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OBHAPYX XEHUE TEHOTOKCHUYHOCTH HELICOBACTER PYLORI APAI
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OnuuM 13 HaKTOPOB, MHAYLHMPYIOIIUX Pa3BUTHE PAKOBBIX 3a00JI€BaHUH, SBISICTCS XPOHUYECKast HHPEKIUs
Helicobacter pylori. Mexanusm paelicteusi 6aktepuu Ha JIHK kieTku x03siMHA MOJIHOCTHIO HE BBIACHEH. B Ha-
cTosiei pabore ObUT HCCIIEI0BaH TeHOTOKCHYECKHI TTOTEHIHAN ABYX ITaMMOB H. pylori: nukoro tuna H. py-
lori P12 n MyTaHTa, HE HECYIIIET0 «OCTPOBKay MartoreHHocTH, — H. pylori APAI na knerkax HeLa (kapunHoma
snomerpusi) U AGS (kapuuaoma xenynka). [Tospexnenune JJHK onpenensiiu ¢ momomnrsio merona JJHK-komer
B HEWTPAIBHBIX YCIOBHSX IT0 ITapaMeTpy MOMEHTa XBOCTa «KOMETEI». [lokaszano, uro oba mramma H. pylori e
Be3bIBaiy noBpexenns JJHK B xiretkax HeLa n AGS npu paznnaaoM konudecTBe 6akrepuii Ha KieTky (ot 20
10 500) B Tedenue 6 4 nHPuIUpoBaHus. B kinerkax AGS Taxke He Ob110 00HapyskeHo nmoBpexxaenus JJHK mo-
cie 12 4, ograko mocie 24 4 nHQEKIUN KIETOK KapIMHOMBI JKeIyJIKa MyTaHTHBIM mTammoM H. pylori APAI
Ha0II0aTIOCh PE3KOE YBEIMUCHNE MOMEHTA XBOCTA «KOMETBI», B TO BpeMs Kak y mITaMMa aAuKkoro tuna H. pylo-

ri P12 reHoTokcuyeckux 3pPeKToB He 00HAPYKEHO.

Knwouessie cnoBa: Helicobacter pylori, reHOTOKCHIHOCTB, MeTo JJHK-KoMeT, kaHIIeporeHes.

[Ipunsarsie cokpamenus: TM — Tail Moment, MOMeHT XBocTa «komeTbI», ADK — akTBHBIE HOopMBI

KHCJIOPO/a.

WNudunuposanne Helicobacter pylori npuBOANT K yBEJH-
YEHUIO PUCKA HE TOJIBKO S3BEHHOM OOJE3HM, HO M paka e-
nynka (Webb et al., 1996; Kuipers, 1998; Mpamikun, JlanuHa,
2000; Goldblum et al., 2002). B pa3Butbix cTtpanax 10 75 %
CllydaeB paka JKellyJKa, a B Pa3BUBAIONIMXCS CTPaHAX OKOJIO
90 % ceszaHo ¢ uHbpeknued H. pylori (Forman, 1996).
B 1994 r. MexmyHapoIHOE areHTCTBO MO U3YUCHHIO paKa OT-
HECJIO XEJIMKOOAKTEpHYI0 HH(PEKIHMIO K KaHI[eporeHaM IepBo-
ro nopsaka (IARC, 1994).

Paznuanble mrammsl H. pylori pa3nndaloTcs MO MaToreH-
HocTH. JloKa3aHo, YTO ITaMMBI, CO/IEpXKAIUe T'eH cagA, BbI-
3bIBAIOT BBIPAKCHHOE BOCIAJICHUE U YCUICHHYIO POIAYKIHIO
uutoknHOB (Grabtree, 1996). Onu conepxar Hanbosee 3Ha-
YUMBIH (haKTOp BUPYJICHTHOCTH, TaK Ha3bIBAEMbIH OCTPOBOK
MATOTeHHOCTH cag (cag pathogenicity island — cagPAl), xo-
TOPBIH SIBIISICTCS] TEHETUYECKH BapuaOelbHBIM Y4acTKOM Te-
HOMa, OTBETCTBEHHBIM 32 aAre31I0 MUKPOOPTaHU3Ma K CIIN3H-
cToit obomouke xenyaka (Mizushima et al., 2002) u psin apy-
IMX TATOTEHHBIX CBOMCTB, KOTOpPBIE MOTYT NPHUBECTH K
pasBuTHIO paka xemyaka (Watanabe et al., 1998; Montecucco,
Rappuoli, 2001).

OnHako MOJISKYJISIPHBIH MexaHusMm nevictBust H. pylori
KaK KaHIIeporeHa /10 KOHIa He BeIICHEH. HensBecTHO, cuHTe-
3upyert i H. pylori MyTareHHbIE MM KaHLIEpOTeHHbIE (haKTo-
pBI, oBpekaaeT au O6akrepus Hanpsmyto JJHK kietkn xo3s-
VHA WIN SIBJISETCS HENPSIMBIM KaHIIEPOTCHOM, BBI3BIBAs IO-
Cpe/ICTBOM 00pa30BaHUsI TEHOTOKCHYECKUX METa0OJIMTOB, B
YaCTHOCTH CBOOOJHBIX paJUKaJOB, MyTal[MM B KJICTKAX JIIH-
TENusl, MPUBOJAIINE K KUIICYHONH MeTaruia3uu U atpodude-
CKOMY TacTpHUTY.
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OHUM U3 COBPEMEHHBIX MPSMBIX METOJIOB OTIPEIeIICHUS
TeHOTOKCUYHOCTH SIBIIICTCSI METOJ TeIb-3JIeKTpodopesa n3o-
nupoBaHHbIX kieTok win JJHK-komer (Comet Assay). DtoT
METOJI BIIEPBBIC ObLT peuTokeH B 1984 1. 11 OnleHKH MHITY-
uupoBaHHbIX paanauued JJHK-noBpexneHnit B KileTKax miie-
xormraromux (Ostling, Johanson, 1984). MeTos ocHoBaH Ha
perucTpanuy pa3IuyHoi noaBuxHoCcTH nospexaeHuon JTHK
JIM3UPOBAHHBIX KJIETOK, 3aKJIFOUEHHBIX B arapo3HbIi I'ellb MO
JIEUCTBUEM TMOCTOSIHHOTO 3JIEKTpUueckoro mnofs. [lpu stom
JHK murpupyet k aHoIy, GOpMHPYS IIMEKTPOHOPETHUCSCKIIHA
cjeJl, HallOMUHAIOIUI XBOCT KOMETHI, MMapaMeTPbl KOTOPOTO
3aBUCAT OT CTENEHM NOBPEXAEHHOCTH ucciaenyemoi JTHK.

Lenpro HACTOSIEH paOOTHI IBUIIOCH BBISIBIICHHE TTOBPEIK-
neans JIHK kIeTok KapIMHOM JKellyKa U SHIOMETPUS MpH
WHOUIUPOBAHUN WX IITaMMaMu H. pylori, pa3awmdHBIX TIO
OCTpPOBKY natoreHHocTu cagPAl.

Martepuaj U MeTOAUKA

OKCIIepUMEHTHl MPOBOIIIN Ha JABYX JMHHAX OITyXOJle-
BBIX KJICTOK 4einoBeka: Hela (kapuuHOMa SHIOMETpHUS) U
AGS — ATCC CRL 1739 (ageHokapiiHOMa KelyaKa) U3
koyekn HCTHTyTa MHPEKIIMOHHOM Ononorun nM. Makca
[Tnanka (bepnun). Kitletkn KyJabTHBHUpPOBaNIM B 6O-TyHOUHBIX
wianirerax B cpeae RPMI-1640 (Invitrogen, ['epmanust), co-
nepokameit 10 % smOproHansHOM Tensaubeit ceiBopoTkH (Bio-
chrom, I'epmanus), B atmocdepe 5 % CO, npu 37 °C.

Knerkn unHpumupoBanmm mrammom Helicobacter pylori
P12 cag+, vac+, BeIieNneHHBIM U3 OMONITAaTa MMAIICHTA C SI3BOM
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Puc. 1. 3nauenne MoMeHTa XBOCTa «komeTe» TM mocie nHpUIH-
poBanus xnerok HelLa mrammamu Helicobacter pylori.

a—munbexuus | 4, 6 —undekuus 3 4, 6 — uHPEKIM 6 4. 3aumpuxosantvle

cmonbuxu — unbexuust H. pylori P12, cepvie — H. pylori APAl; K — un-

TaKTHBIE KIIETKH, KOHTPOJIb; /, 2 — 200 GakTepwuii Ha kieTky; 3, 4 — 500 Oak-

Tepuil Ha Kietky; HoOp — 06paboTka mepekuchbio Bogopoaa. 3ee30ourka —
P <0.001.

nBeHannarunepctHoi kumku (Schmitt, Haas, 1994), u my-
tautoM H. pylori APAI, nedekTHbIM 110 HAJIWYHIO OCTPOBKA
natorennoctu (Odenbreit et al., 2001). bakrepuu BeipanuBa-
ma npu 37°C Ha L-arape, cogepxaiieM BaHKOMMIIMH
(10 mMxr/mir), B aHadpOOHBIX YCIIOBHSIX B aTMOcdepe cMecH ra-
30B Campynogen — 5 % O,, 10 % CO, u 85 % N, (Oxoid,
Iepmanmus).

[epen nnumpoBanreM OakTeprun UHKYOHpoBain 18 u B
KHUIIKOW TiTatensHol cpexe BHI, comeprkamieit aHTHOMOTHKH
BankomuIyH (10 Mkr/mi), TpumeronpumM (1.25 MKr/mir) U Heo-
ctatuH (1 Mxr/mim) s nukoro tumna H. pylori P12 n BaHKOMHE-
muH (10 Mxr/mi), TpumeronpumM (1.25 MKT/MIT), HEOCTaTHH
(1 mxr/mi) n xanomuuH (8 Mxr/min) mst H. pylori APAL. bax-
Tepun pecycreHaupoBand B PBS u nmoGaBmsmm K KiIeTKam
HelLa u AGS B paznuunoil koHueHtpamuu — ot 20 go 500
Oakrepuii Ha 1 kiIeTKy. UHCII0 KHU3HECTIOCOOHBIX KIIETOK OITpe-
JETSITN TIOCIIE OKPAIIMBAHKS KyJIbTYPhI B TEUCHHE 2 MUH TPH-
TIAaHOBBIM CHHUM B CYETHOI Kamepe ¢ TOMOIIBI0 MUKPOCKOTIA.
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I'enoTokcuuecknit >PHEKT OLEHUBATH MO KOIMYECTBY
nospexxaennoir [IHK B renome ¢ momolinpio mMeroga HEUT-
panbubix JIHK-xomer, ucnonesyst Comet Assay Kit (Trevi-
gen, CIIIA). Cycnensuro xnerok B PBS (1105 xir./mi) cme-
HIMBAJIM C arapo30i ¥ HAHOCUJIM Ha peaMeTHoe cTekio. [Ipe-
mapatsl BbyiepkuBad 20 MuH B TemHoTe mpu 4°C u
TIOTPYXKAJIH B COCY/I, 3AIIOTHEHHBIH JTH3UPYIOIIIM PaCTBOPOM
(Lysis Solution, Trevigen), na 40 MuH. 3aTtem cTeKIa ¢ JIU3HU-
POBaHHBIMH KJIETKaMH TIOTpy’kaiu Ha 30 MHH B IIEJIOYHOM
pactBop, pH > 13, ormeiBaim 2 paza o 5 mun TBE-Oyde-
POM U MOMEIIAIN B KaMepy Ul TOPU30HTAIBHOTO AJIEKTPO-
topeza. Dnexrpodope3 mpoommmu mpu 1 B/cm B Teye-
Hue 10 MuH npu komHaTHOW Temmneparype. Ilo oxoHuanun
ANEKTPO(OPETUUECKOTO pa3jieieHHs Mpenaparbl MepeHOCH-
11 B 70%-HBII pacTBOp dTaHOJA Ha 5 MHH, BBICYIIMBAIU Ha
BO3AyXe U okpammBaiu pactBopoM SYBR Green 1. IIpenapa-
ThI aHAJIM3UPOBAIN C TOMOLIBIO (PIIYOPECLHEHTHOTO MHKpO-
ckora (Nikon Microphot-FX) npu anunax BosH B030ykK/e-
Hust ¥ peructpannu 494 u 521 M coorBercTBeHHO. M300pa-
JKEHHE «KOMET» 00padaThiBallv, HWCIIONB3YS MPOTPAMMEI
CometScore. B xakgoM BapuaHTe MOACUUTHIBAIA HE MEHEE
50 xyeTok. B xauecTBe MO3UTHBHOTO KOHTPOJIS MCIOIB30Ba-
mm ki1etku, oopadorannsie 100 MmkM H,0, B Teuerne 20 MuH
npu 4 °C.

I'eHOTOKCHYHOCTH MUKPOOPTaHU3MOB OIIPEAEISIIN 110 01
HOMY M3 HamOollee HCIOIb3yeMbIX MH(OPMATHBHBIX Iapa-
METpoB — MOMeHTy xBocta «komeTb» (TM, Tail Moment),
KOTOPBIN PacCUNTHIBAIN KAK MTPOU3BECHUE MTPOIEHTHOTO CO-
nepxxanus JJTHK B «xBocTe» Ha IUTMHY «XBOCTa» B YCIIOBHBIX
enununax (Olive et al., 1990, 1992).

Craructudeckyto o0paboTKy pe3ysbTaTOB MPOBOAMIN B
nporpamme Statistica 5.11 ¢ ncrnonp3oBaHueM HellapamMeTpu-
yeckoro kpurepusi Kommoropoa—CMmHpHOBAa B KadecTBe
kputepust JoctoBepHocTU. [Ipu aToM P < 0.05 npunuManu 3a
JIOCTOBEPHBIN YPOBEHb 3HAYMMOCTH.

PesynbraTtel n 00cy:KkaeHHe

[ToBpekeHne KJIETOK yKapHOT IPH XEITMKOOAKTEPHOM
MH(EKIUH BO MHOTOM 33aBUCHT OT JUTMTEILHOCTH WHKYOHpPO-
BaHMA KJIETOK XO03iuMHa ¢ OakrepusiMu. JlnurenpHas HMH(pEK-
ST TPUBOJIUT K THOEIN YacTH KJIETOK. MBI yCTaHOBHIIH, YTO
B Te€UeHHE MH(EKINH, JUIsIIencs 6 4, He HaOmoaeTcs rude-
JIM KJIETOK M OTCYTCTBYIOT noBpexaenusa JHK, o uem cBupe-
TEJILCTBYIOT OJIMHAKOBbIC 3HaueHHss TM B ONBITHOM BapHaH-
Te, Te KJIeTKu WHKyOupoBamu ¢ H. pylori P12 u H. pylori
APAI, n koHTpoIbHOM — 0e3 WHKyOammu ¢ OaKTepHsIMu
(puc. 1). Ilpu 3TOM CcXOXM€ JaHHBIE TMOJTYYEHBI HA KJIETKaX
AGS, rne 3nagenus TM nocne 3 9 uakyoupoBanwus ¢ H. pylo-
ri P12 w H. pylori APAI (200 GakTepuii Ha KIETKY) COCTaBIISI-
mn 1.65 u 0.83, a mocine 9 u — 4.17 u 3.74 COOTBETCTBEHHO,
YTO COMOCTABUMO C PE3YIIbTaTaMH, TOJYyIEHHBIMH Ha KJIETKAX
HeLa (puc. 1, 6, 6). [lockosibKy pa3Huna B 4yBCTBUTEIBHOCTH
KJIETOK OTCYTCTBOBAJIA, B IaIbHEHUIIIEM MbI IIPOBOIHIIH DKCIIE-
PUMEHTHI ¢ KynbTypoit AGS (ageHOKapIHHOMA JKEITyIKa), KO-
TOpas HanboJiee YacTo MCIOJIB3YETCSl ISl U3yUeHHUsT BO3CH-
ctBus H. pylori Ha KJIETKH YeJOBeKa in Vitro.

Co3nanue Oosiee UIMTEIBHOTO Pa3sBUTHS MH(EKINH, 10
12 4y uHKyOMpOBaHus OakTepuil ¢ KJIeTKaMH X03s1Ha, Tpedy-
©T YMEHBIIICHHS KOJMUeCTBa OaKTepuii Bo n30exaHue Macco-
BOW THOeNN KIIETOK. B CBSI3M ¢ 3TUM MBI CHU3MIIM UCXOJHOE
konmuectBo Oaxrepuit B 10 pas. [Tociie 12 4 nHpHUIMpOBaHUs
He HaOII0Jamy MpPEeBBIMICHHUs THOEIN KIIETOK B ONBITHBIX Ba-
pHaHTax ¢ 00OMMH IITAMMaMH 110 CPAaBHEHUIO C HEMH(UIIHU-



Oé6napyacenue cenomokcuunocmu Helicobacter pylori APAI memooom /THK-komem

1007

60 r a

40 |
30 |
20

40 F
30 |
20

TM™, ycu. en.

40 F

i " |
30 1

NN NN

K 1 2 3 4

H,0,

Puc. 2. 3nadyeHne MOMEHTa XBOCTa «KOMETh» TM mocne uHUIu-
poBanus xiretok AGS mrammamu Helicobacter pylori.

a— nadexnus 6 4, 6 — nudexnus 12 4, 6 — undexnus 24 4. 3awmpuxosan-

note cmondouxu — unexuus H. pylorii P12, cepvie — H. pylori APAI; K —

HMHTAKTHBIC KIIETKH, KOHTPOJIb; /, 2 — 20 OakTepuii Ha kieTky; 3, 4 — 50 Gak-

Tepuil Ha kietky; HoOs — oOpaboTka nepekuchio Bogopoaa. 3ge30ouka —
P <0.001.

POBaHHBIMHU KJIETKaMu. Taioke HE BO3pociu 3HaueHHs TM,
YTO FOBOPUT 00 OTCYTCTBHU F€HOTOKCHYECKOro 3¢ eKra ma-
TOTeHA B JaHHBIX YCIOBUAX MHKyOanuu (puc. 2, 6).
KynbrusupoBaHue KIETOK ¢ OAKTEpUsIMH B TeUeHHUE 24 4
TIPUBEIIO K THOEITN OKOJIO TIOJIOBHHBI KJIETOK B ciaydae H. py-
lori P12, B TO BpeMsl Kak B KOHTPOJILHOH ¥ MH(QUIIMPOBAHHOM
MYTaHTHBIM InTaMmoM H. pylori APAI nonynsuusx rudenu
He HaOmomamu. JTo 00BsACHIEeTCs 0oJiee arpecCHBHBIM ITOBE-
JieHueM OakTepuu JAMKOrO THIIA 10 OTHOIICHUIO K XO3SUHY,
YeM MYTaHTHOTO, Y KOTOPOTO OTCYTCTBYET OCTPOBOK I1aTO-
TeHHOCTH cag, YY9acTBYIOUIMH B YCHJIEHHH BOCIIAJIUTEIILHOTO
npoiiecca (Peek et al., 1995), B akTHBalMu TPAHCKPHUITIIUOH-
HBIX ()aKTOPOB M CHTHANBHBIX myTer (Naumann et al., 1999).
Taxxe n3BecTHO, 4TO OakTepws, Hecymas cagPAl, naxynu-
pyer Oosiee BBICOKHMI YpPOBEHb aKTHBHBIX (DOpM KHCIOpOJa
(ADK) B KIIeTKaX SMUTEIHS JKEIyAKa, IPUBOISIINX K UX I0-
Bpexaenuto, uem mramm APAI (Ding et al., 2007). Onnako
HMEHHO HHUIMPOBaHUe KIeTOK H. pylori APAI B TeueHue

24 94 HEOXXWJIAaHHO BBIIBIIIO yBEIHUYEHHE 3HaueHHH TM 1o
cpasHenuto ¢ H. pylori P12 (puc. 2, 6).

B xone skcnepuMeHTOB pasHuIbI B noBpexaeHnn JJTHK
WHTAKTHBIX ¥ HHOUIHUPOBAHHBIX XEINKOOAKTEPOM KIIETOK, 32
UCKIIIOUYeHHeM 24-yacoBoro uHGuuupoBanus xietok AGS
H. pylori APAI, He BbIfBICHO. BeposTHO, MOBpexIcHHE
JHK, kotopoe nosiBisieTcsi B pe3yJsibTaTe AJIUTEIBHON XEu-
KOOaKTepHOH MH(EKIMK ¥ TPUBOANUT K HEOOPATHMBIM H3Me-
HEHUSM, BOSHUKAET B HEOOJBIIOM KOJIMYECTBE KiIeTOK. Kpo-
M€ TOTO, HEe3HAuWTEeJIbHbIC, (PyHKINOHAIBHO 3HAYMMBIC IIO-
Bpexaenuss JIHK HEBO3MOXXHO JE€TEKTHPOBATh METOAOM
JIHK-xomet. Cxopee Bcero, maccoBoe moBpexaerne JTHK,
BBISIBJICHHOE 9THM METOJIOM, MOYKHO OOHApPYKHUTh TOJIBKO KaK
pe3yJbTaT IUTENLHON XpOHWYECKOW MH(pEKIHH. DTO MOoJ-
TBEPXK/IAIOT MOCIICTHNE JAHHBIC O 3HAYUTEIEHOM yBEIHICHUH
JUIMHBI XBOCTa «KOMETBI» IMPU WH(UIMPOBAHUN XEIHKOOaK-
tepom Mongolian gerbils B teuenne 1—6 mec (Velazqu-
ez-Guadarrama et al., 2007).

Hamm naHHbBIe CBHUIETENBCTBYIOT O TOM, YTO TOCJIE HH-
tdurmmmposanus H. pylori APAI B Teuenme 24 4 BBIABISACTCS
peskoe yBennyenue 3HaueHnit TM B kietkax AGS (puc. 2, g).
[To-BuaMMOMYy, 3TO SIBJISICTCS CIEACTBHEM HAKOIUICHHS T'€HO-
TOKCHYECKHX MeTabonuToB, mpeanonoxuteabno ADK, dro
MPOUCXOJUT U TIPH HH(PHUIUPOBAHUH JJUKUM IITaMMOM H. py-
lori P12 B Tex ke ycnoBusax. OIHAKO, TTOCKOIBKY Hanboiee
TIOBPEX/ICHHBIE KJIETKH MOTHOANN, JETEKIUS TOBPEXKICHUM
JIHK B mocnemnem ciayyae He MpeAcTaBisiiach BO3MOKHOM.

Taxum obpa3om, amutensHas napekus H. pylori (bonee
24 4), HECCOMHEHHO, MPUBOIUT K 3HAYUTEIBbHBIM MOBPEKIE-
HUSIM T€HETHYECKOTro ammapara KjIeTok. Poibs ocTpoBka marto-
TeHHOCTH cag B JAHHOM IPOIIECCe BPSA[ JIM 3HAYUTEINBHA, TI0-
CKOJIbKY ¥ Je(eKTHBI IITaMM BBI3BIBAET ITOBPEKIACHUS
JHK. CuHTe3 U MpOHUKHOBEHHE B KJIETKY OCIIKOB, KOAUpYe-
MBIX IIUTOTOKCHHACCOIMMPOBAHHBIM TCHOM CAgA, BBI3BIBACT
aroNTOTUYECKUM KacKaJ IPOTEUHKUHA3HBIX PEAKLUH, IPUBO-
JSIIIIX K HETOCPEJCTBEHHOW TMOEIH KIETOK, MOITOMY IIO-
Bpexkacaus JIHK mocne wHQUIUpOBaHHMS IUKUM THIIOM
H. pylori ve 3adukcupoBaHo.

PesynbraTel HacTosmiel pabOTHI CBHIACTENBCTBYIOT 00
0c000l ONAacHOCTH XPOHHYECKNX MH(EKINH MaloBUPYJICHT-
HBIMH mTammamu H. pylori.

ABTOpBI BBIpaKAIOT OarogapHocTh aupexropy Uuctu-
TyTa MHPEKINOHHON Omonorum uMm. Makca Ilmanka r. bep-
nuHa npod. T. d. Maiiepy 3a mpenocraBieHHe ITAMMOB H
KJICTOYHBIX KYJIBTYD.

Pabora BeimonHeHa npu ¢uHaHcOBOI monaepxke 'K
«Pa3BuTHe HayYHOTO MOTeHIMana Beicmed mkoxsny (PHIT
2.1.1.1005), Poccwuiickoro ¢onna pyHIaMEHTAIBHBIX HCCIIE-
noBauuil (mpoext 07-04-01051) m mepcoHanbHOTO TpaHTa
[ManaTe! genyraroB r. bepnuna.
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GENOTOXICITY OF HELICOBACTER PYLORI APAI IN DNA COMET ASSAY

M. O. Anikeenok,! O. N. Ilinskaya

Department of Microbiology, Kazan State University;
! e-mail: marina.anikeenok@gmail.com

Chronic infection with Helicobacter pylori is a factor inducing development of cancer diseases. The mecha-
nism of its action on the «host» DNA is still not clear. In present study we investigate genotoxical potential of
two strains of H. pylori: wild type H. pylori P12 and PAl-deficient mutant H. pylori APAIL. DNA damage was
detected by DNA comet assay in gastric adenocarcinoma (AGS) and epithelial adenocarcinoma (HeLa) cells un-
der neutral conditions using Tail Moment as a quantitative parameter. It was shown, that infection of AGS and
HeLa cells with both strains H. pylori at different multiplicity of infection (20—500) for 6 h and infection of
AGS for 12 h did not induce DNA damage. Our results revealed a significant dose-dependent increasing of Tail
Moment in the AGS cells after infection with mutant H. pylori APAI for 24 h, while genotoxity of wild type
H. pylori P12 under the same conditions was not observed.

Key words: Helicobacter pylori, genotoxity, DNA comer assay, carcinogenesis.



