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Membranous nephropathy (MN) is the main cause of nephrotic syndrome in adults other than diabetes. It can
be divided into idiopathic membranous nephropathy (IMN) and secondary membranous nephropathy (IMN)
and the IMN is dominant. The pathogenesis of MN tissue lesions includes immune complexes in glomerular
deposition, complement activation, and tubulointerstitial damage. Because of the different pathogenesis, IMN and
SMN are very different in treatment, and studies have shown that about half of MN patients have a poor prognosis,
so it is particularly important to confirm the diagnosis. At present, a variety of antigens have been found to play an
important role in the pathogenesis of IMN, and such antigens have been studied as hotspots.
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(e ) R 27 A G R (& Jm #h, 92 4
i, D-HEMAHEAEY . AESRTIR )P,
MNH140%~50% 1] H K ZEff, HARBHFS~154F 1]
E J Sy SR B BBE TR &, SAE TR A
K, 6%~23% A MN 5 78 B 47 5 75 B0
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IMN & — el 5 E Mk 2 B R S M 00 1 5 g
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W92 5 IMN & i 19 AH S HTJR A MBL B IR il A2 32
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eI Ab R | T A Rl D s B ALl . 28 R A
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HAEDURYI A AN oL 4 A PR
Bt X 3 S e I ) G g8 BR B 11 B D R MR R S8
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B % B2 I S IMN I RAIgG 1ol = (B R N
64%), N~IVHILI1gG4 Ry F (FHMER N 76%), i
SMNUAIgG1 Yy 31, i MN'BF 20 20450 )5 (W PLA2R A
THSD7A) Yt {6 BH % 1M 1g G4 5 4 19 58 & nT BE 7 515
B2 W K o A5 A IMNAE ST 200 2 22034
FRfE R A 1g G4 M\ B8 Bl e i) 9 B /N Bk Vel T
K5 AP AAAE A Bdiil; il 51gG4FICSb-97E
B /INBR R 20T SR R BT AR (W Rk K
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PR IR YT U o L, B N R A R IE Y R
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%, AL E B /NP SharmaZE PUHF
5% % PR T EE P THSD 7 AP IR K S 5 s 22 M6,
EPTAR T B 53097 ROV AR &K B0 OCFR , i Wang
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R4 P R AR i B R B, PLA2R A THSD7A
(0 8 525 W5 T IR I B O 5 | S A AL i, X
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