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[ Abstract] Objective To investigate the changes of cell immunity and the expression of integrin in
senile patients with lung infection for clinical diagnosis. Methods TLymphocyte subpopulation (CD3, CD4,
CD8, CD16" ,CD56 " and CD19) and the expression of integrin § molecules (CD29, CD18, CD61) were
detected by flow cytometry in senile patients with lung infection and normal control (NC). Results There
was significant decrease of CD3, CD4, CD4/CD8 and CD19 in senile patients with lung infection comparing
to NC (P< 0.01). The expression of integrin 8, and B; molecules also increased in senile patients with
lung infection. Conclusions The low expression of cell immunity and high expression of integrin 3

molecules play important role in the incidence and progression in senile patients with lung infection. Integrin

B molecules may be a useful index in lung infection patients’ diagnosis, treatment and prognosis.
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