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[E] b E (Helicobacter pylori, H. pylori) % 2 E# IR % B KA X 124535 7A4T.
HAF R B BARAE, midiMmi ARLR (CagA) . Zaw@fad AXLR (VacA) FHHRBFLAHH
H. pylori RAAL B XBIRE T, H pylori BRFEFROK AR TRERTEER, 122, £45%
AN H. pylori B A FH B RO T ER X, EHEEATHAXBRE TALB RIS AR L, EFX
EO LA W RAZIAT AT T H. pylori B BT AILBREIE] . LW 567 FH5H TR 69 A% 308U,
Kol [ 558 — B R A E Ao le R E F ARG R. REFREE XA LRI S E6H46, BB E
IR % 5 e R TRy B TAEH E A, £ R XIE U AT H. pylori BFARX —F LR,
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Some progress, insights and thinking of Helicobacter pylori infection research

Yuanquan Liao

Department of Clinical laboratoryl, anhui jingxian people’s Hospitalanhui jingxian, China

[ Abstract] Helicobacter pylori (H. pylori) infection has spread widely in many countries and regions in the
world. Its specific spirochete type, cytotoxin-associated A gene (Cag A), vacuolar cytotoxin A gene (Vac A) and
other virulence factors are the relevant pathogenic factors that affect H. pylori colonization and infection. H. pylori
infection may play an important role in the occurrence and development of gastric cancer, but so far it has not been
confirmed that H. pylori infection is the main factor leading to gastric cancer. The authors reviewed the research
progress of related pathogenic factors and their pathogenic mechanisms. It is worth noting that some clinical and
experimental researchers hold different cognitions or disagreements about H. pylori infectious agents and their
infection mechanisms, diagnosis and treatment. Laboratory medicine is a bridge connecting basic medicine and
clinical medicine. To implement the prevention and control measures of major infectious diseases in my country,
laboratory physicians should work closely with clinical and preventive medicine workers to pay attention to the
important topic of current H. pylori infection research.
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Wa I TUEFF B (Helicobacter pylori, H.pylori) 7eHH
K FIE 2435 Barry J. Marshall & J. Robin Warren T
1983 25 MBI TGS 5 2 8 1 B RS IR s 2H
2 (H L EmEERmAZ) , &S FREI Ak
DU L IAME . R A BERe T, Pl
KILH. pylori 487~ T H.pylori &G E NE B % I IH
AT A S T A T TR 11 R IR T\
B EIRYL . FOAERIRE 2 7] 56 R AR, A

AT BE3RAT 2005 4F B2 5 A B i IURK

FENE B AL RO A T2 R Hopylori,
e RIMIES B+ T, N B R8I
e RIEFERE Z 8] 58 RN IZWHIRN . H.pylori
SR AN - TR R N- N Z (B4R 4E TRk
HEAE RS 2e- e B-TMERE. BRIEIEAL R
S5, T H, AT RAK I E AR AE R R IR 4P,
H.pylori &5 gL T BUBE B G 38 B0 1) 06 5%
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1, s2 2| 2P HA A IR B /B R .
H.pylori &M M H G RIAH G2 [R 7 E 2 JR 3=
filg . FmsnE iz iy B SA DSl . ORGP RIS,
DA K HRR B R TR A4S . HiEB Bl )% . kAt
AT T3 2 8 25 500 AR BE PRI PR X 50 i 5T R B,
H.pylori F¢4E M5 &G 5 & 181 B R 1E N B &
AR B AT R B . R RS A IR R
A JEK (eytotoxinlassociate dgene A, CagA) F=E i3
MMEEE A FEH (vacuolating cytotoxin A, VacA) TE
Z AN EE R T, RO Hopylori G
R EE, WEMARE NE IR T

B2, MY Hpylori 45 B S HE R
3 R AW A SCHLHIEAS B . H At i TE i ) Sz
W FUEPE RESUESE Hopylori B4k S B RN E
BERURINE . ZEIR T Hpylori BAEIHRAT IR = BEN
H.pylori 5 &G J HBUR 7 it it g, s
TN L LR AR Oy BOSGR ) E S5 IRV, A REA
H.pylori &G o FSLIG 22 W B IR A 7L
e o

1 B EATE BRI TR FE A

H.pylori JEGAE &t 5 AR NFE RS R IR
., AERAAH 44 /LN T2 R Hopylori &G, 3503
QRN 62.8%. EEERPFAEARPMAEDE, LUREIEE,
CEEH . SR A E S R R E K. 3K
H.pylori Y NTIL1E 7.68 421, T BRI i) & ik
ExK, UNHA, SE%ER Hpylori BGLZFXTE
RS, EAR [ b X R 2 Ak,

H.pylori JEJEHN 54%~76%, W& mTI0kk. db3&
[9]

o

WHEE Hpylori BGm R X #5HE Hpylori
RHFOMELLNT 4 19 & T XA E R ABERTREATHY
H.pylori YA E TR (2002-2004) 7 4%
PR 56.22%", 2017 ST BRNER H pylori
RGP E L 70%~80%", PEoRILE H pylori B
REEBHTRIEEF KT BRI 5,
R BAEW B Hopylori B8 [ AR I 15 1 T 1
hn, Hod 41~60 2 F R BON G IR, 61 LG
AT PR, S AERBNTE Hopylori BYLFAFAER
EER, BB/ ZMMNERHARE. AFRME, A
S AN LA K 2 B R IR, Hopylori ESRRIFEAE
TR ZEESE, XATRE S A FEIMLIX RO KR AR i 2]
[ SRR LR S N B SR R A T AR

I[J—]\\

X R 2R 72 S A R A R AR 08 2 IRON B ) R e
WAFTER R ZE R . — BV CNE TR OE X N B
H.pylori &G 25 1 o

JEREFER 2 Hopylori JERG—M 2 KA LE
3. WEFRARIN 3~7 %, 8~12 B Ml 13~16 %)L&
H Hpylori BHZR3HIN 39.5% 41.0%F1 54.5%.
KB BH YIRS L R AAE 10 5 LART, 1 H—
B, ol AR e By, ARG
S VR TT BB e L AR B o 28 A 5 008 i B
SERERHIEEE K. HLER S & B SR
Wi HRE T m P, Bk 2 Rt R
H.pylori P EAMURRT BN, CEBB T HILR
G, WLEAKKEIRE. BTN,
DA R AT I R 22 3R G0 53 T 38 AR R« I 4 AR
HAE SIS 2 P

EHA, 60% LA 2N Hpylori #57%,
{HAEER N R G 2R AT 3B A % . Hiroi 111
(2017) BJ—IE PR L ER, /AN T 30 & IR
NBE Hopylori EHZ 0T B2 10% . TIHAE] 2050 4,
HAKI HARN E A Hopylori [EYZRAT RS2k 5LFE
KZ 5%, Biia st w3, MATRIpa R £
BEHAES.

KA H.pylori 1YL Z0F RABVEESEE %,

B R R R AR S R G AT RE R DDA oK%

(H.pylori B % (HZA) HEAERILR) (2015 ©
¥ H.pylori 8 #5E SONERGMERR . 1X—E X
BT 2 B A 23 IR EDE ) Hopylori J&
Je AR RO, WF e W e NS B %) L 3
H.pylori BT G240 ) L) B RG IS, H ARG S AT LA
KIHEM T BRI, AR ATk R WG A PR 2 I i 7
MR K. crenbigliEgnEgtE K. B
KA, CLE Hpylori 45| B HyEAAER
B R R B S I IR —— 15 s B B RS A Sk
EZH UM ESE (mucos aassociated lymphoid tissue
lymphoma, MALT) 1152021221

HeAh, NI R IAE A 07 B35 A Hopylori
R R AN 70%, + 48t B ks AR ik
90%Lh . ARBRIGIT Hopylori BEBEAE S @A L,
FEAH A R R NP LRI AR A
R BIHRER Hopylori FEMFRAR &8 A i & A R P,
H.pylori [E&H0] G818 B8 7 B BRUR 15 573 5
H.pylori T3 AR FRPERIEA FHLH], WD
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P R M E R N R 2 —P B RUR EOR,
H.pylori MY 55— B-AUE % H 525 . IHAPED
ZH MBI 2 2H 20k TR R I e &5 5 T 9 1) R0
AR, RS LINE . Bk ME. fk. M.
JHERE S WP, P o3 S AU 3R LA OC R B i LAAb
It R R B2 DT R 920271,

2 TV ERAT R R ERAR K B A

R TAEHL (WHO) FirlE (1) B brdsiE it 78 B
(International Agency for Researchon Cancer, IARC)
RIEIAT AV TR, #IN Hopylori N B 5 K
IR R T 20 BRI, R B R R R (1
K, B 5 BRI 5 b A B R AL
YIFHK. HRH Hpylori BT E (Gerbils) 7
ST BRGSO, $ROR T B Hpylori
IR RIER, IR Z W O Hopylori &G
WYL B RGsh Mg =4 B & e
f R R B SR AR H.pylori JEGIAHC A
AR R ARSI AIBUR &y (CagPAD A7 141 Y
R AEPF (VacA) , JREM (Urease) . iz
(adhesion) . ENETERARLEH) . HEE L KN 1156
MY Hpylori W)€ AEABGALE T HBIRN FIHER
#re

2.1 wmieEE

Y B B 25 AH O PR B0 [ ( (eytotoxin-associated
gene pathogenicity island, cagPAD) ) &M 27-31 M3
R T B K /N2 40kbDNA FBt. Jlid cagPAI 1)
IR RGUIEON BRI R A, BEER A S S R BT
HIRWEIR MG (SHP-2) &5 E &), SHP-2 /24
225y ZUE A R A EEAER . CagPAL AR IF
BERURE 2 [AF (proinflammatory factor) , 5% /¢
b ARG TEAS SN A RS, PR RS T
R RGN B AR . 2 P A R T )
b ENE LA, B b R A M A T AR e
PRI BB

TAT I3 5 YA A BN R0 R P I PR a8 B 9T AR
52, H.pylori FREHEGL 51 A BN B R AN B #E
VST e BT EEAE . BE AR, H.pylori %
GuR B b R 4 B A = AR AN AT s A 22 AR A0 )
HIEAEHAZ B CEEG) Hpylori 5 J1HT
Xf 8 b B A B AAE S R R AR B DIAH G . H
CagA HEKRILWE E CagA HA S5t Hor
THZ) 120-140kDa, AT Cag-PAI K] Cagd

FHYwi. CagA ) EPIYA J:[K 541 HA 2 &M,
ANFE BB PE CagA R HAH R B 2 2851, 7T LU= 4= ay
by ¢ d WUFA[FEIY CagA HEH. CagA HEHERZ
Wy FEANE EEAN, FEEUIRNEE ST RS
RASW, BB R SR GE K 2 B RS2,
CagA RAHER I 2 A1 A2E 50 CagA TR It HAE
RS (B FZ R R, W HH A B R I o A
FRAIE, 15 CagA HIEUR T2 DA OS24,

VacA 1EZ MAfIEER 1, 2 CH Hpylori
B —ANEEWF IR T . Hpylori 57U VacA 72
—Msr& N 88kDa M i, HAHEZEN p33
p55 PAANIEEE B i N— R p33 2T a2
FRAZPINIEIE, wEER N— Kbl ps5 R T
BREEFARNEERLTRWE. Vacd |27
1E H.pylori WK o VacA B HEEAZ T & 0] B
ARG B b R A B AR B A 2R 48 A T R I
FiEE, HSAETNR, SIEAMZE. MK,
SRS, Vac A JRA] S EMRIE T, B A
EMA . SRR IEENE S, TP 2 g i D)
BEFEHIH TR A Ak BEHEISS, e
X PR EE ) R E A YIS A D) e ] R SR
A, ECE AR B B ORGIE ERAREAS
A B B BUE R R P,

L5 Hopylori BURKFIEK 22851518
F ik 2 A LHAEAER, AR T IRATHE IR
N Tf# H.pylori (EURNLE]. FI, B Cagd A
VacA 55 IR FAEBEKE . RESETEEN,
WER T MBS Hpylori BAXIHLMAE BT fEE
PLR ARG H.pylori &S B EL IR IR E X o

2.2 VAT A

T B Z A 0 A AR ) IR G Y R
H.pylori 1E&GLE B NI E 1 2 H B0 1) 24 225
8, 23 2 B AT SR Ve ) B /e A DR T )
SO, BRI, Hopylori (E00 R TR 4R HE AT
53 N FE R IR T AIEE ) R 4% BOm AL SRy mR]
53R Hpylori EHEMCHEURRHE T 5 H R ED
PRSI BUR R 7 5 SORE A S AH ¢ B B0 R
J e BRI 4

(1) JRE& M (Urease) - Humsng i 5§ (AID) .
HSEACY) LTS (SODB) 55 HA | THRFT B fr) 5

DR #E M (Urease) , x&—FHA mEY G TE
MEE, RSN BEASEM. a8, 2H
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REM A W (urease Asubunit, UREA) MR &N B
W3 (urease Bsubunit, UREB) P4~ %5 4 35 K14 1
H.pylori ‘& T R M, 1S R 2= B /K i R 25 7 4 NH;
1 CO,, Bd 7E H.pylori AR B TE A= R
RYE, N Hpylori WALE. MR T B TAEK
BN EREE, I A BT 1 =k g B RN Hopylori
B B ROHR S A 20T

JREZWEXS Hpylori B—2EWRIFER, WXI1E
FHAWMG . MEEEEEEN, FESH7ER
NH’ 5. NH® o] AR E R B R A& &, il
REE B T B, 3 R H RGN WEe 7 2
N RIPFIR AT o-B I 1R, T Hedn i i fe 4R
HNH® 5 Hy0 Sl i 72 A2 (1 5 3647 70 41 i 2
H, R NH o] 38040 25 A8 1 . [, NH
MR AR E B E A REREE T N . Ak, IR
G Z R E AL, s WBC, BRENER
-6 Cinterleukin-6, IL-6 ) Al i 58 4K 3E Al F -a

(tumornecrosis factor o, TNF-o) FJ433; F8 WBC
p =X PSR G i i NI IR SY=E s Y S R
i, BERE R AR

BeAN, BN Hpylori KT NH (35,
A A A RS PP T . R R, TS
H.pylori W LA 7837 B R Z )5 B HIE B KRR
M, MIMFFAERT BRI, FECE AR - 4
LG A BT, R, E495. K, Hopylori
JRRGLASTAT B ORGIE b B 4 R P 2H 2R 580 R AR e,
PE MR I T i, B R SR A A P
FERLAY, IR T SR A AR AR P80,

@) Hfu mz ie it Z ¥ Cactivation-induced cytidine
deaminase, AID) K| 3T ARG AAH 1) B b 7240
UM 2 S B, M ai it R IA Nt DNA B 1A iE M
()3 A 155 1T 3 B DR 81 A B 1) S - s A AR A

(Genetic changes) ; 4K DNA FEALRPER
WAL 5% (Epigenetic abnormalities) 22 {k CLH4E
1) H.pylori. A] BeE T iX 26 g 3 AR AL I kBl 2 HLAR
F, 7RI PR SEI0 K 2 10 2o B P BoR 1 B4 d g
T H.pylori 18 R ELH 2740 0 Fr 38 i /g A 28360,

OBAMNEALES (iron-cofactored superoxide
dismutase, SODB) , s&H H.pylori 3K 24H gwtd = A=
HIEREER 1, 25 Hpylori EHEIIH 1IN ¥ 22—,
f£ H.pylori 5EAETE £ BRE R At i b BAA H
AR RS, AT AR IR B -H pylori, AL

1Ll (SODB) FId4A AN (H0, M) S50 ek
7 T B AR R 4 R R 5 4 8
(2) KB 2 i 1 AT BT ) A

H.pylori 5EMT B /MK 22 21E F RZ RS
RIEER, 15 Hpylori f£518 3K FLRI B0 I 12
PR RE R IR R R ERESRE S 18
T ARSI E IS G, R T R e
FHIEeT1, R Z AR AE [ —1E EAR N AEE L
T, ARG EZEFE .

Kt (adhesion) s& H.pylori FRIEWIAMEEH,
BARRARE T R aifaishae, BAL—m4
SURF R T R 1 SR R A . IR PR
BHE FH AT DALE 1S9 T B O 4R B R TR T Tk BTl
Py AIEELNCE, SE Hpylori HIFREE. 184K
Gy. Hpylori ERE T B R 4 M 51X Lo 4 8 [ (1
SR AR B AT 43, HORG B ATL 1) 2 T TR0 kG
TRZ S T 52 R B AR B SR T 52 A4, 55 2L R
PEEM B S, R0 RS 1E BRI R4
% 5 FRURE R AT 2 AP H pylori 23K 1AM R 1
XK (outer membrane proteins, OMPs) H AR H
%A Hpad. BabA. SabA. AlpA. AlpB 54,

Hpad Wt 2 1) HA RS BRKEZ &
PR R AMNE SR E, 7T LS N- OBt & 29t -(a-2.3)
-FUbELE A RLEER (NLBH)  Hpylori JLT-#8&H
A L4t NLBH 1] BabA A -1 4t 545 & &R

(blood group antigen-binding adhesion, BabA)

BabA & H.pylori EEFIMEEHZ —, 5 AW
RBC-Lewis Il R4 Lewisb & RBC 1] LLHIIH
A] WL SR I N « Hpad TS5 3 8] 43 ) /& babA,
babA2. H.pylori WARANE H PRIk M) Babd WA
BRIERPZ AN, HORGPRR 5 i 2 ) 52 31 Jk
G2 A [F) 0 B A4 B e o AR 1 52 A4 R S 1 BT S
fic. MEVEFRZE &R E (sialic acid binding adhesin,
SabA) J& H.pylori 4MEH H Hop ZKIEML 71, HZ A
A sLex, H JHP662 #ifih, kA T RIESZMH
B LA 958 H pylori (RS ThERS4,

WFAER Hopylori BIAMEER FIEXT B BB Bk
B e L ER R R EEAEA . R,
H.pylori FMNEHR H BA LT —HRHE R R M. B
20K 20 A, HAG YU AR RS B 2R T T R —
Fis BCEWE LRI ? Hopylori AR HHAMESE A
FH RS2 ARZRIA AL T ] Re AP AR S 22 57,
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JRAA PR BRI A2 S AL S AN] 1. AHOCHI B
LB I RHEFE ART A WA A IR RS IR IR R
FRAFFLR A,

(3) WRNETE AL . $EEE5H S 3 ) el
[ JRRAT B 1 €

Oy TS (Helicobacter pylori, H.pylori)

H.pylori A 2BEE Obts T2
VIR SAR, TRADEEERIEAR) S22 IR
WARZIN 0.2-0.5%0.5-5.0um; I, I,
BT N WEE AT W H pylori WARE — b A 2~6 1R
IR, TP RIE N Hpylori WK b A
MR KRR,

@4 A #iALH] (Colonial crimp mechanism)
MR RAR

B A 2548 R R =, A B — A LRI )
ZHEM K. Hopylori A FIRE R IR e T w ik, i
ZREME1F LUIGTR] 78 375 B IRGTRZ ZREM 28 450 .
R AL, X Hpylori M T H e EMAE T A
A (PR TR TY TR AR 1) EE SRR, 7 500 SRR <SR AR i)
YL EORG B2 23 d i 5 RS AL, BY Hopylori
WA E S Gl e . ZE AL, (R AR R
TG SN EE SRS BRI L B AN A DA A e A
Ko H.pylori B FeJE WAR LK %2 2 esdl v csd2 csd3
N hdpA. ccmA. csd4. csd5. csd6 SEFHER RS,
H.pylori N5 KA BRI AR, AT LA Wi s i B 1) 1 4K
T K S iz sl w44

T S HHE R

H.pylori &G 5 HEEE T A 1) & 8) ) &
PEBVIRADG, Homah )1 Jd 1 Re % ORI s J5 A fE T
T BRI A E R Hopylori FI8EE, B
GEK, RIS 9 SR AR PR S A kS 380 << /AT
5 H.pylori BFs R R eTE WAL SURME - B A [RIFE
HERE

H.pylori W1$FE B #F B 224 i, ¥ B 22 3 FlaA
H FlaB # B R A4, B A. B AR AL,
Iy MBS flad. flaB 4if. HEEIESHEGRT
AMMRER R TR 5 1P MR KJE L8 2.5um,
HARA 30nm. H AR AT 7 Jy Rk . BEPIR A S 22 IR 1
ARGy, ABAEHHE R 2O RAR AN S B — A
5K, FRIBHEES. “HERE O THIERHRINE,
7 BB AR B JICES ) S AR B4, IR0 T BN HE B4
ASER o i 22 . Ho i SR E AU BERE R, DA

PRI IRV ST B4 . Mi B2 ke, IR
W 7 EEERBh ) A HER, MM, 15 PA ik,
mH, flada WTULES AN RZERER G
(immunoglobulinG, IgG) 1 {5 I 1EAH KBk
A (immunoglobulinA, IgA) .

HAW SN, 23 Hpylori Y E £
MEER H T2 —. BA®EI8 Hpylori Hk
FEAE E I EMERE ) B S TS I wEdk, BT RL
F=HE VacA. W H.pylori WK BE R 9 #E Bk EE
A B 32 R AR T R B0 72544, TL-8 i
WA M R EOE R, R B TE S R, e Ak
i I B R B ) U4 L L 96 TL-8 I DBk .
T PR A L R R 0 7 AR IO A B AR
Yo, ARG, IR SO R

3 I TEMEREMRFHNREEERSR

N Hpylori BEHNERZ, 2RI 50% A
MO, o, AR R MX 2 b 80%. {H
e, ARG NBERENY Hpylori EE4AH
KA REdER N B, JUHKETRRIEMH
KGR B e 8 W, Hom B ER 5ilm K &
RIFAHIFF,

NS 2K Blaser N, Hopylori &H Nk
Ja, HEEF2MAEdigKEH MM EER,
H.pylori I RE T BN NI TH AL TE N R € M B
BN SN P9 IE 5 BRI 4 T 2310, Hopylori R
72 1 BUR 2 HBURE L H 0T 232 4 0 AR B 1) B I
H.pylori IR

Marshall Z#3 s 1 585 A2 AT ] IR
FFE: BB SR A1 R sea e 1,

Rk THEE X H pylori G215 8500 2 2 H 2500
B AT 2 AR BN DG

B AT TR A2 A TR AT Tl PR A S BerF 7 3 0t 1
H.pylori JBEHHLH L SLIRZ W 550 AE 20677 S ey
B AR NI WL . A7 RE

3.1 RIRFLEL RIS

RZ % N Hpylori M5 BEGGRN RS T
HAHKEUR T BURMLE] . BRI Hopylori
TR G 55 IR AR A T ORG IR b Re 40 f E  A A %
HIEUE R 14T TIRZ WL, W17 T Hopylori
SR 598 A TE P 2 TR AH OC M, (B AT AR A AN
H.pylori 2% B0 AL 5 — S0 . itk 4h,
H.pylori-Tipa & H.pylori J& 4 L 1) Fo % N5 1
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H.pylori-Tipa 5, HAMRAE E MEGHAL 5w 2 PE4H
J B TR . Bl Hepylori-Tipo & 5 £ fhi%
NEERH T Z BT R e 2 m, Whe T 30E
R ERREE R S Im IR 25 R AN RIR I . IR T il
H.pylori B 5| K2 ) G N5 5 G e e IR ML, T
H.pylori FEEGLE RN KIER IR, MR
ge WD CHIBEE R WA BIR
TS H A TE R KA KRR RE R IR =
9

H.pylori &R, 15 EHUERUR A T 20040 i
MR 72 5 AR ) S B BN e — RN,
Hopylori &4s 5, HUARREYS 5 30 [EH %% (innate
immunity) F13& MV 4e)% (adaptive immunity) 2% o
A i, T gifbtiAEs 25 17 PR R
R ARG () e [ o SRTT, 1K e 40928 I 87 B AR L
H— &R AER, A5HE DL S8 B LA xS iy i e
I IR AR R A TR % » H.pylori 18833 F 41 B 2 T )99 Ji
PR IAN 2R KR (pattern recognition receptors,
PRRs) 73T/ H AT LU R0 AR )72 A7
1 A8 9% 73 1 #8 3 ( pathogen-associated molecular
patterns, PAMPs) H] D\ Bt I FE I PAMPs ) %092 Ji
P, R A R A T g e %, BUA
R IR G IE RGN B FERR, 3 Hpylori F74E
G, (H5E, B NAHSR T I AR 2 — AN T 55 A
o

32 Bmt S A EA KB MGERX A

ElKhadir&Bibi 252l R 508278 VacAmlil
S VacAm2il. Slaml FEFR 5 BHHAEMG. H
H B 5 L35 ) B PR 2 TR BRSO 3 IR AN B A
H.pylori £ 83 B RE b8 ER = AN1E FERIBE 5
Gt BHREEIEM. DU S RE I N EE 1 A 452
EF, S3UE EALMF TR HBURTER ) 12
I R o

HBURMTEE S CagA. VacA. BabA. SabA %
Z BRI TS H Hopylori WAKH CagA. VacA
HI BabA 5 F0 Jk K ZH B i A (] ik PR 284 2 SR B o
Rl 2 &1, BA BN 2 25 1% 0 B0% B+ 7T 55 i 2]
H.pylori IR 5 8, 0T H AL R 2 FhA R
TR o

3.3 e R4 Bt % AR S BUmbLE 69 B 24

2 T JE AR ALE SR G AR A 1) E A AT BL 3 9 B
W 5 AL M 22 50 W SE AR . Han'™> Sk I Ik 7 6 2 FL 3k

FAREE TH 9 MFIR 27 MEREETDER
H.pylori, FANFIRBGA 1 DN onbErk, B nkE
HkER . B Kibria P8R EINGLE H pylori
IR, KNSR EIR Hopylori 2 o BRI S A4 RS
PeFN 60.15%. 8 H.pylori & F F 552 B 57 FEFE
e 2 SRR ERE, B 72 5 o b/ 22 v B TR RS
FE0ERE, HImPRE S ? B A ORI,
WA RN T

JLMFOFE, Hopylori Y5 B I S AH I K
AR, SMEFERIRRSGRZSHEA Hpylori
RGN F R P . B Hopylori SR H 7%
AP RGBT 5 1 BRI S
AR, A W] e 2 DR 2 L R 0w 7 H % D)
FHFEB30 BAR H pylori IEGEREW SBURFMEE £
FAMEE R W bR BRI A T 2 B
B B2, Hpylori YL EUH N A B,
B KL AR T,

H.pylori J&HLIG RS 5 2 FEPE R 7R T HEL
TRALHI S ettt . Fod, A DR 7 R DR 2 A 1 2
£ 45 IL-1B+ TNF-a. IL-8. IL-18. IL-6 Z[¥1ThiE
k. XHE 1B AE 2 B 5 B 1 2 A5 1
KEBIWT, HENGFAEYEBORILHI RS
H.pylori &3 HIA IR RS KRR L R . B
AR5 Hpylori BEEHLH IR =2E . BIia%ER
o, WO Hpylori BGLHEF R HT I R 8
(860 <3[R SO A FA AL P 52 L1 AT At — 26
5638 H.pylori BURNLEIRIARYS, HIGIRIEIT Hopylori
LR ALR ) BB

3.4 H.pylori B % S 307 50 5 FANLGY B 2L

BT SR A SR T TR B R SE IR T AT
7 EE R ) ) R < g [T P 48 NI T A R Y
BB IR ST Z IR o Hopylori HAERE[SCHR 61]
VB Bt i o 22 FHYEREAT B Hopylori HLSEZNA
TR BRI OBB P EIVR, S IR,
IR DB R ERIARD 24 PR AT, 3
- PSRN N R G AL 3%, 2 D B AE .
X A1 2 [ A A S AR P 7 SRS B A ) 60 J HLpt
FUE B FLAR o 1 IR AT TR 28 I IR T A% 5 110 B AR Y
N RZIRSAEE B — P AR BB EAR, D20 FF
RFEAR LI T S B A s 36 5 IE S o

3.5 H.pylori-# & 48 ( H.pylori-superbacteria )
& H.pylori-7u8 #9 % F (H.pylori-silentkiller ) ?
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FEARP VN E W BEYIRE R Hopylori JRYLRE
. BOEEARE . 5 E UM R LA H AR
BRACR S J7 AR R, A SR e BE AR AR B
H.pylori ;& A, (HIERETCENT K, JEHERA
HNIX BIARBRFT A 1 H. pylori &G MR R A GE A A o
2015 47 8 A ALHUER A+ Jem 4z B WA T TIEAT B i PR 12
2RI 2 E, Hopylori /B34 Marshall 2472
AR, JFARE RS =N Hpylori
FH 2 #0225 TP RIRBRIGIT .

JBT S AV R T Hopylori e 4 R
TBIT B B S R P A 28 R G 1T 1T e )
. B Hpylori XHUERK) 2N 15
WREE TSR R IS, Hopylori BIRRER D) 265 5T %
fiX, X TTAEIR ANFEE 5 N3k 1T Hopylori T, JT
JE 4R E SRR BRIATT I A I AT AR DA L
FINHN Hpylori BYE2RRRIGITHS R, B
A A 2 A5 2 e SR 4 10 S5 TR B — T P 4R P AR 4
T M & BRE  (Methicillin-resistant Staphylococcus
aureus) /&Gy, HILZ HE 245 Bk (multidrug resistant
strains) ARFE, S I /5 vl %5 3R 0 <6 0 (08 &) 3R A

(Vancomycin-resistant Staphylococcus aureus) 338
11 H.pylori-i#H 2 4 6 ( H.pylori-superbacteria ) 5%
H.pylori-JTUERFI75F (H.pylori-silentkiller) ? X B
AR R, —VIER % H st
o

NEX Hpylori &G R ILBTE KA, ML
H.pylori BRI ZWNETT , TR RA MIE R4
il e Mzl TAEEAGANEEE ., H o
FARBITER, BT — A, AR
.

4 FIEERE

o B0y 125 27 A — RN A 2R 2 R I PR 5 22 i 42 i
R EE . BIAT V& 23R 3 KAL Y TRy 5 42 il 4
Jiti, BRI, FORE R e RE—— A T e

(artificial intelligence, AD) +Er 56 & 22 #T X, 2A
I BEIRISS 007 O, TR, AR 6 B T 5 I PR
TR B 2 TAE B B VIOE 410 Hopylori YL IRR,
TR — DR R RS Hpylori 35 711K
518 F 40 R B AR EAE AL, FONBETT Hopylori
G B m DU B AE A SRR S R . R
JR (R SR A 2 B G e ML A SR SE IRk 2 1)
HIRHAl . [N, NI R BHRRIERE, 45
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FHEENKRKE L. B, #t— D5 st
H.pylori i 2435 PRSI 57 AR A0 53 1 0% B RN 1R 7
£, NSRS HETE T $2 A AT S e I s

A, RE Hpylori RIHTAACIE 7.68 12
N, Toil R WG I7 7 A # R A0 S f8 X —
PRSE R W CAYRYT P ORI, W IR AR
PN BT PRI AR . (2 PEAR]x 10d 1697 77 %S
R GE — 25 A2 300 76 RMB, 24 iR
BRIA YT HIE 2300 2427 0 EA I/ Z 2 ¥ 2 H 1400
26, G4 3700 147t S LE SR A
C" ARG A A 2 B s TRk, A 06 Bk
ITT ZARBRIGIT H.pylori BG4 5 52- 30 o VPN
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