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Effects of simvastatin on myocardial fibrosis in NO-deficient hypertensive

rats

YI Chun-Tao, CHENG Xiao-Shu, YU Jian-Hua, YAN Ding-Hong, SU Hai, WU Qing-Hua

( Department of Cardiology, The Second Affiliated Hospital of Jiangxi Mediaal College, Nanchang 33000)

ABSTRACT AIM: To investigate the effects of sim-
vastatin on myocardial fibrosis in NO-deficient hyperten-
sive rats. METHODS: Twenty-four male Wistar-Kyoto
rats were divided into three goups: Control (C) goup,
L-NAME (L) group, and L-NAME plus Simvastatin (L
+S) group. The levels of ACE and Ang Il in plasma and
myocardial tissue, and the contents of hydroxyproline con-
centration in myocardial tissue were measured afier 8
weeks. The values of CVF, PVCA and the hydwproline
concentration (HC) were studied using the methods of
pathological examiation mbined with computed pwo-
cessing. RESULTS: The activity of ACE in serum in L
group was lower than that in C group ( P<<0.01). Sim-
vastatin treatment did not significantly increase the activity
of ACE compared with L group ( P> 0.05) . However,

the activity of ACE in myocardial tissue was lower than

that of C group ( P<<0.05). Although the levels of Ang
IT in plasma were not altered by L-NAME ( P>>0.05),
the concentrations of Ang Il in myocardial tissue ( P<<
0.01) wemr significantly increased in L group compared to
C group. Simvastatin significantly decreased the levels of
Ang Il in myocardial tissue ( P<< 0.05). The hydrox-
yproline ncentration and the value of PVCA and CVF in
L. group were significantly higher than that in C group ( P
<C0.01), which were significantly attenuated by simvas-
tatin trament ( P<<0.05). CONCLUSION: Simvastatin
may decrease the production of Ang Il and attenuate my-
ocardial fibrosis via reducing the activity of ACE in NO-
deficient hypertensive rats.
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