no pulse on the below-
the-knee arteries. Arterial Doppler ultrasonography showed
monophasic flow for distal ATA and no flow for posterior ti-
bial artery (PTA). Peripheral angiography was performed and
it demonstrated total occlusion in the ATA and PTA. Weak
collateral filling was observed only at the level of distal ATA.
Percutaneous intervention was planned. First we accessed
through left femoral artery with 6F sheat, and éF sheatless
catheter advancedto the popliteal artery by crossover tech-
nique. Total occlusionin the ATA was tried to penetrate using
antegrade 0.014 hydrophilic wire (Pilot 150) and microcathe-
ter support (Caravel). However, before reaching to the total
occlusion, the wire tended to go subintimal in our all attemp-
ts in the proximal part of the ATA due to the dissectionsrela-
ted to previous unsuccessfulintervention. After that we per-
formed retrograde puncture from distal ATA without placing
sheat and crossed the total lesion retrogradely using Pilot
150 with microcatheter support. True lumen was confirmed
in the proximal ATA. This retrograde wire was captured with
asnare and externalized from left femoral artery by creating
a loop. Lesion was dilated with 2.5 x 200 and 3.0 x 150 mm
balloons. Final angiogram showed a good flow through ATA,
sufficient filling in plantar arch and no flow — limiting dissec-
tion. Hemostasis was obtained with balloon inflation for the
retrograde access.

SO-24 [Nuclear Cardiology]

Chronic Q Fever Endocarditis

Betiil Ayca Yamak?, Serkan Unli', Hakan Zor?

'Department of Cardiology, Gazi University, Faculty of Medicine
Ankara

?Department of Cardiovascular Surgery, Gazi University Faculty of
Medicine, Ankara

A 38 years old Caucasian male patient was admitted to the
outpatient clinic with a fever and weight loss of 14 kilograms
in two weeks. He had followed up with rheumatic mitral and
aortic valve. He had a history of penicillin usage since the
age of 15. His previous transthoracic echocardiography (TTE)



37. Uluslararasi Katilmh Tirk Kardiyoloji Kongresi

demonstrated moderate-severe aortic regurgitation, seve-
re aortic stenosis with aortic valve area 1,1 cm2. Also, TTE
demonstrated a peak aortic valve gradient of 71 mm Hg, a
mean gradient of 47 mm Hg. Mitral valve area was measu-
red as 1,5 cm?. Systolic function was normal. No evidence of
endocarditis was present on TTE. The electrocardiography
showed normal sinus rhythm with a left ventricular hypert-
rophy pattern. Chest X-ray of the patient showed increased
pulmonary vascular markings. His laboratory tests revealed
high acute phase reactants. His erythrocyte sedimentation
rate (ESR) (46 mm/St; normal range 0 mm/St to 15 mm/St)
and C-reactive protein test (CRP) ( 56,9 mg/L; normal range
0 mg/L to 5mg/L) were above the normal standards. He was
hospitalized by the infectious diseases department to search
for the source of infection. Blood cultures were negative. No
vegetation was observed in the control transthoracic echo-
cardiography, and the patient was evaluated by transesop-
hageal echocardiography (TEE). 5*5 mm vegetation was ob-
served on the aortic valve (Figure-1). The Coxiella antibody
test was resulted as positive. Doxycycline and hydroxychlo-
roquine were started with the diagnosis of Q fever endocar-
ditis. Coxiella titers increased during antibiotic treatment.
The patient was evaluated by the cardiology and cardio-
vascular surgery departments and the surgery was planned.
Aortic and mitral valve replacements are performed in the
patient who received a total of 30 days of antibiotic therapy.
Control transthoracic echocardiography was performed af-
ter five months following the surgery. TTE demonstrated a
peak aortic valve gradient of 43 mm Hg; a mean gradient of
27 mm Hg. Also paravalvular mild aortic and mitral regurgi-
tation were observed. Antibiotic treatment was continued
in the patient with increased Coxiella titers. In the control
positron emission tomography-computed tomography (PET-
CT) an increased 18 FDG uptake was observed in the aortic
wall (Figure-2). The patient’s antibiotic treatment was con-
tinued for 12 months. In the control PET-CT, it was observed
that the pathology involvement continued to decrease (Fi-
gure-3). It was decided to follow up medically with monthly Sekil 2. PET-CT image of the patient.
TTE control.

Q fever is a zoonotic infection caused by Coxiella burnetii.
Chronic Q fever is more common in patients with underlying
valvular disease. Diagnosis is difficult due to negative blood
culture and the inability to observe vegetation. Serology and
a Coxiella phase-11gG titer, whichisa primary Duke criterion,
are used to diagnose chronic Q fever. Asin this case, PET-CT
can also help in diagnosis.

Sekil 3. The last PET-CT image of the patient.
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SO-25 [Other]

Enfeksiy6z olmayan endokarditin nadir
rastlanilan bir nedeni eriskin still hastaligi

Emre Melik Faideci, ishak Yilmaz, Sinan Giizel, irfan Sahin,
Ertugrul Okuyan

Clinic of Cardiology, Bagcilar Training and Research Hospital, istanbul

Giris: Eriskin still hastaligi (ESH) etiyoloji ve patogenezi kesin
bilinmeyen poligenik, multisistemik nadir rastlanilan otoinf-
lamutuar bir hastaliktir. Kardiyak komplikasyonlar arasinda
baslica enfeksiyéz olmayan endokardit (EOE), miyokardit,
perikardit ve kardiyak tamponad yer alir. En sik perikardit
gozlenir, EOE son derece nadir olup en az gérilenidir.

Olgu Sunumu:17 yasindaki erkek hasta ¢arpinti ve nefes darligi
sikayetiile acil servise basvurdu. Hastanin 10 giin 6nce baslayan
ishali oldugu ve 1hafta 6nce amoksisilin + klavulanik asit recete
edildigi 6grenildi. Ozgeg¢misinde ESH vardi. Sigara, alkol, mad-
de kullanim éykdleri yoktu. Fizik muayene de nabiz 123 atim/dk
sinls tasikardisi, kan basinci 9060 mmHg, aort odagdin da diyas-
tolik mitral odak da sistolik Gftirim mevcuttu, oksijen saturas-
yonu (periferik) % 92 akcigerde yaygin ralleri mevcuttu. Hasta-
nin transtorasik ekokardiyografi(EKO) dederlendirmesinde aort
kapakta ileri,mitral kapakta hafif orta yetmezlik akimi ve aort
kapak da vejetatif kitle imaji oldugu goérildi. Hasta koroner
yogun bakim Unitesine EE 6n tanisi ile yatirildi. Transézefagial
EKO'da (TOE) aort ve mitral kapakta vejetatasyon imaijt izlendi
(resim-1). Gastroenterit sonrasi semptomlarin baslamasi ente-
rekok kaynakli EE distindirdd. Klinik agir seyrettigi i¢in mero-
penem + vankomisin baslandi. Kan kiltirlerinde Gireme saptan-
madi. Serolojik antikorlar, immun belirtecler ve otoantikorlar
negatif saptandi. Kalp yetmezligi semptomlarinin gerileme-
sinin ardindan hastaya aort kapak replasmani ve mitral kapak
onarimi yapildi. Mikrobiyolojik ve histopatolojik inceleme de;
steril fokal distrofik kalsifikasyon tespit edildi. Cikartilan doku
da C. burnetii, Bartonella ve Twhipplei'ye rastlaniimadi.

Tartisma: EOE i¢in standart tani kriterleri yoktur ve birtakim
tanisal zorluklar mevcuttur. Ornedin; EOE de gériilen kan kiil-
tlirti negatifligine EE de %30 oranindarastlanilir. Ayrica sepsis
hiperkoagulopati olusturarak EOE ile sonu¢lanabilir ve pozi-
tif kan kiltlrt EE olarak yorumlanmasina sebep olur. EKO ile
de kesin ayrimi yapilamayan vejetasyonun yénetiminde dog-
ru tani gok dnemlidir. Kriterlerin EOE ayrimiigin gézden gegi-
rilmesi gerektigine inaniyoruz.

Sonug: Literatliirde ESH'ye bagh EOE olgu sayisi ¢ok azdir
(Tablo-1). Bildirilen olgularin gen¢ yas grubundan olmalari
ESH'nin erken yas da baslamasi ile iliskilidir. Tedavide stero-
ide iyi yanit alindidi bildiriimektedir. Olgular ilk tani aninda
sikhkla EEile karistirilarak ampirik antibiyotik tedavisi almak-
tadirlar. EE minor tani kriteri olan ates ESH'ninde bilesenidir.
Bu durum dogru taniyi zorlastirmaktadir. Kiltir negatif an-
tibiyoterapiye yanit alinamayan EE olgularinda ESH de akil-
da bulundurulmaldir. Literatlir de nadiren bildirilmis ESH'de
EOE olgumuzu sunduk ve literatirli degerlendirdik. Literatlr
de tek kapak etkilenimleri bildirilmistir. Bizim olgumuz da ise
aort ve mitral kapak birlikte etkilenmistir. Bu durum olgumu-
zu son derece enteresan ve ilgi ¢ekici yapmaktadir.

s S106

37. Uluslararasi Katihmh Tirk Kardiyoloji Kongresi

Resim 1. Transézefagial EKO'da aort kapak nonkoroner
kiispisden mitral anulusa dogru uzanan ve anterior ile pos-
terior mitral leaflet u¢larindan korda tendineaya uzanan ve-
jetatif kitle imaji ve aort kapakta ileri,mitral kapakta hafif
orta yetmezlik akimiizlenmektedir.

Tablo 1. Literatiirde yer alan olgularin ézellikleri

iliskili
Yil Yas Cinsiyet kapak Tedavi Patoloji
1995 38  Erkek Aort Steroid -
2008 17 Erkek  Triklspid Steroid -
2012 39 Kadin Aort Steroid -
2018 18  Erkek Trikispid Steroid -
2020 18 Erkek Mitral  Steroid+mitral Fibrozis ve
kapak miksoid
replasmani dejenerasyon

SO-26 [Other]

A rare cause of abdominal painin an adult
patient: Intravenous leiomyomatosis with
intracardiac extension

Sahhan Kili¢!, Tufan Cinar’, Vedat Cicek’, Suha Asal’, Murat
Selguk!, Muhammed Keskin', Mehtap Gliner?, Ahmet Turan3,
Ahmet Lttfullah Orhan’

'Department of Cardiology, Sultan Abdilhamid Han Training and
Research Hospital, istanbul

?Department of Pathology, Sultan Abdidlhamid Han Training and
Research Hospital, jstanbul

SDepartment of Cardiovascular Surgery, Sultan Abdilhamid Han
Training and Research Hospital, istanbul

Intravenous leiomyomatosis (IVL) is defined as a benign smo-
oth muscle tumor arising from the intrauterine venules and
the myometrium, with identifiable growth within the lumens
of veins. Here, a 49-year-old female patient with a previous
myomectomy history suffered from abdominal pain. The pa-
tient underwent a contrast-enhanced computed tomogram
(CCT) of her abdomen to exclude any abdominal pathology.
A significant mass extended to the right side of the heart was
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observedin the CCT of her abdomen (Figure 1A-B). An opera-
tive decision was made because the mass was large, mobile,
and almost completely occupied her right atrium (RA), with
theimpendingrisk of sudden death due to tricuspid valve occ-
lusion and massive pulmonary embolism. Normal coronary
arteries were observed in the preoperative coronary angiog-
raphy. The tumor was approached via median sternotomy un-
der cardiopulmonary bypass (CPB) and moderate hypother-
mia. After median sternotomy, the aorta, superior vena cava
(SVC), and right femoral vein (conservative length until below
infrahepatic inferior vena cava (IVC)) were cannulated, and
the patient was cooled down to 22°C. After opening the RA,
the intracardiac part of the tumor was seen freely floating. It
was snugly fitted in the RA—IVCjunction, freed by blunt finger
dissection (Figure 2). The entire tumor was easily pulled out
with little tension from the cardiac to the infrarenal IVC and
gonadal vein extension. The RA was closed, and the CPB wea-
ned off. Grossly, the tumor was firm, rubbery, gray-white, and
18 x 20 mm in diameters (Figure 3A). Spindle to stellate-sha-
ped cells without any abnormal mitotic figures were revea-
led by histopathology (Figure 3B). The spindle cells actin (+),
caldesmon (+), panck (-), myogenin (-), CD-34 (-), and S-100
(-) were shown in immunohistochemistry (Figure 3C—3D). The
staining for estrogen and progesterone receptors were positi-
ve, suggesting uterine origin. After the surgical operation, the
patient was diagnosed with massive pericardial effusion and
treated with a pericardial window. Later, she was asympto-
matic at a 3-month outpatient clinical follow-up.

Based on our case findings, we can summarize the IVL diagnos-
tic points: 1) middle-aged women usually have a history of myo-
mectomy and ovarian cyst operation, 2) irregular pelvic mass
with inhomogeneous enhancement and invasion in the pelvic
vein, extending to the IVC, sometimes to the RA, 3) the lesion
widely infringing the venous system is an essential diagnostic
feature, 4) the mobile mass within the RA is always accompa-
nied by alarge massin the IVC, and 5) the massin the heart and
vein structures have no adhesion to the wall of heart and veins.
As shown in our case, surgical excision is still the best treatment
of choice for IVL treatment, and the complete removal of the
tumor is considered essential to prevent a recurrence.

Figure 1. A) Contrast-enhanced computed tomogram of the
abdomen image showing intravenous leiomyomatosis ex-
tendinginto the right atrium. B) Contrast-enhanced comput-
ed tomogram of the abdomen image showing intravenous
leiomyomatosis extending from the inferior vena cava into
theright atrium.

Figure 2. Intravenous leiomyomatosis was seen as freely
floating, and it was freed by blunt finger dissection.

Figure 3. A) Gross pathology of the intravenous leiomyoma-
tosis. B) Hematoxylin stain of the intravenous leiomyomato-
sis. C—D) Immunohistochemistry stain of intravenous leiomy-
oma [Cindicates caldesmon (+) and D indicates actin (+)].

SO-27 [Interventional Cardiology / Coronary]

Kateter Laboratuvarinda Kabuslarimiz
Ger¢ek Oldugunda: Tip 3 Koroner
Perforasyonun ‘Ping Pong' Teknigiile Basarili
Yonetimi

AliNazmi Calik, Semih Eren, Sennur Unal Dayi

Dr. Siyami Ersek G&gis, Kalp ve Damar Cerrahisi Egitim ve
Arastirma Hastanesi, Kardiyoloji Klinigi, istanbul

56 yasinda erkek hasta, tipik gégts agrisi ile acil servisimize
basvurdu. EKG'si ST yikselmeli akut inferior miyokard en-
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farktist ile uyumlu olan hasta kateter laboratuvarina alindi.
Sol sisteminde kritik darlik saptanmayan hastanin sag koro-
ner arter (RCA) orta kisminda subtotal darlik izlendi. 6 Fr. ki-
lavuz kateter ile RCA' ya oturuldu, 4.0*18 mm ilag¢ kapli stent
10 atm'de direkt olarak implante edildi. implantasyon sonrasi
Ellis tip Il koroner perforasyonizlendi. Stent balonu perforas-
yon bélgesinde sisildi. Diger femoral arterden ponksiyon ya-
pildi ve Ping-Pong teknigiile implante edilen 3.5*19 mm kaph
stent sayesinde perforasyon ve kanama kontrol altina alindi.
Hastaya kateter laboratuvarinda ekokardiyografi yapildi,
kendini sinirlayan, tamponad bulgusu yapmayan ve takiple-
rinde artmayan 0.8-1.0 cm perikardiyal effizyonizlendi. Tim
kataterler ¢ekildikten sonra IV protamin uygulandi ve hemo-
dinamisi stabil bir sekilde koroner yogun bakima alindi.

Yogun bakim takiplerinde gégis agrisi ve inferior derivas-
yonlarda ST elevasyonu tekrarlayan hasta tekrar kateter
laboratuvarina alindi. Kapl stent ostealinden RCA'nin tam
olarak tikandigi izlendi. Kilavuz tel ile lezyon gegcildi, 3.5*15
mm non-komplian balon ile stent i¢i perkitan transliminal
anjioplasti uygulandi. RCA' da tam agiklik saglandi. Hastaya
bailout tirobifan baslanarak tekrar yogun bakim {nitesine
alindi. Takiplerinde ek komplikasyon yasanmayan hastanin
yapilan kontrol ekokardiyografisinde EF %55, inferior hafif
hipokinezi ve perikardiyal efflizyonun tamamen geriledigiiz-
lendi. Hasta medikal tedavisi diizenlenip taburcu edildi.

Resim 1. Sag koroner arter (RCA) subtotal darlik

eesssss S108

37. Uluslararasi Katilimh Turk Kardiyoloji Kongresi

Resim 3. 1. stent balonunun perforasyon bédlgesinde acil
dilatasyonu ve Ping-Pong teknigi icin 2. kilavuz katater ile
RCA' ya oturulmasi
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Resim 6. Kapli stentin tromboze olarak tikanmasi

Resim 4. Ping-Pong teknigi (2. kilavuz tel)

Resim 7. Non-komplian balon ile kapli stent ici PTCA sonrasi
RCA TIMI 3 akim

Resim 5. Kapli stent sonrasi perforasyonun alaninin kapan-
masi




37. Uluslararasi Katihmh Tirk Kardiyoloji Kongresi

SO-28[Interventional Cardiology / Coronary]

Radiyal arter her zaman dahaiyi degil:
Radiyal arter kullanilarak yapilan koroner
girisim sirasinda olusan katater kirilmasi
komplikasyonunun yénetimi

Nail Burak Ozbeyaz, Sadik Acikel

S.B. Diskapi Yildirim Beyazit Egt. ve Arast. Hastanesi, Kardiyoloji
Klinigi, Ankara

Radiyal arter gerek daha az komplikasyon gelismesi gerek-
se hasta i¢in daha fazla konforlu olmasi sebebiyle son yil-
larda giderek artan bir poplilerlige sahiptir. Fakat radiyal
arter kullanimi sirasinda da katastrofik komplikasyonlar
gelisebilmektedir. Bizim vakamiz ise 4 giin 6nce akut ante-
rior miyokard infarktlst nedeniile LAD PKG yapilan hasta-
nin kritik RCA lezyonlarina mevcut yatisinda elektif olarak Sekil 1. JR kataterin tellenerek sistem disina alinmasi
PKG islemi yapilirken gelismistir. 63 yasinda DM,HT dykisi
olan obez hastanin femoral yol kullanilarak yapilan ilk an-
jlografisi sonrasinda femoral bélgesinde gelisen hematom
sebebiile RCA girisimiic¢in radiyal yolu kullanmak planlandi.
Radiyal artere 6F radial sheat yerlestirildi. Daha sonrasinda
hidrofilik kilavuz tel ve 6F JR-4 kilavuz katater kullanilarak
islem yapilmaya baslandi. Katater destegi kataterin koak-
siyal olmamasi sebebiile tam olarak saglanamdi fakat RCA
artere basarili ile oturulduktan sonra RCA arter tellenerek
RCA lezyonlarina basarili bir sekilde PTCA islemi yapildi.
Daha sonrasinda stentleme islemine gecildi destegi ye-
tersiz olan katater sebebi ile stent gecirilemedi ve radiyal
kilavuz katater koroner damardan atti. Bu sirada én kolda
agri tarifleyen hastada radiyal spazm gelisti ve katater
manipilasyonu zorlasti. RCA ostiumuna tekrar oturmaya
calhisilirken yapilan ¢oklu katater hareketleri sonrasinda
kataterden opak maddenin gitmedidi izlendi. Daha sonra-
sinda kol ve 6n koldan alinan floroskopik gérinttlerde ka-
taterin kendi etrafinda sarmal yaptigi ve kopma olmaksizin
u¢ bélgesinden kirildigi gorildid. 0.32 inch Emereald kilavuz
tel ve hidrofilik kilavuz tel ile kirik alandan gegilmeye ¢ali-
sildi fakat basariliolunamadi. Daha sonrasinda sirasiyla ko-
roner 0.14 inch floppy, hidrofilik teller kullanilarak kataterin
kirik alani gegilmeye ¢alisilsa da basarili olunamadi. Bunun
lzerine hastaya sol femoral bélgeden 7F sheat yerlestirildi.
Dahasonrasinda femoral yoldaki sheatile 190 cm sheatless
katater degistirilerek abdominal aortadan arkus aortaya
ulasildi. Hidrofilik kilavuz tel alinarak sag subklavyen arter
ve aksiller artere oradan da brakiyal artere ulasildi ve she-
atless kataterde bu alana tasindi. Kilavuz tel ¢ikarildi ve
buradan Snare tel yollandi,radiyal yoldan génderilen JR-4
kataterin ucu snare ile yakalandi ve sheatless katater ile Sekil 2. Katater ve tellerin aldigi son durumlar
snare telleriarasinasikistirilarak yavas¢a geri gcekilmeye bir
yandan da JR-4 katatere tekrarlayan ters rotasyonlar yap-
tirllarak kirik ve sarmal olan bélge floroskopi altinda agildi.
JR-4 katater daha sonra kilavuz 0.32 inch tel ile acilan kirik
bdlge gegilerek tellendi ve katater basariliile damar disina
alindi. Yapilan kontrol Ust ekstremite arteryel anjiografide
herhangi bir komplikasyon izlenmedi.isleme radiayal yol-
dan devam edilerek basariile RCA revaskilarizasyonu sag-
landi.
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Sekil 3. Kataterin agilmasi

Sekil 6. Koroner tellerle kirik segmentin gecilmeye calisildig:
gorinti

Sekil 4. Kataterin tam olarak agilmasi

Sekil 7. Retraksiyon ve ters rotasyonlar ile sarmal ve kirik seg-
mentin agilmasi

Sekil 8. Sheatless kataterin aksiller arter ve brakiyal artere
Sekil 5. Kirilan katater ulastiriimasi
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res, ithas been alsoreportedin left side procedures. We pre-
sent a case of aortic dissection developed in primary percu-
taneousintervention for the distal left main lesion.

A 56-year-old male patient who had undergone previous
stent implantation for left anterior descending artery (LAD)
for acute anterior myocardial infarction in our clinic ten days
ago was admitted to our hospital due to acute anterior myo-
cardial infarction. Coronary angiography revealed total occ-
lusion in the ostium of LAD and subtotal ostial circumflex
artery (CFX) occlusion with a major thrombus (Fig.1). Kissing
stent strategy was chosen. After repeated balloon dilatati-
on in LAD proximal and midportion, kissing stent implanta-
tion for LAD and CFX was performed. After that, repeated
postdilatation with kissing balloon was performed in LAD
and CFX (Fig.2). Control injection showed good flow in LAD
and CFX without any stenosis (Fig.3). However, contrast jam-
ming in ascending aorta and reduction of left main diameter
were noticed (Fig.4). Ventricular fibrillation developed and
sinus rhythm was achieved after defibrillation. Stent stra-
tegy was changed to crush stenting and a bare metal stent
implanted from the ostium of the left main to the LAD ostia
(Fig 6). Rewire of circumflex artery through stent struts was
successful and balloon dilatation and kissing balloon dilata-
tion performed (Fig.7,8) uneventful. Final contrast injection
showed no noticeable contrast passing in the ascending aor-
ta with good LAD and CFX flow (Fig.?). Computed tomog-
raphy showed no dissection findings in ascending aorta too.

Sekil 9. Snare ile JR kataterin yakalanmasi ve retrekte edilmesi

This case shows that ascending aorta dissection can deve-
lop left side procedures and stenting left main with good
post-dilatation can preventits progression.

j ’91() 55 v 56y )
OREL A%y Ogreli]

3

Sekil 10. Sol femoral yoldan brakiyal artere ulasiimasi

SO-29 [Interventional Cardiology / Coronary]

Ascending aorta dissection during distal left

main stenting 244%
2zl 27.08.2021 08:33:09
Kanber (")CG| Karabay, Ali chqutqr JPEGLossless:Non-hierarchical-1stOrderPrediction 2 hr, 59 min

Position: HFS | Made In OsiriX
Clinic of Cardiology, S.B.U. Sancaktepe Sehit Prof. Dr. ilhan Varank

o ) . Figure 1. Total occlusion of LAD and subtotal occlusion of CFX
Training and Research Hospital, Istanbul

An uncommon but one of the serious complications of co-
ronary angioplasty is retrograde coronary aortic dissection.
Although It occurs mostly in right coronary artery procedu-
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Figure 2. Kissing stent implantation

241%

15r15 / 35
JPEGLossless:Non-hierarchical-1stOrderPrediction
Position: HFS |

27.08.2021 08:57:56
2 hr, 59 min
Made In OsiriX

Figure 3. Control injection

Figure 4. Contrast jamming in ascending aorta and reduction
of left main diameter
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Figure 5. Contrast jamming in ascending aorta and reduction
of left main diameter
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Figure 6. A stentimplanted from the ostium of the left main to

Figure 8. Final kissing balloon
theLAD
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Figure 7. Final kissing balloon dilatation
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Figure 10. No noticeable contrast passingin the ascending aor-
ta with good LAD and CFX flow
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SO-30 [Interventional Cardiology / Coronary]

Successful management of distal coronary
artery perforation with the modified cut
balloon technique during percutaneous
coronary intervention

Lutfi Ocal, Cemalettin Yilmaz, Samet Uysal, Sinan Cersit,
Regayip Zehir

Department of Cardiology, Kartal Kosuyolu Higher Specialized
Training and Research Hospital, istanbul

Coronary artery perforation (CAP) is a rare and fatal comp-
lication of percutaneous coronary intervention (PCl). CAP is
classified according to its location into 3 categories: large
vessel, distal vessel, and septal or epicardial collateral per-
foration. Early detection of CAP is very important to begin
treatment. In this case, we presented the management of a
patient who developed CAP during the PCI.

A 76-year-old male patient with a history of coronary ar-
tery bypass graft was admitted to the emergency depart-
ment with acute chest pain. Vital signs of the patient were;
heart rate: 65 bpm, blood pressure: 120/75 mmHg, spO2:
97%. Electrocardiography showed Mobitz type 1 AV blo-
ck with ST-segment elevation in the inferior leads. (Fig 1)
Echocardiography revealed that the left ventricular ejecti-
on fraction was 35% with motion defectsin the apexandin-
ferior walls. The patient was taken to the catheter labora-
tory for PCl. Coronary angiography revealed total occlusion
in the distal branches of the right coronary artery (RCA) (Fig
2-A). RCA distal branches were wired. (Fig 2-B) Dilatation
was performed to the both occluded branches with a1.5*20
mm balloon. It was observed that there was extravasation
in the distal part of the RCA due to perforation. (Fig 2-C)
The balloon was inflated proximal to the area of the rupture
and distal blood flow was interrupted. It was observed that
extravasation continued despite prolonged balloon inflati-
on (PBI). (Fig 2-D) Since we do not have a 2.5 mm diameter
covered stent or coil, we decided to apply the modified cut
balloon technique. The 1.5*20 mm monorail balloon was cut
from proximal part of the balloon’s marker (Fig 3-A,B) and
delivered over the wire with its own body (Fig 3-B) to the
proximal part of the ruptured area. A balloon was inflated
through the side branch to ostium of the target branch and
the wire of the cut-balloon was taken back. (Fig2-E) A2.25*
24 mm stent was implanted to the side branch. (Fig 2-F) Part
of the balloon was jailed between the stent and the vessel.
(Fig 2-F) Thus, blood passage to the distal was prevented by
reducing the side branch flow. Final PBl was performed at
the proximal of the stent. Extravasation was not observed
in the final angiographic images. (Fig 2-F) Then anticoagu-
lant effect was reversed with protamine. Echocardiography
showed 4 mm pericardial effusion around the right ventric-
le. He was discharged from the hospital on the 4" day since

no increase in pericardial effusion was observed during the
follow-up.

In our case, the distal coronary artery rupture originated
from the body of the vessel rather than the end region. The-
refore, we modified the technique and chose to use a pre-
viously inflated balloon to reduce side branch flow. Also we
jailed it with a stent to prevent it from embolizing to the dis-
tal. Cut balloon which was jailed with a stent acted as a graft
stent. We observed that the extravasation disappeared af-
ter the last balloon dilation.
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Figure 2. A- Coronary angiography showed that total occlu-
sion in the distal branches of the right coronary artery (yellow
arrow). B- RCA distal branches were wired (yellow stars). C-
Extravasation in the distal part of the RCA due to perforation
(yellow star). D- Prolonged balloon inflation in the proximal of
the perforation side (yellow arrow). E- Cut balloon delivered
over the wire with its own body to the proximal part of the rup-
tured area (yellow arrow). A balloon was inflated through the
side branch to ostium of the target branch (yellow star) and
the wire of the cut-balloon was taken back (yellow arrow).
F- A stent was implanted to the side branch (yellow star) and
part of the balloon was jailed between the stent and the ves-
sel (yellow arrow). Final angiographic images showed that no
extravasation.
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Figure 3. A, B - Preparation of the cut balloon. Monorail balloon

was cut from proximal part of the balloon’s marker (yellow
arrow). Balloon’s body was used for deliver the cut-balloon
(black star).

SO-31[Interventional Cardiology / Coronary]

Anterograd akimin olmadigi dev
intrakoroner trombiislii olguda standart
perkitan koroner girisim (PKG) ekipmani
ile etkiliintrakoroner trombolitik uygulama
metodu

Mehmet Cem Basel, Aydin Dursun, Zekeriya Afsin Culhaoglu

Medicalpark Bursa Hastanesi, Kardiyoloji Klinigi, Bursa

Anterograd akimin olmadigi, mekanik trombis aspirasyonu-
nun basarili olmadigi, dev trombs iceren akut koroner send-
romlu olgularda standart perkitan koroner girisim (PKG)
ekipmani ile efektif intrakoroner trombolitik tedavi i¢in al-
ternatif metod uygulanmasi.

41yasinda erkek hasta 1 gindir devam eden gégts agrisi si-
kayetiyle basvurdugu merkezce subakut inferiyor mi devam
eden iskemi sebebiyle acil PKG i¢in merkezimize yénlendiril-
di. Hastanin EKG'si SR, D2 Q mevcut, D3 ve AVF QS paternive
T negatifligi mevcuttu. Laboratuvarda Troponin | 35282 CK
527 CK-MB 85 saptandi.

Sag femoral arter 6F girisimle yapilan koroner anjiografide
sag koroner arter (RCA) total tikali ve sol sistemden ret-
rogard dolus mevcuttu. Sol koroner sistemde ciddi darlik
saptanmadi. 6F sag judkins 4.0 kilavuz kateter, yumusak
uc¢lu kilavuz tel ile RCA total oklizyon gegildi. Trombds as-
pirasyon kateteri ile lezyon geg¢ilemedi. 2.0*20 mm balon
kateteri ile PTCA islemi uygulandi. PTCA sonrasi RCA nin
proksimalinden baslayip distal bélimiine dogruuzanan dev
trombds izlendi. 2.5*20 mm balon kateteri ile tekrarlayan
PTCA islemlerine ragmen antreograd akim saglanamadi.
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TrombUs aspirasyon kateteri ile trombls aspirasyonu sag-
lanamadi. intrakoroner trombolitik uygulama karari verilen
olguda anterograd akimin olmayisi trombolitigin istenen
etki bolgesine ulasamayacadi kanaatine varilmasi tzeri-
ne alternatif trombolitik uygulamasi i¢in distalden prok-
simale dogru kateter geri ¢ekilmesi sirasinda trombolitik
ajanin tim trombds igine inflize edilmesine karar verildi.
Anjiografi kateter laboratuvarinda hazirda kullanilabile-
cekinflizyon kateteri veya mikro kateter olmamasi Gizerine
islemin 2.0*20 mm balon kateterin bistlri yardimiyla balon
kisminin soyularak sadece balon saftinin mikrokateter gibi
kullaniimasi i¢in hazirlandi.Balon sisirme baglanti yerinden
ylksek basingta intrakoroner trombolitik uygulamasi igin
indiflatoér igcine 20 mg actliyse hazirlandi. inflizyon kateteri
haline getirilen balon kateteri ile RCA distaline gecildi. in-
diflatér yardimiyla distalden proksimale dogru kateter geri
¢ekilirken trombolitik infizyonu saglandi. Yeterli anterog-
rad akimin olmamasi Gzerine ayniislem tekrarlanarak ek 20
mg actilyse infizyonu saglandi. Trombds aspirasyon kate-
teri ile dev trombls aspire edilmeye baslandi. Tekrarlayan
aspirasyonlar ve 2.0*20 mm - 2.5*20 mm PTCA islemleri
sonucu TiMi 3 akim saglandi. RCA distaline hareket eden
trombusler aspire edildi. Tam aciklik saglandi. islem sonrasi
olgunu g6gis agrisitamamen ge¢ti. Toplamislem siiresi 120
dk olarak saptandi. islemden 6 saat sonra Troponin | 33255
CK 549 CK-MB 85 saptandi.Ekokardiyografide inferiyor
septum ve inferiyor duvar mid-bazal kesitlerde hipokinetik
izlendi.

PKG uygulanan olgularda intrakoroner trombis yUkindn
fazla olmasi islem basarisinin disiik olmasina neden olmak-
tadir. Kisith ekipman (standart balon kateteri) ile intrakoro-
ner trombolitik uygulamasi ile islem basarisi biyik oranda
artirilabilinir.

Sekil 1. Beyaz ve kirmizi tombusler
aspirasyon kateteriile alinan trombiisler
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Sekil 5. RCA yaygin trombiis

intrakoroner yaygin trombiis gériniimii

Sekil 2. RCA islem 6ncesi

islem 6ncesi

SO-32[Interventional Cardiology / Coronary]

Direngliradial arter spazmini ¢ézmekiigin
lokal subkutan nitrogliserin uygulamasi: 3
vakalik seri

Oktay Sendéz, Zeynep Yapan Emren
izmir Gigli Bélge Egitim Hastanesi, izmir

Transradial yaklasim,giris yeri komplikasyonlarinin azaltil-
masi i¢in son yillarda transfemoral yaklasima tercih edilen
bir uygulamadir. Radial arterin ince yapisi ve diger damarlara
goére mekanik ve hiimoral streslere daha duyarli olmasi ne-
deniyle spazma yatkinhgi olduk¢a fazladir. Radial spazmlar
genellikle bening seyirlidir ancak nadiren uzun siren direng-
li vakalarla karsilasilabilmektedir.Bu sunumda intraarteryal
vazodilatatérlere yanit vermeyen ve lokal subkitan nitrogli-
serin uygulamasiyla ¢éztlen 3 farkh vaka sunulmustur.

ilk vakamiz 46 yasinda erkek, AKS nedeniyle sad radial arter
yoluyla 5-f intraducer ve 5-f judkins diagnositik kataterler ile
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koroner anjiografi (KAG) yapildi. islem sonrasi kol agrisi artti ve
spazm gelisti, katater geri ainamadi. Bunun Uzerine 6nce int-
raducer yoluyla ardindan kateter igerisinde nitrogliserin ve dil-
tiazem yapildi. Spazmin ¢ézlilmemesi Gzerine lokal ihk su uygu-
lamasi yapildi ve sedatize edildi. Aksiller sinir blokaji distntlda
ancak heparin uygulamasinedeniyle yapilamadi. Bunun Gzerine
radial arter trasesi boyunca brakial arter hizasina kadar 3 farkh
boélgeye 200'er pg subkutan nitrogliserin uygulandi (Res-1,2,3).
Bu uygulamadan kisa stire sonra katater ve intraducer rahathk-
la geri alindi.ikinci vakamiz 58 yasinda kadin, stabil anjina pek-
toris nedeniyle (SAP), standart prosedirler sonrasi sag radial
arter yoluyla KAG yapildi. Hastanin CX mid bdlgesinde kritik
darlk olmasi tizerine 6-f guiding katater ile PCl islemi yapildi.
islem sonrasi spazm nedeniyle katater geri alinamadi.Katater
yoluyla vazodilatatér yapildi. Spazmin devam etmesi Gzerine
ilk hastadaki gibi radial arter trasesi boyunca 3 farkl bélgeye
200'er pg subkutan nitrogliserin yapildi. Spazm ¢éziilmeyince
skopi esliginde katater maniplasyonuna bakildi. Radial arter-
den brakial artere gegis hizasinda kataterin tamamen sarildigi
ve hareketinin tamamen kisitlandigi gézlendi. Bunun UGzerine
skopi esliginde tam bu bdlgeye subkutan 200 pug daha nitrog-
liserin uygulandi ve yaklasik 1 dk sonra spazm ¢éziilda. Ugiincl
vakamiz 44 yasinda kadin,SAP nedeniyle radial arter yoluyla
KAG yapildi. Sol kataterin ilerletilmesi sirasinda spazm gelisti,-
katater ileri veya geri maniptle edilemedi. Skopi esliginde ka-
tater hareketinin tamamen kisitlandigi antekibital bélgede 2
farkl noktaya 200’er pg subkutan nitrogliserin yapildi.Kisa siire
sonra spazm geriledi ve katater geri alinabildi. Sekil 2. Radial arter mid bélge subkutan nitrogliserin uygulamasi

Radial spazm, ponksiyon basarisini azaltabilecedi gibi basa-
ril giris sonrasi kataterin maniptlasyonunu ve geri alinmasini
da engelleyebilir. Spazmi ¢ézmek i¢in intraarteryal vazodila-
tator uygulamasi, lokal isi uygulamasi ve sedasyon yapilabilir
ancak bazen bu girisimlerde basarisiz olabilir. Bazi ¢alismalar-
da,ponksiyon sirasinda spazmi engellemek icin lidokain ile bir-
likte subkutan nitrogliserin uygulamasi faydal bulunmustur.
Biz de bu uygulamadan yola ¢ikarak diren¢li spazmlarda sub-
kutan nitrogliserin uyguladik ve basarili olduk. Givenli olarak
gordigimiz bu uygulama ciddi vakalarda disinlebilir.

Sekil 3. Radial arter distal bélge subkutan nitrogliserin uygu-
lamasi

Sekil 1. Radial arter proksimal bélge subkutan nitrogliserin
uygulamasi
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SO-33 [Cardiac Imaging / Echocardiography]

p.R220L is a Likely Pathogenic Novel GLA
Gene Mutation Responsible for Fabry
Disease

Hasan Ali Barman, Omer Dogan, Omer Abdullah Ebeoglu,
Sait Mesut Dogan

Haseki Cardiology Institute, istanbul University, istanbul

Fabry disease is a progressive and rare storage disease that
occurs due to low or complete deficiency of lysosomal alpha
galactosidase-A enzyme activity. Low alpha galactosidase-A
(a-GLA) enzyme activity causes progressive accumulation of
globotriacylceramide in various tissues and organs including
the myocardium, kidney and nervous system. Left ventricular
hypertrophy (LVH) is the most common cause of cardiac invol-
vement in patients with Fabry disease. Over a thousand diffe-
rent mutations have been identified in the GLA gene up to now.

A 54-year-old male patient had been followed for 16 years
due to hypertrophic cardiomyopathy. He was admitted to
our clinic with increased exertional dyspnoea for the last
two months. The patient’s medical history was notable for
longstanding, hypertrophic cardiomyopathy. Blood testing
was notable for a creatinine of 1.48 mg/dl (estimated glo-
merular filtration rate 48 ml/min/1.73 m2), and N-terminal
pro—B-type natriuretic peptide (NT-proBNP) and high-sen-
sitive cardiac troponin (hs-cTn) levels elevated to 1240 pg/ml
(0 to 157 pg/ml) and 0129 ng/mL (normal range <0.014). The
electrocardiography demonstrated left ventricular hypert-
rophy. Transthoracic echocardiography showed normal left
ventricular ejection fraction of 60%, concentric hypertrophy
involving particularly the mid and apical portions of the left
ventricle, as well as right ventricular free wall along with thi-
ckening of the mitral and aortic valves resulting in mild val-
vular regurgitation. In the apical 4-chamber view, the hype-
rechogenic endocardium and the hypoechogenic thin border
between the myocardium and the endocardium in the inter-
ventricular septum is defined as the “binary sign” (Figure 1).
Cardiac magnetic resonance imaging (MRI) and genetic tes-
ting were planned in order to elucidate the unexplained left
ventricular hypertrophy. The common gene panelin patients
with hypertrophic cardiomyopathy was screened. In genetic
analysis (NM_000169.2:c.659G>T (p.R220L) (p.Arg220Leu)
mutation was detected in GLA gene. Missense mutationsare
frequentin Fabry disease cases. Due to all of these findings,
this variant was evaluated as a “likely pathogenic” variant
due to American College of Medical Genetics (ACMG) crite-
ria. We found that a-GLA enzyme level of 2.50 nmol / mg/
h (normal range, > 23.10) was significantly low and Lyso-gb3
10.40 ng/ mL (normal range, <1.30) levels were high. The in-
dex case had 3 boys, family screening could not be done from
children. Relatives and siblings of the patient did not agree to
genetic screening. Cardiac MRI showed left ventricular hy-
pertrophy; vertical long axis, and midventricular short-axis
late gadolinium-enhanced images demonstrated extensive
anterior and inferolateral wall segment enhancement. Hori-
zontal long axis pre-contrast T1 map: The ROl measured at
the inferolateral wall shows reduced T1value (959 ms).

TISO4 MI13

Figure 1. Two-dimensional echocardiography 4-chamber
view showing binary sign in interventricular septum (IVS),
including hypertrophied left and right ventricles (LV and RV)
and enlarged left atria (LA).

S0O-34 [CardiacImaging / Echocardiography]

Mitraclip procedure in a patient with biatrial
appendix trombus

Ahmet Karabulut', Sinan Dagdelen?

'Department of Cardiology, Acibadem Hospital, istanbul
2Clinic of Cardiology, Acibadem Altunizade Hospital, istanbul

Mitraclip procedure is a frontier intervention in the severe
mitral insufficiency with low left ventricular ejection fra-
ction. Trombi in the left atrial appendix is a relative cont-
raindication due to thromboembolism risk. The traditonal
approach is treatment of appendix thrombi with anti-coa-
gulation and postpone the mitraclip procedure to different
session. Thus, preprocedural trans- esophageal echocar-
diography (TEE) is crucial for evaluate the appendix, inte-
ratrial septum and mitral valve anatomy. Sometimes, TEE
examination is preferred during the mitraclip procedure
especially in a patients with anticoagulant therapy. Herein,
we presented a case of mitraclip procedure with both right
and left atrial appendix thrombus which obtained during
the procedure.

A 70 year old male patient presented with NYHA-3 class
heart failure symptoms. Transthoracic echocardiography
showed severe mitral insuffiecieny with 25% left ventricular
EF. Mitraclip procedure was scheduled by the heart team.
Preprocedural TEE examination revealed large thrombi in
the left and right atrial appendix (Figure 1). The operators
decided to perform the procedure due to inractable heart
failure. The procedure was performed under TEE exami-
nation. Interatrial puncture was performed gently and th-
rombiin the right atrial appendix noticed continually during
the puncture. Afterthat delivery sheath was pushed to left
atrium and then left atrial appendix observed closely with
TEE. Guidewires and also mitraclip device wasnot directed
toward the left atrial appendix. Finaly, mitraclip device was
implanted successfully (Figure 2). Final TEE images showed
stable thrombi position in the right and left atrial appendix
(Figure 3).

Atrial appendix thrombus formation is not absolute contra-
indication for mitraclip procedure. Even in the biatrial ap-
pendix thrombus, mitraclip procedure could be performed
successfuly with a simultaneous TEE monitorization.
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Figure 2. Reduction in the mitral regurgitation flow after mi-
traclip implantation
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Figure 3. Right and left atrial appendix thrombus after mitra-
clip procedure

SO-35[CardiacImaging / Echocardiography]

Nadir Gériilen Kardiyak Kitle Olgusu:
Kalsifiye Amorf Tumor

Mehmet Emre Ozerdem', Menekse Gerede Uludag’, Elif
Peker?, Tirkan Seda Tan', irem Dinger’

"Ankara Universitesi Tip Fakiiltesi, Kardiyoloji Anabilim Dali, Ankara
2Ankara Universitesi Tip Fakiiltesi, Radyodiagnostik Anabilim Dali, Ankara

Kalbin kalsifiye amorf timéri (KAT), goérintilemede ma-
ligniteyi taklit eden, kalsifik fragmanlarin embolizasyonu
veya obstriksiyon nedeniyle semptomlara neden olabilen,
non-neoplastik nadir goérilen bir kalp kitlesidir. Literatirde
sadece vaka sunumlari seklinde bildirimler oldugundan in-
sidansi net olarak bilinmemektedir. Olgular kitlenin lokali-
zasyonuna gore dispne, senkop gibi semptomlarla ya da pe-
riferik embolizasyonlara bagh komplikasyonlarla karsimiza
¢ikabilmektedir. Biz de 35 yasinda kadin hastada saptadigi-
miz bu ¢ok nadir gérilen KAT olgusunu sunmak istedik.

35 yasinda ek hastaligi olmayan kadin hasta, bir yildir olan
nefes darligi ve o&ksirik nedeniyle tarafimiza basvurdu.
Transtorasik ekokardiyografide (TTE); sol ventrikil infero-
apikal bélgede kalsifik yapida, hiperekojen 6zellikte, hafif-
¢e dlizensiz sinirli 16x14 mm boyutlarinda ve hafif derecede
hareketli olan kitle gérinimu izlendi (Sekil 1-2). Hastanin
infarktls 6ykldsinin olmamasi, sol ventrikll duvar hareket
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bozuklugunun olmamasi ve kitlenin kalsifik olmasi nedeni ile
trombs ihtimalinden uzaklasildi. TTE goriintisiinin belirgin
kalsifik olmasi, kitlenin fazla hareketli olmamasi ve atipik
lokalizasyonu nedeni ile miksoma da dncelikli disdntlmedi.
Hastaya kitlenin ayirici tanisi i¢in kardiyak manyetik rezo-
nans (MR) inceleme planlandi. Kardiyak MR'da kist hidatige
6zgl olan ventrikil miyokard dokusuna invaze multilokile
kistik gértinim mevcut degildi. Abdomen ultrasonografisi ve
Toraks BT sinormaldi. Kardiyak MR'da sol ventrikil apeksinde
papiller kas komsulugunda yerlesimli, yogun kalsifiye 6zellik-
li lezyon KAT ile uyumlu olarak degerlendirildi (Sekil 3-4-5).
Tum klinik, laboratuvar ve gériintileme bulgularina dayana-
rak hastaya olasi KAT tanisi konuldu. Hastaya tani ve tedavi
amagli cerrahi rezeksiyon 6nerildi, ancak hasta cerrahiyi ka-
bul etmedi.

Kardiyak KAT, Reynolds ve arkadaslari tarafindan 1997'de
ilk kez tanimlanmistir. Kalbin herhangi bir kavitesinde g6-
rilebilir ancak en sik sol ventrikil ve mitral kapakta lokalize
oldugu bildirilmistir. Mitral andler kalsifikasyon, son dénem
boébrek yetmezligi ve aterosklerotik kalp hastaligi ile arasin-
dailiski goésterilmistir. KAT'Un TTE'de patognomonik bir 6zel-
liginin olmamasi nedeniyle sadece ekokardiyografi ile kesin
tani koymak zordur. Bu ylizden vakamizda oldugu gibi BT ve
MR tanida yardimci olabilmektedir. Daha 6nceki yapilan ¢a-
lismalardaki kardiyak MR bulgulari bizim vakamizi destekler
nitelikteydi. Kalbin non-neoplastik kitleleri neoplastik ti-
morlerle karisabildiginden hem de tromboembolik kompli-
kasyonlara yol agabildiginden tanilari 6nem arz etmektedir.
Tani ve tedavide cerrahi eksizyon giinimiizde standart ka-
bul géren yaklasimdir. Yine de bazi vakalarda cerrahi risk ve
hastanin operasyonu reddi nedeniyle tanida zorluklar yasan-
maktadir. Sol ventrikiil apeksinde bu sekilde gérilen kalsifik
kitlelerin ayirici tanisinda, nadir gérilen bu timérin de akla
gelmesi a¢isindan bu olguyu sunmak istedik.

Sekil 3. SSFP 4 oda gériintiide sol ventrikiil apeksinde papill-
er kas komsulugunda yerlesimli, kalsifiye 6zellikte, 14x10 mm
olgilen lezyon izlenmektedir.

Sekil 1. Trans-torasik ekokardiyografi (TTE) parasternal kisa
aks goruntiilemede sol ventrikiil inferoapikal bélgede kalsi-
fik, hafifce diizensiz sinirli, hiperekojenik 16*14 mm kitle
goriinimii izlenmektedir.

Sekil 4. Aksiyel plandaki post-kontrast goriintiide lezyonda
kontrastlanma izlenmemektedir.
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Sekil 5. Kisa aks kontrastsiz T1 haritalama gériintiisiinde
lezyonun kalsifik icerigine bagli olarak renk haritasinda siyah
renkte kodlandigi gériilmektedir.

SO-36 [Cardiac Imaging / Echocardiography]

Cardiac Hydatid Disease and Peritoneal
Tuberculosis Co-Existence: A Case Report

Deniz Mutlu', Utku Raimoglu’, Murat Cimci', Suat Nail

Omeroglu?, Eser Durmaz’, Baris ikitimur’, Bilgehan Karadag'

'Department of Cardiology, istanbul University-Cerrahpasa,
Cerrahpasa Faculty of Medicine, istanbul

2Department of Cardiovascular Surgery, istanbul University-
Cerrahpasa, Cerrahpasa Faculty of Medicine, istanbul

Hydatid cyst is a parasitic infection caused by Echinoco-
coccus granulosus. (1) Co-existence with tuberculosis and
cardiac hydatid cyst is extremely rare and generally seen in
developing countries. (2) Here we describe a unique case of
apatient presenting with cardiac and gastrointestinal symp-
toms, who has co-existence of cardiac hydatid cyst and peri-
toneal tuberculosis.

An 18-year- old male immigrant from India was referred to
our clinic due to chest and epigastric pain accompanied by
naused. There was no smoking or drug abuse history. Phy-
sical examination was unremarkable. Transthoracic echo-
cardiography revealed conserved ejection fraction and
presence of 3.5x3 cm cystic structure on the posteriobasal
wall of the left ventricle (LV) (Figure 1). Thoracoabdominal
computed tomography revealed mild pleural effusionin left
hemithorax with a cystic structure in the LV without invol-
vement of the pericardium or LV cavity. The cystic structure
documented with echo and CT is considered as a hydatid
cyst on the background of patients history. Additionally, a
15 mm-long lymphadenopathy with a necrotic core in ri-
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ghtileocolic lymph node as well as nodular thickness in the
omentum were detected and initially interpreted as peri-
toneal carcinomatosis with differential diagnosis including
primary tuberculosis peritonitis or peritoneal mesothelio-
ma (Figure 2). An ultrasonography-guided biopsy from the
omentum documented acid-resistant bacilli with necrotic
granulomatosis.

After heart team discussion, surgical excision of hydatid cyst
with medical therapy of tuberculosis was considered. Myo-
cardial cystectomy was achieved. Myocardial dissection was
performed, and the cystic tissue was demarcated from the
surrounding tissues. Hypertonic saline was injected into the
cyst and residual myocardial tissue was sutured with teflon
flats. Histopathological examination of the emanated tissue
showed Echinococcus granularis scolex and lamellar structu-
res. The patient was started on albendazole and pyrazinami-
de, isoniazid, ethambutol, rifampicin for the management of
tuberculosis. Following 2 months, the lesions in peritoneum
were regressed and patient was entirely free of symptoms.

Hydatid cyst is an infection caused by Echinococcus family
and most commonly seen in developing countries. Although
hepatic involvement is the most common presentation, car-
diacinvolvementis also rarely seen. The incidence of cardiac
involvementisthoughttobelessthan2%. The most common
location in the heart is generally LV (50-60%), interventri-
cular septum (10-20%), right ventricle (5-15%), pericardium
(7%), pulmonary arteries (6%) and right or left atrium (5-8%)
respectively.

In conclusion, clinicians should be aware that hydatic cyst di-
sease and tuberculosis may coexist and clinical presentation
could be largely atypical which may lead to erroneous initial
diagnosis.

Figure 1. Echocardiographic imaging of the cyst hydatic. Up-
per left: PLAX orientation shows the cystic structure located
in posterobasal segment of the LV. Upper right: A4C orienta-
tion. Lower middle: Cystic structure imaging by using 3D full
volume sequence.
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SO-37 [Cardiac Imaging / Echocardiography]

A Case Report of Intracardiac and
Intracoronary Thrombusin a COVID-19
Patient

Ahmet Kivrak’, Alp Yildirim?

'Clinic of Cardiology, Ankara SB Diskapi Yildirim Beyazit Training
and Research Hospital, Ankara

2Clinic of Cardiology, Ahi Evran University Training and Research
Hospital, Kirsehir

A71-year-old female patient without known systemic disea-
se was admitted to the emergency department with typical
chest pain. In the anamnesis of the patient, it was learned
that she had cough, weakness and joint pain for a week. In
the electrocardiography, ST segment elevation in the pre-
cordial leads leads were observed (Figure 1).

The patient was taken to the catheter laboratory for pri-
mary percutaneous coronary intervention. Before the pro-
cedure, the patient was given 300 mg perioral (po) acetyl-
salicylic acid, 600 mg po clopidogrel, 80 international units
/ kilogram (iu / kg) IV unfractionated heparin and 80 mg
atorvastatin po. In the coronary angiography of the patient;
The left main coronary artery (LMCA) was normal, the left
anterior descending artery (LAD) was occluded proximally,
its distal was fed collaterally from the right coronary artery
(RCA), the circumflex artery (Cx) trunk was sick, and plaques
were observed in the RCA. In the left caudal pose taken af-
ter passing the LAD lesion with a 0.014 inch floppy guidewire,
an intracoronary thrombus covering the LAD and Cx osteals
was observed at the separation of LAD and Cx (Figure 3). Int-
racoronary tirofiban was given

24-hour intravenous (V) tirofiban was given to the patient
who was taken to coronary intensive care. Bedside echocar-
diography was performed in the intensive care unit. In echo-
cardiography, a mobile thrombus of 15x18 mm in size was ob-
served at the apical of the intraventricular septum (Figure 2).
After 24 hours, the patientunderwent coronary angiography
again. The thrombus was observed to be significantly smal-
ler (Figure 4). TIMI-3 flow was observed in LAD and Cx. Since
the PCR result of the patient was also positive during the in-
tensive care follow-up, the patient was admitted to the CO-
VID intensive care unit. The patient was given 2x1600 mg po
loading on the first day of favipiravir for 5 days, maintenance
2x600 mg po on the other four days and plaquenil 2x200 mg
po and supplementary oxygen therapy. As a cardiac treat-
ment, 2x0.6 ml subcutaneous (sc) enoxaparin sodium, 1x100
mg po acetylsalicylic acid, 1x75 mg po clopidogrel, 1x80 mg
atorvastatin were administered during his hospitalization.
At discharge, enoxaparin was discontinued so that the pa-
tient’s INR value was between 2-3 and warfarin treatment
was initiated.

In our daily practice throughout the Covid-19 pandemic pe-
riod, we see a large number of cardiac events in patients in-
fected with Covid-19. As seenin our case, patients can come
to emergency services with acute coronary syndrome. It
should not be forgotten that Covid-19 may cause this picture

especially in these patient groups, and the necessary diag-
nostic tests in the patient should not be neglected. It is also
essential to use personal protective equipment while conta-
cting these patients. In addition, echocardiography should
be performed in terms of intracardiac thrombus in Covid-19
patients presenting with acute coronary syndrome.

b
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Figure 2. Intracardiac thrombus in left ventricular apex

Figure 3. intracoronary thrombus
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RASTIRMA HASTANESI

Figure 4. Intracoronary thrombus after tyrofiban treatment

SO-38[Cardiac Imaging / Echocardiography]

Aritmojenik Mitral Valv Prolapsus’lu bir
Olguda Multimodalite Gériintiilemenin
Onemi

Gamze Aslan', ®mer Yildiz!, Terman Giimiis?, Nihal Tefik’,
Betll El¢ioglu’, Erol Glrsoy', Onur Baydar’, Vedat Aytekin',
Saide Aytekin'

'Kog¢ Universitesi Hastanesi Kardiyoloji B6limd, stanbul
2Kog¢ Universitesi Hastanesi Radyoloji Blimdi, istanbul

Mitral valv prolapsusu (MVP) olan hastalarda kompleks vent-
rikller aritmiler ve ani kardiyak 6lim gérilme riskinin %1-
1,5 oldugu bildirilmektedir. Son yillarda aritmojenik MVP'ye
"'mitral annular disjunction’ (MAD), sol ventrikil inferolate-
ral bdlgede goésterilen fibrozis ve mekanik dispersiyonun eslik
etmesinin 6nemli oldugu dne siridlmektedir. Ayrica, bu olgu-
larda multimodalite gérintilemenin taniyl glg¢lendirecedi
de gosterilmistir. Bu olgumuzun da bu duruma tipik bir 6rnek
oldugu dasinulda.

32 yasinda kadin hasta, ¢arpinti ve bas dénmesi sikayeti ile
klinigimize basvurdu. Fizik muayenesinde mitral odakta mi-
dsistolik klik ve 36 pansistolik Gflrtim saptandi. EKG'si sinls
ritmindeydi. EKG'sinde ek olarak sik bigemine tek odakh
ventrikller ekstrasistolleri mevcuttu. TTE'sinde, sol ve sag
ventrikl sistolik islevleri normal bulundu. Mitral kapak mik-
somatdz yapidaydi ve anterior leafletinin A2 skallopunda
daha belirgin olmak Uzere, posterior leafletin de P2 skallo-
punda sol atriyuma dogru prolapsus izlendi. Ayrica MVP'ye
eslik eden 5 mm boyutunda MAD saptandi. Mitral kapakta
hafif-orta derecede sol atriyum dis duvarina dogru eksant-
rik yetersizlik izlendi. Aort kapagdi normal gériinimdeydi ve
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triklspid yapidaydi. Trikispit kapak normal gérinimdeydi
ve hafif derecede trikispit yetersizligi izlendi. Bu yetersiz-
lik Gzerinden hesaplanan sistolik pulmoner arter basinci 35
mmHg olarak hesaplandi.

Hastanin sik ventrikller ekstrasistollerinin gorilmesi nede-
niyle 24 saatlik ritm holteri istendi ve holterde 2570 adet tek
odakl ventrikiler ekstrasistoller ve 6 kez en uzunu 4 atimhk
olanstireksiz ventrikiler tasikardi ataklari goértldd. Bu bulgu-
lar Gzerine hastanin kardiyak MRI tetkiki planlandi. Kardiyak
MRIl'da 7 mm boyutlarinda MAD, sol ventrikil inferolateral
bazal bélgede ve papiller kasta fibrozis saptandi. Bu bulgu-
larla aritmojenik MVP oldugu disintlen hastaya kilavuzlara
uygun olarak B-bloker tedavi baslandi ve hasta takibe alindi.

MVP'li hastalarda, dikkatli yapilan bir ekokardiyografiile es-
likeden MAD varliginin gésterilmesi ve bunun diger multimo-
dalite gérintileme yontemleriyle desteklenmesi bir cok has-
tanin hayatini kurtarmakta bize yol gésterebilir.

GG #1TH S GBACLEN VENTAIULER EAEN KONPLENBLERLE BERABER BIGENINAL YAPIDA
OLASI SOL ATRIAL GENISLENES (-0.1¢ P DALGASI VI/VZE]
ORTA T-HAVE ANORWALLio, LATERAL ISKEMIYI DESERLENDIRIN (-0.te ¥ T DALGASI U/aVL/VS/VE

—
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Sekil 2. ‘Mitral annular disjunction’ TTE goriintusii
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Sekil 3. Apikal 4 bosluk pencerede mitral yetersizlige ait
gorunti
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rinin ylUksek oldugu gérildi.Elektrokardiyografi (EKG) birinci
derece atriyoventrikiler blok oldugu gériildi. EKO'da ejeksiyon
fraksiyonunun %60 oldudu, ileri derecede trikispit yetersizlik,
sistolik pulmoner arter basincinin (sPAB) 60 mmHg, sag kalp
bosluklarinin genis, mitral anterior leaflet tizerinde vejetasyon
ve vejetasyona sekonder ileri mitral yetersizlik gelistigi izlendi.
p ' AVR kapak Gzerinde klinik agidan anlamligradient ve yetersizlik
jeti olmadigi gorildi. Hastanin cerrahi sonrasi dénemde yapi-
P lan EKO'suna goére mitral yetmezligin ve PABs'nin arttigi goril-
- di.Hastaya transézefagial ekokardiyografi (TEE) yapildi, mitral
: ~ anterior leaflet Gzerinde 1.5%0.3 cm? ve 2.4*0.5 cm? ebatlarinda
PN parc¢ali sekilde vejetasyon imajiizlendi. Biyoprotez aort kapagin
mitral kapagdi erode ettigi ve buna bagl kleft olustugu gorilda.
.) ' Kan kdiltirlerinde Greme olmayan hastaya infektif endokardit
ve ciddi mitral yetmezlik nedeniyle cerrahi karari verildi. Aort
~ darligi (AS) igin aort kapak replasmani (AVR) gegiren hastalarin
o %61-90'Inda hafif derecede mitral yetmezlik bulunur. Etiyoloiji
islevsel oldugunda, AVR sonrasi hastalarin %80'ine yakinin-
da mitral yetmezlikte azalma izlenir. AVR'den sonra hastalarin
%4-14'inde yeni mitral yetmezlik veya dnceden var olan mit-
ral yetmezligin ilerlemesi gorilebilir ki bu durum olduk¢a nadir
bir bulgudur. Endokardit ile iliskili olarak mitral-aort perdesin-
den kaynaklanan yetersizlik jeti oldugu bildirilen nadir vakalar
vardir. Bu vakalarin ¢ogu, anterior mitral yaprakgigin bir per-
forasyonla tutuldugunu gésterir. Protez kapak endokarditleri
genelde yeteri kadar dikkat edilmeyen cerrahi alan temizligi,
antibiyotik tedavisine devam edilmemesi ve enfekte materya-
lin tam olarak temizlenmemesi gibi sebeplerden dolayi olmakta
ve mortal komplikasyonlara sebep olmaktadir. Aort veya mitral
yetersizlige neden olan perivalviler operasyonlar dikis ile ilgili
yaralanmalara neden olabilir. Ancak bizim vakamizda da goé-
rildigu tzere dikissiz biyoprotez AVR sonrasi da mitral kapakta
yaralanma ve takibinde infektif endokardit gelisebilmektedir.
Dikissiz biyoprotez AVR sonrasi mitral kapagin erode olmasi ve
¢ PH nihayetinde endokardit gelismis olmasi komplikasyonla birlikte
Sekil 5. Kardiyak MRI late gate gériintii i beraberinde ikincil cerrahiyi ve bu cerrahinin riskinin yliksek ol-
ferolateral bélgede saptanan fibro masina da neden olmaktadir.
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Sekil 4. Kardiyak MRI' da MAD ait goriinti

SO-39 [Cardiac Imaging / Echocardiography]

Dikssiz Biyoprotez Aort Kapak Replesmani
Sonrasi Siirpriz Komplikasyon?

Irem Oktay, Yakup Alsancak

Necmettin Erbakan Universitesi Meram Tip Fakdiltesi, Kardiyoloji
Anabilim Dali, Konya

Bilinendiyabetes mellitus ve hipertansiyontanilariile takipli, 1ay
once biyoprotez AVR 6ykiisii olan 77 yasinda erkek hasta ates,
genel durum bozukludu ile dis merkezden tarafimiza sevk edil-
di. Anamnezinde hastanin 1ay énce efor dispnesi ile kardiyoloji
servisinde yatirilip tetkik edildigi, ekokardiyografide (EKO) ciddi
aort darligi saptanmasi tzerine dikissiz biyoprotez AVR ve tek
damar by-pass cerrahisi yapildigi 6grenildi. Ates ve geneldurum
bozuklugu nedeniyle yatirildigi dis merkezde pnémoni ve anemi
o6n tanisiyla tetkik edilen, koronavirlsicin test génderilen ve ne-
gatif olarak gelen hastaileriinceleme amaciyla tarafimiza sevk
edildi. Hastanin laboratuar tetkiklerinde enfeksiyon degerle- C ve D; siddetli mitral yetmezli tiizlenmektedir.
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SO-40 [Cardiac Imaging / Echocardiography]

Komplikasyonlarla seyreden infektif
Endokardit Vakasi

Pelin Abatas, Betill Ayca Yamak, Serkan Unlu
Gazi Universitesi Tip Fakiltesi Kardiyoloji Anabilim Dali, Ankara

31 yasinda kadin hasta ektopik Cushing sendromuna neden
olan akciger yerlesimli disik dereceli néroendokrin tiimor
(NET) nedeniyle opere edilmis taburculuktan 4 giin sonra or-
taya ¢ikan ates ylksekligi, biling bulanikligi ve bulanti kusma
sikayetleriyle basvurdugu dis merkezden beyinde iskemik se-
rebrovaskiler olay tespit edilmesi ve etiyoloji arastirmasi ya-
pilmasi sirasinda infektif endokarditten siiphelenilmesi tze-
rine hastanemize sevkedildi. Transtorasik ekokardiyografi
(EKO) ardindan transézefageal ekokardiyografi (TEE) yapildi,
mitral kapakta 13*13 mm ve aort kapakta 5*7 mm boyutla-
rinda vejetasyonlar gérildi. 2 aerob kan kiltirinde penisilin
direncli Stafilokok aureus Uredi. Hastaya infektif endokar-
dit tanisi konularak antibiyotik tedavisi baslandi. Kranial MR
anjiyografik incelemede supra ve infratentoryal bdlgelerde
multipl iskemik slire¢le uyumlu lezyonlar ve sol internal ka-
rotid arterde 1 cmlik disseksiyon flebi gézlendi. Abdominal
ultrasonografi (USG) ile dalak enfarkti tespit edildi. Yiksek
ACTH ve kolesterol seviyeleri nedeniyle hiperkortizoleminin
devam ettigi gorilda. Sol kal¢a agrisi tarifleyen hastanin pel-
vik MR'Inda femur basi avaskiiler nekrozu saptandi. Antibi-
yoterapi altinda zaman zaman ates ylksekligi devam eden
hastanin kan kdlturleri alindi, bakteri Gremesi olmadi, gén-
derilen Covid-19 PCR testi pozitif gelen ve toraks bilgisayarl
tomografisinde Covid-19 pnémonisiile uyumlu lezyonlar olan
hasta izolasyon servisinde takip edildi. 5 giinlik Favipravir
tedavisini tamamlayan hasta PCR negatifliginden sonra kar-
diyoloji servisine devir alindi.Takibinde omuz agrisi ve sol st
kadran agrisi gelisen hastaya yapilan abdomen USG'de da-
lakta subkapstiler 95*85 mm boyutlarinda hematom tespit
edildi. Beyin diflizyon MR'da fokal serebrit, mikroapse odak-
lari tespit edildi. Septik emboli komplikasyonlari ortaya ¢ikan
ve kontrol transtorasik EKO'da mitral kapaktaki vejetasyon
boyutlarinin arttigi izlendi. Kontrol TEE'de mitral kapak pos-
terior leaflette 3,5 cm, anterior leaflette 2,0 cm boyutlarinda
ileri derecede mobil vejetasyonlar ve ciddi mitral yetersiz-
ligi izlendi. Vejetasyonun boyutunun ve mitral yetersizligin
belirgin olarak arttigi tespit edildi. Multidisipliner konseyde
degerlendirilen hastaya es zamanli splenektomi ve mitral ka-
pak replasmani planlandi.Operasyonla alinan mitral kapak
patoloji érneginde endokardit ve papiller fibroelastom ile
uyumlu bulgular saptandi. Hasta cerrahi sonrasinda tam sifa
ile taburcu edildi. Kontrol ekokardiyografilerinde vejetasyon
lehine bulgu izlenmedi.

Kardiyak cerrahiyle eksize edilen materyalin patoloji sonucu-
nun kalbin primer timérleri arasinda nadir gérilen fibroelas-
tom ile uyumlu oldugu gérilmistir.Fibroelastom beraberinde
disik dereceli akciger NET'e ve ona sekonder gelisen ektopik
Cushing sendorumu immunsupresyona neden olarak hastayi
mikroorganizmalara karsi duyarli hale getirmistir.Covid pné-
monisine yakalanan hastanin bircok ek komorbiditesine rag-
men yodun bakim ihtiyaci gelismemesi dikkat ¢ekicidir.
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Sekil 2. Hastanin TEE goriintlleri

SO-41[Cardiac Imaging / Echocardiography]

A case of congenital partial absence of the
left pericardium presenting with atypical
chest pain

Muzaffer Kahyaodlu', Cetin Gecmen?

'Clinic of Cardiology, Gaziantep State Hospital, Gaziantep
?Kartal Kosuyolu Higher Specialized Training and Research Hospital,
istanbul

A 42-year-old male patient was admitted to our cardiology
outpatientclinic because of atypical chest pain. His past me-
dical history was unremarkable for any chronicillness. Elect-
rocardiogram showed normal sinus rhythm and non-specific
inverted T-wave in anterior derivation. A chest X-ray was
ordered during the diagnostic approach and showed levo-
rotation of the heart and elongation of the left ventricular
contour (Figure 1A). Transthoracic echocardiography was
performed and revealed that the left ventricular apex was
displaced towards the armpit and mid-axillary line (Figure
1B). With these findings, we suspected congenital absence
of pericardium (CAP) and ordered chest computed tomog-
raphy (CT). A Chest CT scan indicated an extreme left-sided
displaced heart with the apex pointing mid-axillary line (Fi-
gure 1C) and interposition of lung parenchyma between the
pulmonary artery and aorta (Figure 1D). With the addition of
these findings, the diagnosis of CAP was supported.
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CAP is a rare cardiac malformation and can be defined as the
partial or total absence of the fibroelastic sac that surroun-
ds the heart and great vessels. As patients often are asymp-
tomatic or have nonspecific symptoms, the diagnosis of this
rare congenital anomaly is difficult. Therefore, it is usually di-
agnosed incidentally during imaging, intraoperatively, or du-
ring postmortem examinations. In this regard, it is important
to keep specific images in mind during the examination and to
suspect CAP to make an accurate diagnosis. During the diag-
nosis, chest radiography, echocardiography, CT, and magnetic
resonance imaging (MRI) are usually utilized as imaging mo-
dalities. On chest X-ray, flattening and elongation of the left
ventricular contour are usually observed, radiolucency betwe-
enthe main pulmonary artery and aortic knob may accompany.
During the echocardiographic examination, optimalimagesare
often obtained through modified windows due to the abnormal
heartposition. Also, elongated atria may be seen together with
bulbous ventricles on the modified apical view. Anotherimpor-
tant point to be considered during echocardiography is the fact
that the right ventricle, which appears to be enlarged due to its
anterior location, may cause patients to be mistakenly suspec-
ted for the diagnoses of arrhythmogenic right ventricular car-
diomyopathy or atrial septal defect. When there are X-ray and
echocardiographic findings suggesting CAP, CT, or MRl is often
ordered to confirm the diagnosis and to identify other associa-
ted lesions as further investigation. Detecting interposition of
the lung parenchyma in areas where the pericardium is absent
on CT and MRIis an almost specific finding for CAP. In conclusi-
on, the diagnosis of this rare congenital anomaly requires sus-
pecting the imaging findings and choosing appropriate ima-
ging methods. In this case report, we highlighted the essential
imaging findings for clinicians to make an accurate diagnosis.

Figure 1.

S0O-42[Cardiac Imaging / Echocardiography]
inferior STEMI Olgusunda Nadir Bir Sag
Ventrikiil Disfonksiyon Nedeni

Mehmet Emre Ozerdem, Mige Akbulut, Kaan Akin, Kerim
Esenboda, Nil &zytincii, Eralp Tutar

Ankara Universitesi Tip Fakiiltesi, Kardiyoloji Anabilim Dali, Ankara

Konstriktif perikardit; perikardda kronik inflamasyon sonu-
cunda meydana gelen skarlasma, fibrozis ve kalsifikasyona
bagli olarak normal diyastolik dolumun bozuldugu ve genel-
likle sag kalp yetmezlIigi bulgulari ile prezente olan nadir bir
hastaliktir. Lokalize formlariise daha da nadir olarak karsimi-
za ¢ikmaktadir. Tanidq; klinik stiphenin 6nemi blydktdar.

76 yasinda erkek hasta, hastanemiz acil servisine son 3 saattir
devam eden retrosternal gégus agdrisi ve soguk terleme ya-
kinmasiyla basvurdu. Cekilen EKG'sinde; inferior derivasyon-
larda ST segment elevasyonu izlendi. Cekilen sag ve posterior
EKG'lerinde ise patolojik bulgu saptanmadi. Basvuru sirasinda
hastanin hemodinamisi stabil olup sistemik hipotansiyon mev-
cut degildi. Hasta, inferior ST segment elevasyonlu myokard
enfarktlst (STEMI) tanisiyla koroner anjiyografiye alindi. Ya-
pilan koroner anjiyografi sonucunda; sag koroner arter (RCA)
proksimalde total tikali olarak izlenerek primer perkitan giri-
sim uygulandi. Sol 6n inen koroner arter (LAD) ve sirkumfleks
(Cx) arterdeki kritik lezyonlara ise 2. seansta girisim planlan-
di. islem sonrasi yapilan trans-torasik ekokardiyografide; in-
ter-ventrikller septumda septal bounce, sag ventrikil serbest
duvarinda akinezi ve komsu perikard dokusunun ekojenitesin-
de artis ve triklspid diyastolik akim 6rneklerinde solunumsal
%52 degiskenlik izlendi (Sekil 1 A / D). Hastanin koroner aniji-
yografi filmleri retrospektif olarak tekrar degerlendirildigin-
de; sag ventrikil komsulugundaki bélgede yodun perikardiyal
kalsifikasyon gériinimu dikkat ¢ekti (Sekil 2 A/ B). Bunun tze-
rine, hastaya kardiyak MR planlandi ve sag ventrikiilde lokalize
konstriktif perikardit tanisi kesinlestirildi. ( Sekil 3) Konstriktif
perikardit klinik bulgulari olmayan ve cerrahi agidan ytiksek
riskli olarak degerlendirilen hastada, medikal takip planlandi.

Konstriktif perikardit, normal diyastolik dolumun bozuldugu ve
buna bagli olarak klinikte siklikla sag kalp yetmezIigi bulgulariyla
karsimiza ¢ikan, nadir bir tablodur. Etiyolojide en sik; viral etken-
ler, gegcirilmis kardiyak cerrahi ve tiiberkiloz rol oynamaktadir.
Lokalize konstriktif perikardit formlari ise gok daha nadir olarak
izlenmekte olup, klinik bulgular tutulum yerine gore farklilik gés-
termektedir. Tanida, klinik siiphe esastir. Bizim vakamizda oldugu
gibi; akut koroner sendromla basvuran bir hastada izlenen seg-
menter duvar hareket kusuru her zaman basit¢e myokard en-
farktistinin kendisine bagli olarak ortaya ¢ikmayabilir.

Klinik stipheile, ok yaygin bir hastaliga eslik eden daha nadir
hastaliklar ortaya ¢ikartilabilir.

Sekil 1. A. triklispid diyatolik akim érneklerinde artmis solu-
numsal degiskenlik
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ABDULLAH AKTAS 57868 K 3 B BN SNAKST
AXION. Artis

H

Sekil 1. B VCl degerlendirmesi ABDULLAN AKTAS 57668

Sekil 2. B Revaskiilarizasyon sonrasi, ayni zamanda perikardi-
yal kalsifikasyon goériiniimii

Sekil 3. MR goériintiisiinde lokalize perikardiyal kalsifikasyon
gorinimi

‘ : SO-43 [Arrhythmia / Electrophysiology / Pacemaker / CRT-
\' ICD]

Sekil 1. D Sag ventrikiil serbest duvarinda lokalize konstriksi- Ghost Fibrin Sleeve After Transvenous Lead

yon gdriinimii Extraction

ézﬂl Ucar Elalmis, Mustafa Cetin, Furkan Kilekci, Sona
Huseynova, Ahmet Temizhan

Clinic of Cardiology, Ankara City Hospital, Ankara
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A 43-year-old male patient with nonischemic cardiomyopat-
hy was hospitalized for lead extraction for pocket infection.
He received an implantable cardioverter defibrillator (ICD)
one-year-ago for primary prevention. Blood cultures were
negative for any microorganism. He had no vegetations on
the lead system, which was confirmed by transesophageal
echocardiography. He received intravenous antibiotics and
standard heart failure treatment throughout the extraction
procedure. The cultures of the extracted material grew stap-
hylococcus epidermidis. After removal of the ICD system, a
control transthoracic echocardiogram (TTE) was performed.
TTE revealed a residual mobile tubular structure protruding
from superior vena cava to right atrium (Video). The structure
followed the route of an extracted lead. We diagnosed that it
was a right atrial ghost after lead extraction procedure and
decided to follow the patient clinically with serial TTE exams.

The number of implanted cardiac devices and consequently
lead removal procedures are increasing over the years. After
intracardiac device implantation, a fibrotic encapsulating
tissue grows around the device lead. Right atrial ghosts are
detected in 8%-14% of patients following lead extraction.
Their presence may associate with device infection. They
can also be detected in noninfected patients. According to
a study, the presence of ghosts was related with bad prog-
nosis (Ref). Currently, no specific therapy exists (including
removal of the ghosts). Close clinical and echocardiographic
follow-up are recommended.

Reference: Narducci ML, Di Monaco A, Pelargonio G, et al.
Presence of ‘ghosts’ and mortality after transvenous lead
extraction, EP Europace; 19(3): 2017: 432—440.

SO-44 [Arrhythmia / Electrophysiology / Pacemaker / CRT-
ICD]

Mitral Annular Disjunction With Long QT
Syndrome

ézgijl Ucar', Mustafa Cetin', Ramazan Sevim', Nilgiin
Isiksalan Ozbilbil?, Ahmet Temizhan'

'Clinic of Cardiology, Ankara City Hospital, Ankara
2Clinic of Radiology, Ankara City Hospital, Ankara

Mitral annular disjunction (MAD) is defined as the atrial
displacement of the hinge point of the mitral valve from the
ventricular myocardium. MAD may be associated with seve-
re arrhythmias, and even with sudden cardiac death.

A 33-year-old female patient with a family history of sudden
cardiac death was admitted to emergency department of a
different hospital with syncope and polymorphic ventricular
tachycardia (VT). The patient was converted to sinus rhythm
by cardioversion and 300 mg intravenous amiodarone was ad-
ministered. She was transferred to our hospital for further me-
dical care. The patient seemed well, but anxious. She described
occasional postural presyncope with stress. On examination she
appeared well with normal heart sounds and no clinical signs of
heart failure. Her ECG confirmed sinus rhythm with prolonged
QTc at 545 msec. She was not on any medications that could

prolong QT. Her blood tests were normal. Troponin was mildly
increased, probably due to cardioversion. Magnesium, potas-
sium and intravenous beta blocker (esmolol) were started. She
experienced ashort run of polymorphic VT shortly after the ini-
tiation of the therapy. Her QTc returned to normal after several
days. An echocardiogram was performed to exclude a signifi-
cant structural abnormality. The echocardiogram showed mild
myxomatous mitral valve with no typical prolapse. Coronary an-
giography revealed normal epicardial coronary arteries. Patient
was referred for cardiac MRl in order to rule out any cardiomyo-
pathy. Cardiac MRI also did not show any mitral valve prolapse
on the 3 chamber cine. In addition, the inferior and inferolateral
annulus showed thinning passing 7.5 mm into the LV, which is a
feature of patients with MAD syndrome. MRl also revealed focal
fibrosis of the papillary muscles and posterolateral wall of left
ventricle. Shereceived an|CD for secondary prevention and was
discharged with 100 mg metoprolol daily.

MAD is a structural abnormality whereby there is a distinct
separation of the mitral valve annulus, left atrial wall and the
basal portion of the posterolateral left ventricular myocardi-
um. It has been associated with mitral valve prolapse (MVP),
arrhythmias and sudden cardiac death. In 22% of patients
MAD is present without MVP. MAD is usually diagnosed by
echocardiogram. However, recent publications suggest MRI
as gold standard. MRI has an additional benefit of assessing
myocardial fibrosis. In this case report, we showed that CMR
revealed a MAD previously missed by echocardiography. In
addition co-existance of MAD with long QT syndromeis arare
finding. MAD can be a structural abnormality relating to long
QT syndrome or these two conditions can share common ge-
netic mutations. For example, SCN5A mutation is common in
long QT syndrome and arrhythmogenic bileaflet mitral val-
ve prolapse syndrome. Further cases and investigations may
show relationship between MAD and long QT syndrome.

SO-45 [Arrhythmia / Electrophysiology / Pacemaker / CRT-
ICD]

A Case of Pemphigus Mimicking CIED Pocket
Infection

Levent Pay', Nazmiye Ozbilgin', Fatih Géktay?, Emir Renda?,
Goksel Cinier', Mert ilker Hayiroglu', Ahmet ilker Tekkesin',
Kadir Glrkan'

'Department of Cardiology, Istanbul Siyami Ersek Thoracic and
Cardiovascular Surgery Training and Research Hospital, Istanbul,
Turkey

?Departmant of Dermatology, University of Health
Science,Haydarpasa Numune Training and Research Hospital,
istanbul, Turkey

’Department of Cardiology, GimUushane Kelkit State Hospital,
Gimdishane, jstanbul

Cardiac implantable electronic devices (CIED) are commom-
ly used. Because of increasing numbers of patients with CIED,
CIED pocketinfections have become prevalent.

A 44 year old female patient who had a history of heart fai-
lure and was on the transplantation list, referred to our clinic
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to be evaluated for an implantable cardioverter defibrillator
(ICD). Medical history was taken from the patient, it was le-
arned that she was taken to the hospital by her relatives in
1999 due to sudden loss of consciousness. The epicrisisreport
revealed that the patient had cardiopulmonary arrest. After
succesfully resuscitation, anterior ST elevation myocardial
infarction was diagnosed on electrocardiography and a co-
ronary angiography detected spontaneous dissection on left
anterior descending coronary artery (LAD). Autologous stem
cell transplantation was performed to the LAD on 2014. It
was also understood from the patient that she was diagno-
sed with pemphigus vulgarisin 2010 due to skin lesions.

In our clinic, the patient was reevaluated. Transthoracic
echocardiography (TTE) showed left ventricular ejection
fraction was %20 and anterior, anteroseptal and septal seg-
ments were akinetic and thin. Then ICD wasimplanted. After
4 months from ICD implantation, patient applied to our clinic
complaining of erythematous and rash lesions on the CIED
pocket (Figure 1). Patient was hospitalized with a preliminary
diagnosis of CIED pocket infection. Patient’s body tempe-
rature was normal, the blood culture and cultures from the
skin lesions were found to be negative. No elevation of the
inflammation markers was seen. Superficial tissue ultraso-
nography revealed no collection under the skin lesionsand no
vegetation was observed on the lead or valves on TTE. Aph-
thous ulcer on the buccal mucosa and pemphigus like lesions
on the back of the patient were detected in her physical exa-
mination (Figure 2,3). Then patient consulted with dermato-
logy department, considering the existing diagnosis of pem-
phigus vulgaris. Lesions on the CIED pocket were thought
to be pemphigus lesions by dermatologist and punch biopsy
was taken. Histopathological examination confirmed diag-
nosis of pemphigus vulgaris. Topical steroid was administe-
red to the pemphigus lesions in the area of the CIED pocket,
and oral azathioprine therapy was initiated to the patient. It
was observed that the lesions disappeared completely after
15 days from the start of treatment (Figure 4).

We presented a case that was thought to be a CIED pocket
infection, but a pemphigus lesions were detected with deta-
iled medical history and physical examination findings. With
this case, we want to emphasize a pemphigus vulgaris lesion
involving the CIED pocket, which has not been reported be-
fore in the literature. Clinicians should be aware of rare con-
ditions that mimic CIED infection such as skin manifastations
of systemic disease.

Figure 1. Erythematous and rash lesions on the CIED pocket
areaq, on left pectoral region.
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Figure 2. Aphthous ulcer on the buccal mucosa.

Figure 3. Erythematous lesions on the back.
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Figure 4. Healing of the lesions after therapy with steroid and
azathioprine.

SO-46 [Congenital Heart Diseases]

Successful surgical treatment of aorto- right
atrial fistula endocarditis with destruction of
tricuspid valve

Giirsel Sen', Yalin Tolga Yaylall', Ali Vefa Ozcan?, Serkan Akcan?

'Department of Cardiology, Pamukkale University School of
Medicine, Denizli

?Department of Cardiovascular Surgery, Pamukkale University
School of Medicine, Denizli

Valvular aneurysmal and/or fistulous tracts formations of
infective endocarditis (IE) are very rare. The exact incidence
isunknown. Early recognition and prompt treatment are im-
portant to prevent catastrophic outcomes.

A 26-year-old man was referred for fevers, palpitations,
and shortness of breath. His physical examination at admis-
sion revealed blood pressure of 110/50 mmHg, heart rate of
100 bpm, temperature of 38,2 C and pulse oximetry of 88%
on room air. 36 systolic murmur was present on the right side
of the sternum. The ECG showed a sinus tachycardia and in-
completeright bundle branch block (Figure 1). He was not ta-
king any medication.

His past medical history was significant for a history of con-
genital heart disease which was defined as a bicuspid aorta
(RCC-LCC raphe) and a possible communication between
the aorta and the right atrium at TEE examination a year
ago. CT angiography was scheduled to confirm the echo fin-
dings. In 2017, he underwent aright heart catheterization for
high probability pulmonary hypertension findings on TTE,
which demonstrated the absence of pulmonary hypertensi-
on and was inconclusive for a left to right shunt: normal ri-
ght ventricle and pulmonary artery pressures (26/3/10 mmHg
and 204/13 mmHg, systolic, diastolic and mean, respecti-
vely), and an elevated pulmonary arterial saturation at 77%.
However, he was lost to follow-up in 2017. He was then seen
at a follow-up visit in April of 2019, when TEE demonstrated

a sinus of Valsalva aneurysm with turbulent flow suggesting
a communication to the RA. Labarotory examinations reve-
aled CRP of 47mg/L, ESR: 27 mm/h, procalcitonin 0.130 ng/
mL. Severe Tricuspid regurgitation and cystic structures, the
largest being 25x22 mm in diameter were detected on atri-
al face of the tricuspid valve at TEE examination (Figure 2).
Thoracal CT demonstrated a hemorrhagic pneumonic in-
filtrate consistent with bacterial pneumonia (Figure 3) and a
lesion on the tricuspid valve consistent with an aneurysmal
sac (Figure 4). Based oninitial medical history and findings on
physical examination and laboratory analyses, our tentati-
ve diagnosis was infective endocarditis. He was first put on
amoxicillin clavunate and ceftriaxone empirically. After mul-
tidisciplinary consultations, the decision was made to proce-
ed with surgery. He underwent surgery. Surgery demonstra-
ted a sinus of valsalva aneurysm extending to the damaged
tricuspid valve. There was a communication between the
aneurysm and the right atrium (Figure 5). His defects were
closed with patches (Figures 6-7) and the Tricuspid Valve was
replaced with 33 no Hancock Il Bioprosthesis

Congenital heart disease with left to right shunt and bicus-
pid aortic valve arerisk factors for the development of IE. We
report the case of a patient with congenital heart disease (a
communication between the aorta and the right atrium) was
presumed to have IE, and was later treated surgically to cure
the disease.
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Figure 5. Aneurysmal sacin the RA
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Figure 7. Patch Plasty

SO-47 [Congenital Heart Diseases]

Fullrecovered sudden cardiac arrest

as aresult of tachycardiainduced
cardiomyopathy related to myocarditisin a
patient with Marfan’s syndrome

Nergiz Mistagzade, Ogtay Musayeyv, Firdovsi Ibrahimov,

Jamil Babayev, Mehriban Isgenderova, Ayten Nesibova,
Elnura Gardashova, Zohra Alimli

Department of Cardiology, Merkezi Klinika, Baku, Azerbeycan

A 22-year-old boy, 194 cm tall, weighting 94 kg, with Marfan's
syndrome, came to our clinic with complaints of palpitations,
dyspnea, quick fatigue (NYHA Class Il). Two days before hospi-
talization, progressive mitral valve insufficiency and one or two
non-sustained VT episodes and frequent episodes of atrial tach-
ycardia were revealed on 24 Hour Holter monitoring. When pa-
tient has applied to our clinic 2: 1 atrial tachycardia was recorded
(pulse 152) on ECG. In ECHO LVEF was 40-45% (global hypoki-
nesia), pear-shaped aortic root dilatation (annulus 32mm, sinus
valsalva 43mm, sinotubular junction 3émm), moderate mitral
regurgitation, mild tricuspid regurgitation, left ventricular and
atrial enlargement (LV 58/38, LA 44mm), SPAP 40 mmHg was
recorded. On physical examination, blood pressure was 90/70
mmHg (left arm), 100/70 (right arm), heart rate - 140 bpm. The
thorax is the pectus excavatum. On auscultation, heart sounds
are weakened, systolic murmur grade 45 is heard at the apical
point of hearing, breathing sounds are clear. The patient was
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hospitalized with a diagnosis of atrial tachycardia and heart
failure. During the first hour of hospitalization, sudden cardiac
arrest occurred and ventricular fibrillation was seen on monitor.
CPR was initiated immediately in accordance with the recom-
mendations, cardioversion was performed (with 220J), and in a
short time (5 minutes) the patient’s vital signs and sinus rhythm
were restored. Bedside Echocardiography showed more reduced
ejection fraction (LVEF 30%) after CPR. Cordarone infusion was
started atICU. Laboratory parameters were Hemoglobin 14.4 g/
dl, WBC 8.93, Troponin |- 0.014 ng/ml, Potassium 4.2 mmol/I, Cal-
cium 9.4 mg/dl, creatinine 1.1mg/dl, CRP 1.71mg/I. Vital signs were
A/T 100/70mmHg, HR 120bpm. Spironolactone 25mg, Cordaro-
ne tab 200mg, Ramipril 2.5mg, Metoprolol 12.5mg, Enoxaparin
0.6ml were started. After 7 days, the patient was discharged
home hemodynamically stable and without any neurological
problems. Once the patient’s condition stabilized, an MRI of the
heart was performed to identify myocardial disease that could
cause heart failure and arrhythmias. LVEF was recorded 31% on
MRI, EDV 195 ml, ESV 134 ml. initiolly, left ventricular damage is
more similar to myocarditis, with severe diastolic dysfunction.
Myocarditis-related tachycardia and tachycardia-induced car-
diomyopathy were thought to be present and followed by medi-
cal treatment. At the follow-up examination after 6 months, the
ECG is sinus rhythm, there are no specific changes. The patient
has no complaints (NYHA Class ). On repeated MRI, the systolic
function of the left ventricleis completely normal, LVEF 55%, EDV
159ml, ESV 69ml, the left ventricular damage is more reminiscent
of myocarditis. ECHO showed normalization of the ejection fra-
ction (LVEF 55% asynchronous movement), reduction of LA size
(36mm), decreased SPAP 35mmHg, mild MR, mild TR. Treatment
is Ramipril 2.5 mg, Metoprolol 25 mg, Spironolactone 25 mg.
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Figure 4. MRl late enhancement before treatment

SO-48[Coronary Artery Disease / Acute Coronary Syndrome]

Komplikasyona hizlimiidahale hayat
kurtarir: anjiyografide nadir bir
komplikasyon MCA infarkti

Nergiz Aydin, Ahmet LUtfl Sertdemir

Necmettin Erbakan Universitesi, Meram Tip Fakdiltesi, Kardiyoloji
Anabilim Dali, Konya

Figure 2.12lead ECG on admission
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Girisimsel koroner anjiyografi klinik pratigimizde sik¢a uygu-
ladigimiz invaziv islemlerden biridir. Bu islemler sirasinda ve
sonrasinda gelisen komplikasyonlarla da zaman zaman karsi-
lasiyoruz. Klinik olarak 6nemi olan komplikasyon sikhigi %0,3-1
oraninda karsimiza ¢ikmakta. Komplikasyon igin riskli hasta
gruplarini kadin cinsiyet, ileri yas, ateroskleroz, antikoagiilan
ila¢ kullanimi, obezite ve hipertansiyon éyktsi bulunan has-
talar olusturmakta. Klinik pratigimizde en sik karsilastigimiz
komplikasyonlar kanama, femoral arter psédoanevrizmasi,
hematom, arteriyovenéz fistil, derin ven trombozu (DVT) ve
tromboembolidir. Komplikasyonlar hastalarin hospitalizas-
yon siresini uzatmakta ve morbidite ve mortalitede artislara
neden olmaktadir. Bu yazimizda koroner anjiyografi esnasin-
da svo (serebrovaskiler olay) gegiren ve sol MCA (orta sereb-
ral arter) infarkti gelisen olgumuzu sunmayramagladik.

36 yasinda bilinen diyabet, hipertansiyon, 10 yildir arteri-
yovenodz fistll ile hemodiyaliz dyklsi olan kadin hasta acil
servisten st ylikselmesiz miyokard enfarktlsu ile alindi. Bas-
vuruda tansiyon 145/80 mmHg, nabiz 70-90 atim/dk sinls
ritmindeydi. Koroner anjiyografi éncesinde vitalleri normal
sinirlarda idi. islem sirasinda hastamizda uykuya meyil ve
nérolojik defisit izlendi. Yapilan nérolojik muayenesinde sag
nazolabial sulkus hafif silik, sag tarafta kas gtici 2-3/5, sol
kol agrili uyaranla yer ¢gekimini yenebiliyor, sol alt extremite-
yi ¢ekebiliyor, sagda babinski pozitif, ve afazik olarak izlendi.
Hastanin fizik muayene bulgularinin MCA infarkti ile uyumlu
olmasi nedeniyle tromboembolik komplikasyon distnilerek
ivedilikle DSA gorintilemeleri yapildi. DSA gérintilemele-
rinde sol MCA oklude (Figilr 1) olarak izlenen hastaya trom-
bektomi planlandi. Hastaya trombospirasyon ve mekanik
trombektomi yapild. (Figiir 3). islem sonrasinda alinan kont-
rol DSA gérintilerde MCA akiminin tekrar saglandigi géz-
lendi. (Figlr 2). Trombektomi sonrasi takiplerinde bilinci agi-
lan, nérolojik muayenesi diizelen hasta sekelsiz olarak sifaile
taburcu edildi.

Operatoérler islem sirasinda ve sonrasinda ¢esitli komplikas-
yonlarla karsilasabilmekte. Gériintlleme ve girisimsel alan-
daki teknolojik gelismelerin varligi komplikasyonla miicade-
le konusunda operatérlerin elini gli¢lendirmekte. Operatér
ve ekip islem sirasinda hastaya karsi uyanik kalmali, hastayi
gézlemlemeli ve diizenli olarak iletisim kurmali. Onemli olan
operatorin olasi komplikasyonlar konusunda uyanik olmasi,
komplikasyonla karsilastiginda sogukkanli kalarak en kisa sti-
rede gerekli midahalede bulunabilmesidir. Kateter labora-
tuvarinda karsilasilan komplikasyonlara ne yapacagini bile-
rek ve sogukkanlilikla erken midahale basarinin anahtaridir.
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Figiir 2. Trombektomi sonrasi DSA goriintiisi
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Figlir 3. Trombektomi materyali

SO-49[Coronary Artery Disease / Acute Coronary Syndrome]

immiinsupresyon Altinda Bir Akut Koroner
Sendrom Vakasi Suc¢lu Kim Nétrofiller Mi, T
hiicreleri Mi?

irem Oktay, Ahmet Liitfii Sertdemir, Abdullah icli

Necmettin Erbakan Universitesi, Meram Tip Fakiiltesi, Kardiyoloji
Anabilim Dali, Konya

Bilinen kronik grantlomatéz hastalik tanisi olan 2008 ve
2019 yillarinda KiT yapilan ve graft versus host hastaligi
siphesiile pediatrik immiinolojide takip edilen 20 yas erkek
hasta retrosternal bélgede sikistirici vasifli gégis agrisi si-
kayeti ile acil servisten tarafimiza danisildi. Hastanin kronik
granlilomatdéz hastalik tanisi ile takipli oldugu en son 2019
yilinda KiT yapildigi ve graft versus host tanisi ile bir hafta
6nce prednol tedavisi baslandigi gérildi. Hasta,bir haftalk
prednol kullanimindan sonra retrosternal bélgede sikistirici
vasifl gégus agrisi sikayeti olmasi Gzerine acile basvurmus.
Tipik anjinal semptomu olan hastanin elektrokardiyografi-
sinde (EKG) normal sinUs ritmi ve yaygin ST elevasyonlari g6-
rildi.Hastaya ekokardiyografiyapildi. Ejeksiyon fraksiyonu
% 40 anterior ve septumda duvar hareket kusuru ve birinci
derecede mitral yemezlik gérildi.Laboratuar sonuglarinda
troponin 5.39 ug/l,ck-mb 300 ug/| ‘den yiksek, alaninami-

notransferaz ve aspartataminotransferaz yiiksek hemoglo-
bulin 19.6 gr/dl olarak gérildi Tipik anjinal semptom tarifle-
yen EKG ve EKO da akut koroner sendrom bulgulari gorilen
troponin ylksekligi olan hasta AKS 6n tanisi ile koroner an-
jiyografiye alindi. Sag koroner arter (RCA) normal, sirkumf-
leks proksimalinde (CX) %70 lezyon, sol 6n inen arter (LAD)
proksimali %100 okltide antegrade kendii¢cinden dolus mev-
cut sag sistemden retrograde kolleterallerle dolus izlendi.
Hastaya LAD PClI yapildi.Hasta koroner yogun bakima alin-
di.Hemoglobulin ytksekligi olan hasta hematolojiye danisil-
di. Bir Gnite flebotomi yapildi ve mikostatin oral stispansiyon
baslandi. iki giin koroner yogun bakimda izole sekilde takip
edilen hastasifaile taburcu edildi. Kronik graniilomatéz has-
talikimmiun sistemi etkileyen ve mikroorganizmalarin nétro-
filler tarafindan fagosite edilememesi sonucunda granilom
olusumu ile seyreden bir hastaliktir. Pek ¢ok organ tutulumu
gorillebilmektedir. Tiberkiiloz, aspergilloma, osteomiye-
lit gibi agir enfektif durumlar siklikla hastaneye yatis endi-
kasyonlaridir. Tedavide antibiyoterapiler, iViG ve KiT kulla-
nilmasina ragmen GVHD gérilebilmektedir. GVHD gelisen
durumlarda tedavide yapilabilecek tek sey immunsistemi
baskilamaktir. imminsiipresif tedavi icin genellikle ilk asa-
mada prednol kullaniimaktadir. Korkitosteroidler koroner-
ler i¢in vazokonstriktoér etkiye sahiptir. Kortikosterodilerin
bilinen kardiyak yan etkilerinden biri hipertansiyon iken bir
digeri de ateroskleroza neden olmalaridir. Etki mekanizmasi
tam bilinmemekle birlikte vazokonstriksiyonun bundarol oy-
nadigi distindlmektedir.Bizim vakamizda da hastada GVHD
nedeniyle bir haftalik prednol kullanimi sonrasinda akut ko-
roner sendrom goridlmistdr. T hicre aktivasyonu mevcut
olan hastada ateroskleroz gelismesi ve akut koroner okliiz-
yona neden olmasi gelecekte ateroskleroz etyolojisinde yeni
bir pencere acabilir, ateroskleroz mekanizmasina farkl bir
1sik tutabilir. Vakamiz bu nedenle 6zellikli ve literatiirde daha
6nce goridlmedigiicin kiymetlidir.

Sekil 1. LAD total okliide goriiniimii
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Sekil 2. RCA normal gériiniimii

Sekil 3. LAD total lezyonun telile gegilmesi

Sekil 4. LAD total lezyona stent implante edilmesi
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Sekil 5. BasariliLAD PCl sonrasi gériiniim

SO-50[Pulmonary Hypertension / Pulmonary Vascular Disease]

Dasatinib ve Bosutinib Kullanimina Sekonder
Pulmoner Hipertansiyon Vakasi

Abdullah Tungez, Tugba Deniz Kurnaz Demir, Aslihan Merve
Toprak, Bllent Behlll Altunkeser

Selcuk Universitesi, Selcuklu Tip Fakdltesi, Kardiyoloji Anabilim Dall,
Konya

Pulmoner hipertansiyon (PHT), pulmoner arter basincinin sag
kalp kateterizasyonu ile 25 mmHg'dan daha fazla dlgtlmesi
ile tanimlanan, farkli etiyolojilere bagli olusabilecek patolojik
bir durumdur. PHT igin etiyolojik sebepler arasinda bulunan
dasatinib, kronik myeloid 16semi (KML) gibi malignitelerde
kullanilabilen bir Src/Abl kinaz inhibitértdir. Bu vakada da-
satinibe bagli gelisen PHT tani ve tedavi strecini inceleyerek
tartismak istedik.

Olgu: 54 yasinda erkek hasta, uzun siredir olan nefes darhigi
sikayetiyle g6gis hastaliklarinda takipliymis. Hastanin hika-
yesinde bilinen KML i¢in imatinib, dasatinib ve bosutinib kul-
lanma 6ykisi vardi. Hastanin anamnezi derinlestirildiginde
asil sikayetlerinin dasatinib kullanimindan sonra basladigi
anlasildi. Daha sonra kardiyoloji poliklinigine yénlendiri-
len hastanin nefes darligi etiyolojisi arastirilirken yapilan ilk
ekosunda; LVEF %58 -AY: MiN -MY: MIN -TY:3(CiDDi) TAH-
MIiNi PAB: 80+15 mmHG, D shaped sol ventrikiil, sag bosluk-
lar ileri derecede genis olarak goézlendi. Hastada ilaca bagh
PHT distndlap ileri tetkik ve tedavi icin kardiyoloji servisine
yatisi yapildi. Etiyoloji arastiriirken pulmoner bt anjiografi
¢ekilen hastada; pulmoner truncus ¢api 31 mm, sag ana pul-
moner arter ¢api 29 mm, sol ana pulmoner arter ¢api 30 mm
6lgllirken, sag ve sol hemitoraksta plevral eflizyon tespit
edilmis. 6 dk ylrime testi 200 metreydi. Akciger perflizyon
sintigrafisinde patolojik bulgu saptanmazken, gégis hasta-
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liklari plevral eflizyondan sitoloji almis, sonug¢ benign gelmis.
Koroner laboratuvarina alinan hastada; LMCA normal, LAD
normal, CX OM1 osteali %20, RCA normal olarak tespit edil-
di. Sag kalp kateterizasyon islemine geg¢ildi. PCWP: 14 mmH-
g,ortalama pulmoner arteriyel basinci 62 mmHg, pulmoner
vaskdler diren¢(PVR) 7.76 WOOD inite, TPG:48 mmHg ola-
rak 6l¢lldi. Adenozin ile vazoreaktivite testi yapildi, negatif
olarak degerlendirildi.

Dasatinibe bagli PHT disinllen ve halihazirda bosutinib kul-
lanan hasta PHT konseyinde degerlendirildi ve dasatinibe
bagl PHT didstndlidp, bosutinibe devam edilmesi karari alin-
di. PHT tedavisi olarak masitentan 10 mg 1x1, tadalafil 40 mg
1x1 ve diliretik tedavisi baslandi. Bu tedavilerden sonra takip
edilen hastanin fonksiyonel kapasitesi, 6 dk yirime mesafesi
artis gosterirken, nefes darhgi azaldi. 6 dk ylrime testi 400
m'ye kadar ylkseldi. Devam eden takiplerinde pulmoner ar-
ter basinci ylksek seyretti.

Tartisma: PHT, pulmoner arter basincinin sag kalp kateteri-
zasyonuile25mmHg’'dandahafazlaél¢llmesiile tanimlanan,
farkl etiyolojilere bagli olusabilecek patolojik bir durumdur.
ilaca baglh gelisen tip 1 PHT sebepleri icerisinde tirozin kinaz
inhibitorleri de bulunmaktadir. Bu ilaglari uzun stre kullanan
hastalar PHT agisindan takip edilmelidir. Dasatinib sebebiyle .
olusan PHT tedavisinde indikleyen ilacin kesilmesi en 6nemli
basamaklar arasindadir. Dasatinib ve benzeri ila¢ kullanimi
sirasinda bu vakada da oldugu gibiilagiliskili PHT tanisini ak-

rp
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SO-51[Pulmonary Hypertension / Pulmonary Vascular Disease] MEF75 Vs 754 712 ?)S
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Kifoskolyoza Baglh Pulmoner MEF25-75 s 473 420 89
Hipertansiyonun Beklenmedik Nedeni: Sol Aex 1°1/s 18.42

Atriyal Basi Sekil 1B. Spirometrisonucu

Serhat Karadavut

Kayseri Egitim ve Arastirma Hastanesi, Kardiyoloji Klinigi, Kayseri

iki aydir bacaklarda sislik ve nefes darhgi sikayeti olan 26
yasindaki erkek hastanin 6zge¢misinde kifoskolyoz tanisi
mevcut. Ekokardiyografide ve sonrasinda ¢ekilen 320 kesitli
tomografide omurga deformitesi sonucu yer degistiren inen
aortanin sol atriyuma basisi saptandi. Pulmoner arter basin-
c1 70 mmHg olarak bulundu. Hasta cerrahiye yénlendirildi.
Operasyon sonrasi sol atriyal basinin kayboldugu ve pulmo-
ner arter basincinin da geriledigi izlendi. Kifoskolyozda azal-
mis akciger hacmi, restriktif degisiklikler gibi bircok nedenle
pulmoner hipertansiyon gérilebilir. Ancak bdyle bir meka-
nizma sonucu pulmoner hipertansiyon gelisimi bildigimiz
kadariyla literattirde bulunmamaktadir. Bu nedenle, ekokar-
diyografide gézden ka¢masi durumunda diger pulmoner hi-
pertansiyon gelisen kifoskolyoz hastalarinin aldigr 6zgil ilag
tedavisi, non-invaziv mekanik ventilasyon gibi agir tedavile-
re maruz kalabilirdi.

Sekil 2. Ekokardiyografi ve Tomografi goriintiileri

Video. Cerrahi sonrasi ekokardiyografik gérinti
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Esenboga, Kerim Esenboga, K. PO-03,P0O-06,PO- Kaplan, Mehmet Kaplan, M. PO-26

46,P0-55,50-42 Karaaslan, ézge Gakmak Karaaslan, ©. C. PO-02
Esin, Murat Esin, M. S0-22 Karabay, Kanber Ocal Karabay, K. O. SO-29
Eski, Selen Eski, S. PO-35,PO-54, PO-59 Karabulut, Ahmet Karabulut, A. PO-15,50-34
Faideci, Emre Melik Faideci, E. M. PO-77,S0O-25 Karabulut, Dilay Karabulut, D. PO-45, PO-08
Fak, Ali Serdar Fak, A.S. PO-05 Karaca, Okay Giiven Karaca, O. G. SO-16
Fidan, Serdar Fidan, S. 50-18 Karaca, Yiicel Karaca, Y. PO-80
Firtina, Serdar Firting, S. SO-05 Karacaglar, Emir Karacaglar, E. PO-79
Gardashova, Elnura Gardashova, E. SO-47 Karacali, Kadir Karacali, K. PO-78
Gegmen, Cetin Gegmen, C. SO-41 Karacop, Erdem Karacop, E. PO-75
Geng, Ahmet Geng, A. PO-44 Karadag, Bilgehan Karadag, B. SO-36
Genes, Muhammet Genes, M. PO-50, PO-65, PO-73, Karadavut, Serhat Karadavut, S. SO-51

50-05 Karagdz, Ali Karagéz, A. PO-18
Genis, Canberk Genis, C. PO-12

Karahan, Serkan Karahan, S. SO-15

Gerede Uludag, Menekse Gerede Uludag, M. SO-35
Géktay, Fatih Goktay, F. <0-45 Karakayali, Muammer Karakayali, M. PO-76
Gélbasl, Zehra Gélbasl, Z. S0-04 quku,s' Alper quku.s' A PO-16
Gormel, Suat Goérmel, s. PO-59, PO-65 Karanfil, Mustafa Karanfil, M. SO-19
Giictekin, Tuba Giictekin, T. PO-17,PO-20, PO-22, Koratas, Mesut Karatas, M. PO-43

50-23 Karpat, Sadik Karpat, S. SO-05
Giilcan, Mehmet Burak Giilcan, M. B. PO-49 Katkat, Fahrettin Katkat, F. SO-15
Giilcii, Oktay Giilcd, O. PO-33 Kaya, Cihad Kaya, C. PG-50
Giiler, Tamer Erdem Giiler, T.E. PO-01 Kayalar, Nihan Kayalar, N. PO-41
Guliyev, ilkin Guliyev, i. PO-14 Kegeci, Burak Kececi, B. S0-06
Giilyigit, Halil Giilyigit, H. PO-61 Keles, Nursen Keles, N. PO-43
Giimiis, Terman Gumiis, T. 50-38 Keser, Nurgl Keser, N. PO-60
Giin, Meral Giin, M. PO-81 Keskin, Berhan Keskin, B. PO-18
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Keskin, Gékhan Keskin, G. PO-27 Ozpelit, Ebru Ozpelit, E. PO-42
Keskin, Muhammed Keskin, M. PO-31,50-26 Ozpinar, Ugur Ozpinar, U. PO-25
Kilig, ismail Dogu Kilig, i. D. PO-39 Oztirk, Yusuf Oztirk, Y. PO-65
Kilig, Sahhan Kilig, S. PO-31,PO-60,SO-26 Ozyildirim, Serhan Ozyildirnm, S. PO-57,PO-58,PO-13,
Kivrak, Ahmet Kivrak, A. SO-37 SO-08
Koca, Cigdem Koca, C. PO-66 Ozyuncd, Nil Ozytincl, N. PO-06,P0O-46,50-42
K&ksal Ozan Kéksal, O. PO-73 Parsova, Kemal Emrecan Parsova, K. E. PO-21,P0O-43
Korkmaz, Betil Korkmaz, B. PO-21 Pay, Levent Pay, L. 50-02,50-45
Kozluca, Volkan Kozluca, V. PO-46 Peker, Elif Peker, E. PO-46,50-35
Kiiciik, Ugur Kicik, U. PO-25 Pocan, Yusuf Kagan Pogan, Y. K. PO-43
Kigiiker, Seref Alp Kiiciker, $. A. SO-19 Polat, Fuat Polat, F. PO-38
Kilekei, Furkan Killekei, F. S0-43 Raimoglu, Utku Raimoglu, U. SO-36
Killekei, Furkan Kiilekei, F. 50-04 Renda, Emir Renda, E. 50-45
Kiiltirsay, Barkin Kiiltarsay, B. PO-32,PO-18 $ahin, Alparsian Sahin, A. PO-08
Kumral, Zeynep Kumral, Z. PO-69 Sahin, Anil Sahin, A. PO-44
Kundi Harun Kundi H. PO-11 Sahin, Irfan Sahin, I. PO-77,5S0O-15,SO-25
Kurnaz Demir, Tugba Deniz  Kurnaz Demir, T. D. SO-50 Sarag, Ibrahim Sarag, I. PO-33
Kus, Gérkem Kus, G. PO-48 Sari, Minevver Sari, M. SO-18
Kutlay, Ekin Kutlay, E. PO-72 Seker, Mehmet Seker, M. PO-31,PO-60
Levent, Fatih Levent, F. PO-37 Selcuk, Hatice Selguk, H. PO-02
Maden, Orhan Maden, O. PO-02, SO-04 Selg¢uk, Mehmet Timur Selguk, M. T. PO-02
Mammadli. Anar Mammadli. A SO-17 Selguk, Murat Selguk, M. PO-31,P0O-36, PO-60,
. - SO-26
Mavi, Busra Mavi, B. PO-45 .
R N Sen, Girsel Sen, G. SO-46
Mavi, Blsra Mavi, B. PO-08
Sendéz, Oktay Sendz, O. SO-32
Melek, Mehmet Melek, M. PO-16
N 8 . Sensoy, Baris Sensoy, B. PO-37
Memi¢ Sancar, Kadriye Memig¢ Sancar, K. SO-1
Mert. Bllent Mort. B so-12 Serbest, Nail Glven Serbest, N. G. PO-07,SO-1
ert, Bilen ert, B. -
Mert. Kadir Ug Mert K. U FO-04 Sertdemir, Ahmet LUtfu Sertdemir, A. L. SO-48,50-49
ert, Kadir Ugur ert, K. U. -
9 Sevim, Ramazan Sevim, R. SO-44
Murat, Ender Murat, E. PO-35,PO-54,PO-59 - -
Murat. Sani N P Murat. 5. N POT78 Sezendz, Burak Sezendz, B. PO-30,P0O-63
urat, Sani Nami urat, S. N. -
Simsek, Erdal Simsek, E. SO-16
Musayev, Ogtay Musayey, O. SO-47 5 : - .
Mustagzade, Nergiz Mustagzade, N 50-47 Simsek, Ersin Cagri Simsek, E. C. PO-12,PO-29
Mutly. Deni ! Mutlu. D = 50-36 Sinan, Umit Yasar Sinan, U. Y. PO-70
utlu, Deniz utlu, D. -
Nesib Avt Nesib A 50-47 Sinoplu, Hasan Ali Sinoplu, H. A. PO-45
esibova, en esibova, A. -
Scal Latfi 4 Seal L 50-30 Sisman, Behice Hande Sisman, B. H. PO-75
cal, Latfi cal, L. -
o ibrahi osuz i PO-39 Sucu, Mehmet Murat Sucu, M. M. PO-26
uz, Ibrahim uz, |. -
"g . . "g - - Siinbul, Murat Sunbdl, M. PO-17,PO-20, PO-22,
Okglin, Emir Ozgtr Baris Okglin, E. O.B. SO-08 50-23
Oksliz, Fatih Oksliz, F. PO-78 Surgit, Ozgir Surgit, O. PO-07,SO-11
Oktay, Aysu Oktay, A. PO-53 Stirmeli, Ali Orcun Strmeli, A. O. 50-21
Oktay, Irem Oktay, I. 50O-39,50-49 Tan, Tirkan Seda Tan, T.S. 50-35
Oktay, Veysel Oktay, V. PO-72 Tanyolag, Selim Tanyolag, S. PO-70
Okuyan, Ertugrul Okuyan, E. :8';;' 50-12,50-15, Tasdelen, Aybike Giil Tasdelen, A. G. PO-58
" . . - ” Taskan, Hatice Taskan, H. PO-35,PO-54,PO-59
Omeroglu, Suat Nail Omeroglu, S. N. SO-36
Tatar, Sefa Tatar, S. PO-24
Onrat, Ersel Onrat, E. PO-28,PO-74
” Tefik, Nihal Tefik, N. SO-38
Orhan, Ahmet Litfullah Orhan, A. L. PO-31,PO-36, PO-60,
50-26 Tekin, Meltem Tekin, M. SO-1
Arnek, Ender Arnek E. PO-11, SO-19, SO-16 Tekin Turhan, Sibel Tekin Turhan, S. PO-46,P0-62
Ozbeyaz, Nail Burak Ozbeyaz, N. B. 50-28 Tekkesin, Ahmet ilker Tekkesin, A. 1. SO-45
ézbilgin Nazmiye (")zbilgin N. SO-45 Temizhan, Ahmet Temizhan, A. S0O-43,50-44
&zcan, Ali Vefa Azcan, A. V. SO-46 Tigen, Kirsat Tigen, K. zg_g; PO-20, PO-22,
&zcan, Sevgi &zcan, S. SO-12,50-15
- 5 - Topal, Salih Topal, S. PO-34
Ozdamar, Hatice Ozdamar, H. PO-69
; . Topguoglu, Pervin Topguoglu, P. PO-46
Ozdemir, Ramazan Ozdemir, R. PO-75
. . ~ N Topel, Cagdas Topel, C. PO-41,50-13
Ozdemir, Emre Ozdemir, E. PO-67
. ~ Toprak, Aslihan Merve Toprak, A. M. SO-50
Ozer, Abdullah Ozer, A. PO-49
. . Tufekgioglu, Omag Tufekgioglu, O. SO-04
Ozerdem, Emre Ozerdem, E. PO-06
" " Tulunay Kaya, Cansin Tulunay Kaya, C. PO-55
Ozerdem, Mehmet Emre Ozerdem, M. E. PO-55, PO-62,S0-35,
S0-42 Tunahan, Burak Tunahan, B. PO-05
C)zkahyo, Mesut ézkohya, M. PO-42 Tungez, Abdullah Tungez, A. SO-50
&zkan, Birol Ozkan, B. S0-18 Turan, Ahmet Turan, A. 50-26
Ozkan, Fatih Ozkan, F. PO-57,PO-72 Turhan, Sibel Turhan, S. PO-06
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Turhan Caglar, Fatma Nihan Turhan Caglar, F. N. PO-45 Yavuz, Samet Yavuz, S. PO-31,PO-60

Tarkyilmaz, Ayse Beril Tirkyilmaz, A. B. SO-09 Yavuz, Yunus Emre Yavuz, Y. E. SO-10

Tutar, Eralp Tutar, E. SO-42 Yayla, Cagri Yayla, C. PO-10

Ucar, Ozgdil Ugar, O. SO-44 Yaylali, Yaln Tolga Yaylali, Y. T. SO-46

Ugar Elalmis, Ozgiil Ucar Elalmis, ©. SO-43 Yazgan, Goskun Yazgan, G. PO-06

Ulutas, Zeynep Ulutas, Z. PO-80 Yazgan, Elif Yazgan, E. PO-34

Unal Dayi, Sennur Unal Days, S. S0-02,50-27 Yener, Serkan Yener, S. PO-65

Unli, Serkan Unlg, S. SO-24,P0-34,P0O-49, Yeni, Mehtap Yeni, M. PO-47
PO-63,50-40 Yesilmese Ko¢ak, Damla Yesilmese Kogak, D. PO-78

Uysal, Samet Uysal, S. SO-30 Yesin, Mahmut Yesin, M. PO-76

Uzar, Gildeniz Uzar, G. PO-79 Yigit, Yakup Yigit, Y. PO-80

Uzkar, Yusuf Uzkar Y. PO-26 Yildinm, Alp Yildinm, A. 50-37

Uzimci, Hatice Irem Uzdmed, H. 1. PO-¢69 Yildirim, Erkan Yildirim, E. S0-05,PO-73

Uzun, Mehmet Uzun, M. PO-60 Yildiz, Ahmet Yildiz, A. PO-68,50-08

Uzunoglan, Sezgin Uzunoglan, 5. PO-75 Yildiz, Mustafa Yildiz, M. PO-07,50-11

Varol, Sinan Varol, 5. SO-15 Yildiz, Omer Yildiz, O. 50-38

Vural, Semanur Vural, S. PO-42 Yilmaz, Omer Faruk Yilmaz, O.F. PO-28, PO-74

Vuruskan, Ertan Vuruskan, E. PO-26,50-03 Yilmaz, Ali Kerem Yilmaz, A. K. PO-21

Yagci, Ahmet Faruk Yager, A. F. PO-50 Yilmaz, Cemalettin Yilmaz, C. SO-30

Yakut, Idris Yakut, I. PO-02 Yilmaz, Fatih Yilmaz, F. PO-18

Yalgin, Ahmet Arif Yalgin, A. A. SO-13 Yilmaz, ishak Yilmaz, i. PO-77,50-25

Yalgin, Yakup Yalgin, Y. PO-30,PO-34 Yilmaz Oztekin, Gilstim Yilmaz &ztekin, G.M. PO-44

Yalginkaya, Damla Yalginkaya, D. PO-78 Meral

Yamak, Betil Ayca Yamak, B. A. SO-24,P0O-30,P0O-49, Yicel, Enver Yicel, E. PO-18
PO-63,50-40 Yiiksel, Uygar Cagdas Yiiksel, U. C. PO-50, PO-59, PO-73,

Yamanturk, Yakup Yunus Yamanturk, Y. Y. PO-46,P0O-55,PO-62 SO-05

Yapan Emren, Zeynep Yapan Emren, Z. SO-32 Yumuk, Mehmet Tugay Yumuk, M. T. PO-56

Yarar, Micahit Yarar, M. PO-16 Zehir, Regayip Zehir, R. SO-30

Yarlioglu, Mikail Yarlioglu, M. PO-78 Zengin, Ahmet Zengin, A. PO-43

Yasar, Salim Yasar, S. PO-59,PO-73 Zor, Hakan Zor, H. SO-24

Yavaslar, Fatih Yavaslar, F. PO-42
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