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Abstract

e The occurrence and development of ophthalmic
diseases are closely related to the abnormality of cellular
regulation and ocular tissue function, in which the
relevant signaling pathways play an important role in the
regulation of physiological functions. The Rho/ROCK
signaling pathway is involved in a variety of cellular
events, including cytoskeletal reorganization, cell
adhesion, cell proliferation and angiogenesis, and also
plays a significant role in cell cycle progression, cell
differentiation and apoptosis. Studies have shown that the
Rho/ROCK signaling pathway is widely distributed in
ocular tissues, and its aberrant activation can affect the
normal physiological function of ocular tissues,
demonstrating it is closely related to the occurrence and
development of ophthalmic diseases. This paper briefly
reviews the role of Rho/ROCK signaling pathway in the
occurrence and development of ophthalmic diseases,
providing new insights into the clinical treatment of
ophthalmic diseases.
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KihFsE &3, Rho/ROCK {55 i j% HA — R 5 B %
M A= DiRg v LAAE AR AR R 4R o FR ol < RO MR OF
Z 5 R MG S oA 5 R SR S A R e I A
LU IEPE RN S LT S, ORI Z A sE R,
Rho/ROCK {5 5188 s il el #2522 R HIR 4 2 40 it #) A= PRI R
A5 0 L AR AN R B | b B o3 Ak A0 LS B R i A
K5 M £ B4 J2 IR 5 42 1) 240 L 2 28 i R A IR A
J2 240 R B S A% TR B 5 IR )N % D AT A R 4 T o K
P LB A A AILER R L, S 20 A - i WL AR 52 R
NI 3 5 75 5 UL B 27 4 40 M 0 O 1 52 e L S o 9 4
(K1) . P, Rho/ROCK 1553 6 7E MR R 1) & A2 &
Jee v b EE AR AE T, A SCEE Rho/Rock {75538 26 7 IR
BRI AR R T I VR FRABURT 2253, SRl PR YA 7 R o £
HEE B
1 Rho-GTP E&#1 Rho

Rho—GTP B2l T ff A 40 il 2 Fh 5 5 7% il 12
(i LAY FFF 5, R 20~30kD Hifk GTP 254 H, 5 Ras
HRZ A 25% MIIRIE" ™, WHFLEIY Rho-GTP i
FHEALFE Rho( =AW AL, A,B,C) \Rac(1,2,3) ,Cde42 ,
TC10 ,TCL,Chp(1,2) .RhoG .Rnd(1,2,3) .RhoBTB(1,2) .,
RhoD |Rif I TTF'" 434 A1 . Rho #1132 =R E AR &
FEVE P2, B 5 05 04 4% 15 iR 58 4 X - ( guanine nucleotide
exchange factor, GEF) ,GTP B 1% % H ( GTPase—activating
protein, GAP ) 1 5 IZ & 4% 11 R 22 # #11 %1 57 ( guanine
nucleotide exchange inhibitor, GDI) TE GEF FI/EA T, Rho
A JEE PE 19 Rho — GDP HR 256 728 S A7 1% ¥ 9 Rho —
GTP R, IF H GAP vl LIGE I GTP (7K fif# i Rho K 11K
I , 1 Rho-GDI Al {447 Rho & A ZZ E1k",
2 ROCK

Rho #H 3¢ 45 4 % B ( Rho — associated coiled — protein
kinase, ROCK ) J& T 22 2 IR/ /i S FR W 22 Ik , 6 5 P Ao 28
A ROCK1 Fl ROCK2, HHt ROCKI 7EJIF Jifi ' AL 2L
VI 1 5 AE 40 M v R i 3835, T ROCK2 EZAFAE T 0 ME
WILIA (B4 L) AR R ROCK 114 25 46 f 435 = 3
g3 AT A R B v B AR DX, LT 0T 4 A PR R i
{9 PH 25 #9380, L XA Rho—GTP 45 43 25 I8 2 IE IX
ROCK % #| Rho-GTP BRI, 2 542 H Z R A B 6E
AR 4R GEF% B 5E ARG, ROCK AT LA 2 Filt 48
ML P w5 R 1k, 245 WLEK 25 11 424% ( myosin light chain,
MLC) \LIM 3/ ( LIM kinases, LIMK) JULERZE 71 B 1% Jilg 40
7E 1 (myosin phosphatase target protein, MYPT-1) % Jf:if
Tk 5 30k B RS ) B AR B AR TR Ll Bk AR 1 R e | A e
Bk AR SRS
3 Rho/ ROCK {5 5 if 2% 7£ IR Rl e s H B 4B KAt 58
31 BMNE HWEEA Ik i W Z —,
SFRAA 1600 7 ANZ WS MK N T -8
(transforming growth factor, TGF—B) #5519 [ 7 -] B ¥4 1k
AT EHR FRLF A A A2, 78 N B A K S Rt b RS 2
YEM ., Korol 25 15iF 52 TGF-B 5 1 I 7 — 8] B 1k (B
AFRIK a-SMA) Z WL ) 1Ay R A s id e
RhoA-ROCK-MRTF-A, Imaizumi 257" % B, ROCK 417 i
N Y27632 il T TGF-B2 A TS T 1 /N B AR A4 1
A1 (lens epithelial cells, LECs) 1 ZUFZJRZFEIAFT UV-B R
FH75 S W T2 R H N B (anterior subcapsular cataracts

ASCs) JEJ, % ASCs 9 & 2B 24 il /E . A, ROCK 411
AT BEAE TR ASCs UL 25, TE IR S, fiel
DL IF & E J& B LECs 19 38 8% R 4 51 1 )5 5% R
(posterior capsule opacification, PCO ), Lin %% % ¥,
ROCK i #% ] LLid i cofilin J03% (CAPZA1 Fl ERM 2 H %K
TR 23R SR 15T 240 B B SR E I L cofilin T LA S B R 1k
P LECs BT A2 MBE4E , 4 ROCK #1751 Y27632-PLGA
MRS N T SR AR o] B B 306 PCO 1 & g, BRI, 2
BT AR AT B B 1E PCO BB B, A B2 AR A I PR
Bii PCO HIA R4

32 BHMR  HICHLIE — A ] 30 (Y AT PR 2
A S O™ AL S G RGBSR B R B K P A7 BH Bk
T IE R T BT S B IR TR . FEE OGIR ok iR DL
L5 381) Z2 T 240 L PR 9 B 1 el A8, b AL g TGF -B K F
AN Rho 8 A AT LA 1 o 3840 W6 ) A= 0 16 43
ZARCANN B 2 -1 BRI A Rk T I AR R
TGF-B FI4H M R ) i , o vl LAE 3 -5 20 i S ot 45
BIGHEES Z WG Pattabiraman 25" ) F 12 9% 85 1F
SRy PR AR A BF 98 KRR D5 7K AL 38 JE ' RhoA - GTP il
(RhoAV14) 2L 3R IA N IR R B2 A | & BRLAE /N2 B K G %
X RhoA V14 2K 36 W] 5 SO 2F 2 20 B 3% 4 385, I LA
ROCK & #5114 5 20 F+ i3 KB AY R JE . Montecchi — Palmer
A I TGF-B2 1 Smad FIE Smad K #1425 S
N/NZEL L N AR LB 38 1 M 468 19T B, H ROCK 1 511
XTILBNER 1 0 7 27 A BA R DRI B /K 4 52 BRI HR
JEFFE AT BEJE T Rho/ROCK 15 515 Sk 12 O L IG , fifi
JH Rho/ROCK {55538 B4 il 57 /T RE7E 5 LR IA T vh A 4%
YEHL,

33 MMAEKRLET

331 MMEEHG W WAL 2 B S T OG IR PR b
297 RSP 245405 o 0 D9 R 22795 48 B  retinal
ganglion cells, RGCs) 1432 ¥ 25 FAH 5C (14 40 B e 4 i
SRR p 2255 728 A BRI AR 3 1 RGCs A PR T2 S 300
T FE G yu R BRI RhoA/ROCK
SAEAMIT AL s 2R TR0 s RIS, AR S B T )
RGCs I+ ¥ 3% ik Nogo — %8 4 #H 5 #% £ A ( Nogo myelin —
associated glycoprotein,Nogo—A) , X — R E S e i
X2 R G A 2 A K AR DRI 8 D7 . Nogo—A 541
MR - 1 32 IR 25 5 J5 315 5 1% A4, 7S RhoA -
ROCK-LIMK -Cofilin 5538 % , W45 WL 3h 25 F FLER 8 A
AT 5 | 200 B A A A AR B B, A b 2 il g i A
Yu 55 HFFEIESE , ROCK 11 71 3 &7 /K ( Fasudil ) 7] 38
AT Rho/ROCK {5 5 18 I8 52 RGCs 1951475, B I
Nogo—A 1 ROCK-2 JE[H () 335 , T i 245147
3.3.2 BRI MEMMAHERFRTE e a0 P A0 ot 2 A0 AR i LA 22
L3k (optic nerve head, ONH ) A4 it JiK 55437 43 A 1 3505 01 5 3508
PHRRZE AL R AR R T T B ONH i Al _E A AL
W), 18 RGCs B2 ThRESZ 484, IRl , B4 ONH 1 RhoA 4
7K i 3, Rho/ROCK {553 i 8 ¥ L ol 25 (AL
BREE R 3G o, 3 B0l 48 7 o Lo B e, e 4 3 3
ONH $ifit ', Sugiyama 55 #F 55 & B, J5y i ok 4> B 7
555 ROCK 10 37) 325 &7 . Z- ) L-NAME (0N f2 3R -1 %
9 ONH I 3 & 0 2> DL S ONH T g I 245 19 2 &
Chihara %' BF 58 2 B, M ROCK 411 il 751 1) 1 &7 Hb /K
(Ripasudil ) 3§ hn 7 Ji M5 £ B 55 SR A MR S 1) ONH

641



EfRRRNZE 2021F48 F£21% F£4H

http://ies.ijo.cn

EB1E . 029- 82245172 85263940  EBF{5#8:1J0.2000@ 163.com
MLC —— | mamassss |
GEF (
. . UMK ——[Cofilin { NHESRE J
A
Rho-GDP Rho-GTP mmmmmms)( ROCK
o S ‘,,,7. ERM ——

GAP

a{ F-UEEaEH J

- RAGEHRRE A4
~ MRTE-A % SMA —{ sty |

B 1 Rho/ROCK ES@EEENLIEARE GEF. S RACHN T ;GAP . GTP B E & 1 ; MLC . JLEREE 14258 ; LIMK . LIM %
Ji§ ; ERM ; ( Ezrin/Radixin/Moesin) % [4 Z % ; MRTF-A . .U JIURH 5G4 5 [ F— A SRF . I3 S A+

R JE A R, 0K B AN A R B m A, P, ROCK 1)
il 700 T A Sy it i P AR 205 8 BRIR T ik

3.4 MM PEE KR

341 BERBHEM MBI XPBE IR M, B R
R J5E 5 AR OO B A = RO Arita 25T FE
T8 g R B %) 400 D) B e Bk A R e v R 3] B 2 1Y Rho/
ROCK ¥4k, W FH ROCK #10 il 551 72 &7 M /R, {48 PR 9 K B
L) 5 Py Bz 7 — S A R T R Tl T A /K S S 25 88 T, I L
FEAIE MYPT—1 R 1k AN 40 At F] 26 34 4 F— 1 &3k, a1
] F1 240 285 B U2 1 A0 3 S A P R 84 o AR B 1L A
INEZ . SHS2 F 40 Rho/ROCK 38 % A 4 75 1M 45 N K2 41
N1 L R 2 el 5 I i 7 1 A= 2 S )
Hollanders 257 F] ROCK #1 ] 1 AMA0428 %I 7] Rho/
ROCK 3 [ 1] A5 500k 20 L 30 b8 PR 40 I 3 A2 g A% |
Rothschild 257" % BUAE 2 JR04 B A I 5 epr | 400 0 Ji58 P 1z
S fi AR D) S €2 2 1 B A0 B R ) ROCK - 1 15 5 300, T
Va1 R R e il T € | = i Ry S B T 8 =
FEMEIR AL IR 2R L i 5 [ AN B U , 10 R P9 VR S L 6T s R
e RGS I E

342 FREHIA AT  AFHAH M B BEAS 1 2 0 R
S €21, 38 iz R A8 20 S P A0 IO S 1R A T P A | AR AT S
PR e, 28 1 Rz e 2 IOk 2 IS A I 45 L (0 3 B i 5 A
WBELT 4RI I . Hollanders %5 % BLAE (A &b 3t
A MR RE SE 5 H , ROCK # #l F] AMA0428 A Jak 2 A i il
M7 JE) 40 B H LBk B A B R AL, I T8 5 1 1 27 4 ey kv
FRIEMES, AL 112 240 0 1 3 B R4 25, 4 1F Il 45 1Y)
B, H AMA0428 TEIHOGIE T 10 ik 28 B Az i 7 /) B
R HAT Y46 PUILAE A RS er 4EfeAE

3.4.3 YLMBEARES I AN 5 e I S AR AIE 2 R 40
Tl B FLAAR S AR 5 fik J2 1) 40 I AS A 11 11 45 . RhoA/
ROCK {55 53 15 32 43 J ml T3 7% Ak | A1 1 Bl 5 ] 4557
Wang 257 % PR W )15 1 25 )5 , 38 53 RhoA ~ROCK - LIMK
W AH cofilin BRI, 2 2F T AFBOLANE L3l &
21 4 (0 i 5, I Bl TR Sl 28 403 Je AR 4

35 MIENEER MENRZ MR NZ, RKEM
JEE PN B2 20 il ( corneal endothelial cell, CEC) AP FRA 19,
It CEC AYAT A 53 47348 L g3 i (A2 AT B8 Msk 4y CEC
B HORAE &, LI 3552 005 IX 38, T B CEC % T
[, 54 T Bk S GEE /N T 500 ~ 1000cell/mm? ) B, A]
RE S EA IR R WFSE & BL, ROCK 300 8 371 7T Jonn 2 £
JIES P B2 43 1A, DT S 5L v 1A B 0 i 2 5 %) e
H7 B2 2 B AR L Okumura 25607 3iF 52 ROCK 411 41 7]
Y-27632 i i 7 # Rho/ROCK 15518 i#% , {2 F CEC X%k
BRI 20 R T, SR BEn CEC 40 M i 8 78 £ I 2 46
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AR 11 ATk R v A 1A A A D B 2T A Al T 45 A
41, ROCK #l1il57] AMA0526 7ER SN REAT %503 il 1L 5 A= 1,
I AT AR s A I AL D 0 AR DT A 20042 il 1) i i
S U Ee U e
3.6 L ATHAE A — R AR UL B IR, LR
FET IR A BE R R SR A RAIESE 2R, 5
AASC A AR ER 5 Bt 2 A 1< J2 IR 240 i 40 3 Joie i 98 Bl 72 Y
S5 IZA R C YT IR U B9 2544 R A=W ) 27 19 28 4k
JIFUESE ™, Yuan 55" B 58 & S LR 180 2T 4 40 i 52 21 L
BN 1 )5 FTE0E RhoA | i3 RhoA/ROCK2-MRTF-A/SRF
WA, A0 LA G Fe sk 7 - A (MRTF - A) 56 £,
a=SMAZRIE G NN, 375 5 H o AL R LR 2T 4E 40 M. 53 4b,
MDIA Fl ROCK 1E Rho 5| & 9 1 J1 £5 40 pi i 7 v [ i
POE , MDIA G b B R R A 7 A LBl A A 22 T
ROCK i LER £ A A HAZIE , T S LER 3 A A
45", [N, Rho FJ A 1J mDial 1 ROCK 42 At 45
LB EE I 2H R, DT S el S A ) 2K A R
.7 BEBER A Al A 4 1R NSt LA R Y
RNEGG , LT 158 A0/ 8 Kk 2 ) 98 9 K # AE ., Uchida
SEHOTRIFSE R I TE N TR BT 10 OK BV AT IR 48 i ROCK
Gt Bl Ve N T B w1 D 1 = 0 e el W
MYPT- 13 , DL RGE 3 30 ] TNF-o/NF-kB & & # 5t
SAE R, DT 410 44 F1 200 30 286 B A R PE 20 R 7 . Yamada
ZEE VTR S B T b J1% 5k IR SR T AR 28 5 2 R Y
SEAE AT AR GBI I VEHT, fTRES ROCK {55168 B4 il 571
T I - 7K BRBEA K
4 INES

£ EFTA, Rho/ROCK {53l 25 T Z IR A
A K IR AR Rho/ ROCK 15 538 % 7 IR 9 4 18 %
VR FIXIA 7 IR A AR 4 0 35 Bl AR 4 VR T, AH G 1Y
Rho FE 1) 750 F11 ROCK 400 1 55 (4 I % s 76 AH OC R 5 #9R
Iy B R R HOBORBOR AT 1, IF iR i S 4t 1
Z R,
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