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[ Abstract] Stress-induced gastric ulcers( SGU) is a disease in which the body suffers from stress, Resultsing in
cell metabolism disorders and damage, and eventually causing acute erosion and ulcers of the gastric mucosa. The
pathogenesis of SGU is still unclear. Understanding the signaling pathways related to SGU is of great significance for further
research into the pathogenesis of SGU and the search for potential therapeutic targets. This article reviews the research
progress of SGU-related signal pathways, and shows that SGU and the JAK/STAT, Nrf2/HO-1, NF-kB, ERK1/2,
Hedgehog, TLR, and PI3K/Akt signaling pathways are closely related. The goal of this review is to provide a certain
scientific basis for the study of the pathogenesis of SGU and potential new treatment method .
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5 SGU M 115 518 AT I vk R AT 484

1 JAK/STAT 5@

1.1 JAK/STAT {5 5@ BBHL R

5 5 i S i SR 0TS R T (signal transducers
and activators of transcription, STAT ) #¥ % 2 /2 4 it
(janus kinase , JAK) B2 1k . — Ak, I8 o % B 5%
12 BN A, A O3 A 2R Gk 1 M5 5 1 R
AR NN JAK/STAT 55 %Y . JAK/STAT 5%
30 % T i R AH DG AZ 4R JAK J¢ STAT, 3% 3 4~
TR HP JAK FE T DA R R
A JAKT JAK2 JAK3 1 TYK2, F# A 3R 2 60
FRAS TR A 40 i I 7 R AR KB F (5 5 %
S STAT Wy -EAN BB 4, B STAT1 STAT2
STAT3 ,STAT4 STAT5A ,STAT5B 1 STAT6, FE7F
i vy B2 S R R N R il - L A o
M7 ZAE S S Z R LR D BEA 5C , Z P 4i i
P AR K R ]l MR Sl L5 S, S
e i N a st 7/ SO I Dk ot R s o P A
T SRURE A A I A
1.2 JAK/STAT 5SiEES SGU

Kt B YRR SB35 6 B, JAK/STAT 15 %
SR A5 P LA B2 G 22 GE 9 ks AL il 1) B
A Jeth DR Ak A R R oM 1 B &R R R
BRERZ—, W5 RVIE S B 8 & g, 5
Eﬁ%‘f-Z( interleukin-2, 1L-2) .~y T E (interferon-
v, IFN-y) 45 i T {dt i AR, TL-2 I TFN-y
PP A PE R 1] LSk R Al B 8 T 40 1( T
helper 1 cell, Th1)"*" , IE# LR AR Th 40
FAH RIS T 4002 2( T helper 2 cell, Th2) 4k FHIXFF
FrAIRAS  Th 20 (%) 2o B R il 25 1 — 25 (AR
YoRE N A, S BUE B e E N, JAK2/
STAT4 254 Thl 4534k, JAK1 , JAK3/STAT6
Z 545 Th2 4531k, 1T JAK/STAT 38 % 7] /i
5 Th1/Th2 ‘45",

BWFFE R B, A R B E N R 7R
S EAmIEIT A, i e 1L-2 & IFN-y &
HIRAC, AP Y JAK2/STAT4 2354 i/ |
ULAHIZ 245 ] ARl A3 1 T8 JAK/STAT {55 3 i, B
R AE KT B & 2, WY Thl/Th2 SE7, BELWT R 34
PEE 7 RAE 0 & &, T WL JAK/STAT {55 5 3 #% 7F

P AL S e DI RE v K 45 B AT, B R R AT LA
LT JAK BELW RIS 6 Y7 R 8 5t

2 Nrf2/HO-1 5 S@ %

2.1 Nrf2/HO-1 {5 S &R

sk R F NF-E2 #H2¢ R T ( NF-E2-related factor
2, Nef2) MR T E A RO Y SRR 3 4 TR 1, 720 i 4
PRI RS (1 T R AR R i 21 R R
fif 1( heme oxygenase 1,HO-1) J&—Fi [ PN YR P
AR, s i T A S 2 8B 8 A A
AR PR ET . SERE Y Nif2/HO-1 {5 538
e AR RN W AR SN A L PR U i
FEZGE B ROE BE U, AT LIS BR AR Z R0 72 H
H B LR SR AR S B B 1ok By 1k B Jo A 1 5
(3 BE AL, O A AE A BBt 8 B A AL BT T
TEFT
2.2 Nrf2/HO-1{5Si##5 SGU

Nrf2 K HCHE LR HO-1 A R Hi Ak B 4 it %
0 R O B Bt 1 e R A
HERHAL, HATOT TSR, R DA 1 R, T 1
A ( reactive oxygen species, ROS) | R K F %5 £ F
PR 2 AT ML = A s i, SORLARAR 25 5 & A 4 b A
FEAL N TTT ke 72 24 JE0 JE F) 3 525 1 . 17 Nef2/HO- 1
R VT T AR AR SR A Y S AR I 8RR B DD
T RIEN , NI oz

WFIE IR, H 7K 35 TR i 3 JO N P 18 W5t 97 1
NS A WIRPERR L SR 250 )5, Hem %
N R PR F, A4 E-1a (interleukin-1a, 1L-
la) . 141 -4 (interleukin-4, TL-4) | 1 4+ %-10
(interleukin-10, IL-10) . 4" Z-12 (interleukin-12,
IL-12) B IRSE N T —o ( tumor necrosis factor-o ) &
IFN-y &t 3% TR, B Nif2 2115 HO-1 [
A E S AR RAZ 2 R RS T A
JRE) Nef2/HO-1 {55 18 %, A 1 RS = 0 4 5
HAEHNE R L R 7 19 R58 | BH 1k I el A Ak
N BE A TR IR T N B 157 25 ) B i 4
BEBTRYFE A

3 NF-«B 55@%

3.1 NF-«B {5Si@HHE5R

AR kB (nuclear factor kappa-B, NF-kB) B
T3 7 ) B S DR 1, L T B AU 8 NF-kB1
p50 ., NF-kB2 p52, RELA ( X # p65) . RELB Hl c-
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REL1'"' . NF-kB {55 i & A4 817 2 5 R 5% Fl b
2E ST 14 45 o 40 R 7 400 L R 7 2 A FROARY o PR
MBI F A, WHALJE 19 NF-xB ELA B & 101 & F
JP5, 915 B i S e sk B 1 o« BREESS &, AT
Ui Rk MMV AEAE 0 R RE ) KA
3.2 NF-xB{E5i#EE SGU

25 ML NF-kB i # 3E ZAF X TNF-a F1 A -
1 (interleukin-1,TL-1) T % S, 33 79 Ffr 4L 760 %) 2 4% 400
UL PRT - 18 P AR S PR s , T S 5t 0 | A T W i
FEHAAREEANY, HATE A 2 05T 45 S E
BRI R AR 28 K 1 R 9 B A NF-xB
Rl e R

AR, K RSB, e H A5 BE NF-«B
TR 4> F TNF-a IL-1. 15§ B — 48 {b & 4 T
(inducible NOS,iNOS) mRNA {25 /K -, X 5
B FIKBEE NF-«B 0I5 1L, H 3k 20 W T
e, HL 3 26 L PR % 5 S R 2l B TR) I T NF-B i
£ EHH NF-kB 15538 I 7F 5 h I & A voas 1)
FUIEE O BTG, 7F SGU 19 1 oF & b e 31 22
YEM .

4 ERK1/2 5S1@%

4.1 ERK1/2 55BN

0 AME S R T IR 1/2 (extracellular signal-
regulated kinases , ERK1/2) J& 22 24 Ji 1% 1k 25 H P4 i
( mitogen-activated protein kinase, MAPK ) 15 5 i [
4L B B B Z — . MAPK {5 5 i i 36 2 45 p38
MAPK 4 fiff 1 c-Jun 4 % oK % 3 B (JNK) ™2,
ERK1/2 7EJf3K b 8 Wi 16 Ak, Bl A2 10 21 40 i 4%
WG S R T, e 4 A B, ERK1/2 {5 5 3 B
Z 5 2RI R L4 A0 MG 5 5 4 Ak 40 T
B AU 55 555, O 5 2 R W i R OC R
wme
4.2 ERK1/2 FS@ES5 SGU

RAEANNLIN T | 40 3 TS ERK1/2 il
B, ERK1/2 J4i% 7% 5 [+ c-Jun Fl c-fos JEJR:
K H (c-fos proto-oncogene protein, c-fos) J5 , A I
2 IL-1 TNF-o 55 R A% 1105 5% 2 3UE BB AE
st

BRI, SCU K BUEREH Y c-fos 5 ERK1/2
MR BAA B BT, H RO, e S
ERK1/2 {553 Sl 0] 5, 7T 22 1 26 1045 43 01
7 2 T 5 T 40 L 5 T PR b 28 T R O

I ERK1/2 {57 18 B m] DL A T REBCR AT 1o
2ot B R AR ML I 265, AT 0N = 18 R M 0 i 43
e — ARV L 18 1507 (4 A L B R

5 Hedgehog {5 518 %

5.1 Hedgehog 15518 KHE5R

Hedgehog ( Hh) {5 538 #% & — 4% M\ 201 Jfd 52 5] 241
JRUAZ 1) i i s B LR < B AR 5 AR i R A iR A2, 7RISR
REARPEEEEEN, BlaE SRR %
AW BB, e 28 5 Wi JSE T R AH S 9 B T ( glioma-
associated oncogenel , Gli ) %% 53 PRl -3 1% 751 5 41 o] 754
Z ISP A . B R GL EH R EA 3 AL
H1:Glil (Gli2 \Gli3 , Al {2 Hh {5 538 B 5 7Y
B i %, MU Sufu (suppressor of fused) £ H J&
Hh 55 B T i b S E 4 5, nT 5 Gli A
S E R EGY, 2t — LT U AR R
Fik?,
5.2 Hedgehog {5 5@ &5 SGU

Hh {5538 % 5 5 0B D Re I R D) 1N H
Az RS4RI I PR R B B 1 K 9 AL A
HARZE L, HEER,Glil Gli2 Sufu 25 B
55 H WS R, Glil-Gli2-Sufu {5538 % ) &
ZANIHAL R GERR 1 T2 B Tl g0 DR U i
Al e AIFFE B 1 5t Y B S P 2 —

ADEIE R, LE B K R R 4 4
Glil Gli2 Sufu FYZRIEAF-EIW W Ti5 , Gli2 5 Sufu
TR AR 1A I RN BT Glil-Gli2-
Sufu {55 ¥ 25 7 N EYE B 505 R W R
M Z i AR B Z W A BRI | bR & 1Y
AT R, B R 48 K S A I BUER B AL A
WA, DRI AR 00 A AR Bz 22 13 ml il 2 0 ] Glil-Gli2-
Sufu {5518 ##% M T 22 A 18 R AR5 .
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6.1 TLR 5SEHEER

Toll #£3Z 14K ( Toll-like receptor, TLR ) f&— 5
PN 2 R G, 72 NAR G e R 48 v 4% i S AR
F. TLR P24 945 5l i3 NF-xB {5 55 SR 1e &
R R0 D AR DG 3 A5 X 4 40 4% 40 i P A
AR T R 9 2 1, ] st 25 3805 e i R 58
PR WP L 0 9 0 5 g T Y
6.2 TLR{ESES SGU

Toll £ 32 1A 5 J i, Toll ¥ (K 4 ( Toll-like
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veceptor 4, TLRA) 13 B i 2 5 4645 5 1 W
KENEY], TLRA Al 5 S OF 4 1, Horp
FEAr AL IH 1 (myeloid differentiation factor88, MyD88)
AT TL-1 SZARAR DG I T 3 — 22 5 TNF-o A0 H
VERT, B o8 2 e Ve IR, (i 1 Je oA 2 AR B
ZEED,

WSRO0 SGU R RLHBEAT £ A 2 = B v e
ZJ5 , H TNF-o SERPEF & 5 44 TR, TLR4 |
MyD88 NF-kB FikA i [, A OC & AL I i 46 br
HIREALDY . UEBA TLR (55l B2 5 1 0 ik 1 5t
Y7 () Ak B2 LT ) AT L3 sk 2 B 41 o) P ek
BE—2E 45005, SR Iy P B g SR AR IR T
ik,

7 PI3K/Akt {5 Si# %

7.1 PI3K/Akt {5 518 BEHER

Tl 5 1t UL B 3-3% B ( phosphatidylinositol 3-
kinase , PI3K) J2& ifd PN 8 A 1k UL e i it | G AE 5%ORE F
Ji& TR An G G e R R R R T R
YEH . BEH 4B B (protein kinase B, Akt) &—Ff 4
R TR 1 22 2R/ 95 2 R 86 1 G, o PIBK R
WEr G s W PBK AR O R, B %
ATFURS N, 25 2l 2 BhRRis
53k 718 H R4 ( phosphatase and tensin homolog,
PTEN ) iz i 1 77 845 K1, PTEN DJfig 2% )5,
280 PI3K/ Akt 38 i R, SR B fL i 5 &
H, 40Xk FE 5 T O (forkhead box O, FoXO) 3 i
WA R R PI3KY Akt {75 53 i S H:
RS T AT R ARTRYT A5 S M 1 AT
7.2 PIBK/Akt ES@EEHRS SGU

TENPEE B T, RS R 1 S K T
(insulin-like growth factors-1,IGF-1) Fl Akt £ [ 1
it Ak AR e A T 4 R IGF-1
AT PE PI3K/ Akt {7 538 %, #0115 | & — RIVERGL
N, R IGF-1/PTEN/ Akt FoXO 15538 B il {41
il L S 8 159 A 11 O S B

5T R, 76 1E % K BUE Z B PTEN, Akt
FoXO FEE 431 78 5% 35 B B IL)Z 04 15 5 Ji 448 A o
i, TMAE SGU B KRB R IRA Sz,
IGF-1 PTEN Akt FoXO G PE R B HH BT BT, H
HAOM F BTN G SR AN i
IGF-1/PTEN/ Akt/FoxO {55 5 i % vl G818 1< 8 45 K
S 15 & A VA A R P A A0 M R T K i —

SE BIPLITZAE I , 1 O T K8 BT Sk 5197 24
YRt T —E nl etk

8 IMNESRZE

25 FRTIR AT, SGU M ki 5 2 445 Sl ik 4
BEYIKFR, SCU M & HLEE M A B A, H3 35 A
R EMUARTEAS ] 7 JHOIR 2SR 7= A i AR R S S R
RIERG MG R MA ARG WL RSG5
RGBS T —Mad ™ HR R R K
FBAREZY, B UG IR B 8367 FBig 2,
H i 259 2 it S Rk 25 &2 8 #h
HE 3 s 2 254 KBt S E TR F- ik 25410 {025 A 1
MTHR—F5 @MY, HT 28G5 EBKER
225 SCU e S kE, FIREERINEHRTZ
FAR T B RTRYT B H RIS i A

S — LSRR A VAT i SRR AW, BRIE i
1A RSB B AR Z B A R B, AEIAR
WEFE b, W25 0505 & B IR AT LRI VE T
ZAAE T, Bl N, R —TF
T AT LA ] NF-kB 38 % iy 5 S i 28 M S 0z, AT DA
RIS Nef2/HO-1 15 530 1 T 51 S PR, LR
ARAE T, W ER OB DR 5 4 1) ) L 8 90, R A
JRs B 205 78 R B AR IR YT RO FEpi 4
RGpih B R LA 5 @k, WA 2
AR5 I, A A R ) 5 ik i) T S M 4 i A D
PR B SR N, AT T P05, 2 +5 10 i b 3 )
el fEHmE R, 2 R ] DL 2 A M
S, R E iR AE BRI R, AEIRYT
T S B M TE s PR B BRI RO
W RIS 88chs, BIAE D ARy —Fh gt a3 7 Jr =X
HREHOR AT, 7E BRI R, ml DLtk
—AZHE 25 O ) 5 A RAEIRYT SCU I at fE A
PRI AL T WL 0 i, v e T B A iE ot £ 4%
WARREARIRYT SCGU, XFETER A B T Bif
J7 SGU ML (W [F] i, BB 48 ) SCU &9 I & i
AR P S AE S B R R S R R A RIR YT
SGU 2L B A2 FBL
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