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Research progress on biomarkers of idiopathic membranous
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Membranous nephropathy (MN), an autoimmune nephropathy, is one of the most common cause of nephrotic
syndrome. MN can be divided into idiopathic membranous nephropathy (IMN) and secondary membranous
nephropathy (SMN), and the IMN is dominant. Currently, the diagnosis, monitoring, and prognosis evaluation
of IMN are primarily dependent on renal biopsy, urine protein quantification, and renal function surveillance.
Because of their limitations, the diagnosis and treatment of IMN still have many difficulties. Discovery and
application of specific biomarkers for noninvasive diagnosis, disease surveillance, and prognosis assessment of
IMN are of great significance. In recent years, many scholars have done a lot of research on IMN, and found some
biomarkers with important guiding value in serum and urine.
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J& M "B % (membranous nephropathy, MN)
TR OB B R 2 —, BE KR RN
2003~20 144N T 245 A 110 Z920% M MN B
RN LA E R, A A10% 0 B H S 7E5~10
SENBET . A MNP 2975 %02 i A PR
' %% (idiopathic membranous nephropathy, IMN);
HAx20%~259% B F MYk & T AW A5, e g
TRORTEPERFR) . SRS E IR . A B S M
(RGVELLBEA R ) PN 25 1) 2 1 (00 . 75 &l
A B AP AR 2 E)

IMNJE 1 F 5 ST 5 1 o B 1 /D BRI
Wi, AR AL R S8 A I, vl
T MR A CIM S BRAE 11g G4, fEit X
A 104FE HL, IMN ARG AT 38, & il IgA
B 9 B JB R /N R 1Y e S AT
REBEETENGIR b FZRI N FRLESIE: 24 h
HEHRE R3S g REH M KM, &k
ILAE , PRSP B SRR 5. BT, IMNIY
W M DR TS Al 2 SRR T e B A
PR A E i R . RV i BT R 2
WTIMN ) B b, HLK 5 2k A7 AR AR 22 1 1 19 O
JKAE, A A R A g B A
U, EB oy A AN REBEAT B B A, AL 4 AL
B BEI DI RE SR 2 W A T 0 s A
i B A RERC G AF o JRE HE REATE D) fE
Wk Z S, OB E S o Ik, Al —
BB T SR AR W b 3 o EL R
B AR SEBLA E PR B IR AR A . TUANR
7 ROR FVEAL RS, I 2 3k AN e A R
SR o

12X EWIRE

1.1 MFHEXREY

1E20094F, Beck5 UV W & BIMAY B G B A2 %
& (M-type phospholipase A2 receptor, PLA2R)J&—
PO TR AN E SR 1, AT YRS IMN R
FEHRPUE, I TE PLA2RYUMARTE 15 70% I IMN &
M, JF HAE A LS & R PLA2RIE
B R TR G g A W o 3k R AR 7 i BN
HAE e B EH R R LB, R PLA2RILIAX T
IMNR 2B B E S L, E—TG RS,
LiZUO gy A3 5T, 3hite 085,
K IPLA2RYLIARIL W IMN 1 BB M 65% , HF 5
BE 7%, T —TA T 1 1600528 F ) Metas)
Pl m] . PLARYLIRIZ WIIMN B9 R EUE M 68%,

H S N97% ., I EULHIPLA2RPIIR BA & E K
BURE R R S ME . 59 4h, RTF L IX HiGE PLA2RPT
TR SRR B B K 22 55, Gn I b XA TR
(RS M 2 h 48%~89% " RRUN A4S R Ny
63%-~719%"*"7", K] i X ) Ky 55%~819%*",
3R [ 0 ARG R AR 2 5 (719%~899%) 114
it SRS ] T AR 5 A 22 S5 0 I 3 RS 00 R[] 1
AR Ko M B PR 27 H o 56 T PLA2RIL IR 55 &
AT DIfeIE W ool HEbR gk R R R IE AL T,
ELISA & PLA2RFLMAH B =20 RU/mLE # IFA
I 5E PLA2RYT M A PHAE AU MN BB & 12 B M IMN Y
BHPE R A, AT LA 456 3kt G B s B K, el
AR RAS BAE R R Y A BRI K
FFPLA2RYL VLAY e ML 7 P PLA2RPL AR HoA B
U, BENS = E R R IMNIY 2 Wi . Pourcin
A2 g 14 AR B 1] BUVE S0 M & B . PLA2RYLJE AN
PLA2RYVUIRIILH G5 TIMNRI IS W R EUE . BES
IR BEIRA, AMTEMPLA2RWAEAE T 43
Ak VEREE B R R R, (B RAAIL, R
VRN . LSS FE, SLEME SEAYMN R A I i1
ik,

JUE PLA2RYTARTS W IMN B 450 4 S v
BE, BARAFEPLASRITIABIE R B . kA
230 R IR LAY N S 8 4 17 AB (thrombospondin
type 1 domain-containing 7A, THSD7A) /&5 5IMN
KRB ZASPUE, AT LAV N IMN S 5152 W7 i 4=
YIbrEY Z —. I T THSD7AYIA 5 THSD7AHL
JEUUR ) E IMN ) AR SR — B0, B8R B R A
%, (B SR 100% . BRIMNAN, iR 7EH
B ZNBR IR AN IE B AL R BOZ SRR, )
I Tomas™ & BLAE X SETHSD7A FH AU IMN i %
PLA2RYTIRY I, FI4HBISERIZ IIMN . o8
— AL T10HE 5T, FTHA T4 12182 E
FRII R 25 25 0 TP % B . AEPLA2RGIA BV Y IMN
BE TP THSD7ABUIRBHYE Y R R M 10% ., LAk,
14 M 1E—ILAEIMN B T L 6 Bl PLA2RPT K 5
THSD7AHUIARY Ay FH 0 5 0L 241, 1 R AE SMIN
BHET R BT PLA2RAITHSD7A &
R BOR A . A B DURGE D B MN B
PLA2RS5 THSD7AY P, (HZ5 5 /R X 4 &
HWE R, WEHHEEMER, TR
BIT o Lh I PLA2RFITHSD7A R 45 44 F T4
FIMN A2 %

VAR, MOk R & (B 78 3IF 52 5 e Bk 3K 1 1gG
A FE 5 E AN R PTAR SR 9 MN R AR
IgG4 EBAFME TIMN B /N R 2 DU, Bk
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Wl 5PLA2RILE N, TR AHAE, 1Ml /£ SMN rfr &) fif /1>
Je B FiRRAE R R BT, W) AR IMN R b ke B
THSD7A5 H At 4P & 40 5T R (B A 8 J5 il
Po b RRBE N VDB . o-J AL i DR A0 TE P 5 b
it ) BT XoF 07 B B0 Mt 32 B o 1g G4 R T %
2 31 W L) % FIMIN B 3 1105 1g G 47K 7 1]
m T SMNEH MIMCD B #H, $#2/R1gG41 LUK A
—FIZ W IMN J5 8 5 15 1 oA 15 1 F B . Cheng
2 YR 5% F B PLA2R Tg G4F B4 (4 /K - B 4 3% g
94.4%, W85 T HAATAT I AP, Lin B 5
KIIMN B H 1gG4RIK FHIPEAR Ky 81.48%, [A] i ix
S8 LI PLA2RYUARE R BHPE, T SMNFIHEMN
B E H A 1g G4FR IR FHPE AR 351 520% F114.9%
WABFE O] . PLA2RYUIK 51gG445 &0, fE
% 2 = IMNI2 W 1) SR RS S, 4 HTPLA2R-
IgG4# LR ¥ >161.2 ng/mL, REUE H90.0%, FF
S AN100% . DL BEBHPLA2RYLIR Al 1g G4 1Y P 7]
W5 A7 BT RS b X S IMN AT SMN

ANEH Y I DRYLE (human leukocyte antigen
DR, HLA-DR)J&—Fl = B 2 &0 00 [F Fp 5 R 5t
JE, AR YRR H g, HA kg R
RN —BREEA ., H S5 IMNBCEKE19794- 2
BN, B S AE T 209 BA S A 5T IR ST X
KB, AIAEAIZBIIMN B e A Y As B . n—
i & 5784 b [ Z i H T 5E 7 & B 98.7% Y
PLA2RFHFEIMN R H #E P HLA-DRB1*15:018{ HLA-
DRB3*02:02%5 3K, £HPHLA-DRB1*15:01F
HLA-DRB3*02:02% i/ % K 5 IMN i 5 il 57 H. 5
FUSCHK, H Y83 [A) i 5 2 o A 2 R, e
JRUIG: 5 Ho Al A S8 3048 o 5 — AR 58 BURIE S T
DRB1*0301 FIDRB1*1501-5PLA2RFH M A IMN 3 51
A, A & EDRB1*1501 5 PLA2R 14 it 2 3
SEAE, HEMDRB1*1501 7] fEFA/ES HIMN R IR
AUAEPLA2RFE A .

1.2 [RiGHEXIRED

WH A& FH-2(lysosome membrane
protein-2, LIMP-2)/&CD36%4 42K 1152 1A K %
0L, FEAATE T R M A, 2018
4ERood % PR, LIMP-2 1] 1 N2 Wi IMN B
TEAEIREY . 5 R Botk B /N sk 4k (focal
segmental glomerulosclerosis, FSGS)%&%%HIE%XJ‘
MHEAME, IMNEH R LIMP-27K-F- 540 1 P
%5 o JPEDEE /R LIMP-2 15 S8 IMN B 3 19 B /1
PR 2Rk, (HAEFSGS . /N 22 B 9 (minimal
change disease, MCD) . IgA'B 5 . M3 P

JINER W 9% A A B R IE F X IR R e ik, KW
LIMP-27EIMN R PR 3R GA . RO B R
7R LIMP-2 5 B /NERFE IR B I (1 GHL /g 1 o

WIMRRNA (circular RNAs, circRNAs) &—
Fi A & FOIRRNA, A miRNARIG A DI RE, AT
i 3 I B IMON R 56 A mi RN AT 9 452 3% 1k, 5%
IMN ) &5 oF 8 K WiE o Ma%sUOSR B 5L N
WP H AR LIS IEFXEMEL, IMNEED
I3 AR AN AR Th Z FhcircRNA B 35 22 5 1
Fik, FEHIRAESNWAR 7S B AR b g B
chr7:100550808|100551062 ) circRNA Jif XJ Jif 1)
MUC3AFE KNSR L H, HxER B A5
B, "ERZKIMNMEELEDIREY . HEE
Wi 4 & Bt 4 R 38 12 (mannose-binding lectin, MBL)
FEIMN & AL A ) B ZEAMA S 1812, MTMBL
SHEWERELE RS FEES 424 MRE A MHE
YER SR = A — ROV AW 300 . 22 A TR & i
49 385G 3k DA 22 SR R R T O PR S
PR 5% 2 () AR AR SE B0 . T 5T AT BA R BEMUC3 A
G A IR T 7 1% M 2T F e 2 EH R/ 9 &
FR, 2 22 2 R B 5 M v ) 32 24 iR 43
M MUC3AKE R AT 45 i AR OC & 3R, AR5 18 it
HBR LS A B R IR AR AR IMN ) & AL H Ak 1
HEAER . circRNAsHA i EM, "TURE S
H AR 3R AT o Bl AR B R B W R Rk
circRNAs [ ARWIAFSE, 1] 68 IMN 12 W 42 4L 37
1 PRI AR o

2 RIT RIEHERXIRE D

2.1 MFEXIREY

7 FH G 3% 300 1 36 97 1T A 3508 /0 TMN R 5 1) 2R
IR, SR Y 8% SR, JFAE T A iR AR X
BB A RO . A 5T R PLA2 R YL {45 R ik
i T TMON FB 35 X G 38 096 7 1 RN o IR AF Y
K IPLA2RPHPEZH () AR 2 fft R 305, R B/
BERPLA2R P B 35 1T GE X f 33 30 1 36 97 A 38 4 19
R Bk, X FiEZaEmsliay mEE, B
A 4 R 8 WG o 8 PR AE ) R MDA VR T
R, MW IR AER T I, PLA2RIL
R AR LR AR R, R, MERE
K B PR 22 ff I 25 AT TH A 5 82 38 R KT I P A4
T, BRGRAL TG S, &R REE K,
TWEATHREEREM LT, WL, 7EIRK LS
PO BE 0 Sh AR, A Bl T PR R b )
BEWIRIT R, WG IRIBIT T 5 08 Bl 48 AR
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W, WA KA. Ao, FHERESIRE
R : FigGal UKV 524 hiE IR 2 IEAE,
HIME A E ARG, HigG4m FRELE K
AU AR A ER A&, Zmg higGs brik
KPR R A L, R 23 Bl 2 s 1 2 Jre i & A=
AL T T i — 05T . 55 A 0 o U 0 3
W PEBENEHEA2 IB4 (serum secretory phospholipase
A2 group IB, sPLA2-IB)fE®81%5 5 AL 41 fIPLA2R
LIt SPLA2RE A 5 240 M T,
sPLA2-IB5IMN M #H 18 IR IEA G, W]
FE i IM N % DT Al R T7 28R W00 9 v 7 2B
bR

Pourcin%[22]§§ﬁ14 F RIS K BLAEIMN B
i, PLA2RBUAR 5 K P 1 B3 LB AR I KT 19 8
FHIE A REMRAL, RABFFEHENREEN
R, @Eﬁf{,ﬂﬁ'gﬂﬁﬁ(end stage renal disease, ESRD)
W R . TS AR M AT )5, PLA2RYL
1A IK S 1 5 I BE A8 1000 4 2E B0 A 9T B 1 T
W BWFRUIFI] . IMN R TR B S R NG
J7 )5, PLA2RBUIAR AT AR G sk TG 2 A6 I 2] 9 £ 5
SRR, MR, PUARTE R <S0% 1Y &
H, ERIRIT R YR 2 NE M . MPUAR
B0 B B PR BT R R, R E 3 HETR
Al B P R A & B — A 8241 1 I
PR 25 % WU Yk 64IF T PLA 2RI A AE % 7 IMN (14
TG, (R At 3 B 78 0000 TMIN AR 2 199 I DK 22 i
i, FHELISAM:AS M PLA2RILAK L HIFFT e HAG 5
RS . 30%~50% I IMN B & 7E B B A5 A
SR MRS, PLA2RGUMA B &2 & iy B 1 33 il
fH4183%, X TPLA2RYUIATH L = 5, T2k
PR B BRI 15, (H H A 1k R B PLA2R
POV T B N e A & MBI . BN, B
PLA2RFLRTRE EEAN , PLA2RE (UL Al 1 IMN (1) 75
JaEYIRREY, PLARELF 10 A s M8, —
A E B DR 1 45 44 38 (cysteine-rich, CysR) .
— AL 7 R H TR 25 #4358 (fibronectin-like type 1T,
FNII) I8/ A [ 1) CHY BE 4 R 45 #4 4l (C-type lectin-
like domain, CTLD), Seitz—Polski%[48]?’£3/l\7f:|E]
1) 285 Hh 3k rh 45 3R R AL : CysR, CTLDI
MICTLD7, FrATPLA2RIHMMIMN ¥ CysR
FALBHYE, B> B FH CTLDIMCTLD 7 FHE . #F5%
T ALl AT CysRENM AYIMN B F B AF R, KU
R EEEIR, A BERE RS R
B, A CTLDIMCTLD7 RN EE, Bk
%, BfEUFE BT CTLD 1AL CTLD 74T 1 B 95 9k 2%

fE s gc, HLBEB & & B, X £ CysR
B TFEMHEAL, MCTLDIMCTLD7 M fig 2
FLE B EPLA2REN PSS H . RALY HOH
CysRENZIMNIUG A B Byl 7 fa i &R . 7E3R
A THSD7ABUIAR 1 1 2R S T 8 H R 0 28
It B YT THSD 7 AT FE A9 34 fin 7R 25 IMN 2 3 1Y
S W, W LUARYE R bR 0 KO PR A
IMN [ il o

2.2 R XEWIRE

LB EE 4 & 8 (urinary retinol binding
protein, RBP)ZJFG WM —F ks> 7 B E N,
TR T AR, AR PR B /N ERBE A
208 0 /NS I A LR AR R AR, 2
S ARG P RBPHEE & A=Ak . Lin®FPY7E31s
24 %2 A W IE & BRRBPRE A R FUM IMN &
B H IR M IR AR AL TE B, 2L0.1941 mg/mmolFl
0.4772 mg/mmol y IR, ¥ HF /M. b K
34, HmERBPAKFIEEMIL, MRhKFm 8
WS T B . 53 AME RSO RBP S
IMN & H B B /NER IS R 2 TG, Al N IMN
T Ry 2R B B S A S T R, O BLR
RBP/K V- A LA % S B TMIN £ 5 Xof ) 22 B4t e 40
BITH R R ME, H5a1-MG, B2-MG, NAGH L,
RBP7EFRIK P e E Phoi, HA G e, nIifEN
PEARIMNG G 22 AL AT 09 AR D An 59 o

Chen% "%t 158 44 IMN H 4 17234 J 14 [l it
PRI HT, B A A 3R -8 (interleukin-8, IL-8)
SIMNEF YR 76 22 M E . ROCHTZ T AL i
JNIMN RS 58 4 G2 i 19 Je A 1 S 61.65 pg/mL,
RIPLH83%, FEFIENS1%, HFEFTIETE Y 4 IR
IL-8>61.65 pg/mLHf, WURIMNTG AR, (%
AE R ATRENE R, E kR m . Bk, JRIL-87]
YERPFARIMN B8 25 S 3 TS 19V 7 AR bR i o

3 4iE

IMN R 5 AE W 5 35 W0 O W 5 9 IMNRY 2 W
BRI MBS T RE T — DA, (5505
FEAE—5E B R BRI, 1 R e B — > ml LA A
SHIMNAZ W | W0 I DA B R S 1k A W s 3
Yy, PLA2RJEIG IR L i MR f b5, HAl A2
PR B s PRAN (ELATS 75 1 — 2B 4R 0 o SRIBE AR
EYWEFARN LA, HEA) BT, % E R
ML Zrl o RTBSYERE TSI IR SE o
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