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YeTBpPTM MeryHapoaeH CUMMMNO3MyM No TPOM603a 1 KPBHU C340BU

NMOPAKA 3A [OBPENOJAE

nO‘-IIATyBaHI/I Roneru,

Bo wvMe Ha MaKeOoOHCKOTO 34pyreHwe o Kapaguonormnja u
OpraHM3aumoHnoT oabop, CO ronemMo 3a34oBoACTBO Bu nocakyBame
pobpenojoe Ha Yersptuotr WHTepHaumoHaneH Cumnosunym -
Tpom603a U KpBHM capoBu (4th International Symposium on
Thrombosis & Vessels), Koj Ke ce ogpxu o 151 go 16T Maj 2026
Bo Bo xotenoT DoubleThree by Hilton Bo Ckonje, PC MakeaoHuja.

OBOj CMMMNO3MYM € HaMeHeT 3a CUTe MN3aau AOKTOPW, UHTEPHUCTW,
CNeunjann3aHTn, Kapamono3n, CNeumjannucT No BacKynapHa MeauunHa,
XeMaTosnoruja n TpaHcdy3noHa MeauumnHa, gepmatonorunja. Ha uctmot
Ce 04YeKyBa y4ecTBO Ha NpeaaBayn og EBpoNa v pernoHoT.

TpomMb603aTa M HEj3NHUTE KOMMIMKAUUM Ce Hawa CeKojaHeBHa
PEaNHoOCT U ronem Tepannckm npeanssuk. CUMNO3nMyMoT MMa 33 LUen 4a
ondaTn noBeKke acneKTNn Ha apTEPUCKMOT N BEHCKN TPOMBEMB0NN3aM,
TPOMBOTUYHUTE KOMM/IMKAUMKN, apTepuckata 6onect, TpeTMaH Ha
KaHuep acouMpaHa TpoMb033, MpONpPaTeHN CO UCKYCTBa Of PeasiaHaTa
NPaKCa, HNBHA NpeBeHUMja, AMjarHOCTUYKM Npean3Buum 1 COBpPeMEHO
nexyBahe. 3acebeH 0CBPT Ke 6uae NocBeTeH Ha pU3UK paKkTopute U
KOMObPUAUTETUTE KOWM O0BeaAyBaaT A0 TpomMb6o3a. [MocebHo MecTo Ke
NMaaT HOBUTE NPEnoOpaKkn 33 TpeTMaH Ha benogpobHaTa Tpombembonuja.

Bn 6narogapume 3a 33e4HWYKATa 331063 33 NpUABUMKYBake Ha
rpaHnLMTe Ha 3H3eHeTO BO BACKyNapHOTO 34pasje.

[Ho6penojaostTe Ha CMMNO3UYMOT.

Buw Hayu. Cop. ao-p UpeHa Mutescka, FESC
MpeTceaaten Ha Make[OHCKOTO 34pYEHMNE NO KAPANONOrnja

Npo¢. a-p Mapujax bowescku, FESC
MpeTtcepaTten Ha CMMNO3MyMOT
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WELCOME ADDRESS

Dear Colleagues,

On behalf of the National Society of Cardiology of North Macedonia and
Organizing committee, it is our great pleasure and privilege to welcome
you at the Fourth International Symposium on Thrombosis & Ves-
sels, which will take place on May 15-16, 2026, at the DoubleTree
by Hilton Hotel in Skopje, North Macedonia.

The symposium has become a traditional event, devoted for all young
doctors, internists, cardiology residents, cardiologists, vascular medi-
cine specialists, hematologists and transfusion medicine specialists, as
well as dermatologists. The symposium will be joined by international
lecturers from Europe and region.

Thrombosis and its complications are our everyday reality and big treat-
ment challenge. The symposium will cover topics including all aspects
of venous and arterial thromboembolism, thrombotic complications, ar-
terial disease, management of cancer-associated thrombosis and real-
world experiences, as well as prevention, diagnosis and contemporary
thrombosis treatment. Special aspects of risk factors and comorbidities
leading to thrombosis will be covered. A dedicated session will also ad-
dress the latest quidelines on the treatment of pulmonary embolism.

Thank you for joining us in our efforts to push the boundaries of knowl-
edge in vascular health. We wish you a productive, engaging, and mem-
orable experience.

Warm regards,

Associate Professor Irena Mitevska, MD, PhD, FESC
President of National Society of Cardiology of N. Macedonia

Prof. Marijan Bosevski, MD, PhD, FESC
President of Symposium
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TPOMBO/IN3A KAJ NY/IMOHA/THA TPOMBOEMBOJINJA-
KOrA e BUCTUHCKUOT MOMEHT?

WN. KyamaHocKu, C. M. JopaaHosa, E. KaHauk, 4. M. CnnpoB.a,
N. Mnwmk, M. BolueBcKu

HauwnoHaneH ueHTap 3a Kap4noBacKy1apHU 3abonyBama,
MaengnuyunHckn daryntet- CKonje

Bosep: AKyTHMOT 6enogpobeH Tpomboembonusam (BTE) npeTcTaByBa
HMBOTO33arpo3yBayvyka COCTOj6a, MPU LTO pPaHaTa CMPTHOCT H3jyecTto e
pe3ynTaT Ha aKyTHa AecHocpueBa cnaboct. OUOPUMHONUTUYKATA Tepanuja
NpeTCcTaByBa TPETMAH Ha n360p Kaj BUCOKOPU3nYHa BTE Koja ce maHudecTmpa
CO XEeMOAMH3aMCKa HeCcTabunHOCT. [oHecyBameTO H3a OA/lyKa 33 WucTaTa
npeTcTaByBa 0COb6eH Mpeam3BUK Kaj NauUMeHTU KOU WUHULWjANHO, HeuenocHo
M UCNOMHYBAAaT KPUTEPUYMUTE 33 BUCOK PU3MK, HO MOKaXKyBaaT 3HAaLUWM Ha
Nporpeanpayvka KapanorysiMoHanHa KoMnpomuTauuja.

MpukKas Ha cnyyaj: Bu npetctaByBame 34-roguwleH naumeHT, 6e3 npeTxogHa
NCTOpYja Ha KapAWOBACKyNapHW 33601yBarba, KOj Ce jaBM HAa HawaTa
K/IMHMKA CO CMMMNTOMW HA NPOrpecmnBHa AucnHea, xunoxkcemuja (SpO2 90%) u
Taxukapanja o 150/MuH. MaueHToT AaBa NoAAaTOK 338 e4HOMEeCeYHa UCTOpWja
H3 pecnMpaTopHa CUMNTOMATOMOMja, UCTATa BO NMPUNOr HA MHEBMOHW]ja. MNpwn
npuveM, NaUMeHTOT HOPMOTEH3UBEH CO apTEPUCKM KpBEH NPUTUCOK oA 120/80
mmHg, co nocnegoBaTeneH Nag BO TeK Ha HEKOMKy 4aca Ao 95/70 mmHg.
J1ab0paToOpUCKNTE aHANM3N MOKAMKaa 3H3YUTESTHO MOKaYeHW BPeaHOCTU Ha
A-anmepu (34,240 ng/mL), TponoHuH (163 ng/L) u NT-proBNP (6060 pg/mL),
KaKO M NOKa4YeHn nHbamaTopHu Mapkepu. HanpaseHa 6ewwe KT aHrnorpaduja
Ha My/IMOHaNHUTEe apTepun, Ha Koja Ce BU3yenn3npalle jaBadyku TPOMO Koj
NPOMUHMPA KOH obeTe ny/lMOHanHW apTepuun. BegHaw 6elwwe peanusmnpaHa
TPAHCTOPAKaNHa exokapauorpaduja, Koja NMOKarKa 3HaYajHa AnNaTaunja Ha
AecHaTa komopa (OK/NK >1), HamaneHa NoHruTyauHanHa eyHkumja (TAPSE 12
MM), KAKO N NOKaYeH NPUTUCOK BO NySIMOHANHAaTa apTepuja (MAMNc 68mmHg),
BO MPWIOr H3 aKYTHO AeCHOKOMOPHO OMNTOBapyBam-e.

Bo MOMEHT Ha npuemM NauueHToT belle xeMOAMHAMCKN CcTabuneH, 6e3 jacHo
N3pa3eHn KapaKTepUCTUKM Ha BUCOKopu3andHa BTE, nopagum wTo bewe
OPOWHMPAHA aHTUKOArynaHTHa Tepanuja, CO BHWUMATENHO cnedere Ha
KNMHWYKATa COCTOj6a. Cenak, AWjarHOCTUYKMUTE NOCTanKKW, NabopaTopucCKnTe
aHaNM3n, KaKo M NOoCNefoBaTeNHOTO XEMOAMHAMCKO BrollyBare (M3pa3eHa
[EeCHOKOMOPHA ANCPYHKLMj3, NOK3YEHN BUOMAPKEPU, XUMOKCEMNjA) YKaHAa Ha
€BONYLMja Ha NALMEHTOT KOH BUCOKOPU3MYEH NPOdUA N PU3NK 04 HEeNocpeaHa
OeKkoMneH3aumja. Bo OTCycTBO HAa KOHTpauHAuKauum 33 ¢mbpuHonM3a wu
HU30K PU3MK Of KpBapere, Kaj NaumeHToT bewle anaMuMpaHa CUCTEMCKA
GMBPUHONUTUYKAE TEPANK]j3, MO LUTO belle NPOoLONKEHO CO aHTUKOAryNaHTHATa
Tepannja, HKaKo W 3HTMOMOTCKA Tepanuja nopagn KOHKOMWUT3HTHATA
nHeBMOHMja. o anavumpaHaTa Tepanuja, Kaj NauMeHToT Adojae Ao
nogobpyBarbe HAa CUCTEMCKATa OKCUreHaumja U XeMOAMHAMCKMOT CTaTyC.
KoHTponHaTta exokapauorpaduja MnoKawa HOPManM3aumja Ha CUCTONHATA
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dVYHKUMja Ha aecHaTa koMmopa (TAPSE 23mm) 1 perpecnja Ha AeCHOKOMOPHATa
avnataywmja. MaymeHToT 6eLle NCNULWAaH Ha OMALUHO eKyBare CO NPenopakxa
33 QHTMKOAryNaHTHa Tepanunja Co ANPEKTEH OPaNeH aHTUKOArynaHT.

3akny4yoK: OubpuHONM3aTa Ce ylWTe OCTaHyBa MMBOTOCMACYBayKa
WHTEepBeHUWja Kaj BUCOKopu3nyHaTa bBTE. AKTyenHuTe npenopakn Ha
EBPOMNCKOTO KapAWOMOLWKO 34pPYHeHe He NoaapHyBaaT PYTUHCKA MNpUMeHa
H3 TPOMb0/M33 Kaj NAUMEHTU CO WHTEepMeaMEepHO-BUCOK PU3MK, OO0AEKa
penepdy3noHaTa Tepannja Tpeba Aa ce pasrnena BO Cy4aj H3 XeMOANH3MCKO
Bnowysarwe. Of Apyra CTpaHa, COBpPEMeHuTe KoHuenTn u nybamkauyuu
AOMNOMHUTENHO ja HArnacysaaT AWMHAMWYHAT@ MNpUPOA3 HA PU3BUKOT W
notpebaTa o4 MHAMBMAYANM3UPAHA NPUCTan NpU eckanaumja Ha TepannjaTta.
Kaj cenekTMpaHn naumMeHTn CO MHTEepMeANEPHO-BUCOK PU3MK MU PaHU 3HAUM
H3 BOWYBaHe, MOPaAHO 3ano4yHaTa penepdy3nja Moxe A3 ce CMeTa 33
NPO3KTUBHA, HAMECTO PeaKTUBHA CTPaTernja. Bo BakBM ycnoBuW, NPaLLaHeTo
He e fanu fa ce Aenysa, TYRY KOMKy 6p30.

KnyyHun  360poBu: 6enogpobeH  Tpomboembonuizam,  Tpomb0OIM33,
AEeCHOKOMOPHA ANchyYHKUMja, pU3KK cTpaTndurKkaumja

THROMBOLYSIS IN PULMONARY THROMBOEMBOLISM-
FINDING THE RIGHT TIME TO ACT

I. Kuzmanoski, S. P. Jordanova, E. Kandic, D. P. Spirova, I. Misic,
M. Bosevski

National Center for Cardiovascular Diseases, Faculty of Medicine -
Skopje

Introduction: Acute pulmonary thromboembolism (PTE) is a life-threatening
condition in which early mortality is primarily driven by acute right ventricular
(RV) failure. Fibrinolytic therapy is the treatment of choice in high-risk PTE
with hemodynamic instability. Decision making remains challenging in patients
who do not initially fulfill high-risk criteria but demonstrate signs of evolving
cardiopulmonary compromise.

Casereport: A34-year-old malewith no prior cardiovascular disease presented
with progressive dyspnea, hypoxemia (SpO. 90%), and tachycardia up to 150/
min following a one-month history of respiratory symptoms, initially treated
as pneumonia. On admission, arterial blood pressure was 120/80 mmHg,
with subsequent decline over the following hours to approximately 95/70
mmHg. Laboratory findings showed markedly elevated D-dimer (34,240 ng/
ml), troponin (163 ng/L), and NT-proBNP (6060 pg/ml), along with elevated
inflammatory markers. Computed tomography pulmonary angiography
demonstrated a saddle embolus extending into both pulmonary arteries.
Transthoracic echocardiography revealed significant RV dilatation (RV/LV >
1), reduced RV longitudinal function (TAPSE 12mm), and elevated pulmonary
artery pressure of approximately 68 mmHg, consistent with acute RV overload.

2
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At presentation, the patient was hemodynamically stable without features of
overt high-risk PTE, and anticoagulant therapy with close clinical monitoring
was initiated. However, subsequent hemodynamic deterioration, severe RV
dysfunction, biomarkerelevation,and hypoxemiaindicated an evolving high-risk
profile with imminent decompensation. In the absence of contraindications to
fibrinolysis and with an overall low estimated bleeding risk, systemic fibrinolysis
was administered, followed by continuation of anticoagulant therapy and
supportive treatment, including antibiotics due to concomitant pneumonia.
The clinical course was favorable, with rapid improvement in oxygenation
and hemodynamic status. Follow-up echocardiography demonstrated
normalization of RV systolic function (TAPSE 23 mm) and regression of RV
dilatation. The patient was discharged on direct oral anticoagulant therapy.

Conclusion: Fibrinolysis remains a life-saving intervention in high-risk PTE.
Current recommendations from the European Society of Cardiology do
not support routine thrombolysis in intermediate-high risk patients, while
reperfusion therapy should be considered in the event of hemodynamic
deterioration. Emerging perspectives further emphasize the dynamic nature of
risk and the need for individualized escalation of therapy. In selected patients
with intermediate-high risk features and early signs of deterioration, earlier
reperfusion may represent a proactive rather than reactive strategy. In this
setting, the question is not whether to act but how fast.

Keywords: pulmonary thromboembolism, thrombolysis, right ventricular
dysfunction, risk stratification

WHEN INFLAMMATION MEETS THROMBOSIS:
EOSINOPHILIC MYOCARDITIS COMPLICATED

BY INTRACAVITARY THROMBI LEADING TO
SYSTEMIC THROMBOEMBOLISM ASSOCIATED WITH
ANTIPHOSPHOLIPID SYNDROME

S. Jovchevska, B. Dimitrovska, E. Antova, E. Srbinovska Kostovska,
V. Andova

University Clinic for Cardiology and Cardiovascular Surgery, National
Center for Cardiovascular Disease, Faculty of Medicine, Ss. Cyril and
Methodius University, Skopje

Introduction: Eosinophilic myocarditis (EM) represents an uncommon
yet potentially fatal inflammatory condition characterized by myocardial
infiltration of eosinophils, frequently associated with systemic conditions such
as hypereosinophilic syndromes, allergic reactions, and autoimmune disorders.
A notable and clinically significant complication is intracavitary thrombus
formation, which predisposes patients to systemic thromboembolism. The
coexistence of antiphospholipid syndrome (APS), an acquired autoimmune

3
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thrombophilia, further exacerbates the underlying thrombotic diathesis,
substantially increasing the risk of arterial and venous thrombotic events.

Casereport: A55-year-oldwomaninitially presented with progressive dyspnea,
peripheral edema, and fatigue, consistent with right-sided heart failure,
previously diagnosed with EM confirmed by endomyocardial biopsy. Physical
examination revealed elevated jugular venous pressure, hepatomegaly, and
signs of systemic congestion. Laboratory findings showed marked eosinophilia
and elevated cardiac biomarkers. Transthoracic echocardiography identified
biventricular intracavitary thrombi, right heart dilatation, severe tricuspid
requrgitation, and features of pulmonary hypertension. CT angiography
excluded acute pulmonary thromboembolism, with no evidence of intraluminal
filling defects. Cardiac magnetic resonance confirmed the presence of
myocardial inflammation and thrombi. During hospitalization, the patient
experienced an ischemic stroke, manifesting as acute left-sided hemiparesis,
likely of cardioembolic origin in the setting of known intracardiac thrombi.
Prompt neurological evaluation and appropriate management were initiated,
alongside continuation of systemic anticoagulation therapy. Further workup
revealed a positive lupus anticoagulant and confirmed APS. The patient was
managed with a combination of corticosteroid therapy, anticoagulation, and
supportive treatment for heart failure, resulting in clinical stabilization at
discharge.

Conclusion: This case highlights the synergistic thromboinflammatory
mechanisms of EM and APS, predisposing to intracardiac thrombosis and
systemic embolization. Advanced imaging modalities and histopathological
confirmation via endomyocardial biopsy are essential, while integrated
immunosuppressive and anticoagulant therapy significantly improve outcomes.

Keywords: Eosinophilic myocarditis, Intracardiac thrombi, Systemic
thromboembolism, Cardiac magnetic resonance, Endomyocardial biopsy

AKYTHA TPOMBO3A HA BPAXUJANNTHATA APTEPUJA
KAKO NPBA MAHU®ECTALUUJIA HA NAPOKCU3MAJIHA
ATPUJANTHA ®UBPUNTALUUNJA

N. UpseHKoBa, A. [ynescka-ByunHuk, C. Raea-AHacTacosa

HaumoHaneH ueHTap 3a KapAnoBacKyNapHW 3abonyBama, Cronje, PC
MaKkeoHwWja

BoBep: AKYTHATa UCXEMUWj3 H3 rOPeH EeKCTPEMUTET HajuyecTo e nocneguua
H3 KapAMoeMbOoNUCKN HAcTaHW. MapoKcM3ManHaTa atpujanHa ¢ubpunaumja,
nopagu WHTEPMUTEHTHUOT TeK, YeCTO OCTaHyBa HEeAWjarHOCTUUMPaHa Ao
NnojaBa Ha eMb0INCKN KOMMINKALWW.

Lenu: [1a ce npuKare Cnyyaj Ha akyTHa TPoMb603a Ha bpaxnjanHaTa apTepuja
KaKO MHMUMjanHa MaHndecTaumja Ha NAPOKCU3ManHa atpujanHa pubpunaumja.

MaTtepumjan: lNaumeHTKa of eHckn non J.K, 58 roguHW, CO apTepucKa
4
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XMNepTeH3uja 1 NyLleHe KAKO pU3MK GaKTopu, Ce Npe3eHTUpaLle CO aKyTeH
NOYETOK Ha WHTEH3MBHa 60MKa, CTyaeH U 6nea ropeH eKCTpemMuTeT Co
¢yHKUMOHaneH peduunt. Bo aHaMHe3aTa ce HOTUP3aAT MHTEPMUTEHTHU
enn3ogu Ha nannutaymm. CTaHyBa 360p 33 NPB3a BaKB3 TPOMBOTCKAa enn3ona
CO 3H343jHO HapyLUYyBaHe HA CEKOjAHEBHOTO GYHKLUNOHNPAHE.

MeTtogu: CrpoBeaeHn ce KAMHUYKA NpoueHKa, ERI, nabopaTtopucKkn aHanm3n
(O-oumepw), gynnekc fonnep ynTpacoHorpaduja, exokapauorpadpuja wm
24-4acoBeH X0NTep MOHUTOPUHT.

Pe3synTtatu: EKI Nnpu NpvemM perncTpmpalue CMHyceH putam. JlabopaTtopuckmTe
aHAaNM3M MOKaMaa MoKayeHu BpedHoCcTW Ha [O-gumepu. Oynnekc [fdonnep
YNTpacoHorpadujata 4eEMOHCTPUPALLE KOMMIETHA OKMy3nja Ha bpaxunjanHaTa
apTepnja co OTCYCTBO Ha AWCTanNeH MpoTOK. Exokapamorpadumjata noKama
ypeAHa 1eBOKOMOPHA CUCTOHA PYHKLNjA CO NOYETHA AMjacTonHa ANchyHKUNja.
3abeneraHo e rpaHMYHO 3roNieMyBar-e Ha NeBaTa NPETKOMOPA KaKo 04pa3 Ha
[ONrOTPajHa apTepuUCcKa XMnepTeH3n;ja, LUTO NpeTCcTaByBa OCHOBA 3@ N0jaBa Ha
WHTEePMUTEHTHAa aTpujanHa ¢ubpunaunja. He ce eBUAEHTUPAHM TPOMOBOTUYHN
Macu BO CpueBUTE HKaBUTETWU. XONTEP MOHUTOPUHIOT [OKYMEeHTMpaLle
NapOKCU3ManHM enu3oan Ha atpujantda pubpunaumja. CornacHo CHA,DS;-VASc
cKkop 2 MHAS-BLED ckop 1, 3an04HaTa e 40NAroTPajHa OPanHa aHTUKOArynaHTHa
Tepanuja.

3aKNy4YoK: AKyTHaTa Tpombo3a Ha OpaxujanHata apTepuja Moxe [Aad
buge npeBa MaHudecTaumja Ha MNapPOKCM3ManHa aTtpujanHa ¢ubpunaumja.
ExokapanorpadCcKMTe HaoAM YKaKyBaaT Ha MNOANEHEYKO CTPYKTYPHO W
GYHKUMOHANHO peMofennpare Kako OCHOBa 33 apuTmuja. pasBunHuMOT
AWjarHOCTMYKM pegocne v pu3mnK CTPaTUPUKaLMjaTa Ce KNyYHW 338 HaBPEMEHO
NoCTaByBark€ HAa [MjarHO3aTa W MNpeBeHuUWja Ha NOHATAaMOLUHKU eM60NCKK
HaCTaHW.

Kny4yHn 360poBM: NapoKCM3ManHa atpujanHa o¢ubpunaumja, bpaxmjanHa
apTepunja, aKkyTHa UCXeMuja, apTepucka TpomMb033, exokapanorpaduja

ACUTE BRACHIAL ARTERY THROMBOSIS AS THE FIRST
MANIFESTATION OF PAROXYSMAL ATRIAL FIBRILLATION

L. Crvenkova, A. Gulevska-Vucinikj, S. Kjaeva-Anastasova
National Center for Cardiovascular Diseases, Skopje, North Macedonia

Introduction: Acute upper limb ischemia is most commonly caused by
cardioembolic events. Due to its intermittent course, paroxysmal atrial
fibrillation often remains undiagnosed until embolic complications occur.

Objectives: To present a case of acute brachial artery thrombosis as the initial
manifestation of paroxysmal atrial fibrillation.

Material: A 58-year-old female patient J.K, with arterial hypertension and
smoking as risk factors, presented with acute onset of severe pain, coldness,
and pallor of the upper limb, accompanied by functional impairment. The

5
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medical history revealed intermittent episodes of palpitations. This was the
first thrombotic event, significantly affecting daily functioning.

Methods: Clinical evaluation, ECG, laboratory analysis (D-dimer), duplex
Doppler ultrasonography, echocardiography, and 24-hour Holter monitoring
were performed.

Results: ECG at admission showed sinus rhythm. Laboratory findings revealed
elevated D-dimer levels. Duplex Doppler ultrasonography demonstrated
complete occlusion of the brachial artery with absence of distal flow.
Echocardiography showed preserved left ventricular systolic function with
early diastolic dysfunction. Borderline left atrial enlargement was noted as a
reflection of long-standing arterial hypertension, representing a substrate for
intermittent atrial fibrillation. No intracardiac thrombus was detected. Holter
monitoring documented paroxysmal atrial fibrillation. Based on a CHAzDS,-
VASc score of 2 and HAS-BLED score of 1, long-term oral anticoagulation
therapy was initiated.

Conclusion: Acute brachial artery thrombosis may represent the first
manifestation of paroxysmal atrial fibrillation. Echocardiographic findings
indicate underlying structural and functional remodeling as a substrate for
arrhythmia. A structured diagnostic approach and risk stratification are
essential for timely diagnosis and prevention of further embolic events.

Keywords: paroxysmal atrial fibrillation, brachial artery, acute limb ischemia,
arterial thrombosis, echocardiography

AONABOKA BEHCKA TPOMBO3A KOMIMJTUUUNPAHA
CO bENOAPOBHA EMBOJ/INJA KAJ NALUUEHT CO
KOMBUHWUPAHA HACNEAHA TPOMBODOUJ/TNJA -
NMPUKA3 HA C/1IYHAJ

N. UpseHKoBa, C. MasboLuKkoscKka, C. KaeBa-AHacTacosa,
N. Ry3maHocku, M. boweBcku

HauwnoHaneH LeHTap 3a KapanosackynapHu 3abonysana, Ckonje, PC
MakefnoHwuja

BoBea: BeHcKnoT TpoMboeMb0onM3aM MNpeTCTaByBa 3HA4ajHa MNpUYMHA 33
MopbnguTeT U MoOpTanuUTeT U 63pa HaBPEMEHO Mperno3HaBake N CooABeTEH
TepaneBTCKU nNpucTan.

LUenu: MNprKas Ha KAMHWUYKK CNyYaj Ha [1aboka BeHcKa Tpombo3a (OBT)
KOMNAMUMpaHa co benogpobHa TpoMmboembonuja (MTE) co nocneaoBaTenHo
[OKaXaHa KOMBUHNPaHa HacneaHa Tpombodunvja.

MaTtepwujan: NauneHT og Mawkm non, P.C., Ha 65 roanHn, obeseH, Nyway co
apTePUCKa XMNepTeH3Mja N CeAeHTapeH Ha4YMH Ha *MBOT, Ce jaByBa CO H0/IK3,
OTOK M LUpBEHMN0 Ha N1eBaTa NOTKO/IEHMLA BO Tpaeke o4 3-4 feHa.
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MeTtoau: VI3BpWeEH KAVHWYKK nperneqd, 3eMeHV NabopaTOpUCKM aHaNu3wW,
enexkTpokapavorpaduja, gonnep CcoHorpadnja Ha [ONHU EeKCTPeMUTETH,
exokapaunorpadunja, KT nynmMoHanHa aHruorpadmja, exocoHorpadmja Ha
ab0MeH, reHEeTCKN CKPUHWHI 338 TPOMBOPUNNja 1 KOHTPONEH gonnep nperneg
Ha CegMuoT AeH.

Pesyntatu: [lpy npuemoT e perncTtpupaHa CuUHyCHa Taxukapauvja 6es
OWCNHea, CO NOKayeHn BpeaHOCTM Ha D-anmepn n C-peakTMBEH MNPOTEWH.
fdonnep coHorpadujata notBpan [AOBT Ha neBata nonaMTeanHa BeHa.
Exokapanorpadmnjata MNOKarka ypeaHa /EeBOKOMOPHa CUCTONHA ¢yHKUWja
CO [AujactonHa AucPyHKUMja, yMepeHa TPUKYCNUAANHa peryprutaumja wu
3HaUM Ha NYIMOHA/IHA XMNEPTEH3Mj3, CO 334yBaHa AECHOKOMOPHAa GYHKUMja,
LWTO HaMeTHa COMHeHue 33 MMTE, KT nynMoHanHa aHrunorpadmja notspam
bunatepanHa 3adaTeHOCT. 3ano4YyHaTa Tepanuja Cco AUPEKTEH OpaneH
QHTUKOArynaHc. KOHTPONHMOT Aonnep He NOoKama pe3nayanHa TpomMb6033, Co
nag Ha BpegHocTUTe Ha D-gnmepuTe. MeHeTCKaTa aHanmM3a NoTBPAM NPUCYCTBO
Ha noBeKe XeTepo3nroTHN MyTaLuM NOBP3aHM CO TPOMB0DUNN]3, LLITO YKaXKyBa
H3 KOMbMHMpPaHa HacnegHa TpoMbodunnja, Co NOTEHUWMjANEH KYMyNaTUBEH
edeKT BPp3 xmnepKoarynabuiaHocTa, 0C06eHO0 BO MHTEPAKLMja CO NPUAPYHHUTE
KAMHUYKM PU3MK GaKTopW.

3aKny4yoK: Haj naumeHT CO HenpoBOUMPAH BEHCKU TpoMboembonm3am,
OeTeKumjata Ha KOMbMHMpaHa HacnegHa TpoMboduInja MMa 3H3YajHO
OWjarHOCTMYKO W TepaneBTCKO 3Hadewe. [lo HactaHata [TE, cnopef
coBpeMeHuTe Mpernopakun, MHAMLUMPaHa e [0NroTPajHa, YecTo N AOHMBOTHA
OpasnHa aHTUKOAarynaHTHa Tepanuja nopaan 3rofieMeH puU3unK of peunans.

Kny4yHn 360poBu: O1aboKa BeHCKa TpoMb6033, 6HenogpobHa embonvja,
KOMbBUHMpaHa TpoMbodUInja, AUPEKTHN OPANHN AHTUKOAryNaHCK

DEEP VEIN THROMBOSIS COMPLICATED BY PULMONARY
EMBOLISM IN A PATIENT WITH COMBINED INHERITED
THROMBOPHILIA - A CASE REPORT

L. Crvenkova, S. Paljoskovska, S. Kjaeva-Anastasova, M. Bosevski,
l. Kuzmanoski

!National Center for Cardiovascular Diseases, Skopje, North Macedonia

Introduction: Venous thromboembolism is a significant cause of morbidity
and mortality and requires timely recognition and appropriate therapeutic
management.

Aim To present a clinical case of deep vein thrombosis (DVT) complicated by
pulmonary thromboembolism (PTE) with subsequently confirmed combined
inherited thrombophilia.

Material: A 65-year-old male patient, R.S., obese, smoker, with a history of
arterial hypertension and a sedentary lifestyle, presented with pain, swelling,
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and redness of the left lower leg lasting 3-4 days.

Methods: Clinical examination, laboratory testing, electrocardiography,
Doppler ultrasonography of the lower extremities, echocardiography, CT
pulmonary angiography, abdominal ultrasound, genetic thrombophilia
screening, and follow-up Doppler examination on day 7 were performed.

Results: On admission, sinus tachycardia without dyspnea was noted, with
elevated D-dimer and C-reactive protein levels. Doppler ultrasonography
confirmed DVT of the left popliteal vein. Echocardiography demonstrated
preserved left ventricular systolic function with diastolic dysfunction,
moderate tricuspid reqgurgitation, and signs of pulmonary hypertension
with preserved right ventricular function, raising suspicion of PTE, with
CT pulmonary angiography confirming bilateral involvement. Direct oral
anticoaqulant therapy was initiated. Follow-up Doppler showed no residual
thrombosis, accompanied by a decrease in D-dimer levels. Genetic analysis
identified multiple heterozygous mutations associated with thrombophilia,
indicating combined inherited thrombophilia with a potential cumulative
effect on hypercoaqulability, particularly in interaction with coexisting clinical
risk factors.

Conclusion: In patients with unprovoked venous thromboembolism,
identification of combined inherited thrombophilia has important diagnostic
and therapeutic implications. Following PTE, according to current guidelines,
long-term, often lifelong oral anticoagulant therapy is indicated due to the
increased risk of recurrence.

Keywords: deep vein thrombosis, pulmonary embolism, combined
thrombophilia, direct oral anticoagulants

BEYOND THE INFERIOR VENA CAVA: A MULTIMODAL
ULTRASOUND APPROACH TO VASCULAR
HAEMODYNAMIC ASSESSMENT INTEGRATING FLUID
RESPONSIVENESS AND FLUID TOLERANCE

M. Lazarov

Clinic of Internal Medicine and Pulmonology, Rummelsberg, Nirnberg,
Germany

Introduction: Assessment of intravascular volume and quidance of fluid
therapy remain major clinical challenges. Although ultrasound evaluation of
the inferior vena cava (IVC) is widely used, its accuracy is limited by multiple
physiologicalandpathologicalfactors.Invascularmedicine,increasingattention
is given to venous haemodynamics and the need for an integrated approach.
Objectives: To present a multimodal ultrasound approach to vascular
haemodynamic assessment that integrates fluid responsiveness and fluid
tolerance, moving beyond isolated IVC evaluation.

8
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Material: Recent literature on ultrasound-based haemodynamic assessment.

Methods: A narrative review of studies evaluating dynamic parameters of
fluid responsiveness—passive leg raising (PLR), left ventricular outflow tract
velocity-time integral (LVOT VTI), and IVC variability—and markers of fluid
tolerance, including lung ultrasound and venous Doppler assessment within
the venous excess ultrasound score (VExUS) framework.

Results: PLR combined with LVOT VTI provides the most reliable assessment
of fluid responsiveness. IVC-derived indices offer supportive but context-
dependent information and should not be used in isolation. Venous Doppler
evaluation of hepatic, portal, and renal veins enables detection of systemic
venous congestion, while lung ultrasound identifies early interstitial oedema.
Integration of these modalities allows simultaneous assessment of forward
flow and venous back-pressure.

Conclusion: A multimodal ultrasound approach enables comprehensive
vascular haemodynamic assessment by integrating fluid responsiveness and
fluid tolerance. Moving beyond the IVC supports more precise, physiology-
guided fluid therapy and may reduce complications related to fluid overload.

Keywords: ultrasound, vascular haemodynamics, fluid responsiveness, venous
congestion, VExXUS

SEXUALLY TRANSMITTED INFECTIONS AS TRIGGERS OF
ENDOTHELIAL DYSFUNCTION: A DERMATOVASCULAR
PERSPECTIVE FOR THROMBOTIC DISEASE

V. Simeonovski

University Clinic for Dermatology, Faculty of Medicine, “Ss. Cyril and
Methodius” University- Skopje, Skopje, R. North Macedonia

Sexually transmitted infections (STIs) are traditionally conceptualized as
localized mucocutaneous diseases; however, growing evidence suggests that
several of these pathogens exert systemic effects on the vascular endothelium,
contributing to inflammation, vascular remodeling, and thrombosis. This
lecture proposes a dermatovascular framework in which endothelial
dysfunction serves as the central mechanistic link between STls, cutaneous
manifestations, and thrombotic disease.

The vascular endothelium is a dynamic organ responsible for maintaining
hemostatic balance, reqgulating vascular tone, and modulating immune
responses. Disruption of endothelial homeostasis—characterized by
reduced nitric oxide bioavailability, increased oxidative stress, upregulation
of adhesion molecules, and enhanced tissue factor expression—results in a
pro-inflammatory and prothrombotic phenotype. Multiple STl-associated
pathogens demonstrate the capacity to induce such dysfunction through
distinct but converging mechanisms.
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Treponema pallidum directly interacts with endothelial cells, producing
endarteritis obliterans and progressive vascular remodeling, which underlies
both cutaneous lesions and late cardiovascular complications such as aortitis.
Neisseria gonorrhoeae, particularly in disseminated infection, induces immune
complex-mediated vasculitis with potential microvascular injury. Herpes
simplex virus has been shown to promote endothelial procoagulant activity
through upregulation of tissue factor and downregulation of anticoagulant
pathways. Human papillomavirus contributes more indirectly through chronic
inflammatory signaling and pro-angiogenic factor induction, including vascular
endothelial growth factor (VEGF), leading to abnormal vascular architecture
and sustained endothelial activation.

Cutaneous manifestations such as livedo reticularis, purpura, and ulceration
may represent early clinical indicators of systemic endothelial injury and
microvascular dysfunction. Recognition of these dermatologic signs provides
a valuable opportunity for early identification of patients at increased
thrombotic risk.

This dermatovascular perspective highlights STIs as contributors to systemic
vascular pathology rather than isolated infections, emphasizing the need
for interdisciplinary approaches integrating dermatology, infectious disease,
and vascular medicine in the prevention and management of thrombotic
complications.

Key words endothelial dysfunction, STI

CUTANEOUS CLUES OF VASCULAR DISEASE: WHEN THE
SKIN REVEALS HIDDEN THROMBOSIS AND CIRCULATORY
DISORDERS

I. Dohcheva Karajovanov

University Clinic for Dermatology, Faculty of Medicine, Ss. Cyril and
Methodius University, Skopje, North Macedonia

Cutaneous manifestations represent a frequently underrecognized yet
clinically invaluable window into systemic vascular pathology. In the context
of thrombotic and circulatory disorders, the skin often serves as the earliest
and most accessible organ reflecting underlying disturbances in macro- and
microvascular integrity. Despite advances in vascular imaging and laboratory
diagnostics, subtle dermatological signs such as livedo reticularis, livedo
racemosa, acral ischemia, vasculitic lesions, and cholesterol embolization
phenomena remain insufficiently integrated into routine cardiovascular
assessment.

This lecture advances the concept that dermatological examination should
be considered a fundamental component of vascular evaluation, particularly
in patients with suspected thrombophilia, embolic disease, or unexplained
ischemic symptoms. We emphasize the pathophysiological continuum linking

10
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endothelial dysfunction, inflammation, coaqulation cascade activation, and
microcirculatory impairment, all of which manifest through distinct cutaneous
phenotypes.

Through a clinically oriented, pathophysiology-driven framework, this
presentation highlights key dermatological patterns that may signal occult
thrombosis or systemic vascular disease. Recognizing these patterns
enables earlier diagnosis, risk stratification, and targeted interdisciplinary
management. Ultimately, integrating dermatological insight into vascular
medicine may significantly improve patient outcomes by transforming the
skin into a diagnostic interface rather than a secondary observation.

Keywords: Cutaneous manifestations; Vascular disease; Thrombosis;
Microcirculation; Endothelial dysfunction; Livedo racemosa; Acral ischemia

ANCERUUNJIA CO KOMNMNETHA OK/TY3UJA HA
OECHATA BHATPELLHA KAPOTUAHA APTEPUJA
MO XUNEPTEH3UBHA KPU3A KAJ M/1IAAQ NAUUEHT
-MPUKA3 HA CNTYYAJ

. JoHeBCKa, 3. [loHeBCKN, H. TaHecKa, C. Mutpeckn, b. Teroscka

CneuwjanusnpaHa 60NHMLA 33 NpeBeHLMja, TPETMaH 1 pexabunurtayuja
Ha KapAnoBaCKyNapHU 3abonysBama - ,CBeTn CtedaH”, Oxpug

BoBega: lcxeMnyHMoT Mo304eH yaap (MMY) Kaj Mnaam Bo3pacHW L3 e CepUo3Ha
COCTOj6a Koja 6apa 6p3a eTMonowkKa AndepeHumjaumja. ATepocKiepo3aTa
€ MnOopeTKa Kaj 0Baa nonynaumja HO aKyTHUTE BACKYN3pHU WHUMAOEHTU
KAKO Aucekumja mnnm Tpomb603a MNOTTUKHATM Of HEH3AEejHN XEeMOAMHAMCKU
NPOMEHN NPEeTCTaByBaaT 3H3YaeH AWjarHOCTUYKN Npeav3BuK. OuceKkumjata Ha
LiepPBMKaNHUTE apTepumn € eaHa 04 MNPUYMHUTE 33 UCXEMUYEH MO30YEH yaap Kaj
nnua noa 45-roguwHa Bo3pacT. HarmmoT NopacT Ha apTEPUCKMOT NPUTUCOK MOMe
Aa buge npeumnUTMPaYkm GaKTop 33 MHTUMANHO PAC/ojyBakbe, LUTO YeCTo BoAU
[0 CeKyHAapHa TPOMH03a 1 KOMMNIETHA OK/MY3M1ja Ha KPBHUOT Caga.

MNpuka3s Ha cnyyaj: 42-roguieH Maxk, CO MNPEeTXOo4HVM MOBPEMEHU Manu
Bapujaunn Ha KPBHWOT MPUTUCOK, 6€3 Apyrn 3Ha4yajHU Komopbuantetn n 6es
pefoBHa MeAMK3AMEHTO3HAa Tepanuja, Ce jaBWN Kaj MaTUYeH NeKap nopaau
Harna nojaBa Ha WHTEH3MBHA 60/IKa BO AECHATa CTPaHa HA BPATOT, MaBobo/Ka
N TELLKa XMNepTeH3MBHa peakuuja (230/120 mmHQ). [lageHo My e Torall camo
AHTUXMNEPTEH3MBHA Tepannja 1 aHaNreTuK, NpenuLLyBajkn ja 601KaTa Bo BpaToT
Ha MYCKyNHa 60/Ka 1 BpaTHa cnoHAawno3a. Mo nateHTeH nepuog of 24 4aca,
Kaj NAUMEeHTOT Ce pa3BMBA HEBPOJIOLLKA CUMMTOMATOMOMMja: rybuToK Ha BUAOOT
Ha AecHoTo OKo (amaurosis fugax) n MoTopHa cnabocT, Nape3a Ha NeBa paka
.NpernegaH oa o$pTanMonor,HEBPONOr 1 Ha KPaj 1 Kapauonor. Ha HanpaseH KT
Ha MO30KOT Cce BepuduKyBa NOMana MCXxeMnyHa ne3sunja Bo gecHaTa xemuncdepa,
[ofeKa Konop gonnep ynTpacoHorpadmjata Ha KAPOTUAHUTE APTEPUN MOKAHA
LenoCcHa OKNy3Mja Ha [ecHaTa BHATpewHa KapotugHa aptepuvja (ICA) co

11
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NpUCYCTBO Ha TPOMBOTUYHA Maca. Co ornieq Ha aHAMHE3aTa 3a Haryo NoKavyBakbe
Ha KPBHMOT NPUTWUCOK Npef HAaCTaHOT, CuHa 60/Ka BO BPATOT M OTCYCTBOTO Ha
NpeTxoa4Ha KapAMOBaCKyNapHa UCTOPWja, MOCTaBeHa e CYCNEeKTHA aMjarHo3a 3a
[AVCeKLMja Ha KapoTuaHaTa apTepujaTa.

3a pedvHUTMBHA NOTBpPA3 Ha eTuonornjata u auvdepeHumjaumja nomery
NPUMapeH TPOMOOTUYEH HACTaH W MHTPaMypaneH XeMaTOM KaK0o [A0Ka3 33
apTEpPUCKa AnceKunja bele HanpaBeHa 1 MarHeTHa pe3oHaHua (MPW) co MP-
aHrnorpaduja, Koja BU3yenn3npaLle KapaKTeEPUCTUYEH NHTPAMYPASIEH XEMATOM
(crescent sign) co NPUCYCTBO Ha IyMeHaneH TpoMb, NOTBPAYBajKM ja AnjarHo3aTa
H3 AWCeKUMja CO KOMMMeTHa okny3uja. Ncto tunnyHo MPU aHruorpadwmja
NMOK3arKa Lie/loCeH NPEeKMH Ha NPOTOKOT BO AEeCHATa KapoTuaa, Co cneunduydeH
LLumnect” 3aspweTok (flame sign), WTO € TMNWUYHO 33 AMCEKLUMj3, 338 PAa3/INKa
o4 ,PaMHMOT" MPEKNH Kaj aTepoCKNepoTUYHa nnaka. MPW nokaa n manu
WHPAPKTM BO NOAPAYjETO HA PETUHANHATA apTEPKja, LUTO o 06jaCHU U ryBUTOKOT
Ha BMAOT Ha AECHOTO OKO. [onofHUTENHUTE UCNNTYBaHba (48-4acoBeH XonTep
EKIM He nokamaa cpuesn apuTMum (aTpujanHa pubprnaunja) Kako eBeHTyaneH
n3Bop Ha embonnja. JononHuTenHo, belwe n3spueHa n bubble TpaHcTopakanHa
exoKkapguorpaduja, co Koja ce MUCKIyYn NPUCYCTBO Ha NATeHT GopmeH oBane
(PFO) n pecHo-neB WHTPAKapAWjaneH LWaHT Kako NoTeHuujaneH M3Bop Ha
napagoKcanHa embonuja.

TepaneBTcKu npucTtan: TpeTMaHOT 6elLlie HaCOYEH KOH Clleferbe U CTabunm3aumja
Ha KPBHMOT MPUTUCOK W MNpeBeHLMja Ha MNoHaTaMowHa TpoMb6oem6onuja.
Belle 3ano4yHaTa aHTUKOArynaHTHa Tepanuvja (HUCKOMONEKYN3PEH XenapuH BO
TepaneBTCKa [03a), Mo LUTO C/lefeLle TPaH3MLUWMja KOH OpasiHa aHTUKOArynaHTHa
W aHTMarperaumMoHa Tepanuja. [ononHuTeNnHo 6ea BOBeAEHW BMCOKW A03U
Ha CTAaTVHW W 3HTMXMMNEpPTEeH3MBHA Tepanuja 3a [O0NropoYHa CeKyHAapHa
npesBeHUWja.3a OKo/y ABe Hedenu ce NoBreYe Nape3aTa Ha /leBaTta paka ,BMaoT
co 6n1aro NogobpyBat-e BO CMWUCON Ha NOjaBa Ha 3aMaTeH BUA4 1 Manu gedpextn
BO BMAHOTO Nose, Ho 0hTaNIMOMOLLKMOT KOHTPO/EH Nperfe NoKaxsa aeka Ha
0Y4HO AHO (PyHAOYC) HEMA 3HALM 3@ MACUBHA aTpodKja Ha OMTUYKMOT HEPB, CO
peaneH oNTMMM3aM W LLIAHCK 33 Noao6pyBatbe Ha BUAOT BO MAHMHA.

[AucKycmja: 0BOj CnNy4ajoT ja HarmacyBa noTpebata o4 WTHA BACKYNapHa
eBanlyaumja Kaj Mnagm nauyneHTn co HeBpPONOLWKKM aedbuumt. Kaj 0BOj NaumeHT,
OK/y3MjaTa Ha AecHaTa KapoTuaHa apTepnja rmn o6jacHyBa U 0PpTANMONOLLIKUTE
CMMNTOMN  (UNCUNATEPANTHO) N MOTOPHMOT  AeduunUT  (KOHTPANaTePanHo).
[unceKumjaTta 0CTaHyBa BUCOKO HAa INCTaTa Ha andepeHunjanHu gnjarHo3mnopaam
BO3PAacCTa M NPEeLMNUTUPAYKMOT GAKTOP — HAMMOT CKOK HA NPUTUCOKOT. BonKaTta
BO e[HaTa CTPaHa Ha BPaTOT (carotidynia) BO KOMBMHALMja CO EKCTPEMHO BUCOK
NPUTUCOK N NOCNeaoBaTeNIeH HEBPOOLKN AePULNT € KNacuyeH NaTorHOMCKN
3HaK 33 AMCeKunja Ha KapoTuaHaTa apTepuja. Kaj Mmnaam nauneHTn co 6051Ka BO
BPATOT U XMNepTeH3nja, MPU e Kny4Ha 3a gndepeHumnparse Ha ANCeKUnjata og
aTepPOCKNEePOTUYHA TPOMBO033, LUTO ANUPEKTHO MO HAMETHYBA U TEPANEBTCKMOT
npucran.

3aKny4oK: HarmnunTe XMnepTeH3nBHN peakunn Kaj MNaan Nnua MoxaT aa buaar
NPeunnUTUPaYKkM GaKTop 33 CEepUO3HM BACKyNapHW olwTeTyBaka. bp3aTta
MyNTUMOAanHa aujarHocTmka (Jonnep, KT n MPW) e o4 CYLUITUHCKO 3HaYere 33
6p30 nocTaByBaHe Ha AWjarH03a ,CO0ABETEeH TPeTMaH 1 Noaobpa NPOrHo3a Kaj
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oBMve nauneHTn. HaBpeMeHaTa AnjarHOCTMKa U COOABETHATa aHTUTPOMOOTUYHA
N @HTUKOArynaHTHa Tepanuja ce KAy4YHu 33 CnpedvyBarbe Ha MOHATaMOLLHM
HEeBPONOLLKM OLUTETYBaHa Kaj MN3aamM 1MLA CO aKYTHA KAPOTUAHA OK/Y3Kja KaKo
nocneguua Ha gncekuuja.

Kny4yHu 360poBu:aMCeKUMja HA KapOTWAHa apTepuja MCXeMUYeH MO304eH
yO3p Kaj MNaauv,XxunepTeH3nBHa Kpu3a,TpoMb03a Ha KapoTuaHa apTepuja ,MP-
aHrrnorpadwmja ,amaurosis fugax

PEKYPEHTEH NY/IMOHA/NIEH TPOMBOEMBOJIU3AM
KAJ NAUMEHT CO KOMBUHWUPAHA F'EHETCKA
TPOMBOOU/TNJA N TEWLKU TPOMBOEMBOJTUCKUA
KOMMTIMKALUUN

M. MNevecka?, E. JlazapoBa TpajkoBcKa?, V. KyaMaHOCKN?,
E. JaHrenoBcKa?, A. bakuny3, M. boweBcKkn?

! KnuHnyka BonHuua, TetoBo, PH MakeaoHwja,

2YHuBep3uTeT cB. Knpun n Metoguj, MegnumHckn darkynteT, KNMHMKa
3a Kapguonorwuja, Ckonje, PH MakegoHuja

3 0nwTa bonHuua, KymaHoso, PH MakegoHuja

MynMOHANHNOT TPOMBOEMBUNN3AM € HMBOTO3arpo3yBaYKa COCTOj6a 0COBEHO KJj
naumeHTUTE CO reHeTcKa npeaucnosunumja. Factor V Leiden xomMo3nrotHa dopma
HOCW BUCOK PU3MK 3@ PEKYPEHTHN HACTaHM 0COHEeHO BO KOMBUWHaumja co PAI-1
nonnuMmopodunsam.

CTaHyBa 360p 33 54 roguLeH Max Co OUCMNHEe3, CyBa KaLLNNLA, 38MOp U rPaaHa
60/1Ka BO MOCNeaHMOT Mecell, CO NPeTXoaHa enn3oaa Ha MTE. Ha peann3npaHuoT
KT ce peructpupa gedexkt BO MONHEHETO Ha MYyIMOHANIHUTE 3pTepun AeCHO
CTpaHo. BeHCKn gonnep Ha AONHUTE eKCTPEMUTETU PerncTpupa AnaboKa BEHCKa
TPOM6033 [eCHO. [eHETCKaTa aHann3a MOKaMa KOMBUHMPaHa Tpombodunwmja:
XeTepo3uroT 3a FGB, ITGA2, MTHFR 1298, MTRR 1 xoMo3uroT 3a F5, PAI-1, He
6ea pgoctanHn nogatoum 3a ¢damunmjapHa Tpombodwunnja. MaumeHToT bele
TPETUPaH CO XEeNapwH WU EeHOKCaNapwH. KAMHWYKMOT Tek belle KOMNAMUMpaH
CO aKyTHA b6ybpemHa nHCcybuumeHumja n ncxeMumyeH Mo304eH yaap nopagu
TPOoM6033 Ha apTepuja Lepebpu Meaunja Co AeCHOCTPaHa xeMunapesa, adasuja
N HEKOHTaKTMbunHocT. JonnHutenHo Ha KT Hao[oT ce 3abenemaa CycneKkTHM
MC NPOMEHM H3 XenapoT Kou He 6ea govcnegeHyn nopagwv NeTtaneH Ucxod Ha
NauMEeHTOT.

Xomo3suroTHaTta popma Ha Factor V Leiden myTaumja ro 3roniemMyBa pU3MKOT 33
PEKYPEHTHN BEHCKM TPOMOEMOOEMBOANCKM HacTaHwu. PAI-1 nonumopdusmor
ja HamanyBa OUOPUHONUTUYKATA AKTUBHOCT, MOTEHUMPAjKM ja TPOMOOTCKATa
TeHaeHuuja.

0OB0j CNly4aj AEMOHCTPUPA TEHOK KINHUYKN TEK CO MYITUCUCTEMCKM TPOMBOTCKM
KOMM/IMKaUMN U MOKPaj COOABETHATa aHTMKOAryNaHTHa Tepanuja, LTo OTBOpa
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npallare 3a ONTUManeH u3bop M Tpaerwe Ha Tepanujata Kaj naymeHTn co
BMCOKOPU3MYHA reHeTcKa Tpombodunuja.

KombuHupaHaTta reHeTcka Tpombodunmja co Factor V Leiden myTaumja Hocwm
BUCOK PU3MK 33 TELLKW, PEKYPEHTHU U daTanHM TPOMOOEMOONNCKN HACTaHW,
HarnacyBajkn ja noTpebaTta of paHa uaeHTUOUKaUMja U UHANBUAOYAN3MPAH
npucTan.

Kny4Hu 360poBu: MynMoHaneH TpoMoemMb0113aMm, ANaboka BeHCKa TPoM6O033,
Factor V Leiden MmyTaumja, PAI-1 nonnmopdu3sam, reHeTcka Tpombodunmja.

RECURRENT PULMONARY THROMBOEMBOLISM IN A
PATIENT WITH COMBINED GENETIC THROMBOPHILIA
AND SEVERE THROMBOEMBOLIC COMPLICATIONS

M. Geceska?, E. Lazarova Trajkovska?, I. Kuzmanoski?, E. Jangelovska?,
A. Bakiu?, M. Bosevski?

! Clinical Hospital, Tetovo, RN Macedonia

2 Ss. Cyril and Methodius University, Faculty of Medicine, University
Clinic of Cardiology, Skopje, RN Macedonia

3 General Hospital, Kumanovo, RN Macedonia

Pulmonary thromboembolism (PTE) is a life-threatening condition, particularly in
patients with a genetic predisposition to thrombosis. The homozygous Factor V
Leiden mutation confers a high risk of recurrent events, especially when combined
with the plasminogen activator inhibitor-1 (PAI-1) polymorphism.

We report a 54-year-old male presenting with dyspnea, dry cough, fatigue, and
chest pain over the preceding month, with a history of PTE in 2017. Computed
tomography revealed a filling defect in the right pulmonary arteries, while venous
Doppler ultrasound demonstrated deep vein thrombosis of the right leg. Genetic
testing identified combined thrombophilia, including heterozygosity for FGB,
ITGA2, MTHFR 1298, and MTRR, and homozygosity for Factor V Leiden and PAI-1,
with no available familial history.

Treatment with heparin and enoxaparin was initiated. The clinical course was
complicatedby acute renalfailure andischemic stroke due to middle cerebral artery
thrombosis, resulting in right-sided hemiparesis, aphasia, and unresponsiveness.
Computed tomography also revealed suspected metastatic liver lesions that were
not further investigated due to the patient’s fatal outcome.

The homozygous Factor V Leiden mutation markedly increases the risk of recurrent
venous thromboembolism, while the PAI-1 polymorphism reduces fibrinolytic
activity, enhancing thrombosis. This case underscores the severe, multisystem,
and fatal complications associated with combined genetic thrombophilia,
emphasizing early identification and individualized decisions regarding the choice
and duration of anticoagulant therapy.

KEYWORDS: Pulmonary thromboembolism, deep vein thrombosis, Factor V
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Leiden mutation, PAI-1 polymorphism, genetic thrombophilia.

TROUSSEAU'S SYNDROME: BILATERAL SUPERFICIAL
VENOUS THROMBOSIS REVEALING LUNG
ADENOCARCINOMA

B. Koleva?, H. Leskaroska?, B. Gjorgjievska®, G. Kamcheva Mihailova4,
M. Boshev®®, |. Mitevska®®

! PHO Diagnostic Center-Skopje, Republic of North Macedonia

2 PHO Dr Hristina-Skopje

3 PHO D.med Medical 2 Skopje

4 Faculty of Medical Sciences, Goce Delcev University, Stip, North
Macedonia

> University Clinic of Cardiology and cardiovascular surgery, Skopje, N.
Macedonia

& Medical Faculty, University "Ss. Cyril and Methodius", Skopje, N.
Macedonia

Introduction: Thrombosis is a common complication of malignancy. While
deep vein thrombosis (DVT) and pulmonary embolism are well recognized,
superficial venous thrombosis (SVT) is less frequently appreciated as part of
Trousseau'’s syndrome. Bilateral or idiopathic SVT may represent an early clue
to occult malignancy.

Aim: To report a case of bilateral SVT as the initial presentation of lung
adenocarcinoma, underscoring its diagnostic significance.

Materials and Methods: A 78-year-old female presented with pain,
erythema and tenderness below the right knee. Duplex ultrasonography,
echocardiography, chest imaging and transbronchial biopsy were performed
to investigate the etiology.

Results: Duplex ultrasound revealed bilateral SVT without evidence of
DVT. Anticoagulation with rivaroxaban was initiated (2x15mg/21 days).
Echocardiography was largely unremarkable except for reduced systolic
time-velocity integral across the tricuspid valve. Chest imaging demonstrated
infiltrative changes and a lobulated 50 mm right hilar/medial lobe mass
with multiple bilateral pulmonary nodules. Histopathology confirmed lung
adenocarcinoma (TTF-1 positive, CK7 positive, CK20 negative), consistent with
primary pulmonary origin and metastatic spread.

Conclusion: This caseillustrates SVT as a sentinel manifestation of Trousseau’s
syndrome. Bilateral and unexplained SVT should prompt evaluation for
occult cancer. Early recognition may accelerate oncologic diagnosis, quide
anticoaqulation strategies and improve patient outcomes.
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Keywords: Superficial venous thrombosis; Lung adenocarcinoma; Cancer-
associated thrombosis; Trousseau's syndrome

CONCURRENT ULCERATIVE PROCTITIS AND
POLYMYOSITIS WITH UPPER-LIMB DEEP VEIN
THROMBOSIS: A CASE REPORT

A. Fileva-Mladenova?, |. Kuzmanoski!, T. Konjanovski!, M. Razmoska?,
|. Bogevska-Naumovska?, M. Endrovska-Vaklinska?, S. Kjaeva-
Anastasova?, S. Paljoshkovska-Jordanova?!, M. Bosevski?

!PHI UC National Center for Cardiovascular Diseases - Skopje, North
Macedonia

2PHI Specialized Hospital for Prevention, Treatment and Rehabilitation
of Cardiovascular Diseases - "Sveti Stefan", Ohrid, North Macedonia

Introduction: Chronic inflammatory diseases such as ulcerative proctitis
and polymyositis are independently associated with an increased risk of
venous thromboembolism. Their coexistence in a single patient amplifies the
prothrombotic burden and warrants careful vascular surveillance.

Objectives: To present a 38-year-old male with concurrent ulcerative proctitis
and polymyositis in whom color Doppler screening identified a thrombus
involving the entire length of the right axillary vein and an additional thrombus
in the right brachial vein, and to highlight the diagnostic and therapeutic
implications of overlapping inflammatory disorders.

Material: A 38-year-old male presented to our clinic with erythema and
swelling of the right arm, with no prior history of cardiovascular comorbidities.

Methods. Workup included wupper- and lower-limb color Doppler
ultrasonography, followed by laboratory tests (inflammatory markers and
muscle enzymes), coagulation profile, autoimmune panel, colonoscopy with
biopsies, electromyography (EMG), muscle MRI, and biopsy.

Results: Investigations demonstrated thrombosis of the right axillary vein
along its full length, extending into the right brachial vein, highlighting a
significant upper-extremity venous thromboembolic event. The patient was
initiated on low-molecular-weight heparin alongside disease-specific therapy
for one month. Follow-up Doppler ultrasonography at one month showed
complete resolution of the thrombi, and the patient was subsequently
transitioned to oral anticoagulant therapy for secondary prevention of further
thromboembolic events.

Conclusion: This case highlights the potential coexistence of inflammatory
bowel disease and inflammatory myopathies, as well as the increased risk
of thromboembolic complications. Early recognition and multidisciplinary
approach are essential for optimal management.
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PEKYPEHTEH BEHCKW TPOMBOEMBOJ/IUSAM U
MHTPAKAPOWUJANNHU TPOMBU KAJ MNAAQ NAUUNEHT
CO NPUMAPEH AHTUOOCOONTUNNAEH CUHAOPOM:
NMPUKA3 HA C/TYHAJ

B. bawb6ypr Koua, E. T. J/lazaposa, V. Hy3amaHoBCKN, A. Bakuy,

A. Ngpwu3n, A. ®aznny, M. boweBcku

J3Y YHuBep3uTeTCKa KNNHMKA 33 Kapawnonoruja, MeguunHCKU
¢darynteT CKonje

BoBea: [MpumapHWoT aHTUdochonunuaeH cuHgpoMm (ADC) e CUCTeMCKA
aBTOUMYHa TpoMboduanYHa cocToj6a CO BEHCKM U apTepUCKM TPpoMb0o3n BO
NPUCYCTBO Ha NEP3UCTEHTHN aHTUHOCHONUNUAHN BHTUTENA.

Uenu: [a ce NPUKamaT KINHUYKUTE W TepaneBTCKUTE NpeausBuun Kaj
Mnag nauueHT co npumMapeH AD®C, peKypeHTeH BeHCKM TpoMboemMbonim3am u
WHTpaKapawnjanHy TpomMbu.

MaTtepujan u metoamn: [PUK3rKaH € KINHNYKKN CNYYaj Ha 21-rognLleH NaumeHT.
CnpoBegeHn Ce KAWHUYKA MPOLEHKa, NabopaToOpUCKN aHaNu3Ku, BEHCKU
ponnep, KT nynMoHanHa aHrnorpadmja, exokapanorpadnja n peBMaToNoLLKa
eBanyauuja.

Pesyntatn: Bo 2022 rogvHa nauueHTOT belwle XOoCnNUTanu3upaH nopaau
TpoMbouuToneHnja, Mujanrum n D-gumepun > 7000 ng/ml. MoTBpaeHn 6ea
0NaboKka BeHCKa TPoMb603a M cybcerMeHTHa nyMoHanHa Tpomboembonuja,
CO [AOKyMeHTMpaHa CMV-no3utmBHOCT. [lopagn M™MNagata BO3pacT W
TPOMBOTUYHNOT TOoBap 6ea AeTekTupaHu aHTUdPochoNUNUAHK aHTUTEN],
BO npunor Ha npumapeH AOC. Bo 2026 roguHa, no HoBa rpagHa 6osKa, KT
aHrnorpadmja noTspan MOBTOPYBaYKa My/IMOHAaNHa Tpomboembonmja BO
[EeCHaTa nyNMOHAaNHa apTepuja, @ exoKapanorpadujata nokawa MobunHu
TPOM6bM BO [ECHATa NPETKOMOP3 CO COMHEHME 33 eKCTeH3Mja 0 BeHa KaBa
nHbepuop. Mopagn peunams nog DOAC, Tepanmjata belwse nNpomMeHeTa BO
HWCKOMONEKYapeH XenapwH, @ NOTO3 BO aHTArOHUCT Ha BUTaMUH K.

3aknyyoK: Cnyy4ajoT yKamyBa Ha arpecmseH TpoMmboTuYeH deHoTun
Ha npumapeH A®C M ja HarnNacyBa BaXHOCT3 HAa PaHO MPEno3HaBaHe,
MyATUANCUMNAMHAPHA NPOLIEHKA M CO0ABETHA A0/rOPOYHA aHTUKOArynaumja.
Kny4Hu 360poBu: npumMmapeH aHTudochonmnnageH CMHAPOM; MHTPaKapAWjanHn
TpoMbU; NyNnMOHanHa TpoMboeMb0nKja; aHTUKoarynauwja.
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RECURRENT VENOUS THROMBOEMBOLISM AND
INTRACARDIAC THROMBI IN A YOUNG PATIENT WITH
PRIMARY ANTIPHOSPHOLIPID SYNDROME: A CASE
REPORT

B. Basbug Koca, E.T. Lazarova, |. Kuzmanovski, A. Bakiu, A. Idrizi,
A. Fazliu, M. Bosevski

PHI University Clinic of Cardiology

Introduction: Primary antiphospholipid syndrome (APS) is a systemic
autoimmune thrombophilic disorder characterized by venous and arterial
thrombosis in the presence of persistent antiphospholipid antibodies.

Aims: To present the clinical and therapeutic challenges in a young patient with
primary APS, recurrent venous thromboembolism, and intracardiac thrombi.

Material and methods: A clinical case of a 21-year-old patient is presented.
Clinical assessment, laboratory testing, venous Doppler ultrasound, CT
pulmonary angiography, echocardiography, and rheumatologic evaluation
were performed.

Results: In 2022, the patient was hospitalized because of thrombocytopenia,
myalgia,andD-dimer>7000.Deepveinthrombosisandsubsegmentalpulmonary
thromboembolism were confirmed, with documented CMV positivity. Owing to
the young age and high thrombotic burden, antiphospholipid antibodies were
detected, supporting primary APS. In 2026, after new chest pain, CT pulmonary
angiography confirmed recurrent pulmonary thromboembolism in the right
pulmonary artery, while echocardiography showed mobile right atrial thrombi
with suspected extension from the inferior vena cava. Recurrence during DOAC
therapy prompted a switch to low-molecular-weight heparin and subsequently
to a vitamin K antagonist.

Conclusion: This case demonstrates an aggressive thrombotic phenotype
of primary APS and highlights the importance of early recognition,
multidisciplinary assessment, and appropriate long-term anticoaqulation.
Keywords: primary antiphospholipid syndrome; intracardiac thrombi;
pulmonary thromboembolism; anticoaqgulation.
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MOMAT 1N BOCNAJTIUTENTHUTE BUOMAPKEPU 1A JA
NOAOBPAT PAHATA CTPATUOUKAUWNJA HA PUSUKOT
KAJ AKYTHA BENOAPOBHA EMBOJINJA?

B. MouyecTa, E. BpajHKo, /1. [lonocka, M. bowesBcKku,
Jb. leoprunescKka-icmaun

J3Y YHMBEP3UTETCKa KNMHMKA 338 KapAWO0/I0rnja N KapaAnoBaCKYN3pHA
Xvpypruja ,HaumoHaneH ueHTap 3a KapAnoBaCKyNapHU 3a601yBarba”,
MeanuunHcKkn darynrer,

YHusep3uTtet ,CB. Kupun n Metoawnj*”, Ckonje, Penybnuka CesepHa
MakefnoHwuja

Bosep: benogpobHa embonvja (BE) e Yecta 1 NOTEHUMjATHO OMNACHA MO MUBOT
CoCT0j63. VIgeHTUdPUNRYBaHETO Ha peanHu NPOrHOCTUYKN MapKepy 33 PaHN HECaKaHU
36VaHYBaHa OCTaHyBa KYYHO 3a@ NoA06pyBaHe Ha MPOrHO3aTa Ha NaumeHTuTe.

Uen: LlenTa Ha oBaa cTyavja e A3 Ce eBanyvpa KopuUCTa Ha MHGMIAMaTopHUTE
MapKepu BO OnpefesnlyBakbe Ha BWCOK PU3MK Of WHTPAXOCrUTa/IHA CMPT Kaj
naumeHTnTe co axkyTHa bBE.

MeTtopau: Belue cnpoBefeHa cTyavja Ha 119 naumeHTV XoCnuTanm3npaHn Co akyTHa
BE nogeneHn Ha 4 rpynu CornacHO M3pa3eHoCTa Ha PU3NKOT 04 MHTPAxoCnuTaiHa
cMpT cnoped ESC. MNapameTpute H3 KOMMNETHA KPBHA CMKa 6ea KOpUCTeHW 3a
npecMeTyBaHe Ha BOCMAa/INTENTHN XEeMATONOLLUKN MHOEKCU: 0OHOC Ha HeyTpoduin
co numeoumTn (NLR), ogHoc Ha Tpomboumutn co numdoumt (PLR), ogHoc Ha
nmmooumtn co C-peaktmseH npotenH (LCRPR) M MHAEKC Ha CUCTEMCKO WMYHO-
BocnaneHune (SIl = Tpombouut X HeyTpodunm/numoounTtn). Cute ogHocn 6ea
npecMeTaHn of NPBUOT AoCTaneH N1abopaTopuCcKn NpUMepoK AobueH BO oaaenoT
33 UTHW Cy4aun.

Pesyntatu: [oBeKeTo aHanM3WpaHu BOCMANUTENHW 6GMOMapKepU MOKaMaa
YyMepeHa, HO KINMHUYKM peneBaHTHa AUCKPUMUHATMBHA CNOCOBHOCT 33 Npeankumja
H3 BWCOKOPU3MYHA WHTPAxXOCNUTanHa CMPT. [VCKPUMMHATOPCKA CNOCOBHOCT
Ha RDW%, 6pojoT Ha neykountu n Heytpoduam, NLR ogHocoT m Sl nmaa AUC
BpegHocTtu Bo oricer of, 0.57-0.67, WTO KopecrnoHanpa Co yMepeHa npeamKTUBHa
TOYHOCT. MNakKo cneumdmyHocTa Ha SlI ce noKarka ymepeHa (56,0%), 0Boj broMapKep
Ce MOKaMa CO HajBMCOKa ANCKPUMUMHATOPCKA CNOCOBHOCT (CEH3UTUBHOCT 04 76,5%)
33 onpepenyBare Ha BUCOK PU3KK Of, UHTPAXOCNUTaNHa CMPT CO rpaHnyHa (cut-off)
BpeaHocT og 839,67. Notoa cnegea NLR (cut-off 4,69) n RDW9% (cut-off 13,65%) co
CeH3UTUBHOCT o, 70,6% 33 06aTta MapKepw.

3aKkny4oK: BocnanutenHnTe MapKepy Kako NeyKoumTK, HeyTpoduam, 1 ogHocute
NLR v SIl MOMAT 4@ C/IyMaT KaKo 6p3u, eBTUHM 1 LUMPOKO AO0CTaNHW AOMONHUTENHN
NapamMeTpu Mpu pU3NK-CTPATUGUKALUMja Ha MauMeHTU CO aKyTHa BE- ocobeHo
KaKO [0MNOoSHEeHVE KOH BeEpUPUUMPAHUTE KIVHUYKL CKOpOoBW. MNopaau ymepeHaTa
ONCKPUMNHATOPHA TOYHOCT, OBMe BrioMapkepu Tpeba Aa ce ynoTpebyBaaT Kako aen
o4 MyNTUMOAANHWOT NPUCTan, 3acera He CaMOoCTOjHO.

Kny4yHu 360poBu: aKyTHa 6enogpobHa embonuvja, BOCMaUTENHN BLUOMapKepy,
WHTPaXOCMNMUTaNHa CMPTHOCT, PU3UNK CTPaTUGUKaLNja.
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CAN INFLAMMATORY BIOMARKERS IMPROVE EARLY
RISK STRATIFICATION IN ACUTE PULMONARY
EMBOLISM?

B. Pocesta, E. Vrajnko, L. Poposka, M. Bosevski,
Lj. Georgievska-Ismail

University clinic of cardiology and cardiovascular surgery “National
center for cardiovascular diseases”, Faculty of Medicine,

University “Ss Cyril and Methodius”, Skopje, Republic of North
Macedonia

Background: Pulmonary embolism (PE) is a common and potentially life-
threatening condition. The identification of reliable prognostic markers for
early adverse outcomes remains essential for improving patient management
and clinical outcomes.

Aim: This study aimed to evaluate the utility of inflammatory biomarkers and
their derived indices in identifying patients at high risk of in-hospital mortality
in acute PE.

Methods: Study of 119 patients hospitalized with acute PE was conducted.
Patients were stratified into four groups according to the ESC risk classification
for in-hospital mortality. Parameters obtained from the complete blood count
were used to calculate inflammatory indices, including the neutrophil-to-
lymphocyte ratio (NLR), platelet-to-lymphocyte ratio (PLR), lymphocyte-to-C-
reactive protein ratio (LCRPR = lymphocytes/CRP), and the systemic immune-
inflammation index (Sl = platelets x neutrophils / lymphocytes). All indices
were calculated from the first available laboratory sample obtained in the
emergency department.

Results: Most analyzed inflammatory biomarkers demonstrated moderate
but clinically relevant discriminatory ability in predicting high-risk in-hospital
mortality. Red cell distribution width (RDW%), leukocyte and neutrophil counts,
NLR, and Sll showed AUC values ranging from 0.57 to 0.67, indicating moderate
predictive accuracy. Although Sl demonstrated moderate specificity (56.0%),
it exhibited the highest sensitivity (76.5%) for identifying high-risk patients,
with an optimal cut-off value of 839.67. This was followed by NLR (cut-off
4.69) and RDW% (cut-off 13.65%), both with a sensitivity of 70.6%.

Conclusion: Inflammatory markers such as leukocyte and neutrophil counts,
as well as NLR and SII, may serve as rapid, inexpensive, and widely available
adjunctive tools in the risk stratification of patients with acute PE. However,
given their moderate discriminatory performance, these biomarkers should
be used as part of a multimodal approach alongside established clinical risk
scores, rather than as standalone predictors.

Key words: pulmonary embolism, inflammatory biomarkers, in-hospital
mortality, risk stratification
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ACUTE SEVERE MITRAL REGURGITATION DUE TO
RUPTURE OF THE CHORDAE TENDINEAE OF THE
POSTERIOR MITRAL LEAFLET AFTER PHYSICAL
EXERTION, PRESENTING WITH ATRIAL FIBRILLATION
AND TRANSIENT ISCHEMIC ATTACK

N. Taneska, G. Donevska, B. Tegovska, S. Tupare, S. Mitreski
Special Hospital for Cardiovascular Disease “St.Stefan"- Ohrid

Introduction Acute mitral requrgitation is a rare but life-threatening condition
most commonly caused by rupture of the chordae tendineae or papillary
muscle. It leads to a sudden increase in left atrial pressure and pulmonary
circulation overload, resulting in acute dyspnea and hemodynamic instability.
Rapid echocardiographic diagnosis and urgent surgical intervention are crucial
for survival. Transient ischemic attack represents an important warning sign of
an increased risk of subsequent cerebrovascular events, especially in patients
with atrial fibrillation.

Aim To present the clinical presentation, diagnostic approach, and
management of a patient with acute severe mitral regurgitation due to rupture
of the posterior mitral leaflet chordae, associated with atrial fibrillation and
transient ischemic attack.

Materials and Methods A 55-year-old male patient who presented with
acute dyspnea, palpitations, and transient right-sided neurological deficit.
Clinical examination, ECG, laboratory tests, brain CT scan, and transthoracic
echocardiography were performed. The patient received medical treatment
and was urgently referred for cardiac surgery.

Key words rupture of the chordae tendineae

CHRONIC BIVENTRICULAR INTRACARDIAC MASSES IN
CHEMOTHERAPY-RELATED HEART FAILURE: THROMBUS
OR FIBROTIC REMODELING?

L. Kostovski, P. Zafirovska, E. Srbinovska-Kostovska, |I. Bogeska,
S. Jovcevska, V. Andova

Background:Intracardiac masses in patients with heart failure represent
a diagnostic challenge, particularly in distinguishing thrombus from tumor.
Clinical evolution and multimodality imaging are essential for accurate
interpretation and management.

Case presentation:We report a 49-year-old woman with prior Non-Hodgkin
lymphoma treated with cytostatic therapy, who developed heart failure with
reducedejectionfraction (EF 27%). Transthoracic echocardiographyand cardiac
magnetic resonance revealed intracardiac masses in both the left and right
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ventricles, measuring approximately 20x10 mm. The masses were mobile and
attached to the ventricular walls. Cardiac magnetic resonance demonstrated
mid-myocardial late gadolinium enhancement in the interventricular septum
and inferior wall, consistent with non ischemic myocardial injury. The patient
presented with signs of right-sided heart failure, including hepatomegaly and
exudative pleural effusion. She was treated with anticoaqulation and therapy
for heart failure. Serial imaging over several years showed no change in size or
morphology of the masses, and notably, no thromboembolic events occurred
during follow-up.

Discussion:The combination of severe left ventricular dysfunction, non-
ischemic myocardial fibrosis, and long-term stability suggests that these
masses most likely represent organized, fibrotic thrombi rather than neoplastic
lesions. Chemotherapy-induced myocardial injury may have contributed
to adverse remodeling, promoting thrombus formation and subsequent
stabilization. The absence of embolic complications despite large masses and
anticoaqulation further supports a low-risk, chronic phenotype.

Conclusion:Chronic intracardiac masses in heart failure patients may
represent organized thrombi with low embolic potential. Multimodality
imaging and longitudinal follow-up are crucial to guide management and
avoid unnecessary surgical intervention.

Key words: Heart failure, cardiac masses, echocardiography, cardiac magnetic
resonance

CHRONIC VENOUS INSUFFICIENCY: FROM CURRENT
GUIDELINES TO A NEW THERAPEUTIC ERA- A REVIEW

A. G. Vuchinikj?, A. Fazliu?, S. P. Jordanova?, D. P. Spirova?,
S. K. Anastasova?, M. T. Stefanoska?, M. Bosevskit

'Universiy Clinic for Cardiology and Cardiovascular Surgery-National
Center for Cardiovascular Diseases
2University Clinic for Endocrinology, Diabetes and Metabolic Disorders

Chronic venous insufficiency (CVI) is a highly prevalent and progressive vascular
disorder characterized by venous hypertension, valvular incompetence, and
chronic inflammatory remodeling. It represents a major source of morbidity,
manifesting as leg pain, edema, skin changes, and venous ulceration, with a
substantial negative impact on quality of life and healthcare systems. Despite
its clinical burden, CVI remains relatively under-recognized within the broader
cardiovascular disease spectrum.

Contemporary management is guided by recommendations from the European
Society for Vascular Surgery and consensus statements from the European
Venous Forum. Compression therapy remains the cornerstone of treatment
(Class | recommendation), with robust evidence supporting its efficacy in
symptom relief, edema reduction, and ulcer healing. Pharmacological therapy
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with venoactive agents, including micronized purified flavonoid fraction,
provides additional symptomatic benefit through anti-inflammatory and
venotonic mechanisms, although evidence for long-term disease modification
remains limited. Minimally invasive endovenous interventions, such as thermal
ablation, cyanoacrylate closure, and ultrasound-quided sclerotherapy, have
largely supplanted traditional surgery, offering high technical success rates
and improved patient-reported outcomes.

Emerging data suggest that CVI may reflect a systemic vascular disorder,
sharing pathophysiological mechanisms with cardiovascular disease,
including endothelial dysfunction and chronic inflammation. Novel therapeutic
strategies are under investigation, including bioprosthetic venous valves,
targeted pharmacological therapies, and precision medicine approaches
based on individualized phenotyping.

In conclusion, CVIrequires a comprehensive and multidisciplinary management
approach integrating conservative, pharmacological, and interventional
strategies. Future research should prioritize disease-modifying therapies and
standardized clinical endpoints to advance care and align CVI management
with contemporary cardiovascular medicine.

Keywords: chronic venous insufficiency, compression therapy, endogenous
ablation, venoactive drugs, venous reflux, venous ulcers.

ONABOKA BEHCKA TPOMBO3A BO PAHA BPEMEHOCT
(MPUKA3 HA C/TYHAJ)

A. JoBaHoscKu!, C. CnaceBcKka?, N. KyamaHoBCKW?, M. CTOjaHOBCKa?,
M. BoweBcKkn?

'KnuHnyka 6onHnya butona P.MakeaoHwja
2YHuBep3uTeT cB.Kupun n Metoanj, MeguunHckn parynteT, KNMHMKa
3a Kapgwuonorwuja,Ckonje, PMakenoHwja

[naboKaTa BEHCKaTa TPOMbB03a € 3H3YajHa KOMMINKALUWja BO paHa 6peMeHoCT,
33pagn XuneproarynabunHoCT Koja e pU3MK 33 nporpecnja BO MNY/IMOHANHA
emMbonmja.PaHaTta AnjarHO3a 1 NeKyBae Ce KpyuujanHu BO NpeBeHUWjaTa Ha
M3jUYMHCKMOT MOPTANNET N MOpPbMANTET.

MNpuKa3 Ha cny4aj: MauneHTKa Ha 28 roguMHA BO3PAaCT BTOPa HpemeHoCT,
JeceTra recrauucka Hefena, cocotojbata ce MaHudectTupana co 6onka u
OTOK BO N1€BAT3 MNOAKOMEHMLA MOCNeAHUTe HEeKONKy AeHa. Mpu ¢usmkaneH
npernen nesaTta Hora belle egemMaTto3Ha M 6onHa Ha Nannaymja 1 Toa no uenarta
0OMKNHA Ha ANaboKnoT BEHCKM cucTeM. Ha BakBaTa coctojba He 1 npeaxogena
noBpena,npofioHrMpaHa  MMobunusaumja WM HeofaMHEeLUHa  XMPYLUKA
WHTepBeHUwnja. [pu gonnep coHorpaduja ce yTBpAM OKIy3MBHA TPOMOO3a Ha
nesaTa GeMopasniHa v NonNaMTeanHa BeHa.3HaunTeNHO nokadeHn D-dimeri (13,843
ng/ml), 4oAeKa KoarynaumoHuTe napameTpu 6ea Bo pedepeHTHU rpaHuun. 3a
BpeMe Ha xocnuTanunsaumjata D-dimeri ce Hamanune Ha (2,9ng/ml).
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MauneHTKaTa BO TEKOT H3 MPeCTojoT € TPeTUpaHa CO HWUCKOMOSEKyNapeH
xenapuvH (enoxaparin 60mg ABa NaTu HEBHO) KaKo N aHTUBMOTCKA Tepanwja
(amp.cefriaxone 2gr). KAMHWUYKM N NaboOPaTOPUCKM MAUNEHTKATa MMaLLe
nonobpyBarbe BO Nepuoa o4 AeBeT AHeBHATa XO0CNUTanm3auuja.

3aKkny4oK: OBaj C/y4aj ja NoTeHUMpa 3Ha4ajHoCTa Ha 6p30TO Npeno3HaBame
N TPEeTMaHOT CO aHTUKOAarynaumoHaTa Tepanuja Kaj bpemMeHn acoumpaHa
01aboKa BEHCKa Tpombo3a.

HWCKOMONEKYN3apHMOT XenapuH OCTaHyBa NieKk Ha M360p, BO PaHMOT TPeTMaH
n [o6bpuOT UCXOA Kaj rpaBUAHU NAUMEeHTKU.HenocpeaHWOT MOHWUTOPUHI €
0, OFPOMHO 3H34YeH-€ 33 MPEBEHUPaAHE H3 EBEHTYaNHUTE KOMMNANKAUWW,
BKNy4yBajKu ja u 6enogpboHaTa TpoMbembonuja.

Kny4yHu 360poBU: paHa 6peMeHOCT, 4/1ab0Ka BEHCKA TPOMbH03a,4MjarHo3a v
TPETMaH.

DEEP VEIN THROMBOSIS IN EARLY PREGNANCY: A CASE
REPORT

D. Jovanovski?, S. Spasevska?, I. Kuzmanovski?, M. Stojanovska?,
M. Bosevski?

IClinical Hospital,Bitola R.Macedonia
2Sst.Cyril and Methodius University,Faculty of Medicine, University
Clinic of Cardiology, Skopje R.Macedonia

Background: Deep Vein Thrombosis (DVT) is a significant complication during
pregnancy due to the hypercoaqulable state and carries a risk of progression to
Pulmonary embolism. Early diagnosis and treatment are essential to prevent
maternal morbidity and mortality.

Case Presentation: A 28-year-old gravida 2 woman at 10 weeks of gestation,
presented with a few days history of progressive pain and swelling in the left
lower limb.The pain was localized,constant,and worsened with movement.
On physical examination,the left leg was swollen,edematous, and tender on
palpation,particulary along the distribution of the deep venous system.There
was no history of trauma,prolonged imobilization,or recent surgery.

Doppler ultrasonography revealed occlusive thrombosis of the left femoral and
popliteal veins. Initial laboratory findings showed markedly increased D-dimer
(13,8 mg/L). Coaqgulation parameters were within normal limits. During
hospitalization, D-dimer levels declined to 2,9mg/L, without echocardiographic
evidence of right heart strain. The patient was treated with low-molecular-
weight heparin (enoxaparin 40 mg, twice daily) and ceftriaxone. Clinical and
laboratory improvement was observed over a 9-day hospital stay.

Conclusion: This case highlights the importance of early recognition and
prompt anticoaqulation in pregnancy-associated DVT. Low-molecular-weight
heparin remains the treatment of choice, with favorable maternal outcomes
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when initiated early. Close monitoring is essential to prevent complications,
including pulmonary embolism.

Keywords: Early pregnancy,Deep veinthrombosis,Diagnosis, Treatment.

BPEME E OA CE PASOPYHA BOEBATA MYHULIUJA BO
NNEBATA KOMOPA

A. fopruescku?, V1. M. MNeoBcKa?, M. BoLLEBCKI?

! MegunKkyc-92
2 J.3.V. KnnHuka 3a Kapguonoruja- CKonje

BoBea: ®opmupareTo Ha TpoMb BO neBata Komopa (JIK) npeTctaByBa 4ob6po
NO3HAaTa KOMM/IMKALUNja NO aHTepUopeH MnokapaeH UHoapKT (MU), HajuyecTo
NoBp33aHa CO peayumpaHa NEBOKOMOPHA ejeKuMoHa dpaKumja ( n n3paseHun
pPernoHanHn HapyLlyBara BO KMHETUKATA. Cenak, nojasaTa Ha JIK TpoMb Kaj
NaUMEHTN CO 334yBaHA CUCTONHA QYHKUMjA € peTKa, @ [OKAa3HO 6a3npaHu
TepaneBTCKM NPEMNOpaKM 33 0Baa Nonynaunja ce orpaHnYeHu.

MpuKas Ha cnyyaj: Npe3eHTMpaMe NaUMEeHTHKa Ha BO3PAcCT o4 52 roauHn, ABa
Meceun nNo aHTepuopeH ST-eneBauMOHEH MUOKapAeH WHOAPKT, TpeTupaHa
CO MEepKYTaHa KOPOH3pHa WHTEPBEHLWja N CTeHTMpare Ha NeBaTa npeaHa
AecueHaeHTHa apTepuja (LAD), n3sefeHo NpubANMKHO LWeCT 4aca No NoYeTOKOT
Ha cumnToMuTe. VIHMUMjanHATa  TPaHCTOpaKanHa  exokapauorpaduja
MOKAaXa anWKaNHa XWUMNOKWHEe3Wja BO 3HTEPUOPHUTE CErMeHTW CO 334yBaHa
NIeBOKOMOPHA ejeKumnoHa ¢pakumja (56%, Simpson biplane metoa) 6e3 fokas
33 WHTPaKaBMTapHa TPOMBOTUYHA Maca.

MNpy PpYTUHCKA HKapAMOMOLWIKE HKOHTPONa nNo ABa Meceuwn, MNOBTOPHATA
exokapaunorpaduja getektupawe HoBOGOPMUPAH WHTPAMypaneH anuKkaneH
TpoMb6 BO f1eBaTa KOMOPA CO AMMEH3UK 28 X 26 mm. [NobanHaTa CUCTONHA
dVYHKUMja ocTaHa 3a4yBaHa (JIKED® 57%). [ononHutenHute QYHKLUMOHANHN
napamMeTpu ja NOTBpAMja@ 334yBaHATa BEHTPUKyNapHa dyHKUMja, CO yaapeH
BONyMeH o4 79 mL, MuHyTeH BonyMeH 5,72 L/min/m?, dP/dT 1372 mmHg/s n
global longitudinal strain (GLS) —15,8%.

Bewe wHWMUMPaHa aHTUKOArynaHTHa Tepanmja co rivaroxaban (15 mg
[BanaTn AHeBHO BO TeK Ha 21 AeH, npocnefeHo co 20 Mg efHaL AHEBHO),
BO KOMbMHAaUMWja CO OBOjH3 aHTMAarperaHTHa Tepannja (aspirin 100 mg wu
clopidogrel 75 mg@). MNo Tpn Meceumn, KOHTPONHOTO CHUMaH-e MOKama AeyMHa
OPraHn3aunja Ha TPOMBOT CO NPUCYTHU 30HU HA ANCONYLNj3. XEMATO/OLIKATa
eBanyauuvja noTBpAuM XeTepo3nroTHoCT 3a Factor V Leiden mytaumja. Co
NPOOONMEH3 3HTUKOArynaHTHa Tepanuja b6ewe nOoCTUrHATa KOMMNAEeTHa
pe30/yunja Ha TPOMBOT Mo AeBET Meceuu.

3aknyyoK: OBOj C/ly4aj YKayBa AeKa GopMUpar-e Ha TPOMb BO /1€BaTa KOMOPA
MOMe A3 Ce jaBM M MNOKP3j 334yBaHa NIeBOKOMOPHA ejeKumoHa $pakunja no
aHTepUopeH MUOKapaeH MHGAPKT, 0CO6eHO BO NPUCYCTBO H3 NIOKANM3UPaHa
aNUKanNHa AnchyHKUMja n NpUApYHHA TpoMbodunmja. Tepannjata co AUPEKTHN
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OPAaNHW 3HTUKOAryNaHCU MOXe A3 NPeTCTaByBa ePeKTUBHA CTPATErnja, Ho ce
ylwTe HeQOCTUrAAT jaCHU CTAHA3PTU3NPAHM NPEnopaKM 33 TPEeTMaH BO 0Baa
KIMHNYKA cocTojba.

TIME TO DISARM THE LEFT VENTRICULAR THROMBUS

A. Gjorgievski?, |. M. Peovska?, M. Bosevski?

! PHI Medicus-92
2 University Clinic for Cardiology, Skopje

Background: Left ventricular (LV) thrombus formation is a well-recognized
complication following anterior myocardial infarction (MI), predominantly
associated with reduced left ventricular ejection fraction (LVEF) and extensive
regional wall motion abnormalities. However, LV thrombus occurrence in
patients with preserved systolic function remains uncommon, and evidence-
based therapeutic recommendations in this population are limited.

Case Presentation: We report the case of a 52-year-old female presenting
two months after anterior ST-segment elevation myocardial infarction treated
with percutaneous coronary intervention and stenting of the left anterior
descending artery approximately six hours after symptom onset. Initial
transthoracic echocardiography demonstrated apical anterior hypokinesia
with preserved LVEF (56%, Simpson's biplane method) and no evidence of
intracavitary thrombus.

At routine follow-up two months later, repeat echocardiography revealed a
newly formed intramural apical LV thrombus measuring 28 x 26 mm. Global
systolic function remained preserved (LVEF 57%). Advanced functional
assessment confirmed maintained ventricular performance, including stroke
volume of 79 mL, cardiac output of 5.72 L/min/m?, dP/dT of 1372 mmHg/s,
and global longitudinal strain (GLS) of —15.8%.

Anticoaqulation therapy with rivaroxaban was initiated (15 mqg twice daily for
21 days followed by 20 mg once daily), in combination with dual antiplatelet
therapy (aspirin 100 mg and clopidogrel 75 mq). After three months, imaging
demonstrated partial thrombus organization with zones of dissolution.
Hematologic evaluation identified heterozygous Factor V Leiden mutation.
Continued anticoagulant therapy resulted in complete thrombus resolution
after nine months.

Conclusion: This case highlights that LV thrombus formation may occur
despite preserved LVEF following anterior MI, particularly in the presence
of localized apical dysfunction and underlying thrombophilia. Direct oral
anticoaqulant therapy may represent an effective therapeutic strategy;
however, standardized treatment recommendations in this clinical scenario
remain insufficiently defined.
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AONNABOKA BEHCKA TPOMBO3A KAJ MJIAAQA
NAUMEHTKA ACOLUUPAHA CO YNOTPEBA HA OPANMTHU
KOHTPALUENTUBU

A. bakuy, E. T. Jlazaposa, N. Ky3amaHocku, b. bawbypr Ko4a,
A. ®a3nny, M. boLueBckun

J3Y YHuBep3uTeTcKka KnuHnka 3a Kapguonornja-Ckonje

[nabokata BeHcka Tpombo3a (OBT) Kaj Mnagata nonynauuvja npeTcraByBa
KAWHUYKM Npeau3BUK MOpPaan Hej3MHATa PEeTKOCT U 4ecTata aTUMU4YHA
npe3eHTaumja. XOPMOHCKATa KOHTpauenumja, 0cobeHO KOoMbUHUpaHuTe
NpenapaTi Co eCTPOreHCKa KOMMOHEHTa, € A06pO NO3HAT, HO YeCTo NOTUEHeT
TpoMbOreH pu3nK GpaxTop.

Len: [1a ce npe3eHTUPa KAMHUYKK C/1y4aj Ha akyTHa BT Kaj Mnaga naumeHTKa,
KaKO pe3ynTaT Ha ynoTtpeba Ha OpasiHW KOHTpaLenTusu.

MaTtepujan u metogu: [puKamaHa e 21-roguvHa NAUMEHTK3 CO aKyTHO
HaCTaHaTa 60/1Ka U OTOK Ha N1eBaTa NMOTKONEHNL3, NPOCNeAeHM CO CUHKOMAHA
enn3ona. AHAMHECTUYKM, NAUMEHTKATa KOpUCTena KOMOMHMPAHW OpanHu
KOHTpauenTBu (drosperidon/estradiol) Bo Tek Ha LwecT Meceun nopaau
NOAMUMCTMYEH OBapujaneH CUHAPOM. [WjarHOCTUYKMOT aNroputam BK/YYU
ponnep yntpacoHorpaduja, nabopaTopucKM MapamMeTpu, TPaHCTOPaKasiHa
exokapaunorpadumja n CT nynMOHaNHa aHrnorpadwm;ja.

Pesyntatu: [lonnep ynTpa3ByKOT AETEKTMPALLE 3aKyTHa TPOMbH03a Ha NeBaTa
demMopanHa M nonAuTeanHa BeHa. J1abopaTOPUCKUTE aHaNM3M MOKaKaa
neykoumTosa (14,9x10°/L), ymepeHo nokadveH CRP (10 mg/L) n u3paseHo
3ronemenu D-gumepn (34.240 ng/ml ), LUTO KOpennpa co aKTUBEH TPOMBOTCKM
npouec. Exokapanorpadnjata NoKaa 3a4yBaHa cUCToNHa PyHKUMja (EF 72%),
6e3 3Haum Ha AecHokamepHo onTtoBapyBamwe. Co CT aHruorpaduja bewwe
NCKNyYeHa 6enogpobHa Tpomboembonnja. MaumeHTKaTa belle TpeTnpaHa co
HVUCKOMOJIEKYNapeH xenapuH (enoxaparin), Co nocnegosaTesiHa TPaH3ULMja Ha
OVPEKTEH OpaneH aHTUKoarynaHc (apixaban). KOHTpoONHMOT gonnep NoTBpAU
KOMMNETHa PEeKaHanM3aunja, a KINHUYKOTO Cnefere BO TeK Ha 6 Meceum
bewe 6e3 peuname.

3aKkny4yoK: OBOj CNy4vaj ja HArnacysa BarKHOCTA Of, PaHO MNpeno3HaBak-e Ha
0BT Kaj Mnagu *eHn Co N3N0MEHOCT Ha eCTPOreH-CoAPHEYKN KOHTpaLenTusu.
NHavBnAayanusnpaHnoT NpucTan, HABPEMEeHaTa ANjarHOCTUKA N COOABETHATA
AHTUKOAryNaHTHa Tepanuja Ce KAy4YHU 33 MNpPeBeHUWja Ha KOMMAMKauun w
obe3zbenyBarbe ONTUMANEH NCX04 33 NAUNEHTOT.

KnyuyHu 360poBu: [13aboKka BEHCKa TPOMbH033a, OPaNHU KOHTPALENTUBM,
TpoMbodunnja, D-gumMep, aHTUKOArynaHTHa Tepanuja
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DEEP VEIN THROMBOSIS IN A YOUNG FEMALE
ASSOCIATED WITH ORAL CONTRACEPTIVE USE

A. Bakiu, E.T. Lazarova, |. Kuzmanoski, B. Basbug Koca, M. Geceska,
A. Fazliu, M. Bosevski

University Clinic of Cardiology-Skopje

Introduction: Deep vein thrombosis (DVT) in the young population represents
a clinical challenge due to its rarity and often atypical presentation. Hormonal
contraception, particularly combined estrogen-containing preparations, is a
well-known but frequently underestimated thrombotic risk factor.

Aim: To present a clinical case of acute DVT in a young female associated with
the use of oral contraceptives.

Materials and Methods: A 21-year-old female presented with acute onset
pain and swelling of the left calf, accompanied by a syncopal episode. From
the medical history, the patient had been using combined oral contraceptives
(drospirenone/estradiol) for six months due to polycystic ovary syndrome.
The diagnostic workup included Doppler ultrasonography, laboratory testing,
transthoracic echocardiography, and CT pulmonary angiography.

Results: Doppler ultrasound revealed acute thrombosis of the left femoral
and popliteal veins. Laboratory findings showed leukocytosis (14.9 x10°%/L),
moderately elevated C-reactive protein (CRP 10 mg/L), and markedly
increased D-dimer levels (34,240 ng/ml), consistent with an active thrombotic
process. Echocardiography demonstrated preserved systolic function (EF 72%)
without signs of right ventricular strain. CT pulmonary angiography excluded
pulmonary embolism. The patient was treated with low-molecular-weight
heparin (enoxaparin), followed by transition to a direct oral anticoagulant
(apixaban). Follow-up Doppler ultrasound confirmed complete recanalization,
and clinical follow-up over six months showed no recurrence.

Conclusion: This case highlights the importance of early recognition of
DVT in young women exposed to estrogen-containing contraceptives. An
individualized approach, timely diagnosis, and appropriate anticoagulant
therapy are essential for preventing complications and ensuring optimal
patient outcomes.

Keywords: Deep vein thrombosis, oral contraceptives, thrombophilia, D-dimer,
anticoaqulant therapy.
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ENDOVASCULAR TREATMENT OF TIBIO-PERONEAL
TRUNK OCCLUSION IN CRITICAL LIMB ISCHAEMIA USING
THE SPUR™ DEVICE AND DRUG-COATED BALLOONS

D. Manchevski

Special Hospital for Cardiovascular Diseases Ohrid

Clinical History / Pre-treatment Imaging: A 71-year-old male presented with
criticallimbischaemia(Rutherfordclass5)andanon-healingulceroftheleftfoot.
Angiography demonstrated complete occlusion of the tibio-peroneal trunk with
sub-occlusion of the left anterior tibial artery and compromised pedal runoff.
Treatment Options / Results: Direct arterial access was obtained using
a 6-French sheath. Recanalisation was achieved with a 0.014X guidewire
supported by a microcatheter. Predilatation was performed using a 2.5 x 120
mm balloon in both the anterior tibial artery and tibio-peroneal trunk. Vessel
preparation was then performed using a 3.0 x 65 mm Spur™ device with
three deployments in each treated segment. Final angioplasty was completed
with two 3.0 x 120 mm drug-coated balloons. Completion angiography
demonstrated excellent luminal gain, restored flow to the pedal arteries, and
no residual stenosis. At 1-month follow-up angiography, the treated vessels
remained fully patent, and the foot ulcer showed near-complete healing.
Discussion:Complex infrapopliteal occlusions in CLI remain challenging
due to small vessel size, chronic total occlusions, and limited stent
options. Mechanical vessel preparation with the Spur™ device enhances
luminal gain and facilitates effective drug delivery from DCBs while
avoiding stent implantation. This approach may reduce restenosis
risk and improve clinical outcomes in below-the-knee interventions.
Take-Home Points:Combined Spur™ device and DCB angioplasty is feasible
for complex infrapopliteal occlusions.Excellent short-term patency and wound
healing can be achieved in Rutherford class 5 CLI.Vessel preparation without
stent implantation may optimize drug delivery and preserve future treatment
options.

EHOOBACKY/NAPEH TPETMAH HA OK/TY3UJA HA
TUBUO-NEPOHEAJTHO CTEB/10 KAJ KPUTUYHA
NCXEMUJA HA EKCTPEMUTET CO SPUR™ YPEAQ U
BAJ/IOHU OBJ/TIOMHEHU CO JIEK

A. MaH4YeBCKU

Cb 3a KapauoBackynapHu 3abonysama CB. CtedaH - Oxpua

KnuHuyka uctopumja: 71-roguieH Max co KpUTnYHa ncxemmnja (Rutherford 5)
N He3apaCHYBAa4KM YNKYC H3 NeBOTO CTanano. AHrnorpadumja NoKarka LenocHa

OK/My3Mja Ha TWbWO-NepoHeanHoTo cTebno n cybokny3vja Ha npefHaTa
TMbWjanHa apTepwnja co HaMmaneH neaasneH NPoToK.

29



YeTBpPTM MeryHapoaeH CUMMMNO3MyM No TPOM603a 1 KPBHU C340BU

TpeTMaH u pe3ynTtaTtu: BocnocTtaBeH e apTepucKku npuctan co 6F nHTpoajycep.
PeraHanusaumja e nocturHata co 0.014% uua n MUKpoKaTteTep. M3BpLueHa
e npegannataumja co 6anoH 2.5 x 120 mm. lNoToa cnefelle No4roTOBKA HA
cagot co Spur™ ypepg (3.0 x 65 mm) CO TpY anMKauum no cermeHT. ®HaNHa
QHrMONNacTMKa e HarmpaBeHa co ABa 6anoHM obnoxeHn co nek (3.0 x 120
mm). KOHTPONHaTa aHrnorpadnja NoKaxa o0AINYHO NPOLLMpYBaHe, 06HOBEH
NPOTOK 1 6€3 pe3nayanHa cTeHo3a. 1o 1 Mecel, Ca40BUTE OCTAH3a NPOXO4HM,
a YNKYCOT peyncu LenoCcHO 3a3paBeH.

Auckycuja: VHbpanonnmMTeanHuTe OKNYy3UW Ce Npeau3BUK Mopagn Manu
Ca[0BM M OrpaHNUYeHn onuum 3a CTeHTUpare. Spur™ ypenoT OBO3MOMYBA
MEX3HWYKa NOAroTOBKA HAa C34oT, nogobpyBa NyMeH U ja 3ronemyBsa
edMKacHOCTa Ha 6BanoHUTe 06N10KeHM CO NeK, 6e3 MMNNaHTaumja Ha cTeHT. OBa
MOMe [a ro HamManun pM3nKOT 0 PecTeHo3a 1 Aa ri Nnogobpun pesyntatuTe.

Kny4yHu 36oposu: SPUR, DCB, CLTI, BTK

FMMrAHTCKA NONUTEANTHA AHEYPU3MA - BUCTUHCKU
NMPEAN3BUK 3A KITIMHUKATA NPAKCA

T. AHryweBa, A. inveBa, K. MuTpes
HaH MutpeB KnnHuka, Cronje, CeBepHa MakeoHuWja

AHeypu3MuTe Ha nonnuteanHata aptepuja (PAA) npeTctaByBaaT BTOpU
Mo 3acTaneHoCcT nepudepHN apTEPUCKU AHEYPU3MKM MO OHWE CMECTEeHU
BO 3O0PTOWIMjAYHUOT CerMeHT. Tue coumHyBaaT npubnamskHo 70% of cute
nepudepHn aHeypm3mm Co NpoLeHeTa MHUMaeHUa o noManky og 0,19%. Moyectn
Ce Kaj Maxu Hag 60 rognHn Co yTBpAEHa KapavoBacKynapHa 60necT n 4yecto
Ce NOoBpP3aHN CO KOHTpanepanHu PAA 1 abaomMuHaneH aopTeH aHeypusam. PAA
061YHO Ce Npean3BMKaHN 0 aTePOCKIePO3a, HO UCTO TaKa ce 3abeneraHn 1 Kaj
apyrn NocebHO HeObUYHN COCTOj6N KAKO TPAYMa, KOHrEeHUTaNeH nonauTeaneH
aHeypun3aMm, MUKOTUYEH aHeypPU3aMm, BOCNANUTENEH apTEPUTUC N NONANTEANHA
eHTpanmMeHT. OrpoMHUTe PAA, Nnopaan HUBHATA aHAaTOMCKA NOA0XHK6a, roNeMmnHa
N 4eCTM KOMNNKAUNKN, NPeTCTaBYBaaT TePaNeBTCKN Npean3BUK 33 BACKYI3PHUOT
XVpYPr.

MNpe3eHTMpaMe Cny4aj Ha 59-rogulleH Maxk Co XxunepTeH3vja u gujabetec
co 60n1Ka BO neBaTa HOra, MaBHO BO MOTKOMEHULAT3, NOBP3aHa co crabocT
N NOTELUKOTUM MpU OfeHe N UWjaHOTUYHO cTanano. Ha KT ckeHoT ce mega
MraHTCKa aHesBpu3Ma 4x4 CcM Ha nesaTa nonauTeanHa apTepuja MNosHa co
TpoMbun. CnpoBeeHo e XMPYPLUKO NeKyBarbe, aHEBPU3MATA € eKCTUPNnpaHa n
e 1U3BpLUeH nonnuTteo-demopaneH b6ajnac co rpadT. 3a BpeMe Ha onepauujaTta,
TPOMbBUTE 0 3HEBPU3MATUYHMOT CaK Ce AUCEMUHNPAA BO ANCTANHMOT MPOTOK
Ha KpBTa. TKMBOTO HA CTANaNOTO CTaHa EKCTPEMHO UCXeMUYHO. lMauneHToT 8
0eHa belle TpeTUpaH Co NPOCTArNaHANH NHTPABEHCKM criopes NpPoTOKOOT U ce
BOCMOCTaBWAa UMPKynaumjata. 3a obHoBYBaHe Ha TKMBOTO, HarnpaseHn ce 10
TpeTMaHu co bapokamepa. OUHANHNOT pe3ynTaT belue LenocHo 0bHOBYBaH-e Ha
MYCKY/IUTE U KOMATa, Kaj MNALMEeHTOT 0CTaHaTa camo bnara HesponaTuja. Nepuog
Ha cnegerse 8 meceuw.
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33KNYYOK: XMPYPrujata BO KOMBUHALMjA CO NPOCTArMaHANHN 1 6apoKkamepa
MOXe fa buge MOMHO peLleHne 33 NauneHTU CO aHeBpU3Ma Ha NonauTeasnHa
apTepuja N eKCTPEMHO UCXEMUYHN TKMBHN KOMIM/IMKALNN.

KnyuyHun 360poBu: aHeBpM3Ma Ha MOMNAUTEaNIHA apTepuja, WCXEeMUYHO
OLUTEeTYBaH€e Ha TKMBOTO, MPOCTArNaHANHN.

GIANT POPLITEAL ANEURYSM- REAL CHALLENGE FOR
DAILY PRACTICE

T. Angjusheva, A. Ilieva, Z. Mitrev
Zan Mitrev Clinic, Skopje, North Macedonia

Popliteal artery aneurysms (PAAs) represent the second most common peripheral
arterial aneurysms following those located in the aortoiliac segment. They
account for approximately 70% of all peripheral aneurysms with an incidence
estimated to be less than 0.1%. They are more common in men over 60 years
old with established cardiovascular disease and they are often associated with
contralateral PAAs and abdominal aortic aneurysms . PAAs are typically caused
by atherosclerosis but they have also been observed in other more unusual
conditions such as trauma, congenital popliteal aneurysm, mycotic aneurysm,
inflammatory arteritis, or popliteal entrapment [3]. Huge PAAs, because of
their anatomical position, size, and common complications, pose a therapeutic
challenge for the vascular surgeon.

We present a case of a59y.old male with hypertension and diabetes with a left
limb pain, mainly in the calf associated with weakness and difficulty walking and
cyanotic foot. On CT scan giant aneurysm 4x4cm on the left popliteal artery full
with thrombi .Surgical treatment was performed, aneurysm was extirpated and
popliteo-femoral baypass with a graft was performed. During surgery, thrombi
from aneurysmatic sac disseminated in a distal blood flow. Foot tissue become
extremely ischemic. We treat patient 8 days with prostaglandin i.v according the
protocol and restore circulation. For tissue renewal, we performed 10 treatments
with barochamber. Final result was completely muscle and skin renewal, patient
has only slight neuropathy. Follow up period 8 months.

Conclusion: surgery in combination with prostaglandins and barochamber
can be possible solution for patients with PAA and extremely ischemic tissue
complications.

Key words: popliteal artery aneurysm, ischemic tissue damage, prostaglandins
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UHTPAMYCKYJ/IAPEH XEMATOM KOJ UMUTUPA
ANABOKA BEHCKA TPOMBO3A KAJ NAUMEHTHA
CO HOBOAUJANHOCTUUUPAHA ATPUJANHA
OUBPUNALUNJIA

T. KowaHoBcKy, V. KyamaHocku, C. TogopoBcku, V. MUK,
M. OT/baHckn, A. ®uneBa-MnageHoBa, A. MMneHKocKa, M. TeMenKkocKa,
M. BolueBcKun

J3Y YHuBep3uTeTCKa KNMHMKA — HauMoHaneH ueHTap 33
KapAnoBacKynapHu 3abonysBama, Ckonje, CeBepHa MakeaoHWja

Bosepa: OTOK Ha HOra BO KOMbMHAaLMja Co NoKadeH [-anmep npeTcTaByBa COMHERK
33 Anaboka BeHcKa TpoMbo3sa (OBT). Cenak, NoTpebHO e fa ce pa3rnenaat u
aANTEPHATUBHU AWjarHO3W, 0COBEHO Kaj MOCTapu N3LMEHTM CO KOMOPOMANTETU U
ATUNNYHM HAoaMW.

Uen: [Ja ce npuKaxe OWjarHOCTUYKMOT NPeau3BUK Kaj eaHOCTPaH OTOK Ha
HOra CO 3HAYUTEeSIHO MoKadeH [-guMmep U HOBOAMjarHOCTULUMPAHA aTpujasnHa
dmnbpunnaumja (AD®), Npu WITO KOHEYHATa AujarHo3a bHelle WHTPAMYCHKynapeH
XEeMaToMm.

MaTtepujan u Mertoau: aumeHTHa Ha BO3PaCcT o4 76 rogvHU ce jaBu BO
KapaMO/oLLKa aMby/aHTa CoO aHaMHe3a 3a 60/1Ka M OTOK Ha IeBaTa HOrA BO TPAEH-€
oa 7 peHa. O npeTxo4Ha MedWLUMHCKA WUCTOpWja: apTepucka XunepTeHsnja
(TpeTmnpaHa co eHananpun 10 mg AHEBHO), peBMAaToNaeH apTPUTUC U XPOHNYHA
wenesonedmumMTHa aHeMuja.

Ha EKI 6elwe yTBpAEHa HOBOAMjarHOCTUUMPaHa aTpujanHa ¢ubpunaunja, 6e3
NPeTXo4eH TPETMaH CO aHTUKOArynaHTHa Tepanuja.

NabopaTtopuckn Haoaw: O-anmep 7688 ng/mL, xeMornobuH 101 g/L, xeMaToKpUT
0.35, eputpountn 4.20%10*2/L n TpomMboumnTn 227%10°%/L.

[onnep coHorpadmjaTta He NOKarKa 3HaUM Ha apTepUCKa NI BEHCKa TPOMO033a,
HO MaeHTUdUKyBaLLle xeTeporeHa mMaca. KomnjytepusmnpaHa Tomorpaduja (KT)
MOKara XxeMaToM BO /1eBMOT M. gastrocnemius (5.9 x 3.9 cm, gonkuHa 12 cm).

Pe3syntatu: 1 NOKPaj BUCOKOTO KIMHUYKO COMHEBaH-e 38 TPOMH0eMb0o/1M3aM, Co
UMULINHC 6elle ncknydeHa OBT v NoTBpAEH ro1leM MHTPaMYCKYIapeH XeMaToM.
OTCcycTBOTO HA TpaymMa W aHTUKOArynaHTHa Tepanuja ro npaBu CyyajoT
aTunuyeH. NayneHTKaTa beLle UTHO YyNaTeHa Ha YPreHTeH XMPYPLLKK LeHTap 33
MPOLIEHKAa N TPETMaH.

AHTUMKOarynaHTHaTa Tepanvja 33 AD belwe o4noMeHa nopaan pusnK of
KpBapere, CO NpenopaKa 3a NOBTOPHA MNPOLIEHKA MO TPEeTMAaHOT.

3aKny4ok: OBOj CNy4aj ja Harnacysa BaMHOCTa o ceondateH UMULINHE Kaj
NayMeHTn co NokadeH -AMMep 1 OTOK Ha HOra. VIHTPaMyCKynapHUOT XeMaToM
MOe 3@ UMUTNPA TPOMBOTUYHI COCTOj6U M 3HAYMTENHO A3 BNNjae BP3 OAIyKUTE
33 @HTMKOArynaHTHa Tepanuja, 0Co6eHO Kaj HOBOAWjarHOCTULUMPAHA aTpujanHa
dmbpunaumja.

MoTpebeH e BHMMATeneH NHTepANCUMNANHAPEH NpUCTan 3@ banaHcupame Ha
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PU3VKOT o TPOMb60EMbB0NN3aM N KpBapeH-e.

Kny4yHu 360poBu: [O1360Ka BEHCKa TPOMbH6033, NHTPAMYCKYN3pPEH XeMaToM,
QHTMKOArynaHTHa Tepanunja, atpmjanHa ¢bmbpunauymja.

INTRAMUSCULAR HEMATOMA MIMICKING DEEP VEIN
THROMBOSIS IN A PATIENT WITH NEWLY DIAGNOSED
ATRIAL FIBRILLATION

T. Konjanovski, I. Kuzmanoski, S. Todorovski, I. Misic, M. Otljanski,
A. Fileva-Mladenova, A. Milenkoska, M. Temelkoska, M. Bosevski

JZU University Clinic National Center for Cardiovascular Disease-
Skopje, North Macedonia.

Introduction: Leg swelling with elevated D-dimer raises suspicion for deep
vein thrombosis (DVT). However, alternative diagnoses must be considered,
particularly in elderly patients with comorbidities and atypical findings.

Aim: To present a diagnostic challenge involving unilateral leg swelling with
markedly elevated D-dimer and newly diagnosed atrial fibrillation (AF), ultimately
revealing an intramuscular hematoma.

Material and Methods: A 76-year-old female presented to the cardiology
clinic with a 7-day history of pain and swelling in the left leg. Medical history
included hypertension (enalapril 10 mqg daily), rheumatoid arthritis and chronic
iron deficiency anemia. ECG revealed newly diagnosed AF without prior
anticoaqulation. Laboratory testing showed D-dimer 7688 ng/mL, hemoglobin
101 g/L, hematocrit 0.35, RBC 4.20x10'?/L, and platelets 227x10°/L. Doppler
ultrasonography excluded arterial and venous thrombosis but identified
a heterogeneous mass. CT imaging demonstrated a hematoma in the left
gastrocnemius muscle (5.9 x 3.9 cm, length 12 cm).

Results: Despite high clinical suspicion for thromboembolism, imaging excluded
DVT and confirmed a large intramuscular hematoma. The absence of trauma
and anticoaqgulant therapy made the case atypical. The patient was urgently
referred to the emergency surgical department for further management
and treatment. Anticoaqgulation for AF was deferred due to bleeding risk, with
recommendation for reassessment post-treatment.

Conclusion: This case highlights the importance of comprehensive imaging in
a patient with elevated D-dimer and leg swelling. Intramuscular hematoma can
mimic thrombotic conditions and significantly impact anticoagulation decisions,
especially in newly diagnosed AF. Careful interdisciplinary management is
essential to balance thromboembolic and bleeding risks.

Keywords: deep vein thrombosis, intramuscular hematoma, anticoagulant
therapy, atrial fibrillation.
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NOVEL THERAPEUTIC STRATEGIES FOR CORONARY
NO-REFLOW: ADVANCES IN PHARMACOLOGICAL AND
INTERVENTIONAL APPROACHES

N. Manev!?, B. Shopov!, A. Georgieva?, M. Boshev!?

! PHO University Clinic of Cardiology and Cardiovascular
Surgery, National Center for Cardiovascular Diseases

2Medical Faculty, University "Ss. Cyril and Methodius"

Background: Coronary no-reflow (CNR) is a critical complication of primary
percutaneous coronary intervention (PCl), defined as inadequate myocardial
perfusiondespite restoration of epicardial coronary patency. Pathophysiological
mechanisms include cardiomyocyte vulnerability, endothelial and capillary
damage, leukocyte activation, reactive oxygen species (ROS) generation, and
microRNA-mediated gene expression alterations. CNR is associated with
increased risk of major adverse cardiovascular events (MACEs) and worse
prognosis, complicating up to 40% of primary PCls in acute myocardial
infarction (MI).

Methods and Therapeutic Approaches: Multiple pharmacological and
non-pharmacological strategies have been explored for the prevention and
management of CNR. Intracoronary vasodilators—including adenosine,
calcium channel blockers, and nitrates—alone or in combination, alongside
antiplatelet therapy with glycoprotein IIb/llla inhibitors, remain foundational
treatments. Non-pharmacological approaches such as thrombectomy, distal
protection devices, selective intracoronary saline infusion via thrombus
aspiration catheters, and deferred stenting have shown clinical benefit.

Recent studies highlight the efficacy of intracoronary epinephrine for
refractory CNR. Leveraging its low-dose B2-agonist vasodilatory effects
alongside B1-mediated inotropy and chronotropy, epinephrine has improved
coronary flow, reduced microvascular obstruction, enhanced ejection fraction,
and lowered the 30-day composite of death or heart failure in STEMI patients
unresponsive to conventional therapies. Local delivery with verapamil or
adenosine further enhances distal microvascular reperfusion.

Conclusion: CNR remains a significant challenge in acute Ml management,
with profound implications for patient outcomes. Emerging strategies,
including targeted intracoronary epinephrine, represent promising advances
in both refractory and conventional CNR management, offering improved
microvascular reperfusion and clinical recovery with favorable safety profiles.

Keywords: Coronary no-reflow, , epinephrine, vasodilators, glycoprotein llb/
Illa inhibitors, thrombectomy, microvascular obstruction.
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NOT EVERY PULMONARY EMBOLISM IS ACUTE:
UNMASKING CTEPH. A CASE REPORT

V. Zhaku?, B. Murtezani?, A. G. Vuchinikj?, E. Jashari?, F. Raka?, A.
Georgiev?, M. Bosevski?

! Faculty of Medical Sciences, Department of Physiology, University of
Tetova, North Macedonia

2 Univeristy Clinic of Cardiology, Skopje, North Macedonia

3 Institute for Transfusiology, Clinical Center “Mother Theresa", Skopje,
North Macedonia

Chronic  thromboembolic pulmonary hypertension (CTEPH) is an
underdiagnosed cause of pulmonary hypertension that may initially present
as acute pulmonary embolism (PE). Early recognition is essential to prevent
delayed treatment and adverse outcomes.

We report a case of a 66-year-old woman presenting with progressive
exertional dyspnea over 2-3 weeks. On admission, she was hemodynamically
stable with mild hypoxemia and the ECG showed right axis deviation and signs
of right heart strain. Echocardiography revealed right atrial and ventricular
enlargement, elevated right ventricular systolic pressure (~70 mmHg), and
mildly reduced right ventricular function. Laboratory tests demonstrated
elevated D-dimers and BNP.

CT pulmonary angiography confirmed acute PE in lobar and segmental
branches, along with features suggestive of chronic thromboembolic disease.
Lower limb ultrasound revealed chronic deep vein thrombosis. The patient
was treated with low molecular weight heparin followed by rivaroxaban and
discharged in stable condition.

At 3-month follow-up, despite clinical and laboratory improvement,
echocardiography showed persistent right heart dilation and elevated
pulmonary pressures. Repeat CT angiography demonstrated residual thrombi
with characteristic webs and bands. Right heart catheterization confirmed pre-
capillary pulmonary hypertension with elevated pulmonary artery pressures,
normal wedge pressure, and increased pulmonary vascular resistance,
establishing the diagnosis of CTEPH.
Thepatientwasmanagedwithlifelonganticoagulationand phosphodiesterase-5
inhibitor, and classified as intermediate risk according to ESC quidelines.

This case highlights the importance of considering CTEPH in patients with
apparent acute PE, particularly when abnormalities persist despite appropriate
treatment.

Key words: Chronic thromboembolic pulmonary hypertension, pulmonary
embolism, pulmonary hypertension, right heart catheterization,
anticoaqulation.
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TPOMBO3A HA RAMUS INFERIOR HA VENA CENTRALIS
RETINAE (BRANCH RETINAL VEIN OCCLUSION - BRVO)

WU. Bepe, H. Ckpyecka, K. B. Konesckun, K. Mutpecka, X. Y. WewocKa

CneumnjanusnpaHa 60nHMLA 3@ NPeBEHLNj3, NEKYBaHE U
pexabvnutauunja Ha KapanoBacKynapHW 3abonysama — CB. CTedaH,
Oxpug

Bosep: Branch retinal vein occlusion (BRVO) npeTtctaByBa YecTa BacKynapHa
60necT Ha peTNHATa, NpeAn3BUKAHA 04 ONCTPYKLMja HA rPaHKa 04 peTUHANHaTa
BEH3, LUTO [oBefyBa [0 HapylleH BeHCKM oanme. Mlako NpUMapHO e O4HO
3abonyBare, 4eCcTo e MOBP33aHO CO CUCTEMCKM BAaCKynapHW 3abosnyBana
N TPOMBOTCKN pU3KNK daKkTopwu. MaunmeHTUTe Haj4ecTo ce jaByBaaT CO Harmo,
6e360/1HO HaManyBare Ha BUAOT HA e4HOTO OKO. MoTeHUnjanHUTe KOMNANKaLNK
BK/1Y4yBaaT MaKynapeH efem, peTUHANHN XeMoparun u TpajHo ryberse Ha BUaoT
OOKOSIKY He ce neKyBa. NaBHW puU3nK GaKTOPU Ce apTepucKa XUnepTeH3uja,
aujabeTec MenUTyC, Xmnepnunugemuja n NoBO3pacHa Bo3pacT. [AnjarHo3aTa ce
NocTaByBa CO 0DTaNMOMOLLKM Npernes, BRAy4yBajkn GyHAOCKONNja 1 ONTUYKA
KoxepeHTHa Tomorpaduja (OCT). TpeTMaHOT ondaka MHTPABUTPEANHU aHTU-
VEGF uvHjeKkuumn, nacepcka ¢oToxoarynauuja M KOHTPONa Ha CUCTEMCKUTE
pU3MK daKkTopu.

MpuKas Ha cny4aj: MaumeHT Ha BO3pacT o4 52 roavHu ce jaBu CO 3aMaTeH
BMA Ha NeBOTO OKO. Ha odTanmMonowKmoT npernea b6ewle AMjarHOCTULMPAHA
OKNy3Mja Ha MHPEPNOPHA rMPaHKa HAa LEeHTPanHaTa peTuHanHa seHa (BRVO).
MaumeHTOT bewe ynaTteH Ha HKapAWONOLWKA npoueHKka. bea w3BpweHu
TPAHCTOPAKaNHa exokapauorpadmja, 24-4yacoBeH Xontep EKM u Tect Ha
ONTOBapyBaH-€e. [eHEeTCKaTa aHaNn3a NOKaXKa XOMO3UrOTHW BapujaHTu Bo ITGA2
n MTRR reHuTe, LUTO YKarKyBa Ha 3rofieMeH TPOMBOTCKN pu3MK. MaumeHToT
NMaLLle aHaMHe3a 33 apTepuUCKa XunepTeH3unja. 3ano4HaTa beLle KOMbUHNPaHa
0bTaNMO/OLLKA U CUCTEMCKA Tepanwnja, co AenyMHO noaobpyBare Ha BUAHATA
OCTPUHA.

3aKknyyoK: OKny3vjata Ha peTuHanHa BeHa MOXe [a npeTcTaByBa paHa
MaHudecTaumja Ha CUCTEMCKa TPOMBOTCKa npeaucnosvumja. eHeTCKOTo
TecTparbe MoMe fa obes3bean LOOMOMHUTENEH yBUMA BO WHAWMBUAYANHWUOT
PU3MK M O3 NOMOrHe BO MYNTUAUCUUNAWHAPHWOT MpUCTan BO TPETMAaHOoT.
PyTWHCKa cncteMcKa aHTUKOarynaHTHa Tepanumja He ce npenopadyysa Kaj BRVO,
OCBEH [I0KO/IKY NOCTOjaT APYrv jaCHU NHOUKAUUW.

KnyyHu 360poBu: peTuHanHa BeHCKa OKay3nja, BRVO, xunepTeH3uja,
TPOMb6033, reHeTUKa
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THROMBOSIS RAMUS INFERIOR VENA CENTRALIS
RETINAE (BRVO)

l. Bede, N. Skrcheska, K. V. Kolevski, K. Mitreska, H.C. Sheshoska

Specialized hospital for prevention, treatment and rehabilitation of
cardiovascular diseases - St. Stefan, Ohrid

Introduction: BRVO is a blockage in a small blood vessel that carries blood
away from the retina. It is not only an ocular condition but also a reflection
of systemic vascular thrombotic disorders. Symptoms include blurry vision
or vision loss in one eye, which may develop suddenly. It can lead to serious
complications like swelling or bleeding in the eye and without a treatment it
can lead to vision loss. Most common cause is a blood clot, high blood pressure,
diabetes or in elderly. It is diagnosed by an ophthalmologist with fundoscopy
and OCT. Treatment includes eye injections (anti-VEGF) , laser and control of
the risk factors like hypertension, glycemia and lipid status.

Case report: A 52 y.0. patient came in the ambulance because of a blurry
vision in the left eye. First he was examined by an ophthalmologist and was
diagnosed occlusion of the ramus inferior of the central retinal vane. Send
to the cardiologist for further examinations. Echocardiography was made
and Holter ECG, Coronary stress test. Genetic analysis revealed homozygous
variants in ITGA2 and MTRR, suggesting increased thrombotic risk. Patient
also with hypertension and combined ophthalmologic and systemic therapy
was initiated resulting in partial improvement of visual activity.

Conclusion: Retinal vein occlusion may represent an early sign of systemic
thrombotic tendency. Genetic testing can provide additional insight
into individual risk and quide multidisciplinary management. Systemic
anticoaqulation is not routinely recommended in BRVO unless indication
exists.

Key words: vein, retina, hypertension, genetic
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PAGET-SCHROETTER SYNDROME: NMPUKA3 HA C/1IY4AJ

WU. Muroscka flumoBa'?, E. HeueBcKa'?, K. Tep3meBcKal?,
M. JaHKynocka-CmmnaHoBcKa'?, U. bajno3osa!

l0pneneHne 3a ypreHTHa MeanumHa N MHTEH3MBHA Hera "M0b 8-Mu
CentemBpn”, Cronje

2YHusep3uteT “CB.Knpun n Metogunj”, Ckonje, *°YHusep3uTtet “foue
Oenves”, LUTunN

Bosep: Paget-Schroetter Syndrome nnn TpomMb603a Npwn Hanop NpeTcTaByBa
peTka ¢opmMa Ha NpUMapHa ANaboka BeHCKa Tpomboza (OBT) Ha ropHute
EeKCTPeMUTEeTH, KOja HajuyecTo ce jaByBa Kaj MNagu M MNpeTxoaHo 34paswu
WHOMBMAOYN CO aHAMHE3a 33 MHTEH3MBHU U MOBTOPYBaYKWN ABUHEHA.

MpuKas Ha cnyyaj: YeTupureceT roanleH Mar 6e3 NpeTxoaHa UHTEPHUCTUYKA
3dHaMHE3a ce Npe3eHTUpaLLe CO OTOK, 60/IKa 1 LpBEHWNO MO LenaTa AoMHKUHA
Ha neBaTa paka. CMMNTOMUTE Ce MojaBwuie Mo NPOAO/KEHO MaTyBake 0f
70 4aca, Ha Koe MauMeHTOT yrnpaByBaja TELKO MOTOPHO BO3WIO CO 4eCcTo
0MaBHyBaH€ CO NeBaTa paka Ha nognorata. Mpu ¢u3mKaneH nperneg ce
eBnaeHTMpalle 3roneMeH 06eM Ha eKCTPeMUTeTOT, NMBMAHA NpeboeHoCT,
N3pa3eH OTOK M NannabusnHa, Tonna, Bpeyecta popmaLmnja 4oMK BHATPELUHATa
CTPaHa Ha HaANaKTMLATa.

[onnep-ynTpacoHorpadunjata noTBpaAn TPOMO033 HAa aKCUN3pHaTa BeEHa,
NPOKCUMANHNOT CerMeHT Ha 6paxmjanHata BeHa M 6a3nnnyHaTa BeHa BO
rOpHAaTa TpeTWHa Ha HaANaKTUUATa. J1abopaTOpUCKUTE aHaNM3M MOKaMaa
nokaveHn BpegHocTn Ha D-dimeri (3040ng/ml) Kako M HapyLueH nunuaeH
CTaTyC. CKPUHUHIOT 33 ManurHa 6onecTt, peHTreHorpadunjata Ha rpagHM opraHu
n abaoOMMHANHATA yNTpacoHorpadunja He yKaxaa Ha cneuymdPpuyHa eTmonoruja
Ha BeHCKaTa TpoMb03a.

MauneHToT 6eLe TPeTUPaH CO HUCKO-MOJIeKyNapeH xenapuH (enoxaparin 1mg/
kg) BO BpemeTpaewe 04 NeT AeH3, MUPYBakbe 1 eN1eBaunja Ha eKCTPEMNUTETOT,
no wrto cnegewe npeMnH Ha OOAK. bBelle nocTurHaT gobap TepaneBTCKU
OAroBOp, CO 3HaYajHa KNMHMYKA W OONfepcKa perpecuja npu oTnycTt no 14
JeHa xocnutanuiaumja. Ha KOHTpPO/HMOT nperneq no Tpu Meceuw, nopagu
no3nTmeHa pamMnnnjapHa aHamHesa 3a [BT, 6ewe n3BeaeH reHeTCKN NaHen
33 TpPOMbBOGUNMja NpY LITO He 6ea AETEKTUPAHU KNNHNYKN 3H3Y3jHU MyTaLunN.

3aKny4oK: KNnHMYKaTa cycnekumja U HaBPEMEHWOT TPETMAH Ce KAYYHWU 33
LeNocHO @YHKUMOHANHO U KAMHUYKO OMOpaByBake W MOBOMEH UCXOA Kaj
nayneHTUTe CO NpUMapHa TpPOM603a Npu Hanop.

KnyuHu 360poBu: Paget-Schroeter Syndrome, Tpom603a npu Hanop
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PAGET-SCHROETTER SYNDROME: A CASE REPORT

I. Gigovska Dimova'?, E. Nechevska'?, K. Terzievska'?,
M. Jankuloska-Smilanovska?, I. Bajlozova!

! Department of Urgent medicine and Intensive Care Unit "City General
Hospital 8™ September”-Skopje

2Ss. Cyril and Methodius University-Skopje *University Goce Delchev-
Stip

Introduction: Paget-Schréetter syndrome, also known as effort thrombosis,
is a rare form of primary deep vein thrombosis (DVT) of the upper extremities,
most commonly occurring in young, otherwise healthy individuals with a
history of repetitive and strenuous upper limb activity.

Case report: A 40-year-old male with no significant past medical history
presented with swelling, pain, and erythema of the entire left upper extremity.
Symptoms developed after a prolonged 70-hour journey during which he
drove a heavy vehicle, with repetitive mechanical strain and support of the
left arm. Physical examination revealed increased limb circumference, livid
discoloration, marked edema, and a palpable, warm, cord-like structure along
the medial aspect of the upper arm.

Doppler ultrasonography confirmed thrombosis of the axillary vein, proximal
brachial vein, and basilic vein in the upper third of the arm. Laboratory findings
showed elevated D-dimer levels (3040 ng/mL) and dyslipidemia. Screening for
malignancy, chest radiography, and abdominal ultrasonography did not reveal
a specific underlying cause of the thrombosis.

The patient was treated with low-molecular-weight heparin (enoxaparin 1 mg/
kq) for five days, along with limb elevation and rest, followed by transition to a
DOAC. A favorable therapeutic response was achieved, with significant clinical
and Doppler improvement at discharge after 14 days of hospitalization. At
three-month follow-up, due to a positive family history of DVT, a thrombophilia
genetic panel was performed, revealed no clinically significant mutations.

Conclusion: Clinical suspicion and early treatment initiation are crucial for
complete functional and clinical recovery, as well as a favorable outcome, in
patients with primary effort thrombosis.

Keywords: Paget-Schroeter Syndrome, effort thrombosis
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NMOCTNAPTA/IHA TPOMBO3A HA V.LIENALIS U HA
V.PORATE

H. fypeBa-fopruescka?, A. lopruesckiu?, U. M. Meoscka?, M.
BowesBckn?®
1 M.3.Y BHepa

2N.3.Y Meaunryc- 92
3 J.3.Y KnuHuka 3a Kapguonoruja Ckonje

MNaumeHTKa Ha 34 rofa BO CBOjaTa BTopa 6peMeHOoCT. TeKoT Ha bpeMeHocTa
NOMMHA ypeaHO HO MCTaTa BO MOCNEeAHNOT TPUMeCTap ce 3abenexaHn NoK3a4YeHN
BpeaHoCTM Ha [ Ounmep Kora e TpeTupaHa co Amp. Clexanae.

MNaumeHTKaTa ja 3aBpwm cBojaTa bpemeHocT BO 41 [H €O CNOHTaHO
nopoaysBare 1 AoHece Ha CBEeT N0 Co poaunHa maca of 3470 r. Jlaktayuja
HacTanu ypegHo.

17 peHa nocT NapTyM NauMEHTKaTa ce NPe3eHTMpPa BO aMbynaHTa Co CUMIHA
abaoMuHanHa 60nKa, Kaj WCTaTta ce 06aBM MMHEKONOWHKW nperneg 6e3
0COb6EeHOCTU, N3abOPATOPUCKMUTE AHANM33 MOK3Xaa /TEYKOLMTO33 CO  BMCOKO
eneBmpaHun AST (178 IU/L) | ALT(213I1U/L) , anda ammnaza 345U/L CRP 521
mqg/dl, ce ob6aBun ynTpa3ByK Ha abaoMeH Kage € e cnegewe HE oKny3vBHA
TPOMHOTMYHA MaCca BO MNOPTaNIHA BeHa. cTaTa e xocnutann3npaHa Bo ogen 3a
WHTEH3MBHA Hera Kagae e peanu3anpaH KT Ha abaoMeH Kaae ce cnegelle eqem
Ha MaHKpeac W NPUCYTHU EBUAEHTHWU 3HALM 33 HO Ce cnefelle U OKNy3UBEH
TpoMmb Bo v.lienalis Kako NpUYMHA Ha ONULLIBHMOT NAaHKpeaTUTUC, Ha KT Ha 6enn
Opob0BM C e UCKIYYyBa NyNIMOHANHa TpoMbembonnja. 0Opf XemMaToNOLIKUTe
ncnenyBara C e NOTBpAY xepeauTapHocT 33 ¢aktop V Laiden Tpombodunuja.

MauneHTKaTa e TpPeTUPaHa Co enoxaparin 33 43 NOCT MHTEH3MBHWOT TPETMaH
6uage Ha Tbl. Rivaroxaban a 20 mg kako Long Term Tretman cTpateruja.
(NAHKPeaTUTNC TPETUPAH COOABETHO CNpemMa UHANKAaLWjaTa)

Cny4ajoT pedepupa 33 peTHa KOMNANKALUMj@ Ha NOCTNApPTasHa TPOoMb03a Ha
V.Lienalis n V.Porate Koja peTKo HacTaHyBa MO CMOHTAHO nNopogyeane. Ce
NMOKarka abaoOMNHANHMOT YNTPa3BYK Kako edPpTHa u 6p3a 1 ePuKacHa anaTka
33 6p3a paboTHa AuWjarHo3a M uUcTaTa MMa noTpeba og NoTBpayBaHe CO
KOMMjyTepusunjaHa Tomorpaduja.

40



Fourth International Symposium on Thrombosis & Vessels

POSTPARTUM THROMBOSIS OF THE SPLENIC VEIN AND
PORTAL VEIN

N. Gureva-Gjorgievska?, A. Gjorgievski?, |. M. Peovska3®, M. Bosevski®

! PHI Vnera
2PHI Medicus-92
3 University Clinic for Cardiology, Skopje

A 34-year-old patient in her second pregnancy is presented. The course of
pregnancy was uneventful; however, during the last trimester elevated D-dimer
levels were detected, and the patient was treated with Clexane® (enoxaparin)
injections.

The pregnancy was completed at 41 weeks of gestation with spontaneous
vaginal delivery, resulting in a newborn with a birth weight of 3470 g. Lactation
was established normally.

Seventeen days postpartum, the patient presented to the outpatient clinic
with severe abdominal pain. Gynecological examination revealed no significant
abnormalities. Laboratory analyses demonstrated leukocytosis with markedly
elevated liver enzymes (AST 178 U/L, ALT 213 U/L) and elevated inflammatory
markers (CRP 521 mg/dL). Abdominal ultrasound examination revealed a non-
occlusive thrombotic mass within the portal vein.

The patient was hospitalized in the intensive care unit, where abdominal
computed tomography (CT) demonstrated pancreatic edema with imaging
findings consistent with pancreatitis, as well as an occlusive thrombus in the
splenic vein, identified as the underlying cause of the pancreatitis. Chest CT
excluded pulmonary thromboembolism.

Hematological evaluation confirmed hereditary Factor V Leiden thrombophilia.

The patient was initially treated with therapeutic enoxaparin, followed by long-
term anticoaqulation therapy with rivaroxaban 20 mg daily after completion
of intensive treatment. Acute pancreatitis was managed according to standard
therapeutic indications.

This case represents a rare complication of postpartum splenic and portal
vein thrombosis, an entity infrequently observed following spontaneous
vaginal delivery. Abdominal ultrasound proved to be a rapid, cost-effective,
and efficient diagnostic tool for initial assessment, with definitive confirmation
achieved by computed tomography imaging.
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SEVERE POSTPARTUM HEART FAILURE REVEALING LEFT
VENTRICULAR NON-COMPACTION CARDIOMYOPATHY
WITH MULTIPLE INTRACAVITARY THROMBI AND
ISCHEMIC STROKE- CASE REPORT

I. Misic, N. Hadzi Nikolova, D. Petkovski, |I. Kuzmanoski, M. Bosevski,
l. Mitevska

Background: Left ventricular non-compaction cardiomyopathy (LVNC)
represents a myocardial abnormality marked by a highly trabeculated
ventricular structure and deep intertrabecular recesses. It can remain
clinically silent until triggered by physiological stressors, while complications
may include impaired systolic performance and thromboembolic events. The
postpartum period is associated with significant hemodynamic burden and a
prothrombotic state, which may precipitate the manifestation of underlying
cardiac disease.

Case Presentation: A 27-year-old female was admitted six weeks after an
uncomplicated vaginal delivery due to progressively worsening shortness
of breath and intermittent palpitations. Transthoracic echocardiography
demonstrated markedly reduced left ventricular systolic function (ejection
fraction of 26%), along with pronounced trabeculations involving the apical
and lateral segments, raising suspicion for LVNC. Multiple intracavitary
thrombotic formations were also identified. During the hospital stay, the
patient experienced an acute ischemic cerebrovascular event, followed by full
neurological recovery after prompt intervention. Standard pharmacological
management for heart failure with reduced ejection fraction was initiated,
together with systemic anticoagulation. Initial treatment with low molecular
weight heparin was subsequently replaced with rivaroxaban. On follow-up
imaging, complete resolution of intracardiac thrombi and partial improvement
in ventricular function (ejection fraction increased to 36%) were observed.
Cardiac magnetic resonance imaging confirmed the diagnosis of LVNC,
demonstrating a non-compacted to compacted myocardial ratio well above the
accepted diagnostic threshold, with no residual thrombotic material present.

Conclusion: In women presenting with new-onset heart failure during
the postpartum period, early use of complementary imaging modalities
is essential for accurate diagnosis. The coexistence of LVNC, postpartum-
related hypercoaqulability, and potential genetic predisposition to thrombosis
significantly elevates the risk of embolic complications and necessitates a
coordinated, multidisciplinary treatment approach.

Keywords: left ventricular non-compaction, postpartum cardiomyopathy,
heart failure with reduced ejection fraction, intraventricular thrombosis,
ischemic stroke, hypercoaqulable state, cardiac magnetic resonance imaging,
echocardiography
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SUSPECTED RENAL MALIGNANCY WITH PORTAL VEIN
THROMBOSIS: A DIAGNOSTIC CHALLENGE

B. Koleva?, H. Leskaroska?, B. Gjorgjievska®, G. Kamcheva Mihailova?,
M. Boshev®®, I. Mitevska®®

! PHO Diagnostic Center-Skopje, Republic of North Macedonia

2 PHO Dr Hristina-Skopje

3 PHO D.med Medical 2 Skopje

4 Faculty of Medical Sciences, Goce Delcev University, Stip

5> University Clinic of Cardiology and cardiovascular surgery, Skopje
¢ Medical Faculty, University "Ss. Cyril and Methodius", Skopje

Introduction: Renal cell carcinoma (RCC) is the most common primary renal
malignancy and frequently involves the vasculature. Portal vein thrombosis
(PVT) in association with suspected RCC is rare and may result from tumor
extension or malignancy-related hypercoaqulability, creating significant
diagnostic challenges.

Aim: To present a case of suspected renal malignancy with PVT, emphasizing
diagnostic complexity and the importance of multidisciplinary evaluation.

Materials and Methods: A 76-year-old female with atrial fibrillation on
acenocoumarol (INR 2.3) presented with nonspecific abdominal pain. Clinical
and laboratory findings were unremarkable. Abdominal ultrasonography,
contrast-enhanced computed tomography (CT) and percutaneous biopsy were
performed.

Results: CT revealed an irreqular mass in the upper pole of the left kidney,
measuring 90 x 80 mm, with polylobular structure and central necrosis. The
left renal artery was dilated (19 mm) with contrast enhancement and filling
defect. Additional findings included thrombosed and dilated left ovarian vein.
Percutaneous biopsy was non-diagnostic, preventing histological confirmation.
Anticoaqulation therapy was switched from acenocoumarol to enoxaparin.
The patient declined surgical intervention and management was limited to
palliative and symptomatic care. Lack of tissue diagnosis delayed definitive
treatment planning and complicated clinical decision-making.

Conclusion: Suspected RCC with PVT is an uncommon and diagnostically
challenging condition. Multimodal imaging, repeat biopsy and multidisciplinary
input are essential. When curative treatment is not feasible, palliative care
remains central to optimizing patient outcomes.

Keywords: Suspected renal malignancy; Portal vein thrombosis; Diagnostic
imaging; Palliative care
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SUBACUTE THROMBOSIS AFTER TREATMENT OF
FEMORO-POPLITEAL CTO IN PT WITH CLUI

S. Mitreski
Special Hospital for Cardiovascular Disease

Introduction Subacute thrombosis is a rare but serious complication following
endovascular treatment of peripheral arterial disease, particularly in patients
with critical limb ischemia (CLI). Treatment of complex femoropopliteal chronic
total occlusions (CTO) often requires staged interventions, which may increase
the risk of thrombotic events.

Aim To present a case of subacute thrombosis leading to acute limb ischemia
following staged endovascular treatment of a femoro-popliteal CTO in a patient
with CLI, and to highlight potential contributing factors and management
strategies.

Materials and Methods We report a case of a 71-year-old male with CLI due
to atherosclerosis obliterans, diagnosed with a chronic total occlusion of the
femoro-popliteal artery.

Initial revascularization was performed via an ultrasound-guided retrograde
approach through the anterior tibial artery, followed by percutaneous
transluminal angioplasty (PTCA) using a standard balloon and a drug-eluting
balloon (DEB) (5 x 120 mm). Clinical and imaging follow-up were performed.

Results Two weeks after the intervention, following significant physical
exertion, the patient developed acute limb ischemia symptoms, including
severe pain, pallor, and motor deficit. Imaging confirmed subacute thrombosis
of the treated femoro-popliteal segment with poor collateral circulation.

Immediate anticoagulation with intravenous heparin was initiated, followed
by urgent endovascular reintervention. After predilatation with a standard
balloon, a flow-limiting dissection was identified, requiring implantation of a
Supera stent (5.5 x 120 mm).

Successful restoration of arterial flow was achieved, with clinical improvement
and limb salvage. The patient was discharged on optimized antithrombotic
therapy.

Conclusion Subacute thrombosis should be recognized as a potential cause
of acute limb ischemia following staged endovascular treatment of femoro-
popliteal CTO in CLI patients. Repeated interventions and mechanical stress
may contribute to thrombotic risk. Early diagnosis and prompt revascularization
are essential to ensure limb preservation.
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SUPERIOR VENA CAVA SYNDROME ASSOCIATED WITH
THYROID CANCER. CASE REPORT

I. Misic, T. Konjanovski, I. B. Naumovska, S. Kjaeva, D. P. Spirova,
V. Andova

Introduction Superior vena cava (SVC) syndrome is caused by obstruction
of the superior vena cava, leading to symptoms such as facial swelling,
upper extremity edema, and respiratory distress. It represents a potentially
life-threatening condition that may arise from various causes, including
malignancies, anatomical abnormalities, aneurysms, trauma, pregnancy-
related complications, and venous thrombosis. Congenital vascular
malformations, mediastinal masses, and surgical complications may also
contribute toits development. Effective management requires a comprehensive
understanding of the underlying etiology and timely intervention.

Case Report A patient presenting with significant weight loss and progressive
dyspnea over a three-month period was diagnosed with papillary carcinoma
of the thyroid gland, for which a total thyroidectomy was performed. Further
evaluation revealed the development of collateral circulation across the
chest. Computed tomography (CT) demonstrated dilation and thrombosis of
the innominate vein, along with a significant thrombotic mass in the right
atrium compressing the superior vena cava. Echocardiography confirmed the
presence of a thrombotic mass measuring 0.6 x 2.9 cm. Laboratory findings
showed markedly elevated D-dimer levels. Electrocardiography (ECG) findings
were within normal limits. A multidisciplinary treatment approach, including
supportive care and anticoaqulation therapy, was initiated.

Conclusion This case highlights the importance of considering malignancies
in the differential diagnosis of superior vena cava syndrome, particularly in
patients with thyroid masses. Additionally, echocardiography plays a crucialrole
in the early detection and characterization of intracardiac thrombotic masses,
significantly contributing to accurate diagnosis and timely management.
Prompt implementation of appropriate treatment strategies and coordinated
patient care are essential for improving clinical outcomes.

Keywords: thyroid cancer, superior vena cava syndrome, thrombotic mass
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TRANSRADIAL APPROACH FOR ENDOVASCULAR
TREATMENT OF BILATERAL SUPERFICIAL FEMORAL
ARTERY DISEASE USING LONG-SHAFT BALLOON
TECHNOLOGY: A CASE REPORT

H. Taravari, B. Shopov, N. Maney, D. Zarevska, I. Vasilev
JZU UK National Center for Cardiovascular Diseases

Background: Peripheral arterial disease (PAD) involving the superficial femoral
artery (SFA) represents a common manifestation of systemic atherosclerosis,
frequently associated with significant morbidity and reduced quality of life.
Conventional endovascular treatment is typically performed via transfemoral
access; however, alternative access strategies such as transradial access
(TRA) are gaining increasing attention due to potential reductions in access-
site complications, procedural time, and radiation exposure.

Case Presentation: We report a case of a 59-year-old male with known
coronary artery disease, hypertension, dyslipidemia and active tobacco use,
who presented with intermittent claudication of the right lower limb at awalking
distance of approximately 200 meters. Invasive peripheral angiography via
transradial access confirmed total occlusion of the right superficial femoral
artery and sub-occlusive disease of the left SFA.

Intervention: A decision was made to proceed with percutaneous transluminal
angioplasty using a plain old balloon angioplasty (PTA POBA) technique to both
SFAs via transradial access. The procedure was performed using long-shaft
(200 cm) non-compliant peripheral balloons (JADE, OrbusNeich). Successful
revascularization was achieved in both arteries with excellent angiographic
results and restoration of distal flow.

Follow-up and Outcomes: At 3-month follow-up, repeat peripheral
angiography demonstrated sustained vessel patency with no evidence of
recoil or restenosis. The patient reported complete resolution of claudication
symptoms and significant improvement in functional capacity.

Conclusion: This case highlights the feasibility, safety, and efficacy of transradial
access for complex peripheral interventions involving bilateral SFA disease.
The use of long-shaft balloon technology enables effective lesion crossing and
treatment, offering a viable alternative to traditional transfemoral access.
This approach may reduce procedural time, radiation exposure, and access-
site complications, supporting its growing role in contemporary endovascular
practice.

Keywords: transradial access, PTA, long-shaft balloon, endovascular therapy,
claudication
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ULTRASOUND AND CAROTID ARTERY DISEASE

D. Petkoska, B. Zafirovska, S. Paljoshkovska Jordanova, M. Bosevski,
S. Kedev

National Center for Cardiovascular Diseases, Skopje

Carotid artery disease remains a major contributor to ischemic stroke,
highlighting the need for precise imaging for early diagnosis, risk stratification,
and therapeutic decision-making. Duplex ultrasound represents the primary
imaging modality in routine clinical practice, providing a comprehensive
evaluation of carotid morphology and hemodynamics.

Carotid ultrasound enables detailed assessment of intima-media thickness
(IMT), plaque burden, and high-risk plaque characteristics, including
echolucency, ulceration, and surface irreqularity. Doppler-derived velocity
parameters, particularly peak systolic velocity (PSV), end-diastolic velocity
(EDV), and ICA/CCA ratios are fundamental for accurate grading of carotid
stenosis in accordance with established quidelines, allowing reliable
differentiation between mild, moderate, and severe disease.

Ultrasound findings play a pivotal role in selecting patients for carotid
revascularization procedures, such as carotid endarterectomy and carotid
artery stenting. Furthermore, duplex ultrasound is essential in the peri- and
post-procedural setting, enabling early detection of complications, evaluation
of procedural success, and structured long-term surveillance for restenosis or
disease progression following both interventions.

In contemporary cardiovascular practice, carotid ultrasound remains an
indispensable extension of vascular assessment, effectively integrating
imaging findings with clinical decision-making and contributing to improved
prevention of cerebrovascular events and overall patient outcomes.

TAKAYASU VASCULITIS IN A YOUNG PATIENT
PRESENTING WITH VERTIGO: A RARE INITIAL
MANIFESTATION - CASE REPORT

A. G. Vuchinikj?, I. Kuzmanoski?, S. K. Anastasova?, B. Murtezani?,
V. Zhaku?, M. Bosevski'

! Universiy Clinic of Cardiology
2 Faculty of Medicine, Univeristy of Tetovo

Background: Takayasu arteritis is a chronic large-vessel vasculitis
predominantly affecting young women, characterized by granulomatous
inflammation of the aorta and its major branches. Due to its nonspecific early
symptoms, diagnosis is often delayed. Neurological manifestations such as
vertigo are uncommon initial presentations and may obscure the underlying
vascular pathology.
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Case: A 43-year-old female with no significant past medical history
presented with vertigo, fatigue, and cervical pain radiating to the left arm.
Physical examination revealed asymmetry in upper limb blood pressure
and diminished peripheral pulses. Electrocardiography and transthoracic
echocardiography were unremarkable. Laboratory analysis demonstrated
elevated inflammatory markers (ESR and CRP) and increased D-dimer levels
(800 ng/mL). Immunological testing was positive for antinuclear antibodies
(ANA, homogeneous pattern).

Carotid duplex ultrasonography revealed complete occlusion of the right
common carotid artery and retrograde vertebral flow, along with increased
intima-media thickness (~1.5 mm bilaterally). CT angiography confirmed
occlusion of the right common carotid artery and left subclavian artery,
consistent with large-vessel vasculitis. Based on clinical, laboratory, and
imaging findings, a diagnosis of Takayasu arteritis was established.

The patient was treated with high-dose corticosteroids and immunosuppressive
therapy, along with anticoagulation due to the high thrombotic burden. At
1-month follow-up, the patient showed significant clinical improvement
with resolution of vertigo and reduced inflammatory activity. Repeat
ultrasonography demonstrated decreased vessel wall thickness and improved
hemodynamic flow.

Conclusion: This case highlights vertigo as a rare initial manifestation of
Takayasu arteritis and underscores the importance of thorough vascular
assessmentinpatientswithunexplainedneurologicalsymptoms. Early diagnosis
using multimodal imaging and prompt initiation of immunosuppressive
therapy are essential to prevent irreversible vascular complications and
improve clinical outcomes.

Keywords: Takayasu vasculitis, large-vessel vasculitis, carotid

occlusion, subclavian artery, pulse deficit.

BEHCKN TPOMBOEMBO/IU3AM KAKO MPBA
MAHU®ECTALMIA HA KAPLMHOM HA BEJIUTE
NPOBOBU

H. CKp4yecKa, J. JOBaHOCK3, E. K. bawypocka, C. Tynape, I [JoHeBCKa,
W. bege, K. Mutpecka

CneuwjanHa 601HMLA 33 NpeBeHUNja, NeKyBake U pexabunntaunja
Ha KapAnoBacKynapHu 3abonysama ,CB. CTedaH”, Oxpug, CeBepHa
MaKkefoHwnja

Bosep: HKapuumHoMm-acoumpaHata TpomM603a(CAT) e Komnavkaumja LWTo
[oBedyBa A0 3rofieMeH PU3UK 0f CO343Barbe TPOMOW Kaj MauueHTn co
KapumHoM. OKony 4-20% oA cuTe C/ly4am Ha BEHCKM TpomboeMbonn3am(VTE)
Ce NoBp3aHW CO KapuuHoM. VTE npeTcTaByBa BTOpa HajyecTta NpuUYMHa 33
CMPTHOCT Kaj NaumeHTuUTe Co KapuuHoM. TpomboeMbonuckaTta 60nect Moxe
03 buge npea MaHndecTaumja Ha CKPUEH MANUrHUTET UAW MNoYecTo, Aa ce
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nojaBu BO POK 0/ LLECT Meceuu Nno NocTaByBake Ha AWjarH03a Ha KapLMHOM.

MpuKas Ha cnyyaj: MaymeHT Ha BO3PpacT o4 69 roanHM NpUMeH Ha oaaen 3a
WHTEH3MBHA Hera co 60/1Ka N OTOK OKOJ1y [EeCHOTO YBO, KAKO M LPBEHW/IO N OTOK
Ha AeCHaTa Hora Ko 3ano4Hane 5 geHanpegnpuemMort. EKIT: cnHyc putam n 610K
Ha AecHa rpaHKka (RBBB). AyckynTaTopeH Haoq Ha 6enute poboBu- HeYyjHO
avwerse AecHo 6a3anHo. J1a6opaTopUCKUTE aHANN3M - MOKaYeHW Bpe4HOCTU Ha
D-aumep (4002 ng/ml). HanpaBeH ypreHTeH gonnep Ha BEeHWUTe Ha eCHATa Hora
N BEeHUTe BO BPAaTHATa peruja co Haoa 33 $n1eboTpomMb603a Ha A4naboKuTe BEHN
Ha [lecHaTa NOTKONEeHNLA, KaKo 1 TpoMbodnebuTnc Ha v.jugularis externa dex.
N Hej3VHUTEe MPaHKM KOH 33AHNOT Aen Ha yBOTO. EXOKapAnorpadnjata noKkama
3roneMeH geceH BEHTPUKYN CO YMepeHa TPUKYCNUAHa peryprutauyunja. KT Ha
6enute apoboBM: HA0A 33 NYIMOHAHA eMb0/1ja BO AeCHATa NocTepoba3anHa
pervjan HoaynapHa NPOMEHa BO [EeCHNOT ropeH 106yc (COMHeHWe 33 NpMMapHa
Heonna3ma Ha 6enute gpobosu).belle AaaeHa aHTUKOAryNaHTHa Tepanuja u
no ceagyM AeHa naumeHToT bewwe npedpneH Ha KNMHMKATa 33 NyaIMONOrnja 3a
NOHA3TaMOLLUHAa ANjarHOCTUKA N NIeKyBaHoe.

3aKnay4okK: [onnep ynTpa3ByKOT e NpPBa C/IMKOBUTA AMjarHOCTUYKa MeToAa 33
OTKPVBatbe Ha BEHCKM Tpomb6oemb60m3am. ONTUManNHaTa aHTUKOarynaHTHa
Tepanuja npeTcTaByBa rofieM Mpeav3BUK 338  KAUMHWMYApUTE Mopaau
NOBTOPYBaYKM TPOMB60EMB0NN33M, KpBapetba M TPOMBOLIMTONEHW]a, KOV YecTo
ce cpekaBaaT Kaj NaumneHTN CO KapLUMHOM.

Kny4Hu 36o0poBu: VTE, KapunHoMm, gonnep ynTpa3ByK.

VENOUS THROMBOEMBOLISM AS FIRST MANIFESTATION
OF LUNG CANCER

N. Skrcheska, J. Jovanoska, E. K. Bashuroska, S. Tupare, G. Donevska,
l. Bede, K. Mitreska

Special hospital for prevention, treatment and rehabilitation on
cardiovascular disease - St. Stefan,Ohrid

Introduction: Cancer-associated thrombosis(CAT) is a complication that
leads to an increased risk of clot formation in cancer patients.About 4-20%
of all VTE(venous thromboembolism) cases are associated with cancer. VTE
represents the second most frequent cause of mortality in cancer patients. The
thromboembolic disease can be the first manifestation of occult malignancy
or more commonly occure within six months of a cancer diagnosis.

Case report: 69 y.o. patient admitted in ICU with pain and swelling around
the right ear, and redness and swelling of the right leg, witch started 5 days
ago and most intense was on the day of admission. ECG showed sinus rhythm,
RBBB. On lungs auscultation diminished to absent breath sounds in the right
basal region. From laboratory analysis high levels of D dimer (4475pg/ml)
were found . Urgent doppler of the veins of the right leg and veins of the
neck region showed phlebothrombosis of the deep veins of the right lower
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leg, and thrombophlebitis of the superficial v.jugularis externa lat.dex et its
branches toward the back of the ear. Echocardiography showed enlarged right
ventricul with moderate tricuspid regurgitation.CT of the lungs: findings of a
pulmonary embolism in the right posterobasal region, and a nodular lesion in
the right upper lobe (suspected primary neoplasm of the lungs). Anticoagulant
therapy was given and after seven days patient was transferred on the Clinic
of pulmology for further diagnosis and treatment.

Conclusion: Doppler ultrasound is is first diagnostic imaging method for
detecting VTE. Optimal anticoagulation presents a major challenge to clinicians
because of recurrent thromboembolism, bleeding, and thrombocytopenia
witch are frequently seen in cancer patients.

Key words: VTE, cancer, doppler ultrasound.

BEHCKN TPOMBOEMBOJ/IN3AM BO BPEMEHOCT

A. HuKonocka-AHrenecka, E. HoBayecka-balwypocka, J. JoBaHOCKM,
C. Tynape, b. ®opTomMapocKka-Munecka, M. Pa3mocka, b. AcaHu

CneuwjanusnpaHa 601HULA 33 KapanoBacKkynapHu 3abonyBara, Oxpua

Bosepa: BeHcknot Tpomboembonmsam (BTE) ru ondaka AnabokaTa BEHCKA
Tpomb03a (ABT) u nynmoHanHaTta embonuja (MNE). MNynMoHanHaTa embonnja
BO HpeMeHOCT MpeTcTaByBa CEpPUO3Ha MeAMLUMHCKA cocTojba u e eaHa oA
BOAEYKUTE NPUYUHN 3@ AUPEKTHA M3jYNMHE CMPTHOCT BO Pa3BUEHUTE 3eMj.

MpuKas Ha cny4aj: NaumeHTKa Ha BO3pacT o4 36 roguHK, BO 8-Ma recTaumncKa
Hegena, bewe npymeHa Bo 60NHMLA NO enNU304a Ha CMHKONA, Npoc/eaeHa
CO OWCrHea v Taxukapauvja. Ha enektpokapauorpamoT belle pernctpupaHa
CMHYCHa Taxukapauja co npucyteH S1Q3T3 obpasey. Jlabopatopuckute
QHaNU3M MNOKaXaa MoKavyeHu BpeaHoOCTM HA D-gumepu (4002), Kako U
3ronemMeH MHGNAMAToOPHN MapKepw. TPAHCTOPAKanHaTa exoxkapawnorpaduja
MOKaXka gunataunja Ha gecHute cpuesun wynnumHn (PLAX RVDd = 33 mm;
2D 4CH RVDd 6a3anHo = 43 mm). NayMeHTKaTa BUCOKO CycneKTHa 3a [E.
[onnep-ynTpacoHorpapujata Ha BEHUTE HA [O/HUTE EKCTPEMUTETU MOKArKa
Ha0[ KOH3WUCTeHTeH co AN1aboKa BeHCKa TpoMb03a Ha AecHaTta ¢$emMopasnHa,
NonauTeanHa un TnbnjanHa seHa. Nopaagn 6peMeHoCTa, He bele n3segeHa KT
NySIMOHANHAa aHrmorpadwuja, n beLe 3ano4HaTa Teparnmja co HUICKOMONEKYNApeH
XenapwH, BepanaMnn U aHTMHBMOTCKA Tepannja. Mo AesBeT AeH3, KOHTPONHA
exokapguorpaduja NoKkama peaykumja Ha AVMEH3UUTEe Ha AeCHUTe CpueBu
wynamHn (PLAXRVDd =28 mm; 2D 4CHRVDd 6a3anHo =37 mm), Npoc/iefeHa co
HaManyBahe Ha BpegHocTuTe Ha D-gumepuTte (2962). KNAMHUYKKW, NauMeHTKaTa
6eLle 3HaUMTEeNHO NO406PEHa, CO cHe3HyBare Ha S1Q3T3 0bpa3zeyoT Ha ERMn
HOpManun3aumja Ha cpueBaTa ppexseHUNja. MNayneHTKaTa belle OTNyLUTEHA CO
npenopaxka 3a NpoAo/IHyBake Ha Tepanujata co HUCKOMOJEKYIApeH XernapuH
N BepanamMus, Kako 1 NOHATaMOLLHO cnefere Ha bpemMeHocTa. Npu KOHTpona
no 40 AeHa, NauneHTKaTa belle acMMMTOMATCKE, CO ypeaHa H6pemMeHOCT BO
14-ta rectayncka Hepfena. ExokapanorpadckmoT Haoa 6ele BO rpaHMuUM Ha
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HOpMana, a BpegHocTUTe Ha D-gumepuTe 6€a HOpManU3npaHu.

3akny4oK: KombuHnpaHute BTE 1 MNE Bo 6peMeHoCT 6apa UTHA AMjarHOCTUYKA
eBanyauunja v CTaH4apav3vpaH, HO MHAMBWAYaNeH TepaneBTCKWM MpucTan.
HaBpemMeHa uHepBeHUMja OBO3MOXYBA ONTUMM3AUMjA Ha MIjYMHUOT W
NepuUHATaNHMOT ncxoa.

VENOUS THROMBOEMBOLISM IN PREGNANCY

A. Nikoloska-Angeleska, E. Kovaceska-Basuroska, J. Jovanoski, S.
Tupare, B. Fortomaroska-Mileska, M. Razmoska, B. Asani

Special Hospital for Cardiovascular Diseases, Ohrid

Introduction: Venous thromboembolism (VTE) includes deep vein thrombosis
(DVT) and pulmonary embolism (PE). PE in pregnancy is a critical medical
condition that represents a leading cause of direct maternal mortality in
developed countries.

Casereport: A36-year-old female patient at 8 weeks of gestation was admitted
to the hospital following an episode of syncope, accompanied by dyspnea and
tachycardia. The electrocardiogram demonstrated sinus tachycardia with an
S1Q3T3 pattern. Laboratory findings revealed elevated D-dimer levels (4002)
along with increased inflammatory markers. Transthoracic echocardiography
showed dilatation of the right heart chambers (PLAX RVDd = 33 mm; 2D 4CH
RVDd basal = 43 mm). The patient was highly suspected for PE. Venous duplex
ultrasonography of the lower extremities demonstrated findings consistent
with deep vein thrombosis in the right superficial femoral, popliteal, and tibial
veins. Due to the patient’'s pregnancy, CT pulmonary angiography was not
performed, and treatment with low-molecular-weight heparin, verapamil, and
antibiotic therapy was initiated. After nine days, follow-up echocardiography
demonstrated a reduction in right ventricular dimensions (PLAX RVDd = 28
mm; 2D 4CH RVDd basal = 37 mm), accompanied by a decrease in D-dimer
levels (2962). Clinically, the patient showed significant improvement, with
resolution of the S1Q3T3 pattern on ECG and normalization of heart rate. The
patient was discharged on low-molecular-weight heparin and verapamil, with
recommendations for continued pregnancy monitoring. At the 40-day follow-
up, she remained asymptomatic, with a normal pregnancy at 14 weeks of
gestation. Echocardiographic findings were within normal limits, and D-dimer
levels had normalized.

Conclusion: Combined VTE and PE in pregnancy requires prompt diagnostic
evaluation and a standardized yet individualized therapeutic approach. Timely
intervention enables optimization of both maternal and perinatal outcomes.
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TPAHCPAAWJANEH EHAOBACKY/IAPEH TPETMAH HA
BEPTEBPAJ/THA APTEPUJA CO YNOTPEBA HA BAJIOH
OBJ/IOHEH CO J1IEK: NMPUKA3 HA C/1IY4AJ

U. Bacunes, b. LLionos, A. JoBKkoBCKK, H. MaHes, X. TapaBapu

J3Y VK 3a Kapanonoruja n KapamoBacKy1apHa XMpyprumja -
HaumoHaneH ueHTap 3a KapANoBaCKYNapHU 3360/1yBaHba

BoBep: CTeHO3aTa Ha BepTebpanHuTe apTepum NpeTCTaByBa 3Ha4ajHa NPUYMHA
33 UCXeMuja BO 33[4HATa UMPKYNAUNja, KOja KIMHUYKN ce MaHudecTMpa co
BPTOrNaBuLa, aTaKCMjaMHECTabUNHOCT NpnoaeHe. EHA0BACKYN3pPHMOT TPETMAaH
C& MOoYecTo Ce MpUMEHYBa Kaj CMMMTOMATCKM NALMEHTU CO BUCOKOCTEMNeHa
CTeH03a. VIaKko CTEHTMPaHETO € CTaHAapAHa CTpaTeruja, NpMMeHaTa Ha drug-
coated balloon (DCB) aHrnmonnactnka e cé ywTe orpaHuyeHa, Ho BeTyBayKa
aNTepHaTMBa.

MNpuKas Ha cny4vaj: CTtaHyBa 360p 33 64-roavleH NAUMEeHT CO apTepuCKa
XUNEepTeH3nja, gucannuaemMuja u AoAroTpajHa ynotpeba Ha TyTyH (>30
roOAvHM), CO aHaMHe3a 33 KOPOHapHa apTepucka bonect (ctatyc noct PCI
Ha LAD Bo 2017 roguHa) u nepudepHa apTepucka bonect (cTatyc nocT
aopTo-6budemopaneH 6ajnac). MNMaumeHTOT bewe NpuUMeH Nopagn 4-meceyHu
CUMNTOMW Ha BPTOrNaBuL3, aTaKkcuMja WU HectabuneH of. M3BplieHa belle
KapoTnaHa n BepTebpanHa aHrnorpadunja. KapotmaHutTe apTepum MOKarKaa
HECUrHUPUKAHTHN NPOMEHU, [0AEKA Ha BepTebpanHaTta aHruorpaduja bee
YTBPAEHA KPUTKYHA (95%) CTeHO3a Ha AecHaTa BepTebpanHa apTepuja.

WUHTepBeHUMja: VI3BpLIEH3 € MNepKyTaHa TP3HC/YMUHANHA 3HMMOMNN3CTUKA
(PTA) npery pgeceH pagwjaneH npuctan. o ycnewHo npeMuHyBare Ha
nesnjata, HanpaeseHa e gunatauuja co drug-coated balloon. MocTurHaTt e
oaNnYeH aHrnmorpadCckm pesyntaTt Co BOCNOCTaByBaHe Ha afleKBATEH SIYMEH U
NPOTOK, 6e3 NnoTpeba 04 NMNNAHTaLUWja HA CTEHT.

Cnepere u ucxoa: Ha KOHTpona no 1 Meceu, NaUMEHTOT belle 6e3 CMMMTOMY,
CO LlesI0CHO NOB/eKyBake Ha BPTOrNaBunLaTa U HeCcTabunHoCTa Npu ABUMKEHE.
3aKny4yoK: TpaHcpagujanHata DCB aHrnonnactnuka npeTcrtaByBa U3BOANNBA
n epeKTMBHA TepaneBTCKa OMUWja Kaj M3pa3eHa CTeHO033 Ha BepTebpasnHa
apTepwnja. MNMoTpebHn ce AONOAHUTENHN CTYAUN 33 YTBPAYBaHE HA Hej3MHaTa
ynora Bo LilepebpoBaCcKyNapHUTE MHTEPBEHUU.

Kny4yHu 360poBu: CTeH03a Ha BepTebpanHa apTepuja, 6anoH 060XeH COo Nex,
TPaHCP3aAWnjaneH NpucTan, eHA0BACKYN3PEH TPETMAaH
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TRANSRADIAL ENDOVASCULAR TREATMENT OF SEVERE
VERTEBRAL ARTERY STENOSIS USING DRUG-COATED
BALLOON ANGIOPLASTY: A CASE REPORT

I. Vasilev, B. Shopov, A. Jovkovski, N. Manev, H. Taravari
JZU UK National Center for Cardiovascular Diseases

Background: Vertebral artery stenosis is an important cause of
posterior circulation ischemia, presenting with vertigo, ataxia, and gait
instability. Endovascular treatment is increasingly used in symptomatic
high-grade stenosis. While stenting is commonly performed, the
role of drug-coated balloon (DCB) angioplasty remains less defined.
Case Presentation: A 64-year-old male with hypertension, dyslipidemia, and
long-term tobacco use (>30 years), with prior coronary artery disease (status
post PCI to the left anterior descending artery in 2017) and peripheral arterial
disease(statuspostaorto-bifemoralbypass), presentedwitha4-monthhistoryof
vertigo, ataxia, and unstable gait. Diagnostic carotid and vertebral angiography
was performed. Carotid arteries showed non-significant disease, while vertebral
angiography revealed critical (95%) stenosis of the right vertebral artery.
Intervention: Percutaneous transluminal angioplasty (PTA) was
performed via right transradial access. After lesion crossing,
dilatation of the lesion was done using a drug-coated balloon. The
procedure resulted in excellent angiographic outcome with restoration
of vessel patency and flow, without need for stent implantation.
Follow-up and Outcomes: At 1-month follow-up, the patient was
asymptomatic with complete resolution of vertigo and gait instability.
Clinical status remained stable with significant functional improvement.
Conclusion: Transradial DCB angioplasty represents a feasible and effective
treatment option for severe vertebral artery stenosis. This approach avoids
permanent implants while achieving favorable short-term outcomes.
Keywords: Vertebral artery stenosis, drug-coated balloon, transradial access,
endovascular therapy

WHEN SIX MONTHS IS ENOUGH: A CASE OF EARLY DRUG
ELUTED STENT FAILURE

N. Manev!?, B. Shopov!, B. Taneva'?, A. Georgiev'?, H. Pejkov'?, M.
Boshev!?

! PHO University Clinic of Cardiology and Cardiovascular
Surgery, National Center for Cardiovascular Diseases
2 Medical Faculty, University "Ss. Cyril and Methodius"

Introduction: Coronary artery disease remains a leading cause of global
mortality, and percutaneous coronary intervention with stent implantation is
the preferred treatment for obstructive disease. However, in-stent restenosis
(ISR) persists as a limitation, occurring in approximately 4% of patients after
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drug-eluting stent implantation. ISR is defined as 250% luminal narrowing
within the stent or adjacent 5 mm, assessed by coronary angiography.

Case Report A 75-year-old male presented for routine evaluation reporting
exertional angina after walking approximately 500 meters, with symptom
relief at rest. Symptoms had begun two weeks prior. Six months prior, the
patient underwent percutaneous coronary intervention with drug-eluting stent
implantation in the circumflex artery for similar symptoms.At presentation,
cardiac troponin levels were elevated. Coronary angiography revealed severe
in-stent restenosis (*99%) in the previously treated segment. Optical coherence
tomography (OCT) demonstrated significant neointimal proliferation within
the stent. Lesion preparation was performed using a cutting balloon to modify
the neointimal tissue, followed by high-pressure post-dilatation with a non-
compliant balloon. Final treatment was completed with a drug-coated balloon.

Discussion DES in-stent restenosis remains a complex and multifactorial
process, even in the contemporary era. Biological factors such as drug
resistance and hypersensitivity highlight the importance of patient-specific
responses to antiproliferative therapy. Mechanical issues, particularly stent
underexpansion and fracture, underscore the critical role of optimal lesion
preparation and intravascular imaging. In addition, technical factors such
as geographic miss and incomplete lesion coverage emphasize the need for
meticulous procedural technique. A comprehensive approach addressing all
contributing mechanisms is essential to reduce ISR and improve long-term
clinical outcomes.

Conclusion The mechanisms leading to ISR are often complex and necessitate
careful assessment with intravascular imaging, whose parameters represent
the most reliable surrogates for predicting favorable outcomes. Imaging should
guide each step of ISR-PCI and assist in selecting the optimal therapeutic
strateqy, including plaque-modifying or plaque-ablative techniques. Only after
achieving optimal expansion and restoration of the previously implanted stent
should the final decision be made between repeat stenting and drug-coated
balloon therapy.

Keywords: in stent restenosis, OCT, neointimal proliferation
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ANCTANTHA EMBOJIU3ALUUNJA KAKO MNPBA
NPE3EHTAUUJA HA AENYMHO TPOMBO3UPAHA
NONAUTEA/THA AHEBPU3MA KAJ NAUUNEHTKA
BE3 KNACUYHU PU3SUK OAKTOPU 3A NEPUDEPHA
APTEPUCKA BOJNIECT

. JoHeBCKa

Cneunjanu3npaHa 60NHMLA 33 NPeBEHLMj3, TPETMAH N pexabunurtayuja
Ha KapAnoBacKyNnapHu 3abonyeBama - ,CBeTn CtedaH", Oxpug

BoBea: AHeBpu3Mata Ha nonavTeanHa apTepuja  MpeTcTaByBa HajyecTa
nepndepHa apTepucka aHeBpm3Ma .HajuecTto e acMMNTOMaTCKa ce 40 MojaBa Ha
KOMMN/IKaUUN, KaKo TpoMb03a unn gucTanHa embonusaumja. HactaHyBa Kako
pe3yntaTt Ha KoMbuHauuja Ha gereHepaTuBHW, XeMOAWHAMUYKN N CUCTEMCKU
daKTopn ( CUCTEMCKM BACKYyNNTK). ATEPOCKNEPO33aTa € HajuyecT eTUONOLWKN GaKTop
OQHOCHO AereHepaumjata Ha apTePUCKMOT sua AosBeaysBa 00 HeroBo cnabeere
n gunataumja. CneumduryHaTa aHATOMCKA MO3UUMj@ 334 KONEHOTO O0BeayBa
00 TypbyneHTeH MPOTOK ,MeXaHW4KN CcTpec npu ¢neKcuja/ekcTeH3nja LWTo
NPVAOHECYBa 33 OLUTETYBaHE H3 SWUOOT NMPEeKy XeMOAMHAMCKN paKTopu .MHory
4ecTo e acoumpaHa co Apyru aHeBpu3MU( abAOMMHANHA 30PTHA aHEeBPU3MA
,KOHTpanatepasnHa nonanTeanHa aHeBpu3Ma )Mopaan MOMKHOCTa 33 CEPUO3HU
NCXEMUYHN HACTaHW, HEj3MHOTO HABPEMEHO MNPEeno3HaBakbe WMA 3H34YajHa
KIMHWYKA BarKHOCT.

NpuKas Ha cny4aj: lMaumeHTKa Ha 60 rognHM , Henywad, 6e3 aHamMHe3a
33 guouvnugeMuja |, avjabet m 6e3 3HadajHU  KOMOpPbUAUTETU HEKOMKY
Meceun NpeTxXoqHO e TpeTupaHa nog AwjarHo3a Ha PejHo ¢eHoMeH nopagu
WHTEPMUTEHTHA LMjaH03a 1 60/Ka BO NPCTUTE Ha NeBOTO CTanasno.llaumneHTKaTa
Ce jaByBa BO HallATa yCTaHOBa Mopagn nporpecuja Ha CUMNTOMUTE, CO MNojaBa
Ha 60/M1Ka BO MNPYBaHoe, M3Pa3eHa LiMjaH033 N UCXEMUYHN MPOMEHN H3 NpCTuTe
Ha neBoTO cTonano. Kapawonowkata esanyaumja nokarka EKM co HopmaneH
CUHYC puTaMm, 6e3 NpucycTBO Ha aTpwjanHa ¢mbpunaumja Kako MNoTeHunjaneH
emMb0nncKn n3Bop. Exokapaunorpadujata bewe ypeaHa, co ejekumoHa dpakumja
of 60%, 6e3 nHTpakapaujanHn TpoMbu n 6e3 BanesynapHa NaTonoruja, co LTo
Ce WCKIy4YM KapauoreHaTa etnonorunja. Konop gonnep yntpacoHorpadujata Ha
apTepunTe Ha AONHUTE EKCTPEMUTETI MOKAMKA NPUCYCTBO Ha eMBOIYHM TPOMbU
BO OUMUTANHUTE apTepum, KaKO 1 OKNY3Mja H3 AMUCTAHATA NOMOBMHA HAa apTepuja
TMHMjannc NOCTEPUOP,HO AETEKTUPaHA e U AeflyMHO TPOMb03MpaHa aHeBPU3MA
Ha NeBaTa NoNIUTEeaNIHa apTepuja , AeHTUPUKYBAHA KAKO M3BOP HA ANCTANHATA
embonunsauywja.

TepaneBTcKkunpucran: TpeTMaHOTHaaHEBPU3MAHAMNONINTE3/THaapTepUja3aBUCH
04 CUMMATOMATO/0MNjaTa Y PU3NKOT 338 KOMMIMKALUNW. Kaj CUMNTOMATCKM NAUMEHTH,
KaKO BO OBOj C/ly4aj CO AUCTaNHa eMb0onM3aumnja, XMPYPLUKATa PEKOHCTPYKUM)ja
NpeTCcTaByBa 3NaTeH CTaHAapA, HaBpeMeHaTa XMpypLUKa MHTEPBEHLM)A € KY4Ha
33 NpeBEHUMja HAa NPOrpecyrja KOH KPUTUYHA UCXEMM)jA N rYBUTOK Ha EKCTPEMUTET.
EHOO0BACKYNApHNOT TpeTMaH (MocTaByBake CTeHT-rpadT) € anTepHaTMBa HKaj
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CEeNeKTUPaHU NALMEHTIN, 0COBEHO Kaj OHME CO BUCOK ONepaTUBEH pU3nK. Bo aryTHa
¢$a3a Ha eMH60M3aLMja ce NPUMEHYBA CUCTEMCKA aHTUKOANyNaHTHa Tepanwja, co
uen npeBeHUMja Ha NOHATaMOLLHM TPOMB0EeMbONCKM HAcTaHW. [oNropoyHo ce
npenopayyBa aHTUTPOMOOLMTHa Tepanmuja, KAKO M CTPOra KOHTPON3a H3a PU3MK
¢daKTopuTe, ocobeHo gucnmnuaemMunjata. HawaTta naumMeHTKaTa belle TpeTupaHa
CO @HTMKOArynaHTH3, aHTUTPOMOOLUNTHA Tepanuja U BUCOKW A03U H3 CTATUHW.
MNocTaBeHa e uHAMKauMja 1 AafeHa Npenopaxa 33 NOHATaMOoLLeH BaCKyNapHo-
XVPYPLUKM TPETMaH.

Auckycnja: OBOj CNy4aj ja HarnacyBa BarKHOCTA Ha LUMPOKa AndepeHumjanHa
ONjarHo3a Kaj nauneHTn co nepudepHa UcxemMuja n atunUYHN UAn TepaneBTCKn
Pe3nCTEHTHN cMMNTOMM 33 PejHo deHomeH . MNonnnteanHaTta aHeBpu3mMa Tpeba
3 Ce VCKNYy4M KaKO NOTeHUMjaneH n3Bop Ha eMbonm3aumja, Aypv 1 Kaj NaumneHTn
6€3 N3paseHn KNacuyHN pu3nk Gaxktopu. [enymHo TpoMBO3NpaHUTE aHEBPU3MU
HOCAT BUCOK PU3UK 33 ANCTaNHU eMBONNCKN KOMMIMKaLUMn 1 6apaaT HaBpeMeHa
OnjarHo3a 1 cooaBeTeH TPeTMaH.

3aKny4oK: PaHOTO Nperno3HaBare M COOABETHMOT TPETMaH Ha NonauTeanHuTe
dHeBpPU3MU Ce KNY4YHU 34 npeBeHu,mja Ha Cepuno3Hn KoMnanKauumn, Bl-(ﬂy‘-IyBajI-'(VI
KPpUTN4HA VICXGMVIja n l'y6VITOI-( Ha eKCTpeMUnTeT.

Kny4yHu 360poBu: aHeBpPU3Ma Ha NONMTEANHATA apTepuja; ANCTaNHA
emMbonmsauuja; dpeHoMeH Ha PejHo; nepudepHa apTepucka bonecT; TpoMb603a

TPOMBO3A NOTTUKHATA O BOCNAJIEHUE-
PEKYPEHTEH TPOMBOTUYEH HACTAH KAJ MNAA
NAUUEHT CO AHKUTO3UPAYKU CNOHAUNMTNTUC-
NMPUKA3 HA CNTYYAJ

A. ®a3nujy, A. I ByunHuk, A. Ngpusu, A. Bakuy, A. ®epaTu,
A. leoprues, M. boLueBCKM

BoBsea: AHKWIO3MPAYKNOT CMOHAMANTUC € aBTOMMYHO BOCMa/sieHVe CO Heno3HaTa
€TNONOrja, Koja MaBHO rv 3adakra 'pbeTHNTE 1 CaKPOUINja4HM 3rnobosu. bonecta
06W1YHO 3aMoYHYBa BO BTOPATa UM TPETa AeLeHnja Of, HUBoToT

Cnyuyaj: NaumeHTKaTa Ha 25 roauLHa BO3PacCT Ce jaByBa Ha nperneq nopaaw 6oska
N OTOK H3 NEBATAa NOAKONEHNLA of Npeg 2 AeHa. PU3MKANHWOT Npernes Nokarkysa
acMmMeTpurja Bo 06eMOoT 1 bojaTta Ha AseTe nogroneHnun. EKM n TpaHCTOpakIHaTa
exoxapauorpaduja ce 6e3 3Ha4aeH Haod.BeHCKMOT gonnep BO NpWUIOr : N1eBO BEHA
$EMOpUC KOMYHNC 1 BEHA NOMN/INTE3 KOMMSIETHO HEKOMMPECUBUTHM CO MPUCYCTBO Ha
OKNy3MBeEH TPOMO .J1abOPaTOPUCKIN aHANM3M CO MOKaYEHN MHPNAMATOPHU MApKEPU
(CEE n LIPM) 1 3ronemeHn BpegHOCUT Ha 4 avmepun 7412 ng/ml. AHaMHeCTUYKM ce
[061Ba NOAATOK 33 NPETXOAHO NpenexaHa TPOMH03a Ha UCTUOT EKCTPEMUTET Npeg
4 rogvHN N TPETUPAH 3HKUIO3UPAYKM CNOHAUNUTUC Npea 3 roAvHK 04 CTPaHa Ha
pPeBMATO/Or. 33 BPEME HA XOCMUTA/THMOT TPETMA3H M TP MeceL NoToa Ce 3eMEHN
TecToBm 33 aHTUdoCcHONMNMAEH CUHAPOM U UCTUTE CE MNO3UTUBHW .

Haj MauMeHTKaTa e peann3npaH KOHTPO/IeH gonaep 3a 2 Meceuu , Co gonnep Haosq
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Ha KOMMPeCnbUIHN BeHa GpEeMOopUC KOMYHUC 1 BEHa MOMMTea fIeBo , CO Mana
exoreHa Maca Ha SWoT, Hao/ BO NoAobpyBatse oA NPBVOT peann3npaH aonnep

3aKny4oK: OBOj NPUKA3 HA C/1y4aj ja MOKaXyBa BaXHOCTa HA TeMeNHaTa aHaMHe3a
N MOBP33HOCT@ HA PEeKypeHTHW [1360KN BEHCKM TPOoMOBO3M CO aBTOMMYHO
PEeBMATO/IOLLKO BOCMANeHme.

PaHaTa ,qmjarHo3a N HaBpeMeHO 3aMNOY4YHATUOT TPETMAaH Ceé HYYHU Oa Ce CcnpeyaTr
BACKy/1apHX KOMNAKauMn 1 aa ce I'IO,D,OGPVI ncxogot og 6onecta.

Kny4yHu 360poBU: aHKMNO3MPAYKK cnoHAMAUTUC, AHTUdOoCcHONMNUAEH CUHAPOM,
PEeKypPEHTHA ANaboKa BEHCKa TpoMH603a

INFLAMATION DRIVEN THROMBOSIS : RECURRENT
THROMBOTIC EVENTS IM A YOUNG PATIENT WITH
ANKYLOSING SPONDYLITIS- A CASE REPORT

A.Fazljiu , A.G.Vuchinikj, A.ldrizi, A.Bakiu, A.Ferati . A.Georigev ,
M.Bosevski

Introduction: Ankylosing spondylitis is an autoimmune inflammatory disease
of unknown etiology that primarily affects the spine and sacroiliac joints. The
disease most commonly begins in the second or third decade of life.

CasePresentation:A25-year-oldfemalepatientpresentedwithpainandswelling
oftheleftlowerlegforthepasttwodays.Physicalexaminationrevealedasymmetry
in the circumference and discoloration of the lower legs.Electrocardiography
(ECG)and transthoracic echocardiography showed no significant abnormalities.
Venous Doppler ultrasound demonstrated that the left common femoral vein
and popliteal vein were completely non-compressible, with the presence of
an occlusive thrombus.Laboratory findings showed elevated inflammatory
markers (SEE and CRP), as well as significantly increased D-dimer levels (7412).
The patient’s medical history revealed a previous episode of thrombosis in the
same extremity fouryears earlier, aswell as a diagnosis of ankylosing spondylitis
made three years ago, for which she was treated by a rheumatologist.During
hospitalization and in the following three month , antiphosfolipid syndrome
tests were performed and were received positive results.A follow-up Doppler
ultrasound performed after two months showed compressibility of the left
common femoral and popliteal veins, with a small echogenic mass attached to
the vessel wall, indicating improvement compared to the initial findings.

Conclusion: This case highlights the importance of a thorough medical history
and emphasizes the association between recurrent deep vein thrombosis and
autoimmune rheumatologic diseases.Early diagnosis and timely initiation of
treatment are crucial for preventing vascular complications and improving
disease outcomes.

Keywords: ankylosing spondylitis, antiphospholipid syndrome, recurrent deep
vein thrombosis
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BEHCKN TPOMBOEMBOJIN3AM CO NY/IMOHAJNTHA
TPOMBOEMBOJ/INJA U KOMOPBUAWUTETU: MPUKA3 HA
CNIYYHAJ

C. JopaaHoBa, P. TpajroBCKa

OppeneHue 3a Kapanonorunja, KnnHnyka 6onHuua WTun, CesepHa
MakefoHwuja

BoBepg: BeHcKMOT TpoMboeMbonunsam (BTE), Koj rn ondara AnabokaTa BEHCKa
TpoMmbo3a (OBT) v nynMoHanHata Tpomboembonmja (MTE), npeTcTaByBa
3Ha4ajHa NPUYMHAE 33 MOPBUAUTET N MOPTanuUTeT. KNMHMYKATa Npe3eHTaumja
MOXe aa 6buae BapujabunHa M 4ecTo aTUNU4YHa, 0COBEHO BO MPUCYCTBO Ha
KoMmopbuantetTn. OBaa cocToj6a [oBeayBa A0 AWjArHOCTUYKM Npean3suun m
npean3snumM Bo TPETMaHOT.

Uenu: [a ce npuKarme KOMMMEKCHA KAWMHWUYKA Mpe3eHTaunja Ha BEHCKMU
TpoMb60eMb0OM3aM  CO  MPUAPYHHU  KOMOPbMAUTETW, CO OCBPT Ha
OMjarHOCTMYRMOT NPUCTan, TEKOT Ha 60N1ecTa U KAMHUYKMOT UCXoa.

MaTtepuja n metogu: MNpuKaKaH € CNy4aj Ha 57-rogUWHAE NAUMEHTKa Co
$ebpuUnHOCT, Kawnmua n ManakCaHOCT, CO AMjarHOCTULMPAHWN OECHOCTPaHa
NNeBPONHEBMOHWNj3, NEPUKAPAEH U3NNB N epo3nBeH e30ParnTnc nNpu npuem.
MNpucyTHM 6ea n cumntomMun Ha ABT Ha AeceH J0MeH eKCTpeMUTeT nocne Tpayma.
JlabopaTtopucku 6ea nokavyeHn nHpamaTtopHu napameTpu u -anmepu (>6000
ng/mL). KT nynMoaHrnorpaduja norepan NTE,nepukapaeH M3nue noTBpaeH
CO exokapaunorpaduja, a Jonnep NoKarka TpoMb03a H3 BeHa cadeHa MarHa.
3ano4yHaTa e Tepannja co HUCKOMOJEKYapeH XenapuH €O NPeMnH Ha OpasiHa
Tepanwja.

Pesyntatn: [MOCTUrHATO € KAWMHWYKO NoAobpyBarbe CO HaManyBake Ha
O-OonmMepute n perpecmja Ha npomeHuTe. KOHTpPoONUTE MOKaMaa perpecuja
Ha MeBpornHeBMOHNjaTa U NepuKapaHMoT u3nue. Mo 3 Meceum Hema 3Haum
Ha MTE, a no 6 Meceun MMa LENOCHA pekaHanu3aumja. He ce 3abenemaHn
XeMOPArncKkm KoMnankaumn. NotepaeHn ce TpoM60GUAHN NOANMOPDU3MM.

3aKny4oK: KOMMNeKCHaTa KAMHUYKE  MNpe3eHTaunja Ha  BEHCKMOT
TpoMb0eMb0Nn3amM MoXe A3 AoBeae A0 ANjarHOCTUYKN NpeansBmun, ocobeHo
BO MpUCYCTBO Ha KOMOPOMAOUTETU KA3KO MNNEBPOMHEBMOHWj3, MEPUKApAEH
M3NMB W racTPOMHTECTUHANHU 3abonyBara. HaBpemeHaTa [AwjarHo3a wu
P3HMOT NOYETOK HA AHTMKOAryaHTHA Tepanuja ce KNy4HW 33 NOBOMEH UCxXoa.
[JVpEeKTHNUTE OpanHN aHTUKOArynaHCK OBO3MOXKYBAaaT eduMKaceH n belbeneH
TPETMaH M [0NropoYHa MNpeBeHuMja, co Aobpa NOAHOCAMBOCT U KANHWUYKA
CTabununsaynja Ha nayneHTuTe.

Kny4Hu 360poBU: BEHCKM TPOMB0EMbH0IM3aM, NYIMOHAPHA
TpoMboembonnja, TpomMbodunnja
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VENOUS THROMBOEMBOLISM WITH PULMONARY
EMBOLISM AND COMORBIDITIES: A CASE REPORT

S. Jordanova, R. Trajkovska
Clinical Hospital Shtip, Department of cardiology, North Macedonia

Introduction: Venous thromboembolism (VTE), including deep vein
thrombosis (DVT) and pulmonary embolism (PE), represents a significant
cause of morbidity and mortality. Clinical presentation may be variable and
often atypical. Particulary in the presence of comorbidities, which can lead to
diagnostic and treatment challenges .

Aim: To present a complex clinical case of venosus thromboembolism wih
associated comorbidities, highlighting the diagnostic approach, disease course
and clinical outcome.

Material and methods: A 57-year-old female was hospitalized with fever,
cough, and fatigue, diagnosed with right-sided pleuropneumonia, pericardial
effusion, and erosive esophagitis at admission. Symptoms of DVT were
present after trauma. Laboratory tests showed elevated inflammatory
markers and D-dimer (>6000 ng/mL). CT pulmonary angiography confirmed
PE, echocardiography showed pericardial effusion and Doppler showed
great saphenous vein thrombosis. Initial LMWH therapy was followed by oral
anticoaqulation.

Results: Clinical improvement was achieved with reduction of D-dimer and
regression of findings. Follow-up showed regression of pleuropneumonia and
pericardial effusion. After 3 months no PE was detected, and after 6 months
complete recanalization was observed. No bleeding complications occurred.
Thrombophilia polymorphisms were identified.

Conclusion: The complex clinical presentation of venous thromboembolism
may pose diagnostic challenges, particularly in the presence of comorbidities
such as pleuropneumonia, pericardial effusion, and gastrointestinal disorders.
Timely diagnosis and early initiation of anticoagulant therapy are essential for
a favorable outcome. Direct oral anticoagulants provide an effective and safe
option for both treatment and long-term prevention, with good tolerability
and clinical stabilization.

Keywords: venous thromboembolism, pulmonary embolism, thrombophilia
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BPEMETPAEHETO HA NMOCTOMNEPATUBHATA
ATPUJANHA ®UBPUNALUUJA KAKO MAPKEP HA
TPOMBOEMBOJ/INCKU PU3UK NO KAPONOXUPYPLLUKA
ONEPALUUNJIA

A. Mapuja TaceBa BacuneBa, M. KnnHyesa, . bowesBcka, K. Mutpes

®aKkynTeT 338 MeANUNHCKM HaYKK, YHuBep3uTeT ,foue Oenyes”, LWUtnn,
CeBepHa MakeoHuja
KnnHnyka 6onHnya HaH Mutpes, Cronje, P. MakefoHwja

BoBepn: [loctonepatmBHaTta atpujanHa ¢ubpunaunja (MOAD) e 4ecTta
KOMMN/MKaunja no KapaVOXMpYpLLKA Onepaumja U e NoBpP3aHa CO 3rofieMeH
pU3MK 04 TPOMB0EMbONUCKM HACTaHW, 0CO6eHO LepebpoBaCKyNapeH WHCYNT
(LIBW). Cenak, KIMHNYKOTO 3Ha4YeHe Ha BpemMeTpaereTo Ha NMOAD, 0cobeHo Kaj
KPATKOTPajHUTE enn3oaun, OCTaHyBa HeAOBOHO AebUHNPAHO.

Uen: [a ce npoueHn BNWjaHMETo Ha BpemMeTpaereTo Ha MOA® (<48 4vaca
HacnpoTn >48 4aca) Bp3 pU3NKOT o LepebpoBaCcKyIapeH MHCYNT BO PAHWOT U
OOLHMOT NOCTONepaTUBEH Nepuoa.

Matepujanu un wMetoam: BO 0Baa peTpOCNEKTUBHE, ONCEPBaLMCKa,
MOHOLIEHTPUYHA KOXOPTHA CTyANnja 6ea BRAYYEeHN NaLMEHTU Kaj KOn ce pa3Buna
NOCTONEpPaTMBHA aTpujanHa $GmMbpunaumja Nno KapauoxmpypLUKka onepauunja Bo
nepuogoT oA jaHyapu 2020-gexkemspu 2023.MayneHTuTe 6ea cTpatnduLUmMpanHn
cnopeq BpemeTpaereTo Ha NOAD (<48 4vaca n >48 4aca). NpuMapeH mncxon
belle nojaBa Ha LepebpoBaCKyNapeH WUHCYNT BO MHTPAxXOCNUTANHUOT, PaHUOT
(<6 Hegenn) n gouHMoT (>6 Hegenun) nepuod. [lononHUTeNHo belle aHanM3npaHa
MpPOrHOCTUYKaTa BpegHocT Ha CHA,DS;-VASc cKopoT.

Pesyntatu: Bo nHTpaxocnutanHWoT nepuog, naumeHtute co NMOA® >48 yaca
1Maa 3Ha4MUTENHO NOBUCOKA MHUMAeHUa Ha LIBW Bo cnopeaba co oHue co NOAD
<48 yvaca (5,41% Hacnpotn 1,55%; p=0,0113). Bo paHMOT nocTtornepaTusBeH
nepmnog (<6 Hegenu), nHUngeHuaTa Ha LBV 6elle WUCKAy4MTeNTHO HUCKA, CO
CaMO efleH HacTaH, 6e3 CTAaTUCTUYKM 3HAYajHa Pa3nMKa Mery rpynute n 6e3
npeanKkTMeHa BpegHocT Ha CHALDS,-VASc ckopot (p=0,531). Bo gouHwuoTt
nepuog (>6 Heaenw), HUMAEHLATa Ha LIBM ocTaHa HUCKA U CMYHA Mery rpynnTe
(1,84% HacnpoTn 1,06%; p=0,6665). Cenak, Kaj nauyneHtute co NOAD >48 yaca,
CHA;DS,-VASc cKopoT belle He3aBuCeH npeaukTop 3a goueH LBW (OR 4,53;
95% Cl 1,44-14,28; p=0,010).

3akny4yoK: Bpemetpaeweto Ha [1OAD® e 3Ha4aeH MapKep 3@ paHuOT
TPOMHOEMBONNCKN PU3MK MO KAPAWOXMPYPrnja, CO 3HAYUTENHO MOBUCOKA
MHUNOEHUA Ha LepebpoBacKynapeH MHCYNT Kaj enn3oan nogonrn og 48 yaca.
MaKko anconyTHMOT pu3uK 3a goueH LIBU e Hu3oK, CHA2DS;-VASC cKopoT nma
NPOrHOCTUYKA BPeHOCT Kaj NaumeHTuTe co nponoHrupaHa NOA®. Osne Haoaun
CcyrepupaaT geka BpemMeTpaereTo Ha NOAD Tpeba Aa ce 3eme npeasua npu
MHAVBWAY3aNM3aunja Ha TPoMH60eMboNNCKaTa NpeseHu;ja.

Kny4yHu 360poBu: noctonepaTnseHa aTpujanHa ¢mbpunaumja,
TPOM60EM60/IM33M, MO304EH YA3P, aHTUKOArynaunja, KapavoxMpypruja
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DURATION OF POSTOPERATIVE ATRIAL FIBRILLATION AS
A MARKER OF THROMBOEMBOLIC RISK AFTER CARDIAC
SURGERY

A. Marija Taseva Vasileva, M. Klincheva, G. Boshevska, Z. Mitrev

Faculty of Medical Sciences, Goce Delcev University, Stip, North
Macedonia, Zan Mitrev clinic, Skopje, R. Macedonija

Background: Postoperative atrial fibrillation (POAF) is a common complication
after cardiac surgery andis associated with anincreased risk of thromboembolic
events, particularly cerebrovascular stroke. However, the clinical significance
of POAF duration, especially in short-lasting episodes, remains insufficiently
defined.

Aim: To assess the impact of POAF duration (=48 hours vs. >48 hours) on the
risk of cerebrovascular stroke in the early and late postoperative periods.

Materials and methods: This retrospective, observational, single-center
cohort study included patients who developed postoperative atrial fibrillation
following cardiac surgery between January 2020 and December 2023. Patients
were stratified according to POAF duration (<48 hours and >48 hours). The
primary outcome was the occurrence of cerebrovascular stroke during the in-
hospital, early (<6 weeks), and late (>6 weeks) follow-up periods. Additionally,
the prognostic value of the CHA>DS,-VASc score was analyzed.

Results: During the in-hospital period, patients with POAF >48 hours had a
significantly higher incidence of cerebrovascular stroke compared to those
with POAF <48 hours (5.41% vs. 1.55%; p=0.0113). In the early postoperative
period (<6 weeks), the incidence of stroke was extremely low, with only one
recorded event, showing no statistically significant difference between groups
and no predictive value of the CHA.DS;-VASc score (p=0.531). In the late period
(>6 weeks), stroke incidence remained low and comparable between groups
(1.84% vs. 1.06%; p=0.6665). However, in patients with POAF >48 hours, the
CHA;DS;-VASc score emerged as an independent predictor of late stroke (OR
4.53; 95% Cl 1.44-14.28; p=0.010).

Conclusion: POAF duration represents an important marker of early
thromboembolic risk after cardiac surgery, with a significantly higher incidence
of cerebrovascular stroke in episodes lasting longer than 48 hours. Although
the absolute risk of late stroke is low, the CHA.DS2-VASc score demonstrates
prognostic value in patients with prolonged POAF. These findings suggest that
POAF duration should be considered when individualizing thromboembolic
prevention strategies.

Keywords: postoperative atrial fibrillation, thromboembolism, stroke,
anticoaqulation, cardiac surgery
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oA XEMUJA A0 ®DU3UKA: LLUPOKUOT CMNEKTAP HA
KITWHUYKUN CUEHAPUJA KAJ KAPUMHOM-ACOUUPAHA
TPOMBO3A

A. Oepsuwun, N. RyamaHockn, M. EHOpoBCKa BaknnHcKa, E. Jlazaposa,
C. MamolwKoBcKa JopaaHoBa, M. bolueBCKu

J3Y YK HaumoHaneH yeHTap 3a KapaAnoBacKynapHW 3a60/1yBamba,
Ckonje

BoBeg: TpoM6033aTa Ha rOpeH eKCTpeMuTeT e Mery HajpeTKuTe Gopmn Ha
NPOKOArynaHTHN MaHudectaumn, co 5-10% oa BKYMHMOT 6poj Ha AN3a6OKK
BEHCKN TpoMbo3un. NHumaeHunjaTta, nako HMUCKa co 1-2 cnayyvam Ha 100 000
Hutenn, 6enexm nogemM Kaj nauueHTU CO LUEeHTPasHU BEHCHKUM KaTteTepw,
nepndepHO MHCEPTUPAHU LLEHTPANTHN KaTeTePU 1 CPLIEBU €/IeKTPOCTUMYNATOPM.
Bo cekroj cny4aj, He e ceKoraw efHOCTaBHO 4@ Ce BKIOMNYyBaaT NauneHTUTe
BO €QWHEeYHa KNaca M KaTeropuyHo O3 Ce AeMapKMpa pa3fvMKata nomery
Pa3VYHUTE rpynu.

MNpuKas Ha cny4aj: MNpuKarkyBame Cny4aj Ha MNAUMEHT CO MeTacTa3npaHa
ManurHa 6onect u TpoMb03a Ha NeBaTa BEHAa CYMNKIaBWja MNOTBPAEHa CO
yNTpa3By4YeH gonnep. Ha Hawe n3HeHagyBahe, Ha KOHTPONEH npernes Kaj
NaUNEHTOT Ce HOTUPAaLLE TYMOPO3Ha GopMaLimja BO NeBATa CYyNPaKNaBUKyNapHa
jama. YnTpa3By4HMOT npernea NoKaa NoYeTHa peKaHann3aumja Ha NpeTxoaHo
OMNULL3HATa TPOMBOTUYHA MAC3, LUTO ja HaNOoKM NoTpebaTa 3a NPOAO0IHKYBaHEe
H3 NPEeTXOHO MPEenuLaHaTa aHTUKOArynaHTHa Tepannja. KT Ha npoMeHeTaTa
dHATOMCKAa pernja NoKaxa 30HM Ha 0CTe0NN3a M OCTEOCKNEepO3a BO CpeaHaTa
KOH AWCTANHAT3 TPETUHA H3 KNYYHAT3 KOCKA-CYCMEeKTeH MEeTACTaTCKM KOCKEeH
aeno3nt. OBOj KAMHWYKM NPEeCBPT aKTyanu3mpalle MHOry npallaka OKony
MYNTUOUMEH3NOHANHOCTA H3 KapuuMHOM-acoumpaHata Tpombos3a. fanu e
BWHOBH3 XeMWjaTa Ha XemoTepaneBTUUMTE UNN PU3MKATE H3 MEXaHMYKaTa
KoMnpecuja? Koja e ynoraTta Ha Bevacizumab-0T BO BKyMHATa CTanNKa Ha BEHCKN
TPOM6031? VInn NpuynHaTa eqHOCTaBHO Tpeba Aa ce 6apa BO KNMHUYKOTO MUfje,
AOMMHAHTHO CO MPOKOArynaHTM 1 60rato CO LUTOKUHWN, KAPAKTEPUCTUYHO 33
KapunHoM? TyKa, NaToGM3MOIOLLKATa AeNMHeaUnja ce 3aMarnyBa U Hay4yHaTa
NUTepaTypa, 0cobeHo 33 NauMeHTn 6e3 MHTPABACKYNapHU ypeaun, € 0CKyAHa
33 A3 NOHyAW COOABETHW HACOKMW. Ja pa3rnegaBMe 1 ynorata Ha CKPUHUHE 33
013aboKa BEHCKAa TPOMH03a Kaj MaLMEHTU CO MANIUIHOM.

3aKkny4oK: Co HEeKOMKY 04roBOPEHN MPallaka U MHOrYy APYrn WTO ce yLliTe
ja MOTTMKHYBAaAT HALIATa /bybONUTHOCT, ro oabpaBme OBOj C/1y4aj 33 A3 He
NOTCETN AEK3 KNMHUYKUTE CLEH3pUWja HEPETKO NPeMUHYBaaT eaHn BO APYrn m
KPUTUYKOTO Pa3MUCTyBaHE € HYHHO 33 JOHEeCYyBate UCNPaBHU OANYKMN.
Kny4Hu 360poBu: TpOMO033, KAPLUMNHOM, XeMOTepanuja, KoMNpecw;ja,
QHTUKOAryNaHT
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FROM PHYSICS TO CHEMISTRY: THE BROAD SPECTRUM
OF CLINICAL SCENARIOS IN CANCER-ASSOCIATED
THROMBOSIS

A. Dervisi, I. Kuzmanoski, M. Endrovska Vaklinska, E. Lazarova,
S. Paljoskovska Jordanova, M. Bosevski

University Clinic National Center for Cardiovascular disease, Skopje

Introduction: Upper extremity thrombosis is among the rarest forms of
procoagulant manifestations, representing 5-10% of all deep vein thromboses.
The incidence, albeit low- with 1 to 2 cases per 100 000 population, features a
surge in patients with central venous catheters, peripherally inserted central
catheters and pacemakers. Notwithstanding, it is not always easy to fit the
patient in one single class and to categorically mark the delineation between
different groups. Case report: We are presenting a stage IV cancer patient
with doppler-ultrasound-verified thrombosis of the subclavian vein of the
left arm. To our surprise, the patient came to a follow-up visit a couple of
weeks later complaining of a continually growing tumefactive mass in the left
supraclavicular groove. The ultrasound showed an initial recanalization of the
previously noted thrombotic mass, warranting a continuation of the previously
prescribed anticoaqgulant therapy. A CT of the tumorous anatomical region
showed osteolytic and osteosclerotic zones in the mid to distal third of the
clavicle, a possible metastatic bone deposit. This clinical twist raised many
questions about the multifacetedness of cancer- associated thrombosis. Is
the chemistry of chemotherapeutics to blame or the physics of mechanical
compression? What role does Bevacizumab play in the overall venous
thrombosis rates? Or is the culprit merely the procoagulant-dominant and
cytokine-rich clinical setting characteristic for cancer? This is the moment
when the pathophysiologic delineation becomes cloudy and the scientific data,
especially on patients without indwelling intravascular catheters, is scarce
to offer adequate guidance. Along with this, we also investigated the role of
screening for deep vein thrombosis in cancer patients. Conclusion: With some
questions answered and many more still triggering our curiosity, we chose
this case report to remind us how clinical scenarios can metamorphose in one
another and how critical thinking should quide our decisions.

Keywords: thrombosis, cancer, chemotherapy, compression, anticoagulant
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TPOMBO3A HA AKCUNAPHA BEHA NO UMNJNTAHTALUJA
HA NEJCMEJKEP: MPUKA3 HA CNTYYAJ

. 3apaBKoBcKM MeHKo, E. KaHanK, ®. JaHyLLIEeBCKM

YHMBEP3UTETCKA KIMHNKAE 33 KapAMO0I0rnja n KapanoBaCKyNapHa
XVpypruja

BoBep: BeHckata Tpomb03a npeTcTaByBa Mpeno3HaeHa, HO PenaTuBHO
peTka KOMMMuKauuja no MMNNaHTauumja Ha KapaujanHu ypeaw. HejsuHoTo
pPaHO rpeno3HaBake € 0f K/YYHO 3Hayerse 33 CrpevyBare Ha Cepuo3HU
KOMM/IMKaunu.

Uenu: [la ce npuKare c/1y4aj Ha TPOM603a Ha aKCMIapHa BEHA N0 UMNNAHTaLMja
Ha NejcMejKep 1 [a ce UCTAaKHAT ANjarHOCTUYKUTE N TeparneBTCKUTE acneKTu.

MaTtepujanu u Metogu: Ce paboTu 3a MPUKA3 Ha CyYaj Kaj 55-rogviieH
Ma CO CMMMTOMATCKM TpeTocTeneH aTpuoBeHTpuKynapeH (AV) 670K, Kaj
KOro e M3BpLUeHa MMMNM3HTaUuja Ha [OBOKOMOPEH nejcMejKep Mpeky fnesa
aKCcunapHa BeHa. VIHTepBEHTHMOT U PAHMOT MOCT-UHTEPBEHTEH TEK, NOMUHA
ypeaHo. KnuHMYKata cocTtojba belue crnedeHa npery ¢Gu3nkaneH nperneq,
NabopaTopUCKM aHaNM3M 1 AynneKkc ynTpacoHorpadwuja.

Pesyntatu: [lBe Hegenn Mo WHTEpBEHUWjaTa, NAUMEHTOT Ce jaBu (o
NPOrpecmBeH OTOK, 6OKa N NeceH epuTeM Ha NEBUOT rOpeH eKkcTpemuTeT. MNpu
nperneg bewe yTBpAeH eaeM U AMNaTaumja Ha NOBPLUMHCKUTE BeHW. [dynnekc
yNTPacoHorpadmja NoTBpaM TPOMH033 Ha 1EBATa aKCUMAPHA BEHA CO LUMPEH-e
KOH BeHa cybjKknaBnja. J1abopaTopuCcKnUTe HaoAM 6ea BO HOPMAsHW rPaHNLMN.
MNauneHToT 6eLle TPeTUPaH CO aHTUKOAyNaHTHA Tepanuja (HUCKOMONEeKyNapeH
XenapwH, MNOTOa OPaNHW aHTUKOArynaHcu), npu wTo 6ewe noCcTUrHaTo
3HaYUTENHO KNMHUYKO NoA06pyBarbe BO POK 04 ABe Heaenwu. KoHTponaTa no
TPY Meceuu NoKaxa AeNlyMHa peKkaHann3aunja Ha BeHaTa.

3akny4oK: Tpomb03aTa Ha aKCUNAPHATA BEHA € MOTeHUMjaNHa KOMM/IMKaunja
No TPaHCBEHCKa WMMMAHTauMja Ha nejcMejkep, MOBp3aHa CO eHOOoTeNHo
OoWTeTyBake W BEHCKa CTa3a. HaBpemeHaTa [AwjarHo3a CcO  Aynnexc
YNTPAcoHorpaduja n paHOTO 33MNOYHYBake Ha aHTUKOArynaHTHa Tepanuja ce
KNYYHM 33 NOBOMEH NUCXOA W NPEeBEHLMja H3 KOMMIMKALMN KaKO NY/IMOHANHA
embonuja.

Kny4yHu 360poBU: TPOMH033 Ha aKCUN3PHA BEH3, UMMN/IAHTALWja Ha NejcMejKep,
0naboKa BEHCKa TPOMH03a Ha ropeH eKcTpemMmnTeT
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AXILLARY VEIN THROMBOSIS FOLLOWING PACEMAKER
IMPLANTATION: A CASE REPORT

I. Zdravkovski Penko, E. Kandic, F. Janushevski
University Clinic of Cardiology and Cardiovascular Surgery

Introduction: Venous thrombosis is a recognized but relatively uncommon
complication following cardiac device implantation. Early recognition is
essential to prevent serious complications.

Objectives: To present a case of axillary vein thrombosis following pacemaker
implantation and to highlight key diagnostic and therapeutic aspects.

Materials and Methods: This is a case report of a 55-year-old male with
symptomatic third-degree atrioventricular (AV) block who underwent dual-
chamber pacemaker implantation via the left axillary vein. The procedure and
early post procedural period were uneventful. Clinical evaluation included
physical examination, laboratory testing, and duplex ultrasonography.

Results: Two weeks after the procedure, the patient presented with
progressive swelling, pain, and mild erythema of the left upper extremity.
Physical examination revealed non-pitting edema and dilation of superficial
veins. Duplex ultrasonography confirmed thrombosis of the left axillary vein
extending toward the subclavian vein. Laboratory findings were within normal
limits. The patient was treated with anticoaqulation therapy (low molecular
weight heparin followed by oral anticoagulants), resulting in significant clinical
improvement within two weeks. Follow-up at three months demonstrated
partial recanalization of the affected vein.

Conclusion: Axillary vein thrombosis is a potential complication following
transvenous pacemaker implantation, likely associated with endothelial injury
and venous stasis. Prompt diagnosis using duplex ultrasonography and early
initiation of anticoaqulation therapy are essential for achieving favorable
outcomes and preventing complications such as pulmonary embolism.

Keywords: axillary vein thrombosis, pacemaker implantation, upper extremity
deep vein thrombosis
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AONABOKA BEHCKA TPOMBO3A HA NTOPHUTE
EKCTPEMUTETU NO UMNNAHTAUUNJA HA TPAEH
ENEKTPOCTUMYNIATOP HA CPUETO

C. TopopoBcky, J. Taneckn, ®. JaHyweBcKy, J1. Monocka, E. KaHauK,
. 3apaBKOBCKM

J3Y VK 3a Kapaunonorunja n KapanosackynapHa X1pypriuja

BoBea: [1naboka BeHCKa TpomM603a([BT) Ha rOpHUTE EKCTPEMUTETU KaKO
KOMMAMKAUKWja No MMNA3HTaUWja Ha TPaeH eNneKTPOCTMMYNATOp Ha CPLETo
e 0obpo No3HaTa M HepeTKa cocTojb6a. MHumaeHuaTa e nomery 30-50%, HO
cnopepg AocTanHuTe nogatoum noseke o 70% of cyyYanTe ce aCUMTOMATCKH,
a CaMo 3-5% KANHWYKM MaHndecTHU. Bo natoreHe3aTa e BKAyYEeH NO3HATMOT
Bupxos Tpujac: eHaoTeHa nospena nNpyv MMNIAHTaUNnja Ha eNeKkTpoanTe, CTasa
nopaan enexkTpoaaTta BO NIYMEHOT Ha BEHCKMOT €34 W XMMNepKoarynabunHocT
nopaan epeKT Ha CTpaHo Teno. Pu3mnk dakTopu ce noronem 6poj UMNAaHTUPaHn
€NEeKTpoan, NMOManNa BEHa WCKOPUCTEHA 33 BACKY/MapeH MNpUCTan, NOKanHa
nHeKUmja, peBM3nja UNn penosnumja Ha enexkTpoan U cn. KAMHWYKKM ce
MaHndecTnpa co OTOK, 6ONKa, TONAMHA N NMPOMEHa BO 60jaTa Ha KOXATa Ha
FOPHNOT EeKCTpeMUTET.

Llen: PaHo npeno3HaBawe 1 TpeTMaH Ha [BT Ha ropHuUTe eKCTpemMuTeTu no
UMMM3aHTaUMja Ha TPaeH efIeKTPOCTUMYNATOP Ha CPUETO CO Len cnpevysare
MOHATAMOLLIHM KOMMNJIMKaUNW.

Mpuka3 Ha cnyyaj: lMauymeHT 66 roguHW, Max, NpuUMeH Ha KNnHWKa 33
Kapauonornja nopagn OTOK, 60/IKA M TOM/IMHA Ha NeBa HagnaktTuua. Kaj
nauneHToT 10 geHa NPeTX0AHO NeBO AEeNTOMNEeKTOPasIHO UMMNNAHTUPAH TpaeH
TPOKOMOPEH eNeKTPOCTUMYNATOP HA cpueTo. MNpn MNNaHTaumjaTa NyHKTUPaHA
NeBa aKCUMAPHA BEHA 1 BOBEAEHW TPU €N1EKTPOAN, BO fieCHA NPETKOMOPa, AeCHa
KOMOPa N rPaHK3 Ha KOPOH3PEH CUHYC. JIOKANHO UMMNAHTUPAH reHepaTop.
@Qu3uKaneH npez2ned: OTOK M TOMIMHA Ha N1eB3 H3AN3KTULA WU NOAN3KTULA.
EKI Ha npuem: pUTaM Ha TPaeH eNneKTPoCTUMyNaTop co ¢p. 108/MuH. EKI Ha
UCNUC: PUTaM HA TPaeH eNeKTPOCTUMYNATop co ¢p. 78/MuH. Slabopamopcku
aHanu3u: nokavenu O-Oumepn 2346 ng/mL n LLPMN 35.8 mg/L. Kosiop-donnep
ex0CoH0o2pagujama Ha npuem: NMOTKOMEH efeM, NeBa KybuTanHa BeHa €1abo
KOMMNpecnbunHa, 4OA4EKa BO N1eBa aKCUIAPHA BEHA NPUCYTEH OK/y3MBEH TPOMbO
N OTCYTHW gonnep curHann. Kosiop-donnep exocoHozpaguja no 7 0eHa: NPUCYTHA
TPOMHOTMYHA MAaca BO N1eBaTa aKCUNApHa BeHa BO $asa Ha pexkaHanu3auwja.
TpemMaH: MauneHTOT TPeTUPaH CO AWPEKTeH OpaneH 3aHTUMKA3OrynaHT BO
TEepanuCKM [O03WU, 3HTUBMOTCKA, raCTPOMNPOTEKTUBHA U 3HTUXMMNEPTEH3MBHA
Tepanuja. MNayneHToT UCNULWAH OCMUOT AEH CO NPernopaka A4a NPoJoMIKN Co
OVPEKTEH OPaNeH aHTMKOArynaHT, aHTUBMOTUK NeT AeHa, raCTPONPOTEKTUB U
QHTUXUNEPTEH3MB.

3aKkny4oK: PaHaTa AWjarHOCTUKE M HABPEMEHWOT TPETMaH Ce HK/IYyYHW 33
yCMeLwHo NexKyBakbe H3 0Baa CoCTojb6a. 33 NOCTaByBaHe ANjarHo3a NoTpebHo
€ 0apeayBare Ha A-ANMEPU, N3BeayBarbe Ha KONop-A0nnep exocoHorpadwja,
KT BeHorpaduja nnm KoHTpacHa BeHorpaduja. TpeTMaHOT 3aN04HyBa BeAHALL
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Mo BOCMOCTaByBak:e Ha ANjarHo3a Co napeTepasnHa aHTUKOoAarynaHTHa Tepanuja
WU OUPEKTEH OpaneH aHTUKOAarynaHT u Tpeba Oa MNpOoAO/HW CO OpaneH
aHTMKOAryNnaHT Bo cnegHuTe 3 00 6 Meceuu.

Kny4Hu 360poBu: 41360Ka BeHCKa TPOMH033, TPAEH e1IeKTPOCTUMYIATOoP.

DEEP VEIN THROMBOSIS OF THE UPPER EXTREMITIES
AFTER PERMANENT CARDIAC PACEMAKER
IMPLANTATION

S. Todorovski, J. Taleski, F. Janushevski, L. Poposka, E. Kandic, I.
Zdravkovski

PHO University Clinic for Cardiology and Cardiovascular surgery

Introduction: Deep vein thrombosis (DVT) of the upper extremities as a
complication following permanent cardiac pacemaker implantation is a well-
known and not uncommon condition. The incidence ranges between 30-50%,
but according to available data, more than 70% of cases are asymptomatic,
and only 3-5% are clinically manifest. The pathogenesis involves the well-
known Virchow's triad: endothelial injury during lead implantation, stasis due
to the lead within the lumen of the venous vessel, and hypercoagulability due
to the foreign body effect. Risk factors include a higher number of implanted
leads, smaller veins used for vascular access, local infection, lead revision or
repositioning, etc. It manifests clinically with edema, pain, warmth, and skin
discoloration of the upper extremity.

Objective: Early recognition and treatment of upper extremity DVT following
permanent cardiac pacemaker implantation to prevent further complications.

Case Report: A 66-year-old male patient was admitted to the Clinic of
Cardiology due to swelling, pain, and warmth in the left upper arm. Ten days
prior, a permanent triple-chamber cardiac pacemaker (CRT) was implanted left
deltopectorally. During the implantation, the left axillary vein was punctured,
and three leads were introduced: into the right atrium, the right ventricle, and
a branch of the coronary sinus. A generator was implanted locally. Physical
examination: Swelling and warmth of the left upper arm and forearm. ECG
at admission: Paced rhythm with a rate of 108 bpm. ECG at discharge: Paced
rhythm with a rate of 78 bpm. Laboratory analysis: Elevated D-dimers (2346
ng/mL) and CRP (35.8 mg/L). Color Doppler ultrasonography at admission:
Subcutaneous edema; the left cubital vein was poorly compressible, while an
occlusive thrombus was present in the left axillary vein with absent Doppler
signals. Color Doppler ultrasonography after 7 days: A thrombotic mass was
present in the left axillary vein in the recanalization phase. Treatment: The
patientwas treated with therapeutic doses of a direct oral anticoagulant (DOAQ),
along with antibiotic, gastroprotective, and antihypertensive therapy. The
patient was discharged on the eighth day with a recommendation to continue
direct oral anticoagulant therapy, antibiotics for five days, gastroprotection,
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and antihypertensives.

Conclusion: Early diagnosis and timely treatment are crucial for the successful
management of this condition. Diagnosis requires D-dimer determination, color
Doppler ultrasonography, CT venography, or contrast venography. Treatment
begins immediately upon diagnosis with parenteral anticoagulant therapy or
a direct oral anticoagulant and should continue with oral anticoaqulation for
the next 3 to 6 months.

Keywords: deep vein thrombosis, permanent cardiac pacemaker.

BE/NOAPOBHA EMBOJINJA KAKO NPEA3HAK HA
MAJTUMTHA BOJTIECT: CEPUJA HA C/ZIYHAU

E. BpajHKo, L). ba3n, /1. beknpu, . MeTkocku, E. Wexy, O. MeTKocKa,
E. Yanapocka, B. AHOoBa, /. MntescKa, M. bolleBcKun

J3Y VK 3a Kapavnonorunja n KapanosackynapHa Xx1pypriuja
“HaumoHaneH LleHTap 3a KapanoBackynapHu 6onectn”, Cronje, P. C.
MakefoHwuja

BenogpobHata embonnja (BE) npeTctaByBa 3Ha4yajHa TPOMHOEMOOINCKA
KOMMANKALUNja Ha ManurHuTe 3a601yBakba U MOXe A3 ce MaHUPeCTUpa KaKo
WHAUMjANHE KAWHWYKA Mpe3eHTaumja Ha MpPeTXoAHO HeaujarHOCTULMPaH
HeonnacTuyeH npouec. Bo oBaa cTyanja NpuUKarkyBamMe Cepunja Ha cny4vau
K3j NAUMEHTN Kaj KOW MpPUMAapHO belle MNOCTaBeHa AMjarHO3a Ha aKyTHa
6enogpobHa eMb0uja, Npu LLITO NOCNe40BaTeNHATa ANjarHOCTUYKa eBanyaumja
pe3ynTupalule co AeTeKumja Ha NPeTX0AHO OKYNTEH MAaNUrHUTeT. CUTe NauneHTH
6ea XOCNWUTaNHO Npe3eHTUPaHU CO PaJNOMOLIKM noTBpaeHa bHenoapobHa
embonunja, 6e3 aHaMHECTUYKM MNOAATOK 33 MNPEeTXO4HO AMjarHOCTULMPAEH
KapUMHOM, 004EKA AONONHUTENHUTE ANjarHOCTUYKN UCNUTYBaHa, NHULMPAHU
BP3 OCHOB3 H3 HK/AWHWYKW, NABOPATOPUCKN W P3AMNONOLIKN UHAMKATOPM,
OBO3MOMMja uMAEHTUOMKAUMja Ha Pas3NnYHM  CONMAHM Heonnasmu. Bo
aHanuaupaHuTe cnyyvan, 6enogpobHata embonunja bewe KnacupuumpaHa
KaKO HEeNpoBOLUMPaHA M MPETCTaByBalLe PaHa KAMHUYKA MaHudecTaumja Ha
OKYNTEH ManurHuTeT. MNOoCTaByBaHETO H3 OHKOMOLUKATA AWjarHo3a umalue
3H343jHO BNMjaHME BP3 NOHATAMOLLUHOTO KIMHWYKO yNpaByBake, 0CO6EHO BO
KOHTEKCT Ha MHAMBUAYANN3aLUMja Ha AHTUKOAryNaHTHATa Tepanija, Hej3MHOTO
BpeMeTpaewe W WHAWKAUWMjaTa 33 MYNTUAMCLUMNINHAPEH TepaneBTCKU
npuctan. OBne HaoaM ja NOTEHUMPAAT NOTpebHaTa 04 BUCOK CTEMEH Ha KNNHNYKA
CyCnNUuUnja 33 NOCTOoeHe Ha MANUMHUTET Kaj MauneHTU CO HenpoBOLMPaHA
6enogpobHa embonnja. PaHaTa geTeKuuja Ha HeONNACTUYHMOT npouec BO
OBOj KOHTEKCT MMa@ 3H34ajHU MPOrHOCTUYKN N TEPaneBTCKM MMMANKAUUN U
j@ HarnacyBa BaXHOCTa H3 MHTErpMpaHNOT KapAMO-OHKOMOLUKM NPUCTan BO
COBPEMEHATa KINHNYKA NPaKca.

Kny4Hu 360poBu: 6enogpobHa TpoM6eMb0/1ja; KapUMHOM; aHTUKOAryNaHTHa
Tepanuja
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PULMONARY EMBOLISM AS A HARBINGER OF CANCER:
A CASE SERIES

E. Vrajnko, Dz. Iljazi, L. Bekiri, D. Petkoski, E. Shehu, D. Petkoska,

E. Chaparoska, V. Andova, |. Mitevska, M. Bosevski

University Clinic for Cardiology and Cardiovascular surgery “National
Center for Cardiovascular Diseases”, Skopje, North Macedonia

Pulmonary embolism (PE) is a frequent thromboembolic complication of
malignancy and may represent the first clinical manifestation of an underlying
cancer. We present a case series of patients initially diagnosed with acute PE,
in whom subsequent diagnostic evaluation revealed previously unrecognized
malignancy. All patients presented with imaging-confirmed PE without a known
history of cancer, and further investigations, prompted by clinical suspicion
and laboratory or imaging abnormalities, led to the diagnosis of various solid
tumors. In these cases, PE was considered unprovoked and served as an
early indicator of occult malignancy. The identification of cancer significantly
impacted clinical management, particularly with regard to anticoagulation
strateqy, duration of therapy, and the need for multidisciplinary care. These
findings underscore the importance of maintaining a high index of suspicion
for underlying malignancy in patients presenting with unprovoked PE. Early
recognition of cancer in this context has important prognostic and therapeutic
implications and highlights the relevance of an integrated cardio-oncology
approach.

Key words: pulmonary thromboembolism, cancer, anticoagulation treatment

NPEAUKTUBHA BPEAHOCT HA OAHOCOT TAPSE/PAPS
3A JECHOKOMOPHA ANCOYHKUWNJA KAJ AKYTHA
BE/NNOAPOBHA EMBOJIUJA

E. BpajHKo, M. Tpaj4eBcKa, B. AHOoBa, /b. Meopruescka Ncmaun

J3Y VK 3a Kapawnonorunja n Kapanoxmpypruja “ HaumoHaneH LleHTap 3a
KapguosackynapHu 3abonysana” ,Ckonje

BoBea: AkyTHaTa 6enogpobHa embonunja (BE) e cepno3Ha KapAnoBacKyapHa
cocTojba npu Koja gecHo KomopHa (OK) ancoyHKUmWja npeTcTaByBa KayyeHa
[eTepMMHAHTa Ha NPorHo3aTa. Bo nocneaHunse roanHu, oaHocoT TAPSE/PAPs
Ce HaMeTHYBA KaKO eAHOCTaBeH HeWHBA3MBEH MapamMeTap 3a@ MNPouUEeHKa Ha
noBp3yBareTo Ha [K v MNMA Kako noTeHunjaneH NporHOCTUYKM MapKep.

Uen: [a ce npoueHn KNMHMYKATa U MPOrHOCTUYKAaTa BpeaHocT Ha TAPSE/
PAPs o4HOCOT Kaj NnauueHTu co akyTHa BE, Kako 1 HeroBaTta NnoBp3aHocT co K
ANCOYHKLUMja N PUSNKOT 04 MHTPAXOCAUTANHA CMPT.

MaTtepujanu n Metoau: OBaa oncepBauUnoHa cTyamja ondaTtn 32 NaUNeHTn
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CO KOMMjyTepcKM TOMOorpadcKM noTBpAeHa aKyTHa 6enoapobHa embonuja.
MauneHTnTe 6ea nogeneHn Bo ABe rpynu crnopen TAPSE/PAPs opHocoT
(0,32 n >0,32). bea aHanu3npaHn aemMorpadCKn, KNMHUYKN, NabopaToOpPUCKM
N exoKkapamorpadpCckn napamMmeTpu. PnusmkoTt og cmpT belle npoueHeT cnopen
npenopakntTe Ha EBPOMNCKOTO KapAMONOLWIKO 34pyeHne wn co PESI/sPESI
cKop cuctemute. CTaTUCTUYKATA aHANM3a BK/YYM KOMN3paTUBHWU TECTOBW,
KopenauncKa aHann3a, 10rucTnydKa perpecnja n ROC aHanu3a.

Pe3yntatu: NauyuneHtute co TAPSE/PAPs <0,32 1Maa 3H34ajHO NOBUCOK MHAEKC
H3 TeNnecHa Maca, NoYecTa 3acTaneHoCT Ha AujabeTec MenuTyC, NOU3pPaseHa
ONCNHea 1 NOBUCOK Nync. Exokapanorpadckn, Kaj osaa rpyna 6ea yTBpaeHn
3Ha4yajHO nNoronemMn AMMEH3MM Ha AecHata Komopa (OK), nosucok PAPSs,
NOHUCKM BpefHoCcTN Ha TAPSE 1 s'TDI, Kako 1 noyecTa rnojasa Ha 3Hauwm Ha OK
AncoyHKUMja. PUSNKOT 04 MHTPaxoCnNUTanHa cMpT 6eLle 3Ha4YajHO NOBUCOK Kaj
naumeHTuTe co NnoHm3oK TAPSE/PAPs. OgHocoT TAPSE/PAPS ce noKama Kako
He3aBuceH npeankTop 3a K ancoyHKUMja CO BUCOKa CEH3UTUBHOCT (92,9%)
n gobpa cneundudHocT (81,3%), goaeka TAPSE Kako noegmHeyeH napameTap
MMaLLe MOBMCOKA CrneumnPpuyHoOCT.

3akny4ok: OpgHocotr TAPSE/PAPs npeTcTaByBa KOpUCEH HeuWHBa3nBEH
napameTap 3a npoueHka Ha K PyHKUMja U PU3MK Kaj NALMEHTU CO aKYTHA
6enogpobHa embonuvja. HerosaTta npumeHa, ocobeHO BO KOMbMHauUuWja co
OPYrn exoKapauMorpadpCckn 1 KIMHUYKM NapaMeTpu, Moxe A3 ja nopobpu
PaHaTa pU3NK-CTPATUDUKALNjE N KINHUYKOTO OAyHyBaH-e.

Kny4Hu 360poBu: AkyTHa 6enoapobHa embonunja, TAPSE/ PAPs, neCHOKOMOpPHa
AancoyHKumja, nosp3ysame Ha AK v MNA (coupling)

PREDICTIVE VALUE OF TAPSE/PAPS RATIO FOR RIGHT
VENTRICULAR DYSFUNCTION IN ACUTE PULMONARY
EMBOLISM

E. Vrajnko, M. Trajchevska, V. Andova, Lj. Georgievska Ismail

University Clinic for Cardiology and Cardiovascular surgery “National
Center for Cardiovascular Diseases" Skopje

Background: Acute pulmonary embolism is a serious cardiovascular condition
in which right ventricular (RV) dysfunction represents a key determinant of
prognosis. In recent years, the TAPSE/PASP ratio has emerged as a simple,
non-invasive parameter for assessing right ventricle-pulmonary artery (RV-
PA) coupling and as a potential prognostic marker.

Objective: To evaluate the clinical and prognostic value of the TAPSE/PASP
ratio in patients with acute pulmonary embolism, as well as its association
with right ventricular dysfunction and the risk of in-hospital mortality.

Materials and Methods: This observational study included 32 patients with
computed tomography-confirmed acute pulmonary embolism. Patients were
stratified into two groups according to the TAPSE/PASP ratio (<0.32 and >0.32).
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Demographic, clinical, laboratory, and echocardiographic parameters were
analyzed. Mortality risk was assessed according to the recommendations of
the European Society of Cardiology and using the PESI/sPESI scoring systems.
Statistical analysis included comparative tests, correlation analysis, logistic
regression, and receiver operating characteristic (ROC) curve analysis.

Results: Patients with TAPSE/PASP <0.32 had a significantly higher body mass
index, a higher prevalence of diabetes mellitus, more pronounced dyspnes,
and higher heart rate. Echocardiographically, this group demonstrated
significantly larger right ventricular dimensions, higher pulmonary artery
systolic pressure, lower TAPSE and s'TDI values, and a higher prevalence of
signs of right ventricular dysfunction. The risk of in-hospital mortality was
significantly higher in patients with lower TAPSE/PASP values. The TAPSE/
PASP ratio emerged as an independent predictor of RV dysfunction with high
sensitivity (92.9%) and good specificity (81.3%), whereas TAPSE as a single
parameter showed higher specificity.

Conclusion: The TAPSE/PASP ratio represents a useful non-invasive
parameter for assessing right ventricular function and risk in patients with
acute pulmonary embolism. Its application, particularly in combination with
other echocardiographic and clinical parameters, may improve early risk
stratification and clinical decision-making.

Keywords: acute pulmonary embolism, TAPSE/PASP, right ventricular
dysfunction, right ventricle-pulmonary artery coupling

APUMHOM ACOUWNPAHA TPOMBO3A-NPEAN3BULUN BO
ANJATHOCTUKA U TPETMAH

E. Nasaposa TpajKoBCKa

HauwnoHaneH UeHTap 3a KapanosackynapHu 3abonysama CKonje,
P.MakegoHuja

KapumHoM-acoumpaHata Tpombo3a npeTcTaByBa Cepuo3Ha U YyecTa
KOMMMMKAUWja Kaj NaumeHTuTe CO MaNUrHM HeonnasMu, CO 3HAYajHOo
BNWjaHWe BpP3 MOPOUAUTETOT U MOPTaNUTETOT. lMaToreHe3aTa € KOMMEKCHa
N MynTUGAKTOPCKE, BKAYYYBajKM aKTUBALMj3 Ha KOArynauMOHMOT KaCKadeH
CUCTEM, eHOoTeNHa AuchyHKUMja U TYMOpP-UHAYUMPAHU MPOUHGIaMaTopHU
MexaHu3MKn. HanHWYKaTa npe3eHTaumja 4yecto e HecneumduyHa, LWTO ja
OTeHyBa paHaTa M TOYHA [AujarHo3a. OrpaHn4yBaHaTa HA MNOCTOjHUTE
OVjarHOCTUYKN MeToau, KaKO UM HedOBOSIHATA KAUMHUYKA BanuUAMPAHOCT Ha
61OMapKepuTe, AONONHUTENHO MO YC/I0KHYBAAT ANjarHOCTUYKMOT npouec.

TepaneBTCKNOT NPUCTAN KOH KapLMHOM-acoLMpaHaTa TPOM603a e KOMMNEeKCeH
1 6apa MHANBMAYANN3MPaHa NPOLIEHKA Ha PU3UKOT 0 TPOMB03a N KpBapeHse.
AHTUKOArynaHTHaTa Tepannja, 0CO6eHO CO HUCKOMOMEKYIAPHN XEenapuHU ©
OVPEKTHU OpaniHM aHTUKOArynaHcK, NpeTcTaByBa OCHOBA3 H3 TPETMAaHOT, HO
N360pOT 1 BpEMETPAEHETO Ha TEPANWjaTa 3aBMCAT 04 TUMNOT H3 MANIMrHUTETOT,
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CTaANYMOTHa 6onectannpuapyHRHuTe GakTopu. IHTEpaKLUMUTE CO OHKOOLLKATA
Tepanuja v BapnjabunHoCcTa BO KNMHUYKMOT TEK NPeTCTaByBaaT AOMNONHUTENHU
npean3suumn. MOHATaMOLLIHW UCTPaXyBaHa Ce HEONXOAHM 33 yHanpeayBakbe
Ha AWjarHOCTUYKUTE aNrOPUTMUN U ONTMMM33LMja Ha TepPaNeBTCKUTE CTPaTeruu.

Kny4Hu 360p0oBU: KApUMHOM-3CcoLUMPaHa TPOMB033, MaIUrHUTET, Koarynauuja,
aHTUKOArynaHTHa Tepanuja, AnjarHo3a, TpeTMaH

CANCER ASSOCIATED THROMBOSIS- CHALLENGES IN
DIAGNOSTIC AND TREATMENT

E. Lazarova Trajkovska
National Center for Cardiovascular diseases, Skopje, R.Macedonia

Cancer-associated thrombosis is a frequent and serious complication in
patients with malignancies, significantly contributing to morbidity and mortality.
Its pathogenesis is complex and multifactorial, involving activation of the
coagulation cascade, endothelial dysfunction, and tumor-driven proinflammatory
mechanisms. Clinical presentation is often nonspecific, which complicates early
and accurate diagnosis. Limitations of current diagnostic modalities, along
with insufficient clinical validation of available biomarkers, further hinder the
diagnostic process.

The therapeutic management of cancer-associated thrombosis is challenging
and requires individualized assessment of both thrombotic and bleeding risks.
Anticoaqulant therapy, particularly with low-molecular-weight heparins and
direct oral anticoagulants, remains the cornerstone of treatment; however,
the choice and duration of therapy depend on the type of malignancy, disease
stage, and patient-related factors. Interactions with anticancer treatments and
variability in clinical course represent additional challenges. Further research is
warranted to refine diagnostic algorithms and optimize therapeutic strategies.

Keywords: cancer-associated thrombosis, malignancy, coaqulation,
anticoaqulant therapy, diagnosis, treatment
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KHOMNNEKCEH C/NTYYHAJ HA ABT CO BUJIATEPATHA
3AOATEHOCT U TPOMBOOU/TUJA KAJ MNTIAA NAUUEHT

M. Pa3MocKa, A. H. AHrenecka, E. K. bawypocka, b. Teroscka, J.
JoBaHockun, H. bakpayeckn, [1. Pasmocku, b. AcaHu, A. ®unesa, W. b.
HayMoBCKa

Cb 3a KapauoBackynapHu 3abonysama CB.CTedpaH-Oxpua
,P.C.MakegoHwja

BoBep:[1naboKa BeHCKa Tpomb03a npefctaByBa Cepuo3Ha COCTOj6a Koja ce
KapaKTepu3upa co ¢opMmnparbe Ha TPoMbU BO A41a60KUTE BEHUTE Ha 4ONHUTE
EeKCTPEMUTETU,KAPNYEH BEHCKN CNET,MOPETKO rOPHU eKCTPEMUTETU CO MOMEH
pa3Boj Ha nynMoHanHa embonuja (MTE).

KnuHuuka cnuka: NaumeHT Ha 19 rogmiHa Bo3pacT belle XOCNUTannu3npaH Bo
HaLLATa 60/1HMLA CO OTOK Ha AO/THU eKCTpeMUTETN 1 60K BO CNabucKa pernja.
Terobute 3ano4vHane 3 Hegenu npeg npvem.Og ucnegyBamaTta EKI cmHyC
putam co XP~80/MuH 1 TA-120/70MMXr.0a nabopaTopuUCKN HA0AM- MOKAYEeHW
NHGNAMATOPHN Mapkepkn n [O-Oumepn 4945Hr/N1 .Exokapavorpaduja co
ED>60%,necHa TR VCI=17mm co pecnmpaTopHa KonancmbunHocT <50%,
BepudMUMPaHa XUMepexoreHa NNHeapHa HUWKA.[launeHToT 6ewe BUCOKO
cycnekteH 33 [BT.Ha BeHCKM pgonnnep Ha AO0MHW EKCTpeMUTeTM Haon 33
bunatepanHa Tpomb603a Ha SFJ,VFC VFS v.poplitea n v.peronea.KT BeHorpadwmja
CO HaoA- AWUNATMPaHWM V.azygos 1 v.hemiazygos n ¢pemMopanHu BEHN UCMONHETH
CO TPOMBOTUYHM Macu CO MNponaraumja KoH wunmjadyHn sBeHn n VCl.BegHaw
bele OTNOYHAT TPeTMaH CO 3HTUKOArynaHTHa Tepanuja.llo KoHcynTauwmja
CO WHTEepBeHTEH paguonor b6ewe nnacmpaH ¢untep Ha VCIL.Og cnpoBegeHo
reHeTCKO ucnegysame 33 TpoMbodmja-xomo3sunrot 3a Oaktop V Leiden,ll Xl v
6eta dmnbpmHoreH.Ha KOHTpoieH BEHCKM gonnaep no 3,6 Meceuu ce cnegelue
OenyMHa peKaHann3auuja Ha adeKTUPaHUTe BEHW CO MPUCYTHU pe3naynianHn
Tpombu. KT BeHorpaduvjata MnoKaa AWNATUPAHE CMN3HXMYHA XWN3PHAa
BaCKyNaTypa 6pojH1 ANNaTUPaHU KPBHW C3A0BM BO Maa KApNnLUa v Konatepanu
MEe30raCTU4HO,NePUNAHKPEATUYHO, ME3EHTEPUja/THO K3KO W CybKyTaHO Ha
npegeH v natepaneH sua.lo soseagysare Ha HOAK Kaj nauneHToT He ce cneaea
HOBW TPOMOOTUYHN HACTaHN .

3akny4yok:HaspemeHo AwnjarHocTMumpare Ha [OBT Ha AONHW eKCTpeMuTeTu
n VCl npeky noBeke UMULINHI MOAA/INTETU,j3 MOTEHLMPA HUBHATA BaXKHOCT BO
npeseHVpare Ha MNTE KaKo HajyecTa KOMMIMKaUWja.lMO3UTUBHUTE MEHTETCKM
ncneayBama 3a TpoMbodUNNnja yrarkaa Ha noTpeba o nocTaByBame Ha dpunTep
Ha VCl n JOXMBOTHA aHTUKOArynaumja .

Kny4Hu 360posu: [IBT; Tpombodnnnja; VCl dpuntep; aHTUKOAryNaHTHA Tepanuja
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COMPLEX CASE OF BILATERAL DVT IN YOUNG PATIENT
WITH INHERITED THROMBOPHILIA

M. Razmoska, A. N. Angeleska, E. K. Bashuroska, B. Tegovska, J.
Jovanoski, N. Bakraceski, D. Razmoski, B. Asani, A. Fileva, |. B.
Naumovska

Center for cardiovascular diseases St.Stefan —Ohrid,N.Macedonia

Introduction :DVT is serious condition characterized by thrombus formation
most commonly in deep veins of lower extremities occasionally in pelvic
venous system and upper extremities associated with a significant risk of
pulmonary embolism ( PTE).

Clinical presentation:A 19 years old patient was admitted in our hospital
with swelling of lower extemites ,groin pain persisting for 3 weeks.

On admission patient was stable with sinus rhythm on EKG ,HR~80/min,BP-
120/70mmHg. Laboratory findings revealed elevated inflammatory markers
and D-Dimer levels 4945ng/mLTTE demostrated normal EF>60% ,trivial TR
and VCI=17mm with reducted respiratory collapsibility <50% ,along with a
hyperehogenic linear structure. There was a high suspicion for DVT.Duplex
ultrasonography confirmed extensive bilateral DVT involving SFJ,VFC\VFS
v.poplitea and v.peronea .CT pulmonary angiography excluded PTE,while
CT venography demonstrated dilated azygo and hemiazygos veins as
well as thrombotic masses in femoral veins. The patient was treated with
anticoagulation therapy and underwent for insertion of an retrievable VCI
filter.Genetic testing confirmed inherited thrombophilia -homozygosity for
Factor V Leiden,IXIll,Beta fibrinogen polymorphism. Follow up duplex at
3,6 months of treatment demonstrated partial recanalization with residual
thrombi of affected veins.After 4 years significant recanalization of affected
veins was observed on duplex.CT venography revealed dilatation of splenic
hilar plexus,multiple dilatatated vessels in the small pelvis with mesogastic,ple
ripancreatic,mesenterial and subcuatenous anterior and lateral wall collateral
circulation without new thrombotic events in the following period.

Conclusion: Early diagnosis of extensive DVT of lower extremities and VCI
by using multimodal imaging is essential in preventing PTE.The presence
of inherited thrombophilia imposes the need for retrievable placement of VCI
filter and prolonged anticoaqulation therapy.

Key words: DVT ; thrombophilia ;VCI filter ;anticoagulation therapy
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KPUTUYHA NCXEMUJA HA AONNTHUTE EKCTPEMUTETA:
COBPEMEH MYNTUANCUUNTUHAPEH
ANJATHOCTUYKO-TEPANEBTCKU NPUCTAN

C. NamowkKoBcKa JopaaHoBa, [1. [eTkocka Cnnposa, V. Ry3aMaHoCKK,
M. BolueBcKun

HaumoHaneH ueHTap 3a KapanoBackynapHu 6onectun, Cronje

KpuUTUYHA MUCXeMMja Ha OONHUTE eKCTPeMUTeM MpeTCTaByBa HajTellka ¢opma
Ha nepudepHa apTepUCKa HOMECT, KAPAKTEPU3NPEHA CO KPUTUYHO HamasneHa
nepdysnja Ha [ONHWUTE EKCTPEMUTETW, MPUCYCTBO Ha 60/Ka BO MUPYBatbe,
TPOPUYHK ynuepauum n/mnun raHrpeHa. OBaa cocToj6a e NoBpP33Ha CO BUCOKA
CTanKka Ha aMnyTauuMn M 3rofieMeH KapAMOBACKYNapeH MOPTa/UTeT, LTO ja
AePUHNPA K3KO UTHA KAMHMYKA COCTOj6a 0f BUCOK MPUOPUTET.

COBpPEMEHMNOT ANjarHOCTUYKN 1 TepaneBTCKM NPUCTan KOH KPUTUYHA UcxemMuja
Ha [OMHUTE eKCTPEeMUTETU, CO aKLIeHT Ha paHaTa AvjarHo3a W cTpaTterumuTe 3a
HaBpeMeHa peBaCcKyNap13aumja MMa BarHa Lien.

[njarHOCTMYKMOT NpUCcTan ce 6a3npaHa KNMHUYKA NPoLEeHKa(601KaBOMMPYBaHE,
TPOPUYHM NPOMEHN U ynuepaumm) n 06jeKTMBHA eBanyaunja Ha nepdy3njata
npery ankle-brachial index (ABI), Mepete Ha NPUTUCOK Ha NPCTU N TPAHCKYTaHA
KMCNopoaHa catypauwnja. Jonnep ynTpasByK, KOMMjyTepu3npaHa ToMorpadcKa
aHrnorpadumja n MarHeTHa Pe30H3HTHA aHrMorpadurja 0BO3MOXHYBAAT NPEeLM3Ha
NOKanNn3aumja n cTeneHyBake Ha OK/TY3UBHUTE Ne3NN.

TepaneBTCKMOT MPUCTaN € UTEH U MyNTUAUCLUMNANHAPEH, CO NPUMapHa uen
334yBYBatb€ Ha EKCTPEMUTETOT. TOj BKAyYyBa ONTUMANHa MeLMKAMEHTO3Ha
Tepannja (aHTUTPOMBOUUTHM NIEKOBW, CTATUHW U aHaNreswja), arpecuBHa
KOHTPON3 HA KApAMOBACKYNapHUTE Ppu3nK  GaKTopU U,  H3j3HA4ajHoO,
peBacKynapmsaumnja npexky eHOoBacKynapHu npoueaypy  (3HrMONNAacTuKa,
CTEeHTUPaHEe) NN XMPYpLLKM 63jnac, BO 3aBUCHOCT 04 aHAaTOMCKaTa NorogHoCT
N KNMHWYKATa COCTojba. Bo HanpegHaTu cnyyaun, Kora peBacKynapu3auumjaTa
He e BO3MOMH3, Ce pa3rneayBa aMmryTauunja 338 KOHTPOMa Ha MHPEKUMjaTa u
noaobpyBarbe Ha KBANIMTETOT HA HUBOT.

KpuTWU4HaTa ncxemMuja Ha [OONMHUTE EKCTPeMUTETU MNPEeTCTaByBa BACKY/3pHA
WTHOCT Koja 6apa paHo npeno3HaBame, 6p3a AMjarHOCTUKA WU MHTEerpupaH
MyNTUANCUUNIMHAPEH NPUCTAN, CO LieN HAMasyBahe Ha PU3MKOT 04 aMnyTaumja
1 NofobpyBaH-e Ha NPEXNBYBAHETO.
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CRITICAL LIMB ISCHEMIA OF THE LOWER EXTREMITIES:
A CONTEMPORARY MULTIDISCIPLINARY DIAGNOSTIC
AND THERAPEUTIC APPROACH

S. Paljoskovska Jordanova, D. Petkoska Spirova, I. Kuzmanoski, M.
Bosevski

National Center for Cardiovascular Diseases, Skopje

Chronic limb-threateningischemia represents the most severe form of peripheral
arterial disease, characterized by critically reduced perfusion of the lower
extremities, the presence of rest pain, trophic ulcers, and/or gangrene. This
condition is associated with a high amputation rate and increased cardiovascular
mortality, defining it as a medical emergency of high priority.

The aim of this paper is to present the contemporary diagnostic and therapeutic
approach to critical limb ischemia of the lower extremities, with emphasis on
early diagnosis and timely revascularization strategies.

The diagnostic approach is based on clinical evaluation (rest pain, trophic
changes, and ulcerations) and objective assessment of perfusion using the
ankle-brachial index (ABI), toe pressure measurement, and transcutaneous
oxygen pressure. Doppler ultrasound, computed tomography angiography, and
magnetic resonance angiography provide precise anatomical localization and
grading of occlusive lesions.

The therapeutic approach is urgent and multidisciplinary, with the primary
goal of limb salvage. It includes optimal medical therapy (antiplatelet agents,
statins, and analgesia), aggressive control of cardiovascular risk factors, and,
most importantly, revascularization via endovascular procedures (angioplasty,
stenting) or surgical bypass, depending on anatomical suitability and clinical
condition. In advanced cases where revascularization is not feasible, amputation
may be considered to control infection and improve quality of life.

In conclusion, critical limb ischemia is a vascular emergency requiring early
recognition, rapid diagnostic evaluation, and an integrated multidisciplinary
approach in order to reduce amputation rates and improve survival outcomes.
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MUNOKAPAEH UHOAPKT KAJ MNIA4 NAUUEHT CO
rEHETCKN NnOAMMOPO®U3AM

LI. Wmwa3un-MemeTtn, V. Mutescka, E. BpajHko, E. LLexy, /b. Bekupn

J3Y YK 3a Kapguonoruja n kapanoxmpypruja, HaunoHaneH ueHTap 3a
KapauoBackynapHu 6onectu, Ckonje, J3Y OnwrTa 6onHnua Op.Oepug
Mypapg loctneap

MWOKapOHMOT MHGAPKT Kaj MNagu nauuveHTW npeTtctaByBa oKosy 6-10%
o4 cute cnaydan. [oKpaj TPaguUMOHANHUTE PU3MK-GAKTOPU, reHeTCKaTa
npeamcno3ununja, ocobeHo NpoTpoMOE0TUYHUTE NONUMOPHU3MU, MOME A3 Urpa
BaXKHa ynora n ga npuaoHece 3a NopaHa nojasa Ha bonecTa.

Len: NpunKa3 Ha CNy4aj HA MUOKapAEH NHDAPKT Kaj MNaa NaUMEHT CO reHeTCKN
nonnumopodmsmun.

MaTtepujan u Mmetopu: lMaumeHT Ha 25-roguIHa BO3PacT belle foHeceH
H3 HaWaAaTa KAWMHWKA Nopaaun cunHa rpagHa 6onka. EKM HaogoT belwe BO
npunor Ha ST-eneBauMoHeH MUOKapaeH MHGApKT. lMNocToewe NOAATOK 33
BEHTPUKyNapHa ¢pmnbpunnaumja Bo TEKOT HA TPAHCNOPTOT, NPU WTO NAUNEHTOT
6un ycnewHo aedpubpunmpaH. lMaumMeHTOT HemMa MNOoA3TOK 33 MNPEeTXo4Hu
33601yBaHa, HO € NPUCYTHA NO3UTUBHA GaMUNNjapHE aHAMHE33 N € aKTUBEH
nyLwway -Tpu KyTUW AHEBHO. VITHaTa KopoHaporpadnja nokasa 99% cTeHO3a
Ha pLAD, no wrto 6ewe n3segeHa npumapHa PCl co MnnaHTaumja Ha CTeHT.
Exokapanorpadmnjata MoKara HamManeHa CcUCToNnHa ¢yHKUMja Ha neBaTa
KomMopa (E® 459%) co XMNOKMHe3Mja Ha NPeaHNOT SKA, CeNTYMOT U aNUKaNHUTe
cermMeHTn. JTabopaTtopucKkmTe HaoaM 6€a BO HOPMAsTHW rPaHNLM, OCBEH NOKaYeH
TPONOHWH. [lopaan MNagata BO3PacT 6ea M3BpLWEHW TPAHCHY3MOMOLLIKM
aHanu3u, Npu WTo 6ea yTBpAEHU xeTepo3nroTHu (F13, ITGA2, ITGB3, MTHFR
C1298) n xomo3uroTteH PAI-1 nonnmopdumsam.

Pesyntatu: OBue reHeTCKM nonumMopodusmMm ce MOoBP3aHU CO 3ronemeH
TPOMbBOTUYEH PU3MK MNPEKY 3rofieMeHa TpombouuTHa arperaunja (ITGA2,
ITGB3), HapyweHa ¢ubpuHonmnsa (PAI-1), mn3meHeTa cTabunm3aunja Ha
dnbpUHOT (F13) 1 HapyLlyBara BO MeTabonnamMoT Ha xoMmouunctenH (MTHFR).
HWBHMOT 33eaHMYKM edeKT HajBepOjaTHO NPUOOHEN 33 KOPOHApPHA TPOMb03a
1 nojasa Ha STEMI Kaj 0BOj NaumeHT.

33aKNy4oK: MeHeTckmTe nonnmMopodursmm Tpeba fa ce 3eMaT NnpeasuAa Kaj Mnagu
NaUNEHTN CO MWOKapAEH MHGAPKT, 0COBEHO CO MPUCYTHU PU3MK PAKTOPMW.
NHWUMjaNHNOT TpeTMaH e KaK0o Kaj CUMTe aKyTHM KOPOHapPHW CUHAPOMU, 3
CEeKyHOapHaTa NpeBeHLNja BKAYYYBa KOHTPO/IA Ha NUNUAN, aHTUArperaumoHa
Tepanuja, MPOMEeHa Ha HMBOTEH CTUN N MEHETCKO TeCTUPaHe Kaj pamMunnjata.

Kny4Hu 360poBu: STEMI, MnNag NaumeHT, reHeTCKM NoAMMopdU3am, nyLere
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MYOCARDIAL INFARCTION IN A YOUNG PATIENT WITH
GENETIC POLYMORPHISM

X. Iljazi-Memeti, I. Mitevska, E. Vrajnko, E. Shehu, L. Bekjiri

PHI University Clinic for Cardiology and Cardiac Surgery, National
Center for Cardiovascular Diseases, General Hospital Dr.Ferid Murad
Gostivar

Introduction. Myocardial infarction in young patients represents around
6-10% of all cases. Besides traditional risk factors, genetic predisposition,
particularly prothrombotic polymorphisms, may play an important role and
contribute to earlier disease presentation.

Objective. Case report of myocardial infarction in a young patient with genetic
polymorphisms.

Materials and Methods. A 25-year-old patient was admitted due to severe
chest pain. ECG findings were consistent with ST-elevation myocardial
infarction. There was a history of ventricular fibrillation during transport, and
the patient was successfully defibrillated. The patient has no history of previous
diseases, but he have positive family history and he is an active smoker -three
packs per day.

Urgent coronary angiography revealed a 99% stenosis of the pLAD, followed
by primary PCl with stent implantation. Echocardiography showed reduced
left ventricular systolic function (EF 45%) with hypokinesia of the anterior
wall, septum, and apical segments.

Laboratory findings were within normal limits, except for elevated troponin.
Due to the patient’s young age, transfusion-related analyses were performed,
revealing heterozygous polymorphisms (F13, ITGA2, ITGB3, MTHFR C1298)
and homozygous PAI-1 polymorphism.

Results. These genetic polymorphisms are associated with increased
thrombotic risk through enhanced platelet aggregation (ITGA2, ITGB3),
impaired fibrinolysis (PAI-1), altered fibrin stabilization (F13), and disturbances
in homocysteine metabolism (MTHFR). Their combined effect most likely
contributed to coronary thrombosis and the occurrence of STEMI in this
patient.

Conclusion. Genetic polymorphisms should be considered in young patients
with myocardial infarction, especially with additional risk factors. Initial
management is similar to other acute coronary syndromes, while secondary
prevention includes lipid control, antiplatelet therapy, lifestyle modification,
smoking cessation, and genetic screening in family members.

Keywords: STEMI, young patient, genetic polymorphism, smooking
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ULTRASOUND AS DIAGNOSTIC TOOL FOR PULMONARY
EMBOLISM AND DEEP VENOUS THROMBOSIS

M Bosevski, E. Srbinovska Kostovska

National Centre for Cardiovascular Disease, Faculty of Medicine,
Skopje

This review tends to discuss diagnostic opportunities for diagnosis od two
entities of venous thromboembolism: echocardiography for pulmonary
embolism and venous ultrasound for deep thrombosis. Direct and indirect
signs as well as specificity and sensitivity will be noticed in this workshop and
application of novel guidelines for use of ultrasound

Key words: ultrasound, diagnosis, venous thrombembolism

NEP3UCTEHTEH TPOMB BO JIEBATA KOMOPA KAJ
NAUUEHT CO TACTPUHEH NON-HODGKIN TUMO®OM:
TEPANEBTCKA ANNEMA BO AO/ITOTPAJHATA
AHTUKOAINY/TIAUUNJA

WU. Kotnap, E. BpajHKo
YHNBEP3UTETCKA KNNHNKAE 33 KapaMonoruja

BoBsep: OnTMManHaTta CcTpaTernja u BPEMETPAEHETO H3 aHTMKOAryNaHTHATa
Tepanuja Kaj TpoMb Bo neBaTta Komopa (/1K) ce ceywite He[OBONHO AePUHMPAHN,
0CO6EHO Kaj NauMeHTn co TpoMb Koj nep3uctmpa noseke og 6 meceun. MNako
TPaAMLMOHANHO Ce NMpenopayvyBaaT aHTarOHUCTU Ha BUTaMKH K, cé noronem
6p0j Ha CTYAUWN YKaXyBaaT Ha NOTEHUMWjaNHA YN0ra Ha AVPEKTHUTE OPasHU
aHTUKoarynaHcn (JOAK) Kaj naumneHTu co TPOMb BO /1€Ba KOMOPaA.

Uen: [la ce npuKame cnyyaj Ha nep3ucteHTeH Tpomb BO JIK 1 aa ce Harnacu
KAVMHUYKATA AWNemMa OKOoNy NPOLO/KEHATa JHTUKOArynaHTHa Tepanuja w
ynoTpebata Ha [JOAK.

MpuKkas Ha cny4aj: MNpuKarkyBamMe nNauveHT Ha 75roguliHa BO3PAcT, CO
npeTxodeH MWOKapAeH WHPAPKT WU HOBOOTKpueH ractpuyeH Non-hodgkin
nMMooM. Bo TeK Ha OHKOMOLLIKUTE UCefyBana 33 staging Ha NMMEPOMOT, Ha
KT Ha rpageH Kow cny4vajHo belue AeTeKTMpPaHa Maca BO aneKcoT Ha /1eBaTa
KOMOpa. TpaHCTOpaKanHata exokapaguorpadunja noTBpAM NPUCYCTBO HA
0BafnHa xunepexoreHa ¢opmaunja (13x12 Mm), cycnekTHa 3a Tpomb. MNopagu
OHKOJTOLLKMOT KOHTEKCT M 3ro/fIeMeHNOT PU3NK 0 KpBaperse, belle 3ano4HaTa
aHTUKOArynaHTHa Tepannja co annkcabaH 5Mr Asa natu AHeBHo. o 6 Meceun
bewe 3abeneraHa [enyMHa perpecuja, HO Ce ywTe CyrneKkTHa MypasiHa
TPOMBOTMYHA Maca of okony 1OMM. [lopagwn HejaceH exoKkapanorpadcku
Hao BO NMOHATAMOLUHWOT TEK W JI0LL3 eXOreHocCT, belle n3BpLleHa MarHeTHa
pe30HaHLa Ha cpLe, Koja NoTBpAM pe3nayaneH MypaneH annkaneH Tpomb (~10
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MM) CO NpuAapyHeH nepdy3nckm gedexr.

Pe3syntatu: Bo ycnoBu Ha TpomboumToneHuja (tpomboumTtn 110x10°/L) n
ManurHuTeT, bewe AoHeCceHa 04/1yKa 3@ NPOMEeHa Ha TepanujaTta . Bp3 ocHoBa
Ha HoBMTE nogaToum 33 ynotpeba Ha AOAK Kaj JIK TpomMb 1 nHANBNAYANHNOT
PU3NK 33 HKpBapewe, Tepanujata belwe NPOOOMHKEH3 CO anNuKCcabaH BO
pegyuvMpaHa fno3a (2.5 mg ABanatu AHeBHO). [MauMeHTOT OCTaHyBa nopg
BHUMATENHO KANHUYKO N UMULIMHI CNeaemse.

3akny4yoK: OBOj CNy4aj MM WCTAKHYBa HEOOBOMHO jaCHUTE HACOKU BO
TPETMaHOT Ha nep3ucTeHTeH Tpomb6 BoO JIK. Kaj nauveHTn co crtabuneH
MypaneH Tpomb 1 6e3 eMbONNCKN HACTaHW, NPUAOBUBKATA 04 NPOAOIKEHA
aHTMKOArynaunja octaHyea HemssecHa. [OAK, BKAYYMTENHO W anUKCabaH,
MOMe fa NPeTCTaByBaaT Pa3yMH3a aNTEPHATUBA Kaj CENEKTUPAHU NAUMEHTU
CO BUCOK PU3UK Of KpBapewe. HeonxogeH e vHAMBMAYaNU3WpaH npuctan
N NOHATAMOLLUHM MPOCMEKTUBHU CTyAuMM 33 AedPuHMpare Ha ONTUMANHOTO
BpemMeTpaere 1 n3bop Ha Tepanuja.

Kny4Hun 360poBU: n1eBa KOMOP3, TPOM6

PERSISTENT LEFT VENTRICULAR THROMBUS IN PATIENT
WITH GASTRIC NON-HODGKIN LYMPHOMA: A DILEMMA
IN LONG-TERM ANTICOAGULATION

I. Kotlar, E. Vrajnko
University Clinic of Cardiology, Skopje

Introduction: The optimal strategy and duration of anticoagulant therapy
in patients with left ventricular (LV) thrombus remain insufficiently defined,
particularly in cases where the thrombus persists for more than 6 months.
Although vitamin K antagonists have traditionally been recommended,
an increasing number of studies suggest a potential role of direct oral
anticoagulants (DOACs) in this setting.

Aim: To present a case of a persistent LV thrombus and highlight the clinical
dilemma regarding prolonged anticoagulant therapy and the use of DOACs.

Case presentation: We present a 75-year-old patient with a history of
myocardial infarction and newly diagnosed gastric Non-Hodgkin lymphoma.
During oncological staging work-up, a chest CT incidentally detected a mass
at the apex of the left ventricle. Transthoracic echocardiography confirmed
the presence of an oval hyperechoic formation (13 x 12 mm), suspicious
for thrombus. Given the oncological context and increased bleeding risk,
anticoaqulant therapy with apixaban 5 mqg twice daily was initiated. After 6
months, partial regression was observed; however, a residual mural thrombotic
mass of approximately 10 mm persisted. Due to unclear echocardiographic
findings during follow-up and poor echogenicity, cardiac magnetic resonance
imaging was performed, confirming a residual mural apical thrombus (~10
mm) with an associated perfusion defect.
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Results: In the setting of thrombocytopenia (platelets 110 x 10°/L) and
malignancy, a decision was made to modify the therapy. Based on emerging
data on the use of DOACs in LV thrombus and the individual bleeding risk,
treatment was continued with apixaban at a reduced dose (2.5 mg twice daily).
The patient remains under careful clinical and imaging follow-up.

Conclusion:This case highlights the lack of clear guidance in the management
of persistent LV thrombus. In patients with stable mural thrombus and no
embolic events, the benefit of prolonged anticoagulation remains uncertain.
DOAC s, including apixaban, may represent a reasonable alternative in selected
patients with high bleeding risk. An individualized approach is required, along
with further prospective studies to define optimal treatment duration and
therapeutic choice.

Keywords: left ventricle, thrombus

PULMONARY EMBOLISM AFTER GYNECOLOGICAL
SURGERY

M. Trajchevska, I. Kuzmanoski, E. Jangelovska, E. Vraynko, E. L.
Trajkovska, M. BosevskKi

National Center for Cardiovascular Diseases- Skopje

Introduction: Pulmonary embolism (PE) is the most severe manifestation
of venous thromboembolism and a major cause of postoperative
morbidity and mortality. Patients undergoing gynecological surgery
are at increased risk due to tissue trauma, operative factors, and
postoperative immobilization. In addition to traditional risk factors, systemic
inflammation and intra-abdominal infection can significantly enhance the
prothrombotic state, even in young patients without prior comorbidities.
Case Presentation: A 27-year-old woman presented to our Clinic with dyspnea
and chest discomfort five days after emergency surgery for a ruptured left
ovarian endometrioma complicated by suppurative peritonitis. Intraoperative
findings included extensive adhesions and purulent peritonitis requiring
adhesiolysis and abdominal drainage. The postoperative course was marked
by reduced mobility and a pronounced inflammatory response. The patient
received antibiotics, supportive therapy, transfusion and thromboprophylaxis.
On admission, the patient was tachycardic (heart rate 110 bpm), tachypneic
(22 breaths/min), and mildly hypoxemic (SpO. 92%), while her blood pressure
remained within normal limits. Pulmonary examination revealed bilaterally
reduced breath sounds at the lung bases. Laboratory analysis showed
markedly elevated D-dimer levels (7300 ng/L) and increased inflammatory
markers. Arterial blood gas analysis demonstrated mild hypoxemia with
respiratory alkalosis. Electrocardiography revealed sinus tachycardia without
ischemic changes. Computed tomography pulmonary angiography revealed
bilateral pleural effusions with compressive atelectasis and a filling defect
in a segmental branch of the right lower lobe pulmonary artery, confirming
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PE. Transthoracic echocardiography showed no right ventricular strain.
Therapeutic anticoaqulation with low molecular weight heparin was initiated,
followed by transition to DOAC. The patient also received supportive therapy,
including fluid and electrolyte management, as well as antibiotic treatment for
the underlying infection. The patient improved clinically and was discharged
after one week in stable condition.

Conclusion: PE may occur despite appropriate thromboprophylaxis in young
patients undergoing complex gynecological surgery. In this case, extensive
surgicaltrauma, intra-abdominalinfection, systemic inflammation, transfusion,
and immobilization likely contributed to a marked hypercoagulable state,
overcoming standard preventive measures. This highlights the limitations of
conventional risk stratification and the need for increased vigilance in high-
inflammatory settings. It also raises the question of whether standard-dose
thromboprophylaxis is sufficient in patients with severe intra-abdominal
infection and extensive surgical trauma.

Key Words: Pulmonary embolism, thromboprophylaxis, inflammation,
peritonitis, endometriosis

KOMNNEKCHO TPUO : CPLUEBA CNNABOCT: TPOMB HA
NEBATA KOMOPA U BENOAPOBHA TPOMBEMBOJINJA
KAJ MNIAA NAUUNEHT

O. NeTKoBCKMK, E. LLexy, N. BojoBckn, M. JoBaHOBCKKU, V. MuTeBCKa

YHMBep3uTeTcKa KNHNKAa 338 KapAMO0Iornja U KapaMoBacKyNnapHa
Xupyruja ,HaunmoHaneH ueHTap 3a KapAnoBacKynapHn 3a6onyBara”
Ckonje, CeBepHa MakeoHNja

Bosep :

TpoMbeMboNnUCKNTEe KOMMAMKAUMM Ce 4YeCcTu Kaj cpueBa cnaboct, HO
NCTOBPEMEHa nojaBa Ha TpPoMb6 BO neBaTta Komopa (JIK) u 6enogpoHa
embonuja (BE) Kaj Mnag naumneHT 6e3 N03HATK pu3nK GaKkTopu e HeBobU4aeHa
N € KTHWYKN NPeau3BUK.

Mpukas Ha cnyya;j:

MNpuKaryBamMe MNag NAaUMEeHT KOj WHUUMjANHO Ce anen Ha 60nKkn BO
abaoomeH n e peann3napaH KT Ha aboOMeH Kafie e KaKo CNyyYaeH Haoa BUAeH
TPpOM6 BO MyMMOHANHAa UMPKyNaumja U e AujarHoctuumpaHa 6enogpobHa
embonuja (BE). Bo Tekoe Ha NOHAaTaMOLLIHATa eBanyaLmja Ha TPaHCTOPaKaHa
exokapaunorpaduja e HoBOANjarHOCTULMPAHA TELIKa CUCTONHA ANCPYyHKUWja
H3 neBaTa Komopa co uctucHa opakuymja (MD) 21 % co gecHocpueBa
ancdyHKumMja mn npucycTtBo Ha TpoMmb BO neBaTa Komopa. [lauyneHToT
HemMalle NpeTXo4Ha NUCTOPWNja 33 KApAWOBACKYIapHM AN TPOMHEMBONNCKN
3abonyBama. aynMeHToT e TPeTUpPaH CO aHTMKOArynaHTHa Tepanuja u
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Tepanuja 3a cpuesBa cnabocT cnopef BoAauHMTe 3@ TpPeTMaH Ha cpueBa
CNabocCT, WTO pe3ynTmpaLle Co KIHUYKa CTabunusaumja.

Avckrycuja:

Mo egHOMeceYHO cnefemnse bele 4OKYMEHTUPaHa KOMMMIEeTHA pe30ayumja Ha
NEeBOKOMOPHNOT TPOMb6 €O 3HaUMTENHO NoA06pyBare Ha UCTUCHATA GpaKLumja
(@) no 4 meceyHo cnegemwe o4 21 Ha 45 %. Kaj nauneHTUTe Co NyNIMOHaNHa
embonuvja (BE) n HoBOAWjarHOCTMUMPAHA TewkKa AUChYHKUMja Ha neBaTa
KOMOpP3, NOTPebHO e aKTMBHO A3 ce 6apa NPUCYCTBO HA MHTPaKapAwnjanHu
TpoMbu. PaHaTa AMjarHOCTUKA U HaBpeMeHa aHTUKOAarynaHTHa Tepanuja ce
KYYHU 33 NpeBeHUMja Ha NOHATaMOLHN eMBO/INCKM HACTaHW.

Kny4yHu 360poBu: nesa Komopa (JIK); nctncHa ¢ppakuymja (M®); 6enoapoba
embonuja (BE)

COMPLEX TRIO: HEART FAILURE,LV THROMBUS AND
PULMONARY EMBOLISM IN YOUNG

D. Petkovski, E. Shexu, I. Bojovski, M. Jovanovski, I. Mitevska

University Clinic od Cardiology and cardiovascular surgery ,,National
center for cardiovascular disease" , Skopje , North Macedonia

Background:

Thromboembolic complications are recognized in heart failure, but the
simultaneous occurrence of left ventricular ( LV) thrombus and pulmonary
embolism ( PE) in young patients without known risk factors is uncommon
and clinically challenging.

Case presentation:

We report a young patient initially presenting with acute abdominal
symptoms. After realizing CT of abdominal organs, demonstrated a thrombus
in pulmonary trunk, diagnosing pulmonary embolism. During further
evaluation, transthoracic echocardiography revealed newly diagnosed severe
left ventricular systolic dysfunction with an ejection fraction (EF) 21% and
the presence of a left ventricular (LV) thrombus. The patient had no prior
history of cardiovascular or thromboembolic disease. Anticoagulation and
guideline-directed heart failure therapy were initiated , resulting in clinical
stabilization .

Discussion:
This case illustrates a rare sequence of venous thrombembolisam followed
by arterial thrombosis in the setting of newly diagnosed heart failure.
The anderlying mechanisam may involve a combination of systemic
hypercoagulability and hemodynamic stasis due to severe left ventricular
dysfunction.
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Conclusion:

At one-month follow up , complete resolution of the left ventricular thrombus
was documented, and five-mont follow uo with improvement in EF from 21
do 45% In patients with pulmonary embolisam and newly diagnosed severe
left ventricular dysfunction, clinicians should actively search for intracardiac
thrombi. Early imaging and prompt anticoaqgulation are essential to prevent
further embolic events.

Key words: left ventricul (LV ) ; ejection fraction ( EF ) ; pulmonary embolism
(PE)
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