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Abstract: Objective To Observe and analyze quantity and morphological changes of peripheral blood leukocyte in patients in-
fected with the EBV,CMV or HIN1 viruses,compare the distribution of atypical lymphocytes and its changes in correlation with T
lymphocyte subsets. Methods WBC count and classification and atypical lymphocyte observation were performed in patients infec-
ted with the three virus. For patients whose atypical lymphocytes increased determination and comparative analysis of T-cell subsets
were conducted. Results Compared with the control group, peripheral white blood cell count, neutrophils, lymphocytes,and atypical
lymphocyte classification count in patient with three kinds of viral infection were significantly different(P<Z0. 05). The distribution
of atypical lymphocytes in patient infected with three viruses were mainly type [l ,but the distribution of atypical lymphocytes in
patient infected with CMV AND the HINI virus were more discrete than with EBV. There were significant diffierence( P<C0. 05)
in CD3" and CD4 " T cell between patients infected with three kinds of virus and control group. It was the same(P<C0. 05) in CD8"
T cell between patients infected with three kinds of virus and control group,in which there was significant diffierence in comparison
between EBV and CMV, HIN1 virus(P<C0. 05). Conclusion The atypical lymphocytes caused by three kinds virus infection could
increase to varying degrees, but in patient with EBV infection could increase more significantly. And patients infected with three
kinds of virus might have a different degree of immune dysfunction,but there could be a higher degree with EBV infection than the
other two infections. There could be a correlation between the increased count of atypical lymphocytes in peripheral blood and the
degree of immune system response.
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