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Study on changes in peripheral blood mononuclear cell subsets by

steroid therapy for nephrotic syndrome

Keiko Sasai,

Toshikazu Motohashi,

Yutaka Fukuda,

Susumu Furukawa and Keijirou Yabuta

The effects of steroid therapy on changes in the

blood mononuclear cell

subsets

peripheral

were investigated by a

fluorescence-activated cell sorter using monoclonal antibodies in

patients with nephrotic syndrome.
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These results suggest that the
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