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Effects of different pathways of sevofluranee insufflation on respiratory function and
Caspase-3 expression of lung tissue in cardiopulmonary bypass of dogs”
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[ Abstract] Objective To study the effects of different pathways of sevofluranee insufflation on the re-
spiratory function and Caspase-3 expression as well as apoptosis of lung tissue in cardiopulmonary bypass
(CPB) of dogs. Methods A total of 18 healthy mongrel dogs were randomly divided into the control group
(group C), sevofluranee insufflation via trachea intubation group (group [ ), sevofluranee insufflation via
membrane lung group (group [I ). The respiratory index(RI) and oxygenation index (OI) were calculated.
The pathological changes of lung tissue were observed under the light microscope. Meanwhile, the expression
of activated Caspase-3 in lung tissue and the apoptosis were detected. Results Ol in the three groups was
gradually decreased with the time lapse, while RI was gradually increaased (P<C0.05). Compared with the
group C,OI at the Ty time point in the group I and group Il was increased, while RI was decreased (P <C
0.05). A small mount of inflammatory cells infiltration and red cells infiltration could be seen in the lung tis-
sue. The expressions of activated Caspase-3 and apoptosis index in lung tissues of 3 groups were increased
gradually. Moreover,compared with the group C,the expression of activated Caspase-3 and the apoptotic index
at the T; time point in the group [ and ][ were decreased obviously (P <C0. 05). The above indexes in the
group | and group Il had no obvious changes (P>>0. 05). Conclusion Sevofluranhas a protective effect on
the lung tissue in dogs undergoing cardiopulmonary bypass. The effect of sevofluranee insufflation via different
pathways on the cellular apoptosis and respiratory function of the dog lung tissue has no difference.
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