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Fig 1 Effects of PDS and verapamil on L-type calcium channel induced by ischemia-like condition in cortical neurons of rats.
A Control; B Ischemia; G PDS 1.5 mg/ml; D Verapamil 20% mol/L
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Tab 1 The effects of panaxadiol saponins(PDS) and verapamil(Ver) on L-type calcuim channel
in cortical neurons of rats (n= 10)
Open time ( L /ms) Close time ( L /ms) Current amplitude(pA) Open-state probability
Control 2.23t 0. 47 38. 44+ 9. 84 1. 58= 0. 05 0. 043+ 0. 006
PDS 1. 03t 0. 25 74. 15+ 16. 14** 1. 55 0. 07 0.012£ 0.004**
Control 2.40E 0. 65 37. 54+ 8. 89 1. 57 0. 06 0. 046 0. 004
V erapamil 0.6H 0. 18 120. 14+ 19. 25** 1. 55= 0. 06 0. 008t 0.001**
#k% P <0.001vs control
2 (PDS) Verapamil “ 7
L_
Tab 2 Effects of PDS and verapamil on L-type calcium channel induced by ischemia-like condition
in cortical neurons of rats (n= 10)
Open time ( L /ms) Close time ( L /ms) Current amplitude(pA) Open-state probability
Control 2.85F 0. 21 38 18+ 8.24 1. 56= 0. 05 0. 047 0. 008
Ischemia 9.1H L 04* 10. 13+ 3. 36** 1. 57 0. 07 0. 165F 0.029**
PDS 2.14F 0. 35*## 46, 34t 9. 557 ### 1. 56= 0. 09 0.02H 0.009™###
V erapamil 0.86E 0. 17 ### 75. 325 11. 547 ### 1. 56 0. 06 0.014E 0.009™" ###
*: P <0.05* : P <0.01l,*% : P <0.001vs control; ### : P <0. 001 vs ischemia
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Effects of panaxadiol saponins on the L-type calcium channel of cortical
neurons of rats in normal and’ ischemia’

Kai Li, Wang Zhongfeng* » Xiao ]iasi* (Department of Pharmacology, Third Military Medical University, Chongqing,
630038)

Abstract Objective: To study the effects of panaxadiol saponins( PDS) on the L-type calcium channel of
cortical neurons of rats in normal and “ischemia - Methods: Using acutely isolated cortical neurons of Wistar
rats to estabilish the in vitro cerebral®ischemic model’ and patch clamp technique of cell-attached configula—
tion. Results: The results indicated that the open time of L+4ype calcium channel of rat cortical neurons was
increased, at the same time, the close time decreased and the open-state probability increased significantly
during “ischemid’. The particular change was longasting open (the open time was more than 20 ms). PDS
(1.5 mg/ml) shorten the open time, prolong the close time and decrease the open—state probablity in normal
and “ ischemid’ -like condition ( P all < 0. 001). These results were consistent with calcium antagonist vera—
pamil, but were less than that of verapamil- Conclusion: The experiment suggested that PDS inhibited the
open of L-type calcium channel in cortical neurons of rats in normal and“ ischemid’ , reduced the calcium in—
flow, and may protect brain from the ischemic injury.

Key Words patch clamp; calcdum channel; cortical neurons; ischemiadike condition; panaxadiol

saponins; rats
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