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Abstract

e The retina is an important component in the formation
of vision. Retinal diseases affect normal vision. The
mitogen - activated protein kinase ( MAPK) signaling
pathway is widely expressed in biologically active cells.
The MAPK signaling pathway plays a pivotal role in
regulating key physiological processes, including cell
growth, proliferation, differentiation and apoptosis.
Recent studies have shown that the MAPK signaling
pathway is involved in the pathogenesis of retinal
diseases, including pathological processes such as
inflammatory responses, oxidative stress, and abnormal
vascular formation. This article aims to summarize the
regulatory mechanism of the MAPK signaling pathway in
the occurrence and development of retinal diseases, such
as diabetic retinopathy, age - related macular
degeneration, retinal vein occlusion, and other diseases.
Exploring the MAPK pathway’ s potential as a therapeutic
target may provide new insights and strategies for clinical
treatment.
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PR R & 42 35K 50 2 DA B AHEECE 1Y 225,
VLAEH A0 S M 3 BE D 1 ( age—related macular degeneration,
ARMD) J ], #5487t 2020 4F 4Bk ARMD B A K 1.6
12, % 2040 AEFUHREIE I 2.88 42" WIS 5 4
HL S s A QI A B AT S 22 Bl 5 A G, A WF
FRARW , 22 24 U AL B H B ( mitogen —activated protein
kinase, MAPK ) 5 53 1% 55 1L 0 S 9 05 & A= K J O R %%
DI, MAPK {5 5185 |2 A7 45 T H A £ W P 1% 40 i
Hh BR A2 3 22 Tl A M S SRR B SR 0T 5 | 22 2R/ I
SR BREAT  E R R B B R N ), AR SCR T
TR MAPK 3l 7 A0 0 5 o o 1) 98 P AL o) B L A 3
JTHME
1 MAPK if &

MAPK {55 38 o — = 2 S A4 s 1) R 0BK J 1
R, 70 20 M 2 52 RH A 5 BORNEUS = GO AR O .
=L 45 MAPK P ( MAP kinase kinase kinase,
MAPKKK/MAP3K) . MAPK # i ( MAP kinase kinase,
MAPKK/MAP2K) F1 MAPK'*' | L 3h#r 40 is h MAPK 4
14 B, 43 S a4 R 2. 40 B A 1 5 A OC BTG
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(extracellular regulated protein kinase , ERK) c—Jun &K
Vit 18 ( c—Jun N—terminal kinase , JNK) .p38 MAPK 4 ity
AME S 1 5( big mitogen—activated protein kinase 1,
ERKS/BMK1) ™ 7540 32 (A 8400 J5 246 1R R Ui A 1
f9 MAP3Ks R 0 A T 8T 20056 S Rz, 30 MAP2K 75 H:
Ser/Thr J# il (7 s BERR AL , UE— 240 AL T MAPK 75 6
Y Thr—X=Tyr F& 75 Thr F1 Tyr 5% 35 SURE R Tk 300380 ™ A5 7%
PR (X ZEA R A B AR R AN Rl 1 2 25 1R , an /e INK 2
BHERR) ', MAPK i {05 T I AN [ g S PR, AT 7
AR O ) A0 L S

41 M AN 5 A G BB (extracellular regulated protein
kinasel/2, ERK1/2) J&f5 7 & BLIR) | H A 58 e R A 19 3
55 ERK 22 5 45 40 M 38 58 | AR 0 T R 0 i EE
BT INK JE I R 2RO S i R O LA 5 Sk R
SF PR SE 5 A0 TE R R IR RAE R AR
G 2 U ERSZ A8 shn) 551 INK 3 1 2 98 5 A
PEdps AR AT BRI R RE S5 0 14 2 L A AR OC
p38 MAPK #{iA A5 INK — [A]J& T2 5 4l M 4 A1 10 %
R A8 07 80 18 0 2R 34 B ( stress activated protein kinases,
SAPK) """ p38 MAPK &AL 4G PUAN R TR 11 «, B,y
S, X PR 75 45 48 E LA e 7 21 [ 23 A 76 A [+
ZHLURI 20 M e R 0 20 A TR R A [] 4 L 1 g B 2 3L 0ok
UM SR R I, p38 MAPK &5 5B LdE A Cig 3h
B 518 % 2 — il ] p38 MAPK e 38 i 5% WL A% A
A £ A Bl 0 52 W DR O SR 1% A A A 2
ERKS 7E45H |- 5 HAB G A AR LU A — Rk B R C
A X X A PR R 110 kDa ™ FEIZ X
A BENR S S S UFE R, 5 — 5 SR 45 5
A ffi ERKS F S8Rtk it ELHE s i st R 1 S08e
UEHH  ERKS 38 B AN 55 i 92 240 L 34 5 A G, HLAE O il 4
2 EF . W A SR R AR S A INE S /A (931 R

MAPK 15 538 %1 Jhy 200 B0 385 58 R0 43 4k 1 3 22 45 5%
2 AR A A & B ok B AT ek, WF SR R B, ERK
T %55 A0 O JES 240 72 BB 0 A G, A IR ST IR AR TR
T R ) I 4 1 B (retinal pigment epithelium,
RPE) 4 ifg MAPK/ERK {5 5 6 P 3 5, {2 F RPE 41l ff
FBTHEA AR AT 40 A A INK S R )
I 227 200 I T B b 5 48 403 S iy B A R i 45 T
fE'T, H MAPK {55 38 A 5 00 000 S A5 52 I I8 78 it
A BYIRFR . WAL BB H i 424 J T
— R BR TR AL I RYA T SR AR AR
2 MAPK & S i@ iR =
2.1 I &AL ) IR e s
2AMERRFR M W BR AR 2T M b 0L I 5 72 ( diabetic
retinopathy , DR) J& FH 25 Fl 5 B A A1 ] 3 5] 5 25009 4 i
B 2 WORE R R L TR R R BT E R A
DR (1 e B PR B rT 175 % ROS A2 4 H 1 LINLAS N B 2F
A F (vascular endothelial growth factor, VEGF ) 7= 4= 3+ %
FOMAE N K A B 45 O, FE T B i - A R 3 R R
BT BFSE R ERKL/2 B9 5 VEGF-A YT+ AL
BRI S I BT ik % PLA2 85 B8 1k 134 i A & 7%
P, R RS T B N BT ) VEGE - A 3 i #7% ERK
1/2/PLA2 il 19070 97 A 8 14 T 2 =l 384 7
IR A X RS 725 4 Jo R 3 v AR AR L Runt AH OGB4

1974

KA F 1 (runt—related transcription factor 1, RUNX1) J&—
P B R A  FEM IR R B AR s B55E DL T
SRR R IR EAE . Zou SF BRIE R BATE
P A A AR TP S p38 MAPK 63K vl B 3 3 i A
L DO R 1T A8 PN B A L ) RO I RE 07 | 1 VEGF 3Rk
KO % 44 shRUNXT 4410 il 457 4R B iU BE 77 L Ak VEGF
Fik, W p38 MAPK A LU ad [ 18 RUNX 1 [)3RiAK
A2 T DR AL I RS A 1048 A 1, $7R p38/RUNX 1 i %
FIRERCH DR IRYT A I RRHT AE I A B T A
ST R B, LI A 22 A8 1 % AR FE DR AR 9 A%
s B A L B AR AR L DR A A R el
L7 1 5 B A X 5 ) e 28 0 R 28 e T A A
e BT A D AR Ml ler 24 S HE 390 2 7 1k 44 A A0 D) A
GER R IT R A DR R A, HLHS A 0% 4 BB A AE A
VEGF SR ST B 2 o431, Ji 550 & BUAE i bl 2
R, Miller 40 i rf MEK/ERK 18 8% 18005 , W 2 1k 5% 5%
F RUNX 2, #F A4IIE A% J5 RUNX 2 50 iy 1L-11 5
Miiller 40l A9 IL-11 RA 454, S 2L Miiller 41 i 3475 4%
FAIE L A 4306 B8 - Miiller 200 7 2 0 A 3 5 42 v i Joa 4F
YRR R (e BT 40 TG A FR i 4 ) B4 29 38 AR B 400 i 1
B, A MEK 1 3]  ERK 4017 . DN-RUNX2 , IL-
11 ORI S A5 20 A S 45 L . DAL, BH D32 3 % mT 40
il Miller ¢ J5T 4H M 1) S5 385 26 PRAP S0 PREE T 1 I e 45
Ty 1) 2 B P FIIE DR
2.1.2 YL MR E% AR BEZE 400 0 B &% ik BHL 2 ( retinal vein
occlusion, RVO) (KT DR 0956 — B EK., WHEIME
FH ZE 0 A7 43 >4 #9L P i H e i ik BH ZE ( central retinal vein
occlusion, CRVO ) | L ¥ i 43 =2 it ik BH %€ ( branch retinal
vein occlusion, BRVO) F12f 40 ¥ & & fik BH & ( hemi —retinal
vein occlusion, HRVO) 27 RVO 235 2 8 BE K i (cystoid
macular edema, CME) IR FES AR A A M OBIR &
WL 2805 728 | e LR A F12Y . Zhou %' 1E RVO
BB K R R B AR CRE R I 2 4, A R H AT RE G i
MAPK PI3K/AKT F1 JAK/STAT {5538 4 # CME 1%
W, BRFFER,RVO KA 55| K 1) A0 I J5E i il P08 7
T 005 T B A 00 L 0 R PN R L A — 2 i TR s A
g [30] o Chen %W]ﬁﬁfﬁfﬂ%ﬂjﬁiﬁ¥ B1( transforming
growth factor B1,TGF-B1) i it #{ 1% p38/INK 15 53l I i/5
L BRI A5 PN B 4 B SO P T R A B T FEAR
AINFA S R 25 B R 2/ F5-E VE (oxygen glucose deprivation/
reperfusion, OGD/R ) 4 M5 8 e A4 RVO Hp Il 45 PN 1 4
Wi 45493 , % 85 % R A AH B OGD/R AT il p38 MAPK |
INK Hy#Ra 1L, 2B p38 MAPK 1 JNK i }% 2 5 RVO 1
WA RE , AMETE TCF-B1 35 (2 BEIX — B AR AL iE A 1M
SB431542( TGF-B1 Ml 5]) rT4 | OGD/R #YiF-FAEH] .
22 RITHEM M ERE  ARMD J2& DL BT B X A0 W) i A8 v
T ke R A= 1 4 R R A B A8 MR AT B . ARMD
FLI0Y3 v 0T %) A FR LA 3 8 R 1) /N 1 o e R R €, 2%
R RO R F Y L S AR B A S AN TR T 43k 25
AERIFE AL, ARMD M &L 5 Rl s A
TR ARAE SR B A T i YIRS
G, RN T A 45 A0 I R AR P AE P A IR BB
Jf 76 A RPE 4 j8 # i#% i% ERK 1/2,p38 MAPK Al JNK,
Muraleva %) 38 3oF 4 i 5ok 558 22 458 980 K BRI X6 FR 4 7
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AN T 4 5 4 3 B AL R i B ERK1/2 . p38 MAPK K 43T 1
18 Cryab BERR ALK, & BB 2 47 % 1 14 0 30 26 2 1 3Rk
JKOVHE G, T Cryab (= SR T 0 28 3 24 A 780 K B A 1)
" ERK1/2 ,p38 MAPK @RI G AW & , NI A T
ERK1/2 ,p38 MAPK W34 ., AR LA KN B
18 1( TGF-B-activated kinase 1, TAK1) F]#15 MAPK i
1% DT AIE 1E 45 5 0 S I B 1 () 23k, HE T 245 1l 48 A i
AFEYY S Wang 5 R HIHORE RS ARPE-19 &
TR K 1 o SO SR RAE K+ (IL- 1B\ IL-6
IL-8 Fl TNF—o) , ¥ ARPE—19 3% 35 54 Jy S 1 45 55
oA B B DK Y K2 40 M2 ( human  umbilical vein
endothelial cells, HUVEC) H7, Z55 &8 p-TAK1 Fl p—p38
IR B ) 38 5 | T RS RN R B R B Ot S R TN A
HUVEC "l A TAKT #1051, B AIX p—TAK1 1 p—p38 7K
-, 0 RPE %% 40 it v i 5 TAK1/p38 MAPK 3l B 4ie ik
[lIK=gayi'a

23 A EMMMERER  F 7 LWL K B AE (retinopathy
of prematurity, ROP) & — & & A4 T8 7= L, AR R B i
A S RRIE B | 2 THE LS Rl N LB ) 45 5 Rk B
B EE IR L L T A A R0 I % AR R
BB FE T ANE M R IR BT S B B AR R S R B R
%55 F (hypoxia—inducible factor, HIF) . VEGF B3 ikl
il (A0 P90 i A5 A P R ) 0 A0 D S L A L B
P B B AR 4 v 5 350 B 4L Bl il , HIF | VEGF
BIFEIRIE N, 5 KB A LA A T B, ™ B 3 AT H B A0 ) g
J S B 1 2 0 ROP Ay IR & 2%, 32 28 55 50K Pk
i VEGF 7K 55 3 20 Bl & 5% #9424 5¢. Yuan
2‘&?[41] TE 25 5 O R IR R AR ( oxygen induced retinopathy,
OIR) /N & B p—ERK 1/2 \VEGF 3355 10 I JIE 37 A= 1.
a0, EB] ERK/VEGF 76 ROP T2 5 5 2E 1 45 1Y
K, A WF5E 2 i TR B 4 0E 78 ROP &A=
RIERRAE—EEM, Li %% % B2 B A A B A /N R
ROP BRI TL-17A 476 L 5 Miiller 41 15 1L , 42 5 bf
278 3% A F -3 (neurotrophin—3 , NT-3) F 431 17 1117 % B
Y & FEHTIR TR, I 0 fIG TL-17A & B ERK 3 %
B35 1 ERK #0457 AT 98020 IL-17A 35 5 19 NT-3 43
W UEW] ERK 38 B/ X — b B PR IL-17A7
ERK/NT-3 38 fif % 8t 40 M 7= 2 fr 9 1~ 48 A vl fig )& ROP
HIHTIRIT W

2.4 EMM MRS 1Y A Pk Bk 5 AL R i AR
( proliferative vitreoretinopathy , PVR) & & 4= 7€ FL IR P47 ™
PO 5 M A8 2 TF ARG | FLRRAE 2 3 355 1A s PR R0 I A Py 4
BT TSR () 21 AR N5, DA T EE SHA0 1) 2 5 354 1)
HRE B M, BFIE R W, iR T RPE 40 52 58 T 3 5 1k
Y 2 ik 5 e 200 L DAL R ARRE DR, AT b A B b R -
[6] 98 B Ak (epithelial —=mesenchymal transition, EMT) 4
B ANEE T (extracellular matrix, ECM) BT 384 | 3 s 5
A2 5 PVR EF4ERAIE 1, 76 PVR bl 3 G i
BIVE ™. Zhang 251 % B0 R 2T 4k 40 0 4= K X 7 -2
(fibroblast growth factor 2, FGF-2) 5 ARPE-19 4 jd I
FGFR—-1/2 SZRZ5 4 005 MAPK 3 175 5 41 i 14 3 415 |
R ARIERE 1. Liu 557 7E RS040 g v 3% I TGF - B2
K5 5 RPE 40 g EMT FI ECM ¥ 34 i, 24 p38
MAPK INK #6375 5 19 EMT Al ECM H S8 BRIk,
UE B IX — i A5 2 38 A 0% p38 MAPK FlT JNK 3 BT 1Y
HIEA K 4 1 6 ( bone morphogenetic protein 6, BMP 6)
HAYIARE T, Had B FRA 414 p38 MAPK il JNK 1Y
AL, R A R BT TGF -B2 5 S (1 4E F , $2 /5 BMP 6
1E PVR IR HH BA AR B I,

2.5 Py AR )RR R 0 D) 5 B 4 if 933 ( retinoblastoma,
RB) S )L 3R A 5 DL A ok R ) . MAPK 52 e i [
TE RB 1Y & A A b B S 2 i X AR T B w] A 454 9
YER W n] R e /e . 53R p38 MAPK I3 i i
PR T RB 19 % B, Huang %5 & BLAE RB 41
21 p38 \p—p38 MY I WL FE AR T IE LM B0 i, 7E 14
Sh RB 4 i A p38 MAPK 38 BTG 7, p—p38 B
KR HEA B T AR A MR R R RE ) . IZ R et
T B 22( ubiquitin—specific protease 22 ,USP 22) 1 RB 4
guirhig ik I %R SIRT1 (NAD™ K 1) 22 2 e AL il )
MyFeik, 1 # f JR 4% SOST A, 2 #F RB My & A=, i
p-p38 YT e I8 F AR USP22 AT SIRT1 Y £ 3k #E & SOST
FIZIE, TN RB 1Y & A4 & g, iX 3R W] p38 MAPK i
198 5 USP 22/SIRT 1/SOST 1l il fif 485 40 g 1) 34 4,
Wu 201 %3 TRIM 59 78 RB Ha] 3@ 4375 p38 MAPK i&
BRI I RE . X AN /R FIBLEI AT BE 5 MAPK {5
A PR AR S 2 AN [ 8T RSO PR R A L R B 2 S
SERZRA K, MAPK ZE A5 538 6 76 A0 19 R 5 o ) 3
EAEMILE 1,

1 MAPK R S8 2 724 B B vh 10 A4 16

LI R MAPK Z 1547 538 it i IR 42 4
DR VEGF-A #i3#3% ERK 1/2/PLA 2 §li/+-5 DR 4% P Bz i 45
FHREGE p38 MAPK i RUNX 1 f27E DR H Az 1 4 A2 i
ERRAOS MEK/ERK/RUNX2/IL-11/1L-11 RA il -5 2 Miiller 40078 34 58 B 3055, Hh BB 1 2
ARMD TAK 1/p38 MAPK il B {2 it RPE 3 2 240 i AR 48 A B
RVO TGF-B1 8% p38/INK 15538 1755 A0 00 FSE 11 A8 P B2 2 JHL 2 e o - 3 40 A e e 7
ROP ERK/VEGF £ ROP "P &5 4 fYIE A, ERK G B § IL-17 A B NT-3 20055 ot BOL AN & 4%
LA TR
PVR TGF-B2 5T p38/INK 1551l %% S RPE 45 15 EMT il ECM &4
RB p38 MAPK il i {7 USP 22/SIRT 1/SOST i1l e 40 ML ¥ 84 58 , TRIM 59 7£ RB i p38 MAPK 2k

AL i e
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3 MAPK ifi B% ¥B 535 77 ok B&
3.1 BEEHNHEIF  H AT XA A D) RS AN i 1% R K Bl
BRI 5T 22 B, MAPK S5 5 300 [ 490 I FE 9 1) %
AR T BT SRR VR . I SO R
AR AL o0 JES 200 483 45 K% S % 4% B mT AE 29 1% E S . 7E DR
o, BIBF 1120 (Je ik e ) ml i i i MAPK 15 53 % F1
00T JEE 1 65 A A 26 2K P R AR B L B BIBF 1120
A SRy — o 6 52 AR 1 S IR R 71500, 7 PR S 75 L
L FE AR N VE BHIA T 5 A BH T p38 MAPK  JNK ERK 1/2,
VEGFR2 | FGFR1 %) % 2 1k, 7€ 4f A B AL b %5 i BIBF
1120 J MAPK 38 #1770 X2 7T 400 ) 200 Pt 348 5 | 3 %% Fn s
IRIERCAE ST, H BIBF 1120 X} p38 MAPK JNK ERK 1/2
AT AL A P2 B 55 MAPK 38 3% 400 7 500 A0, B B AR W
B3, AT FRAIK MAPK 2359 — 2 il HRMEC 198 i
TR TR FUESEAE 1, 3X ) DR BRI 3L T8 iy e 4%
INK H 60 5510 8 IA R ARMD #9—Ff A7 ¥ , Zhdankina
S 1Q— 1S (INK PPl 351 ) ) 7% i 3k 28 2 A5 78 K Bl ]
WD N B2 4 VEGF (13255 K E 2 25% ., Muraleva™
S5 1Q-1S AL AT P4 40 X e 22, 30 il fr 20 3R A7 PR AR
PRI AESE ARMD B JE 0 s 284 A5 70 K FRAS X R 2 f
AR A o TE 2 i 42 M 114 %8 L IE B R R LG 1.5 %,
25 1Q—1S IR YT 7] 1G Jn Jon 3ok 5 2 A Y BRUAS %ok 2 fi ) 4
Tt T dg 3 ek /L 2% M 35 P XK B SR 500-700 nm f % fih
LA el BRURR Do R £ 928 G €1, % 35 il 2 1 1 (—
DR BH 1) 5 fioh A0 9 R DG 2 11 ) 78 1E X FEZEL R 0 2 o
FIE AR N R SRR R 2 5 B 41K, T 1Q-1S
Ab PR SRR AR R TR, X SRR R I 1Q-1S REIE K
S ST 3, U0 ) o0 e AR AR R AR X B e g e 25
RATHEARAL, W] 7€ ARMD PR g e IR Y7 ik, Wl 3E
% J2 (Selumetinib ) 4&—Flt MEK 41 1 51 | A1 5115 PR BF 58 30F
SCHDA] N IR 97 A M A R 0 R IR ( metastatic
uveal melanoma, MUM) ,{HBAZGS7 30 AT BR™ | 38 hinia )y
R, Sacco RSN R4y Ny A E R JE R 2G4l H B A
H(FERFC+EEE) TR M, IR iR
AEAFIA AL EON 3.4 mo , BREIRYT Tt R A AE I R L Bk
4.8 mo( P<0.05) ,fH S AEAFIIRAET, X FRIHE G H 25 %)
P 1) JE 2 A B RIVE A BT ek B AR H i —Zih97 O X
FEA B TR, R R TG A OCAI T SR AR L 0 A s e e
HEATHRIE

MAPK 3 #3570 5 A 32 20 F T 5t Mo 4 56 T7
o RN AR R P SIS 56 B o 2 I S8 B R R R VR T
P L g5 vh B B E L (A E 2 B AR T IR IRIR YT T &
PRHAFAE— 72 O SRR XU . MEK 32 1A 5 1 40 I i
7% ( MEK inhibitor —associated retinopathy , MEKAR ) pyid
FH MEK 065003457 i 7] 68 H B A — Rl IR 8 B0, 3
T D SRR TR e 2 1 g 2 O A Sk A PR
PR T2 A RE R 4 L S A 9 1 7 R RTIA T
FHEREGE DR EFEHGIT . R TR EEEM &
HF A AN K, MAPK 207 38 400 11 70 78 1R 3 =) 34
R EIA TR KB IGAIR IR T IR, AR R 25 1) 48 2k I
HERATE
32 RHKUEY KRRUESVHRET ARFSFLEY S,
HA LR ZRERI g AR Mg v, I AR 9% 2 B
SFRIRE Y BA bR BUREAER, FEIR 7 0 ) g

1976

97 iR B 2 AR AT R A A IR R XY, g
BH (arbutin, ARB) FEAF/E T RER MG S LR Y |
HAYUE DR AP ESFEM, Wang %8 H,0,
¥ A\ RPE 4 S8 AL B 054 4+ ARMD BEAY | 28 ARB
AL AT H,0,35 3 1 A RPE 41l ROS I 1=
FIE A, TRIBEAE 100 wmol/L ¥ JE ARB T #H%% H,0, 41
p—p38/p38 .p~ERK/ERK WAHY T FEZ) 50% . Mid I FR
180204 ( ERK #1157 ) #11 SB203580( p38 MAPK i1 5)) J&
AR H,0,5F 89N RPEC 3 11 F [, 925625 FA1E
M1 ARB jifi i ERK1/2 F1 p38 MAPK 15518 4| H,0,7%
S RPE 4 M#5i 45 K 3% 71 F B, 3R W] ARB 2 3R97 T
ARMD WA 25, R LR R KR ED
XoF TR R 9 B A BRI T 3 S (B A AAFEAVE FIPIL R A2
A G ANTESE AR N WIS R 3 AT B A S ), PR
T YR SL TR ARG BB 245 BEAIL R 4 55 A= 01 P B o 3

AR PRI 45
B3 MREAR  HOKBORZE— T K BT 4 HOAR

16 DR A7 32 B0 5 1) FH 999 KR 1 4 5k v o i
i) | AT 3 BRI 245 40 f 3 A8 A 1 7 25 0 %o I — 400 W) B o
BEfB B E, JEm 25 B A R R EEE AR AR AL
AR EARA A DR IRYT 386 0T R A B BRAC R S 3R
T 16 B VR P A T i, B A R L D A5 S g
K75 IKAE 1 1) 4 99 DK J00RE A4 2 TG 245 ) JIK 3 40 K 24 1k 9
(P12), P12 3 53 B 58 R s A 559 20 4R o 0 R s 55 18 U
FEHH AR AL R0 I b INK  p38SMAPK | ERK i B2 1k 7K °F
(7] B 400 i) 37 2 i 4 B B A I RS i, #E AR S HUVECs
N B2 A0 S BV2 /DN S5 400 i 4% i f2 g A 7L ep ) 28 P12 Atk
PR FAR p—JNK/JNK . p—p38/p38 .p—~ERK/ERK H(H #)—
A5 , 2 B 3000 308 S8 KT L RIE R (VCAM -1 IL-6) B T
PRI AR S g, 3X FR W P12 AT 5 97 15 MAPK
55 A DR B 2 AE SN AN I 5 AE , O DR IR YT
T RTC 25 A0 K SR
4 ZEit5RE

MAPK ZZ AR 835 40 i A B o 7 b A 28 I8 J 1)
YEHT, S50 B0 1) 2B R JRAFAE BV G R, R o
FWT,7E DR ARMD 5% v 417 il 32 38 6 T 9 20> 4 Jfd 94
T B AR T B R 0 4 48 405 s B AR A, IR I
IR A ] MAPK 5038 i 9 3500 AT AE 22 95 9 1 30F i
S RIS HBT B H AT T R e TR T
PPt VEGF & (HIRI7HE A 8 —  ROR AT 5 MAPK i [
AHICAM G LS B8 i 22 0 W [RIG T7 SR ms O AF B 53 4
2 g AR A A I TR s R o A B ML T
MAPK 3 %t 75 490 o0 J At 2295 A5 Hp 4y 3 o 24 5, 51 A
MAPK 3 % AT 00 o i e 222 11 455 3 (AR BT A 0 9 1 PR SR
P HERF TR . SR I 1238 K A 5C 18 30 40 1) 25 4477
AbF FERH S5 AF 5 B B, 6 H I R A A A7) A7 78 3 i R
A YRR 25 bR A2 AR AR, ROk AT
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