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[Abstract] Objective To investigate the effect of sildenafil on the expression of hypoxia-inducible fac-
tor-2a (HIF-2a) and vascular endothelial growth factor-A (VEGF-A) in fetal lung of congenital diaphragmat-
ic hernia rat model. Methods The hybridization SD rats were divided into the normal blank group (NC,n =
2) ,normal sildenafil group (NS,n=2),model blankl group (MC,n=3) and model sildenafil group (MS,n=
3). The CDH model was induced by nitrofen. The pregnant rats in the group NS and MS were administered
with sildenafil for conducting the intervention. All fetal rats were delivered by caesarian section on 21 d. The
development situation of fatal lung tissue was observed and the expression levels of HIF-2a and VEGF-A in
fetal lung were detected by using the immunohistochemiscal staining and Western blot. Results The CDH in-
cidence rate had no statistically significant difference between the MC and MS groups. The ratio of fetal lung
weight-to-body mass in the MC group was the lowest. The various indexes of alveoli and vessels in the group
MC were immature compared with the group NC and MS. The immunohistochemical staining results showed

that the expression of HIF-2a and VEGF-A was stronger in the group NC,NS and MS, but poor in the group
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MC. The Western blot quantitative detection showed the similar expression trend of HIF-2a and VEGF-A pro-

tein, moreover the both demonstrated the positive correlation with each other,and the above differences were

statistically significant( =0. 463, P <0. 01). Conclusion

Prenatal application of sidenafil can promote the

development and angiogenesis of CDH fetal lung,improve the blood vessel structure,increase the expression

levels of HIF-2a and VEGF-A protein in lung ,it is speculated that sidenafil up — regulating HIF-2a and

VEGF-A expression may be one of mechanisms for improving the lung development.
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