5T ) T —TRIZBITARERICLS
IR HIEEICBE 3 5 #F5E

—— PiJR 1T Peroxidase 2 fEHA L T —

BLAEE=AN (4 KEEMHER)

®2 B

e X

(BRFO634E 2 A108 &)

Key words : &5 M#x 1) 5= b —F 2, immﬁne complex, classical
complement pathway, #%i&ERIMNHIZASR

#* B

SR URERAERREL AT )T
< }—72 (SLE) mimic @ik Rs g Es
LTWwBHIAMNEETH S, 2L TZDH
SolFE LT, MikizesEEek IC) &K
L, BRHCREMEREEZERTAZLICLY
REEICEC E BB N T2 BE, ICI
BT TREEROF L WEREC BRI NCLIK, #
EROERNIC BT BFRELBRYND A TIE Y
WIEHHEBEINL I LT3,

BiL, 19774F, Miller & Nussenzweig i &
NRRINBEIC L 3 ICHTHRILHRVIZIH
fko alternative pathway % /L TAZFNDIL
Bt IC B FRICITEILTE 254D T
B0, LZOBREHFEENTL RS LT,
WERB ICHENERICESTEE LN
32, ZnEICBAL CEEHLIZSLE BT,
Wkic k2 ICHTHELEE# BIEL, BREN#E
BEr BRI L, #ikict 3 ICHTHBILER
RERAICBEWTLBEZ ) ) 2R EHREL
729,

|- 19804E, Schifferli 53 EEENTHE LA
HHRIET 58, MK TAES 5 &, K classi-
cal pathway # AL €, itBEMEN KT F IC HFE
BABEIE & LT, M FoI g IC K3
B e, fifC & 2 RE B ITHIBRY 2 RS
L7, ABRLEERTRIY J UL, #ER

BRICHENBELZIHIL T2 2E2 Lh b,

= DT REMEIZ#{K classical pathway o) early
component TH 5 C 1, C 4, C 2 D/RIBFEIR
ICHWE, BC SLEA#SRL T b &) FEY
PHOLEREING, UEnBELIVBETHS
horseradish peroxidase % > 7z B {E 2 fifkic
& LRGN RESEEEEL T, SLE
2B B IREEIEE & ICHE L oBEIc DR
FHEmz i,

MHErHE

1. BFK

1) PBS: pH7.4, 0.02M phosphate buffered
saline,

2) PBS-Ca**, Mg** (PBS**) :0.00015M
CaCl,, 0.0005M MgCl,-PBS.

3) EGTA-Mg**PBS : pH7.5, 0.03M eth-
ylen glycoltetraacetic acid, 0.0035M MgCl,
PBS.

4) EDTA-PBS : pH7.5, 0.04M ethylene
diaminetetraacetic acid-PBS,

2. HUR, bk
98 TERE OIS 81T 2 HUEUL horseradish per-

oxidase (254U/mg, TOYOBO #t), Hifkiz#i PO

4% 1 gG (Cappel #) #FEHL 7=,

3. % B
FEHEEIL 5 aminosalyceylic acid(ASA, X

LK) # PBSI2C0.2% I L T Rign%



310 £ =3

B %, BRER H,0,% BiBE0.016% & %
& icmz CHEALZ. LT ASA (H,0,) &
BET,
4. Wi E

EHAIZE, &5 T T R484,
BUBIET ) w5188, SRGA8 L, WKL
134, BRAKAERG6E, ~—F=v MR T4,
TRV RERK B A 5 4, 1 gA BELTL, B
HEEIRL P OBIKEER L 72,
5. Factor B # & € 1% (Reagent Factor B ;

RB)

EH AW MmEZ50C305EmE L THEAL
729,

6 . fifkfli, C 3, C 4, Factor B NHEIE
i (CH50) i3 Mayer B THRIEL 72,
EH#EII35+5 U/ml(Mx 1 SD)TH»5.C 3,
C 4,Factor Biz £HEMA 7L — |} (Behring
#) #ERL—RTRELEEC LV EARE
Ked, 77— LZEEALFICBITL2EARIC

T 2E5%E (% NHS) &L
7. Y 7<=FHEF (rheumatoid factor ; RF)
e b 1 gG %Ik 3472 polystyren latex
(4 a=2H8) cHEEMm2 EEZ AR
HEL 7%,
8 . H DNA HiK{f
actinomycin D-DNA iz L W HIE L 72, EH
fEIX10% LT TH 5.
9. HiEHiiK (ANF)
et — 3ERLNFENCE NHELL,
10. ®REEAHK (CIC)
C 1 q binding assay # W THllEL 2. E
FABIR 2 ug/mFTH 5,
11. IC T &{bEE (complex-release activity |
CRA)
RELNDHENCHE- 72, IEFHEIZ0.617
0.106 (Mt 1 SD) T» 5,
12. #KIC & 3 IC DitiEIR R B
AE 7T 2k FHRL 22 PO0.1ml &,
Flfgic AR L 72 BB H POIGO. Iml & ik
g & #REECmMZ, 37CT—ERMEICS ¢
72#12 PBS 6 ml% M2, 3000rpm155&EiL L %
o FiE0.5ml% b s & ) FE W ASA (H,0,)
0.4ml% M2 T37C, 1EMERIE, F0ikic

£ =X

1 N-NaOHO.Iml 22 TRIE % ko, EiZ
PBS 3ml% Nz T st (OD450nm) iz TZ 7D
IR & IR L 7z

& £ 3

1. SIERRERIG~ & FE AL 1 1 O RAFIIRE
£
PO(0.4ug/ml) 0. 1ml & E@EE 0 POIgG0.1

mlic IEEPragmiE, 56°C, 307 JEE{kmiF,

EDTA jngreemiz, EGTA i mi# % Fegic

N2 CRIG&E, BraicE L LiF$o PO ik

(BB 2MET B EX 1 0ML oz,

1) EEFHnELM2 254 LEO POE
it 0 ~12050c b7z > THAETH ), RBD
BA&LEETH D, PO-HL PO IC nikEnim
HHEBed & 7z,

2) FEBHLniE O A BT I B L T,
LB PO i & FRICET Lz Ll
R X L7z PBS ANBA L 0 iE PO iEki
&Emhr - 7z, PBS A3 PO &R 154481
SEUICET LUBREAETH - 12,

3) EGTA inifui% & EDTA fifuis % v %

&, 304EIEREC PO BIEIMMET 4 5 47,
EDTA /i NE413120i I o & FRE
IE T4 20z e~ EGTA hpfiiEngaix
PR PR T B EELR S N,

2 . HREMIE - JE@ L i o S IR RS
FreEmiE s FEEbmELEEL C 1 BRRE

©.D. 450
1.500f

e 15 3o 60 120
Time{min)

B1 Kinetics of immune precipitation in serum
and buffer,
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S RBHENRIGRBET LH 20me,
WEICIIE LA LENFBOH LN, THOERMNE
Bicl 0BT 2B Lo 12,

3. SEERGICEEY RIZTAEFETD

Bt
1) Rheumatoid factor (RF)

#ik % 0.05ml & L T2 RIENRE LM
ARG BE L, iFT o RF F &L HBR
% T 5 L ErEEmE T L IEEbmE T L HKic
RF #atEn ko PO IEHELMR & 1 EEZ R L
7z. (p<0.01). B0 RF I3 5B R (R EEAIC
BEL b EEZLNE, LA LEEORA
2HRBRMmER40.02mik LTIT) & RF o8l
iEem, JeMMbERIcES L NE -7 (K
3).

oD 450
1.000-]

0.800-]

311

0.600-
PBS

04003

0.000- T - - - "

1 5 10 15 20
Serum dilution  0.2ml (V)
(incubation time 60 min)
@2 Inhibition of precipitation with various

concentration of fresh and heat inactivat-

ed serum.
0.D.450 jSERA---0.0Sml- -SERA---0.02ml-
1.500] P
NRELS Do
¢ el o I : .-:,:,I
e |l L R L. :
1.000{ .| i.§% . | I P
o. E .* :E‘ : E = .
= I Bk i :
’: . = see E:..-.':.: * : ':
.: - . o'.::' 3 : -..-;
T °, LY .2 { A }
D o . tee N R
|l 1 3lig
0.500 . R
J . - : > * . L X
- p<0.01 | p<0.01 ns. T n.s.
0.000 + - . :
RA(+) :RA(-)|RA(+) RA(-) RA(+) iRA(-) | PA(#) {RA(-)
HEAT INACTI- REAT INACTIA
FRESH SERA |VATED SERA FRESH SEPA VATED SERA

13 Effect of rheumatoid factor on inhibition of immune preciptation.
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RIZHIRIZ & » TG X & CEB - TiEE
PO-IC iz RA test s8It miF 2 FEJE
BAftmEcRRL2FRLNZ, 37C, 1EMER
%, 3000rpm &L LiEn PO &4 (PO-IC) »
MET 5 LH4 M, RA test WREM O MmF
B E I L, POESEIET L T3 EH» B
L,

2} Albumin, Globulin, A/G

Bigetk T4 E L 72 Albumin, Globulin £ %%
BL, BRI RBERISEIR G 82T 5 &,
i IBIER AR S (J5),

RieE#wELDR % —%F ¢ L T Albumin,

0D450

1.000- r—

.800 -

soluble 1C

@

2-3

&
re

e
Dilution of RF positive serum 0.05mi (1/2")
0.05ml of diluted serum was added

in each experiments

(4 Effect of rheumatoid factor (RF) on
inhibition of immune precipitation by com-

plement.
OD 450
9001
800 buin
Abumin
7001
5004 PAS \
0.000 & 7 ey fomee 11

1 5 i) 5 @
Globulin(30mg i), Albumin(30mg4of) and PBS 0l ()

(5 Effect of albumin and globulin on inhibi-
tion of immune precipitation.

£ X

Globulin BN %2 2 T, & kM6 %
BET 5, A/G Hic & 2 MEIWER~» BB
Bl ot (B6)
4. WKc & 2 RELBENHIEEOBIESE

P bR, LHE, bk HERLER, K
JERER 2 LU T oot < 35E L CHMRIC & 3 gt
amslEE 2 MEL (7). Bls, PO(0.4ug/
ml) 0.1ml & T PO #i4K (10xg/ml) 0. 1mlic g
M s FEEM L EF0.02ml %2 BA& L, 37C, 1
F IR PBS 1 ml2 02 T3000rpm, 1553
L, %o FiE0.5mlic #HH ASA (H,0,)0.4
ml2 MR T37C, 18R EI L% 1N

0D 450

900-
Ao

800 o ~——
700~

800+ PBS

R4

A

0.000

Y T

9 4 23 15 1 087 043 025 Q146G
Aﬂ(”

X6 Effect of A/G ratio on inhibition of

immune precipitation.

Inhibition of | Preciaitation (IF)

Peroxidase(0.4,,g/ml)  0.fmi

Anti—peroxidase IgG  0.1ml

Sample(“fresh/*"heat inactivated) 0.02ml
37C,1h

add PBS 1ml

centrifuge, 3000rpm, 15min

Supernatant  0,5mj

0.2 %—aminosalicylic acid
H,0, [final conc. o.o16-/.1:|°-4’“'

37°C, th

add IN—-NaOH 0.1ml
add PBS 3mi

rea‘d at OD 450nm
11P = Absorbance’Absorbance*

B37 IIP assay.
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NaOHO.1ml% M2 TRIG# 1k, Fiz PBS 3
ml% 02 THfast (OD450nm) THLE 2 BIE
L, HFEMEDRAENORICED L IEFLhmEN
BEOREELZELFIVIES, tkicL 3 IC
N TEEEMGIEE (inhibition of immune precipita-
tion ; IIP) & #EL 7=,
5. fiERBIIPE
122D A 1P fEi30.428+0.063 (M+
1 SD) T# - 72. SLE o IIP {#i30.329+0.151
TH N MNERIC L TETHER 2388672 (p<
0.01). X, HMERB DD T - M 4765 (A 7 B
BR % E£THED 1P B3R TEEZ R BH*
Zovsbhiz (K8, 9).
6. &Mz BiT 3 IIP & CH50
SLE#S#& % U &ERBOLMKREKICBIT S
IIP & CHS0MER:E % A % & 10040 <, W&
124 HEBREHRIR RS bk o2, 12771,
M- MR MRSIER %~ 3 EH= SLE ©
REMOERICH T, CHS0IZ A, 1P 5:3EH
KRR 2 DD SN,

7. &Mz 31T 5 IIP £ CRA
IIP & CRA OBIE %45 EMEOMICIZFH

e

‘: .

.300-] i chse
I soi "
g i
e
L ]
[ ]
. p<6.01 8

0.000 L} oP
SLE NON—S L E

o dissociation

B9 IIP in SLE and non-SLE.

nup Pp<00i
S L]
» .
L]
0.600- ° § . . e
o . 5
. ° L] [ ]
.-, bR ] e ) b “‘,:” et ; &
; '. 1 2 1 ®e e l “.o e
° °
.. ~ L]
O. L]
° L]
Lo .
.
o o
0.000 4 oo o °
SLE RA Derma emic

myositis |sclerosis MCTD

Behce't IgA lwmbq-
disease |MPGN nephro, nous | Normal
nephro.

o dissociation

X 8 IIP in various diseases.
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77 b IEDFHBEBE R A8 5 N7z (r=0.32, p<
0.01) (R11),
8. SLE iz} 2 IIP & CH50

SLE i2 81} 2 IIP » CH50 & iz i3 IED4
BIRI{RARES 5 7z (r=0.47, p<0.01) ((412).
9. SLEiz#i} 3 IIP &+ CRA

SLE iz#133 IIP & CRA * i {, E/#EE8
BEfRAEES & 2 (r=0.45, p<0.01) ((X13),
10. SLEics1751IPEC3, C4

SLE 2B 3 IIP & C 3 & Bzl E4aE
BfRH g bz (r=0.67, p<0.01). SLE
BT BIP & C 4 DRI IZAEBIZ B -
7= (14, 15),

e

pito =
.600 4 ‘. .
... . .. " M -
Tocw :
W s o
. Ky oty vt Jo 3 '.‘
3004 N A S
. .
d .
3
¢.000f8 ° . o
0 j 40 CH50
GCrrereres dissociation

[X10 Relation between IIP and CH50,

1w y=0.2x40.271 .
32

.600 4

0.000 a r : ;
.300 600 .90 CRA

Qeevionnny dis'séciacion

X111 Relation between IIP and CRA,

£ X

11. SLE ##ic 3311 3 IP OXEH)

IEEIHAL D Sy TP 28 L7z SLE 2 #1
DEBETRT.

1) #5141k ik (X16)

T gk, BATEALSE, BIETREIC O L 7. CH50,
CRA KT & 1 DNA Hifkfli, m# IC nH R
29586 b 1, predonisolone (PSL) 30mg/day #
Bz k)R, BERSOERIZERL 2
MBELRROWEH R 5 T predonisolone

(PSL) 50mg/day ~ig# & i pulse g%
HATL, Mo S L 7z, [P oEReayEEhd
FRHRIREIC I ZEAE Th - 72 4%, PSL30mg/day &5
WABCRTTEERICEELTEY, o

P

¥=00072x +0167

r=047

P<001 .

0.6004 . .

0.300-

0.000 D
0

12 Relation between IIP and CH50 in SLE,

P

¥=031x+0.208
r=045

0.600-| =

0.300-{

0.000 2

0300 0600 0900 CRA

413 Relation between IIP and CRA in SLE.
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¥=0.0088x —0.043
os00-| r=0.67

osso]

@200

;C3
(% NHssw

[414 Relation between IIP and C3 in SLE.

1983
4

315

P
r= 048
N.5.
D600 .
04800 R
0.200-|
0.000 - - - ‘o'o -C4
o 23 50 75 (’/,NRS) 125
15 Relation between IIP and C4 in SLE,

-l
]
o0

SYMPTOM

PULSE THERAPY

PSL (ma/day

IC 1P CRA cus
G40 40500%1.000460
K Wil

20 250 +.500 F30

o |.o00 |.000 jo

b,
e s .

e -
- e .."."._‘ CRA

3 Cca 8 OJ
4100 0100 a9

50 50 |50

(XNHS)

416 Case 1,41y.F.

BRROEEIC AN D L E L WBENR LN,
2) #H2 19%, & (KD

AEM L R, BERTREL LHRBENY
SLE T# 3. PSL40mg/day & N &#E B L,
IIP i3Sz R L 7245 CH50, CSA, C 3,
C 4, KD HEET 2 7265, pulse L EHEITL,
EE&IEARTI> P o— L LT BT
PSL # chik ik, BAEiH, EORHAHAL,
BAE L7, £0%, MERILE#ELZTRL

TEN ZNHDHFC L VEFEL 7245 1P 135K
MIVEEBICHNEREL T,

& S

RO L WiggE L LT IC T TiEbE & -
BHRBERARIREINTL N, BEROBREY
FEICEDHLNS SLE DB NLDBERH
LN ETHEEL T2 THE) EELLN,
FICHTENESIC DWW TR ELZ DRI INT
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SYMPTOM

“PULSE THERAPY

PSL (ma/day)

c ue CAA  CHSO
40 40500 $1000 569
Sy w/md

20 | 250 [.500 30 '," g

o looo {000 lo

3 s [
00 %100 $100

150 50 r50

(XNHS)

0 0 9

A NF

DIFFUSE

17 Case 2,19y.F.

v é 3)9)10)11)12)13)1‘)15). L b: L, iﬁiw ’C« IC b{ﬁ‘;
EINDBIERTCC@RRIIFEL TV BRT
» 2% 5, SLE o IC HERBICIX BB NGRS
BIHBREOAF L VEEL TwB L5 i0EZ
L b, X, #Hk early component ThH 5 C
1, C4, C2, OkiffEI SLE»RET 54
EVrEETHIFELRESN TS, INEX
D—oDBEE LT, IhsnERicB T
classical pathway /7 % & LRI R A*
BI bk, BBIIAFTOICHERE, 2
53RN FD IC I 8T 5 receptor EaFI3ET
BATCERZEL TUEL ICHREZERT 245, 2
o) IC i —%R classical pathway L B85 ¥ 3 IC
DT HE AR ORELZITII (WS, BRICE
BcitEL, ICHRERHBET20THA S L
ILDTHB.
Znk)icEZ 3 & SLE REDOHRICHHEIC
& BRI ERICES L ) b L HE
EANBNT, ZHHFHMETIHICETHEC
E% T4 5 horseradish peroxidase (PO), #i
HRIZH PO 74 X 1gG 2 A BT 5 BEL KB
MeHIHe N BIEEF ER L ERIRET £ 1A,
EEEN PO LH POMKICE-AEL 120
B E R T RG22 B0E it EiFo PO
JEME (free PO L WL PO-IC) %#BIEL 72

EZAE LIRS L S cEEnETIIELE LT
MFEDIB DR b iz, Bk nER
EGTA, EDTA #h12 7z fuiE TIXiLBERIGH#
i L N -7z, X, Factor B # /K< L
BTREBREEOHFHLIEH oz, BicH9
AT &9 C 4, C 2 EMicREE R
7 AR R £ R d MF YT IR
HREV RS TIRIETH HEL D, s L]
H U3k classical pathway #4032 30T
b HEHFEERINT,

RICIEEMbMEC L BRI R 2800
Lnizdi, EDTA, EGTANMMENSE, S
1biniE & D e mER <, ZnREEL
Tt FEHNSGBERFTH S C 1 qHNHE
HHEEE & N7z, EDTA HiiE g4I BRI
WS 54 EGTA i Tid605 & ) bR I
Ak E N e L A12047 Tl LR G A ] 8 iz
LI ARRFBLNRY, ZRE—EHkK
42F) IC #* alternative pathway I2 & - TH]
BlLENRL D EE 2 b1,

FEELMEC b RREIHERYH 58, ED
MAERIZ & 5 iR EGlsE O BIE 13 Fed i iE
2 & BIFADRIE O PO IS L ) ML
MFENHEOEILLED PO EEZ5TERDS
NHBRBEEZ LNE, ZOEILERICKTE
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FTHZEERE2IZRENTEN, FENRLHE
IIREEE & Ll df, RERLSH ARz L s
fEicEE 52 2WTF L LT3 SLE fiighic g
FiCHBT 2 7eFEHF(RF)®E A/G HH*
HEAING,

RF I 3, 4 0 & ) Ic iR I 2Es
52TBY, KBRS, PO BHEED
RV EmAERed b e, Z Ut PO & #L PO ik
LD UG L TSR T IC 12 RF 264
LTKRAFLEUNVEBRLRST Lo BEREE
2L, Znld, ERMmEE%0.05ml&0.02
mlé LT RF DBEE DBF%E A5 £0.05ml0ig
A1z RF DEBHBRHLNH0.2mle T 5 &
RF &8ssk, X, A/GHlicOWwT
BEEHEIC B2 52 b WELEHr Lo
A

Promet» LHE, ik #imnEg K
INEEE 2 REL TR L 2 RE LI EE

(IIP) oflEE*RTL S5 CREL .

SIEO NP IZEEMNMCHLTUETL TS
FOREREL, BHURBELZRTRERLST
EEHHNLDTH 12, TN ICHRELZFT
B5rEZ LN HBERSLERETIE SLE NiEg)
HicAbLns ko) LEEEZRS SN L -T2,

B2 NEBIZHIT 5 1P & CH50%° CRA ¢
BExA45 & P & CH500RC I3 & < AHRIRIE
13828 5N, CRA & DICHVHEEEY %
BENFELp L -2 IIP & CRA DD
BRIl R3S & I TP icid—ERw B b3
RLBINBZ I LD HBARTTEETH D7,
dtiz classical pathway #7495 IIP & CHS50&
DIFIc & B L WEBICEMIET S, L
L, SIS SLE TR [IP DETIIBE T
» BE2, SLE #H D A0#E Tt 1IP 12 CH50
RCILLMHETLIELLIIPOREELT
CH50% CRA i kR TAHBO#E (early com-
ponent) THALFEHMELETILNLEEZZL
5.

2 DED & BEIcBET 5 LR 1, 2
TR 72 & 5 IS REBEDFEHIIC I2MB0OFER
& EIREIC EEHICRAE % R L 7o asia ik CHS0R
CRA #°% #*{&fET, # DNA Hikifi< IC ffA*
BWEIC L0 61, P 3@ EEIC

EREL Twz, X, BREC3ERICHEEL T
MAOBERIZETL Cwd IPREEENT
FThH-7:. ZhsnfEmidfhakicEyL )
B B-EFATLREEICES L, BRI
W7z & 512 SLE iz B W Tid ki & 2 %8It
BMERER BTFRENL L ) CEREE TR
%<, X, SLEORELRICHIEETH -2 &
BREZI(WEPBLP L -720T, SLEA
HITHRIC & 5 RELEIHEIMET L T3
BT, EERIZ IC H ke, Z0BRICH
EHFERINEZD TR b v #RIIEE
Nz, SLE R @ BEIslEEnET i3 253
DB AN A TH B7%, Tz Z OB
BENIKED IC 2 & - THK classical path-
way PIEMILE R INIEREE L LIS,
ZOETII—B %Y L o T, FikEPmEc &
% IC naliE e EME Tl o IC A EIET
BEtTs88c i rrbsTRAICIERELL
TH Y, EERNTRELMERG 20 L CTiE
HNICEERL T2 EZ LN, RELE
HIHIERR T U2 IC I3RkIc & 3 IC T iEdL
BRTELBICINFFELKRE(Y, RF &
DEGELHENT, HROLEEIHZEE
b, INL R REL TICHESEET
5rEZ LS, HOHCHEITHEHINLE
BE L. Uad#& SLE TR EEN IC HE 1
BT aIic o0 TIHEOEE RV, ik
HEMiE-H DNA ifkSEsHR e L TRIE
U TRtk % IEHL - IR 3¢, —BMICTLR
BEREIEIRE R E T R RRAFFOIC 24
L, CHICHERRDICL L7 I — 4 EKES
ELOEICL T, ENBITH TS BFBEENIC
OFRF~NDE NIAAFRIEL, BREyCZ
LIZBARICIEE L CICHREIERENENH Y
Liticws,

WTHIC L LS BROBERRTES L REL
BMGIERR I ED LB L) EZ, 2B
HEKICL > TEELBIETH HELTRBET S -
EZ N, ZNLNEEEARIBL BRI IZE
HTEEL ICHREVRET L THH ) EIZEE
ICEEC T,
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& &

FERDH L BB TH 2 SR ib s siguc
AHL, RERMEEIHEE (IP) oBELBIES
EE, R T£H5%) 72 —F X (SLE)
IZBWTIHP 2RELRDER LB,

1) $URIZE#3R horseradish peroxidase (PO),
HARCH POBAREZFAEL, EREOHE -
ICHSREZ M 2 L 9K - HRic k300
MR i3 i fE B BB L IR R 7,

2) ZOBEIMEIfER I MK classical path-
way ¥ T 2HRTH B,

3) FEEbIiEIC L EEER S 2%, B
iz & paErnslse (IP) REH#niEn
IIP & Y FE@fbmiEon [IP #2131 TKd b
nr,

4) AFEic L3 IP IR ) 7=FETRMmE
A/GHIZ#HEBE2ER kT2,

5) SLE » lIP iR E¥ ASLHoERIC LT
FELET (p<0.01) #/RL 7244 BRSO

X

—
~—

w2 X

BET L LETIIREHRNE NS T,
ARICIEELT 5%, TIP & wkili (r=0.47,
p<0.01), C 3 (r=0.67, p<0.01) #%k
2 & BEEAEOTHEILEE (r=0.45, p<
0.01) DI IZIEAFVHEEL»EDH LN
h sl
L EX D SLE OfE R ENHBIIHIK
2 & B E sl R R T icBE T
LLNTIR L WEBFEIr T -7, LAPL, &
PR IRAD 598 TR HI BB T2 SLE AR
N TRTFOREEAERNTEREHFL, HRE
I R R BRI & - T L ik
ST BERBREARERBICHEEELHT
REEABRELERL ) 22 RBR S ¢
5,

BE#bizHRY), EHEEERMNE G- 2B
HEMEIE L 5 CIC SR EUBBURICREDHE R
BT Lo, RERBREL 2HEELB - KF
TEEMICRHLE T,

L
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Studies on complement-mediated inhibition of immune pteripitation
in systemic lupus erythematosus
—— Using peroxidase as an antigen ——
Norio KuwajimMa
Third Department of Internal Medicine, Okayama University Medical School,
Okayama 700, Japan
(Director : Prof. Z. Ota)

A simplified method for measuring complement-mediated inhibition of immune precipitation
(IIP) using peroxidase (PO) as an antigen was studied. IIP was measured in 48 patients with
systemic lupus erythematosus (SLE). Immune precipitation of PO and anti-PO rabbit IgG at
equivalence was inhibited principally via the classical complement pathway in the serum. When
the substrates H:0: and 5-aminosalicylic acid were added to the supernatants (soluble PO
immune complex and free PO) of antigen, antibody and fresh or heat-inactivated serum
mixture, their absorbance (0.D.) at 450nm increased in a dose- dependent manner. The IIp of
the complement in the serum was shown by the difference in absorbance between fresh serum
and heat-inactivated serum. The IIP in SLE was lower than that in normal subjects and
patients with other collagen diseases. There were correlations between IIP and CH50 (r=0.47,
p<0.01), C3 (r=0.67,p<0.01) and complement-mediated solubilization of immune complex (r—=
0.45,p<0.01). The IIP in SLE was reduced only in the earlier active state and normalized very
rapidly.

The above results suggest that the formation of an immune complex lesion in SLE is not due
to the acquired depression of complement-mediated inhibition of immune precipitation as seen
in the complement deficiency state.



