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THE INVOLVEMENT OF THE HOMEQSTATIC
PROLIFERATION IN THE PATHOGENESIS OF AUTOIMMUNE
GLOMERULONEPHRITIS INDUCED BY CHRONIC GVHD
Goiman E. V.

Research Institute of Clinical logy SB RAMS, ibirsk, Russia

One of the possible mechanisms of the initiation of autoimmune diseases
is now i i i ion — a i y repair of
itath i of lymp by their proliferation at the
periphery, leading to a decrease the variety of antigen recognizing rceptors
and the appearance of an appreciable amount of autoreactive cffector cells.
Indtuction of chronic graft-versus-host reaction (GVHR) in the semiatlogenic
DBA/2—(C57BL/6xDBA/2)F1 system causes the formation of immuny
complex glomerulonephritis of autoimmune nature in some recipients, similar
by some signs to nephritis in human autoimmune disease — systemic lupus
etythematosus. It’s been found that despite spleen cells number increases
as a result of poly i ion of B-lymphocytes marked reduction of
the lymphocytes number in peripheral blood is observed in recipients during
the early stages of the reaction (the first two wecks after the semiallogenic
splenocytes transfusion). This fact is essential to suggest thai the process
of homeostatic proliferation is involved in the pathogenesis of autoimmune
glomerlonephritis.
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associated with activation of Th2-link of the immune system is formed in
some of the animals (Jupus-recipients), in so doing /upus-mice preserve the
i dIL-7 i i ipients without signs
of autoimmmme discase. In addition, unlike noniupus-recipients Jupus-mice
have high level of T cells with the memory cells phenotype (CD4"CD45RB'™
and CD8*CD45RB™) in the spleen, which is a characteristic feature of
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Modulation  of chmnicw GVHR by the administration of
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the severity and duration of lymphopema in recipients. On the contrary, the
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