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Research progress on the pathogenesis of primary membranous nephropathy
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Abstract

compassing the latest findings of genetic, antigenic, environmental factors, and intestinal flora, etc., so as to pro-

This article reviews the pathogenesis of primary membranous nephropathy (PMN) in recent years, en-

vide a reference for further comprehension of the pathophysiological process and potential therapeutic targets as-
sociated with PMN. In terms of genetic factors, the study identifies gene loci associated with the risk and progno-
sis of PMN, such as phospholipase A2 receptor (PLA2R) and human leukocyte antigen (HLA). Regarding PMN
antigens, this paper elaborates on PLA2R, thrombospondin type 1 domain-containing 7A (THSD7A), neutral en-
dopeptidase (NEP), PMN neoantigen, and exogenous antigens in the diagnosis and treatment for membranous ne-
phropathy. In addition, environmental factors such as air pollution, exposure to heavy metals and organic pollut-
ants, and changes in gut microbiota may also be closely related to the incidence of PMN. The findings from this
study offer innovative insights for the diagnosis and treatment of PMN.
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LRI, HLA J PR A7 i XU 46 7 22 [R) 6 o M [ A7
10 25, R W B 3 2 0B DRB1*1501 , RR
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G1 (immunoglobulin G1, IgG1) fil % ¥ Bk & 1 G3
(Immunoglobulin G3, 1gG3) % & & # k"™,



T, & R A B9 A LA R T Tt e

- 1673 -

PLA2R ) H & fiik s WL 1) & & 8 e 2 IR 45 1 3%
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TG B AR RGP

2.5 SMEMEPUE AMEMEDUE S IR AR 5 A
[ T e AR B Bl AR ) AR IR R . BT R E 1)
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BRI N 13% , 5 51l 2 75 PM2.5 ORI P75 G 7™ 5
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9 PMN (T35 A2 Wi B 3 1738 (7B AR HE

£3 BRIk, PMN & — i WIS B 5 S ek /)
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