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ABSTRACT

Apoptosis is a form of cell death in which
the cell actively participates by providing
molecules that are directly or indirectly involved
in the process.

The aim o©of this study is to demonstrate the
role of altered apoptosis of lymphocytes in the
pathogenesis of systemic lupus erythematosus.

This study was performed on 30 SLE patients
in activity and 17 contrel subjects of matching
age and sex.

Apopteosis of lymphocytes cultured for 48
hours was detected by examining nuclear morphology
under the flucrescent microscope after staining by
acridine crange and flow cytometric DNA
guantitation after propidium iodide staining.

Accelerated in vitro apoptosis of lymphocytes
was found in the patients group when compared to
normal individuals. Both  methods used for
detection cof apoptcsis showed highly significant
positive correlation.

We recommend in wvitro double staining with
marker of apcptosis and markers of both T and B
lymphocytes to clearly define the role of altered
lymphocyte apopteosis in the pathogenesis of the
disease. Either one of both methods applied in
this study could be used for detection of
apoptosis.

Abstract
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INTRODUCTION

Systemic lupus erythematosus {SLE) is
characterized by the production of antibodies to
intact nuclear antigens, including antibodies to
DNA and histones. Production of these antibodies
appears tc be antigen driven. Antinuclear
antibodies in SLE are fregquently IgG isoctype of
high awvidity (Carson, 1991}. &analysis of fine
specificity of these antibodies has shown that the
epitopes recognized by many antinuclear antibodies
are on the exposed surfaces of intact nuclear
antigens (Potancva et al., 1990).

These observations suggest that nuclear
antigens must interface with the immune system to
drive the antinuclear antibody response, and to
provide antigen for the formation of immune
complexes, nuclear antigens must become awailable
in the extracellular space. A major mechanism by
which wundigested, intact nuclear antigens are
generated and released in vivo is by the process
of programmed cell death or "apoptosis" ({Franek
and Dolnikova, 1991}.

In contrast to necrosis, in which cell lysis
and digestion of cellular contents are early
events, apoptosis is characterized by the ordered
digestion of nuclear chromatin yielding intact
cligonucleosomes {Green and Cotter, 1992}.

Apoptosis may be abnormal in autocimmune
diseases and may play a role in the induction of
autoimmunity (Watanabe et al., 199%2).
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