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Determination of T Cell Subgroups and NK Cells in Peripheral Blood of Glioma Patients and Its Clinical Significance. ~Chen Xianbin, Tu
Ming , Wang Chengde, Wang Xuyang, Zhu Danhua, Li Haoxu. Department of Neurosurgery, The First Affiliated Hospital of Wenzhou Med-
ical College, Zhejiang 325000, China

Abstract Objective To detect lymphocyte T subgroups and NK cells in peripheral blood of patients with glioma,and to investigate
the relation between the immune function and the malignant and benign disease. Methods Lymphocyte T subgroups and NK cells in pe-
ripheral blood of 44 glioma patients and 44 healthy people were detected with flow cytometry. Results The amounts of T cell CD4 ™ | the
ratios of CD4*/CD8 ¥, and NK cytotoxicity were significantly higher,and the amounts of T cell CD8 * were significantly lower in glioma
patients than those in control group. These changes became more obvious in the malignant disease . It was highly correlative between

CD4*/CD8 ", NK cells and KRS. Conclusion Cell immune function disorder occurs in glioma patients,and becomes more severe along

with the development of disease. These changes might provide important information for the diagnosis of glioma in clinic.
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