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Tetraethyl pyrazine inhibits car diaomyocyte hypertrophy induced by prostaglandin Fx

Jiang Qingong'' 2, Huang Xienan® ,Dai Zhikai', Yang Guizhong® , Zhou Qixin?, Shi Jingshan' , Wu Qin*
(* Department of Pharmacology , Zunyi Medica College, Zunyi 563003
2 Department of Pharmacology , Chongging Medical Universty , Chongging  400016)

Objective: To observe the effects of tetraethylpyrazine (TMP) on cardiac myocyte hypertrophy induced by prostaglandin F2
(PGFg) , and to probe primarily its mechanisms. Methods: Neonata rat cardiomyocyte hypertrophic regponse and the antihypertrophic -
fectsof TM P were assayed by measuring cell diameter and protein content. The intracellular free calcium concentration ([Ca®* ]i ) in cul-
tured cardiomyocytes were measured by usng Fura 2/ AM asafluorescent indicator. Results: PGFy at 107 mol/ L significantly increased the
cel diameter , protein content and [C&* ]i in cultured cardiomyocyte. TMP at 10°, 10° and 10*mol/ L could sgnificantly inhibit the car-
diomyocyte hypertrophy induced by PGFg , decreasing by 36, 44 and 55 %in cdl diameter (P<0.05) , and decreasng by 13, 21 and 24
% in protein content (P<0.01) , regectively , compared with only with PGFy. Smilarly, [Ca8* ]i was reduced by 17, 37 and 48 % by
TMP at different concentration(P < 0. 05) . Conclusion : Cardiomyocyte hypertrophyic response could be abolished by TMP partly, which
may be related to itsinhibitory effectson theincrease of [C&* i induced by PGFy .
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