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THE INVESTIGATION OF ROLE OF ANGIOTENSIN CONVERTING GENE
POLYMORPHISM IN ARTERIAL HYPERTENSION FORMATION
AT PREECLAMPSIA

Zyablitsev S.V., Dgodgua T.V., Kishenya M.S., Chernobrivtsev P.A., Pischulina S.V.

Summary. The molecular-genetic factors of preeclampsia development were
determined. Associations of polymorphic markers I/D angiotensin converting enzyme
with clinical and clinicodiagnostic indexes of pregnant women were showed. The
relation of genetic type D/D angiotensin converting enzyme with gestational arterial
hypertension and excretory function disoder was revealed.
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Peztome. Y cmammi posenanymi ocobauseocmi nonimopgizmy eeny UGTIAL
Bcemanoeneno, wo kniniuni nposisu cunopomy Kunvbepa cnocmepicaromocs He milbKu
y nayienmie 3 mymanmnoro 2omoszucomoiro UGT1AL 7/7, ane u y nayienmie 6
eemepozucomnomy cmani UGT1AL 6/7.

Kniouoegi cnosa: cunopom Kunvboepa, nonimopghizm ceny UGTLAL

Metorwo jgochipKeHHs OyJIo BHM3HAUYCHHS TMOJIMOPGI3MY TeHY
UGT1Al y mamieHTiB 3 KJIIHIYHUMHU MOposBaMHu cuHIpomy Kuibbepa.
AKTyanbHICTh pOOOTHM OOYMOBJIEHA BHMCOKMM pIBHEM IIi€i MAaTOJOri B
MOMYJIAIII Ta CYy9aCHUMHU MOMJIMBOCTSIMH JTIarHOCTHKH 3 BUKOPUCTAHHIM
MOJICKYJISIPHO-TEHETHYHOTO aHaiizy [1].

Marepiau i MmeToaun

VY 78 marieHTiB 3 KIIHIYHUMH TposiBamMu cuHApomy JKuinbepa OyB
Bu3HaueHni anenpHuil mojiMopdizm reny UGT1Al. Buminenns JHK
npoBeneHo pearentoMm «JIHK-skcmpecc-kpoBp» (Jlutex, P®). Myramito
reny UGT1Al Bu3Hayanu 3a JIOMOMOIOI0 TOJIMEpPa3HOl JIAHIFOTOBO1
peakuii Ha ammutigikaropi «Gene Amp PCR System 2400» (Applied
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Biosystems, CIIIA) 3 HacTyITHOO JIETEKIIEI0 OTPUMAHUX Pe3ysbTaTiB B 3 %0
arapo3HOMY Telll.

Pe3yabTaTH Ta IX 00rOBOpPEHHA

AHani3  pe3yJbTaTiB  JIOCHI/DKEHHS  T0Kas3aB, 10  KUIbKICTh
HopMmaiapbaux romo3uror UGT1Al 6/6 ckmanma 33 %, mporeHT
rereposurotioro crany UGT1Al 6/7 nopisuioBaB 54 %, a KUIBKICTB
myTtaHTHHX Tomo3uror UGT1AL 7/7 signmosigHo — 14 % (puc.l).
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Puc. 1. Enextpodoperpama pe3yiabTaTiB JOCIIKEHHS MyTallli TeHy
UGT1Al: K- — nHeraTuBHUW KOHTPOJBHUM 3pa3ok; mpoou 1,5,7,10 -
HOpMaJbHI romMo3urotu; mpoou 2,3,4,8,11 — rereposurortu; npoou 6,9 —
MyTaHTHI TOMO3HTOTH

3a TaHUMHU JTEpaTypy KUIbKICTh MyTAaHTHUX TOMO3UTOT B MOIMYJISIIT
ckiamae 1o 10 %, a rereposuror — 40-45 %[1]. PiBeHb HEKOH IOTOBaHOTO
OutipyOiny OyB mimBumieHuil y 47 % Bumagkax y TaIi€HTIB 3 HasBHICTIO
TeTePO3UTOTH, TPH IMHOMY TinepOouTipyOiHeMiss He mnepeBunyBaita 30
MKMOJIB/JI, a B TAI€HTIB 3 MYTaHTHO T'OMO3UIOTOI IOKAa3HHUKH
rinmepOouTipyoiHemii Oy CyTTeBO BHIUMH i gocsranu 43-51 mxMous/n y
83 % BUMA/IKIB. I'en UGT1A1l KOJIy€ dbepMeHT
ypuauadocharrmokyporintpancdepazy (YIADPIT). YIADIT karamizye
NEPETBOPEHHSI TOKCHMYHOI (ppakiii HEKOH IOroBaHOro OulpyOiHy B
BOJIOPO3YMHHY KOH IOTOBaHy (bpaxiiro O111pyOIHMOHO- Ta
IUTIIOKYPOHUIIB, Oepe  y4acTb Yy  TJIOKYpPOHIZamii  TOPMOHIB,
KCEHOOIOTHKIB, €HJOTEHHUX TOKCHYHMX PEYOBHMH Ta  JIKAPCHKUX
npenapariB [2, 3]. T.u. rinepOumipyOiHeMiss y TeTEpO3UTOTHUX HOCIIB
MyTaIii Takox o0yMoBieHa 3HKeHHIM npoaykiii YJPI'T 1, ax Hachiaoxk,
MOPYIICHHSIM TJIIOKYPOHiAaIlli HEKOH IOTOBaHOTO OuIipyOiHy. 3a JaHUMU
JiTepaTypu 4acToTa KJIIHIYHMX MPOSIBIB cUHIApoMmy JKmibbepa B pi3HHUX
HMOMYJIAIIAX KOJMBAEThCA B Mexkax Bim 5 mo 10 % [1]. Sk mpaBumio, ms
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KUJIbKICTh CITIBMAJa€ 3 KiIbKICTIO romo3urotHux mytamiii UGT1ALl 7/7, B
TO ¥ ke 4ac, yactora rerepo3urotux myrarii UGT1AL 6/7 30inbnryeThes
1o 40-45 % [1]. 1o HemaBHBOTO Yacy JIIOJIU 3 TETEPO3UTOTHOK MYTAIIE0
reay UGT1A1 6/7 po3risaanucs Jaulie sk HOCIi, aje Bce OLIbIna KUIbKICTh
KJIIHIYHUX BUIAJKIB 3BEpTa€ yBary Ha HAasBHICTh SK TinepOuTipyOiHemii,
TaK 1 TUTIOBOI CYMyTHHOT MATOJIOT1].

Jns mamieHtiB 3 cuHapoMoMm JKmipOepa xapakTepHa HasBHICTh
JTUCIIEITUYHOTO Ta aCTEHOBETETAaTMBHOIO BapiaHTIB mepediry. IlamienTu 3
MyTaHTHOIO Tomo3urotoro UGT1ALl 7/7 mwi mposBU MarOTh y OUTBIIOCTI
BumnaakiB — 10 97 %. B Toii xe wac y 54 % mnaii€HTiB 3 reTepO3UroTHOO
dopmoro reny UGT1Al 6/7 Takox cIOCTEpiraimcs pi3HOTO CTYICHS
BUPAXEHOCT! BUIIE3a3HAYEHI MOPYLIEHHS, SIKI BIPOT1IHO, OOYMOBIIEHI $IK
TOKCUYHOIO JI€I0 T1IBUIIEHOT KOHIIEHTpaIlli HEKOH FOTOBAHOTO O11ipyOiHy,
TaK 1 B3HWKEHHAM €(QEeKTUBHOCTI eJiMiHaIlll eHJIOTEHHUX TOKCUYHHUX
PCYOBHH 1 KCEHOOI0THKIB BHACIIOK 3HIKeHHS cunTesy YIDI'T [4].

BucHoBku

Kiiniuni nposiBu cunapomy Kunb0epa crnocTepiratoTbCs He TUIbKH Y
HaIieHTiB 3 MyTaHTHOIO romosurororo UGT1ALl 7/7, ane # y Bumanky 3
rerepo3urororo UGT1AL 6/7 y 54 % Bunankis.
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ONPEAEJEHUE ITIOJIUMOP®U3MA I'EHA UGT1A1
Y HAOHUMEHTOB C CUHAPOMOM KNJIBBEPA

3s6mneB C.B., Enbckuii B.M., [Tnmynuna C.B., Kumens M.C.,
UepnoOpusues [1.A., Jlunuesckas JI.II., Konecaukosa C.B.

Pe3iome. B cratbe paccmoTpennl ocobeHHocTH mnonuMopduzma rena UGT1AL.
Y CTaHOBIJICHO, YTO KIMHUYECKUE MPOSBICHUN CHHIpoMa JKuianOepa HaOIIOMar0TCS HE
TOJILKO Y TalMeHTOB ¢ MyTaHTHON romosuroroit UGT1AL 7/7, HO W y manueHTOB B
rerepo3urotaom cocrosiuuun UGT1AL 6/7.

KiroueBsle cioBa: cunapom Kuinsbepa, monmumopdusm rena UGT1AL
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IDENTIFICATION OF GENE UGT1A1 POLYMORPHISM
INTHE PATIENTSWITH GILBERT'SSYNDROME

Zyablitsev S.V., Yelsky V.N., Pischulina S.V., Kishenya M.S.,
Chernobrivtsev P.A., Linchevskaya L.P., Kolesnikova S.V.

Summary. Characteristics of UGT1A1 gene polymorphism was considered in this
article. Clinical presentations of Gilbert’s syndrome were observed in both cases: in the
patients with mutant homozygote UGT1AL 7/7 and in the patients with heterozygote
UGT1A1 6/7.
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Pe3ztome. B pobomi npoananizo8ano egexmuHicmv GKIOUEHHS 8 KOMNIEKCHY
JIKYBANbHY — NPOSPAMY  HEUpOYUPKYIAMOPHOI  OUCMOHII  ceancié  iHMep8anlbHOi
Hopmobapuunoi einoxcumepanii. Ilokazano, wo make JNiKY8AHHA CHPUSE 3HAYHOMY
3MEHULEeHHIO 3aNaMOPOYEHH s, Kapoian2ii, 3HUNCEHHIO MUCKY KPO6I | (izionozizayii tioco
YUPKAOHUX KOJIUBAHD.

Knrouoei cnosa. netipoyupxyaisasmopHa OUCmMonis, 2inokcumepanis

Hetipormpkynsaropaa aucronis (HI/I) € omaumm i3 mommpeHHX
3aXBOPIOBAHb JIIOACTBA. 1i yacToTa y Jofell MOJOJOro BiKy KOJNMBAETHCS
Bix 30 10 50% i HaBiTh 10 80% [1], mpuuomy npubimsao y 30% 3 Hux
MPOTSTOM >KUTTS PO3BUBAETHCS TINEPTOHIYHA XBOpoOa, a ToMy, mpodiema
MEpPBUHHOI MPOQPUIAKTUKH apTepiajbHOl TIMEepTeH3ii € aKTyalbHUM
3aBJIaHHSIM Cy4acCHOI Kap/110JI0Tii.

Merta gociiipkeHHs noJisrajia B aHali31 BIUIMBY CEaHCIB 1HTEPBAIbHOT
HopMoOapuyHoi rimokcurepanii  (IHBI'T) Ha mepebir 1 3araibHy
e(eKTUBHICTb JIIKyBaHHA xBopux 3 HL/I.

MarepiaJu i meToau

o nocmimkenns BkmroueHo 38 xopux Ha HIIJ Bikom 24,1+0,2
poku, cepen skux Oymo 13(34,2%) wyonosikiB 1 25(65,8%) KiHOK.
TpuBanicte 3axBoproBanHs craHoBwia 0,7+0,1 poky. Kpurepismu
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