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Advances in the study of the effects of Helicobacter pylori infection on the gastric microbiota
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[Abstract ] The pathogenicity of H. pylori depends on bacterial virulence, environmental factors, and host genetic susceptibili-
ty. In terms of bacterial virulence, H. pylori has developed a range of mechanisms to evade the host’s immune response, which makes
H. pylori infection important for the gastric microbiota. In addition, environmental factors also play important roles in H. pylori infection.
The gastric microenvironment is largely determined by the gastric microbiota and influences the development of H. pylori-associated gas-
tritis as well as the immune response. The gastric microbiota and the host generate a complex network of interactions that establish close
connection with human physiological metabolism, immunity, and neuroendocrinology. Therefore, we hypothesize that the complex rela-
tionship between H. pylori, the gastric microbiota, and intrinsic immunity determines the pathophysiology of H. pylori-associated dis-
ease. The review focuses on a brief summary of the effects of H. pylori infection on the normal gastric microbiota and the gastric micro-
biota of common gastric diseases as well as the associated immune mechanisms.
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HEEFNS EEFERMAFEEEFAXY, REXA
% H. pylori B4 TAEAR , {2 H 1B MR 4 33 52
StEnim B BREMAXMEALMKEH
fo & FEAMRRAKED, B R KW, RR H.
pyloriﬁfﬁ§ﬁ%1&%ﬂ%i?%$[ﬁ]o SR T, AT A
F 69T H. pylori WG E— B [F A, it £ ZW 244
fopE A MBEELT BN EHEAES AR
— 0 4 H. pylori & 53 § 8 1 £ 4 B A 15 £
BRAA 2= ERKE T,

H. pylori WBURMHR AT =AEZEZH X . 4H
BEARS TIEEEMEEREFREM, EAEH
7177 W L, H. pylori B2 K BEY—ZFHE, DLk mE
EW RN, X MFEATF H. pylori B E X F WA Y
BHEEYMW, 70, FEEF L H pylor B3
REEZEEM, BHARETETEHEDHRE,
¥ H. pylori % Bk &R R e KM
B, A CHE H. pylori B 5 3¢ & 8 & 4 25 % v o
Rt RAE—5H,

1 H. pylori 58/ : 0kt

1.1 EEMNBMEYE ABRANHIE, K
BRAE AR AIFHEE RN —NERGHEE, W
T REBAE W EKET, XEFE A WHR
5 H A AL B A R BT R, R YD S
WEAM, . pylori'™™ , BHMAEMBWIEREES
— SR A b A A K, AR LR KA A, A
FEMm Lo RERBHRAATEIRAS,
PEEHE L Ao, BT RZRE
IR R R

EYHH B W TECHERNVE . EET K
LW RHEMUAE, £ KERSFHEZL
HEE RTEZNHAEAREN RTENEEYL
FAERE . FRAUE RAWEMFKERE ",
Dekaboruah %'/ # A B KK E B & MATH B |
MERERAMERTEREL &M AENEHL LW
70.5%, % A T — R Ml ¥ &% K (next generation
sequencing , NGS) W X & R K, A K F AWt
RUTHEELHE, CAXKNARERET, BM
AR D EW M, X AT BT MK B
TR R TR A AR KA R E B R R LR
Bl A 7 % 09 . Rajilic-Stojanovie %4t %5 7
B M BB NGS A8 KB 7T, B AL oy B 2k A B

HRHIRR  \DZIS\D\FhR\22 ZREE E P EE25\06 3 4% HEM. Bl i)

AAAENNTTE 5T NH B AR, BHFEREHE
HE EEE RIFE. EHVHE Bk FiFEm
TM7, b AN RH LB RS H R KE R,
RERE B RAFE RAFEf S KE, I E 36 T
A 23 Gk Bl [TRATH, AT H AT IEF 0
B AEMBEE KA, RA DB RRE T &
ANENBFAEWHE DB, X BFR —ERE LN
HEREMEDHRET 2E, AR EFEF,
TEARE #RE EXRAE —AhRET LT
MARAE L ®EA, 5 —F W, R E N 2606
MNEFRAE—F RE TR TR, Rk
AR EARMEGEDFAX M,

1.2 H. pylori B REWMENEN F ML W
WA V% R B, 40 £ @ BRI H. pylori
RGN Me R e ROt K e R Al A
S FAFHKRE BE BOE R F R
#| (proton pump inhibitor, PPT) %) & F| 4y — 17
BB ERNFHRRIAAE 18 F 48 #, £
ZRTHRZHE M (21.3%)  # 5H #(20.0%)
BB ATE A (9.0%), i AF & & & 3 AF & A
(4.5%) , W2 2| 4% 3K B FH vk 2 B BHRE S B K
H. pylori i%ﬁ&,#@ﬁ#%ﬁ‘&i%%{&[lﬁ]o Xk
WH pyloin THEE EERAMXFZTE T 4
WAL MY B AEDHETRENR AR R
P EABENER,

H. pylori L ZMHLGE LB ETNESFRE
5UT AR, Y H pyloin TER, ZEHMENHFSF
WE R, E B B 40% ~90% 1
BR M AN o ZHIEE H pylori W7 & Z A
KU B H. pylori X E WA B LM N BN
WEE|, R H pylori FHETEHES, L& M
EYBEFLRBALMRE, NTHE H. pylori K%
M E AW AR, KEHEFXE T, H
pylori FHMEFR H. pylori TAENMKWM M ENBHEEEH
B—114 i, B £ E T2 AE", H pylori
BN E MR E FERE, TREAE WATE
AR R EERIK . S H. pylori T3 B HR 4
M )& H. pylori FHPEAN R B B0 4 4 B8 34 — e Fn & 4
Y& T H. pylori AR, #F R &I, H. pylori 7|
REEMAEN S HEMET MM FE - ERE EET
WU, ARER H. pylori Tl 23 m B AN EN S
REPE)
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1.3 H. pylori RBEEBREWE EBEuHxk
U1, H. pylori TRER R0 & , B 4 A 4 7 % 45 4 Ao 4]k,
SRETNM, FEXA N a SHMEEN MW, XA
HAERHBRBRT EZLRERREMEDFHNS
HERANEHEFREAEE R, ERTIAR
HHEEE BTE . ZHHFEERERRERD P,
ERREREMENBEAS WK H pylort
BRHWER, RAERGBETEERE WATH .
BEEH KL EAMRATE R I, I B H. pylori § X
WEEEE fAE R BT R A S A
WETHEAS WM EIFEEEFRTRGA, X8
HEREFHRG H. pylon R EFHIAT B EMBEN
SR ARG, O B R R R R KA,

2 H. pylori S0 S50

2.1 HUAR XMoo AB UL R ILE AR
(H. pylori RV M) SATH —THRELA, §#
FEZRF WM E DAL, WEEB| H. pylori FIM A&
HFHRENEHR IHERNAENFEREE I, W
WA E R AT E R Fn LR E AL H pylori [H
FOPA M B A ER ) kW H. pylori
BB RETRKEA TR RGN E AR
KORL,

2.2 BR AREAA,FEREIT.EHE T E 5
WITEREHERN H pyloi WFEEMEK, Y5 H
pylori TP B A0 L B, &I H. pylori A B2 H
ZERAEMN EAEN AFER AT ERERK
WANESEEARER™, Z4HFRPEE
WM H pyloi BERFEMAEMBEEFE F
EYBELE EHEEHAEN SRR ZFEE R
fode Z Ui H pyloi B R S HMEF, & H
pylori , 3 H. pylori 40 & I 2 5%, 4 4 W % 4
WMRErORAHEEHAEDFHTER, EFANE
HEEEMARH. pyloi B RAFEFZEEF T, 5 H py-
lori FHME A AR H. pylori IR 1E 41 B ¥ % B A 4
S,

2.3 FEEXHBHAMEBE X H pylor H %
B 25 B AR K Ak B 41 41 (mucosal-associated lymphoid
tissue, MALT) itk B /8 A 2 B & 0 2 0% & o B
RURSNER AR EREREREMBH AR LN
HEEMALT HEBEEFTARR S ML KHEE
FMEREBERD, H pylori AN 8 MALT 7 B &

MR BIR  \DZ15\D\45h\22 Rpg EBE25\06 3 8¢ HERR B i

RAERNHEREMAENARN AL, RAKTH
WMAEMBET S S H. pylori 1A MALT # & &
Wy KL

2.4 BIE H. pyloi Z2HEEE 1 EB0E0, &
FoG REMRERARATHEL LT XM
EEFWAE, ZEHHE RO ERTEERE
¥ fn, A o H. pylori B 3 iR 3, F R
MMAEN TN ETBEXEN TN EEELER, B
W E RPN R B —ANF AT, 5§ F st
BEMAX,

SR HT R R, G AP AE R XAt BE R
HF H. pylori Wy F E 1%, & H. pylori VLANHY
WETHREERENRERLBEFTLEEAD, K
HEEHENBN T LM ETERENREEF LE
1EH, & F B B %£-8 W % (insulin-gastrin, INS-
GAS) A H NREAFATHR , EREH G AL
H. pylori 4] T INS-GAS /N R 48t , B % H. pylori
AL EHEMNARBATE T ENE
HRFHERRAAETHBE LR NER, XXWE
WMEMBETRS S H. pylon B4 )JEFHE &N —
A EH, REEMNBESEERREN A
HHAERFER EEHLZITRRMET LM
A R, Ferrairi 4 & I F 8 & B
TEME MEBRATE LBRAFE RE Lk E A
AT B E £, Coker &7 i w T M dE IR 4k
MEEFE TG R, IFHET IRRKE X F &
REZEREE XBRIAE-THNZENFIHRF
1% 5| B B3

ETEEMENHEEREFTNERANTR S
NEF ENFEZHUEER W EBELTNIEF,
MW S AR E T BRI, Ferreira 47 #H4T
BRALZWEMAENHELIN, BT SEMEE X
BB A Al B T RE A A A EL, X S B R
A A 4 T AR R R R R L R B fn T RH R 2k L
FREEdis RH*HBREALTE W TR G —F L
Rh—fMnEa  XHEREFRAFEERREEH
MR AR R BE T AR, AT 276 & B R B AT
P WOR o E e AR S AR A AR K o
M ASEREEFNZREIHATT LR E, WE
B| H. pylori SEZRE GIRATHE & A RATE LS
WHE A - FRAE BT ATEFAREE
51, Gunathilake %" 34T By — 3 7] %t BB #F 5%
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Bor, B B 0B ARATE H. pylori £ 41 4B
RRHESESFERG, XEFRIRTT §H
AE A R P O B 2 TR VT R 3 B B B B U

3 H. pylori ViR EMIRERIGE R 582 W6 &

3.1 H. pylori %% 7 H. pylori &34
F, B k% 4 8 (gastric epithelial cells, GECs) /= 4%
%ﬁéﬁ]ﬂﬁ@%,ﬁ%éﬂ]ﬂﬁ@%i{ H. pylorifé@%)ﬁﬁ'ﬂ
REMAIEF REER, W, 5 RZmM, 0
WA KB mE R, s T RKR
RIEFETFE H. pylori B 3 B9 % IE KB FFAL A& 2
MBEFENL,XRANFE R ENAMERE SRS
KDY,

H. pylori B\ & 34 8 B0 K g kX908 £ 1
M fn fe 0z RORL, 4% &k 3k 1K N % % JF £ 8 (lipopo-
lysaccharide, LPS) DL 3k 3# 15 £ % & & Ml | § GECs
BREBTMERKRAULB LN T 40 E L
KRR EEY REAREN, ERLEH,
IL-17RB th %k 3k % H. pylori & E %0, H. pylori
B 4 K GECs W IL-17RB # & ., IL-17E-IL-
17RB 15 5 #y W & £ 4% CXCL1/2/5/6 Fn i & &
Reg3a Wy B # K D, 3 T % 2 CD11b"CD11c % % 20
HL o] B R R Ay A A A A B D X R R e o B
BOR S T 15 4T H. pylori th 7 #0, +h % ¥ IL-17RB
& T . pylori@%ﬁ@%ﬁ?ﬁﬂﬁﬂ}ﬁ[mo
3.2 H. pylori BREBREMENRERFEHZ
W H. pylori BHAENHEAREZRAAZEXRZE
2, B M B ROt R RORL B R At H. pylori
RABRMHXERAEERENL, YEHMEDBHELK
ERSHUER AR, B A AE 5 HUT R E
F—R,EMBERRWARTREXEER,
b, B AW RBERET TRFEENAEKfEZ
A, H—FHTT IR G AR R A

18 v 4L 3 49 91 E K (antimicrobial peptides,
AMPs) Kk B 0y —F 52 & & , B 1 & (Defensins ) t
W ORE REERERRER, FRRIN, BH
BESSHB-HHE2WELM, 54 H pylori
A E KA H. pyloni 5l W E RS B-IF#H &
2RI B FR A K, B AMPs 3T F i 4 £
MR R A EE R W L E W 4 7 A 95 R
FHMEN LR, EMNZAEEEH Y, sHEE

557 B-HEE H. pylori R FHEE,H
FEMAENBESE T A EAKTFOE T, A,
MELS@BEF #AEFELR TR RE K
AR,

Toll # % & ( Toll-like receptors, TLRs) 1 % —
X/ R KA R R % K (pattern  recognition
receptors, PRRs) #£ 4% R 7| K B F & B 0 &
BRE FETESARMH R REMEE, £5
A RRAR K W B RIEMR R, 0 Ho pylori
FEHMBEEERSFHTIR kA KL, EEFE
JUT X 8 TLR [ B )tk A 269 RAE KB DL TR Ok
WAEMNE, T H. pylori 24 F € ATH % o f 7
BB ARG, AT BRI AT AR FHFA
WM 42 /N RS2 3 3E B, TLR2 A7 TLR4 48 Z1E
F,e11# 55 7 3t H. pylori LPS 38 3|, 1 H
TLR2 7 5 H. pylori % V&A% 20 JL 5 & & & 4 A 50 %
& Thl # A Bk, iy T9E 3 M T 40 8 0 3%
i, TLR4 15 & Fo3fl 4 M2 T 40 Mo 2 1] AH 5% {5 5 4@ B
WATHE BT H. pylor thxt AL Bl A, e
FAEAETUNRLEEE R EE S ES T
FEET T @A R Y, Brawner £
R H. pylori BRETI RN EMEMBERE
ELEF RN M T 2080 K LK 58 H KX, H. pylori B
LEEMAEDBHRTNILE B & T FOXP3 R L
a2 B IL-10 KFEF A&, %4, TLRO fE 457
Al %8 B DNA 5 BUIR 3% B, 44 T A #F 58 & 9, TLRY
#E H. pylori RSy 200 3 T sk & 90 %1 RE 1R A,
AheisREGKRE S, XM T EF®EEM LT
HENZEEWITEN D, FRERT EMED
BERERN PHEEERY, TR Lo xLE
RAEMNT AN ERAEDHR LT EHFEATET H
Mo Rk Az B | & — B R,

4 4 ik

EANEW R E EEBRT R E L2
EEARRAAZEWNMEERR, —F @, H.
pylori ZMR FHENNAERLE, 2H M EHAEY
MRS AT H, FEWAERRAYHWEHEY
BWAE ,ERIABZIH H. pylori B3 77 T A2 & *
EMRER , B, H. pylori B & B A0 E £ 0
RERPMHRT —NERRG, FEH*—FFREK
E A ALE feR R,
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