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RED CELL IMMUNE IN SYSTEMIC LUPUS ERYTHEMATOSUS

Lou Tangqi Yin Peida Tang Shicong
(Department of kidney Diseasis, First Affiliated Hospital)

Red cell immune functions were measured in 25 active and 22 remissive systemic
lupus erythematosus (SLE) patients. The activity of erythrocyte C3b receptor (E-C3bR)in
abtive SLE was significantly lower than that of normal controls ( P <{0,01 )and that of
remissive SLE { P <{0.01 ). The level of immune complexes on erythrocytes (E~IC) in
" active SLE increased more significantly than that of normal controls ( P <((0.01 )and
remissive SLE ( P <{0.01 ) .The erythrocyte immune adherence enhancing factor (EIAEF)
in active SLE was significantly lower than that of normal controls( P <(0.01 ). The
activity of erythrocyte immune adherence inhibiting factor (EIAIF) in active SLE was
significantly higher than that of normal controls ( P <0.01 ). E~C3bR activity in SLE
was negatively correlated with the level of gamma globin, positively correlated with the
level of C3 and positively correlated with interleukin-2 (IL-2) activity. These resuits
indicate that deficiency of E-C3bR may play a role in the pathogenesis of SLE and the
tests studies of red cell immune function may well serve as a diagnostic criteria for the
various stages in the disease course of SLE.

Key words systemic lupus erythematosus; erythrocyte C3b receptor; immune complex-
es on erythrocytes; erythrocyte immune‘ adherence enhancing factor; erythrocyte immune
adherence inhibiting factor; interleukin-2



