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Effects of dexamethasone on CTLA-4 expression and apoptosis in lymphocytes ob-
tained from children with mesangial proliferative nephritis
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Abstract: Objective
glucocorticoid (GC) resistance have not been fully identified. Cytotoxic T-lymphocyte antigen-4 ( CTLA-4) is an important

The pathogenesis of mesangial proliferative glomerulonephritis ( MsPGN) and mechanisms of

inhibitor of T-lymphocyte activation. The objective of the study is to investigate the CTLA-4 expression and apoptosis in
lymphocytes of children with MsPGN and the effects of dexamethasone (Dex) on the CTLA-4 expression and apoptosis.
Methods Blood samples were collected from 36 children with MsPGN and 30 healthy children. CTLA-4 expression in in
vitro cultured lymphocytes with or without Dex treatment was measured by flow cytometry following direct immune

fluorescene. The rate of apoptosis in the lymphocytes was evaluated by annexin V-FITC and propidium iodide staining.

Results

those in the healthy control children in the absence or presence of Dex treatment (P <0.05).
correlation between CTLA-4 expression and apoptosis in lymphocytes ( P < 0. 05). Conclusions

The CTLA-4 expression and apoptosis in lymphocytes from children with MsPGN were significantly lower than

There was a positive

Abnormal CTLA4

expression may participate in the pathogenesis of MsPGN and be one of mechanisms of GC resistance.
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