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Abstract Objective To explore theimmurological functiond statusin different stage of chroric obstructive pul monary disease (COFD) and try
0 provide theny base for immurological therapy of COFD. Methods  Immurdlogical functioninduding CDs ,CD 4 , CDs , CD4 /D , NKcell and
IgG, IgA, IgMof 60 patientsin the acute exacerbation and the stable stage of COPD and 60 cases of rornel controller were detected. Results  The s ,
D 4,004/ s , NKcdl and IgG, IgA, IgMin the acute exacerbation and the stable stage of COFD were dl higher , while QD s |ess than those of
control group (P<0.01) . But they had rot significant difference between the acute exacerbation and the sable stage of COFD (P> 0. 05) . Conclusion
The immurologicd function of COFD in different stage were dl reduced and it was i mportant to improve i mmurological functiond in patients of COFD.
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