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[Abstract] Objective To investigate the effect of ginsenoside Rg; on H,0, induced apoptosis and intracellular Ca* con-
centration in HT22 cells. Methods Ginsenoside Rg, with 0, 6.25, 12.5, 25, 50 and 100 g/l were used to pre—processing
HT22 cells for 24 h, separately. Ca** fluorescent probe Fluo—3/AM was used to load cells for 1h. Then using 50 mmol/L. H,0,
stimulate cells. The fluorescence intensity was measured for microplate reader, [Ca**]i changes were monitored by scanning
confocal microscopy. Apoptosis were tested by Hoechst 33258 staining. Results The Ca* concentration (P<0.01) and apoptosis
(P<0.01) induced by H,0, increased significantly. Different concentrations of ginsenoside Rg, showed dose dependent inhibition
in increasing the HT22 [Ca*]i (P<0.01) and apoptosis (P<0.01) induced by H,0, and the concentation of 50 g / L shows
strongest effect (P<0.01). Conclusion The ginsenoside Rg, could inhibit apoptosis of oxidative apoptosis by reducing the cellu-
lar Ca* level induced by H,0,.
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AP<0.01,

2.2 OGS IR AR RO S N 2 AT Rey T
H,0, 175 5 19 HT22 20 il PN 55 125 -2 ik i 3h 8728 4k

TF 20 B R N B BT AR, FE 488 nm
BRSO R R MRS e, HBEE I E
FEAC HEOE R B IC 284K (0,15 .30 min F1 1 h)4 AN
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