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[ Abstract] 1gG4-related kidney diseases is an autoimmune disease that was found in recent years,
which can present with acute or chronic renal insufficiency and proteinuria and high level of serum 1gG4.
Iconography examination always shows a renal organic lesions. Tubulointerstitial nephritis with dense
infiltration of 1gG4-positive plasma cells is the classic pathological feature. This disease alway responds to
steroid therapy with a good effect. This review will focus on the progress of clinical diagnose and treatment
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for 1gG4-related kidney diseases.
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