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[(HE] BN KA BTEZARTBHARER EF 4 THHH (Hp) iceA = babA AR AW 5 A AR S
HIEARBRAAXBEEZG KRR, FiE KEHFAP AKRER KR TARKER ., K& T IFE EREZE ) A E
RIERI2H BHEEEFHERBEAARA NERE Y S B35 Hp AAk. 51447 PCRY HALR
) e, 8 At R A, 54T Hp BAR P iceA o babA2 A E AR AR AL & Z 06 Kym XA M 3| fo 585
HWXZ, ER 2B Hp AT RT3 B AR, L+ Hp iceAl Bfe 2 B eg#mIL 554 76. 71%
(56/73)4= 23.29%(17/73) ,babA2 2 FH % 4 38.36%(28/73), HpiceAl WA XA M E X EHMHF X 4L
ME A EEFTHRLEYPES T iceA2 B(P<0.05), M BHEAEH Hp iceAl B R E YW I T
iceA2 A (P<C0.05);Hp iceAl B2 20~<<41 % A1~<61 $ FHEHEEZTHRLEHY I EE T iceA2 A
(P<<0.05), REVEA B F M iceA ARA Hp REFE K ZF AL HFEL(P>0.05, HEFH.BHEE
#F babA2 R EWZFH T A REA(P<0.05); R R F# B A & H babA2 A B A Hp & # F b4,
EFAGFFEL(P>0.05, £if THARMR Hp Atk iccA ARABAMBRF AR I BAT . AoHFS
BHERER FHAML babA2 AR ARE S E5HEAMRFTHFTRA X,
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[Abstract] Objective To investigate the distribution of iceA and babA genotypes of Helicobacter pylori
(Hp) and its relationship with digestive tract disease in Hexi Corridor with high incidence of gastric cancer.
Methods The gastric mucosa samples from 82 patients underwent gastroscopy in the regional hospitals in
Hexi Corridor. Hp strains were isolated and cultured. The primers were designed for PCR amplification and
genotype determination. According to the case information, the relationship between different genotype of ice A
and babA2 in Hp strains and patients clinical pathological type,gender and age were analyzed by statistics. Re-
sults The strains isolated and 73 target genes were successfully amplified. Type 1 and type 2 of iceA were
76.71% (56/73) and 23.29% (17/73),while genotype babA2 accounted for 38. 36% (28/73). The infection
of genotype iceAl was significantly higher than iceA2 in patients with superficial gastritis, atrophic gastritis
and peptic ulcer (P<C0. 05). The infection rate of Hp iceAl was significantly lower than that of iceA2. The in-
fection of genotype iceAl was significantly higher than iceA2 in patients of 20— <41 and 41 —<{61 years old.
There was no significant difference in the rate of iceA infection among patients from different genders (P>
0.05). The infection rate of babA2 in patients with peptic ulcer and gastric cancer was significantly higher
than that in other pathological groups (P<C0. 05). There was no significant difference in the rate of iceA and
babA2 genotype infection among patients in different ages and genders (P =>0. 05). Conclusion The Hp stains
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from Hexi Corridor were all iceA genotype positive, and iceAl was the main genotype. The distribution of

iceA has been associated with the disease types and ages. And the infection of babA2 genotype has been associ-

ated with peptic ulcer and gastric cancer.

[Key words] Helicobacter pylori;induced by contact epithelium gene Aj;blood group antigen Lewis b

binds to the adhesive gene A;Hexi Corridor

e TR AT B (Helicobacter pylori, Hp) & — Fh fg
i 5 AH T2 28 NS B RO 1 R A0 55 =2 BA PR IR AT 14 L A
TH S [ RGeS 50 %0 , KB4 sk g Hp 4
TCAETRE IR . B 2 B DA R e 2 i 8 18 M 42 AE A
THALYE B 7 19 FEZE ORI R IF 5 8 9 S0 IR AR G
B AE 4 21 (mucosa associated lymphoid tissue,
MALT) ik B33 1 & 76 % DDA G, 1994 4 WHO
JEIEMF ST TP HP IE=U# ey 1 K80 N 7. ki
& E N AMASW O, KR R SE Hp £ 78 &
() JE R 2 R B 78 S vk, OF HOJLRE 5 — SR g 1Y i
JR AN T 45 R 00 % U A AR B D G L I L B g
Hyp 3 K 22 14 BE o a8k gL A0 OG5 16 38 2 9% 1 1236
T ) e B 9 97 4 Ak o ) SRR

UL SEAR [ N A ¢ T Hp 4k R 22 FF P 19 A 9% 32 22
Erh T E R vacA MM E R XEH cagA X
PIASER S AT, b R 40 3 fik i S 22 ] (induced
by contact epithelium gene A,iceA) Fl Ifil B P i Lew-
is b 4545 & M3 A A (blood group antigen Lewis b
binds to the adhesive gene A, babA) th & i 15 3] 5%
T ice A FEH 70 ice Al BUAT iceA2 R, BHFFINN
ice A1 K& KA 5598 1k M 15t 97 19 & A= K e QTR %5 U0, i
ice A2 BLAIHII 58 1 B & K A ¢, BabA HH
Al EGB Hp @ i A i Bt i Lewis B 2B & K248
JfL. 1 babA R 4A5 . 434 babAl A4 babA2 A,
TH I T FNR AU babA2 FEHE 10 bp (46 A
B3, AT LB AR 5 K 91 108 80355 0 h o, B0
babA2 3 [H A HLA AP TR TES

Haix T Hp F K iceA.babA W AF 5% H 4z iE
Wz, RE BRI FEE PRI, LT R % i
X, KT iceA.babA M5 ZE L B I, TR WP
A AR b DX 2 M oA A B LR OED R TR R K
DX, i M X T Ak T P AR R Hp B &G H %5 Gk
81.3% . AWFFE & AE R 1 H o I 7Y 5 g Hh 35 0 17
Hp F:H iceA.babA K FE A £8P K AE A R B 5R B &
HR A A IR O, DL R B AT P B B Hb X Hp iceA,
babA AT FE 5, IF 8 i M X Hp J8& 4% #H ¢ 5 9% 1Y
TIUPT $a A B (R A 58 S
1 B{HEFE
L1 — %R Hp BT 2016 48 1 H = 2018 4F 1
ARBHMNESE Z NRERCEMNTH) (16 B ik T
N R BEBE (19 Bk L ol i e B2 Be (17 B K4 N2
AT BEBE (21 RO By 82 1] i ko A A8 5 1 18 6
ArE 73 Bk Hp, DL Bl R 43 25 09 Hp & #k & Hp

ATCC26695 ¥JEL L i =R A7, A ABEFRIE . (1)
B B2 W B 9 RE T A i B B D
(2) BAEER 20~70 %5 (3) BEBURATT 2 A A&
RAPUER. B BEREYRA LREERE A
BEMIERIZW Y R X S B, &k
B2 W e )k 1 1 B 4 24 B AR R E R 23 .
MALPE B9z 17 fl. B 9 . IF 30 S R FH I R

fHE .
1.2 Fik
12,10 350 ANy FRE BRI A 3 [H BD

ONEL A E A E I A H A AR ERE, Hp B8
FIm P ER BIWAI T REE . T ERE A LR
Sigma Al AR BEN H &K BBI 2 | ; Hp #5157
B UMW RET RS A H A=A A, Hp 5kt
Hh SR A il R K | A il R0 I 25 T A N D R
Ey NS e /NI BN 3 7 E 8 ST NG E 7/ N
PCR J W i85 (B IR B 26 [ HydraGene A,
HL Yk Marker DL2000 4 H Ki%E ¥ TaKaRa 23,
EBIH FigA TR, —80 CykAi B 3£ [ Ther-
mo A H] LA KA GBS S EY RS B F# Heal
force AT, K & R W B i = H A A, [H iR E A
W9 A 2 [ Thermo /A A, B B H A4 B 1 37 24
A I B0 LW A 36 B Thermo A A, PCR Y
WA E ABI A A, kA A db st — (A%, &
H 3l BE I AR it R A L 5 MR A F .
1.2.2 Hp i3l B0 O 3ig v 4t ilm
ABEBEFN 7 8 & 10 mg/L. W% & B10 mg/L.
Z K E 2 500 U/L S RIE 5 mg/L) 10 % 1 %
Ko 7 Y6 3t o 4T 2 B (2 i Hp 3597 3

1.2.3 HparEssisn LEE KBE RS REKE
Wil % Hp ¥r 325k I, F Hp 8535 & 37 Clls A 414
T(85%N, . 10%CO, 5% O,) J 5% 3~5 d; {555 W
B IR IS R B CRUAL B | i it L R 2% ) LA M o
=R RN Hp Wbk, IR H T — 80 C I f#
= H.

1.2.4 Hp B DNA il %  Z 3R AF0Y 73 #k Hp
B AR B bR ME T Bk ATCC26695, T B RR $5 2% i (PBS)
sk 2 L %R 1 BT & 4R B Hp & iR DNA,
F—80 CHRAF#HH.

1.2.5 Hp 31¥i%it &9y 8 Hp iceA.babA2 43I
SR/ DS IR EIR: B I 3 8 QNI 7/ D5 21 B
# 1, PCR W AKZR K 25 pl, Hi 10 X Buffer 2. 5
pL dNTP 2 pL, Primer 2 pl, Hp BiRR 1 pL, Taq
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DNA 1 pL. il ddH, O % 25 pl, ¥ 8500 94 C i
5P 10 min, 94 C 284 30 s,iceA 55 ‘CiE & 1 min
(babA 57 ‘CiB Kk 1 min),72 ‘C ZE{# 1 min, ¥ 30
W72 CHEAH 10 min, P IEE RGP =W E T
1.5 Y0 B i W e e L VK L FE 4 1 3D BE I AR e BT R 4

HLEE . LA Hp 26695 J BHAEXT IR E #k . ddH, O b B
PEXT IR,
x1 Hp iceA.babA2 5| #1 F 5l

514 515153 P18 R B BE (bp)
iceAl 247

T GTGTTTTTAACCAAAGTATC

T CTATAGCCAGTCTCTTTGCA
iceA2 229

I3 GTTGGGTATATCACAATTTAT

TUF TTRCCCTATTTTCTAGTAGGT
babA2 242

a3 CTTCTGACGTGTGGACTTAT

T CATCCTCACTAACATGTTGA

1.3 St i3 B (d 1] SPSS 19. 0 G %1 f ik
TR A TR R LR R Al LR A X7 K5
L P<<0.05 HESAZRITFEX,

2 Z& £

2.1 W PYE AR HL X Hp AR iceA.babA2 3 K A 7E
BAE TR WV E X iceA . babA2 FE P I
&5 IR, 73 #k Hp iceA JE [ ¥ 34 35 8 BH M,
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iceAl B 56 #k(76.71%) ,iceA2 B 17 ££(23.29%);
babA2 £ A 28 #k(38.36%), 20~<C41,41~< 61
BAEWS B E b, Hp iceAl B YL R4 00 B & T
iceA2 BI(P<C0.05);61~70 % B ¥ h Hp iceA2 K
YR BB & T 61 % LLN & 4E % Be ABE (P <<0.05),
AT ) He 3 ice A LRI R K2 Hp babA2 JE R R H %52,
EZR LG T E X (P>0.05), Hp iceA,babA2 %t
HEAE B E P A, W3R 2, Hp iceAl, Hp iceA2
FER R R EE R UL 1.2,

iceAl

1 iceAl EE 2 PCR Bik& R

babA2  babA2 babA2  babA2 babA2 babA2
= - - + + +

B 2 babA2 EF A PCR Bk &R

x2 Hp iceA.babA2 EEBEBEFHSHL1(%)]

@ D) 4 51

FE [N A

20~<41(n=22) 41~<61(n=25) 61~70(n=26) B (n=38) 47 (n=35)
iceAl #! 21(95. 45)" 23(93.00)" 12(46.15) 29(76.32) 27(77.14)
iceA2 %I 1(4.55)°" 2(8.00)" 14(53.85) 9(23.68) 8(22.86)
babA2 9(40.91) 9(36.00) 10(38. 46) 15(39.47) 13(37.14)
“,P<<0.01.".P<C0.05,5 61~70 % [L#

2.2 AREIYRFEZEAA B Hp iceA.babA2 ZEPH 3 i ®

M4 TE N 78 Hp BRGA9 FIfb e B & L ik
KMER . EHmHE R LD REKANMN Hp
PLiceAl JEPIHL R 32 (P <<0. 05), B B #F KN Hp
PLice A2 FER AN 3 (P <C0. 05) s T AL M9t 97 . B i AR
HRP Hp babA2 DK AY Fb 1 B 1w Tk Rtk B & .
EHUEBREBE . ZFASI¥E X (P<0.05), 73
Pk Hp 76 A [R5 BRI R Th 0 o A i 00 L3R 3,
=3 TEFELXB EEHEF Hp iceA.babA2

EESHRR
i B S Ay n iceAl %Y iceA2 Y babA2 %I
REME % 24 21 (87.50)*° 3 (12.50)° 4 (16.57)*
EAEE R 23 19 (82.61)" 4 (17.39° 5(21.74)*
AL B 17 13 (76.47)"> 4 (23.53)" 13 (76.47)°
H 9 3 (33.33) 6 (66.67) 6 (66.67)

“.P<C0.01,":P<C0.05, 5 L4 P<<0. 05, 54 th ¥k i 9%
s

H WARREN 255 - 1983 4F M AAAK B 2 5 o
T4y Hp LK, i S5 BN T 5 72X F Hp iF
G R . TEBE ESR AR Z EORE E b e
N Hp MEZEEKHN K, Hp T8E i HEHHT
U, vacA ccagA SF ) R F AT LEAE AR B Iz 6
HESL T Hp # 7 F iceA I babA B BIF 5T ) AH
XFEE D, T AR K iceA Fl babA L 3% W L N BF 5T
M ARG AR & B, Hp iceA 55 LR 4% 55 A BR A
)L A — & B [ R T XA ABU-TALEB
LR 4> Hp B R ice Al I A & 4 5 2 fig
1 T2 7E 5 SR K7 B3R i HpyIM JE R 9 36 35
HEATR A L 2558 F DNA 5L Ak K O 9 2k 25 o
PR A 63 Ry SR 3k T X Hp # B0 1E F A 25 18]
PR . YAKOOB 2502 BF 58 & B, ice A S22
AL T vacA . cagA MBI E 5L MEBZ A E 40
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HiA 28 8(1L-8) A3 1 B MR L B AR A S 1K . T iceA
B FE R 2R B B A M 4 22 S, SE N L O L R
A3 B Hp H Rk ice A JEPIR 3D ice A2 BN EH0,
i BK M X iceA2 HUKG H R N 66. 2%, FELI-
CIANO 25V B 58 % Bl g 236 7 B X Hp iceA2 B
(RS 3 R 57, 3% 5 i 76 W9 ice A 43 BRI L) ice Al
Rk FE ., KABAMBA S5 BiF 58 & B 76 86 [ L H A%y
B Hp DL oiceAl By R B RN A, & E L
ice AT BIKG R A 74, 5% (P2 ice Al AIAYAG H R
N 76 1%M X 5 AR B AT R iceAl HIAG HY KN
76. 71 %40, {H N5 L X A R E R iceAl B
K R O 53, 04 %5 FEE— s 1 22 Sk X T fig
SORFER ANBESE AT 56 45 SRR Ttk — B E . AW
FEH 20~<T41 41~<61 BB H LR EME £ F
5k R T ALYE 5 SR BRI ALY Hp iceA
FIHILL ice Al YR 3, X A IR TR 57 45 S AR FF—
F D R H Hp FL iceA2 BIH F XY
[E SRR F S A A — BB FARF IR P MA N E
I LA ARAS it LA D | A A 5 1 R bR A R A RE A
B B B 5 18 T

Hp babA & [X 4 i1 () 25 11 BT AH XF 4> F i 4
78X 10°, babA J& [H & babAl, babA2 Wi A %t A,
babA2 % babAl 7645 5 IK X £ — > 10 bp #f FE 1) 4
AT B N T BE 0% T B B 3505 7 0 Bh i k. R A
babA2 ZEM BA W HEN . ARHFIEH babA2 K H R
M 38. 366 . 4% AL B2 Lk ) 4N BE R 43 A R EUH
], T 0 AP 5 L B R 4] babA2 (A R i 5 T
WREER EH/EEREH(P<0.05) . X—4RE
DRENE R b g 45 i fF 5 4 R AR — B H R 5 P
GIRGE PTG RATAE . X — RN T
e R Hp 23 A 169 22 REE L E0m HLHI Y 2 2k K 2R
BERTE F R SR A SR W B S Hp MM aEoE
() o — 25 JE AR S .

T G SRR AR A T S AR U O 2 9 2 B
I, W5 X Hp iceA . babA2 F K 1Y) 43 5 X
BRE PP Hp k0 815 2 RE 0 3 1k J&
PPIRABORHLE A E LR L, e /IR E
PR 0] PG S G b X 9 Ak g b R . B
HE AR R I Hp e A 5% 45 1L %% B ol 7Y
FEJE ML X AT B9 Hp B AR ice A FEE Y K FHME, 3 H.
PLiceAl B H 3, Hp iceA R R B4 A0 5 £ & 005K
I T BB AT AT O AR 5 R 0 0 WD DG I
AT PY 6 AR b X AT 1 Hp B Bk babA2 i [R U Jgk e ¢
Z R TF WA TE B . F R IR [ b X G
s —3%.

LE bR ASBIESE AT 7 E R X Hp 1% 24
P 95 T 4 ) A A 5T B AR T AR X L Y BB T R
Hp iceA.babA2 J:F 5 B & BYL R BUR LR IR A
J K A WL A B AL T — 25 TR A9 BRSO 1
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T L B WA M S T 9 CD163 43 1 v AR
sCD163 /KFTF . I, sCD163 X figi 4~ vh B A5 & %
LW, R, sCD163 7512 Wil e vk 95 % 7 1 A
FEE LB HE sCD163 7K -t 7 fz e fili 48 i) ™
R IR H T FIFAL B E R HiS . MR R,
sCD163 7£ SAP iy 112 Wi 1 151 J5 3£ b 24 & 22
AP B A5 45 R 8RR IT R P4 SR
sTREM-1.sCD163 ¥~ i, H WL £¢ 4 b 35 K XJ 1]
21, sTREM-1, sCD163 7K °F 2 248 5 1L ¥ hs-CRP,
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