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Abstract

e Mitogen - activated protein kinase ( MAPK ) signal
pathway family are important signal transduction
pathways, which widely exit in cells. They are able to
make particular physiological responses induced by
multiple extracellular signals or stimulus, such as
changes of osmotic pressures, ischemic/reperfusion,
inflammation and so on, that means they can mediate
cell proliferation, differentiation and apoptosis. The
physiological responses mediated by MAPK signal
pathway make great scene to the progression and
healing of eye wounds, therefore researchers may
highlight the pathway in research.
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22 24 J5 3% A B P ( mitogen — activated protein
kinase, MAPK) J&4fi il N — R4k | i BE RS 1 22 R/
INATREE VM A T HAR AR By RZHem b, el
DL A LA M ) 22 T ol R 3R 305 4543 BB, A 2
PR A AR P 45 s B R, sk af
HET: B8 He I U DA K AR SO 45, AR Ji 3 3k = 0 it
IR 7 AT IR 55 = 5 4 M A RN 5 i RO
I S 2 2 T A A P B T A D O S i £
2 LA 2 B NE , ERT I AT A 5% A [m] g 3 Pl 3R 3R 81
R B A= 243000 . MAPK 215 22 Fift A 38 DL R o B et
FERVR Q040 0 A4 1 58 45 0 A, A S RAE U8 T A5 N
SR, 2% TP RS S OS5 EA T e 5 8 2 P A T
i iaE R PR E AR . AR U MAPK S5 5
Xof MRS B A% ey 4 A I AR 187 FH 1) i e 0 ) A 7234
1 MAPK ESESBE R KK
1. 1MAPK £ 2@ IR 20 142 80 4R I, Sturgill
ST X TR BE TR AT 35t 4% 2 E S I e BT i T MAPK,
HAZ 185 45 45 0 MAP2K \RSKK . ERTK . ERK , MBPK %%,
J5 R BUEAT TR A e [ f) 45 4 0 A= AR RRAE PRI B i 44
N MAPK, fEXZ 5, B HoAh MAPK S5 i b3 9 4 B,
SCHEHTRR ERK,

FATE 22 A A9 MAPK KGR IEAT 14 4>, 0| T
Y SME 5 P8 45 B A B (extracellular signal - regulated
kinases, ERK) .c—Jun 2 % K ¥ 3 B ( ¢ —Jun N—terminal
kinases, JNK) /N 08075 25 H B8 ( stress activated protein
kinases, SAPK ). P38 MAPK Ll f ERKS5/BMKI ( big
mitogen—activated protein kinase 1) PO 2k, MAPK {8
S T A v R I v R DR ST R TE T B
AN PG AR AR A% A ) 1 200 i R A R LR A Y
B AR 22 S0 A L OGHK 1Y MAPK S8 %, SR Y
4 M A FORRE O — AR B2 4% MAPK % JF &t —
FRN G AR R R A AR TR 0 A 3R
1.2ERK i@ B% ERK 3 ## /2 i S i A BL A E %, [H 1t 5
ERK A 5 Y 40 i 15 5 e 5 B A n] DL U 2 e oy 28 B i
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MAPK 15555 38 1%, AT H &k A2y =0
HAEAY: LB XIE LA TERMIERAMINN, ERK
4%/ ERKI . ERK2 . ERK3 , ERK4 . ERK5 . ERK6 , ERK7 .
ERKS , H:Hh %} ERK1 1 ERK2 MR R 2, SN
ERK1/2, 3 43 3 & 7 F & 4 44kDa F1 42kDa Y 25
i, HAT 83% WYTRIURMES . e R KT B AT
PR H,0, % BT, MEKL/2 15 5B iR AL , oF ifi 4 5 1k
WS ERK1 /2, T 8 2R AR I 400 I v ) 2 P ke A
21 A% AR R B SR IR P B 2R 6, W Elk—1 .CREB |
c—Fos Fl c—Jun"*' | MAPK-ERK i#i %% 585 iF £k
PR ST AR LS A B RO, 4 B R TR A AT RS
MLIAFIG oAk AR 1 5 R 5k 5450 ERK 18 #
VIR G ALV 29505 Th T w w 2 BH

1.3 UNK B 7F 1990 4F  JNK KG9 & B, It F 1993
AR SRR SRRSO R B A AN TP I A A% ¢ —Jun
BN, INK K% B = Fp W0 B 40 5, Hp JNKIL A
INK2 764 B il v )iz 223k T JNK3 3 2278 K 2%
P INK B HRE S 5 s nT e A0 B P R )
(AR R mB ) ERKETF BER R
7 45 Z B 28 55 R 36 1k, JE 17 51 2 MAP3Ks 1 3%
U INK RO BRI TS B L T I MKK4 AT MKK7 %
HI R R - il 2 R — s R 6 i WU Wi R Ak, Bt 5 AT LA
PG T % Bel-2 .c—Jun (ATF-2 Smad4 %5 40 g X1, 415
BESRAEANMITE 30T KESLE R INK 1555 5
BEAE Z TP 19 28 BN e rh R AR T AR,
JFBES W 20 8 T A ol R IS 2 R A AR A R
7, T LA INK {553 3% 0] DA IE 5 5 5 P FOIR S T
20 PN B — A DG B R S

1.4 P38 MAPK i@ 2§ Brewster 5T 1993 £/ 9E = B
IRBEXT ELTA (A 52 B A 3R T e 360 N2 R ik S A 1
AN o3 B iR 38kDa R T, 5 2 KB INK F %
[F]J@ SAPK, 3% i J& p38 MAPK, HHiE & p38 MAPK
A4 SR, 5k p38a (p38) . p38B. p38y Al
p3887* . P38 MAPK {553l % r 9l 22 il 17 3 3, 4 ¢
SE T EbE S B R RN A R A
MAAME S T 5 MR T R 2 RS A )R, B

SEOE R E S 4 F MAPKKK (8L AU % MEKK 3%,
MLK ) , #E i 0% MKK3/MKK6 , 3 p38 MAPK 1 180 13
TR Ak 3 182 o7 % A1 R 5k FE W R 1k, DA T fH p38
MAPK 354k p38 MAPK 3 i 1% 1k 5 145 2 b F it
TR S S PR B 2R 3k 3 o W R AR A FH TS 2 AP sl
40 ETS1 Max MAPKAPK-2 Elk—1 ATF2 £ ki 7
TN 55 AL AR (LR A A 7, RS2 B Ah
gk TR BRI N T AE B B T, p38 3 i L XU
B ILTE s | E i A S ps3 LN PR F i YR SE
TELR R AR E T
1.5 ERK5/BMK1 i@ # ERK5 J& MAPK {5 5% 53 1%
FNG R — AR BB A 5 5 30 %, ] A5k MAPK 38 %
(Big MAPK/BMK1 ) , X il il A= 47 43 24 oAbt A &
SRR, AR W i BBl 28 BMK1 JE R A BE 473 A
B AT By WFSE 3 2 0 BMK L 358 PR 7 I 45 A 1% I 4% 5
HME R AR RO I S 7 A T A BT B R
WA 2% H &I ERKS 5 W0 M B #2815 4 Mg ( retinal
ganglion cell, RGC) Fi%) 306 47 A ééﬂé?%{%%1§$ﬁ3\é[m o
P T L3 % i B ) S 0 4 g, o LA S % S ML A 5
3 1) BRI S R A E R T2 v LI 1,
2 MAPK i# i 7E IR 34515 R O 1E F

MAPK {55 5 %% 5 38 % X6 20 5 300 3 5L AT 558 v 14 A8k
PR, W S5 T 4T AR A ZUE 2 it & B
TEMRE P BG A E il B EEE N, BB ot
TGF-B1 55 19 A i I Tenon’s B& B £F 4k 240 g ( human
Tenon’s capsule fibroblasts, HTFs) i 4k 3% 58 i3 2B & BY,
i F % 4% 31 il (% % 5 B 38 33 1 98 PPAR -y X} ERK .,
JNK . p38 MAPK i # 7= A= 0 il /5 1) 38 ik MAPK {5538
AN HTFs (93455 A6 A6 /Y BE 71 38 T 8— MAPK {55
T [ R S A ), U EH T = R MAPK A5 53l K 7
HTFs ik AL o onl sg HAA B RVE H . i ik 5% Al B &
PBH W ERK . JNK P38 MAPK & #& %t T HTFs 35 fLi il G
FIFRIE UL T = 4% MAPK 3 T fE7EA 5 HTFs 361kt
R B R M A AN B ST e R X £
MAPK 38 75 HR 58 T SO0 #5252, 78 HLHL I % 5¢
4= [ B LR, 22 4% 30 B A [R] — 3B A7 I /000 K ] — 3l i 7
LA B AN R R B A7 ik — 2 9%
2.1 MAPK b & & ESERAERIREIGHHER P38
17 5 30 [ 7 R A A0 493 1) A el R v e 8 o A R I
BB e, ARG EAaE T2, K
WA o AR AN S A A AN M RS, AR A A Y
99, 1 7 240 P 1 B B 4 A D G SE R A IS 2
JE ARSI AT IR . — FURR R G 3 R X ST A ad e i L
R A 55 i LR S e E Rl 2 5 2
Jit VbR I, F5Ak A K I B (transfroming growth
facter beta, TGF-B) BEIIE p38 17 F i %, H & L Fhalfh
RO E S R A T, Terai 2517 %A B 1 Kz 20 Mo Py
ANAEAE TGF-B 3214 2 1y % 3 PR K BRGHEA7 #7 JBE3 401,
TR L R B AY | LR AR GT TGF -8 X A I 1 Bz Al
B A 09 . SE i 2 B, 7 TGF —B 1 s 4 il i 155
DR M IEANG Y AT A 4538 T 48h, [A] i P38 MAPK i i
FIMCTE L AER T 48h, HE/R P Z (0] P REA7 A6 BB e R
S AR T ( activating transcription facter 2, ATF-2) fE
B INK, P38 MAPK 25 1K 7 3 Ak 80 Al 380 , 2 17 i 1oz 7 384
AN R 7R, SRTTAE P38 MAPK 8 il 4 28 3R I TG
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Y TRTEE , ATF2 AR SR Bk i 2 Ak , 240 i 134 8 e 00 o) 7 #1421
IO Z% , 3 3% B Ot Asf A At 5 %40 o 1 0 8L Bz 44
BYRESE , FEdE— 20 WFoE b R B, INK {5 5 3 0 RE TS
ATF=2 , S84 M B ] . Saika 251 6 2 AT IOTFSE
e R B, P38 A i ) B8 AE 40 A R T B A0 M AT 8 1Y [
BF SR A T 20 L FE Y /K P INK 3 6 GE A TS ATEF2
T 240 B 4 T LA ) X — B AL

ERK {55 3 #% AT LA™ 5 1 BRI 45 mh b 1 44 i 4 i
JEM R PERE . Hong %61 TR SN 37 9\ fA I 1z 4n
b 7E M 22 K ¥ (nerve growth factor, NGF) X H: 2l fig
J RSz, FESE gk B vh K B, NGF {2k 1 M 1 iz
AR D Y20 ] S5T AR 108 A R A R S5 | )
Bl NGF X PI3K/AKT i #% Fl MAPK/ERK 3 # ) A4 T ff
[R50 S AR RN, D 76 40 S U 2 A 5 4R 3
Gl %] SI W74 5%, AKT MR LY294002 1§ ERK
M5 PDI8059 fE & M il NGF 5519 D Y20 g J&] 1)
HH RS, R Y] NGF 13 S AKT 1 ERK {5538 3,
R DAY 2 AR SO 1 A IR A R 2 L 0 A ]
MR T FA S B 240 B ) 3G 5

P38 MAPK 5540 ML T 7% i) AN (UK BEAE A1 JBE 1
B AR B B 43 (0 53 05 08 AL b do A7 R B, A
PN B 7 A RS I3 VT s 22 ) ) B 23 A4, AT LAl ot 3
AR A K AR BE 2 R AR B B WIS . Joko S5 fifi
PRSI 35 00 8 B B A0 MLFFY TGF - B2 Xof A 5 AT
PR VE I & B0, TGF — B Fad P ik 21 4k 4 iy A= K X 7
( basic—fibroblast growth factor, bFGF-2) G815 ] Hb 1 i 84
1 P38 MAPK 15538 #% %] £ A5% P Kz 4t i 453 47 1 168 52 )
RIS T AL W PE ], B &R TGF-B2 Al FGF-2
FEIEH A D5 K b v B M 3R 58 3k — IR R AR G i e T
ARG B 20 R AE T 123 PR B i AN P 3 ) D PR A
EjHTSCH TGF — B 41 £ HEE b B iy 38 8 A Xt 57, 156 1
MAPK {5553 % 1) [7] — B 25007 B 0% 76 AS [A] 58 467 17 3%
ik, A SRR FGF-2 BEil it PI3 S e /Y T il id
% ERK1/2 413 A0 B PN B2 20 I 34 5, ok — &5 S o 1 52 55
I ERK1/2 FBE ML —317

TE A B ST 405 ) 48 52 v, JNKC 38 (86 6T 1) TR 1
EFEE R PEEME R, Shi 6 HE RSN 3% 1 S A6 il 7
He N AR TR 5 &1 4 240 I ( telomerase—immortalized human
cornea stroma fibroblasts, THSF ) H1 & 1, TGF —B1 #{7& T
THSF "' MAPK {5 5 i . JNK 00 50 2 25 1 i 1
TGF-B1 BN smAHAAERRAT ( connective tissue
growth factor, CTGF) 3235, #EMi#I ] T TGF-B1 55 1Y
Y G HEAMBRIEE A RIS, 7ERE S K A IR
BRI R A R b 3 S AR S T VS INK il 5,
FEXT A BEA 7 ) A ad BR AT 81 D) )F HE 4 fa
S 3 INK 305 55038 5 0 ) CTGF (14 3k ek 38 25 40 o)y RS 1)
A R R A JF Bk 1 A kR,

P REAL A6 MR 3K 1) B 1 2, 25 5 52 B A5, 9 0E AR
ZEHENEE RN Z —, @5 MAPK {5538 #%
TE S AN O A rh B 2500 B AR AR X T I R R
AEHEEZENESL,

2.2 MAPK & &5 Sk RGC RGP HER 7R
JTIR im0y 3 B b, % N 4 K A F ((vascular
endothelial growth factor, VEGF ) #ll #ll 31| (1) {i FH 7] RE i i
P38MAPK il j% 153 RGC YA T-, VEGF i 5 % 9 H]
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TYEITHE PR 95 A0 A JIE % A% ( diabetic retinopathy, DR ) , i
T SO ) S A I A B T TR AR B, 4R, Foxton
AL XK BUE T VEGF—A I H 5, 0 T e &1
EH A TR R T, MR A FHERLEEE B
BEE T RGC G2 HI )2 f A5 0, & B0 T 28 TR
PR FIPEMAR Y RGC Rl 2 i ia i 5 R LS, 163X
sesziG i P3SMAPK DL K H R UiF R FE 2R 1 27 [ mi iR 1k
R BOEIN T T s Ak, X — LR
BT ZEIG R YA YT it ] VEGF—A 41018170 7T B 1% 1 i v 7
Ja R LA VEGF-A X0 B 22 ] BE APR38R

ERK 38 -t 9l DA Sk 76 00 4 28 5 483 45 v 3] o 24
M., TEZ 0505 , B2 40 M 7F — 2 Z5 1T T DUE BT
TEANNE R, A S WIHE R AT DNA B, Fe & R A Hib
Ei&ﬁ%ﬁj‘%%ﬁﬁﬁ@ﬁﬁﬁﬁ?}ﬁt“‘” ° Galan gﬁf[m] EEIHZ@
STT A 8 A USRI AE 5T 37 45 %) A 45 200 JERD K 37 461 1Y
P A 2 I &R . AERLM P 5 58 1d, W&
I 5 240 R Ak 1 ERKL/2 7K SF KR 2 T, SR 1 RGC
FROR A RN B ERK1/2 FIPTE . 3d LU, 40 A J5 30 2
F A FIFRIAKFELE RGC H LT, 5 E IR BF DNA f) A% 3
WAE RGC kB, #2785 T RGC F T vk A T 40 i & 19
RGC 78 40 /i A B 7 A B 3 8 3k 390 T02 06 1 i o A U
T2, 1 25 B 4 ) MAPK/ERK A LA ZESE RGC BT,
I &5 FRLIE HH 1 Aol 28 152 S5 200 i A Ao 28k ¢ =22 ) A7 A HL AT
fEH, ERK Al GEFEM M e /MG G R T AR 2 T — 2
IVEH

TE 75— RGC W T-HLEI R P55 INK 38 #§ 78
20 it H A TR 7 B4 3 FR S TR i A . DU R
P2 1 Bt ( dual leucine kinase, DLK) J& JNK i 8% 0% _F i %
FitE , BT LR il 22 B3 405 e W R T IR 28 M, Fernandes
AU 9 A g s/ RGC v DLK 12 1] LR 25 4B 3R
WG IE RGC WY T, [ B INK 38 # A9 38006 7 Sl b
DLK F 40 90 5 o i 45 520, #8010, DLK k= 515 5 INK
T PE T FRA % A 70 41 0 e 0 AR X Al 58 [X 38 JNK 119 3%
TEIFAT R R /b DLK gl il . o BRI A0 4l 22 S0 T
WA A3t Sarml ~MAPK 38 5 9 B S W, 8% Rl 2 v 1)
REHEPAT , S ATP B, 45 88 T B B L9805 55 &
F1 51 E Al 5 g e

RGC 152 i AE IR &9 A8 vp 14> 2 UL, £ 4% MAPK
i I LI 4 HLSIE T RGC, HoAH B Rk A £F
E—25 BB, LA 9 245 90 7 0 FH 2k R v ol HIR DG 45 2 45 44
145 M LA B 4R v I 2R A T M AR JR 3 B A A7 T i
2.3 INKEEERAERBESMERTHER INK G5
8 S AR 22 A2 T LA 22 R 8 % , R A AN
R A AEH L, RS B4R 3, 7Ef I R T R
PR INK 3 5% AT DUSOE T I ATF2 4100 AR L R 40
MaBEF K, AE AR B RN 8 2 CTGF 193
%R T B0 A IR L SRR Ak BT DL INK B 5
SP600125 Z&fift, iz 405 )5 , Dik 7T LA [a) #3305 RGC
Yeta iR IX INK 38 #0351k, 5 S AT E Tt AR

INK {5 B B A A EN S R T B 40 R 385 17
Hl ) TEEVEM, Produit—Zengaffinen %™ i@ i (LA AR
P REEFE 661W 4 (/N AL BB AN 2R ) i 2 B, (R 4R
SR T INK I c—jun SEPERY_ LT 20 BE3EPE D) g 35 1%
ik, B 2 S7 7 oK Bk i P59 3 (ischemic/reperfusion,
I/R) BRI Z2 Rl BE 1 TINK 4100 5] 350 7 R LR o) de af.
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Th J5 80 A K SRS B RS R 0, P TE 24h J5 B /R 4
9 RGC JZAMIJA T- %A T 0 1Y R, & B T INK S
FIXHF R 1/R 5128 RGC FET-HA EE A VE,

TERE PRI F I i, INK 38 B 0] BE A 1 i A
FAVZL AR T (advanced glycation end products, AGEs ) X}
JIE b R AR T A R . Shi 255V R AGE 84 1Y 4 1L
V& 45 H (bovine serum albumin, BSA) 75 A\ i i il 7k A= £ i
220 fit0 ( human telomerase —immortalized corneal epithelial
cells ,HUCLs) " a] LA T2 I Y Bax A5G P4 %80 i% ( reactive
oxygen species,ROS) (5 J8/0 Bel-2 iYL, JE1T15-F
ANMIJH T, INK F1 p38 MAPK 17150 T DL A5 &4 BELIKT AGE -
BSA 5519 HUCLs J8 1, 1Ml ROS 411 il 71 2 3k £ k2 e
TR W] LLSE 4 Y p38 MAPK A1 INK B2 1L , $27% ROS Al
JNK ,p38 MAPK AJ igfEAEemh 1 R IEER

INK B %825 T TIRMECEILH . THR&E—F
ZMAEE S A 5 R T E IR RN, R IR A S
FRL T HR | 3 5 B IR TH - M i k= A G, RAETE
TR R A = AR AT A W E T RoR T
IR 8 35 A R 22 AR TH A7 Z2 A 2% 20 AR XL a1k X+
FIRM LR HA Y 1L-6 A S AL PR 578 3 B S e 1Y
o HLH P A EEAEH, Chao % IR B &AM HT
AR KGR A L R i, R B 1L-6 iR B gt mr . TRl
20 it S e rh i R AL Y P38 MAPK T JNK K2 M 200t 4%
PR NF-«B % it A AR B B B, INK, p38
MAPK 1 NF -«B 1 il 77 BE 9 0 5 8 5 5 09 IL-6 731,
[Fi) P 8 2 00, R A0 8 b A T 5k = a0 K, R
BR ST AT ST IG5 .

FEIRG BT B A B AORE A INK B 25,
Liu %7 1 F SR WML F R ( polyinosinic —polyeytidylic acid,
poly (1:C) ) B 7F 1Y BUEE RNA JEE RS0 85 5 19 N ffy
B R A4 4 e ke i) WY it Je R AR 2 A £ R 9 1Y 43 L
il o RIS , f AT 4 A0 B 2 R AR R+ katk
PRI bR 73— 5 482 J £ 11 Il (matrix metalloproteinase
MMP) A, [FH c—jun (755 HF AP-1 B9—AN244) A
INK 325K, T ERK, p38 Fl IkB—o (% 5 A 7 NF -
kB 1 AR ) R IEANSZ 52, 2% BT JE wlRE AT AR
It INK-AP-1 B4R 080 1 B B % e 5 kS 1Y) e 73 2
JHu 952 T L o A

JNK 02 MAPK G275 H i — A% 30 8% , il 55 A RS | B 44
B BETORIR AL AL R L PR T AR TR R
YLLE LSRR EL AR DG, 2 DA DLAS INK At e IR B2
SUP Y EZIHAL, AT 4% MAPK Sl %S 525 0+
BILH RS54 ) R S AT AT il — 2D O B A
3RE

MAPK 3 #% 75 48 J i) 0 1 35 5 e 78 2 h AR LA
FEEAER, AR MAPK 38 A e R 22 5
PREREMR P LR, WM EHISBETRESW AE K
MAPK i, 555 MAPK il s 23 75 24 B A vh e A
YERT, A MAPK i i%th 5 Caspases K% BeL-2 FKi&,
TGF-B Z 5 NGF Z G A A W H 11  VEGF 55 Z Fh 41 iy
R AAAEAS TR B B R R, Bl S0 20 T IR IR0 5
MAPK 38 868758 59347, MAPK 3 55 HAb (5 5 4% 08 i
X IR A543 (0 /F FRs B A 1 it — 20 BT, B 22 UM OGS
T O S A 25 W AR B B e o A Be e, IXICEE
PR AR IR FIRYT IR R i T 2 it
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