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XULOSA

Kirish. Miokard infarktidan (MI) keyin bemorlar
yurak-gon tomir hodisalari uchun yugori xavf ostida
bo ‘ladi. Xavfni stratifikatsiya qilish uchun prediktorlarni
aniqlash zarur.

Uslublar: 117 nafar MI dan keyingi bemor (49
nafari yakuniy nuqtalarsiz, 68 nafari kamida bitta
yakuniy nugqta bilan) ishtirok etgan prospektiv kogort
tadqiqotda klinik natijalar, laboratoriya ko ‘rsatkichlari,
exokardiografiva (ExoKG) va davoga rioya qilish
(Moriski-Grin so ‘rovnomasi) 12 oy o ‘tgach baholandi.
Barcha bemorlar standart terapiya (antiagregantlar,
beta-blokatorlar, statinlar, APF ingibitorlari/BAR) oldi.
Yakuniy nuqtalar ishemik yurak kasalligidan (IYK)
o‘lim, qayta infarkt, insult, qon ketish, kasalxonaga
yotqizish, aortokoronar shuntlash (AKSh), stenokardiya
va surunkali yurak yetishmovchiligini (SYuY) oz
ichiga oldi. t-test, xi-kvadrat (y°) kriteriyasi va logistik
regressiya qo ‘llanildi.

Natijalar. Yakuniy nuqtali bemorlarda kasalxonaga
votqizish (26,5% vs 2,0%, p<0,001), stenokardiya (32,4%
vs 6,1%, p=0,0006) va SYuY (26,5% vs 0%, p=0,0001)
tez-tez uchraydi. Ularda kreatinin darajasi yugoriroq
edi (125,1£25,2 vs 99,6 £ 25,2 mkmol/l, p<0,001). 12
oy o‘tgach chap qorincha chiqarish fraktsiyasi (ChQ
ChF) yakuniy nuqtali guruhda pastroq (52,7 + 4,2%
vs 56,9 + 3,2%, p=0,03), o‘ng atrium o ‘lchamlari esa
kattaroq edi (4,8+0,2 vs 3,6+0,7 sm, p=0,01). Davoga
past rioya qilish yakuniy nuqtali bemorlarning 22,1% da
va hodisasiz bemorlarning 2,0% da aniglandi (p=0,002).
Logistik  regressiya past rioya qilish (OR=12,5,
p=0,002), kreatininning oshishi (OR=1,03, p<0,001) va
ChQ ChFning pasayishi (OR=1,08, p=0,04) prediktor
ekanligini ko ‘rsatdi.

Xulosa. Past rioya qilish, buyrak disfunktsiyasi va
ChQ ChFning pasayishi MI dan keyin noqulay natijalar
bilan bog ‘lig.

Kalit so‘zlar: miokard infarkti, yurak-qon tomir
natijalari, davoga rioya qilish, buyrak disfunktsiyasi,
exokardiografiya.

WNudapkr muokapna (MIM) ocraéres Beaymiei npu-
YHHOW CMEPTHOCTH M MHBAIUIHOCTH, HECMOTPSI HA JI0-
CTIDKCHHS B PEBACKYIIsIpH3anuu U (papmakoreparuu [2].
JloArocpoYHBIld MPOTHO3 OCIIOKHSICTCS PEIUIMBUPYIO-

SUMMARY

Background. Patients after post-myocardial in-
farction (MI) face a high risk of adverse cardiovascular
events. Identifying predictors is essential for risk strati-
fication.

Methods: In a prospective cohort study of 117 post-
MI patients (49 without endpoints, 68 with at least one
endpoint), we assessed clinical outcomes, laboratory pa-
rameters, echocardiography (ECHO), and treatment ad-
herence (Morisky-Green questionnaire) over 12 months.
All patients received standard therapy (antiplatelets,
beta-blockers, statins, ACEi/ARBs). Endpoints includ-
ed coronary artery disease death, reinfarction, stroke,
bleeding, hospitalization, coronary artery bypass graft-
ing (CABG), angina, and chronic heart failure (CHF).
T-test, chi-square, and logistic regression were applied.

Results. Patients with endpoints had higher rates
of hospitalization (26.5% vs 2.0%, p<0.001), angina
(32.4% vs 6.1%, p=0.0006), and CHF (26.5% vs 0%,
p=0.0001). They exhibited elevated creatinine (125.1 +
25.2vs 99.6 £ 25.2 umol/L, p<0.001). At 12 months, left
ventricular ejection fraction (LVEF) was lower (52.7 +
4.2% vs 56.9 = 3.2%, p=0.03), and right atrial size was
larger (4.8 0.2 vs 3.6 £ 0.7 cm, p=0.01) in the endpoint
group. Low adherence was observed in 22.1% of patients
with endpoints vs 2.0% without (p=0.002). Logistic re-
gression identified low adherence (OR=12.5, p=0.002),
elevated creatinine (OR=1.03, p<0.001), and reduced
LVEF (OR=1.08, p=0.04) as predictors.

Conclusion. Low treatment adherence, renal dys-
function, and reduced LVEF are associated with adverse
outcomes post-MI. Interventions to enhance adherence
and monitor cardiac and renal function are warranted.

Keywords: myocardial infarction, cardiovascular
outcomes, treatment adherence, renal dysfunction, echo-
cardiography.

HIUMUA  CEePJCYHO-COCYIUCTBIMH COOBITHUSIMH, BKJIFOYast
peuH(}apKT, XPOHHYECKYIO CepJeYHYI0 HEJ0CTaTou-
HocTh (XCH) 1 BHe3anHyt0 cepeunyro cMepTh [3]. DTu
COOBITHS YXYAIIAIOT KAUYSCTBO XKM3HU U YBEIHMYUBAIOT
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3aTpaThl 3PaBOOXPAHEHHS.

Crparudukanms pucka Ha OCHOBE IPEIUKTO-
POB HEOJArOMPUSATHBIX HCXOIOB KPUTHYECKH Ba)KHA.
Uccnenopanus, takue kak EUROASPIRE V, nokaza-
JM, YTO HU3Kas MPUBEPKEHHOCTh TEpaMyd W MeTado-
JUYECKe HapyIIEHUs CIOCOOCTBYIOT TIPOTPECCHPO-
BaHUIO aTepockiepo3a U ociaokHeHUusM [4]. IToueunas
TUCOYHKIMSI, H3MepsieMas YpOBHEM KpeaTHHHUHA, ac-
COIIMMPOBAHA C TMOBBIMIEHHBIM PUCKOM COOBITHH [1].
Oxokapauorpadguueckne mapaMeTphl, Takue Kak (pax-
1ust BeIOpoca JsieBoro kenynouka (OB JIK) u pasmepsr
Ipe/icepanii, OTpaskaroT NOCTHH(APKTHOE PEMOEITHPO-
BaHue, yBenmuuBas puck XCH [7].

IEJIBIO NCCJIIEJJOBAHUS 6buI0 OLICHHTH KIH-
HUYECKHE MCXOJNBI y manueHToB mocie MM gepes 12
MECSIICB U BBISIBUTH MIPEAUKTOPHI HEOIATOMPUSITHBIX CO-
OBITHI, BKJIFOYAst CMEPTh, PSUH(APKT, TOCIUTAIN3AIHIO,
creHokapauio 1 XCH. MbI TIpeanonoXuiau, 9T0 HU3Kas
MIPUBEP’KEHHOCTD TePAITH, TIOUYedHas TUCHYHKINS 1 U3~
MEHEHHS 3XOKapauorpaduuecKux mapaMeTpoOB SBIISIOT-
Csl 3HAYMMBIMHU TPEAUKTOPAMH.

MATEPHAJIBI 1 METO/1bI

Jluzaiin uccnedosanus. TIpOCTIEKTUBHOE KOTOPTHOE
nccnenoBanne BKiouriao 117 nanuentos ¢ UM, Habmo-
nmaBimxcst 12 mecsues. [lanueHTsl pa3neiieHbl Ha JIBE
Ipynmbl: 0€3 KOHEYHBIX TOUeK (n=49, OTCyTCTBHE COOBI-
THW) U ¢ KaK MUHAMYM OIHOW KOHEYHOH TOUKOH (n=68,
HAJINYHE COOBITHI).

Kpumepuu exniouenus u ucknovenus. Bxarodanuch
nanueHTsl crapme 18 met ¢ UM (¢ mogpémom win
6e3 mompéMma cermenta ST) mo kpurepusm ESC [2].
Hckiroyanich NalueHThl ¢ TePMUHAIBHBIME COCTOSIHU-
SIMH, TSDKENOM moyedHol HenoctarogHocThio (CKD <15
ma/mMun/1,73 M?) WM HEBO3MOXKHOCTBIO COOJIOICHUS
MIPOTOKOJIA.

Koneunvie mouku. IlepBHuHBIE KOHEYHBIE TOY-
KH: CMepTh OT umemudeckoit oomnesnu cepaua (UBC),
perH(ApPKT, OCTpOe HApyIIeHHE MO3TOBOTO KPOBOOOpa-
menust (OHMK), kpoBoTedeHHe, TOCHHUTAIN3ANNS TI0
CEep/IeUHO-COCYIUCTBIM MPUYMHAM, aO0pPTOKOPOHAPHOE
uryHTupoBanue (AKII), peunauBupyromas CTeHOKap-
nusi u XCH (mo NYHA).

Hszmepenus. Cobupanuch qaHHBIE:

*  Knuanueckue: Bo3pacrt, 1moji, aHaMHe3 (apTepHaib-
Has runeprensust [Al'], caxapueiii amaGer [CU],
KypeHHe), MPUBEPKCHHOCTh Tepamud (OMPOCHUK
Mopucku-I'pruHa, HU3Kasi TPUBEPKEHHOCTh <4 OaJ-
7oB) [6].

» JlaGoparopusle: obuwmii anamus kposu (OAK), 6uo-
xumuueckuid ananuz kposu (BAK: miokosza, kpe-
aruauH, C-peaktuBHBIH Oenmok [CPB], mumumgHbIi
CIIEKTD).

e Uucrpymenranbuble: sxokapauorpadus (OXOKI:
(pakums BeiOpoca sieBoro xenynouka [PB JIXK], ko-
HeuHbIH auacromuaeckuii 00bem [KIO], koHedHBIH
cucrommyecknii 06bem [KCO], pazmepsl 1eBOro u
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MIPABOTO TPEICEPIIHHA).

*  Tepanus: Bce MAIMEHTHI MTOTyYald aHTHATPETaHTEHI,

Oera-010KaTopkl, craTuHbl, UHrHOUTOPE! AITID/BAP
e Craructuueckuii ananu3. KonnyecTBeHHbIC TaHHBIC

MIpeJICTaBICHbI Kak cpeanee + SD. CpaBHeHUE TPy

MIPOBOIMITH t-TECTOM (HOPMAIIBHOE pacrpeiesieHue)

unn U-xputepueM MaHHa-YUTHH (HEHOPMAJIBHOE).

KareropuanpHble NEpEMCHHBIC  aHAJIH3HPOBAIH

KpUTepHeM XH-KBaapar. Jlornctudaeckast perpeccus

MCTIONB30BAJIACh ISl BBISBICHUS TPEIUKTOPOB (3a-

BUCHUMasl MIEPEMEHHAS — HAIMYHE KOHEYHOU TOUYKH).

VYposens 3Haunmoctd p<0,05. AHanu3 BBIIOIHEH B

SPSS v.26.

PE3VIJIBTATHI

Xapaxmepucmuxa nayuenmos. V13 117 manueHToB
49 (41,9%) He MOCTUIIIM HU OXHOW KOHEYHOU TOYKH, 68
(58,1%) umesn kKak MMHUMYM OJIHO coObITne. CpenHuid
Bo3pact coctaBmi 62,3 + 10,4 roma, 65% ObLTH MY>KIH-
Hamu. ['pynmbl He paszaudanuch 1o Bodpacty (p=0,73) u
mony (p=0,61).

Knunuuecxue ucxoowi. Cmepts ot UBC 3apeructpu-
poBaHa y 2,9% manmeHToB ¢ KOHEYHBIMU TOYKAMH, PEH-
¢apkr — y 4,4%, OHMK —y 1,5% (Bce p>0,05). AKIII
BBINIOJHEH Y 2,9% NalMeHTOB C KOHEYHBIMH TOYKAMHU
(p=0,23).

JlabopamopHvie u uncmpymeHmanivHvle OaHHble.
[TareHTH! ¢ KOHEYHBIMHA TOYKAMH UMETH 0ojee BBICO-
Kuil ypoBenb kpearnnuHa (125,1 + 25,2 nporus 99,6 +
25,2 mxmonb/a, p<0,001) u Gonee HU3KHIA YPOBEHbD IIIFO-
ko3I (8,5 £ 3,8 mpotus 10,7 £ 5,2 mmons/i1, p=0,02), 9aTo
MOXeT OBITh CBf3aHO C Oojiee YacTHIM MPHUMEHEHHEM
WHCYIUHA U MeTopMuHa. Pa3nuyuii B TUIUIHOM CIICK-
Tpe (obmmmii xonecrepun, JIITHIT) u CPB He BhisiBICHO
(p>0,05).

ITo marapiM DXOKI™ nCX0MHO 3HAYMMBIX Pa3THIHMA
Mexay rpynnamu He BbisBieHo: @B JDK cocrtaBuna
51,2 + 6,2% B rpynme 6e3 KOHEYHbIX TO4YeK MpoTuB 50,6
+ 6,8% B Tpymme ¢ koneuHsIMU Toukamu (p=0,71), KCO
— 63,4 £ 18,6 mu ipotus 70,0 + 20,0 ma (p=0,24). Yepes
12 MecsileB B TpyIIe ¢ KOHCYHBIMH TOYKaAMH HaOITro1a-
nock camxenue OB JIK (52,7 + 4,2% nportus 56,9 +
3,2%, p=0,03), yBenuueHune pa3mMepoB MpaBoro npeacep-
nus (4,8 £ 0,2 nporus 3,6 = 0,7 cMm, p=0,01) u meBoro
npencepnus (4,6 £ 0,5 nmporus 4,1 + 0,4 cMm, p=0,05).
Tabnuna cymmupyer nanusie IXOKT.

Hosonozauu u npusepoicennocme. IlaniueHTsI ¢ KOHEU-
HBIMHU Toukamu damre nmenu Al 2 crenernn (13,2% mpo-
B 2,0%, p=0,03) u UM 6e3 3ybma Q (25,0% mnportus
8,2%, p=0,02). Huskast npuBep>keHHOCTb TE€paIuK 3ape-
ructpupoBasa y 22,1% nanueHToB ¢ KOHEYHBIMU TOYKa-
Mmu mpotuB 2,0% 6e3 cobsrtuii (p=0,002), HEcMoTps Ha
CTaHJAPTHYIO TEPAITHIO, BKIIOYAIOIIYIO JBOHHYIO aHTH-
TPOMOOIMTAPHYIO Teparuio, 0eTa-0JI0KaTOpPhl, CTATHHBI
u unruouropsl AII®/BAP. PucyHok 3 wmmroctpupyet
HO30JIOTHH.
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Tabnuya

JlaHHbIe 5X0KapaAuorpaduu HCXoHO U Yepe3 12 Mecsiues

[Tapametp Bpewms be3 xoHeuynbx Touek (n=49)  C KOHEYHBIMHU TOUKaMH (n=68) p-3HaueHHE
OB JDK, % HcxomHo 51,24+6,2 50,6 + 6,8 0,71
12 mecsitieB 56,9+32 52,7+42 0,03
KO, mn HcxomHo 124,5+29.4 126,7 £ 26,2 0,78
12 mecses 121,9+£ 22,5 1174+ 27,1 0,36
KCO, mn Hcxonno 63,4+ 18,6 70,0 20,0 0,24
12 mecsimieB 542+ 13,5 55,7+ 17,1 0,05
JITI, ecm HcxomaHo 3,9+0,5 4,1+£0,5 0,25
12 mecsimieB 4,1+04 4,6+0,5 0,05
TII1, c™m Hcxomnao 33+04 3,8+0,7 0,82
12 mecsitieB 3,6£0,7 4,8+0,2 0,01

IIpeduxmopul. JIorHCTUYECKAsT perpeccys BbIABHIA
HE3aBHCUMBIE TIPETUKTOPbI KOHEYHBIX TOYEK:
*  Huskas npusepxenHocts Tepanuu: OR=12.5, 95%
AN 2,7-57,8, p=0,002.
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* Kpearuauua (3a 1 mxmons/m): OR=1,03, 95% AU
1,01-1,05, p<0,001.

e @B JIK uepe3 12 mecsueB (3a 1% cHikeHUs):
OR=1,08, 95% JIU 1,00-1,16, p=0,04. (puc.1.)

Wexapno

Bpema

12 mecaues

Puc. 1. {unamuxa ®B JIK B rpynmax.

OBCYXIEHUE

Breicoknii puck HEOIarompusATHBIX CEPIEIHO-CO-
CcymucThIX coObiTuil mocne MM monTBepkmaercs pe-
3yJAbTaTaMHU, YTO COINIACYETCS C JAHHBIMH PErucTpa
SWEDEHEART [3]. YactoTta rocnmramm3anuii (26,5%)
n XCH (26,5%) B rpymie ¢ KOHEYHBIMUA TOYKaMH ITOJI-
YepKUBACT HEOOXOMUMOCTh PaHHEH cTpaTH()HUKAIUK PU-
CKa.

Huskast npusepxenHocts Tepanun (OR=12,5) —
Hamboee 3HAYUMBIH MHPEAUKTOP, YTO COOTBETCTBYET
EUROASPIRE V, 1e HeanekBaTHOE COOIIONEHUE pe-
KOMEH/IAIMii yBEJIUYMBAIO PUCK coObITHd Ha 30-50%
[4]. HecmoTpst Ha Ha3HaueHHe CTAHIAPTHOM Tepamuu
(mBoifHas aHTHTpOoMOOUHMTapHas Tepamus y 80% maru-
eHTOB, cTaTHHEI y 90%), monupapMays u CIOKHOCTD
CXEM MOIJIHM CIOCOOCTBOBATh HU3KOW MPUBEPKEHHOCTH.
D10 TpeOyeT BHEAPEHHs 00pa30BaTEIbHBIX MPOrPAMM H
TeJIeMeIUInHBI [5].

TToueunas muchynkmus (OR=1,03) monTBepxkna-
ercsl Kak (haKTop PUCKA, YTO COINIACYETCS C JaHHBIMU,
rne camwkenne CK® ypennuuBano cmeptHocTh Ha 40%
[1]. Camxenne @B JIK uepe3 12 mecsane (OR=1,08)
1 yBenudeHue pasmepoB npencepanii (JIT, TTIT) yka3si-

BAIOT Ha MPOTPECCHPOBAHNE PEMONIEINPOBAHHS CEpALIa,
yBesmuuBaromiee puck XCH [7]. Beicokas gactora CJ]
(nHCYIMMH y 25%, MetdopmuH y 20%) MOXKET JTOMOIHU-
TEJIBHO yCyTYOIsITh TPOTHO3.

Knunuueckue 66160061 MOHUTOPUHT TPUBEpPIKEH-
HOCTH, KpEaTHHUHA W 3XOKapAnOorpauIecKux ImapamMe-
tpoB (PB JIK, pasmeps! npencepiuuii) HEOOXOIUM ISt
yAy4dlIeHUs: IPOrHO3a. YIPOILEHHE CXeM Teparnuu U na-
LUEHT-OPUEHTUPOBAHHbIE TIOAXO/Ibl MOT'YT CHU3UTh PUCK
COOBITHIA.

3AKJIIOYEHUE

Hwuskas npuBep)KEHHOCTh TEPAIUH, MOYCYHAS JTUC-
¢ynkuus n cHmwxenne OB JIK gepe3 12 mecsines sB-
JISFOTCS KITIOYEBBIMH TIPETUKTOPAMH HEOIaronpHsATHBIX
ncxonos nocie VM. TlporpamMmbl MOBBIIIEHHST KOMILIa-
€HCa, MOHMTOPUHI TMOYEYHOH WM CepleyHO (QyHKLUH,
a TaK)Ke ONTUMH3ALUS TEPAIMUA MOTYT YIYYIIUThH MPO-
rHo3. JlanpHeiinne wuccaeaoBaHUs HEOOXOMUMBI IS
TIOATBEPKACHUS PE3yIIbTaTOB.
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POJIb PAKTOPA BUJIJTIEBPAHLOA U ATPEFTAUNN TPOMBOLINTOB
B [TIPOrHO3NPOBAHUUN ATEPOCKJIIEPOTUYECKOIO
NMOPAXXKEHUA Y MTAUNEHTOB NOCJIE UHPAPKTA MUOKAPLA
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PecnybnukaHckuii cneumanmampoBaHHbIN Hay4YHO-NPAKTUYECKUA MEOULNHCKNA LEHTP

Kapauosiormm

XULOSA

Kirish. Villebrand faktori (VF) va trombotsitlar
agregatsiyasi ateroskleroz va tromboz shakllanishida
muhim rol o ‘ynaydi, ammo ularning miokard infarktidan
(M]) keyingi prognostik ahamiyati aniqlashtirishni talab
qiladi.

Magsad. MI dan keyin 12 oy davomida bemorlarda
VFning braxiosefalik arteriyalar (BSA) aterosklerotik
shikastlanishi va trombotsitlar agregatsiyasi bilan
bog ‘ligligini baholash.

Uslublar. 117 nafar MI dan keyingi bemor (49 nafar
yakuniy nugqtalarsiz, 68 ri kamida bitta yakuniy nugta
bilan) ishtirok etgan prospektiv tadqiqotda 12 oy o ‘tgach
VF darajasi, BSAning ultratovush tekshiruvi (intima-
media kompleksi qalinligi [IMK], stenoz) va trombotsitlar
agregatsiyasi (ADF, kollagen, araxidon, adrenalin)
o ‘lchandi. Yakuniy nuqtalar ishemik yurak kasalligidan
o‘lim, qayta infarkt, insult, qon ketish, kasalxonaga
yotqizish, aortokoronar shuntlash, stenokardiya va
surunkali yurak yetishmovchiligini o 'z ichiga oldi. t-test,
Pirson korrelyatsiyasi va logistik regressiya qo ‘llanildi.

Natijalar. Dastlabki VF darajasi farq qilmadi
(70,7+10,0% vs 66,8+10,0%, p=0,12), ammo 12 oy
o ‘tgach IMK bilan korrelyatsiya qildi (r=0,45, p<0,01).
O ‘ng umumiy karotid arteriyasining IMK yakuniy nuqtali
guruhda pastroq (0,9 £ 0,15 vs 1,2+ 0,15 mm, p<0,001),
stenoz esa yuqoriroq edi (41,0 = 10,0% vs 24,7 + 10,0%,
p=0,002). ADFga agregatsiya darajasi (67,9 = 0,0%
vs 40,8 £ 6,8%, p<0,001) va kollagenga agregatsiya
(59,2+0,0% vs 22,246,9%, p<0,001) yakuniy nuqtasiz
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SUMMARY

Introduction. Von Willebrand factor (vWF) and
platelet aggregation are critical in atherosclerosis and
thrombosis, but their prognostic value post-myocardial
infarction (MI) remains unclear.

Objective. To assess the association of vVIWF with ath-
erosclerotic burden in brachiocephalic arteries (BCA)
and platelet aggregation in post-MI patients over 12
months.

Methods. In a prospective study of 117 post-MI pa-
tients (49 without endpoints, 68 with at least one end-
point), we measured vVWF levels, BCA ultrasound (inti-
ma-media thickness [IMT], stenosis), and platelet aggre-
gation (ADP, collagen, arachidonic acid, epinephrine) at
12 months. Endpoints included coronary artery disease
death, reinfarction, stroke, bleeding, hospitalization, cor-
onary artery bypass grafting, angina, and chronic heart
failure. T-test, Pearson correlation, and logistic regres-
sion were applied.

Results. Baseline vIWF levels did not differ (70.7 +
10.0% vs 66.8 = 10.0%, p=0.12) but correlated with IMT
at 12 months (r=0.45, p<0.01). Right common carotid
artery IMT was lower in the endpoint group (0.9 = 0.15
vs 1.2 £ 0.15 mm, p<0.001), while stenosis was high-
er (41.0 = 10.0% vs 24.7 £ 10.0%, p=0.002). Platelet
aggregation with ADP (67.9 = 0.0% vs 40.8 £ 6.8%,
p<0.001) and collagen (59.2 + 0.0% vs 22.2 + 6.9%,
p<0.001) was higher in the non-endpoint group. Logistic
regression identified BCA stenosis (OR=1.05, p=0.01)
and ADP aggregation (OR=1.06, p=0.01) as predictors.



