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Effects of mimic ischemic preconditioning on [ Ca’* |, and L-type calcium current of

cultured sinoatrial node cells of neonatal rat

ZHANG Qian, SONG Zhi-yuan, TONG Shi-fei, HUANG Ji (Department of Cardiology, Southwest Hospital, Third Military Medical Uni-
versity, Chongging 400038, China)

Abstract: Objective To study the effects of mimic ischemic preconditioning (IP) on [ Ca®* ], and 1-LCa of si-
noatrial node cells and explore the protective effects of IP. Methods —Cells were randomized to three groups: con-
trol, ischemia/reperfusion’ (I/R), IP. After labeled with fura4, fluorescence intensity of [ Ca’* |, was studied with la-
ser confocal microscopy and I-1.Ca was recorded by whole-cell patch clamp technology. Results 1P significantly re-
duced the fluorescence intensity of [Ca®* ], and enhanced the peak of 1-LCa as compared with I/R, shifted the I-V

curve to more negative value. Conclusion [P can reduce the overload of [ Ca®* |, caused by I/R and increase I-L.Ca

weakened by I/R.
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A: Voltage clamp pulse square wave; B: [-LCa curve under voltage clamp

pulse; C: 1=V curve of I-LCa
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Fig 1 I-LCa curve of a single sinoatrial node cell of the control group
under voltage clamp pulse from - 40 mV to +40 mV

2.2.2  ARAELER I B0 R X 5 E?ﬁim-fl@ 1-LCa I {4 /1) 52 i)

e FH A 20 IR 1 R A A HU Rl — 30 ~ + 30 mV Bf 45 2] 92
P 1-LCa WEAEL (pA) AT 1A, 485 50 % 30« £E A [l 45 4
TE T LD /R 2 R AL 1P 252 D 25 AN 1-1.Ca 068 R 35 2 ) T
YL EFRIECP < 0.01), (EELL 1P 2152 53 45 40 D 1-LCa IV (1 10
A VR AW R T (P <0.01), W1,

Tl -0~ +0mVIESEETEAEFEMME -LCaGHEIER (n =10, ¥ £5)
Tab 1 Comparison of peak values of 1-LCa of the sinoatrial node cells of each group under voltage clamp pulse
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A: Comparison of 1-LCa curve of three gmupe.. B: Effects of IP on the I-V

curve of I-LCa
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Fig 2 [Effects of IP on the current-voltage curve of I-LCa
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