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[ Abstract] Objective To explore the pathogenesis of lung injury caused by amniotic fluid embolism(AFE) and
20 healthy late

pregnancy rabbits were randomly divided into the control group(10 cases,injected with normal saline) and the amni-

the effects of transforming growth factor-8; (TGF-8,) on AFE caused acute lung injury. Methods

otic group(10 cases,injected with amniotic fluid) to establish the animal model of AFE. The pulmonary tissue of AFE
rabbits was taken out after 1h for preparing the lung tissue sections. The pulmonary tissue pathological changes were
observed. The streptavidin-biotin-peroxidase complex(SABC) method was adopted to conduct the immunohistochemi-
cal staining on lung bronchiole epithelial cells TGF-, protein expression,and the MIAS-2000 image analysis system
was adopted to perform the semi-quantitative analysis of proteins,with the maximum gray value for reflecting the a-
mount of TGF-B; protein expression. Results Lung tissue edema could be fined in lung tissue biopsy of the amniotic
group. The TGF-; protein content was(19. 85+ 1. 92) ug/L in the control group and(5. 02+0. 76) ug/L in the amni-

otic group,the TGF-8, content of lung tissue in the amniotic group was significantly increased(P<C0. 05). Conclusion

=

AFE caused acute lung injury is closely related with the TGF-B; level.
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