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[REIA] I 1RATH 4078 L B B ol s ookt
[hEBHRESEEIES] R3I78.99

B4 ] SR AT 88 ( Helicobacter pylori ,Hp) — R e 4R 3 2
RPN MEEARE, EAANTEM pH EREPEKE
. EHGE, FERXER 0% RARG: Hp, K BFERBA
Hp MR #i590% """, Hp TEEHFATHE, RSH
BHEFHEER BHRAAREE SRR TERAENEE
AR USHBREFERAAHELENRE RBRATX
AP, W TATE L B (helicobacter pylori L-form, Hp-L) £
Hp FMUBEGREE T, R 1N E R B, B K Z BB
T ORI B < BRIE AR (Hp BRIEK) , EfE R —
MEMEOREFIT AKYIERANFE A5 EB0E L,
EREHVMEREY , &30k Hp-L 5EBMELRE—FR,

1 Hp # Hp-L &M EWERHY

1.1 Hp#y#&#fedHhF4it Hp B S"H MEHZKFR
S FEZYLEAGAEL AETERERKREESH, K
1.5~5.0 pm, 52 0.3 ~1.0 pm, FELR, KFEH, &
HAEHEE KEMKTRA, S—HENEBSEEA
MM F HA22 50 nm W EIBRREGHWAHE, AMAE B FEE
BERES, Hp REUMFEAE HENBEEKFEK
RHMETE, HRAN H WREESREREMN PIEM
A REOABURSEENTIHRNAREREXER
( cytotoxin associated gene,CagA ) E F #1751 # & ( vacuolating
cytotoxin, VacA) B %, 15k, Hp WEABEARTHEIKE
BRED AL R B REREKE ., &
EBLFEAKES .DNA B8 BRSNS, IEEHESIEE A,
A S 8 P e A R, L 4 P 4 6 A
NEER:HEABTABEERA SR, 5 HAE T,
BEEENERE AHT Hp FABRRREEH, R
HEEEY, TARRFEM B HREARAES . R
EARELR Hp RRARA — LB ENEHBET (1)
KFHEERBIHXEESEREERA L 2 HEEHT,
o0 Cag-PAI'™) ; (2) it LA B R 7E Y 1K FIEFEE N LB
HIMELRAARMUMEHRERRE, FAREERNIRE

[ #ehi H #1] 2007-06-12

[RE&TH ] L8EHETARFEHF VT8 B (KJ2007A098)
(fFERLL] IBIREE FRBLHHE, T8 8 233030
[fEERN] BEm(1980- ), &, HEHTE.

[T#ARIRMB] A

SR, FHRL #K

B, 40 Omp HI%; Q) DB HRERH FRENEL LA B
7~ Hp LA—F R itlal s R e&RE.

I —
2 SRR

1 Hp 2"S" MK KHK(EZHAE x1 000)

1.2 Hp-LB&&hfipEhn KEHRREHA, LEH
HHWETERF T B &R MRS T 8RS 69 K 4
BEGRRGTIITG B M T A0 B 4 L &Y, Hp R4, 76 B Wi R
HOEER NERRETAREN TSR ETHREN
HBE BB TITE A Hp-L &, Strberg ° #118 0. 03 mg/ml £
PTATEME ATl IR U ER KSR Hp-L B, T
Hp-L B2 Hp M40 88 GG B, OB & B LA i
BHRAMS 7 ESRE (6 Hp) ML FE—EH SRR,
(MBELHE(10x100) BEHEARBENLTHE
LB —HESHH, A BBRE . ER& . ETFR . R BR G
Bkt %, K/NA% " (LA 2) ; Jungblur 2" B4 6 s 481
SCH % TR Hp-L &Y e 37 8% 3% 35 49 Hp 394K 8/ 40%
ERTRTERIEBFI% 0.23 pm® 0.39 um®;She %12 R 7
¥4y Hp-L AAHWE HTUFAEERETETHH T
HAES " WY 2 Hp-L RIAIE BN R &6k,
HIRNTREHENL, B FEERK, B EASEREEL
MME BERIEH A /MEEE <0. 15 pm, 58I AT
5, B RR A/ METE AR B R . (2) B R 1 -
4L 2t Hp-L BRI R 44T 4 € (K DNA 32505 A6
Y1, AT RS M I e 2k, 5 SR B R P 4 45 4% DNA B#4)
EigEAER, TARELERERRE, C)HEkELR
£ B, 77 T8 : Bumann %57 P — 4 % iz eh 2k 35E B Hp-L BUFIJR
HHERE QR4 1 500 #, R HRZ R -
K EMMEESS Hp-L ARy AR A SR
SRR — B, 3 R A (9555 T8, Bt



HEEFRFHR200 F1 ARMEL 1S

B2 HpL MMk ERERFEE/NME(EZLE x1 000)

HEWTBEmER, EVERERRERE. HpL RS
FEAEYEFENENEFERAE: 1) HBH Y%
PUAMIRGTEM, X Hp fa Hp-L RBALE T RE R L 40 A
BERE R, X BB i KBRS R 5 T8 E M F &
QIR E M, AT 67K B33 % s Rietschel 21 583X
HREHNEHEIERERNMXTROEES. (2)Ri#
PR E R, RS TR ERIEKED HpL B
(<1.28 x10°/ml) 55 o4 b 382 560 55 {8 #F 400 M 389 5 , 32k 7 T
BEIRERMRE, 3)BRAERMBRYE: EHREMZ
2k, Osaki 25" B G R4 B ) Bk Hp-L BA» WA §: 48
FE IO AY IL-8 HCJR B 436 89 20, 8078 E 5T Hp-L BAYRAER
Ri%2, ATI{E Hp-L RIE B 778 766, RS HER, A
CHREANEEZAGTEENFERE. SIBRERE K. 15,
Hp-L M E YRS REMHLEARESHMZ L,
Figueroa %*! A A2 EHE B Hp-L AT SR —HAH
%ATHEE, Hua %7 f] ELISA 34 80/ B3 Hp-L B R 3t
JRBE A9 IE SRR N, B Hp 87 Hp-L 25 ISR BERIMAL
R —E K R RN . — B 5TIE M, Hp-L
BIHLIR 5 I E A8 H AU B, S0 54 40 O BE B 5 L
AHRETRRA T . B2, Hp-L REFHEN R BT
R RIE R —FAEER R, WHUR N BORE LR,
2 Hp-LBS5MmEXR

Figueroa %'* i E H AL+ Hp-L B RB %
BTRZREHAT RS, #R Hp-L BERAMKH
HFHETRESEBORER %, B, FTRAZE" % 98 fla
AR Hp-L RURYHITRN , K A QG4 Hp-L MM
EEWBARKERARITEEL N Hp-L BB SEE
FEEMEEMR FIERETELERREmN S XS EBY
RE,
3 Hp-L MMBENH

81 F Hp-L %15 Hp Mg HgFnAE 1P AR 0L, PO T R
AXEBUEILE: (1) MEAR EEHF Hp A EEH
JERLSY 10 CagA FIR EAFSY , BUX B9 Fi7E Hp-L B
FERLIZER ; (2) Hp A 3 1 40098 56 R A 2 0 0 2 R R 38T
BEBMOREFEB 2 FL Hp-L BRfS BB A%
] BB S5 X EEHLHIE £,
3.1 Hp E2HBATEHANS
3.1.1 CagA BIUEL 60% Ky Hp B#H CagA,Cag =Y £
CHENEHE T, FERZRF 40 kDa WHIRFEXEHEXE
BHEERS  AEFRD R EERS TS B HER
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PRI AR T BB, Kauser £V 138 CagA SE 4 Hp M
RELEAE T RAEER, T CagA EEHIER Hp Bt E 5
KAEEM, Wu 7 B R 0, Hp B CagA* AN E &Y
RERFERABHOYLS, L E Y Hp Bt CagA” £ 5
B, Hp b CagA EATTREAEF R R ETRIEM, ¥BE
IR HTE Hp BRIyt CagA” BB E T 29.7% A p53 8
MR AE , T 7E Hp /&Y CagA~ ME BB E L 11.1% 5 p53
B, B TE Hp B CagA " HE ¥ W, X{EFH pS53
HEHREEAE Hp Bt CagA* BEFHEEHFEBENEM, Guo
2514054 CagA £ fE b 8 36 E L BF 2 ( cyclooxygenase 2,
COX-2) &k, M COX-2 fEEMP it Fik, Bt Hp B
CagA " BT BEE T pS3 B .COX-2 TR EFVHGIEF
BEE,
3.1.2 R¥M HpfAXBRER XMHEHHTEEN
BUFBPEEERT, REMESREKBAEM 8L
BOEEH ARVA S REFHBRFREANSE. B
AHBETRERTEYE, B155 8 BB DI EE , Lk M B
BREA B R R IE H A, B HC 3 B (R 1 B R M
BB E M B RT SBARMN S At S B REE, &
KRIBEBAWER.
3.2 HpEWELARFA-HHALBRELAONH
3.2.1 HpBUWMEE pS3 FERE HERpS3 HEE
AGREERMBREZ —, K4 50% B ALK MBERE p53 &
HZE3E, IEH p5S3 & G 1 DNA B {545, IR DNA # 2
5,053 WEE RERMEE BE 1L, $E7F B 9% 68T [/l 4
DNA 5, tREHE KM ,p53 NidE 845 T iy WAFI &
EF R, W B ARG B AR T, # R
BREEEMAREE, MEEW psS3 BEAANAETE
WEAR pS3 BERMAERKMHER, MAFSEABEEN
EE, SRER pS3 EERERANFTERRZ—, HHb,
Hp Bifs /=4 ) K B NO W] f# p53 DNA P3| &4 C: G—A: T
B4R, ERMFERH,p53 ZEBRESHILEZAEE
AERRERERFHMR M ER, THRIRE ™, p53
EARTHEFEMARRIMAGHAS P LN, BT Hp Bl
AHESIE pS3 BHET AT SR G WAL, HBiELE )
18 p53 BHREETE Hp By CogA " BB EHEEEEM,
3.2.2 HpBUEEEME bel2 BHERIEX bel2 HEAKRIE3
KWMER EMACER, N TFERRESIENBRAT Y
AWMEER, ERMELMAIETE , RS ARER LTS,
SHAMREEE M, AR R A E MR, bel2
LA LLES RIS REAEES A MBI PES | EM A RETEA,
Yang &' 4R 1@ ¥ B 451 B 4 F Hp #FEFI{E bel-2 1%
FTAERE S REEHEAM IR DNA ZHREHH
TRV AREEBRENE BREHEA A, Hp #id bel-2
BEEFYHEE SIRAT- NI SREBELE, B Bax,
c-myc FE 4,77 LUt R A MBI B a2,
4 RE

BETEASE X Hp S EBXRWHAREL, T Hp-L B
B S5EBAROARES, HAHRPESBLERED
BPMEANAER DAL ERFHEEDIR, HEBY
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BRFERPELUTHA@E: (1) Hp-L MInfTEHE7E B RE
TASE B, #MHAE; (2) Hp-L MES T REEKF
LB, B4R Hp-L B5 BB XA RBRILE E AR
HE . BREEY Hp-L ANRA B HETBBRER
BYPCERE—E2E . EEMAIAR, 30 BB E
RO HIHEE,
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