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[ Abstract)
on radiation-induced apoptosis of C17.2 neural stem cells (NSCs) and explore the role of ERK1/2 in this
Methods

accelerator followed by treatment with different concentrations of bFGF 5 min after the exposure. The

Objective To observe the effects of exogenous basic fibroblast growth factor (bFGF)

process. C17.2 NSCs were subjected to irradiation exposure generated by a linear
cell viability after the treatments was assessed using MTT assay, and the effects of exogenous bFGF and
Results The
apoptotic rate of the irradiated cells decreased from (12.78+1.04)% to (4.83+0.31)% as the concentration

U0126 on radiation-induced apoptosis of the cells were analyzed with flow cytometry.

of bFGF increased from 0 to 100 ng/mL. The apoptotic rates of the cells after treatment with U0126 and
DMSO were (8.42+0.71)% and (4.71+0.42)%, respectively, showing a significant difference (P<0.05).

Conclusion Exogenous bFGF offers protection of C17.2 NSCs against radiation-induced apoptosis, and

- KLAlTSE -

extracellular signal-regulated kinases1/2 (ERK1/2) plays a role in this protective effect.
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Fig.1 Morphology of C17.2 NSCs under optical microscope (x200)

Fig.2 Nestin staining of C17.2 NSCs(immunocytochemical staining, x
100)
% 1 bFGF Xf C17.2 NSCs 44 55 1 8 Wl (x£5)

Tab.l Effect of bFGF on the proliferation of
C17.2 NSCs (Mean+SD)

Eigl FEAEL AfH BT (%)

AN 8 0.718+0.006 100

B#i 8 0.804+0.019* 112

C4H 8 1.063+0.056® 148

D4 8 1.372+0.071% 191

FfE 323.250

PlE 0.000

5 A E *P<0.05; 5 B 4114 ,°P<0.05; 5 C
4 HLHL,°P<0.05
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Fig.3 Effect of bFGF on radiation-induced apoptosis of C17.2 NSCs
analyzed by flow cytometry
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Tab.3 Effect of bFGF on radiation-induced apoptosis of C17.2
NSCs treated with U0126 (Mean+SD, %)
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Fig4  Flow cytometric analysis of the effect of bFGF on
radiation-induced apoptosis of C17.2 NSCs treated with U0126
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