TR (BRAERR )
J Cent South Univ (Med Sci) 2012,37(S) http://www.csumed.org; http://xbyx.xysm.net 453

1€ PR ZE MR A B 1R K R BBk B I E B &
A E M BB 4% 40 BE Rho i B 7K il 7E

R, R, A5E

(1. KT = BERENE AR, Kb 4100155 2. shEg Keof b — BERErE i Rl, Kb 410011)

[ HE 1E BY: 38 o LE# Rho 6 BK & 3 il W2 e 2 1 15 i 1(Rho-associated coiled-coil containing protein kinase 1,
ROCK 1) 7EA IR ZE %52 A1 JE i S 4 (i Bk B, 4R35 RhoA/Rho (5308 46 7 M P SH 2 it s A S i 1
ik R PR . Fiik: R 2010 4F 12 A 2 2011 4 4 AFERK TP = E B A AN 10 A (A 4l), [
TR BE T N B B A 1 1 BE ZE P s AN B SR sl ik s FE 2 10 A (B 4L ), A B [ 30 ) B e i A A o P 4 1 L 2
P it 5 AF L Rl sl ik v FE A 10 N (C 4 )o 2Tl B AR 58 36 2 Bk UL 20 mLL, DA percoll JE 4 2529 B A BE 15 .00 00T
Rk A B AN, R SR A AN R o )T DU R A0 S e B T, ) ELISA 24056 3 4 ROCK 1 7K
Vo AT R REA UG A T T BE, LU (6 2238 i it sh ikl e e . S5 R 1) 3 AARFE x4 C difitish ik
W IERE ST A4S B4, (3 P<0.01). 2) 3 BG4 C A AMNE M HAZANH ROCKT AKF R+ AL B4 (¥
P<0.05); B ZANA ML AAAZ A ROCK K Fi5 T A 41 (P<0.05). 3) 3 4LfF5E %t 42 v &b i 2% 40 il Ff ROCK 1 7K -5
i s kA 4 i 2 IE AR D56 2R (r=0.661, P<0.05). 4) 3 L5 % 42 AME s 4i i o ROCK1 7K-F-5 il g FEV1% TG
FIZEHR (r=0.131, P>0.05), £5if: Rho MEEIEMish bk AL HA 28 3 P diii R ROCKT /KSRl e
W 2 P L S5 e A A X i 0 ik v e R P 1 T R

[ KIA | MshkiEs; MY ZEMMIER ; ROCKL; HAZ 4t

DOI:10.3969/j.issn.1672-7347.2012.05.004
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ABSTRACT Objective: To determine effects of the RhoA/Rho kinase signaling pathway on patients with
pulmonary arterial hypertension related to chronic obstructive pulmonary diseases by testing levels
of Rho-associated coiled-coil containing protein kinase 1(ROCK1) in peripheral blood monocytes

in healthy subjects, patients with chronic obstructive pulmonary diseases (COPD), and patients
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with pulmonary arterial hypertension related to COPD.

Methods: Ten healthy subjects (Group A), 10 patients with COPD (Group B), and 10 patients
with pulmonary arterial hypertension related to COPD (Group C) were enrolled, all of whom
were hospitalized in the Third Hospital of Changsha between Dec. 2010 and Apr. 2011. Twenty-
milliliters of blood was collected from each subject. The peripheral blood mononuclear cells
(PBMC) were separated by Percoll® and, monocytes were incubated. Levels of ROCK1 in the three
groups were measured by ELISA. The pulmonary function was measured by spirometric tests, and
the pulmonary arterial systolic pressure (PASP) was detected by color Doppler echocardiogram.
Results: 1)The PASP in Group C was significantly higher than that of Groups A and B(P<0.01).
2) The levels of ROCKI in monocytes of Group C were higher than those of Groups A and
B(P<0.05). The levels of ROCK1 in monocytes of Group B were higher than those of Group A
(P<0.05). 3) The levels of ROCKI in monocytes of the three groups showed a positive correlation
with PASP(r=0.661, P<0.0S). 4) The levels of ROCK1 in monocytes of the three groups showed
a negative correlation with forced expiratory volume at the first second/ forced vital capacity
(FEV1%)(r=0.131, P>0.05).

Conclusion: Rho kinase plays a key role in the pathogenesis of pulmonary arterial hypertension.

The ROCKI1 may be a marker of the severity of pulmonary arterial hypertension related to COPD.
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C 2H A% 40 il vh ROCKI K55 T A 41 /1 B 4H
(P<0.05); B 41 5.4 41 e h ROCKI /K 5 F B 41
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%2 3AMRWTRI—AER (n=10, xts)

Table 2 General condition among the 3 groups(n=10, x+s)

40 B/ & 4l /% PASP/mmHg FEV1%

A#H s/s 62.5+7.0 22.86+3.73 85.6 3.9
B4 7/3 63.7 9.0 26.60 + 4.88" 57.8+£5.2
CH4 6/4  65.4+8.0 61.89+9.75 55.6+4.3

5 A4, P<0.05;  P<0.01; 5 B 4l 4%, *P<0.01,

3 3AMRI G BZMAA B ROCKL K LLE (n=10, x+s)
Table 3 Comparison of the levels of ROCKI1 in monocytes

among 3 groups(n=10, xts)

YN B AR/ (X 10°/L) SRR AR T ROCKI 7K T /(pmol /L)

A4 1.72 £ 0.20 38.5+3.6
B 4] 2.73+0.41 412+3.0
C4 4.02 +1.84" 459 +5.1

5 A4 H#, P<0.05; 5 B A HL#, “P<0.05,
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