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Phosphorylation of phospholamban at Ser16 is increased in myocardium of rabbits with mild heart failure
LU Wen-lin' , SONG Jian-ping?, ZOU Cao® , WANG Lei? , HAN Lian-hua® , ZHAO Cai-ming? , LIU Zhi-
hua®> 1. Department of Cardiology, Huaiyin Hospital , Jiangsu 2233003 2. Department of Cardiology ,
The First Affiliated Hospital of Soochow University ,Jiangsu 215006

[ Abstract] Objective: To investigate the abnormal abundances of phosphlamban phosphorylation at
Ser16 in cardiomyocytes of rabbit with mild heart failure.  Methods: Twenty rabbits were divided into two
groups: 10 rabbits with heart failure induced by volume plus pressure overload and 10 sham-operated animals.
The hemodynamic parameters and cardiac structure and function were detected via catheterization and
echocardiography, respectively. Protein kinase A (PKA), phospholanban (PLLB) and phosphorylation of Ser16-
phospholamban (P-Ser16-PLB) protein abundances were determined by Western blot analysis.  Results: Left
ventricular end diastolic pressure in heart failure rabbits was significantly increased compared with that in sham-
operated rabbits( =7+ 4,6 vs 24,6 £ 6.7, P<C0. 01), while their left ventricular shorting fraction [ (39.3 *
5.53) % vs (23.8 £ 7.30) % ] and ejection fraction [ (72. 76 £ 4.85) % vs (47.8 £ 6.05) % | were decreased (P
<20. 01). In heart failure rabbits, there was no significant difference with the abundances of T-PLB(Rr prp/uein ¢
1.12 £ 0. 023 vs 1. 11 £ 0. 045, P = 0. 069), whereas the expressions of Serl16-P-PLB, the degree of
phospholamban phosphorylation at Ser16 and PKA were markedly increased.  Conclusion: In early stage of
heart failure, the increased phosphorylation of phospholamban at Ser16, which is due to increased expression of
PKA, may contribute to maintenance of cardiac performance.
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