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Effects of AMPK activation on protein degradation in cardiomyocytes in rats”
Chen Baolin' ,Chen Dandan' ,Ma Yuedong® , Xiong Zhaojun® ,Liu Chen®"* ,Dong Xugang®"
(1. Department of Cardiology ,Guizhou Provincial People’s Hospital sGuiyang ,Guizhou 550002, China;
2. Department of cardiology Medicine ,the First Af filiated Hospital ,Sun Yat-san University ,Guangzhou,
Guangdong 510080,China;3. Department of Cardiology sthe Third Af filiated Hospital ,
Sun Yat-san University ,Guangzhou,Guangdong 510630 ,China;4. Key Laboratory of
Assisted Circulation sMinistry of Health .Guangzhou,Guangdong 510080 ,China)

Abstract: Objective To investigate the effects of adenosine monophosphate-activated protein kinase(AMPK) on protein degra-
dation in cardiomyocytes in vitro. Methods Neonatal Sprague-Dawley rat cardiomyocytes were isolated and cultured,and then trea-
ted with specific AMPK activator 5-aminoimidazole-4-carboxamide-1-8-D-ribofuranoside (AICAR) (2. 0 mmol/L) and inhibitor
Compound C (0.5 mmol/L). Cells were divided into Control, AMPK, Compound C and AMPK + Compound C group according to
treatment manner. Western blot was employed to assay levels of AMPK and p-AMPK protein in cardiomyocytes, and high
performance liquid chromatography was used to detect 3-methylhistidine(3-MH) concentration in culture medium. Results Levels
of total AMPK protein of cardiomyocytes in each group showed no obvious changes. AICAR treatment up-regulated level of p-
AMPK protein, whereas Compound C treatment down-regulated it and reversed the up-regulation effect of AICAR on p-AMPK
protein. AMPK activation increased 3-MH releasing from cardiomyocytes, whereas AMPK suppression decreased it. Conclusion
AMPK activation promotes protein degradation in cardiomyocytes.

Key words: protein kinases; myocardium; cells,cultured; enzyme activators; protein kinase inhibitors
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