CHEIBTISEIR] ¢ §] 16 # 12 1998 ISSN 1225-7042

OIMCHEIM e|mfckEl MZEIEMAL O|MEEmA"

HE - HelE - U MU

Analysis of the T Lymphocyte Subsets in the Peripheral Blood of
Patients with Myasthenia Gravis
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Itis known that the activated peripheral T lymphocytes are increased in patients with autoimmune disorders such as
systemic lupus erythematosis, rheumatoid arthritis, multiple sclerosis and autoimmune thyroiditis, but not in the
patients with myasthenia gravis on previous studies. We investigated the subsets of T cells in peripheral blood of the
patients with myasthenia gravis using flow cytometric analysis.

Forty-thiee patients of myasthenia gravis who were not on steroid or other immunosuppressants were chosen, and
thirty-six age-matched healthy persons were evaluated as controls. The peripheral blood mononuclear cells from
patients and controls were stained with FITC or PE-conjugated monoclonal antibodies to several surface molecules
expressed on T cells within 6 hours after collection. The samples were analysed by flow cytometry within 24 hours,

In patients with myasthenia gravis, the expressions of DR and CD25 molecules on the T lymphocyles were increased
significantly compared to those of the control group. The expression of CD25 was increased on CD4+ T cells, but not
on CD8+ T cells . The expression of DR molecule was increased on CD8+ T cells, but not on CDd+ T cells. Therefore
we suggest that the activated T cells are increased in myasthenia gravis and CD25 surface markers on CDd+ T cells
may be a more sensitive indicator of immune status.
¥ of Kor Neurol Ass 1998;1:49 ~ 54
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Table 2. Double fluorescence flow cytometric analysis in
non-immunosuppressive MG patients compared with
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Table 3. Ratio of T lymphocyte subsets in non-thymectomized
MG paients(N) compared with thymectomized

controls patients(T)
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Table 4. Ratio of T lymphocyte subsets in non-immunosup-
pressed MG patients compared with controls
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