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HEMEX: Atafli@Ed BE R iT{4 RS OLGA (operating link for gastritis
assessment, OLGA) /OLGIM (operating link for gastric intestinal metaplasia, OLGIM) X}
BEHTARDE, ERIARGHBEEIREZREFNAGRIE, WhifaatieE

( Conventional White-Light Imaging Endoscopy, C-WLE) EX& B K EH REFHE A

(Magnifying Endoscopy - Narrow band imaging, ME-NBI) 7£iR 5! H.pylori (Helicobacter
pylori, H.pylori) 8% BERTRZ EE PHIRKMAME, UHAAR THAIERELE
FERTR AR RSB TS ME-NBI T {XUR T MRF IR R E KR AT R U0 B R 1E
X T BREER DA T R HE A U R M R AR TE SR E TR B 2 A MR, FEkbl B
FEFBARRENT Hopylori 1M BIEATR BB L RSB MMUER, DHRIE
BRIRERERBERTHRBE RS XBHBEAR, REHUMMSEIESL Hpylori
S EIRE R LR R Hpylori £ B LR E RSB YGT 2 P RIEEAMILE], Fa
TIANZB5R &4 ME T, & LR 2 & 07 KI8T B EE SRR .

L5 Wi
1 KRB FIRB B R R Hpylori %M BREITIHERNE TIFE

FREHNT EHC-WLE. ME-NBIFL AR UL Kk A FVER R BHAR L LRI EEILTH4
226, HEirtERE L REBOLGA/OLGIMXY B E 42 /E, MEALEHFKC-WLE. ME
-NBINGEE f, KIERERE K5 RHAEHpyloriB B HPRE, ERFERFREIBL LA,
PR MR, B LRAEBABEEEFFHETRIIZ SN BARFRITER X (P

< 0.05) H4RFRREAT ZEILLMHIHT, LT UAA T (Bayes) & A4 Hrik

MR, BIRAEAANEE, B3 ETC-WLEKME-NBI4 4 FJOLGA/OLGIM# H1 B
BAIRERRNSGEZHEE, HRABSREENE T X Rt RER N ERE, &
JE 8 2R E TVERFE (receiver operating characteristic, ROC) M £ 12 Wi B Rk
TR, UE P < 0.0584H%¥E L.
2 BN FREARL BRE AR ER

EEWMANT 10 B Hpylori F< BB MMEARE H 28 Hpylori ILAERRGLAH 5
B CL X H.pylori BRAX RS 5 6, NEHA#ITES. ZHMRULBIERIZESHEIEE

1
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e JE BEATHART 5 43 4 AR I b B 40 B B A BN HE W 4047, Rl IZ A CellphoneDB 3%
KITH BRI LR AR MBERA-ZEAEER, DMEERRARES S KN
MMM EMERR: SULhAMEAEFNES QR T 7 B 2 L AR &R REE
BEH “TEE R -EE R -ARHSREE” BRAL, RS BBRT M Hpylori #i< B REATRZRK
BRI S,

3 HRSEIHIR Hopylori SR TR EIR MM R B G LB

MAREIEIL ST Hpylori BN BFE LM (GES-1) MFLEHER, FIH
Hpylori RERRG GEEZLEEFR) MEHRG (KEFEHLESR) MAHSESRRAELL
T2 GES-1 40ffig%E. . B, &3, T¥. ATSFRL, FEINATREAIR
RBAEMA RS HIS AR, HERAS BRESHRE S8EREIREFRS Hpylori
BRNARAEEE. BRURATEIRENEN.

MARER:
1 SRARBEF

{5 A Bayes #|FIEHASEZE OLGA (RAE/FEBEED MXAE, BASEHREE
OLGA XEAZEVINRZRERBARZHL (BHETHABM (Xo). C-WLE T/ AHE
FALBE (Xip)s TR/ (Xis)s HITSBBEHEA/NLIA% b BEFF GO0 B i 9 &
K43 54k (Multiple Convex Demarcation Line, MCDL) HIA T (Xz) LAK% MCDL 45
BREME (Xp), AE 3 &M OGA H 8 /7 &
=-8.287+3.069Xo+1.433X17+4.519X158-0.556X26+2.487X27. ITXF LA L B2 Wi AU 31T 56
iE, BEZAEMMK ROC ML T (Area under the receiver operating characteristic
curve, AUC) & 0.904 (95% CI, 0.870~0.939) , RN 81.6%, SUKMEN 87.5%, &
MHE R R OLGA 2Hiakae.

[FIRS X = /&8 OLGIM #ARE R T 4515 RIVFREA (BHABAD (X, A
BEAL (BHETEHRXEM (Xod- M R/N (Xig)+ DL BIF T (X200 WGA K T (Xas)-
MCDL IR R EME (Xo) PR EEHAMEBER (Vessels within Epithelial Circle
pattern, VEC pattern) HIH L (X2) % 741X EX B ERAEE OLGIM RAHIRHMHEK
", B N # 3 & & B oM W A H H B X A
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=-10.128+1.403X4+3.899Xs+4.484X15-9.699X0+3.505X5+10.252X57+3.310X 28, X% 7 2
BATHAEE K3, OLGIM WAl AUC 4 0.950 (95% CI, 0.926~0.974), #{EKE
N 82.8%. RN 95.8%, BiR T HEIILH AL
2 BRI EE R

SR PR R B R R A MR R R AL R B S, SR R R A I v A
Mi. MKI67+ progenitor 40 UA K BE A . Fle4T4E40f, H % KMAMS LGRS+ stem 4H
L2 ()7 25 ) B STk o T FE AR 4R 5 F BE 4 L . MKI67+ progenitor 48 J7E £ 2R45 17 5 Vi 2%
FET. RIEEITESL T 40 E E M4 R B A B & A1 A KB HE R, 4
MR HAEJ T, LGRS+ stem M. B w45 Pit mucous ZHM. 4T 4E4H M.
W R L R MM M RGRAM R, SR ammEEEAX RS EIEN
AT R I#I T (Macrophage migration inhibitory factor, MIF) (CD74-CXCR4). MIF
(CD74-CXCR2) DA MIF (CD74-CD44) BLfk-SZAAX7E ERMMIR B HEIER R ZH]
TREAE, BHEEARERR. ANEHAMNSAEZER, WEFTHEFSATRT
BRI L EARRRBRAEEN “TEERS - S-SR R” HEFR 32 a5
RETRIRBEERSIMER . ABEER. LB, THEEE. B-HE MR, BB
B
3 MAESERAER

BT R L H pylori 5 GES-1 ML 3 5L Hopylori B W SR G 518 K 1
BEHPRE . Hpylori 5 GES-1 ARG HIL TR, Hpylori 4% GES-1 41 fus5E S
t, FEIGE KT EE2T—MANKRILESFE, FERET Hpylori FETH
GES-1 a5k PR, MM AR, ARMBREURIBRAIBFIRS, FA
KRG R MRTEE T transwell /M ERT, SXTRBAMLL, FTUURIMMBHERE T H
BRI, AEERAK, RERIEM: FNKHARLELN GES-1 MMETRHAET
%, B&T—ERPIATEYE: ENASETREAHNETHE, BIEREN GES-1
ARG TE B BN, TARATEER S, SBATHRSEEE R R B, X
RS AR AT LU R
BILSiL:
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1 HER OLGA I 5MREA (BETHASM). C-WLE T BB .
AZ K/ MCDL AT UKL MCDL I AR EMBELEXH X REY); mEE OLGIM
SHASRBEAL (BAEANSMD. BB (BETHREM., HEKXD. DL HEE.
WGA HIF 7o+ MCDL A R EMELL K VEC pattern 1A LS 7 M EEXHRAEER
FRIAR R

2 FAE H.pylori Y5 B B RiR L B0 B0 53 A0 Pk BRI LA 7% 40 i 4 4% L ]
LRI, LGRS+ stem FAHI7E B RIHEE E R ARKBERENMLH LG EEML.

3 Hpylori 55 GES-1 #MIsEHSL R, MAMEFRE TR, AREWZ0W, o
WARBHERETF, MEKIEFRE, EHEKN GES-1 1R H R T4 (Cancer
stem cells, CSCs) ##4k, HMMEHIL R FIBERYE . FURATREURESRIEARE W
PAGERF TSRS, MASABRSAMETHUG, HREGEESEIE RS, 4
AT RR R, BROKFZME], FRER K CSCs FAMKER U RB RS M
> CSCs FAMMEIAEK.

REEW]: BRAMMBERANFT: Hpylori #XM BERIHRZ; LGRS+ stem 41f; BFEL
FZEAf; 4nHE e
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ABSTRACT

Objective: In this study, patients were risk stratified by the gastric cancer risk assessment
system OLGA/OLGIM, focusing on the endoscopic characteristics of high-risk patients with
gastric precancerous lesions. To evaluate the clinical application value of C-WLE combined
with ME-NBI in the identification of H pylori related gastric precancerous lesions, in order to
provide diagnostic basis for the identification of high-risk gastric precancerous lesions under
endoscopy. The evolutionary trajectory of H.pylori related gastric precancerous lesions
epithelial cells was analyzed single cell sequencing technology, in order to find the key targets
and key cell groups in the occurrence and development of gastric precancerous lesions. Then,
combined with cell experiments, a co-culture model of H.pylori and cells was established to
explore the mechanism of H.pylori in the process of acute infection and chronic infection, and
Shenbai granules drug-containing serum was added to intervene, so as to clarify the target
pathway of the therapeutic effect of Chinese medicine compound.
Methods:
1 Clinical studies to identify endoscopic features of high-risk H pylori associated gastric
precancerous lesions

A total of 422 patients with C-WLE and ME-NBI techniques and biopsy
histopathological results were included in this study. After stratification of patients with gold
standard pathological results according to OLGA/OLGIM, C-WLE and ME-NBI endoscopic
images of each patient were used to determine the status of H.pylori infection according to the
Kyoto gastritis classification. Secondly, the location and orientation of the lesions and the
morphological characteristics of the lesions were described, and the above contents were
summarized and sorted out for statistical analysis. Multicolinear diagnosis was performed for
indicators with statistical significance between groups (P < 0.05). Variables that could be
included in Bayes stepwise discriminant analysis were screened and those that could not be
included were eliminated, and a comprehensive diagnosis model of OLGA/OLGIM staging of

gastric precancerous lesions based on C-WLE and ME-NBI was established. The accuracy of
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the model was tested by self-testing method and leave-one cross-validation method. Finally,
receiver operating characteristic (ROC) curve was constructed to evaluate the efficiency of
the diagnostic model. The bilateral test P < 0.05 was statistically significant.
2 The differentiation of gastric mucosal epithelial cell group clusters was described by single
cell sequencing

In this study, 10 cases of single cell data related to H.pylori were included and classified
into 5 cases in the H.pylori current infection group and 5 cases in the H.pylori past infection
group. After multiple copies were integrated, batch removal, data quality control and other
data cleaning, pseudo-time series analysis was performed to show the trajectory inference
analysis of epithelial cell groups. At the same time, CellphoneDB algorithm was used to
calculate the potential ligand-receptor interactions among the gastric mucosal epithelial cell
groups, and the interaction between the various groups of cells was described in the form of
network diagram. Based on the network pharmacology of traditional Chinese medicine, the
"active ingredient - target - cell group” model of Shenbai granules in the intervention of
various groups of gastric mucosal epithelial cells was established to explore the effective
target of Shenbai granules in the intervention of H.pylori -related gastric precancerous lesions.
3 The co-culture model of H pylori and GES-1 cells was constructed to explore the pathway
of abnormal cell proliferation and differentiation

The cell experiment established a co-culture model of H pylori -infected gastric mucosal
epithelial cells (GES-1). Two models of H.pylori acute infection (short-term co-culture) and
chronic infection (long-term continuous co-culture) were used to explore the changes of
proliferation, dryness, autophagy, invasion, migration and apoptosis of GES-1 cells during
this process. At the same time, Shenbai Granules, an effective prescription clinically verified
by our research group, were added to explore the effects of Shenbai granules on H.pylori
-induced abnormal cell proliferation, autophagy and apoptosis during acute and chronic
infection.
Results:

1 Clinical research
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After using Bayes discriminant method to explore the relationship with the dependent
variable OLGA (low risk/high risk), The variables that were closely related to high-risk
OLGA were lesion location (large curvature of the lower part of the stomach) (Xs), obvious
intestinal lesions visible under C-WLE (X17), lesion size (X1zg), presence or absence of MCDL
(X26), and whether MCDL boundaries were structured (X27). At the same time, the
discriminant equation of high-risk OLGA was obtained =-8.287+3.069 X+ 1.4333 Xy
+4.519X18-0.556 X;5+2.487 X»27. By verifying the above diagnostic model, the Area under
the receiver operating characteristic curve (AUC) of this equation is 0.904 (95% CI,
0.870~0.939). The specificity and sensitivity were 81.6% and 87.5% respectively, indicating
high diagnostic efficacy of OLGA at high risk.

After analyzing the related factors of high-risk OLGIM, the lesion location (small curved
side of the stomach) (X4), lesion location (large curved side of the lower stomach) (X5s), lesion
size (Xig), presence or absence of DL (X20), presence or absence of WGA (Xzs5), MCDL
boundary normalization (X27), and VEC pattern or not (X23). There was a strong correlation
between seven variables and high-risk OLGIM, and the discriminant equation was obtained
=-10.128+1.403 X4+3.899 Xo+4.484 X13-9.699 X20+3.505 X»5+10.252 X37+3.310 Xazs. The
AUC value of the OLGIM diagnostic model was 0.950 (95% CI, 0.926-0.974), the sensitivity
was 82.8%, and the specificity was 95.8%, indicating high diagnostic efficiency.

2 Single cell sequencing results

After constructing the evolutionary trajectory of gastric mucosal epithelial cell groups
through the pseudo-temporal axis, the beginning of the pseudo-temporal axis was Paneth cells,
MKI67+ progenitor cells, parietal cells and fibroblasts, among which Paneth cells were
closely related to LGRS+ stem cells. However, MKI67+ progenitor cells in the initial parietal
end disappeared and died after tissue injury. Then, the communication relationship among
various cell groups was visually demonstrated by establishing the cell interaction network
diagram. In terms of cell strength interaction, LGR5+ stem cells, enteroendocrine cells, Pit
mucous cells, fibroblasts, Paneth cells and main cells were strongly correlated. It was found

that MIF (CD74-CXCR4), MIF (CD74-CXCR2) and MIF (CD74-CD44) ligand-receptor
7
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pairs were generally present among the interactions of the above cell groups, and the degree
of interaction was the strongest. At the same time, network pharmacology technology was
used to establish the "active ingredient-target-cell group” model of the intervention of Chinese
herbal compound Shenbai Granules on the expression genes of various groups of gastric
mucosal epithelial cells. The key active ingredients of Shenbai granules were quercetin,
luteolin, kaempferol, soybean sterol, B -carotene, B -sitosterol.

3 Cell experiment results

A co-culture model of H.pylori and GES-1 cells was established to simulate the acute
and chronic gastric infection of H.pylori. When H. pylori was co-cultured with GES-1 cells for
a short period of time, H pylori could inhibit the proliferation activity of GES-1 cells and
inhibit the level of autophagy. After one month of long-term co-culture, GES-1 cells
continuously exposed to H.pylori increased their proliferation level, enhanced autophagy, and
improved their invasion and migration ability. Moreover, when the cells passed through the
transwell chamber after long-term infection, significant changes in cell morphology were
found compared with the control group. Cell elongation, invasion ability increased; At the
same time, the apoptosis rate of GES-1 cells with long-term infection decreased obviously,
and had certain anti-apoptosis characteristics. After the intervention of Shenbai Granules, the
proliferation of GES-1 cells in chronic infection was significantly inhibited, and the apoptosis
rate was increased, resulting in a significant increase in the ratio of apoptosis index to
proliferation index, which indicated that Shenbai granules could reverse the above trend of
cell degeneration.

Conclusions:

1 The stage of high-risk OLGA was closely related to variables such as lesion location
(large curved side of the lower part of the stomach), obvious intestinal lesions visible under
C-WLE, lesion size, presence or absence of MCDL, and regularity of MCDL boundaries. The
stage of high-risk OLGIM was strongly correlated with seven variables, including lesion
location (small curved side of the stomach), lesion location (large curved side of the lower

stomach), lesion size, presence or absence of DL, presence or absence of WGA, regularity of

8
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MCDL boundary and presence or absence of VEC pattern.

2 By constructing the differentiation locus of gastric mucosal epithelial cell groups and
cell interaction network map after H.pylori infection, it can be found that LGR5+ stem cells
play an important role in the malignant proliferation of gastric precancerous lesions epithelial
cells.

3 After short-term co-culture of H pylori with GES-1 cells, cell proliferation activity
decreased, autophagy was inhibited, and a large number of pro-inflammatory factors were
secreted. However, after long-term co-culture, normal GES-1 cells showed Cancer stem cells
(CSCs) -like transformation. Cells showed abnormal proliferative activity, anti-apoptotic
properties and the ability to activate autophagy to maintain stem cell properties. After the
intervention of Shenbai Granules drug-containing serum, cell proliferation could be
effectively inhibited, apoptosis rate was increased, autophagy level was inhibited, and
migration and invasion ability of CSCs-like cells were also reduced, thus reducing the
dynamic growth of CSCs-like cells.

KEYWORDS: single-cell transcriptome sequencing, H.pylori associated gastric

precancerous lesions, LGR5+ stem cells, gastric mucosal epithelial cells, Autophagy
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5

g AR TR

AUC Area under the receiver ROC Hh£k TR
operating characteristic curve

Bayes Bayes g

CAG Chronic Atrophic Gastritis BHBEEE R

CNAG Chronic Non-Atrophic BHIEEFHET K
Gastritis

CSCs Cancer stem cells S RE T4 B

C-WLE Conventional White-Light G HE
Imaging Endoscopy

DL Demarcation Line 5k

Dys Dysplasia BRIMA

EFB Endoscopic Forceps Biopsy VEREER

EGC Early Gastric cancer B EE

GC Gastric Cancer BiE

HGIN High-Grade Intraepithelial BE5 AT
Neoplasia

H pylori Helicobacter pylori BB

™M Intestinal metaplasia Mo LA A

LBC Light Blue Crest =150

LGIN Low-Grade Intraepithelial K5 ERED
Neoplasia

MCDL Multiple Convex Demarcation & REEK /ML
Line % AR NMNE

o H B B B By 4 R 2k
ME-NBI Magnifying Endoscopy - KB H G A

Narrow band imaging
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Sl (8%

4amgia] FEL AR I CARR

MESDA-G Magnifying Endoscopy Simple Bk NEL W EIILTRT
Diagnostic Algorithm for i)
Early Gastric Cancer

MIF Macrophage migration B W 21 B ST #4014
inhibitory factor F

MSP microsurface pattern REHEH

MVP microvascular pattern U E

OLGA operating link for gastritis BRIHMEERS
assessment

OLGIM operating link for gastric ET bR B K1
intestinal metaplasia XA

RAC Regular Arrangement of £ &5 /NGB
Collecting Venules

ROC receiver operating ZRE TEE
characteristic

ROS Reactive oxygen species V&S

SPEM Spasmolytic Ploypeptide fRE SRR kLA
Expressing Metaplasia

VEC pattern Vessels within Epithelial RN MERE
Circle pattern

VIF variance inflation factor HERKET

WB Western Blotting | AR E [ EIER

WGA White Globe Appearance HERAE

WOS White Opaque Substance HEAERY) R

wZ White Zone BREgX
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JRRERAR
SRR — FEEETERMA TRT B e B R SO R

I TEEATE (Helicabacter pylori, H pylori) AT #EFK Hpylori, —FHER. £2
KIAMHE, HEFSHENRT, ERHEEIFHEME. REREN Hpylori
IR SMEEAFEN SRR, AREFFACER A, THRABREER A S, RBMHE
HEBEE (ABFB @ASKHNENETE, SURENBRERKEEEIRE.

H pylori #3280 1 88089, KL IEERY, Hpylori £ Correa B R 5L
I8 B &% 1 B ARERAKEREN B ET, REHIEHNTT LS B BRAEEKE
. Hpylori ERREREE 60%LAE, T Hpylori HTHSRHER AR ZARE, 6%
HEIRK BEARREN. Hpylori BEEBRBELTREN RS, ¥ LARKRIR
AES. BAE. Bh. KRR, BEAESE, SR TBMAEMAXEE & (Helicobacter
pylori-associated gastritis, HPAG) Ul. RER H.pylori YA LA E B S FHAEER, H
B AT AR MR BB IR E . HaiE N SMATT HPAG ZE@EHIE . Mt BRauw. RiF
B F R =BElE R & 9T . (B2 RN IR Hpylori FIRARM R Z 8
FE, X5 Hpylori 3HiA R M 251 % &8I0 LR Hpylori A& MRA FEAREE
HEH X S, RARERLRES, B ERHESBAEERBKNBRET &5
RIARZ KM, XBRSH Hpylori RERBHIREBRRZ —. Eib, DHRERAER
=BL. BCRET R T —EMEaHE, FTUIRGEMNAYRT KEMRAATRR
FHRIXS & H.pylori BT 253 R RATBAF R A R

LT HAMRBIARN. SRR E BT, BRBE 0T RER B
RPES. BETEEEANESEEHRL, PEHSSE Hpylori HBiE TIEHEE
THATENBRS. PERTREEEYE, ERANTARKTPE, XEREFEHED
¥ Hpylori 77T, AERMNBURMAEYRIRE, ASEETERENEE, AWTAKE
SH5E, XIERHHET (EHFHRE)Y F1 “ESHEAN, BARTT” B,

FE (2022 o E | TR ARG IT R PILA R (R BB B K216 ) B (2022,
i) BIRIT RS BREERATERIFI TS, RHERTESMEERSER, BRT
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d | TSR B AR O B AR 4 b BRI Bh AL AL S R PR BT AL

ZZAEEN, W MEA—MECE TR HPAG W7+, XIRE T —%& TR ST
HPAG RIEZEERR. WK, SUHNUBCTT RECE T EHFIE R TRE Hpylori &
PR BR R L R FE L ch 25 5] AT DL B A A, AT BRI BT AR 1 XUB: o

RERK R P ELRIT HPAG RISETHT AR AE— SR, FEXTHER P25 898 RO oy
FAERNEB#ATER, UHATEZLRE HPAG R4 — B BN,
1 HPAG B ER AR

HPAG HR B IEE R EREERHTIRHICEL, 1982 G CLAT H pylori BIFAHET T
TEZFTRE, Hpylori MR IEFE TEEBRNKEZETEE. HPAG IRKRRAL
BB K. RS R, RIFHIAER, 2% (BB RPESITEHIN
(m%)W*L&«¢@rﬁ%%&ﬁm»m AL HISWN “BiET. ‘BT, B
W BB BRI
1.1 B (E#H

BEERBRAEE, MBKHE, ML, ZZFRR, EZABAEEERKIRIE.
SERFHIEER R B/ BR MRKIE. “B7EARBEREAT (X[ -1

BEKRE, BXHR “BUZE, PR, =y BT, M, EAER, -
HEss, LRER, K48, HER, BEER, HEO, o, HRE, L5%H,

BE, oo o7 W NIEHBRAPRAER. FEARNKMARE (L) R “OTE”
K, 18 “EBRTIARE, HOAE”7, EXTEAFHEN AR R, HEMmREAEL
BT %, HILEHEERA “BERE” KRE. M EF SRR ERAL AR ST
TR, BERENE TRER) Vg “JeEhreEt, TIHBERTTASS
. ” R IEHFIESEMIRR, BB BRI SV . R KREE (REEH - &
WK « B Bl—fdolg “B” 5 “W” MIEHTHEBNXS, B 9B B “BE
ATE”, “W” WA “HRHEAT”, BE “HUEK, TENALKE”, & “5E” 28
S BE, WO “ERAEREE, LA TVMERTEE, BEHE.” LERR
B (KIERE - B P RERERRIRE S A RESRRERR, Bz ‘iRz
55, Wb, HEEM. B2, NAZS, MEFEL" 7 1989 F 10 A£EHSE
hEeEMBERERSWTREMBHFUEBRFEE T “BER" IHERHESI,

13



I VIRFF A AR B AR R R B A AR LS IR R BT T

1.2 B (BRD

HRARELT (R - AEBKRE) “OHAX, XS T, HSLEMR, - :
RATTH, RV, CRBERME, REEAR HERE.” LAXRTERERS
MIE R EIEE, 7E (HE) PHERMURE “LFB” “BORE”. “BLm” “BRF”
%. ZINEBE (BRTEEH - LBER) RRBAFGIE “ IR, RO,
— oL, ZELE, ZROE, NEOE, ARLE, ANRORE, BALE, AR
W, UREOH, WAREZ.” WAFMOEORRE, thhomEEe A BE:
RAGEHEE (ZER—FIET L - B w0 ST ORET SR, B
“RiOEE. EFRNBENGE. RENEEE, —BXFE. MHAR, DEBEPR,
MBS ZE0H, HEdtmt. HER0E, WFEEET, &8, VRER, BX
AT, RERTZH.” thhig (ALY & “BM”7. “XF” SMLURIEN “0RE7,
RUZJmE e “ B~ 08, IBHSEORXGIFR: ELTm, FREES (2
R - PIERERKTD - BRI Wik “BRET —1T, SPERRY “BRET R
%, REHIERAES. MK, SHEX B\ T ERBRHRERIL. WREASHIT
%; KREE (RESD) TEABRERES, § “URLERE, SLPT=£24.
b, BERL, BB RN, (RE) BB RS.LTIRS . ” A HEEE (E
ZIEF; - B g P BEBER MM BN B e, “ S AL, e ;
KRETBAEE—F, EBABIURSGHKRZT. EHATH, BEBR, MSAETLHE.”
JE R FEET B s 5 LB TasE X ATk, FHRH T MR ERISN, LT “Bhk
7 KR A, FEERET BRABNS . BEBILLAREESS.
2 FEHEFRIT HPAG KRBT 5T

€2022 o E o [ THEAT B R IE ST R R P B U R TR IMHIFBL A 2 MHAER M
=BT REE T REME . WABE 2 MHiERMNUBORE T R 2 B TR L8 v
WHIIRER Hopylori 775, {BFEETWZMEREHM, DURIA RIS RERH RS
AR 254K M BT RRARAE 4G H pylori FIURARBR R CRZHTIG N, BLES S AP Z5B5# HPAG A
FNEERIE L. PN\ HPAG MIRITAUATIR & Hopylori FIREREE, R AT MEMR
FRAER TR BEAER, AMRSEEWRARME, - Hpylori BIXKRERE.

14



e TR AT B A 1 BRI L R MBS A L 5 IR R 52

RAR AT EAESHERMBEFH U P EAAR, TR —RRERE, AL
HEWERABRDEAEAERZ. BRITAETEESAUT=E, HRERLZTT. &%
77 BA R A R0,

2.1 HARE ML TTIEIT HPAG RIRERTT 2L

HRE#ZTRERERKHRKERNREZAE, FITHRERHHAGEE,
RPHEFH T HEFMATBEEIRAE TR, BEMERMNAIME . XEGFIARNE.
L. HE 2R, HEMASCEMZ T HRES SR Y, EERKRE. TRIHEBR.
FIBIEH . HHERIGRST 307 H AR BB R B AR A,

Lk B 5.0 AR K SR B AE T TEIRRIGT HPAG THHREBB AT E IR
REELHRFICEE T RIGRARR (BRI 6, BRGiEREXE “Eﬁfﬁ’ﬁﬁfﬁ?%,
WARE, AR5, BXEELG.” BXHHABRAFLEEF, BF. T=F. A
2, RHES=H. BE—HW. KK, BT FEREERN, FIRAEHR
KA. ARER, LEELGRAEZE. WBITIAE HPAG [ Hpylori 1RBRE ., X3
BHAEER. FRRMEER. EFREFSSHEISR T RANFAL =1, BT
B, FRBET ISR R AT 2 AR B U B R R RREK U8, BIARR, BB BT
B 1 AR AL R L3 toll BESZ4K (toll-like receptors, TLRs) F{%ZHE F-xB (nuclear
factor-kappa B, NF- kB) 15 5@, '

EMRHEBEREREZEN (BEBEITELIR) 19, FEXHNEER “HBEHR
HRTRERL, FEETEEREK.” AT HIEMH Lk, JIZE (EH), FEWE. Hl3E
£B—4&, BH. £UEL=8, PHRM. EERZERRRE, ZRTE, SHFRERE
w, BAFE, BARM. IAEZRELFIEHNRSERTE, [HFABEKE, ¥
HHRATFRITRFEBEEEAR Hpylori Bk, AR, EMIBENBYTER THRA
DPUEST VAR Hopylori IRERER. IGREFHED, HHAARRMRERKT HAIIBT
%R,

EHBEXGHEARBYE AREE (ER - @85k P2 “B53RE, ZEHEA,
HRABRTWERERZ, FWMAEC. M. *E. B4 B8, Bmis, @, ®
. BE BBEZR BhEAETA, BiRE (RERE) PB4, BLHBEYT
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e VAR AT RARSCHE B R AT 2 b R AR M Bh AL AR AL S5 IR PR 5T

&, BERH, SHAYE, BEEE, VRHE, HeRR, DARESBEARKK, X
B, REETMAR, SE8EEK, KRERIALUR. IRBTRELT ERTHRT
8 B AE HPAG. BiIHIE% ATER 118 §l HPAG B, FAEMNEXHEE BT
TERAMEA, HIMIUBYTEIEAX AR 59 6], SRER, WEA Hpylori REBERN
93.22%, BAERTXIRA 79.66%, FIBRF WA T8 BE R RIEREZI RFP,
22 &W75 R R AT HPAG Wl PRER 7

SRR PEMEKPIRREERSRESINERIN, RoEEE, Bram
NP, RRBMELZEZTPERKSRMZRBENEERE. BhTHEERERU R
ERERERS T, 2RIGTAAER, BnfE. RSN, S5 NET ZMALKE.
HiE. ABATERSWTEHF, FEERS Hpylori IRBRFE,

FRRAEREYFIRER. TRIETHE. RATEERSERS, HRRT H4%
SHTT/RE T ATIRARS A, BETPHIMMRILERRMESR. FERAGRMHOBEE,
BEE BN, BREBMNZESRE, BRI KEZENEK. TEHEIT HPAG ¥ LK
TR EREERRI. BHTR. AW EREN. RERRES. ZTHMAST, #
1B R ABE =B Hpylori RERELE 90.78%, BHPREBE =M RKREE
89.30%, S BIEFUKLE) Hpylori IRBRZRTE 85.14%, TEHREHE=BIIRKREE
85.07%. HIARLERER, FRABEZEK Hpylori RPN TFRA=BTHE, EH
BB A B LR, ERRA SRR, 7 ERRARS SBS E 55
RIEK& =BR LB B AL 7 2.

SRAMETEGIRIT Hpylori #ith, S TOZIRIT BB ER NMIRE Hpylori.
FEERVE HPAG BILH B F EAIAE — RUBEBERAZ W EEEH RS, FUER
& H.pylori SFRAS, RN ERETEEES, DIGRERKSRES ASBERARE
RNPHERIGHES, WITESUNRNE, AN PERTEREERN “N” AR
AN CBIR” B H—AE, PEHBRETEHARR Hpylori & EAHNAERER AR HZ
RPN, BTHAEURAYMARKREL, ERER Hpylori BRIT LEE M
FRR =BT (BRPRER R FEMGIFD B ASUR BT IEEA—RBIT.
AEBWREH AP ARS-LAAH, PHEHFEELHRS . ZHA. ERENRR,
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PTE RSB AIZE AP RS BIEAY ST EERFERNE S, AP%BiR
H.pylori &£ B JIHHER
3 HRE TG R R R T W T TR AT B R e

MRAKM, E—PAFAEREGY Hpylori M1ER, BERSEFHBRIILESER, X
NImRETT R T ELHE#. thsh, THRAREATZE MY ASBER
Thie, BEMAEMNTEURBRERBAE, BRMEAMAHE. Bitk, AHZiHh
FRERZE. BEHERKNY Hpylori IR R FIETT Hpylori BRYLH—FhHi 7 %
AL HIL W ARY], BIEERPAES Hpylori HITHPEFERKRSE, B
A CEPPER” PO, ERGRT, BEANAAEE, BY. KESEEPLHREE
EVE MR HL Hopylori HLEIFT % .
3.1 HiE

HEANTHEIHEYEE (Coptis Chinensis Franch). =AM &% (C.deltoidea C. Y.
Cheng et Hsiao) BUZ=#E (C. teeta Wall) HJTRIRERZE, PLE=FIJHR “BRiE”, “HE
ET TR, BAEBEMESRTY, HE, WRE, AL B B, X, BE. H
R AERRE, BAEE. BREHTEAER. BRLFE. BRAGEH. miE.
OFARRR. Mkl R, BATRE. HESNERR, UREES. 8. HiE
MEKESE R MARPERIEFEBE T ZNATRITER. BE. BERSHAEHEMK
B B -

BEFEESHFEMREYNE, SFFENEMI. KIEER. FHFEE. XFE
FEMRIS SR, Hooh R /NGRS A BN BERR. (Berberine, Ber) o1 S A VIBRIY 44%
Eh, BAANREEREARPEEFERITY. KRB G, Ber BREARME=BITIE
5T =BT, TTRERT Hpylori IRBE, #inMEmetaR, 2%
IRAREEIR, FERERA REMR AR, XCARRIGST Hpylorvi FHRE T FTHIER. 3Pk
BHAER, Ber T Hpylori FRNBHEFHERRRKEESE, BNE-17
(Interleukin-17, IL-17). #{LEF (C-X-C £FF) Bk 1 (C-X-C motif chemokine ligand
1, CXCL1) #1 CXCL9 FRMERTKFFH, MMEFB#ER 17 (Gastrin-17, G-17) 7K
FREFE, Hpylori BERVBFEARFZHRGEERTEM. FEnf, MBASLIUEE, -
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g VR AR BRI RS RN SRR R

/NEERRTUE T GES-1 40 A 4IRS IFITA . AR P SRS R B /N BERR FT H R e B
B R HAH R E A KR RPY,
32 ®BE

HE NEHE (Labiatae) Y E S /B (Scutellaria) ZHEAEEKEYFES (Scutellaria
baicalensisGeorgi) MR, SHEFRBBEAEERRAY, ke, H©F, A, B, &,
B. K. Mg, RIBCERRE. BXEE, bl 2k, FERKREMHETE
B BB, WERE, BAEH. REBR. A, SAGUE. Mk, R
. HaIAR%E. AZNEBENFRIAERELEY, EERIAN 41 FEREELE
YV, SEREFATYEAEMEANEEREST (baicalin). HEEK (baicalein). XH
%% (wogonin) FREEH (wogonoside) BY, Hrp#EIxt Hpylori HIMEI1E R
RBAI . HARN, BESEAERFENG] Hpylori IREGSIZEEM, JLHRREGE
AL S A BN Cys321, RAENREEHIGIFIAGTT Hpylori BRGHIEL YIRS, Hst,
BHNEERR B, BEFSES ZERRYRI KBTS Hpylori ¥E1E, H
ESHRMERRRTES Z2BERIYP. EESHN Hploi BEANBEBELEE
GES-1 4045 A% FALEI IR 72 P B4, RIASEH BN S (BB H BRI Hopylori
P50 GES-1 4045, wIaEE %] p38 MAPK & RIFEIEH .
33 R¥

KENERHEME KR . B RN A AR T R R, Rk
ERFRBERAILKRE, GRARKEREARE, E=TH)I, HEE, e, BB B, X
B B LBE%, BETATER, HFENFOVETEER. BREK. RIOLESE. R
WL, WERXEATHRTREES. nAtm. BREH. RE85. BRG. F3K
MiF AR @AFIR . BIE. WIES, 7 “BoRse”, @M, Mg, IARHHEEHA
HFBUFERSCREABEERMTAEDN _ERERER. KEERTEVNIEQRESS
KEE (Aloeemodin) . KHE E (Emodin, 138- =8 H -FEEE). KE®
(Chrysopbanol). KE® (Rhein) %3, HpEERFREAKAEARBNIIERE
MRSy, AT Hpylori £ KB, HHRIFRAER, FEXERFEA Hpylori LY
T, X RELENRRR A PIRER Hpylori 3245 T A 77 HUESREET.
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4 /NG

WANETSCRTIE, ERMAERWARNIT & Hpylori REBERTIRE E AP, B
E Hpylori BREFEJEEAT, 3B Hpylori BRERREAMBEK, XARAOVTENA
FTAGE; Fe, FHA%TNET RE Hpylori HRBREEPH KN B MBS R B
TIREEIK AT, LAEPI R4S Hpylori KT EUIIRRERTT R T IRKRIBEEK . P UK ZE A,
BITER /NSNS HPAG BIBG76 LIET, BIEIRE Hpylori IBERRU R ESTIER
S IPERRITHRR B, TRABIEIRIT Hpylori BRIMFIT k. KR, BHAiFE
X TBIVE HPAG MEEERE SRR, PFHERELT PERTERBNZ-OHAL,
Hpylori BERFEIEBRENESR, ETHE Hpjlori BEEARMEKRS R, AEHXE
BRERFE R BRI R R — M ZEEZ K HPAG FEIF RS R, X th R AR+
FHRB R HPAG FEIEGES B RRE, HibS8EN1TE 2 KIEN Hpylori By E#H
FUEMREEE, TS HPAG WIEMR, BN —MFHT 80PN, RiEhESE
HPAG 677 *F R EAAL .
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e TR AR B AT R L RS AL S IR A

2538 — H.pylori i Paligenosis /-S540 it 5§ W52 i B - R 40 Y

SPEM ¥4t

1 H.pylori SE18 B - 74 MU 5k B B BRIF E8 47 bl )
1.1 Hpylori B3R E 432 (Helicobacter pylori pathophysiology)

Hpylori REXME. MBRMEY. HEXRFEME T2 S . BRI
ARG T SRR S i, J&E‘EZ’J 1.5 pm-5um, FEEL 0.3um-1.0um, BHEREEE, XK
SR, FEREAFER M 2-6 AR RIS REE RN A A R BB AP, £
H.pylori 53330, Bl MEPRHEER, KELNEMAEN 1-1.5 45, 1% 30nm, H#
REFE FRAEBUA TR R AT LA Bh sk 7 2 PR B R B4 e R

Hpylori ZH—/MwS T ~1600 & E R KA R G AAEH R E & H~1.6-Mbp
FIE R B0, H pylori 1% LR EH R HETE H.pylori Bk P FEH HI~1100 N ZEE IR,
R B RN AR AR T ERANE L HBELS.

BREZEMETARAE SRS ELHRIER Hpylori B BAIEFHAFME
EFFFIMIZER, X2 Hpylori —NREFFEY. Hpylori KRR R R AHHR
ZLAMBEEBEBRZ VLI DNA BE8 [ MEFEFELS., B TEKRZ MKES,
DNA FIIZFMH1E Hpylori 7] AEEMEF P REAES. Hpylori BANGESE, H
DNA 7] PLETREEEE SR AT, HFHXMEAER ARG RS E S
A, 48 Hopylori Be% UIMREF M7 RAEHBE R E N FIH RN, WiER “HIEMR
&, W HIEIRE,

1.2 Hpylori BT B &R K RHLEH]

1 &kt

H.pylori 7£ B _E 4] 300um EHEE T EHE, XR— NI EREREYHEAR
FRIRHRAESM . RKESIYE R pH EE 1-5 Z2H, FEXMIFRT Hpylori R &
& 30 arét, RN, BARYIBEREHER, BFBEEAKKESN, Bk, Hpylor
PAREFIGEE, FNEEMNEEERENMY, WHEEERE EEMM 15um DA
W, LK B RRIRALIS. AL (RIE Hopylori SEHE, RAMLIE RS REX 2 I MEE B 55 B0
IEESMHEE, W Hpylori 12 L@bu@%‘“ﬁ%%##ﬁﬁﬁﬂ%# H.pylori 6838
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d [ VEFTEARAME B AR R E RS SRRENE SRR R

i BRRVR P Y pH EFIBRIR S S A B 5E U ML EAE M), X T H it N R FR 4 RPRE
BEEXER,

BABERHBRENHT=AAAREXREEN, BIERKWRETE (che) 7E
EHHIAZ A EEBRME. cheB! Hpylori BEBAEREE—AN XS EE K EREKFE,
FERRGSS 6 A AR IKSF), (RIERT U Hopylori B K — MrERETIT
&1 R HIBE ST

2) BxE§ (Urease)

Hpylori AJ P4 KEMIRES, Hpylori BT REMNFEETASERAREZGTHE
&, HFEEREBEFENEGES . Hpylori W ERRFLERKK R M2 —ZBREFARILEY, 4
MEARAAEBAIFTHELE, SURBLMEEEXEE, FTURFAEAZES
P, IR I3 ] R VN G0 B A0 B SR A Y R 1D

JREGZ{ZEE Hpylori EEHBEATHERXRER, BREHAMERTHAESE pHET
T EEARIRBEBA M Hopylori BARRIE B RE L8, 1RPTRER R 0 IREG IR SR R B E
M_E LBk, 7 Hpylori 5B HESHEHICH pH B, FTLUERAAFEES. &8
TRRESE N, REN Hpylori IRELHAET] HKIERLE.

3) HhBE

H.pylori 7] LUB 48 B K AME LR E 40 F MR MEERE MMz L,
AT RI B E R b RE ML . FIRE A U R B HE s X a2 /1 B 40
RERR Hpylori 18, BXSHHEMEE Hpylori BE% LI REE.

4 EEE E (outer membrane protein, OMP) FKIEBAIEEREB LS S H KR (Sialic
acid-binding adhesin, SabA). MEHIFELEEHHE (Blood group antigen-binding adhesin,
BabA). #MNEHRIEEHE A (Outer inflammatory protein A, OipA) FIFEHHIXAEEE A A0
B (Adherence-Associated Lipoprotein A and B, AlpA/AlpB) 531, OMPs % F B h 0B 1 E
BMRAERFEFERFTEER L.

BabA R—MFENETF, A Hpylori ¥MEB LKL, FEER (ndRERM
XKFIEH A (Cytotoxin-Associated Gene A, CagA). THHAMIT R A (Vacuolating Cytotoxin
A, VacA)) SHEHMB AR FRXEEFARES, EdRESAERNEHRE FHRNE
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Bl ARG . AR, BabA2 WIEA—FiS W Hpylori BRI MAEYINFEY). BabA
ALKLEME7E B b 2 %5k H-typel 1 ABO/Lewis (Le®) RIM AR b, {3 TSS4 iEHE,
BRI ERMRAET, HIEEE. BabA. CagA. VacA EAWMFEER, ATMEEREE
fo = E AR R R S R4,

SabA Z—F/E T OMPs KIKHIKMI R, @E 5 Le* URE &R Hpylori ¥iHEE
ER4mp b, SabA FFET K 40%K) H pylori EtkT . £ BHMEAEEF, Hpylori 551
RARET, SabA HIRIEEEWE M. SabA KIRIAE H.pylori BGHA] B HHEMIKZERE
RIS EERE L R B4 E <, AN, SabA WFRIXLS Hpylori EEEEFERXRR
[55-56]

FH hopH Z=F 4885/ OipA J& T OMPs FKjk. HH T OipA #EiE #3218 F kP44
IL-8 T 4 7 (4, Bttt dr 4 41 2 4 RE R (1157). OipA 1E 24 Hopylori % 1A, 5 H pylori
HIRSH . B, BN B RERRNEREDIMEX, RN H.pylori BR4HE Kla K
TE. 5 OipA BAtE Hpylori E#R4HLL, OipA BRE Hopylori BRE RSB RETER
FEEMKRE. SRAFRBEML, BEIREEE N B B AN DU B @
#l| OipA. OipA GEB{Ei 2 M (B R MM E T84, @0 IL-1. IL-6. IL-8, IL-11, IL-17,
HF 4B EAE I (Matrix Metalloproteinase 1, MMP-1). &R FER Fo (TNF-a) BAK
RANTES %0581, #ZEE ] CagA. VacA ULK OpiA F3RIEW H.pylori Bk, JFHHETF
Z (B FEE SR M F/EFH . CagA 1 VacA & BB I B OpiA 2 FRE K16,

AlpA/AlpB 225 H pylori #Mi 2] B LR M#—SRIBAE EEMNEAR. 5%
IEF KT AlpA/AlpB RIEIERA L, AlpA/AlpB SRFEH) Hpylori X265 B L RARKS
BRI EERC. AlpA/AlpB 7] LLET 24 MREFREXREF (-6, IL-8) KBRS
H A2 5 ERK. c-Fos. c-Jun. CREB. AP-1. NF-xB i@ HI8IE0,

4) MPBRMARER A

H.pylori BRI 73 AR LB — AR M RERE A (Cytotoxin-associated gene A,
CagA FAHEF CagA FAtE H pylori Bi#k .CagA Bj% 14 5 (Cag pathogenicity island, cagPAI)
USSR REAIERER, BT CagA M 4 BAHUW RS (type 4 secretion system,
T4SS). #HH cagPAl B Hpylori MEAE MM L, @i T4SS M EEEANFA
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farb, BRI NTHRFAMES . AMEEMAT, FESEEN T 5EnH
5. Hpylori t#5Mi7E B L B4R B CagA LRI TESZ ] Fur EEMEHICY, CagA 5
RAER PN B R 2 IEMHK, (B CagA N2 Hpylori 353 B #EH — S Him
—REMFIEE.

5 CagA FAEERM L, CagA FIEEREFZSIE, XRY CagA 5 Hpylori Wiz
BBEEH —EHXR), B3R Hpylori EHEFTL RN, REBRERAEFE-F
MEERZE. B ERMAMAT CagA ¥ BIRFERE T RS, XULH Hpylori 15315 CagA
Z [ EE R IMER R,

CagA PRE Hpylori BRBE S BEREZENIRKTERE L REREF XK. CagA M
i H.pylori B ATRIB{R R 4AMRF IL-8 4yih: 1h4h, T4SS Tl REET R EEHE H Bk
EREFHMMETRS SR -ERIRE, B FHMEBEE Nodl, NTTHF IL-8 K467,
1552 CagA ERRAE T AT RILE IL-8 2 KHIERMBRAT-HARCERE.
FIEY RS FRIE CagA PAME H pylori WEHR KB & K £ B iR TR A B R R B3 i), ix
FRELS CagA BEITFXIEZERA XL,

CagA BT ZMRRE(RHEEE. CagA BAVATHKIEM, RMEEES), HIEE
MAAEKIGTE. A AKK, CagA M Hpylori BHRIE CDX1 LR A T Rele i 5%
FIREFBRETI, grit, CagA 5EFERI LE-RIFFE M (the Epithelial-mesenchymal
transition, EMT) HESFHRREMER, AMERFEAMRENE, BIETREDLT
AREFHEMMIET- & A 4 (Programmed cell death protein 4, PDCD4) /K., FE39E
fiE T 40 BRE R BT RIBU2. PREHE A B 8BE 3 (Glycogen synthase kinase 3, GSK-3)
ATE DL, i B R A 4 AU, $%] microRNA-134 BIVEHEDSL B yes tHXE A

(the Yes-associated protein, YAP) UShfiBg LA & T/ Afadin & H/KF", EMT 2BUEH
&, HAFERN EERAHA NEFRELR, F MR R KRB R TR
R EXANERES, ERARRET BERRN, SFEMBMMBES. BRI MEFHIK
BB ERRREMRITA.

5 THAREBERA

- VacA £ SIEERNARER T TERNSRRLBREEERESE T
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MPEART RIS AR, ERMERNBELT, VacA {RHMRPHEE®REZ, MEgH
FHME, VacA (EHZHEWENLI, HESARATHNTR, £ Hpylori 7E18
FHPRFFIETE. VacA RIE Hpylori 78 L EAIM+F S MNFRHRBNE IR T
Z—, VacA BEEFETEEN Hpylori BT . VacA G ENTEZGRBEZHHEE
FBR R ERBEERESafIp (Receptor-like protein tyrosine phosphatases o and p, RPTP-RPTPa
and RPTPR). KHFFEREEHZEMFIEHE-1 (Low-density lipoprotein receptor-related
protein-1, LRP-1) LR #BEARO20, VacA ER A EAAIEFE s1. s2. ml. m2. slml,
slm2. s2m2 1 s2ml. VacAml ZRE R Hpylori BREEBEZPRE LNEREZ —, %
BN B SR B B 2 AR EE XY, VacA sim1 % T Hopylori BRYHIBIEE &
B, T Hpylori 53R BES, sl 1 ml ZEFEREHLREES),

AFEEIHY VacA ZEH E5AER B FHELR (NBE. BIEREHR) KWEUR
BEWIMRPRE R — K. VacA M EHKS BEIIHREM ERNE REREHEXSE,
AFEH VacA ERBIWERES Hpylori S5 RIEMTERFEHAXR. 5 CagA EUKE,
VacA HIRIEFFKER Fur BE®. 5 CagA BHIEFAEKE, CacA WEBSHTIRES
B MR R '

AHARHD), VacA 55 CagA ZRIFEEWREER, BHEET VacA BRR4HA
Wakfe, SBEUE CagA RN ERA TR BATMGEHE OBARE, A3
FBCERIEM . Fi, AR, VacA. CagA 1 BabA 2 BEFEHEERSGER, X
LENRRZAKHAEERASEEMERERN, F5EENE ERAEREEHKX
(86]

BT AR B W DA R BN A SIEEEThEE ST, VacA BB 5B HAMIRET £ 4
RS E, MELRATHEER SR, D ARAMRBATMAMEASE. ik, VacA EAB LK
MRAEFM SERBEUCE, SBOMNERAKKERSE, XEZAGREERNMARESRT X
HHEEME, HREH VacA BN, XERBHEEEHRARNRMM, PEMNBEKR
AELREI SR /RE AR, XL R4 S A E SN NHRE, NS
HEARRBRAEYNFSERNOIAE. b, VacA WIFASSLMEERMN, Wil
LI IFN-B5 5% SHEBI0H] T MM B MM H0IE (AR T 3F % -5 B kg i 707
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FIE} VacA %S IL-8 BRI BERTRI8); VacA RIBCGATTYE T 40M4MEARRE T 40,
A BT Hopylor RY:BIRFEETF R,

AR, 5FKE VacA s2 EHEHILL, VacA sl BHRER S HARKRIY. 21, VacA
S 5410 H pylori WIETFEERITERL, TEMRR Hpylori 18975, BT VacA FEAEMZIMA
HEBAFEE, W LMRY Hpylori 2 HERINGIT, NTTRBUSTTEREER, Hik
H.pylori EETE B M F  FTEP,

2 B LB e m4a s S AL

Hpylori BT EBFELHRE LRARAERRRN, AT SMaEse
HFETE, SBeEsittBRNRE, EREHEEP, Hpylori EHEBEHEBE
TERTERY. BREBRNEREREEMEERN, XBRT Hpylori 88, HE
PARFHEE K.

Hpylori BHRETRARRERET HETE — N ThRetEK CagPAL. ERALE S
EHFS5mEMBAERMYE T, WE X245 Hpylori ¥ EMES, {23 Hpylori 5
F MR A, WTEHE T Hopylori FITE E4IMZ RIIEIR, HET Hpylori #E5%
MEEPFIRRN. BRBEKEHTERREREBOAAR S E FEEH N EERK)
73, EBHERFERAE T, EEW Correa KEXRFIFR —, AT E BBHHAL. Correa
B PIHR MR —NEME. ZEEWER, NRRMEE RIS, #ENEESSHE
B4, R4 (Intestinal Metaplasia, IM). FEIA, RAKRBRNEBRE.

BRI E WIEERY, EIRR Hpylori &, BEBRPKRIBFESEE LA
Mgy, B ERMRERGEETTEENEE, FHERERAMRNIE .

B b B4 ey DURIE A R 40 2R BRI S AR E I X33, IEF . 4LRRIEER A3 40
FAE A T LS BB AT AR AT (4B, X (L T IAE B 5 T DA AR AR
M. M E AR RA BT T B R LR35 55 2 40 T 28 1
(& D

B AR RS, AAEN B AN BV R MG TR, X AR T LR
/NRAERERRAE, AR R REBHLT A2 Correa HEXR L B e R4 K EEE.
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AL
ALt ‘
i [~ /N
W -
L]
i
Uz S
H LIRS
HEJER
Cs ) HT4000 (F%: LGRS AXIN2: Hfk: STMNI1, IQGAP3) @) MY (MUCSAC, TEEL)
=D Em T B BEAIT (ATP4A, ATP4B)
S0 sLieFhifiify (MUCG, UEATL) —§) FUHHA (1712, GSLL MUCO)
B (95 GAST: Hik: HDC) @ =am ousicrpco)

Bl 1 BEXBHEAAEIE AR BERETIA=ADXE, BN, HEKB T4
L DL B B IR IR R R VR A A . B A AR e AR B A B TUTIX 3 T4 R A BRI ISR . 331
ST VR A i % B A4 P 2L 1 R 5 LA % - A AR R R R X VU3 A MR B M b B W R UK Bk

43 Wb 2 R 1 A R L3 2 LR PO 2

FE H.pylori FI¥T, BEBRATREMISMEAERBT, B AR BRER A M5
A ERINE T Correa RERTFE . FEERAIMIIER, BN BHRBRAENEHRREME
MR, XFERUERRN “BEN”. BEERRR Hpylori 5, BENRKMEES
HEF WAL T B AR IR AR B RN, BEAERE, R
FU4MEE T EEHEMBRThRE, X—d AR “Paligenosis” BFPI, XE—MER
FREF, EEEFNEET, REN. TESUNAMRET UL EREEMK, BOIES
AR ASABEZRMAL . EHMEIE Paligenosis FHEHRETHEND
(Mucins 6, MUC6) Ffi D& &HEBHM=MEKF 2 (Trefoil Factor 2, TFF2, X #Z##=E%
B> MBEF 3 (Gastrokine 3, GKN3), T E4MtrEY, WELBEEAERER C
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(Pepsinogen C, PGC) HIFRIAWAD, WK CES T ERERLE, WHRABES
k%A 4 (Spasmolytic Ploypeptide Expressing Metaplasia, SPEM), 5I1E# ) B Rk

RERZRAMAELL. Fit, BEYME R SPEM 40T s it FE 5Pk A v [ R B iR
IR . (B 2)

i REBARE SRR

==]
B

B2 HEBRERG, RAEREMERAEMR. BRERGE, BAkERgI, HrEk

HAE RIS R . E A% TR R SPEM Z0f, B WA R B RRHE, EMMAREY MIST1.
PGC />, SPEM #HMutrEY TFF2. GKN3 &FREW M.

3 mTORC1 /341 5 BB Panligenosis 55H SPEM 1554k

R, £ Hpylori 1815 B F 58, DNA #1515 S % 4 (DNA damage-induced
transcript 4, DDITAHIIH AN EHERLEEEE S 1 (mTOR complex 1, mTORC1)
v, et B AR R S W (A EWOKER S, 40P 4 R8st AT
B BRI AR, MG B BT IR BRI R T, WAEMN (MARER . &5
B CRERYE) FIBEA RSP (BEEW), IXE K4 FEEAEHI B mTORC1 MIFEUE,
NEEEFRENMM A, NHABRE R4t “mAEL”, BboA Paligenosis 55 —R B,
EMMAFEY MISTI KA S WA/ BEBAEAEAXKARATHERENTE T 1
(Endosome/lysosome-associated apoptosis and autophagy regulator 1, ELAPOR1). miR-148a
IZRIE TR T P2 94991,

fESEpr B, ODDIT4 £ mTORCI 15 S M-S B WO 7F 5 BT
B, HiBTME mTORC KF7 1A% DNA #5457 0940 f B H 3 N 4 fi A #H029697, @
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BiE¥RET 3  (Activating transcription factor 3, ATF3) 7K°FFF&, ke LH
F MIST1 F#EFEWENARAZHED RABT, SRZ ATF3 HESHAREE
Paligenosis FfI2E /B A 55 =B Bud WA SET-15). @ELAPORI A 5 7 A4 i A2
[T MIST1 $E47, MIST1 A R8> , 22 B 23 43 Ah At i o R BVIFAE B 98 k8. @ B F DDIT4
%7 mTORC1 MiEtE, KREEEERGWARE, LRMBRBEWMRKTE, BRE#
PURIRIES, AT SRR AL, [RIRT 3B m] ARG 40 (Reactive oxygen species,
ROS) Hy#tE, ROS % ATF3, ZE4RREER CD4v HIER/AEREEEE
H (Cystine/Glutamate Antiporter, xCT) % T ROS W &. 5 ATF3 —F, xCT &t
B B BT 6 7% RO T 45 B o B TR 9, xCT BRER /N BRIGHE0E 40 L | Wit 3 5E A Paligenosis
HERP,

MicroRNA (miRNAs)S 5 &Fh RGP 4R, T BETE BB IR 4R L B 22 A6
RIFE—EER U HAIGE T4, miR-148a 5 MIST1 —#, REHEIRE
GF, HEESUSERKPETRE. BAER, Ml mR-148a MEEEST SPEM
WEMUK xCT MEERAST CD4M4v KRIE, XRPMEL miR-148a KPR
Paligenosis P} & 4 M EEHHDY,

7E Paligenosis {55 I EES, RMLAIIREZE T EMFHE G . HAMMA SPEM 41
fitr&, 5 TFF2. GKN3. SOX9 fl GS-IP2102-1031 7 Wi B, B & 40 i E W 72
R, DDIT4 KFPZEH ML, mTORCI HRALEHBIE, FEAELBBS ps3 KF
IAFEE ., ps3 X T#I%] mTORC1 BEIEZXEE, H B RE =Bt EHE, &
B R ZE BB A, T EMK K EWATEF 1 (Interferon-related developmental regulator
1, IFRD1) ¥ 7 p53 ML ZBEAL, FRIRT HiEE, p53 K FIFIRME(R, A mTORCI
TAEBHBIE, FAHRERA M AR,

A% RNA (Double-stranded RNA, dsRNA) 7EL BT 40 NFR R, E#A
Paligenosis )G, FAMEFRENEHE. BEAERS, Z4540K5 SPEM 41, 7
XA SRS, IR RNA BEEF (Adenosine RNA deaminase, ADAR1) P 7 40 Pa i
M. B AEMTIREGSSMILA dsRNA KIFERIY, Bt# N\ T Paligenosis FIEE=4
BrEt, R ESTHEN T AR TN, X RIS SPEM REHRN
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B M E Y. IR, BN R 2 AR T AR R AR, Xk
MENRBEEMANAM S RE, FHEZRANEE. BEHHH Paligenosis TE M B
fE K. ADAR] RET AN NN CE, HIRK ADAR] Ev]RRilEid
HAE RNA SwiBBEMER, 7EREERZ AR T HRKEERAIS). FLnT Byt ADARL
7E Correa 215K S R HH Sk Py BIR 25 3 18] X 40 B o SR 0 T R4 R PR AL
DDIT4 1 IFRD1 # Paligenosis 22 -—HrB (mTORC1 s> FE =B
(mTORCT RS I _E 387 8 71%1. DDIT4 7 DNA #5145 /5 # #43% » 3% mTORC1
Fe B 1R BA DNA 5745 B 40 Ffd 258 35\ 40 8 330 R 38 4E F s p53 B — R EX1HI mTORC1
15, IFRD1 @M% p53, BULEEZEEEE mTORCY, FAT DL Bt G A .

(Paligenosis = B2 LA 3) 107

iy Stage 1 Stage 2:
Autodegradation of Metaplastic
€ structures gene expression

Legend
@ Secretory granule
» Lysosome
O Autophagosome
@ Mucins

C Endoplasmic
) reticulum
! 3-72h

= Mitochondria

Mature Secretory Cell

agy!/
todegradation mTORC Regulation

Auloph

£ RAB7, Lysosomes /
Z ADAR1

S MIST1, miR-148a, ELAPOR1

O
S CD44v, SOX9, GKN3, TFF2 J

B 3 Paligenosis AT BREE. 5 1 B, £ B RRMG/E, BRI W4H L (4010 7£ DDIT4
HE R BSOS 4R 5 W30 mTORC1 JE 14 CAREMR - WA #6258 2 YRR, IR RA PR
B 4K SPEM 0HKAREH; 7£5 2-3 BrBodIEME], IFRD1 83K ps3 IAeds, st
mTORC1 FHHEKMHIMERA: 28 3 BB, mTORC1 EFdkBuE, MMEENFHEANARAEAHEHAFEER

AL

Mlplsl

4 EE5RE
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Hpylori fER—FAEKZBMEZKHENE. REHENHTEAAE, LAAHEH
B FHAO RS 5 E M RE BB s A6 DU 7E B PRIk A
SEERRE, HEBRESRRFEMIERS, 488 LM Paligenosis /¥, B
kg R ENEMN LI E R B R ERTRMG, Paligenosis JEiT 3 mTORCI
35 Y B B gm AR 40 M ST A B A Rk SPEM A4 . Hopylori {ERB “ R-TBHAL” 1Y
BEETF, RMEELERE Hpylori |5, T7ERRABEBIRE, BIEFTREEFE
BHREMREERLANEE.

R E WIEYERH, SPEM 5 LZ4k4E (Intestinal metaplasia, M) [FJ& B & AT
W32, {8 SPEM [ BE BN EST IM, B SPEM H A £ Correa HELFE
— M BFBRRN B, (HBRBL KIEKTTFLRA, Paligenosis JERLH SPEM 7l LAE £
RIBAA IR E . IEAHTSCHTR , 4 5 WTE Paligenosis =AM B HiEE EEMER,
H%%81E% R F DDIT4 LL X IFRD1 &% % Paligenosis J3EF2, K 3R 2 BH ¥ Paligenosis
AR Hh B SR HE 5 DABRSR SPEM TE BUE RE X T8 ¥R Hopylori ¥ I B B TR R 52 B
BEAEENEX.

BEA R AR S QRS HE Hpylori MXERITREFEN BR TRE
PAR AR, ERFEEHRERT Hpylori H% BEITREBKRKE T BRILIE
HRRNAERENER, RAERREEEERERE, REREEENSEMEE, WER
HIEERERTR R RRNES RN, B R PR AR H] Hopylori 105 B R
P9 AR 0 I - B 40 i Fry B 4 P PR S50 AR B0, SR Hopylori ARG BB RT AR L B2 4 A
MRE SR, BUARERIRASABRT M Hpylori FEEBEMTIBIIE H.pylori
XM BEITRE.
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HpyloriC i RZEHIEBUREY) . MRMRE MIEIERYE, HpyloriZBEIESHtE R

(Chronic Non-Atrophic Gastritis, CNAG) -1&#Z 4 B % (Chronic Atrophic Gastritis,

CAG) - L E 4k (Intestinal Metaplasia, IM) -F &4 (Dysplasia, Dys) /A&E 5

+ 283 (Low-Grade Intraepithelial Neoplasia, LGIN) &% 5 b 57 9983 (High-Gr
ade Intraepithelial Neoplasia, HGIN) /E# (Gastric Cancer, GC) iX—Correaf Bt R B
HREKESET, BA AN ULSBEENIREKRRER. Hpylori& BRBGEIE60%
PAE, S HBHATHE R R NI RARRR, BEASIEH] &3RM BB KW XL HpylorifkE:)5 ,
EFENIEHESI M AEREEE, SBCAGKIMUEAR. #HEFHCAG. MUK E
EWNERET BREITHRENTERE"S, 5HBHREFTIMHERX, REREH pylorit] LI
BB EAERE, EBTNIRENERBRH pylorifliRIT BRE, HpyloriSBHEH
R GRFE BA RS BE A REBRBIRKT. Eit, XHpyloriE ki B FER
5 EBH BRENRTHTERNAERERLEN, RENETSH BREIDREMNEE
Xt FiRBE BB % (Early Gastric cancer, EGC) &XEE.

EFEM ENRBEREE, Xt Hpylorifi %K B IR L B4 REE 4 L5
TR A EMUER L#—PEr B E LR R EEEMOERE, BEEREN
RERERRIRE, R GEBIERANREH pyloritt BRERTRZH KERLH.

AW B TOLGA/OLGIMA LN BH HITRKR DB, EIXNE THBIOLGA/
OLGIMiZWi#ZY, [FIif iz F B4 Bl Fr B R 4 5 H. pylorikB 22 1) B R 2R b B A L 4y
WE R, BT H pylori5 GES-1 40 3L 55 SR B SR H pylorite B P Rt B 5
@R R R MRS k. AT REBENEE, R IARRT ST
S B ERLAT T, CABIBURI I 58 R0 s SRR AT — S 2 T S B R
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F—7 BMRABEEEE T REEARERA Hpylori FH3%
P B = B2 I S R AHE

B L B 9 7 R ) W7 2 T A R A T R U £ R R U R T A
1E, XTI EEE AR AL 4H 2 BT VE R EHE R (Endoscopic Forceps Biopsy, EFB) JEi#4T
WRELSWT . BIREFBALURI KB AR EW B LR B E&ir, 21ENHATIRR
EH R Z ISR SAMEFBIEE “ /0”7 BUbf, HARGEMM B AR B D, H
TR R, (UBEFBR R S W LU AR 250, WFAR Y], EFBRE
W 5 RIS Z (8] 1.5%-8.0% KR ES B0, 25 5 SECRIMAEE M b E 7 . Bl
I INEFBIIR B A e 2 A BUMF, IR BETR S EFBIN B T ORI, (E2EFBEA—
FAT QU IS W 7 ik, G R N S BB 45 B B R TE R AR B S AR R i R 4
MRRZALR, T EEEM N BT TR . R, SB I A ER T BRI RE 05 TR ME A A
SERAARMER. R, SEMIRNm AR, FRA LAt #TEFBEUM, 12
ENEE T BRI RS ETRE). EATHAR A SRR A E B RTRAA
Fr R Rl A REEH L E,

PR A LG T EFB B 4 4R B e 5 BE 9 2 I AR S R R MR R, 4
EFBASUI /NS W R . WEEARNRL Bis RAEAT EER K HR T T
w BEHERRRI ST, DA B TR IR, BRIV R S XU . R AR R
PRI RAL S E Y6 N8 (Conventional White-Light Imaging Endoscopy, C-WLE). K
W (Magnifying Endoscopy, ME) DL BE&E5E AN . MERHE B ML T4,
SCI LB R NE K T AR DL A M Ak« IR S8 W3R LEC-WLERE S BE I8 2 3 B n R IR R
BRI S UL R RIS, 0o [ o o2 i L 77 2R A LR B (Narro
w band imaging, NBDD. MEENBIFI AL &, &5 0I5 Mt % B 36 10 R Rk
ME-NBIC) 2 M H T2 BB R AR m ik RS2k, fEEGCHIE 2, ME-NBLEA
WEHZWREE, XELBEEZNMIEKRRKERBSR TRIE. WRNEECEEMRE
TN TSR ERAR N BRE, AU RS TP A, A “HBKW
FAREBEFBREUNCFER” X— BAia vl fe e, OB B A st e e
Wi, XRFTA AR A N ZE SR I B Fr.
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BRXHFEHRENFEEFB, EEGCIRIT FEHHRELRS, BIAHHALRE
FAE, LATMEGCILITHRET, BNSBALERNALREFZSHMIETHRT, #
MEE—RELT, ERNSHERERDS D ERFHEONE N, MAEIREBELSKITRE
/D VA B B PR R

AAREZERPNFE—BRE (BEMHE) —HPRd “BE=A" #ik, A
N CBEBFBEREBLEEMRMUEIE, BEEESREGERNSUEE
. FH, BERENERFE ) -ARM-ARNANEZEFTHBRAE—E.” #
BRP, BE “HaF it CEREE (1), BiakBaFHER (FRREHE
MBEE)” BENKEREREN “” RE, BE ‘B WEERSTRELETE,
WEFHRERHEENERFM. HEIRE1980FERH, B TRAKERE, M
HEMHAHpyloriBREBRZAXR, FRYLINBEREEE. MILERRBE
LR A2 P 43 A BB SR BR R R B, (BIEERIBIREIN “HRFR” RHBRLSHIE
EWMKAE. M20005EE 201345, BEE HEHpylorilRBERITRRAMNER, Hpylori
BPAEEETE, HpylriREERBREEN, MZARERWE, FERHENER,
FREGCHARESURBBHABRET . KNBEENERFERETEN, &

ECYBE=A B LIMAHpyloriBZ B REEAFHAST, HER “BETA”, B
KEAREE R ERERESCHEGCENERELETHES.

FE201H 2220 A SchindlerfA L BB B R IZWFHEM E, MATHRHETRIAMBE R
GE— “FEBRIE” BATEZW. WESHH TN BRERK K. BRERD
MREELEFENBEFBEERT, AR THHAEHplorifBRERE, ATEE K5 FBRE
WRITHEAT, [FE T DUE AT BOTRAS B R R A BRUES .

EEGCHIZHiERY, RAREER/N\BELHIR (Kenshi Yao) i T VSHIiR,
REGCIL W& RBF R MERDY, HEHIE TEGCHBIKAE LW BLRTE (Magnifying
Endoscopy Simple Diagnostic Algorithm for Early Gastric Cancer, MESDA-G) [14], jf,
BRRANIRE TEGCHAFMEE, JUHHXF A, HEH TME-NBIKEREER
REBWNFBRERERE, N TERETRIFERAUMRERBRORSESHHEE R, X
REATERMBEFERERES SR LE, XREMES. HE/MIESEBERMAL
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VSHERHFHS (RMUMLEW), B TPIT-VILLIE®, HFAERMEWHEEHRH
F 8 4% M1 % 43 B network BA Sz non-network {E 9%HE); N\ AR—FHIRN ZmE LAVS R4 F
MV (BILEEE) #ITHE, 20EDEMLE S AMESH-LOOP, RIS R M E
43 Ncorkscrew pattern. wavy micro-vessels. raimon vessels, F5LARE AKX (White
zone, WZ) HIREW WA AWK 4rE. o] BAid/ 48 55 MPIT-VILLIF )\ A — 35 i L
B RVSEB ML, ToA0E. BEENEE, RO, RENAET
MEESERH D RBHFEE: RAMEM (microsurface pattern, MSP) B R & #yi&
(microvascular pattern, MVP). ME-NBIT] L2 BEGCHIPRETURIE, Wb H eIt
FR AR HE R B 116, |

HIAME-NBIEEGCZ I HIESZ NA, BAFBRANBKEGCHZHRLEE,
BARMAEB LR : ME-NBIZEH B BREETREBE P LA FHFHNRIN, LLRME
-NBIFEH & BEIIRE AR P AR AR TRIUFTHRSE LRI, e R5E—5H
A. BFULERMEE, RMOANT HILEPEGRELREERBRERE#TC-W
LE. ME-NBIf&&E LI RKEFBR BEHEWARRERULRELER. HELERERNKITE RS
OLGA (operating link for gastritis assessment, OLGA) /OLGIM (operating link for ga
stric intestinal metaplasia, OLGIM) Xt EHE#HTRE S EN), ESAHARLE BEITR
25 88 BT, VPG C-WLEBRS ME-NBIZE R B H. pylorifi =it B ERTRZ B E IR
REANE, UHARNETHIEAER BETRRRALS K.

1 FFRNR
1.1 NHr%

B AEE 720221 A £2023F9 A ML FIURFEARERETERE B RA
BRZFEFNRREAFELE. AEREZRUAERRBARZEER, SANTHEACW
LE.ME-NBIH AR P K A B ERR R AR L R BE L4616 458 BE HIERR L,
HR T REIEL B E B S REEBE REH300, SHEEHFARALSH, 8EGHLEME
4, FHHAFILH F FERC-WLE. ME-NBIYF# i 5 42261 .

EHAMRE (FRFEET) #HT, FBRICRPEARZRANERBERRAS
fk#E (No.2021DZMEC-091-04). AT AAEBMHIFL, B KRG EENIRKRE
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B, ANLTERESEZMERZS.
1.2 HeBRIRAE

(1) BHEAEHEER (ARBHEHEMEEX);

(2) REERRILVFERS, FTiEHEOLGA/OLGIMy 4%

(3) AHEBER T RhRE. LEER L,

(4) BRAEA BEFFAR a0 ¥ (il e st

(5) BRARFINANFEENENHMER.
2 ¥k
2.1 BRI

A ARRE—TEBER 7, BLIOLGA/OLGIMEKR 4 E (RESR=R) NEREE, H.
pylorifEGRFE . C-WLE. ME-NBIFTHE T & FRYAEZE, MkmAi AR
2.2 AGIRERNER T RREP MG

B4R A C-WLE LA X ME-NBIRIK 25 B B8 (4 4R R I G S4F Rt e AL 8t i2
PR BIA A F500061) #VEGIF-H260Z (Olympus, Tokyo, Japen) WiEERHK. NERKE
SRR 45 F H pyloritf R R E A I H pylori B iR A . EEUERATARHKAER A
GHT. HNERIEEMEAR T BEFIEKRA LRRESHMELT, RBIEBC-WLE. ME-
NBINGRE R, SRRLASRERITHIR. & %RETH B K5 EHEHpyloriBR 4R
A8, KRR BEIOLRITOL, I SRFE.
2.2.1 HpyloriBJRE: M\EEHER SR BEFER TRES A=

(1) THpylori&y: B (Hpylori uninfected gastric mucosa=1EH B ): OME-N
BIFT W25 B 1 & B 4 T30/ S ET WAREEHEF I S & /i lk (Regular Arrangement o
f Collecting Venules, RAC); QW T B ELEBLMER, Ao, BEXRSMHSEEL /),
BEHLET, ANTRIBERBEA. FRIEEE OIS, BEREET NIRRT
SRR @H.pylorifl 4 R AR (B2 —TER LA pylorikill 45 R 359 BoR
FAtE); @OERETH pyloritRiR5E; OBEFERREBERTERMAL.

PA_E 254 3500 2 05 BT FF & HopyloriA M (NCR IR G Hopylori,™ BBREE AL TH. pylor
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IRGLHNESE) o DU B AE 1A R BRI AT 58 H pylorilf 4t (H. pyloriZl fit &Y/ BEAE i
7).,

(2) HpyloriBE &G (Hpylori infected gastric mucosa=f&MEiEsI1EE £): OBHE
H.pyloriBR & ;. @H. pyloritil g5 R AM MY (B2t — I8 LI H pylorits & R EHE—
R RAMRME), tEIEREBHLR S BIRE HpyloriB4L SR, EXRTRUE;
C-WLETRI REIB&-BRMBHM SRR SREMHRA, HBREE (K. AT, HER).
FEAEK. BN A EEMRFIR ST MIERE R :; @ME-NBIF B4 T3NS
Z B ARACH K.

U EOQ@@IABERY, @NFIEEM, 2L LKA A E N H pylorill A
BREAEFRIN.

(3) HpyloriBE X% (Hpylori past infected gastric mucosa): OBE{EH H.pylori
BRESE; @Hpylorite 4 R MM (2L —DELRH. pylorifa il 45 R 35 B R AH):
@C-WLER] W2 ERE KL FERROEANE TR AERI; @ME-NBIT B4 T
NEMZE B ARACH K.

U EO@@BUANERKM, @AIEEM, W2 U E&MFBIAH E N H pylorifE
BPAE TR,

2.2.2 RRIALKTTOL: 035 B A BRI RFED, BB A=A, BEXE.
NE=E0TE, SAEERMRNNA, 8 OMKRKCA LR, FE. T GRZEHAL
(RE2). HWERITMUAKRE. DE. FIEE. FEE.

B2 BRM=1%4%. Uf{Fupper, L&, M{AAFmiddle, I, LAAKlower, T,
223 WEKESFFE: C-WLETUERLZAALEFEW . M0 WM RERE F
BERSR, A NERA, FHAMMLMER), REAFE (SREREML, aF
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MHE. BEREALL); UEAFABEFEEGHEPRNRE. #4805 %HLH. ME-NBIT ¥
SEMBEYRFESREZ FM5 R4 (Demarcation Line, DL) KA, HIXWEKE
PR R TS FEFEAFUN B3I & 454 (irregular microvascular pattern, IMVP, ) BRASHIN
KR (irregular microsurface pattern, IMSP). Z ¥ (Light Blue Crest, L
BC) WAL, HEBEANEHYR (White Opaque Substance, WOS) HIF L. HERME (W
hite Globe Appearance, WGA) HIE L. LFEFHFHME (Vessels within Epithelial
Circle pattern, VEC pattern) MIHJG. 7EHE R FBEM/NIAL b IR AMUE N H
K180 B 4 548 (Multiple Convex Demarcation Line, MCDL) K&, HFMCDLFE
EDLEFEMEZG THRE:. OBEREFEMN /DL L ETS: QEHAMEZEN
HEER. SHASHEMRREE ) LE3. B4,

B3 H.pyloriR G RSFE R . ALNRBREEC-WLES FRACIEW A I, A29RBEY# ME-NBI
BFREIFOEW W BUABERPEC-WLES FiREM R4, B2 AME-NBIEE T IR S JT L4,
/UL S EEAKR: CURC-WLESE T HUEIRER LRI : C2HME-NBI T X BRI .
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B4 C-WLEXME-NBI M/R& #t BIRHEE . ABAC-WLER] W-FHEGILHR (EEFkAE), BEX
ME-NBI FAEX BB RR I, CEAME-NBI A LIWGA CGEBIEERL); DE YA
MEBRIDL (HATLATTE), EEADLUA A HE (LT UKW RVEC (FEFLFE,
FEAME-NBI F®] ILLBC (F &% LEFT#).

2.3 JRERIREH L E LW

WA AR IR P R A SR AL TEFBA RIS 14, MK E T 10% B /RS
R, ZHE (Hematoxylin and eosin) Refaf5, HI¥IRM B MR EIIBNERKBEITH
HiZW . WEEESSESBRESE BAREEHREURFT BB RAB KHET
RO, 8 B R AR A ST, S Hpylori. 18RI, WEEhE. BEMGHILLE.
181 B K5 HCNAGHICAGH 2. CAGHIZHItRHEN: WWE B8 EA E IR ASEHEI A2
Wi, TALEEFERRARNEFREAEE. CAGEHAM, BEBRERD, iR
PR AEBE, MBEERTRERERYE, BRFENER EEARE, HI4HHR
HI B R R R A2 N EEL. OLGA5OLGIMA 7T B F B i@ RS 4 212022, g B
FEES. BENEESTEE. BIE2019% (B BEINRSHRE NS EERE) @
%2022 (hEEHEE RISHETERE) 29, 2 LOLGA/OLGIM 0-IHAKEEE, OLG
A/OLGIM NII-IVHIA®EBEESE, BWTERRL. £R2,
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K1 OLGASM A RiC W R
BE (FBA & BAZEg s
gEvPor 7 BE R BEE
x 0 I ] i
BE I I i III
o I I i v
B | i m v v
7E: OLGA: Operating Link for Gastritis Assessment, B #1F{h R4
K2 OLGIMZ #i4r RiL lr R
BE (B8R B B kLA vEa)r
TS x BE T BHE
. 0 I I I
2E I I I I
i it I I v
EE III I v v

7 : OLGIM: operative link on gastritis assessment based on intestinal metaplasia, 2T 7t B R VF
M &5,
2.4 FEEH
B AL EE N H pyloriti ok BE TR RN & E R AR R IErRHS B EREE
BATHIER ERMAREMUBREAAGE—, MREE =AM AREIMIERIEAFZLER.
2.5 GiitFE S
FRMSTHFEE R (B4t ®oR, FRASEZENRIRRBBHTANER
AT, BARABLITFEEN (P < 0.05) MiERHTEELEESE, Mikn U4
MM-%7 (Bayes) ZHHFISITENEZE, HIBRFEALNEE, E7ETFC-WLEKXME
-NBI% & HIOLGA/OLGIM 4 #i B I Al AR I 4Z- A2 R A, FRA g SR RBEME —
R XIEER AR R R, REMEZIRNE TIERFE (receiver operating characteri
stic, ROC) HIZeXTSWiERIBEBET RO, PPN TE5EFEROCHIZ FTEIAR (Area under
the receiver operating characteristic curve, AUC). REE. 1554, Bkl &T
BERBMUATRELRE L, BHEREKHREBEFRASAE TESHE) £
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s TIRAT B 1 B R TR AR B M Eh B R LA S IR PR AL

7~ FEAHEPE.
B ST FSPSSE M (BRAS29.0; IBM, Armonk, NY, USA) #HAT4iH 4347
UL < 0.05B G IR Lo
3 48
AH I LA N 4225 B3 A R C-WLE XME-NBIE &, R E 2 i1 i Fh LR B B LT
fh8H, RIBOLGA/OLGIMAHITHEL, HAEMEIOLGA 37441, RMERIOLGA 48%1;
RETIOLGIM 30661, FAEEOLGIM 1166,
31 NABREHEHADZBERRERELR
AR SREOLGAREAFR. HIAOZFESTEHLEZESR, (P >0.05),
FEC-WLE MRS AE. RERLETER. WAL, WRUFEBTHEWLLEME-
NBI% FIMVP. IMSP. WGA. VEC pattern®¥4FEfHE LI LHEER, P > 0.05.
T H pyloriBGeREX B, BREYGEEBRRERSE, TRBELIERLE; £R
BREBESR, USHERTRNE, F480):; REBUREEBHIE. BARBEN
ABEZ; SRMFRENRE T RERAUMBERS, BASRITFEEN (P < 0.05).
fEC-WLE T W%, HRERTMMEL. BURERETL. HEEEENL lom RHEAR
FKME TR, MHHEE. BEUEEAGTEZNAUTEESR, (P < 005. ME-
NBIM£25% %&DL. LBC. WOSHIF L WHEMCDLHE H LA X MCDLZ 512 5 M xt
EEMIMEAYOLCGARF RENAITFESR, (P < 0.05), Hh4sflmEiiEEy
AT REILBC, 4441 (91.7%) W REIWOS, 36/ 8 E KIMCDLIA R A, 575%, M
CDLIAF > 2B3FERER S AL HN0. (R3)

50



s [ VERAT B AR SCHE B R TR AR L R A R AR L S IR R T

F3 ETOLGAS B A O 4 IR TR

B¥ f&fE3 OLGA a3 OLGA
n (%) (n=374) (n=48) Pl
Fig 0.351
<40 29 (6.9%) 28 (7.5%) 1 (2.1%)
<40-<50 82 (19.4%) 74 (19.8%) 8 (16.7%)
<50-<60 156 (37.0%) 139 (37.2%) 17 (35.4%)
>60 155 (36.7%) 133 (35.6%) 22 (45.8%)
51 0.281
x 189 (44.8%) 171 (45.7%) 18 (37.5%)
B 233 (55.2%) 203 (54.3%) 30 (62.5%)
H pylori BeYIRF <0.001
ARG 74 (17.5%) 74 (19.8%) 0 €0.0%)
TRAE B 49 (11.6%) 49 (13.1%) 0 (0.0%)
R 299 (70.9%) 251 (67.1%) 48 (100.0%)
AR E <0.001
x 32 (7.6%) 32 (8.6%) 0 €(0.0%)
Bt 95 (22.5%) 95 (25.4%) 0 €0.0%)
£t 295 (69.9%) 247 (66.0%) 48 (100.0%)
R HAL N/A
BEITET 24 17 €70.8%) 7 (29.2%)
Bk NER 188 148 (78.7%) 40 (21.3%)
BK 4 4 (100%) 0 €0.0%)
B 269 224 (83.3%) 45 (16.7%)
B 322 276 (85.7%) 46 (14.3%)
Bk LEareE. 5
4 4 (100%) 0 (0.0%)
B2
BATHATN 12 5 (41.7%) 7 (58.3%)
BRI IX 40 39 (97.5%) 1 (2.5%)
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e | TERAT B AR E A B AR TR AT L SR A S AR AR ML S I R ST

%3 HETOLGASHIMIA O3S R B (%)

¥ fKfa3! OLGA mfad OLGA
n (%) (n=374) (n=48) P
R <0.001
x 32 (7.6%) 32 (8.6%) 0 (0.0%)
i FEbid] 49 (11.6%) 49 (13.1%) 0 (0.0%)
SFiERY 177 (41.9%) 164 (43.9%) 13 (27.1%)
M pe B 164 (38.9%) 129 (34.5%) 35 (72.9%)
C-WLE
BE 0.133
x 32 (7.6%) 32 (8.6%) 0 (0.0%)
RN 18 (4.3%) 17 (4.5%) 1 (2.1%)
HRE 69 (16.4%) 59 (15.8%) 10 (20.8%)
R4 303 (71.8%) 266 (71.1%) 37 (77.1%)
BELE 0.042
x 392 (92.9%) 344 (92.0%) 48 (100.0%)
" 30 (7.1%) 30 (8.0%) 0 (0.0%)
RELETR 0.731
x 381 (90.3%) 337 (90.1%) 44 (91.7%)
" 41 (9.7%) 37 (9.9%) 4 (8.3%)
Vit 0.612
x 420 (99.5%) 372 (99.5%) 48 (100.0%)
" 2 (0.5%) 2 (0.5%) 0 (0.0%)
A5 0.082
x 308 (73.0%) 278 (74.3%) 30 (62.5%)
) 114 (27.0%) 96 (25.7%) 18 (37.5%)
BBt <0.001
x 383 (90.8%) 350 (93.6%) 33 (68.8%)
] 39 (9.2%) 24 (6.4%) 15 (31.2%)
K <0.001
x 42 (10.0%) 42 (11.2%) 0 (0.0%)
<lem 231 (54.7%) 222 (59.4%) 9 (18.8%)
>lcm 149 (35.3%) . 110 (29.4%) -39 (81.3%)
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d VIR AT B AR SO B R AT R b R Eh A AL SRR A

£3 ETOLGAZ KA O E RR T HEM (%)

B KEE OLGA =fEE OLGA
n (%) (n=374) (n=48) P
BRI <0.001
I 259 (61.4%) 246 (65.8%) 13 (27.1%)
RRRA 43 (10.2%) 43 (11.5%) 0 (0.0%)
HERER L 91 (21.6%) 57 (15.2%) 34 (70.8%)
wEtERA 21 (5.0%) 20 (5.3%) 1 (2.1%)
Fh K P 7 (1.7%) 7 (1.9%) 0 (0.0%)
78 B B AR 1 (0.2%) 1 €0.3%) 0 €0.0%)
ME-NBI
DL <0.001
x 240 (56.9%) 228 (61.0%) 12 (25.0%)
2] 182 (43.1%) 146 (39.0%) 36 (75.0%)
IMVP 0.477
x 389 (92.2%) 346 (92.5%) 43 (89.6%)
A 33 (7.8%) 28 (7.5%) 5 (10.4%)
IMSP 0.835
x 390 (92.4%) 346 (92.5%) 44 (91.7%)
" 32 (7.6%) 28 (7.5%) 4 (8.3%)
LBC <0.001
x 71 (16.8%) 71 (19.0%) 0 (0.0%)
A 351 (83.2%) 303 (81.0%) 48 (100.0%)
wos 0.001
x 117 (27.7%) 113 (30.2%) 4 (8.3%)
<] 305 (72.3%) 261 (69.8%) 44 (91.7%)
WGA 0.808
x 407 (96.4%) 361 (96.5%) 46 (95.8%)
) 15 (3.6%) 13 (3.5%) 2 (4.2%)
MCDL <0.001
0 238 (56.4%) 226 (60.4%) 12 (25.0%)
>0 H<1/3 47 (11.1%) 26 (7.0%) 21 (43.8%)
>1/3 B<2/3 50 (11.8%) 35 (9.4%) 15 (31.2%)

22/3

T 87 (20.6%)

87 (23.3%)

70 (0.0%)
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| TIRAT B AR XA B AR TR AL L R AR SRR L] 55 i PR 52

3 ETOLGAZ RN D ERHE RIRRIE A (SER)

BE f%fzE OLGA wfaf OLGA
n (%) (n=374) (n=48) P
MCDL 1 R & &
_— <0.001
x 239 (56.6%) 227 (60.7%) 12 (25.0%)
zZ 91 (21.6%) 91 (24.3%) 0 (0.0%)
5 92 (21.8%) 56 (15.0%) 36 (75.0%)
VEC pattern 0.35
¥ 399 (94.5%) 355 (94.9%) 44 (91.7%)
=] 23 (5.5%) 19 (5.1%) 4 (8.3%)

7¥: OLGA: Operating Link for Gastritis Assessment, B 4 1P{4%&%; H pylori: Helicobacter pylori,
H pylori; C-WLE: Conventional White-Light Imaging Endoscopy, {54t F1)tkA%; ME-NBL: Magni
fying Endoscopy-Narrow Band Imaging, UK W&E-FE#H & A;: DL: Demarcation Line, 7514%;

IMVP: Irregular Microvascular Pattern, /LM [44 M1 B 45#4; IMSP: Irregular Microsurface Pattern,
AN R E G045 :; LBC: Light Blue Crest, Fi&i#%; WOS: White Opaque Substance, FHfAR
EHFY;: WGA: White Globe Appearance, FIERIE; MCDL: Multiple Convex Demarcation, HI%¥
SR EA/PMIGE ERASEHAME N BEEERNS REL; VEC pattern: Vessels within Epithelial

Circle pattern, IR MEER.

OLGIM&E BRI B E it 1166, HEPAAEK27.5%, HLOLGARBE (11.4%)
Rt ANBE . Hh NOEFEFR . BAELLAITEEX (P > 0.05). fEHpylori&i
MEXRB P, BREREE N6, 570.9%; RED LM KFEE F2956]; ERTHK
BREFE, FHEAERE SHEKR, N41.9%; C-WLEMET, WHEAE (P < 0.001),
RERGHERE (P=0002), RERRARESHLETER (P=0.021). AFEEEM (P
< 0.001). RETLHSHHE (P < 0.001). HEREAFlem (P < 0.001) BRI
RIS T RINERFMEHE L #E L. ME-NBIWE T, KEDLEEFE. LBC. WOS.
WGA. VEC patternfH LA XMCDLIIARFEEE . MCDLUR R EMEEFTS
THEE X (P < 0.05). £116B|OLGIMEEREEF, 884 (75.9%) AHHEKDLA
Ft, 11561 (99.1%) EBLBC. 108%1 (93.1%) EHWOS. 856 (73.3%) HHEHKIMC
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w VIR AT B AR O B R AT AR E SRS SR AL RN 5 IR R BT 5L

DL FEMT AN . MIMVPLL KIMSPA R LB LA IFER X (P > 0.05). (R4)
F4 FETOLGIMAHAMI N O =5 KR O

B f&f&E OLGIM HEE OLGIM
n (%) (n=306) (n=116) PH
e 0.076
<40 29 (6.9%) 27 (8.8%) 2 (1.7%)
<40 H<50 82 (19.4%) 60 (19.6%) 22 (19.0%)
<50 H<60 156 (37.0%) 110 (35.9%) 46 (39.7%)
>60 155 (36.7%) 109 (35.6%) 46 (39.7%)
P51 0.081
x 189 (44.8%) 145 (47.4%) 44 (37.9%)
5 233 (55.2%) 161 (52.6%) 72 (62.1%)
H.pylori BRGeR%& <0.001
G 74 (17.5%) 74 (24.2%) 0 (0.0%)
TUAE G 49 (11.6%) 45 (14.7%) 4 (3.4%)
R & 299 (70.9%) 187 (61.1%) 112 (96.6%)
s <0.001
x 32 (7.6%) 32 (10.5%) 0 €0.0%)
Bt 95 (22.5%) 92 (30.1%) 3 (2.6%)
it 295 (69.9%) 182 (59.4%) 113 (97.4%)
R ERAL N/A
HWIIHET 24 11 (45.8%) 13 (54.2%)
BN 188 91 (48.4%) 97 (51.6%)
B 4 2 (50.0%) 2 (50.0%)
BA 269 166 (61.7%) 103 (38.3%)
=E 4 322 212 (65.8%) 110 (34.2%)
Bk -ABuTEE, BB 4 2 (50.0%) 2 (50.0%)
BAETEHAEM 12 0 €0.0%) 12 (100.0%)
[ TRETX 40 38 (95.0%) 2 (5.0%)
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dl T TERAF B AR SRS B AR R L R M sh AR A VLA S IR BT ST

F 4 ET OLGIM I A O3 R T E M (%)

B KR OLGIM wmEE OLGIM e
n (%) (n=1306) (n=116)
PN <0.001
x 32 (7.6%) 32 (10.5%) 0 (0.0%)
12 bt 49 (11.6%) 47 (15.4%) 2 (1.7%)
SEIRAY 177 (41.9%) 145 (47.4%) 32 (27.6%)
M pea Y 164 (38.9%) 82 (26.8%) 82 (70.7%)
C-WLE
BE <0.001
x 32 (7.6%) 32 (10.5%) 0 €0.0%)
if 2N 18 (4.3%) 16 (5.2%) 2 (1.7%)
wBe 69 (16.4%) 51 (16.7%) 18 (15.5%)
R 303 (71.8%) 207 (67.6%) 96 (82.8%)
BEI= 0.002
x 392 (92.9%) 277 (90.5%) 115 (99.1%)
<) 30 (7.1%) 29 (9.5%) 1 (0.9%)
FREAETR 0.021
x 381 (90.3%) 270 (88.2%) 111 (95.7%)
H 41 (9.7%) 36 (11.8%) 5 (4.3%)
by 0.475
x 420 (99.5%) 305 (99.7%) 115 (99.1%)
H 2 (0.5%) 1 (0.3%) 1 (0.9%)
MR R <0.001
v 308 (73.0%) 247 (80.7%) 61 (52.6%)
A 114 (27.0%) 59 (19.3%) 55 (47.4%)
L3R <0.001
% 383 (90.8%) 295 (96.4%) 88 (75.9%)
) 39 (9.2%) 11 (3.6%) 28 (24.1%)
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d VIR B B AT A - R MRE S 3R L] S5 i R BT 9T

%= 4 ET OLGIM 4N O ELRTE M (8%)

B fKfEE OLGIM ffEd OLGIM
n (%) (n=306) (n=116) P
KN <0.001
x 42 (10.0%) 42 (13.7%) 0 (0.0%)
<lem 231 (54.7%) 192 (62.7%) 39 (33.6%)
>lcm 149 (35.3%) 72 (23.5%) 77 (66.4%)
RTFERA <0.001
x 259 (61.4%) 234 (76.5%) 25 (21.6%)
BRERLO 43 (10.2%) 34 (11.1%) 9 (7.8%)
HERRL 91 (21.6%) 11 (3.6%) 80 (69.0%)
e R ey -2 AN 21 (5.0%) 20 (6.5%) 1 (0.9%)
K 7 (1.7%) 6 (2.0%) 1 €(0.9%)
X REBR 1 (0.2%) 1 €0.3%) 0 (0.0%)
ME-NBI
DL <0.001
x 240 (56.9%) 212 (69.3%) 28 (24.1%)
g 182 (43.1%) 94 (30.7%) 88 (75.9%)
IMVP 0.111
x 389 (92.2%) 286 (93.5%) 103 (88.8%)
A 33 (7.8%) 20 (6.5%) 13 (11.2%)
IMSP 0.364
x 390 (92.4%) 285 (93.1%) 105 (90.5%)
<) 32 (7.6%) 21 (6.9%) 11 (9.5%)
LBC <0.001
x 71 (16.8%) 70 (22.9%) 1 €0.9%)
<) 351 (83.2%) 236 (77.1%) 115 (99.1%)
WOos <0.001
x 117 (27.7%) 109 (35.6%) 8 (6.9%)
) 305 (72.3%) 197 (64.4%) 108 (93.1%)
WGA <0.001
x 407 (96.4%) 302 (98.7%) 105 (90.5%)
) 15 (3.6%) 4 (1.3%) 11 (9.5%)
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sl [ TURAT BIAE X 4 B AR AT R E R A B SR ALY S5 IR R BT ST

F 4 2T OLGIM S HAR A O 4SRRI M (8ER)

BH K fEE OLGIM Ffad! OLGIM
n (%) (n=306) (n=116) P
MCDL <0.001
0 238 (56.4%) 210 (68.6%) 28 (24.1%)
>0 H<1/3 47 (11.1%) 4 (1.3%) 43 (37.1%)
>1/3 H<2/3 50 (11.8%) 8 (2.6%) 42 (36.2%)
>2/3 87 (20.6%) 84 (27.5%) 3 (2.6%)
MCDL IR EME <0.001
x 239 (56.6%) 211 (69.0%) 28 (24.1%)
ped 91 (21.6%) 88 (28.8%) 3 (2.6%)
s 92 (21.8%) 7 (2.3%) 85 (73.3%)
VEC pattern 0.001
x 399 (94.5%) 296 (96.7%) 103 (88.8%)
] 23 (5.5%) 10 (3.3%) 13 (11.2%)

7¥: OLGIM: operative link on gastritis assessment based on intestinal metaplasia, ZETBHILEM B

RIFM RS RIFELRS.
3.2 BayesEHHIB T BRIDR B L WRRINEST . WIERKAE
3.2.1 MR R RS

LIOLGA/OLGIMIERR . BaRNEEE, M3 RERAREFERAHSH
2R (P < 0.05) HWERENETE, HUHEFRE (RS); R Bayes B
8, ST EHTRMLN, UBRRANEEY MFEBRINLEEEXE, &
{8Bayes MBI H RIS MM AR, HEWKET (vatance inflation factor, VIF) <
30FEUABANERARFES BIEHE, #FF—50BayesBHHMMT, BB
FEEAAMZERE, BUETOLGA/OLGIMA NN B imEMSa LM,
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I TSRAT B AR O B AT AR R s R AR L] -5 R BT 5T

K5 BRERBER

i3

e

OLGA/OLGIMIEfERY. miE® (YD
H pyloriBR7E (X

REHE (X
RERA-TITET X2

AR EROL- B RS (X
REMM-BIRE (Xs)
WRERA-BA (Xe)
RERA-BE (X7
FRAMO-B A LEATEE. 5B (X
ARMA-BAETHREN (X
JRAEIMAL- [ TRIX (Xio)

={&ﬁﬂs IZF%—f?E_.Z‘—._"{
O=oRBRG, 1=IUAERRG, 2=REiERRg
0=3En 1=$‘ﬁ: 2=§ﬁ

0=7t,
0=,
0=%,
0=%,
0=T,
=%,
0=7%,
0=7%,

=5
=5
1=F
1=F
=8
1=
1=F
1=K

KERA (Xi) =%, 1=FEA, 2="FHER, 3=MHER
BEF (X2 0=7, 1=, 2=tkfh, 3=K4
BERE (Xi3) =%, 1=

REETR X0 =%, 1=F

BEH (Xis) 0=k, 1=F8

EWOAFT (Xie) 0=k, 1=§

Bt (Xi17) =7, 1=

KA (Xis) 0=, 1=<lcm, 2=>lcm

=T, 1=HiER R4, 2=BDIR KL, 3=X8 SRR B,

ETRIE Xig) ;
4=SRE MR L, S=FhEKA

DL (X30) =%, 1=
IMVP (Xa) =%, 1=8
IMSP (X2) 0=, 1=
LBC (X2) =%, 1=
WOS (X24) 0=7%, 1=F
WGA (X3s5) =%, 1=8
MCDL (X3) 0=0, 1=>0H<1/3, 2=>1/3H<2/3, 3=>2/3

MCDLIZF B EME (X37)
VEC pattern (X53)

=1k, 1=R2&, =%

=%, 1=

e RS
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TSR AT AR KM B R AT R L R ME SR S IRKBT A

*f EROLGAMRMER/mAEMA R LERERBEFTRIFEREN (P <0.05) HXE
AFEX Xov Xa-Xios Xits Xiss Xazs Xiss Xion Xoon Xozw Xoas Xoe XoZHFHHTH
EILMoW, MR, MIBIRKEEFAR TRI, DLEMCDLEE —EMBKR, It
DL (X20) VIF/930.588, MCDLUFR R EME (X27) 513.859, TR EZEHA
Z|BayesH B S ik R BEATHE FE, EAZSBMANERERBOX GBS H AT
AR, FBWMAT LAME SRR/ R Lambdaf/ MLKZ B, HPEHRILERANR
/MREFA3.84, BERERBRAMEA2T], REKBZEEXs. X7 Xisw Xosn XerINEHT
F712, A E/RELambdafi /N, H0.712, P < 0.001, XRRLRIIZEEBEIKH
BITERA BN .. RGIHREBayesHHI T, BRI KRB ABHFLE: OLGAKSE
#1=_2.300-0.579X0-0.174X17+3.329X15+0.524X26-0.106X27; OLGA R f&EI=8.287+3.069

Xo+1.433X;7+4.519X13-0.556X26+2.487X27 (ET) .
#=6 NE TR ZHOLGAS MM Z FE KNIt i

- i Jeeg ot
TE B FRAEIR B t{E P& __
BE VIF
EE -0.034 0.046 - -0.728 0.467 - -
Hpylori BRERE (X 0.018 0.026 0.045 0.717 0.474 0.436 2.296
REHE (X -0.069 0.058 -0.135 -1.196 0.233 0.135 7.425
REHHAL-FTIET (Xs) 0.084 0.06 0.061 1.387 0.166 0.89 1.124
R EAL-BADNEM (X 0.004 0.036 0.006 0.102 0.919 0.531 1.883
REEM-BIE (Xs) -0.225 0.14 -0.069 -1.603 0.11 0.94 1.063
RAEENA-B A (Xe) 0.061 0.049 0.092 1.246 0.213 0.315 3.179
REHA-BE (X 0.038 0.056 0.051 0.67 0.503 0.302 3.311
FRAEROI- Bk L 3RarEE. 5B , :
-0.218 0.141 -0.067 -1.545 0.123 0.927 1.079
(Xg)
REHA-BAETHARESM (XD 0.317 0.086 0.166 3.698 0 0.852 1.174
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w TSR AT BTARSCIE B R AR R b A M Eh AR AR AL S5 Im R BT 5T

* 6 WHETHRILIZH OLGA MM Z RERILLMSH (%)

PSS AL e

G B AR B tfE P{E

BE VIF
RO IR (X10) 0.019 0.068 0.018 0.287 0.774 0.442 2.265
RERE Xn) 0.003 0.023 0.008 0.122 0.903 0.4 2.499
BERE (Xi3) -0.042 0.054 -0.034 -0.768 0.443 0.888 1.126
i (Xi7) 0.117 0.049 0.107 2.392 0.017 0.86 1.162
KN (Xig) 0.087 0.029 0.171 2.995 0.003 0.525 1.906
BTRI Xio) -0.009 0.012 -0.032 -0.729 0.466 0.904 1.106
DL (X30) -0.126 0.147 -0.197 -0.858 0.391 0.033 30.588
LBC (X2) 0.003 0.046 0.003 0.064 0.949 0.595 1.681
WOS (X24) -0.013 0.036 -0.019 -0.369 0.712 0.659 1.517
MCDL (X3) -0.05 0.032 -0.194 -1.561 0.119 0.111 8.981
MCDL U ARENE (X27) 0.22 0.06 0.564 3.654 0 0.072 13.859

F: EZEEANOLGAKGEE/EBEAEL4rHA. VIF: variance inflation factor, HFZEZBWKET: RixELE

30
R7 FEOLGASHIHIB 2T B KRB R
BAETHX i K MCDL MCDLIREEME
451 BE
T (Xo) (Xy7) (Xi8) (Xz6) (X37)
OLGA {kfa%! -0.579 -0.174 3.329 0.524 -0.106 -2.300
OLGA Hfa#! 3.069 1.433 4.519 -0.556 2.487 -8.287

: ARERES.
XF3.1584rOLGIMIK B2/ m AR AR LA RERBAF LRI FRE X (P < 0.05) B
TEAEX. Xov X3-Xios Xi1v Xiv Xizs Xis Xies Xa7s Xiss Xion Xaon Xozw Xoas
Xzs Xosv Xorn XogF BT ZEILELMELSW, N3RS, FIOLGARIILLLMEISHT, MR &ED
L (X20) VIF431.539, MCDLURAREME (Xz7) K14.150, 5% F|BayesiZ ]l
o, BEERMNARBREFOLGAZ 1T, MERKXsw Xov Xisn Xoov Xoss Xorn X
sFETF TN B EBMA W B S, i B3 & N BUR e Lambdaff0.335, P < 0.001.
RIEBayesHI A T, BRI RRBRBHHTE: OLGIMILEE=-2.380-0.261X4-0.96
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e T MRAT B AR K B SRR 32 L B0 O sh A X (L A HL ) S5 R PR B AL

2Xo+3.392X158+2.457X20+0.536X25-0.877X27+0.002X28; OLGIM = fEH=-10.128+1.403X4+

3.899X9+4.484X158-9.699X20+3.505X25+10.252X>7+3.310X28 (R9) .

8 ME THRHMEZROLGIMA IR £ B R M3ttt i2 W

_ Lk S HT
TE B PR B tfE P&

RE VIF
wE -0.098 0.070 -1.395 0.164
H.pylori BILIRZE (XD 0.043 0.025 0.074 1.723 0.086 0.435 2.300
REHE (X2) -0.066 0.057 -0.092 -1.150 0.251 0.126 7.936
FERBA-FIIET (X3 0.037 0.058 0.019 0.639 0.523 0.884 1.131
JRAEEA-BHENEN (X 0.105 0.035 0.116 2.977 0.003 0.526 1.902
REEL-BRE (Xs) 0.031 0.136 0.007 0.226 0.822 0.924 1.082
RERA-BA (Xe) 0.023 0.048 0.024 0.471 0.638 0.302 3.308
REEAI-BE (X 0.038 0.056 0.036 0.672 0.502 0.284 3.517
RZMA-B ik LEATEE, FE 0.104 0.137 0.023 0.761 0.447 0.907 1.102
(Xg)
AR B FHA B (Xo) 0.313 0.085 0.117 3.670 0.000 0.796 1.257
AL ] FT X (Xa0) 0.002 0.068 0.001 0.028 0.978 0.400 2.501
KEFHE (X)) -0.008 0.027 -0.016 -0.290 0.772 0.274 3.654
BE (X)) 0.014 0.024 0.028 0.585 0.559 0.339 2.946
BERE (X13) -0.060 0.055 -0.035 -1.096 0.274 0.806 1.241
REETR X -0.083 0.050 -0.055 -1.652 0.099 0.721 1.386
BEHAR (Xie) 0.030 0.036 0.030 0.836 0.404 0.629 1.590
B (X 0.060 0.048 0.039 1.262 0.208 0.847 1.180
KA (Xis) 0.054 0.028 0.075 1.907 0.057 0.516 1.939
BTERIR (Xi9) 0.008 0.012 0.022 0.727 0.468 0.888 1.126
DL (X20) -0.626 0.144 -0.695 -4.362 0.000 0.032 31.539
LBC (X2) 0.040 0.045 0.033 0.883 0.378 0.561 1.783
WOS (Xa24) 0.026 0.035 0.026 0.740 0.460 0.640 1.562
WGA (X2s) 0.186 0.074 0.077 2.529 0.012 0.861 1.161
MCDL (Xz) -0.053 0.031 -0.146 -1.693 0.091 0.108 9.229
MCDL AR EME (X7 0.660 0.058 1.203 11.280 0.000 0.071 14.150
VEC pattern (Xag) 0.190 0.059 0.097 3.219 0.001 0.892 1.121
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| VAR BAR X1 A RR AR b B A M sh AR LN Ui 5 I R BT L

9 FROLGIMZ A A T R 7 R A K

B BHETH MCDL I  VEC
PN DL WGA -
45 N KB RETM  patten  HE
(X18) (X39) (Xs5)
()(4) (XQ) g (X27) (XZS)
OLGIM {i&f& %Y -0.261 -0.962 3.392 2.457 0.536 -0.877 0.002 -2.380
OLGIM /& g%l 1.403 3.899 4484  -9.699 3.505 10.252 3310  -10.128

V: FRERRS.
3.2.2 SWIER RRIE |

EABFH, HHKAT B SRIEE R E— 3 NRAEX3.2.145 R 502 H K2 K
BAGHATIRE. OLGAZM R B S RIEEE BN IEHZN88.6%, RHAFER11.4% (K
10), fEARZXRAEB B EHERE88.2%, RAFER11.8% (R11), BABFAIEHRE,;
OLGIMZA {ifE F B S I UE R 32 X RAE J5 758 2 i IEH 21 0892.2%, RAIZNT.8% (K12,
®13), BRTREMIERHE.

10 OLGAZHHHAIFI TR E B S RAEES R

\ M E L .
H B TR TS R &t
OLGA fkfE#! OLGA &=faR!
OLGA &fEE! 350 24 374
OLGA Hfai! 24 24 48
&t 374 48 422
¥: BEREKSI.
11 OLGA 7 HAI A 43t B (938 IE S R
\ S IEESS .
3 5 TR T 45 R _ &1t
OLGA /&R OLGA Hfa®!
OLGA fkfEi! 350 24 374
OLGA HEH 26 22 48
it 376 46 422

E: RERR3.
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s T TSRT B AR S B R AW 3 A s AL IR L S IR BT 5

R 12 OLGIMZ A B S AR B 1) B B BRIk 45 R

i i ULERSS .
AR AR g R &t
OLGIM 1K &! OLGIM & f&#!
OLGIM {&fa &Y 298 8 306
OLGIM &= f&& 25 91 116
it 323 99 422
*: FERLE3.
#13 OLGIMZr B B BT R 32 IR IR S R
T{E B
F B o3 A AR T 25 R _ it
OLGIM k& OLGIM = &)
OLGIM 1k f&®d 298 8 306
OLGIM =GRS 25 91 116
&1t 323 99 422

¥ fRELESI.
3.2.3 WA EE TR

FEME o, WHEROCH£8%73.2.13% H IOLGA/OLGIM 73 112 WA B 112 i 3
REHEAT WA . IBHIOLGA/OLGIM ) B2 Wi 75 B A 143 73 BEATROC /1. &R E
7~» OLGAMAUCH0.904 (95% CI, 0.870~0.939), P < 0.05, fRFEHARLEREED
HPURE N8T.5%, 18R N81.6% (B5-A); OLGIMAJAUC/E N0.950 (95% CI, 0.92

6~0.974), P < 0.05, WBIEHmANPLTREE B HBUREZ H82.8%, FrrlEN95.8% (H
5-B).

@
RRE

06 08

1-%58#

02 04 08

1-8RE

&5 OLGA/OLGIM % 12 Wi RS BB VRN (ROCHIER) - OLGA A BRI M ARIROCHI £ (A) MIOLGIM
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I TSRAT B AR OCME B B AT AR L R AR Bl S R A R S IR PR BT 5T

SIS EERIROCH & (B)
4 Wig
4.1 AR IESHT
EXBAH, NOFEFERSER, EFREMEFITHE, OLGA/OLGIM fRfaEL.

BAERANFER RN, RATBFRERZRNDIERERRAPAAN 422 Bl EEFHE
50 Z DL EEA 311 4, BEEFHRKIEIN, A2 OLGA/OLGIM &B#F NKZE#H 7, B
BARENRAEEEFERIBKTEN, X58RNFITREMNTAESEE N, B
BE < 50 ¥ PABTRRERBE, 75580 B2 AIMRKRBE TR, XWREEAE
KRFRFRAEE. BEEARZRLSETHFEXMNEERR: E2HEENRITRE
WRd, SRHEREEEENRFERLENFHA=ZF2, REAMALRER, &
HAHNTEHER T EREN, XA HT AP A+ OLGA/OLGIM II-1V #A1EN B |l
WE, EERBNBEE—IEAEBKNERE, ZEERFIRFN TERNEERE
BAGE, ERETALYEBESELZIERRNRER], XBLEE, BRALE
BRI S RN, EREANS “BArtE” — B0 L TR,
4.2 HfEE OLGA S BMMEXER ST

K RRIN, Hpylori BIRERBHE REXRBES.RERBHBELE.C-WLE
TREVLBLE. HTRM. HEX/N, MENBI T DL. LBC. WOS. MCDL {5
LUK MCDL AR EEMBERARAEHANATEEER, KU LTEH—PSHEH
Bayes #HIGERASHEZE (KER/EBAED) WXARE, RINBAIEEREE OLGA K&
FEYMBEERTEHMA (BATHAREM) (Xo). C-WLE FTA RHAEBRARE (Xi7)-
AR/ (X1)« MCDL BIH T (Xa6) BAK MCDL IR R EME (Xa7), 8372 OLGA
 fEB=-8.287+3.069Xs+1.433X17+4.519X15-0.556X26+2.487X27. JBITXT LA_E 112 Wi &Y
BHTIAE, 78%] OLGA i AUC 4 0.904 (95% CI, 0.870~0.939) , HAEFFM AN 81.6%,
BURHE Sy 87.5%, FILHIB R B MRS IS BB

AT EFESENTERESEMEUET —elHExE, AN TESREBEE
JRAIA B2 AR (close type) S5FFHE! (opentype) Wikh, S H#—BM5
EAER, At 03 RXEFCELZEBHEREIMN, WAHEREREFH0, XA
t, WA KB B HERBSMEMAZFMEE OLGA MIZKER G, X 5FR L4
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- BT VR EAE T B B AR L R AR SRR SIRKBT

W8, RECERBEREMN, RACKEFSHENTEHE, BT EBAE OLGA.

BERRHAN IM 158 B IR ATm AR Rt R 0 B IRE A RTJk, IM ¥ERIS IS RE IR i 2
BEREERN. ki, EFERERMER C-WLE 28 IM, AEEXEFH NBI
BRLARRE M KR T 2WERE. £RFRAS, T ERER T REEN KA,
FEFRLHHES, CWLE TR UMEIHAEKRARNAEFEER, HEEA8EE, %
Fi ME-NBI M KIMAREAFTE LBC. WOS FHAFE, HILIRAIN X% C-WLE W%
FRRIMMEA—NEENZE: C-WLE TR RMELIE (B 4B) . XFMAR TR
ANER, EXRFRAPNRN 422 BlEEZES, LRI 39 FlBFEFELERI, HPH 15 Flgg
UESEN OLGA WAl . A X—ZEHASTERI, XTI LEABEAREN
TEMAIFEGEE OLGA FISWiiRId . ZEFISCRRR I, HETWENX—RE TR
ITRNGE BRI, AR ERIRE “ B T LB ARE” £2EAE OLGA KKK
HE, £AEREIEPLREENX AR

TERBRS, BRIERERDRSAZE: . <lem M > 1lem, ESHIBERIFH
RHCN 4519, MERK, ZRFFEL>Iem REAHBENTAFR. X—5EBRH—
Dt ALERMT, WRRTHREBRAZET lom BB MEERKE,

EXBFAF, FERKWHAKE MCDL X—ZEFENTIIR% 42 DL WFE, B
HAES ARSI T, BE DL 55 MCDL i VIF 83 10, RATRIEISREEFER,
AR RN D . ERERIMISHERF, "TLES MCDL GBI REN
-0.556, XRABEZ /DM ERFER—ARFER, 8 MCDL > 2/3 R—/MRE
BHER, NEEK. X-HAEREEAELZEEN—TLER -8 HIRRT MCDL 5EMHR
ZEHAEXEA, Bk, B DL KFALESEEIEMEX, € MCDL > 2/3 ERFERE,
XIRIAE ABIRIEE RS, RI% MESDA-G LR HIMT DL GEI#T T —25
BIARF R TR, MWMEEIX DL #ITHERFEE.

BT DL MM =M, FAEEH MCDL 4 H#435 0. >0 H<1/3. > 1/3 H<2/3.
> 23 EAFERME, FEik, £EFAS, RIOHAT —FHENZRKZEE—MCDL #
AR RENE, £l AERIBTHHIN, W MCDL KA F R EMER AT,
FEHJE K OLGA BRI LKA, MCDL AR REMBX—LEMARL N 2487, &
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e | IR B AR S B R AT A L RIS S RIS S IR RBT A

ERKAE, XEY MCDL UAFMEAFTE @B, &5 fEIR 2
EE. B/HAT, T MCDL HIBFAMMAR D, RITNAEINER. ABCLHAAET
FREX THA R AN BETREZEFEENLSE N, EEHMEINRAERENHE,
1] S8 H R L T B SRS

4.3 HfEH OLGIM S #MRBER T

AT R BRREEA CBHEDSM) (Xa)- HBEA (BETIREM) (Xo)-
PERD (Xig)s DL AL (X200 WGA FIETL (X25). MCDL IIFREME (Xa7)
LB VEC pattern KA T (X28) & TNMRES AR OLGIM MH%, #id Bayes H71%:
B o & W oK B oM oH N OF B R A & B OLGIM
=-10.128+1.403X4+3.899X0+4.484X15-9.699X 20+3.505X25+10.252X27+3.310X28, #RJE Xt i%
FHEHATRIEE R, OLGIM 2HiBiEIf) AUC {8~ 0.950 (95% CI, 0.926~0.974), #
RE R 82.8%, RN 95.8%, BiR THREMIZHINEE.

EREE OLGA ARME, BAE OLGIM LW EIR#E Kk BfREE AL — B /NS
fil. EHAER, BE MEEUREEZEHT K, £EENIEN. BRNEMHIK
BMEFE AP, HAILIEEA M ESRAEEBARINEN. BENEMN,; FANEHALER
=Y, HEEBENEN M WA, BEREORKZEHIGINC; FEXEHTREE, X3
AMEREN (BAENEM. BRNSMEE A B SHBBHEESRIGRETR 5 ME
KL EB LTS OLGA/OLGIM H—BUHIA R 95%¢T, Xt R RZE AN B /NS liX — &
PIFREMN T RA BRI RERENEREE. U ILMALREATIRLERE L,
BRET BANEM M BREAE OLGIM MRKHEER, XHIRRBINEAGRETRE
BN NS X B A /NS M B AT SR AN E L IR

WGA HIE X £ “7E ME-NBI WZEHh WEWELET EFIETHI/NEAIRTLER"
BT, ZEXWFHF, WGA HIRRT K682 OLGIM HATMRSEE, ERNE LN,
FATAT LA WGA MR ER T ERE, EREMBESHARSR, B, HAMERE
5% ESD RJa i B 55 F R UULE] WGA, BERT A+ WGA G875 1E B4R
BHbrEE R A% & ME-NBI 2Bk R#ATIFH, WGA REUNESHEMNE
TRIKAR, RS IZIREEL BRI WGA FITHIARELL KX WGA 511
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o | TURAT B AR SR B A AT R L R A B AL 5 I R BT 5T

KM BB R RBITIRE

VEC pattern H§ Il & 7775 T 4 B (9 /NUIh £ b R B4, B K B (4 % R0 - B T
B X — 4R . BYIREX—HETRAMNRBELZEE SN ER (Takao
Kanemitsu) B8, fiiRiH%F VEC pattern HHMERE S, F—=& VEC pattern FAHE
AL bR ZRMEBERERENAREREY (LA 4E BEFLMAEL): FHR
VEC pattern 2B R 22 EAIREWRBITTA R LB SRR AR R+
MNE) 422 BIBEE, [XE 23 BIRILT VEC pattern, EEBUNHK 5.5%, ZEEBEE OLGIM
LW R h B R ECA 3.310, X378 T VEC pattern ] LMERE &2 OLGIM MR K,
AT PME A AR S R A OLGIM #HTHM. ER4SFEHEEMTRIBMENA, W
£ LR BT ALBHT C-WLE BtA ME-NBI MEH%AE, MAHAHEESRETE
PLIAR R
4.4 OLGA 5 OLGIM 5} R RGHMERER

OLGA 7} R1BHE B FHBRINA LR ITHEN Y, MREEFRETHIREESE
FEHFEESEES, RESFETESHEEMEM; T OLGIM £iRHE B FHBER LRk
A RAKCEFRAT IS, TR ERUERENACHASHFERENER, RAERET
BE RS B RACRA K/ RARM S DT AR, XERBAEZRAMERN. FE
OLGIM 73Rtk OLGA E5 TRA, HEREFNMERYE, H OLGIM FXRSH
ZX A ERE BREAPH, BRTRSRAEERFERENIAR. BHIERS
xt B XS IHE R A TR, MEEHEMER, BTUERKRFR A& R HE
BEBATIPHIFFGEEE M A S SIS AY.

gesh, AR AEEEUTILARRME: OXRAMNNEIE BT LIHEE, &
ENBURBMER —ENRERYE, BANKRAIEED, KBRS BRI 3T 4
HIGIE: OFEMAMADEMERRR S, NTRERN MBS, EEIRET. B
FRIE I SR L E BRER BT RIS, JFEZEHFRFHITHRM, H—DRES
il KERMPIAE, ANfREELRAERE.
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d [ VSRAT BAR XA B R TR AT L RS SRR B S IR R BT AL

BERSr B FANFEYT Hopylori <M BE
HilA 32 L Bz 4 ot B

ik

EE—HAERT, BRIBENEB T MENBI T Hpylori %t B IIRENE
TR, HESERAE OLGA/OLGIM ZEVIHXMZREKE, AT ME-NBI R §E@Eid M
ZRDFEREONREEE . ML ERSRATRZEHRE, X TRITEEA LU T4
FHSCRIMETLESLI, Bk, FEAREY RET BAM - BARMEYT Hpylori #1%
1 B B0 R AR R A B L SR, Rt B R ST A R 0 4 gk AR R B S AT
WAL R 4R R .

ARALRER, & Hpylori REBERFERWT, BFBELTEERERE, &
HEBRETRIOBHAMRRG . WRATMET Correa HHTE. FEBEMMBMHMER,
Hpylori S 7 ERMMENE, BNBERBENSEHESKEMEENZNL, XMHEUER
A “BEML”. FRCEMEERBR Hpylori J&, RERERIEESEEFLENMNTE
BRAERTEMARERENEE. BEAERE, HIAKHN “RBRHE” IR, HATHR
WA, BREMEMRE “H” 2 FERENBAERMLRHERE, RREHNES (RS
RHERAENARAEYZEERM. AT B X TXEER 7T 4TI g8 H MK
MRIE SRR 2 TSR 2.

G RNA RIFE AR /MR (bulk) AERFITHFZES T, XRRT —#/—
RMPErIFiEMEZEE, B Bulk RNA sequencing (Bulk RNA-seq), {2 H T bulk H4 i
AR R, B, EEEREREASR B /DMAM. F40H. %ﬁéﬁ/&ﬁﬂﬂ@ B 4H
R R EMMt R, SMHARKARERRFEEZER, BEAH Bulk RNA-seq #llfFL
FEHRE TR AR ERE S, MXEARMHAMRERF R EPEERBRRFR
fIEITRT “E”, ik, HZ0H RNA WIFHAR (single-cell RNA sequencing, scRNA-seq)
5k T Bulk RNA-seq MM < AR E R GG, HEX BN MR RA
BEAT W SRR PT RE . 1T 90 T LAREART AN IR 40 R s AL B0 328 DA R A (R 4 PR 2R 3 22 8] K B 28 5%
%, XERMBERANBEINRZARZANEBNET S, £ARAS, RIOME
XA B HA T B I AT R A A 44T scRNA-seq, CAMKIRF H pylori B4t B T
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w1 JSRAT B A SR B TR R L R Eh S R AR YL 5 R R 5T

t B2 AR RS R AR IR A HT IR R, Lt Hopylori #H< M BB BT R R MoLE
W, DURRIBENRRRERBIRTHXBSRE RN, NEEMNE 98”7
OB REEIER.
1 HREE
1.1 BETHR

A B A NK B MBI FHRERSKRET GO H#EE
(https://www.ncbi.nlm.nih.gov/geo) FH] GSE134520 & 38, it 10 6, HHE 4 41
FIRT M PREEA MR SIE, BT ARRSREAIET 14 1. Kb, 4 6] CSG 154
XA, 446 CAG, 5BFI ML 1 BIEEAERE (early gastric cancer, EGC) HRIRAE,
MBI BEER . MR DA LRE LR IR 14,
1.2 BZAf RNA-seq $E /7 REARIZHILE
1.2.1 40 RNA-seq $iIEHAH

B, A CellRanger (v2.1.0) BLRERINFIHEFESHOTEE RN FFEITIR EArvELL .
{3 STAR HiE¥ Ilumina MfFHH™4 ) FASTQ FIIXHS AEKSHEERFT
hg19 JRAHEAT ELXT . 87 3K, @il v+ FtE— 4 F AR IR 7F (unique molecular identifier, UML)
AL ISR AR RIS, ARG A R R TR . BR, AR —
NS R DA AR R AT B EEFEEAERE feature-barcode matrix. 25K %
FERE S Seurat (v4.1.3) R TEA, ATHEZIME RNA-seq HIEH R EZHIM T
BT AT SR AT AT BB A RNA-seq 2 B MR A RIS , 7 8L 4 b 3 i #2
SHIL “HLRAB”, HRRITESHEERES (merge) EXEASHIFEAME A Harmony
ERIR B fE AT BRI 38, IRAVHERR T REERE DT 500 NEGET 6000 M HIZHA (3L
FTENEFNLAEED=ZAHBEFHIEL—4 UMD . £H Seuat &K
PercentageFeatureSet R#TH HLRBEEMRIE. AT XRICTEEAM, HBRERGE
HRE T 10%M400 . #HATIH— ¥R (Seurat B NormalizeData %) LAREX
AR FH T, AT 35557 NMAMEE R EES] HEPANSII TS,
1.2.2 4R ER 28 % MR 4 O ¥ 53 B4

A R THA Seurat (v4.1.3) #THMERE. EREFRESTMATIAIE.
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ol TERAT B AR B R R L RS W EYLG S IR ERET 52

£ “FindNeighbors” ¥ 4HMIREIT 08, R/FHMEM “RunTSNE” 370385 R4 ALIE
FEAT IR, A “FindAlMarkers” THEER B ATA ML RO e 2 R SR HE X
BRBEIT N LVERE, REX MR BT A .

12.3 N R MBI F ik

FAMEAT Monocle2 RFFABTF b MM E 2 MRS LEFIBAER R ]AD
M Seurat Xf R IREUAE CDS X RITFER 3 MaASH: REEMREL. BERFE
MRUER, REHBRN cds THBHTIRAEN, SEREREBNAR CGIIEHEEDT 10
MNEMFRIXANER), REEA “dpFeature” HiEKHIE PHERBTHS, MR
RRIEE, #EHAT 1000 MERM THRF, REEHKREERAZE “DDRTree” HiEXY
ByRstiTR4E . BIBERERMRLES, BHRHTIFERE T E.

1.2.4 HHAELER ST (Cellchat)

FTAVER Cellchat BF A HESRE . ZEURFHEFERMNERESLEXR,
FIRT AT LA E . B SEIRATHIEE Cellchat X R, R/FF A CelichatDB AFL50RE B AKX
EE%, MEEHTRAEE R TAaRE BRI, RERLASMIEERSE—
MEREHFFTERREREFEYE X ENER -SSR B EE, KitoEasd
RE, RIVEARTEXRREANEER. BREBRITRR.

1.2.5 HEPHE T TTE R b 540 MR Rk 5 B 1 P48 30 Fh AR A

EFHRALEEBIREE RS FE (TCMSP, https://old.temsp-e.com/temsp.php)
P AREA R HIRRBEE TR PEE TS AR ‘8. EHE. XTS. Atk
WEEE, BUAS. BR” WEWARHETRE, B “OREWAAE (OB) 230%”
H “Z#ptaflE (DL > 0.187, ikl FRPAGFHFEERSNIERAEAER. R
W5 A RIS R fEFAE S 5 41 RNA-seq BRIMNSRE B L P ApaE
ERRBMEE, WESOFRTHERE L MR RRAEE W MERIMER . KX
BLE 5\ Cytoscape 3.10.1 344, B S ABRLIATT Hpylori #< B F I b Rz am 2
BERY “TEMER SR - RBEM A T AL
2 itk

- AFE AR SRR RIEE (RES 4.2.3, the R Foundation for Stafistical *
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d VR AT B AR B TR R RS AR YLK S5 IR KB S

Computing, Vienna, Austria) BTt Hr. XL P <0.05 F4it %5 L.
3 417
31—
EHRMANT 12 BIEFI 14 MRAERPBRABNFER, BFWIRREEL—
RRAFFAE AR 14,

K 14 B R R —BURE
HEx  EED  HFat A BMEA Hpylori AT 2 MH%E

ID BIIRE
CSG1 Pl 58 B B - CSG 1791
CSG2 P2 56 i EE - CSG 1446
CSG3 P3 62 5B EE - CSG 1028
CSG4 P4 51 « EATE RE CSG 1914
MR /S
CAQGI P5 51 B Bz & CAG 2225
g
CAG2 P6 62 5°3 BE BE CAG 5290
S
CAG3 P6 62 4 =E BE4E CAG 6393
G
CAG4 p7 60 5B BIETES B CAG 4720
RZEM R
M1 P8 63 B BE BLAE IM with mild 793
R level
™2 P9 68 <! A IRRE IM with severe 1263
R level
M3 P9 68 5 BE WRE IM with severe 1339
Ry level
M4 P10 69 ;) BE e IM with severe 1721
R level
M5 P11 58 5B B PLAE IM with severe 4460
R level

EGC P12 67 ] =F - EGC 1174
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| TIRAT B AR A B R TR R RIS SRR YL SRR 5T

¥¥: CSG, Chronic superficial gastritis, T8 F ¥ E &X; CAG, Chronic atrophic gastritis, {&1£Z
Rt B % ; IM, Intestinal metaplastic, f EE{h4; EGC, Early gastric cancer, BB .
3.2 BAon i EE AN MR B e R 4R LE Bl 2 B

BAVGT 14 BIALRREAR B REE. B e RmRNrFEsT, X2
AFIRHTES. ZMRURBIEREZE, BAT—ILIRE 35557 MARBTEEHEES
o Heh 14 BIFERAMAREEH RSHRINEK 14, B 6A, RAVBIE IR
35557 AT 4y 28, H CSG AF 6179 M4iMfl, CAG AF 18628 M 4ifL, IM 4
H 9576 M40, EGC AF 1174 141 (B 6B). REIWNIN A IHMBET 7 Tl E
WA, RBAMMRLEMBLEERTREMMTFILES] 24 MAMTR, &
SRR L B4 AR T A TR, 4 24 AMIRERIR T 17 440
B3R, BFE T 40/ B 40 LGRS+ stem ZH AL . /MUYIZH A (Pit cells )« PN B2 40 il (Endothelial
cells). EREAIML (Macrophage cells). A 542 (Endocrine cells). 30 %5740 U
(Mucous neck cells)+ £ ( Chief cells)+ MKI67+ progenitor 48/ . DCKL1+ progenitor
HRE. FPIEZAM (Cancer cells). EKZAM (Paneth cells). Goblet progenitor ZHfE. AEK
#Hfd (Mast cells). Pit progenitor £l LA KX BEAH (Parietal cells) (& 6C).

FIRFIRATRIN 14 BIRE R AR P H AR ETEAFEX 17 FAMRER, SHHRDZ
MARAR K BFFIAE (B 7A), FERRATRTUEIE IM #) 5 fiRRER K EGC
i 1 BlEEAA R, JIFEASEMAMR (R 15). ot ENMARRMHAR S 17 Fhamk
RAMEERFE LB (B TB).
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i TSR AT B AR S B R RTR AR L RARM SRR 5 RKTT R

& 15 MRFBH BESREETR D0

il B4 1D
E-yit) CSGl CSG2 CSG3 (CSG4 CAGl CAG2 CAG3 CAG4 M1 1IM2 IM3 IM4 IMS EGC

T4 3 19 6 295 72 310 705 2516 67 13 3 200 1718 25

LGRS+ 135 190 594 11 635 2148 379 109 60 416 867 95 236 867

stem

B 40 6 134 30 591 378 314 40 1554 33 319 161 714 1388 2
AN Ik 134 68 18 0 305 288 2249 0 9 1 0 2 0 0
WE4M 1319 765 45 0 1 38 38 0 2 2 2 0 0 1
BG4 6 4 8 0 3 0 1285 0 0 0 1 0 0 0
B A 43Uk 64 35 156 12 256 614 676 4 20 20 28 4 172 256

Z |
Bk iatl 5 27 54 6 285 572 144 0 95 7 5 6 1 3
i)

YR 0 0 0 821 0 0 2 7 8 2 0 78 281 0
MKI67+ 95 124 81 101 217 734 374 192 130 52 27 86 130 3
yrogenitor
DCKL1+ 2 46 14 0 49 180 348 0 142 81 51 0 5 2
yrogenitor
Enbrpaliol 1 0 0 59 0 0 0 22 2 0 0 488 153 0
EICH A 20 24 22 9 4 13 29 210 47 45 26 14 136 4

Goblet 0 | 2 0 7 0 3 1 0 160 277 143" 1 3 3
yrogenitor
AE 4R 1 3 0 2 2 30 73 65 12 11 21 25 48 8

Pit 0 0 0 0 0 0 0 33 0 0 0 1 188 0
yrogenitor

zanlial 0 5 0 0 18 46 50 8 6 17 4 7 1 0
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tSNE_2
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-251

25 0 25
tSNE_1

K6 HRIRREREE. 14 FIEARIBMEIRE. A, AEHEAE ID KFTHE L4 SNE B (5
BEaARR—MHELR). B. RRAFNMATE LA SNE B (BHEERR—IEND. C. ARIHARE
BEHI 1SNE B (MEREAR — MR .

100 . l l - -a 100 - =Ta
Cell Type
. Tcells

LGRS+ stem ceils

5 - Bells
. Pitcells
Bl =ncotnetal ceiis
- Macrophage
. Endocrine cells
- . Mucous neck cells
= B crietcais
- MKIS7+ progenttor cells
3 . DCKL1+ progenitor cells
- . Cancer cells
= H Paneth calls
1 I 25 =

. Goblet progenitor cells
Patients Histopathology

Ratio
8

Ratio
8

T masteeis
. Pit progenitor cell
Parietal cells

co

&l 717 PSRRI AN R R ] b BT o BB 34T . AL 17 FRERSRRIAE 14 BIREAR R S E
#il. B. 17 FhAMISEAIAE 4 AR FRERIEEI A A & el
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3.3 H.pylori FEIBRILRA K B0 O-H kB ERER L
3.3.1 H.pylori A FIBRZWIRZS () L 40 MU KBS
BATIATIR 14 BIEEAFEUE 10 B H pylori ¥85< 58840 B3R 02N Hopylori

IAE R G0 (Hpylori-Positive, 15N HP, TFE) 5 #ICL K& Hpylori BREREGA

(H.pylori-Negative, BS54 HN, FED 56, WERARTES. K CUKREEER
e —3LIR1T 20266 MM, SRR AL e EIE 8A. IATIRSE Hpylori R
RS HEAT 4, H HN 45 10497 MM, Hpylori 45 9769 N4 (K 8B). X
B ERAT BB R 19 NRTERE, AN TERFRERSM AR
PRicER, LHE 14 MR, AFE T 4000, B 40/, LGRS+ stem 40T 4/ (Chief
cells). Pit mucous Ziff. FREF4ELMAL (Fibroblast cells). FyEZRML (Cancer cells). P4
WAL (Endocrine cells). #&ISAHHE (Paneth cells). MKI67+ progenitor 40l i L 5240
2 (Enterocyte cells) B K4HMH (Mast cells) #FIRZH ML (Goblet cells) BA & BEAH Y (Parietal
cells) (P 8C).

A Patients B HP_classic
504 50
- ® HN1
251 . i 251
HN3
o ® HNd «
w' HNS ! HN
z 0 onpt 2 0 ® HP
2 ® Hp2 &
® HP3 5
- HP4 | \
-25 ® HP5 -25 p "“‘L : & o hg
PP e S R
e
-50 -50 ; ;
50 25 0 25 50
tSNE_1
C 504
® Tcels
® Becells

251

tSNE_2
o

-254

-50

Chief cells
® LGR5+ stem cells
Pit mucous cells
® Fibroblast cells
@ Cancercells
® Endocrine cells
Paneth cells
® MKI67+ progenitor cells
® Enterocyte celis
® Mastcells
® Goblet cells
® Parietal cells

B8 AMREF B LR  H pylori BREAFMRERI BN B E A, AEFEA ID KT B4 HE tSNE
B (BRFEAR L. B. ARARKATERHM SNE B (BHFHERR—HID. C. £

FIRARIE AR (SNE B (R AR — M ERIERD.
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BATHE AT 40 RSB LE R RRE AR DL R AR 43 i Bl 43 i R IR, Hopylori 7R[E]
REMFFFHEHEET 14 MAMRER, FAEEARRLEISM, R, B
10 BIBEARALR, HARG—HIRATHCETELIN 14 FAMEKAY, BRI 4HH L F
LB 9A K& 16, BAISKT H pylori N[F) 43 4140 B, (K EL BT B R S5 KB, 1E Hopylori
PR GL2H S, Pit mucous ZHAE M LGRS+ stem /i3 B B L T H.pylori BRAL YL, TiE
M. MUEMAI S E BT Hpylori BEAERS: (B 9BD.

& 16 KR B ER RT3

4 ¥4 ID
e i) HN1 HN2 HN3 HN4  HNS5 HP1 HP2 HP3 HP4 HP5
T 40 195 2510 4 4 4 1722 292 22 3 2
B 4 710 1544 196 14 303 1376 578 33 314 159
] ) 58 5 536 302 358 26 80 340 304 146
LGRS+ stem 4 51 63 149 452 95 213 3 18 267 814
Pit mucous ZiH 59 5 1 2 0 304 792 7 1 0

FRET A4 L 1 33 244 16 80 192 0 137 80 49
bt 486 18 1 0 1 145 66 1 0 0

R4 AR 5 4 105 231 126 175 11 18 19 24
% 17 211 68 87 53 133 14 91 55 27

MKI67 progenitor 4l 73 182 45 45 93 102 77 103 50 27
i)

o & R4 27 38 0 16 243 2 0 2 98 6
JEA 40 27 76 1 14 30 52 1 12 11 21
PR 5 23 9 31 37 16 0 3 44 59

BESIM 7 8 31 7 22 2 0 8 17 5
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A 8 =
Pit mucous cells [ Je5;
Cell Typ: g
=
Chefeols  MKIET+ progenitor cells e
| .
. M- g LGRS+ stom calls - == |
3 2] =
& = 3 |
o = 3 Go |
e
3 Fibrobl, =
i
B - Enterocy s
B e =
Goil Enc = |
o - Chief cells 1 i
Cancer ¢ :_— i}
B cells ERpis o T

&l 9 14 FaH IR RIZE AR FIREA LA B AT S EEBI 34T A, 14 Fhenfa 8RR 10 FIRERH A S AT
G EeBl. B. 14 FAUBREIE H pylori AN RIREGRAS 43 A BT &5 LB
HE: HP: Hpylori BUGERYH; HN: Hpylori BEAERGLA.

BATR 10 F B R L R M A R E T R (B 100, BRATRAEHM (Br
iGN PGC) 5 Pit mucous UM (FRiN GKN2) HEHKE, B TRATEREN 10 HiFEE
LIS Hpylori BEAHR, —BRY, EEERNBERE LR, BEafmEE N
ZAXERZ, (ERATEE RGS5 EHEIFLE RN B ERD, XUHERERMF
TR KENIETIE R, W B B L R4 AR A AR A5y, (2

TRV KIHLE T Hpylori WIERRYER H.pylori BRERGL)S, H.pylori 145 B &
J&, BT M BEIE HATH A RE R, BELIRATRT DALEE R — & B8 A e i (B
129 PDGFRAD, BRAMRATIEA I I 5 Le45 5 I B tH 4R 7, 4 LGRS+ stem 4A1 2
(BR8N KRT7) & R4 (AR08 MS4A6A ) .MKI67 progenitor ZH (X2 A RAMP3);
[ B FRAT T A B 3 D> B R 4. (BRid 9 CEACAMS). 4T 4iffl (CHGA). #F
WREH BRIy MUCD). BATATAKIR, 1E Hpylori RIBT, BRI LEAMAIAR
RAEMRAKKZRL, HITRLGERZSHEALER, HIRT ZMEEMMLEHINHET

HHf. HAMM
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PGC KRT7 GKN2 PDGFRA
5 50
I 3y 25 T ! o, 25 !“3‘
3 4
: 2 LlJ 0 uJ 0 5
g 2 s LTS . 1
5 - 0
50 25 0 25 50 50 25 0 25 50 %50 35 o 5 % 50 25 0 25 50
tSNE_1 tSNE_1 tSNE_1 tSNE_1

CEACAMS CHGA MS4A6A RAMP3

50 -25 0 25 50 50 -25 0 25 50 -50 -25 0 25 50 50 -25 0 25 50

tSNE_1 tSNE_1 tSNE_1 tSNE_1
MuUc2 RGS5
50 50
~ 25 I 4 w25 ! i
w . 53 w
G, 25 ° E
.25 1 <251 2 1
-50 9 -50 0
50 25 0 25 50 50 25 0 25 50
tSNE_1 tSNE_1

B 10 B 25RE L B 4W i e 7 tSNE B

E: 41 (FRi28 PGC). Pit mucous 4B/l ($512 9 GKN2). LGRS+ stem 40 ffl ($712 4 KRT7).
FRET A (FRIEN PDGFRAD. B4 (Aridy CEACAMS). 44 (CHGA). ¥R
Bl (FRi24 MS4A6A) MKI67 progenitor 4l (#7128 RAMP3) #R4EME (ARic A MUC2) BE4HAg

(¥RIE A RGSS)
3.3.2 B FE L 5 A i KRR AL S o A

e ECIREIR 14 Fhanfu R b, RATEEE T 10 7 B R _E R MRS B b
AT 78T, AIE LGRS+ stem 40/l FZAME. Pit mucous ZHME. FREFAEANML. IRI4H
B P9 43 WA 4 P % ER 4840 . MKI67+ progenitor ZH . #FIR 40 i DA S BE4H . SR monocle
B 1 BT R N B 7 120 i P ) b B L SR B BEAT PO HENT 04 . IR PR X £ b R i
RIAIEHIHT 1000 MR, K40 BV AR IR 3l 24T R 3

XA P20 Afr, W BAHENT B B S AR 4 B A AL B BR A S A T AL I R
ARYE T EME RN R DB B B2 AT e 40 . BB IR . MKI67 progenitor ZHffLRE
% LA B b o B A R SR AR T (R B AR ah v, ORI E I (B) S 2 A B R B E A
RZ WA AR, LGRS+ stem ZHAH A S 0, 72 [H] o 7R o M SR EEE B H &
% [ Pit mucous 4 AR B4R, FERT RSB A Z B, 20405 5 H B KR4
iz (B 11A. O,
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e TSR B A S 1 B R AR AR _E R A B AR AR ML 5 e R I

AT EIEM AR S AR R AL B, BRATHIE T 40 a8 B 18] 434 B

(B 11D). FATH LLEIME M AIE BIZER FHE G WA HAERR, SERA%EHAH.

& [R4H M . MKI67+ progenitor 40T LA A BELAINE, el 1) b A S 40 ML 25 P B 25 ) I TR 0 L
PAK Pit mucous 40, XS54 472

Cell Type

Component 1

B 11 BRI L AR AT AT . AR R SRS BRI state BoRGHAEEL
HE; CA% RN R SRS DM BE S A

3.3.3 BEFMBE L RAMRREZ M A E AR M4

NTERW RS EERAAESRERIRERR R, FATHIE TR (B 12) i Bk
Y0 18] & Z B IR 45, A1 A CellphoneDB 23K 1HE B B E L B 40 B¢ 2 ]
WM A-ZEHEEM . B E, AT AU LGRS+ stem FHM 5 EMEER
%, LGRS+ stem ZHMI/E NG ETAML, 5RE4E40M. Pit mucous ZHfE LA S 3% IR
R E AR R ; fiE A i A i BRI 2 B 8D, (R 5 Pit mucous ZHffl. LGRS+
stem 20 DA K 40 2 R ) AR SR BB K o
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Fibroblast cells B
p N
B »
W \
LGR5gstemcells
G ce &
v g
|
-] ef cells
End E ,
= ‘q{pml cells
Paneth cells

12 BEEEEAREEMNEE. AGREERESH: BARDIEERS . E: A BME
HFHEEE BN NRARNEE, AR, REAREEE. KHFLNARRIEEHE, 4
g R MARRIEZE. EA-ZAENERE, S8, B BARABREIENBEEREE CGREM

A

FIE, BATHE 7T HAMEARS MR RNAREERERTE (H13) 5
SBESE (E 14). EHREEREFE, RATRIL Pit mucous 4L FRET 440 |
PRI Af . f A S e . B EC4RA. MKI67+ progenitor 2l L & LGR5+ stem AR
R LM EAERE: MMM Pit mucous 8. BEZML. MKI67+ progenitor
S, ¥ RLHH LA K R A IR EE R S A AR ELAE IR YR 4 L b5 T 4 4 M
Pit mucous 4liffl. MKI67+ progenitor 4l (B TEEL % FIAHM EAE IRE: 7 R4 5 Rk
4. Pit mucous ZHMI. MKI67+ progenitor FHIFAER LK E/ERE; MKI6T+
progenitor ZH 5 IR A0 FRETF4E4HA. Pit mucous UM AN B HFEE B L MMM E
Ve $. FESHMRGREEMEA T, LGRS+ stem UM 5 Pit mucous ZME. FREF4EGUM. &
PRAH A LA R 4 i 2 R AR AE B I ORIk N 4 I 4 L 55 LGRS+ stem 40/, Pit mucous
S DA B RRET 4 4 . 2 IRV AP TE B 28 I R IR o IR NIT L0 O A 2 A 2 1] 199 9% 3R A T )
AMrER . CRIPLE
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Endocrne calls Panein cais
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” 4 stom cots po— Ss’l_-mr.ﬂm LIS Laﬁm@a
ndoarne Bae O vt L O [
> Potal cots Pltal ety [
Pane cots Parem cets Paneth cets
L ol L -
MIKIB7+ peogenitor cesf oot et MKI57+ progentor ¢ o MKIGT+ progentor cets oot SO

Goblet cells.

Fiovotlast cots Pt mucous ostls

Parietal cells

Florotiast cofy PT MUCOUS Colls

e e

Cancer s Lc-am ot Cancerca L(’ss&m cots
erdocnaBes @<= i ®-~
Pabetal cote ~ Pl cets
Panem cots Panetn cets
) B -
MKIT+ progenior ces§ ot S M7+ progentor el oot S8

Fitroblast cals

Foroblus cets Pt mucous cells

-9
. v L%m cols
Entocrre thas @
P@ets cats
Panem cots
° .

W17+ progenvioe cadf %t 7408
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B 14 BAMERE S o R BRI A

H [ %71
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i B SCRAIEE] LGRS+ stem 40 5 [ A 2 WA 5 HoAth_b Rz AR AE 2 [ B
BIBMEIEX R, EARITHEL LGRS+ stem FHf5 i P9 5- b G ARLIE S & HL 45 S i 4
i (Source), LLFEZHMI. Pit mucous 40M. FREF4E4NM UL K #% FQ4E Ve A EIE 5 f 4T
fil (Target) ZEARME SEBZAMEIERR (B 15A), RATRIE RS0 HEBMH H
¥ (Macrophage migration inhibitory factor, MIF) @ JLF-Hi BL7E AT A B Source-Target
MM EERR T, RERITEIR T BIA MIF 5 SEBRBREREAERXR, TUE
F|, LGRS+ stem Z40ffl. F4M 5% RAMBIFAABENRXR (B 15B).

P Pt . B

K 15 k-2 FRMAREETIL. ARK-ZENSFHAEGESERS S LGRS+ stem 4115
F i P 4 WAL AR EARMT . Pit mucous ZHML. ARET 440 g LA K % IR ML RIZ R 16 0L BB MIF
5 5B MREfERE.

HE: A B x #i3R LGRS+ stem ZH1 5 7B W 7 WA 40X =AML Pit mucous AR, RRET4ELRAE LA

ERAMEEXRR, y MRRARGESERURRE-ZEX, EBN/NRRRE-ZEHEEER P

BEREEN, GHFoRHEEEMBE; BEATHMERNE TR, RMEZRETHME, &K

RIS EHRERARESHRE. EMRE AT 2 R AR 5 1 R R .

3.4 WRZSOBATME LRARAR “EERr- - A 1E
AR T Hpylori XM BBIDREZRENTENSEL, ULBRTR

., |27 Hpylori X BREINRRRPEIEFRS PN, @577 BB S Hpylori #H

KEBIRZRTEIERWOEERR, £ET Hpylori “B” WERIIHEHLARE, EET
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BHEER (B —BEITREE (A3 KRR, REBEER “RIEHEL” “ER
H%” MO RERIM. EFLTROBIUE, ST HEEN “SAFR, &%
FoNnk, 8. BHE. KT, BUL. AERETE, R, EFRHREERZE
e, EAERE: KTFS, WHEFE, FAIRH: Ak EEERgEs: BR. £
BOCITREREG, BEAME, THAGE, HERBRSHEZN. RITGTHERS
FRRL 30 B Hopylori #HCH: BRERDRZERE, BEXT S OB RIT i 5 R ER S
R, THETH 12 AEHNEFETREFREEEHESMN, REEgHEaTIER, 8
WAEAREE. MMEENSAECEITHERD . 24, b, REHMARERIAR
SHEITRRIGITRI T N, BEEAREN S, RITEELMEAHEETFBRRELRS AW
BLF i H pylori #A51E B BRI 18 SEFREE .

FIFH TCMSP BEERRFAHE TS OBR (5. 5. K2, AlEREE,
B, BA) 6 kAWML RS, LRGBS 43 B GLrsEdl 12 F#, RIFE
13F. KTS 68, AHWEESH. B 6, HAR1H). B LABAMEER
SRIFEEER S BRI L R RSB FA R R, ¥ LRSI FAE Cytoscape
3.10.1 BAF, MR “TEMR-SE A -NMIRE T A, SR LE 16, BRIEI A 134
A, 481 4k, RIEEE (Degree 8D HERT 6 PLAISERIT MR MR (MOL000098)
(Degree fH: 71). ABEZE (MOL000006) (Degree f&: 35). LiZsHy (MOL000422)
(Degree f&: 21). E &8 (MOL000449) (Degree f: 14). B-#1% M&E (MOL002773)

(Degree f8: 13). B-A#B (MOL000358) (Degree fi: 11).
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H T TERAT B A R 1 BB AR b BB S S AL UL 5 W PR 52

MKISZ@mRenitor MOLOOT7380L001771
LGRS cells MOLO02454 MOL001689
) \\ 2 i __MQL002773 o MOLOO1670
i = 2 ToLoases = z MOLOO1645
|\ NSRS =
[ 1 R —AI0L004609 0OLOO
Pal plls [ 1 ”
= 4 1~ = =
N 1 i : o HI0L004653 : @ =
FOHIE: - AHRT - AHSAT—AKRIET AKTI=" BAK"BCLILT BIRCS  CASPY .
CASPT " GAT > CAVE~CoL2~ < OLO4TT
3

B 16 TS FBTR T I B R SR A “HE AR - R PR A

4 TR

BB REFRR—BTIHME, NSRRI ERE—MNEKKNIEE, W
82 H. pylori AT BIE TR ZA RRE R IR A SUREE FI T M EZ 2 B BOd R 4
R RIPLE], X FRARAB IR RN OB AN AT EENE L.

TEAC T AT R BAR A R 40 AU P B AR FEAT T Hopylori 8% B $h5 L K2 40 Ma fr) i AL 8
T, R T RERGE BRI LR MREEEE IR, SR TRARBNEFEK
MR RE R E RERE.

TEIRE A B A A, BATIRYE Correa REXFTIRAT “ K-JEHL” HFEREX
T ARREER BARREA, BEGI SRS RS E, FTURI, 14 BIREARP IR
SMAEE LT EE R 17 Fgifust, £ M ALK EGC A, EMl /LI FAF
£, FEB{E EGC X—FEAH, LGRS+ stem I LLBIE 73.85%, B LR g Py 43k
U, XEBRAIKE. KEMSTRBIFTRY, LGRS+ stem JIEE REH. I L&
WA BE UK BEREPMEEERSN, HIRHFRX LGRS EE KA 682 B MiE
R BRI, ERATBTRH, LGRS+ stem 4UM7E CAG . M HAHEHFR
IRRIZIMLEL ], XREERMRAE (24 Hpylori IR FERET, BHERAERE
BRI E R, SEENBEBRERSHRE THEERENL, BT BEKMLE
R EMBHRKT4M. £ CAG. IM BLRE EGC 44, TATATCLRIEL, T4, #H
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Ha | TR AT AR S B e AT 7 R B B A AR LR 5 I R

MR LB EGE, HRETAM. HAM T RPUEEAT 4, BB IREREE
7L B A BRSO SRR I, SR MR R R4, AT
A, XWRBATT AR, BEIRNIGREEXT H pylori BT M AR H LIS TE S 21 .

Hpylori EHTBEE LiF3E bR ER RSN, TR 2 A G 5 4 55 5
AFETE, SEUBHESIEE RORE, ERSHELE+, Hpylori EHEEEFE L
B ERLERN, BERKAH T ENRERSHEAAR SR B RREF N EERS)
71, 1EMRBR Hpylori J&, BEETNFEESBREENEF, ETk, RAITKEEIEKY
RS IF N IURE B Y S BEAE e pfh, b L B B0 b e At o A b AT A B e 2l . J
H.pylori NFEPRZS NRA M LLE 570 KE, H.pylori BUERRILET, #RAE/KFR A, A
BRARA P TEAS 47, Bl Pit mucous SN B % T BEAR SR, AE H.pylori BUAEIRGLRT
H.pylori FIBUREF Al LLFI M AEZIA LGRS BE M4 b, SEOLETEAEREN, &I
PLRRRBEAETATTHI 4 28, LGRS+ stem I EEA1E Hopylori SUAERGA P E S T HE
ERRY . 7B Hpylori |G, BIASIK Hpylori BEAEISHRES, E45E H pylori SFPEL
REFRER)S, A E RSP - MR Wk, BIAE Hpylori BEAR B G
#rh, Pit mucous A E B4 /D, B3 LGRS+ stem 409 AW 4k, F4HMIH)
HEAWEM, B EAT 2R RRE, £BFEGRGE, EARLERFIRER LGRS+ stem
LA R ), TR B ) LGRS+ stem 40 A 234k 17 5K 9 32 40 i i 2 ML
BEANE GRS ANPS: 5 S

N7 EB] LGRS+ stem FHMIRRIE J o fbigte, FATESE 7 BRIR L R 40 2R e
AL, AR BULE SN Pl RS 4R i g AT 4E SR A L 3 Q4L . MKI67+ progenitor
YA DA K BRI AR, Ho % KA S LGRS+ stem 412 8] F F VI 5Bk, SCERIFFU3R A,
KK LGRS Kl T4 T~ ke 58 e S0k RGN 2 6], % IREEBFE 43 Il IR ik Aa e 7y
MR R EEAERN, FTLLED ZMYLE 45 LGRS+ stem 40 HIARAS, W& K41 RA
[¥) Wnt. EGF. TNF-abl A Notch Fifk DII4 Z4i¥53E LGRS+ stem ML SMH, 78
HRBZ 2R, Bk N IRAT IR RN . YR, BT N o T IR, X BT
Wb e B 5 A B e T R AR T B KA &, B ATRTE DN Noteh 5 5 HIE A
SRURES), X XT4ERF LGRS+ stem A SN EXREE., IEWSTEATR, RATHTF A 2R
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il | TSRAT B AR X BB AU AR L SR MR B SR AL AR LA 5 e BT 5T

R RARERE, R amaBCEESAL, 4T LGRS+ stem S ES .
FESURT (1B AT 4G B (BE 40P . MKI67+ progenitor AR RMGIEH L. FBTS, X5
Zhang Min™ M A—H, EEFHNBERBEAR S, BARIENBBRAREREFE
5, {B7E Hpylori BSERIEPRET, BFERBARIMERKENLT. HK.

AR RN BOE R T R EHRER R FE, BT EMEE Z5F1E
K, {BR BT Hpylori # B RAIRELAEM, fii’k R-spondin (Rspo) {550%, T Rspo i@
454 LGRS+ stem 40MURIBU= £ K Wt /55K pETMMAIIHESE, LGRS+ stem 4
FEBIBRRER R AT AL Rspo EFHIRKER S B T BIRT Hpylori K EEHE, B,
F#HEHIN, Rspo3-LGRS HiRESS RN W HIE BN A AR R R B AP, Z ik,
BEE MRS T BRI ENE . RN RS YR, MR MM, Pit
mucous M LK B4, X MIERE T &K B FE - R MMERE 5 LIRT .

IR SRATTHI R T 40 i B P 4% PSR BV KRR /s - A B 2R B 2 TR B AR R, S 2
MNRMIRBE S K AREEHZ MM E/ERRE, W MRIEME HEMRRE LIES
M, LGRS+ stem 40ffl. FP 43405 Pit mucous 4HME. FREF4EZMAR. #¥EIC4HAEDIA
FMPZ FFERBMKE, X SR CRATSHTH LGRS+ stem HRESMLBE—B, 2
JEEAIHIE LGRS+ stem 400 A S- 4R 5 4. Pit mucous ZHFf. AT 4EZH AL
BRARZEEMEEIERAXAMYE, KIMIF (CD74-CXCR4). MIF (CD74-CXCR2)
BLK MIF (CD74-CD44) FEff-SZANE DA MIRE EAF R RZ FE&EFE, HME
ERRRERE. MIF B2 52 %2R ARMENRE, EH AN, 7 Hpylori 58
ME X, BLEEAERBEN ERALES MIF REZHTRE, 21 MIF 2585%
MRE, TRERPRIBENEEZELEYREYS). 7 Hpylori EEESIETF CagA
EABEFE LR ARRET, B3 MIF, R CD74 % B L AR E mERIE, CD74
AN MIF 152465 MIF 3744, MIF 5 CD74 &6 /58 InA Fl_E B A R )
W, WAMERBIERE, RN ALK ps3 BERRLAKTIF LR Bel-2 Rik, FHE
TARFETRATED), ATiREMER RS, XHERR TN MIF/ICD74 5 SHIR B
VEJB) 1E B AR b R 400 T T H 5 A/ P BE A

KTIRIT Hpylori XK BREFHR, WK LEITMITAAKEBNES. hZLd
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HEHA, BERNSRBNNE] Hpylori FSEMREME TSR, PEBTET
HPRPHERIE L, BB URE—ZRMRS . AT LRI IS R4 Al
.ABER, LED. SEE. B-HE MR, p-AHEE. RERREH. AEEE
P REE RS, BTHERERER, E—FRAHEAT, i AsRRY,
WERAEEHA. IE. PUREMGERF EEPY, AT UL LR Bk
S, R AMGHR R B F R A, BXMPT AL RER, WERALURE Hpylori
ORI B RRA R RAE . PR MR TR AR 515,

ABRERBRTHEELAEY, BalAIEEL, ABEREHRATERERS. BF
TRIEN. PUIESSMAEER. AR, KBERWIRIER T RET R
ZFERAREAT . BUETFRRERFEEH, fFEREaNE (IL) -18. IL-2, IL-6.
IL-8. IL-33. FEIRZEREF-a (TNF-o) EHFKFPE, TWE Hpylori FXBRERIHRZE
AP, IRIE LM RNA-seq &5 R, BATA LURILLE H pylori #KH BB ATRZHLRH,
ZMEREFRIAKPEER LI, RBERT AR BRREREFRKF.

WRB R P HEATHE RS, BTEERRE, EHARIN, WRBATUBEA
BIREAM (AGS 41i) FRAMEETF (TNF-a. IL-1p. IL-8) HIFEM, k4,
FEYIET] LLHIS] CagA F0 VacA [ AGS @Il 540157, SHBER ATEIERE. HH. &
TP HERERERS, EFERXTEEEE. - UEEH Hpylori MBI RED, WEY
BRERELEY, BABRBHIENT B hEFEREER.

B-#A% MRETHEFEPINERRS, EHAER, B-#F MRV LB # N
S Y B A I I BIE 5218y (Peroxisome proliferator-activated receptor v, PPAR-y) 8
T AR B RIE R BEIE Hpylori BEM 8 LR MM EHE (Reactive oxygen
species, ROS) 7KF, M4 EFEF MAPK A 51 MMP-10 Ri&P,

AHEIN, ARAFE-EHRRYE BEEESENRAATRIALE. HEHETH
PFHIBERPIMATRE GEO HEET TRBIEEEPOIRKELRE S, BRESH
AEEIRPMHERT Harmony M7 EBATRE RN ZHKR, ERATENNR, EHIES
PR, HERERNERFARTSEE, XRRBAE L R E R R—#X
HIREABIT 1. ik, BRABAVERKXRTIF DX Hpylori BRI _EE BT T MBS
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¥, ¥4 Hpylori BEAEESS Hopylori AERERYLIRAE X4 IF, HEFEAILT 10 B, #EAE
MRTED, BURTE SRS RN RA T B M A E T b B RIS 5k,
HARBFS, N THRAKEEMRBENEEER. ik, ARAERNATEET
FREBEREHTHN, URIE R, it BRITEAHAFRHI T —BEENE
P, X LGRS+ stem 40K H 450 EHMBEAT T EAE T HIR I T — e EE S S
B I HR 25 5 AR A AT IR, (B e W 5 5 R 2 I8 LI I LS K3 B
E RN Hpylori KIS T Gn{a 240 Mo 2 B RO 40 L EL SR 1) « R - i L7 o oo
FRERR I, ATHREI T DAREN B R A EE R S,

Bz, AWFHEREET Hpylori RNEPRZE T B R L B KB ALy B an %
FAEEE, HEANT Hpylori BREFESFHBEFE L FARABSUAAMBWEL. Eid
T Hpylori B EH BER L RAMRBES L HUEERE, RIVRIET B IRMHL. B
HEMAE . LGRS+ stem ZHAL. A 4r b4mp. =408 0L & Pit mucous GARETE H. pylori FI5E
BREMWEALFHRNNERL. TITHET L LGRS+ stem Jy=E (4 HIL7E B 5 BT
BHANEEERMAL. TTARSSAFTRETZEA. SEBEEB T Hpylori
HXBRIHRE, WATFHEHSATHR T LGRS+ stem S5 5 1658 544 i 1 F $E
REABEERER . EIRATE4 LRI 40 M S0 5018 81 2 A B F T Hopylori R B L
BB RE AP RIS A B R B FIEE s, R EAIE Hpylori 1K B KR4
BEEEXE.
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B=F5 PR T Hpylori B\ BHERYESTES
B EARNE. 5 RA TR

ERIREW P ELEALE Hpylori BIRET, BFE L HMMEARERETEWL,
IEINETRETERETR, Hpylori FTAT A B R4S EEK) LGRS+ stem 4% £
AL MIF 5 5B R AL, B & R XERSGRE K3, M E A
B I #IE BA AT RAVA S T4 A 4R 457 70 R £ (R b B2 40 B T ISR SR M (60630, 7
RIERBT SBARFETLRF B RFIER. MIF %38 IL-1pH TNF-oDEHKIE
A5 T 4 BN E ST R0, ST SEIESE H pylori RRYL ] B2001TE E4 MK
HWR%, BMAKEW%IX—RENT Hpylori B G K B R HE F 1 AT 2T
BERE, HRTMHERING T B8R . BHAINA Hpylori SERERER 83040 M B W
H.pylori 1@ BRA M ZIFIZ0M MR E, HERI Hpylori 55 K40 E WIXE S
MR AR ERG R R AR

H.pylori BUEERB G SEEEREE T Hpylori BENARRRE, ENE—EHERHT
R, ERETHESN Hpylori PR SBEARENRARAFN, ERTHHE R
FEIXFFORAS T RERYLSEIINE AT &1, BUERZN S, BISEL Hpylori BE
GES-1 FIFE3EFRERL, FIF Hpylori LY CEHSLEESR) FiBM Y (KRt
B3R MMBEASRIRAEMNIT R+ GES-1 41T . AW, @&, 8%, AMIAT
BRRANGRBE WA B TS OB, HRAS QTRE /MRG58 R YT R x
Hpylori %S HARREINHE. AWURET-SERNEM, NEETELEE Hpylor
FSR I BB AT R 45 F UL B e 2.

1 MRSk
1.1 FEZB{ERRE
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17 FTELIHEE

LRI LB WEHS PR FEH
M LIER SW-CJ-1FD FHMERZREZARAERAT HE
CO, HR T MCO-15AC SANYO Az
-80°CHBIKIEIKFE FORMA 700 SERIES Thermo Fisher EEs|
i 4°CUKFE SC-240 R FE
18 20°CukFa SC-240 R o
FIEHZEME IX-51 OLYMPUS A
R B O L 5702R Eppendorf #EE
5y e MULTISKAN MK3 Thermo Fisher EH
B BT B Tecnai G2 Spirit FEI, Hillsboro xH
EIR B Ak 0.5-10pL. 2-20pL. Eppendorf i Aes|
20-200uL. 200-1000uL %%
ERMERHE LY. LEGEND MICRO 21R Thermo Fisher xH
SIYeE T Nanodrop lite Thermo Fisher xHE
KIEEE PCR X StepOne Software Applied biosystems xHE
LK AX EPS 300 BIO-RAD xH
R AR X 2500 BIO-RAD %H
MEINFESS - Gilson A 8] Z=H
VB R KA HWS-24 {8 ERERE& FE
PVDF i (0.22um) ISEQ00010 Millipore x£H
3MM ZE4K 3030861 Whatman EE
it 38 B TS-100 T HM TURGERHIE A A hE
LKA BG-subMIDI Tt EREYHEARFRAA tHE
REBE AL 3-30K - Sigma =
4+%# i-PROTEAN® Tetra
SDS-PAGE Hisk Rz Ol Wb A i Trams-Blot® BIO-RAD
Module And PowerPac™ xH
Universal Power Supply
BRBB RS GelDoc-1t310 UVP EH
WERNBRIE RS ChemiScope6100 CLINX %554 thE
U R CytoFLEX beckmancoulter *H




I VSFAT B AR R B AR R L R SR RN S IRABT R

* 18 LIPS

B RAS FRAE EXK

SPSS IBM =

GraphPad Prism GraphPad Software Inc xE

Adobe illustrator Adobe EH

ImageJ National Institutes of Health EH

1.2 FEZREH]
x 19 W FERN
R IE=S "/ =K g
DMEM SRt 12633-012 Gibco F#H
fas M iE 10091-148 Gibco E e
HHEERAW 15070-063 Gibco e
EE AR 15050-065 Gibco E s
CCKS8 C0037 BEER T HE
g 5w - Coming *H
TRIZOL 10296028 Invitrogen *H
TooK 7.8 pA e E# i E
SRR Sy HTan E# FE
LC3-1I Hifk bs-8878R Bioss EES|
SQSTM1/P62 ik bs-2951R Bioss HE
Beclin 1 Hifk bs-1353R Bioss GES|
Actin Hifk AF7018 Affinity BRH I

UltraPure Agarose 16500100 ABl-invitrogen xH
SuperScript IIl RT 3% 3 kit 11752050 ABl-invitrogen *H
‘Sybr gper mix 4472920 ABl-invitrogen EH
T B4 T8 marker BP06193S iy ch E]
DEPC 7K MD911875 MDL & [
EORIE MDL91201 MDL H
=1 LI MD912893 MDL FE
BCA FEBEWEWE kit MD913053 MDL EES]
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£ 19 ERFEEH (B8R

AR =YL N TR =
SDS-PAGE Tl it &2 kit MD?911919 MDL T E
= ) MD912565 MDL HE
HARBR P0013 BEXR HFE
R IGIEY A38554 Thermo Fisber E3ss

A IL-1p ELISA R & FU-R2675 Biofine FE
A IL-6 ELISA & FU-R2691 Biofine RE
A IL-8 ELISA {7 & FU-R2693 Biofine HE
A IL-12 ELISA R&FHI& FU-R2698 Biofine R E
A TNF-o ELISA &7 & FU-R3450 Biofine FH
Fetal Bovine Serum 10091-148 Gibco E=H
Penicillin-Streptomycin 15070-063 Gibco xXH
0.25% Trypsin (1X) 15050-065 Gibco *H
lipofectamine 2000 11668-019 ABlL-invitrogen *(H
OPTI-MEM 31985 Gibco xH
A TR & KGA1026 BRYLELEY +

1.3 L. 4. 3

M. ANBFE LM GES-1, MEXEIPEMERERAR (FED;

B : H.pyloriATCC43504 WLk EMEARBR AT (FHE);

Y. SPF M Wistar KR 12 R, 4EE 80-100g, WX B AL 4@ 4L 7))
MFREFRAT, WAIES: SCXK (F) 2021-0006. LR ARAEE 23-25°C. BE
FE 65%-85% % T 7%

1.4 PHE TS BFRLAIH %

S PR HLEH 10g. LHF 10g. KFS 10g. BHIEEE 30g. B 30g. FE
A 10g 3t 6 BkFZH M. RIE (PEARILMELA M) (2020 D URERFELHER
RRAK (BT PRI EEEMNIEY 8 2R H] & 5 R T & .

2 W
2.1 H.pylori 53¢

1) H-80°CUKF T RFFRK Hopylori B, 7E 37°CKABRFHRERL, BitbiTfE

BB B YR A T R R E;
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2) B 10pL MR T B M PAR BRI, RS LFRIKET 37°C,
WMEAKMRIEFRE (10%C02, 5%02, 85%Na LLK 90%LL F B i%ss 3-5 RAF
K H BB

3) BKERIML-FAR BB Hopylori BL R, R T OO T 20mL 0@ W% Fr 2 K T B 4
i Raal

4) REHBTEERRIEIRE 37°C, MHBEEAFMFRIFEIRME (10% CO2; 5% 02, 85%N:
PLE 90%LL ERIIBEE) W 3-5 R, MEEFLFREDEM, T Hpylori £KZE, LT
SEHA

5) EX Hpylori E¥, #ATEL 3min, 12000rpm, B EEBRMMAEIE, WE
H.pylori W PTIEA T /G4 T GES-1 ZafttiE o+,

2.2 ZHHEREE

1) RFRFEFE-80°CUKFET GES-1 MU GBI E T 37°CKMB R R4, 2

2) BRGFHAREZELGETEA Smin, 1000rpm, R/EFEEBER, IAS
10%fi6 4 M5 i Se &3 TR 2K B OB T 4Bk L, RS B |4 HYTE:

3) 4 GES-1 #iffiM T 5428 DMEM B5rE T (F 10%R4MELU K 1%EE R
FEBRIT), BEWA 37°C. 5%CO: BFrFAP TS, BT HEKPN4 TS
SR

4) BXAT AR THEATSEHR) GES-1 4058, 6/ PBS /EHt4ML 2 KJE, S in
NBEEEE S HILM, REFMASEERFREL EEL,

5) HEREBESHARBENIEGENEOLED, AZEE FHITEL 3min, 1000rpm;

6) FELER REEAHKFEERMRITERS A TRENMKLREHTH
ftE B 7R
2.3 B3I H.pylori S15/18 1% GES-1 1R
2.3.1 H pylori 24 %: GES-1 ZNfmi Ry

1) RrabTEAEKIIN Hpylori BRAEZRAMH TE.G 3min, 12000rpm, AJ53H
% LIEW, A4 ERMEyisE:
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2) 3| GES-1 4BMINGEER FEIX T 80%It, 5 AN 5] Aty AL 28 PR 25 %0 4 B AT b 2 .
OZF EXRA: FEER 6 FLARTH 2mL FrE, FhEFM 2mL 8575 @H pylori
FrREEA . FEEK 6 FALRTH 2mL FH5FEE, A ImL Fr¥EFrEMN 1mL 337 Hpylori K]
B, @Hpylori H: FEFXK 6 FLARFH 2mL e, M 2mL FFHREESE D
55 R Hopylori SRR, HBMEREE S (multiplicity of infection, MOI=41 %]
. MHEFD =100: 1 KHBIIMN; @Hpylori+EH MEH: SOEMNEIETFREM—
SR 240 2 JE, BRALEFMEREFRAM 24h:; OHpylori+SZ5MEH: 5@HEMAK
BRFM—BUES 24h 25, BASAMLERFRAM 24h;

3) FEIEE B TIEE A 24h FHFRIRE T A 6h. 12h. 24h FIFES LA,
FHH#ITRBERE.

2.3.2 Hpylori 181 BH GES-1 4t HY

1) fefgidtEgsrdEd, RS St RgR -8

2) ATREMEES KRR, HtkgRE —XRAFFmTIME—K, FH
ST 1A
2.4 DHE TS PR S H BN %

¥ LEARMSER 12 R Wistar KR 2 AZEFRAMERENRA, §H6 X, Hiit
ITENERSE S K

1) Z2aFNAYPRELAYTM: HBERNEE 70kg 115, SHRASBHA
#20g, HEBAREBNERRAFER 6.3 FiHHE, XRESHEEHERN 1.8¢/100g.
i A A 2 85 AFR (S B 50 10g/48, 2 AMA 1 HRFE) W@ T 100mL SPF
FEYRFKF, RERIRERA 2g/L HZHR, KREHEFEXR 0.9mL/100g: EFHXY
RAFRHRASERENEMKHATES, BENFAEHE K, EZ6X;

2) BT RKKEY 2 /MG, HH 2% KEAREERVENRBFHEERR, TEBE
BB 75%CBHATIES, REITEE, REREESKERM, Xil5=E#E
30min, RJFFREB I 4°CKFATEE 2 /P, ZET 3000rpm H L 10min, BE E7E
B, X EBRRBTREAKER, BMERT RS, ET-80°CIkEP£H, TR
U ME RS & T, | )
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2.5 B R M S A8 MR G 40 B T S M 2R AL

1) ELRME SRR PR — G, WESMEHURIEME 2
i

2) {#F PBS Bk /G 4HMIE, ¥ 200pL 2% % — BEVE RN BB O 5 4R A s it
&, PBS BR¥tE, REERMKER 4°CHEE 2 /Met/E, EHAERE BB T BKA
H,

3) EAEEY A VINARABATREE Y A, ABEERVIRER 3%EEmRe-Hkk
BRmERA,

4 YRR FRENBENEZAMBES.

2.6 CCKS R 40 fu ¥ e 5 4%

1) BAETHEAEKRE, £KRERIFK GES-1 44/, L 1.0x10%FLE 4 B
T 96 fLi, AL 100pL HMLEW, FRETEH, ERABLLPIA 100pL TEE)
PBS, WET 37°CEFHE LR

2) kHSEFLIA 10uL CCKS8, 7 37°CE:FEFE T E 1h;

3) ELENBFN ENEESLNTOE, THESHMMISERE.

2.7 ELISA &3

) AR RAEBRHMAES = b EARNANR, ER&NTE
> 10 434F, 3000rpm 5, HX _EIERIATRN;

2) HREAFE P AN KRIELTRBTRIE, BAREWT:

OM 4°CHIKFEHEH RFRNE, ERE T FE 20min, BUEFTEORE:

QR BIFHEMILFERTL, RIS IR R E AR S S0uL:

O MBERTLEINFFMEER 10uL, BIINFERFBRIK 40uL;

@Ff J& AR e ML RE AR FL R BILIMA SRS /LB (HRP) P mIilbisk
100uL, FAFERER RN, 37°CKBHEE 60min;

OF EWE, Bk b+, SAMBERER, BE Imin, BEREER, TK
4 EHT, WS EE AR S K

@B ILIMAKEY A. B % 50uL, 37°CELHHH 15min;
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@OBALIIANL LW 50uL, 15min A, F 450nm P40 HIE &FLE OD fE.
2.8 Real time Quantitative PCR (qPCR) ¥l
1) Sl¥F3
®20 FPRItER

Target Name Primer

Actin F TCCTCCTGAGCGCAAGTACTCC
R CATACTCCTGCTTGCTGATCCAC
P62 F CCCACGGCAGAATCAGCTT
R CCTCCGTGCTCCACATCG
LC3 1 F CACAGCATGGTGAGTGTGTC
R TCAGAAGCCGAAGGTTTCCT
BeClin-1 F AACCTCAGCCGAAGACTGAA
R CAGTGACGTTGAGCTGAGTG

2) BEZA S RNA #EU(Trizol #): WEMMZE 1.5mIEP B, IANEERK 1mL Trizol
HFEYHME; M 1.5ml EP B FH0IA 500ul FAFIRG IR NS, § 1k Smin; £ 4°CF &L 10min,
12000rpm, /NOREEFER THKN 1L.SmLEP B9; MO BB EE®RFMA 7000l 7
REE, BHITRSES; 7 4°CTFEL 10min, 12000rpm, MOFE EER: B 75% 2.8
BRI — IR, EEJ/TIERT: F SouL # DEPC /KiE#E RNA JiiE: REHITIAENE
TREFB B KR

3) S RNA JEEAN: £ BRI E I E RNA WREFIZLRE, M 275 A VA% RNA
) DEPC 7K1A%E: ORNA IRERE: 7F 260nm AL E{E N 1| TR 40ngRNA/UL, FEA RNA
WEHEARAN: A260x40ng/pL; @RNA ZEEHIE: RNA BRI A260/A280 AIEL{E 2
—Fh RNA SiEERI %, ERETEE 1.8-2.1.

4) WEFA R cDNA: W F{FF invitrogen KI5 3 A 7 & superscipt 1T,

ORRAEZFR 1 B5L:
x2 RMHEFR1

il & (ubd
RNA 200ng (10uL)
Oligo-dT 1

Random = . . —. - EREERREES P |

@#ATIRS, . 65°C, 5Smin, HREETIK L,

97



| THRAT B AR 1 B AT AR BRI B A (AR ML 5 I PR 9T

@Sk F 2 B3I
+®22 RPKR?2
A & (ul)
RREEZR 1 12
dNTP (10puM) 1
0.IMDTT 2
5X Buffer 4
RT &5 1

@5, B. BT 42°C, K¥ 60min;
OBM/EET 85°C, RN 10min, KIFHHEREE;
ORBIZRGHT=YE T-20°CHF .

5) SRR E 2R
(DReal time PCR R & REE L :

£ 23 RPiEFR
B IEEE (pLd
cDNA 2
PCR mix 10
primer F 1
primer R 1
ddH,0 6
Q¥ LA GEREAG, BE—T, BETRUEE PCRAEE, ERBEIT M4 R:
& 24 PCR K Pigkf5F
] BE (°C) B fR] fEER 3
A 95 5min 1
B 95 10 ¥
Bk 58 20 ¥ 40
HE AR 72 20
95 15 ¥
ol A 60 60 %5 1
95 15 %

6) HRMAXEEBER M. HMNREETELR:
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RO = 2-6%-560)
qu = FMI2H B ME R FICHE - FFIE N S 5 HFHCHE
ACt, =Xt R4 B (95 FHCHE — 3 B 4H 2 5 T HICHE

2.9 ZHMRIRSEL

1) marker &7 6 FLRE G, AERIE, HWAKRER, KAEHE 0.5~1cm —iE,
BEL, BILESFE 3 LL;

2) MAEETRN S, BREES AIVE ARG

3) BLIx108AN/FLEF THARIEFE 6 FLIR, 37 °C. 5% CO, HAFIR K37 T K

4) FrEMMEEEILT] 90%LL b, & 6 FLRURHES, AMLIEER, REEETH
FRIBERRIR, HLEREH, FEMEM

5) £/ PBS #E%EAM 3 K, EREITRMAM, MATLEREFE, FRHEI Oh
A

6) TR 37°C. 5% CO, ¥EFRMHIEFE, £ 24h .

2.10 Transwell B35

1) BUGEESFEI GES-1 408, A0 3ml PBS {E¥E4IM, 0.25% REEES: BUMILIEE,
1000rpm, Smin B, F B, PBSIHEEMIR, BHEERAME.

2) I 1640 HFEE MM, MAIHEERTTE, TMiE 1640 HFRERBRAM
WEZE 2x10°ml, %H.

3) ¥ Matrigel 7F 4°C R — KR4k, transwell /NE | 24 FLEEFFHR A L AE-20°CE
BRI

4) RTLMEREFERRE Matrigel ZLIKE Img/ml, K EBAE;

5) 7 24 FLR AN 4°CTRA 800ul 10% FBS1640 3353 (& L) » FEIHA transwell
/NEE, FE transwell /NE EEJREHREE A 100pl £4REH Img/ml [ Matrigel, 37°C
BE ShFETHRER, £F Matrigel TREBOR/GTE transwell E = 53518 A 20001 &4 4H
MR, 37°C, 5% CO,3EFRFEIEF 24h;

6) EUH transwell, F PBS /NUEH/DNE—IE, A 70% K ZBEE R IE €40/ 1h;

7) A O0S%EMEEREE, ZRPBE 20min,. PBS FH— T, AT HIMERE
EE—MERIEBARETF, BEMETHRERR,
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2.11 AnnexinV-APC/7-AAD X4 35Kl 40 i 1=
1) BACFHEAEKS, KRS RIFHN GES-1 41, Tl Sx10° MEM T M5
6 FLIK, 7E 37°C. 5%CO,FEFFAFREFRTR;
2) BEBWTAoENMARRITLE, BA=ANES:
@3F#B4 (Control);
®@H pylori 48 (H pylori)
®H. pylori+ 30%IEH MIEH (H.pyzoﬁ + 30% Normal serum)
@H pylori+ 30%% BN & 17EH (H.pylori + 30% Drug serum)
ALFEEFE]: 48h.
3) FEFIMMEIEFRATESG, WERMM, 1500rpm, Smin B0, % EE, 0 PBS E&;
4) F PBS ¥4ME% 2 X, 1500rpm, Smin;
5) 1% AnnexinV-APC/7-AAD 40 LA T MU R AE T BA HEAT
@ #mA 500ul Binding Buffer, =24,
@ 5ul AnnexinV-APC V85I /G 5ul 7-AAD, ¥B%]:
® ZFRBNRF 5-15min (RN KA, BEEMMAI AnnexinV-APC 1
7-AAD; FHHEEXTHR 1, AR TR & 8 B A I /E AP X B, RN Spl AnnexinV-APC
s FEEEXTHE 2, AT HRERYEAETIAERFEXE, R0 5pl 7-AAD #45) ;
6) WAL EHLEI .
2.12 Western Blotting 13 & B R EE
1) REEAR
O 1mLPBS, B 5Smin, 500rpm;
@B FHRE N PBS, fhiFEMER, A 5 FERRER, B
@B LR KB AR (3x10s);
@FE 4°CF, . 15min, 12000rpm, Y4E Eigw;
©fEH BCA BT BENEROKRE, EA L Buffer $EHAEEN Smg/mL,
20°CRREEEH, BHRREHR.
- 2) BHKRENE -
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OBERB4MEAED (BSA) trEd;

@#1%& BCA TIEH;

¥ &R FE B R B BURRAE SRR U 2R B P A I BRSO E &
BAON BCA TEW, B4:

@#F+)E, 7E37°CF, {#{E 60min;

OWHABERRE, EAAXNE, MEFEMHE 562nm BUZEE I KIRIEE:;

©¥ A FRUE SRR A BTE 562nm 4R IEE R % 5 BFRMESTE 562nm &b
MR S fE

3) SDS-PAGE Hik

@Ol % SDS-PAGE £tk : W ERFIERLEF, ITEE, HEEH 0 BRmEmiR
Egk FEREGTIEHL 0.5-1.0cm &), RJFEH] 10%5) B 8mL, HREE N BRI
o, FERAAERERME (BAFAESRHE): CHAEEFKESRE (RAaxES,
FHTERRES), ZEBEY 40min ZHBEIREEE: BH) S%RIEK 4mL; B EEF
KEBEER, FRATKETRZRERNRE: BRERREFEEWE, BRI 5%RER
B ERBRTAESH), BAEGR, TERERBEYL 40min FRBRERT, B
TSR T NG R R, PRI SR T e TE ek

@Hk: B-80°CHKAEFEHERNARARESRS, MEBEAKF RILEA
BAR), HEML: BEEATESR MAHNERHNEEARSE SxBEARBKS
K EREZNRIES, 95°CEME 10min, MEMEAKPRA: BHELBEMERRLT,
B AR B R ERE, BERE, BHEERE S0V R MBTKRARE AR (BE
27 8V/iem); MIKMELKIESBEELME, SREkK: BREKERE, BER LS
BRI E A KBS B Rk U E PVDF K.

4) ¥fE: PVDF BSEET 100%FEEHIEHE 2-3min, 7K. BFEBKRIESE 2minx2

W, BETBHEBTEH: HRS5RE#ERDG 6 B4, ARBEMBBREESH: B
THKIR, HHETFE (FMEEBRET), AOIRERRPHBRS REH EERE
B VIRRERER, BEHRRHABRRER K BEAREEEAGEIE. SUkK
IR (HBIRWIFE, KRABREH -3 BEK-HRK-PVDF B->=F
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K\HEBE ), MBEREIR, BASERBEEMBRNEBEKET,; EREERER
FJKEL, CRUERA AR ERAS). @RI, HEERET, 65V ¥ 2h; KT
HE (&% BR%KHSFERD) XNE marker $ETHEY.

5) DuikEE

O#A: MERHEBEETHARS, 8. BRELSERIPRETHA 1h;

@—HUR ML : K —Hi F 3 VR RE, K 33 B 3 AR 43 S I X R ) — B T AE R
4°CRBIER ;

O@¥efE: HRMBEBANTFIF, A 1xTBST %E=K, (FE TFEERIER)
BIR 10 2348, BeHAREEH—H;

@ZHURF: K —HiA 1xTBST #kk 300 £%; KEEEHN—HRMEBAZHRT
el (ZiR. Bh&18Es)) /FH 60min;

OUEfE: F 1xTBST e, HEIFE .

6) BAKEAR: B 1. 1 BELZERCRMEFETHMHBREE, ¥ ERBER
HAIGTE PVDF R, B T/EA 4min, BHEE BBk, BEBAMLERLRSE
2.13 Sit5k

PR 4iit 53 T7E GraphPad Prism 9.5 B 4T . M EBTRIBIEF A FI9E + 5

HE (F1s) BoR, BREBITESHERLK (Shapiro-Wilk #%), HREAWFELES

S, MBAREHZSHH Dunnett SATHTHRMELE, EAFEESSHUER UK
. P<0.05 AAZRAFHITER L.
3 4%
3.1 ZAFRTHREENERFE

NT FEARWRE NS QRS2 MIEXT GES-1 0385 R o, A5 FIEE T
10%-50%A [R5 B RS 25 MG #4752 %, [FIRDR 50%FBS (BG4 1MiE) 1ERFRERT R,
WL RAT LUK, EIMAEZMIE 24h J5, AREIRER & LB GES-1 48R
H—ERIEERE, 40% S mEK ERE B RHEGRMSEEGE (B 17A), Hit,
AW ST 10%-30%IK E B2 L BORL & 24 L35 T 5 S48 55 H pylori $£35 37 5250
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RN R B BRI, IR IR 30%IREE IO IE % ISR B 1B Xt iR . 72/ 17B &
AULRIL, 5 30%IEH MiET Hpylori 541 FRMIEL, 30%S BRI & 24 i %t
GES-1 #ifiH B HRIFIER, T 10%KERZ B BN & 25 B HRARTFERAS T 30%
IEFMAE, 20%KERS AR S ITEN S 30%%KE M IEH IEM R R EFAMS,
THEZER, FIEREERT, RPFFTIERET 30%IKE RS 0506 & 25 % & 1E#
BERRERERETTH. AU, 5 30%EFMERIF GES-1 4UMMHLL, &
N Hpylori 3t555% /5, HEIIGTEEE /1 B3E T %, RY Hpylori MFFERER B EHi05 40
H

[ I
. 1.5- -
2
z 5
= S 1.04
S L
s =
— (3]
Q
Q
§ 2 0.5-
= (3]
o )
3 2
0.0

17 ZEBRRETHFEME. ARERES QB S 20BN AREEBEER: BARKE

S AR EHMIEX Hpylori SHMEHFRE THRFER. (A BhS5XE4A (Control) ML,

** P < (.01, **¥** P <0.0001; B A+ 5 30%IE% M55 H.pylori {fEFH (30% Normal serum + H.pylori)

HAHEL, ***P<0.001, **** P <0.0001)

3.2 ZAFNSHMFERE H.pylori 3R GES-1 41 g 5EKF
KBRS T Hpylori 5 GES-1 i3t 576 R, B3l Hpylori 7£ 8 h 2R

E R AR, B Hpylori 5 GES-1 #iMi3L353% 24h J5, 703w E T Hpylori S5h@R 4

4 (H.pylori), fEILEEFBEIPINA LR iiER 2] 30% 5 25 G4 (H pylori + 30% Durg
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serum), PR 30%IE% MiELH (H pylori + 30% Normal serum) ¥R 505 BRI H pylori
RYLJE GES-1 4MIM/ER: FR3E T8I TR ER T IR FREEBA (CP) KR
CF FIREH R0, KL WA 18, 1 CCK8 AR %4 GES-1 AMarEtE, KN
H.pylori 889 W S b INH HRIEH (™ P <0.0001); TS PERYBR G 4B A RTR
SR P FRE R AERENEE LB U ERSABREHIEE, TLUFREHEIR, 30%
WE RIS AR E 2 M5 T DL 25 3R B Hopylori TIHIH GES-1 41 384 5 I 7K S (###
P <0.0001), TiEH M MR =M EK-F1EE S (P>0.05) (B 18).

- 1.5+ *okkk
c
'-g *k
| .
= 1.0- |
-6 ? ’ S—— ####
s ns —
"6% =
E o 0.51
=
(o}
Qo
2
n- 0-0—‘ |
N
{,\\4}0 C§< *\O ‘\)6\ @(\)&
P QY \F S
2 \)Q
& f
N
Qo\o "56
' x
\0{\" Q‘\\O‘
N

K 18 &\ BRIRE Hpylori B RIPNHH GES-1 HRMF/KF. 534 (Control) HEL, ** P
<0.01, **** P<0.0001; 5 Hpylori 4l (Hpylori) ., ##* P<0.0001.
3.3 ZAPRRE H.pylori SHEBRIMH R GES-1 41Hu 5 WM <ER/EEKF
AHFFRIET qQPCR X400 E WEAR S P62, LC3-IV/LC3-I LA K Beclin-1 )ik
TR, Z5RE 19 B, #E Hpylori 5 GES-1 40355200 ARG HiE, SXTHE
41 (Control) #itk, Hpylori 88 (Hpylori), P62 BEFXEERE (*** P <0.001),
LC3-I/LC3-1 BA % Beclin-1 ZEFRENRHAE T (* P <0.05, ** P<0.01), 1T
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H.pylori 3 3- 25084 (CF) WEHEXER; Al IER L& ALK& S 8 MR & 25 fLiF
J&, BTCARIR, 5 H.pylori HLAHEL, TIAZ BSRL & 24 5 4 (H. pylori + 30% Drug serum)
) P62 ERFARE T (P P <0.0001), M LC3-IVLC3-I1 LK Beclin-1 # K #RIE
¥HEBENRE (% P<0.0001); EMANEFMESE (Hpylori + 30% Normal serum ),
5 H.pylori A#tG, P62, LC3-I/LC3-1 LA K Beclin-1 ZHEFHIRIAHLHERZER

A B C

P62 LC3-I/LC3-I Beclin-1

mRNA relative expression
mRNA relative expression

mRNA relative expression

19 H.pylori 55 GES-1 i3t 575 QU R QLA B MAH R BRI RIL . qPCR Rl P62 (A).
LC3-I/LC3-1 (B) LK Beclin-1 (C) # mRNA FiAE, 5 Control AL, * P<0.05, ** P<0.01,

**x P<0.001; 5 Hpylori AL, ## P <0.0001,
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LC3-1 |
LC3-11

Relative expression

P62
0.8 ns - 1.5=
T 5
0.6 B
8 101
- 2
0.44 —_— x
o
2 05+
0.2+ 8
&
0.0~ 0.0~
> & o &
& © W e‘\‘\\ .z&& &
P e F o s
&
& O
g
GO
P
R
¥© 49
‘?‘Q* Y\ ‘\Q*

LC3-I/LC3-I

Relative expression

0.8

0.6

0.4

0.24

Beclin-1

& 20 H.pylori 5 GES-1 UL 77 Sk R L4 B W AE X B 53Rk . A: WB 1l P62.LC3-1/LC3-1.

Beclin-1 ZZEAFEE; B: WB ¥l P62. LC3-II/LC3-I. Beclin-1 EHMXIFAE, 5 Control ALt

B, *P<0.05, ** P<0.0l; 5 Hpylori HAtL, ** P <0.001.

106

ik



He I TRRAT BAR R B R AT AR _E B s SRR YL S5 IR R BT 5T

Control

CF

H.Pylori + 30% Normal serum H.pylori

Pylori + 30% Drug serum

P - ’ il

B 21 H pylor IRITFARM ST, AT T S5 (TEM) o LOEZEIR T il GES-1
LR R R . B R R A

AHFRA WB 77 AR 4 i B AR DGR B IR 1A, 45 R ILIE 20AB . #£ H pylori
5 GES-1 4liffudtissr BRG], 534 (Control) #tk, H.pylori 42 (Hpylori)
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P62 EARIX/KFEEWMIN (¥* P<0.01), LC3-IVLC3-I1 X Beclin-1 EHRIEKFHE
TH (**P<0.01, *P<0.05), T Hpylori 3532384 (CF) SxHBAML, P62.
LC3-I/LC3-1 & Beclin-1 EHFIREKFHILHAEER (P> 0.05); 584 Hpylori 4

(H.pylori) B354, ZEMA 30%2 AFR &2 M55, P62, LC3-IVLC3-1 X Beclin-1
BANREKFHEBERE (¥ P <0.0001), TN 30%EHMiER, 40 EWEH
KEHWRIEKTS Hpylori HELEHAZZER (P>0.05).

ESTRERNIR, 4 (Control) GES-1 40 LAR SR H pylori B35 IEwA

(CF) 3w DR B | WA B . (RAERTAS), TIZEMAN Hpylori J&, BWEAKH
TR, SGRIE 21, Em EXAHR, HEWAHXEARREEMNRD, 050EE
WCRHIE], TOIMAZS AR EAMEE, MREEERKFRE, BRERNEREE .

A LIRSS R BTN, Hpylori S EERYL ] UL B F6E GES-1 4 M B BIRKF,
TMAS AP & A IS, 48 58K TFRERS, XER\S QPR LR Hpylori
IHIH GES-1 41 5 WK F.

3.4 H.pylori 214BY+% S GES-1 Z0fufR 4 BF 438

AW FiEd ELISA ST LRI Hpylori 5 GES-1 #jEItiEsEE, LMt
GES-1 HBEBAKENRARETF, IL-6. TNF-a. IL-8. IL-12 PA % IL-1BZEREFH
KFEEXTHEA (ControD) #HEL, RILHMBZWER (++**+P <0.0001), £5RAE 22 Frzs.
MAEMAIER ME RS AFR S LER, REFETFRKFRES LS E N T

(HH## P < 0.0001).
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50+

>
1:|§
=
w
03]
@)
a 9
[= I =1
| R, |
A{j
|
H
I

IL-8 (pg/mL)

1L-6 (pg/mL)
TNF-a (pg/ml.)

60

=

IL-1§ (pg/ml.)

IL-12 (pg/mL)

22 H.pylori 5 GES-1 i3t 7 S R YL S SR R B 14038 hn. ELISA ¥4 [F) 4-4H 40 %
FWHREAETHIWRE. 5 Control ZHELEE, ****+ P <0.0001; 5 Hpylori HAfILL, ## P <0.0001

3.5 Z2APRS Y IMEHRT H.pylori 81EB Y GES-1 41K

A FLEESL T Hpylori 5 GES-1 WML FRIEHERPER, I Hpylori FEB +
1@t KRR R AN, ¥ Hpylori 5 GES-1 40fa3t3s 7% 30 Xf5, {£H CCKS
PR GES-1 H RIS TEIETE. SXTHE4L (Control) #HLk, Hpylori 1@MERYAELIHE
Hi3EE GES-1 45 (™ P<0.0001), MIAIEEMERE, MEEAEICHER,
T 30%Z AR & 25 I /5, GES-1 MIEAE T E T (7 P <0.0000), H
REER L 23,
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2.0 ok ok
£ i
g s
g -
43
[« UGS 1.0 HitH#
w— —
o =
c 3
= .
(o]
o
2 oo- _
AN
(,\\So *\0‘\ &\}@ KQQ
o Q ) (%2
= S °
> \)Q
R
S
o\e er
X
(\X *\0(\
\O Q
N

B 23 ZAFNHH Hpylori 1814 H: GES-1 41H1345 . 5XTHE4 (Control) HLL, **** P<0.0001;
5 Hpylori 44 (Hpylori) #Et, ## P<0.0001.
3.6 TR H.pylori @IERFE RN GES-1 ARTB SRR

KRR AW Hpylori 5 GES-1 41K 3L 1 MG, BATHRRIIRERAN,
S FINEZ Oh. 24h ZHHEREES1, S FRWE 24A. B B, Hpylori 181G 24h
JEHRASEAER, RREESXRAML, HERE (% P <0.0001), TIMAILE
WiER, WREESXRBEAML, BEATSHE P <0.0001), FEMASHE
KAEHLERS, WRESERSMBAMLLHERR, WERESHBAMLTESR

(P>0.05). HMIRIREIEERRYE, KM Hpylori 181 Y: GES-1 40/, REOEHE5R
HMAREREE ], TS AR &2 LE B H R GES-1 AMEMITH.

— R, BRBREIBIRNMMAEE S IMELERREONTREIEEERAE
FRERATHY transwell T2, FIEH PLOEE THEIE T 2 40 MR 3 A MR 2R 82T .
transwell /pE LIS R WK 25A. B, SXTEAMEL, Hpylori KEABKELH GES-1 4/
HIRREE S BE R, EMASTAMERS, 5 Hpylori 4 (Hpylori) L, 4HfEIRZRHE
JIRETRE (% P<0.0001), MMAEFEILEE, BETERNARSE Hpylori HIHLE,
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MIEgitZEE X (P>0.05).

A

Oh 24h

H.pylori + 30%
V(f:)mal serumﬂ H.pylori Control

H.pylori + 30%
Drug serum

B 20001 oh
1500+

1000

Width of wound

500+

o-

& 24 H.pylori 18R YXT GES-1 YU AL /IR . A: HMRIJESCIOWER Oh. 24h FILHMIERS
B /1: B: ZHMRRIJESCES Oh. 24h MEFE L, ESLLiR% oh HBI S5XTHEA (Control) HE:, B
R 24h H B SXTHEAAEEL, ### P<0.0001.
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Control H.pviori T pylori + 30% Normal serum H.pylori + 30% Drug scrum
X7 ¥+ — o Y =3 7 '. g3 LlZ T3 L TN ’
;a.‘: 42 ‘; :\‘,#’,9: < _.’\R?,_‘;\.‘_Q"Z..ﬁ )\v,'.,v _‘& < el
o LA IR A A e [V T RES o 43 B2 0 5 3 '
L : = ARy (R O I Ve A I - ! [ R R ’
o 47 AN Ny q,x',?‘-ﬂ.'-\f & L0 A N W A V8
\§ r.{ “'T\ﬂ = \-',,i. J RNPRA \’\Q‘\. 6 ¥i, 3 : I
~ -. .
» 1 fal S st bé—!:.»‘..A~‘. ‘ﬁ: ARl o NY 1 v Wk
% = e FE A AT Ox, v S T RARS VL~ N o
o o T EE S 3 U e M R L N
AP vAPSCS ] LSRR TRY % VN s e
/TR S ,,&/“\f~\\‘\ A i 2 AN N 2,
\ ’ S ey R Sy N0 & < ' S Aot - R
& 3 A R Y F e 2 % e ST T
ok ns
w 2504 —
B 3
o 2004
=
8 150
>
=
‘s 100 i
2
50
1=
=
o-
W
& A ‘\\'@ Q\’\-Q
I \Qﬁ & B
O & o
S
\ S
Ll
X \0*\
N R
Ao 3
oW
{

Bl 25 H pylori 181Xt GES-1 AIfIRFREE T, A: EidREMNE GES-1 415 it transwell
/NERIEEST: B: GES-1 A i/ NEMEE, SXTEA (Control) #HE, **** P<0.0001; 5 H pylori
4 (Hpylori) #tL, ## P<0.0001.

3.7 ZBMAHNE] H.pylori 131 BRILEE R K GES-1 41/ B WA RER/E A K
ARG S, Hpylori 5 GES-1 4T KIAILEEFRE, FIH qPCR SR 4 E
WA SRR AT, SR IE 26, SXTHRAMLIL, Hpylori A P62 EERERET
[ (***% P <(0.0001), LC3-I/LC3-I BLJ% Beclin-1 ZFFRIX BERE (F*** P <0.0001),
X3 Hpylori K18 RYL GES-1 M5, IR H4HM B a7 M E¥ MiE/E,
S . WEAR R BE R R IA 5 Hopylori BMERBRALREER (P>0.05); EMASAM
PLEAMBET G S Hpylori 1BERRGAMLE, P62 HEREEFERET (" P<0.001),
LC3-I/LC3-1 A % Beclin-1 ZFE K REHE EER TR (** P<0.001, ** P<0.0001).
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# s B LC3-IILC3-I C Beclin-1
xRk
e 157 < 20q 1 s . o
o P ° — 2 -
3 3 15 #iaz § 2.0 =
@ R i —
& 104 i S g -
3 3 s 1.5 o
Q [ 1.0
2 15 % % 1.0
3 05 = = s
= -~ 0.59 - .
< ; § 0.5
=
(4 74
né 0.0- g€ 0.0- E 0.0~ .
> & & S & & S &
SR SR M A & S
OOQ Q* \%60) 6@@ 000 \)\Q* 'b\%q, 2 s \)\Q“ ,3\90 Q}q%g,
2 W) O
N & & g
o Sl N g
olo er Qein ) Qo x%
(‘b {X X‘B o{\x 'zrb \o\\
¢ O g N &
0‘\ % o 3 \O' *
\)\94} ‘?‘Q \?\Q‘\\ Y\'Q \?‘Q\\ Y\Q

B 26 H.pylori 55 GES-1 4K BI3L3E 57 5400 B MAH R R Rk . qPCR #l] P62 (A).
LC3-1/LC3-1 (B) BAK Beclin-1 (C) #] mRNA EiAE, 5 Control AAHLL, **** P<0.01; 5 H.pylori

ML, # P<0.001.

S
~ &
_Q «
§ &
= Q
o\ o
~ & B
. & B B P62 LC3-LC3-) Beclin-1
S § ¥ ¥
Fa &8 1.0
- . U .
SRR S SRR
5
Actin -—--‘ § § ﬁ
@ [ °
£ 8 s
®
P62 | e —I g‘ - %
° o
H H £
- = L)
b o < -_
LC31 L g - < &,
LCII | T e v [ [

K& 27 H.pylori 55 GES-1 #ifE K HiL 57 /540 H WA R AR 1L, A: WB #&2l] P62 LC3-I/LC3-I.

Beclin-1 A REME; B: WB&HI P62, LC3-I/LC3-I. Beclin-1 EAMXRIER, 5 Control ZAH

B, **+* P<0.0001; 5 Hpylori A, #P<0.05, #P<0.01, # P<0.001, *#* P <0.0001,
AW FEET WB 7 ER 40 B AR B HRIA, SR ILE 27A. B. 41/
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EWAHREANREESR S HI MW EERE-H KB —B. & Hpylori BRI
GES-1 4iiffd, SxtREAAELE, P62 HEHMREZE TR (**** P<0.0001), LC3-IV/LC3-I
X Beclin-1 F HREKFHBHERE (F*** P <0.0001). FEIAS A TR S 2513 TS
584 Hpylori @YERYAARLL, P62 BEAREHRIEE (" P<0.001), LC3-IVLC3-I
K Beclin-1 EARIAKFHE FHE (* P<0.001, ##* P<0.0001). MIMALEFIMER,
P62 F H )R E 5 B4 H pylori 181 BRILH M LTS8 L, LC3-IVLC3-I X Beclin-1
BOREHEAASFABRENTE (FP<0.05 *#P<0.01).

X & AF AR GES-1 40T ZEH BB WER, 7] LARIL H.pylori 18 PE YL + 81
MEAMARREE GEEMR), SRIILE?28.

G ERSEREE RN, Hpylori 181G GES-1 HMIFT AR S 40 M 5 WOKF, T
IS A 5hLIE T AR GES-1 40/ B WOKF, X3RS ABRIRT L% H pylori 1814
YRR 1 GES-1 41 F WK F.
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Control

H.pylori + 30% Normal serum H.pylori

H.pylori +30% Drug serum

FE R ey

b0
K%
b

& 28 H pylori R4S GES-1 41l BEWEHIE K. EHTHTFEME (TEM) 1 UMER|AHTM
A GES-1 0 B AR R RE . BEFERERTHRAE.
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3.8 ZHFRLBIE H.pylori BRI T GES-1 A T-H#HT

H.pylori 5 GES-1 40 HAFLEFRE, AT AREM, KIL Hpylori 18R
GLi) GES-1 iy Sx IR bR, HAMMATREZE TR (** P <0.0001), MIMAS
AR EHNETHE, 5 Hpylori BYEREEME, ARATERHBRS (" p <
0.0001); MAIEFMIEEE Hpylori 8 REAHM L, GES-1 AAT-EHIA—EHNT
B (*P<0.01), &R NE 29A. B. Bl L4 RV, Hpylori {8 RGLTT DAHIH] GES-1
MPBA T, MIMAZS AR TG, °TCAESRY: Hpylori BRI GES-1 HMIHA TR
etk
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Control H.pylori
& 6
107 1@ Q12 10" a1 Qi2
3.18% 8 3 3.30% 478%
105 105
< <
S 4 v 4
w10 w10
< <
8 10° g 10°
o o
10° 10°
Q1-3 Q14 Q13 Q14
1 |B508% 567% 1 |8883% 311%
10’ *+ 10 +
10° 10" 1w0® 1wt w0t 1® 10° 10" 102 10* 10t 10°
BL1-A :: FITC-A BL1-A :: FITC-A
H.pylori = 30% Normal serum H.pylori + 30% Drug serum
6 &
10" 1&i GIE 107 1@ Q12
251% 3.24% 509% 9.21%
10° 10°
< 3 <
£ 4 = A
w10 g w 10
< <
9 10° 9 10°
o o
10° 10°
Q1-3 Q14 Q13 Q14
1 |e0.85% 3.61% 1 |73.84% 10.86%
10 ot t ——— 10 vont- et - +
10° 10 102 1 w0t 10° 10 10" 10 10® 10t 10°
BL1-A :: FITC-A BL1-A :: FITC-A
=
e B
2 EEEX
3 e
o 20
-
S
o 154
o
&
e 10 ##
o —
c
x=] 5
1
Q |
) 0
E W N &>
.&Q \Q( \\.& ‘0\
b i P
(/0 \\\ \Z ‘--:V
N & 2
& *
) ‘o
L S°
ole S
o LT
L X \\\'\-
N Q
§ )
N N
U

Bl 29 H.pylori 18475 F GES-1 40MIAT-#HHT. A: TR0 MR 40HyE T s

MHBATGEH T, SXTERAAEL, **+** P <0.0001; 5 Hpylori AL, # P<0.01, ## P <0.0001.

B: XET
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4 vHig
4.1 H.pylori 3143 58RI FRANR T

Hpylori 5 A\ BHE E MM (GES-1) 3R RSN LI H pylori RIEH
RIERAREBEERNTR. AT R Hpylori £ 8 WA B 5B K BIRLIRE,
AR T EHES (SRY) SRR (gmRY WM, MREeRX
AR AL R GES-1 4065 . I E . T8 . REURET- ST £AH R+,
ILEL H.pylori ATCC43504 AREMRIEN LR, RERIZERZESE CagA+5 VacA+
SUPAPERISREE BBk, ERETT IR Hopylori SB3E TBT RS, FEHIKBTAS, BT AB
FE - BRI GES-1 1E SR MMIBRRARIN H.pylori BRI NMERIILRE, WiRA B KT
SrSEI R B R AGS 41, XEFN AGS MEACLBILINAMER, Hpylori 5
HILEF X HNGEITH R, SRS BT REH AU Hpylori FIBURHE.
42 ZAPRATHT BEATRRIRRT SRR

H.pylori J5B#S, BORNEMW, MIBRKS, WEEZ, BFEIRKERYL,
AEFBIHE, MR, LR ARSEREEW, BFNE, EnFH, BER
K, GHESH, HRVIRESSS: ARVE, BORTHEE ZET IRFEERaLZ
% BNAZREMH, KRABREHERA, AN, BROER, MALSFH, SHE
AR, BEADIMIK, BHERIR, FROLPIRE, SBRE S AT AT /NS U B R & 4R,
BREBEREATE, IEMNEE, W, SRS, REMLS, S,

RETIPEZESHEMR, IERLEERARLETRALAHE, SENBSE
Hpylori BEAFM B, BHIARNLRESR, PESRH, HERWRE, WKl 5
PHIER W, SOWEN, EBHEE, fEMATAE.

R E Hpylori BUERRSHAEBRRAREN BRI R, ¥ Hpylori BRER
B RA=HE, FMEEAMBELERIUERR, & Hpylori BT HAZAME, A
BURERGMT B, B, WOESS, WHIRPAEAER, BUBRFNE, SR
R TERER Hpylori J5, EEEARGWIRA, thit BASEE, EREBAM, HAEMS,
ARG, JHUESIEMESE: Hpylori RBBEMBA, hME, F (RE « 5
SRR “HBSAH, SHEMRE, AAAL RENE.” BRER, BARE,
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WANGZES, Hpylori BANEKEHA, FSHE, A EERE, ETEKMAKE
B, BYHE, SIZhAFR, LRFBHEZIL, ERACRER, WiTAREETRESR
AAZE.

EFHERE RS T, SMESOELEL R EHERIERT BREITREN R
TRIHE R B E R R HHZ RS, WHEFZRTFS, FAHRHA, dihs
i8N, &A%, HRRE, ATHRITRE Hpylori JE NG TR/ EMHE
BRAKI, BRERELHE, NEMNEESRN, RIS, £FHEHSFML
fREZ ¥R. HPEHWET, MHE, B, B, e, ERFESESZN: £H5E
REFHZENG, HERE. B, MR, A, B B2, DEAY, FEEESRZE W
HILFNEY, RIS, BER, BRESHZE: AERTENEBERFIE. BEN
1, ABRAFIKBEZEZBNL, SRS, HWUUTREMLARZBR, =EHHN
B, BHERAZRE, HEWMALZE;: BTIR—MRERESZHPIENTLRE
SHAZKFS, —NREZEAEA R, AR AR E BRI . SN0k, BEIFA
Z, HEE, BIEIAER. BAR, £ TSERERZS: HEE, WELAS.
Ve, EHMEHEFRRZA.

PHELERLEE “BRFR” (8E, ERR Hpylori 5, HRENERUR
SBMEERNIIRFLE ‘B BREMNRRS, EWWENMFESEL LGRS, 0E
ZIRSM PRSP LB AR 4R B RS .

WRARA TGS A BT MERIRRT RSN AR, SAFRTH 12 &
BRI BRI ERE, HASRBEXERARPEFFEP R EAREEER. 7 MM
B, 4707 E R SR B S gl

HEEEF RS, BRIMET SRR SHME, BIEEEIT Hpylori TR &
HARIEEEREENRE, REINMARSAPREHMELTTIE . IMEAKES,
BEATHRIR CCKS LM MMM A S, EREA N ESHIBRER T RS,

43 ZATHRX R, BB ERBRAKIEE. BRKEH

Hpylori 5 GES-1 408G 8i3E3E 50T, H pylori A3 GES-1 A0 EME, 045!

A WK . 40 B WA R TE B R R RN P REE B, HiIAAR—Fhxt
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PURL R ER I AILE], EWNSCRBI L RFTR, Hpylori BFIZSAMRE TR LAEIH] B
WA, FERY KH. ThEERIERIVEBRAR B, BN AMORZ00, XLyRER AR
HRA R LM A LSS, Hpylori W UEBRARINZEBREX = ALIRF#E—PEH L
SHMEBFHEPKPFFHENG. MELE—MANKELERE, BERET
H.pylori R 35T ] GES-1 ZHRIEFIK-FiRE, B WIEE, HARKERULTHEE
BAEFERS, FEKPRYEENMABEET tanswell NER, SXTRAML, LRI
MRS RE T HERZML, faEhfK, RMEEE KRR, FKOT Rt
YA AT AR, RIBEEEN, XEMMBRRRR, SRR, KBk
i) GES-1 IAMATRHE TR, A& T —ERFATRME, XKY GES-1 A
&7 —ERETRM, B TEETHM (Cancer stem cells, CSCs) HIFHE, X5
MALGRE N, B LA ENERAT KT TR, TMEAFRS, XEFTHRRY
R, XIERMERER—FEH,

EMAS AP A HMEE, Bt REH GES-1 MHSTE S S, MammET
EPRE, FBORTHEHGEBRLEREZLN, XRPSAFTR T L T IR
B

K HARRYL A GES-1 iR H i CSCs Rt mI RE BEN M B WOk AR, BIARY,
B W AT YR (B 78 R T AR A v M AR R R R T HEARRE,  [R] B B W] BASE I CSCs 4l
pIRed, FHIXBUERESEERRE R AR Rk FRE.

ESMERYL AR, Hpylori M40 8 W DRIEM R A R AESAL, TIERE R
KERET Hpylori BE, XEAEE Hpylori 1. RAEBRAN WA SRR BT
KKK ZEE, BEARAMNNRYE, NTMEEFK Hpylori 18ISk BRA411,
B E NS RS, Z0RE B RIS AE ] LI4ERFE CSCs HFiE.

1 EFTR, SRR, H.pylori %] GES-1 414 5E A%, BAMBERER
CLSCIRAE M IS I B 1, TIEKEIN Hpylori FIECF, EFK GES-1 iR H
CSCs ¥4k, FARHILRFEIEE. FIAT ULBUESM B W L4 T4 s,
EMASATRESAHMNEE, %A XMEIZAEE. REMpATE. M40
WX, FEK CSCs HAMAITI#® LU XRZRE IR CSCs HAMAIEISEK.
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% 5

BRG®: APRELS Hpylori HBEIRERITGK SERETSR, M Hpylori
X ERITRER AN E T HRIATF, NEW LIEBEITRERRENEEZL, U
BHEHNAEREER, RAIREGRTEERERT, BERERENS Wk
BEET MM FRAR LS H pylori F5% B fE BT R A F IR b 57 40 L F) B0 40 e IV S5 vk
B, SUMRSERIRATAHE TS QBT L EARS EEE S ERES, A
EZARTIR Hpylori HXRBE AR R BB 53 K.

ZWmT:

1. E&EBE OLGA WA, BATRIEXTAI RBUR BENEEER, AR
RAEEES LREEN, RN EA DL 5% 2L, {2 MCDL 2 A 2R %
FE, RSB DL 34T TS HMAA3; EmAE OLGIM HAl+, BEAE
il B M. VEC pattern #J2 EE I REEH &K,

2. EI B Hpylori BYL 51 B FE L B 40K BF 7 (LB B, IATRAL T @& IK
AL FRET4EMML. LGRS+ stem 40M0. A srib4afE. ML K Pit mucous ZHFTE
Hpylori #x BRETREZALRPHRINZNAEZL. HAIFET L LGRS+ stem 47 B
FERDRAR AR P B T A .

3. WIS I Hpylori 5 GES-1 IS KEAL B FRER, BH Hpylori
ENEASEBRESEERIEAMERE, RIONRIEIEBRLEHAE, Hpylori # ] GES-1
MINTE, WM ER, SWKERRKETF, TKE Hpylori FIBCT, E®K GES-1
MHRIL CSCs FEElL, MR HMEEE. AT EURRSREARER
DAERFT MRS, EMAS AT SANES, E%E M4 ElE. R
ATE, MEHEREY, FFIE CSCs HAMBTH U LEREI M CSCs Frguff
IS AEK

I

1. EARAF, NEKREANTF, BRABFBERBRIRER, GRi1RA LMK
*ﬁfﬁmiﬁi&%wmmﬁﬁwﬁﬁ,%uﬂm%%¥ﬁkﬁ,HﬁﬁA*%Eﬁ
L BRI B R AR G, iﬁnMr&ﬁﬁu,MWﬁ%&ﬁ
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SLIOHAE, RE TGRS SROHERE, BETE RIS RST B FIEF .

2. KBIIUEE T FE Hpylori ERKI BRE L RARMASKREIES, TERFH
YR LGRS+ stem 40/, RINZAMSEIUESE T 4 Hopylori BAE RS S8R, 4
RARKIEE. BRURAETRE, BT ANRKRIE Hpylori X1 B EITRZ
ROLEER, BRI, ERKR Hpylori J&, BREBEKIBERERBITEE.

IRERE

1. B APIERPT AR PRI R A OREE, BB IR AET —2NRF
R4, FifdETHANRROIEERD, RTBEFSHARR LRSI RIIE, £2)/RHPTA
., UG Z 0. KRR BREIRERBENRAE TR, RRIMASERE
iE, PPHZHTIRBEIRAEE.

2. BAMEAFEARLES, RENHFARER D, B URIEE £HI L AR,
RERBNE G LRI, NI ITEARABNRARAFEAR, REXMAR—
LR HIREA DL IEIRE

3. SRS I T ARG S ABR TR KB H Hpylori BERINE, |
RAFAHNNR, SR FEINAE RIS mB BRI UE, BN J5 SRRIBT ST R 25 S N4 £tk 1)
FHETTERKEER, NERITFHETURHBREANERER.
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