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Abstract

Membranous nephropathy (membranous nephropathy, MN) is an autoimmune glomerular disease, which is currently one of the
most common pathological types in adult nephrotic syndrome [1]. Studies show that the incidence of membranous nephropathy is
increasing year by year. According to the cause of the disease, it can be divided into secondary membranous nephropathy (secondary
membranous nephropathy, SMN) and primary membranous nephropathy (idiopathic membranous nephropathy, IMN). Secondary
membranous nephropathy can occur in hepatitis B virus infection, diabetes mellitus, systemic lupus erythematosus, drugs, malignant
tumors and other diseases; primary membranous nephropathy is membranous nephropathy of unknown cause. IMN has insidious
onset and delayed disease course, with much different prognosis. This article will focus around the factors that affect IMN.
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