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TR E L CHAFEY. B pylori BYEAM 51
RGP VIE R, T HAE—LedEiHib RGE)R
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SO TR 24 M 5 A 0 1) 4 M A/ 3R 5 B R (Extra-
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Fi AL A S8 2B .
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AR — T,
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AR I 1) T A 20 M 5 8 HE 20 e L 2 A
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A R A P 2 ) ARG SR 4E, 2 — NS
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M Be. A5 R R B i /K B B BLAE DL &
FE AR >IR3, HEMNETE, Ao
b, TERARIATE. TER Rt Rk, Ak e
R, TN IRBERIRGE . &5, Y
Joy R Ao R H A A A 4 R A A
TERGHT A AE D1 1), A A AE T LA
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T SAMUE R “S” B, BAFAERRIK . “Flt
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HEWBEIETE e ), PR B, Alpp BRETE
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PR T I R, 35 22 AR BT e T 45 e A
B2 HIEMIEA R, moRAE eI s TK1402
TR R A A 3 B o 5 ) S R At R 2 AR 54
N MR, X uTRER B TR A Y T
JC PR AR B ATEAR S R ) AL TR BR ARSPIR A,
WRE MR 5. B — o R B, AT
F16) P A R S 0 R PR T A ol B 6 i ).
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WETE e J1nsAa %, {HE5 A YRR pa ik SS1
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ITMITH 96 FLFLIE AE H, 8% F k4
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K. {5 FH 4 di 55 € B (OD590) L EER 24 PRI
BRZIEFKIERH) . B BRI 20 5
RO CRARNE, EHAT), BEZHZREFALBAY R
LI CRKTE, A3 FMESL T H. pylori G274
PV IETE R, & DU AR SR F ) SRR 20 |
HEWRETE E %, WA H. pylori G27 WY
J5% TR 07 FE TH AT SR, D AT B RO 0
FHFREHE H. pylori HEWBRENTE R, (HE
v AR LA B Ak 3 1T R A 5L WA SERE.
3.3 BHA

HEIFIE H. pylori HEANETE K H I ROE: 3%
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INILEBY Ham's F-12 & s 2380 B RE K 2
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M HREEZI OMV £, i OMV H Alpp EE [
BT TE R, AT TK1402 HEHk,
SS1 FHRIITE 2% I F L P A s £,
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2,6- HIBL-B-PIRIE SF SFh IR R0, IXSEA 2
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34 $%a
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FEUHZRN B 1 a] RE U i i el A 2 R ) () R R
BB TE K, AR A — s SRR A £
FRIEIEEH. S—IRNWTEEZ Cole SR EE
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SR F AN 25 5 WO TR PRIE T 38 1 4 B S
{HX LI 5T #0208 T — A n) i, RIg R HRE
TR, ERE AP IR IIEN R B S5 3R 20
HEXEIN, BTRESKT H. pylori MR IS i3 i s .
3.5 ®#&kBT. pH, AARRRE
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i) OMV & & 1§ Z BE(Lipopolysaccharide, LPS), T
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N 2 B 0 ) SR AT, i (it A o i A 0 2 .
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TR PR T AR R — 5T
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JEC ) S T AR DLARE.
3.5.2 A4k A pH

Attaran 25 H] Placket-Burman Design 1#5%
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B &I, 7E pH b 2 B AEYBEERY TR s b, FER
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FRILIB T K AR s A VT 1, FERT IR
HAr RN 0.5% . 1.0% i 2.0 % ALHN, AP
AT G2 TN, 0 A M W RS Bl ) B A
A AR i e R AR W BT i, T AN (1 32 4 1 A
KRR
3.6 BRARR R

FRASEY (Quorum Sensing, QS)ZAHHkiE
iz B —F A RGE T, @Al EIES
7(Autoinducer, ADVER{E T2 TR Y1)
HIREARAT M. Cole 5 Ed W HE H. pylori REVRIEKR
FEP luxS SREGH) H. pylori RAZR G BVEYIHNIRTE
ACHE N, U S5 AEYIRETE ke T A 5%, LuxS W]
PIFaA: QS {554 1 Al-2(Autoinducer-2), AI-2 AMY
L@ REZ 5 TIpB EAHE S BN QS B
SO A R P, i ELRT DL i AT R 5
M A 49 494 HEE P9 8 2 AL ) L 4R XS B0 . ASBE
A AL2 [ PRRE B A A R PR T R A= 4
B NIYS), ZEMTAME 2. IINSMNEME A2 &
SR 2, T E . e QS
{5551 A2 ELTE R H. pylori AEHNEZS
[BIZHERFI B DLE T 26 bAh, B—Fh QS 155
4r¥ DSFs(Diffusible Signal Factor, DSFs){e#t H.
pylori WIERIRTERFE, TEAYIERRTE i 20 PR )
HRESRLIFEEEM. QS KRies Ity
JEARAEITE A B AN, R S LA .
I, 1T 0 5 (Quorum  Sensing
Inhibitors, QSIs)PHWTHAEMEEASHE, AR
LSRNl DA AT .

4 RESES

WEE AW R BRN, BT i
EOR, MM Z, BARHLGI A, HAiR
THYBIAIE T L RN, P . #1E

FH . B FRBEESEANE A SEIR A5 SR e SRR, %o
W H. pylori YRR s FERR AR S RAE 7 14
Bz FLIRET 0.4 % RERHREWIA 1% B -FRBIRER)
BHI KIiZTE pH 3 7.0 A E S S o J it
5% H. pylori FEWIWIETE A e HE S G27 figAE
TR SEIG S T T T Y AR W I H AN AZ L i
WSS AR R H. pylori HE ISR ST Y
AR, BRI TR & H R 5 A0
O, AR SME Y i e 2 AR
A T RS, (HE 5 E N B RS E
LA, IR P S0 A ) 2 1 R Zh W R A
W5y, X H. pylori =0 R T e S s [X]
R A BT F- 3B 00 1E RS, g oe s
AW IETE R TR AR 22 S R DA SRR ] 2454 . AT ER
BHUC R Z T AEmEIE . 54k QSIs #ipiilA
YIRS, BN H. pylori ARBRERSRHLHTIE
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Progress in the study of Helicobacter pylori biofilm formation and
its influencing factors

MA Yuquan', GU Haiying]’z*
( 1.School of Medicine, Ningbo University, Ningbo 315211, China;
2.The Affiliated Hospital of Medical School, Ningbo University, Ningbo 315020, China )

Abstract: Helicobacter pylori is one of the most common pathogens of chronic human infections and is
commonly responsible for a wide range of digestive and non-digestive diseases. H. pylori has been shown to
form biofilms on a variety of surfaces, including host gastric mucosal surfaces, glands and abiotic surfaces.
Increased drug resistance and recurrence of infection have been linked to the action of the biofilm. In this article,
we introduce the formation of H. pylori biofilm and its structural characteristics. The article also reviews the
factors influencing the formation of H. pylori. The article is aimed to provide a method and reference for the
study of the mechanism of H. pylori biofilm, in order to serve the prevention and treatment of infection in
clinical settings.

Key words: Helicobacter pylori; biofilm; influencing factors
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