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Lymphopenia and apoptosis of lymphocytes in systemic
lupus erythematosus

Toshinori Ishii

Abstract To elucidate the mechanism responsible for lymphopenia in systemic lupus erythematosus, I
measured apoptosis rate, positive rate of Fas antigen and amount of Bcl-2 antigen of peripheral blood
lymphocytes directly after separation or after in vitro culture by flow cytometry method. Fas positive rate
and Bcl-2 amount, but not apoptosis rate of non-cultured lymphocytes from SLE patients increased signifi-
cantly more than those from healthy persons. After one day culture without serum, apoptosis rates of
lymphocytes from both groups were enhanced. In addition apoptosis rate of SLE lymphocytes was signifi-
cantly higher level than one of lymphocytes from healthy persons. Apoptosis rate of cultured lymphocytes
correlated negatively with both Bcl-2 amount and lymphocyte counts. SLE sera added to the culture plates
inhibited aggravation in apoptosis of lymphocytes from healthy persons, but not of SLE lymphocytes.
Sera from healthy persons could not suppress the increment of apoptosis of both lymphocytes from SLE
patients and healthy persons. These results suggest that execution of apoptosis in lymphocytes depends on
amount of Bcl-2even if apoptosis triggering stimuli has been already given to lymphocytes, and that
some proportion of SLE lymphocytes might fall into apoptosis by poor response to serum factors which

trigger Bcl-2 expression.
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