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Mechanism of Cytokine- Induced Apoptosis of Astrocytes in Rats
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Abdract :  Objective  To study the mechanism of L PS, IL-f3 and TN Fe-induced gooptoss of astrocytesin rats.
Methods The astrocytes of the neonata rat were cultured in vitro and randomely assgned into the inflammation group
(treated with L PS, IL-P and TNF&) , pretreatment group (L-NMMA was administrated half an hour before treatment
with LPS, IL-B and TNFe) and normal control group. The cel viability was assayed by M TT ; gooptos s was eval uated
by dectron microscope and flow cytometry ; nitric oxide (NO) content was measured by pectrophotometer ; cytochrome C
content in cytoplasm was measured by Western Blot and Cagpase3 mRNA expresson was detected by hybridization in
dtu. Results The cdl viahility in the pre-treatment group was sgnificantly higher than that of the inflammation group
(0.81+0.29vs0.46+0.15) , P <0.01. There was a negative correlation between the cdl viability and NO content
produced by astrocytesin the inflammation group ( r = - 0.604, P <0.05). The gooptoss rate of the pre-treatment
group was lower than that of the inflammation group [(15.2 + 7.9) % vs (29.7 + 10.4) %; P < 0.05]. The
cytochrome C content in cytoplasm of astrocytes of the pre-treatment group (14 784 + 2 096) decreased conpared with
that of the inflammation group (31 049+3 784) ( P <0.01). The expresdon of Cagpase-3 mMRNA in the inflammation
group was intendfied compared with that of the pre-treatment group. Conclusions Cytokines may lead to decrease of
viahility of astrocytes through increasng NO content produced by astrocytes. The increase of NO content can induce
astrocyte gpoptoss, which is rdated to the rdease of the gytochrome C from mitochondria to cel plasma, and activating
the expresson of Capase3 mRNA. [ Chin J Contemp Pediatr , 2003, 5(4) : 339 - 342]
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