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Effect of Angiotensin Il on the Expression of Endothelial-type
Nitric Oxide Synthase Gene in Cultured Cardiac Myocytes

ZHAN Chang-de', PAN Jing-yun’

(1. Key Laboratory of the Ministry of Health on Assisted Circulation;
2. Department of Physiologys Sun Yat-sen University of Medical Sciences, Guangzhou 510089, China)

Abstract: [Objective] To observe the effect of angiotensin I on the expression of endothelial-type nitric
oxide synthase gene in cultured cardiac myocytes. [Method] The endothelial-ty pe nitric oxide synthase (eNOS)
and glyceraldehyde-3-phosphate dehydrogenase (GAPDH ) specific primers were designed according to their
c¢DNA sequences. The eNOS gene expression was assessed using reverse transcription-polymerase chain reaction
(RT-PCR) standardized with GAPDH. [Result] The eNOS mRNA in cultured neonatal rat cardiac myocytes
and non-myocytes was detected; the eNOS mRNA levels in cardiac myocy tes w ere higher than in non-myocytes;
treatment with angiotensin I for 6, 12 and 24 h decreased signifcantly the eNOS m RNA levels in cardiac my-
ocytes. [Conclusion] eNOS gene is expressed in cultured neonatal rat cardiac myocytes and nonmyocytes. An-
giotensin Il can inhibit eNOS gene expression in a time-dependent manner in cultured cardiomyocytes.
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Fig. 1 The eNOS gene expression in the rat cardiac myocytes

MC: cardiac myocytes NMC: nomrmyocyte. [ | D ) (eNOS) /
[ Do (GAPDH)] / (1): the ratio of the integrated optical density
of eNOS to that of GAPDH. * P<Z 0. 05 ws MC; n =3, x £ s,;
M: DNA marker; Lanes 1 and 2 from MC; 3 and 4 from NMC;
Lanes 1 and 3, eNOS ¢DNA (340 bp); Lanes 2 and 4 GAPDH ¢cDNA
(443 bp)
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Fig.2 Effect of angiotensin Il on the eNOS gene expression in cardiomyocytes
CON: control; A II: angiotensin 1. [ [ DA)(eN0S) 7 | D )(GAPDH)] / (D the rtio of the integrated optical dersity of eNOS to

that of GAPDH.

* P<0.05vsCON. n=3, x=Esy; M: DNA marker; Lanes 1 and 3, eNOS ¢cDNA (340 bp); Lanes 2 and 4 GAPDH cDNA

(443 bp); Lanes 1 and 2 from CON; Lanes 3 and 4 from A I
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