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Abstract

Idiopathic membranous nephropathy (IMN) is an autoimmune disease and one of the main causes
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of nephrotic syndrome. It is caused by the in-situ formation of immune complexes resulting from
the attack of autoantibodies on podocyte antigens. This disease shows heterogeneous outcomes,
and approximately 30% of cases progress to end-stage renal disease. The NLRP3 inflammasome is
an intracellular multi-protein complex. As an important sensor in the innate immune system, NLRP3
detects exogenous pathogenic invasions and endogenous cell damage and responds by forming the
NLRP3 inflammasome, a supramolecular complex that activates caspase-1. There is increasing evi-
dence suggesting that the onset of idiopathic membranous nephropathy is related to the NLRP3 in-
flammasome. Inhibiting the NLRP3 inflammasome provides more possibilities for the treatment of
idiopathic membranous nephropathy.
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1. 53|

FEEPAE ' 95 (MIN) A& SO B 25 A I AR DL DR AL o R i M RS B 3 (IMIN) 2 MIN P — R K. IMIN e i
WA —Fp B G TR, HAORNLEIAE S B4, 5 R AR ZE . RPEIRAE, TR
Wik 45 4 LA A5 K3 RE 324K 25 1 3 (nucleotide-binding domain and leucine-rich repeat protein 3, NLRP3)7E &
I 8 i s 7 3t A T B A A Y, S SC B A B NLRP3 28 P /M 72 45 o 1 S 7R 95 v iy 8 2 e R JEC )
PR TS PR AR 7 11 -

2. NLRP3 ZfE/MEISEH 5 ThEE

NLRP3 &—Ff 118 kDa JfiJii PRR &, HEZM4IMZL, QF PR, g, N
M. MREANAE. R AEM. BRI, R TR SOIR4EML . NLRP3 A ELE— C Kifi ® & &R E
HFHI(LRR)ZE M. — M FERRIE T gt ATP i) NACHT (27 T NAIP. CIITA. HET-E fil TP1
WG R, DL — SRR EE R DUB R M MA S A0 N Ky pyrin (PYD)Z5 43R, 5 HoAth ¢ PR /M
—FfF, NLRP3 #MH/MAE AYIHAL RS (NLRP3 B ) #kE A (G T AR B S FEER . ASC)RIRL
V¥ (caspase-1)ZH k.. NLRP3 4 /IMA R JORE (I RO TR, B IGE Cas pase-1 {2 3E SEAH A 1
IL-18 FH IL-18 %550, 5 A BRI M 98 0E

3. NLRP3 RfE/IMEBIBE

NLRP3 [JBuH & P KPR, BRSPS B PR, B, NLRP3 Rk nl#E 1] PAMP &
DAMP I}t PRR 802 5 G 9% A AT S S A AR F-51 K o 0E NF-,B BUOHAR R SR 75, NLRP3 DL J
Hopth 2 PR /NARZ Sy )RR #5355 FIR[1]-[4]. NLRP3 [#li% 581 (B2 R4k BRI sumoylation)th
2351 % NLRP3 B, AW 4754 NLRP3 R4 HAMHIARAS[2]-[4]. E2E P, NLRP3 B & A E G
RO, 3K S 0E WS B KA HE B A B 1840 [3] [5]-[10]« X Ll ¥ i) 705 [ A 4 ] 25 3= (U
EAWR)DIGIMSN ATP, F2IGORL(U PR IR ff i A RE AR FVE R FE R ). BB, RIS
BB 2257 R M 2 Z BRI BRI NEKT7 (NIMA FHOCIG) 8T B 445 A /8 NLRP3 B0t R 5 0B/ E
[11]-[14]. ¥uE S, NLRP3 38 I: 554 N4l o LR R M /AIMA S A4, B0 I M caspase & H 7K g4
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FEYN M PR AP A e SO 5 i B R A aE T X, AR AR T (1] [3] [9] [15].
4. FFR BN SR

MN 2 J5 R 1 B /INER B 9% 2R 15995 (ESRD) A LR IR« MIN I E BRI R R LB IS AR AR (B
W oN>3.5 g/d). AREER EAE . AN [RIFR L 2 2K i A S g LAE[16] . MN 12 I R T B G A B
SRAERL, REAREERS: b EME N ENER B B R, B RS NERG S 2, ROt
B T U /N ER BN BE R 196G AlAMA C3, T R4S T b N 7 8U% JI[16]-[18] - AR 4B A,
MN 1] 23 A & v (AR O JR & 1) sl 4% & 1 MIN[19]. PMIN A SMIN 23 2] 5 MIN 5451 1) 75%~80%#11
20%~25% [17] [20] [21]. £ 30% M1 N B 995 £ B 11E ] FEPE 9 25 S E 51 2 [22] [23],  HF A1 BRI B 73 (1d-
iopathic membranous nephropathy, IMN)j&—FHTARN T E A0 IBAG B, & RN BT 7 45 & AE I s L
JRHZ —[17] [21]. REHREEMERFEEFEF Z —. MN FIRRHLHEIRE A, 20 R 10 B /NERIL K
HIE R R R AY . BRTRH, M55 B B PR AR B /NER G A b ST 1 R A e % A TR
ERMIET, SEGMARGE, AT L 4 R A5 T S EUE B R [24] .

5. NLRP3 &HE/MES IMN

Nan 2 [25]#F 7 &K B NLRP3 4 /MA AT caspase-1 7E IMN & HFATH L mRiE, 7251 IMN 1
Fikath 5 NLRP3 R JE/ME—5L, JE1LIK caspase-1 B AEM TG MK pro-1L-15 1 pro-1L-18 4351 i T 5%
HIEMEEZC IL-15 F01L-18. [RIFF £ RAER T TNF-a F1 IL-1p Sk . SEIOIEHE R, 5% NLRP3 4
S /NS PRV 1 TR 4 T A A0 A R TR A O W /N B 2 P L T 40 o E PR R AR 25 5L 5%, NLRP3
RAE/MA ) H B T IL-18 R 1L-18 S5 28 PR 11 RSO T, 0 il ' U Jmg 350 1) 48 PR AP 5 2 2 2
Mutiifs, w2 EE Nk B R T REREAT . i I 2 2 25 T BB W SO M Ve AL B, TR PRI
B /INER 58 M5 o 39 A R A2 4 B Bt V& S5 B O o 3X —HLT S NLRP3 /13 I 8R4 A SO R R T2 15 508
PR AN B I IS, MR EAR G B0 (1) 5T PR At 1 1R A [26]

5.1. ELERRIRASE

BEAERITFE[27] A 3L NLRP3 SO /IMA B J 7 A2 (4 2 RE A5 ] e 2 L2 1] 52 1) A 40 I 14 T E R 5
to —J7 M, AN T AT AR EUE AN A BB, RS R A i, SO RN
A RES TR AL S 2R B R AR A, S 2R 20 A EE IR i ve, MO BBEER B /N BR oL o o
NLRP3 JEAE /ML B B8 K R BE GG R SRS SORE S N BUe 4 0, A Ao B /N ekig i bt
PR EEALRES 7y, A IMN R ARG R R BEPA Y, IL-18 W] LA S A A A A N B R, 3R
AELRNL R B AR A ROR, R R AR R IR R TORE, ARl B R N SE B A, TN E R K

52. RERETAE

NLRP3 #E/MAZ 5 7 HUAR A AT FE . 1L-8 WS 5/ T 40l e fnotl, /S HAh %
PRI P A, IS R RS AG[28]. LI SR SE A T IMN o Thi7 40 &iA1658, 1L-17 A1
HALANARN 7 LiH, IXREE IMN PR RIERSE. 78 IMN Rt fEd, enfe@ iy T 4
NRE R R SN, WG I NLRP3 JORE/MAF= A IL-8, ‘& o] AMEBERBIYE T 41 17 (Th17)#950k, Thl7
YA AR - 1L-17 50T DUE— D40 35 SORE AN BB B /N BR R0, DRI 9 RE S N A2 245453 [29]-[31] -

53. FHEHIE
KA RAE SN 2 BT AT 4EAL . W2 BT TR, NLRP3 Al caspase-1 /K-¥- T+ &5 CKD & HI'H

DOI: 10.12677/jcpm.2025.42255 872 & RAN AL B2 2


https://doi.org/10.12677/jcpm.2025.42255

LR A 9K[32] [33], # W] NLRP3 Rt /MA W] REZ: 5 B 41 4EAL . FRATTZ AT A 5K B, MCC950 »2 NLRP3
RME/INATRE S PRI R), AT DARCER NURA 75 5 (0 W 2T 4R [34] o AN LIS h A8 4T 1L-18 7T BABFAIR /) B
B S I S0 R4 B AT AL [35]. T 5 2, NLRP3 &R/ IMEEIE 4 IL-18, NS RIER N2 54
PRI AR B, I OSSR 4RI, I AR 2 A A B T gy, R R R A, R AR
YA E . 75 IMN B3R, BEE SR, B IR 44028 e, NLRP3 48 /M R E80E 7T fE
e — AN EEHLE

6. &t

DAL, NLRP3 48 1 /MR AR T JBE A 5 (10 R AR R R i v A 5 3 1% 1T B 210 4 FH o NLRP3 46 /M ik

O SCN AR DL — AN R S| T B R, AR 2 BOm iR T B R m AR T e, SHREA

A 25 25 3N 1 SR A BONE P NLRP3 JE Ak /NASI RIS AR A7 A2 — LEFERG , 75 2850 2 (I iF Je Rtk
— T AR I B P A MR S5 A ML o

7. RKRE

JE IMN B RTR AT RS BT T SR, A2 B FRPTIEAE BN IMN BOFRAE G By Tik, (H
PPIRIRIL R FUG  XT 75 2IRIT FHUN IMN 83, G 60%0) &35 75 R 2 5 TR TT 1 24
A IR B 70 B8 A G2 R [36], HERTGAI5T NLRP3 S/ MA I RNR 7 2 8 A I PREE R R YT
FHEFIX A7, H A IMN BB R ZORRE R A o DRI AT 75 22 S A 3th 1 A P RV 0
TR, MTTHE S A R a7 #E i, AP BB AT 0 R, S PP Al B AR T R AR T T 24
P
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