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Effect of Rosuvastatin Versus Atorvastatin on ROCK Activity and Endothelial Func-
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[ ABSTRACT ] Aim  To compare the short-term effects of rosuvastatin and atorvastatin on serum lipids and markers
of inflammation and endothelial function in patients with stable atherosclerosis. Methods Thirty-six patients with stable
atherosclerosis were randomly assigned to receive 10 mg/day of rosuvastatin or 20 mg/day atorvastatin for 4 weeks. The
change in the levels and patterns of lipoproteins, high-sensitivity C-reactive protein (hs-CRP) , Rho-associated coiled-coil-
conlaining protein kinase activity( ROCK) , and brachial artery flow-mediated dilation (FMD) of the brachial artery were
assessed before and after statin therapy. Results Rosuvastatin and atorvastatin both significantly lowered levels of to-
tal cholesterol, low-density lipoprotein cholesterol, triglycerides,and hs-CRP from baseline values, and increased levels of
hs-CRP and FMD.  Both statins inhibited ROCK( P <0.05) , the extent of inhibition was greater with rosuvastatin ( P <
0.05). ROCK and FMD was correlated to each other(P <0.05). But ROCK was not correlated with the levels of low
density lipoprotein cholesterol(LDLC). FMD was not correlated with the levels of LDLC adn hs-CRP. Conclusions
Short-term treatment with either rosuvastatin or atorvastatin inhibits ROCK and improves endothelium dysfunction in patients

with atherosclerosis.  But rosuvastatin inhibits ROCK even more than atorvastatin.
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Table 1. Baseline characteristic between rosuvastatin group

and atorvastatin group

- — EEar YT
EW (%) 58.3 9.2 56.8 £10. 1
B/ () 11/7 12/6
WBIEH (kg/m?) 29.4+4.3 28.7 +4.8
WA (5] 4(22.2%) 5(27.8%)
WEIRIE (151) 3(16.7% ) 3(16.7%)
IR () 5(27.8%) 4(22.2%)
i 160655 (1)) 2(11.1%) 2(11.1%)
J BB 8 ks (461 1(5.6%) 1(5.6%)
5]

Fa] =] DT AR (431 18(100% ) 18(100% )

B 2 MRBHE R (1) 10(55.6% ) 11(61.1%)

THTRERZE () 2(11.1%) 3(16.7%)
TC(mg/dL) 235.6 £30.6 229.6 +31.3
LDLC (mg/dL) 162.3 £7.3 149.7 £6.6
HDLC(mg/dL) 50.1+5.3 56.0+5.2
TG (mg/dL) 182.1 £25.3 167.4 £35.6
hs-CRP(mg/L) 2.2(1.0,4.8) 1.9(0.9,5.1)

R 2 EZIERMITMELAMITIES 4 AREMAEKFEN

2.2 BR74 4 AIEAAMmAEKF T

ERYTHTA b, IRZY 4 )5, 4l TC \LDLC . TG
& FRE(P <0.05) ,fHPI4L[E TC . LDLC TG 7K
ZR TR EME(P>0.05), HEFRALIT4 HDLC F+
o W B R BT AT T 4 B 8 (R 25 S RG24 X
(P>0.05;%2),
2.3 HRZ5 4 F/EW4E hs-CRP #1 FMD B934

R24 4 )5, Wi4H hs-CRP /K V218 B T [ (P
<0.05) , 1M FMD B S (P <0.05) , {H 7 2H 7]
hs-CRP 7K°F- \FMD 2 R o4t it22 3 L (P >0.05; 3%
3)e
2.4 RR%Z54 BEW4E ROCK HHET K

NR25 4 J& 5, 520 ROCK 1% WA i TR (P <
0.05) ; Horr s &7 A Ml 7T 20 7 ROCK I 1 [ 0
(P <0.05;33 ME 1), HXHHT KB, ROCK
WS FMD WY & A OC (B A7 MR TT 4 R =
-0.67,P <0.01; PT4EfRMITH R = -0.58,P <
0.05) ,fH ROCK & PRyl 28 5 LDLC /K¥[8 A
K, [FIBTIER &I, B & AR AT 41 ROCK 3 M 1) [
X5 hs-CRP KP4 FEAH G (B IEGE 27 S, ik
FEAAMIT A, ROCK 1 PERIFEML S hs-CRP 7K ToAH
%, FMD A9k 7% 5 LDLC hs-CRP JoAH Stk

Table 2. Changes in lipid parameters between rosuvastatin and atorvastatin treatment groups

o FRAHRALTT AL BT He T4
" T TR ST TR
TC(mg/dL) 235.6 £30.6 164 +22. 8" 229.6 +£31.3 173 +£25.1°
LDLC(mg/dL) 162.3 +7.3 96.6 +6.9° 149.7 +6.6 87.5 £5.9°
HDLC (mg/dL) 50.1+5.3 56.2 +4.7 56.0+5.2 57.3 +£4.6
TG(mg/dL) 182.1 +£25.3 146. 1 £22. 4 167.4 +35.6 133.5 £20.2°

a i P<0.01, 5AKR4IRIFRIAHLE,

R 3. BEIEAFRMITMAIEAMITIAST 4 BEMA hs-CRP FMD & ROCK iEHEHMEEL
Table 3. Changes in hs-CRP levels, ROCK activity and FMD between rosuvastatin and atorvastatin treatment groups

5 B B & AT 4l BT FEARATT 41

bEpagil] BT ey agill BT e
hs-CRP(mg/L) 2.2(1.0,4.8) 1.1(0.6,4.1)" 1.9(0.9,5.1) 1.2(0.5,5.2)"
FMD 5.45% + 1.43% 7.92% + 2.13%" 5.63% + 1.75% 6.57% + 2.68%"
ROCK { 61.2 + 8.1 40.1% + 8.5%" 59.6% + 7.4% 49.3% + 6.2%"

ah P<0.05,bH P<0.01, 5A5FRIHIL
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Figure 1. Rho Kkinase-dependent phosphorylated myosin-
binding subunit ( p-MBS) , total myosin-binding subunit ( t-
MBS) before and after treatment with rosuvastatin or ator-

vastatin
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