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A Cruicial Role of CD8-Positive Lymphocytes in Enhancement of
ICAM-1 Expression on Glomerular Endothelial Cells
in Crescentic Glomerulonephritis of WKY Rats
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CD8—positive lymphocytes (CD8%lym) and ICAM-1/LFA-1 interaction have been implicated
in the glomerular accumulation of monocytes/macrophages (Mo/M¢) and crescent formation
in anti-glomerular basement membrane (GBM) glomerulonephritis of WKY rats. In the
present study, the participation of CD8%lym and inflammatory cytokines in the expression
of ICAM-1 and the accumulation of Mo/M¢ in the glomeruli was examined. ICAM-1
expression and Mo/M¢ accumulation were markedly enhanced in the glomeruli after anti-GBM
antibody injection. By depleting the CD8%lym in the circulation, the increased expression
of ICAM-1 and glomerular accumulation of Mo/M¢ were suppressed, indicating a crucial
role of CD8%lym in the enhancement of ICAM-1 expression and the Mo/M¢ accumulation.
Expression of mRNA for IL-18, TNFa and IFN7, known to enhance ICAM-1 expression,
was induced in the glomeruli at a mRNA level in a similar profile to that of ICAM-1
expression. The CD8%lym depletion also suppressed the induction of mRNA expression
for these cytokines except for IL-18. These results indicate CD8"lym up-regulate the
expression of ICAM-1 probably through induction of TNFe and IFNy and play a role in
the accumulate Mo/Mg.
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