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Abstract

Changes of peripheral blood mononuclear cell subsets with steroid
therapy for Nephrotic syndrome

Keiko Sasai, Kazuhito Jujouh, Kazunari Kaneko, Yutaka Fukuda,
Susumu Furukawa, Keijirou Yabuta

In order to clarify the immunological mechanism of steroid
therapy for Nephrotic syndrome, we investigated the changes of
peripheral blood mononuclear cell subsets by .fluorescence-
activated cell sorter using monoclonal antibodies of Leu series,
in eight patients before and during treatment with prednisolone.
This study included four males and four females aged from two
vyears to 13 years. Subject patients were'.devided into two
groups. Four patients had no relapse (Group 1), and other four
patients had one or more relapses(Group II) within a 6-month
period. )

Before therapy, there were no significant differnces in the
absolute counts of peripheral blood mononuclear subsets between
Group I and Group II. During treatment with prednisclon in Group
i1, the absolute counts of Leu 12*cells (B cells), Leu M3* cells
(macrophages/ monocytes) and HLA-DR* cells were significantly
higher than those of the pre-treatment (p<0.05, respectively).
In group II, there were no significant changes of absolute counts
in peripheral mononuclear subsets between before and during
treatment with prednisolon.

These results suggest that the good respondor to steroid
therapy {for Nephrotic syndrome might demonstrate the increased
counts of Leu 12* cells, Leu M3 * cells and HLA-DR * cells
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