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ABSTRACT Objective: To investigate the protective effect and mechanism of stromal cell derived factor-1ae  (SDF-1a) on human
glioma cell line U87 injuried by hydrogen peroxide (H,0,). Methods: Enzyme-linked Immunosorbent Assay was used to detect the
SDF-1a produced by U87 cells. MTT Assay was performed to evaluate the effect of proliferation on cells induced by human recombinant
SDF-1a. Then cells were divided into three groups: control group, H,O, (0.7 mM) treated group, SDF-1a+H,0, treated group (100 ng/ml
and 0.7 mM respectively). Apoptotic cells were measured by flow cytometry. Western Blot was used to detect the expression of
phosphorylated protein kinase B (pAkt) and phosphorylated extracellular signal regulating kinase (pERK1/2). Results: The human glioma
cells treated by H,O, exhibited apoptosis in the presence of SDF-1 compared with the cells treated with H,O, alone. 100ng/ml SDF-1a
treatement could lead to Akt and ERK activation in U87. Conclusion: SDF-1a could protect U87 cells from H,0.,-induced apoptosis, the
mechanism may be related to the activation of phosphatidylinositol 3-kinase (PI3K) -Akt and mitogen-activated protein kinase (MAPK)
-ERK1/2 signalling pathway.
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Table 1 Results of survival, apoptosis and mortality at different treatments in U87
) Survival rate . )
Group Sample size Apoptosis rate(%) Mortality rate(%)
Control group 5 93.64+ 2.94 1.71+ 0.08 3.29+ 0.13

H,0, treated group 5 4277+ 3.48* 14.76+ 1.95* 37.32+ 2.63*

SDF-1a + H,Ostreated group 5 62.21+ 4.47# 6.81% 0.23# 30.88+ 1.29#
Note : * P<0.05 compaired with control group # P<0.05 compaired with H,O, treated group.
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