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effects are attracting more and more attention.

Rho Kinase;

Statins ;

ship between Rho kinase and the pleiotropic effects of statins.

hibition of Rho kinase could be a promising target for the treatment of cardiovascular disease.

Atherosclerosis ;

Pleiotropic

As the classic drugs for treatment of atherosclerosis, statins’ cholesterol-independent or pleiotropic

Recent experimental and clinical studies have indicated the close relation-

Moreover, many studies abroad have suggested that the in-

In this review, we will sum-

marize the structure and activation of the Rho kinase, discuss the relationship between Rho kinase and atherosclerosis, and

illustrate the Evidence-Based evidences and mechanisms of statins’ inhibition of Rho kinase, meanwhile, this article will

also prospect the therapeutic potential of Rho kinase in the treatment of atherosclerosis and vascular disease in future.

SKRAEREAL B TE B — D S AR 7 A0
PR~ et B2 SRR A o ME AR 20 7 ) 32 2R A
REWFFEUE S TT 28 25 49 0] LU i 1l 487 48 i S i
5 NG A8 PN B2 T RE , U8 I /8 9 ) AR B
e 1 400 1 B Rk ok A A Ak 14 T B, 33X R FH il
ST RERRAVE FHAN, ATFR Z T 2259 1) 2 3%
PR SRAE YT 2 K P L R I AL ROk
78 2 b 32 BRI 5T AT DG, R ak A Rl DR S 40 2%
W TT S 25 93X Fh Z2 20 v v fig 5 HE 1 o R
IR A R AR I D T 28 S I A b TRl
B, AR 501 2 A Tl R A - 196 7 TR ( geranylgeranylpyro-
phosphate , GGPP) [ & i, #E MM Hl T/ G 21 Rho
(1) 57 I8 Ak B L i B A5 Rho 0 1) 84T 4% 1)

[YefE B H#A ]
[fEEE ]

2012-06-18

AR

1 Rho HEEHI S FEHMEFHIH

Rho #H2/N G 2 1 Rho HH 56 M IR 3 1
JE& 2R AR R G, A Rho HEM T
Ui, R R AE 20 42 90 AR H 14 B ok
A H AFCH s i RIE /N2 & B3 22 SR Rho-ki-
nase/ROK/ROCK2"' | B % AfF 52 0 J& , T ATTXF Rho
AR T R Z WG M, Zhou A1 Liao 5%t Rho ¥
F4E I HERT T 0F5E, IAH Rho T8 9 45 # R B AT 23
R =Y N-A s | ok B s i X3 C-AS i (
1) o Hor N-A st 5 AL & PG AR, vh SR i

PN e e, BT WS A, 2 BT 5 1w O e R IALAE 245 9036 7 S0 B K12 T, E-mail 24 Sunyoujing]23 @ ya-

hoo. com. en, FK[EZ Wi+, B FAEEI, FE 5T T7 10 8 7008 I AJRYT, E-mail } zhangwenduo@ medmail. com. cn, 38
VEF DS T, AR, LS AR R0, B 7 [ 00 R R ITUE O3 45 25 W03a 77 LA B0 LA 08 1 R 70 3l

E2 W, E-mail 4 wangfang6505@ yahoo. com. cn,



CN 43-1262/R "W EBIKkAEIL 25 2013 4E55 21 &5

1 85

Hh X 385 £ % Rho-%5 A& 38 ( Rho-binding domain,
RBD) , C-AR v £, 75 2 e 20 R & 2 45 14 33 ( cysteine-
rich domain, CRD) , CRD {3 F* PH( pleckstrin homolo-
gy) BRI Rho SR PI WE AL ROCKI il
ROCK2, Wi # 1 & I & S TR )7 5 Hh A 65% 1) — 2K
P TEMEE S5 F B0 92% i — k. B8R ROCKI
1 ROCK2 247 ¥ Z2 JL [F] & 2 W2 Jy 51, {ELAF 52 4 il
T/ INEREH 2R B A 9 e B A D) e ST Wi RO
A

52 W, Rho W1 C-A Ui A2 N-R Ui P g 45
Fselr) B Shil s ] N, BOEBRSE T Rho BN

TR B RS, RA T — & & T A 930,
Amano £ H | Rho B AYIOE £ A4 =ME R,
OZ 3 5% IR L H Rho nTF588 E 41K, 4k
M LA Rho-GTP 19 3% £ JE 55 Rho (i I RBD 45
4 C-AK % RBD-PH XI5 40 & AE o 2 | S 804
g 25 R 35 %) < FF 0, B0 Rho 3 ; @38 3 48 4= Y
MRS PH 25 M 384 A0, Al ml folf 0 18 45 4 38 JF
B, WS Rho P4 ; UG B s D) A<l 3 i 24
fift C-A St AT LI Rho 8, BR LA E =Fhigk 4z
#h, Rho 4 BB o 28 PR SR SO N-oK g & A
UV FIATIE) 3

Kinase domain Coiled—coil region PH Domain
r 1 1
Rho-binding Cysteine-rich
domain domain
1 r
i 76 338 460 1068 1103 1320
ROCK! — - 1
: : 934 1015/
67% ! 2% i 57% 55% : 66%
: : i 941 1075}
1 —— [
92 354 452 1102 1145 1352
TRENDS in Pharmacological Sciences

B 1. Rho EEHIZEHE

Figure 1. Structure of Rho kinase
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