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BOUNGE, HEK, MK B, sKEIEE, EIOE, KUK
(FRAFERRERRM TR, 7&K 2kiE 519000)

(Z] Hy Wb WER R 3 R A T TR BEAT B (helicobacter pylori, Hp)JBHex) E ik . B & M B RAE
R, J7ik U 2021 4F 12 H 2 2023 4F 3 HIGA W 110 LR, WRIEH 13 1PREBLEHR, 40 Hp
FHPEL (n=79), Hp BHPEA (n=31), H:H Hp BHEEALARYEH: Hp Briksn®l, 28 [ B4 (n=52). [ A4 (n=11).
KEMM (n=16); Hp AR EIREIAZ SN AX A (n=12). IIHBRELHEITER pHE. HET
(Na*). BT (K., EET (C1). AN ZE 6 (Interleukin-6, 11.-6). 412 8 (Interleukin-8, 11.-8). HIWE
17 (Gastrin =17, G-17), BEHME I (Pepsinogenl, PG 1), HHEHAMHHE I (Pepsinogen 1, PGIL )&, &5 Hp
PHEZH S Hp BIMEZLAHLL pH{E . Nat. ClI°. K*, ZRIEGITFE L (P>0.05); Hp FHPEAAH L Hp BIME4 CI-&
AL (P<0.05), Hp FAMELHH Hp Bt AL 1L-6., 1L-8., G-17. PG1 . PG ¥4 FF+ (P<0.05), [ H4
S5NAH, REMA., 5HAXHAMIL pH{E . Nat, K, 2R EHITHEX (P>0.05), A4, KEMH
Ha X A E, Cr YRR (P<0.05). [ BHSHIE TRIH . REBH ., =X BaA ks, 1L-6. IL-
8. PG I A L+ (P<0.05), & X A5 5 HALSHZ [ PG T AW R ZER (P<0.05), | BAS5KRE
BAR) G-17 FTRrZRIEGHIFZE L (P>0.05), | MAHNMA, z5 X MAE G-173F EF (P<0.05),
S5 1% Hp BT REE AT BN IL-6. IL-8. G-17 AUZEIk3E I B 05, HEmi SBONILItE R .
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Effects of Different Virulence Types of Helicobacter
Pylori on Gastric Micro-environment

ZHAO Xiaoqging, XIAO Jiaxin, LIN Yong, ZHANG Jianfeng, WANG Wenhui, ZHANG Wenjie
(Dept. of Gastroenterology, Guangdong Provincial Hospital of
Chinese Medicine, Zhuhai Guangdong 519000, China)

[ Abstract] Objective To observe the effects of different virulence types of Helicobacter pylori on pepsin
and inflammatory factors. Methods 110 patients admitted from December 2021 to March 2023 were collected and
divided into HP positive group(n=79) and HP negative group(n=31) according to 13 carbon breath test results. The
HP positive group was divided into type I group(n=52), type Il group(n=11) and undetermined group(n=16)
according to the Helicobacter pylori antibody typing. The HP negative group was selected and divided into blank
control group(n=12). Gastric juice pH value, sodion(Na*), potassium(K*), chloridion(Cl), IL-6, IL-8,
gastrin 17(G-17), pepsinogen [ (PG 1) and pepsinogen Il (PG II ) were detected in all patients. Results  Th-
ere was no difference in pH, Na*, CI-, K* between Hp positive group and Hp negative group( P > 0.05). The
content of Cl- in HP—positive group was lower than that in HP-negative group(P < 0.05). The levels of [L-6, 1L-8,
G-17, PG I and PG II in HP—positive group were significantly higher than those in HP-negative group(P < 0.05).

There was no significant difference in pH, Na* and K* between type I group and type II group, undetermined group
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and blank control group(P > 0.05). The content of CI~ in type I group and undetermined group was lower than that in
blank control group(P < 0.05). The levels of IL-6, 11.-8 and PG I in type I group were higher than those in type Il

group, undetermined group and blank control group(P < 0.05). There was a significant difference in PG I between

the blank control group and the other groups( P < 0.05). There was no difference in G-17 content between type I

group and undetermined group(P > 0.05). The level of G—17 in type I group was higher than that in type II group and

blank control group(P< 0.05). Conclusion Type I Hp infection may cause gastric mucosal injury by increasing the

expression of IL-6, IL-8 and G-17, and then lead to abnormal digestive function.
[ Key words] Helicobacter pylori; Pepsinogen; IL-6; IL-8; Gastrin 17; PG 1; PG II
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SN E R IAH B N EERE 2 —, [F
B Hp R 5 B & B IR UM G, fF— e
FE L3S T B R A K

Hp Y5 Al = AR R B, AR Y8 T = A1
PUARFI S RIBORBE I AR, I R 47 A 20 o
RHCHED A MRS e R A PURIERIT N
Hp /&YL 18 7=/ JR Z W A FIR R B B ik
U h Hp e 1AL Hp YL BHE, BRI
FAEE A ERIA S IR AN TR HE ST A ]
W THE AT TR 1) U Pk S E M AZ B T I W ORHE,
B JJ BRI Hp BEAR X B BRI OB oK, B
Y9N 5 Hp BB UIA ¢, JUHJE [ AU Hp & 8
TR R B R R EBURE . AFEEES
(1) Hp JE YL 1] B8 T BOAS A 19 B A s eie A, if
T BN [R) s 1) & AE 283 T8 o AR AN [R) 43
IR Hp B B H W pHAE . Na*, K. CI,
IL-6, IL-8. G-17. PG 1. PG Il /KF72 4k,
WL AN W] 87 1 Hp B & B NI 2 A B
A 2ESPE, XA R BN AN W)™ R A OC
B7 N F S

1 #AREFZE

1.1 f&FHER

WegE 2021 4F 12 A & 2023 4E 3 A T R4
P B B B B Be A T I Bk A R, NABRIE
(DB 18 ~70 %, B AR, (2) il R EA: 8
i 13C PRS2 WA Hp B JC Hp B, TG
WAL ERERE ;. HEBRbRAE: 3 14 d NIRH
T B R oM AR RS FRZG M R I AR
A s Hp B B B 79 1) Hp SRy B M i 3
31 6. I Hp HU0R 7 BRI 7 28 Hp &4 B
BE R 1R 52 6], SEHFIR(53+9.5) %,

Bk 16, Lotk 36 6. MR 11 6], FI4FH
(52+94) %, BrE6Wl. Ltk s5hl, KEBA
164, FEER(49:12) %, B 7H . Lk
9 4], Hp JBYLBHPE 85 T e AR S B 3R
AHEXIA 12 N, FHERGL477) %5, Tk
T, S B. DL AR AR LR e 2
5 (P>0.05), AWFGEE) ARAE B BBk B
B 18 B 23 51 & W B L ME (BE2022-087-01), T A
B Bk B Y E A R 2 .
1.2 FiERMBXERGT

FRASSRAERT 12 h A8 (-2 R 5% ) PR
W25, AT E BEAGAT T, HEIA E REIRES
sk BHSW, TR T HA R R AT A ek T B W
HHECFRAE , TS r ek, B8 5 ml.
KRB WA, RREARARWES-20 C %
HORAE, R B, ISR, S—F il
RPN o KRG AR AS B SR fE R, 3500 r/min 250
10 min J5HCEVEW . pH G0 & BRI, 43606 RE
EWE Nat, Ko Cldrfm, BREC il PG 1 .
PGl . G-17. IL-6. IL-8 /K.
1.3 SitF4biE

Ve FHGe 25 34 SPSS 25.0 X BF 98 5 E AT
SAAT AR TR R DA IR + AR 2E (Res) R
N, 2 W HLBECR WIS REAR K550 24l SR
FHER R Ty 200, AT 2255 R e, 2555,
WIRFEAR S A, R Scheffe Z 8 AL ;
WRFEAR S EAMFE, R Tukey 2 5 W 755
W EARF, ZE KR Dunnett T3 P L 48,
THECRORMAE N B oy 380N, A bR H-R T
Kiki; P<0.05 WZESASIFE L,

2 #HR
2.1 R/OEIFERST

4 HBH— R L R TSR (P>
0.05), W1,
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2.2 Hp FHMS4BF1 Hp PB4 E S TEFR L8

Hp FHME4H S Hp (A ME4H AH %, pHAE . Na*,
K# R g% X (P>0.05); Hp BHTE4H5 Hp
B 2 AH LE 3 Cl- 1 i FE R (P < 0.05), L3R 2.
Hp BHMAZ5 Hp FIE4AEEE, PG T . PG, IL-
6. IL-8. G17 ¥J5 LA (P<0.05), W% 3,
23 ARAFHEUNERFERRLESTAXE

A ETIEFREE

I BULH 430 5 1 BUEH . R R 25 XTI
HAHMILE, pHIE . Nat. K2R LG ¥e
X(P>0.05), [ BIZH5AKERAHM Cl-F s

HXTIRAIREAL, ZR A% E L (P<0.05); 1
I 5 HAA AR, Cl-FEEF LG #ES
(P>0.05), WL%E4,

[ BUAH5 TR, RERIE, 25 XA L
B, 1L-6, 1L-8, PG 1 ¥4 LH, ZRAFIH*
B X(P<0.05), 75X IR 5 HAbS 4 2 o] e,
PG I R, ZRASRITFEL(P<0.05), [
HGREMHYEIME 17 SBERTG ¥ E X
(P>0.05), 1RIAETRY ., 25 % B4 i,
BWE 17 LA, ZRARIT#EX(P<0.05),
W35,

F1AABE-MRBRLR(X+s5)

Tab.1 Comparison of general conditions of 4 groups of patients (X 5)

2051 I BI2H (n=52) T #IZH (n=11) REMU (n=16) 25 AR IR (n=12) P F
() 53.46+9.55 51.73+9.38 48.50+11.52 54.17+7.67 0.31 1.22
Bt (n) 16/36 6/5 7/9 7/5 0.20 4.35

% 2 Hp PRMEZAF Hp A ARBEREXE FILR(X+s)

Tab.2 Comparison of pH and related ions between the Hp-positive group and the Hp-negative group(x=+s)

2115 pH{E Na*(mmol/L) K"(mmol/L) CI'(mmol/L)
HpFH4 (n=79) 1.47+0.48 51.49+12.32 15.91+3.22 121.96+14.99"
Hpl 4 (n=31) 1.28+0.45 49.74+11.70 14.7142.97 132.81+17.80
t 1.66 0.68 1.80 -3.24

P 0.22 0.56 0.37 0.18

. SHpYEHAELE, P <0.05,

3 3 Hp PEMEZAF0 Hp BAME A ETHEIRILR (T +5)

Tab.3 Comparison of Hp-positive and Hp-negative groups (X =+ s)

20 PG I (ng/mL) PGII (ng/mL) IL-6(pg/mL) IL-8(pg/mL) G17(pmol/L)
HpPHY:4H (n=79) 235.34+21.94" 33.2946.67" 38.23+11.09" 173.53+27.45" 103.10+16.36"
Hpl 4 (n=31) 132.77+32.48 8.69+2.73 15.03+6.62 73.43+21.86 41.46+13.61
t 19.12 19.87 10.90 18.16 18.59
P 0.005 0.001 0.004 0.001 0.001
H: SHpBAPELIARLE, "P < 0.05,
R4 4HEBREREXBEFIE (L)
Tab.4 Comparison of pH and related ions in the four groups(x+ s)

Espill pHIE Na*(mmol/L) K*(mmol/L) CI'(mmol/L)

I B2 (n=52) 1.52+0.48 53.23+13.35 16.25+3.32 121.06+15.37*
TR (n=11) 1.32+0.51 45.36+8.46 16.95+2.59 125.09+20.29
eI (n=16) 1.31£0.44 50.06+9.77 14.10+2.73 122.75+8.91*

Z X R (n=12) 1.17+0.39 48.42+14.51 14.37+2.77 135.75+11.80"
F 233 1.50 3.35 3.29
P 0.08 0.22 0.23 0.025

5 TR, "P<0.05; 525 (X BB AH L, *P < 0.05,
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£544AHPG| PG IL-6.IL-8.G17 LB (X +s)
Tab.5 The four groups were compared with PGL., PGIIL., IL-6, IL-8 and G17(X+s)

Easpill PG I (ng/mL) PGII (ng/mL) IL-6(pg/mL) IL-8(pg/mL) G17(pmol/L)
I #2H (n=52) 245.91+13.16* 33.84+6.16" 41.51+10.09* 180.63+25.71* 106.48+12.66*
72 (n=11) 215.40£17.51" 34.67+8.70" 32.72+4.32" 159.3149.12 92.36+14.02™
KEMH (n=16) 214.71+24.02" 30.53+6.39* 31.37+13.07* 160.27+33.23" 99.51+24.05"
2 FAX B (n=12) 110.71£16.46 6.63+1.03 12.71+6.26" 70.05+25.96° 33.53+4.38"
F 220.42 66.11 29.19 59.07 80.01

P 0.001 0.001 0.001 0.001 0.001

TE: 5 TR, "P < 0.05; 525 HA IR, P < 0.05.

3 it
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N THGE I ] SR AT TR SRR e I ) B AL Wb A AT
iis

T YL Hp J5 vl Hp el . 153 1 3
BRBE . SORE S R RN . BE 73 R A P
YL SR B W R AARKINER L PR M R B R
G S A 7 OGRS T R
i, Hp R S A MM RMAEEN A
(CagA), 4IMEZSHTFER A(VacA), JREB A(UreA),
JRZ W B(UreB), R TEHE F 60 FIR K ik I 5
PR A . Hp B 5 Al = AR, AR o™
AR PURF SR EURRE AN, IR IR oK R A
CagA Fl VacA HUR AT g Hp e T AU =
A UreA Fl UreB $TAARZS RIS Sh Hp JE e 11 #1110
CagA /& Hp e H A5 09 1 Fheg 18 H, AWFR4s
. CagA #FAfE FIRN G 5T B BN 1L-8 K
R, CagA JHad IV Y43 R GE i A fE R
WIE AT B BN IL-8 A, kb ok 20
JL LT bR L 400 5 e A S L RGBS
F 40 L 9 R 15 3 B WO EE 12 VacA WIBEIR bR
2 DR AR TeR £ 3 O o A N e DR L = 150 A
IR, BRBEDIRE T RE, IR SE b G 1Y
FRLLAE " @ 1 W2 L IE RIS R 3 AN
BRI Hp BRREY,, BUW A ES, 1/ Hp
Lo T AV SRR B0 1, 5 BUHAM B .
B 2 15 30 e X6 AN [) S AR A ] R AT TR R e 5
RETETE LA RAEIR A AP AL 1 AV D)
REMETH B R B i im PRAEIR T 1T ey . 32

A1 AU S i G AR B R Hp B8 ) B RS IR AE
B BOR AR 250, RILE R S Hp
Y UIAE, H T ABORE, B

PG 1. PG IT & Zh B4 =M D) e i i 22
2R NSy, Eh RS A 0 RN 2 VR A 4
EZH5HAMLEERIA. PG 1. PG T AT#EH
W R ER RS, S S5 ALTE ), (H)E PG
I.PG MadZ ., JEPERGGRXTE FhB 25 A #1
YERINT . AREFFRIR AL, Hp Y PG T KA
wHEHL, T8 Hp R EEM PG T Rikat
T2 Hp YL R F 1 PG T FkEHIN(P<0.05),

BWR-17 FZREH G MW, HmfeE
35 BHIRERAE, U E IS AR K AZ T, E R
S T fiE A, B 22 H0 AN ) 2 B i AR U 3 XU
R, T It R E A I G-17 K
VTR, HOKSE 5 Hp B K 5 25 DIAH OC
A TG RIZ Wi B PEAL o AR 52 56 38 1 4G )
W G-17 &8, Hp FHME B H L Hp BB H G-
17 Fik e Wb, Hop T RS & i A
H G-17 KT (P<0.05), HILn LLE H A
B Hp JEYY R G-17 BAA 2571k,

IL-6. IL-8 & 1 FPfie RIH ¥, WLk %
hEH e R, AR KB Hp I B
IL-6 Al IL-8 /K V- TRAPE RS, H5EMHE R
) T EE AR B A A G . SRBERT A 2 W A RS A0 i
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