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Abstract

To study other biomarkers that assess during myocardial infarction
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Background. When the coronary atherosclerotic plaque becomes vulnerable, a thrombus develops on
that ruptured plague and then occludes the coronary artery, which causes an acute blood deficiency in
the downstream myocardium.

Furthermore oxLDL (oxidized Low Density Lipoprotein) is involved in the coronary atherosclerotic plaque
pathogenesis, MMP-9 (Matrix Metalloproteinase-9) enzymes plays role during the plaque rupture and
CPR (C Reactive Protein) has a prognostic value in myocardial infarction.

Objective. To determine the involvement of oxLDL, MMP-9, CRP markers in the pathogenesis of
myocardial infarction, to study their involvement in the injury of the myocardium and to evaluate the
complications.

Material and Methods. The study was conducted using case-control design. The main inclusion criteria
of the 40 case groups are that the patient should have a ruptured coronary atherosclerotic plaque,
confirmed by clinical symptom, ECG, serum troponin |, and coronary angiography. Also 40 patients with
coronary stenosis or chronic occlusion without ruptured plague were included in the control group.

Serum MMP-9 enzyme and oxLDL titers were determined by ELISA according to the manufacturer’s
recommended protocol. Additionally CRP was measured by full-automated analyzater. We used CIIS
(cardiac infarction injury score) by ECG and Gensini score system (Coronary Angiographic Scoring
System) for assessing the severity of coronary heart disease.

Results. Serum MMP-9, oxLDL levels (p<0.001) in the case group (MMP-9 0.396+0.155 ng/ml; oxLDL
1.411£0.099 pg/ml) were more than in the control group (MMP-9 0.223+0.087 ng/ml; oxLDL 1.332+0.163

pg/mi).

The logistic analysis shows that MMP-9, oxLDL, CRP (MMP-9 OR=0.985, p<0.001; oxLDLOR=0.011,
p<0.05; CRP OR=0.041, p<0.005) may play a role in the pathogenesis of the plaque rupture.

Serum MMP-9 enzyme level was directly correlated with Gensini score (r=0.552, p<0.01), CIIS (r=0.340,
p<0.01) and CRP (r=0.321, p<0.01) titers.

Furthermore, serum MMP-9 enzyme increases with accordance of severity of the myocardium injury
with the statistical significance (p<0.01): the borderline abnormality group (ClIS<10, 0.227+0.099 ng/
ml), possible injury (CIIS 10-15, 0.317£0.132 ng/ml), probable injury (CIIS >15, 0.376+0.132 ng/
ml) groups. MMP-9 levels were significantly higher in the probable injury group patients (CIIS >15)
compared to the possible injury group patients (CIIS 10-15) (p<0.001).

ROC Curve analysis shows that MMP-9 enzyme levels variance (area=0.87, p<0.001) are more
than other biomarkers making it a diagnostically beneficial for the coronary atherosclerotic plaque
rupture (CRP area=0,733, p<0.001, oxLDL area=0.635, p<0.05).

Conclusion: Serum MMP-9, oxLDL and CRP are significantly involved in the pathogenesis of coronary
atherosclerotic plaque rupture in the myocardial infarction.
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Opwun. Janxui HUATSA Hac 6apanTbiH TIPryynax
wantraaHg 3ypx cygacHbl eBuMH (48%), Tap
AyHOaa OUAN3HX XyBb Hb (45%) TMTOM cygacHbl
amrar oongor axas3 [1]. XapuH MoHron opoHpg
2014 oHA XYH aMblH HUAT Hac B6apanTbiH 34.3% Hb
3ypX CyAacHbl TOITOMLOOHbI ©BYHUN LLANTraaHTan
(10000 xyH amg 19.1), snaHrysia 3ypxXHUA ULIemMm
©BYHMI yrIMaac Hac 6apax Hb A433pX TOXMONASbIH
43%-wir paHraapaa 23amk 6annaa [2]. 3ypxHuii
MwemMn OOMOH  LUMMAI3CUAH  3MIanKaMblH - Ton
©epunenT Hb TUTAM CydacHbl XaTyypriblH TOBpYY
xarap4, Tpom6 xan6apxux aMrar yinn sey, oM. Tpomo
YYCCOH33P 3YPXHUA OYyNUYMHMMAH LycaH XaHramx
LIOYMOroop  XOMCAOH, Yynmaap OynuuH raMTax
3YPXHUI TOrTBOPrym 0ax, LWMrA33C, MOHITMMH Hac
OapanTaHg 4 xyprax 6omHo [3].

CyynuiH yen, cyanaaung ToBpyy xarapax aMrar yiun
aBUbIr TyyHE aryynargax BHIIM aytoaHTuren 6omx
xan6apxux BONOH xeemen 3caac anrapax Matpukc
MertannonpotenHas-9  (MMP-9)  cepmeHTUIiH
YANAanTanm xonboH Tamnbapnax O0nCoH. XyHui
Ouen HWUAT aHTUOKCMOAHTbIH X3MXKI3 Oyypy, XaT
NCANZanT 3PYUMKMX TUTSM CydacHbl XaTyypriblH
ToBpYyyHA aryynargax BHIM  wncangax, oxLDL
NX33p YYC3H, ayTOaHTUreH OOMOH sinrapaH XerkuHe.
Ynmaap oxLDL eBepmeL, anti-oxLDL ayTtoacparbue
UX33p HUMNarwaar [4].

[apxnaaHbl 60NOH YP3BCMUIAH ypBanbIH Heneereep
XeeMer 3C33C 3CUINH ragHax MaTpUKCUIAr 3agnax
yypartan MMP-9 cepmeHTUlH Heneereep [9]
anactuH, xenatuH 6a IV xanbapuiiH  komnareH
3apaxaac ragHa yr oepMeHTUIH Tycramkranraap
anti-oxLDL ayTtoacparbue TUTAM CyAacHbl XaTyyprbiH
ToBpYYyHA aryynargax oxLDL-Tan xonborgox gapxaH
Oypoan yycraHa. Laawwug acparbve xamaapant
AapxnaaHbel 6a xaBcaprbiH, XaT Magparwnuid
Xanb3puiH  ypBan 33parua3H ©epHecHeep TOBpYyY
Xarapd cygac xaTyyprblH XYHOP3MA XYPraaar XaMasH
cyonaaung Tamnbapnaxaa [6]. MingcuiaH oxLDL
6a MMP-9 TyBWWH TUTOM apTEPUH XaTyyprblH
TOBPYYHbI XYHAP3NTaM WYy xaMmaapanTtan 60noxbir
Y TOrTOOCOH OaiiHa [7]. MeH 3ypxHWi TOrTBOPTOM
baix, sinaHrysia WWra33cuinH yen LyCHbl WANACAHL
yr  depmMeHTUiH  aryynamx uxacgar  60noH
3YPXHUN LWIMIA33CUMIAH TaBunaHr C ypBamk YypruiH
TYBLUMHIA3P YHAMK BO0NOXbIr TYC TYC TOrTOOX33.
3apum cyonaaung  34radp  MapKepbir  3yPXHUN
LUMIO33CTaN OBUYTOHMIN HAc Bapax TaBUMaHT YHAM3X
OHOLUJSTOrOOHbI Y3YYIIaNT 4 XaM33H y343r [8].

3YPXHU/A  LWIMFO33C, TUTAM  CydacHbl  SMIOruiiH
XYHAPSNUAH  aMrankamelr Tannbaprnaxag Tpomo
Xan0apXKnx amrar yun asupir  uangcuid  MMP-
9 depmeHT, oxLDL 6onoH C ypBamk yypruviH
TYBLUMHT3 XONOOH Cyanax Hb yr SMrarviir OHOLUSIOX,
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AMUMNradHMi  apra  Gapuneir  6onoscpyynax,
XYHAPSMUIAT YHAM3X adv XonbOorgonTon Tym 3HIXYY
cydanraaHbl axnbir XUNNJa.

3opunro. TUTam cygacHbl XaTyyprblH Yea UANACUIAH
oxLDL, MMP-9, CRP aryynamxuir TOLOPXOWMIIOH,
3YPXHUIN BYNYUMHIMIAH FAMTINAH 33P3rTan yanayynaH
cydanx, XYHAP3Nunr YHanax

Martepuan, apra 3yu. Cyganraar 3MH3MarT
CYYypwWricaH arLvHriH apraap, TOXMONAON XAHaNTbIH
cyganraadbl 3arBap awwrnaH 2014 oxbl 02 gyraap
capaac 2015 oHbl 4 oyrasp capg XUIMK rynMuaTrocaH.
LWacTuHbl HOPAMXUT YncbiH l'ypaBgyraap
TeB OMHAMMMAH  3ypxXHUM  LUATA33CUMIAH  Tacar,
YnaaH6aatap CoOHrgo SMHanrMiH 3ypxHui Tacart
TUTOM CydacHbl 3MFArMAH yriMaac aHrmorpadouinH
LWNMHXMNraaHa opcoH 100 eBYTeHWMMr Xxampyynas.
CypanraaHbl yp OyHA Herneenexynul Teeperayynax
XYYMH 3YWNCWIAr aryyncaH, bycag 3pXTaH CUCTEMUIAH
GOnoH apTepuiH CydacHbl YP3BCANT  3MrarTai
©BYTOHUIT xacax, 80 XxyHuir cyganraaHg
opornuyynnaa.

ToxuonaneiH 6ynar. CyganraaHg xaMmpargarcaaac
Japaax Lwanryyp ysyynantaap TWTSM  CydacHbl
TOBpPYY Xarap4, TPOMG X3nGapXKWH XYHAP3I erceH
X3M33H Y33, TOXMONAMbIH BYN3rT XampyyncaH.

1. TuTeM cygacHbl LIOYMOr XaMLUMHXWUWH 30BUYp
FOHAT UN3PY, 2 Laraac unyy yprarhkuncaH.

2. 3ypxHu#A  uaxunraaH — OMYMarT  3yPXHUN
OYNMUMHIMIAH ~ UycaH  XaHraMXWiH  LoYMor
XOMCIOIbIH WWHX MnapcaH (ST cermeHT 6a T
LUYZHUIA eepunenT).

3.  B3YpXHU WMrO33cuiiH mapkep 60nox MunacuiiH
TPOMOHWH | NX3CC3H.

4. TwuTaM cyAacHbl aHrmorpauiiH LUMHXUMT3HA,
TUTOM apTepu rIH3T Gernepd, XyHO 33prumnH
Hapuvmcan yyCCaH.

XsHanTbIH 6ynar

1. OMHan3ymH 30BMYp ©0a ©BYHUIA  TYYXUIH
OryynaMXuHg TUTSM CyAacCHbl apxar 3Mrartan
(3ypXHMA MWIEeMU ©BYUH, 3YPXHWIA TOrTBOPTOWN
6ax r.m).

2. 3ypxHui uaxunraaH OWMYNSrT 3ypPXHUA LycaH
XaHraMXWH  LlOYMOr  XOMCAOfbIH ~ eepynent
UNP33rym.

3. 3YpXHUA  WUrO33CUAH  MapKep  WMANOCUIAH

TPOMOHUH | ePMEHT UXCIIryNn.

4. TwuTam cygacHbl aHrMorpauimH LWNHXNUTI3HA
TUT3M apTEPUH CyACaHA LOYMOr XYHA 33pruiiH
Hapwuiicarn, 6ernepen yycaaryi.
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3ypxHuin uaxunraad OGuunaruir Sciller AT ECG
farax awwurnax crtaHgapT 12xonbonToop XWMNC3H.
BYpPXHUIA WnrgaacuiiH ramtnuiaH oHoor (ClIS-Cardiac
Infarction Injury Score) ctangapT yHanraaHum [9]

3ypxHu# yaxunraaH 6uunar 6a CIIS oHoo
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naryy ToouoB (XycHart 1). ClIIS oHOO TOOLOX Hb
3YPXHWUI BYNYUHTUIAH LUMTAI3CUAH FAMTINIAH 33PrMnr
YHanaxag maapar vyaHap 85%, esepmel, yaHap 95%
X3M33H Y3[3r.

Table 1. Cardiac Infarction Injury Score
Classifier for Practical Visual Coding of Electrocardiograms (1)

Component Lead Feature Threshold Score
1 avL Q duration in seconds (measured to nearest Q absent 5
threshold) 0.010 1
0.020 3
0.030 9
0.040 10
0.050 12
2 avL T amplitude in mm, If T negative add 2 points for each <0.5 or 3
mm 23
2
3 -aVR R amplitude in mm = R (subtract 1 point for each mm) -1 -R
4 -aVR T amplitude (positive phase) in mm. Subtract 2 0 6
additional points for each mm exceeding 4 1 3
2 0
3 -2
4 -5
5 Il, aVF Largest Q:R amplitude ratio 21/20 12
6 I, -aVL Largest Q duration in seconds 20.040 5
7 1] T amplitude (negative phase) in mm >1 5
8 V1 T amplitude (positive phase) in mm >2 5
9 V2 R amplitude in mm <3or 5
214
10 V2 T amplitude (negative phase) in mm 21/4 5
1 V3 Q:R amplitude ratio >1/20 9
12 V5 S amplitude in mm <2 5
The amplitudes are measured in standard millimeters (1 mm = 0.ImV). Absolute values of negative amplitudes are used.
The T amplitude (positive and negative phase) is measured as the absolute value of the largest deflection above and
below the PR baseline in a window spanning from 80 msec after the end of QRS to the end of T (see appendix). CIIS
severity levels: level A, CIIS 20, probable injury; level B, CIIS 15, possible injury: level C. CIIS 10. Borderline abnormality.

Tutam cypnacHbl anruorpacu

XaranraaHbl TanbGair 30XUX >Xypmaap apuyTrax,

WyyHbl 0a rysHbl apTepunr  CenbAeHrepuiiH
3yyrasp xatracaH. XaTracaH XacarT 6F xamxaartan
UHTpoZcep Banpnyynx, YNTMYYNISr4miiH

TycnamxTanraap 0OapyyH Tutam aptepunr JR
KaTeTep, 3yyH TUTM3H apTepuir JL kaTeTep alumrnax
CaTryypasB. PeHTreH Tysia LWMHM33rYy TOQOCTOMY
boauchIr  KateTepuiiH  Tycnamxranraap ©6apyyH,
3YYH TUTOM apTepuT Laxax, PEeHTreH XsHanT aop
CTaHgaptT Oampnamaap 3ypar aB4 OHOLUMITOO
XMNC3H. OHOLWMMTOOHbI TycramkTanraap 0OapyyH,
3yYH TWUTOM apTepuiH Hapwuiican, Gernepnuiir
3ypraH 433p YHaNraa ery, CyacaH AOTYYPX AMUUIraa
lWaapgnaratan 9CaXvMnr TOAOPXOWNN0o. XapBad
SMUMIII3 XWX Lwaapgnaratai Oon  Hapwuiican,
Oernepnuir 30xux 0GanmOOHOOP TANANT  XWIH,

TOXMPOX CTEHTUIT TaBbX, AMYUIITI3HMI axunodapbIr
XWX rYALSTraB.

Gensini oHoo

bapyyH, 3yyH TUTAM apTepunH aHrnorpacumnH
3ypraap TyxalH X3Car [3X Hapuucan cygacHbl anb
X3carT Ganraar TogopPXONImHK OHOOTrOOp YH3M3B. YYHUIA
napaa Gensini OHOO alMrmaH, TUTSM apTepuiH
SMIArMNH  XYHOWAH 33pruir  TooucoH (3ypar 1).
AKnwasa Hb: GapyyH TUTIM apTepuiiH AOyHA X3CarT
50% HapuiicanTai, XOBAON XOOPOHAbIH Ypyydax
canaaHg 75% HapuiicanTtaih 6on Gensini oHO0O=2
(6apyyH TuTtom aptepu-50%) x 1 (GapyyH TUTaMm
apTepunH AyHA xacar)+ 2.5 (XOBAOM XOOPOHAbIH
ypyygax canaaHbl OWpbIH X3car) X 4 (xoBgon
XOOPOHAbIH ypyyaax canaaHbl Hapuncan-75%)=2x1
+2.5x4= 2 + 10 = 12, Gensini 0HoO = 12
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Wnngcuin MMP-9, oxLDL, CRP Tutam cygacHbl
aHrmorpacpuMmH  OHOLUMIITOO, 3MYMIT33HA OPCOH
©BYTOHUA 3axblH BEHWWH CydacHaac 5S5Mn opyuMM
uyc aBcaH. Lycbir ueHTpmdyrt 1000rpm apranTuiH
XypAatanraap 15 MUHYT TyHraax, WANOCUAr sinraH
aB4 -20°C xamp LWMHXUT33 XWX XYPTan XaarancaH.
Wangcuin - MMP-9  depmeHTuiir - Quantikine

MLCA/LAD RCA

LCx

ot
50 g
75 P-4
<
»99«E
100%

Reduction of lumen diamater Seventy scomne

Figure 1. Method to calculate Gensini score

CraTtucTuk 6onoecpyynant

[33px cyganraaHbl yp gyHr SPSS-21 nporpammbiH
TycnamxTamnraap AyHaax, ctaHgapT xaszannt, Anova
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ELISA(R&D Systems 2014), oxLDL xamxaar
(OxiSelectHuman Oxidized LDL,Cell Biolabs) ELISA
LOMOT alUurfaH, YWAnAB3pnaryminH caHan 6onrocoH
MPOTOKOMbIH  Aaryy CTaH4apT Mypywr awuriax
TMTpUAr xamxmB. C  ypBarmk yyprumr asTomar
aHanusatopoop (Abbott's automated analyzer,
Axsym MEIA 3rd Generation) Togopxonnos.

Example: Patient no. 28 (3 - Vessel Disease)

Right Coronary
Artery (RCA)

Left Coronary
Artery (LAD)

LAD: 75% concentric (4), proximal (2.5).
Score: 4x2.5=10
- LCx: 90% eccentric (8), proximal (2.5).

Score: 8x2.5=20

RCA: 75% eccentric (4), middle (1).

Score:4x1=4
Final Gensini Score: 10 + 20 + 4 = 34

TecT, Logistic perpecc, box plot, roc curve wmHxunnraar
xumx 6onoscpyynant XxunMcaH.  CTaTUCTUK YH3H
maragnansir p<0.05 6avixag a4 y33B.

Yp AyH:
Table 2. Mean and standard deviation for each group’s variables
Variables Case group Control group
n=40 n=40
Age 57.619.89 58.8+12.6
Smoking index, pack/day 32.8115.5 30.2¢17.1
Physical activity 13.4£14.0 12.6114 .4
Body mass index, kg/m2 34.1143.4 27147
Heart rate, /min 75.3x12.7 711111
Systolic blood pressure, mm Hg 124.4+19.2 126.5+19.8
Diastolic blood pressure, mm Hg 77.3x14.3 77.3x14.3
CIIS score 17+6.4 10.8+6.2
Gensini score 49.5+35.4 8.84114.3
MMP-9, ng/ml 0.396+0.155 0.223+0.087
oxLDL, ug/ml 1.411+0.099 1.33240.163
CRP,mgl/l 2.187+1.118 0.167+0.031
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Epexxui y3yynant

CynanraaHbl ToxvonasbiH6ynart40(50%), xAHanTbIH
oynart 40 (50%), HuMT 80 XyH xampargarcaH
6a ToOraspuiiH dyHoax Hac 58.2+11.27 6aus.
Toxuongon (57.6+9.89) 6a xaHantbiH (58.8+12.6)
OynruH Xymyyc HacHbl XyBbz ovponuoo Gannaa.
TamMxuaanTblH UHOEKC, X6A6enreeHnin nasaBx, bueninH
XUHTUWAH MHOEKC, 3YPXHUW LOXMNTbIH TOO, CUCTOSbIH
Japant, AuacTonblH JapanT 33par y3yynanTuiH
XyBbJ TOXvonaon 6a xaHanTbiH 6ynryy4ag cTatucTuk
Aanraatan  eepunent axurnargcadryn  (p>0.05),
(XycHart2).

ToxvonanbiH 6ynrund MMP-9 (0.396+0.155 ng/ml),
oxLDL (1.411+0.099 pg/ml), CRP (2.187+1.118)
aryynamx  xsHanTtelH  ©ynrviHx3aac  (MMP-9
0.223+0.087 ng/ml; oxLDL 1.332+0.163 pg/ml; CRP
0.167£0.031 mg/l) Tyc TyCc uX TOLOPXOWIOrLCOH
(p<0.001).
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Ninngcundn MMP-9 depmeHTUIH TyBLIMH Hb Gensini
oHoo (r=0.552, p<0.01), 3ypxHWUN BYNYMHINIAH
WMIA33CUAH  IAMTNMAH - oHoo  (r=0.340, p<0.01)
6onoH CRP (r=0.321, p<0.01) aryynamxraw TyC
TyC Wyyad, OyHO 33prUiH Xamaapantanm Oannaa.
Cypanraang xampargarcgag ClIS oHoor Toouoxopf
3YPXHUA  OYMYUHMMAH  LUWTO93CMAH  ULLEMMIAH
ravtantan 24 (ClIS<10), wwrgaactan 22 (CIIS
10-15), wurgaacuiiH xyHg 3apartan 34 (CIIS 15<)
TOXMONAon XampargcaH. Oarasp 3 oynart MMP-
9 epMEeHTUAH TYBLUMHI  TOAOPXOMIDK  Y33X34
OYNYMHIUAH LUNFA33CUAH FAMTIAMNH XYHOWUWH 339par
HAMArOOXMNH X3p3ap yr pepMeHTUNH aryynamx u
MeH mxcax (p<0.01)3yn Torton unapy GancaH 6on
nangcuinH oxLDL, CRP yypruiH TyBLUMHA 033PXTAN
wkun 6angan axurnargcanryn (p>0.01).

Table 3. Coronary atherosclerosis stages and concentration of serum MMR-9 enzyme levels

Vascular changes or Case number Serum MMP-9 level ng/ p value
Number of vessels with stenosis n mi
0 vessel 23 0.245+0.086 p<0.001
1 vessel 32 0.317£0.132 p<0.001
2 vessels 19 0.348+0.157 p<0.001
3 vessels 6 0.422+0.112 p<0.001

CynacHbl ©epunenTuitH 33praap Hb cyanaxag TUTaMm
apTepuiiH cygacHsl eepunentryn 23 (LM, LAD, LCx,
RCA anb Har cyacaHa XyHA 33pruiH Hapumicanryn
Bytoy <75% HapuicanTan), 1 cynacHbl eepunentTan
32 (Har cygcaHg >75% HapuwcanTtaw), 2 cygac
eepunentTan 32 (2 cyacang >75% Hapwuiicantan),

3 cygacHbl eepunentTa 6 (3 cygcaHg >75%
HapumncanTamn) TOXMongon TorTooracoH (XycHarT-3).
Oprasp 4 o6ynart wingeuiH MMP-9, oxLDL Ttutp
CyOacCHbl eepynent HAaMargax TycaM Kxacd Gans
(p<0.01) (3ypar 2).

Coronary atherosclerotic change stages

p<0.01
T p<0.01

8

Serum MMP-9 levels
11

p<0.01

2
o0

T T T T
0 1 2 3

5 p<0.01 p<0.01

p<0.01

—lk

Serum oxLDL levels
g
o

T T T T
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Figure 2. Serum oxLDL and MMP-9 levels at coronary atherosclerotic
change group
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033px yp AyHraac yHOSCNoH unngcuind  MMP-
9, oxLDL, CRP aryynamx eepunergex Hb TUTIM
CygacHbl XxaTyyprblH  XyHApang 3pcgan  6onox
acaxumnr  JIorMCTUK  perpeccuinH  LUNMHXKUAr33araap
VHIMC3H. YT WMHXUAMAarasp wunngcunH MMP-9,
oxLDL, CRP aryynamx HaM3rgax Hb TUT3M CyAacHbl
TOBpYyy Xxarapy, Tpomb XanbapXux XyHLP3IMAr
yycrax xyyvH 3ywn 6omx 6aris (MMP-9 OR=0.985,
p<0.001; oxLDL OR=0.011, p<0.05; CRP OR=0.041,
p<0.005). [Oaspx 6uomapkepyyaopir ROC curve
LUMHXMWITIAraap YHANaxa4 TUTOM CyaacHbl TOBPYY
xarapd, TpoMb xanbapxux xyHgpanmuiar MMP-9
(area=0.87, p<0.001) cbepMeHTUINH aryynamxuiH
MXCaNT unyyTanm untrax 6GanHa (CRP area=0,733,
p<0.001, oxLDL area=0.635, p<0.05) (3ypar 3).

ROC Curve
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Figure 3. ROC curve analysis of Serum
MMP-9, oxLDL, CRP

Xanuamx. bugHuii cyganraang xampargcaH TUTaM
CYAaCHbI AMIarTan XyMyyCumH gyHaaxkHac 58.2+11.27
bavicaH 6on Yamashita H [10] HapblHxaap 65+10
xun, Huang [11] HapbliH cyganraaraap 63.5+9.2
xun 6GaviB. BbugHWM cyganraaHg xampargarcbiH
OyHO@X Hac 234rasp cyanaadgpiHxaac S-7  xun
opunmMm 3pT OGanraa Hb Maragryn, MoHron xymyyc
XOOM XYHCOHA3 aMbTHbI rapanTtan xaHacaH eex ToC
TYNXYY XOP3rnafar, XaT UCANA3MT XapbLaHryin 3anyy
HacHaac apuumxgar [12] 33praac yyaaH oxLDL unx
YYCOX Hexuenuir Oypayyngar 6Gamxk 06ornox tom.
Ynmaap MoHron XxyHa cygac xaTtyypan apuyvMMTan
ABargax, TUTAM CydacHbl XaTyypriblH  XyHOpPan
XapbLUaHryn apT Oyly 3anyy HacaHg TOXVOMAAor
BOMNOXbIr Y YryACraxryin.

TamxuganT, apTepuiiH gapanT UXCANT, Xe4enreeHunin
NO3BX,0MENAH XMHIMAH WHAEKC, Hac, XYMC 33par
TUT3M CydacCHbl SMIArMMH 3apuUM 3PCOdANT XY4YUH
3YWMWIAT TOApYYnaH cyanaxag TOXMOMNAOoM, XAHaNTbIH
Oynart 6oaMT snraa axwurnaracaHryn. 3H3 Hb yr
cypanraaHg TUTaM cygac OyTal, yin axunnaraaHsl
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XyBb[, HOIMOHT ©epurnerceH aMrartan  Xymyyc
XampargcaHTanm XonbooTov XOM33dH y33x 6GaviHa.
MeH 3arasp apchanT XyYuH 3yWn cygacHbl 3Mrar
YYC3X3 3pCA3NT XY4MH 3y BOMox Y, XapuH ToBpyy
xarapd, TpPOMO X3anG3pXKMK XYHOP3IX3, SMranKamblH
Heneery’ 60noxXbIr UATI3HA.

BuaHuin  cypanraaraap  3ypxXHUM  LUIUMO33CUINH
3AMrankamblH ron eepynent 6onox TUTAM CyAacHbl
XaTyypriblH TOBPYY Xarapd, TpoMO Xanbapxux
XYHAPSNTAM TOXMonanbiH O6ynart wiangcuiH MMP-
9 (0.396+0.155ng/ml), oxLDL (1.411+0.099 ug/ml)
X3aMX33 XsHanTbIH 6ynraac (MMP-9 0.223+0.087 ng/
ml, oxLDL 1.33210.163 pg/ml) cratucTuk sinraatam
nx (p<0.001) TogopxonnoracoH He Nicola Fiotti [13]
6a Hajime Yamashita [10] HapblH cyganraaHbl yp
OYHTAW Oyvx BancaH. SH3 yp OYyH TUT3M CydacHbI
xaTyypnblH TOBpYyHA aryynargax oxLDL (OR=0.011,
p<0.05) xeemen ac, makpoddar, YP3BCIMNH 3CYyannr
naaBxXKyymx, ynmaap MMP-9 (OR=0.985, p<0.001)
depMeHTUINH HUAN3DKNUAT  HAMIrOYYIIC3HIaP
TOBPYY Xarap4, TPoM6 Xan03apXxux XyHapang Xypragar
Xamaax bycap cyanaaygpbiH [10, 14] Taamarnantan
HUNL2X BarcaH.

bva cypanraaHbl yp AyHA TOFTOOCOH ninacuiiH MMP-
9, oxLDL, CRP xamxaar ROC curve LWWHXWUNraarasp
YH3N3X34 TUTAM CyAacHbl XaTyypribiH TOBPYY Xarapu,
TPOMO X3MO3PXKMX XYHOPIMMUAT OHOLUMOX Mapkep
banx 6GonomxTon. HAnaHrysa wnngcunH MMP-9
hepMEeHTUNH aryynamx H3M3argoX Hb XYHOAPINUAT
OHOLUIIOX Ton Mmapkep ©Oonoxbir uNTrax 6GanHa
(MMP-9 area=0.87, p<0.001; CRP area=0,733,
p<0.001; oxLDL area=0.635, p<0.05). OH3 Hb Hajime
Yamasbhita [10], Ya-chen Zhang [14], Srdjan Popovi¢
[15] HapbIH cyganraaHbl yp yHTaN oponuoo 6ancaH.
YYHU/Ar TUTAM CcygacHbl XaTyyprblH XYHOPSMWAH
amrankamblr oxLDL Hexuengyyrmx, ToBpyy Xxarapax
yin  asubir - MMP-9  depMeHT  epHyyngartan
X0OnboOTON X3M33H Y33k BGanHa. XapuH WANACUIAH
CRP yyprunH aryynamx eepuneraex Hb 3ypXHWN
OYNMYMHINIAH LUMIO33CUIAH YP AYHA YYCC3H YPIBCMMIAH
SPUMMIAT UNIPXUANAST 6anx maragnanTan.

bvaHun cyganraaHg TUTOM  apTepPUH  CydacHbl
eepunentryn 23 (LM, LAD, LCx, RCA anb Har
cyacaHf XyHA 33pruiH Hapuiicanrym Oywy <75%
HapwuincanTtan), 1 cygacHel eepunentTam 32 (Har
cyncang >75% HapuiicanTan), 2 cyaac eepunentran
32 (2 cynocang >75% Hapuicantawn), 3 cydacHbl
eepunenttan 6 (3 cyacaHg >75% HapumncanTan)
Toxmonaon Tyc Tyc XxampargcaH (A. Kalela wap
[16]-bIH  aHrMnnbIH garyy). [9MTCaH cydacHbl TOO
OMLMpY, eepynent Hamargax 6yp uinagcmnH MMP-
9 dhepmMeHTUIH aryynamx nxcax oynm He Wannakorn
Phatharajaree [16] HapblH cyganraaHbl yp AYHTAM
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Aywk 6avnaa. MeH cygacHbl eepynent HIMaraax
6ypt wingcuiH oxLDL TyBWUWH mxacy Ganraa Hb
Ya-chen Zhang [14] HapblH cyganraaHbl yp OYHT3M
onmponuoo (p<0.001) 6Game. WwungcaHg oxLDL
TYBLUMH WXC3X Hb CyQacHbl ©epunenTuir, XapuH
MMP-9 depMeHTUIH aryynamx HaM3argax Hb cygac
XaTyyprblH XYHOP3NMUIAT UN3PXUANSX y3yynanT 6ok
baiiHa.

[OyrHanT: TUTaM cygacHbl XaTyypribiH TOBPYY Xarap,
TPOMOO X3NO3PXKMH, yriMaap 3yPXHUN LLIMFGI3C YYCIX
amrankamg MMP-9,0xLDL, CRP (MMP-9 OR=0.985,
p<0.001; oxLDL OR=0.011, p<0.05; CRP OR=0.041,
p<0.005) 6oanTONroop OpPOMLOX, Hemneernex Xy4uH
3ynnc 6omk banHa.

Tynxyyp yr: Matpukc wmeTtannonpoTeriHasa-9,
oxLDL, CRP, cymac xaTyypnblH TOBpYY, TWUT3M
cygacHbl aHruorpadu
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