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Effect of chronic atrial fibrillation on Ca’*/calmodulin dependent protein kinase ex-

pression in human atrial myocytes

CHEN Jin+jin, XIAO Ying-l)in, LIU Jian ( Department of Cardiovascular Surgery, Xingiao Hospital, Third Military Medical Universi-

ty, Chongqing 400037, China)

Abstract: Objective

and expression of Ca’* /calmodulin dependent protein kinase Il (CaMKII ) in human atrial myocytes. Meth-

To investigate the effect of chronic atrial fibrillation on free calcium concentration

ods The intracellular free calcium concentration in rapidly isolated atrial myocytes and the expression of CaMK
Il in atrial tissue of rheumatic heart disease patients with atrial fibrillation ( AF) or with normal sinus rhythm
were measured by laser scanning confocal microscopy and Western blotting respectively. Results  The intracel-
lular Ca®" concentration of patients with atrial fibrillation was significantly higher than that of patients with nor-
mal sinus rhythm [ (276.38 £38.12) »s (122.28 +45.63) nmol/L, (P <0.05) ]. Western blotting analysis
of atrial samples showed that CaM and CaMK [[ expressions were enhanced in the patients with chronic atrial fi-
brillation. Conclusion  Chronic AF could lead to intracellular calcium overload in human atrial myocytes.

Ca’"/calmodulin dependent protein kinase [[ (CaMK I ) signaling cascades may play an important role in ma-

intenance of chronic AF.
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1 =5 Chronic AF group; 6 - 10; Normal sinus rhythm group
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