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Abstract

AIM: To investigate the changes of store-
operated calcium channel currents (Isoc) after
hepatic ischemia and reperfusion (I/R) injury
in isolated Kupffer cells of rats, and the effects
of Ca® channel blockers, SK&F96365, on I of
Kupffer cells.

METHODS: The SD rat model of hepatic I/R

selective adhesion. The changes of Isoc after I/R
injury and the effect of SK&F96365 on Isoc of
Kupffer cells were investigated by whole-cell
patch-clamp technique.

RESULTS: Isoc was significantly increased from
-78.7 £ 25.2 pA to -159.3 £ 27.3 pA (P < 0.01, n
= 15) after I/R injury. SK&F96365 (5, 10, 20, 40,
50 umol/L) induced a concentration-dependent
inhibition of Igoc with the rate 43.9% + 18.1%,
59.2% + 24.0%, 66.3% £ 23.0%, 73.8% + 17.8%,
80.9% + 12.6%, respectively, and the ICs, value
was 6.53 umol/L (n = 8).

CONCLUSION: I/R injury can enhance the
Lsoc of Kupffer cells, which leads to the activa-
tion of the cells, further resulting in the injury
of hepatocytes. Calcium channel blocker,
SK&F96365, can protect livers from I/R injury
by inhibiting the activation of Kupffer cells.

Key Words: Kupffer cell; Hepatic ischemia reper-
fusion injure; Store-operated calcium channel cur-
rents; Calcium channel blocker
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