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Research progress in the treatment of primary membranous nephropathy "
ZHANG Fuyue YAN Rui”
(Department of Nephrology .the Affiliated Hospital of Guizhou Medical
University ,Guiyang ,Guizhou 550004 ,China)

[ Abstract] Idiopathic membranous nephropathy (IMN) is one of the main causes of renal failure. Ap-

proximately 52% of nephrotic syndrome (NS) cases can be attributed to IMN, with this proportion even ex-

ceeding 60% in patients over 40 years old. It is particularly important to explore the pathogenesis and effective

treatment strategies of membranous nephropathy (MN). The main treatments for IMN include sodium re-

striction,angiotensin-converting enzyme inhibitors (ACEI) or angiotensin receptor blockers (ARB),and im-

munosuppressive therapy. Given the limited efficacy and adverse reactions of traditional drugs such as glu-

cocorticoids and immunosuppressants, targeted therapy and molecular biological therapy have become research

hotspots. This article reviews recent research progress in IMN treatments including supportive care, traditional

drug therapy,immunosuppression therapy,and new drug therapy,to provide insights and directions for the
management and treatment of IMN patients.
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