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AT )W AT R B G A G PR VR 5 o WL Il o2 3 i

M EAh (4R, 5 (FR)
(18 R 2200 R B 24 B, % 18 78T 810000)

(HE] W TEFT B (Helicobacter pylori , H.pylorD #{ A A28 0 1 R 8UsY , 5 8 L8 WS R K
HEEYIMIE . AL RGLGER T Hopylori AR CVE B R0 &P HLHIOF 8 e, E 280 1 4008 75 00 I e 32 s
NEE ROREAR 5 B A AR A RO s A A R B BB S B TE RN R A R R AR . AT R
H.pylori KOG VE B 98 & s UL A B T FF & 7 006 97 8080, A BELIBT 28 B9 Correa #8520 (25 45 - 1k - 3 B4 A

AR PR A — SO TR I
[XBEA] B R W TIRAT B 5 & LT
[FEH2%ES] R573.3 [ZakirER] A

WA ITIRFF B (Helicobacter pylori, H. pylori)
SRR PEE & A ES Y . B E R AR
S AU R R EEBURE R . H. pylori &
e 0 U AT e o Bl B R A As AR A, — T &
1980—2022 4 71 A4~ [ 52 o Hh X 1 25 28 4 b 0 3%
B, 4 Bk H pylori & ¢ % A 1980—1990 4 (1
58.2% T FFEF 2011—2022 4F 1 43. 1%, fH 3 F 1fiL
HFE W 0 H pylori B Y K8 W e (4
53.2%) , Jf H BE & B [A] By 4 5% B 3h &b
H. pylori &Yyl ot A1 52 1 FAEH L i £
L& S L A A g AR R R A R S 2 R
BLH T 20E R0, 3 R AR 2 1 M R g
A FEEME RN KL . BT H. pylori &Y
RS A M R S s e B R AT R
H H. pylori i 25 [n] @1 H £5 ™ &, A 2 2 XF
H. pylori M O&HE H & A f AL 47 A58 LU &
FRLIRIT R WS o AR SCHE H. pylori B YL A & B R
IR HLHI AT A — R G4k

1 H.pyloriS hWEFREHKER

1.1 FEF W T KILIIGE  H. pylori % 71 A ¥
W4 i 5 R A S HE A (cytotoxin-associated gene
A, CagA) 1%l fb 40 il % &% A (vacuolating
cytotoxin A, VacA) £ FUK ALl b i 8 2R .
CagAl i VB W R GETEAH i, g
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LA 538 B, P00 E T, SRR A R A, &
Al A B 1 B A BT i O T RN M R E
CagA 7E H. pylori IHPE NFE R AR = GRS 43 b
Xk 90% LA k), CagA BAER #k & B Rz 4n
M A, M TR B, X AT R SR E
BILRIEHLZRE"E . VacA BFWHER, @
b Lb 4 A R LR, O R R R A i s v Ak
T G0 B N A R, 1 3K A A DG A B RO
HE AR 2 R R AE R . CagA 5 VacA Z [
INFEM EAEH, 0 CagA BEHIH VacA B 1 # 1E
H, 90 U052 VacA R 4n B & vE, Mo
SERF ARG A S Y, Bz, CagA Fl VacA 8
7o S Ll 0 I 0 2O R 1 G = =
i, PRIE AKX 8 PR E R R A SRR

1.2 Hpylori RRBURKE T H. pylori IRZE i 7] LA
SRR BRI, A UM HMBE®R, AHEES
PN R AE AE B T — BRI SR, XA R T
H. pylori K91 78 A AR 2L e 1, IR 3K A o
FR-MER, BAPUSE, @R e A
I N VE SR SO CHnRE Sk TG M IgA $idk) i —
AN E B R R AE S8, TiHES) 7 gk E
R KA KR R E MW LA E T
VacA fil CagA, Ft: (a4 o B 25 MY 98 5E S g Fil 4l
AU YL AN, H. pylori ¥ T 0 B0 /E R
KA, — M EX H pyloriiz s 5EMEH
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HEZ L, O AR R T,
i O A R R G Toll B 3Z /R (Tollike
receptor, TLR) -5 5| & it B #F 22 1 R GE I,
J& L4 3 A A 2H 2L 1 AAE S R e P Al
sy 22—

2 BERRNEEBRAEPHER

2.1 [ REBERNEIH H. pylori BEYs H F5 Y
REFE R, e A B AR E R R AN A
RAUML CUnE WA D) A 50 A g A
H. pylori fit It (4N CagAd A X R 5] 52 7k 2 — (1)
TLR (40 TLRAFITLRS) P51, B F ik
T kB (nuclear factor-kB, NF-kB) %F{Z 5 i@ &,
PRIESAE T [N R (nterleukin, TL) -6F0
Jif 984 YR K K F «  (tumor necrosis factor-a, TNF-a)
1 ORERC, nIE B BB RAE Y H. pylori Y )5
FE 40 i Bk e fb . 20 i CC ML I F LR 3 (CC
chemokine ligand 3, CCL3) ZE#afbH ¥, i@ id
Janus B 1 (Janus kinase 1, JAKD) -F5E&S K
SR WO H 1 (signal transducer and activator of
transcription 1, STATI1) i 4 5% & A & b, IF
MR E b B, mESEE KRR,
H. pylori i& 7] 8 i #v Wk 68 . 36 T % (reactive
oxygen species, ROS) Fl—4 fb & (nitric oxide,
NO) WAWAEM, BB TYM (regulatory
T cells, Treg) RN, b AenThy, ik
MLl . A e RN AR G I B v R AR,
WO R RRAERFS AL, HE— 25 R0 B KU
AN, FEE WEAN M B AR 40 A [ A A 9 AN
FVE bR A 04 ik HL pylori B, FEBE N Ak
N BTIT A AE T A W /AR 3 R L A T
AE 0% 38F T 15 32 f0 95 P 558 1 11 55 1 32 SR % S g T
G EAG LIS, R R A0 M R SR A e
il A A S 5SS A B BN N R T
H. pyloriJa FERH B AWEHE ST . 0] WL 7E Y
L I B RGN B R AR A S, R
PEAL S Ry A mEp &, o T AR e,
H. pylori 5 A Wi A BAE FH 5 25k — 25 W] .

2.2 ENIPEGRPENI R A Tk ELAR AN B i
2 B 5 A A T O 3 N g A Y N,
T H. pylori #1118 R K J& b S s /E Y T 48
Jfo S B T 4088 17 (T helper 17, Th17). A #F
55 SR, H. pylori &Y T L S K F il DNA
4455 S 7 45 HE K 1 (regulated in development and
DNA damage responses-1, REDD1) ik, il i

b B B f& 1 (CXC Chemokine Ligand 1,
CXCLD -CXC #Efb N 7 2%k 2 (CXC chemokine
receptor 2, CXCR2) HfW 5| FZHLMAEMEE &
& 11  (major histocompatibility complex [ , MHC
1) FHAE R SR A0 M, i — 24 Th17 4 Mtk 1k
FHCIL-17 2502 48 40 B X 1 R, n TRl S 2 48
it o A H. pylori 18 15 &G 23 il BORG R8E 7 A= TgA it
R R Gk 1gG Hui, B R 4R R UM R 45
PR BETIR SO, A KGR A Thl 1 Th17 40 i fo
N SR ) — AR X T HL pylori Y R B A
P2 RS B2 B g R B, RN R
H. pylori Ji T 40 M 5N 4 B0 32 B4 T BE B sk A IS
RNPE, JF HE By 1 fe ) Z BIRR ], X T Be
B Fogeiki, SR kUL, H. pylori Y5 ] fig
T B 0 B S AR GOER B . f B RTAL, A NP A
Y R XT H pylori A8 CYE B R B9 H % + 0 & 7%,
Ja Bl H R B A, H R KRR A
R NS 1k JERE T BRI, R A HG 0  EE UR
7 8% G J 300 A mT R i 1] T A4 A SRy 9 6 % 40 1l
TR

2.3 NUEMEE B S R AE R
BRI e 8 N DR FLBEBEE R (Galectins)
FARFE, Galectins & — R RESS & B-21 FLHH AT (19 &E 4
£, O HREE A RSN R RN S
o ARG . B L b R B R R E B A R
HAFEBPHP T 2, ZF0 Galectins W IEAEE T A
Fraik, I H W B H. pylori g 2 8 L 69 40 &
HH, XL R BT AR B T R R i A A
PEAE S5, (BB AT e a4 3 40 0 45 2L E A
17T 5 e 94 39 e i A AR e A AL T B AR SR
1Y Galectins-1 1 ANFLIEBEE R 1 KW 4, 78
H. pylort iEJL B IE BT, Galectins-1 7] fg 38 £ 94 57
Th1/Th17 V- Fm il e e B S RIEM . B I
AL, SR Galectins I BEAT B T fi ¥ 3 48 K0 A
R H. pylori, B T H IO A7 AE RPN HION, 7T
Re ik — 2 SRR Y, B H. pylori 515
FoRER MR E R Z M A EAE AR T E #EE
PR 90 Hh i 32— R AR BRI — A T P

3 RIE(RSIEBEAHESEE

3.1 NF-«B/5 58 MM MIE 76 H. pylori YL H
Ktk H &, NF-«B 55 38 #0Y #Os & %0 B0%
ML Z —, A TLR BE B A B AT DL 40 M b ) 3
X —d ., —H LK TLRTE H. pylori fHEMEH &
RAGHOLE M E M ERKBE w2 T,
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H. pylori BA Z 89 JE A & 53 F AL (pathogen-
associated molecular patterns, PAMPs) , g £
B (lipopolysaccharide, LPS), g H . MiEHHA
o J Al PAMPs, LPS %} TLR4 9 [ 4 i ¥ %
i GRRBBRAREENATHZ ), HHEE
H A B TLRS R, {3 E 28 TLR (41 TLR2,
TLR4., TLR5 fil TLR10) 7T 4 51 %% H. pylori By
LPS FHUH A B ¥ . TLRO Al 4 5% [ 41 DNA ¥
T, A X2 TLR ¥ nl 3% NF-«B. #0068 B
1 Cactivator protein 1, AP-1) =l T 4 & & 17
F (interferon regulatory factor, IRF) M=/ &
A PR 7 A L P 7, X P AR R L 4 R b R A
SRR Y, TLR 8 Bk H. pylori 0% 5, @it
i i & L BEAE 20 4k 7 88 (myeloid differentiation
primary response 88, MyD88) 4 #i & 42 1 5& kB 11
il A 4B Cinhibitor of kB kinase, IKK) E&W¥),
T B IkBo B 1R 10 R0 R AR, DA B NF-kB —
&l p65/p50) B o Z 40 M A%, 1 40 B
NF-kB & G e R EWE 37, EIHIL-8. TNF-«
SEA MR i Ak L 4 R Al B PR T T DL AR B A
BOE YRR A . FRAZ NN, TG R YEE %,
I fe s A IR AR Z 4, FF2E ) TLR-NF«B
Bl IS AN AU RS PE SR, I8 W] RE 3K Bl 15 b ]
UM p b &, M 2505 A A sl AR i X
B ygomn, T %l B AE H. pylori MR H R H AT
KEEME L BbAh, A SRR NF«B R IE 55
i RO XS 45 b g — 8] BT % 4k Cepithelial -
mesenchymal transition, EMT) HAB\EZEEH, X
6 %% NF-«B il #8005 B9 T il EMT 8 s 5 7,
Snail, ZEB1 Ml Twist, #4517 — A& M4, i@
L E AR (Al E-cadherin) IR IA, S E
2 B 1A) A B 2 %, AR R b AT AR T B AR 4
T 56 #E R B R, 18 0 20 e A8 s 0] TR 3 40
TR MRS T

3.2 2 % JFE 3% 1k & H ¥ ’§ (mitogen-activated
protein kinase , MAPK) 5 538 B AU 1E  MAPKAF
5 S BOE FE H. pylori MR TEE RPN Y E
HEAEH] . CagA W& 1k B 45 BUIS p38 MAPK i i#%
FHNF«B EAREN, FSMERMMHEF o
IL-8) Wik, il & &6 B b iy b 2k ok 40 i 12
] AN H. pylori SR 5y 2 — KR BE T RE 2
PG AT TR S A E R AL Mk 122k (B
ZARZ—), MIifit % MAPK RIE (5 5@ i, F3
TNF-o Hil 1L-6 25 {2 5 40 il [N 5~ B9 k8 & A LA,
HE— 25 UK Bl 8 08 M AR ORE R S e I A R R Y

MAPK i #4522 B0% 5 B0y K 8 R E S
R ZE 4 . Al S Ak W0 19 MAPK
I (% 38 Ao AR 2 A 1 5 St v A B AR Ak L ot 4
JHL YR T A BIL R A R R I A R KR
FLERIN B A Y EAEENE, MR
b O 1 ORI o 1 I D1 U O 1o N 4
T M H R AN AL A R R 2 2L B A Y
B, BEAE AR IR, b R AN % 1S ST G
MAPK {5 7 i %75 709 B R A= h iy i A
Y AL AE AR G Y AR AR Al B b TFF3 B i 3 |
W, X AT AR MAPK 38 s 54 £
—ANH OGSy 1o Bk, MAPK {5 5 38 B% B
JE R T H. pylori B 48 P #Y S8 5 S W I e 1 9 48
R JXURS: , L 1] 40 4 G2 0E B AT BE iR T B B T Y
Hij 35 o

3.3 AL N P FE TR H. pylori B Y R B
PEORL 40 M B W, AT A R & ROS/TE
%, (reactive nitrogen species, RNS), Jg 3l % {1t 1]
W, Kelch BN KA K E 1 1 (Keleh like
ECH-associated protein-1, Keapl) -#%KF E2#H3
F 2 (nuclear factor erythroid 2-related factor 2,
Nrf2) oA A5 i B 2 5 20 20 X 0 48 Ak 1 38k
ARz O B . IE I 00T B S N2 5 H A )
M Keapl Z54, #ifF2aiz RALKEM, 24 H. pylori &
Y O T MR A1 7 AR R B ROS/RNS I, Keapl
D R B SR R A AR, AT 2R 2 X
Nrf2 (9 B f#% . Nrf2 5 {7 2 40 M k% 5 Bt Ak s 0z ot
Fasa, FEPUAME MR, Db AL
it ka2 Y (HIEFE H. pylori M &MEH
R, FR L 5 ZN 4 A N OTT R S Bobt A W B
A FES , SE AL — P A b B9 B ] T BRE I
B S A Keap1-Nri2 8 B 85 3006, H 2 78 18 7F Fn ™
Y A AE A5 v HORLRE T BE AN R B, A5 IR
s SR AL 55 R AR R S A A, 3[R HE B R IR
RAE M0 . AR B 5 B 0w 0 BB Bk i Y

4 BRESKESBRHR

H. pylori HXHE B 56 10 % 06 5 F B 75 5%
AL 2 YA . T L A e e
G0 0 T 5 0 2 ST T T O S L T B
B H. pylori 5 46 24T BOX — A, T 5 50
BT R BT . H. pylori BRI B S S0
P E S PEME MR AR, T ) I T CagA & B %
50 T R L R R e A L
H. pylori I % 00 SR EERE 2 FEMEW] B F e, 1
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HESERERMA (R EE) WEEBST
B 0 A S R o A e BT R B, HFE H. pylori #H5E
BREET, BT H pylori Z 40 H Al 40 5 6E 9%
ST 0 WL o B AR AT )2, X D Sl R AR W 4y
AR X 2 — 2D AT W R o0 B R Il A A, A
7388 3 AR 2 Bl P 5 T o 0 M 0 S B

H. pylori @8 T H &G, B AR EH YL
AT B BRI WE D, R BOE BB BE ) R
w55, g% Hs P a] 6802 H. pylori T 5 5 B W 41 B
T WA, fRBESRAE R T (AT TL-6) R fL A
T CCL3 MBI, XL RAEAN BTN E b 5 40l
] S8 . h s Y RBLH. pylori AT LA
& JAKI-STATL {5 =5 i #% , 38 B v 240 i 23 i
CCL3, #1024 i P38 W R 1 i 42 i 52 '8 26 1 1= B2
W0 B RGO B AR T A 3k 2 TR R e fi
H. pylori W25 5y 75 'H Fb B € A6 T 05 & 7 22 1 RAE
N, 3X PR PR B A RT B B AR RN
AR KA

H. pylori 5 H AW 5504 9 ) 247 0] 6 ok 12
ME RS EIRBESE Y ZIAE H. pylori (1N
Heilmannii Y& KT 8 F1 Felis W KT D) 18 H. pylori J&
FeRFE R LR E T, R A YIRS T g
GO H. pylort % 1 N e ik, DT A2 2F B &
K H I E A AR, XSG Y AT g
it 5 H. pylori W RIAE T, 2 3 58 5 A BT 09
N0 BBl U | o N 7 @2 /0 [ 1
AH AR 3 A RE 38 o 98 5 18 R A R I
R

5 RUEERENH

H. pylorifz 2 B &G S EUE M E R0y LMW
T Pl PR BE G 1F 2 R LA 45, 45 DNA HY %
fRAE MG . 2 8 B AR g B RNA 2 5K 3% 19 ok
S b AR e WL st A% I A5 ML G Gk A A R AR R
AR, R S 3l R ORE B O R S O AR
H. pylori 4% vl {2 i 5 5505 240 M s 20+ X 2 B
HEALRDS, SEMEEN (nple) FKikzZ,
HE T S BOAN N BE GE WS RAE IR R . Y
H. pylori 5 EB %% 8¢ 3[R B Ge if, W35 BE 0 [m) 5 &
DNA HUEEAL S5, I i — i HL AT f 928 30k i R A0 (1Y)
T AL 50 . SR, 4R VB AR A SOk
HORARDE, H B WL 33t 1% o 98 m] RE W S 4 B
ST AR/ TP BT G 8 57 TF 5B ) 45, DA T 52 )
IL-18 M TNF -a 55 4 i A0 T 3 PR i 23k 107

Ak i % RNA X H. pylori B A H R 8 &

KRIN AT W M EAEM . — SR T
miRNA-mRNA A8 FAE H W 2% Xt H. pylori B YL #H 5
PR BEATER G i, e N ERRIEW
miRNA, FfxFi% 28 miRNA # 3E [K 9E 17 Zh BE & 4 5
B, BRI H. pylori YL 5 9 E & 42 Tl mRNA 5 5
(R R 5 2 U0 AE DG, R T AR A 0 b Y BIF o 4 AR T
il T 2 B A S i — 2 R

6 EARBMFREHRENE
165 ¥ & H. pylori B & & A 8 &% 5 &

i (protein posttranslational modifications, PTMs)
0 e 2 BIK 2 48 Pk R A ] i R B Ak i B SR
&KW H. pylori i il o H 3 J) ¥ (4 CagA)d
LR AR S, THaEEoml. 2514k,
WAk . K ZE A B M4 (small ubiquitin-
like modifier, SUMO) fk . #ifb . WAL R
IR . S-AH HEAL 55 22 Fh B 5 B i o B, X e
16 i 1Y) 25 L 3L R BEIR T 18 R R b e A 1 O R AR
FIfe, GlanAn s vE . B5E . TR DNA B
&5, R IRgL T | b RE kR R R S Y R PR 1
Bl T &M ERERAK ST, K
H. pylori T 51 K W18 M R E 2 GBI 3 )y, i
T SCRT A, R 2 BT Y 2 MR GE Gl B AN
MAPK . NF-kB il % Ak 7 #0845 D gl T DNA
P RIS R A4S . ik Bl PTMs W 48 A i RF 2 48
SRR E(TIN 2 S A CIR A

7 WREMBEERZNER

BT Lk HLEl AN, H. pylori R E R H IR S
AR R EEBESTE, WELRS5TH®
I AR R T e AR IR B AT DU 2 CagA 1
iz, AR JLEARAVE FIBLE B T R A ] B RS
KIRT=W) CUNAE I R IR B9 AL &9 AT H. pylori
A B R G RE RN, DT N R B AR
EHT, X4 7R K& T 100] i B Wk e 19 L H A
6 Fh 2Py andE RS R 25 5 H. pylori (B
7] /5 F AT R in B 2 R 45, R AH SC AL I A T i —

BR IR B AN, L R S H. pylori BUR
W F 7 TLR R HE 28, HigEEm
i EXH. pylori BRI BE 1 S 56 R 5 8 N ) 5
JE ., HET R A0 NF B % RE 15 538 H A H0E
Ak, CagAZBMrh, #Ea A& — AR — 5%
HR— AR — NAM (Glu-Pro-lle-Tyr-Ala,
EPIYA) -D %57 /) 4 I 8 CagA (E) L # 47
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EPIYA-C 37076 7 B CagA (W) FEH =1
FEAR KBS, P EPTY A 5675 w1 i 198 1k 1 4 1%
T CagA 5 Grb2 5 AW HE, WAL R
AE IS T Ui Ras/MAPK 5 PI3K/ Akt 458U {7 5 il
5, BT RS

8 SMNEFEEHIER

H. pylori W] LB M43 Couter membrane
vesicles, OMVs), OMVsfl & 455 1A T4 W
M) Z M A L5y, BT OMVs i) B2 6 i 29 4 i
Jt LA H. pylori AN B35 45 filt 1 35 240 B A9 1% 0 B AT
Sl %k BB R AE . OMVs W& H. pylori §50F 4k
P B BIE Al 2 — , H A OMV's 7] %5 32 1L i J57
(S =B I A o ) R O TR R 0]
SR IN 4 5 S QER AR ik & o e R RGN TR = S/
WEEOR Y, B BT HL pylori il it OMV's 16 3% 2
FHF, A TRELE H. pylori A% fi ' %k 15 41 jg
B mp 5] R 5E NV, B OMVs 7E H. pylori #H 51k
A T 47 TR AR T RE T 8

9 REERE

H. pylori MM B RIGRFHLE 02 0%, 2
ST BN . RS S Y
W B SR 3 AL B AR R B AR
ZNEILFEH TR H pylori Y H 5 )5
3y 1) 4% Bl G 2 BB A (H B G T B IR AR, BT
HEREMNA, SERPHBBRGSBE . HMES
JT-MRE, NN E R EEES, BG
W bR B S A A R 2R AR
B . TRAIRIE H. pylori M5 H 49 & K HLH K IF
RHRIIAIT A A (I NF B Al MAPK 3 % 1 40 i
FIAED) F8B T O, AT A BH T 242 B ) Correa 5
AR UEFE AR, AR A BIF 9 0L 26 T A 3 A AR -
W= FHMWEGEAEM, JTFEAMNRBARN, @
P H. pylori B AH G M B R 09 iF ok 52
P B IA B O D ETAS o
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