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Abstract

Membranous nephropathy is one of the most common pathological types of nephrotic syndrome
in adults, and the incidence of membranous nephropathy is increasing in recent years. The typical
pathological manifestation of membranous nephropathy is immune complex deposition under the
podocyte cells. The immune complex activates the complement system and forms the membrane
attack complex. Finally, the membrane attack complex leads to kidney injury. At present, the spe-
cific role of the complement system in the pathogenesis of membranous nephropathy is unknown.
This article will discuss the advances in the study of the complement system in the pathogenesis of
membranous nephropathy from animal experiments, complement system activation, and com-
plement system regulation.
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1. §

JE 14 ' 55 (Membranous nephropathy, MN)& — FiA] Gy T - S B B 1) G e PR B /INBR s, FLAE RN
B SR GRS DL BESR A 2 —, B LB B/ L, B AR [ A A e AR B T iy, AT H] 5%~10%
[1]o MN ME—2WrbRiH 2 B WEm B,  F R BRSO B /N R R AN AU G )5, DA S B TR
FEB /NER B0 IS BER b R T 520 2 20 B i) b 7 HERR, AT 51 R A3 5. ) 26 1 2 1eG K,
FERRMEREIE S, 1eG UIRALL 1gG4 WAL H s EARPERENE R W, 1eG UIRILL 1gGl, 1gG2 Al
1gG3 W W. REREWH—LRIEHME RS, TWHREL S 2 5 %) (membrane attack complex, MAC),
BEM BT /NER, JUHJE R 42 4512

AMATTARLE B B AR I, = 2R I0m AR 25 AT AE B B i TP B [3 ). STt Fe R, B /hER
C3 s BEUTRRZE 1) B8 AR B S s R B B vy, €3 78 W /INER 11 vy 5o FEE JURR W DA Dy A W 6
v [P T FEFR[4]. R MAC 5E0IESIAITUG FH°F, JR MAC 1] DI AR R b . BRI,
X T RMA 8 G A8 B B TR B R AT R T B B . H ATV R BAR ROR AL, FR
ATTHE T A M 28 G AE A B3 R T HIL ) o RO BIE 3 PR AT 23R

2. WMERGHEMFER

AMA R G T S0 RS R AR I R E R, R N AR A e B S sy, HOR R A S
SRAFUE G MR RE[5]0 BRAE A E P A2 I LR AMA R 22 5 S R (0 2R 48, DA SR IR 5 R B 7]
DA EH &) 2L 2R J 9 e 40 B 430, B 2 38 43 P 0 S 7 40 M P R TS5 e 4 R PR AR, IXORAMAR R G AE
R ORI oS4 1R R (6] T R AP IRARE, AMERBUEIRE N 3 %, Al A &R (classical
pathway, CP). %4 2 k4% (lectin pathway, LP)H15% #1417 (alternative pathway, AP). fMAZ ML 1TiH T Clq
5 IgM M IgG %, HTEEREYS 1gGl, 1gG2, I1gG3 =R A4 & . Bt @ S htE R

it
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(mannose-binding lectin, MBL)/Ji R £ 4t 5 2 (collectin)/ 4T 4 Jii it &5 1 (ficolin) -5 44 N f A= W sl 17215 3240
454, MBL AH% 1) 22 5 /2 55 1 B (MBL-associated serine protease) G 24/ C2 Al C4, 774E C3 #4LEG
(C4b2a), WiEAMARS. AP 5 CP I LP AF), AR A5 (pattern recognition molecules,
PRMs), C3 7EARNZE1E [ RIKMRIEA C3 (H,0), X — IR i BRI T1E(tick-over)Bl % . [FRS, AP
WA LLG CP. LP AR P R4 C3b Pk, =2k k241 C3b ££ B 7 A1 D A 74F i T~ s
LI C3 F ALl (C3bBb), FEZLME R (properdin) (RI7IEHI T, C3bBb #— L HiHtMA RS, 2 MAC [2].
=R ILEOE C3 FeAblE J C5 ¥k, mZA&FBUER C5b-9, MHEBMNRBGEREGY), REME
Yi7]. FEIRE, AMERGAETZ MAC R4 a0 C3b, C3a SF8n DU R HEE ., & /EH, @it
I5C S LAk BT R 9 S B I T ATLAA G e Je A 08 T 4B By R 1 H B9 (8]. 3 BRI 7L I8 i Ad F Fe /A i
BRI N SR G 1S P Rl 7 V2R B LS MAC SRR BY S M I 72, Hodr €6 A C7 5418/ A& FHEi8 b
TS REE, 1 C8 1 C9 ZFIIXUZIG N 7 REAIMIEL[9]. MAC 1E 2 AN 78 rh 3 A B PT #E N R A B
WHUTAR[10], BT IR AR YE, MAC P R G I 2 m i b, DR [ e e s A s b, AT
AT 3 2 2H A A DN 31 o

3. EhYIsLie

H ORI 1959 F R ILLSK, /N R 2 5 K (Heymann nephritis, HN)FR I AE 9 IR 1H: 1595 A0 Z) W) S ge AR 1Y,
AR AU, 7 A B 0 A I PRSI B AE e AR LRI 117 ZERE BN HN /N R AL rp, A i 70 v S Pl
st/ NERPRG DU, S5/ SR R EPUR Megalin 2454, ERGIEESY), Ht—PistME RS,
P FAMES T AR O B TR [12]. [FIR, R T PP MAC 78 HN HER, 09035 is F AMA SR = if
KEFBEEEIERS, KIWIFEAEARE, TRV THMERGAE/DN R MN F0EM . MAC #fi A E 7
G SOC B MRIE F, R4 A ERNS MAC $#i2 2SNk B A, SR 58I Rk
Bro IXFRABBRALEIED T 20 BN 4G AN MAC R R [13]. (HA2 5 —J71, KN MAC #45— R 51 Tt
wAr, dEEEEE. IERACHE R KRR AR B R - REMIE RS,
TS M 40 B SR A SR S N A I e B, R BURME B i [14]. 7E 3018 HN KRB b, FMA R Git AT LA
WS o AMASZAR 1 M2 A/%E A y (complement receptor 1-related protein/gene y, Crry) &kt zh 4 kMg
WS SCEE A0 M 1575 . B Schiller 58 KA £ AL HN H, sl i VER BT Crry $id, KRB IE2 H I 1eG
DUAR, (HEAZHIL C3 & MAC HIUTH, HASHILEEK[15]. X —WFFEAE U /) R R A MABGE 75
B Crry I, 0 [R]EE AT DL B A MAEOE 2 8 PRI = AR I B 22 R 3R . CSb-9 HIAE K BB /N ER IR 2 B 1T
BT HEARSAGEERE L, AZRT KRB NER 1gG WA 3 B A, Bk BIE@m
AR, TSR, S Timothy Spicer 250 70 K ITE C6 B R K, HIATE MAC Ui, B E &
FIRFPA[16]0 XA AMERSE, JEHAE MAC FE B 5 1) A AL I B 2 ke 7 HkiaR, S RATTETE
B MAC 5 -GW) 2 AR TR B A M m] B8 2 15 A B 00 11 R0

T2 B 98 /N BRABE AR AE NSRBI 08 R AL BIE 8 b A7 LR BR P . —J7 18T, Megalin /2 HN % 53
MEPUR, FEAENENRIE, 5—T7H, M AEEEEE A2 52K (phospholipase A2 receptor, PLA2R)fE N A
S P fo LK) R AR e TR, ANEME U SRBN I RIA, IX MN I AT AL PR % A AT 9 36 ik
T TR, SZ2a THERBORPIKE, A4 T 78 R 40 b 258 B 41K PLA2R (36 BE R/ R
&R Ak, B mE o R LR E MBS, R PLA2R ERE KA 5l ST A RE, 2R
1B FEDIREETTI, Kbt PLA2R HUikFE#8 2/ NRARN, 251 B v B bR, e JIFL o] e of i A s
P B H A SARAE[17]
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4. ¥MEETE
4.1. MR

i Clq 5 1gM Ml 1gG K456, AMEAZRBLIEEMEETE. Clq UUARIESA PMN HAHE WL, BHZHIA
NFETE SMN WL, WORIEPEE R Wi MR . A A KL Clq FI7E PMN Fi#i[18],
EAMEA TR E KL Clq A7 PMN HTAR[19]. Clq 585 WL B R4 3K BE P U1 (neutral endopeptidase,
NEP)5 |2 H 4 ) LI MN. BEA NEP SR AE (141 NEP 1gG 58 L2 I RIE ) NEP &5 5T i 5
EVSBE NG . AR 1gG B2 FEWUG AR, @A FEWEEI L, Vivarelli M 458 7135 K I
PUNEP IgG1 A& FEOH A ) LI MN AT D1, 1HT NEP 1gG4 {2 S B — ik kB i3, [FIRHd A1
FEHTAE ) LI MN A EE 3] | Clq A MAC JTAR[20].

IgG1 M1 IgG4 /2 MN i WHIPUADTRFIZE, 1gG IANEAEERS Clq 4 &8iEtMA RS, B
K 1gG4 FHEARIEL & BB ETEIMA R GE, (058 XCH T RIE mPu R R A BAMARIE T, 1gG4
SRS A G AT S AME RGN FREAMAE S WIIER(3], FEAH BT MN BRI A B —,
1E 1gG4 JURRRT & I HAth 1gG WA, BAABUERS SR 1gG WAL A RFriME, B nT LA
1gG WASHH T AL, TERMATIRAMNGAE, XA Rk — B w7 .

4.2. BEREE

LP J CP (WL Hr[a] =4 C4d /£ MN HPHME# S, 1ff Clq /£ MN FAPERA S, Bk, #F58 LP £
MN HHRRHLHEE R G EE ., 4K, PLA2R K& 1 Bifi/MUx S EF 7A 38(thrombospondin do-
main-containing 7A, THSD7A)E N & 40 fde 5 TR, 7EEPE B9 I A L o i 5 AR, o
PLA2R HTHHE B MR, B2 AREMIE . PLA2R & THSD7A {E NN EMESUR, £ 5 MN
(AL F 5 LP BERER . ENMEBIE 10 Rifig1E, MBL JURTE PR SR A 5C MN g i
ZLH[10], [EKF MBL 6= (1) MN 85 5 EEfbr At C4d (2 ATTG[21], $#&~1X MBL S LP
PR E M BN TSR B R 7E PLA2R AH2CH) MN oY, LP &G [22]. C4d 1E NEE R IBEH
TEAME R G A Y, AR MN BT EAR E, Sm # PETEERIA 100%,  [FII MAC JTAR 78 B A —
FARPAEEI[10]. 18iF MBL/MASP-C4d-MAC % 2%i@ s, SHNMRE T LP /£ MN KW TTER, H
SR IR LP FIHIUARY BATY AR A A5 3E— B 7T . 1gG4 & MN 1321 1gG T AY[23], [Fi} 1gG4 158 PLA2R
FIRs M pUAR, HAE S /NER S PLA2R SLPiH, TR E] T 80GE LP BIVEH - tR4MF 7T R 1gG4 Bt PLA2R
H S PR T LSS & H 55 B 45 & 5 R (MBL) JF TG S R AMER & 12[24]. George Haddad £ AN K HL, 7
e A 5 R v e FUBE BRI Y 1gG4 7K T T 51, $L PLA2R (1) 1gG4 Bt A LUBE BEAL AR 1) 7 X B 45
HHEREGEER, F 2R ESREAKE, FEMEEE C5b-9 FMASE A4k R i 1 41 56 R MA 2 14
C3aR1 B¢ C5aR1, FEAME RS EIE25].

4.3. EWIRE

AP X B R0 BRI 5T LT C3 B, TERE MR R A /S . 7E Florina Olaru %5 A 1314
BRI T R BA26], it N o3 D B 20 AR A S5 5/ B AR 2R BT A 2K 1gG4 IPiiR £ 51 S AP 1
T, TE/NBRUBAY bR B AU B e AR, TTE B IR B /N BB, B TS 2R 1gG DT
L, HIHFASHBE AR K& C5b-9 BIPTIR, RABREBEX T BN BT g 56 Vs Sos HEAMA
TR TENERFFEH, Ravindran SEHF 78 # 8 i O A SRS 04T, 6 MN AR 3T fMA R
2N, KRILT LP FIER R B T A& ER[3]. BEA N NTE PLA2R MR E i, 1gG4 ¥
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THEERIBE, {2 Bally % A K 77 MBL ﬁ)&ﬁaﬁ’] MN 55%5’]"XHF(£1"‘1‘T$EP HHER AL B K1 &5 ff
M MAC, VLK Clq, C4d FlIgGl IR 55 J8at gt — 2 (Rxd 77 4 J5 P s 1 o i 3 it A7 183 %
W, #hE T 4 1 MBL2 }ﬂzﬂ?ﬁﬂﬁﬁgiﬂ'ﬁﬂgﬁﬁlﬂﬁ MBL 6= AHR R, H A TR MR
NG ERKIPEEME21]. B, FMERG AT Lol 55 842 £ MBL Sk Z B E A NS, 255
JEE A 4
5. #MAIRTS
7H‘1Z|§E’J?i%l‘?ﬁfEﬁﬁifE‘%ﬁT%ﬁi‘m%ﬂ, PLBT 1B B S, X — ik B2 BMA TR T

FRH . B— 2B FHA R 7, a0 H 7 rrBEEr AP, MBL AHGE [ 44 (MBL-associated protein 44,
MAp44)TI3Hl$ﬁ LP, C1 #fil[A-F%MA 2 32444011177 (Complement C2 receptor inhibitor trispanning, CRIT)HI

C4 & EHTRHI CP [27]. 'B/NER L AT RIE— R YIRS & R AME AT & H , WHMEZ AR 1 (complement
receptor 1, CR1). =22 ini# K] T-(decay-accelerating factor, DAF). i 4# Bl X T & H (membrane cofactor protein,
MCP)}% CD59. C1 #il[KlF Rl 7E CP #1 LP BUEBEL, #0i] Clr, Cls & MASP #&1%([28]. C3/C5 #ALFF
TR AME RGEIAZ DI R =SB RSB B, 2 2 PR 5 B A . FRATTRE XS A MA T T
PR B 05 ()4 3R AT 1 3

5.1. CRIT

CRIT JEI S5 & NAMEEH C2 I FHBrAMARGE f4 @12, IR S 2 AMA T, CRIT &
FANAE 240 b aRik, 2B /NEE A NERBH M AR AOFFURIL, RS i 2 40
THALEEE] CRIT FY¥)— H 8 LR, 0T 7R HAd B0 s R L R 7 226291 MN P2 41 CRIT
ML L, X5 EAIAMASZAR | I ERIBERIIRZE, WA AT AR E A MN AFMAE 1L
SEARRER, HUAK B BRI,

5.2. DAF

DAF BN —FhfE AL 1, B s 4 i 3 T 20 2% 1) & S AR A RIS 452 C3 F CS FALRR 3R, AT 417
HAMATE C3 Al C5 7KF LivGfl, Sl eMATEAN R T A Y 3, IR ORI Al A S 52 A MA I IR
IEH UL, DAF fFETRZHAN 4+, ME MN E&d, H EE40H DAF mRNA Fik i, ik
—BERE X C3 mRNA TR, RS /N KRG C3 mRNA/DAF mRNA AR 5B /NG FE A K
[30].

5.3. CRI

CRIEN—FRE E, fELLA0M . SAZAHH . B bR A0 S0 43 T bk 40 M 55 2 P i 2R 40 i A7 17E
EEMEALH, CRIFFRMERE T R40F . MENRMATRT & A, CRI ATLLY C3b. C4b %5 2 FikMA R/
ghity. CRIMEAN—MERE A, FAS 1IN P24 C3b A1 C4b [EFE, (8 C3b 2 A AL TG A
17 iC3b K iC3dg B, FHEI T C3 F1 C5 /KF LGS . BRI, 75 ELHE M 50 1) 2 P /N Bk g
H1, CRI 7E 24 RIEKT R E K, SEME RS BEEL[31],

5.4.H BF

H K=& — M 20 AN X 3L R0 I 22 08 2 [, Al i C3bBb HE AL 52 AR DL B RF 1 {1k
C3b # iC3b HIE HKARIIERING] AP FIWE, & AP BFEZHAAEF. Claudia Seikrit ZEWF 7 #& &P
MN HE SRR H K7 H S, HammeMa H K750, 7 he S ECE BRI E#IE32].
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5.5. CD59

CD59 & — PG 43— 5 A b s I 1B JUL I 4 22 4111 77 (glycosylphosphatidylinositol-anchored inhibitor),
B AFTE TP R AR 1 DL B /N BR A Sze o /NS 1Y) B R 4 T D59 JlId BH 1L C5b-8 i AL C9 7E4H i i
PR A RAMBAMA B R, PTHPHI4EIRIE | C5b-9 TR k. it e 2R, T B B BNk
CD59 [IFIA PR,  [FEEE E0 fB 5 JR I CDS9 & & 5 ¥ 4R AMAE &4 SC5b-9 (1) R HE AR
K[33]. FEMEMEE Wi, 4B CDS9 i F B Thae TR, S BCMETE 3h 1) 55 B0 -

6. MNEERE

g5 ERTR, SRS EMIMIEAME, BEMIE L MAC 238 MN RRHLH] O . =S AMAROE
AL E MN LR, HEAABEATE, AP LPEE EEZAE, @40 8 f A B & SO K 1 i
FUAERE o RIS AMACU 58 1 4E MIN B AT 35 57 W R, B X A A S 1572 MIN AR HL R (8 7T,
FIRERT LUK MN YR YT R 4037 00 B S B8 5, R RS HEVR YT B0 H .
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