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Abstract: Rho kinases (Rho associated kinases, ROCK) are involved in various signaling pathways in the pathogenesis
of cerebral ischemia. The article outlines the role of ROCK in ischemic cerebrovascular diseases, which provides theo-
retical reference for ischemic cerebrovascular diseases.
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% Z£: Rho Bl (Rho associated kinases, ROCK) idk il 42 fixi s Il ) & Jod ik R v 22 2%A5 S e, 76 I R I 1 R0
HORYEE EEAER . ARSCHER T ROCK SR I i 1 55 rh AR DGR L Dot e fio 10 5 5 B2 (R A4 2 7 2
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1. ROCK EHF 5t AT L A 2O LR B T 2 TR, Rho

Rho & (Ras homologous protein) g/~ ¥
R4 & &N, BT GTP BEEME, /& Ras & A IR
R — o R ERRHENE R A Y RhoA. Rac 1. Cdc42,
FEWLS B 3 40 BB 22 f0 R 2% v ke 25 B A 4 I,
RhoA ¥z 130 & F 8 /) £F 4 (stress fiber) I 2H 3¢ ;
Cdc42 25 22K R TE R Racl 1745 2R Dy 2 i A=
FRATE A P24, k4h, RhoA. Racl. Cdcd2 it
EWAEE
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B, XFR Rho AH GBS (Rho associated kinases,
ROCK), J& T 2% MR/ J5 2 IR & FMIE X R R —
W £ 1) RhoA NS 55T —. Rho BilEH
Pifh )& ROCK 11 (ROCKa)#FT ROCK | (ROCKS).
Rho W 1) MRS TR 2, BT 2 1) Rho B
YEH B 2 — 2 WL R 8 3 4% 8% B 1R 14 i (myosin
light chain phosphase, MLCP). Rho ¥ %117 MLC 1
B AL 7K 1 2 d ik L B Wl R AL WL BR 2 1 4% % (miyosin

19


http://dx.doi.org/10.12677/pi.2014.31005
http://www.hanspub.org/journal/pi.html
mailto:linchenyu0427@163.com
mailto:wnhefei@163.com
mailto:linchenyu0427@163.com
mailto:wnhefei@163.com

Rho I8 ik i 1 o o 7

light chain, MLC) X fi MLCP KiEHifhiafascil, S
F MLC BRI s AP L An e s, R AR i
By, AN, Py R — S A S & i (endothelial NO
synthase, eNOS)1H /& Rho ¥ ¥ & ZE R 2 —

2. Rho 5 ki 14 fs i B 5%

ROCK £ S I A% 5 4 H £ AT R AT ALl 2 e g 410
HINLERER A R BRI B R RIE, LI R AR
i SN TR E e B I P 9
PR SR ERAE, T R EOROIFEX YR, B
A 45N Rho WIEIE RN AE ML ) ) % 5
PN S ML AR AR 2 40 ¥ Th e R FLEA T A
(0100, e ML L A B AZ AT X RS 1T, eNOS &5
ALY PN B 4 A5 o

2.1. Rho FBG7E Rk M A% = B91E A ALY

2.1.1. Rho #Eg/T S EILELH 0D

A B SR I i Hh R AR, TR
FUBIS R Mo A (R 9T DR IR Ak AT P e 2R — 4
L E(NO) AL I E T Ha 4% A B2 4 Ma D B . RhoA 1)
TS AT 5 Rho SRG0E 2 (i dE s PR A AR
B, 5 P R A PR A A, KR i G o B e I
5T i o [RIERF, ¥t 1 4 T B B % o 22 4 S,
SRR SE R K . Rac 1, 1FE4 Rho #4E 5 /N
GTP &5&H, FEGR IS T MU P R 40 i Ak 5
B AR i E LR IEA . pll4 Rho & H R
K F(p114 Rho guanine nucleotide exchange fac-
tors, p114 Rho GEFs)FJi%F Rac 1 &5 HiGfk, #Emis
3 NADPH AL Bl R 30E (R g M A4, 35 34
AL BT S A A A T i R M R LA P B 4
Jf2 4 Rac-1(NADPH 4 AL BEE 14 771) e M L4, 2
BT FEAR At T 401 Rac-1 143 1 AT FEL L ke df/ P g 75 =
[) BBB (4515 HoO, A3 i Mo fal i 5 N 52 40 i)
WM, A Rho Wl AT 58 4 FHE ROS 5%
FR) P Rz 0 3 1A P 18 I AN UL Bl i 1 2 i B ) B PR AL
Ji/> BMEC H451 {541 BBB il M«

2.1.2. Rho BB+ SHEREL

1£79 ROCK [ L& 570, RhoA £ S 4 fitl
{10 8 ARS8 M 1 R 4 v e 4 P B0 e
A5 3 RhoA [1)idft, 2ETfie k32500 85 1 Rho FkE
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WO, AR LT R, kT 5] LR 2
BEIOBERRAL, FIK NO RIZEWEIEEL, T LBk E
1 T AR 52 e 0 498 o P R 4 ) 3
[FIE NO TEZEHRE A R 4 i 56 B 1 vh e o J ZE R o
DR, G e ] 3 5 3% ROCK, 755 400 i 308 328 11 1
o0, B R L A A L 0 1 A

2.1.3. Rho #E8 T+ S 44 & M

ROCK 7 ML 5l /1 57 57 & A AE I B i R AR
EIEH . RhoA {E NN 2L & T, T
DABE — M 58 i IR W) 4o G 22 W% (LPS) Bis ,  HE T 5 &k
ROCK {3k, fiE— R 5408 S & B JE
SN AT DAARE 12 H P s 241 A RO B A 0 PR AT 10E N SR
G X, DMERFFERE, il i xR g A
MY ROCK i 4> i3 7t

2.1.4. Rho B BT BaAs LA BZA0K i

T MR TR UL A A Q18T 75 22 RhoA [T o ARSI 7T
W], RhoA 2 5 /MR _EEINEESZK(G 5 Bz
2z —) R IR T T S2 A I i IR R ALY 3 F
g (PIBK) T30 - RhoA &I i 17 PISK I Pk ] 42245 il
YHM AT BEA AR . [EI AR EE LR 4,5, Wk
Mg EL RIS B VS B, S S A RO 3.
TN B R B S — A5 I TE M AEAAE S R T
A0, G R AR RA R R 3 G A 3
BT RhoA 3 B 5| S 4h 28 70 FHE T R S A P 12
T A0 fi 2 b i PR I A2

2.1.5. Rho #EgiE¥5 eNOS BYFRIE

AR R B, SRR ] 15 5 Rho B I3
TEHETT T Y eNOS ZIA,  [A)42: T BUvi i ifi & X
GRS BE RS, 3 At fn 453495 1X v 0 g o
WA s e I ROCK,  Hli i e B AR 3 3%
Mg, T eNOS HHMER, #—PEMM&a T
MIBENEIE, A SR, AXER S B A5 M 1 A,
RASEMZ uM MR, W Bk i i
2.1.6. Rho B BT AT EREBERE o MR

HFi 4B EAE 9(matrix metalloproteinase9
MMPO) & 40l 4 B H B R BE R 2 —, WEAE 1)
MMP-9 7] 755 BBB FE IS4, N e i 26 Hh i A A
WY, ROCK HIHUIEF%5-5 MMP9 ik 19,
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2.2. Rho ZEgHHI77 B Ak R P4E R

Rho JE7E S I 1A i 0 P B A i
BBV, F0E PR30 AT 19 5 A DG HEL )
KA. I, A 2¢ Rho BEGHIHFIFIB 7L 5]E 1k
R [V, AHSCHE 702 B Rho S8l 1 700 76 S o 1
Foi 25 v ) B AR R IR EEERI/E . Rikitake 55
WL, ROCK il Ff|(FhERVEET /R FI Y27632)
Hynl i N R 40 ROCK [IRIE, ¥R, fLitR
OAEIR, RPN B ARG 7, 8D i AR s A
FEARRRIY K, R o Rese M, [, MG
FLEFRW], ROCK il 1) (&7 Hu /R ) vl @i T i K R
v e 1 FEEEVE A543 J5 S100B 2K (A ffyeak, i 91 i
A 2O OB AT BBB BERIM, Rho Bl 751
I VT A0 1) L 2 L R B A S R R BHL R 26 M
A, A Ca® (AR, g/ bR 4T A A i
ENAEBRERE, R EIR A SRR 2%
Mg, A IRR ML hEN,

3. RE

Z8 LRk, ROCK {5 5% Gt B 7 il AL 14 i 2 v
IR RE I 2 A5 A L AE ] 47 9% ROCK {7
I BT FURE NI RIE T SRR A R R 4545
LR H A 28 R GEPR AR BB IR T HE e B T I
PRI Rho i $ 1), 0 s i A7 o 24 e B JH A i 1
EPIRMIGITTT RO, ONIm PRI SR A 0 4 o
AT TZ TS R T BRI LR, BE— P
7t Rho W15 5 18 H, W11 Rho W #- X Ik ) 45 # Al
FATELAT IR 28 BL K453 403 )& Rho g3 A R 1L,
s e 0L AP 0 I RE AR B SE 4 A AR T R

3¢
EEUH
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