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Research progress in association between Helicobacter pylori
and metabolic syndrome and its effect on occurrence and
development of metabolic syndrome
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ABSTRACT Metabolic syndrome (MS) is a complex syndrome based on metabolic disorders in the
human body, and is a risk factor for cardiovascular diseases and even certain tumors, with a complicated
etiology and unclear pathogenesis. Helicobacter pylori (Hp) is one of the most common pathogenic
bacteria, closely associated with the occurrence and development of various diseases. Currently, there are
numerous studies both domestically and internationally on the relationship between Hp and MS and its
components. Most studies suggest that there is an association between Hp and MS and Hp influences the
occurrence and development of MS through multiple pathways. Eradicating Hp may become a new option
for treating MS. Based on recent studies from both domestic and international sources, this paper discusses
the association between Hp and MS, analyzes the effects of Hp on obesity, blood glucose, blood lipids,
and blood pressure, and aims to provide new ideas for the prevention and treatment of M.S.
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W TR AT B (Helicobacter pylori, Hp) J& F
BRER AT A AT, R H BT WIEUREZ — .
Hp AMUS18 M E % . 8 5tz M8 5855 H L R g R
WA BV, S E R . Bl IR | OB R
g o e I AR O S 2 AR TE AL R GER R A K .
R 25 A& (metabolic syndrome, MS) JZ&—f L)
NARY AR ZE AL R el DU RE b o e sl B
By 2 A0 IR S R il He Ry R AR 2R L
BAE, 2T B MR e L Z S i R 1Y £ R P
R, WA A EHERILE AT, Biin R, A4
BROAIE AW R TERGAM, P R MSYH
Hp G AE AR DGR , H =38 Z [0 1 ¢ 2 i AN B
PREE G T Ak N AR CWT T, AN Hip SR X JE Ji |
IR L IS I S5 TR 4 5 e K HE T RE B BIL ]
TR, BAE N MS By B 6 4 B L .

1 HpEMSEHEEZHSHXER

1.1 Hphsrem MEMEMS EZARBTZ—,
H5 Hp By &, IBRAHIM 45 7' %t 60 4
Hp B R 2 05 A7 087, 25 BoR . Hp I B
PES R B  JE B AR 7540 (body mass index,
BMID) fFAEMHIEHE . 534 — T4 XF 356 44 11 %47 93
HE T A 8 2 0 [l B F g A5 R TR B 4G R
Hp I 7 Yo R e A 56 Hp PUIE IR Y A e A2, H
HEPE A Hp BUAE B 4 2 2R FH 13/14C JR %2 AL 56
(urea breath test, UBT) #E4TH0FE, ZHANG % '™
e E TR T — T4 A 39 991 44 13C/14C JR % T
AR B FH PR Y 18~80 % fi FE Ak AN HE R BF oY, 4
WK Hp BN T BMITH & B9 XU o i — 10
1E VLS R 47 5 56 T 23545 18 % A B 13C JR E IR,
TR B N BERYAFSE ) R B Hp &Y 5 BMI T i
R FERLEER,

1.2 Hphs#K-F 5 RMIEIN A IEMS B
Bits, MR KSE SRR B Hp 5 MS 22 8] Bt 5 A9 G
WAN & 1 X} 58 482 44 v [ L 47 A F 47 K% W 1o F
g8, SR WoR: SR AR, Hp AR
HOE IR KA A IR RS RS A 1l 2T 25 K F 3
BT, H Hp &Y S5HRWE 2 IEMHXE R, BF
81 R B Hp B fof i WA %) s o) S D R ) L T AR
B Hp J& vl B e i &0, ifF— 2R 55 Hp 5 1% 22 7]
14 S

1.3 HphmfgARF g2 %F i 5 b o A5 i
CHh =Mg) F2ERE (BERE . MEAR . 5025 [ i)
M RFR, IR Z DI EE w1 I

B [ R 9 =R S5 KO P A A o BE 28 AR A 1
BN i N (A [ e S L IR L= R B A =198
el B TR A 1 KO AN 50 i I T R A
VISCHk . Hp Bl RE S s m Mg i o sl pg o -
TEENIFR T —Iigh A 5 763 2 @A K& B bFT,
SR WIR . Hp RYL AR BE 2552 M fg KT, 5 A
Y AL, AR P R 3 v 0 M AR I e KOT R
%, vl R e R e 3 I % 3 B AR 1 I KT T
fe, L R I R AR I K T
B S — I Y AR A LA I
1.4 Hph ek ki i e ARl 5 5 2 Fh R
SRS ki e . BFSE Y ORI Hp I 088 IR 9
SR ANE S ERE . HUANG %5 ™ R 9% 2o
HIEH AR, @ s B ) Hp Y R T,
Hp B 5@ i 2 B AR . A0 b
HR B3 Hp XoF 85 1M B AH I R AE 52, 25 5 R
e 4. 8BV AN, Hp M BRIA T 41 /B & IF
S Wi o A5 B AT T B AU A, UESE T Hp JE e X
e I HE A 52 1)
1.5 Hp5MS Hp ACSIERE. ik, i 2 i s
Z IR, 15 MSA B, s
SR FH R BT 1T AF 5% 4 BT s i b IR N O Hp FEAE S
MS A& H 2RI XEHR, 458 B/R: HpAMES
MS & 9 56 K I . I g AL 45 45 21 4 4 A G
KFR, AL AR B Hp W7 o697 Lk g .
SMIFSE Y Rl S BT Hp B 5 MS AH G4 43
LY 1 T E T I 1 N N = - | e S W |
BEKF . 25 IR K SF . BMI RIS TR 456 R Sr
TR, K Hp 5 MS 2 [8) 77 78 W i AH 56 %
R MBS B XS 456 6] Hp B Y If & MS 8% i
FiZ % Logistic [MIA /M7, 4558 B8 . Hp BRI
Hp Y Byl e I A0 24 I I W A H vl = g K
RAL RTA X =R g - S N R T S =
R Hp B 5 MS iy & A E VI L. LIOU % ™ 1y
R 45 AL 3 HF Bk S8

S B 2 W 98 UE 52 Hp 5 MS 22 (7] # 6 B 1
B A — LW 55 A R Hp 5 MS 4% 41 43 22 [8] JC A ¢
P, EEMGH THRNE ., ZRE S FFRT —
T Hp B4 5 0 AR . MS K H 4 20 A G o 9
5%, K H Logistic a1 H R 5381 Hp P 5 MS K& H
oA, S5 WoR . Hp Y 25 OE I
TRURAC e A2 JE R K R I i AP S R 2
TCR , Hp BRYAE B 5 MS R R A K & .
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HTAAE X 1 094 24 fdt Bl UK & I BIF 9T K. Hp Ik
Y5 MS. 0 R AR bR R 34 T
WA AN, WESE Y R B Hp PR S B R R
KRS AR A . COUMES 2§ ' 3t 201 {51 BV 6 3447
IR TR Y AR S R 4k A R OKOF
Hp B DL F8 AR AT o0, S5 R R I 2%
EIRE/ RS R BRBU/ MR A . TG A4l Rz
5 Hp &Y A S o 10 ) — e H AR I & 1 F
58 Y AR R Hp YRS 5 16 5 T s VG 1 PR I
JF ARG KRR o

WA T 0 3 R AR B Hp X MS [ 52 i
B UE 35 Z IR 06 F o X S 7 Ao A
9o 91 % HRAFE 5, B UE AR BR Hp XF 80 % LA I i i 2 7Y
W DR g £ 3 I B B 2K T s, 25 AR R
M BR Hp X 80 4 LA I & % 2 %YM PR A1 EE B IR 9
Hp [ Y B35 (0 25 I W . R 5 28 F0OWE £ 1 21 26 1
IKOFEE TR R . AFSY Y R SRR Hp J5
MS H# R E DA Bl s, (H MS By BUR %
JC W AR

2 HpXIMS &4 X RHIFN

2.1 HpilREBEXESTMSEEXEH I A

H A 4t 75 B g Hp Ao 2 . o
BoR: Hp B2 REAES L 2 i, I H Hp Y5
JE RN T AR AR IE R BE R R AR
FHOCHE, Ko A RN Ry 8 1 R A, TG A i
I ARIE R, Bl A AT 0% 15 R 2 oh BURE AR, T MS &
o L S0 M AR, A8 PR R E R RER Hp 5 MS & 47
TEOCHRPE M OCHE . Hp B Y% J5 W] 5 B0H &6 IR 78 1l /K
iE S R vt el I i = I e S S B
g KB IH o, C B 2K 1 RN £F 4k 2 1 5t 55 R E
KL, SAE PR AN 8 ) 4 B R BT VR ] T8 Ak 4 21
MEE, BEMSWHEELRE™ ., MRKEHEF o
A GE o B B R Z AR IR (insulin receptor
substrate, IRS) Rk, | IRS 5 &5 R 2 &
MOAH EAEH, s2m s MDA . AdEn R
5 240 L DR T 00 R 2 R DT e S ML B R B AR D
it 35 P o AT S SOR AP %5 B AR A 1 1 R A sl /D, I [
[LER IS T I U e/ o 3 = I i S @ 1 Y S R A
FERG S FURR S FE AR 2R 1, TR S B AR 3
AL K SR SN A A Ak I R S A A i A N
EUine, SEONE WAL, TS E0n s
Il Hp A3 A B WL A R 52 2%, L8 I IR 4n 4
JHLRE 3R AR DGR AL S WAk A M RE R A RIS AR

K Hp 09 40 M 553 g Z2 W53 T A 5 5 J I 1 R RE
FEA T, Hp ¥ 0T DL i 5 4 35 A B R O e R
WHEH F kB 15538 #% 45 7 2, AR i E T+ 19 R
JHCRR 98 i 1) 7= AR

2.2 Hp#E# &5 B-F 3R eERRENRMTMS
A ERXREG R Hp B ) T 55 S Bt 4%
M. SRR MRS RAAHCEE Y S
FARSMNEFLER (155 . H R0 EE 2 AH C L =
125 0 40 il 5 8 5 MS & A kR 10 56 &R ON IF 98 #1
Mo 4 MR M O R R IR B R R 1 A2 AR
gih, MR IR R R R g b, T 5]
IR R R - S N 3 =S 7 N WD B (87 U B R
0 ML B K 5 R B WOk R AL R A A0 B, it A
SV LA M L LT A 20 RN P R AR A,
U238 SO, 386 T 2l Jik s A 1 Ak 5 He i) A K
FURFaE e, 5 2500 bk i 5 53 A 2 4% Jin A 5 4 ek
55, D52 Wi g bk i HE /K7 L TR, 4 R
A 26 35 R 7= ) 3 1T 3 3k A0 g 3 A 258 SR LR B
e AR L 23 0 B R — b T AR A0 i
ZSUWIE R A, BAZ /TR, A
Hp WA 5 =W R, (AAFEK A EER
23 WAL PERE B A AE 25 57 . 23 W BE 2K ATl i ik Ok A
JiL PN I TR A 7 S DA T 75 5 A T R L e A4 9
T, PECHRAE RN, i T3 i i A B R O T
oG R B 2 1SR IR M i, R e s s R T A
AR, TE AT R S 0T A W R A 5 | R AR AL
5

2.3 HpilRMBEBHBEKRFEBATMSEELE
M Yrm  Hp Fpe B nl 2 m B i £ i, 1
N W AR = EL. IBRAHIM 45 20 3 5 A&
Hp BA M RE B 3238 38 7k 9 15 DLk 28 R0 A e 10 i) 26 7K
o, RN . Hp ol 3 o 5% i 5 9Lk R AR B
Tl Z A S EEEER N, BMI LT, BF5E Y B
Hp Yl m 2% 5- % e . HwE . Bah K.
A A R R E LR KPR, S B IR DR K F
Th s FLWE S, 4%l BEAS Ak 2 18] 36 7] fE A AR
b, RGBS, XL AR

2.4 Hp3 | RABHHBAIFTFANTMS K AELREY
Hra HATE BN, BN SRS, o
DA TR R R ARG, (Rt TR BB A A AR R S R
OB R SR U E SRS, B R ST RE A
T B BRI A s RGO ME T, T Hp JE Y vl LA
W SR NS, SRR R R
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WFoE Y B SARRYLE AL, Hp By JLE
B AR Z R B B AR . Hp JBRYY A 25 5% i i 18 1A
M4k, Hp et T H R0 bz, vl LU i 52 )
A B 2 T 5 1 RS 1 TR R Y AR AL, i AT DL S 5 )
B R o> Wb W U 3R A A R e (] B i S I S L R S
i) g 3 R R A . A AFSE R I Hp R I 5 v
MpEEREL, SR ExR. HRBIFE. BERE
AT B /35 [CBR ol & 2B A8 b, Bhos B 5% WFoE
R Y Hp s, e DX AR I W R4 e 2
FEVEREAR, DARESSM AL, ShfrmiT. LR
FF 127 J8 1 ZE P 0 R 25 3y 0 0 8 55 2 5 | kS TR R 22 A
SR FFOE S A SCBE TR, T T TR AR 2R M X 23
AR 50 5 B A8 S E N I R A
2.5 HpilREGBKERTMSEERXENY T A
] 74 2 Bt 2 iR (homocysteine, Hey) J&—Ff &
iy = AL, Al DU B i B, B E N K
A MO, AR T AT LA MG B L 5 e g AR
WE, BRI BE R £F T A, 0 A
FUIME ., 44K BI2 MRS 5 Hey 19 H 364k it
i, 4t EB62 5 Hey Mt 2, 4k & B12,
R AN 4E A= R B6 By k= a] LG 1 I3 Hey 7K F T
1, I Hp I8 P52 4 A2 B SRR pyme e
2.6 Hpil R LEBRGIMSEERLEWH R
WEoE KB Hp B985y B4 R LAY i A8 RE 2% T
P A SN, WAFTE 5 AR PR AT M AR
i 75 [ (heat shock protein, HSP) #{l &9 47t &7 ,
Hp S ] D)3 5o b 92 2 03 5 40 A 3 3l ik o e ) 463
HRBEPATRE M, INTTAE MS 1Y & 2B & e ik 72
R EEAE T, RBR Hp T DL ek 5 18 I K 2 e B 1
T 315 5 R 1k
2.7 X 4 Hptrl LUl c-Jun/fvhRNA (mirco
RNA, miR) -203/40 il 4 7 1% 5 5 S M & K 1 3
(suppressor of cytokine signaling 3, SOCS3) &%
PR S W ARBT, 0 R R ARBUROA R MS Bk
HILRL . PRBCE R AN AR, Wl
LA ] L s 4 B 2 8 e B 7 AR B, X T RE AR AR B
BT AR . A ST R R TR e D T AR
H WL A B . I PR K R AE Hp L35 b 2%
KRS, BEER R A0 08014 1 R 07 7 JH R 352 31 1)
R

3 R 2

MS (95 PR AR 2 A R BARG , O HLpih AR
AF R IR HE . H AT 8 A 8 Hp 5 MS 2 8] £7- 75

MM, H Hp 5 HABR = al LR, 52
MS (4 % 42 K J o MREBR Hp AT B3 MS (S F B, I
PR b mT P2l i AR ER Hp Biis MS.

FlaE R AR
BT A A WA A R 2 o
fEE AN

S MR RS 5 SO FHg SRS, X &2
HICHE L, #5002 51 B SO L
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