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Clinical significance of detecting lymphocyte subsets and hematocyte antibody in aplastic anemia
Gao Zeli \Wang Hongyun ,Ye Mei,Li Li,Zhou Li ,Guo Feng
(Department of Hematology sthe A f filiated Hospital of Panzhihua University , Panzhihua,Sichuan 617000, China)

[Abstract] Objective To investigate of the change of peripheral blood lymphocyte subsets and blood cell antibodies in aplas-
tic anemia and its clinical significance. Methods The lymphocyte subsets CD3" ,CD3" CD4" ,CD3" CD8" ,CD4" /CD8" , CD3
CD19" ,CD3  CD16" CD56 " from 25 aplastic anemia(including SAA 7 cases, NSAAI1S cases) , and hematocyte antibody detection
CD4" T lymphocyte
percentage,CD4/CD8 ratio, the percentage of CD56 " in aplastic anemia patients significantly decreased (P<C0. 05). Blood cell anti-

(granulocyte, erythrocyte, platelet cytomembrane) and 20 controls were examined by flow cytometry. Results

bodies (platelet antibody,erythrocyte antibody, granulocyte antibody) were significantly higher than the control group (P<C0. 05).

Conclusion Aplastic anemia cellular immune function in patients is abnormal,and antibody positive rate is high,and it prompt that

humoral immunity is also abnormal.
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