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Aging change of small-conductance calcium-activated potassium channel in human atrium”
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[Abstract] Objective To study the effect of ageing on small conductance calcium-activated potassium
channels (SK2 channel in human atrium. Methods The patients with sinus rhythm (SR) in 3 age groups of
<40 years old (n=22),40—59 years old (n=34) and >60 years old (n=18) were selected as the research
subjects. Their right ear tissues were obtained in cardiopulmonary bypass operation. The acute enzyme diges-
tion method was used to isolate single atrial myocyte. The whole-cell patch clamp technique was used to detect
the difference of SK2 channel current in different age groups. Western blot and qRT-PCR were used to meas-
ure the expression levels of atrial tissue SK2 channel protein and gene. Results The atrial myocyte with intact
cell,clear band and electrophysiological activity could be obtained by adopting the acute enzyme digestion
method;the SK2 channel current had no obvious change between the <40 years old group (n=28) and 40— 60
year old group (n=8) (P>>0.05) ;compared with the >> 60 years old group (n=10),the SK2 channel current
in the <C40 years old group (n=8) was significantly increased(—130 mV, P<C0. 01) ;compared with the 40—
60 years old group (n=28),the SK2 current in the >>60 years old group, was also increased with statistical
difference (—130 mV, P<{0. 01). Compared with the <40 years old group (n=12) and 40— 60 years old
group (n=18),the SK2 channel protein and gene expressions in the >>60 years old group were significantly
increased . Conclusion The SK2 channel current and the expression levels of gene and protein are significantly
increased with the age increase. Aging caused SK2 channel reconstruction may be involved in pathophysiologi-
cal process of atrial fibrillation.
[ Key words | atrial fibrillation;small conductance calcium-activated potassium channel;ageing;electrical
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