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18 RIEBE

T RVEIRAYE R

AW AT B

FU&HIC
BAEMCHIEBREDO N7 v 7, AL 7R E DX
ST L & SOEPUAR R TR ISR - 72 1gG D PERLIR DL
EHIUT, FHEBEE2ZW L Tw3, o hREEOS

stz —RIEBIERE & L, Af8d 2562
KIEBVEEAE & WA TV %

2L, BUEREoGEZ R 2/ 7a—F LV EGuE s
T 7' ¥ VYA E (monoclonal immunoglobulin deposition dis-
ease : MIDD) "? i s TH D, BERE & W T 255
120, HOGHUARECTEEHZ T Tl R, BHOMWE b 7
L MIDD %9 2 08035 5,

B, —RMEBEPEEHE DJRE DS S T E T 528,

TRMEDFIEREFE SR & [H—TH B 2B L TIZAH
BRb %0,

ARG, —RMEFEMEBEOMRE 2 B L, )M
PERHE DRI OWTE LD 5,

R4 B EE D EZ KT & monoclonal immunoglobulin
deposition disease (MIDD) DBx4+

R v 7)) v EREE % dysproteinemia & WEA TV 5

B3, HlE, SAREIRICUE L Tw s ra 7Y oSk
DOLEDH B T EDHIAL 72, FFIZE/ 78 —F )L 1gG
DA LAY v X7 LW H BBt %, proliferative
glomerulonephritis with monoclonal IgG deposits (PGNMID)
EHRLTW2Y, Lol IgG IZl ST, IgA, IgM T b ki
PEIRZS, MPGN HlRZ8 70 & DARIRUTHAEDEL 2 2 L03d
D, 25 % light and heavy chain deposition disease
(LHCDD) £ i L Tw2 %Y,

Secondary membranous nephropathy

BRIERRAENG - ) 7 = FBEIEAR

5 Ik i

I 51T, FEPEEE & [H U WAL %2 7~ 7 monoclonal
immunoglobulin deposition disease (MIDD) with membranous
features (IgG1-k, IgG3-k, IgAl-A)"E STV
b LHOEHUARE CIREEZ BT L 20 ul, Zh o 3FERE
JEEFLR TSN TL £ 9 AlREEDS H 5,

MIDD with membranous features D ¥&2E#HEE L 0.1 %FEEE
EEDOTE VDY, T35 dysproteinemia 12 & % b D 2R
HLTHOTIRUERIEL M TE 52 LItk b,

—REEMEBE S ZREEEEEOER

—RUEDEE, AT X7 LBIHIXIFEAE R, D
LdH B WIFFHITEHRE S R\ 2 L% v, —Ji, ZXWET
1, REED A YV X MM & 1 ) YA i L, SR
RSS2 5 57,

HOGCYUAE T, —RIMET 1gG4 D3 TH 208, K
Tl 1gGl, 1gG2 23 1gG4 L% H 2 Wik 2Dl i %
ZEMLHNO,

BEEREIT B T 2 WA A X, —XRIETIRIE
& A ED EFE T VLA (subepithelial deposit) & 58 5 B N &
(intramembranous deposit) T®H % DIZH L, “RETIHZLIX
LI XY X7 L7 (mesangial deposit) N & Tk
(subendothelial deposit) Z > T 27 (K 1),

IgG BRIKAEERZERBT DA HN=ZX LA

SRBRIAFERIBIC X, YA AN T EF =N 723D
D, TILT Iy (TR 6 JT) M EOKRE BRI R BRI
EEZE#E LIS WEINT WS, ZOEIZ-> T IgG
MO EREANCEE L Twa 2 EIBLT, w o
DEZTTNH 5,

1. IgG DY TV

& 1gG ¥ 77 7 A%, IgGl 900 mg/dL, IgG2 300 mg/
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K1 —REBREBEE REBEEBEOER

— R —RE

JHERTR XYY £ LEIER L EZILAGYFTLIBIES D

DEMRGL DENERELSH D

AEIEE{L S L %A MR E=> B EEEE
HIATUARE | 19G4 BAL 9G4 LAt

IgG1, 1gG2 hV&f5 1t

EBIEFTR Subepithelial deposit HYELE, Mesangial deposit

Intramembranous deposit H 7E7E subendothelial deposit © 777E

dL, IgG3 150 mg/dL, IgG4 50 mg/dL T& % %3, IfHiE/E
D3 HAR 1gG4 D3 TANEIBENEEHE O SR BR A FE B 1 B2 1]
ICHERZICIEE LT\ b, 2D Z LI, 1gG4 HEMEBHE D F
FEMIRIC R E IS LTW R 2 E 2RI LT\ 5089,

—77, B 72 FIn T AL LT Ty T I
12 & 2 ZREFEERGE T, 1gGl, 1gG2 3 1gG4 LM% H
2\ 32 DL ISR RERAFFLRBUC IS L T, X
51T, FVERE B o " R PERBEEE C b AR O T LA
LT3, Thbb, IgGl, 1gG2 23 1gG4 LILEL Tw
0%, TRVERERSE O FTREMEDSE K 2 5 (B), 2D
JEIEIZ 70 %, FREEIE 80 % L WE XN TW B!,

TFE 16 T D 1gG DRI 2 @i 4 5 2 =X
LELT, BT D SS AN 1gG4 35T
HICK->70, H20IEFRCIUT K> TIENS A X
DEL72D T2 2 b EINT VS, REBREDHEA
i¥, IgG4 BB 2 L TH B 2 EBEHIN TV,

2. Neonatal Fc receptor : FcRn

IgG 23aME % 388§ % BRI2 13, neonatal Fc receptor (FcRn)
DME] S T % FeRn (3 R UM IS o #ie, -,
SRERUSN BRI, SR B, PRI E B brush
border IZHFBLL TWw 3,

SER(R RO FeRn 1, FEEEZE® L 27V 7 2
v b 1gG DA TOMBIZESG LT \wd, —F, R
B FeRn 1, SAEREZEB L7271V 7 3 v L 1gG
DFWINZE > T2, BEYEEHE & oIz 2w TR
KR TAHTH %,

HRERAEEEZBEBL 1gG N ERERAIIC
MEITDIAHN=ZX L

1. in situ immune complex formation

IgG & PURDHEO U 7 EER LB IRIE, 29K 1gG DY

[ [
3
2
1 -
0-5 | @ &
0
M I M | M | M |
IgG1 1gG2 1gG3 1gG4

M: EM%EE, | —REEMBE, * : p<0.05
IgG subclasses in malignancy-associated MN

(k11 &K D 3IF)

FEHIDRERDLDOTHL I EPHEINE, ZDLH %R
BRI TR 2 30 U € NS 35 2 L lEHE R
v, 22T, YU L PURHIE I BRI 2 L, BLR
[ b Bz D e COEE AR Z TEL S 2 X 71 = X L D3R
X 17z (in situ immune complex formation)'?,

Pl & UTid, Mmoo RIRE & SOG L 29 W Blkf
EYHETH DI EHHMEEINT VD, —JT, ARBRK LK
a3 2 EBROBEME L THH T o N TE
726

2. MR

1) a-enolase

1999 1S Wakui & '91%, BV ECAE o) £ I v 02
BHE O BE BN & ST % 1gG ik 2t L, *hisd
24 E L Ta-enolase TH5H I &xAML %, o-eno-
lase 1%, %< DEYICILBT 280 REFEO—-D>THD,
MG LA D % e i1 Z %715 L T\ %, heat shock protein
family D—2>TH b, IMEMHE, RIS L Tw3, $7,
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WAV O MIRERE L (S A7E L plasmin (ogen) binding protein
THbHy, MREE SBIHL T35,

—RPERPEEAE T, Pl a—enolase Fifk 25 70 % ThH:
TH Y, “RIEBRIEBIETHH 60 % ThtEIc % 2, BEEE
RE DI 208 O il (A 48, BB R 28 ulcera-
tive colitis, 2 @ — ¥J% Crohn’s disease, J&F&M:MLIEIHE
4% primary sclerosing cholangitis, Mifi itl & 1% pulmonary
alveolar proteinosis'”) BZF THHILE LTV 5,

BOETIE, ¥ MY B L 7 enolase FITICATT 2 H L
FUADBIET Y 7~ FEHE TEBEEICHBIT 2 2 E05, il
BADBEDRRINT B WY,

JRAERAE T L, SRBRIFICIE T 5 1gG oY 77 7 R
IgG4 D’TARTH 253, M FE L TV 54T a-enolase T
DY 77 7 213 1gGl & 1gG3 BERTH D, ZDEVE
WEHTE TR,

2) Neutral endopeptidase

Neutral endopeptidase (NEP) (neprilysin, enkephalinase,
CD10, EC 3.4.24.11) 1%, 90~110kDa D iK% metal-
lopeptidase T d 1), common acute lymphoblastic leukemia
antigen &£ L CHEIN TV,

MakHAk, ZRZAMBR, U v oRBRICEEAEL, B, HEE,
Wi AR D FI T 2 2 EBbhroTw5, ZOREE
O E 1, HE<7F FoRBIEEL, MgkEmcos
T NVDBRRIBE L Tw 5,

BT, IR @ brush border, AER{MA Rz Hffe, 1
P FEBIL TV %, Debiec 512X % &, NEP %
RAA L 72 BEBIDS NEP Ot TH 2 2 gz L, el bk
D NEP MU & U TRtk S tWiik st S 5, I
B S % 7 0 —ChEfIE 2 FHE L, 48 4 B TORER
Tl%, NEP & ¥l NEP Fiff (1gG4 ) 25K ERARIL ISR I YL
LT3 AT i3G5 i, BPERE DS & LT NEP DS
ZREHL Tw 5, S SICHIER 11 4 H TH NEP HiffH3&
T95EEHITEARMEA LTS,

C DI, SR 2o U HUA SIS 23N BHIE D F8IE 12
RELBRHZEETWEI 2R LTS, L2L, #iE
WD 3 7 0 — LR D IR 7% 2 WRENE X & 2 25, A
TOREEBRED KK & L TldE 2T, A DR
REDE TV EIEEVEE,

3) Me-type phospholipase Az receptor

2009 4EIZ Beck 5201%, —RPEBPERHE (2% BRAL)
D HEH D 70 %I M-type phospholipase Az receptor
(PLA2R) 129 % 1gG4 FUADTEAET 2 2 L 2 ME L 72,
PLA2R 1%, cysteine-rich domain (CysR), fibronectin type Il

domain(FN1I), 8 2@ C-type lectin-like domains (CTLDs),
transmembrane domain (TM), short intracellular C terminal
tail 225K %5y ¥ &t 185kDa DFEEATH D, i DRER
A b Bz B ZR T WS f74E L C\> % the mannose receptor fam-
ily ICBLTWw3,

22 EHL PLA2R HUEDAEL 2 DD TIREH S T
WR\, F 7z, —RUEREEEE B DFY 70 % T L 2 Fatkic
Bo i VEISAYTH 5,

4) Aldose reductase & Mn-SOD2

2010 4E 12 Prunotto 5273, aldose reductase (AR) & Mn-
SOD2(SOD2) A3 RPEMRIERHEDHiI & 7 5 & & 28k L
72,

JH AR & SOD2 (ZIRMEICFEBI L TV %03, SRERIEH
WIEFEL T\, 5002 7 FHhid - FBRITRER
& Rl C ML Xz AR & SOD2 12K L T IgG4
PUADFERIE T RIZBIG 2 2§ 2 LAVR S iz,

7272, ED XD RIRUWHRERIE BRI T AR ®
SOD2 2T B # 5| i Tk AWTh 5, £,
RYEBNEEIETIE AR % SOD2 OFEBUF T METH %,

5) BEMBEOHRICOVWTOXRES

CNE TS SN BEBREDO TS ICBIT 2 77— % 2 &
L5 ER2ITK4 S, PLAR, AR, SOD2 V¢t —X
HEREEBETCORERPMPF I N TV 5, —7F, o-enolase
VE R ERRE T H Y 60 % Thatk I % 2, Fri, MO
Ml e L, 79 A3 ) =7 Uiat 74 7u%
7FUREAERZALTED, BRICEE, BRATLERICE
PR T > TWwb, ¥72, a-enolase & c-mic AR
HOBIEFIEF-—-BET2 56 TETED, EHEE»S D
FELESND 2 EDbDoTwE, s DHRBUCK->TH
BERPIGESISN S 2L PRINTV S, 1| DOHifkz A
T2 EEPMOYIUEZH T 201200 TUE, RHZ R
INTw3,

“REREBEZREI UPTWERR

1. BCREEKE (autoimmune disease related MN)

HMELY 7= F—F A(SLE) Tl&, Fric VIRLE LTH
BINT0 5, BAMERGHE (MCTD), Sjogren hiEfEHRE
THAEDFT 22 L35 %, Bt Y 7~ F (RA) BT H M
BREDSEC D 9 %28, BT 2 L91c72 73, D-R=
> 73y, e EORERBMICL>THEL 5,

2. EMEFMIEBAERBIE (chronic GVHD related MN)

TSI AL BOE X, 120 HUANIC 2B A2 Ick



700 TR MR
= 2 BEMEBEOHEDEME
a-enolase Neutrgl PLA2R Aldose reductase SOD2
endopeptidase
HRE 1999 2002 2009 2010 2010
NFE 52 kDa 90~110 kDa 185 kDa 36, 48 kDa 95 kDa
HKIRERAL | ME, R TN | JRME brush bor- | EE DO RIKA LK | B, RERMEEIC | BF, RERMEE
TICFHFE der, SRIKA_EREM | MREREICER FIHo IR, R FB
fa, MEE il MN UADOBXE | EEELRWV,
ICETE FEORREICHT | MEEREICIEA
MCHFEET %, <EThavRrRUT
KB, BE Y2 | RICEE,
T ViR, BREE % | H,0,lc K % oxida-
L C/RIMERICHTEF | tion THRIERKER
£ HHREIC FIR,
ZL ONTFYT
ICBFE
HeRe ENRER, 72X | BINMKENE Phospholipase Az | 7ILTER, ¥ hB | A —/X\—AF IR
I /=T UHEEM, | metallopeptidase EHEE ZZIA=VICE | 7 ZA > (-0,7)
J47ARVFYV #a R &BBEK
Lat, BkEERET FNARET B
BRIFEIR {tETEBRTH S
42071z y
N TR
EMEEE | —KRIE70% BLFEEOEN | —REDH 70 % —RMED I —RIMED I
TR 60 % 5DHFER
TRRME | BEE BUES, | R N N N
HBEEICLOM
[RI27R
DAL, 180 HEBRIC % 7 v — VIERREC B IER A 2% M, BZ6 < COX-2 HEHRZELTRTD NSAIDs TF
HIET 285605 %, ST 2 AHEMED D 2 & b 532 BUERT L LT,

g IE IR D 5 SEAAFRD 50 R E T EFAL

TETEY, EmPROERIHFCIEMEERE O BHIK

SReh,
5N%,

FILAT LT E FADBIEEESY T OHE H &

DML T2, %70 —WiEERZ2 29 2 BE0EIZ
JEPERETH D, RIBEEATEA FEROMRIC X > Tl
Wtz EDBASNTRE?,

3. ZEH (drug related MN)

HIR OB ) 7= F Il nsg 727 2 v, D-R=¥
7 3y, AL, INF-aflER (= 2Lk 7k,
AV 7VX= 7, T7FVLRT)THIIET 5 2 LS|
xNnTns3 23,24)O

¥ 72, 74 78 Y ¥ (2-mercaptopropionylglycine, Thiola)
FT A F VRSEDOIRBEEETH 08, HEENICR=> 7 IV
EHULTEY, BEERELZFIET 5 2 L3 52, &
HEDH 7+ 7V VT b BRIEERE DM 23H 227,

NSAIDs & LTC¥7u7 27 n4iHEIhTnd

. RXZE (infection related MN)

Bmﬁk74WXGBW , NEHZWIEF Y 7T
@H%Ii%"f“@%é{“ﬁx%w”k HBs HiF O HEEM B 2013
HBe JiJE & $i HBe Hifk D S G0 BEMD 2335 S LT v
%, BEIHCIZ, virus-like particle 23 FEEHENICA 72 D, X
B2 X7 LAFEIE T electron dense deposit 234 54172 ) F
%, MIHENCIE S 7 Y A7 S F—RIRIEHE RO LPPE
723, seroconversion |2 & T F 7 0 —RIEMGHEDSER T 2
ZrbbHnW,

C IR A NAHCV)TIE, 7 VA7 a7 R

PESATEE R BRI R DBEE DS 23, Z2 U IAHIT, TgA
BOE, & ZICBEMEBSESLEL 2%, 7 HCOV BB’

RS & Hx, HCV Btk o BRI [ IR EHE O H 423



AWATE filh1 4 701

HOET2WE"LH 2,

MBS E & L T UL, Actinomyces™,
pylori®®, WO EbHMEN TS, £, =57,
74797, FIMEEEOWRED H 5,

E %55 (malignancy related MN)

%ﬁmrk%ﬁéh_M%®5~n%@%’@ﬁuk)

TS S APET 2 2 EBHIS T W» 314 F [
Hé%:é(ﬂm, Bk, #LE R &) ThBH, FlEY T b4
U2, it,mmmﬁﬁrwfﬁrﬁa bbb, R,
SERIENIZ S A% L LBR DRI D35 \ 35565 |3 R 5 B S
WERHED WRENED D 2, £ 72, H%‘l‘iﬁ%ﬁ@%” BEAEDL
WIS HSBAEL T 2 2 & b & D IERPBETH 2%,

Helicobacter

XEH  TRERMES

1) JEHERTR T, FEEBOZLE &b X X7 L

D7 7O—F

b, rEEAL, STERPERE(L, SREREZZAIMERRIED S 2 5
i, ZREDOFREPEDSE >,

2) HOGHUARECHEE E IR 8, A B2 G L,
monoclonal immunoglobulin deposition disease with membra-
nous features % R 3 2 NEEDIH 5,

3) 1gG ¥ 77 7 ADMET  1gG4 Hiltdh 2\ 1d, TG4

B DA T HIUT—KIEDFTREVED RV, 1eG1, 1gG2 23
EAL DA DB 1d “RIED ATREME AR

4) 7B WA T B T mesangial deposit % subendothelial
deposit 23H 25401, RO ATREMEDSE >,

):kﬁ@?%ﬁ@mm A, B, Y
hE, BUEESEEZF v 7§ 5, BAEERTTEIEL Tk
WHATY, BUFRICHRIET 22 L b H 2D THREL TH
%Y 5,
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