POSTERS

7% Macedonian Congress of Cardiology

HOPManHa rofleMMHa CO HOPMAsIHa BEHTPUKyNapHa ¢yHKumja. Ha wectnot
AeH oA TPeTMaHOT, NauneHToT belle NocTaBeH Ha Tepannja co rivaroxabanl5
mg 2x1 3a 3 Hegenu, a NoToa rivaroxaban 20 mg 1x1.

3akny4oK: BT v NTE ce MHOry YyecTn Kaj naumeHTn co B[l 1 MHOry e BaxHO
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Ha nauuweHTuTe. Kaj NaumeHTU Co MacMBHA My/IMOHaNHa TpoMbemMbonwja
CO XeMOAWHAMCKa HeCcTabwunHOCT e WHAMUMPAHA TPOMOOIUTUYHE WU
@HTUMKOArynaHTHa Tepanwuja, Kako W  [JOoAroroAvWHa NPoPUNaKTUYHA
a@HTMKOArynaHTHa Tepanuja. MNpun WTo BO oApeAeHn Cyy4au nocaTtyBame Ha
BEHa KaBa puntepe of TepaneBTCKN n36op.

Knyyun 360poBu: M. KpoH, [naboka BeHCKa Tpomb033, 6enoapobHa
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Introduction: Infective endocarditis is an infection with high morbidity and
mortality, associated with serious complications.

The purpose of this case report is to demonstrate the importance of timely
diagnosis of bacterial endocarditis, as well as one of the contraindications of
anticoaqulant therapy.

Materials and methods: A 63-years-old man, without cardiovascular
comorbidities underwent cardiologic examination. He was disoriented and
confused, with information about a dental intervention two months ago after
which he suffered a stroke. The patient was taking acenocoumarol due to
suspicion of atrial fibrillation as a possible cause for the stroke. Laboratory
analyses, blood culture, echocardiography, cardiac magnetic resonance and
CT scan of the brain were performed.

Results: Transthoracic echocardiography showed severe mitral stenosis with
moderate mitral requrgitation, suspicious vegetation of the anterior mitral
cusp. The CT scan of the brain showed subacute post ischemic lesions and
cerebral hemorrhage. The laboratory analyzes showed increased infectious
markers (CRP-71.8 mg/l). Blood culture was positive for Streptococcus
viridians. Cardiac magnetic resonance confirmed combined mitral disease,
excluding the presence of thrombi. After antibiotic therapy for bacterial
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endocarditis and resolved cerebral hemorrhage, the patient underwent mitral
valve replacement with a biological prosthesis. The postoperative course was
without complications. The patient is asymptomatic 2 years after the surgery.

Conclusion: Bacterial endocarditis is one of the causes for stroke. A thorough
history and appropriate diagnostics are necessary for timely diagnosis and
prevention of complications from bacterial endocarditis.

Keywords: infective endocarditis, cerebral hemorrhage, Streptococcus
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BoBepa: VIHPEKTUBHMOT eHOOKApAUTUC e MHDEKLUNja CO BUCOK MOpbuanteT u
MOPTaNUTET, NOBP33Ha CO CEPUO3HU KOMMNKALUN.

LlenTa Ha OBOj NPMKa3 Ha CAy4aj € [a ja NOKAaXKeMeBarKHOCTa of
HaBpeMeHaTa AWjarHo3a Ha 6aAKTEPUCKMOT eHAOKapAUTUC, KaKo U eaHa of
KOHTPaNHAMKAUMMTE Ha aHTUKOAryNaHTHaTa Tepanuja.

MaTtepujanu u meTogu: Max Ha 63 rognLLIHA BO3PACT, 6€3 KapanoBaCKyN3pHU
KOMOpbUANTETN, OE30pUEeHTUPAH N KOHOY3eH, CO MNOAATOK 33 [AEeHTanHa
NHTepBeHUMja Npea ABa MeceLu Nocne Koja AoXKMBean Mo30o4eH yaap, Aoara
Ha Kapawonowkwu npermeq. MaumMeHToT 3eman aueHOKyMapon Mo Lema
nopagn MpeTnocTaBKa AeKa uMan aTtpujanHa ¢mbpunaumja Kako npuyMHa
33 MO30YHWOT yaap. HanpaseHu ce NabopaTOpUCKN aHANU3W, XEMOKYNITYPa,
exoxkapanorpadunja, MarHeTHa pe3oHaHua Ha cpue n MCKT Ha MO30K.

Pe3yntatu: TpaHCTOpaKanHaTa exokapanorpadmja noKkarma TelwKka MUTpasnHa
CTeHO33a CO YMepeHa MWUTPanHa peryprutaumja, CyCnexkTHa BereTaumja
Ha npegHVOT MuTpaneH Kycnuc. 256-MCHT Ha MO30K MOKaxa CybaKyTHU
NOCTUCXEMUCKN ne3unm 1 LepebpanHa xemoparuvja. JlabopaTopuckuTe
aHanu3n 6ea BO NPWUIOr Ha 3ronemMeHn WHPeKTUBHU Maprepu (LUPM-
71,8 mg/l). XemorynTypata 6ewe no3utuBHa Ha Streptococcus viridans.
MarHeTHaTa pe30HaHUad Ha cpue NoTBpAuM KOMOBMHMpaHa MUTpanHa bonecr,
WCKIYYN NPUCYCTBO Ha TPOM6W. [ocne aHTUHBNOTCKA Tepanmnja 338 6aKTepUCKU
€HO0KapAMTUC N CAHNPAHO MO304YHO KPBapeH-e, Kaj NaLneHToT 6elle HanpaBeHa
33aMeHa Ha MUTPANHaTa BanByna co buonolwka npotesa. MNoctonepaTuBHUOT
TEeK NOMUHA 6e3 KoMNAMKaumKn. MNauneHToT e aCMMMNTOMATCKM 2 rO4MHM NOCNe
onepauuja.
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33aKNY4YOK: BaKTepUCKNOT eHA0OKApAUTUC e eaHa o4 NMPUYUHUTE 33 MO304YeH
yaap. TeMenHa aHamMHe3a M CO0ABETH3a [OMjarHOCTUKA Ce HeonxoaHW 3a
HaBpeMeHa [ujarHo3a U MpeBeHUMja Ha KOoMMAMKauum of 6aKTepuckin
eHaoKapauTuc.

Kny4yHu 360poBu: MHPEKTUBEH eHOOKapAUTUC, uepebpanHa Xemoparuja,
Streptococcus viridans, MUTpanHa cTeHo3a
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Introduction: Arrhythmogenic cardiomyopathy (ACM) is a genetic disease
characterized with fibrous or fibrofatty tissue deposition in one or both of
the ventricles, leading to heart failure and predisposing to fatal scar-related
ventricular arrhythmias. It is primarily acquired by autosomal dominant
inheritance of dysfunctional genes encoding cardiac desmosomal proteins.
Currently, ACM is classified in three phenotypic variants: dominant right,
biventricular and dominant left disease. Key diagnostic elements include ECG,
Holter monitoring, cardiac imaging, genetic testing.

Case presentation: A 29 year - old male patient without previous medical
history presented in our clinic complaining of tachycardia that started one-
hour prior admission and fatigue. His ECG revealed monomorphic ventricular
tachycardia (VT) with heart rate 170bpm, with left bundle branch block
morphology and superior axis, that did not cause hemodynamic instability.
Termination of VT was spontaneous, ECG in sinus rhythm showed VES bigeminy
with no other abnormalities. Cardiac and inflammatory laboratory parameters
were normal. Transthoracic echocardiography showed left ventricle (LV) with
preserved dimensions, global wall hypokinesia with mildly reduced systolic
function of 50%. The right ventricle (RV) was also with preserved dimensions
and systolic function. Fibromuscular branches were present in the apical parts
of both ventricles. Cardiac magnetic resonance (MRI) revealed dyskinesia of
the mid and apical segments of the anterior and lateral LV wall, significant
hypokinesia on the apex and apical segment of RV free wall and subepicardial
late gadolinium enhancement in mid and apical parts of the inferolateral,
inferoseptal and anterior LV wall and apex. The finding was highly suggestive
for biventricular arrhythmogenic cardiomyopathy. Genetic testing initially

142



