D000 http://iwww.cqvip.com|

- 400 - ERERKFFIR20024 F27% 248 (Journal of Chongging Medical University 2002. Vol.27 No.4 )

XEHRTS: 0253-3626(2002)04-0400-03

KT 2 A6 30 B St w8 ot e K SO LR 0 10 2 o S A R ;

FiR, RE R
(EREMIFIRRFCIMENR, B 400016)

(# ] B4 PIFUTHRAEN B RMEEIMLE AR SHR)CURBLAT- O ZEWER TR, i $18210 Affes
72 CEAEEGISHR AL AT BAEE A . B Y A AN A SR 50k (X R 28 #4 T R8I g T HUAY Y, WEH I SHRIGHE, >
B, LOETREMARERE. CHGRBMEN. OUEIET.. BaxfIBol- 25 HAEE R BFOIL 4 E HEEECPKC) IS iy
W R JJHREREE LA R EERNLOCEER/MATRIPE<0.01), RE LMD, BT Bel-
2R REARSH UYL IEPKCE (P <0.01), 380 O Bax i PN & (2 {2t VAR TS (P <0.01) . fE ¥ #)
11 BE R EMEALSHRIGULAR E(PEI<0.01). it ITHRAEEMEEL L AR RE 0 SHRGORTEY, BA OCIHEPER, 3
A1 BRI B (Bax B ) R AT T 4R U8 T B I (Bel-2 5 D) Z 3k R UM EPKC G, M TTAZHE O LB I
T RH TR LR Z —.

(X8R I, CEEY;, MEAT; BEEECINR, B SRR BRI

[HEEESEEFES] R329.27 [C#fRIRES] A [k B H#I] 2002-02-01

Effects of scutellarein on cardiomyocyte apoptosis and ventricular remodeling in

spontaneously hypertensive rats
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(Department of Cardiology, College of Clinical Medicine, Chongqing Medical University)

[Abstract] Objective: To study the effects and mechanisms of protein kinase C(PKC) inhibitor(scutellarein) on
cardiomyocyte apoptosis and ventricular remodeling in spontaneously hypertensive rats (SHR). Methods: 18 SHRs
with left ventricular hypertrophy(LVH) aged 10 months were randomly divided into 3 groups and treated for 8
weeks with scutellarein, fosinopril and 0.9% sodium chloride solution(control) respectively.The effects of above
drugs on systolic blood pressure (SBP), heart rate (HR), left ventricular hypertrophic index (left ventricular weight/
body weight,LVW/BW), cardiocyte ultramicrostructure, cardiac myocyte apoptosis, apoptosis-associated gene
(Bax and Bcl-2 gene) protein expression and PKC activity were observed. Results: Compared with control group,
scutellarein and fosinopril could significantly reduce left ventricular hypertrophic index(all P values less than
0.01), ameliorate ultramicrostructure of cardiac hypertrophy, suppress Bcl-2 protein expression (all P values less
than 0.01), lower the membrane PKC (PKCm) activity(all P values less than 0.01), stimulate Bax protein
expression and promote cardiomyocyte apoptosis of SHRs with left ventricular hypertrophy (all P values less than
0.01). Fosinopril could remarkably decrease systolic blood pressure (all P values less than 0.01) but did not affect
heart rate of SHRs with left ventricular hypertrophy (all P values more than 0.05). Scutellarein could not influence
systolic blood pressure and heart rate of SHRs with left ventricular hypertrophy (all P values more than 0.05).
Conclusion : Scutellarein and fosinopril can significantly reverse ventricular remodeling of SHR and preserve

cardiac muscle. The mechanisms of their above-mentioned effects may be related to increase of cardiac myocyte
apoptosis triggered by them via upregulation of apoptosis induced gene(Bax gene) expression and downregulation
of apoptosis suppressor gene(Bcl-2 gene) expression as well as suppression of PKC activity.

[ Key words] Hypertension; Ventricular remodeling; Apoptosis; Protein kinase C inhibitor; Angiotensin
converting enzyme inhibitor
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