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PR RETE R ERAE R (MPGN) I 3RBZHEEBBETH ), RIRBRFEEORE - —
Bite, SEROMIEGEMARE, B L ORFREEMELEZFHE T2, BFHMBEMR
TOBRBETEEILEY (EDD) OUERVOENDS, TH (NET), TR (FEBH
#E), D& (WETELEET) X498 3hs. FEEICHL T, RESESLASEHRE
AT, A7 04 FRERLRIENHE, RMECHRA»TbISIED, 7Y X<
TOERAIALERE SN TS,

FUBIC

BRI R ERIKE 28 (MPGN) (& West & 28Rt #l Rt 8 4
ELTHELALILIZHTIZIMBENLEERSTH Y, FLAL
TRTORKREKIZ, RERERFREOME - —HEILE, SEROMME
MIRENR OIS, RBEHIALERETEIH L, BEROH 6% %
HODLEbN TV, 555%H MPGN 12 8 ~ 30 &R DEERICITIT
o, ZRUBICRETLLDRIILALVHEERTH L. HFEM
MPGN OEBEHRE L LT, 25T 7~ =7 X, CRFLY1
NWARLBRIFRY A VAL EOBERERE MM nEEE,
BHEY N7 MUFE, MAEREELRENETONDY.

RIEZNSE
4
MPGN WEFHMEFTECOBEFEEILEY (EDD) DL
B RIRIEE R L& VA5, 18 (NET EDD it®, BLUESICL Y bFHho
gg ﬁzig ERF EDD i %4D), IH (0% AMARALEESERE EDD
Ibl‘jx?'j %), IR (WETL, EUEEICHYT 2 EET EDD it#) o

gEIh, TRIIROEMEEZZ S5 TwS. MPGNI A &
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dense deposit disease & dFIIh, FIMEOEEMSL L TELEHZ2HD
HEYTHY, WHOSHTH I, MBI AREERO VT ALK
HEERIZTEINTWEOIZH L, THEIZ EDD »REREEZ & D
BB LRRICER SN ) 52 LR, partial lipodystrophy D& HF
bHbHT L E,IL, KBHERIITEIATVS

BEETFH

KEDEFEPE MPGN (2, 8~ 16 ROBIIRET 2L EbhTH
DY, WEIIRV. FRERLTHELRL, BRICETL, RO
B 50 ~ 60 % (2 10 ~ 15 ETHRYBARLICED, 25~ 40 % 1B
BEAMERE SN, 10% RMCTHAEM TS, A70— VGl B
BT, SE, WEEART R TOFARDOEFE, VT AMREKEHKRE
ﬁ%,RM@%E%%&&@@Ei%?&%ﬂ@%%@%é%

37, BBHEEOBRNSRICRONDL I L VBMNTHY, BR
2 CENLFERIICELZHELINA TV 20,

 REFR

FEBEMET R TIE, O F AMOIREFBEILE & BBk, i IRORHE,
A Xy Al ORE, EKEOMEMEZRD, MIBHEIEEDORE
T, RRKEOGENELET L. REEOEEIINET O deposit &
NETADAGF U FYABMAILLEbDOTHY, PAM $ETIE,
double contour & L TEEREMAZEICRZ 5. 10 ~20% OB TIZH
BEEEIDDODLDY, ZHAOELERBRICEEICETT S,
ﬁ%ﬁ%&?@,W&T®%&@é%®dwmnﬁﬂmbfc3ﬁ
REFBEIZIH o T fringe RIS BB INLDPBEHBTHY, AY
YEYLAEBICH C3OREPRONDEI LD H B, £DIED, Clg,
C4, IgG, IgM, iﬂ’@A&E@%%ﬁﬁb%hé’&%%ﬁ’
INOREEEHROBEETIIZHTH Y, FREME, HEEEZE
FHRBOSHELZRBLL T 5

%?ﬁﬁﬁ%ﬁfﬁ,%ﬁ%% L NEMOBAND X3 X
Ll o BER R A (mesangial interposition) 3 & 'K T #HIB D
EDD & L TRED LN L RIEHEGERDILAEHDMPCN I RDORHTH 5.
F72, EHICEoTEDLTHLOLET EDD b2 2L b H 5.
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INHRE T deposit EMALZZAY Yy LD, PIREAIR
WE o THACEERBERGSPER I NT, KEBEMERRIIBNT
double contour & LTEBIEBEN 5%, Zh b deposit ALEETBLL
FREBNICOHEEL, BEEFECEMLAMREET22805H ),
IhxIHE MPGN L #5795,

I8, M#LH MPGN IFBA 2RER R, MEHEMOKT
THb. CIHEOETIIMPGN I B D 60 ~ 70 %, MPGN & D 40 ~
50% ICRRDHDHLNBEEEDLNTEDY, ZOIRLALYEIFHEETHS.
C3 DT X, MARBIBROGERLE, C3ERIETOmMA2EE
EEzHbNRTwA, 5N MPGN I #Tid, Clg, C4DfEIXEHEZ
EFHANTH S I eHE L, MFRETREROBESGIPVWEEZ
BRTWVBD, ZUArur) VfERE, mEHICIDFIEEIH
7= MPGN T, C4EORTAERONBZEdH B, T2, TRDO—
ITiE, C3 BHEEE (C3bBb) (Ixd 5 1gG HEHHATH S C3FH
%HAT (C3NeF) 25C3 DETA5|IERLTWALEbhTWVA.

7, REARZHBO,»LOHETIE, MEFPOREEEEI K
FRARIZib# LA U5 immune -complex - mediated MPGN &, #ifk
REIBEBOREIZEI D EL S complement-mediated MPGN & 124
¥ 51 5?. immune-complex - mediated MPGN T3, BE¥HE, H
CRERSE, Bro— W sa7)) JiE, BES 37 E%
EASEBERB LY, MAICH L - RERERIERREBETCH
AR MR A EHILd 5%, —7F, complement-mediated MPGN
D—HEE LT, C3REABFRLEVHIKREMEMARBIN TS,
C3 ARERIEE 12 MPGN t RO NRFEMBEFHRZET 558, KK
RAY FY LHBB L OCREEED C3OREFELFFHMEL, ClPR
T T7) OREEEDL L VETIE, dense deposit disease & 3
LTW5b., ZO7%, C3 ARIKEBF LKL dense deposit disease % &%
T C3 glomerulopathy, 3 7%&bH C3 RERMEKEAE L #LFRL, MPGN I
BBEIUPMPGNIE L IXHLTwDE., LA L, CIREIRATXRIIE
FHBEAMRICTHET., BEREANB IO XY 7 A58 EDD
% #8% 5 B T dense deposit disease £ 7% 5 (1), C3 HERMAE
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B R R B AR A (MPGN) O#HSEE IR L 0 5IHNE)

ChETORE MPGN I # MPGN I & MPGN I B¢
I Dense deposit disease l

S SAMSHF R AL EY LR EIC &Y BHL ALK LW
A LEY LRIA MREEN B A H Y LRIA
RERGRIEI St SER RN Bt
| BAERER L
BT BERBH R KET RIS RET, LET
(E@EB%%*%:EDD@EE>/A\\ //A\\
HICTRWIBAR R C3 L VUIgG C3D# C3D#H C3M& C3IHIUIgG
(IgM ® C1 % (lgM ® C1 %
I EHY) >z EHh)
[C3 #325% % | | Dense deposit disease | | C3 #ErEH # |
#0088

| C3 glomerulopathy |

RICBWTHAEARBEBEESRFICEEILINIERE L TR,
C3NeF X 58K 7% b D&, complement factor H, factor I,
complement factor H-related protein 5 DB EFREIZL S H DA
Wi s Twapom,

. B - RE

MPGN OBERZIIMORIRAEF R E BT LWV E 70, B
IREGFT R 72 CTIEZINIEE L, BRMLHEEZEIERKFZIIC
Fhohsd, EEREOHEMBENMEKR, EHRR X 70— LERE,
ey A EHRMAE > C3NeF OFER LIE, FiELH EHLE ST
RTH5.

T/, BIBRABICBYT, BERICEDEOLNS MPGN HEIX
BREEOL DXL VD, LTHEREE MPGN OFER &Y 5 25%KE
DEEZREFT L2 IThER 6%,
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MPGN # 23 2 BB RBESHEE LB AITE, HFEME MPGN & L
TERBOEEZITH . FENE MPGN OB#FE AL LT3, BEE
@ (CKD) o—#pzEEhEtE LTV =y - T IVF Ty
VERHEEAPLE LBERESLEBREIOMAT, A704 MR
ERRERNIEE, MILVMREOHFHITLA TV EA, BAZH&RE
Lz taar sy 23w, L LEROER T, AROTAF
AL VTRENTVWELEY, AFVTLFZVT IV AHENVIET
Li=vor&Olmg/ kgKE/BPBHREH L LTHREINTS
D, MATTAEY Y, VEYFE—), 3372/ —VBEET LT
W, Y7UFRAT7IFRREVRERALOND I EDDH DY,

—7%, 201212 E S 7z Kidney Disease : Improving Global
Outcomes (KDIGO) Ti#ME s h7:85%M MPGN 0iE#EIgSt T,
;70— BEBEHELEEHL, POBEBEOHMENL R ONDEFICH L,
BOVZBAR) yHANMNEIT T/ —VBETFVE, BHE
DATUAL Pz 67 AUNOBHBETHEATSZ L 2HERL TS,

¥ 72, 2012 SEIZHEFIEYIMY o MPGN I &, dense deposit disease
i, #itk C5 it 2 E/ s u—F ks ) A TR HWE
BB RNTEHE SN0, =7 1) X< 7 C5 DIEHAL % #iH]
T5H5ILT, HABERORKERLZIH TS, LrL, Z0%ICHE
EN7z 3610 dense deposit disease, B L U3 BN C3 HREKMALE LI
BB ) AT OBHABRETIE, LT LIEIY - HERENRIIE
LNTELTY, WEMEOFEOHEIZE, SHOFERFIOERD
VLETHA.
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