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Inhibitory effect of nitric oxide on hypertrophic response of cardiomyocytes stimulated
by stretch in vitro

HUANG Min FENG Bingg CHEN Yi-sheng, HE Zuo-yun (Department of Cardiobgy Xingiao Hospital, Third Military M edi cal University, Chongging 400037,
China)

Abstract: Objective To investigate the inhibitoty effect of nitric oxide (NO) on the cardiocyte hypertrophic response stimulated by stretch.
Methods Spectophotometry, in situ hybridilization and image analysis were used to detect charges of protein, DNA contents and 3-MHC mRNA
expresson. Results The protein syntheses B-MHC mRNA expression and the concentration of intracellular free Ca®" of cardiomyoctes induced by
stretch were significantly elevated than thatin control. Protein syntheses and3-MHC mRNA expression induced by stretch were significantly inhibited
by NO C>3X 10 * mol L), and the wle was persistent if its concentration was kept. Meanwhile, the increase of intracellular free Ca®" induced by
stretch was also inhibited by NO. Conclusion Cardiocytes hypertophic response stimulated by stretch could be inhibited by nitric oxide. The inhib-
itory effect might be due to the decrease of the concentration of intracellular free Ca® .
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Tab1 Effect of stretch on the syntheses of protein and DNA and 3
myoglobuin mRNA expression in cultured cardiocytes(x + s)

Grup n Protein * DNA # Protein/DNA B-MHC mRNA (I0D)
Contol 3 0.1140. 02 0. 49+0.02 0.27+0.03  0.0540. 008
Stetch 30,2140, 03" 0.4810.01 0.44+0.05° 0.10%+0. 011"

£:00g/10° cells; *: P<<0. 05, **; P<<0.01 vs Control
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Tab 2 Inhibitory effect of nitroprusside at different concentrations
on cardiomyocyte hypertrophy induced by stretch(x + s)
Nitroprussde(10—4moll.)
1 2 3 4 5
Proein/DNA  0.440.03 0.39+0.01  0.35£0.02 0.28--0.02 * 0.2740.01 * 0.2740.01 *
B-MHC mRNA 0.12£0.001  0.0E00B 0.0720.02 0.054+0. 02 * 0.07+0. 001 * 0.04940.0R *

*, P<0.05 ws Control
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Fig 1 Inhibitory effect of nitroprusside for different times on the hy-
pertrophic response of cardiomyocytes induced by stretch
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Two cases report on epilepsy due to electronic injury
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