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Clinical significance of the terminal complement complex in children with type I

membranoproliferative glomerulonephritis

Yasuaki KOBAYASHI*!, Osamu HASEGAWA*2 and Masataka HONDA *3

*1Division of Pediatrics, Ohtawara Red Cross Hospital, Tochigi, **Department of Nephrology,

Nishikubo Hospital, *3*Tokyo Metropolitan Hachioji Children’s Hospital, Tokyo, Japan

We measured the concentrations of terminal complement complex (TCC) in plasma (n=25) and urine
(n=13) using an enzyme-linked immunosorbent assay in pediatric patients with type I membrano-
proliferative glomerulonephritis(MPGN). Frozen tissue from 18 renal biopsies was evaluated for the
presence of TCC by direct immunoperoxidase staining. In the acute phase of the disease, TCC concentra-
tions in plasma were elevated above 0.5 AU/m/ in 14 of 25 patients(High TCC group), while the
remaining 11 patients showed less than 0.5 AU/m/ (Low TCC group). In the High TCC group, TCC was
deposited more diffusely and intensely in the glomerulus, compared to that in the Low TCC group (p=
0.034) . Furthermore, urinary TCC concentrations in the High TCC group were higher than those in the
Low TCC group(p=0.0001). The High TCC group showed not only a poorer response to steroid
treatment, but also a poorer prognosis than the Low TCC group.

These results suggest that, in pediatric patients with type I MPGN, TCC in circulation may play a
certain role in TCC formation in the glomerulus and in urine. The TCC concentration in plasma could
be used as a marker of responsiveness to steroid treatment and long-term prognosis.
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Fig. 1.
a : Light microscopy of type | MPGN showing mesangial enlargement and thickening of capillary walls
(PAS, %x400)
b : Immunofluorescence microscopy. Granular deposition of complement C3 in the glomerulus (fringe
pattern) (X 400)

complement complex : TCC) DAJEREBADEHISI12 DWW T
FIAMET R WESF PR E W, ZZThhbihid, KNEICE
% TCC OIREBINEZR 2 F 2 /e i, /NEFAFHIED type
I MPGN HERIIZDOWT Z OB 2 MET L, AHE DK
Rz T TCC OBEENZ DV THREEIT5 2,

MR EFHE I

1. XRESH

XEE, /NRIAFERE D type I MPGN 25 i (55 14 4,
211 B, FEEFR 6 11 A A~145% 8 » H, ¥ 105%
IAAE2mKAHA)TH S, FIFERIIMIRS L OEH
ROBI, *7u—CREgERE 160 TH 2, T XTORERN
B TBERTUHE LARBEO N AMRE, 29> F
LHIFEORETES X O A Y > Xy ARE OB A SN, %
o, HOEHUARE T C3 ORRERDIRILE MREFEE ISR > T
B FD S type | MPGN L 207 L 72 (Fig. 1), FEAERF
D I3 C3 ik & FHEME T ho7z (F¥+SD=157+13.4
mg/d/),

I 25BNz DOWT, HwHIHOMH TCC DRIE %
WBO2-ADFFECTEVIToNe 2D B I8HI(H I H,
2Z 9 B Iz D TIFBE MM LD TCC i 2%k o 2-B 0
FHETHRI Uiz, 21 I3FIETH, Z6f)iconT
IR TCC OFEE % 2-A OFEIC LV To7z, e L
T, ARRIARIMLE % £ 72 W/N R SERE IR (7 7% 10 4 A
~135% 4 7 A) OIf#E (n=8), RM=5HE%Hn7,
7o BAHAR OB HREE & LU ¢, ARRHARIE 2 72 < B - C3
WA ZRD W T/NREI O E vz,

SERTER £ o 72 25 BliE, B4R T type T MPGN

LHEEZWE, AFNAELLTAF LIV =Y a 30
mg/kg/H % 3 HE#EDE 7V F =Y o> (PSL) | mg/kg
ZREHRZOEREG T2 E£HAW . EERNC A 7 0 — CIiEE
HERLUERCIIEARDY 1 g/m?*/HA TR L7z
O, IMRE & CEAREZE LIER TR RS ER L%
W UIEEME T () M ICBEDS A 5Nz b O % AFRFEK
Il E Utzco RIGEITIZZ D% PSL % 2 7 BEICER L
ik e U7, —7, 2EMORAFRAEIC L D EFENE S
o e A, PSL % 0.5mg/kg & % i 10 mg/kg
FRHES F THEL T eiRiRe L, R 1202HA
Wiz, BERIIZR FRIC D W C IR IRARBIER S TR R R
DIHER A S NI, BRECRERIASNRNH D
DIMRLEFRPERAE L T 2 BERAT R, B E
b UBHTHAIR DL E & 72 - 1B B AL 0 7z,

2. AIEIEB CAIEFHE

A, 7z s icRF TCC BIE S L % DSk

MAE 7 & M2 PR O TCC 1%, Kusunoki &2 & b 7EHL
SNEEG #3Z1F 72 TCC @ neoantigen IZXf3 2 7 10— >
Fifk 1B4 % W CEEE S E R (ELISA Y > R A v 7
B)THIE LT T80 B, 0.05M REFEEW pH 9.5 T
FEF L 2 wg/ml & U 7z 1B4Hi4k 100 ul % ELISA 7L —
FEKR—7 T4 NIZ4CT—HEE S ¥, 005%
Tween 20 Z & A 72001 M V) > EREFE K pH 7.4 TUE
e 1 %EIME 7 V7 S Vv (BSA) T uy ¥ v 7 2T
Too HOWEER TV — M ICHEZ Nz 37°C T 30 43 Kt
@7z, MHEFUAE LT 1,000 55 Y e ~ C7 Hifk
(=1 > —)100 wl % 37°C, 30 235X ¥ 7o I ik
L, Z#iZ 1,000 fZF5F horseradish peroxidase (HRPO) &
BT Y F 1gG HifR (¥ ) 100 wl % 37°C, 30453 K s & &
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770 VE¥REE, EE L LT ABTS(0.05M 27 = f%-0.1M )
VAR T 0.18 mg/ml \ZFHEE L 72 & D 150 ul) % F v
TERTHROIYE, 405mm OFEETHLEZHEL 72,
RO TCCRERZRET 2720, ¥4 9~ THEML
L7zIEHE PIEZUTO X 5 ERHL Hwvi, $4b
B, PHREIMYE %2 ¥4 €4 > 10 mg/m/ T 37°C, 2 Kk
LTtk 23t b L, &0 L7z BEiE% 100wl D437 L
T—170°C CHIERE & TREF L Tzo A Y BT
Z&Fh 3 TCC % 200 AU/m/ & U TRk o e %
ELTze Fz, IMEES X UPRMAARISFHER O IERF A 25
a2, BEEES 20mM 12725 X 5 EDTA 2 A
MTERIR L, AR (4°C) 304 BER B L € —70°C THIE
K CRIFL 72,

B. B TCC i Ofay

1) 1B4 Hifkn & D Fab sy & B

FROD FFEICHE N, TCC @ neoantigen 12X 3 % H
O —>HiAIB4 1ml 12 001 M V) > EREEE &K | m/,
FIRIBRLHE | ml 2Nz 4°C T 1 RSP L 720 @0
(10,000 [=[%7, 1040) %%, WEEHD, Iz Iml D) >
iEEm AR L | ml OFEMRLEICERE L 4C T 1 FFHE
W HEELOBL 2, 2oWEI20.5ml O Na-K
phosphate buffer pH7.5 %1z, & 5120.1 m/ ® 50 mM
EDTA-2Na, 0.25m/ ® 0.1 M cystein-HCI, 1.4m/ ® 7%
Bk, 1mg/ml Os5%A4 > 0.15 ml ZEXINZ T & <\
L7ze Th% 37°C T2 RFEImEL, 0.1m/ @ 05M 3 —
P72 b7 3 PR ZIMZAKES LT IRFEBHRL 72, &l
SYEEL CIRE 2B Y [ = Sephadex G-100 4 5 A2 T4 v
PERL, 280 nm TOWSLE 2 HI%E L Fab % & 043 % &
»7ze KIZ, Z N % Protein-A sepharose 77 7 A (7 )V 1
m/) 2L, RIEESE % E D 280 nm TOWLYEE % Il E
L7z, MEINE L7z Fab 2 dmg/ml 22 X OEHEL, 2
nE210002M RNy 7 7 —pH 9.5 T—IBENT L 720

R\, Wilson and Nakane®®D JFikIZHit-> @3 v
ki X 2Rk #1T o720 T7%&bH, HRPO 6mg %
1 m/ OFBEAEEFEL, 0.1ml @ 0.15M 383 7 LK% N
ZERT2HKIES Tz, 2%k | mM FERRE K pH
44 T—WBEM L, FRo FabiEw I ml 2Nz ZE|E T2
KRR L 720 RO TR TIHETL 7208 & KB LA ¥ 3

TR UL 0.1 ml 2Nz 6 REEEIR L 72, Tk Se-

phadex G-150 # Z A2 T/ )Vl URERE S A 2 530 L 72 o
2) B OBERTAGE (EEER) ©
Periodate-lysine-paraformaldehyde (PLP) T [# %€ & 117z

WS MR E 7 VA A Yy b T4pumIZHEIL 30 43

FUL TR, ) BRI RIEA T S 4 3 HEkE L 7z,
ZhICT 1% BSA Z & AT Y Y IRIRERIEAK T 10 AR L
7o BERAE B4 Hifk % 02 ml §§F L7z, IR T 1 BRRIR
JHE T, ) VEREERE AT IS S, 3E%EEE
fio7z0 Z#% DAB » HyO,F(IIC IR T 5 HHE X,
AR L Iz DBHIK « HAZITOERL 72, MR EEE X
SR (2+), 3BT, BE(—) 0 3RS T FE
HEHICFHIE L 72,

C. u7 v b REESIKEE" (Laurell 1) 1 & % IM1E
C5 DH#llE

S0ml O N T F— )L 4 15 i pH 8.6 1 B Bl 5E K (7 —
A=) 7 Hua—AzZzhZnEmEML 2% Lz, C
DIERY N & ER AR 45°C CRE 2 T, $1C5 5k
0.5m/ Zhz & SHEHEL, APHICHE 723KE) 7"V — b ic
WU E 587z, TREHFCER 3 mm O/NLE D 1T M5
Wefhre 5 M IER AL 2 AT 7 V/em T 120 534 #) L
Tzo VKENERSMARD T 7y b el & /NLR O BEREZ ] D,
EEAMFEOTry v DOFE I3 % (% normal) % 3R
»7z,

3. MEtFE

BUEME ST E - AFEIRE TR L2, £, HEHEH
F# & L T one-factor ANOVA, Scheffé 3, Mann-
Whitney’s U test, Pearson OFHEAR%L, Fisher OEFEHEE
Mz v, p<0.05s 2HE L LT

fw R

1. MA TCC NAIERR

Type I MPGN 25 o TCC i3 0.06~2.11 AU/
m/ 23 L7z, 20D B TCC fEA 0.5 AU/ml % i
2 % 14 fl% High TCC #, ZhIATFd 11 #% Low TCC
X L7z, High TCC Bl TCC {#i 1.06+0.57 AU/
m/, Low TCCE# @ [fil f TCC {& 1% 0.15+0.08 AU/ml T
HoTze 3t 8K 1X 0.06£0.04 AU/m/ T H-7z, Il
TCC fE i1z L High TCC # & xfHE#, High TCCEr
Low TCCHOMIZZEZNZTNEEEVLED oLz (p<
0.0001), Low TCC # &gt Id TCC EIC B REZE
XA N5 1z (Fig. 2),

2. B~ TCC k&

Type I MPGN I8 §fliz 35 1 % Bl TCC vh#E Df5HE
% Table 112773, High TCC # 13 4 & Low TCC
FES QI 4 BT, XY > ¥ AREEE & OSRBRIAIREREEIC
o T TCC DENED Sz (Fig. 3), EDEE X
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AU/ml
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0 § = ' b
control High TCC group Low TCC group
(n=8) (n=14) (n=11)
Fig.2. TCC concentrations in plasma in patients with
type I MPGN

* p<0.000!I vs Low TCC group, Control

High TCC #t% Low TCC FRIZlENEREICH S o s h T
Wiz (p=0.034) , SIEEETIX 7 BB (=) TH -T2,

3. FR¥p TCC mIERER

Type I MPGN 13 iz 81F % R TCC OHIE %170,
High TCC#t @ R #1 TCC 1% 0.73+0.33 AU/m!/, Low
TCC BT 0.03+£0.07 AU/ml TH - 7z, I S i 0.02
+0.04 AU/m/ %7~ L7z, JRH TCC 2B L T High TCC
FEENBEBEORIC I BEREESRED & L7z (p=0.0002), %
7z, High TCC F£ X Low TCC Bz b HHEENA LN
72 (p=0.0001), —/#5, Low TCC # & St HEEED Iz 13 R
h TCC I BEZEIZFRD & kb - 7z (Fig. 4),

4. e TCC & & M C5 & & DRSE

Type I MPGN 25 iz 817 2 I+ TCC i & I3 CS fE
L OBE ZMET T 5 &, W OMBIC IRV & O MBI %
(r=—0.73) 233 541, High TCC #Tlx Low TCC Bz
eIl C5 MMEfE % & 2 fH[H & & iz (Fig. 5), High
TCC #(n=14) OIMyE C5 11X 29+17%, Low TCC #(n=

Table 1. TCC deposition in the glomerulus in
patients with type I MPGN

High TCC group™  Low TCC group”

No. of patients 13 5
TCC deposition
(2+) 6 0
(I4) 7 4
(=) 0 [

T TCC concentrations in plasma >0.5 AU/m/
* TCC concentrations in plasma =0.5 AU/m/
* p=0.034 vs Low TCC group

VFig. 3.
1B4 (monoclonal antibody against a neoan-

Direct immunoperoxidase staining with

tigen of the human terminal complement
complex)

a : strongly positive staining(2+) (X 400)

b : weakly positive staining(+) (X 400)

AU/mi

1.2+ .
14 cco

0.8 o

0.6-

0.4+ °

0.2 ° o

[
0 e poc N %
Control High TCC group Low TGC group
(n=5) (n=7) (n=6)
Fig.4. TCC concentrations in urine in patients with
type I MPGN

* p=0.0001 vs Low TCC group
# p=0.0002 vs Control

1) O C5 1% 103+21 % TH Y, HiFIZEBE M
C5 WHEICEfEZ £ 5 72 (p<0.0001)
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160
1404 o
n= 25
= 120 ee r=-0.73
E 00l%e ° p< 0.0001
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= 80 1 ® °
3 60 o °
E
E 40 N
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20 1 . :o o o
0 T T T T
0 0.5 1 1.5 2 2.5
TGC concentrations in plasma (AU/ml)
Fig.5. Correlation between the TCC concentrati-

ons in plasma and the serum C5 levels in patients
with type I MPGN

5. MA TCCE L ABRICHER > VTICTFE & DREE
(Table 2)

Type I MPGN 25> 5 % High TCC BEIZIEFER It
BARRTHY, Low TCC R & T 2 & {REE R
SMRFENH S NI (p=0.007), 72 FHIZDWTIE
High TCC # L Low TCC BEDOMICZEEDENED S
72 (p=0.013), J7xbb, HIH TIIRFROUEIELHF I
HLUEBEEN D TH -z,

2 = |

HHLRERE F 72 1358 TR I & 0 e & W B SRR OV
PEALIX C3THIL, SSRIKIGESTH 2D C505
CO DIHXIEMALE 1, BRI T/ 1 X10° kDa LA E o
EOK 7z EE =M &1 (membrane attack complex : MAC)
DI S5, C5H-9 DEAHETH 5 MAC, CSb-T 12
PEHIE N F T & % S-protein (43 FH 8T, HEHNTF O
vitronectin & [/ — D & H) 3§ & L 7z soluble MAC 1%
TCC Lipfra 2%, BEREEREE b D MAC 15 EE
EVEHZH T 5 L &R, soluble MAC 2D\ T % S-pro-
tein St N B L BERESESEET S L wbh Tw 3,
MAC iZfifafE %2 5% L Cildfmf@ s c e 3h Tk
D, AEMICBLTIEZOBEERE (b3 EY, |
MER, MM EER 2 & CIRIEEBRLEEDO 7 u Ry 7
T UV DEEPENT 2 EwbhTnb,

t r®type I MPGN 353 21K C3IMfEZ 2T 5 2
ES, ZOIREANORIEDOBEGIEEIS N T WS, A
BB 2 TCC oFmMIZBAL T, TREFTAY U+
2R RERRREREE N MAC & L < 1Z poly C9 DIEENTED

Table 2.
and response to steroid treatment(a), and long-

Correlation between TCC levels in plasma

term prognosis (b) in patients with type Il MPGN

High TCC group® Low TCC group”

No. of patients 14 Il
(a) * Response 5 10
Non-response 9 |
(b) " Remission 5 10
Abnormal urinalysis 5 0
Chronic renal failure 4 |

§ TCC concentrations in plasma >0.5 AU/m! (follow-up
period : 5.7~15.0 yrs, average : 9.5 yrs)

# TCC concentrations in plasma =0.5AU/m! (follow-up
period : 2.7~27.0 yrs, average : 16.5 yrs)

* p=0.007, High TCC group vs Low TCC group

1 p=0.013, High TCC group vs Low TCC group

Sz & RENOR, KEEO—FTIiH TCC &1E
PHER S NIz L W REIDA SN D, L LRI
FhE Lo AR BIC B 1T 5 TCC 0#FjE, X 512 TCC L
REI T & OBEICOWTOHE Vv, 2Dk, b
hbh3AEEICE T 5 TCC DIFREIERZ L VIS »
3 2 B TAWIZE 21T 5 72,

M TCC DIEHMBIZOW TR INE TUTD X 5 12k
HEEINTE, Tbb, Hugo 52IFIERHAD2/3 Tk
0.1~0.6 ug/m/ DHFHIZH D, 1/3 TRHMERAUT T
Holz EMEL TS, o3V A Ty > CiEMb Lz
15 (ZAS) H112 13 TCC %3 220+40 pg/ml FE4E L 7z £ iR~
720 % 72 Kusunoki &21% 21 ##] @ 1IE % A @ Il - TCC 1%
0.155~0.525 AU/ml Th o7z & L1z, 512 ZASHD
TCC % 200 AU/m/ & L CHAAFORE 2 RE L2720,
ZhiX 0.17~0.58 pg/ml A 9§ %, —75, Matsell 519
W IEH A DOILH TCC % 0.19+0.10 pg/ml & 45 L,
+3SDTH 2 049 ug/ml %z 2fEixHEME LTz, bl
LD 8 Bl TCC 1% 0.06+0.04 AU/m/ (0.066 +
0.044 g/ml) TH Y, FBROWEHITHARED TH - 7278,
NS DR TIE Matsell 5 DIRE TN -T2, 2D &
M5, SEOE Tt Matsell & 12#E U T I TCC o IF
W EREZ 05AU/ml £ L, Zhi2Bz25E%E L 50 %
High TCC#, ZHlAT% Low TCCHEL L7z,

SE OB » 5, NEHAFED type I MPGN (354
BoIfiid TCC fEiz £ Y High TCC # & Low TCC B4y
JoidZ LaFER SN, High TCC B Low TCC #iz
HANRZHRERAND KGN R TRIFEIE N Z L0 5
M7 572, Type I MPGN ORBEIZAFIBH VSN S
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EWC BT S RFTAPBEREDWELH S gk
DWW, BRIREEEE LTAS HwsnTw s, EEIHHo
I TCC i & A FI M & DBE I © a2 17> 72 b
DFIhEThHoNKPoD, SEOFER,S, fid
TCC fEi3/NRH type T MPGN 12 81} 2 AFIK SO
Biznsb0EFEZ oM,

Xz, type I MPGN 2 B 1) 2 I+ TCC A & B A%
TCC ¥ & OBHEEIC S W THRET L7z, SRIOMET T3,
High TCC Bz Low TCC BEC H~NBLERKICB T 2
TCC & BEHICED 5z, B ED TCCiH
BAL Tk, IhE TS ERREREBR TCORENAS
npw0se Ui, Ififh TCC & B4k o TCC i &
OBEIZ DWW TIEE L EH L STy, Kusunoki
SIS FEERBRIZBY 21t TCC & 4Bk LoD
TCCW H # Ma L, M TCCIZ > v TIdSLE %
MPGN TEfEZRTEAIN A SN D S DD, BEMEBIE,
BLRRERIABEIGRE, TegA BHE, MUNEAbRECIZIER P
HoHELI, —H, REKIcBU % TCC DL# id SLE
 MPGN (I ) T <, BB, SRR LEE,
IgA BHETH 1gG i E g 7/ a 7)) > = C3 7 EREREY,
5 EFIZFBRD/ S — > TR ST ERE LTz, BROD
FEFHIC & D I TCC & RBRfED TCC M & DOfEHRICHE
ERHSNIHBE LT, #5101, Ifif TCC o5 ix
T HERBRIEE L 7z TCC Iz HaIMA S 258 52 20 12 TEH AL
I AR 2 HERE L7z, & 512 immune deposit 73 SLE
MPGN T3 ABRAREMIME O N LM T, 1gA BET
ERY ¥y AGEIC, BEEEE TR BRI T
FICRDoND Z Lo, MENIEELS N RKIETD
AR L T3 EHEE LTz, RERE EIC TCC 25tk
T 3HEF B L T, Okada 5%, TCC 4 FE MK
I1X10°kDa & & b TR S { RERIKRILE R D size barrier
RHEIT 5 LW ®, KRB EEHITIC TCC
DILE D H 5 N2 HE I IIEERIMIE H D TCC 3 trap S 41
DT, BRI LT TCC WK S N5 ATREEDS
WERNRTW S, F7- Ogawa 59 b b BEEEREIC BT
% _FRZHITE vitronectin, C5b-9 35 X UF vitronectin  rece-
ptor ML % 3T L, vitronectin 28 C5b-9 12§54 3 5 &6
PR T 2 < B E O EEM A E » LTz, LTz
2o C, BHEBED L 5w LM T EE SR OE
NHSNBELTIE, TCCI3FE L L TEHEETREKS
N2AREELE VW EFE Z 5N b, S EOME T, High
TCC i3 Low TCC BEIZ L RB LBk D TCC pLE v3 5
Bz oz, I, type I MPGNIZ B %

immune deposit JFEEE S ELERRL D size barrier D52 % 52 1)
ZOHNEMETCEIITbR TS 2L LBRNDH 2 &5
Z6N5b, Thbb, FERETIEHEBCHIzICERS N
5 TCCRF T, HRINE O TCC b EFHBETD
TCC thF I —EDRE 2R LT 2 AREMEN R S
%,

PR TCC Iz DWW T OSRIOMESTIE, High TCC #ik
Low TCCHEHZHIANX D EfE% & 2 @A A STz, R
TCC 1z B L Pruchno &%, JEMEBE € 7V TH 5
Heymann & & TiX R TCC PRtz T, =D
HIREREANORIEEEEROWE B ITHBEI L Tz LR
L7zo IRHIZ TCC kMt s 28 & LT, BEMEEET
TNTIEEETWwEY T O TCCH &M o
multivesicular body IC5 & D MifaN 2R8I L, % D5 fFeE
YIHSPRIEMNC exocytosis S5 Z L ASEEHH & LTV 529,
—7i, MPGN 2 Xt b OB RIZB T 2K TCC DEK
MR I% % 7200 & 2 Tld %% v, Kusunoki 532 X #71iE SLE
2 MPGN O &% 57, M TCC O LR 2D %ol
FEEBE, BORCRIRMAEBEILE, TgA BREC B W T HIRT
TCC i s LT3, TCCIZB W CIMHEE I 2
FREPEE D EIE X, ST RDFEBRE O [gM 2 bxid % »»
CEWZ Ens, o RPO TCC 2RIKIEND 2 ik
ZNUREOBE TR S W 2 WTREME 2 R_B L /o, 5,
High TCC #% Low TCC Baici~, Bk~ D TCC ik
BOEBTIRPTCC OFRtb L <AD oIz, 2D L
FEEBEE TV EFEBE £ N O type I MPGN 2B W»
THEMB L TCC WERE L IR TCC OFEtE & DfH
CEERH L L EBRT D EFEZ SN 5,

Type I MPGN 2B J % IMiE C5 fE & i+ TCC i D B
ROV TRHEDOHICEROADHMENIZED sz,
NETERICBWTINE CS Lk TCC O BR 2T~ 72
HwE XD % v, £ D% H T Horigome 5101%, SLE %
MPGN 2 5T CHS50, C3, C5 7 & D IyE i & 1fih
TCCEDMICHERE DA DB A 5 41, SLE Tl classi-
cal pathway 235, % 72 MPGN T i alternative pathway @
AL TCC EEAIC EHE e &El 2 Rz L Tw 2 lpEE =
e L7z, SEIOMETIE, type I MPGN 125w THiifk
BRSO HFE S & e 3 I CS o F A LA o TCC
FEAICHEU DWW 2 LR SN,

&

/NRIAFERE type I MPGN olfiif (n=25), BfH# (n=
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18) 5 X ORI (n=13) TCC %R AEE LS & Tl
FEYiRgt 2 o TR Lz,

1) Type I MPGN 25 ffili%, Ififf TCC f&A% 0.5 AU/ml
%48 2 % High TCCEE144] £ 0.5AU/ml DL @ Low
TCC 11 2431 & 417z, High TCC BEiZ Low TCC B
W2 HE~GRBRIR I B 1T B TCC b 3 EE R TCC ok
ftdHZ < ANz,

2) High TCC it Low TCC BElZHRA T 14 FiGE
T B RIHEMEL RIAFHR L TR TH > 7z,

3) Type I MPGN 25 @i CS fE & Ififr TCC i D
Iz 1: B OFHBERLR 258 < b & 17z,
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