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Expression of TGF-p on lung tissue of rats with radiation induced lung injury”
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Abstract:Objective To investigate the expression of TGB-8 on lung tissue of rats with radiation induced lung injury. Methods

Thirty-five male Wistar rats were randomly divided into 7 groups (n=5) : control group and treatment group (received irradiation
on the the right hemithorax or sham right lung irradiation with single 30Gy,1lday,1,2,4,8,and 12 weeks). The rats were sacrificed
at 1 day,1,2,4,8,and 12 weeks after the irradiation,and lung tissues were separated. The expression of TGF-8 was detected by immuno-
histochemistry. Results The expression of TGF-§ in fibroblast (FB) significantly increased after irradiation, compared with control group
(P=0.000). The degree of injury increased with the time passing. Conclusion TGF-8 was an important biological mediator during the acti-
vation of fibroblast. We suspected that FB might be the target cell for prevention and cure the radiation induced lung injury.
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