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Effects of total flavones of rhododendra on contractility

of rat myocardial cells and its mechanism
Sun Xiaoqing Chen Zhiwu
(Dept of Pharmacology Anhui Medical University Hefer 230032)

Abstract Objective To investigate the total flavones of rhododendra(TFR) on contractility of rat myocardial cells
and its possible mechanism. Methods The contraction amplitude and contraction frequency of primary cultured rat
myocardial cells were observed by image analysis system. The intracellular free Ca®* content was measured by cal—
cium ion imaging system. Results 10 and 100 nmol/L hU I significantly accelerated the contraction frequency of
myocardial cells and 10 nmol /L hU I increased the contraction amplitude of myocardial cells but 100 nmol/L
hU Tl reduced the contraction amplitude of myocardial cells. TFR 300 mg/L significantly slowed the contraction
frequency of rat myocardial cells and increased the contraction amplitude. TFR in the range of 33.3 ~300 mg/L
could significantly inhibit the increase of contraction frequency the decrease of contraction amplitude and the in—
crease of intracellular free Ca’* content induced by 100 nmol/L hU II. Conclusion TFR can slow down the con—
traction frequency of myocardial cells and increase its contractility which may be related to the decrease of free
Ca’* content in myocardial cells.
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