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Summary
ANALYSIS OF GENE POLYMORPHISM IN METHIONINE SYNTHASE
REDUCTASE IN PATIENTS WITH CORONARY HEART DISEASE AND
DIABETES TYPE 2
Davydchyk E.V., Snezhitskiy V.A., Stepuro T.L., Nikonova L.V.
Grodno State Medical University

The aim of the study was to examine the distribution of alleles frequency and
genotypes of gene polymorphism A66G methionine synthase reductase (MTRR) in
patients with coronary heart disease (CHD) and diabetes mellitus (DM) type 2 and in
healthy individuals. 90 patients were included in the study. The study didn’t.reveal
significant differences in the frequency of genotypes and alleles of polymorphic
marker A66G MTRR gene in patients with coronary artery disease and diabetes
mellitus type 2 in compared with the group of relatively healthy patients.
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Beenenue. Cyxaenue o (yHKUHHM 3HAOTEINS HE BO3MOXKHO 0€3 H3y4eHHs
okcuga azota (NO), KOTOpbIi MHOTHMH HCCIEI0BATENSIMA PACCMATPUBAETCA Kak
0a30BbIi pakTop aHTHaTeporenesa [1].Kmoueras poias NO 3akimrouaercss B TOM, 4TO
OH SIBJISIETCS MOUTHEWIIMM Ba30AWISTATOPOM, HO BMECTE€ C TEM OKa3bIBaeT
aHTHUArperaHTHoeE, MIPOTUBOCBEPTHIBAIOIIIEE, MIPOTUBOBOCIIAIUTEILHOE u
antunponudepatuBHoes aeicTeue [1,2]. Cunte3 NO npoucXoguT HpH ydacTUU
dbepmenta NO-cuHTasbl. B Hacrosiiiee BpeMsi YCTaHOBJICHO HAJIMYWE B OPraHU3MeE
yenoBeka 3 ¢hopm NO-cifiTas — HelipoHalIbHASI, MaKpodaraibHas 1 HI0TeIHAIbHAS,
OJIHAKO KJIFOYEBYIO poyib B cuHTe3¢ NO B SHIOTEIMOLMTAX UTPAET SHIOTEIUATbHAS
NO-cuntaza. 3 wruna (eNOS3) [1,3]. HMeHHO €€ aKTUBHOCTh ONpeAeiseT
GYHKINOHATHHYO TTOJHOIIEHHOCTH YHIOTENHS, KOHTPOJIUPYS TOHYC COCYZOB B OTBET
HaseTuMydsaiuio [1]. I'en NOS3 pacnonoxen Ha xpomocome 7q35-36. Jlumb s
omHoro u3 4-x wusBecTHbIX mnoaumMopduaMoB reHa NOS3 wunentudumrpoBaHa
FOMOJIOTHYHOCTh ~ CTPYKTYp  T€HOTHMIA U  KOJUPYEMOM  aMHUHOKHCIOTHOM
MOCJEI0BaTeIbHOCTH: 3aMeHa T'yaHuHa TUMUIUHOM B 894 mosuuum (G894T) 7
sk30Ha reHa NOS3 nOpuBOIUT K  3aMENICHUID TUIYTAMUHOBOM  KHUCJIOTBI
acriaparuHoBoi B 298 no3unuu Mosekyisl pepmenta (Glu298 Asp).

Heab ucciaenoBanusi. M3yunTh pacnpenesneHne 4acTOT ajljiejiell 1 TeHOTUIIOB
no noaumopduzmy G894T rena snporenuanbHol cuHTeTasbl NO y MalMEHTOB C
umemudeckoit 6onesnrsto cepana (MbC) u caxapasim guabderom (CJl) 2 tuna u y
MPAKTUYECKHU 3I0POBBIX JIUII.
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Martepuabl 1 MeToabl. O0cie0BaHO 83 HE COCTOSIIIMX B POJACTBE YEJIOBEKA
(Mmy>xxuuH — 41, )xeHimuH — 42). [TaruenTh! ObLTN pa3ziesieHbl Ha 2 Tpynmbl. 1 rpyrmma —
53 mnanwmenta, ctpagatomme MBC u CJI 2 Tuma, KOTOpblE HAXOJWJIHCh Ha
CTallUOHApHOM  JieueHMH BY3  «I'poJHEHCKHH  00JaCTHOM  KIMHUYECKUM
KapJiuojoruueckuit neHtp». CpeHuii BO3pacT maueHToB coctaBmi 63 roaa (59;67).
I'pynimy 2 coctaBunu 30 oTHOCUTENBHO 370poBbIX nanueHToB 0e3VbC u CJ1 2 tumna,
KOTOpPBIE ObUIM OTOOpPAHBI 10 KPUTEPHUSM BKJIIOUCHHS B JJaHHYIO rpynmny Ha 0aze V3
«ITomukymmauka YB/I r. I'pogHO».

B wuccrnenopanue He BrIOYanuch mamveHThl ¢ CJ[ 1 Tuma, moyeyHOW H
IIEYEHOYHOM HEJO0CTAaTOYHOCTHIO, HAJIUYHMEM 3a00JI€BaHMI IITUTOBUIHOM 3KEIE3Bl C
HapymieHueM (QpyHKIMH, ocTporo kKopoHnapHoro cunapoma, XCH ®K IV na moment
obcnenoBanmsi. Ompenenenne mnonumopduoro wmapkepa reHa ,NOS3 (G894T)
OCYILECTBIISUIM C MOMOIIBI0 METOJA IOJMMEPA3HOM LIETTHOW peaKIuu ¢ AeTeKIuen
pe3yNbTaTOB B PEXUME pEaIbHOrO BPEMEHU C MPUMEHEHHEM Habopa peareHTOB
npousBoacTBa «JIutex», PD. Boinenenune renomuoit JJHK yenoBeka mpoBOaUIOCH
HabopoMm peareHToB «JIHK-3kcmipecc-kpoBb». AMmudukaiiuio JHK npoBoanim Ha
ammiuukaropeRotorGene-Q («Qiagen», ['epmanust).

CraTuCTUYECKHIT aHaJIW3 TPOBOAWICS C TOMOMIIBI0O HEMapaMeTPUUYECKUX
Meto10B B nporpamMmme «STATISTICA 10.0». Pazfauuusa cHYATAINCH CTaTUCTUYECKHU
3HauMMbIMU I1pu p<0,05.

Pesyabtarhl ucciaegoBanusi. C MOMOIIBIO OHIAWH-KATBKYJSITOpA OBLI
MPOBEJEH pacyeT COOTBETCTBUS pacClpe/CAEHHs '4acTOT ajuielied U TeHOTHUIIOB B
BHIOOpKE paBHOBecuio Xapau-BaitHOepra.  Ananu3 pacrnpeneseHuss 4acToT
reHoturnoB 1o nosmMopduzmy G894T rena NOS3 mokasain, 4o u3 00111ei BEIOOPKU
reHotunn GG BeisiBieH y 43 manueHToB (51,81%), renotun GT y 34 denomek
(40,96%), remotun TT y 6 mnamuentoB (7,23%). Amiens G 1o JaHHOMY
noJIMMOp(pHOMY BapuaHTy BhIsIBJIEH B 72,29%, anmnens T — B 27,71%. IlpoBenenHoe
reHotunupoBanue mnosuMmoppHoro wMapkepa rteHa NOS3 (G894T) BwisBUIIO
pacnpenenenue renotunoB GG, GT u TT kak 54,72% (n=29), 37,73% (n=20) u 7,55
% (n=4) y naiuenToB 1 Tpymibl 1 kak 46,67% (n=14), 46,67% (n=14) u 6,66% (n=2)
y manuenToB 2 rpymimsl (p>0,05).

VY mnanueHtoB /1 rpynnel ¢ reHotunoM GG CTEHTHPOBAHUE KOPOHAPHBIX
apTepuil ObLIO BbIMOJIHEHO B 22,64% (n=12), B 16,98% (n=9) ¢ renotunom GT,
3,77% @=2) e¢.renorunom TT. Aoptokoponapuoe (AKII) u mammapokopoHapHOE
myatrpoBanue (MKIII) mammentam 1 rpymmbl, y KOTOPBIX ObLT BBISBIEH T€HOTHI
GG, BrinosiHeHo B 22,64% (n=12), ¢ renotunom GT — B 15,1% (n=8), ¢ reHoTHUIIOM
TT—3,77% (n=2) (p>0,05).

3akiiouenue. Takum 00pa3om, B pe3ysibTaTe MPOBEICHHOTO UCCIICI0BAHUS HE
OBLJIO TOJYYEHO JOCTOBEPHBIX OTIWYHI 10 pacnpeneneHuto renotunoB GG, GT, TT
nosmmMoppHOTO Mapkepa reHa sHpotenuanbHo cuHTeTazbl NO (G894T) mexmy
naupeHTamu | u 2 rpynmnsl. He nosrydeHo n1octoBepHbIX oTiMunii o renorunam GG,
GT, TT y nauuwedTtoB | Tpynmbl, KOTOPHIM OBUIO BBIIOJHEHO CTEHTUPOBAHUE
kopoHapHsbIx aprepuii, AKII n MKIII.
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Summary

POLYMORPHISM OF GENE OF ENDOTHELIAL SYNTHASE NITRIC
OXIDE
Davydchyk E.V., Snezhitskiy V.A., Stepuro T.L., Nikenova L.V.
Grodno State Medical University

The aim of the study was to examine the distribution of alleles frequency and
genotypes of the polymorphism G894T in the.gene of endothelial NO synthase in
patients with ischemic heart disease (IHD) and diabetes, mellitus (DM) type 2 and in
healthy individuals. 83 patients were examined. In,result no significant differences were
obtained in distribution of genotypes GG, GT,, TT polymorphic marker of the gene of
endothelial NO synthase (G894T) between thepatients of the 1% and 2™ groups.
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Beenenue. B cTpykTrype mnpodeccrnoHanmbHOW TMATOJOTHH  3a00JIeBAHMS
OpraHoB JbIXaHUS — OJHA M3 BEAYLIUX NPUYMH HHBATUAM3AIUM U CMEPTHOCTH,
HO3TOMY BOIPOC peadMINTALMU ATUX NAI[MEHTOB SIBISETCS aKTyaJbHOU MpoOiaeMoin
MeanuuHbl Tpyaa [1,2].

JledeOHO-TIPODUTAKTHIECKIE MEPOTPUATHS 0 BOCCTAHOBICHHIO 3I0POBBS
NAlMEHTOB C MPOo¢decCHOHANBHBIM 3a00JI€BAHUEM BKIIIOYAIOT 3 BUJIA peaOUIUTalUu:
MEAMIIMHCKYIO, COIMAIbHYIO, TpodeccHoHanbHy0. MeaunuHckas peadumuTaus
HampaBlieHa HA  yJOydmieHue  (QYHKIIMOHATBHOTO  COCTOSIHHS ~ OpraHU3Ma,
npodUIAKTUKY PEIUAMBOB UM TPOTPECCHUPOBAHUSI 3a00JICBAaHUS; COIMAlbHAS — Ha
BO3BpAlllCHHE K HOPMaJbHOW KM3HU B OOIIECTBE, MPUCIOCOOJICHHIO MAlMEeHTa K
HE3aBUCHMOMY COCTOSIHUIO B OKpYKaIOIEW cpene, YIydllIeHHEe KayecTBa JKU3HU U
COLIMAJIHOTO CTaTyca; MpogeccCHOHalbHasi — HAa BO3BpAIICHHUE MalUeHTa K TPYAY,
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