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YAK 616.33:575.113:541.7
POJIb [IOJIUMOP®U3MA T251A 'EHA IL-8
B IIATOI'EHE3E 3ABOJIEBAHUMU KEJIY KA

A. B. Boponaesa

Pecny0ukaHckuii HAYYHO-MPAKTHYECKHUI IEHTP
PaIManMOHHOI MeIMIMHBI M IKOJOTHHU YeJioBeKa, r. 'omenn

Lens: ounennts 3HaYMMOCTH oauMopdusma rera IL-8 (T251A) B narorenese 3a00neBaHni KemyaKa.
Mamepuanst u memoost. B nccienoBanme BKIFOYeHO 250 MAIMEHTOB ¢ AUaTHO30M « XPOHUYECKUN TaCTPUT» U
72 manmenTa ¢ auarHo3oM «Pak sxemyakay. [ ompenenenust mommmopdusma rexa 1L-8 (T251A), BersBierns JJHK
H. pylori u CagA reHoTHIa HCIob30BaIM METOA ajlIeNbcneluYHOM onumepasHol nenHoi peakuyu (AC-ITLP).
Pezynemamut. Hammune y nanmenta reHotuna TA IL-8 (T251A) noBslaer puck pa3BUTHS paka >kelyiKa B 2 pasa
HE3aBUCHMO OT cTaTyca uHpuImpoBaHHOCTH CagA MON0XKUATENFHBIMHI MITaMMaMu H. pfvlori (p =0,000).
3akntouenue. I'enotun TA IL-8 (T251A) 3naunmo gamme Berpedancs npu PXK: ¢~ = 0,006; OLLL — 2,07; 95 %
JU 1,22-3,53. JlnarHocTu4eckasi 4yBCTBUTEIILHOCTh ONPEIEIEHUs] JAaHHOTO TeHOTHIA COCTaBisieT 55,6 %, quarHo-
cTudeckas crnennpuyHocts — 62,4, Hanuuue 1OCTOBEpHBIX PaziMyMii B pacHpeselIeHHH ajulesiell U TeHOTHUIIOB
CBHJICTEIBCTBYET 00 acCOIMANK NOMUMOP(HOro Mapkepa ¢ 3a00JIeBaHUEM, B JAHHOM CIIy4ae HAIWIHE Y MalMeHTa
reroTtuna TA IL-8 (T251A) moBsmaeT puck pa3BUTHS paka >kelyaka B 2 pasa. [lpu M3YHEHHH B3aHMOCBA3H MEJy 1O-
smumopdusmom IL-8 (T251A) u arpodueii xemyka TOCTOBEPHBIX Pa3IMYUil HE BBIIBICHO (x =0,249). Cratuctuiecku
HEJIOCTOBEPHBI M PA3/IMuMs MEX/Ty CTENeHbI0 aKTHBHOCTH TracTputa M mommmopdusmom IL-8 (T251A) (F = 0,341).
Tarxke He yCTaHOBIIEHA B3aWMOCBS3h MEXKIY HOHI/IMOp(I)I/BMOM IL-8 (T25 lA) n nHpuIIpoBaHHOCTEIO CagA+
wrammamu H. pylori B 06enx u3ydaemsix rpynmax — y° = 0,188 B rpymme XI' u ¢* = 0,181 B rpynme PXK.

Kirouessle cioa: H. pylori, TeHOTHUIL, aJIely, HUHTEPIICHKUH-8, PaK >KelyaKa, FaCTPHUT.

THE ROLE OF IL-8 (T251A) GENE POLYMORPHISM
IN THE PATHOGENESIS OF GASTRIC DISEASES

A. V. Voropayeva

Republican Research Centre for Radiation Medicine and Human Ecology, Gomel

Objective: to assess the role of IL-8 (T251A) gene polymorphism in the pathogenesis of gastric diseases.

Materials and methods. The study included 250 patients diagnosed with chronic gastritis and 72 patients diag-
nosed with gastric cancer. To define IL-8 (T251A) gene polymorphism, and detect the DNA of H. pylori and CagA
genotype, we used the method of allel-specific polymerase chain reaction (AS PCR).

Results. The presence of TA IL-8 genotype (T251A) in a patient increases twice as much the risk for gastric
cancer regardless of the status of CagA infection with H. pylori positive strains (p 0.006).

Conclusion. TA IL-8 (T251A) genotype was significantly more prevalent in gastric cancer: 3* = 0.006; OR —
2.07; 95 % CI 1.22-3.53. The diagnostic sensitivity of detection of this genotype makes up 55.6 %, the d1agnostlc
specificity — 62.4. The presence of reliable differences in the distribution of alleles and genotypes is indicative of
the association of the polymorphic marker with the illness, in this particular case, the presence of TA IL-8 (T251A)
genotype in a patient increases twice as much the risk for the development of gastric cancer. While studymg the interrela-
tions between IL-8 (T251A) polymorphism and stomach atrophy we revealed no reliable differences (* = 0.249). The dif-
ferences between the activity of gastritis and IL-8 (T251A) (3¢* = 0.341) polymorphism are statlstlcally unreliable. No in-
terrelation between IL-8 (T251A) polymorphism and CagA+ infection with H. pylori strains in both the studied groups
was found: ¢* =0.188 in the group with chronic gastritis and %* =0.181 in the group with gastric cancer.

Key words: H. pylori, genotype, alleles, interleukin-8, gastric cancer, gastritis.

Beeoenue

H. pylori — muxpoa’podmibHasl TpaMOTpH-
HarenbHas OakTepws, MpUYKMHA Pa3BUTHs 3a0oie-
BaHUM XKeIyJKa W JIBEHAAUATUIIEPCTHOW KHUIIKH
[1]. OnHa KOJIOHM3UpPYET B CIIOE CIHU3U, MOKPHI-
BAIOLIEM KEJTYJAOYHBIN MUTENNHN, U €€ NPUCYTCT-
BHE MOYTH HEM3MEHHO CBSI3aHO C BOCTIAIUTEIHHOM
UHQHUIbTpaNUel CIU3UCTONH OOONOYKH IKETyIKa
(COX). H. pylori xonoHU3UPYET HE TOJILKO CIIOM
3aIIUTHOM CIU3H, HEKOTOPOE KOJIMYECTBO OakTe-
puii agre3supyercs W B KIIETKaX DJIHTEIUS aH-
TPaAJILHOTO OTHENA JKEIyAKa. AIre3ust CrocoocT-
BYeT MHTCHCHUBHOMY DPa3MHOXCHHIO U KOJOHHU3a-

MU MHUKPOOPTaHU3Ma, TO €CTh CO3/1aeT YCJIOBHUS
JUIA BBIPAOOTKM TMPOBOCIATUTENBHBIX ITUTOKHMHOB
Y TIOBPEXICHUS CIM3HUCTOI, UTO, B CBOIO OYepe/b,
MPUBOJHUT K Pa3BUTHUIO S3BEHHOM OOJI€3HU JBEHA-
JIATUNIEPCTHON KHIIKK WM aTpo(UYecKoro ra-
ctputa [0]. Unatepneiikunpt (IL) SBISIOTCS KITIO-
YEBBIMH ITUTOKMHAMH, CIIOCOOHBIMU BIIUSTH Ha
pocT omyxoJieil, a 0OJHOHYKJIEOTHAHbIE TOIUMOp-
¢u3mel B rerax IL (B Tom umcne IL-8) mMoryT cy-
IIECTBEHHO BIHATh Ha JKCIpPECcCH0 Oenka MIu
W3MEHSTh ero (YHKIHUIO, ¥ CIOCOOCTBOBATH pas-
BUTHIO racTpuTa M paka xemyaka [3]. [IpoBenenst
HCCIIEIOBAHUS, COTTIACHO KOTOPBIM MOJIUMOPHU3IM
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TeHOB IIUTOKWHOB, aKTUBHPOBAHHBIX H. pylori, Mo-
JKET SBIITHCS TEHETHYECKUM (PaKTOPOM pHICKa pas-
BUTHA 3aboneBanuii kenynka. E. M. Dmp-Omap
Oy OJIMKOBAJ TAHHBIE O TOM, YTO TIOTUMOP(OHU3IMBI
rena uHTepaeiikun 1B (IL-1B) 1 ero anTaronucra
penienitopa uHTepacitknaa (IL-1RN) cBs3adsl ¢
TIOBBIIIICHHBIM PHCKOM Pa3BUTHS paka jKelyaKa U
TUTIOXJIOpTHApHeH cpeman Oenoro HaceneHus 1omb-
mw u [lotnanaum [4]. OH ke cooOmTII, YTO TE€HO-
Ul (hakTopa Hekposa omyxoiu amb(a (TNF-o) u
unteprneiikuaa-10 (IL-10) 3HaYWTETHHO TMOBHI-
[IAfOT PUCK Pa3BUTHS HEKAPAHAIHHOTO paka Ke-
JMyJKa ¥ HAIMYUEe HECKOJIBKHUX TOIMMOP(HU3MOB B
MIPOBOCTIAIINTEIHHBIX ITMTOKWHAX, Takux Kak IL-1,
IL-1RN, TNF-a u IL-10 cBsI3aHO ¢ NOBBIINICHHLIM
PUCKOM pPa3BUTHA paka xemyaka [S]. Uarteprneii-
kuH-8 (IL-8) urpaer BakHYIO pPOJb B IATOTCHE3E
undexuu H. pylori, aBiseTcs OCHOBHBIM MeHa-
TOPOM, WHAYIUPYIOIINM XEMOTaKCHUC ¥ aKTHBa-
A0 HEUTpO(HIOB, BBIPAOATHIBACTCS KJIICTKAMH
JKEITyTOYHOTO STHTENNS B KAYeCTBE PaHHETO OTBE-
Ta Ha wHUIUpoBaHWEe Oaktepuei. Tarke cumra-
ercs, uro 1L-8 mpuBiekaeT u akTUBUPYET (Haroiu-
THI U BBI3BIBACT MOBPEKACHUE CIM3UCTON 000JI0Y-
KH pEeaKTUBHBIMH KHUCJIIOPOAHBIMHU pamukaaamu [6].
IL-1 m TNF-0 Takke CTHMYJIHPYIOT BBIPaOOTKY
IL-8 [7]. U3ydas momumopdmsm IL-8 (T-251A),
uHumpoBanue H. pylori u TacTpomyoneHaTLHBIC
3aboneBanus, M. Ohyauchi u coaBT. onpeaenummy,
YTO HaJu4uue ajiens A MoKeT OBITh CBA3aHO C
nporpeccuei H. pylori — mo3uTHBHOU aTpodum
JKEITyIKa ¥ MOKET IPUBECTH K YBEIMUEHUIO PHCKa
pa3BUTHS paKa >KemyaKa W SA3BEHHOH OOJe3HH B
Slmonmu [8]. AHamOTWYHBIE PE3YNIBTATH TOyde-
HBI HccnenoBarensmu u3 Kopen [9].

daxTopaMH pHCKa Pa3BUTHSA paka >KEITyIKa
ABIISAIOTCS Talkoke aTpodusi, MHTECTUHAIbHAS MeTa-
TUTA3Us M AWCIIIa3Hs, KOTOPBIE Pa3BUBAIOTCS B pe-
3yJbTaTe XpoHUUecKoro uHpuimpoBanus H. pylori.
Pa3BuTHe NaHHBIX COCTOSHHMII COOTBETCTBYET BO3-

pacTy marnpeHTa Ha Hadajo WH(UIMPOBAHMSI U Ha-
mmanio CagA — reHa-MapKepa IaTOTeHHBIX IITaM-
MoB Oaktepun [10, 11]. M3ydenne ydacTus moju-
MOPQHBIX JTOKycoB IL-8 B BoCIamuTEIFHOM TIPO-
Iecce TO3BOJIMT TOJYIHTh OoJiee TIIyOoKoe mpe-
CTaBIJIEHUE O Pa3BUTHU TaCTPHUTA U paka >KeIyIKa.

Henw

OLEeHNUTh 3HAYAMOCTH TOIUMOp(dH3Ma TEeHa
IL-8 (T251A) B marorene3e 3a00JIeBaHUNA KEITY/I-
Ka cpenu 0eI0pyCCKOTO HaCEICHHUS.

Mamepuanvl u Memoowvl ucciedo6anus

B kauecTBe Marepmana AN HCCIIEIOBaHUS
rcnonb3oBamchk onontarel COXK U menbHas KPOBb
250 mammenToB (cpemauii Bo3pact 52 roma) (37, 62)
¢ xpoHudeckuM ractputroM (XI') m 72 marueHToB
(cpemmmii Bo3pact 67 net) (58, 74) ¢ pakoM KeTyaKa
(P2X). Bce ob6cnemyeMbie TaIMEHTHI, COTIACHO JaH-
HBIM aHKETHPOBAHUS, SIBISUTICH OETOpyCcaMHu.

KpoBb 1 poBeneHusT nccaea0BaHui 3a0u-
paiu U3 JIOKTEBOM BEHBI OJHOPA30BON WIJIOH B
crieruanbHyo ¢ 3/1TA BakyyMHYIO CHCTEMY THITA
«Vacuette», mpoBoamiIn 00pabOTKY M IONTyYaJIH
Iia3My Y JICMKOLUMTapHYyIO Maccy. BeineneHue To-
tanpHOM JIHK mpoBOAMIM COpOIIMOHHBIM METOIOM
Ha KOJIOHKaX C MCIOJIh30BaHNeM IpoTenHasbl K.

Kommaectso JIHK onpenensmi doTomerpude-
cky; npenapatsl JIHK, orBeuatorue craHmapTHbIM
TpeOOBAHMSM, HCIIONB30BaIH s ipoBeneHust [TLP.

PeakunonHas cmech cocrosiia u3 2,5-Kpat-
Horo I1IIP-6ydepa (xkcmmenmmanon, 7,5 MM MgCl,,
Tag-monmmepaza) cMmecn HykineotuaoB tTHTD —
10 MM, cmecu npatimepoB (V3-F, V2-R) — 5 Mum
¥ JEeNOHN30BaHHOW BOABL. OO0OBEM pEaKITMOHHOM
cMecH CcoCTaBIIAI 50 MKII, KOJIMYECTBO MCXOTHOM
JHK c¢ xonmentpamueir 20 ar/mxn JHK —
2 MKJI. AMITTH(UKAIAIO TTPOBOIHIIN B aMILTA(H-
katope Palm Cycler ¢pupmbr «Corbett Researchy
(ABctpamus).

Mapkepsl 1 mnapamerpsl mnpoBeaeHus I[P
MIpeJICTaBIeHkI B Tabmutle 1.

Ta6muma 1 — Ilapamerps! npoBenenus [P mis BesiBienust H. pylori m onpeneneHust moanMopdusma

rena IL-8 (T251A)

Mapkep, noauMopduzm

[TocnenoBarenbHOCTD MpaiiMepoB

Pexum amrumndukarmm

C97-20/H3A-20

OnpenensieMblii pparMeHT 765 1LH.

F1: ggctatgacgggtatccgge
R1: gcegtgeageacctgtttc

95 °C — 3 muH 1 1k

95°C—30c¢
63 °C — 60 ¢ 35 ukioB
72°C—60c¢

72 °C — 60 ¢ 1 1ukn

OnpenensiemMble (GparMeHThI
A: 114 n.u.
T: 114 n.u.

CagAF1/CagABI F1: gataacaggcaagcttttgaggga 95 °C — 3 muH | 1uKn
R1: ctgcaaaagattgtttggcaga 95°C—30c¢c
55 °C — 60 c 35 uukios
Onpenensiembiii pparmenT 349 1.H. 72°C—60c
72 °C — 60 c 1 nuxn
IL-8 (T251A) F1: 5’-aatacggagtatgacgaaaa-3’ AC-IILP

R1: 5’-ctagaaataaaaaagcatacat-3’
R2: 5’-ctacaaataaaaaagcatacaa-3’

1 muxa (95 °C — 3 muH); 35 nuKIOB
(95°C—30c¢, 53 °C—1 mun, 72 °C—40¢c);
1 ok (72 °C — 5 muH)




IIpob6.1emor 300p0Bovs u 3K0.402UU

31

HccnenoBanrne 1O BBISIBICHUIO CYMMAapHBIX
(IgA, IgM, IgG) arturen k 6enky CagA H. pylori
MIPOBOJMIJIM C HWCIIOE30BAaHMEM MMMYHO(EpPMEHT-
HOM TECT-CHCTEeMBI «XeIuKo becT-anTuTenay,
3A0 «Bexkrop bect», HoBocubupck.

PacnpenenieHre 4acToT TE€HOTHIIOB W ajliefiei
OLICHVIBAJI B COOTBETCTBUH C paBHOBECHEM Xapau —
BaitnOepra m ¢ HCIONB30BAaHUEM IIPOTPAMMHOTO
makera «Statisticay, 6.0.

Peszyremamut u 0o6cyrcoenue

B pesynbraTe mpoBenEeHHOTO HWCCIIEIOBAaHUS
crierurueckas ppakmust pasmepom 765 1.H., Xa-
paktepusytomas npucyrcteue JJHK H. pylori B
aHaM3upyeMoi mpobe, BbisiieHa B 136 (54,4 %) u3
250 uccnenyemsbix npenaparoB JJHK mammenTtoB ¢
XI" u B 41 (56,9 %) — c PXK. Cratuctruecku 3Ha-
YUMBIX DPa3IHYAd B WH(UIMPOBAHHOCTH MEXITY
rpynnamu He BbisiBlieHO. B rpynmne PJK BwisBieHa
CTaTHCTHYECKN 3HaYMMasi Pa3HHUIIA BBIABICHHUS O0-
pasroB, comepxanx CagA MMOIOKUTETHHBIN TeHO-
Tur (45,8 %) 1o cpaBreruto ¢ rpymmoit X1 (32,4 %),
YPOBEHb 3HAYMMOCTH pasiuamii x> = 0,036.

Cymmapusie (IgA, IgM, IgG) anTuTema x
oenxy CagA H. pylori BeisiBienst B 40,4 % wnccie-
JTy€MbIX CHIBOPOTOK KPOBH MaIMeHToB ¢ XI .

Hcmonp3oBanre AaHHBIX MMMYHO(EPMEHTHBIX
TECT-CHCTEM TO3BOJISIET TPOBOAWTD TTOIYKOIAIECT-
BEHHBIN aHAIN3 YPOBHEH aHTUTEIN B BUJIE X TUTPOB.

Tutp TotampHBIX aHTHUTEN K CagA Oenky
H. pylori 1:5 u 1:10, TpakTyeMblii TTPOU3BOINUTE-

JIEM TECT-CHCTEM KaK CIIa0O0MOJOKUTENBHBIA pe-
3yJbTarT, BeIsIBICH y 16 (6,4 %) u 40 (16 %) ot
o0rmrero urcia o0ciaeayeMbIX MarueHToB, 1:20 —
TTOJIOKUTENBHBIN pe3ynsTaT y 39 (15,6 %), 1:40 —
CHJIBHOTIONIOXKHUTENBHBIN — y 6 (2,4 %) 1 coMHH-
tenpHbI — v 2 (0,8 %) obcnenyemsbIx.

[Ipu M3y4eHnn 3aBUCUMOCTH CTETIEHU aKTHB-
HOCTH TacTpHuTa ¥ BeIABICHUS A-CagA TOTaIBHBIX
aHTuTen B moAarpynmnax XI' ¢ BBICOKOH M HU3KOU
AKTUBHOCTHIO OOHApYy>KEHBI CTATUCTHYECKH 3HA-
YUMBIC Pa3TUIHsl B 4acTOTaxX BEIIBICHUSA A-CagA.

I[Ipu XI' ¢ HU3KO#M akTHBHOCTBHIO A-CagA
oOHapyXUBaIHCH B 2,4 pa3za garie, gem npu XI ¢
BBICOKOW akTUBHOCTHIO (p < 0,001). Ilomyden-
HBIH pe3yJbTaT COOTBETCTBYeT ydactuio CagA
Oenka B Kackaje KaHIIEpOTeHe3a, KOTAa BCIe 3a
aKTHBHBIM BOCTIAJICHHEM HACTyHaloT arpodude-
CKH€ NU3MEHEeHWUS.

[Ipu omenke ponu mommMopdusma rena 1L-8
(T251A) B pasBuTHH 3a00JIeBaHUN JKETyaKa pac-
MpeJieieHne TeHOTUIIOB M YacTOTHI ajlleeld cooT-
BETCTBOBAJIO paBHOBeCcHI0 Xapau — BaiiaOepra B
m3ydaembix rpynmnax XI' u PX. Ilo pesynbraTtam
aHanm3a Jactot reHotumnoB IL-8 (T251A) B rpym-
nax nanueHToB ¢ XI' u PX ycraHoBieHo, 4To
pacnpezneneHne TeHOTHIIOB COOTBETCTBYET pPaBHO-
Becurio Xapau — BaitHOepra u ypoBeHb 3HAUNMO-
ctu pasmuanii f° = 0,024.

AHanu3 MOMapHOTO CpaBHEHHS YacTOT T€HO-
THTIOB TIPE/ICTaBJICH B Tabmwuie 2.

Tabmura 2 — Pazmrawst 1o yacToTaM OTACIHHBIX BAPHAHTOB TEHOTHITOB I mommMopdm3ma I1L-8 (T251A)

HuToKuHBI XT prHH;X Yposenp 3Haunmoctn y° | OL | 95 % U
IL-8 (T251A) TT 47,2 % (118/250) | 33,3 % (24/72) | 0,037 0,56 | 0,32-0,97
IL-8 (T251A) TA 37,6 % (94/250) | 55,6 % (40/72) | 0,006 2,07 | 1,22-3,53
IL-8 (T251A) AA 15,2 % (38/250) 11,1 % (8/72) | 0,382 0,7 10,31-1,57
IL-8 (T251A) TA + AA | 52,8 % (132/250) | 66,7 % (48/72) | 0,037 1,79 | 1,03-3,10

Kaxk crmemayer u3 maHHBIX TaOIUITEI 2, TEHOTHIT
TA IL-8 (T251A) 3raurmMo dHare BCTpedancs Mpu
PX 6 9% = 0,006; OLLL — 2,07; 95 % A 1,22-3,53.

JumarHoctudeckas 4yBCTBUTEIIBHOCTD OIIpe-
JIeTICHUs] JAaHHOTO T€HOTHUIIAa cocTaBiseT 55,6 %,
MUarHocTudeckas crnenuuanocts — 62,4, Ha-
JYre JOCTOBEPHBIX PA3NWYNMA B paclpeneieHun
aiyeneid U TeHOTHUTIOB CBUAETEIBCTBYET 00 acco-
IIAAIIN TIOTMMOP(HOTO Mapkepa c 3a0oJeBaHU-
€M, B JIaHHOM ClTy4yae HaJIW4yhe y MalueHTa TeHO-
tura TA IL-8 (T251A) moBsIIIaeT pruCK pa3BUTHS
paka >xenyaka B 2 pasza. [Ipu u3ydeHuu B3auMo-
cBs3u Mexay monuMopdusMoMm IL-8 (T251A) m
aTpoduelt xKemymka JOCTOBEPHBIX PA3IUINil HE BBI-
sBireHO (of* = 0,249). CTaTHCTHYECKH HEIOCTOBEPHbI
Y Pa3IIYMsI MEXIy CTETeHBI0 aKTUBHOCTH T'acTpH-
ta 1 momamopdmmom IL-8 (T251A) (° = 0,341).
Taxke HE yCTaHOBJIEHa B3aWMOCBS3b MEXIY IO-
mumopdmamom IL-8 (T251A) u uHPHUITIPOBAHHO-

cteio CagA+ mrammamu H. pylori B 00enx u3y-
qaeMbIX rpymmax: y° = 0,188 B rpymme XI 1 y* = 0,181
B rpynme PXK. [Tocnennee o0CTOATETHCTBO TPEOy-
€T JIONOJHUTENHLHOTO HM3YYCHUS B CBS3H C TEM,
YTO MPOBOJUIOCH B CPABHUTEIHHO HEOONBIION
BBIOOPKE TTAIICHTORB.

Buieoowt

Anamus mommMopdusma rera 1L-8 (T251)A
BBISIBIUT B3aUMOCBs3h reHoTtHa TA IL-8 (T251A)
C PHUCKOM pa3BUTHUS paKa JKeNyJKa, HO He TIoKa3a
3aBUCHMOCTH OT cTaTyca nHpumpoBanHocty CagA
TTOJIOKHUTENBHBIMU mTaMMamu H. pylori. Heo6xo-
VMO JaNbHeHIee U3yYeHHe JAHHOTO MOJMMOp-
(m3Ma 171 OLIEHKHW €T0 POJIM B pa3BUTHH 3a00Ire-
BaHUI KeIyJKa cpelu OellopyCCKOro HacelneHUs
W OTBETa Ha BOMPOC, KAKHE TCHOTHITHI SBIISIOTCS
3aATHBEIME  (paKTOpaMH TP WHGUITUPOBAHIH
H. pylori n xakue cimyxat (pakTopoM pHcKa pas-
BUTHS TACTPUTA U paKa JKellyIKa.
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CPABHUTEJIbHBIA AHAJIN3 PE3YJIbTATOB ®EHOTUIIMPOBAHUSA U TEHOTUITMUPOBAHUS
IO NOJIUMOP®U3MY N-AHETUJIMPOBAHUSA Y 3TOPOBBIX TOBPOBOJIBLIEB
IOI'O-BOCTOYHOMU ITOIYJAIUN EBPOIIEOU0B PECITYBJIMKU BEJIAPYCb

T. B. Camwiposa, E. H. Muxaiinosa, O. IO. bapanos, E. B. Boponaes, O. B. Ocunxkuna

I'omenbckuii rocy1apCcTBEHHbINH MEIULMHCKUI YHUBEPCHTET

Ilens: cpaBHUTETHHBIN aHAN3 PE3YJIBTATOB (PCHOTHIMPOBAHHUS U TCHOTHIMPOBAHUS MO moiamMmopdmmy N-
aIeTWIMPOBAHUS Y 300POBBIX 100poBoibieB KOro-Bocrounoro perrnona Pecniy6nuku bemapycs.

Mamepuanvt u memoost. Y 30 310poBbix 100poBoibiieB KOro-Bocrounoro pernona Pecniybnuku Benapych ¢
nomotisio Metona [TIP-ITIP® (PCR-RFLP) npoBeneno onpenenenne renotuna NAT2 mo 5 oHOHYKJICOTHAHBIM

3amenaM (T341C, G590A, G857A, C282T , C481T).

Pe3ynomamet. JIokazaHO, 9TO MyTaHTHBIC aUIeId WMEIA MECTO TMpPH JIOO0O0H aKTUBHOCTH N-alleTHITpaHC-

tepaszsl (p = 0,08). KommuectBo myTanTHBIX ayutenelt reHa NAT2 nokasano oOpaTHY0 YMEpEHHYIO aCCOIHALIUIO CO
ckopocThio aneTrwupoBanus (T = —0,633, p < 0,0001). BeposTHOCTh MEUIEHHOTO (DEHOTHIIA AIICTUIIMPOBAHHUS BO3-
pactania o Mepe ypenudenus konudectBa SNP (t =-0,657, p < 0,0001), a npucyrcTBre 4 OJHOHYKIECOTHIHBIX 3a-
MEH YKa3bIBaJIO C BBICOKOH CTEIICHBIO JJOCTOBEPHOCTH Ha MEJICHHBIH (heHoTHN aneTrwupoBanus (p = 0,0007).
Bub1600. OnHoBpemeHHas olieHKa HecKoubkuX SNP B rene NAT2 noBblaer TOYHOCTH POTHO3a (hEHOTHIIA aALeTH-
JIMPOBAHMSA, HO JTayKe OHOBpPEMEHHas! orieHKa 5 SNP He 1mo3BoJsieT 0OTHO3HAYHO MPeACKa3aTh (PeHOTHII alleTHIIATOPA.

Kitrouessie cnoBa: NAT2, reHOTHII, TOTUMOPQH3M, 3I0POBEIE TOOPOBOIBIIEI.

THE COMPARATIVE ANALYSIS OF PHENOTYPING AND GENOTYPING
OF N-ACETYLATION POLYMORPHISM IN HEALTHY VOLUNTEERS
FROM THE SOUTH-EAST CAUCASIAN POPULATION OF BELARUS

T. V. Satyrova, E. I. Mikhailova, O. Yu. Baranov, E. V. Voropayev, O. V. Osipkina
Gomel State Medical University

Objective: comparative analysis of phenotyping and genotyping of N-acetylation polymorphism in healthy vol-
unteers from the south-east region of the Republic of Belarus.

Material and methods. We identified the genotype NAT2 in 30 healthy volunteers from the south-east region
of the Republic of Belarus using the method PCR-RFLP by 5 mononucleotide changes (T341C, G590A, G857A,
C282T, C481T).

Results. 1t was proved that mutant alleles occurred in any N-acetyltransferase activity (p = 0.08). The number
of mutant alleles of NAT2 gene showed a direct moderate association with the speed of acetylation (t =—0.633, p < 0.0001).
Probabilities for slow acetylation phenotype increases with the growing number of SNP (t = —0.657, p < 0.0001),
and the presence of 4 single nucleotide substitutions indicates a high degree of confidence for the slow acetylation
phenotype (p = 0.0007).

Conclusion. The simultaneous assessment of several SNPs in NAT2 gene increases the accuracy of prognosis
for NAT2 acetylation phenotype, but even the simultaneous assessment of 5 SNPs does not make it possible to pre-
dict the phenotype of acetylator definitely.

Key words: NAT?2, genotype, polymorphism, healthy volunteers.



