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Abstract

Helicobacter pylori is a kind of long-term settled in the digestive tract of aerobe, is the key compo-
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nent of the human microbiota, linked closely with the incidence of gastrointestinal diseases. Some
studies have confirmed that H. pylori can be fixed in the liver of patients with non-alcoholic fatty
liver disease. In addition, studies have shown that Helicobacter pylori infection is positively corre-
lated with the occurrence and development of nonalcoholic fatty liver disease, which is a part of
the multiple pathogenesis of nonalcoholic fatty liver disease. However, the specific mechanism is
still controversial. By studying the relationship between the two, can provide new ideas for clini-
cal prevention and treatment of nonalcoholic fatty liver disease. In this paper, the H. pylori in the
occurrence and development of nonalcoholic fatty liver disease research progress were summa-
rized.
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1. 518

A A5 M I 5 T (Noonalcoholic fatty liver disease, NAFLD) & — i 5 JIg 5 78 JFT IR 5/ 18 P4 2 i A 5% o 1
W . B NANRATR AT R, BEE N T A4 20%~33% A\ i NAFLD [1], T LA 58 3 R m HL X
T AAYT NAFLD 2 CHE 2, B FUIESE, NAFLD #iA A e —Fh “ 2 Bm4T 7 50, Bl 28 &1
g S A iR 5 B AP e SE S N 25 A IE 5 NAFLD f & AL - T TRZ € FF B (Helicobacter pylori,
Hp) & — i 22 [RBA MRS R AT 7, a8 ¥ B AR R B T B R b, T - i g 8 3 . R KB
Ko B piE AR BRI A — KA B iEmER. Wi, 2R Hp M 50%, $#l&
EREREK . Rtz sh, BRI Hp AT LS| E R, 38 n] DLUE I A S =1, %
W) i A 14 TE R | SO A TR R AT AR R A A AL SRR i3 NAFLD IR AE S K&
HHT Hp 5 NAFLD BGRB8 1 E W AMIE R SR AE 2L, 5 Hp BHPER B35 2 1 22k NAFLD R R
J R EAAFAE S 3@ 0T Hp & 45 NAFLD [R5 R & EBURMLE RN 5T,  NIGR + 5776 NAFLD
PRAGH TR BLEE L Hp RYLE NAFLD K415 K J8 07 T 0T 70k e 7 Llagik .

2. B VIRREATE FEEAEE RS 1 AR A AT A 2 Rt 32
21 WNRIEAERRTERBRRG, RAFEEEBEHRLE. 2R

Ji 5 Z BT (Insulin resistance, 1R) 2 8 i & 2 M 4 AN 8 6 P4 IE G 3R /K ST 1R B 5 22 A 1 TE A
SN, A L TETEIRMSORR P A R &0, 7 S T IR KT (R B 5 Bk B SR s b . R ST S N [2]4E
XoF A | TR AT R B 5 R PR A G PR 78 R R I Hp B 5 0 5 BB i B A DG . AR Hp J5 mTE I B
KA 7 (E UM R RS BEIR 755 7= A A B PR AN, 5 SOV LA 40 452 19 R it 5 AR T e
Hm, 25 NAFLD k4. RRE, HA R FERE 7 (Tumor necrosis factor-o, TNF-a) A< £ 5t & — Fh 4 g
BEEN, BUTIMESRESES, SRS ZTEGENBORLD, FSBERmEaE. B f
WALV Hp T DA SIRERER 1 A BEI0ME & R ACPU A, HEmife ik NAFLD &A4E KR e . IREREE A A,
Sl e FFE A= A RO 2R 1, LA B0 9%« B AR I 52 LS 400 At J O v 170 Jl 5 2% 52 PR T R W B 251 FH [4]
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Kebapcilar L 5% [S17EMT FUMR G TR B X R 20 M A% s3] D51 C e B A AR Bk AR 1 -a KT (RS2
HUESEHUARG: Hp J5, 2 SERNEIIERE R A KRR, P AR R, Ah, Hp i w] LLE e
BEM/METH AT - B4R RS P EEIEAS S IR SRR B A B s SEma iR T FE S (6] ML
SR By R ARDT, (E_EIRAE FIALAI iR B, A 5 KR IR R FEUESE o (Rt Hp JEGRAm 5 & 2R 147
et NAFLD K. RIERITR > idAt .

2.2. BUIMIRIEMF R A R, RIEIFERMERRLZE. XR

HirokiSatoh Z5[7]#F 7T i~ A A Q57 % /2 Hp i34 5 NAFLD AR &R, BAK Hp iBge 5 ifn g i o 28
ER (P < 0.05), F 5K w2 5 i A 1 JE [ e of s AR v 0 2% P52 i 8 1 A 2 MR A G o s 5
[B]E da | THE T AT T 5 s B it 9 2k Fe $2 21) Hp W] 541K %5 152 1 2 1 IEL [ % (Low-density  lipoprotein choles-
terol, LDL-C)H&E &, 7= A S04k UG 25 5 S 2K (9 (Human oxidized low density lipoprotein, OX-LDL), HrJ A
W 5| R AR R T AR, i NAFLD RAE. KRE. Musso G 25 [O]7E PRSI HE iy FiF FFF A Hig i £ R 1)
5Tt Jg rR AR BN LA GY Hp J5 ml P2 AR RIEA B, AT JH N D7 B8 (Hepatic lipase, HL) & 14, AU
Y 2 WA B ARG 25 JEE i 2K 1 (Very lowdensity lipoproteins, VLDL), Sl wEfgMAE, ik NAFLD k4. #0E
K7 TNF-a B T 0 LS S B 1 AKPL, 7EAR AR PR — e MPEA, T RENLEI v : KIS Hp
R AR TNF-o ZKF BT, FORT DA AE 25 I BGYE 1, S B0 A [ B K P T s B ig i AR 25 6L [10]
Ibrahim SH ZF[11]130 &I TNF-o 38 1T DAERERE WG 20, 5 B0 2 IR T I (Free fat acid, FEA)XS N, ML
P X SRR R A LR 2138, S EURF ARG . A TEUESE, Hp B S 5 = HCPRR 7 R LA
BRI NAFLD IR RIE, v Lol Rt iR I 230 == FRA, 58 2 IR U T EE,
R AR 2R AL, (32520 NAFLD KA. KIE. SR, RRFAREITE Hp B4y 5 NAFLD 2 [H] 1) 5200 1
FEAESL, AR B — P It .

2.3. WIMRIEHF AR MAEER 2 R EEREY, RHEFEDEEERFLZE. 2R

Hp Gl E e REE NAFLD KRB “ 2 E4Td 7 Pt mEMEM[12], REAFEUL R
J7il: 1) BB PEikiE, AMEEE R AHOCEE A )5 (cytotoxin associated gene A, CagA);s& Hp
M EAE ST, WTLASCR R E AR YR, 3 B ARG AN G e A (VAL [13] . Hp G T 3
T AT B 7K P [14] [15], BAFBR R —FhC 2 Al M PRI 22 IR L T AT B, B AT AP~ 26 N AR BT
5 B %6 S5 AR i B8 (Shortchain fatty acids, SCFAs). {HBE% Hp MK IS, B RACE AW, SCFAs
H = AR AR MUK T, A i 7 A 8 0, (2 3E NAFLD R4 RJE[16]. 2) Rl i@iE Ern: Miele
NI — T T [17]45 H NAFLD 5 W38 57 PESG N A 5%, 1T Re 2 Al U W1 20 it 1] 55 25 S #2210 i 3 L A%,
BWFCIESE: MUAERG Hp msdmigiEaa e, RadmNaER. RIEa- (e omE. WETR)
N2 T i 2 B T IKEE NI, 25 NAFLD 5 JR Mgt fR [18] [19].

2.4. WINIENEAT R A RS, (REFEEEERRLXE. &R

Hp /&4 5 NAFLD 2 8] 3 B R A A2 (23 NAFLD RAER KRB EEZMHA R 2 —, Hip
DANE B 2% A0 22 (A F o EE[20]. ARIEER, 2 —FhATAE TR 4 ifiias, &nl DA U IE g 2 1)
fe it A7, & EA MG EVEA g, 37 «B (nuclear factor kappa-B, NF-«B) i fL 25454 [21]. 24
JRER R RS T HR, BIEAESETAR IR, FFIEER S22 R0, (2 NAFLD k4. 2
WL, NAFLD &35 &G Hp J5 R N IR 327K T 2 35 AR [22] [23]. PRk, Hp g ] DLdid P4
PINRER R VR BERIE I NAFLD KAk g, R, —FhtIRIT A 0 2 BUEME LS T, EFERE
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RS HAFEAE AR TR AR S SCBE R, Cheng DD %5 A\ [24]42 3108 X Al fEfd IRS L& Rk IR
1, TP G S S5 NAFLD, {H_ R FESE A4, 752 2 1 AR 70 Rk B B L7
Hh8 25 K PAE Hp 5 NAFLD HHI1EH -

3. dE/ERR AR AR AT CF B TIREAT B R SRRBIT R

FAT, IR NAFLD (3677 77 58 5 252 2 AR W AR BEARBROPE & — W0, HAE AL AT RE2: 204
AR AR B AT LA E A2 BT AR BGEAE = . Ry ERT, AT e b E A — A OOUICI S o e 8 LA 1
IR A FH Bl B4 £ 0 i oK 53 NAFLD FR BEARZS , (B B3R VR 7 S0 TiR77 & I Hp /44 NAFLD
BRI RORIEASEAE . ] J Wb 55 N [25]4E NAFLD JEA 617 5 Skt B 25 THRER Hp 1677 (— Rl 122 40
W+ PIRUAER + R, ZPREIR: 4 TRER Hp ¥697 K NAFLD B3 iR77 B oA R TR IR
B Hp i6y7 %, HUAR. I & AT DI RESER MK T ARIRER Hp %o BtAh, B XI#%5E[26] [27]2 iRt
WA THFEEE R BT, & 9F Hp G NAFLD 85 78 J50A T (22 1@ B MR AR BRIEC & — FFOBUIG) Y 2
fifi b, 45 T 50 Hp 1677 (WYY TIE) T LASR i AR 1415 107 AT R e T TR AT 1 TR e F T R

4. BESERE

i EARR, HATRARSH X Hp IS NAFLD Z [MHI RSN . ZTMREN, Hp B
NAFLD [ 2 IEAHG, Hp LA EUE S =T, em e A WmiE R An . iEim it A
I3 WA 2 P HLE R EZM NAFLD,  HARER Hp #6797 AT DU PR Il P 697 NAFLD S A 304
Jiti o AELH HT MR Z 78 R AE SRR A 9 2 2 8] A 5o o DRI, 75— 2D B R E PRI 5T R ISR 3 K &,
NI A AR H =R R 4 B 07 JEF PR V6 7 SRS 3l — AN e S
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