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The protective effects of osthol against adriamycin-induced cardiotoxicity in rats
ZHANG Xiao-dan', YU Ying-mei', FAN Chun-lan', ZHANG Yan-zhuo?
(1. School of Pharmacy, Harbin University of Commerce, Harbin 150076, China; 2. School of Pharmacy,
Shenyang Pharmaceutical University, Shenyang 110016, China)

Abstract : Objective To observe the effect of osthol (Ost) against chronic cardiotoxicity induced by ad-
riamycin (ADR). Methods

common carotid artery cannulation were later operated. Hemodynamical changes were detected by sixteen

The cardiotoxicity model was established by ip ADR in SD rats, on which

channel datare corder system, and the activity of myocardial SR Ca*"-ATPase were determined by enzy-
matic reaction colorimetric determination phosphorus. Results Ost improved the haemodynamical parame-
ters of rats with ADR- induced cardiotoxicity, and increased the activity of myocardial SR Ca’" -ATPase.

Conclusion Osthol has a protective effect on ADR-induced cardiotoxicity, The mechanism may be related

» BIIESE 4:i0H  Tel: 13895709861, E-mail; yu igmeimaomi(@163. com



A 3 Bl A

Modern Pharmacy and Clinic

2009 EE 24 E5F 6 1 359

to its function of activating SR Ca?"-ATPase, promoting Ca®" storage, decreasing Ca’" concentration, and

inhibiting Ca’" overload.

Key words:osthol; Adriamycin; cardiotoxicity

B % 2 (Adriamycin, ADR) & — Fh B AR 2K P8
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I PR 36 77 Jif 8 LA ST Bl Ok R U SRR R R B
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2
2.1 HYNABARBH

SD K E.(200420) g 50 R EEHL4 5 4,84 10
H, HAESBANS4) :FH ip A28 K 1K,
¥ 2.5 mL/kg, 3t 8 )k, ADR4H:fFH ip ADR 1
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