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Relationship of Organ Disorders in Systemic Lupus Erythematosus to Leukocyte
Surface Antigens, Leukocyte Active Oxygen and Plasma Cytokines.

Toshinori Ishii, Yuki Ohtsu®, Kyoko Sakamoto®,
Yuhko Shitama® and Hiroko Shimasaki®

Abstract To elucidate the role played by leukocytes in organ disorders of systemic lupus
erythematosus (SLE), we measured the leukocyte membrane antigens which related to lymphocyte
subsets, leukocyte adhesion molecules and complement regulatory proteins, active oxygen in leuko-
cytes and plasma cytokines.

A significant increase of helper T cells (CD4+CD29+) and significant decreases of suppressor
inducer T cells (CD4+CD45RA+), suppressor T cells (CD8+CDI11b+) and NK cells (CD56+) were
observed. These changes of lymphocyte subsets suggested decline of suppressor T cell function.
Decrease of complement regulatory proteins on lymphocytes (CD35) and granulocytes (CD35 and
CD46) were observed and this findings suggested the abnormality of immune complex clearance and
suspended complement activation. Hyperproduction of active oxygen in monocyes of peripheral blood
revealed indirectly participation of macrophages to tissue damages Tumor necrotizing factor- « (T
NF-a) and interferon-y (IFN-7 ) were increased significantly in plasma of SLE. These two cytokmes
have ability to activate monocytes to produce active oxygen and adhesion molecules.

Lupus nephritis related strongly to TNF-« and IFN-7 increases, moderately to active oxygen
hyperproduction and weakly to CD46 decrease. Lupus pneumonitis weakly related to lymphocyte
subsets, interleukin-1 B (IL-18) and active oxygen. Skin manifestation also was the same as Lupus
pneumonitis except active oxygen.

This result revealed that several factors related to the pathogenesis of SLE and that many kinds of
combinations of these factors caused the variety of organ disorders and clinical manifestations in
SLE.

Key words: SLE, leukocyte adhesion molecule, complemeut regulatory protein, active oxygen,
cytokine.
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