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Abstract

Renal manifestations occur frequently and are major causes of morbidity and mortality in patients
with rheumatic diseases. In a significant proportion of patients, the disease progresses to end-stage renal
failure. Glomerulonephritis which occurs in approximately 50% of lupus patients is a major determinant
of outcome in patients with systemic lupus erythematosus. Some regimens with combination of
corticosteroid and immunosuppressant are shown to be effective. Antineutrophil cytoplasmic antibody
(ANCA)-associated vasculitides include Wegener granulomatosis, microscopic polyangiitis, and Churg-
Strauss syndrome. In Japan microscopic polyangiitis is most common and it shows pauci-immune small-
vessel vasculitis which is a multisystem disease with frequent renal involvement. Patients with
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generalized or severe disease, including those with renal vasculitis, should receive intravenous or oral
cyclophosphamide with full doses of prednisolone. Scleroderma renal crisis is a major complication which
occurs in 5% of patients with systemic sclerosis. It is characterized by malignant hypertension and
oligo/anuric acute renal failure. The prognosis of scleroderma renal crisis has dramatically improved with
the introduction of angiotensin-converting enzyme inhibitors. Patients with rheumatoid arthritis
sometimes show renal involvement which are caused by secondary amyloidosis. Disease modifying anti-
rheumatic drugs or non-steroidal anti-inflammatory drugs can also induce renal injury.
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