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WE BH HH0E Toll #5214k 4 (TLRA) Xif E WM A0 B IK S2 i LA R 6T B 35 /0 B
RAE LTRSS . ¥k ¥ 60 R it RI/NR 509 5 20 RTHRZE. A
Y. BR4+TLR4-IN-C34 4. #AI+TLR4-IN-C34+3-MA 4. #AI+TLR4-IN-C34+H.0.4 .
BRT A AN, BRI H 40 molkg MSIMRSE-FHE B, VST A5 3 d VST 1 IREG5, &4HALRE 30 d.
FUMEIE FEAL BTN B, BB 2210 XF B Bz AT 1, HE Ge Rl B3840 3F1F 73 . ELISA
PATI L A4 2R-1p AL-1) « BN R-6 (IL-6) ML T-a (TNF-a) .
AR Y (AOPP) | RiFIIRZE E2 (PGE2) HI/K LA K B AL — % (MDA) |
HENEALEE (SOD) « EJRAIAMH K (GSH) f7KF. Western blot 44l B 414+
TLRA. BUEHIREN 1548 3-1 (LC3-D . MEHRER 1545 3-11 (LC3-1D) . AWK
FH5 (Atg5) « ANEIET & A Beclin-1 (Beclin-1) MM F E2 FHEH T 2 (Nrf2) |
ML FIER-1 (HO-1) | BREMIEEE 1 (NQOL) MRk, HEud eyet ik B 4l
HLC3-11 GRS . G55R  SXTRAZAEL, BI04y - HE G494y . TLRA. IL-1B.
IL-6. TNF-o. AOPP /K-F-¥) L, T B4 LC3-1l %650/, PGE2 /KF-. Atg5. Beclin-1
JANHIRZ Nrf2, HO-1. NQOZ1 ff17K~F- A K& LC3-1I/1 LLE ¥ i () P<0.05) . SHEAIALL,
BA+TLR4-IN-C34 A5t iF s HE Jefiifsr. TLR4. IL-1B. IL-6. TNF-a. AOPP /KF
YN, mE AL LC3-1 BksREZ. PGE2 /KF-. Atg5. Beclin-1 K 4ifif% Nrf2. HO-1.
NQO1 7KL K LC3-1/1 ELE 4 i (35 P<<0.05) . SA%AI+TLRA-IN-C34 41k, A
+TLR4-IN-C34+3-MA A 51951755« HE a1 55 IL-1B. IL-6. TNF-a. AOPP 7K I
W, M EHZ LC3-1 Bt ERE . PGE2 /KF-. Atg5. Beclin-1 DL LC3-11/1 HLfE 5 Rl (%)
P<0.05) . S+ TLRA-IN-C34 4, HiA+TLRA-IN-C34+H.0-4 {13574« HE Jufh
P55 IL-1B. IL-6. TNF-a. AOPP 7K~F-¥4 L1, T PGE2 /K- F4Hfif% Nrf2. HO-1. NQO1
HIACFE R (2 P<0.05) o Z5# M) TLRA B id b 5 0 I b S A0 R i /N B S
Tt AR Al S SR o
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The regulatory mechanism of TLR4 on the inflammatory response in mice with

gastric ulcers through autophagy and oxidative stress

Du Jinxuan !, Feiluore Dilixiati !, Xuan Qiuyun 2

(*Dept of Gastroenterology, Dept of Endoscopic Diagnosis and Treatment, The Sixth Affiliated
Hospital of Xinjiang Medical University, Urumgi 830002)
Abstract Objective To investigate the effects of Toll-like receptor 4 (TLR4) inhibition on
autophagy and oxidative stress, as well as its regulatory role and mechanism in the inflammatory
response in a mouse model of gastric ulcer. Methods Sixty adult male Kunming mice were
equally divided into five groups: control group, model group, model+TLR4-IN-C34 group,
model+TLR4-IN-C34+3-MA group, and model+TLR4-IN-C34+H20. group. Except for the
control group, all groups were administered 40 mg/kg indomethacin via gavage. Treatment groups
received injections every three days, and all groups were treated for 30 days. Mice were
euthanized by cervical dislocation, and gastric tissues were collected. Gastric ulcer scores were
assessed, and pathological changes were evaluated via HE staining and scoring. Serum levels of
interleukin-1p (IL-1p), interleukin-6 (IL-6), tumor necrosis factor-a (TNF-a), advanced oxidation
protein products (AOPP), and prostaglandin E2 (PGE2), as well as gastric tissue levels of
malondialdehyde (MDA), superoxide dismutase (SOD), and reduced glutathione (GSH), were
measured using ELISA. Western blot analysis was performed to detect the expression of TLR4,
microtubule-associated protein 1 light chain 3-1 (LC3-I), microtubule-associated protein 1 light
chain 3-11 (LC3-1I), autophagy-related protein 5 (Atg5), Beclin-1, nuclear factor erythroid
2-related factor 2 (Nrf2), heme oxygenase-1 (HO-1), and NAD(P)H quinone dehydrogenase 1
(NQOL) in gastric tissues. Immunofluorescence staining was used to assess LC3-I1 fluorescence
intensity in gastric tissues. Results Compared with the control group, the model group exhibited
upregulation of ulcer scores, HE staining scores, TLR4, IL-1B, IL-6, TNF-a, and AOPP levels, and
downregulation of LC3-I1 fluorescence intensity, PGE2 levels, Atg5, Beclin-1, nuclear Nrf2, HO-1,
NQOL1 levels, and the LC3-II/I ratio (all P < 0.05). Compared with the model group, the

model+TLR4-IN-C34 group showed downregulation of ulcer scores, HE staining scores, TLR4,



IL-1B, IL-6, TNF-a, and AOPP levels, and upregulation of LC3-Il fluorescence intensity, PGE2
levels, Atg5, Beclin-1, nuclear Nrf2, HO-1, NQOL1 levels, and the LC3-11/I ratio (all P < 0.05).
Compared with the model+TLR4-IN-C34 group, the model+TLR4-IN-C34+3-MA group
exhibited upregulation of ulcer scores, HE staining scores, IL-1p, IL-6, TNF-a, and AOPP levels,
and downregulation of LC3-1l fluorescence intensity, PGE2 levels, Atg5, Beclin-1, and the
LC3-Il/l ratio (all P < 0.05). Compared with the model+TLR4-IN-C34 group, the
model+TLR4-IN-C34+H:0: group showed upregulation of ulcer scores, HE staining scores, IL-1,
IL-6, TNF-a, and AOPP levels, and downregulation of PGE2 levels and nuclear Nrf2, HO-1, and
NQOL1 levels (all P < 0.05). Conclusion Inhibition of TLR4 ameliorates gastric ulcer
symptoms and suppresses the inflammatory response in mice by upregulating autophagy and
reducing oxidative stress (all P < 0.05).
Key words Toll-like receptor 4; autophagy; oxidative stress; stomach ulcers; mice; inflammatory
response
Fund program Natural Science Foundation of Xinjiang Uygur Autonomous Region (No.
2023D01C429)
Corresponding author Du Jinxuan, E-mail: guafu51@sina.com

B 5tz (gastric ulcer, GU) 2 —FpifE K. Xva Hm B R ITHALE R, AR A HE
B, JEM. R, RERAIRI:, WIREEERE Y E i, AL R B ORI KAl
BEAT BRI S, NSAIDs {fi i (4=BRZy 43% A BERUEE 25, 30% IR B i ot e | B
S AR ZMEZ FEAMHLERD, L8 KB %2 Cnon-steroidal
anti-inflammatory drugs, NSAIDs)  (liig|ib3e 35 ) il i )35 B iR 7 W A 1l T 1) IR 3R E2
(Prostaglandin E2) & RO AL HI47 14 B 25 S, 7 328050 T M1 CanBSehime)
RSO IRVS5ERIE 2 IRM, k5 R BT L. WEFER M Toll #3244k 4 (Toll-like receptor
4, TLR4) 1E B it B i O . HE (R R R R PR RIS RS, &
K228 A B Fh Y RS2 imd] TLRA wIE N H e B8, MRS, TLR4 il mTOR
B ERRERE GZALE AT 2N E B B i), $o8 TLR4 kI mT Re il 4% B
W - ST B R D9 T SR (T SR . ACHIE FUAE I M Sk T S N B IR R, RGURST
TLR4 $RHIGT 5 05 W S SR 98 RE IR 50
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60 HBAEMENE RN R [7~8 Y,  (20210) g, SPF X0 [ 3 s B BHR 2 s ie sh

Lo TLR4A HF7 5 PEIH) 5 TLRA-IN-C34 ¥ H 3£ [E Sigma-Aldrich 2~ &5  3- 5 i i vy

(3-methyladenine, 3-MA) 11 H Fif§ Aladdin A7) i %A (H02) W H 3E[E Merck A A
BP-TLRA. HPi-#% A+ E2 M5 KF 2 (nuclear factor erythroid 2-related factor 2, Nrf2) ,
G- L0 Z N4 1 Cheme oxygenase 1, HO-1) , %#3i-NAD(P)H: & %1k i& R i 1[NAD(P)H
quinone dehydrogenase 1, NQO1], fu#i-fE Ak & H 425 3-1 (microtubule-associated protein
1 light chain 3-1, LC3-1) , LC3-ll, %bi-HMEAHICEE 5 (autophagy related 5, Atg5) , ¥t
-Beclin-1, % ¥i-Lamin BLl, % ¥i-H i B -3- i i /i & B ( glyceraldehyde-3-phosphate
dehydrogenase, GAPDH) —#ihifkbA K Ehi e 19gG —Puhifk bl & Cy3 %y —Hrfl —Jik 2
ZK LM Wk (diaminidine phenyl indole, DAPI) #4045 3¢ E Abcam A &; H4IMANE-1B

Cinterleukin-1 Beta, IL-1B) , 1L-6, fJEIAFER T o (tumor necrosis factor Alpha, TNF-a)
=Y AL E B 7)) (advanced oxidation protein products, AOPP) , Hif%1 i 2 E2 (prostaglandin
E2, PGE2), N % (malondialdehyde, MDA) , 8% (L.¥) 1L i (superoxide dismutase, SOD),
B WEH Ik (Glutathione, GSH) #illiki &, FRAKE-HHAL (HE) Jetilin&, HAEERX
## Cbicinchoninic acid protein assay kit, BCA) , #HMii% & R BURFI &, & 5 AR
BEHD #0508 RIPA RRBIIEE FiEE = REVMHEHREGRA A Bl E W HEE
Sigma-Aldrich A ] .
1.2
121 sEHEELA

60 I E W HEVE /N BRI ZR T FRAERR SR (2342) °C, 12 h JelE/12 h ISR, 1B 40%

~65%), H HEIRHAKRbRHERR. 21k 1 AMENE, NREENL N 5 4, aFE: X
HOCEARFUERER KR ) « B (40 molkg MIWEEFHEE S Hm R | B
+TLR4-IN-C34 41 (#i#i% SHEAE ] 20 mg/kg () TLR4 #0147 TLR4-IN-C34 ¥ B VA7) <
P+ TLR4-IN-C34+3-MA 41 (157115 S 3Lt - 20 mg/kg f TLR4-IN-C34 x4 100 mg/kg
E RN 3-MA JEBVRIT) « BER4ATLR4A-IN-C34+H0.41 (A% S 3E5l F ] 20 mg/kg
) TLR4-IN-C34 BX% 12.5 mg/kg H-O-#E B 6Y7) , W4 12 A, & 3d S 1Kk, #4HE
30d JE A /NREER 24 he B /N IR (2%) BRI, i AR k4 B ik R A B i i,
WU AF T 4 °CH T A FEbraill o FISUHER FIVEALSEEN Y, W KRB VITEAL, M4
KT, WEIHEIR T, XN B BT BEE, HEE B AL 4% 2 5 R E DA



BATHLURE S . RIESOEITAE . A E AU AE T-80°CLAMEHE— B A0t . A 52 rh 1 BT
BB Z R R R NI B B2 R % (5. 202311421)
122 MEM B HRENIRIR TS

£ FAH . B ELISA 7 &0l & 1f i AOPP. PGE2 Al #E ¥ (IL-1B+ 1L-6 F1 TNF-a) -
Hil s BALEd, B (0.19) 5 0.9 mL NaCl W (0.9%) JRA, IR 41 P mi e
B RG, BEANEIRAESLTE 4 °CTF 9000 r/min 250> 6 min, FR AR R S B E L
W SOD. GSH. MDA /K,
1.2.3 HE Zetax) B AR RBP4l

HE JvH T B HLMHALURE 2T . BHLH 4% 2 BREFEE, A, AR5
DI s pm V1. BEJE, AU BkS, du, {8 SR T IX83 RAEIAE 200 fEHK
R MEE, FEHEA B AR AT 5
1.2.4 Western blot 8l ARZ

FF R A SR BOR AL B AU S B A Az E E . B BCA & e w7l E &
BB IR S AN A% B VR . RIS R R (20 pg) 5 95 °CA&ME 7 min. KIE
ML EAFR HIREAMEIS, H 12% ~ 15% SDS-5 4 1 It 7 25 8 1. HIk)E,
WA F PVDF I E, 10064 #hrh =R E 4 1 h, TLR4 (1:800) . LC3-1 (1:500) .
LC3-11 (1:500) . Atg5 (1:800) . Beclin-1 (1:400) . GAPDH (1:10 000) f{j—#ifE 4 °CF
B E IR SN =40 (1:2000) £ NFE 2 he G R ECL 558 &% Bl 5% iy
AT R AEFE, L GAPDH NS E [, £ Image J FH 4&AH K BE AT S00T . 53 4h,
R B ARz s A R BAR R ERIRIL, H 12% ~ 15% SDS-58 TR I i e 1% 70 2 4 %
®H. kS, EOEER PVDF R L, 10%/6E 9 s 1h, Nrf2 (1:500) |
HO-1 (1:500) . NQO1 (1:800) . Lamin B1 (1:5000) fJ—HifE 4 °C NI HE L& . 7 TBST
(& 0.1% Tween 20 [ Tris Zerh EREWBD HHkdR 3 0 CRER 5 min) Jo, SHIRIEK —Hife s
T E 2 he fEHERA ECL 7SS BN &y dE AT B 4b 3. PL Lamin B1 AN ZEH,
£ H Image J A0 257 IR FEAE 3EAT 34T
125 SEFTEHT B AL LC3-11 ISR

MBI G e e il e H AR LC3-11 2R 10 5 5 LA LWL Hb W 5% 1 2 21 11 it
Ko BB BSA W (5%) 14 30 min, H7E 4 °CF5 LC3-Il —HiiFH L& .
B, B AL PBS Bhik 3 1K, I 545 & Cy3 YRtk 19G —Hid &, 41fut% Fi DAPI

Pt Befa, FTA DR SO E T 1X83 AYERTE 200 5K fE % T AR .



1.3 GittEabs

A EHEES X £ s %R, H Shapiro-Wilk K36 3E/T IEAVER LR . FH R H &7 25
Hr (One-way ANOVA) % -2 4Hi ) 2 57 . 5 0, B JS HEAT LSD-t 3% K it LA i 40117
IR 2. L P<<0.05 NZERB ST EE .
2 R
2.1 0] TLR4 &4/ B B AR R

XTREZH B R R R . ek Hootifh, miRAEA V2 B . SHRAAMLL,
B +TLR4-IN-C34 41 15 &b 6t #1105 B & 2503, 0 55 4 21 +TLR4-IN-C34 41 bL g, A2
+TLR4-IN-C34+3-MA 4B AL+ TLRA-IN-C34-+H0.41 1) 5 Zh B A5 45 (1) i A R 5 35 . 5%t
RRALLL, HAVAB IS RS, ERESIFE X (P<0.05) , MGHALAL, #A
+TLR4-IN-C34 A e B 8 8, ZRARI¥E X (P<005) . 54, S
+TLR4-IN-C34 #itt, fAI+TLR4-IN-C34+3-MA ZHF145 A+ TLR4-IN-C34+H0.41 {35 7
W SRR, ERESITFEEN (B P<005 . WK 1A, B, HE A4URHEEG AL RER
WY, FEXTHRZLAY, ROBIES, MASSHG )T, WAL T, BRSO R g 1 2 4,
B 2L K R Bk . TLR4-IN-C34 ZH AR B S A4 R S5 44, By LE oy B R L 4 LA 2 P e
. 5 TLR4-IN-C34 41tk, TLR4-IN-C34+3-MA #HAfil TLR4-IN-C34+H.0.41 &R
TLR4-IN-C34 X B FhME I AR5 1E FI B 155 . SXTRRALEL, BBV HE Yetaitor Wl 3w,
ERAGIHFE N (P<0.05) , MiSGHA4ILH, HA+TLRA-IN-C34 411 HE JLta ¥4 1 &,
ik, ZRASIT¥E X (P<005) . 54, S5HA+TLR4-IN-C34 4Lk, 154
+TLR4-IN-C34+3-MA ZL A5 +TLRA-IN-C34+H.041 ) HE et tlim, ZERAGSTF

=X (¥P<0.05) . WK 1C. D.



K1 #% TLR4 XH&4H/N R B AR RE RN
Fig.1 The effects of inhibiting TLR4 on the gastric tissue pathology of mice in each group

A: The appearance and morphology of gastric tissues in each group; black arrows: ulcerated
tissue areas; B: Ulcer index; C: HE staining of gastric tissue >200; D: HE staining score; a:
Control group; b: Model group; ¢: Model+TLR4-IN-C34 group; d: Model+TLR4-IN-C34+3-MA
group; e: Model+TLR4-IN-C34 +H.0- group; "P < 0.05 vs Control group; *P < 0.05 vs Model
group; 2P < 0.05 vs Model +TLR4-IN-C34 group.
2.2 ik TLRA X4/ RALEELIEA KM

HAIR TLR4 MEARIKFZREA ST 2L (F=603.452, P=0.000) . 5xfi

b, PRI TLR4A AN K PG, EFERITEEY (P<0.05) , MS5ERAL,



BRI+ TLRA-IN-C34 #H. FEA+TLRA-IN-C34+3-MA #H. FEAI+TLR4-IN-C34+H.0.4H TLR4
HAMXTAKCPERE, ZRESi¥E Y (B P<0.05) . M 5#5+TLR4A-IN-C34 4L,
K +TLRA-IN-C34+3-MA ZH A+ TLRA-IN-C34+H.0.2H 28 A AH A /K AR B TEGe 125

=N (BP<0.05) . WHE 2.

B2 KABHLH TLRA FEHK Western blot 277
Fig. 2 Western blot bands of TLR4 protein in gastric tissues of each group
a: Control group; b: Model group; c: Model+TLR4-IN-C34 group; d:
Model+TLR4-IN-C34+3-MA group; e:  Model+TLR4-IN-C34 +H.0. group; "P < 0.05 vs
Control group; *P < 0.05 vs Model group.

XA, BRI IL-1B. IL-6. TNF-a. AOPP /K V-F+#, ifi PGE2 & FFE, %
FRAGFE L (33 P<0.05) ; SEMAL, BA+TLR4-IN-C34 4K IL-1B+ IL-6. TNF-a.
AOPP /K-F 35 &A%, 1T PGE2 HRRE T, ZRAS R () P<0.05) ; LA
+TLR4-IN-C34 #41Lt, FAI+TLR4-IN-C34+3-MA LA+ TLRA-IN-C34-+H0-41 1) IL-1P-
IL-6. TNF-o.. AOPP /K& F 45, i PGE2 SREEE MM, ERALGITERNL (B P<
0.05) . W#* 1.

#1 FHMFEF IL-1p. 1L-6. TNF-an AOPP, PGE2 I7KF (X+s n=12)



Tab.1 Levelsof IL-1B, IL-6, TNF-a, AOPP and PGEZ2 in the serum of each group (Xt s

n=12)
Groups IL-1B (pg/mL)  IL-6 (pg/mL) TNF-a (pg/mL) AOPP (umol/mL) PGE2 (ng/mL)
Control group 31.5244.23 62.4416.21 23.0242.25 49.2246.32 251.23+18.11
Model group 52.1147.19" 115.0149.39" 121.88+10.20" 72.6649.22" 102.568.23"
Model+TLR4-IN-C3  37.0144.33* 73.2346.45™ 64.9147.37" 56.3314.27 230.98+19.09™
4 group
Model+TLR4-IN-C3  46.9840.12"A 104.5649.31"%2  102.7746.20"%2 67.0847.45™A 154.1240.38™2
4+3-MA group
Model+TLR4-IN-C3  43.7740.28™A 100.2547.08™2  96.3347.18™4 62.1846.42"A 149.77411.36™
4+H,0, group A
F value 15.384 28.737 55.912 5.238 63.487
P value 0.000 0.000 0.00 0.002 0.000

“P < 0.05 vs Control group; P < 0.05 vs Model group; 2P < 0.05 vs Model +TLR4-IN-C34 group.
2.3 ik TLR4 Xt &4 B HR EA IR IR
HxELLEL, BARLH MDA KFTHE, 1 SOD. GSH AKCFREE, ZRA SR X
(¥ P<0.05) ; SR, BEM+TLRA-IN-C34 41/ MDA /K FF#4{%, 1 SOD. GSH 7K
THE, ZERESIF¥EN (3 P<005) ; H#EA+TLR4-IN-C34 4, #HiA
+TLR4-IN-C34+H.0.2H (1] MDA 7K-¥-J+ 1, T SOD GSH /K F[4#fi%, ZFH Guitsm L (3
P<0.05) . W% 2.

#®2 FHBHALH MDA, SOD. GSH KIFEMAKF (X£s n=12)

Tab. 2 Relative levels of MDA, SOD and GSH in gastric tissues of each group (X £'s n=12)

Groups MDA SOD GSH

Control group 1.0040.05 1.0040.10 1.0040.10
Model group 3.5540.25" 0.2540.04" 0.2140.06"
Model+TLR4-IN-C34 group 1.82490.26™ 0.8340.09" 0.8640.05™
Model+TLR4-IN-C34+3-MA group 1.79+0.18™ 0.8140.10™ 0.8340.09™
Model+TLR4-IN-C34+H20: group 2.7340.31™%2 0.3340.05"2 0.2840.03"2

F value 48.927 61.473 72.385



P value 0.000 0.000 0.000

“P < 0.05 vs Control group; P < 0.05 vs Model group; 2P < 0.05 vs Model +TLR4-IN-C34 group.
2.4 WH] TLRA 3541 B H VAL R

#411A] HO-1. NQOL. Nrf2 fZIk /K2 7 A 4t it 475 L (F=56.291. 39.482. 75.635;
) P=0.000) . SxfHR4LLL, BRI FYEfIRZ HO-1. NQOL. Nrf2 [(IRIEKFIHEK, EZRE
it E L (B P<0.05) ; SR, FEA+TLRA-IN-C34 HANMIA%Z HO-1. NQO1. Nrf2
MFRIEAKTT R, EZRAGH%E () P<0.05) ; SHM+TLRA-IN-C34 41k, iR
+TLR4-IN-C34+3-MA ZHFI 7+ TLRA-IN-C34-+H.02H 40 i % HO-1. NQO1. Nrf2 [y iksK

TR, ZRAESIEE N (B P<<0.05) . WWH 3.

B3 FAMMEZES HO-1. NQOL. Nrf2 &AM ERIEKF
Fig.3 Relative expression levels of HO-1, NQO1 and Nrf2 proteins in the nuclei of each

group



a: Control group; b: Model group; c¢: Model+TLR4-IN-C34  group; d:
Model+TLR4-IN-C34+3-MA group; e: Model+TLR4-IN-C34 +H.0O- group; “P < 0.05 vs Control
group; *P < 0.05 vs Model group; “P < 0.05 vs Model +TLR4-IN-C34 group.
2.5 ] TLR4 XF &4 B AR 5P XX RARE B RIZKEN

B LC3-11 %G 2 LC3-11/1. Atg5. Beclin-1 ik /KF22WE G55 X
(F=209.366. 158.739. 35.288. 47.625; #J P=0.000) . SXtHE4LEL, MRIL A AN LC3-1I
POCIRIEK, ZEREGIEE L (B P<0.05) ; SEAAL, BA+TLRA-IN-C34 4
X LC3-I1 RIGHRE T i, ZRA gy (3 P<0.05) ; H5HAI+TLR4-IN-C34 4L,
B+TLRA-IN-C34+3-MA 4LAHXS LC3-11 %G A%, ZmA giih L (3% P<<0.05) .
K 4, GBI, RS LC3-11/1 BLA, Atg5. Beclin-1 fUZEE /K FIEML, ZRA %1
Y (B P<0.05) ; SRR, BEIR+TLR4-IN-C34 41 LC3-11/1 LK. Atg5. Beclin-1
MRIEKFRES S, ZREGITFEL () P<0.05) ; HEA+TLR4-IN-C34 4Lk, 1
AY+TLR4-IN-C34+3-MA 2H LC3-11/I LK Atg5. Beclin-1 {215 /K - i) 21k 7K F & 35 P&,

ERAGHEE N (B P<0.05) . LK 5.
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Fig. 4 Comparison of the fluorescence intensity of LC3-11 in gastric tissues of each group
>200
Blue: DAPI; Red: LC3-II; a: Control group; b: Model group; ¢: Model+TLR4-IN-C34 group; d:
Model+TLR4-IN-C34+3-MA group; e: Model+TLR4-IN-C34 +H.0: group; “P < 0.05 vs Control

group; *P < 0.05 vs Model group; “P < 0.05 vs Model +TLR4-IN-C34 group.
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Fig.5 LC3-11/1 ratio and relative protein expression levels of Atg5 and Beclin-1 of each group
a: Control group; b: Model group; c¢: Model+TLR4-IN-C34  group; d:
Model+TLR4-IN-C34+3-MA group; e: Model+TLR4-IN-C34 +H.O. group; P < 0.05 vs
Control group; *P < 0.05 vs Model group; “P < 0.05 vs Model +TLR4-IN-C34 group.
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