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Advances immunosuppressive treatment for primary nephritic syndrome

ZHOU Fu-de
( Department of Nephrology, Peking University First Hospital, Beijing 100034, China )

[ Abstract] Objective: To investigate the developments of immunosuppressive drugs in the treatment of primary nephritic syndrome.
Methods: Diagnosis, as well as treatment of primary nephritic syndrome are discussed with respect to the current literatures. Results: Primary
nephroic syndrome is the most common presenting pattern of primary glomerular diseases.Immunosuppressive treatment is the main therapy for

this syndrome. Corticosteroids, cyclophosphamide, cyclosporine A, tacrolimus, mycophenolate mofetil, and leflunomide have all been used in

treating this syndrome. Conclusion: The immunosuppressive regimen should be chosen individually based on the pathological diagnosis.
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Progress in researches for the function and clinical treatment of thrombomodulin

LAI Bin, WEI Yu-jie, LIU Hui-liang"

( General Hospital of Chinese People's Armed Police Forces, Beijing 100039, China )

[ Abstract ] Objective: To review the recent progress in researches for the function and clinical treatment of thrombomodulin. Methods:

We collected the latest researches related to the function and clinical treatment of thrombomodulin, and then gave the analysis and summary.
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