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 E:B 8 Lo AR A LA & T 5 AF W (Helicobacter pylori, Hp) £ % /£ § 45 Bt &
MBEAERE(FEEHERTIRX EHERIX BB . LANBLT BRIOOAXRZALBAE
Lo F ok AN2019-2021 FETRRFRBENLEF ZARERKY 2081 #I4ERE X, 47
CBv A ik mFFRAEEE FRAREFZES REFTEAREFESERKAL S AEES
BB K (9174]) Eg I E K (6364]) . F k5 (40641 ) . L& MEE(894]) . F & (334]) A4, %
FoWH AR FEZ2» AN Hp R ELSEF 5% FRBEL RIS ARG XZ, & R &
WHp BRAEAFANZIMKRR AT HRA EENBTH FEHET LA FHhnae FEHERE LA,
B Hp R FFEELZFALTFEL(P<T0.05);20814] &Pk d [ B Hp6534, [ &
Hp324#4) , 52 Hp | a5 FIAMBEERE ZF AT FZEL(P<<0.05); &4 Hp [ &
kg [ A RELKEF AL FEL(P<0.05);&MminEi48% %9 A(CagA) 498
Z A E (VacA) Gk E B (Ure) W 2 F A%+ FEL(P<0.05), 5t LA F 8K (=50
%), Ure#t/k 290 8 £t 4 [ & Hp Mk 6534 & &+, 2L CagA + VacA # 4 (60.0% )4 %,
% F CagA #4k (36. 2% ) B VacA 4 (3.6%), 2 F A %t 3 & 3L(P << 0.05); [l & Hp a1 324 41
B P, &2 UreB 34k Mtk % (64.8% ) & F A 21 UreA + UreB 44k Fa B % (30. 5% ) ¥4 & UreA
HARMMEEL6%),ZFALEITFEL(P<0.05), & #& FHRABRLHpRLEZ WAL, L
A2 I AHp S A NARABTHABRI LT L8 RAR 2 R Hp AREFE R TEA,
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Relationship of Antibody Typing of Helicobacter pylori and Gastric Disease
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Abstract: Objective To statistically analyze the distribution and clinical significance of
different antibody types of Helicobacter pylori (Hp) infection in various stages of gastric

mucosa lesions (non—atrophic gastritis, atrophic gastritis, gastric ulcer, intraepithelial
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neoplasia, and gastric cancer). Methods 2 081 inpatients admitted to the Third People's
Hospital of Hubei Province Affiliated to Jianghan University from 2019 to 2021 were
enrolled. The C" breath test, serological antibody test, gastroscopy, and pathological
examination were performed simultaneously. According to the results of gastroscopy and
pathological examination, the patients were divided into five groups: non—atrophic gastritis
(917 cases) , atrophic gastritis (636 cases) , gastric ulcer (406 cases) , intraepithelial
neoplasia (89 cases) , and gastric cancer (33 cases). The relationship between Hp infection
with different toxin types and patients’ age, gastroscopy, and pathological diagnosis was
statistically analyzed. Results The infection rate of Hp in each group from high to low was
gastric cancer group, intraepithelial neoplasia group, atrophic gastritis group, gastric ulcer
group, and non—atrophic gastritis group, and the difference was statistically significant
(P << 0.05). A total of 653 cases of type I Hp and 324 cases of type II Hp were detected in
2 081 patients. The positive rate of type I Hp was higher than that of type II Hp in each
group, and the difference was statistically significant (P < 0.05). There were significant
differences in the positive rate of type I Hp and type II Hp among all groups (P < 0.05).
There were significant differences in cytotoxin—associated protein A (CagA), vacuolar toxin
(VacA) , and urease (Ure) among all groups (P << 0.05), and Ure antibody increased
with age (= 50). Among 653 patients with type I Hp positive, the CagA + VacA antibody
(60.0% ) was the main antibody, which was higher than CagA antibody (36.2% ) and
VacA antibody (3.6%) , and the differences were statistically significant (P < 0.05).
Among 324 patients with type II Hp positive, the positive rate of UreB antibody (64.8% )
in each group was higher than that of UreA -+ UreB antibody (30.5% ) and UreA antibody
(4.6%) , and the difference was statistically significant (P <Z 0.05). Conclusion Hp
infection is closely related to gastric mucosal lesions. Type I Hp strain is the main pathogenic
strain of gastric diseases, but type II Hp strain infection should not be ignored.
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THWNITHE XM, Hp & —Fg ek 0w S 22 B B 5 il e i T A fsh ¥ B &
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[T 70, Fov T 78 Hp Je e T 1A 3 8 3% 3k 41 g 75 25 M G 82 1 A (cytotoxin— associated Protein A, CagA) |
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PEE (917 ) FEAEE K (636 41) B Bz (406 1) . I Bz IR A2 (89 4] ) . B Ja (33 i) ) H 541,
AHESE B VLR 2 I @ b 28 = N RS Be e 3 22 0 s WAL o T A J 3 28 38 I R 15

PIAFRE D 2 B B KR ELH 2, R AT 0 Hp UK ; @ KAT Hp iRERIGIT ; O 4F
W AE 18 ~ 75 8 % Z 1] M AN B s @ I PR B8 8 52 88 5 © 2 Ja P9 At FH BT 28 4 il 5 LAl S iR 2 2y
WA REAY .

HeBrbn e - O A7 B EBYIBE F A s, & I ik E08 | R) 9 45 Il 15 98 DA A i) i g v s A 5 ©
FAT RN A o FL A 2.

1.2 Fi&

CUMF AR 0 - R 25 W AT S0 50, # M IR 25, SR HCB'T — 01 AU W 1l 52 56 ) 4 S ( R W] ¥
158 A R B A F)) $E AT R I Hp 00 R I« R 48 25 18 Bk i 2 m1L, A 3 000 r/min & 0>
10 min, 43 & L2 M , 6 H Hp—1gG i i & CER Y7 10 25 45 42 W il & A R 2 /) 3F 17 e
B3 2 4G N 432350 & U B A5 B AR AR E AT B CagA Rl El VacA X7 Hp T 8, Y Ure X 47 Ky
Hpll &,

1.3 HITZEF*E
K FH SPSS23 G b #4447 8088 0 A L I H BT R LU R ) R 36, P << 0. 05 22 A G it

2 H#R

21 JBAEHpBREXERMEH LR

GERULFE L, AN 2081 B B, Bk 1 03440, Lotk 1 047 4], SF Y 4ERR 55.3 % . 2 081
B, CUME AR 56 K6 A Hp FHE A 998 19 £ 3%, 1 083 141 Hp BAME i & 5 & # bk K & A 977 141
Hp PH M & (1 A 65341, 11 % 324 451 ) , 1 104 (5] Hp B 14 £ & 5 CUIP AR 50 4 A 5 1% 2 Pt ik K
A 2 3 G 2F 2 (P > 0.05) ; Horf Hp PP ER YL RN i B B4l (84.7%) . L
JEAR AL (59.5% ) =4 TEE R (58.3%) . H Wt (47. 7% ) AEZE 4k H R 41 (35.9% ) , 4% 2 Hp &
PR, 2R A I FE (P < 0.05);2 081 {7l /& v 3k i 1 & Hp 6534, 11 % Hp 324 fi
FHHp | BIHME RS T Hp I B FHMER , 2R A S8 L (P <T0.05) ;441 Hp [ BURHMR 11 Y
PHEE R, Z R A5 # 2 X (P <<0.05),

®1 BNEXEFRSHpBRERRAKHBLR

Tab.1 Relationship between gastric diseases and Hp infection rate and antibody typing /(%)
28 5| i 3% I 2 Hp I # Hp M b
EEHMT X 917 212(23.1) 118(12.8) 587(64.0)
ES 18- 13 636 248(38.9) 248(19.4) 264(41.5)
- 406 142(34.9) 52(12.8) 212(52.2)
Lk AEE 89 35(39.3) 18(20.2) 36(40.4)
A 5 33 16(48.4) 12(36.3) 5(15.1)

2.2 &40 CagA.VacA.Urelb i

%41 CagA . VacA Ure W Z S A G it # 2 L (P << 0.05), 4B R4 CagA Kb & THE
EHME RA LB IZA, ZRAELIFE X (P <<0.05); ZE4MEE R4 VacA F ik TAEZE 4tk
HRHA, ZFAHITFEL(P<<005); ZHMBHRAUre RIAE TAEZEREE RA, EF A5
2B (P <<0.05), %2, JF HMEEFRIEK (= 50% ), CagA . VacA Ure iR 2 I F+ i
P 0 Ure hidk LA EHRILH B E LK 3,
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#&2 £KH CagA.VacA . Urelb &

Tab.2 Comparison of CagA, VacA, and Ure in each group /(%)
28 %) i 3% CagA VacA Ure
EEBHEE K 917 204(22.2) 143(15.5) 186(20.2)
EX NS 636 241(37.8) 146(22.9) 195(30.6)
%X 406 136(33.4) 87(21.4) 99(24.3)
AR 89 33(37.0) 27(30.3) 22(24.7)
A 33 15(45.4) 13(39.3) 11(33.3)

®3 EREHpHESH

Tab.3 Age and Hp antibody distribution /n( %)
iy CagA + VacA CagA VacA UreA + UreB UreA UreB
< 50 % 105 39 7 128 1 88
=50 % 287 167 13 615 18 292

23 SHEHpSSNHEKRBLEOIRKE N E KRB

6534 1 % Hp &, LA CagA + VacA Hi(60.0% ) R E, 5 F CagA HiiR(36.2% ) K& VacA
PriR (3.6%) ;% 4 CagA+ VacA P iR BH P R 2 7 F A4 CagA \VacA HLKFH MR, CagA it & [H
PER S TAA VacABi IR IR, 2R AR5 8 X (P << 0.05) ;4 41 | & Hp 3Rk CagA +
VacA .CagA . VacA HiAR i b ¥ L g it 2 8 X (P > 0.05), W3 4,324 4] [1 A Hp &, &
ZH UreB $i 1 BHPE 3R (64. 8% ) i T A 41 UreA + UreB T4 FH M (30. 5% ) LA M UreA it f4& BH 1
F(4.6%), ZRAFIEE X (P <T0.05) ;44 Il & Hp % ik UreA + UreB . UreA UreB $it 1441
M g it X (P> 0.05), &5,

x4 BAI1BHpHEHE

Tab.4 Antibody typing of type I Hp in each group /n(%)
il %] 3% CagA + VacA CagA VacA
FEHEE X 212 135(63.6) 69(32.5) 8(3.7)
EHMERE K 248 139(56.0) 102(41.1) 7(2.8)
- 142 81(57.0) 55(38.7) 6(4.2)
B e 35 25(71.4) 8(22.8) 2(5.7)
R & 16 12(75.0) 3(18.7) 1(6.2)

*5 BHENEHpFEHE

Tab.5 Antibody typing of type I Hp in each group /n( %)
4 7 ) & UreA + UreB UreA UreB
EEHEEF L 118 31(26.2) 3(2.5) 84(71.1)
FHmE £ 124 42(33.8) 8(6.4) 74(59.6)
B 5 52 18(34.6) 2(3.8) 32(61.5)
EENEE 18 4(22.2) 1(5.5) 13(72.2)

" & 12 4(33.3) 1(8.3) 7(58.3)
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3 itig

Hp JB e 25 3 il B 26 B0 0, 8 2 B 19 & 45, 1 Hp BEFE B SR8 H IR A 58 h A7 3 , I T Hp A&
B )RR S0 Hp 198 S IR R #0 oh Hp o8 A1 5 26 1 i 40 B4 4t 7 de de 46 . Sln o™ ' &
PR B B IR F Fur 9] 57 2R AR DTG BE N N B R PR B . Hp 43 W6 19 VacA J& 2 5 I Ak M 15t 9
B A O ST IR, VacA & — R B i A s S M Y 1 R GE N EAE AR B 1 32 A
L, IF HoAT DA 5 — Z 20 40 P 28 b, 60 45 20 i 2 vt b R TE TR R, i IR T AE I B IR L 4 g
P T AR E AT . VacA JER AT LI 4y S = AN XK 55 Xos A ] X om Al i X3, o sTm 1 i i
T B, BRI A X VacA ST AR TE Hp W 0E 0 09 88 7 Ee H Al X2 38, 3 AN 258 % T I
A5 Hp B & 19 BOR AL S AR 7 Ok A B2 5 X, Hp 430 CagA 2 207 F 40 i A ¢ &
AR U B 09—, R ] Cag IV AL 43 W R Ge s CagA e IR F 36 AE B X 2835 ) 7
A RFEEAEAE T B B S v B B R E R . FSE R, VacA s1ml ., CagA Bk £ ik
o3 W BN B R AR AR B & A JF H CagA PR 5 B = 200 B 4 I bk T8 &k A A OG . AT A G
JA A % B IR YT Hp B 2 BE AR 60 2 DL b BE B i m & B

AWFFE 2 081 ] f &, Hp YL PHME R 2 R 48 %, 2 A 1 Y Hp JB 4L, 78 45 41 B &6 5%
Hp ik CagA FUIR BH P 3 K T VacA Pk HME R X 5 i m iF 50 2 P8 & A — 20, IF B R & R 35 47
W34, CagA . VacA \Ure LR Z #3400, Ure HUARSE InJC 91 & . 7E 2 081 il i35 v, 1 7Y Hp /&
e DL CagA + VacA Pk Rk N £ (HAEKHE B R+ CagA + VacA ,CagA VacA L
WA 2 5, R W] CagA \VacA HUiR ¥ Hp YL S 28 1 I+, P L B4 5 2O S 308
R ZEAE Wt A BURIRE A kA SO T OAY Hp R R R = 5 0 R AR YL . AR F5E T CagA L
VacA M Ure iR fE Z A M E R B h R B, MESEESME R b RBBAL, HCH R
F W] CagA . VacA Prik Fi8 v 68 5 B 2600 A48 5 B2 A OC , U2 CagA Pufk v ae 5 Bmn & £ %
YIM G b 25 B Zh AR 25 45 sl i fL AR i &, Cag A PUIR LR in, Bl T R Hp nl g 7 8
PR ERBEE ., AR P Ure iR EZHMHET R Bt BREPREKES,IJFHSEFFERK
F 50 % B, Ure HU AR 3 38 76 45 41 B 26 248 359 5 1 FH#a 35, Ure o 4R 19 2505 M 7T 68 76 12 1 58 iE
(14 49 30 7 25 OG5 1) 1 FH L H Urre B0 M 7 B 0 958 003 v 1) 22 58 38 S0 Rl — 2B AR5

Hp 7£ 2 3k H AR & i B e 5, 2945 50 % 19 N BEE YL Hp , iX 5 A 58 v 9 Hp JBOGL R A 3T, 0
AN [ M X Hp G S8 A7 7 22 5o B BT A KCSF 09 W 42 1, Hp BS SRBHT T B (B2 AR T
BPEENC L FEIEH A E B L WA 0 0] LUAETS L EJE  Hp AMEBENS 2 A, B REE 51 & K
5 P 20 2 5 N8 B 928 22 G0 19 IR A58, AT 8 Bl R 82 19 4R O R N, e 2 3 1l 28 R 1 L MR Ak 22
a5 EE RO E . EA R E AT B E AR AL DG R , =B Hp 2N R E
ARG B FE . WFIET O R S G R R b R PR AR o R B TR, Hp SR R B 2 B, 2
WERHp 5 R E A v — PR L S sl 2 B R iy b /R . DA 3R 0T SRR BR Hp
TR X M 18 IR T A AR K 25 Ak .

Zi bR Hp &g 5 8 RS A8 % UIAHOC , JUHJE | AU Hp W bR R s . ABF W7, i IR
R A T A Hp By, At @ UxT T 1 8 Hp B&Ge W 45 T FUM AR BR IR JT , 6 4E 28 5 ik A 0
BB —E W Im RAE o 56T R0 B R IR T Hp R 2R E 20 — DRy, AR M 2 4 W
BB R UL, Hp IBR J 2 MRS i35 B A M AE AR e Wi — P . T Hp WAk
5% AT LAAS B 3R AT 5 4 b P A G O 3 26 B R0 L E X LI A S50 T I R bR 2
P DL RO RIS B 95 T i B4 5% ) 45 5 1T B9 B 9, BT AR N T M Hp B9 A= W) 24 R, i W0F & 3 9 4t Hp
YRR YT F B Kk e PR it — S e SE At
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