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ABSTRACT

Patients with FSGS and severe proteinuria often progress to end-stage renal disease.

Unfortunately, the incidence of this disease has increased in recent years. On examination,

the intervention of electron microscopy had given more information on the pathology. On

treatment, the corticosteroid is still the first choice for this disease. Now the intensive and

longer treatment (4-6 months) has induced complete remission in higher percentage of cases

(30-50%). For those with steroid-resistant, the effect of treatment is relatively limited. Trial

of CsA has induced higher remission rate, but once stop the treatment, the disease relapses.

As the CsA was used for a long time, the nephrotoxicity ensured. More recently, the use of

mycophenolate mofetil has shown to be beneficial. NSAID and ACE inhibitors also have

salutary effect on proteinuria. Renal transplantation is the last line of treatment, but it can’t cure

the disease and 20-50% of cases relapse. The conventional doses couldn’t prevent relapse. In the

early stage of recurrence, the adequate use of plasmapheresis will reduce the proteinuria and

prolong the remission.

Key word: focal segmental glomerulosclerosis

nephrotic syndrome
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