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Abstract

Helicobacter pylori (H. pylori) is a Gram-negative bacterium
which is parasitic on the surface of the gastric mucosa,
and it is a causative agent in the development of chronic
gastritis, gastric and duodenal peptic ulcer, gastric
adenocarcinoma, and lymphoid tissue lymphoma
associated with the gastric mucosa. After H. pylori
infection, the bacterium is first recognized by the
pattern recognition receptors of immune cells, which in
turn causes the innate immune and adaptive immune
responses, but these responses are usually insufficient
to eliminate bacterial infections. H. pylori can evade the
identification and clearance by the immune system by
modifying and attenuating the immunogenicity of its
pathogen-associated molecular patterns, regulating the
immune responses of innate immune cells and T cells, and
leading to persistent infection. A thorough understanding
of the immune response and immune escape mechanism
in H. pylori infection is of great significance for
eliminating H. pylori infection and controlling the
occurrence of H. pylori infection-related diseases.

© The Author(s) 2018. Published by Baishideng Publishing
Group Inc. All rights reserved.

Key Words: Helicobacter pylori; Immune response; Immune
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Bt 35 E A vm . B IR, AR B FEREAR
KOG AR LR EIE 09 K A F Ak, H. pylori B
FAARIG, B AR A Tk 2a R e BE X IR A 2R R
AR, Bt 3| ARG B A S e iE v R
2 ek s j SR R RV R an ) B4, H pylori T
VAR B ST B LR R AR T 2 B B e AR K o T AR
K R, IAYE B e 9% 20 Je AT 40 L84 S0, 95 2
Bk B o R R ARIR A Fe A TR, FEAFS AR R
NT FRH. pyloriB 4 5| ¥ 6y 5 455 9% 3 AU
#, 2T TIHRH. pylori 3, ¥HH. pylori 7 48 % M
BRI R A AL TR0 L

© The Author(s) 2018. Published by Baishideng Publishing
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BDIRE: 1) 324 1 (Helicobacter pylori, H. pylori) {4
HREE AR AELRTREREERSG, LESE,
WHOJZ| 4 % — R BR W F. RN T LR 50 2k
B Sz kR AR, A AT pylori EAR W KA AL
IR, AR IR, R B F AR IR R K AR,
BB IR F R A AR E2E L

SKER, XUZEAR. IR RS BV RN S SRR HIAZTH
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0512
W [V BB FT 1 (Helicobacter pylori, H. pylor)&:—Fh & VLT
AT BRI 22 RV, R 58I E &
BT iR . B, DU B R AR DG
IR ERE L 20 B 1 R A DA . TR At S A
H50%LL BB N FUESH. pylori, {HIEH 80% A
P T A BEREIR, 1 15%-20% R Ge 2 K e Ay i A Vst
P, LI %G RN B B, H pylori&G< AN
SRR REHUR T Z PR 2R, WA 28 /R A LAY
SR L Ty e AR 2281 L R E ) A L A
TR R R, H pylori@ il 2148 )L
BN HHSRA I, W RAIMUARBRIGST, 18 0] DA A K
Pz,

H. pyloril&G<n] VAU WA T A [ A G2 Fd S 14
S PN, HEA EARAF IR [ S R GRS JapL A 4t
F—IEPL, HPTREMRING, & N % RS
JERYLIR IR B B, A R AR AL, B dE 4
GRS %, S5ICRIN, H pylor ] LB 2 Figis
PRI ) G N, AEARHLAA T A XA, pyloriTl)
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[ A7 G BT I A G AN A2 LU B AS T B . AR SC
H. pylori B SRS 5| RS IR S5 I8 5 A G e B SR L 2
GNE )

1 H. pyloriEZRS EEiI R RN
N B #EE AR A BoR, FRUR A, pylorif I NY
RIE G A L2 R AR R R (L4 iR iR e, o
AFEM A AR(TABAIM). A2 AL R4 M.
PERLAE AR MR TR M KL 4 i AR SRR 4 i
(dendritic cells, DCs)2*”. CD4'T4HfiI. B AIDCsil
WM EIE T, 25 G N PR . 7EH pylori
JERYL P (1 A1 & AN B R e AT LS BIA. pylorifs 5t
PECD4 THHM, T AE A G AN TR WA I AS 2. 5K
JRGE AL, TR, pylori) 528 B, g0+
GO IEE SR FE A F--ou(tumor necrosis factor-o, TNF-ar)s T
it Z-y(interferon, IFN-y). 40/ %-1(Interleukin-1,
IL-1). IL-6 IL-7. IL-8, IL-10. IL-17F0IL-23. IL-18
SERIE KT 5 TEH. pyloriE&e ) 3 B AR s
KA BITL-4%, H. pylori B ARG, MU G B
HZ MM 725, DUF R, B %
925 I8 I M B 2 8 =N T T 4 AT e T R I A
LA
1.1 Sk a2 5 [ A G2 U0 ek A 470 2 HH 20 i 55 T 1
95 JEL AR 3R 1) 52 47k R i (pattern recognition receptors,
PRRs)7r I3 8, W0 54K T3 A7 B A G 45
F155\(pathogen-associated molecular patterns, PAMPs).
H. pylorifIPAMPs {5 Ik ZE B (peptidoglycan, PG), IE%
B (lipopolysaccharide, LPS), #i & HAHEH H4LCpG
DNAZE. 704h T15 £ B _L R 4l (gastric epithelial cells,
GECs). PuJE$zE 24l M (antigen presenting cells, APCs)
AR A0 A IPRRSIRAA. pyloriftIPAMPs, JA 3]
NURKIH. pyloriff1 %y N& PG, W LLRAIH. pylori
PAMPs[JPRRsF VU K 2E: 40 AT 4 74 (endosome
membrane)_[ ) Toll#¥: 5 /& (Toll-like receptors, TLRs)F
CHUBAE R 32 K(C-type lectin receptors, CLRs), 4l
W HINODF: 52 {&(NOD-like receptors, NLRs)FIRIGF: 52
{&(RIG-like receptors, RLRs). — %Ki}, TLRs, CLRSEL
RLRsHIR A AT EIEZ W R % 5 K7, TR Z HINLRs
ZH5HMEZEAREGY— “RUENME” | {E3FIL-18
FRITL- 18 FH F A4 8 A A P LA A A e 240 A R 7,
H. pylori W43 Z5i(type-IV secretion system,
TA4SS) & R H T 40 R 1 I EHIRE5 4, & mT BURIAAE 3=
NP, B A EE AR S FE I AR A (cytotoxin-associated
gene A product, CagA). PG “#HDNAZIEIEZE]
T FUNME N, JBBIXH. pylorif SN . H. pylori[&Gs
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KEE F. W IBENBRRS KN RN ESREREN HITRERE

xR 1 BEENRAZAERIESHERARBIEN. pylonT  ZHFHMEXRD FEAREFENRBEN B RN

TBEEPRRs H. pylori PAMPs RRNERR
. BUBNF-«B. AP-1HIIRFs, ISSRMAIRR (-8, IL-6. IL-1B. TNF—y)
TLRs LPS, HSP60, NAP, DNA, RNA, #8E N
o LPSELewisH S HOHITh, IRHETISSEBIBER 1L - 108900, INHIEERBNEERA. pyior, B
FTFH. pylorBIH<HAREE
NLRs PGS, CagA, VacA EUENF—B. AP-1RICASP1, BAIL-8, IL-1pF0IL-18
RLRs RNA B [ RIFN

'"TLRIRBIBBETIHR, SH. ovlonIBRIEX.

JG, il TASSEEIALPS AL RT A1, 7- —BERR-PEM
(heptose-1, 7-bisphosphate, HBP)#E N 75 “E 405 4, ¥
5 BRI A BE IR ¥ AH 2% Kl (tumor necrosis factor receptor-
associated factor, TRAF)FI X S f &b M3 A0 BLAE F &
H(interacting protein with forkhead-associated domain,
TIFA)YROR 40 A LI B, B f it )5 3 PG-NOD1 A
Cag AR IRIZ!", TASSHH THBP-TIFAJEH /2155 5
N B A AR S E R FIL-8 1 G, B4t v]
PAAKHATLRS 5@ % 15 cagPAL' H. pyloritfIT4SS, 1
17 JE ) [ A bl R,
1.1.1 TLRsA= %72 3% %) TLRF AR R #0021 A%
REA, 5A 8 aadRES TR S S
PAMPI, —MEEIX, BN 7> & H — P Toll-IL-1%
W(TIR)Z IS 5 0E T 15 1% 3l . NKH
10/NTLREEFM, TLR s 157 4H i 2 T 520 fifd A 1) 98
JAJE . TLR1. TLR2. TLR4. TLRSHITLRO7E4HMIHR
456 B AR B A s i fig i AR A
FEE (), TLR3. TLR7. TLRS, TLROZE4H L P (I
UAIRAR . VAR ERA BT b, B A IR
ARSI, BEREANI 4> 1L 2 F188(myeloid differentiation
primary response protein 88, MyD88)/&— N KEE I TLR
TR E, fTTRIAE 513 R VR4 T

B ERgif. BA/EEAM. DCs. H R4
M ABAH ML I TLR2 W] LR AIA. pyloriffILPS. #K
70 2K F160(heat shock proteins 60, HSP60)AI b4 ki 41
M #0525 M (neutrophil-activating protein, NAP), &
#% K F--kB(nuclear factor-kB, NF-«B)r= A 4 X 1, 151
UIIL-8. IL-6. IL-1BFITNF-y&>1%: TLR2Z 5 )4y
NE R RESH. pyloriiE& it 45 Rk . TLRA R REM
BiAA NH. pyloriffILPSHTHPO15, TLROIRAIAH. pylorift]
DNA"". A pylori {1 #ETE AT S TLRS, {HIG MK, 5
ReH. pylori#i-E[fIDOIX A5 M6 BFTLR S, X4
WINIEH. pyloriREWs 6 TETE T 1K) G2 25 T K] 78 )
Pz —.

Beishideng®  WCJD | www.wjgnet.com

TLRsPPAMPil 4 ARAE 5 e 3@ %, S50 (1)
P S R FNF«B. ¥& L85 F-1(activating protein-1,
AP-DFIF-HZE VYT K F(interferon regulatory factors,
IRFs); Q)F B RMEAMEA T PrEahik. 1 BUFN; Q)5
SR SRR, O B AR SR M, 5
TFN IR R st
1.1.2 £ HPRRsA= % 9% % ] NLRsEE o NP
NODIFINOD2IR 5 Ik HEA U™ 4, W 5 sk A1
NF-« B T [ A7 e 2 M A 4 e B 2, i Hodth K %2
HINLRsfE it 2 & AR SYGAE MO, BE b
AR E Hliffcaspase-1(CASP)™. H. pyloriffJPG. CagA
A DL I T4S SEAH T 43 Wk M B I 38 N\ b R 28
W, #4IEANODTR A, FEMAPK (mitogen-activated
protein kinase)#2 1k, BIENF-«BFIAP-1, BiIL-8",
NLRC3, NLRPI2FINLRX 13&@ i I8 4 BIENF-« B
MAVS(mitochondrial antiviral signalling adaptor){55i#
BRI S SR N LA, FEHL pyloriE G IDCH,
TLR2HINOD2 i i} [Fl {5 IL- 1.

H. pylorifIRNAFR T 7] A TLRSIRAAR, B 7] LA
RIG-TIH ), 75 FMyD88R M [ 4™,

CLRsH4EDC-SIGN(DC-specific ICAM3-grabbing

non-integrin)fMincle(Macrophage inducible C-type
lectin, ELVEZH A% S () CRLEE4E K), DC-SIGN 5 H itk
(H. pylori LPSIHLewistiJi )45 &, IR 4ATEH M 734k
NTHHIZHLL(T helper 1, Th1)4H, 13740 R 723,
NI H0 T 3 S B EEBRE. pylori™); Mincle[FIff 5
LPSHILewisHUJS A EAE M, fedt Hi R AE4HI A T IL-10
(1530, SNH. pylori TS P 1 e AR At 1 #5 B2,
1.2 BA %k psd 8§ ERMRMAH pyloript)i G
Iy ubEAL R T, BInIL-8. CXCiatk I TRk (CXC
chemokine ligand 1, CXCL1). CXCL2, CXCL3MICCj&
1k AT Hic4420(CC chemokine ligand 20, CCL20), [ 544
SE RN RERR PRI, FAZ AN, DCsHI R
241 ff 8RR G Y,
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5 24 e 7 1 [ 2 P o R 4 B IR ) A
Hh MR A B IR 0 B b R 2 D R e R 2 A
FIE 7KV B R 2 P ) A R Gro-au(grow th-
related oncogene-o)FIIL-8. H. pylori 3 5 i ki 4H
JRLAH 9% [ 47 G2 8 25 f2 FHTLR s/ 1, AT DAL 31 7
HATL-8, TL-1BANTNF-otR3E 1, Bl S TL-1077 438 10>,
H. pylori{f)NapAfE 5 B i _ I8 TLR21 5 H R4 g
ALY i 43 WATL-12F0TL-23, Eif 5] A bt S5 e S £ Th
MR H. pylori4i il 7 #Ei (extracellular vesicles, EVs)
L5 [ Cag A RN 2578 55 F A(vacuolating toxin A, VacA), FJ
FH S E > ETNF-o. IL-6F1IL-1B, 5B FY
YHf = A IL-8. BeAh, EVsHliF /N AR NIFN-y, IL-17
FIE V7% f e 3R 2 (1 Gs(immunoglobulin Gs, IgGs)
ik,

DCs4H i EZE I RE R L. R EHUR,
BOEE R R R A, NDCSsHIH. pyloridtis 37 a]
FEAN ML R F1L-6 IL-10F11L-12p70, ¥4H. pylori
BRI D Cs 5 CD4 T4 3t 8% 77 7 A= 4t o K -1
[FN-y. IL-17AH%ikFoxp3, ¥ilF 7 Thl. Th17F1iH
TP T4 M (regulatory T cells, Treg) fEAR MR & R 2r
NP H pylorify-43 &S K (y-glutamyltranspept
idase, GGT)if5 FDC/rWAE % 11 4 i PR -F-IL-6, {HIX —4H
6 R ¥ R 23 7K P AR AR T8 (Cn K A I,
L f 20 M R - AIL- 1041, 3 TAH A 509% %% Th17/Treg
LLIREA, BRI TH pylorr K BIE . TL-67] 153 Th17
oAk, I Treg kY. H. pyloriEGe7 $DCs 7y i
PRE R FIL-10, BUE (G 5 % AR F WIS 1 3(signal
transducer and activator of transcription 3, STAT3), 5
DCsE, FEARIL-1B43; TITL- 1 R 48 55 5w P T A,
BAETh17. ThIATh2HEFEA ML, 5 FDCs 7 M4
Rl F-InIL-12, 385 B 1EFoxp3 Treg B4 Th B8 AT +T ik
A1 52 P,

ik B2 41 ffd (innate lymphoid cells, ILCs) #2387 & 2
(IR C 0 B T, G T TL 22 2 1 [ A e e 2L B
5%, H. pylorr &G ILC23 0, F= A TL-43E 1 {2 i Th2 A
T g S NP,

RAENMETEH. pylori[EH 3% N % h b il %5 &
EA/EH, NLRsFEEHINLRPI(NLR pyrin domain
containing 1)s NLRP3. NLRC4#ASC(apoptosis-
associated speck-like protein containinga Caspase
recruitment and activation domain)fitiG 2% &K F &
Hg . RUENEE DM ZEAEEW, N T
CASPI(caspase-1 )i, {2 i2F 40 B A IL-1BFIIL-18/ 4
WP H. pyloriftiVac A CagPAIZE A 1515 SINLRP3 74 1
SRR 1B
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1.3 3& M 5 9% B 2
1.3.1 Té4apeA-F-44 .95 i % H. pylori&Gsa, AL TR
IREE B IRE 45 (Peyer’s patches, PPs)H FIDCIR BIPUR, 3
A PP s [ IR AETAN AR, 4 s i T4 il )
AR, I NadpTEEG R, TR R B IR E, KIEIR
P E FEE A ER).

JRUEHICDA S B TARHI(T helper cells, Thyra] AR
Pt S A L R 7 R 5% 15 54346 9 Th, Th2, Th17#Treg.
ThIAITh2 25 5 R DL Tha A T, HAFIE 20 A
[E] 4R R 1 Thi = A IL-2FITFN-y, (e 340 S 11 %
95 [N ; Th2 43 WATL-4, TL-5, TL-6A1TL-10, 75 5 B4 A 1)
WA, —RRABOLT, K2 Han i ] A 1 5 S AR
Th1 B, 4075 SRR Th2 BB 2. IL-175 5
IITh17 938 R L ThVAE, 1% S640 i (1) RFAE A2 7= AR T L-
17A. IL-17F. IL-21F1IL-22, 35 5718 T4 0 & Fhigije
IR AL, JCI A M A T B e, 1 H S B i
P R RIRMLA A 9%, Tre gBE % 111 24 57 T4H a4 5 Az
FHOCAN M PR 7 107 A, R AAT THE 4E 5 40 S 2 i 52
RAEEBAER, IR s 5 RO 2 8] 1) P AN
X0 S P G 28 S L, 3 G 7 EEL ) 22 2 B IR B H e
YN H. pylorr &G4 5 512 R B 4, LAAH A ER 1
NIRFAE, 0N A R 3G B Gie N [ Gl B 25
FEG| A RIE, SN RN T, CD4 T2
BRI JORE ) F E R R

Th1Z 5H. pylorif 1 %Ry, H5 8 5 4 EH
K. Th1@ I 43 WATF N-yZ: 5565 2 T Ji 14 1) e 92 )3
2, TEN=y 5 B 3R % V)5 8, I RITFN-y T &
FD B AOEY, IR CIAA, ThIFITh23E [
Z25H. pylori(f3RAF % 5%, (HTh1 N ZTE 2. 7
AT AL 73 A N Th1 AR 72 2L TF N-y, TFEN-yHI34 08
Thift 3 NS ALROAEE, FIHH Th2 B, &
XIH. pylorifH R TINS5 NZHFFEHRIR N, H BTN
Th1AITh173L[F 2 5H. pyloril& G 54, BRARA
BT AE S, (R SORE SN, HIL-1781L-23k 2k T 5
Th17%JZ NS K G, Th1EIL-120] UUGH. pylorild
Lt e R AP AMEAE F, S ECE SORER I 4058 e AE
WA H pylorifitJi, BIANLPSIE T APCHIZH i [H 1
7 FTh17E B FEE(E, FEUFN-y. IL-12F1IL-18/¥14>
W DCsJETAPCII—Fl, "EWH. pylorii i@ i B
JRAL-12, WSS AATh S, (H I S22 L Ho A B 1 T4
(BIAAS BT ) 55, 1% A& 118 EFIH. pylorid it 2 P
LA F M DC o HATL-12, AT F0 138 21 i Th w2 1),
H. pylori-NAPH] {2 #EDCspl#, #E1M 75 S Th 1AL AT
¥, Thl Yo N2 5 B IL-12, IRIL-10%7. SAH T
LKW, IFN-y2 REE R F LK, MThiAZ, Hik
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R 2 H pylonBZRBESTRRR RSN H T AR ER

T/RARYEEE RRRS TJEEBVER

Th1 IFN—y, IL-2A0IL-12 [BHBK, BRI

Th2 IL-4, IL-5, IL-10 MeEAmBLD

Th17 IL=17, IL=21, IL-22 RHBR, RBIRP

Treg IL-10, TGF-B IREISIER N, BB, (RHH. pylorFF IRk
Th22 IL-22 HHITh 14880

CD8'T4Bia IFN—y Iivad—prvs

512 H 2 AITFN-yt v] B8 2 H L Ath G328 41 i 43 7= 2
H SR A4l i (natural killer cell, NK)AICD8 TZH iy 7]
BEAE = AEIFN-y IR 70 SRR, 734k, IL-17, TNF-ath 5 5
RREAT K,

Th2, BB FEIN N, Th2tEH. pyloriBderh e (3
1 F. MohammadiZ "™ 78 K I, KeH. pylorl&EGL/ N,
Th2FE R BIRIEG N R, 285 HH. pylori&/NR,
AT LMEH. pylorifie SURIE/D, THIL-46 = ¥/ BR 40
K. BE S WS ELALH. pylor UreBIV HLA X /)N
BRUBEAT R0 e 2 i, K75 T Th2 ) R4 T B i 4k
G, SR, NI T P E I E 28, 5ThIN S 1 805E
S—F, XS5 R T ThAEFRBIH, pylorikl <k
9d 7R AR P, ST FIL-ABZ /N R I S (A,
JUETh2 ] DLYE T B Al o B AL b R 4% — e AE L, (R
St G (IR AN L A,

Th17, K, IRZ T SCFEThITENA. pylori
G Ve, Th17RIZ HIHI o] e SH. pyloriffiRFst
SEAHA DG, IL-172& Th1 740 A= M & @ 4 8 7, &
T 1577 00 200 R AF0 B A R AR 1) SORE A I, R I R TE R
[ F Y. FEIFN-yEL T-bet(T-box expressed in T cells)dit
Z/NER AT DO E R 1), BARELCSTBL/6/N R
55, (HTh1 fBRIGAIE T IL- 17752 JOREAE F A B4 F.
H. pylorE&I% 5 EVE A HURE T 40 A R -7 BAH Ay 14 5]
“F(B-cell activating factor, BAFF), AJ LAIH i B 304 a]4%
(7 RIBESTh TR, H pylorif&e/N A B H A
IL-17RIFN-y & 8900, $&7RH. pyloriihs S Th17/ThliR A
N, HTh178& e FThiRi%, JEXThl N HEE
FHPY IL-23J8 FIL125K0%, nT LM ThI 734858, . pylori
JEYL 5 GECS D) AT LRSI BITL-23 384 >, IL-23 4%
IURHFIL-17533, [FIRABARFN-y 5, 54b, TL-21
WA LM FETh17/Th1 B2, IL-218Z Al 51 #EH. pylori
G G0, JORE /D>, A MR E A 4E T TNF-a,
IL-1b, IL-17ARITFN-yJf /b7 RAELEE M H 98 ]
DA EZHIIL-17, HFHAKPIEA R LIERIES, mhesS
H. pylorifef X1 5 0 Fu e & = AR A . A
RFEW, H pyloriffiCagAr] FAGECs LHIB7-H2/L
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1836

A&, FEMANHI TR 7 N2, SE9RH. pylorifE /N E T
SERERY. N BIEIEARA SRR, H pyloriEYe i) B Bk &
FRIEM|WERE2,3- X 4E AL B (indoleamine 2, 3-dioxygenase,
IDO)A] FHIL-17"". KaoZ "W 5NN, H. pyloritiZs
DCHAY T ELTh17/Treg . &1 7] Treg il &}, Th1 7%
Tk 55 5 800G £ LIEERRA. pylori; 4 TregfE/RN}, Th17
NEEGE, H. pylorriRFE K, MNIMEEIE T Th1 775405
H. pylorii& B IWER . H. pyloriis v L 75 S DCr™
ARIL-18, A0 oAb T Treg i A & Th1 7"

Treg, REH. pyloril &L RERS 5 2 FPIE JOAETA Y
N2, AEATY SR TGV TR B A B, 3350 pydori 44 5E HH.
H AT TSN, Treglie 3. pyloriEfE i) F 25 A
Z—. Tregn] PRSI TSN TIRE, (EH. pylori
SR YL R 1) B R EAAEIA T, 2 ReAil 3 Tre g/K-F-F+
X RYH, pyloriEAH S Tre g i J-478 55 21 &k
AL R SEIE S IV, Ay 4 B R R G () — Fh T RE FRIATL
il Tregih = 5iFEH, /INRUBRGLH. pylord 5 KA B R L
EH /NS, H pylorEfiis/ ™. Treg il e 7% 7
Gt YRR ST 32 ) B S AR, W RIAL pylori
7S IThIAThI 7 S G S, IR Gy 5 1 %
PN BV, RN BT 40 R AE S R P IR R E
M AT RELE M B 2 ke 2 B A, Treg®IiAFoxP3
BESEIN T, IEIE AR IL-10M185 40 A K K F(transforming
growth factor B, TGF-B | HABTAHM N . Tregh 55
B35 TGF-BIAE{E A APCsRIAPDL-1, GECsHJ LAR A
MHC-1I (class II major histocompatibility complex)f&# = E.
A APCsIYIIIRE, GECSTEH. pylorifl F =4 TGF-B, i
M0 CD4 TN 5H, {2k Treg /Y.

Th22 25— N KT EE, 8 5H. pylori
SIS B RAHDC. BFFUR B, Th2240 M SR1EH. pylori
JERGL S AN B 2R, DCIB R CagA” H pylori & 57
WIL-23, 155 CD4 TN/ WAIL-22, IX FECXCR2CHE
P AL AN BRI TL-22R 15 5 B B A 5 22 B b R 4
I CXCL2HE S P41 i (Myeloid-derived suppressor
cell, MDSC) | & £ /i, MDSCHEIL-225 3%~ 1l Lo 3475
Fi{iE 28 2 1S 100A8 1S 100A9, F40ifH| Th1 41,
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CD8'T4HHE, HHI R TN, EXH. pylori
FITEH A %% 3 3 HCD4 T4H I (Th Al Treg) 5, 5T
CD8 THHIRAEH. pylor &G HAE FI BIAH A ST i #5070
BarbaraZs 458 (5 Y. pylorifiRAESE, BARESE
FWHNH. pyloril@ TAMAMNEGLAN B, (HAE b R4 An
TR TR T H pylorif1F4(E, TICDS TS
ST RIRE A ZA R4 pyloriffiF
SR, 5 FIFN-y/ A, R3E B HARAE. SIE TR,
H. pylori it HIBA M A% 8 i MHC-15] K CD8'T
20 Jo 57,

JUEE AN IEGH. pyloriit TN 5 % 25 1) 22
F(3R3), W LEM RN EGH, pylorit 4B 5 711
T UM A R ) 2 R R LB R
H. pylorifl %33 71K F(CagA/VacA) 5 AL, 4
I FTGF-al. IL-10%88 A FHm, 55 s A AH EE T2 fAH
FAJE N B RIUN I Treg M Th2 N 2 SR Th 1A Th1 75
%, Xt B S EUR ARG RN ) LB R R A B
Py H RN M IR A A E U R RN DY, 1K
BV SR ThIFITh 73 224 5 980 OB, T Treg M Th2
B T PN 32 BAR
1.3.2 Wik gz w2 JLT-FTA WH. pylor &4 2=
AR A 2 N FEH. pylori B3 16 L35 AN E b
A DU B X A R IH,. pyloribtJZ 1gGRIsIgAdT
&, BIUNH. pylorifIBEE . #iE. Ure. LPSFIH4[]
WZAT B 2 B Z A(adhesin A of H. pylori, HpaA)ZE P 4.
TEH. pylorit8 I GL tm] LRI 25 XA, pyloriii )7
(1) S R0 . 28 S S R B4, 5 ARG A LL, H. pylori
L I S Ig AFNIgMEBTLAAR 73 WA 2 AL 15540-50 1%, T IgG 4>
WAANMAR TR, AR K 2 B LT A WH. pyloriE
Peg e AR OB, AR RN B R E 5 R A E
R+ ZARMEE N A L, S BT RNE A BT
AR JE AR A A M LA KPR, B R e =
T Wz (1) B8 Lo R e ol B e ) S A R M 1g G IR
N7, T R A AT g A N L B 2 A AR i B
HONSREITIAE H A — T LR W, XA pylori 15547
TR B 5 B2 I e A 1 R 1 e R A T,

H. pyloriI 1) B35 MG PR A&, iTH T2
WG, HL pylori & — i i 25 RIS AR5 SR AR, S54)
WHH. pyloriB&4kn] AR IS AE I PRI I R I A SN
SR, FHTIE T BAN AR s g ABTARS = /N R FCIE B, 9%
55 BAH 0 BT A R B /0N BR 1) DR AP 1 S b A R
MR S0 T B WA, TEH. pyloriFH < IR3E BV %o
S, CD4 T, JCHETh, Th17 &% H 40 E 5%
FEHIH. pylor &< L B2 A3 5y B 2
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2 H. pyloriEZm G iE kAN Hl

JEH. pylori B SR EGY 5 RE8 T8 B UA = 2 Fh o2
&, (HEE GO, X LG [ N A & AR N T
FRANTR . H. pylorin] LB 22 Fid A, 80 R G0 E
IR R, SECLAER A BERS KW E R I 512 1
2.1 H. pylori? K 51,55 }-PAMPs#4 2. 9% JR & H. pylori
I A AR T > T LPSHEEE R 450, JF ek 55 3
PAMPs) Sy ik, SKEEBEPRR IR, LPSZ Hi>%
P BA P B AP B B RE e 2R o, AL IR BT A O-4it
B H. pyloriZis Z FhO-HiE, WiELewishi )i, B 5 A
R M A TR AL, R X RO ) 7 740, ki
TLRsHIRA, I8 BT ARLFLPS I A #AZ O X35, Fr N
WEZ, LTLRA-MD2 R &M FIHC AR, al THEAT
B LPS 2 3 VG R AR A B, a0 KA AT B 95100015,
X — e e AL 32 B2 HA. pylori LPSHIREESRE(L
A IR 5] AT U7,

H. pylori LHS5-6 MM E, H¥EEEEHM, F
H. pylorifefg 78 ik B FBE R R BUZE B &K L
R R 1 E A, TLRS S5H. pylori i 655 A1 1A,
(AR AH. pylori¥iE, 31 3 EURTENF-x B H T
W E S B AE R 55, BN NRH. pyloriidki g £ iR
ARz
2.2 H pyloriiRiz B A Szl sh ik H. pylorii&gx
A A S BRI A A MR 4 R N IR B A A E R
KL, {HH. pylorin] UAAT R b 16 i 1 L6 75 105 4 it 45 .
H. pylorii@id Z g5 5 B VR4 T, 5] and i
ERK(extracellular regulated protein kinases)#{%"". Fas
#1427 8{ERK MAPK (mitogen-activated protein kinases)
W 2N S BT 1. Ak, 2 pylorii& ] i S
B R IE SRR 1T (Arginase- 11, Arg2), FRHIM1
BRI ME AL, o E R T, FHITh1 FIThl 7%
P R,

H. pylorin] LR MR 41 i Rk ik K 752
RCXCRIFICXCR2, Fmisp PRI MLERE™. H. pylori
VacAFE AWM EAZAME T, X— B0 6
HLHI B Vac AR I AR Ui 4764 7R 1 Fr BL(P52),
X — BT BOENF-« BIl g, 175 502 28 1 41 R 7 11
A, BIINTNF-a IL-1p, [FI 5 $NO(mitric oxide)-
ROS(reactive oxygen species), B Ji 5| A2 E Az M A 1.
BN, H. pyloriikfigiBithsa-miR-223-3pFIIL- 1041
NLRP3WIE . 5 M /MAR FU0E ARG IL-1 B IR 4312,
XA pyloriidbikt Go e N8 i —Fh 7 .

2.3 H. pylorii@ it 7 7) W TR T4 i 9% 5 % DCsfz
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& 3 ILBARARRH. pyloreRNEIES

JLE BRA
Th1 1 11
Th17 1 11
Treg 11 1
Th2 T1 1
B t t1
IR AR 1 Tt
HBERS 1 T
ME= HES(CagA/NVacA) - _

JA BTN G N & B ELAPCs, H. pylorifEE T
CagA. VacAFNHME 5 AE S H (outer inflammatory protein
A, Oip) WD Cs i) AN T RE, E T 45 T2 M S i
%, VacAR] 5 #ED Csif) 2 LRI Tk iz,
CD40. CD80. CD86. MHC-II, fDCs/MHEIL-1B IL-
12p70. TNF-aiil/b™). CagA A7 DCs, #1H1CD4'T
A A ThI U0, Cag A F1HE N4 5 4t T R
1 FESHP-230E, HTH TBK-18(TANK-binding
kinase 1)[fJi%{t, IRF-3(Interferon regulatory Factor 3)1
FRAL B3 AL, EDCs= AT R A", H pylori Oip
B ITIMHIDCS N, IR TL-107330%, HE TR0 TAH A G2
&%\:[87].

TL-2 52 {72 3F bk 2 4 M 3% e R0 4 B 7 4 i 18] 1,
Vac AT T HRIL-245 53 2%, 2 1M 470 1) T 20 i 15 56
FIEALT. BeAb, Vac AL vl il Ja/>C D4 TR I £k
KRR R34, IHICDA T4 IE"™ . GGTIRH. pylorit]
P EE E, ALEIS AR as(E 518 B S G U4H M
BELVAE, AT GE". H. pyloriks @ R 7] K ARL-F5
RAIRNIRF N S ZIR, LK 22 TA s LA T e B
WAZIRY, A 2 BRI 5 | AL LA 2 R PRV 6 T 3 B T4
(3 5E IR DY, H pylormT @it T4SS. CagA. PGLLK
p38 MAPK(% Silii%, [ GEC#KIABT-HI_Lif, S HE
JELEH BT 5 HE B N, 55 B W Tregr™ 2k, 401 Th1/Th17
G NI, A ML TL-107KF BT MB7-H1 /N RS
YeH. pylorifa, TregdRik/KNV-FIH, pyloriE M &IA it
FRAR, IX—WF 045 AL R TreglEH. pylori %% ki A
Fraf g e i B BRSO R, 2 pylori
AT DL A A A P A B (Superoxide dismutase,
SOD), #IHiINF-«x BHKM 42 205 1 17 42, il an
MIP-2(macrophage inflammatory protein 2), TNF-a, IL-6
AL-13%%, 385 15 &0 A2 BE ARE SN, AR T HACHH
SEREY. AR, A pylorii® Al L@ FL7 4 o
JIEi 82761 (Outer membrane vesicle, OMV)if 5 HAZ 4N IR
i£COX-2(cyclo-oxygenase-2), FHIHi] A\ T g i 24,
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3 &P

H. pylorl &4/ FENFRAEES B 2 HAHEEE
I A 5 28 P 56 P bk LA 2L 2 bk E 98 1 2 o [
N—BIRGH. pylori, AT H BIRBRIGTT, I
ML, H. pylori/E5% )5, NURRENS J5 B[ S v
BRI N7 A e N, [ S e 4 . T AN A4 5
#HZ5 THURRH G G [ R, H 21X 6 fa 2
SN EBIR AT — 8 IR E R, T3AS /& PSRBT LAA 0] I
YU 158 V5B, H. pylorfiBid i3s3 -8 55 2L PAMPs
B U, 45 S G N BRI T R ) S e I 2, K
WEIE G RGER A AITE bR, SEUFLLEGL. &), #—
HBIRN T RS BAEH, pyloriBeid B2, WL G v
BRI XTIE bR oA R DL ey 3G s AL A4 = A=
HEX PRI L Q] ek S BRI SS A, pylori | &L
G BERTE [ N A K S NS TIRH. pylorifEAR NS E Y
BUIR, B ARBRH. pylorif )G, W/ VH. pylori
AHORAESIR 1 A, U2 B I R R AR R AR 1
By NIRRT BTRIH. pylori YL iR L FE it
AR
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