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Expression and significance of c-Jun and c-Fos in 45 patients with nephrotic syndrome
QIAO Li,YU Yue-ming, CAO Li-ying , el al.
(Department of Nephology, Kunming General Hospital of Chengdu Military Region, Kunming 650032, China)
Abstract : Objective
Methods

To investigate the role of c-Jun and c-Fos in the occurrence of steroid resistant nephrotic syndrome(NS).
The 45 patients were divided into 3 groups (steroid sensitive group, steroid resistant group and reoccurrent steroid resist-
ant group) according to the response to the treatment with corticosteroids. The expression of c-Jun and c-Fos in renal tissues were
tested by immunohistochemistry technique in 45 NS patients before treatment with corticosteroids. Results The expression of ¢-Jun
and c-Fos in renal tissues increased markedly in the patients with steroid resistant nephrotic syndrome and reoccurrent steroid re-
sistant nephrotic syndrome groups compared with the steroid sensitive group. There was no significant difference of expression of c-
Jun and c-Fos in renal tissues between steroid resistant group and recurrent steroid resistant group. The level of c-Jun and c-Fos of
recurrent group was significant higher than that of before the recurrent. Conclusion The increase of c-Jun and c-Fos level might re-
late with the steroid resistant in nephrotic syndrome patients,although it is uncertain that change is cause or the result. But the a-
nalysis of serum c-Jun and c-Fos might be beneficial to predict the occurrence of steroid resistance in NS patients.
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