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Changes in sodium channel current of ventricular myocytes in young rats

with dilated cardiomyopathy
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[Abstract JObjective To investigate the changes in sodium current l(m} of ventricular myocytes in young rats with doxorubicin—in—
duced dilated cardiomyopathy. Methods :Furlj,r SD mats of two—week—old were randomized divided into DCM group IQZEGJ and control
group rg=20) . Dilated cardiomyopathy was induced by intraperitoneal injection of doxombicin Img/kg twice a week for six weeks ;
rals in control group received the injection of nomal saline in the same dose. Single ventricular myocyte was isolated from rat heart
by enzymatic dissociation and patch clamp technique was used to record the changes of 1y, in the left ventricular myocytes. Results :
The Iy, of DCM group was potential-dependently reduced’ the I-V curve was shifted to upward” and the I, cumrent density in ventric—
ular myoeytes was significantly lower in DCM rats than in control rats] 4?.3?{} 4.1 iﬂ) pA/pF vs. &.Sini 3.2?3) pA/pF* P=0.003].
DCM inhibited the steady—state activation. The half activation potential was raised in DCM rats than in control rats| LIE.-’-HI iﬂ'ﬂ@ﬁ)
mV vs. £55 132 + 0945) mV’ P=0.000]. DCM accelemated the inactivation process. The half inactivation potential was lower in
DCM group rather than in control group| —{93 490 + 1.152 ) mV vs. 19[} 709 + 1 933) mV* P=(). {}[3'3)] The recovery process of Iy
was unchanged 1(3 ={). E}ITJ Conclusion Doxorubicin-induced DCM can significantly inhibit the steady—state activation’ accelerate
the inactivation’ and decrease Iy, current density. These changes might lead to cardiac conduction block in DCM.
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