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Membranous nephropathy (MN) is a disease named after the pathological characteristics of autoantibodies attacking
its own antigen and forming immune complexes deposited on the glomerulus. In order to delay the time of MN
patients entering the period of renal replacement therapy, it is the most important problem to clarify the pathogenesis
of renal replacement therapy. In recent years, scholars at home and abroad have found that its immunological and
genetic mechanisms play an important role in the occurrence of MN. This paper mainly reviews the correlation
between immunology, genetics and MN, in order to provide new ideas for the study of the mechanism of MN.
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1 IMNS&®E=Z

IMN I R PLE 2%, thZ M E RIS
5, HErXEHS s mleE | W R E Ty
TG P AR S P A B 7 TG v G 2 I g A 2
(9 ROCHL I BT o847 e Rt e o F 921361 IMN
R A 2 Z P A M BB IR A2 52 A1 (M type
phospholipase A2 receptor 1, PLA2R1) S IfiL/MR
N Z 1B 454438 7 A (thrombospondin type-1 domain-
containing 7A, THSD7A), TE90% M IMN B &,
ZH AR5 70%~85%F13%~5% . PRI BB IMN 1
JARHLA e R 3T BoAT B A SR 5

1.1 PLA2R1

PLA2R1J&—Fh AU 5 R A7 4, & 205 i b 3k
RS IEREER , o T h18s kD, J& FIfizl
KW H B Z R, 76 B /INER L 40 i b s
3R 20094F, BeckZ5 L HIMEIPLA2RIS S
IMN %4, HHIPLA2RIFUIAS E /NKPLA2R]
Wy e 0 5 B 0] A A R BT TMON 1 95 T B0 1
R T R B N RS A S W R B B R A R
Pt R RO TP L A2 R BT MR A9 R R
A, HHEZEHMNERERMEIT100%", Hilt,
2 IS PO IMN 4 HPLA2R AR X MEMN &
PLA2R1E XMEMN, PLA2RI1IAH KEHEMN 2 78
PLA2R1/> T 454 & Ak ol 7 i} 5% 8 Hot R 4,
Wk RS BUARYS A A R 0 A i AR I R
AIRES FEPLA2RUIE BB P A7 —h i, S Ml
JE 1 2 o7 1 K B0 2 0K i 5 A BR P A g A e
PLA2RIEF Z PR F A, Kb EERMAA
CYS-R, CTLDIMCTLD7"", H ik LA i %
P UE R Y . i FPLA2RUZE AN K
BB 4E & T, HCysROLFNAS, NI E7E
PO RIS G g AR, 2 PLA2RIBTIR
H909% 20 Bl 25 B AR B, 40 M P R Y 2R
A=A T AR ik, ICTLD1 S5 CTLD7 3R
£, HEA LRFRAEES PR B AR
K, XHRYIT AR,

1.2 THSD7A
THSD7AZ S EIMNEIEE —RPIEP . A
J&, HZFEPLA2RIUIR P A MN B g &k B,
M LA/ TFPLA2RBHYE M &, A D%
57 LHIMN B # th £ 7/EPLA2R1 X THSD7A#T

RARHMIE ., LarsenPIWF5 R . 763 EMNH
HHE/NERA LI THSD7A Y (3850 1) & H N 3%
IwakuraZ$> % 919.1% 1 H AN IMN £ & THSD 7A B
P FE IR 0E | T ZEPIPLA2 1FAR B MR MN T, 41
THSD7AFUK 6 K £8%~14% ., HH 5MNE#H
I BIL T P FE S 1 R BB, 0K AR R IR AT
BT (A HER

THSD7A5PLA2RIMYSS AL, #BFLT 2
A0 RS T T, LA S 1A N B B R A A
1A A X 58 26 118 5 R 235 A 3850 1S 4 5 2 14 i /Al
BN AR IR A A B A 25 A Bl 2l . FE X 2 14454
Wb, 18P HARME AN . THSD7AR —FI4
AR R, 25 4 20 Az i R R0 A 7 B
?Uﬂﬁfﬁéﬂiﬂﬁ@(glioblastoma multiforme, GBM)
B AL 270 BT A /DN B R v st AT Y — T3
PR BTHSD7A T RES 545 /45 JH & 1 2
ATLOKE R 2R 5 GBM AT B, BEIR B /NER B R b
A, THSD7APUAS 5E AR ™A, STk FEr
R AP R 310 2 A7 50 B 02 5 B A R O R AT
BARTHSD7AEE S 5IMNI &4, BHAFHIMN
R R E BB R AR, M20%~33%, PLA2RISF:
FUMN £ TR AE & A0, 2959 4R R I
XL THSD7 AB AR BH 4 A MN R 110 3 98
AP, BRI A A I R A it — 9T o

2 EEZEMH

2.1 HLAWERE S &

1979445 W 58 01 Uk AkaE T N2 1 40 i B R
(human leucccyte antigen, HLA)JE K 5MNA
Fo HrPHLA ISR H A9 i 2 I HLAZS 5
K2 —. ok H20114F (1) — 10 4= 55 PR 41 O 156 A iff
BV R s A AR AR WA R R PLA2R
FIHLA-D QA 1 AU 5 A i £ 35 & A IMN 1 HE 6 AR
5, H4PLA2R1%S 4 HLA-D QA4S P I XU 14
ngofis. MJE, A 2EFEIRVT T A R R G CHE 4
H AR HLA-DQAL SNPA 5 AU IMN 1) & A= A7 f] A
], —30056F P4 HEF A BEAIE 5 Y (L4589 4 IMN
286l N) A . 7B ERAITT, #57 HLA-
DQA1frs2187668 FIPLA2R1Hrs4664308 1 AT
JE 5 BIMN . Z W58 R B K% A THLA-DQAL
FIPLA2RIAGSNP ] L) 13 0 TMON X 42 322 300 il 551) 2 97
) SN, LB A 1 R0 96 7 X 48 A TMIN B Ja i
PR 1 R A R, B A RS PR . HLA-
DQAL SNP rs2187668 M rs28383345 5 1 [H I3 i A
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FEIMNGE LG . HLA-DRBJE [N 172 H 7 i 58 17 #4
SR Z —, JE4REPS), HLA-DRB1*15:01F1
HLA-DQB1*06:025 " [E W% & H A& N B IMN#f
¥, HLA IIIZEE P TNFE-afy-308A07 & 5IMN
A

2.2 PLA2R1HIERE &M

IMN 5 PLA2RLA AN [F A 4 B A A [R] 79 40 ¢
PE, H 5 AR BG AR AR G o H A — T 5%
183 {1 IMN £ 2 18 1 1451 it BE SoF B £14 BF 5 %0 42 B
PLA2RIMY rs3749119, rs2715928, rs35771982
Mrs168447150 M5 HAMWIMNEH A E
SRAY S BEYE o (HAE B A 59— 30 N EE A BF 5y B
H, rs37491195 HARBWIMNEH L L. AHE
e S N R AR = S N i NI [ S S
Ramachandran: "B EE AR B rs3749 117658 45
REZ M : rs35771982 55 PLA2R IR FHPE Y
L% 25 FIMN B 2 B WA Y. LR IR
R G5HAMRGRATAR, NEEHRVR
FEAR AT . BT R A [R) 4 1) 20X
S AR T

BHFFEFE . A XU 3 N A IMIN R
ML TP PLPLA2RIPUIAR H BUR B 5, B /NER P ek
PLA2R UM AG G o 78 3 [ 1) — Tk 1 v 9 5 0 v
HLA-DQA1*05:01 FIHLA-DQB1*02:01 5PLA2R-
AbI AR o FE— T [J () F 5T P (IMN R
1112, 1 o20ff@RE#EEAXTR), PLA2RIAY
SNPsf/ firs35771982, rs3749117frs4664308 LA
IMN 5y JEME o 4870 i AU 6 PR AR rp 3
HIPLA2RFUARTIETE T73% M ABE, 75%10 B34 19 &
INERFIAPLA2R ., WA @B, AR K
T — BB AL A 10 R 5L DR 4 e 5 R R g TR
IR EMAE NEAPPLA2RYUA, 1 BB /NEk
PLA2RIYF A K5I TEPLA2RIY KA .

AR PFE S PLARIMILH AR R 3 5
PLA2RIFUIRFHYE I IMN &4 56, 1 5PLA2RI
PURBAPE R IMN B 3 LR TG 6, s sE A
LT — B aE s e, BIZEPLA2R1IBLIAM]
PE A ITMN & AT B8 AF 7F 5E 28 5 1 5L AR 5
STHLA B XU 35 5 PLA2R1JE X P MN 1 AH 56
PR A — 2L BF5Y . PLA2RIM EMMNFIPLA2R
TC K MN 2 [6] 7776 A [R] (1 HL A KU 26 37 JE 1A
HLA-DRB1*15:01 f1HLA-DRB3*02:02, X244
fi7 B 5 PLA2RAH X MN Y KRS 184 i 28 U7 40 ¢
PLA2R K MNS5HLA-DRB1*15:01 G, 5
HLA-DRB3*02:02 416 Feofe i ] Ltk — A5

PFPLA2RAA G K T K PEMNTE R R 2 25 M A ]
Al

3 HiE

T LEAE SR XFIMN Y & ML i BF 98 B T 48
Kb, KX FENHSHIMNE AN FEHR
K, 5, PLA2R1 M THSD7AIAA B T
IMNEBFH WG . A7 %, X HA S8 m Ik R
B, HEEPr EH S 50 LA R 52 4 3
B, MNW & 5 HLEAT SR R N IS R i 2 ik 5 3L
W, MERRZEEOE TR, MERT L
G PE 2 K AL 2R, T AR BE IR T O Ik
Kb —4 T f#IMN & AL .
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