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W3non3saHeTo Ha nsiBata MamapHa aptepus (LIMA) kato rpadt 3a bainacvpaHe Ha nsiBaTa AECLEHAEHTHa apTepus
(LAD) e 3naTeH cTaHgapT B kKapAMOXMPYPrMYHOTO fieveHue. MpoxoanmMocTTa 1 U3gpbKINBOCTTa Ha apTepuanHuTe rpad-
TOBE € CUTHU(MKAHTHO NO-4bira B CpaBHEHNE C BEHO3HUTE rpachToBe. OcTpaTa Tpombosa Ha LIMA, npuumHsiBaiya ocTbp
KOpOHapeH CUHAPOM, e PSAKO cpellaHa. B nutepatypara ca onncaHu HAKOMKO Crnyyas Ha TpoM60TIYHa okmy3ust Ha LIMA
B KbCHWSl NOCTONEPATUBEH NEpUoS, KaTo eauH OT NaLMEHTMTE 3aBbpLUBA fIETanHO Mo BPEME Ha npoLieayparta, a apyrure
ca NpemMuHany ycneLiHo nepkyTaHHa kopoHapHa uHTepeeHuus (PCI). Tyk goknaaBame crnydai Ha BeposiTeH Tpomboem-
6onnyeH HUMAEHT B 3oHaTa Ha LIMA rpadt ocem rogumnm cneg AKB X2, npencrassawy ce ¢ OMU cbe ST-enesauus u
NeKyBaH YCMeLLHO NOCcpeaCTBOM arpecuBHa hapMakoTepanms.

nsBa BbTPeLUHa MamapHa apTepus, nasa npegHa AecLieHaeHTHa apTepus, nepkyTaHHa KopoHapHa WHTEPBEHLIUS, aopTo-
kopoHapeH 6arnac, ocTbp MUOKapAeH WHapKT cbe ST-enesauus.
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Abstract. Left anterior descending artery (LAD) bypass via left internal mammary artery (LIMA) as an arterial graft in the cardiac
surgical treatment of multivessel ischemic heart disease is the gold standard due to its long-term patency and durability
compared to all other grafts. Acute LIMA thrombosis causing acute coronary syndrome is rare. Several cases of acute
LIMA occlusion in the late postoperative period are described in the literature, as one of the patients died during the
procedure and the others undergoing successful percutaneous coronary intervention (PCl). Here we report a case of
probable thromboembolic event in the LIMA graft area 8 years after CABG causing an anterior acute anterior myocardial
infarction with ST elevation and managed with aggressive pharmacotherapy.

Key words: left internal mammary artery, left descending coronary artery, percutaneous coronary intervention, aorto-coronary bypass
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BbBEOEHME INTRODUCTION
BaiinacupaHeTo Ha nsiBaTta npeaHa [ecLeHAeHT- Left anterior descending artery (LAD) bypass via

Ha apTepus (LAD) nocpenctBom rnsiBa BbTpelLHa

left internal mammary artery (LIMA) as an arterial

mMamapHa aptepus (LIMA) kato apTepuaneH rpadT B

KapaOnoxmpyprm4HoOTo JnedeHme Ha MHOrOoKIoHOoBata

graft in the cardiac surgical treatment of multivessel

MCXeMUYHa GoNecT Ha CbpLETo e 3naTeH cTaHaapT ischemic heart disease is the gold standard due to
nopagn HenmHaTa ObNrocpovyHa MPOXOAUMOCT U U3- its long-term patency and durability compared to all
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OPBXIMBOCT B CpaBHEHME C BCUYKKM ApYyrv rpadpToBe
[1, 2]. OnamMeTbpbT HaA pPeUUNUEHTHUS CbA, Nporpe-
CuUsiTa Ha aTepoCKNepoTUYHMA npouec, ynoTpebarta
Ha acnupuH crep Gannac-xupyprus, KOHKYPEHTHUSAT
KPbBOTOK OT HAaTMBHUSA Cbf, CTECHEHME B 30HATa Ha
AucTtanHa aHactoMosa, AUCIMNUAEMNSA ca cpes npu-
YmHUTe 3a cteHo3a Ha LIMA rpadTt [3-5]. OcTtpaTta
Tpombo3a Ha LIMA, nprynHsaBaLla ocTbp KOPOHApPEH
cCuHOpOM, € psAKo cpellaHa. B nutepaTypata ca
ONucaHu HAKOMKO crydas Ha TpoMbBoTMYHa OKNy3us
Ha LIMA B KbCHMS nocTonepaTtmBeH nepuon, KaTto
efVH OT nauMeHTMTE 3aBbplUBa fieTasHoO No BpemMe
Ha npouenypaTa [8], a gpyrute [12, 13] ca npemMnHa-
N ycnewHo MNepKyTaHHa KOPOHapHa MHTEepBEHLUS
(PCI). OknysusaTta Ha LIMA ce HabntogaBa Han-yec-
TO B paHHWSA cregonepaTuBeEH nepuog nopagu He-
aflekBaTeH aHTUTPOMOOTUYEH PEXUM UMW YCIOXKHE-
HUS, CBbP3aHM C HEONTMMAIHA XMPYPrMyHa TeXHUKA
[6, 7], BOOEwWa oo gucekaums, xematoMm M cnasbm B
30HaTta Ha rpadTa. Tyk goknagBame crny4van Ha Be-
posTeH TpomboembonnyeH MHUMOEHT B 30HaTa Ha
LIMA rpadT 8 rognHu crieg aoptokopoHapeH bannac
— LIMA/LAD n s.v.g — LCX/OM, npeacTtaBsawa ce ¢
OMMW cbec ST-eneBauus.

KnWHUYEH cnyyaAn

MpenctaBame cnyyvyam Ha nNauUUEHT OT MBbXKU
non Ha 76 roanHn, noctbneau, ¢ EKI n knuHnko-na-
BopaTopHM AaHHM 3a obwunpeH npegeH MmokapaeH
MHapkT cbc ST-enesaunsa. CbobwaBa 3a n3sBa
Ha TMMW4YHa CTeHoKapAusi B MOKOW C AeblT OKono
€AWH Yac npeau HacToswara xocnuTanudauuaTa.
MauneHTBbT e ¢ nseectHa MIBC, TpukNoOHOBa KOpPO-
HapHa 6onect n AKB x 2 LIMA/LAD, s.v.g — LCX/OM
— 2014 r. (npean 8 r.) N0 NOBOA Ha XPOHUYHA OKMy-
314 Ha LAD n curHudumkaHTHa cTeHo3a B 30HaTa Ha
LCX/OM. lMpuema ACE uHxmubutop, GeTa-bnokep,
acnupuH, ctatvH. [lo HacToAWMAT MOMEHT e 0e3
cyOeKTUBHM onnakBaHUs OT CTEHOKApPAUS U MPOsiBU
Ha cbpAeyHa He4OoCTaTbYHOCT, NEPMaHEHTHO Npea-
CbpAHO MbxaeHe. Cvobuwasa 3a cybonTumaneH
KOHTPOST Ha apTepuanHo HansraHe, HapyLleH rro-
KO3€H TOMepaHC M NPEeXuBSH UCXEMUYEH MO3bYEH
nHeynT (2019 r.). Jluncea go6bp KOHTPOM Ha NUNUA-
Hus npodun. OT mamkanHMa ctatyc nauneHTbT e
B cTabunHo obLio cbecTossHMe, 6e3 gaHHM 3a benopa-
pobeH n nepudeper 3acton, AH e 150/100 mm Hg,
APC[, rmyxun cbpgedHn ToHoBe. OT HampaBeHuTe
nacnegBaHus ce yctaHossasat: TCHOL — 7,3 mmol/L
(3-5,2 mmol/L); HDL — 1.1 mmol/L (1.03-1.6); TG
— 1.7 mmol/L (0.4-1.7); CPK — 345 U/L (0-175U/l);
MB — 45U/L(0-22U/L); Tn — 0.12 ng/ml (0.00-0.04);
EKI (dur. 1) — npeacbpaHO MBbXAEHE C HanuyHa
ST-eneBauua B otBexaanua |, avlL, V1-V6

other grafts [1, 2]. The diameter of the recipient ves-
sel, the progression of the atherosclerotic process,
the use of aspirin after bypass surgery, competitive
blood flow from the native vessel, narrowing in the
distal anastomosis zone, dyslipidemia are among
the causes of LIMA graft stenosis [3-5]. Acute LIMA
thrombosis causing acute coronary syndrome is
rare. Several cases of acute LIMA occlusion in the
late postoperative period are described in the liter-
ature, as one of the patients died during the pro-
cedure [8] and the others [12, 13] undergoing suc-
cessful percutaneous coronary intervention (PCI).
LIMA occlusion is most commonly observed in the
early postoperative period due to inadequate anti-
thrombotic regimen or complications related to sub-
optimal surgical technique [6, 7] leading to dissec-
tion, hematoma, and spasm in the graft area. Here
we report a case of probable thromboembolic event
in the LIMA graft area 8 years after aortic-coronary
bypass causing acute anterior myocardial infarction
with ST1.

CLINICAL CASE

We present a case of 76-year-old male patient
presenting with ECG and clinical laboratory find-
ings of extensive ST-elevation anterior myocardial
infarction. He reported the onset of typical angina
pectoris at rest with an onset approximately one
hour prior to the present hospitalization. The pa-
tient is with known mutivessel coronary artery dis-
ease and ACB x 2 LIMA/LAD, s.v.g — LCX/OM 2014
(8 years ago). He is on a therapy with ACE-inhibi-
tor, beta-blocker, aspirin, statin. Until now, without
subjective complaints of angina pectoris and man-
ifestations of heart failure, permanent atrial fibrilla-
tion. Reported suboptimal blood pressure control,
impaired glucose tolerance and ischemic stroke
(2019). The physical examination revealed a patient
in a stable general condition, without evidence of
pulmonary and peripheral congestion, BP 150/100
mm Hg, irregular heart rate, muffle heart sounds.
From the clinical laboratory test: TCHOL - 7,3
mmol/L (3-5,2 mmol/L); HDL — 1.1 mmol/L (1.03-1.6
mmol/L); TG — 1.7 mmol/L (0.4-1.7 mmol/L); CPK —
345 U/L (0-175U/1); MB — 45U/L(0-22U/L); Tn —0.12
ng/ml (0.00-0.04)
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Peasyntatute ot nposeaeHata ExoKIl nokasear:
TAOO — 145 ml; TCO — 85 ml; TAOP — 5.4 cm; TCP
— 4,3 cm; JIM — 4.9 cm; Centym n 3CJIK — 1.4 cm
MR-I* AoR-l 6e3 natonoruyeH rpaagneHT; OK — 3.1;
TR — Il cteneH, ®N — 38%(Si) anukanHa xunoa-
kuHesns. MNepukapg — 6.0. NMaymeHTbT He3abaBHO
Oe TpaHcdepupaH o HawaTa kKaTteTepusauuoHHa
natbopatopus. lNpegn HavyanoTo Ha ceneKkTUBHaTa
aHrnorpadusa nony4mn 6onycHa gosa lIb/llla nHxm-
outop. [QUPEKTHO ce Haco4yMxme KbM ,0TKpuBaHe"
Ha apTepuanHua rpadT KaTo OTFOBOPEH 3a OCTPUS
KOpoHapeH cuHapom. [lokaTto npaBMxMe ONuT 3a Ka-
HIONMpaHe NauneHTbT n3nagHa B KAMEPHO MbXAe-
He, HanoXurno ABYKpaTHO KaauoBEep3nMo C MOLLHOCT
360 J n nocnegBallo HacullaHe ¢ BEHO3eH amnoaa-
poH. Crnen ctabunuampaHe Ha nayMeHTa KaHonu-
paxme LIMA ¢ 6 FR IMA gnarHocTuyeH KateTbp, HO
75 6e npoxogMma CbC CYCNeKTHU AaHHW 3a 4YacTuu-
Ha TpoMb03a B OCTMOMPOKCMMArNeH CerMeHT (qwur.
3), KaTo B MeaunanHuTe u gUCTanHn CerMeHTu KaTe-
ropuMYyHO NUMNcBaxa AaHHW 3a Tpombosa (cur 4). OT
apyrata 4yacT OT KOpOHapHaTa aHaToMuUs YCTaHOBU-
XMe MPOXOAUM BEHO3eH rpadT KbM LMpKyMdrrekc-
Ha apTepusi/MapruHarneH KroH, cteon Ha JIKA — 6.0.
N HecuUrHndukaHTHa cTeHo3a B 30HaTa Ha RCA , xpo-
HUYHa okny3ua Ha JIAL n curHudumkaHTHa CTeHo3a
B 30Hata Ha LCX/OM. lMpuexme, ye BepOATHO ce
Kacae 3a TpomboembonuyeH MHUMAEHT B 30HaTa
Ha LIMA rpadt Ha 6asata Ha CbNbTCTBALLO Npea-
CbpPAHO MBXAEHEe M MuUMnca Ha aHTUMKOoarymnaHT npu
oyeBugeH sucok CHADS -Vasc Score. lNaumeHTsbT
nony4yu Hacuuiauia Jo3a Krnonuaorpen, creq KoeTo
0e HacTaHeH B VIHTEH3MBEH CEKTOP Ha XenapuHo-
Ba M ammogapoHoBa MHMY3uUd, KakTo n 8-yacoBa
nHaysua ¢ lIb/IIIA nuxnbutop. MocTnpoueaypHo ¢
HOPMOMPEKBEHTHO NPeaCbPAHO MbXAeHe, A0 Kpas
Ha OOMHUYHMA npecTon 6e3 NMpPosiBM Ha aHrvHa u
cbpAeyHa gekomneHcauus. [JexocnutanuanpaH be
Ha 5-us oeH 6e3 cybeKkTMBHM onnakeBaHus.

KoHTponHu cbpaeyHn 6uomapkepu: Tnl > 27 ng/
ml; CPK — 4200 U/L; MB — 445U/L.

ExoKT npu gexocnutanunsaums: ®1 -30%; MR | cT;;
TOO — 145 ml; TCO — 95 ml.

Kbm HacTodwata tepanusa gobasBuxme SGLT-2i,
MRA 1 TpoiiHa aHTMarperaHTHa Tepanus 3a nepuog ot
e[VH Mecel, C nocneaBalla geeckanaumoHHa cTpare-
rms. Ha nbpBus U TpeTust Mecel, KOHTPOMHO NauuneH-
TbT € 6e3 nposiBn Ha cTeHokapamsa n CH. OT nsBbpLue-
HaTa ExoKI peructpmpaxme ®U — 25-28%, anukanHa
XUMOAKMHE3NST U yMEPEHA MUTparnHa peryprutauus.
EKI —npeacbpaHo mbxaeHe ¢ QS-cdopmn B udnata
npekopguanHa cepus (cwur. 2).

The transthoracic ECHO demonstrated TDV —
145 ml; TSV — 85 ml; TDD — 5.4 cm; TSD - 4,3 cm;
JIN = 4.9 cm; IVSD and LVPW — 1.4 cm MR-I* AoR-I
without pathological gradient; RV — 3.1; TR-Il grade
EF — 38% (Si) apical hypoakinesia. Pericardium — no
effusion. ECG (Fig. 1) — FA, ST1 in the anterior leads.
The patient was immediately transferred to our cath-
eterization laboratory. Before the selective angiog-
raphy, he received a bolus dose of IIb/llla inhibitor.
We directly attempt to engage the arterial graft as
responsible for the acute coronary syndrome. During
the attempts to canulate the LIMA graft, the patient
fell into ventricular fibrillation requiring two 360 J car-
dioversions and subsequent administration of bolus
intravenous amiodarone. After stabilizing the pa-
tient, we cannulated the LIMA 6 FR IMA diagnostic
catheter, but the artery was patent with suspicious
evidence of partial thrombosis in the ostioproximal
segment (Fig. 3). On subsequent contrast, the LIMA
was patent (Fig. 4). From the other part of the coro-
nary anatomy, we established patent venous graft to
the circumflex artery/marginal branch with significant
stenosis of the native artery, LCA trunk — patent with-
out signs of thrombosis and nonsignificant stenosis
in the RCA area. We hypothesized that this was likely
a thromboembolic event in the LIMA graft area based
on concomitant atrial fibrillation and lack of anticoag-
ulant with apparently high CHADS-Vasc Score. The
patient received a loading dose of clopidogrel, after
which he was admitted to the ICU for heparin and
amiodarone infusions, as well as an 8-hour infusion
with a IIb/IlIA inhibitor. He was discharged from the
hospital on the 5th day without any angina pectoris
and signs of heart failure. We planned the patient for
an ICD procedure.

Control cardiac biomarkers: Tnl > 27 ng/ml; CPK —
4200 U/L; MB — 445UI/L.

Echocardiography at discharge: EF -3 0%; MR |
grade; TDV — 145 ml; TSV — 95 ml.

To the current therapy, we added SGLT-2i, MRA
and triple antiplatelet therapy for a period of one
month with a subsequent de-escalation strategy. At
the first and third months of follow-up, the patient had
no signs of angina or HF. The registered EF was 25-
28%, apical hypokinesia and moderate mitral regurgi-
tation (Fig. 2).
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®ur. 1. EKI" npu npuem — gaHHn 3a OMU npefeH cbe ST-eneBaums
Fig. 1. ECG on admission — STEMI

®ur. 2. EKI™ npu nsnucesaHe — gaHHu 3a natonornyeH Q-3bbel B UsnaTa npekopananHa cepusi
Fig. 2. ECG on discharge — pathological Q waves in the precordial leads

®ur. 3. CycnekTHU AaHHM 3a TpoMbB03a B OCTUOMPOKCUMAreH
cermeHT Ha LIMA

Fig. 3. Uncertain signs for ostioproximal thrombosis of LIMA
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OBCBXAOAHE

MpeactaBuxme criyvyar Ha NaumMeHT, NOCTbMBaLY,
C TUNNYHKU KnuHukonabopatopHu, EKI n exorpadckm
0aHHM 3a OCTbp MpeAeH MuokapgeH WHGapKT CbC
ST-eneBauusi u AKB x 2 — LIMA/LAD 1 s.v.g — LCX,
OCbLLECTBEHU 8 roanHM Npeamn HacTosiarta xocnuTa-
nunsaums. Ynotpebarta Ha nsiBata MamapHa aptepus
(LIMA) kato apTepuarneH rpadt 3a bGannacupaHe Ha
LAD e cBbp3aHa CbC 3Ha4MTENHa KpaTKoCpo4yHa U
ObArocpoYHa NpoxoguMocCT Y CUTHUPMKAHTHO No-4o-
Opa nporHo3a B CpaBHEHWE C BEHO3HWUTE rpadToBe
[10, 11]. OokasaHo e, 4e LIMA rpadt nma 10-roguiu-
Ha npoxoammocT B 90% ot cnyyauTe, ako 1 cegmuua
cnep onepaTUBHOTO flie4eHne NUMNCBaT YCIOXHEHNS U
Ton e npoxoanm [3]. O6bukHoBeHO okny3uaTa Ha LIMA
Ce cpella B paHHUSA nocTtonepaTuBeH nepuog u e pe-
3ynTaT OT YCINOXHEHMS, CBbP3aHN CbC caMmaTa Xupyp-
r’MyHa MHTEPBEHUMS — ANCEKaLKWs, XeMaToM, CTEHO3a
B 30HaTa Ha aHacTomo3aTta Wnu Top3us Ha rpadrTa.
OctpaTta oknysus Ha LIMA B noctonepaTuBeH nepu-
0[ € NMOYTU Ka3yncTmKa 1 TOYHUAT NaToU3nNoNormdeH
MexXaHu3bM e HesiceH. B HacToAwmAT cnyyam onucea-
Me naumeHT c ybegutenuum EKI nanHm 3a OMU — npe-
neH, cbe ST-eneBauuns, exokapamorpadgckm gaHHM 3a
XunoakunHesns B 3oHata Ha JIK n npegwecteaw, AKB
x 2 npean 8 rognHn. OT m3BbpLUeHaTa aHrnorpadus
LIMA rpadTbT, KOWTO Ce ovakBalle Aa € MHgapkT-on-
pepensiwara apTepusi nopagu no-rope U3roxeHuTe
dakTn, ce okasa MpoxXoauM C HECUTypHW OaHHW 3a
yacTuyHa Tpombo3a B MpoOKCMManeH cermeHT. Moxe
Ou TOoBa ce gbipKelle Ha arpecvBHaTa apmakoTe-
panvust M npeglecTsaliata KapauvonynMoHanHa pe-
cycumtaumsa. lNMoctnpouenypHo ce yctaHoBuxa EKI
OaHHKU (dur. 2) 3a HopmanuampaHe Ha ST-cermeHTa,
odopmsaHe Ha QS-hopmu B uanaTta rpbaHa cepus,
exorpadckm gaHHm 3a cnag Ha O Ha JIK go 25-28%
C Hann4yHa XMnoKMHe3ns 1 3aBuLlaBaHe Ha CTOMHOCTHU

®ur. 4. NMpoxoamuma LIMA B meananeH n guctaneH cermMeHT

Fig. 4. Patent LIMA in the middle and the distal segment

DiscussION

We present a case of a patient presenting with
typical clinical-laboratory, ECG and echographic find-
ings of ST-elevation acute anterior myocardial infarc-
tion and ACBx2-LIMA/LAD and s.v.g-LCX performed
8 years before the present hospitalization. The use of
the left mammary artery (LIMA) as an arterial graft for
LAD bypass is associated with significant short- ang
long-term patency and a significantly better prognosis
compared with venous grafts [10, 11]. A LIMA graft
has been shown to have 10-year patency in 90% of
cases if a week after the surgical treatment, there are
no complications, and it is passable [3]. Usually, LIMA
occlusion occurs in the early postoperative period,
and it is a result of complication related to the sur-
gical intervention, dissection, hematoma, stenosis in
the area of anastomosis or torsion of the graft. Acute
LIMA occlusion in the postoperative period is very rare
case and the exact pathophysiological mechanism is
unclear (thrombosis in situ, thromboembolic event,
ulcerated plaque). In the present case, we describe
a patient with convincing ECG evidence of anterior
AMI with ST-elevation, echocardiographic evidence of
hypokinesia in the LV region and a previous ACB x 2 8
years ago. From the performed angiography, the LIMA
graft, which was expected to be the infarct-defining
artery due to the above facts, proved to be patent with
uncertain evidence of partial thrombosis in a proxi-
mal segment. Perhaps this was due to the aggres-
sive pharmacotherapy and prior cardiopulmonary re-
suscitation. Post-procedure, ECG data (Fig. 2) were
found for normalization of the ST segment, formation
of pathological QS waves in all precordial leads, ul-
trasound data for a drop in EF of LV to 25-28% with
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Ha Tnl > 27 ng/ml. MNauneHTHLT nony4n onTMmanHa-
Ta Tepanus 3a XpOHWYHa CbpAeYyHa He4OCTaTb4YyHOCT
cnopen HactoswuMTe npenopbkn Ha ESC, pobasu
ce u aHTukoarynaHt nopaau sucokmns CHAD,-VASC
SCORE. Ha KoHTponHuTe npernean nauueHTbT €
©e3 cybekTMBHM onnakBaHus, Ho Bce olle ¢ EKI gan-
HM 3a NpeacbpaHo MbxaeHe n PUN28% c HanuuHa
anukanHa xurnokuHesus. HacoyeH 3a nnaHoBO UM-
nnaHTupaHe Ha ICD.

n3soau

MpencraBeHMAT criyqam Ha BeposATeH Tpomboem-
OonuyeH MHUMAEeHT B 3oHata Ha LIMA rpadt ocem
roguHn cnep Gannac xMpyprus 1M KnvMHUYHA K3sBa
Ha npegeH MuokapaeH MHAAPKT e JocTa HeobuyaeH
W NoyTW npepcraensBa kasyucrtuka. Mo nutepartyp-
HU OaHHW MMa HSAKOMKO NogobHM cryyas, Kato eavH
3aBbpLUBa feTanHo no Bpeme Ha npoueayparta [8], a
Opyrn ABama ca ieKyBaHW YCMeLHO C NepKyTaHHa Ko-
pOHapHa MHTEPBEHLMS.

ToBa HaBexga Ha MUCBMTA, Ye Te3n cryyau ca
pa3nunyHM OT CUTyaumsiTa, MPU KOSTO HaTUBHWUTE CbOO-
BE Ca OKMygupaHu B pesynTtaT Ha pynTypa Ha aTepo-
cknepotndHa nnaka. lNpu nocnegHata penepdyansTa
O0OMKHOBEHO OCTaBS 3Ha4YMTENHa ocTaTb4Ha CTEHO3a C
M3BECTHaA aTepoCcKnepoTnYHa nnaka. Tosa npeanonara,
Ye onucaHaTa Tyk BeposiTHa Tpombo3a 3oHaTa Ha LIMA
BKMOYBA MAaTONOrM4YeH MnpoLec, pasnuyeH OoT TO3W Ha
KOHBEHLMOHaNHaTa pynTypa Ha artepomarto3Ha nna-
Ka. Han-BeposTHO ToBa MpeacTaBrnsiBa NokanusmMpaHo
obpasyBaHe Ha TPOMO, BEPOATHO MHULMUPAHO OT €H-
poternHa eposund. dudepeHumanHata guarHosa B To3u
Cryyan BKIOYBa KOPOHAPEH CnasbM, KaTeTbp-UHaYLM-
paHa TpaBMa Ha rpadpta n embonus. TpomboembonmyeH
WHUMOEHT M3rmexaa Han-BeposiTHaTa npuynHa nopagu
HanuMuMe Ha MpeacbpaHo MbkaeHe, Bucok CHADS,-
VASC SCORE u nunca Ha aHTukoarynaHt. Kem 1031
MOMEHT UMa eguH JdoknageaH nopobeH criydan [8].
[Oiobocu 1 cbTp. onuceat cenTnyHa eMbonus B 3oHaTa
Ha OsdcHa BbTpeluHa MamapHa apTtepus [9], HO nunceat
[aHHM 3a Cencuc Npu Hawmsa nauyneHT. HesaBucmMmo ot
MexaHu3Ma TO3W criydam e noyymteneH. Bbnpeku oT-
nnyHata gwvnrocpodHa npoxogumoct, LIMA moxe fa
Obae nogatnMBa Ha KbCHa OKINy3MBHa TPOMBO03a, KOSITO
MOXe [a uma KpUTUYHU nocrneacTens. bbp3oTo pa3nos-
HaBaHe Ha Ta3u Bb3MOXHOCT TpsibBa 4a Hacoum onepa-
TOpa KbM OUPEKTHOTO KaHtonupaHe Ha LIMA, a He KbMm
HaTMBHOTO KpbBOOOpaLLEHME 1 Ja Hamanv BpeMETO 4O
nbrHa penepdysusa. ArpecuBHaTa dapmakoTepanusi
npe- 1 NOCTNPOLEAYPHO CbLUO MOXe Aa € OT rofnsima
nornasa 3a onTMMariHaTa pekaHanusawmsi.

available hypokinesia and increased values of Tnl >
27 ng/L. The patient received the optimal therapy for
chronic heart failure according to ESC recommenda-
tions and anticoagulant was added because of the
high CHADS -VASC SCORE. At follow-up examina-
tions, the patient was without any complaints, but still
with ECG data of atrial fibrillation and FI — 28% with
apical hypokinesia present.

CONCLUSIONS

The presented case of late LIMA graft thrombotic
occlusion eight years after bypass surgery and clinical
presentation of anterior myocardial infarction is quite
unusual and almost represents a case report. Accord-
ing to literature data, there are several similar cases,
one of which died during the procedure [8], and two
others were successfully treated with percutaneous
coronary intervention.

This suggests that these cases are different from the
situation where native vessels are occluded as a result
of atherosclerotic plaque rupture, in which reperfusion
usually leaves a significant residual stenosis with ath-
erosclerotic plaque. This suggests that the late LIMA
thrombotic occlusion described in this case involves
a pathologic process distinct from that of convention-
al atheromatous plaque rupture. This most likely rep-
resents localized thrombus formation, possibly initiated
by endothelial erosion. The differential diagnosis in this
case includes coronary spasm, catheter-included graft
trauma and embolism. A thromboembolic event was
the most probable cause due to the presence of atrial
fibrillation, high CHADS -VASC SCORE and a lack of
anticoagulant. There is one similar case reported [8].
Dubois et al. described a septic embolism in the area
of the Right Internal Mammary Artery [9], but there was
no evidence of sepsis in our patient.

Regardless of the mechanism, this case can
teach us a lot. Despite excellent long-term patency,
LIMA can be susceptible to late occlusive thrombosis,
which can have critical consequences. The early rec-
ognition of this possibility should direct the operator to
direct to cannulation of the LIMA rather than the native
circulation and reduce the time to complete reperfu-
sion. Aggressive pre- and post-procedural pharmaco-
therapy can also be a great benefit for optimal reca-
nalization.
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