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Sekil 3. Uc boyutlu ekokardiyografide vejetasyon  Sekil 4. fleri mitral yetersizligi.

goriiniimii.

Sekil 5. Ekokardiyografide iki bosluk goriintiide
mitral kapak posterior leaflette vejetasyon goriinii-
mii izlendi.
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Lokastaz: Pulmoner embolinin nadir bir sebebi
Eser Durmaz', Cansu Ebren', Emre Ozmen', Sebnem Durmaz?, Zeki Ongen'

!istanbul Universitesi Cerrahpagsa Tip Fakiiltesi, Kardiyoloji Anabilim Dalu, Istanbul
2[stanbul Universitesi Cerrahpasa Tip Fakiiltesi, Radyoloji Anabilim Dali, Istanbul

Pulmoner emboli giiniimiizde acil bagvurularm 6nemli bir kismini olusturmaktadir. Akut baglan-
gich nefes darligi ile bagvuran hastalarda mutlaka diisiiniilmesi gereken tamilar arasindadir. Pul-
moner embolide neden ¢ogunlukla vendz trombiisiin pulmoner artere emboli olmasinin yaninda
nadiren yag embolisi, hava embolisi, timor embolis, septik emboli vb de neden olabilmektedir. Biz
burada ani gelisen nefes darlig1 ve hipotansiyon ile klinigimize bagvuran AML tanili bir hastada
lokostaza sekonder gelisen pulmoner emboli vakasimi sunduk.

Sekil 1. Sag akciger iist loba giden pulmoner arter
dallarinda emboli lehine dolum defekti saptandi.

Sekil 2. Sag akciger tist loba giden pulmoner arter
dallarinda emboli lehine dolum defekti saptandi.

Sekil 3. Pulmoner arter sistolik basinci. Sekil 4. Tleri trikiispit yetersizligi.
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ileri mitral yetersizlikli bir hastada mitral kleftin ii¢ boyutlu
transozefageal ekokardiyografi ile gosterilmesi

Kardelen Ohtaroglu, Burgak Kiligkiran Avci, Hasan Tokdil, Mehmet Hakan Karpuz
Istanbul Universitesi Cerrahpasa Tip Fakiiltesi, Kardiyoloji Anabilim Dalt, Istanbul

Mitral kleft mitral yetersizligin konjenital nedenleri arasindadir. Nadir olarak da edinsel olarak
infektif endokardit ve mitral kapaga yonelik cerrahi girisim sirasinda travmaya bagh gelisebilir.
Biz bu olgumuzda akciger tiimorii nedeniyle operasyon planlanan ve nefes darlig: sikayetiyle ya-
pilan preoperatif degerlendirme esnasinda yapilan transtorasik ekokardiyografisinde ileri mitral
yetersizligi saptandi. Ardindan yapilan transozefageal ekokardiyografisinde mitral kapak posterior
leaflette P1-P2 skalloplari arasinda mitral kleft, P2 skallopunda sol atriuma prolapsus ve mitral
kord posterior leaflette korda riiptiirii izlenmesi iizerine hastaya mitral kapaga yonelik cerrahi giri-
sim onerildi. Mitral kapaga biyoprotez replasmani yapildi. Operasyon sonrasinda yapilan kontrol
transtorasik ekokardiyografide transvalviiler mitral yetmezIigi saptandi.
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Sekil 1. Ug boyutlu transézofageal ekokardiyogra-
fide mitral kleft goriintimii.

Sekil 2. Egzantrik ileri mitral yetersizligi.

Sekil 3. Transvalviiler hafif mitral yetersizligi.

Sekil 4. Protez mitral kapak ve Spontan ekokont-
rast goriintiisii.

Sekil 5. Mitral kapak posterior leaflet korda riip-
tiirii.
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Hizh seyirli, septal anevrizma ile giden kardiyak sarkoidoz olgusu

Tugge Colliioglu', Tuba Ekin', Cetin Alak', Hatice Ozdamar', Hiiseyin Dursun',
Gergek Can?, Dayimi Kaya'

'Dokuz Eyliil Universitesi Tip Fakiiltesi, Kardiyoloji Anabilim Dal1, Izmir
2Dokuz Eyliil Universitesi Tip Fakiiltesi, Romatoloji Anabilim Dalt, Izmir

Girig: Sarkoidoz, tiim doku ve organlari tutabilen, nedeni bilinmeyen sistemik granulamatoz bir
hastaliktir. Sistemik sarkoidoz tanisi olan hastalarin %5’inde klinik olarak kardiyak tutulum goste-
rilmesine ragmen otopsi serilerinde %25 tutulum gosterilmistir. Bu olgu sunumunda, sarkoidozun
tipik interventrikiiler septum tutulumunun oldugu kalp yetmezligi semptomlariyla bagvuran 50
yaginda kadin hasta sunuldu.

Olgu: Efor dispnesi (NHYA evre 3) ve halsizlik sikayetleri ile klinigimize bagvuran 50 yasinda kadin
hastamin 2009°da total AV blok nedeniyle DDDR pacemaker implantasyonu ve 2012°de kiitan6z
sarkoidoz tanist mevcuttu. Tani aldig donemde kardiyak sarkoidoz agisindan degerlendirilmis ancak
tutulum tespit edilmemis. Hastanin bagvurusunda yapilan fizik muayenesinde apikal odakta 2-3/6
sistolik tifiiriim saptandi. EKG’sinde 75/dk pacemaker ritmi izlendi. Transtorasik ekokardiyografisi
(TTE)’nde; LVEF: %25, sol ventrikiil septum mid-bazali ince, anevrizmatik ve ciddi fonksiyonel
mitral yetmezligi (MY) (Sekil 1) olan hastanin koroner anjiyografisinde normal koroner arterler,
ventrikiilografisinde ise septum bazalinde anevrizma izlendi (Sekil 2) Hastaya bu bulgular ile kar-
diyak sarkoidoz tanisi konuldu. Hastaligin aktivitesine yonelik yapilan PET-BT de kardiyak difiiz
artmig FDG-18 tutulumu izlenmesi nedeniyle sarkoidozun aktif donemde oldugu diisiiniilerek pred-
nizolon 40 mg ile es zamanh azatioprin 50 mg basland: ancak karaciger fonksiyon testlerinde yiiksel-
me oldugundan azotioprin kesildi. TNF-alfa inhibitorii baglanmasi planlandi. Hastanin fonksiyonel
kapasitesinin bozulmasinda kalic1 kalp pilinin katkisi olabilecegi diisiiniilerek CRT up-grade edildi.
Kontroliinde NHYA evre 2’e geriledi, TTE’da mitral yetmezligi hafif dereceye geriledigi goriildii.
Sonug: Kardiyak tutulum sarkoidozda nadir goriilen ancak hizli seyirli olan klinik bir durumdur.
Olgumuzda oldugu gibi en sik tutulum yeri sol ventrikiil serbest duvari, ikinci siklikta ise intervent-
rikiiler septumdur. Sarkoidoz tanisi alan olgular kardiyak tutulum acisindan mutlaka incelenmeli,
olgumuzda goriildiigii tizere kardiyak tutulum tespit edilmese de diizenli takip edilmelidirler. Teda-
vi baglangici ve takibinde PET-CT kullanilmaktadir. Tedavide prednizolon yaninda; prednizolonun
az dozda verilmesini ve yan etkisini azaltacak gesitli immunolojik tedaviler mevcuttur.

Sekil 1. Transtorasik ekokardiyografide septal Sekil 2. Sol ventrikiilografide,
anevrizma ve incelme gosterilmistir. bazal septumdaki anevrizmatik
alanlar gosterilmistir.
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Iskemik inmede nadir bir sebep: Mitral kapakta lambl’s excrescence

Serkan Dilmen', Nurgiil Keser', Mehmet Uzun', Ahmet Turan Yilmaz?, Dilaver Demirel?,
Burhan Bigake1', Zafer Isilak', Omer Kozan'

!Sultan Abdiilhamid Han Egitim ve Arastirma Hastanesi, Kardiyoloji Klinigi, Istanbul
“Sultan Abdiilhamid Han Egitim ve Arastirma Hastanesi, Patoloji Klinigi, Istanbul

Yirmi yildir HT ve daha 6nce iki kez iskemik inme Oykiisii olan 57 yasinda erkek hasta bulanti,
kusma, bas donmesi, dengesizlik sikayetleriyle bagvurdugu acil serviste subakut occipital ve se-
rebellar infarkt saptanmasi tizerine noroloji klinigine yatirilmistir. Yapilan rutin laboratuvar test
sonuglari, akciger filmi, elektrokardiyografi ve karotis doppler ultrasonu normal bulunmustur.
Transtorasik ekokardiyografide EF normal, orta derecede MY, hafif derecede AY ve TY saptan-
mustir. Transosefageal ekokardiyografi (TEE) degerlendirmede ek olarak mitral kapak iizerinde
siipheli fibriler imaj saptanmustir. Klinik ve laboratuvar olarak infektif endokardit diglanan hastada
ayricr tanida sekonder korda riiptiirii ve Lambl’s Excrescence diisiiniilmiistiir. Koroner anjiog-
rafide tek damar hastaligi saptanan hastada yapilan cerrahi islemde mitral kapaktaki lezyondan
yapilan biyopsi sonucu, Lambl’s Excrescence ile uyumlu fibrosiz+hyalinizasyon olarak gelmistir.
Sonug: iskemik inme oykiisii olan hastalarda, her ne kadar aort kapakta daha sik gériilse de, mitral
kapakta da Lambl’s Excrescence olabilecegi unutulmamali ve iskemik inmeli hastalarin TEE de-
gerlendirmesinde ayirici tanida bu patolojinin de olabilecegi hatirlanmalidir.

Sekil 1. Mitral kapak anterior leaflerin iizerinde yer alan
Lambl’s Excrescsence’in 3 boyutlu TEE goriintiisii.
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Cardiac thrombus in autoimmune polyglandular syndrome, IgG
subclasses and factor 10 deficiencies

Burcu Ugurlu Ilgin', Hiilya Kamoy Cicekgioglu', Emrullah Kiziltung',
Havva Tugba Giirsoy>, Mehmet Koray Giirsel'

'Department of 1* Cardiology, Ankara Numune Training and Research Hospital, Ankara
’Department of 2" Cardiology, Ankara Numune Training and Research Hospital, Ankara

Introduction: The differential diagnosis of intracardiac masses can sometimes be difficult and
complicated. The precise diagnosis is important since it will change the treatment modality. Here
we present a case of a patient with intracardiac mass who had immunecompression and prothrom-
botic state.

Case Report: A 46-year-old woman with a history of autoimmune polyglandular syndrome type
2, IgG subclasses deficiency and mild factor 10 deficiency was presented with fever and dizzi-
ness. Almost 5 years, every week intravenous gama-globulin treatment was applied through a port
catheter. Her temperature was >38.5 degrees celsius and she had neutropenia at admission. Blood
and port catheter cultures were taken from the patient, empiric antibiotic treatment was started
and she was referred to echocardiographic examination for the etiologic evaluation. Transthoracic
echocardiography revealed an intracardiac mass in the right atrium. Transeusophagial echocardi-
ography was performed after removal of the port catheter. A 1.5x1.2 cm mass was found in the
transesophageal echocardiography, adherent to the wall of the right atrium between superior vena
cava and inferior vena cava (Figure 1 A and B). The mass was suitable with thrombus but as the
patient had fever and immuncompression a PET CT imaging was performed to differentiate a
possible endocarditis. After PET imaging, the mass was reported as thrombus. The patient was
anticoagulated with warfarine. After three months, transesophageal echocardiography revealed no
mass or thrombus in the heart cavities (Figure 1 C)

Discussion: The differantial diagnosis of intracardiac masses is important because the approach
may vary according to underlying cause. Thrombus, vegetation or neoplastic involvment are the
possible causes of intracardiac masses all have different treatment options. Cardiac imaging has
a crucial role for the differential diagnosis. In our case PET CT imaging ruled out the infection or
neoplastic involvment. Our report is a good example for the uselfulness of PET CT imaging in the
differetial diagnosis of intracardiac masses.

Figure 1.
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Figure 2.
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The hydatid cyst mimicking perikardial cyst

Muzaffer Kahyaoglu, Cetin Gegmen, Ender Ozgiin Cakmak, Arzu Kalayci,
Ozkan Candan, Canan Elif Yildiz, Ibrahim Akin Izgi

Department of Cardiology, Kartal Koguyolu Yiiksek Ihtisas Training and Research Hospital, Istanbul

A 27 year old female patient presented to our clinic because of atypical chest pain. Her past med-
ical history was unremarkable for any chronic illness. Vital signs were heart rate, 85 bpm; blood
pressure, 125/70 mmHg and oxygen saturation 98%, respectively. Physical examination was unre-
markable. Electrocardiography showed normal sinus rhythm without any ST segment and T wave
abnormalities. Her blood work including electrolytes, complete blood count, hepatic panel and tro-
ponin level were with in normal limits. Transthoracic echocardiography revealed third chamber be-
sides of left and right ventricle in the parasternal short-axis view (Figure 1A). Modified substernal
view showed two cysts in the liver (Figure 1B). A contrast-enhaced chest computed tomography
scan in axial plane showed two cysts in the liver and there was no pericardial involvement (Figure
1C, 1D). The patient was referred to the general surgery and operated the diagnosis of hydatid cyst.

Figure 1. (A) Transthoracic echocardiography showed third chamber besides of left and right ventricle. (B)
Modified substernal view showed two cysts in the liver. (C) A contrast-enhaced chest computed tomography
scan showed two cysts in the liver. (D) A contrast-enhaced chest computed tomography scan showed there
was no pericardial involvement.

OPS-119

Coexisting cardiac diseases at older age

Ozgen Safak
Department of Cardiology, Burdur State Hospital, Burdur

Introduction: Mitral regurgitation (MR), Atrial septal defect (ASD), Ascending aortic aneurysm,
Pulmonary hypertension (PH), all of them can be mortal for a patient and must be evaluated and
treated succesfully. But our patient had all in a heart.

Case: 82 year old patient admitted to our emergency with dyspnea. After first aid treatment echo-
cardiography was performed. Echocardiography revealed severe mitral regurgitation, 67 mm as-
cending aortic aneurysm, 13 mm ASD, PH with 75 mmHg estimated SPAP. Due to older age.pa-
tient and her relatives do not except any surgical procedure.

Discussion: Older ages are risk factors for all surgical procedures. So conservative treatments
are prefered usually. For cardiovascular area, new percutane treatment strategies were developed
especially for valvuler diseases for these high risk patients. These diseases become symptomatic
mostly before our patients decade. It is interesting that our patient have mild symptoms although
having severe cardiological disorders. So it is important to evaluate patients carefully although
they had mild symptoms.
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Figure 1. Ascending aortic aneurysm. Figure 2. ASD.

Figure 3. PHT.
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Sol ventrikiil miksomasina bagh iskemik inme olgusu
Miisliim Firat ikikardes, Rabia Eker Akilli, Emre Cagliyan

Cukurova Universitesi Tip Fakiiltesi, Kardiyoloji Anabilim Dali, Adana

Miksomalar en sik goriilen primer kardiyak tiimérlerdir. Loklizasyon olarak sol ventrikiil kokenli
olanlar ise daha nadir goriilmektedir ve ¢cogunlukla embolizasyon ya da sol ventrikiil ¢ikis yolu
obstriiksiyonuna bagli klinik bulgu vermektedir. 26 yasinda kadin hasta sol tarafta kuvvet kayb: ve
konugma bozuklugu ile néroloji klinigine bagvurmus. Gegici iskemik atak tanisi alan hasta kardi-
yak etiyoloji agisindan klinigimize konsulte edildi. Hastann fizik incelemesinde kan basinc1 122/73
mmHg, kalp hiz1 99 atim/dakika olarak 6lgiildii. Kardiyak muayenesi dogaldi. Elektrokardiyogra-
fide siniis tagikardisi diginda patoloji goriilmedi (Sekil A). Transtorasik ekokardiyografisinde sol
ventrikiil apekse tutunan hareketli 17x27mm boyutlarinda kitle ile uyumlu goriiniim saptandi (Sekil
B). Kitle morfolojisinin netlesmesi acisindan ¢ekilen manyetik rezonans goriintiilemede sol ventri-
kiil icerisinde 11x13mm boyutlarinda T1, T2 agirhkli goriintiilerde ve intravendz kontrast madde
uygulandiktan sonra miyokart ile izointens olarak izlenen kitle 6ncelikle kardiyak miksoma lehine
yorumlandi (Sekil C,D). Diger iskemik inme nedenleri diglanan ve kardiyak kitle eksizyonu 6nerilen
hasta iglemi kabul etmedi. Takibinde genel durumu stabil olan hasta i¢in tibbi izlem karar1 alind1.

Sekil 1. (A) Elektrokardiyografi. (B) Transtorasik ekokardiyografi. (C, D) Kardiyak manyetik rezonans
goriintiileme.
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A giant pericardial cyst as a rare cause of shortness of breath

Umut Kocabas
Department of Cardiology, Edremit State Hospital, Balikesir, Tiirkiye

A 51-year-old man presented to our outpatient clinic with symptoms of atypical chest pain and
shortness of breath. His medical history, physical examination and electrocardiography were unre-
markable. Transthoracic echocardiography revealed normal valvular functions, normal-sized cardiac
chambers, left ventricular ejection fraction was calculated to be 67% with modified Simpson’s meth-
od. Two-dimensional transthoracic echocardiography subcostal view showed an echo-free space
next to the right atrium at the right cardiophrenic angle (Figure 1). Magnetic resonance imaging re-
vealed an oval mass in the right cardiophrenic angle measuring 8.2 x 5.1 x 6.4 cm with low intensity
on T1-weighted images and homogeneous high intensity on T2-weighted images without contrast
enhancement consistent with pericardial cyst (Figures 2a-d). The patient referred to cardiothoracic
surgery. After a right-sided thoracotomy, the pericardial cyst was seen on the right side of the pericar-
dium measuring 10 x 6 x 8 cm (Figure 3). Needle aspiration revealed serous fluid and the pericardial
cyst was totally excised without any complications. Histopathologic evaluation of surgical specimen
confirmed the diagnosis of a pericardial cyst. The patient was discharged from hospital 8 days after
surgery. At his one month follow-up visit, he was totally asymptomatic and echocardiographic exam-
ination was normal. Pericardial cysts are uncommon benign congenital anomalies with a prevalence
of 1:100.000. Intensive follow-up program is recommended for asymptomatic patients. In patients
with large size, symptomatic and/or complicated cysts or suspected malignancy can be resected.

Figure 1. Two-dimensional transthoracic echocardiography subcostal view
showing an echo-free space next to the right atrium at the right cardiophrenic
angle (RA: right atrium).

Figure 2. (A-D) Magnetic resonance imaging showing an oval mass in the right cardiophrenic angle me-
asuring 8.2 x 5.1 x 6.4 cm with low intensity on T1-weighted images and hc s high intensity on
T2-weighted images without contrast enhancement consistent with pericardial cyst.

Figure 2. Intraoperative image showing the pericardial cyst was seen on the
right side of the pericardium.
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insidental olarak saptanan psodoanevrizma goriiniimlii dev asendan
aorta anevrizmasi EKO ve BT bulgular:

{lkin Guliyev, Haluk Furkan Sahan, Hiidaverdi Hocamguliyev, Sadik Agikel, Murat Tulmag
S.B. Diskapt Yildirun Beyazit Egitim ve Arastirma Hastanesi, Kardiyoloji Klinigi, Ankara

Girig: Herhangi bir arteriyel sistemde damar ¢apida %350 ‘den fazla genigleme anevrizma olarak
tanimlanmaktadir. Aort anevrizmalart en sik abdominal aortta izlenmektedir, ancak klinik seyrin-
den dolay1 torakal aorta anevrizmalar ayri 6nem tagimaktadir.Bu yiizden erken tani ve zamaninda
tedavi ¢ok 6nemlidir. Dev boyutlarda asendan aorta anevrizmasi giiniimiiz non-invaziv tekniklerin
gelismesinden dolay1 nadir goriilmektedir. Bu vaka bildirimizde insidental saptanan dev asendan
aortasi olan hastanin 2D EKO ve Bilgisayarli Tomografi (BT) goriintiilerinden bahsedilecek.
Olgu: Bilinen daha 6nce operasyon Oykiisii olmayan 81 yas kadin hasta 1 aydir olan dispne sika-
yeti ile klinigimize bagvurdu. Fizik muayenesinde anlamli patoloji saptanmayan hastanin yapilan
2D EKO’da: proksimal asendan aortada 79x72 mm boyutlarinda, i¢inde renkli doplerle yin-yang
(mavi-kirmizi) paterni benzeri akim (Fig.1a-b) izlenmesi iizerine psddoanevrizma diisiiniilerek acil
BT Anjiografi planlandi. Cekilen BT Anjiografide asendan aorta 85 mm 6lciildii ve diseksiyon
veya pseudoanevrizma lehine bulgu saptanmad (Fig2a-b). Hasta cerrahiye konsulte edildi
Sonug: Asendan aorta psédoanevrizmasi nadir goriilen, prognozu kotii bir komplikasyondur.
Bizim vakamizda 2D EKO’da dev asendan aorta anevrizmasinin psodoanevrizma benzeri renkli
dolus ile prezente olabilecegi izlendi. Asendan aorta anevrizmasi tanisinda 2D EKO goriintiile-
menin énemi biiyiik olsa da taniy1 dogrulamak igin yiiksek ¢oziiniirliiklii BT Anjiografi en 6nemli
goriintiileme aracidir. Diger tercih edilebilecek goriintiileme araclar1 arasinda Transézofajiyal eko-
kardiyografi, Aortografi, MRI, Pozitron emisyon tomografi sayilabilir.

Sekil 1. 2D EKO.

Sekil 2. BT Anjiografi asendan aorta.
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An unusual complication of mechanical valve thrombosis treated
with thrombolytic treatment

Volkan Kozluca', Gokhan Sonmez?, Cigdem Koca Tari®

'Department of Cardiology, T.C. S.B. Denizli Servergazi State Hospital, Denizli
2Department of Cardiology, Pamukkale University Faculty of Medicine, Denizli
*Deparmment of Cardiology, T.C. S.B. Ankara Ulus State Hospital, Ankara

40 y old female admitted to emergency department with acute chest and back pain in addition to
dyspnea. In medical history the patient reported an aortic valve replacement in 2012 secondary to
rheumatic aortic stenosis however she described an inappropriate warfarin use and discontinuation
for several days (INR:1.12). On physical examination, vital signs indicated hypotension and tachy-
cardia. ECG showed ST segment elevation in V1 and V2 and inferolateral ST segment depression.
An emergency CT angiography was performed and no pathology was detected in terms of acute
aortic syndromes including dissection. During follow up, her respiratory distress increased and
she was entubated due to progressive desaturation and after a brief period of CPR transthoracic
echocardiography was performed. TTE showed that obstructive mechanical valve thrombosis and
increased aortic valve gradient (maximum 74 and mean 43 mm-Hg). Thrombolytic treatment was
planned for the patient. After a successful thrombolysis with 100 mg tPA patients symptoms were
quickly resolved and she was extubated about 3 hours after the entubation. Diagnostic coronary
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angiography performed after thrombolysis showed intact coronary vessels. Additionally, aortic
valve gradient was maximum 35 and mean 23 mm Hg in control evaluation. After all, the patient
was discharged after warfarin dose regulation with optimal antiplatelet treatment. One day after
discharge, patient readmitted to the emergency department with positional chest and back pain,
nausea and dysphagia. ECG showed no new abnormality. Transthoracic echocardiography was
performed again. While aortic valve gradient was similar with previous discharge values, there was
new oval-shaped echo-dense lesion with sharp borders adjacent to the left atrium. Lesion size in
2D echocardiography was 38 x 40 milimeters, compressing to the left atrium from outside. Thorax
CT described lesion as a increased soft tissue density compressing left atrium, trachea and both
main bronchus, located in posterior mediastinum and connected with eosaphagus. MRI confirmed
the compressing lesion without contrast enhancement and connection with eosaphagus. Besides,
endoscopy revealed that mideosaphageal compresion but no connection with mediastinal hema-
toma. Surgical treatment was not considered primarily because the patient was hemodynamically
stable and there was no decrease detected in hemoglobin values during follow-up. Therefore, the
patient was treated conservatively. After serial echocardiographic examinations we observed that
coagulated hematoma reduced in size and clinical improvement was confirmed. In conclusion,
we aim to present a rare complication after thrombolytic treatment. Mediastinal hematomas are
usually caused by cardiac and great vessel rupture, thoracic trauma or iatrogenic ( invasive proce-
dures, surgery etc.). In our case we think that hematoma formation was caused by CPR or forceful
entubation complicated with thrombolytic treatment.

Figure 1. Hematoma in early stage. Figure 2. Coagulated hematoma.

Figure 3. Mediastinal hematoma in MRI. Figure 4. Control evaluation (Six Months Later).
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Polycystic kidney disease diagnosed by an aortic dissection
Muzaffer Kahyaoglu, Cetin Gegmen, Ender Ozgiin Cakmak, Mehmet Altug Tuncer
Department of Cardiology, Kartal Koguyolu Yiiksek Ihtisas Training and Research Hospital, Istanbul

A 32 year-old previosly healthy male patient was admitted our emergency department with sudden
onset of a sharp-like precordial chest pain. His vital signs were as follows: blood pressure, 180/100
mmHg; pulse rate, 104 bpm; respiratory rate, 18 breaths/minute; and body temperature, 36.6°C.
Physical examination revealed a weak femoral pulsation on the left side. An electrocardiography
showed nonspecific T-wave changes. The laboratory test was unremarkable except that creatinine
level. The creatinine level was slightly increased but his past medical history was unremarkable for
any chronic renal disease. A transthoracic echocardiography was performed revealing a dissection
flap in the aortic root; regional wall motion and ejection fraction of the left ventricle were normal.
Then, the patient underwent a chest and abdominal contrast enhanced computed tomography(CT),
which showed a Stanford type A aortic dissection originating from aortic root and extending dis-
tally up to the lower extremities[Figure 1A]. And also incidentally, multiple variable-sized cysts
in the liver and both kidneys were found[Figure 1B and 1C]. We referred the patient to the car-
diovascular surgery department, and he successfully treated by replacing the ascending aorta and
hemiarcus with a prosthetic graft. He was directed to the upper center for further investigastions
on polycystic kidney disease. Polycystic kidney disease (PKD) includes inherited diseases that
cause an irreversible decline in kidney function. PKD have renal and extra-renal manifestations,
including cardiovascular disorders. In some cases, aortic dissection may be the first presentation of
the disease. Herein, we report a case of polycystic kidney disease diagnosed by an aortic dissection.

Figure 1. (A) A CT scan shows a Stanford type A aortic dissection in axial plane. Figure 1B and 1C: ACT
scan shows multiple variable-sized cysts in the liver and both kidneys in coronal (B) and sagittal (C) plane.
CT: Computed tomography.
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Libman-sacks endocarditis presenting with the mass on the mitral
valve and the chordae

Gorkem Kus', Nermin Bayar?, Zehra Erkal?, Selcuk Kiigiikseymen?, Isa Oner Yiiksel2,
Erkan Kokli2, Goksel Cagirici?, Murat Esin?, Ozkan Kayhan?, Emre Asiltiirk?,
Rauf Aver?, Gamze Yeter Korkmaz?, Sakir Arslan?

'Department of Cardiology, Agr State Hospital, Agrt
’Department of Cardiology, Antalya Training and Research Hospital, Antalya

A 30-year-old woman was admitted to our outpatient clinic due to increased fatigue, fever and
abdominal pain for two weeks. In the rheumatology clinic, the patient was under steroid treatment
for 6 years with the diagnosis of Systemic Lupus Erythematosus (SLE) and Familial Mediterranean
fever (FMF). At the time of admission, hemoglobin was 6.9 g / dl, white blood cell count was
12.7x109 / L, platelet count was 203x109 / L, CRP was 74 mg / L, erythrocyte sedimentation rate
was 61 mm / h, Coombs test was positive, Antiphospholipid AB tests were negative. Electrocardi-
ography was the normal sinus rhythm. A transthoracic echocardiographic examination of the patient
with apical systolic murmur revealed a mass image attached to the mitral valve. Subsequently,
two-dimensional and three-dimensional transesophageal echocardiography revealed severe mitral
regurgitation (MR) and two masses, one with a size of 0.6x0.7 cm which attached to the posterior
mitral leaflet and the other with a size of 1.1x1.3 cm attached to the anterior leaflet (Figure 1, Figure
2). Intravenous antibiotic was started after blood culture was taken due to the possibility of infective
endocarditis. The desire for steroid treatment for SLE has been increased. There was no change in
the size of the mass in the control echocardiography after 10 days. Operation for the mitral valve
was recommended because of the risk of embolic complication. Intraoperative evaluation revealed
that the mitral valve was thicker at a certain level, and the masses were very hard (Figure 3). Me-
chanical valve replacement was performed because the valve was unsuitable for repair. Pathological
examination revealed nonspecific valvulitis with fibrosis and calcification in the masses. The patient
who was diagnosed as Libman-Sacks endocarditis (LSE) was followed up smoothly by INR fol-
low-up. LSE vegetations are most commonly detected on the mitral valve. On the other side, rarely
can be found in other covers or subvalvular apparatus. Vegetations are usually the small to medium
size and located on the atrial side of the mitral valve, or on the vascular side of the aortic valve. It is
important that the infective endocarditis (IE) vegetations are homogeneous and mobile and located
on the closing lines of the valves, in the distinction of these vegetations from IE vegetations. In
contrast, LSE lesions are usulally located at the base, middle or tip of the leaflets and are variable in
shape and size and heterogeneous in echogenicity. In addition, while there is a significant increase
in white blood cell count, sedimentation and CRP in IE case however there is also a significant in-
crease in sedimentation in cases of LSE, but no significant increase in white cell count and CRP are
expected. This case was written to emphasize that LSE may interfere with the infective endocarditis
and that lesions may also be present in atypical localizations such as the chords.

Figure 1. Figure 2.

Figure 3.
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Nadir birvkardiyak kitle: primer kardiyak lenfoma
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Girig: Kalbin primer tiimorleri olduk¢a nadirdir, tiim kardiyak tiimorlerin %5’inden daha azim
olustururlar. Cerrahi tedavi olgularin ¢ogunda kiiratif olup, antemortem patolojik tani imkani sag-
lar. Primer kardiyak lenfoma ise erken tani ve kemoterapi ile tedavinin saglanmasi nedeniyle bu
tiimorlerden ayrilmaktadir.

Olgu: Elli alt1 yaginda, erkek olgu, karinda sislik yakinmast ile dis merkeze bagvurmus. Cekilen PA/
AC grafisinde kardiyomegali izlemesi iizerine klinigimize yonlendirilmis. Bagvuru aninda hastanin
genel durumu iyi idi ve fizik bakisinda patoloji saptanmadi. Ekokardiyografide sag ventrikiilii (RV)
cepegevre saran, diyastoliinii hafif kisitlayan, miyokardiyal dokudan net ayirt edilemeyen aort ve
ana pulmoner arterin etrafina kadar yayilan kitle goriintiisii izlendi. Sol ventrikiil (LV) fonksiyonlart
normal siirlarda olup minimal perikardiyal efiizyon mevcuttu. Hasta’nin cekilen kardiyak manye-
tik rezonans goriintiilemesinde (MRG): Sag perikardiyal boslugu dolduran, RV ve sag atriyum (RA)
serbest duvari boyunca uzanan, kraniale dogru RV ¢ikig yolunu, vena kava siiperior ile RA bileske-
sini ve aort kokiinii sarmakta olan infiltratif kitle izlendi. (Sekil 1, Videol) Postkontrast ge¢ dénem
viyabilite goriintiilerinde ise tiimor icerisinde minimal kontrastlanma goriildii. Eldeki bu bulgular
1s18inda hastada malign kardiyak kitle (metastaz, sarkom, lenfoma) 6n tanisi ile PET/BT ve kitleden
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biyopsi planlandi. PET/BT de sadece MRG’de tanimlanan alanlarda hipermetabolik tutulum izlen-
di. Oncelikle juguler endomiyokardiyal biyopsi planlandi ve sonucunda miyokardiyal hipertrofi,
subendokardiyal fibrozis saptandi. Hastaya subksifoid acik biyopsi yapilmasi planlandi ancak hasta
reddetti ve kendi istegi ile taburcu oldu. Bes ay sonra hasta genel durum bozuklugu ile tekrar klini-
gimize bagvurdu. Bagvuru aninda juguler dolgunluk, hepatomegali, mevcuttu. ekokardiyografide ve
kardiyak MRG’de kitlenin boyutlarinin arttigi ve anterior mediasteni tamamen doldurdugu, RV ve
pulmoner trunkusa basi yaptig1 izlendi. (Sekil 2, Video 2) Hastaya biyopsi sonucunda diffiiz biiyiik
B hiicreli lenfoma tanis1 konuldu. Kemoterapi amaciyla hematoloji klinigine devredilen hasta, ke-
moterapinin 10. giiniinde toksik hepatit ve enfeksiyon sonucu 6ldii.

Tartigma: Kalbin primer timérlerinin sadece %2’si primer kardiyak lenfomadir. Ozellikle hasta-
miz gibi immiinkompetan hastalarda daha da nadir izlenmektedir. Hastalar ya asemptomatik ya da
kitlenin basisina bagli venoz konjesyon bulgulari, kardiyak tamponad, vena kava siiperior sendro-
mu ile bagvurabilirler. Kemoterapi ile cerrahi rezeksiyon ihtiyaci olmadan tedavinin saglanabildigi
tek primer kardiyak tiimor olmasi acisindan 6nemlidir. Hastalarda kardiyak kitle saptandiginda
primer kardiyak lenfoma akilda tutulmali, cerrahi planlanmadan 6nce kardiyak MRG, PET/BT
gibi goriintiileme yontemleri ve ardindan miimkiinse biyopsi ile doku tanisinin koyulmasi seklinde
basamakl1 tanisal algoritma uygulanmalidir.

Sekil 1. (A) Kardiyak MRG dort bosluk kesit-
lerinde RV ve RA cevresindeki kitle (RA: Sag
atriyum, RV: Sag ventrikiil, LV: Sol ventrikiil).
(B) Kardiyak MRG kisa aks kesitlerinde RV’yi
cevreleyen kitle (RV: Sag ventrikiil, LV Sol
Ventrikiil). (C) Kardiyak MRG’de aort ve pul-
moner arteri saran kitle (PA: Pulmoner arter).

Sekil 2. (A) Kardiyak MRG kisa aks kesitlerinde n me-
diasteni tamamen dolduran kitle (RV: Sag ventrikiil, LV:
Sol ventrikiil). (B) Kardiyak MRG dort bosluk goriintiide
RV etrafindaki kitlenin diyastole etkisi. (C) Kardiyak MRG
kisa aks kesitlerinde 6n mediasteni tamamen dolduran kit-
le.
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Cift atrial septum + ¢ift ASD = dortlii sorun!
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On bes yildir hipertansif 70 yasindaki bayan hasta, sol hemipleji ve afazi sikayetleri ile acil servise
miiracaat etmis, cekilen beyin difiizyon MRI'da, her iki talamus ve sag putamen iizerinde iskemi
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bulgulari saptanarak noroloji klinigine yatirilmustir. Yapilan rutin laboratuar test sonuglari, akciger
filmi, EKG, alt ekstremite venoéz dopler USG, EEG, ritim holteri normal bulunmustur. TTE’de
EF %65, hafif MY, hafif TY (sPAB: 35 mmHg), biatriyal dilatasyon, IAS iizerinde renkli doppler
ile soldan saga gecis ve evre 1 diastolik disfonksiyon saptanmustir. TEE’de, birincisi bikaval po-
zisyonda anevrizmatik septum ve distalinde kiigiik ASD (Sekil 1), ikincisi vena cava superior ve
vena cava inferior hizasinda olan septum ve iizerinde ASD (Sekil 1, 2), iki septum arasinda piht1
olusumuna zemin hazirlayan genis alan (Sekil 1, 2) ve her iki septumdaki ASD’den renkli doppler
ile gecis izlenmistir. (Sekil 3.4,5). 3DTEE ve MRI ile bulgumuz dogrulanmustir (Sekil 6,7). Koro-
ner anjiografisi normal, Qp/Qs 2.6 ve sag karotiste %70 darlik saptanan hasta, septum anomalisine
yonelik girigsimi kabul etmeyerek warfarin sodyum ve klopidogrel tedavisiyle izleme almmistir.
Yapilan 3 aylik izlem sirasinda hastanin sikayetlerinde tekrarlama olmamugtir.

Sonug: Rekiirren TIA gegiren hastalarda, 3DTEE ve kardiak MRI nadir anomalileri saptamada ol-
dukga degerlidir. Bu tip hastalarda ¢ift atrial septum ve ¢ift ASD’nin de olabilecegi hatirlanmalidir.

Sekil 1. Sekil 2.
Sekil 3. Sekil 4.
Sekil 5.

Sekil 6. Sekil 7.
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Obstruction of left atrium outflow track due to pannus formation:
Funnel shaped outflow

Ezgi Polat Ocakli, Tugba Kayhan Altuner, Oben Baysan
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Prosthetic valve obstruction is a condition associated with significant morbidity and mortality.
Pannus is a more chronic process associated with ingrowthof tissue, causing obstruction. A 46-
year- old woman with a history of mitral valve replacement with bileaflet mechanical prosthesis
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[(carbomedics, No: 25)] in 2015, presented with cough, shortness of breath and sweating. Cardiac
examination revealed a regular rhythm, distinct murmur, no gallops, no jugular venous disten-
tion, and no peripheral edema. Physical examination was unremarkable except for mildly muffled
prosthetic valve sounds. On admission to our hospital transthoracic echocardiography (TTE) and
two-dimensional transesophageal echocardiography (2D-TEE) showed an increased mechanical
mitral valve (MMYV) gradients (mean transprosthetic gradient 21 mmHg) and decreased mitral
valve area (0.7 cm?) [Figurel,2] with normal leaflet motion. Real-time three-dimensional transe-
sophageal echocardiography (RT 3D-TEE) demonstrated a mass, suspected as pannus overgrowth,
covering the sewing ring on the atrial surface of mitral valve and narrowing the outflow of MMV
like funnel-shaped.The images showed that pannus formation composed another orifis area above
the mitral valve ( Figure 3.4 ). The patient taken into the operation room, the prostetic mitral valve
was exposed and extensive pannus tissue were revealed and than the patient underwent redo-mitral
valve replacement. A St jude mitral valve (no: 27) was inserted. Valve obstruction is one of the
most serious complication associated with prosthetic heart valves (PHV). Although thrombosis of
the prosthetic valves remains as the most common mechanism, previous studies have suggested
that pannus formation plays an important role in the mechanism of obstruction. Surgery is the only
treatment option in patients with PHV obstruction associated with pannus formations.

Figure 1. Pannus formation above the mitral valve
leaflets.

Figure 2. Two-dimensional transesophageal ec-
hocardiography (2D-TEE) showed an increased
mechanical mitral valve gradients.

Figure 3. Real-time three-dimensional transesophage-
al echocardiography (RT 3D-TEE) images showed a
second stenotic orifice area above the mitral valve due
to pannus formation.

Figure 4. Real-time three-dimensional tran-
sesophageal echocardiography (RT 3D-TEE)
images showed a second stenotic orifice area
above the mitral valve due to pannus formation.

OPS-132

Mitral kapakta davul tokmag benzeri kitle
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Ug yildir hipotiroidi, 4 aydir HT ve DM (insiilin kullaniyor.) 6ykiisii olan 66 yasindaki erkek hasta,
sag hemiparezi ve afazi sikayetleri ile 4 ay once bagvurdugu dig merkezde iskemik inme nedeniyle
yatarak tedavi gormiis. 4 aydir sikayetleri devam eden, son 10 giindiir ates yiiksekligi olan hasta,
bagvurdugu acil serviste ¢ekilen MRI sonucunda her iki serebellumda, her iki sentrum semiovale
ve korona radiatada, beyin sapinda iskemi alanlari, sol paryetal lobta kitle (abse/meteastaz ?) sap-
tanmasi iizerine beyin cerrahi klinigine yatirilmistir. Yapilan rutin laboratuvar test sonuglarinda
subklinik hipotiroidi, HBAlc, beyaz kiire ve hafif iire, kreatin yiiksekligi diginda anlamli bulgu
yoktu. Akciger filmi, EKG normal bulunmugtur. TTE’da EF %60, orta-ileri egzantrik MY, hafif TY
(sPAB: 40 mmHg), mitral kapak anterior leaflet ucunda, sol atriyum i¢ine uzanim gosteren hare-
ketli, davul tokmag1 benzeri kalsifik kitle (Sekil 1,2) ve evre 1 diastolik disfonksiyon saptanmistir.
TEE’de orta-ileri egzantrik MY, mitral anterior ve posterior leaflet iizerinde 6ncelikle vejetasyonu
diisiindiiren kitleler saptanmustir (Sekil 3-5). Koroner anjiografisinde damarlarda ciddi darlik ya-
ratmayan plaklar mevcuttur. Bu bulgularla hasta, infektif endokardit + septik emboli 6n tanisiyla
MVR yapilmast i¢in kalp damar cerrahi klinigine nakledilmistir.

Sonug: Kalbin dikkatlice aragtiriimasi, iskemik inme gegiren hastalarda, biiyiik 6nem arz etmek-
tedir. Bu tiir hastalarda, nadir goriilen kalp ici kitleler ekokardiyografik olarak dogru bir sekilde
ortaya konulabilir. Bu bildiride; boyle bir olgunun cerrahi ve patoloji sonuglariyla birlikte payla-
silmas1 amaglanmustir.
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Sekil 1. TTE goriintiisii. Sekil 2. TTE goriintiisii.

Sekil 3. TTE goriintiisii. Sekil 4. TTE goriintiisii.

Sekil 5. TTE gori
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PET/CT ile tam konulmus ve medikal olarak tedavi edilmis
efiizyonlu konstriktif perikardit olgusu
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Seksen yasinda kadin hasta nefes darlig1 sikayeti ile acil servise bagvurmus. Masif plevral efiiz-
yon tanist ile dahiliye servisine interne edilmis. Teropatik torasentez ile yaklagik 2 It mayi drene
edilmis. Transudatif vasifta mayiden ADA gonderilmis ve normal sinirlarda sonuglanmis. Hasta-
ya KKY 6n tanisi ile yatak bagi ekokardiyografi yapilmig ve sistolik fonksiyonlari normal olarak
sonuglanmis. ESR 95 mm/sa saptanan hastaya PET/CT ¢ekilmis ve kalbi ¢epecevre saran artmis
metabolik aktivite saptanmasi iizerine hasta yeniden kardiyolojiye konsulte edilmis (Figure 1 A,B).
Daha 6nce bilinen kardiyak hastaligi olmayan hastanmn iki oglu yaklasik 20 sene once akciger
tiiberkiilozu tanisi ile tedavi almis. Fizik muayenede hasta belirgin ortopneik idi. Bilateral ciddi
pretibial 6dem mevcuttu ve juguler venoz dolgunluk goze ¢arpmakta idi. Ekokardiyografide kalbi
¢epegevre saran —en kalm yerinde 15 mm &lgiilen- hiperekojen perikard i¢i materyal izlendi (Fi-
gure 2 A,B)(Video 1,2). Inferior vena kavada pletore izlendi ve inspiryumda kollaps izlenmedi
(Figure 2 C). Mitral in flow akimlarda ciddi respiratuar varyasyon izlendi (Figure 2D). Hastaya
tiiberkiiloza ye bagl efiizyolu konstriktif perikardit tanist konuldu. Hasta kalp damar cerrahisine
konsulte edildi fakat cerrahi yiiksek riskli oldugundan hasta kabul etmedi. Gogiis hastaliklari ile
ortak takibe alinan hastaya anti tiiberkiiloz tedavi baslandi. 9 aylik tedavinin 6. ayinda antiinflama-
tuar tedavi olarak kolsisin eklendi. Son 1 ay ibuprofen de verildi. Takiplerinde hastanin sikayetleri
geriledi. Ekokardyografide efiizyonun kayboldugu, vena kavanin kollabe oldugu ve mitral akim-
larin diizeldigi goriildii (Figure 2 E, F, G, H) (Video 3). Kontrol PET/CT de perikard tutulumunun
olmadig: goriildii (Figure 1 C.D). Hasta 1 yildir stabil olarak takip edilmektedir.
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Sekil 1.

Sekil 2.
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Hipertrofik kardiyomiyopati tanisiyla izlenen ii¢ kardiyak varyant
Fabry olgusu
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Anderson Fabry Hastaligi’nda kardiyak tutulum sik goriilmektedir ve morbidite ile mortalitenin
en 6nemli nedenlerinden biridir. Kardiyak varyant Fabry hastaliginda ise bulgular sadece kalp ile
smurhdir. Lizozomal birikime bagl olarak progresif kardiyak hipertrofi, iletim defektleri ve arit-
miler gozlenebilir. Enzim replasman tedavisi tiim alt tiplerde oldugu gibi kardiyak varyant i¢cin de
en onemli tedavi seklidir. 57 yaginda erkek hasta halsizlik, gogiis agrisi ve nefes darhigr sikayetle-
riyle klinigimize bagvurdu. Hastanin Gykiisiinden 15 yildir hipertrofik kardiyomiyopati tanisiyla
takip edildigi, iki erkek kardesinde de benzer sikayetlerin oldugu ve bir erkek kardesinin bobrek
yetersizligi nedeniyle kaybedildigi 6grenildi. Hastanin fizik incelemesinde aort odaginda belirgin,
boyna yayilim gostermeyen, 3/6 sistolik ejeksiyon iifiiriimii saptandi. Elektrokardiyografide (EKG)
sol ventrikiil hipertrofi bulgulart mevcuttu (Sekil A). Transtorasik ekokardiyografide non obstriiktif
hipertrofik kardiyomiyopati ile uyumlu bulgular saptandi (Sekil B,C,D). Fabry hastaligi siiphesiyle
bakilan alfa galaktozidaz-A enzim diizeyi diisiik, lizozomal globotriacilseramide (Gb3) diizeyi ise
yiiksek tespit edilen hastanin genetik analizinde GLA geni (NM_000169.2) iizerinde daha 6nce
tanimlanmamus ve hastalik icin spesifik olarak degerlendirilen bir mutasyon (p.G171V (¢.512G>T),
hemizigot) saptand: (Sekil E). Diger uygun aile bireyleri i¢cin de mutasyon taramasi yapildi. Has-
tanimn genetik analizde ayn1 mutasyonun saptandigi 2 kardesinde daha kardiyak degerlendirmede
non obstriiktif hipertrofik kardiyomiyopati bulgulari izlendi. Koroner anjiyografileri normal olarak
degerlendirilen ii¢ hastanin diger sistemlere yonelik incelemelerinde fabry ile iligkili anlamli pa-
toloji saptanmadi. Kardiyak varyant Fabry hastaligi tanisiyla hastalara enzim replasman tedavisi
baglandi. izlemde presenkop tarifleyen ve 24 saatlik Holter EKG kaydinda genis QRS’li tagikardi
ataklar1 (Sekil F) saptanan bir hastaya implante edilebilir kardiyoverter defibrilator yerlestirildi.
Enzim replasman tedavisi sonrasi semptomlarinda belirgin azalma tarif eden hastalar diizenli ara-
liklarla poliklinik sartlarinda takip edilmektedir. Sonug olarak hipertrofik kardiyomiyopati saptanan
hastalarda etiyoloji arastirilirken Fabry hastaliginin da gézoniinde bulundurulmasi gerekmektedir.

A

Sekil 1. (A) Elektrokardiyografi goriintiisii. (B-D) Transtorasik ekokardiyografi goriintiileri. (E) Genetik
mutasyon analizi. (F) Holter elektrokardiyografi goriintiisii.
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A rare case of aorta to left atrial fistula soon after aortic bioprothesis:
an uncommon presentation with acute haemodynamic worsening
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Introduction: Sinus of valsalva perforation is a very rare and serious aortic complication and has
varied clinical presentations such as acute pulmonary edema, chronic heart failure and incidental
detection of the fistula. The etiology is multifarious including dissection of ascending aorta, aortic
root or aortic valve surgery, aortic valve replacement, and infective endocarditis. In this case report,

88

we present a very unusual case of a patient complicated by sinus of valsalva rupture with aorto-left
atrial fistula associated with acute haemodynamic worsening and pulmonary edema

Case: A 66 year old male with history of hypertension, peripheral artery disease, type 2 diabe-
tes mellitus and aortic valve replacement (AVR) presented with acute haemodynamic worsening
and pulmonary edema after abdominal surgery due to ileus. AVR (bioprothesis) operation was
performed just two months before this presentation due to infective endocarditis leading severe
aortic regurgitation and acute pulmonary edema. The patient was haemodynamically stable during
the abdominal surgery and in the early hours of postoperative care. On physical examination;
the patient was afebrile arterial blood pressure was 105/24 mmHg with inotropic support. A 3/6
intensity systolic and early diastolic murmur was heard all over the precordium. His skin was
cold and damp. The patient was on mechanical ventilation and oxygen saturation 91% (with 60%
Fi0O2). The echocardiogram showed preserved left ventricular and prosthetic valve function and an
unusual flow in the left atrium with color flow mapping. The patient was transferred to coronary
intensive care unit in an unstable condition and a transesophageal echocardiography (TEE) was
performed. TEE showed preserved aortic prosthesis function, no signs of infective endocarditis
and rupture of sinus valsalva from the left coronary sinus leading a shunt between aorta and left
atrium (Figure 1-4). Due to progressive heart failure symptoms, pulmonary edema and unstable
condition, it was decided that any aortic intervention would occur at a later time in a stable condi-
tion. Because surgical correction would be a very high risk surgery for the patient, percutaneous
device closure was scheduled after an acceptable stable condition with medical theraphy. Initially
the patient began to improve, however the night before the procedure, the patient’s haemodynamic
status was rapidly worsened and he was unresponsive to inotropic agents. The patient developed
cardiopulmonary arrest and he died.

Conclusion: Aorto-left atrial fistulas are very rare but important complications of many disease
processes of the aorta and aortic valve. It should be suspected in patients with continuous murmur,
heart failure symptoms and prior aortic surgery. Paravalvular complications of infective endocar-
ditis should be carefully evaluated and treated in a timely manner to avoid further destruction of
paravalvular tissue.

Figure 1. The red arrow shows an aorto-LA fistu-
la from the perforation between the aorta and the
LA (2D TEE) LA: left atrium, LV: left ventricle;
AO: aorta.

Figure 2. Color Doppler (TEE) of the fistula com-
municating the aortic root and the left atrium. The
red arrow shows an aorto-LA fistula. LA: left atri-
um, LV: left ventricle; AO: aorta.

Figure 3. Color Doppler (TEE) of the fistula commu-
nicating the aortic root and the left atrium. The red
arrow shows an aorto-LA fistula. LA: left atrium, LV:
left ventricle; AO: aorta.

Figure 4. LA: left atrium, AV: Aortic Valve;
AO: aorta. The red arrow shows an aorto-LA
fistula from the perforation between the aorta
and the LA (3D TEE).
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A 54-year-old female patient presented with typical chest pain and dyspnea that increased with
effort for 2 months. There was type 2 diabetes and hyperlipidemia as risk factors for medical
history. Physical examination of cardiovascular system was normal. Electrocardiography revealed
sinus rhythm and low voltage criterion. Cardiothoracic ratio was increased in chest X-ray. Trans-
thoracic two dimensional echocardiography demonstrated a smoothly contoured hypoechoic cystic
appearance around the right ventricle and pericardial adjacent to the apex. On the cardiac computed
tomography (CT) scan performed, a cystic mass image was observed in 7.5 cm (supero-inferior)
x 5 cm (transverse) dimensions originating from the right ventricular pericardium. This large peri-
cardial cyst was considered and planned surgery the patient for definitive diagnosis, especially to
exclude malignancy and treatment. Coronary angiography performed before the operation revealed
normal coronary arteries. These cardiac symptoms were associated with pericardial cyst. The pa-
tient was operated on sternotomy by cardiovascular surgeon and cyst excision was performed.
Pericardial cysts; may be congenital and acquired and are usually asymptomatic and are detected
incidentally on imaging modalities. Frequently localized to the right anterior cardiophrenic re-
gion. Mostly along with being a good prognosis, complications such as cyst growth, compression,
hemorrhage, tamponade, torsion and rupture may develop. Treatment is surgical exploration or
drainage according to the location and size of the cyst.
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Figure 1.

OPS-137

Eroin kullanimina bagh gelisen izole trikiispit kapak endokarditi

Emre Ertan Sahin, Ahmet Celik, Dilek Cigek Yilmaz
Mersin Universitesi Tip Fakiiltesi, Kardiyoloji Anabilim Dali, Mersin

infektif endokardit basta bakteriler olmak iizere mantar, viriis, gibi gesitli mikroorganizmalarin
neden oldugu kalp kapaklariin, duvar endokardinin infeksiyonudur. Kan akimimin tiirbiilans ya-
parak hemodinamik travma olusturdugu dogumsal kalp hastaliklar1 ve romatizmal kapak hastalik-
lar infektif endokardit i¢in zemin hazirlar. En sik klinik semptomlar ve bulgular ates, halsizlik,
yorgunluk, artralji, miyalji, kilo kayb1 ve terleme gibi nonspesifik olsa da, kalp yetersizligi, art-
rit, splenomegali ve immiinolojik fenomenlere bagh norolojik bulgular, petesi, osler nodiilleri,
janeway lezyonlar1 ve roth lekesi de goriilebilir. Bu olguda intravenoz eroin kullanimina bagl
trikiispit kapakta Metisilin Direncli Staphylococcus Aureus’un neden oldugu bir endokardit olgusu
sunulmustur.

Olgu: Yirmi bes yasinda erkek hasta halsizlik ve ates sikayeti nedeni ile klinigimize bagvurdu.
Fizik muayenede nabiz 85/dakika, kan basinci 115/50 mmHg, ates 38.6°C, dinlemekle trikiis-
pid odakta 2/6 dereceli sistolik iifiiriim vardi. Yapilan ilk tetkiklerde beyaz kiire 10.930 K/mm3,
hemoglobin 10,3 g/dL, hematokrit %31, trombosit 191.000/mm3, sedimentasyon 47 mm/saat,
C-reaktif protein 272 mg/dL idi. Hastanin 6zge¢misinde 11 yildir intravendz eroin kullandigi 63-
renildi. Hastanin yapilan transtorasik ekokardiyografisinde trikiispit kapakta 1.7x1.2 cm boyutla-
rinda vejetasyon izlendi (Sekil 1). Daha ayrmtili degerlendirmek i¢in hastaya 3D ekokardiyografi
yapildi (Sekil 2). 3D ekokardiyografide 1.8x1.2 cm boyutlarinda vejetasyon izlendi. Hastanin kan
kiiltiirleri alind1, enfeksiyon hastaliklar1 ve klinik mikrobiyolojiye damgilarak linezolid tedavisi
baglandi. Takiplerinde CRP yaniti alinamadi, tedavisine ertapenem eklendi. Kiiltiir sonucunda
MRSA (metisilin direngli staphylococcus aureus) iiredi. Antibiyogram sonucu Vankomisin duyarlt
olmasi nedeni ile Vankomisin tedavisine gecildi. Hastanin takiplerinde ates yiiksekligi olmadi,
C-reaktif protein 35 mg/dl ye geriledi. Mevcut antibiyoterapinin 8. Giinii olup, klinik yanit alinan
hastanin tedavisine devam edilmekte.

Sekil 1. Trikiispit kapakta vejetasyona ait ekokardiyografik goriintii.
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Sekil 2. 3D ekokardiyografide trikiispit kapakta vejetasyona ait goriintii.

OPS-138

Sol atriyum icinde 6ldiiren 6ldiiren dans
Gokhan Keskin', Giirkan Karaca?, Abdulkadir Cakmak', Yilmaz Ozbay'

'Amasya Devlet Hastanesi, Kardiyoloji Klinigi, Amasya

2Alanya Devlet Hastanesi, Kardiyoloji Klinigi, Alanya

Elli bes yasinda erkek hasta. Acil servise billing bulamkhg sikayeti ile getirilmis. Glaskow koma
skalasi 5-6 diizeyinde. Hastanin ¢ekilen kraniyal tomografisinde beynin bir ¢ok bolgesinde mul-
tiple enfarkt alanlar1 saptanmast iizerine noroloji tarafindan yogun bakim servisine yatirtlmis. Kar-
diyoloji konsiiltasyon istenen hastanin ¢ekilen elektrokardiyografisinde atriyal fibrilasyon tespit
edildi. Yapilan ekokardiyografide sol atriyum iginde oldukga hareketli kitle tespit edildi. ilk planda
trombiis lehine yorumlandi.Trombiisiin diyastol akimini hafif diizeyde kisitladigt CW dopplerde
goriiliiyor. Hastanin genel durumu ve enfarktin boyutundan dolay: trombolitik tedavi diigtiniilmedi.
Heparin ile antikoagiilasyon baglandi. Takiplerinde idrar yolu enfeksiyonu sonrasi sepsis gelisen
hasta kaybedildi.

Sekil 1. Sol atriyum i¢inde hareketli masif kitle. Sekil 2. Sol atriyum i¢inde hareketli masif kitle.

Sekil 3. Sol atriyum iginde hareketli masif kitle. Sekil 4. Sol atriyum i¢inde hareketli masif kitle

parasternal uzun eksen.

OPS-139

Sol ventrikiil trombiisii ve yasam cizgisi
Serdar Gokhan Nurkog, Adem Celik, Giilten Tagoy
Gazi Universitesi Tip Fakiiltesi, Kardiyoloji Anabilim Dali, Ankara

Elli alt: yaginda erkek hasta. iki hafta 6nce sag bacakta sislik ve agri sikayeti ile hastanemize
bagvuruyor. Hipertansiyon, Diyabetes Mellitus, Hiperlipidemi, Koroner Arter Hastaligi nede-
niyle takipli hastaya 2009 yilinda anterior miyokard enfarktiisii sonrasi sol anteriyor koroner
arter(LAD), diagonal artere (D1) stent implantasyonu yapilmis ve yatisi esnasinda iki kez stent
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trombozu nedeniyle koroner anjiografi yapiliyor. ilk stent trombozunda tekrar perkutan koroner
girisim yapilmis. Fakat ikinci kez yapilan islemde de stentlerin her ikisinin de total tromboze ol-
dugu goriildiigiinden acil olarak By pass karari verilmis. Hastaya 2010 yilinda iki damar koroner
arter by pass greftitCABG) operasyonu yapilmis. Ayn1 zamanda sik stent trombozu olmasi nede-
niyle hematolojiye danigilan hastaya protein C eksiligi tanis1 konularak izleminde antikoagulan
baglanmasina karar verilmis. Tedavi altinda iken 2012 yilinda hastanin daha onceki sikayetlerine
benzer tarzda gogiis agrisinin olmasi {izerine anstabil anjina (USAP) pectoris ontanisi ile koro-
ner anjio grafi yapiliyor. Neticesinde diagonal-safen grefti acik, distali ince,sol internal mamarian
arter-sol inen koroner arter grefti (LIMA-LAD) agik olarak raporlaniyor ve medikal karari verili-
yor. Hasta alti y1l boyunca asetil salisilik asite(ASA) ek olarak warfarin kullaniyor. Fakat bir yil
once dig merkezde warfarin tedavisi kesiliyor ve ASA 100 mg’lik tedavi dozu ile takip ediliyor.
Bir yil boyunca aktif yakinmasi olmuyor. iki hafta 6nce sag bacakta sislik ve agri sikayeti ile
hastanemize bagvuruyor. Fizik Muayene: TA:100/60 mmHg Nabiz:75 kalp sesleri dogal, iifiiriim
yok. Sag dorsalis pedis ve tibialis posterior nabizlari alimamiyor.Diger periferik nabizlar acik. La-
baratuvar: Hb:11g/dl, WBC:13.03, P1t:149, BUN:9.38mg/dl CR:0.73mg/dl, AST:25 U/L, ALT:19
U/L Na/K:138/4.05 INR:1.15 Elektrokardiyografi:SR, anterolateral derivasyonlarda QS, T nega-
tifligi, anterior derivasyonlarda R progresyon kaybi Kullandig1 ilaglar: Atorvastatin, metoprolol,
spiranolakton, asetil salisilik asit trimetazin,lizinopril+hidroklorotiayazid. Bilateral alt ekstremite
anjiografisi. Solda tibioperoneal kok patent olup posterior tibial arter tikalidir. Sagda popliteal
arter tikal1 olup kollateral akim ile hemen trifiikasyon distalinde krural arterler dolmakta ve patent
olarak izlenmektedirler. Hastaya kalp damar cerrahisi tarafindan heparin infiizyonu, antibiyotik
tedavisi ve ilioprost infiizyonu baglaniyor. Takiplerinde sikayetleri geriliyor ve periferik nabizlar
elle palpe edilebiliyor. Tarafimizca hastaya eko yapiliyor.EKO ‘da sol ventrikiil apeksine yapisik
ucu hareketli dev trombiis saptanmasi iizerine acil koroner goriintiilenmesi yapilarak operasyon
karar1 veriliyor. Ekokardiyografi: EF: %38 saptandi. Septumun apikali ve apeks birlesim noktasina
yapisik ucu hareketli 21x32 caplarinda trombiis ile uyumlu goriiniim izlendi. Koroner anjiografi:
LAD osteal %99, LAD, D1 sonras1 %100, S1-Safen acik distali titkali, LAD-LIMA agik izlendi. Her
hastadan mutlaka iyi bir anamnez alinmahdir.

Sekil 1. Sol ventrikiil trombiisii. Sekil 2. Sol ventrikiil trombiisii.

Sekil 3. Sol ventrikiil trombiisii. Sekil 4. Sol ventrikiil trombiisii.

OPS-140

Enfektif endokarditin bir komplikasyonu: Mitral kapakta apse,
fistiilizasyon

Yunus Emre Yavuz, Siimeyye Fatma Ozer, Ahmet Seyfeddin Giirbiiz, Yakup Alsancak,
Hakan Akilli, Ahmet Soylu, Mehmet Akif Diizenli

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

Enfektif endokardit, genis intratorasik damarlarin endarteritini (patent ductus arteriosus, arterio-
vendz santlar, aort koarktasyonu) veya kan akimina dogrudan maruz kalan kalp i¢i yabanci cisim-
leri (6rn. Protez kapaklar, kalp pili veya ICD leadleri, cerrahi olarak yerlestirilmis maddeler) de
igeren kardiovaskiiler yapilarin endovaskiiler, mikrobik enfeksiyonudur. Enfeksiyoz ajanin fibrin
vejetasyonlarinda ¢ogalmast ile birlikte gelisen bakteriyemi, ates, imler, embolizasyon ve ¢e-
sitli immiinpatolojik reaksiyonlar enfektif endokarditin karakteristik 6zellikleri arasindadir. Klinik
belirtiler ¢ok ¢esitli olup, tiim sistemleri tutabilir. En 6nemli ve sik kargilagilan komplikasyonu,
konjestif kalp yetmezligidir. ikinci en sik komplikasyonu embolilerdir. Emboliler, mortalite ve
morbiditede dnemli rol oynamaktadir. Miyokardiyal apse ve infarktiis, nadir rastlanilan; ancak
onemli komplikasyonlardir. Buna ek olarak septal riiptiirler, perikardit, chorda tendinea riipi
diger kardiyak komplikasyonlar arasinda yer alir. Vakamizda, enfektif endokarditin nadir gorii-
len bir komplikasyonu olarak goriilen abse formasyonunu raporladik. Bilinen CABGO, HT ve
KBY 0ykiisii olan rutin hemodiyaliz sirasinda ates ve genel durum bozuklugu gelisen hasta acil
servise getirilmis. Crp ve prokalsitonin yiiksekligi olan hastanin yapilan transtorasik ekosunda,
mitral kapakta anterior leaflet sol atrial yiizde 1.2x1.0 cm ebatlarinda hiperekojenik imaj izlendi.
Bunun iizerine yapilan transozefagial ekokardiyografide, mitral kapak anterior leaflet tizerinde
atrial yiizeyde fistiil? abse riiptiirii ? (renkli dopplerde abse formasyonundan subaortik bolgeye
dogru akim izlendi) ve 3x0.8 cm ebatlarinda vejetasyon imaji izlendi. Siddetli MY, 2. Derece AY
izlendi. Laboratuar bulgularinda kreatinin, crp ve prokalsitonin degerleri yiiksekti. Vankomisin,
gentamisin ve seftriakson tedavileri altinda cerrahi miidahale &nerildi. Enfektif endokarditte kesin
acil cerrahi endikasyonlar1; kalp yetmezligi, valviiler obstriiksiyon, TEE’de kesin perivalviiler apse
gorliniimiiniin saptanmasi, candida dis1 fungal endokardit, uygun antimikrobiyal tedaviye ragmen
bakteriyeminin devam etmesi, etkin antimikrobiyal ajan bulunmamas: nedeniyle enfeksiyonun
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kontrol altina alinamamast, stabilitesini kaybetmis prostetik kapak, pseudomonas ile gelisen erken
perikardiyal efiizyondur. Rolatif cerrahi endikasyonlari ise TEE’de perivalviiler apse siiphesi, can-
dida endokarditi, uygun tibbi tedaviden sonra relaps olmast, iki veya daha fazla sistemik emboli,
enfeksiyonun intrakardiyak yayilim belirtisi, periprostetik kagak gelismesidir. Biz de bu yiizden
hastamiza cerrahi tedavi onerdik.

Sekil 1. Enfektif endokarditin sebep oldugu abse. Sekil 2. MY, AY ve fistiilizasyon.

Sekil 3. Renkli doppler abse, MY.

Sekil 4. Renkli doppler ile MY, AY.

OPS-141

Akciger non-small cell CA tanili hastada pulmoner ven invazyonlu
kardiyak metastaz

Yunus Emre Yavuz, Siimeyye Fatma Ozer, Ahmet Seyfeddin Giirbiiz, Yakup Alsancak,
Ahmet Soylu, Mehmet Akif Diizenli

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

Akcigerin skuamoz hiicre karsinomast (scc), non-small cell karsinomlart sinifinda yer alir. Akciger
kanserlerinin igindeki orami yaklagik %25-30"dur. SCC*nin ¢ogu ana lob, segmental veya subseg-
mental bronslar icerisinde ortaya gikar; ancak bazilari daha periferde goriiliir. Genellikle sigara
ile iliskilidir. Akciger kanserli hastalarin yaklasik 1/3 ii uzak metastaza bagli semptomlar gosterir.
Beyin, ke, siirrenal bezler, kemikler, kemik iligi, kars1 akciger (hematojen veya lenfatik yolla) ve
bobrekler en sik metastaz goriilen organlar olmakla birlikte, viicudun her yerine metastaz olabilir.
Akciger kanserinin hematojen yolla, pulmoner ven araciligiyla sol atriyum igine invazyonu nadir
goriilen bir durumdur. Bu yiizden nadir goriilen bu vakay1 raporladik. Bilinen ek hastaligi olmayan
sigara kullanma ykiisii olan hasta, ndbet gecirme, sag alt ve iist ekstremitede giigsiizliik sikayeti
ile acil servise bagvurdu. Hastanin 1 senedir olan oksiiriik, balgam ¢ikarma 6ykiisii mevcut. Acil
serviste cekilen kranial MR’da beyin metastazi ile uyumlu lezyon goriilmiis. Metastaza neden
olan odak aragtirilmak iizere sol akciger alt lob biyopsisi yapilmig ve scc tanist konulmus. Yapilan
transtorasik ekokardiyografide, mitral kapaktan sol atriyuma uzanan kitle? vejetasyon? trombiis?
izlendi. Bunun iizerine yapilan transozefageal ekokardiyografide, sol iist pulmoner ven agzindan
kaynaklanan, sol atrium i¢inde 2.8 cm-2.4 cm boyutlarinda mobil kitle izlendi., Kitlenin diizensiz
oriintimlii olmasi, dansitesinin trombiisle uyumlu olmamasi ve hastanin malignite dykiisiiniin ol-
masi, kitlenin metastaz oldugunu diistindiirdii. Hasta kardiyovaskiiler konseyinde degerlendirildi.
Onkolojiye danisilan hastaya yapilacak cerrahinin yasam siiresini etkilemeyecegi diisiiniilerek me-
dikal takip karar1 alindi. Trombiis ve emboli riskinden dolayi tinzaparm 175 IU/kg 1x1 sc olarak
baglandi. Akciger kanserinin kardiyak metastazi, otopsilerde %25 oraninda tespit edilmektedir.
Ancak klinik pratikte bu oranda tespit edilememektedir. Kardiyak metastazlar yiiziinden, serebral
ve periferik emboliler goriilmektedir. Bu yiizden akciger kanseri olan hastalarda transtorasik eko-
kardiyografi sirasinda metastaz yoniinden dikkatli bir inceleme yapilmas: gerekmektedir.

Sekil 1. 2D kitle goriintimii. Sekil 2. 3D kitle goriiniimii.

Sekil 3. TEE, 3D video.

Sekil 4. TEE’de kitle goriiniimii video.
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Konjenital kalp hastaliklar

Sekil 5. TEE’de kitle goriiniimii, ventrikiil ile iligkisi.

Konjenital kalp hastaliklar

OPS-142

Eriskin yasta senkopla basvuran hastada nadir bir patoloji:
Fallot tetrolojisi

Yakup Alsancak, Sefa Tatar, Hakan Akilli, Mehmet Akif Diizenli
Necmettin Erbakan Universitesi Meram Tip Fakiiltesi, Kardiyoloji Anabilim Dali, Konya

Giris: Fallot tetralojisi (TOF) ¢ocukluk ¢aglarinda en sik goriilen siyanotik konjenital kalp hasta-
ligidir. Bu hastalarda cerrahi diizeltme i¢in en uygun zaman dilimi hayatn ilk 3-6 aylik dénemidir.
TOF vakalarinin %66°s1 bir yil igerisinde hayatini kaybederken, cerrahi olarak diizeltilmemis has-
talarin sadece %3’ii 60 yas iizerine kadar yagayabilmektedir.

Olgu: 24 yasinda erkek hastanin tam senkop sonrasi hastanemiz acil servisine bagvurusu esnasinda
troponin degerlerinde progresif artis olmast nedeniyle klinigimize yatirildi. Hastanin fizik muaye-
nesinde sag kolda dogumsal defekt oldugu, tiim el parmaklarinda comaklagma oldugu ve oral mu-
kozalarda siyanotik goriiniim oldugu tespit edildi (Sekil 1). Kardiyovaskiiler sistem degerlendiril-
mesinde tiim odaklara yayilan devamli tarzda iifiiriim ile beraber, pulmoner odakta siddetli ve uzun
siireli sistolik iifiiriim tespit edildi. Hastanin elektrokardiyografisinde sag dal blogu tespit edildi.
Yapilan ekokardiyografisinde genis bir ventrikiiler septal defektle beraber, belirgin sekilde hipert-
rofiye olmus sag ventrikiil, tipik bir over-riding aorta ile beraber pulmoner kapakta ciddi gradient
izlendi (Sekil 2). Bunun iizerine hastanin hikayesi derinlestirildiginde 2 yasindayken kalpte delik
oldugunun sdylendigi, ancak gegen 22 yillik zaman siiresince herhangi bir kardiyoloji poliklinigine
bagvurusunun olmadigr 6grenildi. Buna ek olarak 10 yil oncesinde tek bobrege sahip oldugunun
troponin yiiksekliginin iskemik etyolojisini aragtirmak icin koroner anjiyografi 6nerildi ancak has-
ta islemi kabul etmedi. Kalp hastaligina yonelik olarak hastanin agik kalp cerrahisi ihtiyacinin
oldugu belirtildi ve kardiyak tomografik inceleme planland1. Mevcut islemleri kabul etmeyen hasta
ikili antiagregan ve betabloker tedavisi ile taburcu edildi.

Sonug: Ileri yaslarda bagvuran siyanotik konjenital kalp hastalarmin yonetimi eriskin kardiyo-
loglarin genellikle ¢ekindigi bir konudur. Bizim hastamiz gibi ilerleyen yaslarda bagvuran TOF
vakalarinin degerlendirirken dikkat edilmesi gereken bazi durumlar vardir. Ozellikle cerrahi plan-
lantyorsa hastalarin ncesinde koroner anatomisin degerlendirilmesi gerekmektedir, ayn1 zamanda
sag aortik arkus varligi ortaya konulmalidir. Boyle hastalarin %25’inde sag tarafli aortik arkus
izlenmektedir ve hastalarin %10’unda koroner anomali izlenir. Bu durum cerrahi sirasinda koro-
ner hasara neden olabilir. Ek olarak intrakranial patolojiler (abse, anevrizma) ve eslik eden diger
kardiyak patolojiler agisindan hasta degerlendirilmelidir. Geleneksel olarak pulmoner darlik deger-
lendirilmesi igin sag kalp kateterizasyonu planlanabilir ancak gelisen kardiyak MR ve tomografik
degerlendirilmeleri yeterli olabilir. Pulmoner darligin degerlendirilmesi igin sag ventrikiilografinin
yapilmasi darligin degerlendirilmesi i¢in yardimc olabilir.

Sekil 1. Sabot (Tahta ayakkabi) goriintimii.

Sekil 2. Fallot tetralojisi EKO gériintiileri.
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OPS-143

A rare congenital coronary artery abnomaly; right coronary artery
origin from septal brunch of left anterior decending artery

Namik Ozmen, Fatih Tekiner, Yal¢in Avct
Department of Cardiology, Medicalpark Bahgelievler Hospital, Istanbul

Aim: Cognetinal coronary artery anomalies are a rare condition. Coronary arteries origin from
opposite sinus valsalva are common relatively. But according to our knowledge 1t is not reported
right coronary artery (RCA) origin form septal brunch of left anterior decending coronary artery
(LAD) before. We present a young male having with RCA origin from septal brunch of LAD.
Case: 20-year-old male was admitted to another center with exercise chest pain. He was an ama-
teur basketball player. In this center, 1t was determined inferior wall ischemia on myocardial perfu-
sion scintigraphy and directed to our center for coronary angiography. His physical examimantion,
echocardiograhy, and biochemisty parameters were in normal range. But he had some ventricular
premature beats on his rhythm holter. On his coroanry angiography, RCA was not in original site
(Figure 1), but RCA was origin from septal brunch of LAD. (Figure 2, 3). On his computed tomog-
raphy coronay artery angiography revealed that RCA origin from septal brunch was travelling in
front of the right ventricular outflow tract (Figure 4). It can be said that absence of coronary brunch
in proximal right avtrioventricular sulcus may cause exercise chest pain in our case.

Conclusion: In patients with execise chest pain, congenital coronary artery anomalies shouldn’t
be taken into consideration.

Figure 1. RCA is not seen on its site on aortgraphy. Figure 2. Arroow shows RCA origin from septal

brunch of LAD.

Figure 4. White arrow shows RCA origin frome
septal brunch, bold arrow shows LAD-septal
artery on computed tomography coronary angi-
ography.

Figure 3. Arrow shows abnormal origin RCA.

OPS-145

Dogum sonrasi gelisen paradoksal embolide trombolitik verelim mi?
Ziya Gokalp Bilgel, Anil Tanburoglu, Tansel Erol, Hakan Ibrahim Giillii
Bagkent Universitesi Tip Fakiiltesi Adana Arastirma ve Uygulama Merkezi, Adana

Girig: Tiim arteriyal embolilerin bir kismi (<%2) paradoksal embolilerden kaynaklanmaktadir.
Paradoksal embolilerin ¢ogundan bir patent foramen ovale veya atriyal septal defekt (ASD) sorum-
ludur. Akut pulmoner tromboemboli (PTE) ve inmenin ayn1 anda goriildiigii nadir vakalar olmakla
birlikte bu hastalardaki optimal tedavi secenegi net degildir. Bu vakada daha 6nce Ebstein anoma-
lisi ve ASD nedeniyle opere olan ve yeni dogum yapan geng hastada es zamanli akut PTE ve inme
saptanmis olup antikoagiilan tedavi verilmistir.

Olgu: Yirmi yaginda kadin hasta nefes darligi, sag kol ve bacakta giigsiizliik, suur bozuklugu
nedeniyle bagvurmustu. Hastanin 6zge¢misinde 4 yil 6nce Ebstein anomalisi ve ASD nedeniyle
operasyon Oykiisii mevcut olup, hastaya ASD kapama ve trikiispit kapak onarimi yapilmig. Hasta
bir giin dnce servikovajinal yolla dogum yapmusti. Norolojik muayenede 2/5 sag hemiparezi, to-
tal afazi saptanan hastaya cekilen beyin BT de sol orta serebral arter sulama alaninda akut infakti
diistindiiren lezyonlar saptandi. Takibinde hastada takipne, dispne, tasikardi ve hipoksi goriilmesi
iizerine ¢ekilen toraks BT anjiografide PTE saptand: (Sekil 1). Bunun iizerine yapilan transtorasik
ekokardiyografi sag kalp bosluklarinda dilatasyon, ciddi trikiispit yetmezligi (TY), sag ventrikiil sis-
tolik islevlerinde azalma izlendi. Sistolik pulmoner arter basinci 35 mmHg saptandr ancak TY akim
Doppler bulgulari incelendiginde genis tabanli bir jet akimin olmasi ve siirekli dalga Doppler’de
akimin erken iiggen seklinde olup sistolik pik yapmasi TY nin ciddi oldugunu diisiindiirmekteydi.
Transozefageal ekokardiyografide ise en biiyiigii 11 mm capinda 3 adet ASD ve sagdan sola ge-
¢is tespit edildi (Sekil 2a-2b). Hastanin beyin MRGsindr sol orta serebral arterde diizeyinde akim
yoklugu ve frontal, temporal, parietal lob ve bazal ganglionlar1 tutan ¢oklu akut iskemik alanlar
tespit edildi (Sekil 3). Bu vakada rezidii ASD mevcut olup paradoksal emboli PTE nedeniyle sag
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kalp basinglarinin yiikselmesi sonucu santin sagdan sola donmesine bagl gelismis olabilir. Belki
de operasyon Oncesi sag basinglar yiiksek oldugundan septumda 10 mm’lik delik birakilmis olabi-
lir. Saptanan ciddi TY, sag kalp bosluklarindaki dilatasyon ve sag ventrikiil duvar hareketlerideki
azalma Ebstein Oykiisii oldugundan eski bulgular m1 yoksa PTE ‘ye bagli akut gelisen yeni bulgular
mi ayirt etmek pek miimkiin degildi. Literatiirde ¢esitli nedenlerle dogum sonrasi tPA uygulanan
vakalar incelendiginde vajinal veya sezeryan dogum farketmeden hepsinde ciddi kanama goriilmiis.
Ayrica inme semptomlarinin iizerinden 5 saat ge¢mis olmasi ve ara ara vajinal kanamalarimin da
devam etmesi gibi nedenlerle hastaya sistemik intravendz tPA tedavisi diistiniilmedi. Diisiik molekiil
agirlikli heparin, asetilsalisik asit ve klopidogrel tedavisi baglanan hasta daha sonrasinda varfarin te-
davisine gegilerek taburcu edildi. 6 ay sonra sant degerlendirilerek ASD’nin kapatilmasi ve trikiispit
cerrahisi yada perkiitan ASD kapama agisindan degerlendirilmesi planlandi.

Sekil 1. Toraks BT Anjiografi’de PTE. Sekil 3. Beyin MRG.

Sekil 2. (A) TOE’da ASD ve sag sol sant. (B) TOE’de ASD.

OPS-147

Hybrid revascularization and percutaneous left main coronary
artery occlusion with a ventricular septal occluder in a patient

with coronary aneurysm and dissection due to Kawasaki disease

Ferit Onur Mutluer, Omer Yildiz, Isil Yildirim, Ash Kara, Sanser Ates, Alpay Celiker
Department of Cardiology, Kog University Faculty of Medicine, Istanbul

Long term morbidity and mortality of Kawasaki disease are related to coronary artery sequela.
We report a patient with Kawasaki disease who underwent a hybrid procedure consisting of re-
vascularization of dissected left circumflex coronary and posterolateral coronary artery branches
and transcatheter occlusion of the left main coronary artery (LMCA). The case was managed by
a multidisciplinary adult congenital heart disease team, consisting of pediatric cardiologists and

adult cardiologists experienced the care of adult congenital heart disease patient, pediatric and
adult electrophysiologist, interventional cardiologist and cardiac surgeons experienced in the field.

Figure 1. (A) LIMA-LCX graft (asterix) is seen with poor perfusion in the segment after the anastomosis
(left anterior oblique [LAO] 85°) (B) RIMA-LAD graft (asterix) is patent (LAO 80°) (C) Coronary aneu-
rysm (a) in the left main coronary artery segment, coronary dissection in the PL branch (d), and anastomosis
segments of the radial graft seen in the next panel (asterix) (LAO 15° cranial 15°) (D) AO-Radial Artery-
PL-CX sequential graft (asterix) is demonstrated (straight AP) (E) The device on the tip of the delivery
sheath with the first disk (asterix) deployed (LAO 15°). (F) Aortography shows the device (asterix) in place
with no leak (LAO 25°).
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Geng hastada yaygm koroner arter spazmin eslik ettigi tekrarlayan
akut koroner sendrom

Burak Acar, Sefa Unal, Cagr1 Yayla, Dursun Aras, Halil Kisacik
Ankara Tiirkiye Yiiksek Ihtisas Hastanesi Kardiyoloji Klinigi, Ankara

Kirk yaginda kadin hasta retrosternal gogiis agrisi nedeni ile acil servise bagvurdu. Hastanm
hikéyesinden 1 yil once circumflex artere (CX) 2 adet stent uygulandigi ve koroner arter has-
taligi acisidan ek bir risk faktorii olmadigi Ggrenildi. Hastanin bagvuru sirasindaki EKGsinde
inferior derivasyonlarda ST elevasyonu mevcuttu ve hastaya akut inferior miyokart enfarktiisii
tanist ile koroner anjiyografi (KAG) yapildi. Yapilan anjiyoda sag koroner arter (RCA) distalinde
%99 tromboze lezyon, Cx stentin tam tikali oldugu, sol inen arter (LAD) normal olarak saptand.
Intrakoroner perlinganit sonrasi lezyon %70’e geriledi ancak stabil olmayan lezyon diisiiniilerek
2,25x18 mm ilag kapl stent (IKS) implante edildi (Sekil 1). KAG’da hastanin damarlarinda yo-
gun spazm dikkati ¢ekti. CX stenti birgok tel denenmesine ragmen gecilemedi ve hasta sorunsuz
hastane izlemi sonrasi taburcu edildi. Hasta 3 ay sonra tekrar gogiis agris1 sikayeti ile bagvurdu,
anstabil anjina pektoris kabul edilerek hastaya kontrol KAG yapildi. En son implante edilen stentte
restenoz oldugu goriildii, FFR yapildi. FFR degeri en diisiik 0,85 olarak geldi hasta medikal olarak
takip edildi (Sekil 2). Hasta 3 ay sonra tekrar bagvurdu ve miyokart perfiizyon sintigrafisine ciddi
efor iskemisi saptandi. RCA stent bolgesinde ve crux bifurkasyon bolgesinde ciddi lezyon sap-
tand1 (Sekil 2). Bunun iizerine stent i¢ine 3,0x20 mm non-komplian balon ile PTCA, daha sonra
3.0x22 mm IKS uygulandi. Bifurkasyon bolgesine ise kissing balon uygulandi. Hasta tekrar ek
sikiti olmadan taburcu edildi. Ardindan 4 ay sonra hastanemize tekrar gogiis agrisi ile bagvuran
hastaya tekrar KAG yapild1. Stentin ciddi derecede stenotik oldugu ve yan dal ostiumunda ciddi
lezyon saptanmast tizerinde hastaya coulette teknigi ile tekrar daha genis ¢apta ilag kapli stentler
uygulandi (ana dala 3.5x12 mm ve yan dala da 2.75x16 mm) (Sekil 2) ve sorunsuz bir sekilde hasta
taburcu edildi. Hasta 6 ay boyunca ara ara gogiis agrilari oldu fakat medikal takip edildi. 6. Ayda
acil servisimize nitrat ile gegmeyen gogiis agrisi ile bagvurdu, acil serviste ventrikiiler fibrilasyona
giren hasta defibrile edilerek tekrar KAG’a alindi. Yapilan KAG da LMCA distali LAD proximal
kesiminde spazminda eslik ettigi %70 lezyon ve RCA stentinin %100 tikali oldugu saptandi (Sekil
3). Ardindan hasta KVC ile beraber operasyon uygunlugu agisindan degerlendirildi fakat daha son-
ra hastaya perkiitan girigim karar1 verildi. LMCA-LAD lezyona 3.5x31 mm IKS stent yerlestirildi,
daha sonra RCA stent icine PTCA sonrasi stent proximaline 3.5x12 mm stent uygulandi, islem
komplikasyonsuz bir sekilde sonlandirildi. Basart a¢ilim saglandi ve hasta koroner yogun bakim
izlemi sonrasin taburcu edildi.

Sekil 1. Koroner anjiyografide Cx stentinin tama yakin tikali oldugu, RCA distalinde spazm ile beraber akut
tromboze lezyon ve stent uygulamasi sonrasi RCA goriiliiyor.

Sekil 2. RCA’da stent restenozu,FFR uygulamasi ve ii¢ ay sonra coulette stentleme.

Sekil 3. Sol ana koroner arterde akut tromboze lezyon ve RCA stentinin total restenozu.
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OPS-149

Yeni jenerasyon oral kontraseptif kullanim sonras gelisen soktaki
kalp krizi hastasinin ana koroner arter bifurkasyonunun
TAP teknigi ile stentlenmesi

Ahmet Seyfeddin Giirbiiz', Eylem Kivang?, Yakup Alsancak', Ahmet Soylu',
Mehmet Akif Diizenli'

Necmettin Erbakan Universitesi Meram Tip Fakiiltesi, Kardiyoloji Anabilim Dali, Konya
2Eskisehir Asker Hastanesi, Kardiyoloji Klinigi, Eskisehir

Daha 6nce bir ¢ok calismada yiiksek doz Gstrojen igeren oral kontraseptifler (OKS) ile artmig
kalp krizi riski arasindaki iligki gosterilmistir. Diisiik doz dstrojen ve yeni progesteron igeren yeni
jenerasyon OKS lerde eski jenerasyon OKS lere gore kalp krizi riski azaldig1 gosterilmistir. Yeni
jenerasyon OKS olan Yasmin (30 g etinil 6stradiol and 3 mg drospirenon) kullanan vakamizda
hayati tehdit eden kalp krizi sunulmustur. Otuziki yaginda gen¢ bayan hasta acil servise yaklasik
30 dakika 6nce baglamig siddetli retrosternal gogiis agrisi, bulanti ve genel durum bozuklugu ile
bagvurdu. Arteriyel tansiyonu 70/40 mmhg 6l¢iildii. Elektrokardiyografisinde (EKG) I, aVL ve go-
giis derivasyonlarinda 2 mm ST elevasyonu saptandi. Anamnezinde dokuz yildir sigara kullanim1
olan, hipertansiyon, diyabet ve hiperlipidemi tanilar1 olmayan hastanin son 3 aydir OKS (Yasmin)
kullandig: 6grenildi. Ekokardiyografisinde EF %30, anterior anteroseptum, apeks hipokinetik, mit-
ral yetersizligi hafif izlendi. Hasta yaygin anterior miyokard enfarktiisii tanisi ile acilen anjiografi
labaratuarma alindi. Sol sistem koroner anjiografisinde sol &n inen (LAD) arter ostiumdan tikali,
sol ana koroner arter (LMCA) distalinde kritik lezyon saptandi. LAD ve Circumflex artere (Cx)
soft tel ile gegildi. LAD osteal 2.0x15 mm balon ile predilate edildi. LAD de Timi-2 akim saglandi.
LMCA dan LAD ye uzanacak sekilde 3.0x30 mm ilag¢ salinimli stent (DES) implante edildi. LAD
de Timi-3 akim saglandi. Hastanin hemodinamisi stabillesti. Cx osteal %99 lezyon saptandi. Cx
tekrar tellenerek 2.0x15 mm balon ve 2.75x15 mm non-kompliyan (NC) balon ile kissing balon
uygulandi (Sekil 1). Cx osteal %99 lezyon sebat etmesi iizerine Cx ¢ TAP teknigi kullanilarak
LMCA-LAD de balon parki esnasinda Cx e 2.5x15 mm DES impllante edildi. Stent balonu ve
park edilen 2.5x15 mm NC balon ile kissing balon uygulandi. Ardindan 3.x12 mm NC balon ile
POT uygulandi. Tam aciklik sagland: (Sekil 2). RCA acik saptandi. Hastaya intrakoroner bolus
tirofiban uygulamasi sonrast tirofiban infiizyon verildi. Hasta 4 giin sonra taburcu edildi. 3 ay sonra
gogiis agrist olan hastaya kontrol KAG uygulandi. Stentler agik saptandi (Resim 3). Yasmin her ne
kadar yeni jenerasyon bir OKS olsa da daha &nce yapilan bir ¢aligmada Yasmin kullanimi altinda
kalp krizi gegiren hastalarin st segmet rezoliisyonlarin daha diisiik oranda, igslem sonrasi daha kotii
EF ye sahip olduklari ve trombiis yiiklerinin daha fazla oldugu gosterilmistir. Sigara ile birlik-
te kullanimu kalp krizi riskini arttirmaktadir. Her tiirlii OKS kullanimi hasta se¢imi iyi yapilarak
ve kardiyovaskiiler risk faktorleri iyi irdelenerek verilmelidir. Ayrica acil bir hastada bifurkasyon
yontemi olarak TAP tekniginin secilmesi, 6nce anadal akimimin saglanmasi, 6 F kateterden uygu-
lanabilmesi, kissing balon uygulamasinin hizla yapilabilmesi nedeniyle tercih nedeni olmustur.

Sekil 1.
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Sekil 2.

Sekil 3.

OPS-150

Bir kortikosteroid olan triamsinolon kullanimina bagh gelisen
kounis sendromu

Hasan Korkmaz', Miicahid Yilmaz?

!Firat Universitesi Tip Fakiiltesi, Kardiyoloji Anabilim Dali, Elazig
°Elazig Egitim ve Arastirma Hastanesi, Kardiyoloji Klinigi, Elazig

Akut koroner sendromlar ile alerjik veya hipersensitivite reaksiyonlarimin birlikte goriilmesi kli-
nik pratikte gittikce artmaktadir. 1991°de Kounis ve arkadaglar1 “alerjik anjina sendromunu” tarif
etmistir. Braunwald 1998’de alerjik reaksiyonlarda histamin ve I6kotrienlerin koroner damar diiz
kaslarinda spazm olusturabilecegine isaret etmistir. Herhangi bir alerjik maruziyet sonrasi mast
hiicre aktivasyonu sonucu ortaya ¢ikan histamin, triptaz, l6kotrienler, tromboksan gibi agiga ¢1-
kan bir takim mediyatorler araciligi ile koroner vazospazm goriilebilmektedir. Giiniimiizde alerjik
anjina veva alerjik miyokart enfarktiisii “Kounis Sendromu” olarak adlandirilmakta ve koroner
arter spazminin sebebi olarak kabul edilmektedir. Antibiyotik, analjezikler déhil birgok ilag, kont-
rast maddeler, ar1 ve bocek sokmasi, insektisit maddeler ve bazi gidalar alerjik nedenli koroner
vazospazm yaparak Kounis sendromuna neden olabilmektedir. Prednol ve antihistaminiklerle va-
zospazm diizelmekte ve klinik cevap alinabilinmektedir. Bu olgumuzda bir kortikosteroid olan
triamsinonolon kullanimi sonrasi gelisen kounis sendromu hastamizdan bahsedilecektir. Olgumuz
52 yaginda bayan hasta. Hastamiz klinigimize dis merkezden non-ST elevasyonlu miyokard in-
farktiisii tanisiyla sevkedildi. Hasta gogiis agris1 6ncesinde dis merkezde kafa derisinde dokiintii ve
kagint1 nedeni ile dermatoloji klinigine bagvurmus. Dermatoloji uzmaninca yapilan degerlendirme
sonucunda hastaya dermatit tanistyla, Triamsinolon asetonid 40mg/ml (Kenacort-A Retard IM
Ampul) tedavisi regete edilmis. Tedavinin ilk dozundan yaklagik 15 dakika sonra hastanm tipik bir
anjinasi baglamig. Hasta anjina nedeni ile dig merkez acil klinigine bagvurmus. Cekilen EKG’sinde
DII, DIII, aVF, V3-V6 derivasyonlarinda belirgin ST ¢okmesi olmasi iizerine klinigimize sevk
edilmis. Hasta klinigimize geldiginde agrisi olduk¢a azalmis ve EKG degisiklikleri devam etmek-
teydi. Biyokimyasal testlerinde troponin pozitifligi disinda 6zellik yoktu. Hastanin agrisi triam-
sinolon intramuskuler tedavisi sonrasi bagladig: i¢in alerjik bir vasospazm diisiiniilerek 1 ampul
antihistaminik (Feniramin maleat 45.5 mg/2ml, Avil amp) yapildi. Ayn1 zamanda standart tiim
antiiskemik tedavi verildi. Hasta koroner anjiografi laboratuarina alindi. Yapilan koroner anjiog-
rafisinde koroner arterler normal olarak degerlendirildi. Bu nedenle hasta kounis sendromu olarak
kabul edildi. Onerilerde bulunarak taburcu edildi. Kounis sendromu tedavisinde antihistaminikler
ve prednol gibi steroidler kullanilmaktadir. Bir kortikosteroid olan triamsinolon ile gelisen kounis
sendromu bu vakamiz bu yoniiylede oldukgca farkli bir vakadir.
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Sekil 1. (A) Hastanin gelis EKG’si. (B) Tedavi sonrasi EKG’si.

Sekil 2. Hastanin koroner anjiografi goriintiileri.

OPS-151

Transient complete atrioventricular block associated with ticagrelor
therapy after acute coronary syndrome

Asim Enhos, ilke Celikkale, Mustafa Ahmet Huyut, Erdem Karagép, Nijat Bakshaliyev,
Mahmut Uluganyan, Hatice Aylin Yamag¢ Halag, Nuray Kahraman Ay,
Ziya Ismayiloglu, Ramazan Ozdemir

Department of Cardioldgy, Bezm-i Alem Vakif Gureba Training and Research Hospital, Istanbul

A 76 year old hypertensive male patient was admitted to our cardiology department because of
typical anginal chest pain for 4h. The patient was hemodynamically stable on admission but electro-
cardiogram showed normal sinus rhythm, 4 mm ST segment elevation in inferior leads, and 1 mm
ST segment depression in DI — aVL lead. With initial diagnosis of acute inferior wall myocardial
infarction we gave the patient 300 mg ASA, a loading dose of ticagrelor and unfractionated hepa-
rin. Then he underwent catheter laboratory and right coronary angiogram revealed total occlusion
posterior descending artery and mid segment of RCA. Right coronary balloon angioplasty to distal
and mid RCA TIMI III flow was successfully obtained. After the procedure the patient was asymp-
tomatic and hemodynamically stable. Electrocardiogram showed normal sinus rhythm (heart rate:
61 beats per minute), pathologic Q waves in inferior leads, and first degree atrioventricular block(PR
length: 29 msn). (Figure 1) We didn’t start beta blocker therapy and decided to continue ticagrelor.
Hence, the patient received a loading dose of 180 mg ticagrelor. Ten hours later after ticagrelor ther-
apy, complete atrioventricular block (heart rate: 50 beats/min.) (Figure 2) appeared on continuous
ECG monitoring but the patient was asymptomatic and hemodynamically stable so we didn’t plan to
perform temporary pacemaker. The patient was in atrioventricular block although 2 days after tica-
grelor therapy despite good right coronary patency revealed by control angiography (Figure 3) The
treatment with ticagrelor was stopped and klopidogrel was started. On the third day after stopping
ticagrelor, the patient was mainly in normal sinus rhythm with first degree atrioventricular block
and remained in normal sinus rhythm (heart rate: 71 beats per minute)(Figure 4) for 4 days with no
recurrences of advanced heart block. The patient was discharged in good clinical status and during
one month of follow-up there were no recurrences of heart block or any other bradyarrhythmias.
Conclusion: According to the PLATO trial, ticagrelor may lead to increased incidence of asymp-
tomatic ventricular pauses. In addition, there are some reports about the side effects of ticagrelor
like bradycardia and dyspnea. It is considered that the inhibition of the re-uptake of adenosin from
the red cells and increasing plasma concentration of adenosine may be responsible for the brady-
cardic effect of the ticagrelor.

Figure 1. Figure 2.
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Figure 4.
Figure 3.
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Akut LAD stent trombozu ile iligkili inferior derivasyonlarda
ST elevasyonu
Ersin ibisoglu, Haci Murat Giines, Filiz Kizilirmak Y1lmaz, Giintekin Giinhan Demir,

Mehmet Onur Omaygeng, ibrahim Oguz Karaca, Beytullah Cakal, Fatih Erkam Olgun,
Umeyir Savur, Filiz Celebi, Deniz Dilan Naki, Tayyar Gokdeniz

Istanbul Medipol Universitesi Tip Fakiiltesi, Kardiyoloji Anabilim Dalt, Istanbul

Miyokard enfarktiisiinde goriilen ST-segment elevasyonu koroner lezyonlar agisindan oldukga
yol gosterici dzellige sahiptir. 45 yaginda agir sigara bagimlist bir erkek hasta acile 30 dakikadir
baglayan gogiis agrisi sikayetiyle bagvurdu. Cekilen 12 derivasyonlu EKG’de D1, AVL, V1-V6
derivasyonlarinda ST-segment elevasyonu goriildii ve yapilan koroner anjiyografisinde sol inen
koroner arter (LAD) lezyonu oldugu gosterildi. Primer girisim planlanip lezyona stent takilarak
tedavi edildikten sonra hasta koroner yogun bakima takip amagli alindi. Cekilen EKG normal
siniis ritmindeydi. 20 dakika kadar sonra hastanin gogiis agrisi tekrarlayinca cekilen EKG’de D2,
D3, AVF derivasyonlarinda ST-segment elevasyonu oldugu tespit edildi. Hasta tekrar kateter labo-
ratuvarina alindi. Yapilan koroner anjiyografide proksimal LAD’ ye takilan stentin baglangicindan
itibaren tromboze oldugu izlendi. Lezyon yeniden tedavi edildikten sonra hasta ii¢ giin koroner
yogun bakimda takibinin ardindan sifa ile taburcu edildi.

Sekil 1. Anterior miyokard infarktiisii.

Sekil 2. LAD proksimal okliizyon. Sekil 3. Bagarili revaskiilarizayon.

Sekil 4. Normal siniis ritmi.
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Sekil 5. inferior miyokard infarktiisii.

Sekil 6. Akut LAD stent trombozu. Sekil 7. RCA.

Sekil 8. Basarili revaskiilarizasyon.

OPS-153

Ciddi Hipertriglisediminin 6liimciil komplikasyonu: Akut pankreatit
ve akut ST elevasyonlu miyokart enfarktiisii birlikteligi

Utku Zeybey, Ali Manav, Cihan Oztiirk, Servet Altay
Trakya Universitesi Tip Fakiiltesi, Kardiyoloji Anabilim Dali, Edirne

Hipertrigliseridemi, akut pankreatit etyolojisinde iyi bilinen bir etken olarak yer almaktadir.Hi-
pertrigliseridemi ¢esitli mekanizmalarla akciger karaciger, kalp gibi ¢esitli organlarda patolojilere
yol agmaktadir. Daha Gnce tanisi olmayan bir hastada, akut miyokart enfarktiisii (AMI) ve akut
pankreatit klinigine neden olan hipertrigliseridemi olgusu ve tedavi yonetimini sunmaktay1z.52
yaginda erkek hasta acil servise bir giin dnce baglayan ve iki saattir siddetlenen epigastrik bolgeden
baslayan, g6giis ve kola yayilan agr sikayeti ile bagvurdu.Cekilen elektrokardiyografisinde V2-V6
derivasyonlarinda 2 mm ST segment elevasyonu saptandi. Koroner anjiografide LAD diyagonel
dal sonrasi total oklude olmast iizerine 1.5x15 mm ¢apinda balon dilastayonu sonrasi 3.0x20mm
boyutunda evolimus kapli stent implante edildi, trombiis yiikii ve sirkumfleks arterde tromboze lez-
yon olmasi iizerine absiksmab infiizyonu baslanarak yogun bakima alindi.Yogun bakim takiplerin-
de epigastrik bolgede agris1 devam eden hastanin tetkiklerinde lipid profilinde trigliserid 1862 mg/
dl olarak izlendi.Kontrastli batin bilgisayarli tomografisinde akut 6demat6z pankreatitle uyumlu
goriintii saptandi.Hastaya akut pankreatit tamsi konuldu.Ozellikle geng, aile ykiisii olan, hipert-
rigliseridemi oldugu bilinen hasta akut koroner sendromla bagvuruyorsa A.pankreatit olabilecegi
diisiiniilmeli ve batin muayenesi de 6zenle yapilmalidir. Bu hastada baglangicta A pankreatit tanist
konulmusg olsa da STEMI nedeniyle primer PKG yapilmasi gereklidir. Bu sekilde bagvuran hasta-
larda islemin (PKG) detaylarina (Gp2b3a baglanmasu, ila¢ kapli/¢iplak metal stent secimi) iliskin
cerrahi branglar ile ortak degerlendirme yapilmali ve tiim bunlarin sonucuna gore destek tedavi-
sinin daha erken yapilip cerrahi planlanacaksa optimal kosullarin saglanabilecegi diisiiniilmelidir.
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Sekil 1. V2-6 ST segment elevasyonu.

Sekil 2. (A) Sol sistem goriintiilemesi LAD lezyonu. (B) LAD stent implantasyonu sonrasi ve Cx lezyonu.

Sekil 3. Pankreas korpus bas ve unsinat proges bliimiinde peripankreatik yagh planlarda inflamasyonla
uyumlu heterojen 6demat6z goriiniim.
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Arare coronary anomaly was detected during the angiography in
patient with acute coronary syndrome; Left main coronary artery
agenesis and right aortic origin of the left coronary system

ismail Ungan, Alper Vural, Fatih Rifat Ulusoy, Fatih Besiroglu, Mehmet Kocaaga,
Feyza Kurt, Sabir Jahid

Department of Cardiology, Yalova State Hospital, Yalova

Introduction: The coronary artery anomalies are classified into abnormalities of origin, distribu-
tion and termination. The incidence of anomalous origination of the left coronary artery from right
sinus is 0.15%. We aimed to present an anomalous origin of left coronary arteries arising from the
opposite sinus with separate ostium.

Case: A 64-year-old Turkish man with a two-day history of exertional angina applied to our clinic.
There were neither previous episodes of myocardial infarction nor a history of sudden cardiac
death. Cardiovascular physical examination and the resting electrocardiogram were normal. Sim-
ilarly, echocardiography showed a normal findings and no alterations of segmentary motion. Yet,
troponin level was found high (Troponin T: 2.14 ng/dl, cut-off 0.1 ng/dl). Coronary angiography
was performed through right femoral artery route. The attempt with left judkins catheter was failed
because left coronary ostium could not be found. During the visualization of the right artery, how-
ever, it was seen that the left coronary system is originated from the right aortic sinus and a separate
ostium (Figure C). Culprit lesion was found in the right coronary artery (RCA) and a successful
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percutan coronary intervention (PCI) was performed (Figure A, B). The 128-slice computed to-
mography (CT) coronary angiography of the patient showed that the left anterior descending artery
is anterior to the right ventricular out flow tract while the left circumflex artery is posterior and it is
in its normal position. The RCA had normal anatomical appearance (Figure D).

Conclusion: Anomalous origin of coronary arteries from opposite sinus of valsalva is rare finding.
Coronary exit anomaly coexistence in our case is quite rare (0.08%) and it is aimed to contribute
to literature.

Figure 1. (A) Serious stenosis in RCA proximal section. (B) RCA image after PCI. (C) Observation of
coronary ostium separately from right aortic sinus during non-selective aortography. (D) Outoff and course
of coronary arteries in CT angiography.
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A cutaneous anthrax case complicated with electrocardiographic
ST-segment elevation and troponin positivity

Mustafa Celik', Erdogan Sokmen', Sinan Cemgil Ozbek', Ahmet Yilmaz?, Recep Karatas®

'Department of Cardiology, Ahi Evran University Training and Research Hospital, Kirsehir
’Department of Cardiology, Karaman State Hospital, Karaman
‘Department of Cardiology, S.B. Aksaray University Training and Research Hospital, Aksaray

A 14-year old male child patient was admitted by his parents to the emergency department of
Igdir State Hospital with the complaints of chest pain for 2 days. It was learned from his history
that he had been working as a shepherd boy. The physical examination revealed the following
FINDINGS: pulse, 65 beats/min; respirations, 17/min; body temperature, 36.8 °C; blood pres-
sure, 110/65 mmhg. A painless necrotic eschar of 1x1 cm diameter which was surrounded by
a vesiculobullous area with undefined borders was notified in the anterior surface of the right
forearm. A 12-lead resting electrocardiogram (ECG) taken on admission showed a diffuse seg-
ment elevation with a greater elevation in leads V5 and V6 (Figure 1). The reading on the pulse
oxymeter was 98%. Laboratory values on admission were: the leukocyte count, 8870/mm? with
a neutropil count of 7631/mm?* CRP, 9.8mg/dl (normal:0-0.5 mg/dl); AST, 64 U/L (normal:<45
U/l; ALT, 43U/1 (normal 8-40 U/L); Troponin I, 2.77 pug/I (normal 0-0.3 pg/L); BUN, 30 mg/dl;
creatinin 0.7 mg/dl; hemoglobin, 13.1 g/dl. An echocardiographic evaluation revealed normal left
ventricular function and wall motion with no valvular pathology, pericardial thickness or hypere-
chogenity, and pericardial effusion. Due to the fact that the presence of acute myocardial infarction
could not be ruled out considering the universal definition of miyocardial infarction, the patient
was administered to coronary intensive care unit and was put on an empirical constellation of
treatment including enoxaparin 0.4 cc administered subcutaneously, and clopidogrel 75 mg and
ASA 300 mg, along with a troponin and ECG controls every 6 hours. He was also consulted to
an infectious disease specialist for the eschar formation in forearm. A Gram stain was performed
on a smear obtained from the scar area, and Gram-positive bacilli were observed. Considering
altogether the presence of a typical black eschar formation surrounded by a vesiculobullous lea-
sion with undefined borders, absence of pain and high fever and a history of close contact with
livestock and livestock products and demonstration of Gram-positive bacilli from smear obtained
from the eschar lesion, the patient was diagnosed with anthrax. Accordingly, antibiotic treatment
regiment including crystallized Penicillin G administered intravenously as 4 million units every 4
hours for 7 days and oral Ciprofloxacin 500mg twice daily as a maintenance therapy for the next
7 days. Daily echocardiographic examination did not show any dynamic wall motion abnormality,
nor any pericardial thickness or effusion. Global left ventricular systolic function was observed to
be normal. Moreover, repeat ECG strips demonstrated ST segment resolution (Figure 2). During
follow up, cardiac troponin I level became 0.69 pg/L on the second day of hospital admission. The
patient was discharged from the hospital in a good health status with the advice of a subsequent
follow-up visit to the out-patient clinic 7 days later.

Figure 1. The admission ECG of the case.
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Figure 2. Resolution of ST elevation following therapy.
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Acute inferior myocardial infarction in a young patient with psoriasis

Ozgiil Ugar Elalnus, Havva Tugba Giirsoy, Burcu Ozyazgan, Umit Giiray,
Ahmet Korkmaz, Can Ozkan, Mehmet Ileri

Department of 1" Cardiology, Ankara Numune Training and Research Hospital, Ankara

Introduction: Psoriasis is a chronic inflammatory skin disease affecting 1-3% of the general pop-
ulation. Current data suggest increased cardiovascular risk in patients with psoriasis, which cannot
be explained by traditional risk factors.

Material and Methods: A 22-year-old male patient with psoriasis presented to emergency de-
partment with chest pain which started four hours ago. Twelve-lead electrocardiogram revealed
1 mm ST-segment elevation and T negativity in leads D2, D3, aVF, V5, V6. His vitals and body
temperature were normal. He had no coronary artery risk factors other than cigarette smoking. He
has been smoking half package a day for four years. His blood biochemistry and lipid profile were
normal. He had elevated white blood cells in hemogram (WBC: 23800/mm?, 89% neutrophils).
The patient was taken to catheter laboratory immediately. Coronary angiogram revealed massive
thrombus in the proximal right coronary artery (RCA) with distal TIMI 3 flow. Left main coronary
artery, left anterior descending artery and left circumflex artery were normal (Figure 1). We started
tirofiban infusion and continued for 48 hours. The patient also received traditional medical therapy
with aspirin 100 mg/day, ticagrelor 2x90 mg, subcutaneous enoxaparine, metoprolol 50 mg/day,
perindopril 5 mg/day and atorvastatin 20 mg/day. At the time of hospitalization the patient was tak-
ing topical steroids and retinoids for treatment of cutaneous psoriasis. He had no psoriatic arthritis.
Results: A control angiogram after tirofiban infusion was normal. Transthoracic echocardiogra-
phy revealed mild hypokinesis of left ventricular inferior wall with an ejection fraction of 55%.
The patient also had a history of pulmonary thromboembolism after a traffic accident. Therefore
we consulted him to hematology department for thrombophilia testing. The coagulation factors,
anticardiolipin antibodies were normal. PAI gene 4G/5G mutation was not detected. Finally, they
concluded that the patient had no genetic thrombophilic mutation.

Conclusion: We decided that the acute coronary syndrome was associated with psoriasis in this
22-year-old patient. In a recent Danish cohort, a significantly increased risk of myocardial infarc-
tion (MI) was found in patients with psoriasis. Psoriasis and atherosclerosis share many common
pathological pathways.These include T-helper cell activation, an excess of Th-1 cytokines,and
imbalances in the interleukin 1 pathway favoring inflammation. Psorias also associated with
vascular thrombosis, especially in the venous bed. Acute coronary syndrome should be ruled out
even in very young patients with psoriasis and chest pain. Finally, in several studies, psoriatic
patients treated with tumor necrosis factor inhibitors had a reduction in MI risk.

Figure 1. Coronary angiogram reveals thrombus in
proximal RCA.

Figure 2. Control coronary angiogram after tiro-
fiban infusion. Thrombus is dissolved and RCA is
normal.
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Huge coronary aneurysm causing acute myocardial infarction in a
young patient

Ahmet Yanik, Faruk Boyaci, Ugur Arslan
Department of Cardiology, Samsun Training and Research Hospital, Samsun

A 29-year old man with no cardiac risk factors was admitted to our coronary ICU with acute
anterior MI. Emergent primary PCI was planned and coronary angiography was performed. LAD
artery was totally occluded in the mid-segment. This lesion was passed with a floppy-guidewire
and PTCA was performed with 2.0/15 mm and 2.5/15 mm baloons. After PTCA of total occlu-
sion, distal TIMI-2 flow was obtained and a severe aneurysmatic dilatation was observed in LAD
(Figure 1). 3.0/23 mm and 3.0/27 mm sized graft stents (Fluency, Bart,USA) were implanted to
this lesion and distal TIMI-3 flow was obtained in LAD (Figure 2). After stent implantation, the
anurysm disappeaared with no-flow into its sac. The patient was discharged with medical therapy
including ASA, clopidogrel and atorvastatin. He was asymptomatic at his polyclinic visits in the
first and third month.

Figure 1. Huge coronary aneurysm causing acute
myocardial infarction.

Figure 2. Treatment of the coronary aneurysm
with graft stents.

OPS-160

Sag koroner siniis ¢ikigh lateral Mi
Hasan Ali Barman, Koray Demir, Koray Celal Demirel, Adem Atici, Fatih Oztiirk
Mug Devlet Hastanesi, Kardiyoloji Klinigi, Mus

Amac: Koroner anjiyografi yapilan hastalarin yaklasik %0.5’inde koroner arter anomalisi saptan-
maktadir. En sik goriilen anomali sol 6n inen koroner arter (LAD) ve sirkumfleksin (Cx) sol ana
koroner arter yerine ayr1 ayri ¢ikmasidir. Bunu sag koroner arterin (RCA) sol koroner siniisten ¢1k-
mast ve Cx” in sag koroner siniisten ¢tkmasi takip etmektedir. Bu yazida oldukga nadir goriilen bir
konjenital anomali olan sol ana koroner arterin sag siniis valsalvadan ¢iktig1 bir olgu sunulmustur.
Olgu: Altmus ti¢ yasindaki kadin hasta 3 saatten beri devam eden ve sol omuza yayilan gogiis agris
ile hastaneye bagvurdu. Daha &nceden higbir sikayeti olmadigi gibi koroner arter hastaligi i¢in
yas diginda herhangi bir risk faktorii de yoktu. Fizik muayenede kan basinci 110/70 mmHg, kalp
hiz1 80/dakika idi. Sistem muayeneleri normaldi. Elektrokardiyografide DI-aVL’ de ST elevasyonu
vardr. Hasta akut lateral miyokard infarktiisii tanisi ile acil KAG laboratuvarina alindi. Yapilan
koroner anjiyografide sol ana koronerin sag siniis valsalvadan ¢iktig1 tespit edildi. (Sekil 1) LAD
proksimalde tam tikali izlendi. RCA ve Cx normal idi. LAD’ ye 2.75x26 mm ilag¢ salimmli stent
implante edildi. Nonkompliyan 3.5x15 mm balon ile postdilatasyon yapildi. Tam agiklik saglan-
di. Komplikasyon olmadi. (Sekil 2, 3) Hasta asetilsalisilik asit, klopidogrel, metoprolol tedavisi
altinda taburcu edildi.

Sonug: Sol ana koroner arterin sag siniis Valsalvadan ¢ikmasi olduk¢a nadir goriilen bir anomali-
dir. Hastanin prognozu sol ana koroner arterin seyrine baghdr.

Sekil 1. Sekil 2.

Sekil 3.
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idiyoventrikiiler ritm ile akut koroner sendrom iligkisi
Ecem Giirses, Serdar Payzin, Benay Ozbay
Ege Universitesi Tip Fakiiltesi, Kardiyoloji Anabilim Dali, Izmir

Elli dort yag kadin hasta bilinen sigara disinda kardiyovaskiiler risk faktorii bulunmamaktadir.Has-
ta yaklasik 4-5 saattir devam eden sikistirici vasifta gogiis agrist ile Ege Universitesi Tip Fakiiltesi
Acil Servis bagvurmustur. Hastanin ¢ekilen EKG Siniis ritmi D3 Q dalgasi, D3 T - izlenmistir.
Acil Servis takibinde monitor degisikligi tizerine ¢ekilen EKG idiyoventrikiiler ritm izlenmesi ve
kardiyak enzim artist olmas iizerine Non ST eleve Myokard Enfarktiis tanist ile Ege Universite-
si Kardiyoloji Klinigi Koroner Yogun Bakim Unitesi’ne yatirildi. Hastanin anjina sikayet devam
etmesi tizerine koroner anjiyografi (KAG) islemine alindi. 5/7/2017 KAG raporu LMCA normal
LAD prox plak mevcut, CX normal RCA proximal %100 Total okluze. Medikal Takip karar1 alin-
di.Hastanmn anjina sikayet devam etmesi tizerine aralik Morfin uygulandi, Perlinganit infiizyon
baglandi, dinamik EKG degisikligi izlenmedi.11/7/2017 Ekokardiyografi LVEF %50 RVEF %30
TY 1-2 MY 1 SPAP 27 Inferior septum, inferior hipokinetik. RV anterior akinetik, lateral ileri
hipokinetik saptandi. Hastanin antiiskemik tedavi diizenlenerek taburcu edildi.
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Modafinil kullanim sonrasinda gelisen akut koroner sendrom vakasi

Bahar Tekin Tak', Habibe Kafes', Firdevs Aysenur Ekizler', Pinar Eraslan?,
Ozcan Ozeke!, Dursun Aras!

!Ankara Tiirkiye Yiiksek Ihtisas Hast. Kardiyoloji Béliimii, Ankara

’TC. SB. Dr. Abdurrahman Yurtaslan Ankara Onkoloji Egitim ve Aragtirma Hastanesi,

Pskiyatri Klinigi, Ankara

Kirk bes yasinda bayan hasta dikkatini siirdiirememe ve giindiiz uyku hali sikayetleri ile psikiyatri
poliklinigine bagvurdu.Hastanin dykiisiinde yaygin kas agrilari nedeni ile iki ay siiresince dulok-
setin 60 mg kullamidig1 6grenildi. Hastanin fizik muayenesinde santral obeziteharicinde patolojik
bulgu saptanmadi. Biyokimya parametrelerinden HDL-kolesterolii ik, LDL-kolesterolii yiik-
sek diger parametreleri normal sinirlarda saptanmig.Hastanin sigara, alkol alimi, koroner arter has-
talig1 aile Gykiisii ve bilinen sistemik hastalig1 yoktu. Modafinil 100 mg/giin, sabah tok karnina al-
masi 6nerilen hasta ilag alimindan yaklagik 4-6 saat sonra baglayan ve 30 dk devam eden gogsiinde
baski sikistirict vasifta agr ile acil servise bagvurdu. Hastanin yapilan fizik muayenesi normal, kan
basinci 110/65 mmhg, kalp hiz1 92/dk idi. EKG’ de siniis ritmi 77/dk ve non-spesifik ST-T degisik-
likleri izlendi. Hastanin yapilan kan tetkiklerinde troponin T 0.11 mg/dl (<0.05) CK-MB:19 mg/dl,
hemogram ve biyokimya degerleri normal saptandi. Yapilan transtorasik ekokardiyografide yapisal
kalp hastalig1 izlenmedi. Hastanin kontrol troponin degeri 0.17 mg/dl artma egiliminde olmasi ve
g0ogiis agris1 devam etmesi lizerine akut koroner sendrom 6n tanisi ile koroner anjiografiye alindi.
Yapilan koroner anjiografide sol 6n inen ana koroner arterde (LAD) belirgin yavags akim izlendi,sag
koroner arter (RCA) ve sirkiimflex arter (CX) normal izlendi.Medikal tedavi baglanan hastanin ta-
kiplerde gogiis agrisi ve kardiyak troponin degerleri gerileme gosterdi. Modafinil narkolepsi olarak
adlandirilan giindiiz uykululugu ile giden gesitli klinik durumlarin tedavisinde kullanilmaktadir.
Kesin mekanizmasi tam olarak anlagilamamakla birlikte dolayli olarak gama-aminobiitirikasit
(GABA) inhibisyonu, dopamin reseptor agonizmasi ve alfa-1 adrenerjik agonizma yaptig1 diisii-
niilmektedir. Kafein, Dekstroamfetamin gibi psikostimiilanlarla karsilagtirildiginda uyaniklik ve
dikkati koruma gibi alanlarda benzer 6znel ve biligsel etkiler gostermektedir.Bilinen kardiyovas-
kiiler yan etkileri arasinda hipertansiyon carpinti,gc agrisitagikardi yer almakla birlikte daha
ndair olarak da bradikardi ve ventrikiiler ektopik atim bildirilmistir.Literatiirde 6ykiisiinde miyo-
kard ifarktiisii, akut koroner sendrom ve kalp yetmezIligi olan hastalarda modafinil kullanimi ile
ilgili yeterli ¢alisma yoktur. Bircok sitokrom P 450 izoenzim iizerinde inhibisyon ve indiiksiyon
etkisi bildirilmis olup bu nedenle ila¢ etkilesiminin fazla oldugu bilinmektedir. Duloksetin ile ilag
etkilesimine dair yeterli bilgi bulunmamaktadir.Literatiirde heniiz bizim vakamizda oldugu gibi
modafinil kullanim1 sonrasinda gelisen muhtemelen modafinil kullanimu ile iliskili oldugu diistinii-
len akut koroner sendrom vakasi bildirilmemistir. Modafinil kullaniminin kardiyovaskiiler sistem
hastalik Oykiisii olmayan,bununla birlikte bu agidan risk faktorii olan kisilerde kardiyovaskiiler
hastaliklart olasi tetikleyici yan etkisi ile ilgili daha ileri ¢alismalara ihtiya¢ vardir.

Sekil 1. Koroner anjiografi goriintiileri. Sekil 2. Koroner anjiografi goriintiileri.

Sekil 3. Koroner anjiografi goriintiileri. Sekil 4. Koroner anjiografi goriintiileri.

97



Koroner arter hastalig1 | Akut koroner sendrom

Koroner arter hastalig1 | Akut koroner sendrom

Sekil 5. Koroner anjiografi goriintiileri.

Sekil 6. Elektrokardiyografi.
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Pil replasman sonrasi emosyonel stress ile tetiklenen akut miyokard
enfarktiisii. Kanama komplikasyonu kacimlmazdi ¢iziim basit oldu:
Intrakoroner nitrat (vazospazm)

Deniz Demirci, Duygu Ersan Demirci, Rauf Avcei
S.B. SBU Antalya Egitim ve Arastirma Hastanesi, Kardiyoloji Klinigi, Antalya

Giris: Koroner arter spazmi terimi, epikardiyal koroner arterin tam veya tama yakin tikanikliga
neden olan ani, yogun bir vazokonstriksiyonunu ifade eder. Varyant angina ilk olarak 1959°da
Prinzmetal ve arkadaglari tarafindan tanimlanmistir.

Olgu: Altmus yasinda erkek hasta pil replasmani tedavisinden bir giin sonra emosyonel stres ile te-
tiklenen bir gogiis agrisi yakinmasi bagladi. EKG’de inferiyor derivasyonlarda >1 mm ST segment
yiikselmeleri saptandi. Kateter laboratuvarina alindi. Bir giin 6nce yapilan pil replasmani nedeniy-
le kanama komplikasyon risk ¢ok yiiksek oldugu igin koroner damarlar goriilmeden antiagregan
antikaougiilan tedavi baglanmamasi kararlastirildi. Koroner anjiyografide 6nce sol koroner arter-
ler goriintiilendi. Sol inen koroner damarda ciddi lezyon vardi. Ancak klinikle uyumlu olmadig:
icin sorumlu lezyon olarak diisiiniilmedi. Sag koroner damarda daha kritik ve klinikle uyumlu bir
lezyon saptandi. Ancak hastanin klinigi ve koroner damarlardaki goriiniim nedeniyle Gncelikle
vazospazmi ekarte etmek igin intrakoroner nitrat uygulamast yapildi. intrakorner nitrat sonrasi sag
koroner damardaki kritik lezyonun tamamen geriledigi goriildii. Ardindan tekrar sol koroner da-
marlar incelendiginde sol sistemde de belirgin bir sekilde vazospazmin gerilemis oldugu goriildii.
Sol inen damarda %70 darligimn sebat ettigi goriildii. Hematom riski nedeniyle ileri tarihte elektif
olarak peruktan koroner islem planlandi. Bu olgumuzda olas: stentleme islemi sonrasinda uygula-
nacak antiagregan ve antikoagiilan sonrast kanama komplikasyon riski cok yiiksekti. Intrakoroner
nitrat uygulanmamig olmasi durumuda stentleme yapilmasi irrasyonel bir tercih gibi goriilmeyebi-
lirdi. Ancak yapilan nitrat tedavisi ile olasi bir takim komplikasyon zinciri bastan ¢6ziilmiis oldu.

Bu olguda klasik bir myokart enfarktiisiine gore agr1 cok daha siddetli yaygin ve huzursuz edici
idi muhtemelen tiim koroner damarlarda olan daralma ve ona ikincil gelisen iskemi bu klinigi
dogurmustu.

Sonug: Klinik durum uygun oldugunda PCI karari verilmeden 6nce rutin intrakoroner nitrat uygu-
layarak vazospazm ayrict tanis1 yapmak rasyonel bir yaklagim olacaktir. Ozellikle ¢ok siddektil bir
klinik varliginda vazospazma bagli yaygin iskeminin olabilecegi akilda tutulmalidir.

Sekil 1. Sag koroner arter. Solda intrakoroner nitrat ncesi enfartiisten sorumlu subtotal RCA lezyonu.
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Sekil 2. Sol koroner damarlar / sag kranial poz.

Sekil 3. Sol koroner arterler kanial poz.

Aile hekimligi
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A severe drug-drug interaction case between apixaban and naproxen

Abdullah Nabi Aslan', Murat Can Giiney?, Serdal Bastug', Haci Ahmet Kasapkara?,
Murat Akgay?, Nihal Akar Bayram?, Tahir Durmaz?, Engin Bozkurt?

'Department of Cardiology, Ankara Atatiirk Training and Research Hospital, Ankara
’Department of Cardiology, Yildirum Beyazit University Facullty of Medicine, Ankara

Atrial fibrillation (AF) increases the risk of ischaemic stroke by five-fold and is associated with 15
% of strokes for all age groups and 30% in persons over the age of 80 years (1). Effective stroke
prevention usually requires oral anticoagulation (OAC) and until recently, vitamin K antagonists
(VKAs, e. g. warfarin) were the only OAC available. However, the use of warfarin has many
limitations, including the need to ensure proper anticoagulation control by regular monitoring,
many interactions with drugs and diet (2). To overcome these limitations, the non-VKA oral anti-
coagulants (NOACs) have been introduced and offered relative efficacy, safety, and convenience
compared to VKAs (3). Apixaban is a NOAC and an effective alternative to warfarin due to their
proven efficacy in reducing stroke and thromboembolic events and safer profile (4). Although
drug interaction is not commonly seen with apixaban compared to VKAs, it is not completely
safe. Here, we presented a 82-year-old female patient using apixaban for AF and suffering from
bilateral outrageous erythematous lesions at upper and lower extremities 12 hours after taking
naproxen that is one of the non-steroidal anti-inflammatory drugs (NSAIDs).A 82-year-old female
patient was admitted to our hospital due to acute onset of erythema at her bilateral upper and
lower extremities (Figure 1). Her past history revealed AF and hypertension (HT). Examination
at admission revealed subtle erythema on her forearms, hands and feet. The involved areas were
warm to touch but not painful. She was on apixaban and diltiazem treatment for AF and valsartan
treatment for HT. We learned from the patient’s past history that, warfarin had been stopped one
year ago because of labile internalized normalized ratio (INR) and apixaban 5 mg twice a day had
been started. However, patient talked to use apixaban 5 mg once a day without problems since
prescription. Laboratory parameters included international normalized ratio (INR) was 1.23. All
possible causes of this dermatologic problem were examined in detail and we have found that the
dermatological complaints has been started nearly 12 hours after receiving one dose of naproxen
500 mg, a NSAID, due to severe back pain. We suspected from a drug-drug interaction between
apixaban and naproxen and therefore withdrew the apixaban. To exclude a possible drug reaction,
a skin biopsy early in the course of the disease was performed. Histopathologic evidence included
extravasation of erythrocytes, many neutrophils in the lumina of the dilated venules, edema of the
papillary dermis, angiectases of capillaries in the superficial dermis. This result was in consistent
with a drug reaction. Patient was followed-up under subcutaneous enoxaparin for a while. Within
a week, lesions began to resolve and completely disappeared after 2 weeks. Then, apixaban (5 mg
twice a day) was started again without any complications at follow-ups.

33 Turkish Cardiology Congress with International Participation



Aile hekimligi

Diger

Figure 1. (A) Clinical examination of pa-
tient showing nearly confluent symmetric
erythematous lesions on upper extremity
palm and forearm. (B) Upper extrem-
ity erythema at the dorsum of the hand.
(C) Lower extremity plantar and dorsal
erythema.

Diger
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Atherothrombosis or another reason? Lessons from a case of retinal
vein occlusion

Yalcin Boduroglu', H. Yasemin Yildiz?, Hakan Aslan®

'Department of Cardiology, Antalya Private Opera Yasam Hospital, Kardiyoloji Béliimii, Antalya
?Antalya Private Opera Yasam Hospital, Antalya
JAntalya Private Yasam Hospital, Antalya

Background: Retinal vein occlusion (RVO), the second most common retinal vascular disease after
diabetic retinopathy. Most elderly patients have a history of atherosclerotic disease, hypertension,
diabetes mellitus but young patients may have thrombophilia, connective tissue diseases, antiphos-
pholipid antibody syndrome, hyperhomocysteinemia. Systemic lupus erythematosus (SLE) is a
chronic autoimmune disorder that may affect the eye. Antiphospholipid antibodies (APA) have been
recognized as a risk factor for thrombotic complications in SLE like RVO which contain either lupus
anticoagulant (LA), anticardiolipin antibody (ACA), anti-B2 glycoprotein-1 antibody or in some
rare cases other antiphospholipids antibodies without ACA which are anti-phosphatidylcholine (an-
ti-PC), anti- phosphatidylethanolamine (anti-PE ), anti- phosphatidylinositol (anti-PI) and anti-phos-
phatidylserine (anti-PS). We report a patient with SLE who had RVO without ACA in early stage.
Case: An 57-year-old woman was admitted because of sudden decrease of visual acuity in left eye.
Fundus examination with angiography revealed RVO(Figure 1-3). She had suffered general aching
and malar rashes on her face for 4 months. She has not diabetes mellitus but has hypertension.
Her laboratory test results confirmed the SLE. WBC: 6.4 (normal:4-10), Platelet: 239.000/mm?,
the erythrocyte sedimentation rate: 21 mm/h (normal <20). Antinuclear antibody (ANA): positive
with granuler pattern; anti- ds DNA antibody: 327.4 IU/ml (normal <200 IU/mL), VDRL, and anti-
Ro/La, ACA IgM (4.11; normal <12.5 U/mL) and IgG (5.22; normal <15 U/mL) and APTT was
normal, LDL cholesterol: 175 mg/DI, Trigliserid: 292 mg/dL, Homocystein: 13.4 mmol/L (normal
<12). Treatment was started with intravenous followed by oral prednisone and hydroxychloro-
quine. Interestingly, in our patient with SLE, ACA were not detected.

Conclusion: RVO in SLE patients is rare and has been described to be caused by cardio-vascular
disorders and other thrombohilic conditions.

Figure 1. Fundus photograph of the left eye with
branch retinal vein occlusion with hemorrhages.

Figure 2. Fundus photograph of the left eye with
branch retinal vein occlusion with hemorrhages on
angiographic view.

Figure 3. Fundus photograph of the left eye with
branch retinal vein occlusion with hemorrhages on
angiographic view.
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A case report about the management of a patient with heparin
mduced thrombocytopenia after mitraclip transcatheter
mitral valve repair

Ozge Cetinarslan, Umit Yasar Sinan, Cengiz Celiker, Emir Baris Okgiin,
Mehmet Serdar Kiiciikoglu, Nuh Nazmi Giiltekin

Department of Cardiology, Istanbul University Haseki Institute of Cardiology, Istanbul

Heparin-induced thrombocytopenia (HIT) and heparin-induced thrombocytopenia with thrombo-
sis (HITT) are fatal adverse reactions of heparin therapy that caused by the formation of polyclon-
al antibodies against the PF4-heparin complex. This immiin reaction leads to a hypercoagulable
state resulting potentially limb and life threatening arterial and venous thrombosis. We describe a
patient with HIT syndrome because of LMWH usage after a mitraclip transcatheter mitral valve
repair for severe mitral regurgitation. A 61 years old man hospitalized several times in our institute
because of decompensated chronic heart failure (DCHF). He had cardiac bypass surgery (CABG)
five years ago, diabetes mellitus (DM), chronic renal disease (CRD), CHF and restrictive pulmo-
nary syndrome in his medical history. His electrocardiogram (ECG) was sinus rhythm with right
bundle branch block (RBBB). On the transthoracic echocardiogram (TTE) and transesophageal
echocardiogram (TEE) his left atrium diameter was 4.2 cm, ejection fraction (EF) was 45%, pul-
monary artery systolic pressure was 45 mmHg were measured. In addition, he had severe mitral
regurgitation and moderate tricuspid regurgitation but the valves’ structures were normal. On his
last hospitalization, with a comprehensive evaluation, mitral regurgitation had thought as the etiol-
ogy of the patient’s frequent decompensation. Therefore, our heart valve team decided to perform
mitraclip transcatheter mitral valve repair because of his high surgery risk. After a successful mi-
traclip transcatheter mitral valve repair procedure, he was given LMWH. The patient platelet count
declined from 229000 mm*® to 57000 mm* on the fourth day.Thrombocytopenia was confirmed
with a peripheral blood smear.Our patient had intermediate probability 4Ts score, therefore we
stopped the LMWH before the test results and fondaparinux was started. When the platelet counts
reached to 150000 mm3 Warfarin was started and continued for 4 weeks.On his tenth day of hep-
arin cessation, the platelet count was normalized and his ELISA result was presented =1.00 OD
units. Herein, we proved our diagnosis. By this case report, we present management of a patient
with HIT after mitraclip transcatheter mitral valve repair. We advise the clinicians to give special
attention to the frail patient who receive heparin therapy; even the therapy is limited to flush dos-
age. In addition, giving the decision about to continue or to cease heparin therapy is an important
cornerstone for hospitalized subjects with HIT. Therefore, for the certain diagnosis the clinical
scores and laboratory tests should be used complementary.

Tablo 1.

4T Score.
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Malign perikardiyal efiizyonda intraperikardiyal bleomisin
uygulamasi

Canan Yilmaz, Hiiseyin Tezcan, Muhammet Salih Ates, Abdullah Tungez

Selguk Universitesi Selguklu Tip Fakiiltesi, Kardiyoloji Anabilim Dali, Konya

Ug yildir akciger CA nedeniyle takip edilen diizenli kemoterapi alan hasta gogiis hastaliklarinda ta-
kip edilirken nefes darlig: sikayetiyle tarafimiza konsulte edildi. Yapilan fizik muayenesinde jugu-
ler vendz dolgunlugu olan, kalp sesleri derinden gelen, kan basinci: 90/60 mmhg olan, EKG’sinde
sinus tagikardisi ve amplitud kayb1 olan hastaya EKO yapildi. Yapilan ekosunda LVEF: %55 diyas-
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tolde sag ventrikule basi yapan perikardiyal efiizyon izlendi. Hasta perikardiyal tamponad tanistyla
perikardiyosentez amaciyla servisimize yatirildi. Hastadan 1200cc perikardiyal mai bosaltildi. 24
saat serbest drenajda perikadiyal mai gelmeyen kontrol ekosunda perikardiyal efiizyonu olmayan
hasta taburcu edildi. Taburculuktan 15 giin sonra nefes darligi sikayetiyle acil servise bagvuran has-
tamin yapilan EKO’sunda diyastolde sag ventirkule basi yapan perikardiyal maisinin tekrarladigi
goriildii. Hasta servisimize yatirilarak perikardiyosentez yapildi.kontrol ekosunda perikardiyal ma-
isi olmayan fakat 15 giin arayla perikardiyal tamponad gelisen hastaya intraperikardiyal bleomisin
verilmeye karar verildi. 15 mg bleomisin 35 cc sf ile sulandirilarak intraperikardiyal verildi. Takip-
lerinde perikardiyal efiizyonu olmayan hasta taburcu edildi. Bir ay sonra kontrole ¢agrildi.Yapilan
kontrol ekosunda perikardiyal maisi olmayan hasta rutin kontrollerine gelmekte ve aktif sikayeti
yok. Malign perikardiyal efiizyonlar siklikla asemptomatiktir.tesadiifen EKO ie veya BT de tespit
edilir. Semptomatik olgular kardiyak tamponad kardiyovaskuler kollaps ve 6liime neden olabilir.
Akciger kanseri malign perikardiyal efiizyonun en sik nedenidir. 6zafagus kanseri 16semi lenfoma
meme kanserinde de goriilebilir.malign perikardiyal efiizyon i¢in perikardiyal skleroz yapan ce-
sitli ajanlar mevcuttur. Bunlar tetrasiklin, tiotepa, cisplatin, karboplatin, vinblastin, bleomisin. Bu
ajanlar klasik sklerozan degildirler. Perikardiyal boslukta inflamatuar adezyon yaparlar maling pe-
rikardiyal efiizyonun kontrolii ve &nlenmesinde bu ajanlarla olumlu sonuglar elde edilmesine rag-
men yeterli sayida ¢alisma bulunmamaktadir. H.kunitoh ve arkadaslari tarafindan yapilan malign
perikardiyal efiizyonu olan akciger kanserli hastalarda intraperikardiyal bleomisin uygulanmasi
randomize ¢aligmasinda intraperikardiyal bleomisin uygulanmasi ile sadece perikardiyal efiizyon
drenaji kargilasgturlmig ve her iki yontem arasinda mortalite ve morbidite arasinda anlamli bir fark
bulunmamugtir. Bugiine kadar yapilan randomoze ¢aligmalarda bleomisinin diger kemoterapatik
ajanlarla kiyaslandiginda diisiik morbiditeyle iligkisi olmasi ve drenaj sonrasi perikardiyal skleroz
icin etkili ve giivenli bir ajan oldugu ortaya ¢ikmasi nedeniyle akciger kanserine bagli malign
perikardiyal efiizyonlarda gecerli terapatik secenek olmustur. Biz de bu vakamizda tekrarlayan
malign perikardiyal efiizyondan intraperikardiyal bleomisin vererek perikardiyal fibrozis saglayip
efiizyonun tekrarlamasini 6nledik boylece hastanin hospitalizasyonu azaltmis olduk.
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Two life-threatening sinus arrest due to ticagrelor

Ayse Irem Demirtola, Hiiseyin Nazman, Hiiseyin Goksiiliik, Nil Ozyiincii,
Anar Mammadli, Yusuf Atmaca

Department of Cardiology, Ankara University Faculty of Medicine, Ankara

Ticagrelor is a potent P2Y 12 receptor inhibitor,also increases plasma level of adenosine,with ad-
vers effects like dispnea, bradycardia and other arrhythmias. We presented two cases of sinus
arrest, one of them required resuscitation, which were thought to be associated with ticagrelor.
A 66 year-old male patient was admited to our department with a typical chest painhigh tropo-
nin levels.He underwent coronary bypass surgery, (LAD-LIMA). His electrocardiogram (ECG)
showed normal sinus rhythm (NSR) with no conduction delay. The patient received a loading dose
of ticagrelor and underwent coronary angiography (CAG) Cardiac catheterization revealed %70
stenosis in the LAD ostium, 90% stenosis after D2, 80% diffuse stenosis in the D2 ostium. Coro-
nary angioplasty with implantation of bare metal stent to LAD ostium and drug eluting stent (DES)
LADD?2 was successfully performed with a good angiographic result (Figurel). During the fol-
low-up, there was loss of consciousness and unable to get a pulse, resuscitation was started. At the
first minute of resuscitation patient’s pulse responsed. At follow up, he lost consciousness for a few
seconds. On examination of telemetry, 8-seconds sinus arrests were observed (Figure2). The clin-
ical situation was thought to be sinus arrest due to ticagrelor, stopped and switched to klopidogrel.
Betablocker was terminated He is still under follow up at his 6th month. A 51 year-old male patient
was admitted to our department for acute typical chest pain with high troponin levels. His ECG
revealed ST segment depression at lateral derivations and no conduction delay. As the diagnosis
was NSTEMLI, he received a loading dose of ticagrelor and underwent CAG. The catheterization
revealed severe thrombotic stenosis at the proximal LAD and DES was successfully implanted to
the lesion (Figure3). Three hours after, loss of consciousness occured, 8 seconds sinus arrest was
seen at the telemetry (Figure 4). Without any intervention, the rhythm spontaneously returned to
NSR. The sinus arrest was thought to be due to ticagrelor, as experienced in our first case, and
switched to prasugrel. During the telemetric monitorization, no other sinus arrest was documented.
He is still under follow up at his 4th month. Ticagrelor is one of the recommended first line drug
in patients with acute coronary syndrome (ACS), although its side effects. The most commonly
reported arrhythmia is sinus bradycardia, sinus arrest and junctional rhythm. In PLATO study
asymptomatic ventricular pauses from sinoatrialnode were seen, as in our cases, more frequently at
the acute phase of ACS. Its the direct effect of ticagrelor on transmission of the conduction system
and related with adenosine, it causes a temporary block in the atrioventricular (AV) nod. We want
emphasize that caution should be taken with the use of ticagrelor in patients, especially the ones
who use of drugs effective on AVnode and with conduction defects. First day of ticagrelor loading
should be monitorized under telemetry for potential bradycardic side effects.

Figure 1. Case 1 coronary angioplasty.
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Figure 2. Case 1 admission ECG and sinus arrest.

Figure 3. Case 2 coronary angioplasty.

Figure 4. Case 2 admission ECG and sinus arrest.

OPS-173

Kardiyak tamponadin nadir bir sebebi; hipofizer yetmezlik
Muhammed Demir, Ahmet Balun

S.B. Cizre Devlet Hastanesi, Kardiyoloji Klinigi, Sirnak

Perikardda sivi birikimine ikincil ventrikiillerin diyastolik dolusunun bozulmasi ve kardiyak
debinin diismesiyle ortaya ¢ikan acil duruma kardiyak tamponad denir. Perikardiyal efiizyonun
nedenleri arasinda viral perikardit, maligniteler, idiyopatik faktorler, iremi, akut miyokard in-
farktiisii, kollajen doku hastaliklari, tiiberkiiloz perikarditi, travmalar, radyasyon ve hipotiroidizm
diisiiniilmelidir. Tiim hipotiroidizm olgularimin yaklagik %3-6’sinda perikardiyal efiizyon goriile-
bilir. Hipotiroidiye bagl perikardiyal efiizyon olgulari literatiirde bildirilse de kardiyak tamponada
ilerleme nadir olarak bildirilmistir. 37 yagindaki erkek hasta nefes darlig1 ve halsizlik yakinmast ile
acil servise bagvuruyor. Biyokimya, hemogram, troid fonksiyon testleri calisildi. Sodyum diizeyi:
128 mmol/L, TSH: 3.98 ulU/ml, serbest T4: 1.28 ng/dl olarak geldi. PA AC grafisinde plevral efiiz-
yonu olan hastaya gogiis cerrahisi tarafindan gogiis tiipii takildi. Takibi sirasinda kan basinci 80/40
mmhg’a diisen ve tagikardik olan hasta yogun bakima alindi. Kardiyoloji tarafindan yatak basi
yapilan transtorasik ekokardiyografi’de sag ventrikiiliin diastolik dolumunu bozan perikardiyal
efiizyon saptandi. Transtorasik ekokardiyografi esliginde perikardiyosentez yapildi. Perikardiyal
mayii orneklemeleri, ayirici tanida viral perikardit, miyokard infarktiisii ve maligniteler arastirildi.
Daha 6ncesinde hipofiz adenomu nedeniyle opere olan hastanin hormon replasman tedavilerini
almamasi ve gelisen hipofizer yetmezlige sekonder hipotiroidiyle uyumlu olarak serbest T4 dii-
zeyleri diisiik iken TSH diizeyi normal bulundu. Perikardiyosentez sonrasinda hormon replasmant
ve streoid tedavisi baslandi. Olgumuzda oldugu gibi pituiter yetmezlige sekonder hipotirodiye
bagli olarak gelisen perikardiyal efiizyon, kardiyak tamponadin nadir nedenlerinden biri olmasina
ragmen ayirici tanida mutlaka diistiniilmeli ve hormon replasman tedavisi ve steroid tedaivisinin
ivedilikle baglanmasi gereklidir.
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Dabigatran tedavisi altinda hizla gelisen sol atriyal trombiis
Cetin Alak, Inci Tugge Colliioglu, Ozhan Goldeli, Hiiseyin Dursun
Dokuz Eyliil Universitesi Tip Fakiiltesi, Kardiyoloji Anabilim Dal, Izmir

Dabigatran;non-valviiler atriyal fibrilasyon (NVAF) olan hastalarda inmenin onlenmesinde ve
tromboembolizmin tedavisinde kullanilmaktadir. Sol atriyal trombiisii olan vakalarda da trombiis
rezolusyonu sagladig1 gozlenmistir. Burada NVAF olan ve dabigatran 110 mg 2x1 ile tedavi edilen
hastada yaklagik 1 hafta icinde geligen sol atriyal trombiis olgusunu sunmay1 amagladik. Sag pop-
liteal arter akut okliizyonu ile bagvurdugu klinikte embeloktomi yapilan 43 yaginda erkek hasta AF
ritmi gozlendigi i¢in klinigimize konsiilte edildi. Transtorasik (TTE) ve transdzefajial eko (TEE)
da LVEF %60, orta mitral yetersizligi, sol atriyal apendikste trombiis gézlenmeyen hasta dabigat-
ran 110 mg 2x1 tedavisi ile taburcu edildi. Sekiz giin sonra klinigimizde yeniden degerlendirilen ve
kardiyoversiyon planlanan hastanin tekrarlanan TEE’sinde sol atriyal apendiks agzinda 20x22 mm
hareketli trombiis ile saptandi. Hastaya IV heparin infiizyonu baslandi ve acil cerrahi planlandi.
Ancak tedavinin 1. giiniinde sag alt ekstremitede yeniden akut arter okliizyonu gelisti ve acil olarak
embolektomi operasyonu uygulandi. Hastanin kontrol TEE sinde daha 6nce goriilen trombiis iz-
lenmedi. Klinigi stabil durumda olan hastaya INR 2.5-3.0 arasinda olacak sekilde warfarin tedavisi
bagland1. Hasta 1. ay kontroliinde asemptomatik olarak izlenmektedir.

Sonug: Dabigatran tedavisi altinda sol atriyum ve sol atriyal apendikste trombiis gelismesi ¢ok
ender goriilen bir durumdur. Bu vakanin literatiirde goriilen diger vakalardan farki;hastanin ilacint
diizenli olarak kullanmasi ve dabigatran ile etkilesen ilag kullanim Gykiisii olmamasi nedeniyle
paylagmak istedik.

Sekil 1. Dabigatran tedavisi altinda geli-
sen trombiis. Sol atriyal apendiks agzinda
20x22 mm hareketli trombiis imaji.

Sekil 2. Trombiis rezolusyonu sonrasinda kontrol TEE.
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Stable microvascular angina pectoris in patient without flow-limiting
coronary artery disease (cardiac syndrome X): Expectations and facts

Hiiseyin Goksiiliik, Eralp Tutar, Nil Ozyﬁncﬁ, Seving Aktiirk, Semih Oztiirk, Seda Tan Kiirklii,
Veysel Kutay Vurgun, Cetin Erol

Department of Cardiology, Ankara University Faculty of Medicine, Ankara

Introduction: Cardiac syndrome X is a condition of the heart which causes recurren, unpredict-
able, and debilitating chest pain. Even though chest pain and ST segment changes on electrocar-
diogram, coronary angiography shows normal main arteries. Approximately 70% of patients with
CSX are postmenopausal women.

Case: A 46-year-old male patient was admitted to our clinic typical exertional chest pain, which
had started 2 months previously and had gradually become more severe. ECG exercise stress test
was planned one week later. The patient had a chest pain while waiting for the appointment date.
He went an outer center and coronary computed tomographic angiography was performed. Normal
coronary angiography with zero calcium scoring was reported without any coronary artery anoma-
lies on the CT angiography (Figure la-c). Patient has been discharged from the hospital without any
medical treatment. But he still had long-lasting severe chest pain during exercise after discharge.
Then patient performed exercise test without giving any information about coronary CT angiog-
raphy and the result. Exercise test was reported as a positive with 4-5 mm horizontal ST segment
depression on the V3-6, DII, III, aVF and ST elevation on the aVR derivations (Figure 2a-d). Risk
factors included only family history of coronary artery disease without any other traditional risk
factors. For the assessing coronary arteries, diagnostic coronary angiography was performed and all
arteries were reported as normal(Figure 3a-d). Coronary artery spasm was ruled out as the cause of
his symptoms during coronary angiography by hyperventilation. With his clinical symptom and the
result of scary excercise test, serious coronary artery disease (left main disease or equivalent) was
expected. However, normal coronary arteries were detected in diagnostic angiography, and with
this result, microvascular coronary dysfunction was thought as a diagnosis. For accurate diagnosis,
coronary flow reserve (CFR) should be measured during CAG or ischemia should be proved with
myocardial perfusion scintigraphy (MPS). In our case we couldn’t performe CFR because of reim-
bursement issue. And patient didn’t want another examination (e.g. MPS). Treatment was initiated
with diltiazem 90 (slow releasing) mg daily. Patient was followed up without any symptom.
Discussion: Microvascular angina (impaired coronary microvascular dilatory responses with in-
creasing coronary resistance) can be found in CSX patients and suggested as a cause for regional
or diffuse (like in our case) myocardial blood flow abnormalities. CSX is frequent worldwide
with a 5-25% prevalence and millions of people (especially women) with angina pectoris with-
out flow-limiting coronary pathology are identified. Endothelial dysfunction is a mechanism that
may explain the abnormal coronary vasculature in CSX. Increased pain perception is common in
patients with CSX. Prognosis is good, however quality of life is poor in this patient population.

33. Uluslararasi Katilimli Tiirk Kardiyoloji Kongresi

Figure 1. CT angiography of the patient with normal coronary arteries (a, b) and 3D imagination of the
LAD, RCA (c) without anomalies.

Figure 2. Exercise test of the patient a) baseline b) peak excercise ¢) recovery d) resting.

Figure 3. Normal coronary angiography of the LAD and LCX a) left anterior oblique-cranial position b)
right anterior oblique-caudal position ¢) anteroposterior-cranial position and RCA (d).
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A case of rivaroxaban associated spontaneous hemothorax
ibrahim Yildiz', Ebubekir Aksu?, Pinar Ozmen Yildiz!, ismail Giirbak'

'Department of Cardiology, Osmaniye State Hospital, Osmaniye
’Department of Chest Surgery, Osmaniye State Hospital, Osmaniye

Due to warfarin having multiple drug and food interactions and frequent monitoring requirement,
new oral anticoagulants were developed to eliminate the need for monitoring the international nor-
malized ratio (INR). Rivaroxaban has been approved by the United States Food and Drug Admin-
istration as a new orally administered anticoagulant prescribed for systemic embolism prophylaxis
in patients with non-valvular atrial fibrillation. We report a case of spontaneous hemothorax (SH)
related to rivaroxaban treatment. A 63-year-old woman with a past medical history of atrial fibrilla-
tion, diabetes mellitus, hypertension treated with rivaroxaban presented to emergency department
with chest pain and dyspnea. The patient had no history of smoking, pre-existing lung disease,
tumor or trauma. Her blood pressure was 120/80 mmHg, pulse rate was 120 beats per minutes
and irregular, oxygen saturation was 97% with oxygen. Pulmonary auscultation revealed reduced
breath sounds in the right hemithorax. Chest x-ray suggested right side pleural effusion. The echo-
cardiography revealed an ejection fraction of 55%. A diagnostic thoracentesis revealed bloody
fluid in the thoracic cavity. Computed tomography of the chest showed a right side pleural effusion
along with mediastinal hematoma (Figure 1). Laboratory result revealed white blood cell 8.84
bil/L, hemoglobin 9.8 g/dL, hematocrit 30.7%, platelet 158 bil/L, sodium 139 mmol/L, potassium
4.2 mmol/L,AST 10.2 U/L,ALT 7.7 U/L, BUN 26 mg/dL, creatinine 0.9 mg/dL, prothrombin time
(PT) 15.1 seconds, INR 1.21, activated partial thromboplastin time (APTT) 26.1 seconds. Pleural
fluid hematocrit was 17.3% so was greater than 50% of the patient’s blood hematocrit. Right hemi-
thorax tube thoracostomy was applied to the patient (Figure 2). There was 600 cc hemorrhagic
fluid drainage. The patient’s hemoglobin decreased from 9.8 to 6.8 g/dL and the patient received a
3-unit blood transfusion. The chest tube was removed six days later and there was approximately
1550 cc hemorrhagic fluid drainage from the chest tube.The patient was discharged on the seventh
day without complication. One month later there was no symptom and sign of pleural effusion
(Figure 3). Bleeding events are the most frequent adverse reactions related to oral anticoagulants.
Administration of anticoagulant therapy can cause hemothorax as a result of minimal trauma in
the chest or spontaneous rupture of small vessels. SH following anticoagulation with an old oral
anticoagulant (warfarin) has been reported. Rivaroxaban is a new oral anticoagulant that has safety
margin more favorable than warfarin. SH secondary to a new oral anticoagulant (rivaroxaban)
treatment has not been reported in the literature yet. This case underscores that rivaroxaban may
cause SH. If pleural fluid develops in patients receiving rivaroxaban therapy, SH should be consid-
ered in the differential diagnosis.

Figure 1. Computed tomography of the chest reveals a
right side pleural effusion and mediastinal hematoma.

Figure 2. Chest x-ray after tube thoracos-
tomy.

Figure 3. Chest x-ray one month later.
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Elektrik carpmasima bagh serebral sinus venozus trombozu
Unal Oztiirk', Onder Oztiirk?

Diyarbakir Egitim ve Aragtirma Hastanesi, Noroloji Klinigi, Diyarbakir
’Diyarbakir Egitim ve Aragtirma Hastanesi, Kardiyoloji Klinigi, Diyarbakir

Elektrik carpmas: sonrast akut serebrovaskiiler hastaliklar ¢ok nadir goriilen komplikasyonlardir.
Elektrik carpmasi sonrasi serebral ven trombozu gelisimi, literatiirde tek bir vakada bildirilmistir..
Daha once higbir sikayeti olmayan 40 yasinda erkek hasta yiiksek voltajli elektrik carpmasi sonucu
bayiliyor. Acil servise getirilen hastanin kan basinci 140 /90, nabiz 95/dk olup, sol oksipital bolgede
sag¢ ve sacli deride elektrik yanigi saptaniyor. Hastada suur bulanikligi olmasi nedeniyle bilgisayarl
beyin tomografisi ¢ekiliyor. BBT si normal olan hasta genel yogun bakim tinitesine yatiriliyor. Daha
sonra ¢ekilen Kraniyal MR filminde, retroserebellar BOS mesafesi normalden genis (mega sisterna
magna) saptaniyor. Solda sigmoid sinus distali ve sol juguler ven trasesinde sinyal void goriiniimii
kaybolmus. Olasi tromboz agisindan Kraniyal MR venografi oneriliyor (Sekil 1). Kraniyal MR
venografide sol transvers siniiste akim olmadig1 saptaniyor (Sekil 2,3). Noroloji tarafindan goriilen
hasta, siniis venozus trombozu tanisiyla, néroloji yogun bakim iinitesine transfer ediliyor. Trans-
torasik ekokardiyografi, EKG, bilateral karotis arter doppler USG, vertebral arter doppler USG
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normal saptaniyor. Vaskiilit paneli, pthtilasma faktorleri, biyokimyasal parametreleri normal sap-
taniyor. Ozgegmisinde herhangi bir hastalik bulunmayan hastanin, sigara,madde kullanimi Sykiisii
yoktu Hipertansiyon.diabetes mellitus, hiperlipidemi gibi kardiyovaskiiler risk faktorleri hastada
yoktu. Hastaya antikoagiilan tedavi baglandi. Klinik takiplerde diizelme olan hasta 6nerilerle exter-
ne edildi. Sonug olarak, elektrik carpmasina bagh serebrovaskiiler olaylar ve serebral ven trombozu
nadir goriilmekle birlikte, bu tiir durumlarda ayirici tanida mutlaka diistiniilmelidir.

Sekil 1. Kraniyal MR. Sekil 2. Kraniyal MR anjiyo. Sekil 3. Kraniyal MR anjiyo.
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A heart covered with stone - Calcific constrictive pericarditis

Goniil Aciksari, Seref Kul, Serkan Bulur, Yusuf Yilmaz, Muhammd Esad Cekin,
Kenan Demirci, Mustafa Caliskan

Department of Cardiology, Istanbul Medeniyet University Goztepe Training and
Research Hospital, Istanbul

Introduction: Constrictive pericarditis develops in three stages, an initial stage involving acute
pericarditis with pericardial effusion and fibrin deposition, a subacute stage with organization and
reabsorption of the effusion and chronic stage with fibrosis and thickening of the pericardium and
calcium deposition. This disease is associated with scarring and loss of elasticity of the pericardi-
um, causing impaired cardiac filling. The treatment for constrictive pericarditis is the removal of
the pericardium. However this surgical procedure carries a very high mortality, currently 6% and
not infrequently time is needed for normal cardiac function to return.

Case report: A 25-year-old male presented with shortness of breath, NYHA class-III of 6-mo
duration. Physical examination revealed distension of the jugular vein, hepatomegaly, Chest radi-
ography and fluoroscopy revealed heavy calcification of the pericardium (Figure 1). Two-dimen-
sional echocardiogram showed thick, calcified pericardium; about 25%-variation in mitral diastolic
flow velocities with respiration and a dilated inferior vena cava of 24-mm dimension. Cardiac
Computed Tomography evidenced severe and extensive pericardial calcification (Figure 2) Angi-
ography revealed normal epicardial coronaries without any external compression. Hemodynamic
data revealed elevated mean right atrial (RA) pressure of 20 mmHg. Right ventricle (RV) and left
ventricle (LV) end-diastolic pressure was 23 and 28 mmHg, respectively. Pulmonary artery systolic
and mean pulmonary capillary wedge pressures were 42 and 23 mmHg, respectively. There was
near equalization of elevated RA, RV and LV end-diastolic pressures. Right atrial pressure tracing
showed prominent X and Y descent and ventricular pressure tracing showed typical “dip-and-pla-
teau configuration” suggestive of CP. He had surgical pericardiectomy for densely calcified CP. He
remained asymptomatic during 6 months follow-up.

Discussion and conclusion: Constrictive pericarditis should be suspected in patients with clinical
features of right-sided heart failure. Tubercuosis is the frequent cause of constrictive pericarditis in
developing countries whereas cardiac surgery is the most common cause in developed countries.
This patient did not have any risk factors such as thoracic radiation, chemotherapy, thoracic surgery
or tuberculosis. Cases defined as idiopathic constrictive pericarditis are still seen as was the case
in our patient.

Figure 1. Chest radiogra-
phy and fluoroscopy im-
age show circumferential
pericardial ~ calcification
around the heart.

Figure 2. Severe dense
calcification of the peri-
cardium in  multislice
computed tomography.
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Hypertrophic cardiomyopathy in a female patient with
Behcet’s disease

Metin Oksul', Yusuf Ziya Sener', Ahmet Kivrak', Berkan Armagan?,
Alper Sari?, Ugur Canpolat'

'Department of Cardiology, Hacettepe University Faculty of Medicine, Ankara
2Department of Internal Medicine and Rheumatology Hacettepe University
Faculty of Medicine Ankara

Introduction: Behcet’s disease (BD) is a multisystemic, vasculitic inflammatory disorder and
prevalance of the disease is 14-20/100 000 among the countries around the “Silk Route”. BD
is associated with HLA-B5 and HLA-B51. Cardiovascular involvement occurs in 7-46% of the
patients. Cardiac involvement can present with intracardiac thrombus, myocarditis, conduction
disturbances, endomyocardial fibrosis, valve diseases, dilated cardiomyopathy and diastolic dys-
function while the most common cardiac manifestation is pericardial disease. Herein, we present a
patient with Behcet’s disease and hypertrophic cardiomyopathy (HCM).

Case presentation: A 35 year old female patient with BD and (HCM), admitted with the complaint
of purulent discharge from her ICD pocket region. Her medical history revealed that; she had been
diagnosed Behcet’s disease ten years ago due to having some neurological symptoms and signs
such as convulsion and facial nerve palsy in combination with oral and genital aphtous ulcers. Her
HLA-B51 was positive. She had been treated with azathioprine and interferon alfa. 7 years later,
she had syncope epsiodes and her transthoracic echocardiography revealed increased interven-
tricular septum thickness (1.6 cm) without any gradient at the left ventricular outflow tract. Her
valvular and systolic functions were normal and she was diagnosed non-obstructive hypertrophic
cardiomyopathy. Holter rythm monitorization was performed and non-sustained ventricular tachy-
cardia epiosodes was detected. Due to being in high risk group for sudden cardiac death, ICD was
implanted. Her physical examination was normal except tenderness at the pocket region. Purulent
discharge was draining from the orifis of fistula which was most probably originating from the ICD
pocket. Her complete blood count, erythrocyte sedimentation rate and C-reactive protein levels
were all in normal range. Superficial ultrasound was performed and fluid collection localized at
the posterior region of the ICD pocket was detected. Blood cultures were drawned and ampicillin
sulbactam was started emprically. ICD generator and all leads were fully extracted. Lead tip and
excised ICD pocket tissue were also sent to Microbiological evaluation. No microorganisms grown
in blood, tissue and lead tip cultures. ICD reimplantation was performed two weeks after the lead
extraction with negative culture results. The patient was discharged and is still in our follow up.
Discussion: BD is a multisystemic disorder and can affect all types of vessels and heart. Heart in-
volvement in BD is reported as 1-5% in general while it has higher rates in Japan. Cardiomyopathy
can also be a complication of BD and it is reported in the literature with only a few case reports and
all of the reported cases are dilated cardiomyopathy. It is shown that HLA-B51 is more positive in
patients with HCM than normal population. By the lights of these findings HLA B51 may play a
common pathogenetic role in two diseases.
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Nadir bir birliktelik: Konjenital karotiko-juguler fistiil ve karotis
arter hastalig

Mehmet Burak Ozen

Ankara Atatiirk Egitim ve Arastirma Hastanesi, Kardiyoloji Klinigi, Ankara

Girig: Karotis arter ve juguler ven arasindaki arteriovenoz fistiillerin ¢ogu penetran- kiint travma
yada iatrojenik nedenlerle olusmaktadir. Konjenital fistiiller nadirdir ve literatiirde simdiye kadar
birkag vaka bildirilmistir. Ciddi karotis arter hastalig1 ve konjenital karotiko-juguler fistiil birlikte-
ligini gosteren herhangi bir vaka bildirisine yapilan literatiir arastirmalarinda rastlanmamistir. Biz
de klinikte gordiigiimiiz bu nadir vakay1 paylasmak istedik.

Olgu: Altmig dort yasinda bayan hasta klinigimize bas agrilari nedeniyle bagvurdugu nérolo-
ji kliniginde yapilan karotis doppler ultrasonografide sag internal karotis arterde anlamli darlik
goriilmesi tizerine yonlendirilmig. Noroloji klinigi tarafindan yapilan beyin manyetik rezonans
goriintiilemesinde patoloji gozlenmemisti. Hastanin yapilan sistem sorgusunda eforla baglayan
dinlenince gegen baski tarzindan gogiis agrist olmasi nedeniyle hastaya koroner ve karotis an-
jiyografi yapilmasi amacli hospitalize edildi. Hastanin vitalleri stabildi. Elektrokardiyografi ve
ekokardiyografide her hangi bir patolojiye rastlanmadi. Kardiyak risk faktorii olmayan hastanin bu
hayatinda ilk hastaneye yatisiydi. Hastanin fizik muayenesinde sol karotis arter iizerinde belirgin
iifiirim duyuldu. Hastaya yapilan koroner anjiyografide herhangi bir patoloji saptanmadi. Hastaya
yapilan karotis anjiyografide hem sag hem de sol internal karotis arterde %90 darliga neden olan
egzantrik plak gozlendi. Ayrica hastanin sol external korotis arterinden sol juguler vene yiiksek
debili bir arteriovenoz fistiilii oldugu gozlendi. Hastaya kardiyoloji-kalp damar cerrahi konseyinde
hem fistiil icin hem de her iki karotis arterdeki anlaml darliklar i¢in cerrahi miidahale karar alina-
rak hasta cerrahi yapilan bir merkeze sevk edildi.

Tartigma: Karotiko-juguler fistiiller (KJF) atesli silah, sarapnel, kesici alet yaralanmasi sonucu
veya iyatrojenik olabilir. KJF nadiren konjenital olarakta goriilebilir. KJF ler ¢ogu zaman ses-
siz seyreder nadir olarak da agri, siskinlik ve pulsatil kitle gibi sikayetlerle ortaya cikabilirler.
Bu hastalarda Braham bulgusu pozitif olabilir ve fistiiliin yiiksek debili oldugunu gésterir. ilerle-
yen dénemlerde atriyal fibrilasyon, kalp yetersizligi, endokardit veya serebral embolizasyon gibi
komplikasyonlar gozlenebilir. KJF de hem serebral kan akiminin yiiksek olmasi hem de vendz
hipertansiyonun yol agabilecegi serebral komplikasyonlar nedeni ile erken tani ve tedavi 6nem-
lidir. Bu fistiiller eger yiiksek debili ise cerrahi veya endovaskiiler tekniklerle kapatiimalidir(3).
Konjenital KIV sessiz seyretmesi nedeniyle tani ilerleyen yaslarda konulabilir. Karotis arter hasta-
liginin da ilerleyen yaslarda gzlenmesi nedeniyle bu iki patoloji bir arada seyredebilir. Yaptigimiz
literatiir aragtirmalari sonucunda sundugumuz bu nadir KJF ve ciddi karotis arter hastalig1 olgusu
literatiir goriilen ilk vakadir.
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Sekil 1. Karotikojuguler fistiil.
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Bilateral renal arter stenozu goriiniimlii aort koarktasyonu

Abdullah Ozgcelik, Yakup Alsancak, Hakan Akilli, Mehmet Akif Diizenli, Abdullah icli

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

Girig: Aort koarktasyonu tiim dogustan kalp hastaliklari icinde %8-10 oraninda gozlenen konje-
nital bir kalp hastaligidir. Aortada segmenter daralmayi tanimlamaktadir. Bu daralma aortun her
diizeyinde olabilmekle birlikte %98 sol subklavyan arterin arkus aortadan ¢ikis yerinin hemen
distalinde ve duktus arteriyozusun aorta girdigi yerin tam karsisindadir. Erkek cinsiyette goriilme
orani daha fazladir (E/A = 2). Tedavi edilmediginde dogal seyir ile ortalama yasam siiresi 34 yildir
ve 50’1i yaglarda 6liim oran1 %80’lere ulagir. Tedavi edilmemis aort koarktasyonlu hastalar ko
likasyon oranlari yiiksek olup kalp yetersizligi, intrakraniyal kanama (bery anevrizma riipti
aort riiptiirii ve miyokard infarktiisii nedenli yiiksek mortalite ve morbidite altindadirlar. Aort ko-
arktasyonlu olgularin %46’sinda bikiispit aort kapagi bulunmakla birlikte diger kardiyak konjenital
anomaliler de eslik edebilir.

Vaka: On yildir dis merkezde esansiyel hipertansiyon ile takipli olan 46 yasinda erkek hasta go-
giis hastaliklarinda interstisyel akciger hastaligi on tanisiyla takip edilirken tarafimiza damisildi.
Bakilan ekokardiyografide ejeksiyon fraksiyon %48 olarak degerlendirilen ve arada efor dispnesi
tarifleyen hastada interstisyel akciger hastaligi diglandiktan sonra tarafimizca devir alindi. Devir
alinirken akut bobrek yetmezligi olan ve hipertansif seyreden hastada bilateral renal arter stenozu
olabilecegi diisiiniilerek ACE inhibitorii kesildi. Takibinde akut bobrek yetmezligi diizelen hastaya
UAP nedenli koroner anjiyografi ve stenoz agisindan renal arter goriintiileme yapildi. Her iki renal
arterin acik oldugu izlendi. Femoral yoldan yapilan anjiyografide sol subklavyan arterinaltindan
itibaren aortun tikali oldugu izlendi. Radyal yoldan anjiyografiye gegildi, koroner arterleirn normal
oldugu, postduktal aort koartasyonu oldugu saptandi. Koartasyonun proksimali ve distali arasinda
akimin olmadig1 ve sol IMA daha belirgin olmak iizere yaygin kollateral gelistigi izlendi. Takibinde
stabil seyreden hasta cerrahi icin kalp damar cerrahisine devredildi.

Sonug: Aort koaraktasyonu hem fizyopatolijisinde hem de tedavi yonteminde oldukg¢a tartigmalt
bir konjenital kalp hastaligidir. Tedavisinde cerrahi ve endovaskiiler girigsimler basartyla uygulan-
maktadir. Bagarili aort koarktasyon onarimi yapilan hastalarin dahi iglem sonrasi tamamen tedavi
edilmig oldugu kanisina varmamali ve ge¢ dénemde gelisebilecek komplikasyonlar yéniinden
dikkat edilmelidir. Uzun donem takipli ¢alismalarda; hipertansiyon ve kardiyovaskuler kompli-
kasyonlar nedeni ile bagarili tedaviye ragmen yasamin beklenildigi gibi uzamadig: saptanmistir.
Eriskin hastalarda koarktasyon diizeltilmesi sonrasinda yapilan takiplerde uzun dénem mortaliteye
etki eden en 6nemli faktor hipertansiyondur ve kontrol altina alinmalidir. Vakamizi sekonder hiper-
tansiyon nedenlerine dikakt gekmek ve aort koarktasyonunun bilateral renal arter stenozunu taklit
edebilecegine vurgu yapmak i¢in raporladik.

Sekil 1. (A-D) Koroner anjiyografi.
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Sekil 2. (A, B) Aort koarktasyonu.

Sekil 3. BT anjiyografide aort koarktasyonu.
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Cephalic vein thrombosis

Cetin Ge¢men', Gonca Gegmen?, Muzaffer Kahyaoglu', Mehmet Aksiit', Nuri Havan',
Ahmet Giiner', Ender Ozgiin Cakmak', Siikran Sarikaya?, Semih Kalkan', Murat Rabus'

!Department of Cardiology, Kartal Kosuyolu Yiiksek Ihtisas Tra. and Research Hospital, Istanbul
Department of Pathology, Dr. Liitfi Kirdar Kartal Training and Research Hospital, Istanbul

83 year-old male patient presented to the outpatient clinic with complaint of swelling at right ante-
cubital area (Figure A). According to his medical history, he did not have any chronic disease apart
from hypertension, and his medications included ramipril 5 mg 1x1, amlodipine 5 mg I1x1 and
acetylsalyclic acid 100 mg 1x1. Ultrasonographic examination of the right upper extremity revealed
a mass lesion within the right cephalic vein, which was consistent with thrombus. There was no ev-
idence of trauma or infection of the area. A Computed tomography (CT)-venography of right upper
extremity showed contrast enhancement in cephalic vein at distal arm, and an aneurysmatic throm-
bus area displaying regular borders with a size of 28x30 mm; there was no contrast enhancement
at more proximal levels at the cephalic vein (Figure B). 3-Dimensional CT examination showed
mass lesion consistent with thrombus (Figure C). Enoxaparin 0.8 ml 2x1 was initiated, and since the
thrombus had a large size, surgical treatment was planned. During surgical exploration, the throm-
bosed vein was separated from the surrounding tissues and was excised (Figure D and E). Patholog-
ical examination of the excised tissue showed thrombus lesion composed of fibrin mass (Figure F).

Figure 1. (A) Swelling
at antecubital area of the
right arm. (B) CT venog-
raphy of the right upper
extremity shows aneu-
rysmatic thrombus with
a size of approximately
28%30 mm. (C) A mass
lesion consistent  with
thrombus is observed in
3-dimensional CT ex-
amination. (D, E) Mass
lesion consistent  with
thrombus is observed in
the intraoperative imag-
es. (F) Image obtained
during pathological ex-
amination of the lesion
shows thrombus com-
posed of fibrin mass. CT:
Computed tomography.
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Dev posterolateral sol ventrikiiler anevrizmasi
Sevil Giilast1, Cagdas Akgiillii, Ufuk Eryilmaz, Cemil Zencir, Hasan Giingor
Adnan Menderes Universitesi Tip Fakiiltesi, Kardiyoloji Anabilim Dali, Aydin

Sol ventrikiiler anevrizmalar1 akut genis myokard enfaktiisiiniin 6nemli bir komplikasyonudur.
Genellikle sol ventrikiil apeksinde goriilmektedir. Kalp yetmezligi, tromboembolizm ve tasiaritmi
gibi ciddi komplikasyonlara neden olabilecegi i¢in erken teshisi onemlidir. Biz 59 yasinda er-
kek hastada inferior miyokard infarktiisii sonrasi sol ventrikiilde dev bir anevrizmasi olan olguyu
sunmaktayiz. Inferior myokard enfaktiisii Gykiisii olan 59 yasinda erkek hasta prostat operasyonu
oncesi preoperatif kardiyak degerlendirme amaciyla yapilan transthorasik ekokardiyografisinde
(TTE) sol ventrikiil posterolateral duvarda dev ventrikiiler anevrizma izlendi (Sekil 1). Sol ventri-
kiil ejeksiyon fraksiyonu %35 olarak hesaplandi ve mitral kapak degerlendirilmesinde 1-2 derece
yetmezlik goriildii. Hastanin ¢ekilen elektrokardiyografisinde 1. Derece blok ve D2, D3, aVF’de
ImV ST elevasyonu vardi (Sekil 2). Yapilan thoraks biligisayarli tomografisinde sol ventrikiil late-
ral duvarinda 35mm’lik defekten orjin alan 13x8x9 cm’lik dev anevrizma dogrulandi (Sekil 3). 5
ay once yapilmis koroner anjiografisinde sag koroner arterde ve sol 6n inen arterde ciddi darlik ol-
mayip sirkumfleks arteri total oklude olup distali ince olmasi nedeniyle revaskiilerize edilmemisti
(Sekil 4). Hastaya enavrizma onarimui i¢in cerrahi tedavi planlandi. Hastanin operasyonunda gercek
anevrizma izlendi ve anevrizma posunun i¢inde bol miktarda taze trombus goriildii ve anevriz-
mektomi yapildi. Hasta postoperatif 10. giiniinde sorunsuz olarak taburcu edildi; 2 yillik takibinde
herhangi bir aritmi, tromboemboli gelismedi ve kalp yetmezligi nedeniyle hospitalizasyon ihtiyact
olmadi. Sol ventrikiil anevrizmalari, akut transmural miyokard enfarktiisiinii takiben gelisen cid-
di bir komplikasyondur. Cogunlukla sol ventrikiil apekte yerlesirler. Sol ventrikiil lateral duvar
iizerinde; anterior ve posterior papiller kaslar arasinda goriilen dev anevrizmalar daha az goriiliir
ve mitral aparatin saglam olarak kalmasi ise ¢ok nadirdir. LV anevrizmalar klinik olarak genelde
asemptomatiktir. Fakat kalp yetersizligi, tromboembolizm ve tasiaritmi gibi Gnemli komplikasyon-
larada neden olabilir. Bu nedenle ventrikiiler anevrizmalarin taninmasi, potansiyel olarak ortaya
cikabilecek komplikasyondan dolay: biiyiik 6nem tagimaktadir.

Sekil 1.

Sekil 2.

Sekil 3.
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Management of left atrial myxoma presenting with acute
atherosclerotic coronary artery disease

Elton Soydan, Cahide Soydas Cinar
Department of Cardiology, Ege University Faculty of Medicine, Izmir

Seventy one year old female patient presented to our center with chest pain. This squeezing pain
had been for hours as she was walking down her house. She had diabetes and hypertension (HT)
and had a smoking habit for 4 years. The electrocardiography showed a sinus rhythm with 81/min
heart rate and precordial T wave inversion with slight st segment elevation in V1-V3 (Figure 1).
Cardiac troponin was 0.624 ng/ml (normal <0.03 ng/ml). Lungs and abdomen examination was
normal. Cardiac auscultation revealed a 2/3 diastolic murmur in the mitral area. Echocardiography
(ECHO) identified a left ventricle ejection fraction of 60% with and a left atrial mass of 2x1.5 cm
originating from the interatrial septum (IAS). Transesophageal ECHO revealed a mobile mass
linked to the left IAS (Figure 2). A guideline guided antiischemic therapy for Non ST Elevation
Myocardial Infarction was immediately administered. As the patient was stabilised coronary an-
giography was performed. The right coronary artery showed a severe stenosis of 90%, as well as
critical stenosis of 99% and 90% was found in the left circumflex artery and the left anterior as-
cending artery respectively (Figure 3). To describe the cardiac mass a cardiac magnetic resonance
imaging (MRI) was undertaken. MRI characterized the mass with an irregular surface of 2.5x1.8
cm diameter and no contrast enhancement (Figure 4). Considering the complications of left side
atrial myxoma as embolic events and sudden death coronary artery bypass grafting (CABG) with
myxoma resection at the same time was decided by the heart team. Three grafts were successfully
bypassed and the excised mass was histologically diagnosed as myxoma (Figure 5). After two
week hospitalization patient was healthily discharged.

Figure 1. Magnetic resonance imaging showing left atrial
mass and no contrast enhancement.

Figure 2. Coronary angiography. The right
coronary artery showes a severe stenosis
of 90%.

Figure 3. Coronary angiography. Critical
stenosis of 99% and 90% found in the left
circumflex artery and 24 the left anterior as-
cending artery respectively.

Figure 4. Electrocardiography. Sinus rhythm with 81/min heart rate and precordial T wave inversion with
slight ST segment elevation in V1-V3.
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Figure 5. Left atrial myxoma
pathology.  Histopathologic
characterisation of the myxo-
matous mass.

Figure 6. Transesophageal
echocardiography.  Irregular
mass adherent to the interatri-
al septum with 17.1x24 mm
diemnsion.
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Enfektif endokarditte nadir bir tutulum; izole pulmoner kapak
endokarditi

Sefa Tatar, Yakup Alsancak, Abdullah igli, Hakan Akilli, Ahmet Soylu, Mehmet Akif Diizenli
Necmettin Erbakan Universitesi Meram Tip Fakiiltesi, Kardiyoloji Anabilim Dali, Konya

Enfektif endokardit kalp kapaklarini tutan bir enfeksiyon tablosu olup, tedavi edilmedigi zaman cid-
di mortalite ve morbidite ile sonuglanan bir durumdur. izole pulmoner kapak vejetasyonu en nadir
goriilen kalp kapak endokarditidir. tanisinda altin standart goriintiileme yontemi ekokardiyografidir.
Renal cell ca nedeniyle opere edilip kemoterapi alan ve kiir saglanan, diabetes mellitus ve sigara dy-
kiisii olan 62 yaginda erkek hastaya, ates yiiksekligi nedeniyle bagvurdugu acil serviste pnomoni ne-
deniyle antibiyotik (moksifloksasin) tedavisi baglanmis ve 2 giin boyunca atesi diismeyen hastanin
antibiyoterapisine meropenem 2x1 gr eklenmis. atesleri devam eden hastadan alinan kan kiiltiiriinde
metisiline duyarl: stafilokokus aereus iiremesi iizerine, hastanin antibiyoterapisindeki moksiflok-
sasin kesilip yerine teikoplanin 1x400 mg eklenmis. takipleri sirasinda atesleri devam eden hasta
enfektif endokardit 6n tamisiyla tarafimza damsildi. Hastanin yapilan transtorasik ekokardiyografi-
sinde aort, trikiispit ve mitral kapaklarda vejetasyon lehine bulgu izlenmezken, parasternal kisa aks
goriintiide pulmoner kapakta 11x11 mm ebatlarinda, mobil vejetasyonla uyumlu goriiniim izlendi.
Es zamanli olarak ¢ekilen toraks bilgisayarli tomografisinde de fokal-nodiiler lezyon, buzlu cam
manzarasi izlenmesi tizerine, hastada mantar enfeksiyonu diisiiniilerek vorikonazol tedaviye eklen-
mis. yine hastanin tedavisine trimetoprim-sulfometaksazol eklenmis. Otuz bes giin meropenem, 32
giin teikoplanin, 27 giin vorikonazol, 16 giin trimetoprim-sulfometaksazol tedavisi alan hastanin
takiplerinde ates sikayeti kayboldu. Bir ay sonra yapilan kontrol ekokardiyografide, hastanin pulmo-
ner kapaginda olan vejetasyonun kayboldugu izlendi. hasta klinik olarak da stabilizasyon saglandik-
tan sonra taburcu edildi. Pulmoner kapak endokarditi en nadir goriilen kapak endokarditidir. Hem
nadir goriilmesinden kaynakli hem de pulmoner kapagin ekokardiyorafik olarak degerlendirilmesi
sirasindaki goriintii kalitesindeki yetersizlik nedeniyle cogu zaman gozden kagar. Bizim vakamizda
oldugu gibi, 6zellikle immiin yetmezligi olan kemoterapi rejimleri alan ya da madde bagimhhigr olan
hastalarda, pulmoner kapak vejetasyonlari a¢isindan dikkatli olmak gerekir.

Sekil 1. Pulmoner kapakta vejetasyon.
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Sekil 2. Tedavi sonrasi vejetasyonun kayboldugu izlendi.
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Acquired warfarin resistance in a patient with mitral valve
replacement

Aynur Acibuca, Demet Menekse Gerede, Yusuf Atmaca
Department of Cardiology, Ankara University Faculty of Medicine, Ankara

Warfarin is an oral anticoagulant, that is widely used for the prevention of thromboembolic compli-
cations. But, there is large inter-individual differences in the dose required for its anticoagulation
effect. Additionally some patients are warfarin resistant, as a result of genetic variability, drug in-
teractions, dietary habits, malabsorbtion or also idiopathic etiology. We describe a case of acquired
warfarin resistance. A 37-year-old woman with mitral valve replacement (MVR) was accepted to
our hospital to adjust the dose of warfarin. Since 2005 she had had a prosthetic mitral valve and
had taken warfarin. Until 2 years ago, her INR value had been effective, while she twas taking 5
mg warfarin on one day and 2.5 mg warfarin on the other day. However, her INR values suddenly
decreased to ineffective levels two years ago. Therefore daily warfarin dose had been increased up
to 20 mg per day. In spite of this, INR values had not become effective. For this reason, tinzaparin
had been added to the therapy. Despite receiving 20 mg warfarin per day her INR value was 1.14 at
the admission. Complete blood count, renal function tests, TSH level and lipid profile were normal.
She said that she had avoided food rich in vitamin K, had taken warfarin tablets every morning at
the same time, had not used any drug, including herbal or dietary supplements and alcohol, other
than ASA and Tinzaparin. Also, she had not had any illnes previously diagnosed. It was suspected
that this patient may fit into the group of genetic resistance to warfarin. Genetic test was performed
in the blood. But, variant alleles detected in our patient were not sufficient to explain high-dose
warfarin requirement. Her INR values were assessed every day with the increase in the daily dose
of warfarin. (Table 1) As it was seen in the table, warfarin resistance was broken after a certain
point and we were able to reach the targeted INR level with usual doses. After the discharge we
learned by phone that INR measurements of our patient’s were in therapeutic range while taking
5 mg warfarin on one day and 2.5 mg on the other day. This case summarize an acquired form of
warfarin resistance, which appeared independent of medication, diet and comorbid disease. This
case also emphasize the possibility of breaking warfarin resistance with increasing dose. After this
breaking point, the need of warfarin can decrease to usual dose and the patient can be protected
against adverse effects of high amount of warfarin.

Table 1a, b. The table shows daily warfarin dose and the corresponding
INR value
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Hipereozinofilik sendromlu hastada gelisen protez mitral kapak
trombozu

Zeynep Ulutas', Jiilide Yagmur', Nevzat Erdil®, Hasan Pekdemir!

!inonii Universitesi Tip Fakiiltesi Turgut Ozal Tip Merkezi, Kardiyoloji Anabilim Dali, Malatya
*Inénii Universitesi Tip Fakiiltesi Turgut Ozal Tip Merkezi Kalp ve Damar Cerrahisi Anabilim
Dali, Malatya

Giris: Protez kapak trombozu kalp kapak replasmaninin en ciddi komplikasyonlarindan biridir.
Hipereozinofilik sendrom (HES) eozinofil asir1 iiretimi ile ¢evresel kanda ve dokularda eozinofili,
bir ¢cok ug organda hasar olusturabilen heterojen bir bozukluktur. HES erkeklerde kadinlara (9:1)
gore daha sik goriilmektedir. En sik 20-50 yas arasinda goriiliir. Kardiyak tutulum HES ‘de ol-
dukgea sik goriilmektedir. (%50-60) mortalite ve morbiditenin esas nedenidir. Kardiyak tutulumla;
hipertrofi, kapak yetersizlikleri, aritmi, kalp ici trombiis, restriktif KMP ve nadir olarak nekrotizan
miyokardit goriilebilir. Nadir olguda hipereozinofilik sendromun protez mitral kapak trombozu ile
iligkili oldugu bildirilmistir. Bu yazida hipereozinofili tanisi olan ve buna sekonder protez mitral
kapakta trombiis nedeniyle revizyon yapilan olgu sunuldu.

Olgu: Kirk sekiz yaginda erkek hasta bir giin 6nce baglayan nefes darligi sikayetinin artmasi iize-
rine bagvurdugu acil serviste degerlendirildi. Fizik muayenesinde ortopneik ve dispneikti.Dinle-
mekle her iki akcigerde orta zonlara kadar krepitan ral duyuldu. TA:105/70 mmHg nabiz 120 atim/
dk aritmik tasikardik ates 37 dereceydi. Laboratuar degerlerinde WBC: 24.0x109/L, HGB:11.5 g/
dl, eozinofil: 3.47x109/L, INR: 2.5 idi. Oykiisiinde yaklagik 2 ay once romatizmal mitral darlik
nedeniyle mitral valv replasmani operasyonu gecirdigi 6grenildi.Kardiyak muayenesinde protez
kapak sesi duyulmadi.HES nedeniyle hematoloji takibinde olan hastanin kapak cerrahisi sonrasi
metilprednizolon ve hidroksiiire tedavisini almadig1 6grenildi.Yapilan transtorasik ekokardiyogra-
fide prostetik mitral kapagin iki leafletinin de kapali pozisyonda neredeyse sabit oldugu goriildii,
doppler degerlendirmede gradient artis1 dikkat gekti.leri trikiispit yetersizligi mevcut olup sistolik
pulmoner arter basinci 120 mmhyg idi.Transézofageal ekokardiyografi yapildiginda mitral posterior
kapak protezinin hareketsiz oldugu anterior protez kapagin ise hareketinin kisitli oldugu goriildii.
Kardiyoloji kalp damar cerrahisi konseyinde goriisiiliip cerrahi karar alindi.Operasyonda mitral
mekanik kapagin organize trombiisle stug oldugu goriildii ve kapak degistirildi.

Tartisma:HES tanisinin erken konabilmesi, kalp hastalig1 yoniinden klinik ve ekokardiografik ola-
rak siki takip, kalp komplikasyonlarinda uygulanan tedaviler ile hastalarm yasam sanslari artmistir.
Hipereozinofilik sendromlu hastalarda tromboz riski akilda tutulmali, kalp kapak replasmani cerra-
hisi gegiren hastalarda mutlak eozinofil miktarmin yiikselmesi fark edilmeli, altta yatan neden aras-
tirilarak buna gore tedavi edilmelidir. Protez kapak trombozu riskini azaltmak icin mutlak eozinofil
miktar1 normal seviyede tutulmalidir. Hipereozinofilik sendromda biyoprotez veya mekanik kapak
secimi konusunun acikliga kavusturulmasr icin daha fazla kanit gereklidir.

Sekil 1. Olgunun intraoperatif goriintiisii;
kapak tizerinde trombiis izlenmekte.

Sekil 2. Protez mitral kapagin transézofageal ekokardi-
yografisi.
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Staphylococcus Capitis’ in etken oldugu, embolik komplikasyonlar
ile prezente olan nativ aort ve mitral kapak endokarditi

Emre Yilmaz, Ali Riza Demir, Muammer Karakayal1, Mesut Pak, Ilyas Cetin
Istanbul Mehmet Akif Ersoy Egitim ve Arastirma Hastanesi, Kardiyoloji Klinigi, Istanbul

Olgu: Yaklagik 3 aydir olan minimal efor ile gelen bilateral bacak agrisi ve yorgunluk hissi tar-
fileyen 64 yas kadimn hasta s6z konusu sikayetleri ile tetkik edilmistir. Sol bacakta akut derin ven
trombozu saptanan hasta diisiik molekiil agirlikli heparin ve warfarin kombine edilerek tedaviye
baglanmistir. Sikayetlerinin devam etmesi iizerine kontrol muayesinde periferik nabizlari zayif, ar-
teryel doplerde bilateral alt ekstremitede monofazik poststenotik akimlar gézlenmis bunun iizerine
periferik arter hastaligi on tanisi ile ileri tetkik ve gerekirse tedavisi amaciyla anjio iglemi plan-
lanmustir. Ayn1 seansta perifer ve koroner anjiografi yapilan hastada; koronerler nonkritik plakli,
periferik anjioda ise bilateral diz eklemi 6ncesi siiperficial femoral arterleri (SFA) total okliide ola-
rak saptanmustir. Aktif sigara kullanimi disinda risk faktorii veya bilinen kronik hastaligi olmayan
hasta Buerger hastaligi 6n tamist ile ileri tedavileri planlanmigtir. Koroneranjiografi iglemi sonrast
7. giiniinde sag hemipleji ve konugma bozuklugu ile acil servise bagvurmustur.ilk degerlendirmede
elektrokardiyografi normal siniis ritminde, karotis bt anjiografide patoloji saptanmayan hastanin
klinigi ve kranial MR goriintiileri ayrintil1 degerlendirildiginde beyinde multible enfarkt odaklari-
nin varlig1 saptanmugtir (Sekil 1). intra kardiyak tromboembolik bir hadise agisindan tetkiki amagli
kardiyoloji boliimiine konsiilte edilmistir. Kalp yetmezligi semptom ve bulgulart da olan hastanin
ekoda EF %55, +4 Egsantrik MY ve anterior leaflette 7x6 mm vejetasyon siipheli kitle saptandi.
TEE de mitral kapakta hareketli tromboze 12x8 mm, aort kapakta 6.9x4.8 mm vejetasyonlar sap-
tandi (Sekil 2). Ayri iki ekstemiteden alinan kan kiiltiirlerinde staphylococus capitis izole edildi.
Etkenin Metisilin direncli oldugu saptanmas: tizerine hastanin tedavisi gentamisin 3x80 mg ve
vankomisin 2x1000 mg olarak diizenlendi.Hastanin DVT si ve periferik ater hastalig1 i¢in antikua-
giilasyon ile izlemine karar verildi. Literatiirde yaynlanan staphylococus capitis vakalarinin biiyiik
bir kismi antibiyoterapi ve konservatif yaklagim ile izlenmistir. Ancak her ne kadar kalp yetmezligi
semptom ve bulgular1 azalsa da ekoda mitral kapak kagak akimi artmasi nedeniyle hastaya aort ve
mitral kapak cerrahisi uygulandi.

Sonug: Stafilococcus Capitis etken olan nativ kapak endokarditi nadir goriilen bir klinik tablodur.
Literaiirde bildirilen Staf. Capitis vakalarinda tek nativ kapak tutulumu tespit edilmisken olgu-
muzda hem aort hem de mitral kapak tutulumu s6z konusudur. S. Capitis gibi direncli ve fatal
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seyirli bir etkenin neden oldugu endokardit vakasinda stroke ve yaygin sistemik emboli tablolart
ile karsilagmak hastaligin fatal seyri adina uyarici ve korkutucudur. Ancak hizli tani, erken ve etkin
antibiyoterapi ve komplikasyonlarin iyi yonetimi hastaligin kontrol altina alinmasini saglamistir.
Medikal tedavisi ve cerrahi girisiminin dogru zamanlamas: hayat kurtarict olmugtur.

Sekil 1. Kranial MR ile tespit edilmis beyinde ¢cok odakli tromboembolik iskemik lezyonlar.

Sekil 2. Transozefageal ekokardiyografi ile tespit edilmis olan nativ mitral ve aort kapagi tutmus endokardit
vejetasyonlari.

OPS-190

Mitral protez kapak candida endokarditi olgusunun periferik
embolisi nadir goriilen bir olgu sunumu

Hakan Duman', Oguzhan Bodur', Eftal Murat Bakirci2, Omer Satiroglu', Ece Hastas',
Turan Erdogan', Yiiksel Cigek', Murtaza Emre Durakoglugil'

'Recep Tayyip Erdogan Universitesi Tip Fakiiltesi, Kardiyoloji Anabilim Dali, Rize
*Erzincan Universitesi Tip Fakiiltesi, Kardiyoloji Anabilim Dali, Erzincan

Giris: Yiiksek morbidite ve mortaliteye neden olan mantar endokarditi ¢ok nadir goriiliir. Candi-
da’larin etken oldugu endokarditlerde mortalite oranin %90’lara varabildigi bildirilmistir. Biz bu
olguda biyoprotez mitral kapak mantar endokarditi nedeni ile tedavi goren hastada akut periferik
emboli riskini gozeterek yeniden cerrahi igin zaman kaybetmemenin akilda tutulmasi gerektigini
sunmak istedik.

Olgu: Yetmis iki yaginda halsizlik sikayeti ile acil servise bagvuran hastanin daha 6nceden de
viicudunun sag tarafinda uyusma halsizlik ates sikayetleri mevcutmus. Son bir haftadir sikayet-
lerinde artma meydana gelmis. Hastanin 6zge¢misinde 2011 yilinda bioprotez mitral kapak rep-
lasmani, 5 y1l 6nce fasial paralizi, I yil 6nce agactan diisme sonrasi kosata kirigr meveut. EKG:
Atrial fibrilasyon hiz 100/dk. Labaratuar: Beyaz kiire 14x109/L hemoglobin 11,1 g/dL. Hastanin
fizik muayenesinde TA: 110/70 mmHg, ates: 38.1 °C, nabiz 80/dk diizenli, S1+S2+ apekste 3/6
panistolik iifirm mevcut idi. Cekilen acil diffiizyon MR da kronik serebral enfarktiis ile uyumlu
gorliniim saptand1. Hastanin cekilen transtorasik ekokardiyografisinde bioprotez mirtal kapakta
vejetasyon ile uyumlu goriiniim mitral kapak tizerinde 20/12 gradient (max./min.) olmasi iizerine
hasta kardiyoloji klinigine yatirildi. Yapilan transézofagial ekokardiyografisinde (Sekil 1) 1.8x2
cm kitle tespit edildi hastadan kan kiiltiirleri alindi. Hastanin kan kiiltiirlerinde miikerrer olarak
candida albicans iiremesi iizerine caspafungin baslandi. Hasta takiplerinde ani baglayan sol bacak
agrist ve morarma oldu acil yapilan dopplerde sol alt extremite nabizlari alinmadi akut emboli dii-
stiniildii. Yapilan transtorasik ekokardiyografisinde kapak tizerindeki kitlenin kayboldugu goriildi
(Sekil 2). Hastaya acil embolektomi yapildi. Operasyon sonrasi antifungal ve antikoagiilen tedavi
tamamlanip hasta taburcu edildi.

Tartisma: Infektif endokardit, bakteriyel, viral veya fungal ajanlara bagli olarak gelisen, en-
dokardin inflamasyonu ile ortaya ¢ikan enfeksiyonlardir. Mortalite oranlari %50-90 arasinda
degismektedir. Sadece antibiyotik tedavisi ile mortalite oranlari ¢ok yiiksek olmaktadir. Mantar
endokarditinde antifungal ve cerrahi girisimler birlikte uygulandiginda ise mortalite oranlar azalir.
Endokarditte cerrahi tedavinin zamanlamasi da tartismalidir. Arteriyel embolizasyon, akut enfeksi-
yoz endokarditin potansiyel olarak 6ldiiriicii bir komplikasyonu olan kardiyak yetmezlikten sonra
ikinci derecedir. Bizim vakamizda da medikal tedavisi verilen hastanin yatisindan kisa bir siire
sonra takiplerinde periferik emboli atmig ve akut extremite iskemisine neden olmustur. Hastaya he-
men embolektomi yapilarak extremite kurtarilmis ve kapak fonksiyonlar: takiplerinde diizelmistir.
Sonug: Sonug olarak, kapak protezi olan akut infektif endokardit tanis1 konmug ve cerrahi miida-
hale gerektiren hastalarda tibbi tedavi ile birlikte, vejetasyonun biiyiikliigiine bakilmaksizin cerrahi
tedavi uygulanmasi akilda tutulmalidur.
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Sekil 1. Bioprotez mitral kapak iizerindeki veje-
tasyonun transosofagial ekokardiyografi goriintsii.

Sekil 2. Bioprotez mitral kapaktaki vejetasyonun
kayboldugu transtorasik ekokardyografi goriintiisii.

OPS-191

Successful treatment of a mechanical aortic valve thrombosis
with low dose slow fibrinolysis in one month subdural
hematoma history patient

ibrahim Yildiz, Pinar Ozmen Yildiz
Department of Cardiology, Osmaniye State Hospital, Osmaniye

The safety profil of low-dose, prolonged t-PA infusion in absolute contraindicated states of con-
ventional thrombolytic therapy remains unclear.

A-80-year-old female who had undergone aortic valve replacement with a mechanical prosthesis
presented to us with hypoxia and cardiogenic pulmonary edema. She had history of warfarin ces-
sation due to subdural hematoma one month earlier (Figure 1). Electrocardiography showed sinus
rhythm. Transthoracic echocardiography (TTE) demonstrated a mean transvalvular gradient of
60 mmHg with normal ejection fraction. The coagulation test gave an INR of 1.1. These findings
suggested obstructive aortic prosthetic valve thrombosis. Leaflet motion was visualized with fluo-
roscopy. There appeared to be severely limited motion of the lower leaflet (Figure 2). Owing to the
degree of respiratory compromise, transesophageal echocardiography wasn’t performed. Surgery
was advised but patient refused to undergo an operation. Due to the history of a thrombolytic con-
traindication, discussion centered around i.v. thrombolysis and was carried out. Low-dose (50 mg)
slow infusion (10 hours) of tissue plasminogen activator (t-PA) was then started. After therapy
TTE demonstrated a mean transvalvular gradient of 20 mmHg and leaflet motion was normal on
fluoroscopy (Figure 3 ). According to this findings successful lysis of thrombosis was achieved.
The patient was discharged after uneventful recovery and remained well at 6-month follow-up.
Low-dose and slow infusion t-PA may change the status of absolute contraindication to relative in
selected patients, which needs to be confirmed by further studies.

Figure 1. Arrows indicate area
of subdural hematoma.

Figure 2. Arrows indicate limited motion of the lower leaflet during systole and diastole. Ao: Aorta; LV:
Left ventricle.

Figure 3. Arrows indicate normal motion of the leaflets during systole and diastole. Ao: Aorta; LV: Left ventricle
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Relationship between Wilkins echocardiographic score and
neutrophil to lymphocyte ratio in patients with mitral stenosis

Gorkem Kus', Nermin Bayar?, Zehra Erkal?, Selguk Kiiciikseymen?, Goksel Cagiric®,
isa Oner Yiiksel?, Murat Esin?, Sakir Arslan

'Department of Cardiology, Agri State Hospital, Agrt
’Department of Hematology, Antalya Training and Research Hospital, Antalya

Background: Wilkins echocardiography score (WS) is commonly used among patients with rheu-
matic mitral stenosis (RMS) to evaluate suitability for percutaneous mitral balloon valvuloplasty
(PMBV) treatment. Patients with WS higher than 11 are not allowed for PMBYV. Prior studies
demonstrated that inflammation might have a role in RMS progression. In this study, we aimed to
investigate the role of neutrophil/lymphocyte ratio (N/L ratio) which is indicative of inflammation
in predicting high WS.

Methods: In this retrospective study, we enrolled moderate to severe RMS patients. Transthorac-
ic and transesophageal echocardiography reports were analyzed. Patients were divided into two
groups according to WS. In group 1, WS was <11 and in group 2, WES was higher than 11. Groups
were compared for echocardiographic and hematological parameters.

Results: A total of 115 patients of whom 93 were women(80%) were enrolled in this study. Group
1 consisted of 72 patients (mean age 43.7+12.0) and group 2 consisted of 43 patients(mean age
52.7+11.3). In group 1, mean WS was 7.4+2.0 while it was 12.4+0.7 in group 2. N/L ratio in group
2 was 3.8+0.5 and significantly greater than group 1 in which N/L ratio was 2.6+0.9 (p<0.001). A
cut-off point of 3.09 for the N/L ratio had 100% sensitivity and 78% specificity in predicting RMS
patients with high WS.

Conclusion: N/L ratio was independently associated with WS>11 in patients with RMS.

Figure 1. Neutrophil / lymphocyte ratio levels accord-
ing to Wilkins score.

Figure 2. Receiver operating characteristics
curve of neutrophil / lymphocyte ratio for
predicting high WS.
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Norojenik stres kardiyomiyopatisi
Onder Oztiirk', Unal Oztiirk?

!Diyarbakir Egitim ve Arastirma Hastanesi, Kardiyoloji Klinigi, Diyarbakir
°Diyarbakir Egitim ve Arastirma Hastanesi, Néroloji Klinigi, Diyarbakir

Norolojik hastaliklara sekonder gelisen kardiyak disfonksiyon, norojenik stres kardiyomiyopatisi
olarak tanimlanmaktadir. Farkli norolojik olaylar sonucu gelisen bu kardiyomiyopati tam olarak
anlagilamamigtir. nérojenik stres kardiyomiyopatisi patofizyolojisi, iskemik kalp hastaligia bagl
kalp yetersizliginden farklidir. Norolojik olay sonrasi kalp yetersizligi geligimi, siklikla subarak-
noid hemoraji sonrasi tanimlanmus.

Olgu Sunumu: Otuz yedi yasinda erkek hasta acil servise ani baglayan nefes darlig1 ile bagvurmus.
Gelis kan basict 110/70 mm-Hg, nabiz 125/dk. Kardiyovaskiiler sistem muyanesinde PMMO’da
2/6 sistolik ifiiriim mevcutmus. Cekilen EKG si siniis ritminde olup, anteriyor derivasyonlarda
bifazik T dalgalari, V1-V3’te Q dalgalar1 saptanmas: lizerine hastaya akut koroner sendrom tanist
konmus. Glukoz 87 mg/dl, Kreatinin 0.77 mg/dl, LDL:97 mg/dl, troponin I 0.297 ng/ml. Hastanin
yapilan KAG’sinde LAD ve RCA proksimal plakli saptanmus (Sekil 1-2). Kardiyoloji servisine
hasta yatirilmig. Hasta yakinlari, hastalariin ¢ok konugkan oldugunu, ancak bugiin sabahtan beri
hastalarinin konusmadigini ve nefes darligini oldugunu belirtmigler.Hastada afazi nedeniyle no-
rolojiden goriis istenmis. Cekilen bilgisayarli beyin tomografisinde sol parietotemporalde solda
insuler kortikal alan1 ve sol kaudat nukleus kaputunu igine alan, hipodens akut infarkt alani ile
uyumlu alan saptanmig (Sekil 3-4). Difiizyon MR’da sol temporal lobun biiyiik bir kismini ve fron-
totemporal bileskeyi ve pariyetotemporal bileskeyi ve paryetal lobun posteriyor kisminda minimal
bir alani ilgilendiren, DA seride belirgin sinyal lokalizasyonda, akut infarkt ile uyumlu goriiniim
saptanmus. artis1, ADC haritada sinyal kaybi ile karakterize, olasi sol orta serebral arter beslenme
alanlar1 terminal dallar1 bolgesine uyan Yapilan ekokardiyografisinde LVEF %20, sol kalp bosluk-
larinda genisleme, orta mitral yetersizligi saptanmis. Hastaya ASA, ACE inhibitérii, beta bloker,
diiiretik ve statin baglandi.Akut serebrovaskiiler olaya yonelik tedavi baglanmig. Klinik takiplerde
kismi diizelme olan hasta 6nerilerle externe edilmis. Norojenik stres kardiyomiyopatisi patofizyo-
lojisinde katakolamine bagli dogrudan miyokardiyal hasar sorumlu tutulmus. Bu olgumuz, néro-
jenik stres kardiyomiyopatisini tanimlayan giizel bir drnektir. Norojenik stres kardiyomiyopatisi
kardiyak nekroz, adrenerjik reseptorlerin oldugu miyokardiyumda daha fazladir. Sinir uglari endo-
kardiyumda fazla olmasi nedeniyle miyokard nekrozu da burda daha sik olmaktadir.
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Sekil 1. Koroner anjiyografi. Sekil 2. Koroner anjiyografi 2.

Sekil 4. Kraniyal bilgisayarli tomografi anji-
yografi.

Sekil 3. Bilgisayarli beyin tomografisi.
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Status epileptikus iliskili takotsubo kardiyomyopatisi

Ahmet Seyfeddin Giirbiiz, Serif Ahmet Kandemir, Stimeyye Fatma Ozer, Miikremin Cogkun,
Hakan Akilli, Yakup Alsancak, Abdullah igli,Ahmet Soylu, Mehmet Akif Diizenli

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

Elli iki yaginda 6 ayliktan itibaren epileptik nSbetleri, mental retardasyonu olan son iki giindiir giin
igerisinde 4-5 kere jeneralize tonik-klonik ndbeti olmasi ve yeni baglayan genel durum bozuklugu
ile acil servise getirilmis. Acil serviste ndbeti kontrol altina alinan hasta kardiyak enzimlerinin
yiiksek olmasi (Troponin I: 38 ng/ml) nedeniyle akut koroner sendrom on tanisiyla tarafimiza
danisildi. Hastanin dis merkezde cekilen elektrokardiyografisinde (EKG) T negatiflikleri mev-
cut..Merkezimizde ¢ekilen EKG sinde normal siniis ritmi, T negatifligi gozlenmedi. Epilepsi icin
valproik asit 2x500 mg, fenitoin 2x100 mg, levatirasetam 2x1000 mg. diizenli olarak kullandig1
ogrenildi. Ekokardiyografisinde Ef: %35, apeks akitenik sol ventrikul bazalleri hiperkinetik iz-
lendi, belirgin kapak patolojisi izlenmedi. (Sekil 1) Hasta akut koroner sendrom-takotsubo kardi-
yomyopatisi ayrimu i¢in anjiografi laboratuvarina alindi. Hastanin koroner angiografisinde rca ve
lad plakli high lateral arterde %30 darlik izlendi. (Sekil 2) Ventikiilografi de Ef: %30-35 izlendi.
Takotsubo kardiyomyopatisi diisiindiiren apikal balonlasma ve bazal hiperkinezi izlendi. (Sekil 3)
Hastaya beta-bloker, ACE inhibitorii, ASA 100mg baslandi. Nobetleri tekrarlayan hasta Noroloji
Klinigine devredildi. Hastada kardiyomyopatiyi tetikleyebilecek durumlar litaratiirde tarandiginda
ilaglariyla iligkili takotsubo kardiyomyopatisi olgusu saptanmadi. Hastada status epileptikus iligkili
takotsubo kardiyomyopatisi diisiiniildii. Takotsubo kardiyomyopatisinin tam mekanizmas1 kesin
olarak bilinmese de yaygin goriis, stres faktorlerinden kaynaklanan agir1 katekolamin saliniminin
vazospazm veya koroner arterlerdeki dolagimin gegici olarak engellenmesi sonucunda miyokar-
diyal iskemiye neden oldugu yoniindedir. Epileptik nobetlerin takotsubo kardiyomyopatisini te-
tikleyebildigi olgu sunumlart bulunmaktadir. Santral sinir sistemini ilgilendiren bir¢ok hastalik
ya da hasar durumunda sempatik sinir sisteminin baskin hale gelerek katekolaminerjik uyarilarin
artmasi ve hasarl hiicrelerden sitokinlerin salinmasi sonucu miyokardiyal hasar olusabilmekte-
dir. Bunlardan en yaygin goriilenleri subaraknoid kanamalar, iskemik serebrovaskiiler hastaliklar,
epilepsi, sss enfeksiyonlari, travmatik beyin hasari ve beyin oliimii’diir. Ayrica epilepsi sonrasi
goriilebilen ani 6liimlerden liimciil ritm bozukluklarina yol acabilen takotsubo kardiyomyopatisi
sorumlu tutulmustur. Epilepsi tanisi olan hastalarda ani genel durum bozuklugu, nefes darligi ve
aritmi gelistiginde Takotsubo Kardiyomiyopatisi unutiulmamalidir.

Sekil 1. LV di-
yastol ve sistol
goriintiileri.

Sekil 2. Hasta-
nin sol ve sag
sistem  koroner
angiografisi.
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Sekil 3. Ventrikiilografide diyastol ve sistol goriintiileri.
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Young peripartum cardiomyopathy patient recovering early with
bromocriptine treatment

Giilsiim Meral Yilmaz, Ahmet Geng, Nermin Bayar, Rauf Avci, Goksel Cagirc, Sakir Arslan
Department of Cardiology, Antalya Training and Research Hospital, Antalya

Introduction: Peripartum cardiomyopathy (PPCM) is an idiopathic cardiomyopathy characterized
by heart failure (HF) secondary to left ventricular (LV) systolic dysfunction towards the end of
pregnancy or in the months following delivery.In this report, we presented a PPCM patient with
early recovery with bromocriptine treatment,a new treatment strategy.

Case: A 36-year-old woman admitted to the emergency room with complaints of shortness of
breath, orthopnea, fatigue,cough and lower extremity edema. On physical examination, blood
pressure was 175/111mmHg, pulse was 130/min. and pulse oximetry showed saturation of 94%.
There was rals up to the upper lung zones, apical 4/6 systolic murmur and mild pretibial edema.We
learned that the patient gave premature birth with caesarean section 4 days ago. This birth is the
Sth pregnancy and 4th birth. N-terminal pro-BNP level (NT-proBNP) was found to be 12.229pg/
ml in patients. LV ejection fraction (LVEF) was 20% and global longitudinal strain was -7% on
echocardiography. Also severe mitral regurgitation, mild tricuspid regurgitation and pulmonary
artery pressure of 50 mmHg were observed. The patient was admitted to the coronary intensive
care unit with the diagnosis of PPCM-acute pulmonary edema. Diuretic infusion and continuous
positive airway pressure therapy started to patient. In addition to the current recommended heart
failure treatment, bromocriptine treatment, which was reported as a new treatment, began with 2.5
mg 2x1 for the first two weeks and 1x1 for the next 4 weeks. The echocardiographic findings at the
beginning of the treatment, at the Sth day, and at the 6th week are shown in figure-1 and table-1. At
the 5th day of treatment, LVEF was significantly improved and mitral regurgitation was mild. Also
LVEF returned to normal at 6 weeks of treatment.

Discussion: The cause of PPCM remains unclear, but several mechanisms have been proposed.
Unbalanced oxidative stress is thought to trigger the protease cathepsin D activation, which breaks
up the prolactin hormone into 16 kDa form. This fragment have cardiovascular effects such as
inhibition of endothelial cell proliferation and migration, induction of endothelial cell apoptosis,
and disruption of capillary structures. The ergot alkaloid bromocriptine mesylate is a dopamine D2
receptor agonist that suppresses prolactin secretion. In a randomized pilot study, patients treated
with bromocriptine compared with patients receiving standard therapy, significant improvement in
the LVEF was observed at baseline (bromocriptine group from 27 to 58%, standard therapy group
from 27 to 36% at 6 months).

Conclusions: In previous studies, significant improvement was observed in LVEF at 6th month of
bromocriptine treatment,but in our case, significant improvement was observed in the early period
at 5th day, and LVEF returned to normal after 6 weeks. In addition to the currently recommended
treatments, bromocriptine therapy should be kept in mind in the treatment of PPCM.

Figure 1. Longitudinal strain curves from apical
four-chamber view: A: at the first day, B: at the 5th
day, C: at the 6th week.

Table 1. Strain echocardiographic findings of the patient

EDV: End diastolic volume, ESV: End sistolic volume, LVEF:
Left ventricular ejection fraction.
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Right atrial mass: myxoma causing right heart failure
Veysel Oktay, Ebru Serin, Dogac Oksen, Emir Baris Okcun
Department of Cardiology, Istanbul University Institute of Cardiology, Istanbul

Cardiac masses are mostly discovered incidentally during an imaging exemination. These inciden-
tal masses usually represent thrombi or vegetations and may impair myocardial contractility and
causing valve pathology. A triad of symptoms is recognised: valvular obstruction, embolic event
and arrhythmias. We report a case of myxoma in the right atrium, in a 64-years-old male patient
presented with dispnea,fatique bilateral lower limb edema and reduced effort tolerance. A 64-year-
old man, smoker, with a history of hypertension and diabet mellitus, presented with a 3-month
progressive dispnea NYHA class II, fatique, bilateral lower limb edema and reduced effort toler-
ance.Before admission he reported his symtoms were worsening in the last two weeks. On physical
exemination, blood pressure and pulse rate were normal and a systolic murmur of grade III-IV was
audible in the tricuspit area. The murmur did not have any postural relation. ECG demonstrated
normal sinus rythm. Laboratory tests were normal. Chest X-ray showed an increased cardiothorac-
ic ratio. Transthoracic echocardiographic examination revealed a large,mobile homogenous right
atrial mass, measuring 3.0x1.9 cm, in the right atrium with close contact to the origin of the IVC.
Right ventricule function was reduced, TAPSE(Tricuspid annular plane systolic excursion) 1.2 cm.
Her transesophageal echocardiography at deep transgastric view revealed a large, calcific,spherical
mass (34x33 mm) in the posterolateral area of the right atrium. He referred for cardiac magnetic
resonance (CMR) to further evaluate the right cardiac mass. First T2 coronal cardiac magnetic
resonance imaging confirmed the hypersignal right atrial mass in the right posterior atrium. The
mass was causing mechanical obstruction to blood flow through tricuspid valve. The mass was
completely removed by surgery and diagnosis was confirmed by pathology. In our case, the right
atrial myxoma was thought to cause the right heart failure by decreased the right ventricular func-
tion. Intracardiac masses could be affect the function of the adjacent cardiac structures leading to
severely compromised blood flow due to inflow or outflow tract obstruction. The patient underwent
successful operation of the myxoma. He was kept on echocardiography follow-up every 6 months.

Figure 1. Transthorasic echocardiography shows
a large echogenic mass filling the right atrium.

Figure 2. TTE image. Right atrial mass.

Figure 3. Cardiac MR cine imaging in
four-chamber view demonstrates mass with oval
shape and regular borders (arrow).

Figure 4. Cardiac MR.
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Effectivity of rivaroxaban in the left ventricular apical thrombus
Fatih Aydin', Ercan Aksit?, Ayse Hiiseyinoglu Aydin', Ozge Turgay Yildirim', Evrin Dagtekin'

'Department of Cardiology, T.C. S.B., Eskisehir State Hospital, Eskisehir
’Department of Cardiology, Canakkale Onsekiz Mart University Faculty of Medicine, Canakkale

Background: Atrial fibrillation (AF) is the most commonly predisposes to an increased risk of
embolic stroke and the incidence of stroke in patients with atrial fibrillation is greatly reduced by
oral anticoagulation. Recently, direct oral anticoagulants (DOAC) have been successfully applied
in non-valvular AF instead of warfarin, which has been used for many years for anticoagulation.
However, in the literature, the use of DOAC in patients with left ventricular apical thrombosis is
rather low. Here, we present the case of a man with AF and left vetricular apical thrombus while on
warfarin therapy and was subsequently treated with rivaroxaban.

Case presentation: A 67-year-old male patient in dilated phase of hypertrophic cardiomyopathy
and atrial fibrillation. He also had coronary artery disease and hypertension. The ‘CHA2DS2VASc’
score was 4. His creatinine clearance was 80 ml/min. Medication included perindopril + indamid,
metoprolol, spironolactone, furosemide, warfarin. Warfarin had to be discontinued due to marked
fluctuations in International Normalized Ratio (INR). Transthoracic Echocardiography (TTE)
displayed a fixed mass measuring 1.8x 1.12 cm? in the left ventricle (Figure 1). He was treated
with rivaroxaban once a day for the past six months without any embolic episode or bleeding.
After six month the thrombus regressed to 1.54x1.06 (Figure 2). The treatment of rivaroxaban was
continued because there was no increase in the size of the thrombus mass, although there was no
significant decrease, and no thromboembolic event occurred.
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Discussion: The effectiveness of rivaroxaban was completely evaluated in the prevention of embo-
lism in non-valvular AF. However, the effect of this drug on on the resolution of the LA and LAA
thrombus is not fully assessed. A few clinical case reports assessed of rivaroxaban in resolving LA/
LAA thrombi and in reducing smoke-like echo. And one of these case reports showed that the LA
thrombus-related stroke developed in a patient when pre-operative rivaraxaban was discontinued.
There was a small decrease in apical thrombosis in our case, as well as the measurement deviations
due to echocardiography may have caused this. On the other hand, effective anticoagulation may
have caused decrease of the thrombus. And longer use of the rivaroxaban may lead to further
reduction in thrombus size.

Conclusion: This case supports that the ineffectiveness of warfarin therapy for complex cases
enclose left apical thrombus conditions and of the possibility of using rivaroxaban as a safe alter-
native. This observation needs to be confirmed by long-term and larger data.

Figure 1. Before Rivaroxaban treatment. Figure 2. Sixth month.

Lipit | Koruyucu kardiyoloji
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Critical left main coronary artery stenosis in a patient with
homozygous familial hypercholesterolemia and aortic valve
replacement: a case report

Nuri Kose', Tamer Kirat', Gokhan Ergiin?, ibrahim Altun?, Fatih Akin?

'Department of Cardiology, Private Yiicelen Hospital, Mugla
2Department of Cardiology, Mugla Sitki Kogman University Training and Research Hospital, Mugla

Introduction: Familial hypercholesterolemia is an autosomal dominant genetic disorder of lipid
metabolism characterized by elevated low-density lipoprotein cholesterol levels in the blood and
premature cardiovascular disease. In this article, we present a 45-year-old man with familial homo-
zygous hypercholesterolemia and aortic valve replacement who had a critical left main coronary
artery stenosis and underwent successful coronary artery bypass graft surgery.

Case: A 45-year-old male patient was admitted to our cardiac clinic with a history of exertional an-
gina (Canadian Cardiovascular Society Class III) for three months. The patient had been diagnosed
with HoFH ten years before. In addition, his mother, father and two brothers had also HoFH histo-
ry. The patient had mechanical aortic valve replacement operation because of severe symptomatic
aortic stenosis ten years ago. The coronary arteries had been reported to be with some plaque in the
coronary angiography before that operation. It was learned that the patient had had xanthomas in
the dorsum of both of the hands and Aschilles tendon which had started in the childhood years and
had been resected with local anesthesia two years ago. He had been taking atorvastation 80 mg/day,
ezetimibe 10 mg/ day and warfarin for ten years. But, he stated that he had stopped lipid lowering
medications a month ago. In physical examination, bilateral arcus cornealis and palpebral xantholes-
ma (Figure 1A) and though partially resected, xanthomas in the Achilles tendon were evident in the
inspection. (Figure 1B). His total cholesterol was 662 mg/dL, LDL cholesterol was 604 mg/dL,
high-density lipoprotein cholesterol was 30 mg/dL and triglyceride level was 140 mg/dL. In trans-
thoracic echocardiography, normal functioning prosthetic metallic aortic valve (maximum gradient
24 mmHg), mild mitral regurgitation, mild left venticular hypertrophy with a normal left ventricular
ejection fraction were detected. Focal aortic root aneursymatic dilatation of 43 mm diameter and cal-
cification in the ascending aorta was determined in both the thoracal computerized tomography and
conventional aortography (Figure 2 A and B). Coronary angiography revealed a 80% osteal stenosis
in the left main coronary artery with some plaques in the other coronary arteries (Figure 2C). The
patient was referred to surgery. The left internal mammarian artery to the left anterior descending
artery and a saphenous vein to the optuse marginal artery bypass grafts were applied. The patient
didn’t accepted the plasma apheresis therapy and has been event-free for 3 years.

Conclusion: Because of the very high prevelance of the development of cardiovascular disease in
the HoFH patients, aggressive treatment approaches and close follow-up are needed for the relative
reduction in mortality and morbidity incidences.

Figure 1.

Figure 2.
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Dabigatran tedavisi alan hastada gelisen akut pulmoner emboli
Mustafa Bilal Ozbay, Emek Ediboglu, Fazil Arisoy, Yasin Ozen, Burak Acar
Ankara Tiirkiye Yiiksek Ihtisas Hastanesi, Kardiyoloji Klinigi, Ankara

Otuz bir yagindaki erkek hasta Tiirkiye Yiiksek Ihtisas Egitim ve Arastirma Hastanesi acil servisine
dispne, gogiis ve bacak agrisi ile bagvurdu. Derin ven trombozu nedeniyle iki hafta 6nce bagka bir
saglik merkezinde hospitalize edilmis, parenteral antikoagiilasyonla beraber 150 mg dabigatrana
giinde iki kez kullanmak iizere baglanmisti. Kardiyovaskiiler risk faktorii olarak aktif sigara igi-
cisiydi ve yakin zamanda immobilizasyon, kanser, operasyon mevcut degildi. Bagvuru sirasinda
hastanin kan basinct 135/76 mmHg ve solunum hizi 25 nefes / dakika idi. Oda havasindaki oksijen
saturasyonu %85 idi ve arteryal kan gaz analizinde hipoksemi ve hipokapni mevcuttu. Kardiyak
ve akciger muayenesinde ek bulguya rastlanmadi. Periferik muayenesinde sol bacakta homan’s
bulgusu pozitifti ve sol bacak capi sag bacaga gore 4 cm daha biiyiik ol¢iildii. Serum elektrolit,
glukoz, kan iire ve kreatinin diizeyleri, tam kan sayimi ve troponin seviyeleri normaldi. Akciger
filmi normaldi ve elektrokardiyografide (EKG) inferior derivasyonlarda patolojik olmayan erken
repolarizasyonla birlikte siniis bradikardisi mevcuttu. EKG’de S1Q3T3 paterni yoktu (Sekil 1).
Transtorasik ekokardiyografide sistolik pulmoner arter basincinda hafif artis saptandi (sistolik pul-
moner arter basinci 38 mmHg) ve segmental duvar hareket bozuklugu saptanmadi. Sol bacak i¢cin
yapilan doppler ultrasonografide popliteal vende akut fazda DVT saptandi. Hastaya bu bulgulara
dayanarak yapilan pulmoner bilgisayarli tomografide (PBT) sag ana pulmoner arterin liimeninde
dolug defekti ve trombiisle uyumlu gériiniim saptandi (Sekil 2). Pulmoner emboli (PE) siddeti
indeksi skoru 30 idi. Hasta diisiik riskli PE olarak smiflandirild1 ve 30 giinliik mortalite riski ¢ok
diisiik (%0-1.6) olmasi nedeniyle trombolitik tedavi verilmedi. Hastaya dabigatran eteksilat yerine
diisiik molekiil agirlikl heparin ve varfarin ile birlikte standart antikoagiilasyon tedavisi uygulandi.
Hastanin hemodinamisi stabil seyretti ve komplikasyonsuz bir sekilde taburcu edildi.

Sekil 1. Elektrokardiyografide siniis bradikardisi ve erken repolarizasyon
goriiliiyir.

Sekil 2. Pulmoner bilgisayarli tomografide sag pulmoner arter liimeninde
trombiis goriiliiyor.
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Tyrosine kinase mhibitor induced pulmonary artery hypertension:
reversible with ponatinib?

Serkan Gokaslan', Ersel Onrat', Cigdem Ozer Gokaslan?, ibrahim Etem Dural'

'Department of Cardiology, Afyon Kocatepe University Faculty of Medicine, Afyon

2Department of Radiology, Afyon Kocatepe University Faculty of Medicine, Afyon

Pulmonary arterial hypertension (PAH) is a disease associated with progressive and comprehensive
vascular remodeling of small pulmonary arteries. The prognosis of Chronic myelogenous leukemia
(CML) has been improved by tyrosine kinase inhibitors (TKIs), which inhibit BCR/ABL kinase
pathway. Most of the TKIs induced PAH is limited almost exclusively to dasatinib until now. There
was only one report about, PAH was caused by the novel TKI ponatinib. We present a 73 years
old-female patient with chronic myeloid leukemia, who had PAH after approximately 72 months
with prior exposure to dasatinib. Dasatinib was replaced by nilotinib in this patient. Nilotinib was
used 11 months for CML treatment, but no recovery was seen with also this TKI. Finally, ponatinib
therapy was started for CML. Signs and symptoms of PAH improved with institution of ponatinib
therapy. Therefore we report that the patient with dasatinib induced PAH did not recover after institu-
tion of nilotinib as a TKI instead of dasatinib but improved with ponatinib treatment using for CML.
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Dijital iilser ile prezente olan sistemik skleroz’a bagh sekonder

pulmoner hipertansiyon

Ertan Emre Sahin, Muzaffer Karadeniz, Ahmet Celik

Mersin Universitesi Tip Fakiiltesi, Kardiyoloji Anabilim Dali, Mersin

Olgu: Altmus alti yaginda bayan hasta 6nce sag el 3. parmak ucunda daha sonra da sol el 2.parmak
distalinde yara nedeniyle plastik cerrahi poliklinigine bagvurmus ve bunun iizerine kardiyak emboli
odag aragtirilmak iizere tarafimiza yonlendirilmisti (Sekil 1), Hastanin gekilen elektrokardiyografisi
normal siniis ritminde, V3-V6 da 1 mm ST depresyonu izlendi (Sekil 2). Hastaya yapilan transtora-
sik ekokardiyografide ejeksiyon fraksiyonu %60, minimal mitral yetmezlik, minimal aort yetmezli-
81, 2. Derece trikiispit yetmezligi ve pulmoner arter basmci 100 mmHg olarak 6l¢iildii (Sekil 3), sag
bosluklari genis olarak izlendi (Sekil 4), interatrial septum ve interventrikiiler septum sola deviye
olarak izlendi. Pulmoner hipertansiyonu olan hasta etyoloji arastirtlmasi icin kardiyoloji servisine
yatirildi. Pulmoner emboli ekartasyonu i¢in ventilasyon-perfiizyon sintigrafisi ¢ekildi. Pulmoner
tromboemboli i¢in orta olasilikli saptanmasi tizerine spiral toraks BT cekildi. Spiral toraks BT de
pulmoner emboli saptanmadi. Parmaklarinda dijital iilserleri olmasi nedeni ile sistemik skleroz 6n
tanist ile Romatoloji B.D.’na danigildi. Anti-SSB, Anti-SSA, IFAT ( PANCA ), Sm, nRNP/Sm, Scl-
70, Jo-1, Niikleosom otoantikorlart gonderildi. Sonuglari negatif olarak geldi. ANA ve Anti-sent-
romer antikor testleri dis merkeze gonderildi. ANA ve Anti-sentromer antikor testleri pozitif geldi
(Sekil 5). Hastaya sinirl deri tutulumlu sistemik skleroz tanisi ile hidroksiklorokin, dijital iilserleri
olmasi nedeni ile ilioprost infiizyon tedavisi baslandi. Sag kalp kateterizasyonu yapildi. Sag kalp
kateterizasyonunda ilioprost ile vazoreaktivite yapildi. islem 6ncesi mean pulmoner arter basinci
53 mmHg, islem sonrasi 50 mmHg olarak saptandi. Vazoreaktivite negatif olarak degerlendirildi.
Hastaya pulmoner hipertansiyona yonelik macitentan tedavisi baslanarak taburcu edildi. Sistemik
skleroz patogenezinde vaskulopati, immun aktivasyon ve fibrozisin rol aldigi; nedeni bilinmeyen
bir bag dokusu hastaligidir. Sistemik skleroz iligkili vaskulopatinin hastalik gelisiminde ilk basamak
oldugu kabul edilmektedir. Dijital ulser (DU) sistemik sklerozlu hastalarda Raynaud fenomeninden
sonra vaskulopatinin neden oldugu en sik klinik tablodur. Hastalik suresince %35-60 hastada gorul-
mektedir; buyuk oranda tekrarlayici karakterdedir. Sistemik skleroz; sinirli sistemik skleroz, sinirl
deri tutulumlu sistemik skleroz, yaygin deri tutulumlu sistemik skleroz ve eozinofili ile birlikte yay-
gin fassiit ile seyreden sistemik skleroz olarak alt tipleri mevcuttur. Bizim vakamizda dijital iilser
nedeni ile tarafimiza bagvuran ve smirli deri tutulumlu sistemik skleroza bagl sekonder pulmoner
hipertansiyonu saptanan hasta sunulmustur. Dijital iilseri olan ve pulmoner arter basinci yiiksek olan
hastalarda sistemik skleroz ayirici tani olarak akilda tutulmas: gerekir.

Sekil 1. Sag el 3. parmak ve
sol el 2. parmakta yara.

Sekil 2. Yatis elektrokardi-
yografisi.

Sekil 3. Pulmoner arter basinci. Sekil 4. Ekokardiyografide sag ventrikiil bazal ¢api.

Sekil 5. Dis merkez ANA ve anti-sentromer antikor testleri.
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Successful lysis in massive pulmonary embolism with thrombus
entrapped in PFO

Selcuk Kucukseymen, Nermin Bayar, Goksel Cagirci, Erkan Koklu, Isa Oner Yuksel,
Zehra Erkal, Sakir Arslan

Department of Cardiology, Antalya Training and Research Hospital, Antalya

A 75-year-old woman was admitted to the emergency room with an acute onset of exertional
dyspnea associated with syncope. Her medical history was positive for hypertension and knee
replacement surgery a month ago. She reported no chest discomfort and any neurologic deficits.
Blood gas analysis revealed hypoxia and hypocarbia. Laboratory results included a D-dimer level
of 5900 ng/ml and an elevated high sensitive troponin T level of 780 ng/ml. An electrocardiogram
showed siniis rhythm with T-wave inversions in the anterior leads and tachycardia. Before we
come, contrast-enhanced computerized tomography angiography (CTA) for pulmonary arteries
was performed, and bilaterally massive thrombus was seen on main pulmonary arteries (Figure
1), and she was hemodynamically unstable. Thus, an urgent transthoracic echocardiography (TTE)
was performed and showed an mobile thrombus in the right atrium, also revealed a patent foramen
ovale (PFO) and systolic pulmonary artery pressure was 80 mm Hg. Then, we have decided to
perform a transoesophageal echocardiography(TEE) because of suspected PFO located thrombus.
TTE and TEE showed an embolus extending from right atrium to the left atrium through the PFO
(Figure 2A B.C). Cardiothoracic surgeons were consulted regarding open pulmonary and cardiac
embolectomy, because of left sided thrombus. The risks and benefits of embolectomy were ex-
tensively discussed with patient, her family and surgerons. Because the patient’s age made her a
high-risk surgical candidate, cardiothoracic surgeons decided that she is inoperable for his surgical
intervention, thus the dicision was made to proceed with thrombolytic therapy, and 25 mg of in-
traveous tissue plasminogen activator (TPA) was administered wtihin 12 hours as a slow infusion
up to a total of 50 mg TPA. TTE was repeated after every thrombolytic therapy, also there was no
sign of stroke, transient ischemic attack, or hemodynamic compromise during and after infusion.
After termination of the last dose of TPA, TEE was repeated, The intracardiac thrombus in the
bilateral atrium were completely resolved (Figure 3B), also CTA was repeated too, thrombus in
main pulmonary arteries was disappeared in the left pulmonary artery totally, however not totally
disappeared in the right side, even so it was smaller (Figure 3A). On the other side, the right side
of thheart had become normal in size, and pulmonary systolic pressure had decreased to 35 mm
Hg. She was hemodynamically stable, thus this case discussed with physicians from pulmonary
diseases department. The patient was discharged from the hospital 7 days after initial presentation
with instructions to take oral anticoagulants.

Figure 1. Bilaterally massive thrombus was seen on main pulmonary arteries by contrast-
enhanced computerized tomography angiography.

Figure 2. A and B: Thrombus that extending from right atrium to the left atrium through the PFO by
transesophageal echocardiography. C: Thrombus that located in the right atrium by transthrocic echocar-
diography.

Figure 3. A: Thrombus in main pulmonary arteries was completely resolve in the left pulmonary artery to-
tally, however not totally disappeared in the right side, even so it was smaller B: The intracardiac thrombus
in the bilateral atrium were completely resolved, even in the patent foramen ovale.
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Kronik tromboembolik pulmoner hipertansiyon ve siniis venosus
ASD birlikteligi

Nermin Bayar, Zehra Erkal, isa Oner Yiiksel, Erkan Koklii, Goksel Cagircr, Sakir Arslan
Antalya Egitim ve Arastirma Hastanesi, Kardiyoloji Klinigi, Antalya

Altmus sekiz yasinda kadin hasta giderek artan nefes darlig1 yakinmastyla bagvurdu. Oykiisiinden
alt1 yil, ii¢ y1l ve bir yil 6nce olmak iizere ii¢ kez pulmoner emboli atag gecirdigi ve oral antikoa-
giilan tedavi aldigi 6grenildi. Elektrokardiyografisi normaldi. Transtorasik ekokardiyografisinde sag
kalp bosluklarinda genisleme ve pulmoner hipertansiyon (SPAB: 60mmHg) saptand:. Toraks bilgi-
sayarli tomografisinde kronik tromboembolik pulmoner hipertansiyon ile uyumlu bulgular saptand:
(Sekil 1). Ventilasyon perfiizyon sintigrafisinde sag akcigerde subsegmental perfiizyon defektleri
saptandi. Pulmoner hipertansiyon arastirmasinin bir parcasi olarak yapilan transozefageal ekokardi-
yografik incelemede ise VCS tip siniis venosus ASD saptandi (Sekil 2). Ardindan hastaya kalp kate-
terizasyonu yapildi; ortalama pulmoner arter basinci 114/48/76mmHg, pulmoner vaskiiler rezistans
21.8WU/m? saptandi. Grup 1 ve 4 pulmoner hipertansiyon ile 6rtiisen bulgulari olan hastaya konsey
degerlendirmesinde riociguat ile medikal takip karar1 alindi. Hastanin bazal 6 dakika yiiriime testi
mesafesi 164 metre idi. Ugiincii ay sonunda klinik olarak daha rahat oldugunu ifade eden hastanin 6
dakika yiiriime testi mesafesi 240 metre saptandi. Pulmoner hipertansiyon ile ilgili giincel kilavuzda
oncelikle hastanin hangi gruba ait oldugunun belirlenmesi 6nerilmektedir. Bu hastalarda transtorasik
ekokardiyografi ile tespiti zor olan defektlerin tespiti igin transozefageal ekokardiyografinin daha
yaygin kullanimi faydali olacaktir. Bizim hastamizda oldugu gibi grup 1ve grup 4 pulmoner hiper-
tansiyon ile ortiisen kombine vakalarin da olabilecegi gz 6niine almmalidir.

Sekil 1. Sag akcigerde kronik tromboembolik
pulmoner hipertansiyonu destekleyen bulgular
saptandi.

Sekil 2. TEE’de VCS tip ASD saptandi.

OPS-205

The role of fragmented QRS in predicting the success of procedures
in patients with chronic thromboembolic pulmonary hypertension
who underwent pulmonary endarterectomy

Ugur Arslantas, Akin Arslan, Miinevver Sart, Liitfi Ocal, Selguk Pala,
Hasan Sunar, Bedrettin Yildizeli

Department of Cardiology, Kartal Kosuyolu Yiiksek Ihtisas Training and Research Hospital, Istanbul

Background: There is no study in the literature that evaluated the relationship between success
of procedure and fragmented QRS (fQRS) in patients with chronic thromboembolic pulmonary
hypertension (CTEPH) who underwent pulmonary endarterectomy (PEA). Aim of our study is to
investigate whether presence of fQRS predicted the success of endarterectomy.

Methods: The study population consisted of 59 patients (23 males, 36 females) who underwent
PEA due to CTEPH. Right heart catheterization was obtained on initial assessment under mild
sedation and within the 5 days after PEA in the intensive care unit prior to removal of the intra-
operative catheters when patient was off vasopressors. Pulmonary vascular resistance and mean
pulmonary artery pressure were calculated. The patients divided in two groups according to the
presence of fQRS (group-1: 21 patients with fQRS and group-2: 38 patients without fQRS).
Results: Baseline clinical characteristics were comparable between the groups. When the groups
were compared in terms of cardiac catheterization findings following the procedure, there was
no difference among the groups in regard to cardiac index and mean pulmonary artery pressure
(mPAP) while postoperative pulmonary vascular resistance (PVR) value was higher in fQRS group
556.4+327 dynes.sec.-5 vs 395.6+122 dynes.sec.-5, (p:0.009); recovery in PVR and mPAP were
statistically higher in non fragmented QRS group 467.7+343 dynes.sec.-5 vs 230+199 dynes.sec.-
5, (p=0.005); 18.5+6.4 mmHg vs 6.4+5.5 mmHg, p=0.002).

Conclusion: When compared to the patients without fQRS, patients with fQRS had higher mean
pulmonary artery pressure and had lesser decrease in pulmonary vascular resistance and recovery
after pulmonary endarterectomy.

Table 1. Characteristic of patient undergoing pulmonary endarterectomy

NYHA, New York Heart Association; PAP, pulmonary artery pressure; PVR, pulmo-
nary vascular resistance; PCWP, Pulmonary capillary wedge pressure a Comparing
subjects with or without fORS.
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Table 2. Echocardiography characteristic of the study population

EF, ejection fraction; TAPSE, tricuspid annular plane systolic excursion; sPAB, systolic pulmo-
nary arterial pressure aComparing subjects with or without fORS

Table 3. Postoperative outcome

PAP, pulmonary artery pressure; PVR, pulmonary vascular resistance a Comparing subjects with
or without fORS b Compared with pre-operative TPR ¢ Compared with pre-operative Mean PAP

Girisimsel kardiyoloji | Koroner
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iatrojenik sol ana koroner trombozu
Ali Or¢un Siirmeli, Muzaffer Karadeniz, Ozcan Orsgelik, Bugra Ozkan, Tiirkay Ozcan, Ahmet Celik

Mersin Universitesi Tip Fakiiltesi, Kardiyoloji Anabilim Dali, Mersin

Altmug yaginda kadin hasta stabil angina pektoris tanistyla diagnostik koroner anjiografi i¢in yatirildi.
Ozgegmisinde diabetes mellitus ve hipertansiyon olan hastanin son 6 aydir olan tipik gogiis agrist
mevcuttu. Hasta koroner anjiografi iglemi icin laboratuara alindi. Hastaya sol judkins 4 kateter ile
diagnostik anjiografi yapildi (Sekil 1). Sag koroner anjiografisi yapildiktan sonra hastada siddetli go-
giis agris1 geligmesi tizerine tekrar sol ana koroner artere kateterle oturuldugunda ana koronerin total
tromboze oldugu goriildii (Sekil 2). Hasta da ventrikiiler tagikardi gelisti. Elektriksel kardiyoversiyon
uyguland: ve hizla intraaortik balon pompast takildi. Sol ana koroner arter tel ile gecildi. Balon ile
predilatasyon yapildiktan sonra ana koronerden LAD’ye uzanacak sekilde 3.5x18 mm stent implante
edildi (Sekil 3). Stent i¢inin tekrar tromboze olmast iizerine NC balon ile postdilate edildi ve ayri bir
tel ile stent proksimalindeki sitratlardan gegilerek CX artere gegildi. 1.5x15 mm ve ardindan 2,5x15
mm rujin balon ile dilate edildikten sonra 3.5x18 mm stent ana koronerden CX artere dogru implante
edildi (Sekil 4). Final kissing balon yapilarak isleme son verildi (Sekil 5). Hasta 6. ay kontrollerinde
asemptomatik, aspirin ve tikagrelor tedavisi altinda takip edilmektedir. Koroner anjiografiye bagl
major komplikasyonlar %2 den daha az siklikta goriilmektedir. Koroner trombiiste koroner anji-
ografide goriilebilen komplikasyonlardandir. Nedenleri arasinda kateter de gelisen trombiisiin opak
madde ile beraber koroner artere enjekte edilmesi ile kateterin koroner artere oturdugunda sebep
oldugu diseksiyon sonucunda da trombiis gelisebilmekte ve 6liimciil sonuglara neden olabilmektedir.

Sekil 1. Anteroposterior caudal agidan sol
koronerlerin goriiniimii.

Sekil 2. Koroner anjiografi bitiminde hasta-
da gelisen akut sol ana koroner trombozu.

Sekil 3. Sol 6n inen artere takilan stentin
goriintiimii.

Sekil 4. Ana koronerden sirkumfleks artere
uzatilan stentin goriintimii.

Sekil 5. Final Kissing
balon sonrasi sol koro-
nerlerin goriiniimii.
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