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Abstract Objective: To investigate the role of angiotensin [ receptor 1 type (AT1) -calcineurin (CaN) sig-
naling pathway in inward rectifier potassium current (IK1) ionic channel remolding and action potential ( AP)
change of hypertrophic atrial myocytes from neonatal rats. Method: The atrial myocytes were isolated from 1-d-old
SD rats and cultured on silicone sheeting for 24 h, and they were divided into 4 groups depending on the treatment
administered: Control, Stretch-induced hypertrophy (Stretched; cells were stretched for 24 h), Telmisartan (cells
were incubated with 1 pmol/L. Telmisartan for 1 h then stretched for 24 h), and Cyclosporin-A (CsAj; cells were
incubated with 0. 25 pg/ml CsA for 1 h then stretched for 24 h) groups. The proteins expression of kir2. 1 and
CaN A subunit (CaNA) were assayed by western blot analysis. IK1 and AP were recorded by whole-cell patch
clamp technique. Result: Stretch stimulation lead to atrial myocyte hypertrophy, promoted the expression of
kir2. 1 and CaNA proteins, increased the density of IK1, and shorten the AP duration (APD) at 50% and 90%
level of repolarization, which were significantly attenuated by incubation with Telmisartan and CsA. Conclusion:

ATI1-CaN signaling pathway plays an important role in regulating IK1 ionic channel remolding and AP change of

stretch-induced hypertrophic atrial neonatal myocytes.

Key words atrial myocyte; potassium channel; action potential; remolding; whole-cell patch clamp technique
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