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Abstract : Objective
Methods

9) , penicillin group(n=5) and Chinese medicine group(n=4) according to different sensitizing drugs. 20 healthy people were taken

To analyze the changes of lymphocyte subsets in peripheral blood of patients with drug eruption.

18 newly diagnosed patients were served as the drug eruption group,and were subdivided into cephalosporin group(n=

as the control group. Flow cytometry were utilized to detect the percentages and absolute counts of T lymphocytes(CD3" ,CD3"
CD4" and CD3" CD8" ), B lymphocytes,natural killer cell(NK) and natural killer T lymphocytes(NKT) in their peripheral blood.
Results Differences of percentages of T lymphocytes(CD3™ ,CD3" CD4™ ), B lymphocytes, NKT cells between the drug eruption
group and the control group showed statistical significant(P<Z0. 05). Difference of percentages of CD3" CD8" lymphocytes of pa-
tients between the drug eruption group and the control group demonstrated no statistical significant(P>>0. 05) , while that of abso-
lute counts of T and B lymphocytes of patients was statistical significant between the drug eruption group and the control group

(P<C0.05). Conclusion The percentages of CD3" ,CD3" CD4" lymphocytes of patients with drug eruption decrease, while those of

NKT cells increase, which may be related to the patients’ immune regulation.
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