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Abstract

AIM: To study the positive rate of Helicobacter pylori (H pylori)
cagA gene of strains and the virulence of H pyloriinfecting
patients in Guangxi, China.

METHODS: H pylori strains were isolated in gastric biopsy
specimens from the patients with chronic gastritis and
peptic ulcer in Nanning area of Guangxi. The sequence of
DO008/R008 primers were used to amplify 297 bp fragment
of cagA gene and PCR were used to detect the frequency
of cagA gene in the 45 H pyloriisolates.

RESULTS: The positive rate of cagA gene in H pylori strains
was 84.4% (38/45). The positive rate of cagA gene in
peptic ulcer (PU) patients was 76.0% (19/25), which was
lower than that in chronic gastritis (CG) patients (95.0%,
19/20), but there was no significant difference (P >0.05).
The positive rate of cagA gene was higher in female patients
than that in male patients (100.0% vs73.1%, P <0.01). The
positive rate of cagA gene in different age groups was no
significant difference (P >0.05).

CONCLUSION: The positive rate of cagA gene in H pylori

strains among patients in Guangxi is high, and the positive
rate is lower in PU patients than that in CG patients, and
higher in male than female patients. But there is no sig-
nificant difference in different age groups.

Huang ZS, Tang GD, Wang C, Li SY, Jiang HX. Detection of Helicobacter
pylori cagA gene in patients with digestive diseases in Guangxi and its
clinical significance. Shijie Huaren Xiaohua Zazhi 2004;12(8):1831-1834

i

B0 t50) P8 N _ETE A R WAl TS TS (H pylor)
M B AH R A (cag A)FEIKHI BHYE R, M BABR) o6 A\ BE
&Y H pylori BRI E 1R DL

T35 A6 PR T T LR REE BRI PE E R(CG) . AL
Bz PUYRE BRIy S a5 bk H pylori, FReRIES|
Yy 38 H pylori cagA FERIH) 207 bp FrEe, BRGHFEER
MA(PCRYBEATREIN. [R]Rhiic £ AR B RN B B2 Bt 4>
BT H pylori cag AFER 5 8 T 18 omp R &,

FER: {EASKE H pylori™FiAg 84.4%(38/45) B S A cag AL
, Horp PU S TR M cag AR R FHE 284 76.0%(19/25),
CG R cag AR K BHIEZR A 95.0%(19/20), —HHEERT
BEVEX*=3.054, P>0.05), FAFRABFRYL H pylori
MR cag A SR RIPER ZE R RAEVEP>0.05), it
FATER(100.0%) B2 H T H1(73.1%, P<0.01).
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H 1982 4, Warren Al Marshall i IS4 H #2(CG)
B B R R A AU oy T R IR (Helicobacter
pylori, H pylori V"X, BB MHIEERW H pylori
SRR H AT b R WA A D R, e R R
ATV H pylori ™), % JE R E RS, AR
H pylori A3y 61%. 1994 AFHER A 14U WHO)E
¥ H pylori 9 05— E WU R QUi RAHC
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FER A (eytotoxin associated gene A, cagA)FHIE H pylori
BAWH, 5PU, CG, HEM MALTHKIEICRE
DIV AR H pylori WG ZINEURH R, cagA 55261
SIS ABERYY H pylor BERRAIEE TR, FRATM
FIEAER B E BRI R 454 H priori TtR , 1N
FHPCR J5 2K cagA B2, 7347 cagA BB 170104 T
r PR, BRIHZEEE 5N R B G IE BRI R .

1 #MRRGEE

1.1 M4 2001-11/2002-07 |~ P ERL K F 45— R E
Be. JPEIX AN RERE . 303 ERE . TR
REBEF) PO RE SN EE B FiE b st T B ke
B BRENER H pylori¥53%, 5B W H pylori 45 ¥k,
26 B, 196, FEH20-82(F1 45.9 ). NE M
SRIEIE S T TR OULT 6], B BzGU)6 41,
AR 26, 18 E 4(CG)20 . HHEESNFE
5 KB R TER L S TR BRI . H pylori VREBRIAR
NCTC11637(cagA") Ry E TR = 24 Rl #Be i A T T o8 T
. PCR Y }25[H PE Biosystems 2y H)AE 77 5700 15
BB A, Bk s —I0E8 2 DY Y-111-
8B A, WK IS Model ZF-3 BIEEAN G IIAY.
3141 D008, F1# RO08, ANTP, TagE, MgCL., 10%
PCR Buffer, ¥WF FigAE T AY TREEARRS AR
TSR

1.2 7% WBHEREE BERERIRE, TS
i AT A 455 SR B (VR e R IR TE R B 3 Tl 48
HE, A 100 mL/L BREF4EE M K g A 2R) - 37 CIl
RN R R 72 h, BUNE H pylori WY& B TR
200 KL H. 4HEE DNA BRI £ % B b 24, B
H pylori TR 1 UL A ST 200 UL K 5 T K2
HeE 200 me/L), 2255 C/K¥A 10 min, i 10 min,
2L 1%10* r/min B0 5 min, B ETEW 5 UL I+ PCR Y™
. PCR 591515 cagA FEFRSF XSG, B R4 T
AP TRREARNRS B IRA TS B DO08: 5-ATAATGCTA
AATTAGACAACTTGAGCGA=3(nt 1751-1778), ROO0S:
5-TTAGAATAATCAACAAACATCACGCCAT=3(nt 2 021-
2048), ' HIHE A BTN 297 bp. PCR RS IRARFH 20 ML,
INEA 1 Hmol. DOOS/RO08 514, 2.0U Taq DNA A1,
0.4 mmoL, ANTP, 2.0 mmol. MeClo. 52 v 514 94 CAE M
5 min, 35 PMEHO94 T 1 min, 55 CiBK 1 min,
72 ‘CHEAH 1.5 min), ZFFEMH 72 C 5 min. PCR F=#)4:
18 o/L BiE ISR HL VK, 0.5 me/L BALZ 5 e s, T
LHMT T 5. LIBEFENCTC11637(cagA")DNASE J bR

il RAH XK, BRI A S RE
N, P<0.05 25 B EE

2 B
2.1 cagA AR FE &AM W PCR EERMIG IR H pylori

R cagA JEFH, BRI K 84.4%(38/45, &l 1).

123456 789

1 Hpyiorn Btk CagA HE B E. 1-6: 4 pylori Btk cagA &
Ry %, 7: 2 AR, 8: MR, 9: Marker.

22 cagAA W 5 LIE R IR £ R PUSF LR
cagA FF FHPEZR H 76.09%(19/25), Hr DU B3 82.4%
(14/17), GU B3 50.0%(3/6), E-&1EHZ 100.0%(2/2),
i+ CG BH(95.0%, 19/20), H-FHERILEEHE
(P>0.05). FAFEY2H B E G H pylori Bk cag A R PHAE:
H(20-39 %, 40-59%, 60 % — FHTERS 9K 87.5%,
83.3% F 81.8%) 2 5+ T B E (P >0.05), T HAH
PHEA(100.0%, 19/19) & & F B HE(73.1%, 19/26,
X*=6.058, P <0.01).

3 e

H pylori B N2 8 WA —FEURTEE, 2 CC R PU M
HEHURHEE, 5EEN A ST, A TANAN
EPMERAETT AU TR R A S — 2880 R . AR
H pylori BGERL N 50% A7, {UE /DS ANFEPH

ANERTFAREIR. CagA & H pylori EEHIFE IR T Z
—, AENVESY H pylori 5 J1100F6 8. CagA PLEIE K
PERY . REFFER 128kDa IE N, AR
P, AFEERE cagA FEFKE K YIATR. cagA FEH
BKZY 5925 bp, ALE >3 440 bp AFF L EAESR
(ORF), G+C HHIh 37%. Wiy EHE A4 R,

cagA PAYE H pylori B IWIME, S5 PU. EHEB K.
B R AR R Y. Kidd et al"*'F PCR I
KI5% I E K | B IR BB R H pylori
Jg cagA BRPEBIRR, 3R cagA ATRES T 1895 .

B SIS G B B AR R A . AR E IR R
H pylori 253235 CagA il VacA FEH, 2 HBIG K
BEER AL, BT AYN(E cagA FEH, Feik CagA K
Vac AZE )1 BV E cagA FEH, ANZRIE CagA S VacA
EA), S A ER B (RGA H T i — A -
£, FFIEE T B SR B A B T AR R A A K
[E HP2E B R Southern 2422 K PCR 7K cagA F&
N, BT B HRAENG IR 2k 295 67-88%, i
TEIN A BRI 4E R B N , 90% H pylorilfi K7
Rtk CagA S FHIEZRIE, CagA BIFRIBTE H prlori HICH)
A B+ 38w Z R s B 22 52
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H pylorisy Bk cag AL A FHME 3R BLAG BH i b [X.
5. EAMEE S AR H pylorisy BRI TeagARS:
I, BRI 2R R67.4% , 78 H 4%, Okinawatti X 1Y H pylori cagA*
B AH S T Fukuidts X, A E B IX Y H pylori cagA*
Btk R 88.99% ™ /LHNTE et al™. Chen etal”. Yan etal™
FIZERRWE er al "™V ALETTT . WA . BrTALL
T H pylori 77 B B IR T cagA ZEFFM, FH
PR A 89.5% ., 96.2% . 97.2% 1 84.8%, W ET
HAMEZKY, BARRE H pylori 7 E#EEE J1H 11
FIKBEEACE, XEEUTH 2R IR
H pyloritB BRI R . TATRE XS H pylori cag AJE
RS X RSP 5 [ T PCR AN, 5588778
NBEYE H pylori cagA™ WtE R 84.4%, cagA WIPHPESR
1E H pylori i) PU 1 CG Z [B1% A B B B 2
5, AKX CagA S Vac A $iL i [FIEFH#EF TR, 3 JCik Xt
H pylori #7508, VN B T ZHapim 855 H pylori
cagA" IR R SV LR B B X iR
AR, WS AR THTILAS 19 96.29% LT 9 89.5% MK
Yo HE T UAEHGE )P cagA” BFRE RN
65.1%™. \o4- M1k, T AR T A4 2 R A aE DI &
PTG, IR ER T A S cagA K, AFRE
VacA AN, RBFERAERKREE, AFS LG,
im T RV 2-3 d. /TR 280, 1T A2 R
MocagA FEK 5" Bl 20> kb DL ERIFE A B (4a).
SIS FT e gt A AR T R, AT REAETERE I
Vac AZRIEHITT AT, i THE R A E TR I 1
AVREE, DL, AR BRGE S cagA HUZRILAY,
AL = IR I R EVRMIE , X SLRRIE T BE
CagA PHPEMIFRIETEE , AR AT BB cagA —HL 1 73 cagA
PR RVRRIE. [RIES, F TR A S8 R 76 57 s 3853 A J
IREERGSZm , XRP 22 55 AT BEIA L BNAE cagA SEIR AR B
FFHIEAE. Miehlke et al ™' R FHPIXT 51805 149 1 A
FRETR ARG Y, B1297 bp HBL, 5142 ¥ 5010
F297 bp A B FE, KN 1 418 bp), PCR &M
MK BhE K3 E H pylori BIFRIY cagA FEH. 451 1
R, 297 bp A B IR 255N 98.3% K 88.0%, i
1.4 kb 1P WANTE 1.7% WI5EE H pylori 53 B4 il
2], $2/5 PCR 47 3 cagA 2 [H 297 bp A Bk R E
&1, RIS IR H pylori cagA B Bl 741 FT BB 7E 3
IS, FILEGIRE H pylor YL IR TR
ik RERH 2R,

cag A FERITEANRJAERS | P50 28 5 B H pylori T Ak
HR AT TR AE i 0. FRATTAIH SR 45 R R cag AZE [
TEHF . P ZEAPERR R EN R, 5E
Py A 2 R — 2 i B BRI T, 5
BRSO EAR, RS
KEEARWEST. IR cagA FEF E BB NN H pylori®i 1
HIfetnZ—, H5HAM cag FEEEF IR EL H pylori 1]
“Bomiy T, AHBRUIEORER BRTMAERE, SWIA

H, cagA TIEES H pylori VacA MIFEHE %, HBERTF
22PN VacA BIFA AT BEANTTE cagA IUFFTE. ATl
DARTHIRFSE B cagA” HIRPE S R A TL-8FH™, 42
7 cagA BURFIRE S cagA”™ H pylori JIIBLE b K AL~
A TL-8 HG A, MG SRAREA <. FA TR 45 R 2
N cagA BEIR PSS 1 IHALIE B Z A0 22 R C i &
P, 5Zhou et al ™RSS R, T EAME il cagA”
H pylori 5B TSR AE X MALT VA — 2K
F, WHRIE cagA”™ H pylori 1E FIHALIE RSN Z A TCH
2SR HI, W HZEER W cacdA HES Y
FLLRER B B BRI BRI R, cagA B M AEETE
AR H pylori B F E B8 1 B —F8 bR, 4
S B KR R — 2P TR
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