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Immunological Regulation in Bipolar Patients with Manic Episode
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Bipolar disorder ; Immunological reaction ; Cytokine
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Whether patients with bipolar disorder have activation or reduction of immunity during a manic episode remains unclear. The data demonstrated lymphocyte
proliferation to PHA and the plasma sIL-2R levels, but not sIL-6R, of bipolar patients were significantly higher in acute mania than in consequent remission.
These elevations were not due to differences in medication status. Only in acute mania were the plasma sIL-2R levels of patients significantly higher than
control subjects. A positive correlation between the changes of manic severity and plasma sIL-2R levels was observed. Furthermore, IFN-.gamma., [L-2, and
IL-4 levels in acute mania were significantly different than patients in remission. Remitted bipolar patients and normal controls did not differ in any of these
measures. These data suggest cell-mediated immunity activation in bipolar mania was supported and may be through a specifically state-dependent immune

response.



