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[ Abstract |

vide a strategy for the treatment of Periventricular leukomalacia. Methods

Objective To explore the effect of tumor necrosis factor-a(TNF-o) on the oligodendrocyte progenitor,and pro-
The purified oligodendrocyte progenitor were divided in-
to three groups:blank control group, TNF-a group and anti- TNFR1 group. TNF-o group and anti- TNFR1 group were treated with
TNF-a, the differentiation of OPC were detected by immunocytochemical method,the relative viability of cells in three groups were
measured by MTT assay, the levels of TNFRI1 gene was observed with RT-PCR. Results

was significantly decreased(P<C0. 05) and did not turn into cells called pro- oligodendrocyte. TNF-a group increased the expression

The relative cell viability of TNF-¢ group

of TNFR1 mRNA,and there were no differences in the expression of TNFR1 mRNA between the blank control group and anti-
TNFRI1 group. Conclusion TNF-q could induced OPC apoptosis and inhibited the differentiation of OPC through the TNFRI1.
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* BB AR AR DA R IRE (YK2013059) ,

SZG 4 o0 #2544k PDGF f1 bFGF ) F Peprotech 723 #,
TNF-o 1 F Sigma 23 & , St BN R FEH 7 Z 7k 1(TNFRD
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Wi JE BLIE 4 1 000 r/min B0 5 min, JASE 2R E S )G 1%
P F AR PLL (35 3504, 22 3G BE 30 min, 2K BRIE 2% 19 /)N
W TR AMME . WS S W BE Y OPC L 13X 10° cell/cm? 382 F T £ 9t
PDL {5 96 FL 4%, 5% 32 ¥ y DMEM/F12.2% B27.10 ng/mL
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15 ng/mL CNTF [ JC I35 1M 3G Fr 4k 2235 5% 2 d; (2) TNF-
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