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BV B R A IM)31 B, & 14.81%(31/216), FHEULE
FRIG A 334, & 15.28%(33/216), HIE 46 EHHE K.
VR B b A A e R B & 20 CagAT H pydori FEWVE B 38
EEER XMW EH,BHT1.43%, 67.74%, 72.73% vs 17.39%,
P<0.05).
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W AT B (Helicobacter pylori, H pylori) B3
B E %, HOEREREEIRERETMEE RE
NBE H py]orl R EG m, RERIMEICE R D
B, WENBREHA pylori nJ#AETRER, LN
H pylori BRHZERENEE. NN H pylori
& EE Cagh 54 pylori MBUREDIAHLD .
CagA'H pylori WRIBHTREZEREE R, B EENE
S A A S R B D, AN BB A AR
ek, (B M RAT R WA A A 4
TEHECagh™d pylori WFRSHKRHS, KRN
CagA'H pylori 5% E FIBRRATAEAHICMES . FA1F 2003
EEEEmAR R H N AV E AR EN H pylors B4
WATHRZREEY, HRTIE A pylori-Cagh kil E
KBRIBEHE R, BAERP Cagh™d pylori I
REEFEG ERAE, REMARBEAENKR.

1 MRFSE

1.1 A EROLE BRI ZBEI A 2 AT # pylori &
PeRrmAT IR AR, BT NBEAT R A - UBT A0
E H pylori-1gG ik, JLH#E 1 495 A “C-UBT M1 #
pylori-1gG ¥R, RIGIARTFIEE. AEwHltt
216, HB 1044, 112 4], FHEB41.6 5.
SR AR5 om INEHEUE BRI 2R, 40 g/L ik
HESE 2, A, U TmE e e ool 82 S 7 iR
AR, WRERR RSN B FEAAT AL 1.

1.2 ik MIESARBEBR SME H pylori-1gG Hifk.
Pt ~CagA Pra&mse : SR YL B RERS R A TR A = 4

®1 NEERESKHEREEHE

FREASFEAR, BH pylori FFRMENAMEA
(CagA., VacA., Ure. RdxA & H pyloris60) L)ﬁl%ﬁl@ﬂiﬁ}i
] 5E FIEER A 4 b, e fig T AR ik S 2 86 1
DN AR =R/ ﬁﬁﬁﬁfxﬁ-‘%*ﬂﬂ)‘ﬁﬁkl"]ﬁﬁTﬂE’ﬂI
BE, A R ACRT0 ML i o PR AT 74T
Siit2eabE SRHI SPSS10. 0 B b i gdE, MAEH
AL ERIFEARZRECR A x° fk, P<O. 05 A HEBEHER

2 45

2.1 I pylori e & "“C-UBTEK H pylori-1gG FHMHEAN
1106 ], H pylori BIEYEZE 74.0%(1106/1495),
Hps-12 % )LEH pylori Y% K 31.9%, 13-19
B H pylori B2k 62. 2%, 20-39 BAERM YL 1
B, KT5.0%, F60-70 BEMUNEE67. 7%.

22 BHkdag HREELCSC) 124 4], FEAHMEE %
CA®B3 4], Histz 1041, +—Falamitz 16 41, B G044,
2.3 BAEHE $ ERm-Fihde R WERME R 234, 3
gaPEE % 18941, BN A, A DL FEREPEE 4 164
foil, (5 75.93%(164/216), g L RzA0AE (IM) 40 4], HEELA
3141, & 14.35%(31/216), FAUEA (Dys) 57 #l, HE
PLE33 4, 5 15.28%(33/216).

2.4 RE I F SRS IR I FA B 45 R CSG R CAG 414E
BRI T ER (P>0.05), INERERAKEER
(P<0.01), Dys HAESEREYIHZR (/0. 05), PEEE
WK e, RAREAE R BRI R R T GR D).
2.5 H pylori-CagA™ #xih & Cagh’ SR ZE R 66. 20% (143/
216), AFEFBRTRHER (R2), HhEgtE %
DL Bt A P REDL R A AR CagA'H pylori B
PR E RAWHEF = (PO, 05) , 4 FIEE
CagA'H pylori FAMEZER K 100%.

=2 AEBHEIERL CagA+H pylorits s

BiEE n(%) CagA*H pylorf™)  CagA*H pylori%)
M B 23(10.65) 4 17.39
ZEEMEES 189(87.5) 135 71.43°
PEL EiE 31(14.35) 21 67.74°
PERM RAEE 33(15.28) 24 72.73¢

?P<0.05, °P<0.05, °P<0.05 vsiXRMBK.

3 e

H pylori GZFRMGE, BEFEGER, KT 518

T n CSG(%) CAG(%) IM(%) Dvs(%]) GC(%)
20-29 15 3(20.0) 12{80.0) 1(6.67) 2(13.33) 0(0)
30-39 67 10(14.92) 53(79.10) 6(8.96) 8(11.94) 0(0)
40-49 52 6(11.54) 43(82.70) 7(13.46) 13(25.0) 0(0)
50-59 48 7(14.58) 42(87.50) 6(33.33) 16(33.33) 1(2.08)
60 A= 19 0(0) 18(60.0) 0(33.33) 10(33.33) 3(15.79)




410 ISSN 1009-3079 CN 14-1260/R

HRENBMAE 200528 1H £13%5 E38

FARGMBAEEHEERNBEER LS, TERRTH
pylori PPEBMH pylori FBA# AR, B CagA
ERF VacA P, pRRIEWAFHHE T, BP120-140
ku MU ZAHKCED (Cagh) MI87 ku MAHMITHER
(VacA), XFFE BB RARMOERS S, Hrrd
MM R, BESENUET A RE R RN, Mr=4
EE LIRS

—iNAh, BEMERER-NERESENEY
B, ZMEBEREELRE, WABEEREHESR. L
Ftnd. REEA, BARRENE. H pylori HINAZ
B RER RS EFREE R . e & T H pylori
PHAENSPE S o 3 149 49, Hrh CagA R/ 8 VacAHd py-
lori PR 75 #l, BEWRRIUESE CAG35 i, B b )ik
26 fl, A4 10 1, BRI 2 FI{EE TR AR 0 B AL b
RAFEAE, & 3% 744 H pylori AT Cagh/VacA % 7]
RIGREBATEZL, B R Z H CSG 3 CSG+CAG, 1 4
SR A ROV A B KA. RINARIE R 136 1 4 pylori
P12 1 ' e 0 B 22 B 4 RS R UESE, 2 AR CSG,
T 1 BifEE B B e R e B, IR RERBE . R
SERY, A opylori # MR A TRISM B R 4E,
SIEEHBEES. B L tdE., RRMANEE, H
pylori E4FEE B F B R BGE/EH. Parsonnet
et al™WRRHL, Y H pylori WBEEH Cagh i
EBA T2k 77. 8%, &Y CagA™H pylori WIEEREEHE
(IR PE T R 20 5. 8 f%, NNy CaghA'™H pylori 58
S (0 R AR R A O

KRH pylori WATHZME, RWE H pylori
TR A 74, 0% (1106/1495) , X5 4Hibib T 85
FEHLIX , ARGV TE SRR EAA K. CagA™/ pylori
SBHPEZ Sy 66. 20% (143/216) , 2B EHE S b F 4
HEE, PEU LR MR E H pylori FH
PERIE BT, CagA™#l pylori FATEZEy 5K T1.43%. 67.
T4%. 72.73%, XK E XY Cagh™d pylori FHEZR
L17.39%, 4 BBz Cagh™ll pylori BATEERE K 100%, F
B CagA'/#/ pylori WHETIEH BRIEESE. W E kA
MR AR RE, U LR AMER Cagh'd
pylori BIRRRERERE—BINT H pylori BURKIfER 1,
Cagh'# pylori AIREE BRI K A Kk e & DIFE K.

TERAVB T, 216 Bl # pylori BATERIE S
SURILSR T, E4EPEE % 189 %, 4y 87.5%, FELL
TR 3L, & 14.35%, LI ERAIEA 336, &
15.28%, HiEMH 2 1. 85% (4/216) . 7F 20-29 % E# 4
FYETEE AR R EIL 80%, RV HIZR 13.33%,
40-49 ZE R T ARG HIA 25, 0%, 50-70 ZE R
Y b Rk A R e B8 AR A L B3R GA 33, 33%. FRATI I IAT TR
FRELER LR ROEILES-12 % H pylori YR N
31.9%, 13-19 % H pylori YL EA 62, 2%. BT /4E
WA pylori MimBfE, HEMNBEFEE R KRT
WAERAERRIRR, HEEREK, B EEdmRaE

FIEAIRR R B R BN, XFEH pylori
R SRS M 2O 5 55U FIEE g — i — R A
—BEX—REEA, W5 H pylori B4EFEIERTE
Fe R WG B M — 2 Blaser et al®H5T 4
FINA, BRH pylori WERBME, RAEEENGK
PR, ERETEE, 25 NRGEI M EREEERN
1, PREIAEEK, 30-40 a FIRFLEARET SECEH
TR S B2, SIREHRE L. EH. MPRy
W, mMEEFEENEUBEMERERSRENEE.

B, Cagh' pylori® H pylori[fETJIFk,
T B i e A DXCH A 48 AT P S R R A B R R A R B
R R BE S CaghA™/ pylori K, Cagh™H pylori
PRI RN AL M N TE 2 . B SCERIRIE A AT RES Pic
K e NF-kappaB ¢, FH4aE 2 # pylori i
Cagh IZZHRHAZ —, WREZEIIELE (bel-2) Al
AR (p53) EARE T EAMMILESH TR, &
S AR T R B
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