BEXRER XY HIE200246 274 ¥/ (Journal of Chongqing Medical University 2002. Vol.27 No.3 )

D000 http://iwww.cqvip.com|

-329-

YEHS. 0253-3626(2002)03-0329-02

AR T Kbl Sl DL AR i O 8 C RN 3R R RSIA

N R, ®

@, MEY, FR¥, FHES

(EREMRES _mERFRONM EK 400010)

(& E) 8¢ BTFERBTRMERAMEOCREECREERNE®. 5% NEATRBENCRNERFERA
BIEHAE L. HPFRMITH278, FIEICARE296], FIRABITAFIR ICAHRBAAEIM. X —HBEERANECRNEE
H RS B E 2 R (P <0.05), T RABIT M S BB ARG ECREBHANKES S AARAECREERNRE
HRIAEREHER (P<0.01) . ik FRMITHFE ICARBRA TC RN E H KB T B—i0 3 RAb TR M E Iuik.

[X2i7)] CRMER, Bihwm FRMAT, FrEresk
[hEEHBS LA S] R541.4 [CikbRiRAE] A

[ ri% H#A1 2001-09-05

The effects of simvastatin and aspirin on C-reactive protein in patients
with coronary artery disease
LIU Dong, et al
( Department of Cardiology, The Second College of Clinical Medicine, Chongqging Medical University)

[ Abstract ) Objective : To study the effects of simvastatin and aspirin on C-reactive protein in patients with
coronary artery disease. Methods: The changes of CRP concentrations before and after the treatment in 89 patients
with coronary artery disease were investigated. Among these patients, 27 were in simvastatin group, 29 in aspirin
group and 33 in simvastatin and aspirin group. Results: The CRP concentrations in the three groups after the
treatment were significantly lower than those before the treatment. In addition, the CRP in simvastatin and aspirin
group were significantly lower than those in the other two groups after the treatment (P<0.01). Conclusion: The
reduction effects of simvastatin and aspirin on CRP concentrations were superior to those of single simvastatin or

aspirin.
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