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[ Abstract |

eases, which is mainly mediated by antibodies to the M-type phospholipase A2 receptor (PLLA2R).

Idiopathic membranous nephropathy (IMN) is defined as one of autoimmune related dis-

The serum

anti-PLA2R antibody can be used for specific biomarker, which makes great contribution to IMN diagnosis,

therapy,prognosis prediction and diseases activity evolution. This review focuses on the research progresses of

PLA2R and IMN.
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P4 ¥ % (membranous nephropathy, MN) H i
VoA AR AN B RESER EERKEZ—.80% 1y
MN R 8 J B /NER 19§ % % MN (idiopathic mem-
branous nephropathy, IMN), H: 4 20% & & 4 11 5=
I 24 ) TR B R A A DG A 4k & M MINL £ 2009
4F, i BECK %M & B A T B /IVER J2 40 i 5 L 11
M % % s B A2 (phospholipase A2, PLA2) 3% &
(PLA2 receptor, PLA2R) J& IMN [ 2 H & i i,
1M 70 % ~82 %0 iy IMN 8 35 4K )Y AH W (9 Ht PLAZR 471
R EE A SHE. CAMBFIEMH PLA2R 541
PLA2R Bt & 76 B /N BR 2 40 i B 1 36 3 3k, H 4t
PLA2R Fi ik Ky 1G4 WAL, 78 4 5 K 41 56 BE iF 52
(GWAS) &I Z A NHEh (U - O IMN )

*  EETE AR M TR R 18 SO H SCE BT (2018-23) .
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K B 5 PLA2R 7 55 14 2 25 ¥ 5 90 B 2 M o6
PEST BRI HE , AT 4% PLA2R Bt i 540 J5 AR S 5 6%
BYIN T IMN B B2 W7 W % 03
FEE A 25 0K PLA2R 1M B 4 S S 23 410 451 541
e FEE HL L A GE B A AR B . AR SO
PLA2 J¢ PLA2R [ 4 F 45 #9 . PLA2R i 1% 2 L Atk |
PLA2R # IMN 9 % 05 AL Bt St F PR AE IMN i
PRAE 55 JUAS D TR R ZE 2554

1 PLA2 % PLA2R

PLA2 J7ZAF1E T AR U238 B b, W B E g
b R A0 A HAE Ry — 4T K H I IR sn-2

fEE B I 2SR (1983 —) , TR BN, Bt , 32 22 A 25 B ki
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RO R R 5 HIEA T B8, AL HE 43 W Y PLA2 (secreted
PLA2, sPLA2) . 4l }fs i & PLAZ2 (cytosolic PLAZ,
cPLA2) IE 55 4% #i & PLA2(Ca”" independent PLA2,
iPLA2) X g # H # 3¢ ¥ PLA2 (lipoprotein-associated
phospholipase A2,Lp-PLA2)iX 4 K&, PLA2 il i 7k
s RE Sn-2 v B8 17 2 » R 0 I B A A el A R
J& O A KA A6 AR DU R L A AR S R R
IR H =M MG 3 R S5 R A B, W5 —J5 T
HAPR YO & AE T, Br T K /E T Ab, i 4 Fb
PLA2 TEMR N A £ A AT 20 A M EE. cPLA2 42
Z 2R K B R AL VR B L B AN 1 SR A
) B 1 0 % 1k R L R FEVE . Lp-PLA2 PR
I/ 2R OK % T (PAF-AH) , 32 i i 20k 2 40
JL 240 L B 0 L E R SR A R A R R
LA sl Wk ok A s A A T, ELAE 2l ik 2 0 30 e o g B 3R
BTN S =2 D (v e o e b < L T 0 | e R i)
S A= T Bt A AR 30 B B R R 1 B A S
SRR 2 B E L Il Lp-PLA2 ZK 734 5 ] g 5 H
R4 AR 5 Ak 1 AH OC.  H A BIF 58 L B W 2 Y 2
sPLA2, sPLA2 B i figt 5 1 4b, ik 7T LAE A ek 5
PLA2R 454 4 5 40 i 3% 5 3 B g 00 ot ™= A 3%
BN NS I Dl S 1 R R s e A
N, BT sPLA2 HA ZFE4HHIAE, 5 PLAZ2R 254
Jei A A AR g 1 O R AR P I A £ 5 T AE L H
sPLA2 5 PLA2R %56 /% B ¥t 7 A Ak F w52
WA R ) A R N ) BEL Y ) % B

PLA2R 730 M BUFT N A, A k2 21 b 32 8
FikME M B PLA2R, M B PLA2R J& T 1 B
ZARE N AR T H B2 AR K, e i 2 R K
T EL A REABL I 45 44, B B 5K 1Y) A B A B L i R B
B A AN B P R B . T A BB N ity B R R A
N 2R S (4 28 B &R & S 3 (CysR) (AT 4 i s A RE 1T
T ZEF I 8 ~10 A~ ER IR Y o T AP 5 M ek 4 AR 45 4
B{(CRD) ., PLA2R 4 i 4h &5 44 rh 45 & sPLA2 1y 56
SEFRA L CRDS, A% & BUAE N B NE G & il 1
A M A PLAZR ik, BHEN 23858 T 2 24
i, M A PLA2R 15 BECARSE &5 . H N I &5 14 7T LA
AR U T EL 3 O S5 5 40 i P 7 S RO 2R R L TR
PLA2R 7€ & 20 M o] DLRESE 3k B PriR Fr i 45 &
SRR N U i N NS - S 1 2 2
IMN % B4 - PLA2R k8] B8 T E#H A
TE H At B 05 L R R A A R 5 R
ik, [ B BECK 285 f g3 4f 0 4 I 38 5Ok &5 1
PLA2R HiJ5E A RE#E i 7 h PLA2R Frik iR 5], Hoh—
iR o [ N £ R 1 I (VAN = I N .2
IMN &% 1 PLA2R HAR 2 AE 2 K ik J2 FERE B 4 .
P4 i . PLA2R 1 R AR B AR sPLA-IB 7] 3 o) 45 &
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PLA2R K% FAME R AL AT . WA HE
7R PLA2R RE N E 45 2 40 0 & ) 1k 3 % AR
B A 2 R 51 W A K (ROS) 7 4 & DNA
T /TR

sPLA2 5 PLA2R %54 J5 ol #% % cPLAZ2a, cP-
LA2a J805 i, BE A% R FH N-2K St v A 45 40 851 g &5 &
S AR L BK Bl H Hy 40 B 3 A0 i R T A 4
K FAE . AN BT IR . cPLA2 4 3% 52 4K K W 12 Ak 4
P IR AL S BTG VRSN 2~ 4 5. A R
WF5E A R 18 cPLA2a & MAPK Y, MAPK fg
B3N cPLA2a FYBEIGPE . T PAN 2607 BF 55 4l & 21
TEE A cPLA2a i 5 pd2/44 MAPK & 72 % FR
ko Alh 38 3 — 25 38 3 iR AF 5258 3R 1) sSPLA2R-IB K&
PLA2R 76 A 40 M 45405 o B A Y b i ot A [) o
JE sPLA2-TB J A Sh 35 5 7K 2B 1 A2 40 M, 45 31 4 1
sPLA2-1B ¥ BE 84 A i}, p38 5 cPLA2a W2 1k 7k -t
AF RS S80I VB A 40 R T 3 B G BB 1 p53 R
SR R R A0 R TR 3G i K 4 T A RE h
TR MR, R PLA2R siRNA %% U It 20 i, b %
PLA2R kK FHYF 4. p38 Fl cPLA2a BB 12 1k /K
VR, pS3 RIBAKF TS Z —2. KR
sPLA2-1B ] i it PLA2R 1%k p38-cPLA2a-p53 {3
53 L VTS BN TR B AR A M S SRR . AR
MK T $1 PLA2R $T 4K 52 & 1F B 4K W 78 52
PLA2R W IE % IIAE, 5 PLA2R 454 )5 2 IS B if 2
P TS S E i B AR .

2 PLA2REfEZFEHM

WAL SN — T HAESE T PLA2R 76 IMN
R E AR . — IR XS B A GWAS BF5E &
I IMN &9 KRS 5 N 4 il bt )5t (HLA)-DQATL[ 5
Mt R £ 25 7k (SNP) rs2187668 ] 1 PLA2R1 (SNP
rsd664308) & K 4 A 437 5 22 25 M A7 A8 W AR OGP
Hir HLA-DQA1 (SNP rs2187668) % ith IX {37 T~ e 7,
& 6p21 .M PLA2R1(SNP rsd664308) 4 fih X i T
Pk 2924 b AR AR A HLA-DQAL 3 IEH#
BN 3 519 IMN J6 KU s A HLA-DQAL %
DRI 5 A0 5 TR 3 o KBS 38 L5 PLA2RT F 3 m 5
¥, BRI B A HLA-DQA1L F1 PLA2R1 PN 55 55
IR 25 437 S TR 3 2 95 IXURR: 388 B 78, 5 A% . 7 P I
ENFER BT PLA2RY g AU 45 o7 56 (R & 2 KU
BHEA HLA-DQATL # 3 . [7) B & BT 3X A~ &
AU 45 7 25 P 5 MIN I3 T PLA2ZR HUiR 23k 1) 41
IR S 73 Vo 48 T A T e XU A B PR AR A R R B T
Pt PLAZR Bk R Ik, 10 78 A1 XURS: 255 (5] £ v o & B
FLERIK 5 [R) i 485 7 5k VP ol v DU 46 7 i TR 3 R g Oy
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IMN (749 JRURS: 58 48 7 A 7k — O B P S A6 3 P 1) JE
B, 1 fEYY . GWAS BFSE I PLA2R1T K& [ 4
fith X0 25 L 2% S5 ] fE S 30ht PLA2R HUARTE .

3 RIEHH

if 23 38 Heymann K BB 2 B A% IMN 1) &
o AL BIJE A7 e B2 G W0 e B /N BR b R Al iR B0
L 1T S80S HMA R G2 Bl Cob-9 B B AW . 51
A 2 200 IR NIV 5 i 400 40 VR R LB {5 5 0l R S 51 R R g
AL W AR A T B T A AN A R TR
AR [R) BRI 2R L BE 1) B L A MR T M B 51 R
WLBh 8 B 22 8 DNA 3455 J 30 il 4 it J& 30 L 515k
K| R S B0 D BREE R K ) T AR 4
R RMA €3, Cad, C5b-9 7E B /NER T FGIE S T
MN HgMA 2R S8 1 BTG 7 107 0 ANMA TS 7= KO
() FH = MR SE TAMA R G 2 5, R B If 37 F R W
C5b-9 K5 %9 16 Bl BE AT AR BFFEIESE T
IMN 1 PLA2R 5 1gG4 W R %E i F B /NER Rz 40
ffL L B IS & Bt PLAZR HUAK RIS 1G4 WA, J5 35 6
38 I 48 AR AR O AMAE R g, B IR DU, A IMN
() % 95 1ok 2 1T B S H BE A 45 & B4R R (MBL) i &2
BR&ESY, £ IMN B35 5 /hekd, % £k MBL
BARBGR P E =Y Cab PLAL, B REZ =Y B
HF R KB, 1 MBL G845 25 & 1K1 ZL % 3k 1k i 5 0z
BREH 1gG4, UL #EMHT PLA2R Hr ikt AR vl fE 38 i3
MBL &2 #0 AME R Ge . SR, 28 BRI BT 3% 12
JEARRRLE IMN g 2 HES . B IMN B3 5 /b ek
g D a 1gG3 f 1gGl VLA, AL & DLELN 3, [F
AHPEREAT Clq ULRL, B B> W1 A e Clq 15 5 2 i
W55, 1gGA {5 5 2 Wi 1 o, X 46 78 78 IMIN () 955 2
A5 sk A o AT BE AR AE 1gG R )R R D B, 7B
IMN R 5 — B BE TgG1 3800 #h A 22 i i 42 1 ]
RETEANRESE 2 HERE . ZHANG % R B 5 Clq ¥t
A IMN B 10 A Clq.C3 TR E & REBE 1gG 1T
FREC R B L T Tg A TgM ., C3c PURR b i 384 5 L (H il
PRIAYT RO G 0 TC I 8 25 5, X $ 7R 40 BRI A BT
WAL IMN A Re A 2 5 HEN B I F |
FEARE B e M3 X .

PLA2R-1gG4 {3 T B % 14 7= A= Je Ho A 1
BUHI T AS VG 48 . #2120 3T, The 79 40 g B 7
IL-10 "] DM i 1gG4 177, IMN £ R 30 18 M
T R BRUE o T SR T sh U i PR AR 2 A =
et B S I PR R T A P T B 28 A AE 12 M R R
M) B N 2 . ARG T 812 PLAZR 8 o o] A i 42 38
T Th2 AU N2 AR 5 PLA2R B 26 47 45 5 0k
T 5T
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MR B A2 25 T AR A v L A
WM i 2 4T PLAZR $TiR 4 W] BEFE N PLA2R
AOTC AR 55 % BH T 8 i s PLACR A B(E 5 BHWr T
PLA2R 4 B ) A&, M & # 55 3B AE A, X 2 7R 5t
PLA2R HifK ] fE & PLA2R W76 B9 7).

4 FEMFEE IMN Filk KR 1E

IMN i MN 125 80 % , HATE A IMN H £
PR M B PLA2RY AL /MR S0 2 11 7A 38
(THSD7A)™, LIfEIN 4 PLA2R #l THSD7A %
ST o AR R AR LA 95 08150 B0 Ak Y B
WAL AT A% 48 L B Il DE VRIESE 2557 #3345 35 LA
A IMN A9 45 B 3 30K MN 2 Ry [ A Bt J5 A 56 1
MN 4k % £ MN, fib 1A Jy 5 2 0 g 2 H A7 Br 36 1
PLA2R #f & MN (85%) . THSD7A #f % MN
(3% ~5%).9F PLA2R 5{ THSD7A #H % ¥ IMN
(10%) . B AZMA 15% 89 IMN MM PLAZR $t
RBAME 1B NERH A PLAZR UURL, IR AT fEA 2
P58 1 RO AR TR B R 28 S0E e R
I7 J5 ARAFGE e, (DR T B 41 20 PLAZR Bt B AT 12 W
PRALARYE s 275 2 Fh ) & AR AR BT, I PLA2ZR $ifk
1o A A1 3 AT A L3 P R O T PLA2R B iR
BB R 1 AE S W A 4 28 T R S 2R B B
PE . PR R B 9 PLA2R AH M MN; [A] £ 2>
B4y I THSD7A $t & B % i B/ BR 41 20
THSD7A ¥ L, BN K 06 B9 THSD7A AH ¢ #E
MN“", PLAZR 7£ IMN s 3P ik 99 %6, 8K 1 78
S I g K 235755 9 A T R B PLA2R HitdA
PE. HETEM A T IMN 5 R S8 5005 15 6 047, i A
JE RGP R B 4 &M MIN DU & A= 35 ol
4 Ji AL AT BB R R e M e 5 = 4R & T EE X PLA2ZR
fO G 2 . T DY LR AT 2 R R R O b
MN 1 PLA2R HUAR #y i IR 2 W58 b & B, 15 4 41
PLA2R K IfiL % #it PLA2R Hiik £ HBV-MN %
H—ERik, HRBE RS 5 5 (HBV)-MN
&M AU R BUE (HBsA) TURRA G,
JG#HAE R #E AP TR E RN, EAE S S
i B /NER LR B8 A B b, VLB T B R, 5 R A
TPE G G WY B 75 & £ 9 B8 40 G MIN, T 51
& PLAZR HiJ5 5 8% . 175 K b e b i 52 0 I 5 3500 7
Pt PLA2R HTR B, [7] B b & B PLA2R FHM: B
B /INERAS 5405 1T BE T R, 3 9% & BN o /R
A RFSY , ] RE T B 2 1 B R IR X AN 2. Ok
AEBESE & B THSD7A 5 g A 40 ¢ , H PLA2R }
THSD7A 3 JE &9 R iR S B A A E 2 A HEBR i T
NI AZ BR A 1R 0K PLA2R 2 THSD7A AME MN fy
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OB X 7 E T — 2D SRR SE

Pt PLA2R Hidk 5 IR 8 H & B 90 16 30 B2 /9 A
KR VE LW e AR BE ST . WU S5 5l 48 &R
PubMed.Embase M Cochrane Central 4% 4 /% v %5
B OE TP PLAZR Bk 5 MN H & 28 i R A %
PR B SC SOk 5 R . R4 A 190 #i] IMN B 3 i 4T
Meta Z3 87 . 45 5 WR BT PLA2R P BA P B 3 %5 b
BEHAEMBREG71%(39/55)vs. 57% (77/135),
RR=0.69,95%CI.0.56~0.87,P=0.001], #m%
PLAZR $t #& B 1: W] 38 2k £ <7 36 97 38 2 22 ff » DA i sk
MR . BEFABRERIGITIES %
i BF B AR AT AN 1) B B T R 2 B 44 R o R
SR T B TR B B & . 38 i B AR K T I8 RE T
DU 55 05, PLAZR Bt A I i B2 £ /R T /& 9 H R %%
fie R s PLAR B B 5 1 % 28 Ak o o0 % 7 il 550
PR, 5 WS AR B I E W
ZEAAE BB D BE AR B KUBS: S IR AR O L BB PR
T RGN, T b G e WA A 97 B0 98 A 1 B ) [ B BH
M. SBETE SO e TR R R KL 8 A~ H
B I] 50 T PLAZR PRI 2% 56 T 11 A bR 22 ik 24
BOREBAREDSY ) FEZ W E 5 Hrdh, &25% 6 T~ H
UK 58 4 22 fif % 5 5 T 8 % fif 2 58 U ST AH G,
I TE PLA2R AHOEHY MN ER & v, #9281 22 i i
PR BR 6T 95 9 22 fige 10 D0 8 LA R 34,

DE VRIESE %' @ {306 PLA2R fE4 MN 2 W
PAEYIbR S . X T B BE MN AT, G
Wi yE PLAZR ik, B4 4 PLAZR HL)E A 1gG
B QIN %52 B 5 % I8 PLA2R 08 76 15 4L 401 %5
FIh GG D8 AR 5 RO, im R 2 A 1 AR 5 R AT
KR MPUR MRS R AR B FE SRS E L
I, B L A 48 H BE A I vE PLA2R $U k. B 4141
PLA2R Hi 5P A % 6 & #iJ5 . DE VRIESE %
AUCK PLAZR K il 7 4 A= 9 2= br e 9 i - )
IMN G 25 30 il 700 /0 JF B L o ok, R . BE AN R
20%~30% MN "] H & ZZf#, 30 % vl K I fE £ & 1
PR AHE DR AT PR AR E A 3020 A AT e K ol K i
BERM G E AR E R, 24 h IREHE &
T8 g6 A~ P E LIy B TR i Jre KR B o JUL B
PN R SR TS A B I IR PR 3, % i 3 S R
(iR R R VT (ER PSSl 9 O~ I -0 N i =
PRIFASBE DX 43 21 I J2 B Sk H 8 0 3 ik J2& R Oy 988 T
Bl AT 5 SO S AT 30 1 R 4 R 3R e T 475 i B, TR I
R 2 [0 35 A7 16 S 30 IR U7 2 75 3K 45 X A [R) fE, 41
PLA2R H & 5 %55 1 20 B2 W 5 AH O . $2 8 Bt K F-
F A8 Ak 38R PR | I 2R LB T AR A 4 AR T g R L
H MR PN A RE TG Bh ) AR b R N iE . DE
VRIESE %1 38 78 UK 2 5 1M1 3% PLA2R % BE/E N %o
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PSR A TT B LAY BR A 4. I PLA2ZR 3% BE K T 8¢
5T 204 U/ml, BV ik BE 41, AnA7 76 B 8 A kL T
FEUG G 28 30 IR 7 s KT 204 U/mL, o] 2h 25 W
PLA2R % & S 8 BR/KF- L 4 PLAZR i B2 T 1Y )
IF 2R PR AR AT 1 in o, BT Ui e % 0 IR T ket
T B AR S AR B R L A R U S T IR
PRETT TR 2 A AR 1 Uk PR L A S T
JIE AR b B 2R 1A PR B 3G B R e A R T DA
i A G E 7 il B 4 T R R R T IR T I A
o AU

BRI 7T 42 8] PLA2R J% T R B AR
— BRI R E S IN PLA2R T BT B — i BLFE I 46
BITIET 3 A H L HE 6~9 A HIH R, & R K
T BT R A L G M 8 A B B 2 A 11 B[] i
I D B e 1 T B 0 R N Bk R 4 i A RE 1 R A
DE VRIESE 2" A A 7E 6 4~ H N PLA2R % F %
R T 9026, F K 9% A R e i, A] Al SR T 2 1k A
PEM RV YT s T PLA2R W FE T REHEE/NT 50%, A
K R SRR T U R e I O B A
MHNEIT B 6 AN BAEAS AR 1 TR R
FEVRYT S5 R PLAZR i /K FREFUR B EHLS . %
REAN A5 5 A . VS BT PLA2R % B 5% BT /&
o 58V AR KL AR L IR YT 45 o BT A7 A B A i
PR R E PR A S E R,

H T B B S AT R 7 o BT A R B0 2 I R
IMN R H L IMN B8 &Rk 50%5, & & w5 1%
WIfE S B ME 1 AE N AR AE S 4~ 5 4F (n] BE 5 S 5 11
TR A5G . A 2 iR E B A T PLAZR % BE Tl
AEME IMN &2 & 1 rRg, Wiz N B A 2 H i 5t T

G IR MRS B R 50 % ~80% & &M IMN
i I E KA S BT PLA2R Hiik A 5%,

B % PLA2R 78 MN I A BF 58, WE 5L T
PLA2R 7£ IMN iy & R8O k5 55 FE . PLA2R §
IMN 4 38 75 40 56 M &% PLA2R 5 906 15 3 5 /9 1
IStk . Har#E#RE PLA2R HUik g5 n] LIE A IMN
SBCE PIRGIS T L W R 09 R A AR s LB
AR ATHE PLAZR I B2 A S 4 9% 400 1 55 28 95 15 B
B RGE B bR S AR T AT R RE AR
I BE P I PRI 9 DR ik — 2B 30 E . W) it 75 22 PLA2R
K MN sh 9 B2 A gt 7. T B i — 5 T i
PLA2R #H3¢ MN A9 & 95 BIL ], $2 048 BRGS0 16 R TG
JrHE A,

S % 30k
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