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Abstract  Objective To study the protective effect of lymphocytes modified by brain-derived
neurotrophic factor gene ( BDNF gene) on PC12 cells damage induced by oxidative stress. Methods
The growth inhibitory rate of PC12 cells mediated by H.0, and dopamine (DA) was evaluated by MTT
assay. The apoptosis of PC12 cells induced by H,0, and DA was determined by PI stain flow
cytometry and Hoechst stain. Results The supernatant of lymphocytes modified by BDNF gene
decreased the growth inhibitory rate and apoptosis rate of PC12 cells induced by H.0, and DA.

Conclusion The supernatant of rat lymphocytes genetically modified by BDNF gene has the
protective effect on PC12 cells damage induced by oxidative stress.
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Fig. 1 Effect of supernatant of lymphocytes genetically
modified by BDNF gene on PC12 cell growth (n =3)
a: H.0.; b: DA Between groups, F=6.48, P =0.008;

compared with control, * * P <0.01
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Fig.2  Apoptosis of PC12 cells induced by H.0:
and DA analysis with Haechst stain

A: control: B: PCI2 cells treated with Ha0:; C: PCI2
cells treated with Ha0: + supernatant of lymphoeytes/
BONE; Dy PCI2 eells reated with Ha0: 4+ supernatant of
lymphoeytes; E: PC12 cells treated with DA; T: PC12 cells
treated with DA+ supernatant of lymphoeytes/ BDNF; G:

PC12 cells treated with DA+ supernatant of lymphoeytes
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Fig. 3 Effect of supernatant of lymphocytes genetically
modified by BDNF gene on the apoptosis of PC12 cell
analysis with FCM (n =3)
a: H>0» b: DA Between groups, F=8.48, P =0.000;

Compared with control, * * P <0.01
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