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Idiopathic nephrotic syndrome is one of the commonest kidney diseases in children.
However, its etiology is not elucidated yet. We have evaluated the expression of
co-stimulatory molecules on T and B lymphocytes (CD26, CD28, CD80/CD86, CTLA-4,CD69,
CD26) by flow cytometry in 11 children with idiopathic nephrotic syndrome. In the result, CD40
ligand expressed on CD4 positive T lymphocyte and CD40 molecule expressed on CD19
positive B lymphocyte are significantly increased at primary onset comparing to at
remission and in control children. In addition, western blot analysis revealed that
phosphorylated-junk (p-junk), which is in downstream of CD40 signal, is only expressed in
patients in active nephorotic phase. These findings suggest that T and B lymphocytes
through CD40 and CD40 ligand could play some important role in pathogenesis of
nephrotic syndrome. In addition, serum level of soluble CD30 is also significantly increased
at primary onset comparing to at remission and in control children. CD30 is also expressed
on activated T lymphocyte. Although further investigation is necessary, this finding also
suggests mutual activation between T and B lymphocytes. CD40, CD40 ligand and soluble
CD30 may be a good candidate of biomarker of nephritic syndrome.
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