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[ Abstract] Objective To investigate the neuroprotective effect of ginsenoside Rb1( GRbl) on glutamate
induced hippocampal neurons injury and the possible mechanisms . Methods Hippocampal neurons cultured for 10
days was divided into glutamate treated group and GRb 1 treated group. MTT method was used to test the cell
viability , Hoechst 33258 was used to detect the cell apoptosis , MDA, SOD method were adopt to determine the
oxidative damage. Results To compared with control group , glutamate (1.25,2.5,5,10 pmol/L;2 h) group cell
viability was decline ,respectively (93.9 +2.1)% ; (82.3 £1.4)% ; (51.2 £ 1.2)% ; (32.7 £ 1.3 )%. After 5
pmol/ L glutamate treated for 2 h, cell viability declined to (51.2 £1.2)% ( P <0. 01 vs. control group ) ,nearly 50%
of the control group. And MDA level was increased compared with control group [ (7.52 +0. 11 ) nmol/mg pro vs.
(3.93 +£0. 36 ) nmol/mg pro | ;SOD level had significant decline [ (37.28 +1.72)NU/mg pro vs. (55.39 +1.73)
NU/mg pro ]. Meanwhile , cell apoptosis was increased significantly [ (34.5 £1.8)% ,P <0.01 ws. control group ].
Compared with glutamate (5 wmol/L.,2 h) treated group , GRb1(1,10,100,200 pmol/L) could increase cell viability
(64.9+1.7)% ,(72.3+2.2)% ,(70.4 £3.2)% ,(71.6 £2.3)% ,P <0.01 vs. glutamate-treated group , GRb1
1,10,100 pmol/L treated group had slightly decreased MDA level , but had no significant difference with glutamate
treated group. GRb1 10,100 pmol/L could increase the SOD activity (P <0. 01 wvs. glutamate-treated group ) , GRb1
1 pmol/L group did not have this effect. Cell apoptosis rate was decline when treated with 1,10,100 pwmol/L GRb1,
respectively (27.3 = 1.7 )%, (19.4 £ 1.2)%, (23.5 £ 1.9)%, P < 0.0l vs. glutamate-treated group.

Conclusions GRb1 could confront glutamate induced neurons injury ,the neuroprotective effect was related to anti -
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oxidation and reducing apoptosis .
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