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ABSTRACT

Systemic lupus erythematosus (SLE) is an autoimmune
disease associated with numerous immunologic aberration, ranging
from abnormalities of antibody production to impairment of cell
mediated immunity. Although B cells produced excessive autoanti-
bodjes, they secreted abnormally low levels of immunoglobulins in
response to mitogen or specific antigen. The decreased
immunoglobulin secretion can be restored by adding normal T cells.
This suggested that B cells hyporesponsiveness to mitogen or

specific antigen was caused by T cell defect in SLE. Interleukin 2



11T

(IL-2) is a product of mitogen or specific antigen stimulated T
cells. It has an important role in immunoregulation. Low T cells
proliferative response to mitogen in SLE can be corrected by adding
IL-2. - Studies from several laboratories reported that deficiency of
IL-2 production appears to exist in certain SLE patients. ‘This
deficiency may contribute to impaired immunoregulation observed in
SLFE patients. In this study, we expect to see low IL-2 production
in SLE and study whether the abnormal IL~-2 production in these
patients caused by a defect in the producer lymphocyte itself or by
excessive suppression by suppressor T cells, which will be very
useful to clearify the cellular basis for abnormal ﬁmhmoregulation
in SLE patients.

Our results showed that IL~2 production in SLE patients
were significantly lower than those of normal subjects {p ¢ 0.01).
The decreased I1~2 production did not correlated with the activity
or duration of SLE. The peripheral blood mononuclear cells (PBMC)
were rested in culture medium for 48 hours before stimulation with
mitogen. The IL-2 production by rested PBMC were not significantly
different from freshly isolated PBMC. Thus, this results indicated
that the deficiency of IL-2 production could not be restored by
resting the cells in vitro. SILE patients had significantly

decreased number of suppressor T cells demonstrated by decreased

nurber of autorosetting T cells (AR* cells ; p < 0.001). 'The



decreased percentage of circulating AR' cells in SLE patients were
also not correlated with disease activity, disease duration and IL-2
production. Moreover, the ability of AR* cells of SLE patients to
suppress IL~2 secretion by autologous rested PBMC or heterologous
rested normal PBMC were not significantly different from those of
normal subjects.

In conclusion, the present study indicated that IL-2
production in SLE patients was lower than normal controls which was
not due to exhausted T cells, excessive number of suppressor cells
or hyperfunction of these suppressor cells (AR* cells). However,
the cause of this defect may be due to decreased number or function

of T cell subpopulations that mainly produce IL-2.
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