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Abstract

Myocardial infarction (MI) is necrosis and death of heart muscle secondary to ischemia and acute coronary
artery thrombosis. MI, commonly known as a heart attack, happens when the oxygen rich blood flow to a
part of the heart muscle is blocked for a prolonged period, causing damage or death to the heart tissue. This
blockage is most often caused by a buildup of fat, cholesterol, and other substances, which form a plaque in
the coronary arteries. Furthermore, patients with cancer constitute a high-risk population for cardiovascular
disease and as of the last 5 years, 50% of patients with cardiovascular disease have been diagnosed with
cancer, according to World Health Organization. The provision of complete insight into MI complications
along with designing a preventive program against Ml seems necessary. The use of medications has been
practiced over the years for the prevention of HF. However, some of these medications produce adverse
effects and due to high cost are not easily available to every patient. Over the past decades, there has been
a significant rise in the use of herbal supplements based on traditional medicine to prevent, avoid, and/or
treat different conditions, including cardiovascular disease; this rise results from a natural source, efficiency
with few or no adverse effects and low cost. In vivo models of heart failure (HF) and myocardial infarction (Ml)
are essential for understanding the pathophysiology of these conditions and for developing new treatments.
These models typically involve inducing heart failure or myocardial infarction in animals, such as rodents to
study disease mechanisms and evaluate potential therapies.

In this review, we discuss the most common preclinical models of MI currently employed in cardiovascular
research. Among them, Ml induced heart failure is a method of ligation of the left anterior descending artery
of coronary an experimental animal. Its physiological relevance, cost-effective, uncomplicated, and suitable
method for evaluating research results. The rat model of myocardial infarction offers numerous advantages
that make it a valuable tool for cardiovascular research.
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YavpTtran

Hanxun gaxuHg 3ypx CygacHbl TOrTOMLOOHbI
eBuYnen yxnumH wantraaH 6Goncoop 6GariHa.
CyynuiiH 5 xunuinH Gangnaap 3ypx cygacHbl
TOITONLOOHbI eBYHeep esuvnercamiH 50% Hb
XaBApblH  WanTraaHaap OHOLWIOMACOH  aX
J3MB-nrH magasanan 6angar. OH3 Hb Laalunaag,
HUWraMm, 3OWAH 3acruiH y3yynanTt Oyypax Har
WwanTraaH oM. AnaHrysa apxar sBuTan 3ypxHum
wurgdac (MI) eBYnenur HoH TIPryyHA 3MUSIAX

Hb ©Hee YeunH TynramgcaH acyyanyyablH Har
6omkaa. [danxung 3ypx cygacHbl TOMTOMLOOHbI
eBYHeep xuna 17 cas xyH Hac 6apaar 6arHa’.
MoHron VYncblH XyH amp 3ypx Cy4acHbl
Tortonuoo (3CT)-Hbl WwanTtraaHt Hac ©GapanT
cyynuiH 10 >xunuiiH  gyHopkaap kung 5700
OypTraraaX, HWAT Hac 6GapantblH 33.7%-unr
933Kk OGamHa. 3ypx CydacHbl TOrTOSMLOOHbI
©BYHMI wWanTtraaHt Hac ©Oapant 2019 OHbI
Gangnaap XyH amblH HUMWUT Hac 6GapanTbiH
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32.1%-r 23amk Gamkaa. Oepeep xanbdan 3ypx
CyAacHbl TOrTOMNUOOHbLI ©BYHUI ynimaac xwun byp
5000-5500 xyH OGytoy 3 xyHur 1 Hb Hac Gapx
banraa 6ereeg MY-blH XyH aMblH Hac 6apanTbiH
TIPryynax wanrtraaH 6oncoH xaBaap baliHa.
3ypx cyaacHbl Tortonuoo (3CT)-Hbl eBYHESC
3YPXHUIN ULLIEMUT OBYUH, TapXMHbI LyC XapBanT,
3ypX CydacHbl TOrTONuoOHbl 6ycag  eB4uH,
3YPXHUN LWIMTA33C OUNNAHX XYBUWT 333K GanHa.

2019 oHbl Gamgnaap 3ypx  CygacHbl
TOITONUOOHbI ©BYHeep Hac 6GapcaH HUNT
XYMYYCUNH 23.7%-U1Ar TapxuHbl LYC XapBanT,
44.7%-niAr 3ypXHUIA LUNTA33C 333k 6anHa?. 2021
oHbl 6arignaap 3CT-Hbl 6BYHU OOTOP 3YPXHUM
wuradac 34.9% 6omk, 2011 oH GonoH 2020
OHbIX00C 6.9-7.0 HaPK33p ByypcaH y3yyranTTan
GanHa. 3ypxHUA unwemn eB4YHeep Hac GapcaH
XyHuI 100 emHex 2011 oH 6ornoH 2020 oHbIxooC
15-456 xyHa3p Tyc Tyc OyypcaH OGanHad.
TnMMaac 3ypx cyaacHbl TOrTOSILOOHbI ©BYs1e1eec
CIPrUnnax, AnaHrysia 3ypxXHun LWNrA33Cc, TapXmHbI
LyC xapBantaac COprumnax yungan oyxun
ypramrbiH rapantan am, 3MUNH ByTaargaxyyHUnr
rapraH aBy 3ax 333n HAOBTPYYNAX Hb Yyxan ad
xonborgonTon acyyanyyabiH Har 601coH 6arHa.

OM cygnanbliH  XypaanaH Hb MoHronbiH
Ynamxnant  AHaraax = YxaaH (MYAY)-a
X3parnargaar ynamkranTt SMUAH XOpbIr cyanaH
OpPYMH YEeUNH SMWNH TEXHOMOTUNUI XeDKYYraX
30pUAroToN axunnax GanHa.

MYAY-HO 3ypxuir “TaBaH UyNnblH XaaH’
XamMa3aar. 3ypxaHg opLumk Oyn Tyraaman rymrd
XU Hb ByX OMENH XeaenreeH, CyB 3ambIr HI3X
ynnuir ysyyngar 6on 6yTasrdy wap Hb OHYH
yXaaHbIl H33X, X3par sBAang wampaH opox,
OMOr 30pUMMIAT YYCraH Gapungyynax yungantan
raXkaa. 3ypxaHO OpLUMX TYraaman rymrdy XuimH
YN axwunnaraa angargax, Uuycbir Tapxaax
YANOan Hb XsiMapcHaac 6ue maxbogond Xypax
WM T3 myyagar 6arHa. 3ypxHUn eBYHUNT
aHaraaxgaa 3YPXHWA  ©BYHUN  XYBMPamnTbIH
fangang YHASCNSH ronayy Xvm gapax, Xmi Ly cCHbl
TYNOSIMAT cammkpyynaxbir 3pXaMnaxX, XanyyH Lap
yCbIr apunrax, 3ypXHUA FAIMTINAT 3PYYIDKYYIaxX
3apumbir 6apumTangar. MYAY-g 3ypXHUn eB4HUN
yen X LLyCHbl T'YRONAT camkpyynax 30punroop

arap-8, arap-17, arap-19, 3agb-5 Tanx SMmuur,
3YPXHUI ©BOeNT Hamaaax 30pusiroop CIPXXoMm-6,
QKUICIPXKOM-5, OPOrHUH-6, XUNH ram apunrax
30pUNroop 3aab-3, arap-35, aXKMUrcapXXOMbIH raHL,
TaH, LaraaH cyacbIr raMTa3caH 6011 camnmnnHopos,
xanyyH ux ©on raeap-7, raeap-9, raeap-25,
3YPXHUI gonrucong, wotu-7, rotoy-13, ron cyanbsiH
xung amb Gapury-11, wap yc xascapcaH 6on
COHA3H-4 TaH 3M 39par XopyyabIr XaBcpyyrnaH
X3P3rnaH3 XaMaNKkad*6. BypXHUIN ©BYHWUI 3Ara3p
ynamknanT >KopyyabIr cygnaH 9SMHan  3yWH
YANOSIMAT TOrTOOXbIH TYNA TYPLWUUNTBIH XapXxaHg,
3YPXHUIN 3Mrar, snaHrysa 3ypxXHUW LUUITOA33CUIAH
SMrar 3areap YYCrax, cyganraaHbl apradnanbir
GaTanraaxyymnx cyaanraaHg HOBTPYYaX YHOC3H
30pUNTrblH  XYP33aHA Oua TypLWUNTbIH XapxaHg
3YPXHUA  LWIATO39CUAH  OMIar  3areap  Yycrax
apraunanyyabir 6arunaH HarTracaH.

3ypXx cygacHbl TOrTOMUOOHbI 3MMArMnH 3yYH
xoBgon (LV)-biH gyTmarwun GOonoH  3ypXHuiA
XOBASbIH ~ AyTMarwnbiH  rapantai  LWWrasac
(LVEF) racaH 2 eBunesn Hb Tyrasman Toxmonagor
(250%)". 3ypxHun gytmarwnbiH 250% Hb uyc
WwaxanTblH rapantan 3ypxHuin ramtan (Heart
failure with preserved ejection fraction, LJLLU3I"),
MEH 3ypxHun romTan (Heart failure) racsH
XOEp TOPNUIH XaM LUMHXTaN Bereen SouNH yn
HUILBX TOITOMLOOHbI YUIT axunnaraa angargax,
XAnracaH cygacHbl Hapwuican, XaBaH, YeHui
raMTan, 3YPXHUI TOMpor, prnbpo3oa Xyprax rax
M3T SMH3M 3YNH Coper LUMHX TOMOIr33p UNapaar
GarHa. Llyc waxanTblH rapantah 3ypXHui
ramMTan Hb GeepHUI YN axunnaraa angargax,
apTepUH JapanT UXCAX, YUXPUAH LUMXKMH, X3T
TaprananTtblH yeg WNyyTanrasp Toxuonagors.
3ypxHuiA gyTargan Hb 3YPXHUA X3BUIH Byc ymn
axunnaraaHbl XaM LUMHX33P UNSPAAT ©BYMH OMP.
3ypxHui gytargan Hb cuctonbiH (SHF) GornoH
aunacton (DHF)-bIH rapanTai racaH Xo€p Tepeng
xyBaargaar. CuctonblH rapantam  3ypxXHUN
aytargan  Hb  MWOKapgu  arwmx  Yagsaprym
fonox, uyc waxax yun axwnnaraa angargax
yAnasp wnapaar 6on  guacTonbiH - rapanTtan
3YPXHUN AyTargnblH Yed XOBASbIH OyNYMHIMNH
cynpanaac yygonTanm [papantaac xamaapaH
XOBAJIbIH LlyCHbI XaHramx xaHranTryn 6ariraatam
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xonbooTonroop TawnbGapnagar. YyH33C ragHa
FOMTCAH MuoKapg ©OONMOH XOBAMbIH XaHaHbl
naesxryn Gawmpan, 3ypPXHUA TAMTCIH ICUNH
ragHax MaTtpuuuimnH JUHaMUKUIAH YU axunnaraa
angargax, MMOUUTBIH 3CUNH 30XMOH GawnryynanT
eepyneraceH 33par wantraaHtanraap 3ypxXHUN
aytargan unapHa'®. TyplumnTbiH aMbTHbI 3Mrar
3areapT CUCTONbIH rapanTan 3ypxHUn gytaransir
yycragar.  [OuactonblH  rapantal  3ypXHWi
AyTargnbir - TYpWUnTbIH - aMbTaHd — YyCraxag,
CUCTONbIH rapanTan 3ypxHWi gytargnaac unyy
TOCTAM YYyCOdSr 4 r3COH 3H3 Hb Lar Xyrauaa
Waapaaar, TypWUnT XUAX34 Mall XyHOPInTan
Gamgar Tyn WXSBYM3H CUCTOMbIH  rapanTtan
3YPXHUIN QyTaranbir TYPLWUNTbIH aMbTaHa YYCrax
cyganraar rynyatragar. TypwunTblH  ambTaag,
3YPXHUA  LUUTO33CUIAT X34 X3O9H TOpruniH
apraunanaap yycragar. XyHuUn 3yPXHUWA ©BYHUN
AMrar >xamTah TecTaW 3ypxXHW ayTargnbir
TYPWUNTbIH  aMbTaHg —MWOKapAblH  LUMIA33C
(myocardial infraction/Ml), 3ypxHun wvrgs3acumnH
penepdysn (ischemia-reperfusion/IR), 3ypxHuia
rmnepTpodun, 3ypXHUN aopTbiH Hapuican 33par
apraunansir awurnagar'.
1. 3ypXHUA OYNYMHIMMH IMrIrMAH apra
apraunanbiH cyaanraa:
1.1.4okcupybuyuH (adpuamuyuH/
DOX): [okcnpyOuuMH Hb UMTOCTATUK
AMUYUITTASHA  X3P3ArMagar  XamrumH — ux
TapxcaH agpuamuuuHbl TeprunH 6oguc
tom. [lokenpybuuUmHBIr yaaaH xyrauaaraap
X3parnaBan  KapguomMumonatun  YYCraHa.
OHO Hb XYHWUIA KapouMoMmonatv eBYHUN
agun TypwunTblH ambTgag CUCTOMUIH
rapantam 3ypxHui AyTargan  yyCrogar.
HokempybuumH  Hb  xaparnax Gawvraa
TYHraac xamaapaH 3ypXxHuh JyTtargan,
ynMaap 3YPXHUMA LOXUNTbIF TYpracrax
ynaanTan'?'s, [JokcmpyouumHUnr onoo
XOHOITHaryaaa, HUAT 6 40100 XOHOT 60M0H
TYYH33C [A93LWW Xyrauaaraap Xaparnax Hb
TYpPWUNTbIH ambTaag KapavoMuonaTuiH
rapantan 3ypxXHWUA SMrar yycragar'e'é,
[oKkcnpyBULIMHWIA 9XHU TaPUATBIH TYH Hb
5 xOHOrMMH Aapaa TypWUNTbIH XynraHbl
3yyH xoBgon (LV)-biH yrn axwunnaraar

1.3.i3onpomepeHon

anpargyyngar'® 6a TyxaviH aMuir cyacaap
GOMNOH 3ypXHUMN TUTAM cyacaap Tapux
vea xamruiH ©Gara TyHOaa  3ypXHUNA
amrarunr epeepner®. [okcnpybuumnHasp
©066raceH KapgMomMumonat Hb XOBASbIH
XaHa CUMP3NKUX, CUCTONbIH OapanTbliH
XAMpan, WWHIAH XypuMTnargax, mMagpan
LUMHIAHMIA 3oxmuyynra (neurohumoral)?’,
ANACTOrMbIH YN aXunnaraa xamapcaHTamn
X0n60ooTOM XOBAJSbIH rapantan 3ypXHUK
SMIArumr yycrapar'417.22.23, Ynmaap
AOKCUPYOULIMH Hb SHOOKapAWUH CyaacHbI
xampan, 3HOOTENUNH axunnaraar
CYNpPYYImK, 3YPX3HA YP3BCMWIH ypBarnbIr
6006 TOCTyypblH TPOMO03, MMOKaPANTbIT
yycragar'22428_ [lokcnpyObuLmnHbl apradnan
Hb rynuaTraxag xsinbap, 3ypXHUM aMmrar
GorvHo xyrauaan YyCAsr, MeH apxar
BONOH LIOYMOr X3N63PUNH 3YPXHUIA IMIar
YYCraxag, TOXUPOMXKTON'.

1.2.'omoyucmeuH (Homocysteine):
[OMOUMCTEMH Hb  3YPXHUA  CTpPecc,
3YPXHUI yvn axunnaraaHsol
anpgargan, uycHbl  gapant  UX3Crax
AMrar >xamaap rMneproMouUMCTENHMMU

(hyperhomocysteinemia) yycragar 6omnox
Hb TortoorgcoH27,28. TypwmnTbIH
xapxaHg 10 [Oonoo  XOHOMMWH  TypLu
FTOMOLUMCTEVH aryyrncaH XOOS TIXI3NUinr
ersesn rmneproMoLMCcTENHMU yycrax 6a aHa
Hb XOBAJ1bIH CUCTOMNbIH GONOH ANACTONMbIH
yun axunnaraar xampaagar28,29. Xar
NCaNAANTUAH XOpTOM yNnaargan GonoH
YP3BCIUNH ypBarblH Hesleereep 3ypxHUN
AMrar yycHa27.

(Isoproterenol):
M3onpotepeHonbIr  XaT WX  TyHraap
X3PArNax Hb KapOWOMUOLUTUAH YXKUI,

ynmaap MWOKapAWIH ayTargnbir
yycragar ©6a ambraH  GONnoH  XyH4
3ypxHUn pubpo3  mxmn NNapHa30-32,

MwokapablH rAOMTANAH YHOCOH LarnTtraaH
Hb XYYUNTOPOrYninH XaHraMXunH
angargan, MuoKapablH X3T MA3BXXKN33C
Xamaapgar. M3onpoTepeHonbir 7
XOHOMMAH  Typw  XynraHag yynraean

i payay oo s g paliuy
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3YPXHUI YN axunnaraar angargyyngar
G6anHa®®. TypwunTblH XapXHbl apbCaH
AOp M30MpOTEPEHONbIN 3 XOHOr Tapuxag
TyHraac  xamMaapaH  3ypPXHUMA  YWn
axunnaraa xsamap4, MIOP3MUMAH 3CUIH
yin axwunnaraa angargaH’4®,  2-12
AOMN00 XOHOMWWH Adapaa 3yyH XOBAOM
(LV)-bIH TananT 60noH rmnepTpodu yycy,
Uaawnaag KapAMOMUOLUMTBIH  YXXKWUN
agargaar®®’.  [aB4  M30npoTepeHonbIr
XapXHbl  3YPXHWUMA  LUMIFOS3CUAH  ©MHO
X3P3rnax Hb 3YPXMUr xamraanax Heneer
y3yyngar36.  OHaxyy aprbir  6ycag
apradnanyyartanm xapbuyynaxag 3HMUWH,
xan6ap 6anagar 60noBY M30NPOTEPEHONbIT
©OHOep TyHraap Xaparnax Hb TYPLUUATbIH
aMbTHbl YXNUUH TyBWUHI 80% XxypTan
nxacragar cyn tantan. nmaac 3ypxHum
apxar gytargan (congestive heart failure/
CHF)-bIr yycrax 3arsapT TOXUPOMXKIYn3,

1.4.MoHokpomanuH (Monocrotaline/MCT):

MoHokpoTanuH Hb Crotalaria spectabilis
ypramnaac rapraH ascaH XopT 6oguc
toM. MOHOKPOTanNMHUNT X3BINNH XEHOWMN,
cyacaap 6onoH apbcaH gop 4-6 gonoo
XOHOMMIH TypLl Tapuxag 6apyyH XoBAmMbIH
YN axunnaraaHbl xsmpan yycgarse,
MoHOKpOTanuHaap YYCracaH 3ypXHUK
SMIArMNH AMrar Xam Hb MOHOKPOTanMHUMI
3agpan onraHg  sABargcaHaac  TyxauH
3agpanaac  YYCCaH XOpT  Hargnyya
Hb LYCHbl YyraaH 9Cca3p Yywrn pyy
306BOPM6IA6H YYLWIMHbI Xydyyp SAWAH
roMTan yycragar‘®. Tyyrasp 3orcoxrymn
MOHOKpOTanuH Hb anar 6onoH Geepwuir
romMTa3gart#2,  MeH YyLIIrMHbl CcygacHbl
Xyuqyyp 3434 YPIBCIMINH ypBasnbIlr 6466,
TPOMOBOUUTBIM NO3BXXKYYIIOH, SHAOTENUIH
YN axunnaraaHbl angargan, YyLWriHbl
apTepunH JapanT UXacragar. JOArasp
eepunenTtyya Hb 6apyyH xosgon (RV)-biH
cUCTONbIH BOMNOH AuacTonbiH AapanTbir
NX3CraX rmnepTpodu, Laalwnaag 3ypxHun
SMIar yycragars44,

1.5.MuokapOuliH wu2033c3ac yyoanmal

3ypxHul ameaz (MLUY33, Myocardial

infarction-induced HF): TypwunTbiH
aMbTHbl  MWOKapAMWH  LIOYMOr  aMTan
Hb 3YPXHWN LUUIA33C ©BYHUA  YHAC3H
wanTtraaH 6ongor TeguMnryi MMOKapaunH
LOYMOr FAMT3M1 Hb XYHWUI 3M3rHUIA 3Mrar,
TUTOM cygacHbl 6ernepen yycax wantraaH
6ongor. TypwunTbiH  XapXHbl  TUT3M
CydacHbl 3yyH yp4 ypyydax XaCruiH
apTepuiH cygcaHg 6oonT TaBux apra
Hb CYYNWWAH yeq TyrasmMan awuvrnargax
Oanraa, HUAT3O XYN33H 36BLUEEPeraceH
3YPXHUA 3Mrar yycrax apraynan 6ereep
MWOKapauvH Aapaax 3ypXHWUA LUUrOa33c,
3YPXHUA 3MIarninH do13MOonormmH
eepuNenTMNH Tanaap Tanmnbap Xunxag
TOXUPOMXKTOM*S48,  BypxHUi  eepunent
Hb MMWOKapOuWH X3T adaanant, mMagpan
wmHraH(neurohumoral)-un -~ MO3BXXKINIAH
MexaHu3maap 3CUMH ragHax MaTpuLbiH
©6epunenTTal xonbooTonroop seargaart®->s',
Mac 3acan  XWMArOCAH  TYpPLUWATbIH
XyrnraHyygag 4 [onoo XOHOrMH gapaa
3YPXHUA  3AMrar  aaxmaap sBargcaH
Ganpgar®®*. XapxHbl TUTAM CydacHbl 3yyH
yp4 ypyy4ax X3CrMnH apTepuiH CyacaHg,
000MnT TaBbCHaaC XOWL 8 405100 XOHOTMNH
Japaa 3ypxHun ynn axwunnaraa 25%
xyptan Oyypgar®. 3yyH xoBgon (LV)-blH
YN axwnnaraaxbl Oyypantaac yyacsH
3YPXHUA  LUATA33CUMAH  XaMx33  10-45%
Gavpar. YyHa: 3ypxHui apxar gyTaranbiH
ABL, Herneenger. ['MnepTpouinH
MOMEKYrnbIH  Mapkepyya Hb  3YPXHWUWA
apxar gytaraneir uxacragar 6ereeq 3yyH
xoBanbiH 30%-1ir ramTaax Ganraaraapaa
3YPXHUA  LUAFO33CUAT  HOMArayynaarse.
TypwunTtblH  XxynraHa OGONOH XapxaHg
YYCr3C3H  3YPXHUM  LUNMO33CUNH  yen
TYPLWMATbIH aMbTAbIH YXIUAH X3MXK33 35-
50% xoopoHa xanbansgar Gereeq amrar
YYCTOCH33C XOWW UarMiH [JoTop  yXan
TOoXuonpgor 5% banHa.

1.6.Muokapdumaap e0ee20CeH 3ypxHul

ameae (Myocarditis-induced HF): OHaxyy
apradnan Hb MWOKapauTbir  BUPYCIAP
efeefer. 3OH3 Hb KapavMoMuMonaTuH
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YHOC3H wanTtraaH 6ongor. Coxsackie-B3
(CB3) ba 3HUEedanoMmMoKapanTbIH
Bupyc (EMCV)-uir TypwumnTblH amsTaag
MUOKapAUTbIT yycrax 30punroop
X3parnaaars®s’.  TypwwunTblH  ambTaHg
3HUedanoMmokapauTbiH BUPYCUIAT
TapbCHbl dapaa 4-14 XOHOrvMH papaa
3YpPXHUI MUoumnT ACUNM  YXKMNA,
XYProXx, 3yyH, 6apyyH XoBAnbIH Tanant
aBargaars®6162. Quaxyy sareapbir Balb/c
XynraHa [33p Xunixag TOXUMPOMXKTOMW.,
Bbycag omrmnH 6onoH DBA/2 xynranyyad
Hb BUPYCUINH XangBapT TaCBIprymss.

2. Om cyananbiH XYP33N3HINIH
®dapmMakonorMmH CeKTOPT  HIBTPYYIIIX
6onomKTon apraunanyyn
OM cyananbiH Xyp3anaHrninH ®apmakonormmH

CEKTOp Hb 3ypX CydacHbl TOrTOMUOOHbLI 3MFar,

AnadHrysia 3ypxXHUA OYNMYUMHIMAH  LUINFO33CUAT

TYPWUNTBIH XapxaH4 YYyCrax apra apravnanbir

cyparnx, cyganraaHg HI3BTPYYM3X YUINanaap

axunnax 6anHa.

JonxuinH ONOH 3pASMTOH  cydnaady  Hap
3ypX CygacHbl TOrTOMNUOOHA Herneenex aMm
Ganamanunr rapraH aeax, TYYHWUA YWANOAWAr
cyonaxgaa 3ypXHUA OYMUYUHTUAH - LUWMTO93CUIAT
TYPLWUNTbIH ambTaHA YYCracaH apra, apravnanbir
2 xyBunbapaap rofnynoH rynuatrax dannHa.

2.1.3ypxHuli  6yn4yuHaulH wu2033culie

mypwunmsbsiH aMbmaHO  yyC23C3H
apabIH OHOJILIH malnbap

XatagblH 3paamMToH  WunH YmH YyaH Hb

S-allylcysteine-un  3ypx cygacHbl TOrTonuoor
XxamMraanax yuAngraunmr  TOrToOXO00  3YPXHWUN
GynunHrunH  wwurgaac  (MI)-unr - TypwmnTbIH
XapxaHg YYCIaH S-allylcysteine-niH

hapmakonorMmH  yunanuir cypancaH 6ariHa.
TyxanH 3pO3MTIH TYPLWNUIITBIH aMbTHbI
YyWwruHol aptep 60MOH 3ypxH33C 3 MM-UNH
3anTan 3ypxXHUMU TUTAM cyacbir apuyTtracaH 6-0
XOMXK33TAM yycaarryn Mac 3achnblH yTcaap 600X,
3YPXHUA  OYNMYUHTUAH  LUATO33CUAT  YYCIICaH.
Wurosacunr  yycracHuin - gapaa  TypLUMNTbIH
XapxHbl UyCHbl wmngcaHg H2S  (Hydrogen
sulfide)-r TopopxonncoH. MeH cyganraaHbl
YP AYHr TYPWWATBIH XapXHbl 3YPXHWUA Guunar

(Electrocardiogram, EGG)-a3p yHarmk yp AyHr
ToouooncoH. BpasunbiH cyanaad JleoHapgo
Hb Oycag cyanaaygbliH xamTaap TypLUUNTbIH
XapxaHg 3yPXHUIA OYIMYNHTUIAH LWUTG33CUIAT YYCraX
aMrar 3areapbir  60MOBCPYYK, TYPLUMATbIH
XapxaH 033p cygasnraa XMnNcaH. MeH TypLnnTbIH
XapXHbl 3YPXHUMA OYNMYUHIMAH TUTAIM CyacaHg
6ooNT XMMUX aprbir TYpLUMXK, SHIXYY apra Hb
3YPXHUI OYNYUMHIUAH LUUFG33C YYCraX XaMrunH
TOXMPOMXTOWN, BOrMHO XyrauaaHbl apra rogrunr
cydanraaHbixaa yp AYHraap TOO4OPXOMIMKII®S.
TypwunTblH  XapxaHg 3YPXHUN  ByNYUHIMIAH
LWMIO33C YYCrax eep Har apradnanbir 3apum
cyanaadvp cypanraaHjaa awwurnacaH. JHd
Hb M3C 3acnblH apraap TUTaMm cyacang 6oont
TaBUXIYMrasp m3onpotepeHon (isoproterenol)
GoamuchbIr  TypWUNTbIH  XapXHbl apbcaH  aop
TapbX 3YPXHWMA LUUIAI3C YYCraX apraynanbir
COHIrOH, cyganraar rynuatracaH. CyganraaHbl
YP AYHr33 TYPLWWATBIH XapXHbl LyCHbl MMNAC3H
09X kpeaTuHWH kuHasa (Creatine kinase, CK-
MB), naktategurmgporeHasa (LDH), 3ypxHui
OYyNUYUHIMIH arwmnTbiH MHTerpan Gytoy cardiac
troponin T, 3ypxHWA WKUrA33CUAH TanbanH
XOMXK33raap VYHAncaH 6GavHa. MeH tumor
necrosis factor-a (TNF- a), interleukin 6 (IL-6),
malondialdehyde (MDA), superoxide dismutase
(SOD)-unH  xamxaar  ELISA-uiH  apraap
TOOOPXOMMKa3®”. [1a3px X0€p apra apraynanbir
OM cygnanblH Xyp3anaHriH dapmakosnormiH
CEKTOp Hb TypwmX y33x 6ononuooton Gereepa
AXHUM 33IMKUHG, 6rg 3ypXHUIN BYNUMHIMIAH TUTAM
cyacaHa 600nT TaBUX M3C 3acrblH aprbir COHIOH
3YPXHUN BYNUMHIMIAH LWIATO33CUNH SMIar 3areap
YYCrax TypLUMATHIr TYNUITIOX33p LWMNABIPICIH.
OHS apra Hb aMrar 3areapbir 60rMHO XyrauaaHpg
YYCrax, Laawnaag 3ypxHun BynUMHIMnH xaHang
MEH YXKWUIT YyCrax gasyy Tantam oM. MeH 3H3
apra Hb 3YPXHWA LUUFO33C YYCCOH 3YPXHUN
OYNYUHIMINH XaHaHbl 3y3aaH, Mopdonoru GyTummnr
TMCTOMOPMONOMNIAH  LUMHXWUAT33rasp AyrHaxag
O6XeMTal rax 6ug y3coH.

2.2.3ypxHuli 6ynq4uHauliH wu2033c yycaax

apzaynan
3YPXHUA  OYNUUMHTUAH  LUATOS3CUNH  SMIar
3arBapbir  TYpWUNTbIH  XapxaHg  3ypXHWUWn
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Tolim cyOanzaa

TUTOM CcyacaHa Mac 3acnbliH apraap 6oont
TaBbX YYyCraHa®. TypwwunTblH  XapxHyygan
‘keTamuH+3arinasnn” (75 wMr+10  Mr/Kr)-Hbl

XONMUMIVIAT  X3BIMUWAH XeHOun 60noH OynymHg
TapbX HoOMpcyynHa. TypWWATbIH XapXHYYAbIH
L99KHUM  X3CAIT YCUUT XyCaX, M3C 3acriblH
Tanb6anr 6anTraHa. Mac 3acnbiH Tan6anr 70%-
noablH yycmanaap

WAH CNUPTI3P apuyTraH,

apuvHa. [Japaa Hb 3ypxHun OGampnan Tywaa
3-aac 4-p xaBupraHbl AyHOYYpP 3YCANT XWX,
TyXaWH XaBupraHbl AyHAYYp Tanard 6anpnyynHa.
Tanary TaBbCHbl fapaa yywruHbl aptep,
3ypXHUIN BynumHraac 3 MM-UNH Haaryyp 3ypxHui
OYyNMYuHrMNH  TUTAM cyacaHg 0-6  XoMKa3Ton
Xaungarrym mMac 3acnblH yTcaap 6oonT TaBuHa
(Bypar 1)%870,

3ypar 1. TypwunmsiH xapxHbl 3ypxHUl Oyn4uHauliH mumam cydcaHo

M3C 3acnbiH apzaap 6o0o1m masbcaH batidan

Mac 3acnbir ryiuaTrax Oamx aBuUag Man
AMHAMTMAH  apuyTran,  xangBaprymxyynant
GONOH acenTuK, aHTUCENTUKUIAH AYPIM XKYPMbIr
cantap bapumTtnaHa. TUTam cyacaH O33p Mac
3acnblH 600NT TaBbCHblI Japaa TANAr4YUAr aed
XaBupreIr XaBuiH banpnang opyynHa. [lJapaa Hb
4-0 XaMXa3Tan apuyTracaH yycgar Mac 3achblH
yTcaap TYPLWUNTbIH XapXHbl LBKHUA XOHOUNT
xaaHa. Mac 3acnblr fyycracHbl japaa TypLUNnTbIH
xapxHyyabir 30 MUHYTbIH TypLl HOMPCYYynanTbiH
TyBwWuHA OGannrax waapgnaratan. 3H3  Hb
3YPX3HA YYCOX O©BAeNTUMH LUOKMWM apunirax
yypartan. TuTam cyacaHa Mac 3acnblH 6oonT
TaBbCHaac Xxouw 48 uarMnH [OTOp YX33rym
aMbTObIr COHIOH aBY AMYUIITAar rynuaTraHa. Mac
3acCnbIr F'YMU3Traxaac 1 uarniH emMHe TypLUMATbIH
XapxHyyablH 3YPXHUM LOXMNT, cucton OGOonoH
ANacTonblH  JapanTbil  XAMXWX,  3YPXHUM

Oumunarmnr xuncaH 6anHa. Mac 3acan gyyccaHaac
12 uarnH gapaa MeH 3YPXHWUA LIOXUIT, CUCTON,
ANacTonblH AapanTbir XaMXKUXK, 3YPXHUA Bruunar
XUAC3IH Ganx écTon.

OyrHanTt

3YPXHUIA 3Mral, anaHrysia 3yPXHWn LUMrgaac
©BYHUII aHaraax oSm O3NAMINUAH YANONWUAT
TOITOOX cydarnraar In vivo apraap cyanax tepern
OypuiiH apraunan x3parnargax OGanraaraac
MUOKapPOUWH  LUMIO33C33C  YYAITIN  3YPXHUM
amrar (MWY33, Myocardialinfarction-induced HF)
3areap Hb ambTaH [433P XaMIMnH TOXUPOMXKTOW,
cypanraaHbl 3apgan 6aratan, TypLUMATBIH VP AVH,
3YPXHUIN 3MIArnMnH ranonoruir Tanndapnaxag
nexemTan Ganmpgraapaa 6ycag apradnanyygaac
Aasyy oM. TypLIMATLIH XapxaH4 3HAXyy apraap
3YPXHUA  LUMITOS3CUAH  3MIar  3areap  YYCrax,
3YPXHUI LWINTO33CIHA Heneernex aM 63ngmanuiiH
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