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Lleanr uccaegoranus. Brisssrenne accoupanny mexay nposisaenusvu atepockaeposa (TUMC, 6asmku) u ramroru-
mamu MyTauuid mutoxoHzpuasbHoro renoma. Meroauka. O6caezosano 130 uerosex: 6oabubie IBC, nepenécume un-
(apkT MHOKapza, mauuentsl ¢ Y 3W npusnakamu atepockaeposa, a Takze yCAOBHO 370poBble Auna, 6e3 Y 3W npusHakos
atepockaeposa. MaTepuarom uccaegopanus 6bian o6pasubr JJHK, Bbizesennble u3 KAeToKk KpOBH y4aCTHHKOB HCCAEZOBA-
uus. Beizeaenne IHK nposoanroch dpenoa-xropopopmuniv Metogom. Boigerennas JJHK 6bira ucnoansosana ars onpe-
ZIeAEHHsI TIPOLIEHTA TeTepOIIAa3MHUH 10 9 MUTOXOHZPHAABHBIM MyTalUsIM, C HcTIOAb3oBaHHeM MeTtoga | [LIP B pearbnom Bpe-
menu. Pesyabrarbl. Dbian naenTuguIMpoBanb ralAOTHITBI MyTaLMA MHTOXOH/IPHAABHOTO FeHOMa, aCCOLMUPOBAHHbIE C (be-
HOTHITHYIECKUMH TIPOSIBACHHSMH TIPEPACTIOAOKEHHOCTH K aTepOCKAEPOTHIECKHM MopazxkenusM. | [peobaazaromue anTHaTe-
pockaeporuueckue ranaotunsl CGAG u CGGG serpeuarnces y 21,3% yuactaukos nceaegosanus. [Ipeo6ragaromue mpo-
arepockaeporudeckue ramrotansl TAAA, TAGG u TAGA serpevarucs y 44,8% yuactankos uccaegoBannus. Takum
06pa3oM, GbINO YCTAHOBAEHO, YTO CYIIECTBYIOT HECKOABKO HaMbOAee PaCIPOCTPAHEHHbIX TAlIAOTHIIOB MyTallMH MHTOXOH/L-
PHAABHOTO TeHOMa, OXBaThiBaioImKX 0koA0 65% momyasiwu; 2/3 STHX ramAOTHIIOB CBSI3aHbI C TOBBILIEHHOM TIPEAPACTIONO-
?KEHHOCTBIO K aTepoCKAepo3y. -3akAloueHue. | [oaydeHHble pesyAbTaTbl CBHAETEABCTBYIOT, YTO IIPEANIOAOZKHTEAbHAS CTe-
TeHb TEHEeTHYECKOTO PHCKA MHTOXOH/PHAABHOTO «TarmAoTHMAa» 1o myTamusaM m.3256C>T, m.12315G>A, m.13513A>G u
m.15059G> A Aunefino cBsizaHa ¢ aGCOAIOTHOH TOAIIMHOH HHTHMO-MEIHMAABHOIO CAOSI COHHBIX apTepHH M BbIPa:KEHHOCTDIO
aTePOCKAEPOTHIECKUX OAAIIEK B 0OCAEI0BAHHOH TPYIINE YYaCTHHKOB SKCIIEPUMEHTAAbHO-KAUHMYECKOTO HCCAEZ0BAHUS.
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Mitochondrial genome mutations haplotypes associated with phenotypic manifestations of predisposition to atherosclerotic
lesions were identified. The data suggests the existence of several «haplotypes» mitochondrial mutations associated with an
increased risk of atherosclerosis. To formulate names of mitochondrial genome «haplotypes» the principle of individual
heteroplasmy indicators relative to the mid-point was used. The median value for heteroplasmy level of mutations
m.3256C>T amounted to 17.5%, mutation m.12315G>A — 28%, mutation m.13513G>A — 19.5%, and mutation
m.15059G>A — 39%. On the basis of the estimated degree of genetic risk (CPEM) most small and meaningful options
for aggregate mutations m.3256C>T, m.12315G>A, m.13513A>G and m.15059G>A are «haplotype» CGAG (lowest
susceptibility to atherosclerosis) and TAGA (the greatest susceptibility to atherosclerosis) respectively; other possible combina-
tions are intermediate. Prevailing anti-atherosclerotic haplotype CGAG and CGGG met at 21.3% of survey participants. The
prevailing proatherosclerotic haplotype TAAA, TAGG and TAGA met at 44.8% of survey participants. 2/3 of these
haplotypes are associated with increased risk of atherosclerosis. Approximate extent of the genetic risk of mitochondrial
«haplotype» on mutations, m.3256C>T, m.12315G>A, m.13513A>G and m.15059G>A and linearly related to absolute
thickness intimo-medial layer of the carotid arteries and the manifestation of atherosclerotic plaques in the surveyed group of
persons-participants of experimental clinical studies. The purpose. Find an association between atherosclerosis manifestations
(TIMS, plaques) and gapoltipami mutations of the mitochondrial genome. Methods. The object of the research were 130
people: patients with coronary artery disease who underwent myocardial infarction, patients with ultrasound evidence of ath-
erosclerosis, and relatively healthy, with no ultrasound evidence of atherosclerosis. The material of the studies were DNA
samples isolated from blood cells collected from study participants. DNA extraction was performed with phenol-chloroform
method. The isolated DNA was used to determine the percentage of mitochondrial heteroplasmy 9 mutations using PCR in
real time. Results. Haplotypes of mutations of the mitochondrial genome have been identified associated with the phenotypic
manifestations of susceptibility to atherosclerotic lesions. The prevailing anti-atherosclerotic and haplotypes CGAG CGGG
occurred in 21.3% of study participants. Prevailing atherosclerotic haplotypes TAAA, TAGG and TAGA occurred in
44.8% of study participants. Thus, it was found that there are a few common haplotypes of mutations of the mitochondrial
genome, covering about 65% of the population; 2/3 of these haplotypes is associated with increased susceptibility to athero-
sclerosis. Conclusion. The results indicate that the presumed degree of genetic risk of mitochondrial «haplotype» for muta-
tions m.3256C>T, m.12315G>A, m.13513A>G and m.15059G>A is linearly related to the absolute thickness of in-
tima-media layers of the carotid arteries and the severity of atherosclerotic plaques in the studied group of persons — partici-
pants of experimental and clinical studies.
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B kauecTBe BaxKHOrO M MEPCIIEKTHBHOrO KOMITOHEHTa
3()PEKTUBHOH CHCTEMbI OLEHKH TPe/PacrioAOZKEHHOCTH
K aTepOCKAEPOTHYECKHM 3a60AEBaHHAM CAeZyeT pac-
CMaTpHBaTh aHAAU3 TalIAOTUIIOB I€HOB MPEPACIOAOKEH -
noctu k CC3. Taxk, npu pasauynbix naTororusix geno-
BeKa BbIIBAGHA ACCOLMAIMS Pa3AMYHbIX 3a60AeBaHMH
(manpumep, cTeHosa KOPOHAPHBIX COCYZOB, CAXapHOTO
auabeta, TAyXOTbl, HHpApKTa MHOKapJa, KapJAHOMHOIIA-
THH) C MyTallUsIMH MHTOXOH/LPHAABHOTO T€HOMa, AOKaAH-
30BaHHbIMH B KOZHUPYIOLIHUX Yy4YaCTKaX '€HOB H, BO3MOzK-~
HO, BOBHHKAIOIMMH B nipoliecce ontorenesa [4, 5]. Ilpu
3TOM MPaKTUYECKU Hepa3pabOTaHHbIM HallpaBAEHHEM HC-
CAE/IOBAaHHH SIBASIETCS] M3yYeHHE CBSI3H MHTOXOH/IPHAAD-

Beeaeunne

B Poccun, xak ¥ B 6OABIIMHCTBE HH/YCTPHAABHBIX
cTpaH, cepaeuHo-cocyauctbie 3aboreBanus (CC3) sa-
HHUMAIOT TepBOE MECTO B CTPYKTYpE HUHBAAMAM3ALHH U
cmeprHocTH. HecmoTpsa Ha cyruecTBeHHble ZOCTHeHHs
B 0OAACTH MeJUIIMHbI U OHOAOTHH, 3a060AEBAEMOCTb U
CMEPTHOCTb OT aTePOCKAEPOTHYECKHX 3a60AeBaHHH OCTa-
I0TCS1 Ha BBICOKOM YPOBHE, B TO BpeMsl Kak apceHaA Q-
(PEKTHBHbIX TepareBTHYECKUX CPEJCTB H aZeKBaTHbIX 11e-
AeH aHTHATEPOCKAEPOTHYECKOH TEpPANHU BeCbMa OrpaHH-
yen [1]. CoBpemeHHbIE aATOPHTMbI OLIEHKH CepAeIHO-CO-
CYZMCTOTO PHCKA, YYUTBIBAIOIIUE COBOKYITHOE B3aHMO-
JeHCTBHE HECKOABKHX (DAKTOPOB PHCKA, B COCTOSHHM

06bsicauTb 0koro 70% BapraGeAbHOCTH BOSHHKHOBEHHSsI
octporo uH(papkTa mMuokapaa [2, 3].

HbIX MyTallMd C BOBHUKHOBEHHEM H PA3BUTHEM aTEPOCK-
AEPOTHYECKHX [TOPaKeHHH B apTePHsIX YeAOBeKa, B 4acT-
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HocTH ¢ wmemudeckoirt 6oaesubio cepaua (MBC)
[6—10]. Jaunble MyTamuu MoryT BbI3bIBaTb Ae(EKTbI
B 6EAKOBBIX IIENSIX HEKOTOPDIX ZbIXaTeAbHbIX (pePMEHTOB
u tpaucroptubix PHK (tPHK), cunresupyrommxcs
HerocpeacTBenHo B wmutoxouapusix [8—10, 11—15].
ITO NPUBOAKT, B YACTHOCTH, K YMEHDIIEHUIO KOHLIEHTPa-
uun aannbix gepmento 1 TPHK uau nmoano#t ux auc-
(PYHKIMM B MUTOXOHZIPHSIX, YTO, B CBOIO OYepe/b, BeJeT
K JAMCHYHKIMM MHUTOXOHJPHMH B OpraHH3Me 4YeAOBeKa,
¢ GOABIIOH BEPOSITHOCTBIO CIIOCOOCTBYIOIIEH BOSHHKHO-
BEHHIO U pa3BUTHIO aTepockieposa [3, 14—18].

Meroauka

Marepuarom uccaegosanusi 6pian obpasup JAHK,
BbIZIEAEHHbIE U3 KATOK KpoBH, B3aTol y 130 yuactHukos
uccaesosanusi. O6beKToM HccaezoBaHUsT GbIAU GOAbHDIE
HMBC, nepenecime wuH(apkT MHOKapza, MalHeHTbI
¢ Y 3U npusnakamu atepockreposa. boabubie npoxoau-
AM 06CAezi0BaHHE B KapAHOAOTHIeCKOM LieHTpe uM. Msic-
nukoBa U B noiukaunuke VY. B kauectse xoutpoab-
HOM TpyTIbI 6bIAM B3ATHI 42 YCAOBHO 370pOBBIX ZOHOPA,
ne umeromux Y 3M npusHakos aTepockaeposa.

Buigenenue JHK

Kposb nocae zabopa xpanuru npu -20°C. Boigene-
aue JJHK nposoamrocy genor-xropodopmubIM MeTO-
aom. Konnenrpammio JIHK B noayuennoii npobe omnpe-
aeasian Ha criektpogortomerpe NanoPhotometer Pearl
UV /Vis ¢ SDRAM P-34 («(IMPLENy», I'epmanus).
Jrs pabotbr ¢ koarexuued npobor JAHK passoauau
B TE-6ypepe a0 xonuentpamuu 0.03 mxr/mxa, mome-
IaAu pasBejEHHblE 06paslbl B OTAEAbHblE MPOOHUPKH.
[Tocae usmepennsa konnenrparmuu npo6sr JJHK xpanuau

npu -20°C.

Toaumepasras uenmas peakuust pearbHozo spemeHuU

Boizerennas JHK 6bira ucnoansosana ara onpeze-
AEHHs TIPOLIEHTA reTeporAasMuM Mo 9 MHTOXOHZpHAAb-
HbIM MyTalHsM, ¢ ucroabsosanuem metoza [ ILIP B pe-
aAbHOM BpeMeHH. Y pOBeHb TeTepOTAa3MUU MyTalLlHi MH-
TOXOH/IPHAABHOTO IeHOMa 4YeAoBeka Bcex 9 mpoaHaAusH-

POBaHHBIX MyTallMil 6bIA H3MepeH C TOMOILbIO MeToja
Bbimenaenus ) -konuesoil metku (TagMan Assay).

Jas kazzaoi us 9 myraumii 661AM paspaboTaHbI 30HADI
TagMan, xapaxrepucTuku koTopbIx NpuBeAeHbl B TabA. 1.

Juszaitn npaiivepos u 3oHz0B (Taba. 1) 6bIA MpPO-
BEAEH JAS eBATH MyTaLMi MUTOXOHZPHAABHOTO TeHOMa
C HCIIOAB30BaHHeM cAegylomux nporpamm [19—22]:

e primer 3;
oligo calc;
kauent-cepsep DINAMELT;
6asa zaumubix Mitomap.

ZJlaa onpeserenust mocaezoBaTeAbHOCTEH TpaiMepOB
6blna HCTIOAb30BaHa KeMOpMKACKas MOCAeZ0BATEABHOCTD
mr/IHK uenrosexa, sepcus J01415.2, naentudukanmonsoit
nomep GenBank NC 012920 gi:251831106.

[lposepky creuuguunocTH mnpafiMepoB U  30HZAOB
nposoauru Ha npubope Real Time PCR System 7500
Fast («Applied Biosystems», CI1IA). Takxe ara kaz-
ZI0TO U3 BUOCTELM(PHYHBIX 30HJOB MOJ06paHbI (PAYO-
PECIIEHTHbIE KPACHTEAH, CIIEKTPbI (PAYOPECHIEHIIHH KOTO-
pbIx He TepekpbiBaruch. Peructpaumio curnara [1LIP
B PEaAbHOM BpEMEHH TIPOBOZHMAM MO KaHaAaM, COOTBET-
ctBytomuM (ayopodopam FAM u ROX, aerextupyro-
IIIUM TPOZYKT aMITAH(UKAIIMH HOPMAABHOTO M MyTaHTHO-
ro aareas (COOTBETCTBEHHO).

[11IP-anarus c Bbieniennem 5 - KOHIEBOH MeTKH
(TagMan cucrema) nposoauau na npubope Real Time
PCR System 7500 Fast («Applied Biosystems»,
CIHA). 10 mxa peakuumonHoi cmecu cogepasaro 1x T'ag-
Man Buffer, 3 MM MgCl,, 250 mxM xazkaoro dNTP,
300 uM npaiivepnr, 300 1M ru6puausalMOHHBIX 30H-
aoB, 0,5 ex. Taq-noaumepasnr («Xeauxon», Mocksa),
4 mxa amaausupyemont JJHK.

[TLIP, ¢ usmepennem uHTEHCHBHOCTH (pAyOpeCleH-
1IMH, TIPOBOZHAM IO CAE/YIONIEMY aATOPUTMY:

1. Iluxa obweit nenatypauuu B Tedenue 2 MuH mpH
temneparype 94°C;

Tall aMIAMQUKAIMH C (PAIOOPECLIEHTHOH JeTeK-
mueii. OH BkAlOWan B cebsl ZeHATypalMIo B TedeHHe
10 ¢ npu remmneparype 94°C u oTzxur, npu Temmneparype,
CHEUM(PUUHON [JAST  KaxKJZOH HCCAEAYeMOH MyTalluH

(61—67°C), B Teuenue 15 c.

Tabmua 1
30oHabl ¥ npanimepsl ansa NUP-PB TAQMAN
Myrauust IIpaitmepsl 30HIBI
m.3256C>T F atacccacacccacccaag 5'-ROX- gcagagcccggtaatcgtataaaactta -BHQ-2 -3°
R aagaagaggaattgaacctctgact 5'-FAM- agagcccggtaatcgcataaaacttaaa -BHQ-1 -3°
m.12315G>A F cagctatccattggtcttagge 5'-ROX- ccaaaaattttagtgcaactccaaataaaag -BHQ-2 -3°
R ggaagtcagggttagggtggt 5'-FAM- ccaaaaattttggtgcaactccaaataa -BHQ-2 -3°
m.13513A>G F gcagcctagcattagcagga 5'-ROX- caggtttctactccaaaaaccacatcatc -BHQ-2 -3*
R atagggctcaggcgtttgt 5'-FAM- caggtttctactccaaagaccacatcatc -BHQ-2 -3°
m.15059G>A F caatggcgcctcaatattct 5'-ROX- gggcgaggcctatattacagatcatttct -BHQ-2 -3°
R caggaggataatgccgatgt 5'-FAM- gcgaggcctatattacggatcatttctc -BHQ-2 -3°
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Cmamucmuqecrcuii aHaaus

Jlanubie 6b1au 06paboTaHbI C HCIIOAB30BAHHEM T1aKe-
ta mporpamm SPSS 20.0 (SPSS Inc., Chicago, IL,
USA), SigmaPlot 12 (SSI, San Jose, California, USA)
u mnporpammbr Statistica 8.0 (StatSoft Inc., Tulsa,
USA). BapuabeabHocTb mpoleHTa reTeponAasMHuu Ole-
HHBaAaCh C TIOMOIIbIO OMUCATEABHOH CTaTHCTHKU M KPH-
tepus 1. /Jlas ouenku oguopoaHOCTH AucHepcHil Gbiaa
ucroAb3oBaHa crtatHcTuka J\usuus. MyTauyonnas Ha-
rpysKa pacCYUTaHa C MOMOIIbIO AOTHT-PErPECCHOHHOTO U
IPOGUT-PErPECCHOHHOTO aHAaAM30B, a TaK:Ke TecTa I10
Manny— Yurau.

PesyabTatpl u 06cy:xaenne

Bbiau uzeHTHOUIIMPOBAHbI TATIAOTUITBI MYTalMH MHTO-
XOHZIPMAABHOTO TeHOMa, ACCOLMHPOBAHHbIE C (DEHOTHITH-
YECKUMH TIPOSBAEHHAMH TIPePACTIONOKEHHOCTH K aTepo-
CKAepOTHYeCKUM TopazseHusiM. | Ipeobrazaronue aHTH-
atepockaepotudeckue ramiotunbl CGAG u CGGG
Berpevannch v 21,3% yuactanko uccaegosanms. [lpe-
obAazalolIMe  MPOATEPOCKAEPOTHYECKHE — TaIlAOTHIIbI
TAAA, TAGG u TAGA Berpeuarucs y 44,8% yuact-
HHKOB HCCAe/ZI0BaHHs. | akuM 06pa3oM, 6bINO YCTaHOBAE-
HO, YTO CYIIECTBYIOT HECKOABKO HaufoAee PacrpocTpa-
HEHHbIX TalAOTUIIOB MYTAallMH MHTOXOHZPHAABHOTO T€HO-
Ma, oxsatbiBaroux okoro 65% nonyasumm; 2/3 stux
TarAOTHIIOB CBSI3aHbI C MOBbIIEHHOH MPePaCIIOAOZKEHHO-
CTBIO K aTepOCKAepO3y. | pagMIMOHHAs XapaKTepHCTHKA
rafAOTHIA, OCHOBaHHAs Ha MPOCTOM OINPENEACHHH HaAH-

YMs MyTaHTHOTO aAAeAs, MCMIOAb3yeMasi MPH XapaKTepH-
CTHKE sI/IEpHOTO IeHOMa, HeaZleKBaTHa TIOTOMY, YTO B OJ-
HoM obpasue mt/ITHK npucyreryror B pasauunbix coot-
HOIIEHUAX MOAEKYABI, HECyIIHe HOPMaAbHbIH («AMKHH
THI») M MyTaHTHbIH airerb. Jas popMyAupoBamust Ha-
3BAHH TalAOTUIIOB MUTOXOH/IPHAABHOTO FeHOMa GbIA HC-
MOAb30BaH TIPMHLIMIT PACIIPEJIEACHHS] HHIHBH/LYaAbHBIX
ToKasaTeAeil TeTepOrAasMUH OTHOCHTEABHO MeZHAHbI.
Zlannble, npuBesennbie B TabA. 2, MO3BOASIOT Tpej-
MOAOKHTD CYIIIECTBOBAHHE PSIZIA «TAIIAOTHIIOB» MHUTOXOH-
ZIpPUAAbHDBIX MYTalLMi, aCCOLMHPOBAHHBIX C TIOBbIIEHHbIM
pucKoM artepockieposa. | lo kpurepwio mpeanoaozsute-
AbHoM crenenn renetuyeckoro pucka ([ICI'P) cambmm
HE3HAYUTEAbHbIM M 3HAYHMbIM BapHaHTaMH JAS COBO-

kynoctu  mytamuit  m.3256C>T, m.12315G>A,
m.13513A>G u m.15059G>A spasiorcst «ranaoTumnbi»
CGAG (maumenblras mpezpacrioA02KeHHOCTb K aTepo-
ckaeposy) u TAGA (mauboabimas npezpacroro:keH-
HOCTb K aTepoCKAepO3y) COOTBETCTBEHHO; OCTAAbHbIE
BO3MOZKHbIE COYETAHMs 3aHMMAIOT TPOMEKYTOYHOE TI0-
Aozsenve. MyTaumu MUTOXOHZPHAABHOTO TEHOMA Xapak-
TepPUSYIOTCS SBAEHHEM TeTepOrAasMHH, KOTZa B OZHOM
o6pasue JJHK npucyrcryror B pasamunbix coornomre-
HUSIX MOAEKYAbI, Hecylue HopMaAbHbiA («AHMKHE THIT» )
¥ MyTaHTHbIH aAreAb. | [0aToMy TpazauiMoHHas xapakTe-
PHCTHKA «TarlAOTHIIa», OCHOBaHHAs Ha MPOCTOM OIpeze-
AEHHH HAAMYMS MYTaHTHOTO aAAeAsl, KOTOpas MCIIOAb3Y-
eTCsl TIPH XapaKTepPUCTHKE ePHOTO TeHOMa, HeasleKBarT-
Ha. JlAst popMyAMpOBaHHS Ha3BaHHE «TallAOTHIIOB» MH-
TOXOH/IPHAABHOTO TeHOMa ObIA HCIOAb30BaH MPUHIIMIT

TeopeTnyeckue BapyaHTbl «rarjioTUNnoB» MUTOXOAPUAILHOIO reHoma no mytaumsam m.3256C>T, m.12315G>A, m.13513A>G u m.1g?)65géfA2
lamtorun Yucno antuatepockiiepo- | Yucio npoatepockiepo- |[IpeamnonoxurenbHas cte-|Yacrora B uccienoBaHHOM
TUYECKUX ajjeneit TUYECKUX AJUIeIen TeHb IEHETUYECKOrO pUC- BbIOOpKE, %
Ka "ramoruna
CGAG 4 0 0 10,4
CAAG 3 1 1 0,5
CGAA 3 1 1 42
CGGG 3 1 1 10,9
TGAG 3 1 1 1,6
CAAA 2 2 2 2,1
CAGG 2 2 2 42
CGGA 2 2 2 4,7
TAAG 2 2 2 2,6
TGAA 2 2 2 3,6
TGGG 2 2 2 5,7
CAGA 1 3 3 4,7
TAAA 1 3 3 33,3
TAGG 3 3 7,3
TAGA 0 4 4 4,2
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Tabnvua 3
«[annoTunbl» MyTauMin MUTOXOHAPUAJIBHOINO reHOMa U NPeapPacnosioXXeHHOCTb K aTepockneposy
IToka3aTenb IpenmonoxurenbHast CTelleHb FeHETUYECKOro prcKa 'raruiorumna” P (ManH—YutHn)
0 (n = 20) I (n=33) 2 (n = 44) 3 (n=287) 4 (n=28)
TUMC OCA, Mkm 782 (118) 814 (121) 854 (173) 922 (175) 823 (150) <0,001
Basiiku, Gaibt 0,65 (0,81) 0,67 (0,82) 0,61 (0,81) 1,11 (0,88) 0,25 (0,46) <0,001

pacripeZieAeHHsl HHAMBHZYaAbHbIX TOKasaTeAel reTepo-
IAA3MHH OTHOCHTEABHO MeJMaHbl. 3HauyeHHe MeMaHbI
AAs YPOBHSI reTeponAasMuu ro myTauud m.3256C>T
coctasuro 17,5%, no myrauun m.12315G>A — 28%,
no myrauun m.13513G>A — 19,5%, u no myramuu
m.15059G>A — 39%.

Hau6oree BeposiTHble BapHaHTBI — «TaIAOTHIIOB»
(Han60oree yacTo BCTpeyarolMecss B HCCAEJOBAHHOH Bbl-
60pKe) M X XapaKTepPHCTHKH, OIlpeJeAeHHble Ha COOTHO-
IIeHHH aHTHATEPOCKAEPOTHYECKHX H IIPOATePOCKAEPOTH-
YecKUX aAreAeH, npuseseHbl B Tabauue (Taba. 2).

[IpeanorozkuTeAbHass CTeleHb TeHETHYECKOTO PHCKa
«ramnotuna» npusezeda B 6arrax (0 — HaumeHbinas
[ICT'P, umerorcst TOAbKO aHTHATEPOCKAEPOTHIECKHE aA-
Aean, cootHomenue 4:0; 1 — nuskas [ICI'P, npeo6baa-
JAIOT aHTHATEePOCKAEPOTHYECKHE AAAEAH, COOTHOIIEHHE
3:1; 2 — ymepennas [ICI'P, paBnoe cooTnomenue an-
THAaTEePOCKAEPOTHYECKHX aAAeAeH, cooTHomienue 2:2; 3
— nosbmuennas [ ICI'P, npeobaagaror mpoarepockae-
poTHyecKkue aaread, cootHomenue 1:3; 4 — Bbicokas
[ICT'P, umerorcsi TOABKO MPOATEPOCKAEPOTHYECKHE AA-
Aean, cootHomenue 0:4).

Anarus yacToT Hamboaee PACIPOCTPAHEHHDBIX «Tall-
AOTHIIOB» MYyTalMH MHTOXOHJPHAAbHOrO reHoMa (zoas
B BbIGOpKe Goree 5%0) mpeactaBreH B TabA. 2.

Hau6oree pacnpocrpanenHble aHTHAaTePOCKAEPOTH-
geckue «ramnrotunbly CGAG u CGGG Berpesarucnh
y 21,3% yuactauxos uccaegoanus (taba. 2). B uerom,
27,6% yuyacTHHKOB HMCCAeZIOBAHHS MOKHO OXapaKTepH-
30BaTh KaK AMII, HMEIOIINX HHU3KYIO FeHeTHIECKYIO Mpe-
PACIIOAOKEHHOCTb K aTepockaeposy. Hauboree pacrmpo-
CTpaHeHHble TPOAaTePOCKAEPOTHYECKHE  «TaTlAOTHIIbI»
TAAA, TAGG u TAGA Berpevaruce y 44,8% yua-
cTHHKOB HccaezoBanus. B ueaom, 49,5% yuacrhukos
HCCAeZOBaHHs MO2KHO OXapaKTepHU30BaTh KaK AMI, HMe-
IOIIMX BBICOKYIO T€HETHYeCKYyIO MPeApacrioA0zKEeHHOCTD
K aTepockAeposy. acToTa BbIABAGHHS AAS OCTaAbHbBIX
«ranAoTHIOB» cocTaBasira MeHee 6%. Taxum o6pasom,
CYILECTBYIOT HECKOAbKO BeCbMa pacIpOCTPAHEHHbIX
«TallAOTHIIOB» MyTallMd MHTOXOHZPHAABHOTO TeHOMa,
oxsarbBaromux okoro 65% BeiGopkH Haceremns pas-
AMYHBIX PETHOHOB MHPA; 2/3 3THX «TalAOTHIIOB» CBsi3a-
HbI C TIOBBIIIEHHOH MPeAPaCIIOAO2KEHHOCTbIO K aTepOCK-
Aeposy. DTH ZaHHbIE BIIOAHE COYETAIOTCS C SIHAEMHOAO-
THYeCKHMH MOKa3aTeAs MU PaclipOCTPAHEHHOCTH aTepoCK -
Aepo3a M CepedHO-COCYAUCThIX 3a60AeBaHHI.

Awnarus accoumanmu coBokynHocTH myTauui («rar-
AOTHIIOB» ) C TPEAPACIIONOKEHHOCTBIO K aTepOCKAEpPO3y
TnpescTaBAeH B TabA. 3.

W3 aauubix, npeacrasaennbix B Taba. 3, caeayer,
YTO IMPEATIONOKHTEAbHAs! CTeleHb IeHeTHIECKOro PUCKa
MHTOXOH/IDHAABHOTO  «TalAOTHIIa» [0  MyTalHsM
m.3256C>T, m.i12315G>A, m13513A>G u
m.15059G>A Auneiino cBsizana ¢ a6COAIOTHOH TOAILM-
HOH MHTHMO-MeZIHaAbHOTO CAOSI COHHBIX apTepuil U Bblpa-
2KEHHOCTbIO aTEPOCKAEPOTHIECKUX BAANIEK B 06CAe0BAH-
HOH TPYTITie AMIl — YYaCTHUKOB SKCIEPHMEHTAAbHO-KAH-
HHYECKOTO HCCAEOBAHHS.
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