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The prognosis of lupus nephritis has improved impressively over the past 40 years.
The responsible factors are related to the advances in disease recognition and treatment.
Pulse intravenous methylprednisolone, high dose oral prednisolone alone, and combina
tions of prednisolone and various immunosuppressive drugs including azathioprine and
cyclophosphamide are usually selected for the treatment of severe lupus nephritis. Yet
there is no agreement on the best treatment for this disease. Long term studies have shown
that prednisolone in combination with cyclophosphamide was more effective than
prednisolone alone or in combination with azathioprine in the preservation of renal
function. Intermittent pulses of intravenous cyclophosphamide alone or in combination
with prednisolone have been widely used with favorable results in treating severe lupus
nephritis during the last 10 years. In addition, the use of cyclosporin, total lymphoid
irradiation and ancrod have also been used in clinical trials with good results. Nevertheless,
one must take into account that the long term side effects of these comparative treatments

can not be reached for conclusion at the present time.
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Table 1. Toxicities attributed to immunosuppressive drugs.
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