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R KRR, MITEFEH pylordBOAAZFRLBRBOBRE, B EZERANEZHTHERET. &
i, 5§43M50% k&R EAW, H. pyloriG| £ i1 8 E £ E1%, LA IH % 5H. pylorifnFALL, 4
ARERRI, PHREENTRARANER, ERHEZERERMA. CAMNIERELT, H pyloriG AR3tE
TR REEREAZRNGRE. H pylorib BFETI0OF F54, §AREHFN I L KK FU L. A3
WAT, H. pylorif 3| KK, BAXESF HA T ALERCEE LR R BRI B g R
BRI W QU R RN ). 3t KB, H pyloril RN 2 R EEFRM. Bk, AtEARE,

A SCHE #HHFALH. pylorith BUK & F.

Ketinl

| VIR FT 8 (Helicobacter pylori, H. pylori)J& i€
T B A5 2= R PR, PR geit 4kl 2 50% 1)
NG, H g5 B M & R v [ 5 0 Il e 2
£80%". H. pylori T 19834 F W 15 K Z B, X728 T K
ALK B W iR R, WIFE TH. pylorixt A
28 il B 52w () B 5 R TT, T B 1Y & B A Warren Fl
Marshall™ K HL 3R A5 T 3 D1 JR Az B2 ol S 24 . il
Ja KW ITF G R IEH. pylori 5 2 R AL 8 50N
MIIRFR, MR R EL  RE R AR )T A R
BN KR K B RS Bz SR EZ . A
pylori@i@ﬁﬁﬁdﬁ?@ﬂzﬁiﬂﬁ, AT IEBRIGTT
RGN SRR 2 5, JFRTReT I R IBEEATEE K. D)
REPEIH LA R T AT Tt 97 L) N B8 SRR DG bk L 96
B R SRR H. pylorif i B LA HEUAZE N |
KHUEY), BHTIGIR b 32 2R 0 A 27 A 0 H
75 BR AL R

SR, H. pyloril@ YL PR RMEAE KESF.

A-W 3, W TEATH, AXME, BREmsH

KEZBHNGES SH. pylorifI F-IEAb, oL 26 B gL
TCREAR. AL ZN, SR AE TS T, £4910%
YL R e 2 e 1 A% eI AL KR
TR B, ABN1% % R E . SOk S Z iR
LKW, H. pylori5 NERY A R WIFRENS Jy 42t
kg, ZIREsE WoR, AR ARG JoRE R R I HL
B 52 B0 T8 e SR, T e A R A 0 T BB | A U
S5 LB PR

KK SEH. pylori5 AR R R ETIT, 18
BB A 2 A G Rl E R H. pylori BEGE BUW ) )5
. BAREIELL 4N NE. (1) H. pylori5 A
R ILA Py . B R IR BoR, 7R A [
HEAE D s, H. pylori 5 NZEH B3k v JF 3 W] i 4k,
A REMIL A RR, (1) AR TFHLEL. 7
BRI, H pyloridi bl T — R 515 A4
M43 FHLE, FEA RIS FUR A AT %
AR T 4 R A AR A e SR, LA BB R
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PR G B ZIDNA. X EEHLEI 15 H. pylorifig
FRER & B e R ANG | R, 48 R34, (i) Xt
H. pyloril &Y SO 52 m, R AE B e R B, 1M
Motk G AR, H. pylori5 N0 3A: 2 RIE
TR rILmE T, AJENH. pylorifE HEEEAR Y E
T, H. pylorill ANWib FAREUR 11, ARG &
PR IR LT T A 25 TS flhn, BRI A iR
I 1 RS, 7 Lk 9 P 3 o D B R DL R A i 4
¥ WM R SR A R A A, A e R R
ko R 2R E R . IHAE B R E g SR
W, (iv) T LLE3E, FB M A Rk % 4
AR HErrPuE 207k A 7 R AR 25 AR
BRG] & 22 R AS B (AN b T8 B R Ok
VAL OREYS . M. O AN AR R)EIE LS. H
pylori5g NIEH) I 56 RWVFRENE A4 T Y R X 5
PEAEZE Iy ).

1 H. pylorits Nz

AL 2FUEE WoR, H. pyloriB AEAE T 291007 4,
RAE AN E R REMTE &7 7, BAKHEL
B B EMEE, WO e mitfk 176
JTAELL O 2 G5 A Wy 1 B2 1 0 A 45 St e
H. pylori'ﬁ]\%'@E@ﬁ%ﬁf?%ﬁ%*@%ﬁ*ﬁ{u, WE
17 52 90 L B Sk A b R A A R, R 1 AH [R) b RN b
VBRI R 1) JEE DRV AL BB S AR BL, 7E R ek A A rp SR 4R B
S b, MR E A E B AT ES K
MERE, H. pylorith it b T AH R A9 IE #4337, (BPEE
biA EL I B I 7 B ST < B K N L R o
FARAE, AR FTE I AL B Ak 09 SE I 2 A S T
H A 355 %) A b A R RO

H. pyloriBeWTEIB K Ay s b 5 AL, 1545
FHIEH W — RIS APLH] . Hp a2 ik
FXFH. pylorift) G e KWL TR, X [ A
FIFXT7, —J7 Hk A Xt 1 ARl i 5 . TR
B, B—IrmfliH. pylorifig skl e i s . o T8
EBR. H. pylorif) A4 7ML £ B FEEE Edt
JREEF AT O . BOARB R A5 4 DA AR i 3 SR
N, LA AE 20 e R G I Z B DNA.

1.1 ey THLLZ —
PR AU i 25T i 25 M AT D0 25 oA ko A g TR
B, H. pylorifiefs i 18 H AL 2 A8 W R i BE AT
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thae. BT &8, H. pyloribd VR 18 Ir 2 15 i Pbg AFI
PbgB & HRENS 245 & A MLEF 4 85 s ), I8
ZEAEW AR R AT, DTk S e R 0151 &
Frgpp A U2 ORI, H. pyloriids g ik
S ERPUESE K. B Z 8 (lipopolysaccharide, LPS)
A ORI JE 255 | & 5 FU R AR 2 S e SN, 78 o2 Uil
P EHEEEH. oWrEas, H pylorif) OFL R BENE
FikLewis(Le)Pi ", Ledt JF I A 41 41 o 2 i 1
MRS BTR, 78 2R A0 i 26 i 385k, JLHAE B3
(ELF5 B Fes b B 4 i AN B BR AR 40 i ) il 3k i 0
F w5 H. pylorifii 335 B Ledt JFAE M #1535 F i 2
B, 72 A RE T 2 o BOR AR, BergmanZs ALY
S R, LediRnetg 5 B W R4 iR mndC
RUBEAER 254, BH W B PE Ttk B2 41 i (T-helper 1)AY
I L TV 4 e s o P AN A 24 P )
7 A R

1.2 JeAsr THLHlLZ

WU BT R 5 4 DA RS AR A 32 g% B . Ik SR B A
B R 2 R W S o1, HAE R
PEPLU B EEAEH. Sk, H. pylorif X 47 1
g5 KRB R RAEFAEAU R ZR, HiE®R
REPUN B ERAL A T ek AR, PR s S Bl Ok T IS
T 3 B g% SO 1Y RE

LPSIRBTAE —Fh N R, J& 518 EfE 2k
LA BTG PERS L. R8T ARE SR Mo B 15 3 e sz 4
Toll-like receptor (TLR) 415133 i% T~ Ui A 25K
PERNL, Bl &R I AN F iR "> ki, 5 A
HL R A LG, H. pylorift I B AZS & TLR4AR) 8
BMET R, Hoal & s O B e Ak fildn, H.
pyloriBy i A BT 5 & B9 5 % [ b AS K R #1 1&
(Escherichia coli)i1/1000. sh¥sS56 R, KIHFF
WAL 5| & C57BL-6/N R (Mus musculus)5: 1)
WEER I, TH. pylorill§ B AG| % () 4 8 2 KW 4
R R R N R Rl R T NS DN /7L |
HIIE BT AR LE, H. pylorillg it A5 & N\ B 9 40 i #n 4k
JE I A A% 40 fifd (peripheral blood mononuclear cells,
PBMCs) T B A TL-8 FI TNF-aff s 17, 43 &
W, H. pylorit IR BT AZEH 5 ARAR], 22 5 F 2K
FEWA T, &5, IR EEALKT. H. pyloriflE BT AJE:
ABEFEAL, R FT AR AR S 6mERAL Y. Bk
KX AR BT AR N T 2R B ) B R, (IR
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R TR AT B 28 2 17 1 fiE 1 B B R AU Ok, L
pyloriflg B ABRE 1-F14-B R FL 1. B IR b K208
59 TLRAXT G BT A0 S8 5], FF B AR UiE 19 e 9%
}iﬂ[ﬂ)].

RRRBEREH. pyloriZM M EER) E R, AU
WIRE Mz I BAEE W, 20 EXTH. pylori
AT R IR R AN H. pyloriﬂi(%%ﬂ@?ﬁ*@%
At 2% [CR M R AN [R), HENSw G 20 Ak, i e 45
e 3 A o P R s AR AL pylori'ﬁj\%ﬂ"]ﬁ%ﬁﬁ\:
AL E e, IREBENGG I 2 BRI BENE ORI H. pyloriTd
T 32 5 A T RO B IR, 00 E A A R R P R
JK SRBE I 2. Tk Ak e 6% B A1 A 3 A e s g, I i
KA F 0B, H. pylorift) Bk SMETE 2 L W e
it 2, Bt il (GlcNAc-N-deacetylase, PgdA) Ry fL T E
FINUG I 2 WAL, %M 2828 S BUH. pylorilK b
A SR, SR BR, SEARIH. pylori
FHEL, PgdARAERIH. pyloriXt s i A () B 34 i,
51 % T HEamFU A A R R, A/ BRI S
MIP-2 (IL-8F4[R]JE4), IL-10F1TNF-o%% fiE 48 21 fits <
TR . TR

AR 2 2 1T R A HE R R H. pylorif ) 1R
T5, [FIT R e n be . RZ L G
AT R 2R 1 R S M 25 5 A E TLRSIF 300G T i e
PEGLIR N, Herp Vb1 QR B9 #E B & 1 (FLC) G & 1Y
G PE N ek BN, SR, H. pylorift #6251 (FLiA) 51
ol R L VAL AR (S IS I AV )
1/1000%, 237 7%, FLARI D1 X 35 55 89~96 44 KL iR
P 5 ITIRE AR, 1% X AEH. pylori ¥k
TLRSUPUN . FEARTT Ui S e ) h, dF 151 & R 3k
A R AR T SRR . WFSE oK, B FLCH DX 8
89~96 % FL iR B ¥ A FLA B X R ¥ 31 J&, FCSE 4%
2 T TS TLRSIK RE 17124,

1.3 A5 ThLHlz =

& 2 9 % 9% R 4 B0 1Y 52 B DNA. & & 32 il
DNAfETSH. pylorifE W X} Hi1E £ oo e W I Free ik
. H. pylori G E 6 EAERRIERG G, 25
K b B AR DL Km0 R I 2 R T
4 (reactive oxygen species, ROS)Fi 1 % (reactive
nitrogen species, RNS)7F. X641 B A L atk,
SXWEIRH. pyloril ) DNAZEAE (FLEEWT L . BURE W7 2L LA
NDNAZZER), KA S L H15H pylorigtfb B T

AH L (8 S % e 7 %o AR Ak B 8, HE TR B ER T BR B 2
(base excision repair, BER)J&1& 5 it /i DNA ) & % )7
AP 5 RIGFH SR 2 [CBHEEEH L, H pylorify
BERG& 12 75 1R ) AU &2 o 56401 00 75 1l BA AR ] 491
wn, KM FF R % A MutM I Nei P Ff DNABE i, X
545 K 1 A 1T BE 08 5 20 b B (5 Bk A 1 A T el 3
SR, H. pylori A7 —FDNAMEFEE, HAEEHH)
RE I KRREAL. 1A, S RBFF R, H. pylorifs
o R R Al A TR B 9 2 0 L W] S o 55 . R A AT 1A
i Tag AR ATKA PG 3- F L B EE RS DN ABE 17/, SR
M H. pylori A &4 —Fifs 34 1 3- 7 5L IR IS DNA
W Tl (MaglIIl). K AT 187 (4 Tag A Fl ALKA RE 5% [7] i)
Fo 55 3- B L IR R4 A1 7- FE L AR IEE 0S| T H. pylori#l K
REME RO IR3- I RE MRS . 550 |, 3-F R e 25 B
IEDNAA A, HAEETE K, 10 7-H 5L IR GRS 1 fa 3 A0
X, HOl o5 KBRS I, A TR
AR IRSEEI3, H. pylorif) BERIEAE X HAT 4 M #5 1:
RO TINEUR. Al L, H. pylorifBERIEE RG &
FEORIE AR AR SE Rl b, A R F 7= AR AL 21
Mm%, B, AT RBAF#, H pylorii
BERIZR L= GOR S, HAEW T 1k & % i Ak
& 2 & 8-0xoGIDNA. GO ZR Gt Xt T & 18 i AR 5
R A EZE R XL, oy 5 R J gl A A A
e ERE, 1 HH pylorigs AWiHLZ 3| H I
S 8 L 0 24 i 45 7 AR A ROS FIRNS B ik, 1T
H 2577 4 8-0x0G. KM HY GO & 4 A1 & MutM
F MutY F s B, DL — PP 8-ox0G = B iR fifg
(MutT). MutM BE % # B 8-ox0oG, MutY W #% fr 5
8-0xOG/FH L RS e Xof 1 I S ey L2 o5 s e s W 17 1 ff A
A . MutT ¥ 8-0xoGTP /K fi# & 8-oxoGMP, LA B 1k
8-oxoGTPHE AB A MY DNA. #X1i, H. pylorifl A
GOR%, HEAMutYWEITEE. ALk, H. pylorif
MutY B B 5 KGtr AR, HHAEERYS
8-0xoG L XT Y i 204, i T ik VI Bk 5 5 HEE 04 T XoF 1
RS I ANE BRI, H. pyloriffmutY (MutY f¥) i
filh 56 KD & A 84 BRI RS 1 SR 5 4, Hi ) T7EDNAK
il v e A W R T R B A RAE, b es AR T
e f MutY 158728 3 K R A Mut Y™,

K, H. pyloriff)iX SAFER L T H AR /EDNA
PR 5 m R AR 2 WA P Re ), XA
TFH. pyloridRA5iE R4S, 7638 IV 15 50K N ER 8L AN
FRa eIt vp R 15 T HEAEH].
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2 JRAIRE IR A

B0 3 D A N ft R AT B Y U,
PR AR A AT 6% A Bl [ R AT ) ke S AR AR L 3,
N & A0 2 B 5 9% 7 (human  immunodeficiency virus,
HIV)E G N D7 2B AN B 5047, BGY )5 1B 20
HE100%. H. pylori NRC &P T 46 74,
W OGN TRE M ILAE X R, ELAENZMET,
NZEHNH. pylorifRBEAEFEINE, T H. pylorifNg| K BHR
FEAE R T A £ T N RMREE. A MR BN, H.
pyloritE ZJ5 A #5 T NISHERE, 45 B 1k A I
WYY, ZZRImIERAE . AR AR . BT AR,
FRAC AR Bl S s« TR TR e . B Y
PRz . FiIEE . O LA A g 4 XIS 210202,

2.1 B ak At i A R

H. pylorifg s 5 H AW R A 5.5 4, JHHEH
BRI RN R Ge g i 0 Rk, H. pylorifigs 1
77 1 At i PR R e B A S h R A #2 EH .

ZIWFF s, H. pyloril@ o FE /3 M & 5
GeIE LN, BEAS A R B 1k 2R ALK B sk e e =5 &
ARG PR TE B3 WAk, H. pyloridk RESE T BT V1]
B FRGL. G IRIFFE KB, H. pyloris & Mibem T
BUAA T 1 R 7 T8 V0 10 ECAT T 88 1 A A 908 s 3 s g .
YT R, 3 9 R Y M T 40 (regulatory
T cell, Treg cel)RIIIHE, H. pylorifEig i 3 MK B0
FEVPT TR S & /R EE I R, BRItk 2 4b, H. pylori
HE % A7 2% Hb 1 577 16 15 R 48 M % 18 %< 9% (inflammatory
bowel disease, IBD). Xf{f[E 24774 5~8% L2 ) il £
R, BYH. pylori) LE WIS JLAR B B AR T ARG
JLEE DL XF 330U KA 5% (61 & T 440044 IBD 8 & il
47634 % BB JC AT 45 R R, H. pylorif&4: 5IBD
2 [] 5L G 2 AR PO A R A BUE 5 o, T R
H. pyloriv] fig 2 i F IBDAR B ml 38 fin g g XU 7. 3
WIWF o SRR H. pylorili IFIBDIYA 35/EH. OIRA
B BT B BR R 4N (dextran sodiumsulfate, DSS)215% &
S B A W A R . iFsE R, #E HIkDSS
HI%5 T H. pyloriftti DNARE W B Itb b R IR 52 55 2 P i 45
7 RALRERS YE—E M & B, H. pylori DNARYHT
AR TTREAC R T 5L R 4 b 9 B 92 I 45 05 51 (immune-
regulatory sequences, IRS). H. pylorifJIRS#H 1 1)
TLROFTR G5 & T IR B BT R g R b, fefs
3 b/ /N B AR 98 2 il (dendritic cells, DCs)#
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FCLR T4 3 AIIL- 1225 412 52 40 R -0,

2.2 R £ i R 0 RUR:

HTFPARNZN A, AT AN T
AR CGESE, 63 L RN DL SR FI] I 45 % 3k [ 2K
FHL X I H. pylorilB e R IEAE SR T R, SR, X4k
Ik E 0 E BB U % 9N (gastroesophageal  reflux
disease, GERD) Fll & iB i 3 & % % 2 2/ -
JHE8A-81 R KRR M, KRR EZMNH. pylori
JEG YL R 5k 45, (H GERD FIED T8 I 8 58 20 A ik 144,
X205 58 I JC A AT o, H. pylorifYe 5 GERD &
Y I 19 £ AH ¢, 11 GERD 2 175 & B 18 M 96 19 15 1% [
FUSAS AN — IR0 T 12899244 B ) KA X HE
W LI, YL H. pylorifighs b 25 MR A% B 2 18 At
B RS AN, REGEH. pylorifZ s FRERE
WA ) i R 2R, L2 Tl 2 T T R T R
7. HAh Z T A 2] T AV LS SR, Henrik 55
NE g B R R B, H. pylorif&de 5 £ E BRIk 41
Ji g AN IE M Y 2 B A DG TEER L UEAT )
— IR AN BRI, Yer AU kB, H. pyloriE
YL BEAE 2 b 5 I AR £ T MR 1 XU

R, Bk M it o 2 Bt WEBRH. pylorin]
RE 248 0 2R B W RS, T H. pylori AT B 1L &
BRI A IEH. SRR EERAELEHE
i gea Y o B LN O AL pyloril i 77 A DR 2 B 75
% ' R A RS AT A b D 1 RO,

2.3 WSS R A

SEARFT R B B B ER R, ERA 1309 NS
TG PRSI, 90% YL F TR IR Gy, TCRE IR T L.
SR, BB 2 R R IE SR 45 4%, Kl H Kk
A TR E G BE T I RER N LT, WHTV /L 5
GREMEN ROV, 2GR, H. pylorift A 5 1E T
AUALR BRF B 3, H. pylorifEs A B 11454
FI B R e K0 1 2 2. Perry %5 A BTG — R 3B 5%
MMLARIE T A JuEyE. Bk, Perry®E APTVRBLH. py-
lorifig 1% . 3 M 5 i F2 XTS5 A% AT B ) e 8 O gL A
MR BN, SREYLH. pylorifi b, BYLH. pylori
FE 1% tnb 2 i3 I vk AR 1 25 4% S e 35 Y TFN-y ¥R B2 11
Th- 120 ML A 5K -, 2ROk, flfiTdE — 2483 T H.
pyloriF Gt il G5 A% 95 K e iy 52, 45 WoR, H.
pylori Pl BEBH 1E il 45 4% 09 A g, DX ok 5 0 sl id



IR

SERZAA L, VAR A A5 A% Y H. pylorift) JLR B 5.
Biti J5 00 sh W i 98 S R HL pylori 0 Bl il 45 22 1 A 45
YEH. TEEFh 5T W 5 96~84- H, BYLH. pylori
P BRAE (Macaca mulatta) 2 8 R Jili 45 4% 19 JL 2% B i 1
R T ARG H. pylorit s, 1AL, HALM 5T 415 3]
TR EE R, 8 R R S e g O (AN
IFN-v, IL-2, IL-5, IL-13FIIL-18Z: 40 i [ -F), H. pylori
RENS A A5 b /D R4 4% | B . UM B R B
T A R IR 201,
3 A Pt o | B S AL E N

H. pylori5 NI C R MR A R T K0
fathe, AR SC R AR 5] . SRR A
A AATE N0 &4 TE RN, H pyloris
N LA R IEM TR A i ohidi. H pyloris
NS R VCEL . AR S5 YL H. pyloril)
B ol R R EERNE, B
B K S D] 2% A R g 2 Ah T AR R 1) R XU v

3.1 H. pylori'5 NJEHLERIR AL

XAEERH. pylorif it AT2F A B, KRPEFK
FEAE BLAT v i B e SRR I B 3, AHELZ T,
IR g R G AR B R . HA A B E
88 R e 1Y K 2 — (B R N 62.7/100000), {HH.
pylorift) YL FHARAT MG POk % 839.3%).
TnHL AN ED BE B H. pylori J8& G SR M &5 (43 9 S 92% N
79%), {EAEATAY 8 JE AR EARAR (435319 1.6/100000 A1
5.7/100000)°". HAl % i E A bR BA H. pylori
NP ES NIE ST S IE | 57/ = ES IR 15
BHE L s Sl VG DL R YRR BT A P80 A
5% 38 AR I Z ek R0 2P 2 kR i 3R X — A3 FE Y
B4, oA RZHAEN AW ISR H. pylorilf&ie R
R, BRI I R ENARAIL 02,

YL H. pyloriff 3 J1 555 7] REAE AR Z ik FA A
PR Z —. iR, BNH. pylori #k 1) 2 71 9]
i TRV ML IX A H. pylori. ShehZE \I%t Z 1 H.
pylorif SR AL HEAT 1430, 4528 J I8 e e R X
PRIz Bl RE 7 A ) I G s TR R TR R H
o, TR B R YR, AR EE ) R T CagA (cyto-
toxin-associated gene A)HIVacA (vacuolating cytotox-
in A)FRIBAKCEU bR, o) —IAE - B AT
F S SRR, FE 6544 /A IRYL I H. pylori

i, KA I CagAPIE, Xl R+ HHME
i R JE R 2 — 14, skt A A — B AR
iB. CagATi /146 H HcagPAI (pathogenicity island)
FEH gfity, JCEERIX AR R ) A EE . A5
XIS ERUHEA . e, madE. JE . Z/R. H
AL AR AN DL BN B3R 33507 H. pylori R BR 1
DNAFEARFEAT T X o3, 4R W, KiSE%XH.
pylorif 8 1 HE — & m T W AESE E, @ JHEZA 13
RV FAS B AENBERRRR'. 1Lob, BFoT ow,
BV 76 R AR ARl BY Rl — Hu X, H. pyloril4e 34 H
e 4 XU 475 LA 1 d 2 S O,

AL, RNEHIXH. pylorit J1 223 IR G Rk
W Z ik P ST B A R, A A R R A T
YEH. ik, —3 LARHE H N Sk 3k R A0F 98 % e 2
177 8. TERHE LA SRR R AHE, 2 5
ARG FE m R L RIS . R R B, R
JEYLH. pylorifi BB B i ARG 35 b s T n &7, oF
FE RPN L IRYEH, pyloril iG55 5t 4T T
AT, SRR, PIISEHME L A ER R . JEU AN
FEMENSE LA IR UG 7. BRI ZE AR A e
BBEAT 25 5, AHAEFPAE S B 1 L A9 FE P 2R ) 2
AR 255 FEAK B AR v e s R, JEUNAE %G
7 AR, SE RIS o W A /b i v B o DR
B L X PR DU F2 R SE N BN AR e 1, TRAT 0 43 B
MG RE RIS, RIET, B2 AREH. pylo-
riffJ AL B B 22 5% WS H. pyloridE AR AL
HES, MILXH pyloriW] FEIERRIMA . BF5EH
INH, H. pylori5fa EHERIE A VL 5 75X 5 i 5
A B, Wi R R SR H. pyloriff S A TR
YRR AL G =, A SR IR A — 2, RERE AT
oAz DRI R B g Y RS T L DX R ) S AR S
A5 HIRYH. pylorif RN AL Je RN DC R, St/ S
AT, H Ak T £ R 1 e AU v

BRI, RPN Z ik Bk I JE H. pylori5 NFEHH %G
RVR— B I GERE, A ) A BT ) ) S A
WP eS| & ks B0 & E . B0, Ak ik
XA AT RESs O B I i s e, DR R A R AR S S R 5 |
KW ANGE AT REFEASH. pylori'5 15 = HOAH SRR YR
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Helicobacter pylori (H. pylori) is a known pathogen of human stomach which is linked to gastric adenocarcinoma, and
antibiotic therapy is commonly used for H. pylori eradication. However, accumilating data have formed enough testimo-
ny to convey that H. pylori may have coevolved with human host as symbiotic flora rather than pathogenic bacteria.
Firstly, a majority of infected individuals are asymptomatic; only a small fraction of infected individuals develop H. py-
lori-associated diseases, such as peptic ulcers and, more rarely, gastric adenocarcinomas. Secondly, H. pylori has coloni-
zation in human stomach for a long time. Genetic evidences have suggested that H. pylori is one of the oldest and most
common occupants of the human gastric microbiome, arriving before the migration out of Eastern Africa over 60000
years ago. Thirdly, H. pylori can confer a benefit to human health. Since mutual benefits obliged both partners to adapt
themselves in order to establish stable symbiosis, it is therefore possible that the bacterium confers a benefit to its host
under some circumstances and is therefore maintained in the human population. It has been suggested that H. pylori can
be beneficial for host health in several aspects, including regression in child asthma and other allergic disorders, confer-
ing protection against tuberculosis (TB) through induction of antagonistic interferons for the causative agent, Mycobacte-
rium tuberculosis, and playing a role in reducing the risk of esophageal adenocarcinoma (EAC), gastroesophageal reflux
disease, stroke, lung cancer, asthma, allergies, and inflammatory bowel disease.

We need rethinking the complexity relationship between H. pylori and human, and the impact of this bacterium on
human health. Elimination of H. pylori as permanent resident of human microbiome would not be the first option to deal
with gastroduodenal diseases, and the long cohabitation in our stomach calls for more deep studies to elucidate microbi-
ota and human health. In this review, we aim to elucidate the secret of H. pylori infection inducing gastric adenocarcino-
mas. The coevolved relationship between H. pylori and human may help us understanding why a majority of infected
individuals are asymptomatic, while a small fraction of infected individuals develop gastric adenocarcinomas. Thus, we
elucidate the detail about the long period of H. pylori gastric colonization for 60000 years, and the highly adaptable
strategies used by H. pylori to make a lifelong colonization, which has been obtained in the longtime coevolved with
human. On basis of these, we discuss the impact of H. pylori on human health, and explore future therapeutic strategies
for disease management in light of the longstanding evolutionary history between H. pylori and its human host. We sug-
gest that disrupted coevolution between a pathogen and its human host can induce diseases like gastric adenocarcinoma,
and maintaining symbiosis is key for effective detection, management, and disease prevention.

host-flora coevolution, Helicobacter pylori, human health, gastrointestinal microbiome
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