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Effect of neuropeptide substance P on the type [[ alveolar epithelial cells exposed to hyperxia and
regulation function on Glil signal transduction molecular”
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Abstract: Objective To investigate the regulatory mechanism of neuropeptide substance P(SP)in lung injury induced by hy-
perxia and the relationship between SP and Glil of SHH signal transduction pathway. Methods The primary premature rats type
[l alveolar epithelial cells CAEC ]I ) were isolated and purified. The cells were divided into three groups: Air group, Hyperoxia
group, Hyperoxia-+ SP group. SP was added in advance to reach a final concentration 1X10 * mol/L. As following, the group was
exposed to 21% or 95% oxygen for 24 h respectively. Morphologic change of AEC || was observed under electron microscope. MTT
and Flow cytometry were employed to detect the survival and apoptosis rate. Real time RT-PCR and Western blotting were used to
detect the mRNA and protein expression of Glil signal molecules. Results  After 24 h of hyperoxia exposure.apoptosis rate of AEC
Il in hyperxia group increased significantly and the survival rate decreased remarkably compared to air group. The apoptosis rate de-
creased obviously after the intervention of SP. Meanwhile, the morphologic injure improved significantly. Hyperxia stimulation could
result in activation of SHH signal transduction pathway.and the expression of Glil increased remarkbly in the impaired AEC || in-
duced by hyperxia. Conclusion SP could decrease the oxidative stress injury and inhibit the apoptosis of AEC I exposed to hyperx-
ia, has protective effect on AEC [[ against hyperoxia, which might be associated with the activation of SHH signal transduction path-
way.
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