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Abstract

AIM: To study the susceptibility of Helicobacter pylori strains
with diversified genotypes to allitridi.

METHODS: Fifty-one strains of 4 pylori were isolated and
cultured from the fresh gastric mucosal specimens. CagA
and vacA (s1, mlb, m2) genotypes of H pylori were deter-
mined by PCR method. Minimal inhibitory concentrations
(MICs) of allitridi on 51 H pylori strains were determined
by agar dilution methods. MICs, was also calculated.

RESULTS: Fifty-one strains of H pylori were satisfactorily
susceptible to allitridi. The gross bacteriostatic rate of
allitridi on 51 H pylori strains was 92.2% (47/51), and MICs,
was 7.97 mg/L. MIC was in a range of 1.25 mg/L to 40 mg/L.
H pylori with vacAm1b* genotype was more susceptible to
allitridi than that with vacAm1b- genotype (relative median
potential = 0.55, 95% credible range from 0.30 to 0.89).
H pylori with vacAm2+ genotype was more susceptible to
allitridi than that with vacAm2- genotype (relative median
potential= 0.67, 95% credible range from 0.44 to 0.98).
H pyloriwith cagA+ vacAs1* mlb*, cagA* vacAsl* m2+ geno-
types were more susceptible to allitridi than those with
cagA+vacAs1-m1lb- genotypes (relative median potential =
0.38/0.37, 95% Credible Range from 0.10 to 0.78/from
0.11 to 0.81).

CONCLUSION: H pyloriis satisfactorily susceptible to allitridi.
The bacteriostatic effect increases with the concentration
of allitridi. The MICs, is 7.97 mg/L and MIC range between
1.25 mg/L and 40 mg/L. Diversified genotypes or genotype
combinations of H pylori show different susceptibilities

to allitridi.
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BETHE R N (PCRYETE H pylori THFRE] cagA, vacA(sl,
mlb, m2)ZEEEE. HEsRRENE 51 6] H pylori 5y
B R AR BRI AR EMIC), FitH MICs 4.

EER: KFRFNSLHK H pylonikk R BIFAOIRECR,
BIERIL 92.2%(47/51), HMICs B4 7.97 mg/L, MIC
{BTEEAE 1.25-40 mg/L. vacAm1b+EEE VR H pylorn Bk
iivacAm b~ FEENER H pyloni Rk st U
% 71 0.55, 95% HI{EIX18) 0.30-0.89); vacAm2+ LA
PR H pylorERES vacAm2—FE RN H pylor BRSNS K
TR BT PAEGE 110.67, 95% W {FX 18] 0.44-0.98).
cagA+vacAsl+mlb+ | cagA+vacAsl+m2+ FEEPFRIA &
H pylori BiFEE cagA+vacAsl-mlb— H pylori ARG Kz
FEHURGHN AR 17 0.38/0.37, 95% A[{5XE) 0.10-
0.78/0.11-0.81).
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I3 AR BB BY . AR R BLRY H pylori 8 J1A
[, SURTEAF. MRER H pylor fEfE B HIRRATHIR |
B A MALT G2, 1B JIRY7 H pylori L&
B B I6 S A EHZE AT PR



2326 ISSN 1009-3079 CN 14-1260/R

R ARG 2004103168 F12%5 E10EF

RFpZ e MWK R G h I BB U8y, BFR R
AR AT DI H pylori 15, 258, HICERIWE
H.ABRHANE] H pylori BRI BB 55—,
ANTRIEE R T 1) H pyloribi RN R 5528 1 SRR 2 A
TEZE 5, (HRH—DIRR. AT N 516 H prlori 7
ERHET KR R ARSI A HORTE 2 cagA, vacA FEFE 4
Y AR ZE RN A H pylor AR w22 UM 1)
25E, DU RFFRIENGIR H pylori EIEST FR Y4 3R
PR HEE IME S

1 #MRRGEE

L1 A4 H pylori BRE 51 RERE T2 77 FER] K bk fH A
ERI AR R R — e N B U B G R e 1 A
M, F36hl], 2156l % 34-7407-3449.3 ). X
R ES(Allitidi, BIRFERIZE) T, #5 020001). Hi
£F AR 2 0L (R BH T R AR X RTHEAE P50 ) ). BH AN
MH Fill§ (Becton Dickinson A%, 55 241830 i
225250). Tag DNA 4. ANTPs K2 DNA 43 TARifECKR
EEAYIAR), BlYh Bigd T A TREARERA

A
1.2 F ik
1.2.1 H pylorids Fx B %% ¥4 B REIRIE MR AR+
70 mL/L F AN DR IR, =SSR N

A M50 mL/L 02, 100 mL/L CO2, 850 mL/L No)¥jf
F%3-7 d fjaigs, 853 M IECEE R REE . BB
WIRRTE , BIBCR RV , A HAE DR i of- I, 2%
SR, HRRVEKETIL, WEER . H pyloriPRVETR
PROVEEE Ty a2 A KA TR VR (BT 1A); =
Y lAME: H pylorii@ FARLS |40 ure B R0 H BH BHHE 25701
W37 B B R TR R bR A A Y A HE Je (0, e
WSS TRES, 7B R RERZE KN B Rz N W
52 US” AR MRS E N H pylori B (B 1B).
1.2.2 H pylori 2 W A K E 2L H pylori THiEE DNA,
FREH H pylori B AVE: VM5 191 (8 Di#kAT PCR 37
B, PG 20 of L RRENEREEIL LUK, AT H pylori T
PR cagA, vacA(sl, mlb, m2)ZEFE A& 2).

1.2.3 H pyloridh #k 3t K35 H AP B R E (MIC)R Z. §%7

F1 HpyiorcagA FlvacA EEM PCR 3| 4E5

eS8 I [ R R S B0 S bR AL 2% 51 45 (NCCLS) il 2 1Y
B R W T2 R, H MH B 37 305 K &
TS U B 40-0.3125 me/L 8 MR L. #4521
TE H pylori 55373 1Al 56 A 3 YR DU IR 2l i A 1%
J1, AEKHIRE B, WEMH YT 2.0 5 E KR
YEHGAF (1%10"°-1%10" CFU/L ), HESERM TR
i ISR R R AR (B 0 1-3 ML) S8 3 K55

FIRE: H pylorith 56 410 7] WA B AR R FR R E
S MIC . BAPEXS ARG FR3E bRy BRI al & A K

it ALTE 1N SPSS 11.5 BRI TR B f
(Probity 347, THBEKFERNF H pylori B MICso S 4[] AH
XFHAEGE T, SR RO T 95% AT {FIX (A
51, B MIZE 45 Bt R A R s e g 2
S JUSRARNT AR 1 95% ATE X RS 1, B
AL X IR SRR B E 25, R 12
ZHARXH S B0 1B <1, MIERAR 1 4HAY MICso<2 ZH1Y
MICso, BP 1 ZH%% 2 20 %F Ko & Uk,

2 ER

2.1 H pylori Bk F R W A 6 5 18 51 H pylori
FEF, cagA+ M cagA—73 7)1 90.2% F119.8%: vacAsl+
FevacAsl- 3505 62.8% f137.2%; vacAmlb+ M
vacAm1b- 73 &5 64.7% F135.3%; vacAm2+ M vacAm2—
I35 A7 74.5% F125.5%.

2.2 RIFAXN H pylori B RGP E RN GAEZREAL
(Probity 3 HT, KEFZRN 51 ] H pylori BRkERMH K47
IR BOR, BN HIK 92.2%(47/51), HMICs A
“H7.97 mg/L,, MIC {HFZETE 1.25-40 me/L. 3+ HHPTHE
VEFHBAE 2 W B2 AR & T s (141 3).

23 REVERE BA H pylori BRI K 3FH 0 80RNME £
4‘%%$1§(Probit)ﬁ‘fﬁ , cagA+/cagA—, vacAsl+/vacAs1-J&
R R B2 H pylorii A6 I 28 PR A G I 35 22
e vacAmlb+/vacAm1lb—, vacAm2+/vacAm2— JE[K V7Y
MWL H pylori RN KFFR M BURIER W5 22 57

vacAm1b+ZE R R AT H prlorf BEEEE vac Am 1h— B #R*
KRR, vacAm2+ BRI vacAm2- BN RFRE

PER Gk FIFFI5 -3 PCR =K & (bp) R

cagA CAGAF GGCAATGGTGGTCCTGGAGCTAGGC 324 Pan ZJ™
CAGAR GGAAATCTTTAATCTCAGTTCGG

vacAsl VAL-T ATGGAAATACAACAAACACAC 259 Atherton JC'*!
VAI-R CTGCTTGAATGCGCCAAAC

vacAm1b VAm-TF3 GGCCCCAATGCAGTCATGGAT 291 Atherton JC™
VAm-R3 GCTGTTAGTGCCTAAAGAAGCAT

vacAm?2 VA4-T GGAGCCCCAGGAAACATTG 352 Atherton JC'*!
VA4-R CATAACTAGCGCCTTGCAC
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2.4 REVAE LAVEE H pylori AR KRR R
#) % F MR EANL(Probi) /T, cagA+vacAsl+mlb+/
cagA+vacAs1+m2+ FEFNV RV -SRI ZH H pylorE RN
KRR MBI R R cagA+vacAsl+mlb+/
cagA+vacAsl-mlb-, cagA+vacAsl+m2+ / cagA+vacAsl—
m1b—JE N FIZ 5 I H pylonTA AR A28 IR
HiEER, cagA+vacAsl+mlb+, cagA+vacAsl+m2+ FEH
SIH A H pylor RS cagA—vacAsl-m1b— H pylori
BRXT R FR R U (R 2).

F2 FEBETERAS H pyior I KFREUZRMEMNELER

TR A A AEN R 0 95% W {5 X A
cagA+ vs cagA— 1.39 0.81 2.50

sl+ vssl— 0.90 0.64 1.26
vagA  m2+ vs m2- 0.67 0.44 0.98'
mlb+ vsmlb— 0.55 0.30 0.89
cagA+sl+mlb+vs cagA+sl+m2+ 0.89 0.51 1.46
cagA+sl+mlb+vs cagA+sl-mlb— 0.38 0.10 0.78°
cagA+sl+m2+ vs cagA+sl-mlb— 0.37 0.11 0.81°

AR R LR 180 95% WAE R EIAEE 1, m2+ vs m2- X RFRER AT
A BEER. ARSI 95% W EREIA Y 1, mlbt vs
mlb- M RFFE M HEER BEER. TR 8 95% AT EX
[EIAEE 1, cagA+sl+mlb+ vs cagA+sl-mlb— X Kir E M SURMEHE &
EER. IR AEE I 95% AMEREREE 1
cagA+sl-mlb- W RFFEMBURER BEER.

, cagA+sl+m2+ vs

1 Hpylori $E. A 3523 d HBSTRBEFBYIR H pyiori @ 3%, B:
EMEREAMBEEARIE “S” BTN H pyordHE x 400).

123456789101112 B

392
3
297 297

123456789101112 D

123456789101112

1234567891011 12
|

392
341
297

2 HpyloriBEHESEETE(PCR =% 20 o/L TSR E%, 14
DNA S Ff5E). A: cagAE R, 2-12 75 cagA FH1E(324 bp); B: vacAs1
HE, 2-12 & vacAs1 BH(259 bp); C: vacAm1b EH, 2-12 4
vacAm1b (291 bp); D: vacAm2 B &, 5 A M E4£ K% vacAm2
BH (352 bp).

3 KRFEXN Hoviori FROINEER. A RINFTAEE N MEN B
FH S8 Hpyion B BIRIZEREEK; B: 2.5 mo/L KFE, 3
Y H pyiorf EHR(3/5) MG KB, C: 10 ma/l KER%E, 93 H pyion
B A/B)HIE MR, D: 40 ma/L K&, £ H pyior BHkIEN
FHTER

3 e

RIS A TRRFT B8 (H pylor) % 5 27 B I
PRI 2 B DAL H pylor A0 AH D L R G 5 4
FERAHCELH (cagA) FIZS T REER B (vac A)FF. vac AL
N AFEH A X (m K)FIES X(s), EIEATE: H pylori 73
N cagA+/—, vacAmla+/—, VacAm1b+/— , vacAmle+/—,
vacAm2+/—, vacAsla+/—, vacAslb+/- J vacAs2+/- 4

SRR A, SR T N AT L A R
RUZLE , AT I 5 (A 3 Mk K ki

HIIG ARLS SR B DA 2 MRk H pylori 13RYT H pylori
ARSCHER ™. B I FH AR TR AT A T2
. RITERIR. BUEMONIEZE . 2o S5 2 n) .
G HATHL H pylori 25T E, FHER. IREE .
BRI IIET H pylori¥7 i, FRalEds it B B2
TR H pylori 2581053 55| N H.
IAER E I RGR R A M H prlor AR (HJ2H:
T H pylori e FE VL BB BEE G — WL, I B[R %
DR H pylori RRXS K72 SR M \ﬁfiéﬁ
Wity 2R WARIE. SARGE H pylori 3 KGR R IR, 45
BERUE AN H pylori BRZ5Y), BIHETTHL
A= BRI P 2R R (o R S A v
FE(MIC)X —48%R, BURAY MIC FHmIt itk ZHAS
INHIHAR A Y. BRT H pylori B9HTA 2 BUSHEAE 7
HIRZ , BURT B SR 0 £ A 2 B R i
By, R EEERIGR LR ERELE RS
(NCCLS)FIZE [E 6 i K 24 i B =y (FAD LV A 58
IRARBFSE R . BATR AR BENT 518E H pylorisy
BRI T R AR R AN HOR . 25 R R GRERNT 51
¥k H pylori IFERILH RAFHAMEASCR, BIEZRE
92.2% (47/51), H MICso {E N 7.97 mg/L, MIC {HIELHI
£ 1.25-40 me/L, It HHALEIERHME KRRk Em
WY, HATERS b IO KRR H pylori {4
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HMIER IS AR R e, A sialg il Re it —2
A N 2 oA 25 R iR S

TN TR BRI 2 HF H pylor@ R EE K
W58, B —am A gy, a5y
cagA, vacAs, vacAm LR EERESTXEL. RIGTI A
[F] cagA/vacA FEFIEAR H pylori RN Km0 HUEE
O ER. 458 &AM, cagA+/cagA—, vacAsl+/
vacAs1-J& K WA H pylori& bexd Ko 2 A aUEE I8
BEXE R vacAmlb+/vacAmlb- B vacAm2+/vacAm2-
H pylorS MR FR5R 3R MBI EALF] 22 A S22 L
vacAm b+ 3L R AT H pylori RS vacAm 1 b—FE R IF
IR H pylori AR K aa ZHUEE vacAm2+ FEFEE A AY
H pylori R vac Am2— FE RV Y H pylori BREN K
R AF) cagAivacA FERWIH 51 H pylori BEFEXT
FFr R BUBMEAR): cagA+vacAsl+mlb+ cagA+vacAsl+m2+
SR Y21 A P2 H pylorii BN K028 I BUEE TG
HEZ R casA+vacAsl+mlb+/cagA+vacAsl-mlb—,
cagA+vacAsl+m2+/ cagA+vacAs1-m1b—FE[F WV AIH 519
WL H pylorf& ¥ Kar B USRS B 25 cagA+/
vacAsl+mlb+, cagA+vacAsl+m2+ FEK W AIZH 51
H pylori BRFEL cagA+/ivacAsl-m1b— H pylori TEHER?T
AR IR A RUR AR T AT H pyloriZ§ Wb 751
iH—2E PRI IS 25 IE. Doorn ef al HiTH, “2ZRFME
Wetsl . WHER . KERKAHARITAF cagA/
vacA FEE WA H pylori R B, BRI FE
RN H pylori TR BT ZRIGSF BA AR F RS, s1/ml
As1/m2 AP RER AR CR 20 cagA+)8 82/m2 A1k Rf
R IRPROKRZ HcagA-)WHETT TN BUR. ATRERCAEE 1A
[FJR4 H pylori BItRBES L B NARI AYAE IR, B )58
HYTRIRD [ AR A B EL , BT AR R R A RE R AR AT A3 5
EHIHREE , (H 2B A BARER. A% vac Am b+ 5L
AU H pylori IR vac Am1b— FERNE RV H pylori TRt
$oF KRR B vacAm2+ R ALK H pylori B
vacAm2—- FEF WY H pylori BRI 28 HUR
cagA+vacAsl+mlb+, cagA+vacAsl+m2+ H pylori TEEE
¥ cagA+vacAsl-mlb— H pylori W KR HUse, 7
B R A 67 AL K 2H 45 W TRAR BE TR0, 3 ARV
BRIP4 e 4 432 AR KA KGR R TS
PERE sk, QRIS 1R H pylori AMRFETE 5
R E SRR SR IE TR R, WA A B A 3™
PYE R, 2P ERENE RN, £ 7
HOF A LA, RATEVCRIE "B E " /],
Foor REI G ANAE, BN H pylori BEAIRYT
FERE— SRR 7.
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