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POJIb PAKTOPA BUJIJTIEBPAHLOA U ATPEFTAUNN TPOMBOLINTOB
B [TIPOrHO3NPOBAHUUN ATEPOCKJIIEPOTUYECKOIO
NMOPAXXKEHUA Y MTAUNEHTOB NOCJIE UHPAPKTA MUOKAPLA

Huknwunn A.T., Abgynnaesa C.A., lNMupHasapos M.M., Oprawes ®.9., 3coHos A.P,,

A6ayxanunos C.A.

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.
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guruhda yuqoriroq edi. Logistik regressiya BSA stenozi
(OR=1,05, p=0,01) va ADFga agregatsiyani (OR=1,00,
p=0,01) prediktor sifatida aniqladi.

Xulosa. VF va trombotsitlar agregatsiyasi MI dan
keyin ateroskleroz va hodisalar xavfi bilan bog ‘liq. Ushbu
markerlarni monitoring qilish xavfni stratifikatsiya
qilishni yaxshilaydi.

Kalit so‘zlar: miokard infarkti, Villebrand faktori,
ateroskleroz, BSA ultratovush tekshiruvi, trombotsitlar
agregatsiyasi.

dakrop Bwuiebpanga (PB) — mmkonporent,
YYACTBYIOIUI B aAre3ud TPOMOOIIMTOB M CTa0MIN3a-
nun (akrtopa ceépreiBanus VIII, 4To nmemaer ero Kimo-
YeBBIM B TPOMOOOOpa3oBaHMM W arepockiiepoze [6].
[ToBeiiennsle ypoBHu OB accouuupoBaHbl ¢ cepred-
HO-COCYAHMCTBIMU COOBITHsIMU [8]. YV malmeHToB mocie
nHpapkra muokapaa (MM) arepockiepoTiHueckoe mopa-
kerne Opaxuornedanbubix apTepuit (BLIA) u moBwIIeH-
Hasl arperaysi TPOMOOLUTOB YBEINYUBAIOT PUCK PELU-
nuBoB [1,2].

Tonmmua komiuiekca naTUMa-Meaua (KMM) u cte-
H0o3 BIIA, m3mepsiemble Y3U, SBISIOTCS MapKepaMu
arepockiiepo3a [7]. Arperamus TpoMOOLMTOB, 0COOEH-
HO Ha ()OHE JBOWHON AHTUTPOMOOLUTAPHOU TEparuu
(xmopidogrel, acmupuH), OTpakaeT TPOMOOTHUECKHHA
PHUCK, KOTOPBIA MOXKET OBITh BBIIIE MPU HU3KOU MPUBEP-
JKEHHOCTH [4].

HEJIBIO NUCCIIEJOBAHUS 6bUTO OLICHUTH CBS3b
®B ¢ KM wu arperanueid TpoMOOIIMTOB Uepe3 12 me-
cseB nociae UM u ux npOrHOCTHYECKYI0 3HAaUMMOCTh
IUTs. HEOJNArONPUSITHBIX HMCXOAO0B. MBI MPEIIOIOKHUIIY,
4yro DB KOppenpyeT ¢ arepocKIepo30M, a MOBIILICHHAS
arperarysi TPOMOOIINTOB CBS3aHA C KOHEYHBIMH TOUYKA-
MH.

MATEPHUAJIBI 1 METO/1bI

Juzaiin ucciaenqoanus. [IpocnekTuBHOE KOropT-
HOe wuccienoBaHue Bkimouuiao 117 manuwentoB ¢ MM,
HaOmomaBmuxcst 12 mecsne. [lanuedTsl pa3neneHsl Ha
JIBE TPYTIHBI: 0€3 KOHEYHBIX TOYeK (n=49) U ¢ KaKk MUHU-
MyM OJIHOI KOHEUHOU TOUKOHU (n=068).

Kputepnnm  BKJIWYeHHS] W  HCKJIIOYEHHS.
Bxomrouanucs nanuenTtsl crapire 18 et ¢ UM (¢ moab-
émom wmiu 6e3 moabéma ST) mo xputepusim ESC [3].
Hckiro4yanich NalyueHThl ¢ TEPMUHAIBHBIMU COCTOSIHU-
SIMH, TSDKENOM moyeyHol HenocrarouHocThio (CKD <15
mi/Mun/1,73 M?) WM HEBO3MOXXHOCTBIO COOIIOICHUS
MIPOTOKOIIA.

Koneunble ToukH. [lepBryHbIC KOHCUHBIC TOYKH:
cMepTh OT uiemnieckoit 6onesnu cepaua (MBC), peun-
(hapkT, ocTpoe HapyIIeHHE MO3TOBOTO KPOBOOOPAIIICHHS
(OHMK), kpoBoTeueHrE, TOCIUTATH3AIINS, a0PTOKOPO-
HapHoe mynTupoBanue (AKII), creHokapans U XpoHH-
yeckas cepzeuHast HegocratouHocts (XCH).

Conclusion. vIWF and platelet aggregation are linked
to atherosclerosis and event risk post-MI. Monitoring
these markers may enhance risk stratification.

Keywords: myocardial infarction, von Willebrand

factor, atherosclerosis, BCA ultrasound, platelet aggre-

gation.

N3mepenusi. CoOupauch gaHHbIe:

o Jlabopamopnvie: @B (B mponeHTax akTUBHOCTH,
ELISA), crereHb U CKOPOCTh arperaui TpOMOOTIIH-
0B (AJI® 5,0 MkMoms, apaxumon 11 MxkMonb, Ko-
nares 0,2 mr/mi, anpenanus 110 mxMoib).

*  Uncmpymenmanvuwvie: Y3 BLA (KHUM, crenos,
JIMaMeTp MPaBOM U JIEBOH 00IIei COHHOM apTepuH).

*  Kaunuueckue: BO3pACT, TIOJI, aHaMHe3 (apTeprab-
Hasi TUICPTCH3Ws, CaXapHBIA AHa0eT, KypeHue),
NIPUBEPIKEHHOCTh Tepanuu (ONMPOCHUK MOpHCKH-
I'puHa, HU3KAs PUBEPIKEHHOCTH <4 6aymioB) [5].

*  Tepanusa: AHTHAarperanTsl (KJIOMUIOTPET U alleTHII-
CAJUTHIIAIOBAsl KUCIIOTA), OeTa-OJoKaTophl, CTATH-
Hbl, tHruOUTOpH! AIID/BAP, aHTaroHncTH MUHEpA-
JIOKOPTUKOWIIOB, MHCYJIHH, TEPOPaJbHBIC THIIOTIIH-
KEMHUYECKHUE TTPeTapaTsl.

Crarucrnyeckuii anaaun3. KojguuecTBeHHbIE JaH-
Hble NpencTaBleHbl kak cpegHee + SD. CpasneHue
TPYTI TTPOBOIIUIN t-TECTOM (HOpMAaJbHOE pacrpesierre-
aue) wm U-kpureprem MaHHa- YUTHH (HEHOPMAaITLHOE).
Koppemsiunio ounenuBanu kodpduuuentom Ilupcona.
Jloructryeckasi perpeccus BbIABIsUIA TPEAUKTOPHI (3a-
BHUCHMasl TEpPEMEHHAs — HaJIW4Yhe KOHEYHOW TOYKH).
VYposenp 3HaunMocTH P<0,05. AHanu3 BBITIOJHEH B
SPSS v.26.

PE3VJIBTATHBI

XapakTepucruka nanueHToB. 113 117 nanuenros
49 (41,9%) He mocTUIIM HU OTHOM KOHEYHOH TOUYKH, 68
(58,1%) mvenn kKak MUHIMYM OIHO coObITHE. CpenHuid
Bo3pacT — 62,3 + 10,4 roga, 65% MyxuuHsl. [ pynnsl He
pasnuganuck o Bo3pacry (p=0,73) u momny (p=0,61).

®akTop Buniaedopanga. cxogno @B He paznmnuai-
¢ (70,7 £10,0% vs 66,8 £ 10,0%, p=0,12). Uepes 12 me-

CsILIEB JIaHHBIE OTCYTCTBOBaIM, HO PB Koppenuposain ¢

KHWM npasoii ob1eit connoit aprepun (r=0,45, p<0,01),

yKa3bIBas Ha CBSI3b C aT€POCKICPO3OM.

Y31 BIA. Yepes 12 mecsneB B TpyIie ¢ KOHed-
HeiMH Toukamu KM npaBoii obuiell coHHOM aprepun
obut Hioke (0,9 £ 0,15 vs 1,2 £ 0,15 mm, p<0,001), a
creno3s Boie (41,0 + 10,0% vs 24,7 £ 10,0%, p=0,002).
Just eBoit aprepun: KUM 0,9 £ 0,15 vs 1,3 + 0,15
MM (p<0,001), creno3 35,0 = 10,0% vs 22,7 + 10,0%
(p=0,008). Inamerp ue paznuuancs (7,0 + 0,5 vs 7,2 +
0,5 mm, p=0,15). Tabnuia 1 cymmupyeT JTaHHBIE.
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[TapameTp

[IpOCA KUM, mm
ITpOCA cteHo3, %
[IpOCA nguamerp, MM
JIeOCA KM, mm
JIeOCA ctenos, %
JIeOCA guamerp, MM

Janusie Y3U BLIA uepe3 12 mecsiues

Tabonuya 1

be3 koHeuHbIx Touek (n=49) C KOHEYHBIMH TOYKaMHU (n=68) p-3HaueHne
1,2+0,15 0,9+0,15 <0,001
24,7 +10,0 41,0+£10,0 0,002
72+0,5 7,0+£0,5 0,15
1,3+0,15 0,9+0,15 <0,001
22,7+10,0 35,0+ 10,0 0,008
72+0,5 7,0+£0,5 0,15

Arperauusi TpoM6o1uTOB. Uepes 12 mecsiieB cte-
nenp arperanuu Ha AJID 5,0 MmcMoub (67,9 £ 7,4% vs
40,8 + 6,8%, p<0,001) u kommaren 0,2 mr/miu (59,2 +
4,2% vs 22,2 + 6,9%, p<0,001) ObL1a BBIIIE B TpyIIIIE 03
KOHEUYHBIX TO4YeK (Tabmuma 2). CKOpoCTh arperamuu Ha
AID (75,1 £ 5,1%/mun vs 50,0 = 9,9%/Mun, p<0,001)
n xomtared (99,9 + 3,8%/mun vs 38,6 £ 16,3%/MuH,
p<0,001) Takxke ObL1a BBILIE B 3TOU rpynne (Tabnuua 3).

ApaxuioH 1 aipeHaINH TI0Ka3aJIi MEHBIINE PA3THIHS.

IlpeaukTopsl. Jlorucruueckas perpeccusi BoIABUIIA:

e Creno3 [IpOCA (3a 1%): OR=1,05, 95% AU
1,01-1,09, p=0,01.

*  Crenensb arperaiuu Ha AJID (3a 1%): OR=1,06,
95% AU 1,02-1,10, p=0,01.

* @B (3a 1%): OR=1,02, 95% U 1,00-1,04,
p=0,06 (rpaHn4Has 3HAYNMOCTB).

Tabnuya 2
CreneHpb arperanuy TpoMoouuTOB Yyepe3 12 mecsien
Wunyxrop be3 koHeuHbIx Touek (n=49) C KOHEUYHBIMHU TOUKaMH (n=68)  p-3HaucHHE
A1D 5,0 MmxMois, % 67,9+74 40,8 + 6,8 <0,001
Apaxunos 11 mxMorsb, % 61,9+8,0 559+16,8 0,04
Komnaren 0,2 mr/mi, % 59,2+42 22,2+6,9 <0,001
Anpenamun 110 MmxMomns, % 6,4 £ 6,8 18,4 £28,0 0,25
Tabnuya 3
CxopocTb arperanuu TpoM0onuTOB Yepes 12 mecsines
Wunyxrop Bes xoneunsx Touek (n=49)  C KOHEUHBIMHU TOUKaMH (n=68)  p-3HaUCHHUE
AJ1D 5,0 mkMois, Y/MuH 75,1 £5.1 50,0+ 9,9 <0,001
Apaxunos 11 mxMons, %/MuH 23,1 +7,1 22,6 11,0 0,56
Kosnaren 0,2 mr/mi, %/mMuH 99,9 £3.,8 38,6 £ 16,3 <0,001
AnpenanuH 110 MmxMomns, %/Mua 6,3 + 6,6 5,7+6,1 0,91

Pucynox 1 ummtoctpupyer xoppensiuio @B ¢ KUM (r=0,45).

~N ~N »N
o - N

KM NpOCA (Mm)
o

18

M - n
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" i
80 90

®DaxTop Bunnebpanaa (%)

Puc. 1. Koppensmust ypoBHs (akropa Bumnebpanma ¢ Tommuaor KUM

OBCYXJIEHUE

dakrop Bunneodpanna xoppemupyer ¢ KUM (1=0,45,
p<0,01), moxTBepxkmast ero poiib B aTrepockiiepose [6].
OrcyrterBue pasnuunii B @B ncxomuo (p=0,12) moxer
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OBITH CB3aHO C MaJIOW BHIOOPKOM, HO €r0 POTHOCTHYE-
ckas 3HaunMocth (OR=1,02, p=0,06) TpeOyeT naipHei-
LIETO M3YYCHUS.

Bricokwuii crenos BIIA B rpyrine ¢ KOHEUHBIMH TOY-
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xamu (41,0% vs 24,7%, p=0,002) cormacyercs ¢ maH-
HBIMH 00 aTepoCKiIepo3e KaK MPeauKTope coObITh [1].
Huszkas KUM B atoit rpymme (0,9 vs 1,2 mm, p<0,001)
MIPOTHBOPEYUBA M MOXKET ObITh OOYCIIOBJICHA OIIUOKAMU
naHHBIX (HyJeBbie SD).

Heoxwunanno Beicokas arperanus Ha AJL® (67,9%
vs 40,8%, p<0,001) u wommarer (59,2% vs 22,2%,
p<0,001) B rpymrme 0e3 KOHCYHBIX TOUCK MOKET YKa3bl-
BaTh HAa PE3UCTEHTHOCTh K aHTHArperaHTaM, HECMOTPS
Ha BBICOKYIO TIpuBepkeHHOCTh (98% vs 77,9%) [2]. D10
TpedyeT yTouHeHHUs], Tak Kak HyaeBble SD B rpymnme KT
CHIDKAIOT JJOCTOBEPHOCTb.

Kiunnuveckune BbIBOALI. Monutopuar ®B, Y3U
BIIA u arperanuu TpOMOOITUTOB MOXKET YITyUIITUTh CTPa-
tudukanuio pucka. ONTUMU3ANUS aHTHATPETAHTHOU
Teparuy, BKIIFOYas TECThl HA PE3UCTCHTHOCTh, HEOOXO-
Juma.

3AKJIIOUEHUE

®B roppenupyer ¢ arepockiiepozom (KHMM), a cte-
Ho3 BIIA u arperanust Tpom6oruroB Ha AJID sBistoT-
Csl TPEMUKTOpaMU HEOJIaroNpUSATHBIX HCXOIOB IMOCHE
VM. MOHUTOPHUHT 3TUX MapKepOB U yTOUHEHHUE TAHHBIX
yITydmiar nporao3. HeoOXoauMbl qaibHEHTIIIIE HCCIeno-
BaHUsI.

YOK 616.12-018. 64-073. 432 19-073. 48
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PORTAL GIPERTENZIYA BILAN KECHAYOTGAN SURUNKALI
YURAK ETISHMOVCHILIGI BO'LGAN BEMORLARDA
ORNITINNING KLINIK SAMARADORLIGI

Po‘latova Sh.H.
Buxoro davlat tibbiyot instituti

PE3IOME

Xponuueckas cepoeunas neoocmamoynocms (XCH)
UWEeMUYECKO20 2eHe3d ABTIAeMCs AKMYAIbHOU NPOOIeMOl
30pABOOXPAHEHUs 60 MHOSUX CIPAHAX MUPA, Onpeoensis
BLICOKULL YPOBEHb UHGAIUOU3ayuu u temaivhocmu [2].
B uccnedosanuu 6wino ycmanosneno, umo 6ononvie XCH
1I-1TT hynxyuonanvhuix kraccos no NYHA ¢ nopmansnoi
eunepmensueti 8 66,5% cnyuaes [1]. Iopmanvnasn eu-
nepmen3Ust OKA3bLEAE OMPUYAMENbHOE GIUSIHIUE HA 6Ce
opeanvl, ocobenno nogpedicoaem neyenn. Jlevenue XCH
U NOPMANbLHOU 2UnepmeH3uU npedcmagisiem onpeoenén-
Hble mMpyOHOCMU, MAK KAK JeKapCcmeeHHble Cpeocmad,
npumenumvie oas mepanuu XCH, obnadaiowue doxazam-
HOU 9 hexmuHOCmMbI0, MO2Yym YCy2youms neueHouHyo
HEOOCAmoyHOCMb U YXYOUlUmMb NPOSHO3 V OAHHOU Ka-
mezopuu 601bHIX [3].

Knrouesvte cnosa: xpouuueckas cepoeuHas Hedo-
CMAamoyHOCMb, NOPMANLHASL 2UNEPMEH3US], OPHUMUH U
buconponon.

SUMMARY

Chronic heart failure (CHF) of ischemic origin is an
urgent health problem in many countries of the world,
determining a high level of disability and mortality [2].
The study found that patients with CHF II-1II function-
al classes according to NYHA with portal hypertension
in 66.5% of cases [1]. Portal hypertension has a neg-
ative effect on all organs, especially damaging the liv-
er. Treatment of CHF and portal hypertension presents
certain difficulties, since drugs used for the treatment of
CHE, which have proven effectiveness, can aggravate
liver failure and worsen the prognosis in this category
of patients [3].

Keywords: chronic heart failure, portal hyperten-
sion, ornithine and bisoprolol.
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