IO AE L v RV T 4

0B B3F434F 12108118
o B BEEH-HBCLTHE SHA-
A AMAFELEE - BREE

(BEHR) BHNAzv s -BEFR FHER

1. TTHA % [(\/: EACI4 cell DA SNLTILE L OHE NS DD, LT stable A
KBTI RAR & — cell 2B 5 Tus7gu~. FZT Borsoss 543, EAClze
AT, FIHAF, TRHFED cell iz EDTA O FHFTe +HBVILEAE P MTE
(#B) MBI LTI D, verdHBHvikEaE, b EACA
EAC14 cell 4%, #itAR4y, HiTC1, C2KIVC cell OFFEHZRIHL, ZIT R L-C 1% Mz T,
3DEBEECARTGROLDTHS, TAE, FEACTA cell EAC 14 (g0 or dv) cell AMEN B Z E2H& L. LvL
(EAC14e» cell) iz o\ T3, 7+ CTiZ Mayer 5405 TN BFER 5o ST X % EACL4ge cell fEBLE: TIX,
FL, Th2EASAHE LA HC RT3 A EA @ emE%maT0C, 7Ta308REIxs L5
»%. L L, et EAC14 cell (EACl4hu cell) iz SEECEEALENLETSH D, ¥, Borsoss 506 b
# 1

buffer composition

buffer A buffer B
5 x VB stock 100 ml 20ml
glucose 25gm 45gm
50 mM Ca TTHA 100ml 100 ml
gelatin 1gm lgm
ad aqua 1000 ml 1000 ml
pH 7.4 7.4
RSC at 0°C 0.085 (.029
procedures
EACL4ne . EACl4s»
EA (5 x10%/ml) in buffer A 20 ml EA (5 x10%/ml)} in buffer B 20 ml
human serum dil. 1 : 10 € buffer A guinea pig serum dil. 1 : 10 € buffer B
and incubated at 37°C for 15 min 50 ml and incubated at 37°C for 15 min 4 ml
incubate at 30°C for 5 min incubate at 30°C for 20 min
Cfg at room temperature
wash x 2 ¢ buffer A wash x 2 € buffer B

wash x 2 ¢ 0.3mM Ca*®* GGVB
suspend in (.15mM Ca* 1 mM Mg* GGVB and incubate at 37°C for 2 hrs

Cfg, resuspend in (.15 mM Ca®* ] mM Mg* GGVB, store at 0°C




HBH L EALE L+ EAC14 cell BRI TIL, B
Ehic Cler X Clbw g ET 35,

LEhRd i,

1) EA rC 1Ry Ca* 2\ 0% Tx b, EAC
14X C 2 ORIGIZIE Mg* BRETHDZ &

2) triethylene tetramine hexaacetic acid (TTHA) o
F v — MEREL (log k) i3 Ca* woxf L79.89, Mg*
X LT 13.93T, Ca® il Mg® 2 X D &5 T

Z &

FIB LT, EA b e 4 MiE Ti%ET EACI4bY cell
EEDB-OTHETS. i, 0 ikl EACIder
cell DL HITHTE .

(B IUTER)

1) TTHA {3 NaOH = pH 7.4 8 L7 0. 1ME
WA ERL, Z3uc 0.1M CaCl, #%8m 27, 50mM
Ca TTHA o stock solution A {F&L,

2) EA [ lHEONETERL 2 $ D % Ca TTHA
buffer (4%70) 2 [EIgEo7-4%, Ca TTHA buffer joiF3%
S c A

2) v bHBGITELE b AFEE, Ca TTHA buffer
TIMEFWHRE, 37°C, 154

4) buffer thop Ca TTHA DL, BT 5 mM
&L

5) IMiEE, FISIERES JUEH, 14 vEES L
LR, i 1T HEXRBETHO. onHo
SFOHRBIIL, C2OBEMEERTEL L.

PLEoD HETESL L7 EACI4 cell @ X B +B &
VeEaE ., FOBEELAClE I U aE+H © C3 total
DFAEEL, FERD Jik T fE8l L7z EACH cell 1
I 0B oRABELERIERUTHOLH, C20EMENE
e b, BAE, b ELICHEROTETHEORIEL D
0% EBEE2T L. CORBCOWTERAHTSS.

7t 3 EACl4nv cell o stability % C 2 OBMmiEMN%
FEXLTEH LCE A, A £ 3EBIRET
Bt

€5y

i, TTHA offfE T T EA L &MmEXIT
XRBHZETID, EROFTEIVIESTL1LHESE
e bBIeie, b EACH cell # 52 Lol
ThL7c. HBEL-HIERS 2 Ao T stable 7oe b
EAC14 cell % fE B0y, SlEDibhibhDHERN
BT TH 5.

2. REFMRGICRIZITEESA A VORE
ERRFNATMRII D TRES

51-(51)

AR —, SETFE
Hadding 43 C98v i X % EAC1-8bhu ¢ lysis 25 Fe*
W X b inhibit Sh Az L%, Gotze 51 CI2 T X B
EAC 1-8rig (> lysis 3 Fe*, Fe*, Cu®, Zn*{Z X 1 inhibit
FRBHBZEERELTVA. b il Lachmam &
O reactive lysis OFH T, #Ex O metal ions D
PE, TOFRBRFC O THEITZ T2
(F)
buffer }1 isotonic veronal saline, pH 7.5 (VB) #
\sfe. CFha i3 Goldman &> Jjgk, C9se (2 HIK H o
HET X DEsEL L. C7he or g», C8bu or g0 3 Cordis 7
L&A L7, hemolytic assay 133 x10°@ cell & 0.1u
of CH,, » C92r L % £& % ® metal ion f#£ F C37°C,
904y incubate |, BME A HIE L
(53 |
1) f % @ metal ion DFLET T EC5678vu o) CYer
{2 X B lysis % §~fz. Fe*, Fe®, Co* Tl inhibition X
Zosii Ay, 100°°MoCu* T 124%, 107*MODZn* T
13 170%, 107°M @ Zn* Tix70% ¢ inhibition 2% &
i, 2) EC5678bu L f& 4 ¢ metal ion #37°C, 1543
Rl incubate L7zD%, VB TPLy, CIEMITI HIT
90431 incubate U, ¥IMEEHF~7c. Cu® TRI0Z D
inhibition 237 7 Ay, ffiD metal ionCil inhibition
A EHbhiehot. 3) Cu' L In® 2xhifhC
9 X37°C, 154rF] incubate L7c#, VB i LT 48%f
MIENT L, ZOBMEREZRLL, EOHEFH CI
DY MEYED inhibition {3 & Hhindyoi. 4) E, EC
567bu, EC5678k+ ¢ VB T ®mechanichal lysis(37°C,
180 43fE] incubate) 1= ¥ LiF3+ metal ion o BB & H
~N7-, Cu* r Zn* 13 Y@ cell 2% L T % inhibition
%< L, Co* (% inhibition #7R &/cA»D7z. 5) ®ax D
metal ionfgfE T CEC5678bv 3 CYs&r L %0043 incubate
Licig (% lysis ), VB T, VB BBz C9se
% 47r VB i suspend |, & HIC904rH] incubate 1z

#1

9 lysis (D % lysis @
Cu* (107%) —14.2 11.2
Zu* (107 —21.0 2.0
Co* (107 11.5 3.3
co ! 18.9 5.0
VB — 4.3 21.2%

*CO9xmrs



52-(52)

%0
o7 lysis 1 o7 lysis 2
Cu* (107%) 3 32.6 4.9
Zu* (107 2.2 47.5
Co* (107 62.1 9.1
c9 72.6 17.3
VB ; — 3.5 67.5

(% lysis 2), VB iZ suspend L7-¥5&iTit, #1002
LG blysisgiz HhE, C 9% &1V BI suspend
1t%ahh,i0ﬁ’}<2n TE lysis 234 S

6) C3z0 3z 1 A ECO678be o lysis 2%+ 2 Zn*®
@ inhibitory effect > C 9@ input r o B 2 H 5B
E, COD input 23840+ % &£ Zn* 12 X % lysis
inhibition {38 L7z,

LlEogEEa a4 LT, CIric I % ECS678M olysis
@ Cu*, Zn* { X % inhibition D {EHERF * LT Ho
Yok b®ELT5.

1) Cu* oG : C 92 EC3678 1254 Lict, lysis
IEZET ORI L T O i@ % ireversibly
yZ inhibit37%. C 9 & reversibly [ &4 LT, F0O
4 % inhibit T AWEEM L E 2 Hh .

2) Zn* OE s BEER U AmEKE EToRs s
% reversibly j= inhibit L, C 9 + % reversiblyiZ#4 L
T, 7O EC5678 ~dDis{2 inhibit 4%, Zn* o 8
BIRCOCHTLEEFEROIIREEFEL HRD.

3. EEHBYHRPIEFETILIHEHENE

AVl ey s —FRFY 1428

roEd, BHET, O A
SEFEBDAER P ST OHlAOFEECOVLTL, #
=/ R 3 MFOHFMEELSERBROAE IoCRES
%5 Morgun Ot (1949) LIk, F OB ARE
ZTWie. L LEE Day 512, CoVF i Lo TifthoL
SHREMZTERTRIEFHEIM L HFEL, 2D
LONHERORMTHDL EHE L. —H ooyl
T, TDBEH CoVF (ZEFE + % phospholipase-A @
fERw L2322k +5 Hall oKkt ay, Bao
g:é&%&%ﬁﬁ%%h{v@v.nhbnmﬁfz
BRI A, TOERPCHEEYOMARORRE
%mLitﬁ@%?éﬁ&ﬁﬁETézi%%%#ib

-
7

[

(Fktes 2O ED

A4 = (Bombyx mori L) XE{TERAES I UEE

DEAFR Ao BRI 5 SRS RO BIE EH
SR T CHEI L. BRI 2 0.0IMPTU  (phenyl-
thiourea} %Y/ Bz, B LHEEEY —T0°CIT 87 LT
R 3 MEFIAWAHLEOME Lml 72 D 5mg D
zymosan Z iz , 37°C, 604 KIS €cKELL, FD
B . BIEEO fiEE, 1gM k73 TgM
rich 7z hemolysin T&&{E L7z EA2 x10°/ml in gl-GVB*
0.2mLizHFER LR 3 MEE A1 2 (hEEBDED 0.2
ml¥Fohiz, 37°CT 1200 RIS &% 7o %, 4R 5ml %

Mz, &OE OD 4l4mp TEIE L. ZOBOHEIC
DL E BT L0 O THEET %

(R B L U#EE)

1. RIMFEOHFEMFLMELY R XL HRT
WCAWBIEE O MG 2 SEE LACR 3 M, #4
TR I BnEED ERYHE LA, T4 E
v PR q'ﬁu*’“*af*ﬁ>§z\)ﬁﬁéi ot Licd-o T
BoOKBITEL L TELEy P RIMFLAEZ LI
Lz D). R Z DREIHRETFE» SR E 5

\)‘

":1

3 ~ - R3+
- ‘ }{tlffer* /¢ HL ‘. HL
vt 1.6 | 4.1 3.6
£, b 6.0 79.0 70.8
5ok ¢.0 G.¢ 0.(
7 a4 39 5 9 46
v oo 9 370FF 15.8 13.4 9.9
2w o 170 10.0 80,2 54.8
&
i3 5728, EAC142 35 1 0¢ EACI4 2 Hiv., ThFh

0.01M EDTA GVBchiz 45\, T, A%, h R 3 MiE&
B A 2 AR RINE . FOEE, EACI4Z oFEm
HA kAN D LI OTELS EF Ly,
EACH & < Hine 3, Z ORGP EKRITEDORKIET
HHEHBERTEN ().

AT H A 2B R A AR TR L, FOREM
TEWED Bbw Bt FO R, 56°C, 304 MENTH
FEL, B TIIRESEA. F7- CoVF, zymosan, LPS
CXAHAELT I LOBELRI Ao o
512, A4 REARTIFHEYO MY zymosan T



e
i%l in EDTA
EAC142
0.5t
" EAC14
i 1 i
04galsr  Us iz |z

A1 2 AR OBHE
1. =% . FRIME FF) i 2 2EAC
142 + FACA oM i@ T a1 2o @
%,

MBTA- L I oTEGRAR IMBED, Bilnigks
LR e EFAEETS. L L CoVF A ISR
3 LT, ZOMREE RIS et AR
@ intermediate cell ZFE\T 74 2 EHEH ORER S
OMERFT-o7- A, inhibitor DFEEL ST, BEF T
DT AHERERIIE O

2. alternate pathway ®[HET LHT

B Lt h A 2w HIET AR TS, HHEO
MIEDTELE T 25\ ~C, zymosan B X 8 % 2
B L7k o %, zymosan (2 X B FIEDATLY, A A
T TOTHIE SR BT L b e DR (F
2), 2T, v rIRBEC AL 2R FInA zymosan T
B LIch D%, RERKKBECI O TR e &
7, Bic @ Bia ~0 conversion 23524 (AL T T
Vo BlbEA B, hA = (3 alternate pathway

22  zymosan 1T L 2 HfE D RELIC B LT
# 4 = fhg (HL) o BE

OV H AU e (CHy)

1) | zymosan HL & ®.=x v b [EREN
+ L 198.0 30.5
+ + | 99.2 31.1
+ + | <5 <5
+ + + 74 30.0
+ o+ + 1.3 <5

* iy zymosan AN x37°C, 604 Kk & 2,
bW HL etz 7, tofioXcadEBR T2

i
HinzthrbRIES ¥,

53-(53)

OHERFIHFE LT BT &m0k,

3. WERTFORE—%

( AT AmERT Y, ThThiE—0%
BAHh, TOLTIIHERS EDOLONIERH L
57

— A, Sephadex G-200 %3 L7222 ZATIL,
HFOEM: peak BHIC—FKT 5. LbEab, RIME
DEMiEH Y LA X @ 5T &, alternate pathway %[
LT ARTFIL, A—ThoB—7cHETHHLBREDE
CAELZ TGS BRTOBEMERLIE»TEDOZD
T EY, ERECBBNCRE-RBETHA S EEL
bid.
4. PEOBER
Wit 2 —HRFTZ A AR
FE#R—, BHETF, BN #
WarsEwEr: 4 BIRG

B RN LAFE R & TRt LT
DN LILEAMOFETH Y, PFHS S-Igh B FE L
TEREr 7Y vEL ELCHAERPHEELEEH YR
LT AHEEES S D,

VT4E properdin ROPIIEAEL, IgA 4 properdin %
W IOTHEHELEIELY A &, FdbT Lk
WL, B S AEETCH LTAEYTHL S LN
o EdRhTE

b LY, g properdin RAEIE L, FIFLH DR
Ere 7y v DRSS E LD SIgh hERo IgA
LR CHAELFIGL Y DL T hiE, E.coli 3
L3577 ABREERE NS L, oA KRS T
HAHATAERIC X TEMTHAS 9.

Lo LA omERZE LT, B Bic/Bia A
BET S EOBEUA 2L BE . £ Thhbh
W, WAL ERC O TER T In A .

(FHEbRs X OHED

EFSHESAOF1HEN 4 BHE TOMILE
L, 15000rpm, 1B 2EEG UEEER & DERE,
HE s T—70°CiT &g L7

&Ry OEMIENIT EACL erdhy L ooxyC2be [l ALGT
TRTEAET , MEEORS VL. OO TET
DN TR B DT D TR T 5.

Bies PiclBia 186G, IgA, IgM i3 Behringswerke #D
partigen THIE L 7.

7wt vFiE CoVF 36 X UF zymosan T37°C, 1HF



54-(54)

% 1 colostrum o g{kH
colostrum
] i serum
1HH ‘ 2HEH f 3BE 1HH
. < 264 < 2-48 P< 232 < 2-16 24000-32000
(2) (14) ; (14) (9 (28000)
C 4 1200-6400 3200-25600 3200-25600 2400-19200 128000-~512000
: (4700) (10000) (12000) (9300) (192000)
c 2 o< 2-8 L< 2-192 84-256 32-256 ‘ 2400-4800
N : (3 ! (48 (110) (160) | (3300
e < 2-64 i 48-96 48-96 ! 32-4 | 3200-9600
7 (20) (64) (67) | (38) ; (5900)
c3 32-256 f 16-256 96-192 ; 96-256 L 32000-48000
(100) ( (150) (145) (130) i (40000)
C 6 80-640 320-640 320-640 320-640 © o 968000-128000
(260) (380) (380) (350) ; (115000)
c 7 5120-32000 5120-64000 384048000  ©  3840-32000 | 240000320000
' (12000) (27000) (22000) ! (20000) } (300000)
C 3 160-610 160-640 160-320 160-320 L 60000-80000
(3200 (320) (290) (7600) (62000)
co 2000-8000 4000-6000 4000-8000 1000-16000 60000-120000
‘ (4400) (5600) {6000) (7600) ! (95000)
#2 WELIMBOBMENROHR SEME
C1 0.0005 (0.0001-0.002) 20
Cc4 0.07  (0.04 =0.15)
Cc?2 0.02  (0.004 -0.05 ) :
C3a 0,008 (0.005 =0.008) .
Cc5 0.002 (0.001 -0.005)
Cét : 0.003 (0.001 -0.003> .
C7 | 0.07  (0.02 -0.07 ) X
a ) . 100F
Cc8 3 0.005 (0.002 -0.01 )
c9 a 0.06 (0.04 =0.09) ¢ .
- - %
BB, WEDOC3IRHE L THRA LE. .
BEB IUEZE
SHBEAIFEIVCRTIEEETS. A bl y -
BLORERTI, E20RTTELC4, CT, CIM _J{//: .
B, ClRARGERA A bR Lo LgRF TR — %

FMHS2BBERNT T, SEEDOL I ATHELFEED
FHIEA R B3, C 12 TODILZzDdME L
.

BiclBias 186G, IgA, IeMIZ A ZE A O THA T
%.
EERIIDOERGOBMEEDOH L HELH4H
B2 ToLEni:, M112C20FR LA, FHICE
<, 3HBETIREMTAFANL . La LEEA KL
7¢ <, microplate B THISE L7c7zed, (30 D LIcHR

i, C2odmEYEsoRE,

ZEIE T &7

Fui2 v LT3, CoVF ¥ XU zymosan THL
BL @iz v b e — A L HAT10-20%DC 3 DR
EALARON AL HHH, TOEIHRE Lizfid
#1E L7-. Ouchterlony $#:T anti-GGG FOENWCIERT
TIERE AR UL ER TS LA LS.

UEDEREX D, Wi ~T O #ithR 2 FiE



L, B4 RHo host defense {277z h EHE 7o E%w R
LTWbEHRTES.
5. EACI8r & C92r (2B EX ERAD 2 HEE
4 F o DOEE
KRERHFSLEL NI & v 5 —
dert B, PRRSEET, WA ET
(B#D
EACI-8 L C 9+ D BT, L LT C8sr
7243 C8 A C 9 L LT C8¢r % 4o 43 CObv % H
Vv, FRIEEEREE 2 T0.09M EDTA it kir 3
EXUM A 27z & = %, BEAC1-8t L C9er Dl & DY}
&, thofaeoBE L Rizh, 0.09M EDTA AT
EFRESRRLWZ A L. T2 T D REEEXR
HME L TEEY D
J5)
bufferjtsucrose-gelatin veronal buffer; SGVB(pH 7.5,
M= 0.065, Mg" XU Ca* 5Lr) wHiviz. 0.09
M EDTA ¥ Frank OJ5Eic 8T 7 fEBILJ-. CBer or
bu CQegp or bu 33,3} 3, functionally pure 75 & D %
Hu~7z. EACI-7 cell (3 EAClsr L 7 cell reagent(hu-
man serum} H C 1, C 8 3 XU°C 9 % &\ 7 fraction)
% , EAC1-8sp or bu cell {3 EACI-7 cell . CBgp or bu
% incubation [ T{E-27:.
(RE5)
1) #AMEECHT 50.09M EDTA s ToD E*HAL
ZE SR BT, EACI-8 2 C 9%0.09M EDTA«:
T30°C, 30min incubation L7c#oO#EMfm{ 1), Ko7
cell 2 SGVB iz resuspend 1, 37°C, 60min incubation
LBoBN(ZA), ¥ I, opikol: cell KHU
SGVBHTC 9% n% , incubation L7 D% M (&

c92f canu control
opi07 134 n8.8
EACI-8F 719.0 wzzzza80.6 7161
B85 131 e 7|8
07.7 117.8 0 ? 3
EACI-8M B2 Tz 41 6 36
70.5 £2320.3 ‘ 73.2
- 3 =
EACI-8 unlysed cell unlysed cell
e > inc. 37°C, 80 min — C9 _
inc. 30°C, 30 min in SGVB inc. 37°C. 60 min
in0.09M EDTA in SGVB
=1,

55-(55)

RME L. H1IKRTIEL, EACI-8er L CO D
Bad, T b5 EACI-8er k COer F -
1z EAC1-8rv L C90: p354 L A, 0.09M EDTAd
TEMMEAMALOEMIIIMNZ bhvd. L LEACL-8
L CY92r #5413 control (CO 7o) DBEL MK
E*#&¥Eb7ous. Lasd EACLI-82¢ > site 37g3¥ intact
THHT LIVEI L.

2) EAC1-8ku 1 C92r i 1 5 E*EEH A~ EDTA ¥
SO F viREDOREE

diz, EAC1-8eu L COsr g4, 0.09M EDTAHT
E*%(EbiaREETBRT A0, fEx 0 EDTA R
Dbuffer % 2@@/{7}“/3@&*(# = 0.150& ¢ = 0.035

@ buffer ¥ FAWTIER L, Th @ buffer -G E*
ﬁmzﬁ Lk-%@&%,ﬂ?nﬁ?;_{.b?h

401

’—*SGVB!’Q 5.0.055)
*’_OGWB ¢ ‘FGI

o2
o
T

formed E* (%)
////,/

S 20} \ |

10
0¥ 105 10¢ 107 102 10
EDTA concentration (M)
2

DA A vEEE TS EDTA EZEH 100uM L EDRHIE®
WRZINEI S By, EDTA BE A 10uM LUF D IR 13
E¥MIFEREND. T/ 28O A 4 v % £ buffer
DEFHA~ORF> LET5H L, EDTA BE » 10uM
LUF DB, (B4 A4 VERE (k= 0.055) O F» LD
effective ThH-ot-. Dbk b, ZOM-HEHITET0.09
M EDTA b TE¥2 M Lz Did, 14 vEED D
Tid7s< EDTAZO L ODRRTH B Z LA L.
o Z DOHRFEL, {E'&f & EDTA ME*ER AL b
EXD, TOEERICIL2HEEA A VA LE THS
AlEEME AR, 7:?_’_*(_-‘ SGVB =iz contaminate 1Ty~
HEBEBOLEA A % IRCH0 resinh T Lo X Dk



56-(56)

formed E* (%)

T R e
B 17175
J ."J &

y concentration
(M, x2)

X, 2(Hi@BAA4 v OEER~DOEELHE -

3 2{FEEEAS A4V OEMNERAORE

FHRBEO2MERA 4 v 2E s buffer iz B+ 3
EURA B Lre. M3 i 308, @814 ve
Iz epsoicbufferdh TRz A Y ERIERE T, 4
B4 vE0.02uM SR EE T A ST ES

RS bivie. Cat Tk 0.2uM, T &A1 + T
2 uM=20uM TELBHEANCEFAFM SR L
L, WThOERBA A4 v OBt d 2mM B D T
B2 2T E BRI X n*.%ﬁ@4+>®L%M

B3 B B A~DBE L BT 5 L, Ca® 2
L <, Mg*, Ni*, Co* 35 L U'Mn* ‘:2L§—L}ﬁ‘§', Zn® |z
E‘li)rul D7

PAlEX b, EACI-8h+ » C92viz I 5 EX MLz i B
@2@%@47/%2*’55*}§ﬂ%Lt

6. E FEEFEBEINST (C9) ¢ single radial im-
munodiffasion (CL5FE

EWRARL AWM FRER
Eiffe A, BT, S

B hC 963, 19694 Hadding, Miller-Eberhard |7 X
b, MEDAA 72 7Y VBN HE—D -7 77 Y
vELTHE I

bhbiud, v OB« DFMRECKT2C 9K
FHEFEMER LT 5> AIORHIIT, b F C I T 5%

BHmMBEAYLEL L. « PCORPENTE = & 2R

S, HEEORGTETICHRID L. ¢ @i 400
ml7 5, 1 .OMBE%L LiFE—-DEAE—-CM cellulose column
— 2. 2MBE L Ei— £ = v —Sephadex G-100 # A3
2IPIOAT o, FRELT, v b s BEEAS
, SEEEEIB300E A LD b DL LTED D L AT X
7o FEBLC 9L, O FE 7.9, FES 4.4, HLmE
T THot:.

NE

Z inter-¢¢-globulin
BBICO (95ug/ml) Iml 2 7 »mg v 1 complete
adjuvant 0. 5ml % E Licd D% 74 DOFEI LT
Eg L, 1ERERE L%frlﬂ LEOCI% 72 2y
Bl EBITES LI X5 LEBREBICERL L TH MY
(g

@onfyufig 1.6ml S0 2 x — L EE(pH 8.6,
M= 0.1) 2.25ml, 3% agar(3}:3f, agarose A-37)3.75
ml TI0X6.5cm D # 5 AR T FEERE o
ot

k4. 70d (EFE AmmDiR) Ants. EEA (20-

497F) 29/ LT C O DERE AT 0 7o 58, 44 .5+
10.6pg/ml{+ 18D) TH-ot:. HEBRZ>TiL, 5 (10

%) 41.5%14.4 1g/ml (4 18D},
wg/ml (£ 1SD) T5 7.
7. Cl proesterase DL LU ZFDNFFHLR
FUMIFRE 3R B
R.M. Stroud

2 (194) 46.2%£38.1

75 Lt Kk of

(%%)
kBT, Cls {3z @ precursor form TH Z Cl
proesterase (Cls) > LTHdT 5.
iZ & A internal activation Z A\ trypsin, plasmin @
BASBEIERIZ XoT, Cls i3 Cls itk x4 % =
ERHIDR TS, OB S O T Cls 35
LU Cls BREBEL, FIED 5 THR S o v THE L

3

FR

(BLB0
anti-Cls {E1E ¢ Tty b, 72D Cls %
T %7 ab»fz}t»crﬁ) Cls 2 Rdic s L 2o i
L 013 5h 5 neutral euglobulin % (.035M EDTA(pH
7.5 RSC 0.067 = % LEHL,

amide gel electrophoresis {Z X # $i]

immune complexe
s

O B L D acryl-
Cls %%, Freund's
complete adjuvant & A\ T oD G L. FhF

EACT 2341,

#0 § Cls {2 monospecific THDH,
Cls Fimift i Lzz.

Cls o¥5%81 : Cl proesterase, FE~-2y v i L b
0.06ML-lysine ff£ FCH# Hh %

neutral euglobulin



?0.02M EDTA, 0.005M L-lysine(pH 7.5 ; RSC 0.04)
HiHi#% DEAE cellulose column chromatography iz X
DOTHERE L. B Sk Cls i, Hle pF i xL
F - SDS acrylamide gel electrophoresis ¢ |- T homoge-
neous TH H, T OBIRETI0-20% THo7:.

Cls 35 k¢ Cls o specific activity: Cls » Cls @Lt
EEERMD DT, EOKEEES YV TE IS
va_N_rg’w!ibt Cls @ 1SFU 13.0. owgfml i
b ClsTiy 0.4,:g/ml 2L, Cls ofiE#T Cls
D20-40f5 %= L7,

Clsis L OClsnBE X HkED : RIEELKE (1 % special
noble agar, pH 8 .6) iz3s\~7 Cls (3447 gull wing
cattern /R L, FOEEELL Cls il ULKTHD

Cls 3 Xv8 Cls o4 itk : Cls 310 Cls %50
Fh8M urea #ETFTT 0.1M DIT [ X h@ETXIT S
L, SDS acrylamide gel electrophoresis |- Cls {3 2 i
—7J5 Cls i3 1 {§ © polypeptide
chain X Dipn o LAVRI NI

Cls, Cls3s 1 ¢ Cls subunits @4 F-5 : SDS acrylamide
gel LM Cls & Cls O)kBIECEL N E LR
Zobhic ot y, fRE Cls (LB Cls i LB E)
ErEhbsz trabhic. TOFRRIIL, BT LD
Cls 43F-o random coil arrangement 232 b, Z O
BEP X D IEFE/e T A3 & #F 2 Hbifc. marker pro-
teins % FiL T DT R O #EER, Cls 140000, Cls
110000 (104000-118000), Cls subunit (3. %h FH 77000
(74000-80000), 36000 (32000-40000) THo7-. HEm L
AT L 54 1, Cls 133600 (124400-142700),
Cls 83200 (78200-88300), ¥7:, Cls4.2S, Cls 3.58
DYWL IS Shte. Cls X0 Cs 7 < /i, B
7 Cls & Cls ©7 3 7 B HECLREM L ER
Zboiismote. BEOROHR, MEL VY7 VEBEE
D EN -~ sialoglycoprotein T 307,

("S558

%5 Cls 35 X0 Cls O FHERA B Licks$, Cls
# 6 Cls OFEHALICEE LT— peptide 238 L, #
— polypeptide §47% disulfide bond TEEAT2 2(H D
polypeptide SEIZZ{LT 5 Z LAVRE IR

8. C1 proesterase (D;E{4{LF
AMAFH 3IWE BN
7 3 .i= k% R.M. Stroud

@ subunits } H7g D,

(#E3)
K3 Cls 3 X0 Cls OB L¥aobetk % B Uik

57-(57)

B, BEQETEO 20-1050BMEEY L, ERK
BESK, Exickh Clsix
Cls {1 double polypeptide chains X e = &7g & At
i fc. Cls activator HESBL . e v T Cls
LT 2Bk T, ERomAoWRrEIT
5T EMHbR.

(B8

Cls activator D¥5%] : 0.06M L-lysine {546 F CTEgF
i3 X » neutral euglobulin #7&, = O4E & H0.02M
EDTA, (.005M L-lysine (pH 7.5; RSC 0.04) THh¥
XN BH4EE X 512 DEAE ¥ X fCM cellulose column
chromatography {2 X g8 L7,

Cls activator + Clr o fE]—1#: : $58L Cls activator {2
i Clr )k oidentical TH B Z & i D70,
Cls activator r Clr oOfljiE#ED peak 2,
gel electroghoresis {2 3t 558 Cls activator D74
BRI —F L TR L.

Clr iz X % C1 proesterase DiE¥:AL : DFP T&wE{L
L7 Cls 258 Clr #37°CT incubate U, $RBEFAUC
B SO ME L BR kB 27>, Cls ko Cls jfik
L2 3WFT5ET L7z, %L Clsie37°CT incubate 1,
@SN IG7: samples #5FTT B L, H— polypeptide
LD 2 @D polypeptide FHATUK Zh 2820 HA»
ThTwnz e

I — polypeptide chain,

acrylamide

X, Cls vy Cls ~ convert
L S i

Cls esterase g»g-ﬁcp 0»:Cls #s ;¢ Cls |z DFP-2P %
WETHLE PP ChizoZ R h A ht. DFP-P
T L7- Cls #335T1 5 &, P {3 Cls © 36000 dal-
ton subunit D LFIRART & DA T hi.

insoluble Cls 3j#s : 5% Cls % CNBr TiGdk{b L
#- Sephadex G-25 jZ ZLEET % = 12 X b insoluble Cls
A FBC L7, = @ insoluble Cls 3 C2¢¢ activity #
destroy T A5HHEAXERFL T 5.

(#5eh

Cls activator #BERIT5Z L r b, “had CIr
identical TH B L BRF:. Cls 12 Clrizk » Cls
~EHLE R A EAB LA IRt Cls o esteratic
site ¢, 36000dalton subunit \ZHETHZ LAVEI R
#-. insoluble Cls |2 #/% & Cls @ interaction o FF4E
KHATS%

9. C3 Dby 7L Y ARENOWE

SRRKFEVAMAS FREH
&S, wiEel, BhET



58-(58)

TR 55 (Ag-Ab) ([i& L7z C3(C3b)ix, M
&> C3b inactivator DEH%Y 5177 C3c & C3d D
il b 2 0DGRENTHRTD. ET XL

PRESEIIL ) 7o i IoTi0EBrd3hbds L h
>
o~

#WEIhTun. Clc [XHHIC JEEE L, C3d 13 Ag-Ab
WCEEELTHES LHER N, ZDJREE © Ag-Ab (3 1A
G e —ij:éui, Eax oy, bityg (GPS) ri

724% zymosan v b Y T Ui o
T C3c 51@%?%E%KOXLZ)C3 DTS5 T AV N
EEE, BELL, TOoHHEYFE o TR T
5.

(FEes TOHED)

T Uiz GPS 72 EAFIO GPS % Ag-Ab ¥z
’*%ﬁkL::mmmm.&E@gﬁ-efckﬂﬁxdﬂ'
PBS-saline T35 [@geo7z. U 7o (Qopg/ml) OE
{337°C, 30T TOf. TS f5iE @ SBTI %ﬂﬂ,\_,
EEY o, BEL, Y2 v BRI THER

O:f:'?‘% \—;rs;%'—é)

(1) BE L C3c (Try) 2, REESRKENETI
RER-DEMTA D SDS-F 4 A ERKETI,
7Lt GPS 2aSps8 L C3c (Try) 13, B8
P2 LTS L A 2-3 K0 kE R R T O
WETHON. EEHD GPS TRUT1IATHLOT
genetic polymorphism #2334 D L B 5, (2) C3c
(Try) DRI 5 &, Cc(Try) 7 4 A 7 BRKE
FTHFRI-AFHOV T =, MO THI L AR
s Tiebbh, C (Try) iz, FRROSTFEOWFS
==y b, 3-4KOSPEEENLLHIOLIDLE B
NA. C3HTIL, |BIUOBIZ X1 2>T 24AD chain(HEX
1277, LEAGT) 2»Hiehizco0n5mD T, C3—-C3c
~OSELRET 1 RS- SHRS~OLBmI A DR
Fed D LHEE IR

10. ERHGELX2T 28RS

KIEz, HEEE, FHM, BESAR
A —, R HIG 1T

= PN S
B, SR, BREE
EHETOSECBITOESII R L <, Hicalter-
native pathway, classical pathway @ 2 >DOFEHZERO
FELXLO T DO THD, WAL ITHWT B

GIERIGT BT 2EEMEOBETHHELMIE DD H
5. FERCRSCTLEMELET S lupus B, &

45 membransproliferative G.N. {23\ Ui b ERGY
f ot pathway OBIEORT A A H L 2 SR
£>,%ﬁ%ﬁﬁ@—%kﬁé«<ﬁ%&%t&%1b

{

D, Sldbih ivhii ZREHEIT BT B F A A Gy
ARz 5 » HElE Eﬁ%fﬁ&g-}bgﬁgziﬁﬁiﬂﬁ
m'-:}ﬁﬁ;%:;%@%@gzgﬁ\ 72 oD THETS.
LOIE T AEEMT TupusE4 4 f?j 11p01d nephrosis 5
G, 1BEHRI00IT, £cERLETL, XERIT
Ak Y, —ECEERTTVHEERZ 2 o T
FMEFE— SO“C”{%Z%L [@fsiz CH,,, anticomplement

CHsg
(units/ml)

1000y ’\’\
nu\,]L

¢ v 5i/e—f“\s-¢-:3’§/ \§\:

C5 /l 3
L ¥aY2Tats! ] s}
Gunits/mty 100007 :l?/'\;.—Z——?—~S/ ™~

500+
urine
protein
(g/day)
ACA
n lall

S-GOT (L U"E A

. _(J P‘l Al
betamethason !
(mg/day: “

14 1. Lipoid nephrosis (22y, female},



activity(ACA) 3 T OVERAR D DB iE M, single radial
immunodiffusion 312 X h EEITCERIRE & O H %
Rt BEEEYRELCEREED 1-5THD SLE T
WL, L ETTHRE &I ET LUl IR L, 5
BOREE L BEHEHRPIEOERLHR
CH&G BAIT{EE T, FoEEL ACA DEE L —F
%% anti DNA antibody $1&$51{E DB L A © HEE %
BLTH D, Fi% component TI{LC 3, C4 45T
CH., & & % ﬁh Tt —heoZ X b, SLED
AgEL b C\v% DNA anti DNA complex Y iES
[HOEENCRELBEELTWAZ s hdibnic. =
N OEMAEY R TS SLE OfEFCX L, SiEnis s
7oL & X b lipoid nephrosis o fEF 4 G A HEER
K—H L TRATEYETLEHRE E S bh iz (B1).
FEF ORI EARBIFCEMGELE LT D2 205
DfP, TOISBRBIICR T I AR DS LS
GOT, GPT @ B & L e ACA ORMERDHTED,
i liver i depend LT EHic D L Ebnis %#
WS T, C4, C3DERTERD BRI L 1 b b
T A S B A7 AR LT #s b, lipoid nephrosis
THEALBRREH LA SO FIC X b hyperacti-
vation DFEIC 7o B & Bbntc. BHEAC S LTRE
BONL DL EROH L DD 2 DO ELE DM
DHb, BEO DL CHg 1R ETEE LT
B OEEAR ED b, ABOE LV DL, CHsld
FREC R LRI LS i B A o7 &
CH;, *ﬁ{?‘t’ii’}h—%‘ﬂ ChREEDEELH O,
(&8
(1) lupus F4i T, HFEFREE - B
TFWEHE BN A, (2) lipoid nephrosis {5\ T 4R
MBI Y7 hyperactivation DIRFEL I DHRDH
5. (3) EBHHROWMAMAENL 2 2O type Tivh
AFRIERECES E Bbh s, U EBEBCET ES
3 2 oo pathway ORI X DERAH L i dh
DOBH L, BB o lipoid nephrosis B 7EHHR
T % %A% membranous nephropathy o Z L S EBEnE
HMEXETLEIOLH D, BESELESMEOREHKRITOL
f%ﬁ%ﬁw%ﬁﬂa
. RBMEREROETHICDONT
M KFLBERAE FBFER HFELEEA
KEREF LR AR £ v 5 - kAR, KA ETR
M EBITARE T v X — B L, b o IgE
mfi’&%.%ia;@ils Sh, B L — L LTBE L

BN A

59-(59)

e L OBIRIZHE DIEE ShTuwinhoiedy, %,
A LT IgE Ltk DBIFAEH
Eh, —HTR, BEDO7 v —FInE L LT Coombs
DHECWS TES DRIV KIEHEE S h T v
ZZ Thhbiud, BEORIERAGRIL, JEZH
DOFE, PRHOEBCHA BEE L HE D F
,%_@% o, SENBEEMED CH, OO, fER
ﬁﬂ&ﬁﬁ@cﬁ%% P RICEI B T ORIl D ZE B
OJELERCOVWTHE TS, ZO bk, 7vay
VI AN X D HEOEMICER Y R TIEA S HoiD
Tt RET 5.

BEBE OEHE O ST, 12TA0BRAeRBEROE
F, PIUVBERERE THOTLWMAOHREDHDE
A Et&iC Lo, Mayer o g > T CH, % BIE L.
g 28.7, EHERE 10.1T, EWACHETS L7
i<, EREREZELIRT, WEER ®%¢@~%?”
EENE L, LrBEE, SECIL0EIRSE v
5. SHMLTDOHDIA, f@%b“vwfyizb
5 B U TRET LciEAL B0

W RO L HEOZENL, FEROERICT L>TCH,
DEEY LT DHDBE B,

P EIEO R EOLEERTOWTIL, £
SIBDBEEBTOLT RREEEHEE & CH;,, & HEs L
roo BABRIG, £, FETEERVA, Thll BEE
B b i CHy OB EDvor. RO
%%LTM%F@®$ rhE A BT Uisd D T,

BRZENEHADHRAEE) 4 i 2 2, 108070 EH
5L 0ORLTCEH SH DO, SHEETIRIEEA LT
LT i, %nmAﬁﬁﬁﬁL WA DM B
to. 12THROBTTII6AIT AR, TD5:, 7L
o R CHe=0TH DR b, PURTHD ~o A
FAFERBANTHZET, 1698 CHy, 028 b
AP N DIEGIR BT B RS Q%ﬁd,ﬁf
Cl, C4, C22EL, OLTFEESNEFERELT
DI L Tedy, Bies BicD §H%%i?ﬂ{%“u~—’f£{t%if£
Avote. ¥z, o A XA R ATERDEHR IR
FoREATC, CHg, 2327 600377 ER L TWAHDHA
DLivle. EEBIGRERICY /;'5"3?3 LEERNE, ¥aE%
B Y E ENRIGD i -3 B#%® CHs 730
ET

12. BFR & HK

FL KT 1 AR
%%%g,kﬁﬁﬂ,ﬁm%z,ﬁﬁﬁﬁ

alternate pathway

*ﬁ%e_ﬂ

T VAE VT A



60-(60)

SR EEEE 1 B

i FR NERE, B B

Ve gy, IMEEER
PR RIEEARY v AES 7 AET, FFRBA HELRE
BT BT DB RIS O AMOZEE X b, HiEN
HWAERDD5HC4, C3, CEREHELTNDI LY
Wi Lic. &AL, £EIMERCE T HitkoERECD

EHEEINZ 7. |

1) 506jnEaiF4% 1-2 ARG CRIMMEE L &
B (X1, MR iFifapEEe &2 o0

units,/ml
80}

60 .

40
.20

25000
20000
15000
10000 |

200000} -
150000}
100000
50000

2500}
2000
1500
1000
80001
6000

4000
2000

8000
6000
4000
2000

2000 [ | s

2000 1 S-60T(L.U)
1000

500f _3¥ |

10 20 304050607080
time (days)

K1.

ZIFFEKFC CHso, C 4, C3DERERLBLRA. Il
EEOHIATE 5 & &SR SLIEAE AR

FEDNTL BT EBW bink oot 2Dz b, Fgk

X BRSNS D, $EThAFAZ =T » 7
TMUF o e g VAEINTW DR, FhARISHNC
B LIS 70, MR —RpEEEORBE D &
TERT B -

C2) EEBEUSKIFA0MIC ST, BEERE LD
Mz TEMERFK XD 7T00H OFBEE DDA 2D 1

c4 100000-/4 | .
G ¥$W“Hx”‘\mf¥ffL

10000
(unit/ml) o
e 1000 SLS\J{J%%S@D}’\WWVVQ
100¢ '

T—

1500

(I.U) 500

time(days) 100 200 700
%2.

BT, AMWMERIC S-GOT kb & W4T LCHiERS
DI LR D v, BRI THRT 5.
TODANABBREE S F R TRE AT, K2ebhd X
51 CHso KD U~ BB A b 2 370

ETLT BT, HEEOERY I RILTW

B. Eto, KOO KEEDET & b

WCEEE MDA 2 B L T %, |
3) ﬁﬁ%ﬁﬁ&T®&ﬁ$%(ﬁﬁ%ﬁ5ﬁ BB

150D OB I & ot &MWIT% Tt Australia an-

tigen 5 X OVEIICATBET % PUffE(EH] . (anti comple-

ment activity) 2 EFRT51C4 2hvb %f, AR D

ZEENI A T,

4) JEREEIIHIBEC 95 1F B acute hepatitis (50),

-chronic persistent hepatitis (30), chronic aggresive he-

patitis(30);, fluminant hepatitis( 5 ), liver cirrhosis(15)
DRI <, FFlafEEoRE, #Pk boe
BRI D A ROBHE R IE L < Kid 5.
B BERERRCLITAMmMF ﬁ%ﬁ&mmﬁmmﬁ
LKA I B
MERR, KIRGFF, ML F
FHESUTF, BB
RSy ey 2~ FEHAK, W EE
SRKBH RIS TREH  WHTE
(B
1WESE S LOWHEDAR ¥ v H2w ACHWT, FRIMEK
VRS (R ik & W38 (BERTF O 158 LT, %
EOBE L O % AIREM: R 7”53 in vitro D SR
RO ok Uic. SN, RO JAENM:REE
BaZaRg e, KERREBR CE70oT, miEhE
Pefii & MPEME2ED X 51 BEfT 5 0% HE Lick o
5, FEROBEPRRC X0, HZOEFC L 25D



erythema nodosom

dby,¥
50
gg[ /\\“CHm{umt/,’ni)
105 ESR (mm)

24

gruption

K1.

pattern 23Z LoD THRE TS, Tok /HEBFT, *
DIFECHERFCRIEIUL, T O EENE 2
T 6T FEATL.

Vi1:9)

KRR OEBC oM T, TELhE VS CELL
T, #AIEN L MIMEEA T L, £ 5088 dpattern
A R REER ME R A (Mayer-CHeof) %,
Mkl Westergren P X % | BEHEA R 70,

(BZHD

A, TuaAFE B

FREF7 vAF -HEEYCLEIRD I L AT
TEET 5.

(1) 7y -HmEs%, SO, Elisxo
Y, VD AIMES TR, TORERF DA
il T EERRERLHE L ELHTI KL,
KOWMEIZ >R T CHy i3 EA L, mMIES EL,
B, BECONT, LEVEK EEBAOBERE LE
h, FEhOLBREL HEHRROBEEL I —HKL
T (®1).

(2) BFBHWALLE, BBUR, SHCAIERY,
BI§FBOBMME L0 B 2RELRTIOT
i, (1) DX5, MENIL—HULEEHYRTE
», CHs {HOLZBETHLDic ik biv, EicfE—
FETLEFRC L DT L RE—D pattern &R S 7o
“Df-.

3) B, LY, RELEK EBOFRAE
{3 % delayed type OFHE T, —#&ic CHy, HD
ERELZZ LRSS, MUETIIEE A XS
bivlerofz. Ll , i resHcksdo, o &
CHFRREEEE LS, TRAREo7 v EER
7o E IS, BRCEE DR LTS 2R THL &

61-(61)

herpes zoster
5iy. %

mt

a0}

30| :i:;:E:::::==___::ESR(mm)
%O } CHegfunit/ml)
_$

10/1;, days

vesicle
hemorrhag |
necrosis

bivfc.

(4) EZE~DEFR LY, HERESLTORE
PELUCRSD, EERIRE CHy i, mutfEorhicd
fE ~ @ pattern J3Z Hhvio.

B. REHYE

2 OERFED 5L, WAL, KETE, Ko
CH;, D LR, mitfEosuEs, &k,
HECORT, b Ll L, Th HoMcE B
AL BRAC(E2). L, EHEESCRIELH 3
LT, BCmiiEoz L (@#EE2RL, WMEO—
LTI L bR icho7.

THIERERED 5, £HL, B ERENL
BB L ¥ HEA T, —#iT CH, f, fyb{Ec
LEBA DI, ETIRE, BESE, HEEEHER
BEHHLOTIE, CHy (0 LR, mMiLEDITED
& bhivic. .

C. Loff

SLE TREHINC CH,, EDET & Mikif DITHESS,
—Jj, DLE T3 CHs, {0 EFRFMIIEDRAED 2 &

e
I

¥ 7o Behcet IR TLH, RIREER CH,, {HEOZE LV
L7, mEEOFEI A DR, EEE, KEE, 7
2=V SRS KIES, v F—o A, FEEEK
SE, AR T L —#c CHy, i L5ES, mufEo s
HHEE AR BRI,

(FLa)

LA ESIE RGOS 28 2 b HISHH UL O«
FRITOWT, MG A & MkiEoZE D pattemn %
ER L7

FOFRR, —BHGE S LT, BE T ER
FAm o bR LMD TR 2B L DS o

EizontT,



“,%hﬁﬁﬁxﬁéﬁﬁﬁﬁﬁ&

M.E%h&&i%&ﬁLkHém ﬁﬁﬂ@ﬁw
KEFEHE AR FENIER,. TR L

(H#E3)

ERBE I DBE T 2R Sh R I UL D
B L2 EOREBHENS L EL Dh By, i
RO B UL DR, ok, EE L5 —FHOBE
T REFHRESORBE L L0 E T RAD, SLFEE 4

’?Cﬁ.A@bﬁ%hﬁ,:ﬂ&ﬁﬁi
LT A BRI T s A
#hiE» CHy, f_é.@@i}ﬁ7 iy ')ﬂ:?fﬁﬁ"’f—fo &7,

(BrFE07d: 3 JUBFE X 42)

CH; D @ETE L Mayer D P\ THro7:. Bt
FTRfHE LT ﬁﬁkiﬁﬁ‘ﬂ'iaaimk&L*
LR34, [ERERE 1194, ULERESRTE L7717
%, FaRER 7 AXEIE L.

(ERBIUESE)

IEH R D CH 1L, IR (-4 # H) 52.3
+85,r#ﬁ (5-7HH) 48.1£8.3, #i (8-104
R) 542010l % /R L, GRS & + iz CHy, {f
%%%%W.¢ﬂmw<$&@FL,%&kﬂo<
CONERTA@EMMEED Hivis. TOE, e iEic
LTEGHE LI HAR, 48.3+5.2-=2 K TFL, 2HH
55.2%8.8, 3HHE 59.1+7.0, 4HHE54.7%11.3, 5
HH51.3£6.7 DffiwR L, 3HE% peak iz LTED
&&ﬁﬁfééﬁﬁkaht.%ﬁ%%7ﬁﬁ%hf
12, 47221 6L HMELI VWL SABETHH, EHIE
ML D{EfEZ R L HEH L R bisots. %
Yo, ULHTEEETE LT 42.518.6 & FAEOIE
AR AMC L L THEEO®E (P <0.05) O{EHER

oo 2O Lk, FET L fetus OEEHERIZ BT
RIEREPELE LTV oS LYT IO L.
7o, ERPEAD, EATTRERN, BiEMmES s
% CHe EOE(LIZ oW TRBERIETE D, 404,
%Kwﬁ*ﬁhbaﬁ%ﬁﬁbgbfrh

PR BMEEINEY L BERECHISR
ﬁ%ﬂ*ﬂﬂ”
FUHREE 1 48
SEELH, ACRER, IS, IR
R dei® BN e I EE, SE—

Bx~u 7 v rBEBRFEEH EY &
HRARYER AR FEEEE

CINEHR LRI Y v oRBREE, WHIIREREE R
i, NEOWERN, ©7 vEH, nBEHEo e~ v #
FEOL, FREHERD] !\5’(%5 THIVOBRBERYER LT
HEELTFSRCA Sh L s E T, 19674,
s 235 %0ﬁ§%% HLicboThB.

COBRLAEITTHEHER G TThh, §2FLuvi
AN fi BLELTOEELXHEIILSD 5. HEBRORE
PRUZDOWTHIA I 52T {, ZIEPHILY IR

ﬁﬁiozw TOEBDOE N Lt X o,ﬁﬁ
% EEERIIB S Thu-.

v, B HASIREE, BREERRE, B
T NBIER R T TARIE B O BAEL R TN SR ER Y
HELesflicox, fESngsd, i re 7 )
v (IgM, 1gG, IgA) s ST B REGO SEfc B3ty
fTofc. Mufil, REL OV TEEnED 2-3 0 O KR
TEREIER? 2 {HBR T2 % Tfror.

P e Y VOB OWLTIL 3 o0EA A B L
RLEL.

R

@ig”OOm) 900k

400F
IzA -
({q@f*‘f.&n §J JJE:Z: GRS PEET o
L'iii"":'":z 40F
2l
0
/ \LA4V4F\4ﬁL
79A§ 3’\3”“3
nit /ml ) 1000F

hema
2 f hand and fest

esauamation ..
ever i A
{/,-c Qq: W
36 ‘ . e >
i 5 f5 20 27
1:me in days
1.



T3M ;290
(mg,/100ml} 100}

2000

laG -
(mgH00m13 1000}
200F

et

CHss gl

(unit/m!) E";j
Qg i

C1 200000

G4 100000f g«

€2 1g000} ,
59 goot

{unit /ml)

100

128

ACA §’2?

(nit/ml) 321
:

fanl

cervical lymphadenity
conjunciival hyperemia
erythema
enanthema
edemaaf hand and fest
arthralgia
desquamation

fev(er ;{S‘ /Lw
r-} 37
iy 3L . . X

] 5 10 15 20222426
iime in days

2.

1) A28 buXb IgM 73ER, 7-8H T ¢
—Z7VEL, UETETS. IeG B EET7HERL
SUWX D ERL, 4-18ATY—271&ETH. IgA 1
3IRMHLS bW I h ERER TS, BRKERDCHEETS
T TE (£AD38%).

1) HHMD> I D 1gG LR L Tkb, 7-10HE
HX D TRETS. IgM, IgA 3@ EF L2,
1520 CER LTS (30%). ZoRix, 15
AR —E P LTI BrBUHBLZ 2355 h—
BT 5.

) FIREAT X Sy 1eG B ER LT 5 5
2WFHE I, El2FRYAUT IgM O R 117
W IgA ReemifieaT (32%).

MEH AT T CH, 2AAERER CIL &b T
M, FRMESEY2REYBLTURTLOTHS. 43
Flo> CHy, T3l 78.54£6.8°C, IEHFAERILYIED
39.35x4 3 LEy . B TiiC 4, €3, C5
NEL,CLl,C2, CO97idEEE Ty, EHBTIL

63-(63)

#% 1 Complement components
in Kawasaki’s disease

test per ml Kggziii‘s control
CH,, unit 73.2+10.1 38.5%6.3
Cc1 unit 1630042200 ! 1320041400
Clq mg 0.258+0.031 | 0.208+0.052
C4 unit 12950028000 | 4560020500
mg 0.498+0.091 | 0.3124+0.073
C?2 unit 2900400 1750300
C3 unit 64004950 3300650
mg 1530+0.198 | 1200%£0.140
C5 unit 2400180 1900£210
mg 0.067%0.019 | 0.053%0.021
c9 unit 54000421000 | 49000424000

C 4 7% 0.598mg/ml, C 3 #%1.583mg/ml, C 5 A% 0.098
mg/ml Xic b, BliEEEE SEE TGRS
FRIRAER S FR R OBh < TR 7oz &4, 25
4 H BWC—FFAUMB MBI T2 4, Z DREIC—FH LT
BEANR, FUREAIFRAHE 35, o SIS EREse
°C, 304y DIFENLIC 2. C3 inhibitor LiXRig%.
PEDZ L X, REBORERLLHNE L DIITH
THHH, HEEONEYAT LBt T 5
ARRISDEST X DEEFRIEIROMEE S D, —#HoMm
WEBOEHNFHTEE L HCE
16. TYFT b—FRICEKIFIZmMFE+H C3 LU C4
DFEEEEEIBOBRICDONT
KERFFZRR AT £ v & —
FEEAR—, WA ART, RRFE
R IL R 3 AR
KEHIE, ZWHE, HFE=, KE H
A B XOIEOY > v o BT, E#EA
MEFOC 3B IVC 4DFENELEBSEOBKITOWT
DRfo. Fiebbh, WL TO EEREEAR LB
BURPTTEH, HET0OLD (C3T 4.1%, C4AT
2.6%) @, EARREFTGECS ) A OIEEIEY
UTaRTIONDD LoDl
SLE OiEEiiic Ao, CH, 2MEFL, C3 %72
BCAIYLDE.IBL TR b o Tk b, K
IEOBECARCFED 1 DEEh 5%, LT, C
3, CADEHMOREXTTO> 29 HiT, ThZTHOER
EBAAETLHI L RHE LW ABELHD. Ll
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b kS, EHAOMECTIh bOERS
B ETERDOMEEN A b AL R, SLECR T, EEE
DB > CTIERDOEE & T 5 & ENZYUHE 5 2L
TR\ 2 B, F2C4ENL, SLE D@EEr ow
T, ZORETFCE O X 5 SN B 50 E 5D
% L b7,

BT, BAFI Y & — 3 OIS 3 PURHCHlEE

LCWB2THIT, ThENRDBLD D BRI L o MiER
FHIBHUETHD. Biclia Bie DIEREIL Partigen % F
Vs, €30 TA JEMER, C 4 137G % microtiter %
FAUCHIlE L.

€= 9) ,

D) EWAMBCOWT L BNcEEEBABDOTER
CHIPCAD DX, €3I OWTIRIRIE (44.1%), C
L ONTIIESIEE (62.4%) T, ThEFhDEIDL
DOOREFEREMNMCH b, BEEYRT O, C3Til23
Bik(24.7%), C 4 TH238Mk (24.7%) Thotoh’,
CROREEIEBEL TS50 H 0, HELTLE
b DL Bt
2) ThOOMEEESA, SLE OBk L Bk b
BE 5k L 5N\, SLEDJREEME% HE T % criteria
EUT, BRI RE, T8, BIEHEOV- T h s 2

SR HL, BEFRLE LT, CHy, 23208420, anti-

- DNA titer 2320% L) |, antinuclear factor {% shaggy pat-

fcernﬁ’f/j?l,, LE cell NGB THD I DL L.

BHRIZOWT, Z OB A IEEN & BT H
3T, 2bRh7-C3, CA4DEARLEEDOEFZE LD
NICHKERIIRCRTERB L TH 5.

b, EEBMO b 0178k 4tk (23.5%) »
C 3 DEEERR L, ZIUTEMRIOMEER (T61kHh19
Bk 25%) & #E3iepotc. ¥, BEE, EEED
CAET LTSS DIXEEHIO L DD 5% 7Kk (41.2
%) T, CORIEMPOLD (15.7%) CHLTE
D7z,

—Ji, CAE2DWT HBE, THEH O 8Kk (47.1
%) DMEEEEINL, TN S O Tix1sBE (19.7%)
HIRIVCT E e hvore.

DT LD, c40%%msmao@@ﬁwﬁ&m
KBETHD LEX D

$Ekhbf,%®%ﬁﬁﬁﬁﬁﬁ@,03itm

CCADHIFEMRRS Z I LIC e DEEZIFEIT S L

WEEZBRD. bbBHA, REGHSOMmOREC
X% Cls OFEHAL BRI HZNETHAOIN, C3 ¥
X C ADMEBS OB LIeD L OB 5. '

# 1 Bic/ia-globulin level and C 3 activity in SLE

. normal (C 3) decreased (C 3)
Biclia normal decreased total normal  decreased total
s (%) n (%) n n (%) n (%) n
SLE. a3 4D | 23 e 64 10 (10.8) | 19 (20.4) 29
active SLI;le17 5 (29.4) 4 (23.5) 9 1 (5.9 7 (41.2) 8
mactive SLE | 36 w.n | 19 @5.0 55 9 (11.8) | 12 (15.7) 21
%2  (3-globulin level and C 4 activity in SLE
normai (C4) decreased (C 4)
Bie normal decreased total - normal decreased total
' n (%) n (%) n n (%) n (%) n
SLE s | 8862 | 23 24 81 4 (4.3) '8 (8.6) 12
active SL];_‘;:17 6 (35.3) 8 (47.1) " : 3 (17.6) 3
active SLE_ | 52 (68.4) | 15 (19.7) 67 4 (5.3) 5 ( 6.6) 9




17. BREFEOMFRCE THABEERCET HHE
HIERFHHEAH
FEEEE, Tl B BAER
L, HPNRE

#REBIEH &k L OB oW TR, SLE 2 e &
L TR« OB THRI PR I 5. AEFEHA O FIA
LT, BO%EERIC BT immune complex T
X % consumption X\~ T\ 5B, EAROMEDE
WEhTv%. RA TR—ECmFsEEMIER L
EEERTEVhRTONAY, By RT3 O05
D, By o= OETIOD RA ZERCET
%.

—7, yimEEEOm A S TS 2, SLE kXU
DR EH-CHT B b PRI (AE1E:  (anti-complementary
activity, I'F ACA X Eg4) #330 Hh, Heimer (30E
m/\ ‘t)m.b )Jh@}'?ﬁf‘tb Wb, i‘f—;, Im%%tp%:%
WTE A A inhibitor DIARcd ACA iR HHEHIKC
DNWT L DD LD bR T 5.

. ACA g Hhviogismisis, 1 FEEk Loz
DHD, 2) FEELE e v oHRmERCK T 5 QA ANEY
B Licdh oL w A, fithe LTEAE S Pl RN
Zicts, REFMER & I!fm@¢$z~mA®@/L
1.

TORER, Rk —HTHPh T 5D TRIE L
72 ACA 2, RA 35@b 3 ficaiivy ACA &I i =
D 3G CHyy 2V 1SH(7RITH: & REGEY R~ L, B
FERIBAR O Z T HPMERE R o/ b, g8y IgG-RF
2R L Bk S D FEFITH L. LLian b 2)Dl
Xy, ERkomFEAFRBEIREOEISNET
Q%KﬁbAQA%%ét.uﬂb@:&@b;ﬁﬁﬂ
M5 T Sbifhrh hemolysin 12 X b M2 (E4f <
h, ACAzimask ThTWALE&EZ bhd, ZHICHT
LiMOFEHELF L bh by, BRI EcRTLE L
5 1 o0, ARTAEVEEOME T, 2)D
Bl ER0R8ls il ool & X 5. Lich2oTHEE
b, BIEOBFEIIAKIGHREB LTRSS DHE S L
DTHD EEZ bhi.

ACA DFERIMED oIkl IO g ©
dose responce®HiAH I LN PETHLOT, ZHIEDW
THHT . TOFBR, EEENORMISD A,
—lEb b UL g BRI 10065, #ifAEiZ2CH,, &
DffER G,

ACA LR THRFOMELEH T2 L@, RA BHAM

65-(65)

F‘&

BT I ETEIZ I\ T Shephadex G-200 # 38 % 1T
Dl T A, RBIMETIZT SEFRLIE LTEIEBIC 2
Oﬁpwk%aﬁt.ﬂﬁ%&ﬂ%hovf%mﬁﬁ“
AEBERITH &, LNz 220 peak iTinz T RA
7 A MEHEES (19S @) T—FLTh H L -odpeak
PENA. DI EMDL, 198 DAAFEORINC XD
Z o peak BAHBILIcEFZ 7

YO BLE L % DEAE ToH@E L, %5k VB TF
Hh ACA 2% L, first peak @/ NE 7 peak(IgG
SET RA A MEH) X0 IgM #&% RA 7 A
FEK L —F T D peak O GICTFFEET L. =
o HOFEE, ACA RT3 01 RF EELBGHEY 2
19S B HFAETHLD, 1g6 2 E 2 bh b 7 S HEI
HEINDH0, WIVEEOH LTI 7 ST
ENRLLOHT bNAH. FEL 5D DL L Tilimmune
complex, Zrbk 1eG, 7hit: 1gM, #%z5ElE o C3 INH.C6
INH, immunoconglutinin 2435 24205, HHEOREEILS
B LTV 2L D THD.

HMERT OGO 1oL LT RF 22T
ZD&EH | immunoadsorbent TESEL 17 IgG-RF, IgM-
RF #4i{k & LT, Bt - 7AxA{L L8 IgG %
MEE UTRESERICEAD L, R BHRERIEL
TLESHBEGEERAYTR I 0%k, X0, Hx0R
@ IgG-hemolysin THEEVEI h7-fukiz RFOBE T2
T4 L 2-. T, subagglutining doses -
IgG-hemolysin TRIES M7z v o MmERC RF iz 5
& IgM-RF TRRBEMOEGHEN D bhvie. T ORIGH
THBHNE D, IgM-RF (IEAES AL Lo, T
BT A EEL LA TR s TaAEAbL IegG
e BE UREEZEN 166G 2(F D, & RF ORIR
# {7y, RF-titer KTk X8 ACA OE T2 HE LG
THANBEFE L ACA DIE TR L, 2D &0 D
RF Ozt ACA X T & oo EEcBE Yo
ENEZONRDBN, ZORIERTRIEFACEWTHRE
FBEDEL 0T HRIUREIE 1T ZoT ACA @ KT A%
bhbz kb, RE DSAoHTOEETLARkES D
5.

THOOEEI D, ACARKHN T2 BA IR LR
e Y SHRMRC X SRIBEXAR RO DOTH D, #
FREMREC BT 5HANGOEEEL TR TSL0T
i EEx e, ¥7: ACA 32— RF O BIE
L, ftii RF DSt sEEOREShIVWHE (Kt
23E 1gG o) OB L TWAB Z EREL bR
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18. BEEIEICH (5 C1INH—a AT, aM tOBF
FEFLER S 3N
ILERITHR, AR, haE
ANETEE, HEHIE 8

CI INH(CI esterase inhibitor){3 polyspecificity %4
$% inhibitor THOT, HiERORRL LT, *=vF
@kaﬁﬁ%wiﬁﬁtx,:ﬂ%@s DDF S

BECELIEOT D, LEERGR, chy
ﬁ:< HANE LIAHZZzh g TREREOHE ST
BT, TOBBS, BIKEHERS OLEENZ &2
HEh T - OnERETHE.

IhETiThhbIil, o, antitrypsin deficiency,
SLEZZ I\ T, CHINHOTEMAL 2 5 L BEE T
Fos, FAIRFICC 4, C2DE D, #EROEM L
CI INH, «; antitrypsin (¢, AT), H 25\ 2. macroglo-
bulin (e, M) 7z ¥ DBIREHE 270 LT & 2.

decreased amount of inhibiters

4 1. Proposed mechanism of activation of
complement system in IgG myeloma.

TOR, FEEMCOZ N OO & BIE Lok
R, 1gG myeloma D\~ DD FEFIZC 4 DRSS
T& CIINH ETF, #4512 oTit o AT 35002
oM DIET 2ok fl% 8. myeloma @ L 5 7 8
BRIMEITRSGTIL, 7 e 70 vEAD BRI
T, LD metabolism TR A X THEEL bR
LH0T, BOBDODDEHILDWTEH, F O metabolism
DFBE S hudis b, IgG aggregate 3%
L IgG myeloma protein D Ej{AFR classical pathway

A L7ziGdeqbAt, Cl, plasmin,(kallikrein ?) o jEiAL
ZEE, DT C 4, C2ONFEL, T HCRIETS
inhibitor T2 % C1 INH, ¢, AT, o¢,M & (Dinactive com-
plex R Z e b Lic & S EMA AL L

19. ﬁﬁsl/t J4a—¢& C3
BYsacy s - REOET B RS
SRE O AMM L EACRBIZ (T3 vaers -2k

lLt

U, MEVREBREYETE L3 H < hombRTn
. bDY veERkDdz Y, EACY3 rEETELOD
BHBIEVRGEER, Z2HIIBY v SRR
GEEhTAB. Ll EAC 2{E5 DL 54D
HOBNZISTI v AsEREDe ¥, VREIC KSR
L@@%*L#ﬁ%ﬂhf?t.

T EAC »{E2B, KN4
ﬁo? otiﬁﬁ%zﬁ AC%

€3 9]

1) EA (IgM) % KE®D GVB* OHE T Ty b Mkt
RIGZ2 2 TiE bhi EAC 13 HuE X IET % (HiER

b, Daudi g (X—2 ., bV v ESEOEFE D
EEIG Licue.

2) EA (IsM) & @ og@s+t T e v iE & Kk
=T 537z EAC (2 Daudi HlfaL 3 =&,
% (DiEH) 28, HuE L ORIEIZH TN THS.

3) EDTA %7:42 EGTA 0FET, H5\UITIEEL
MEEZHCTORISTIIHEREL DIEH L& Shuion o
THEPREE L TWEEEZ s,

4) MEXH o UdFA4 =¥y TABLA-E481ID
B U9y, Z0BEC 3% huids, DiEk:
PREBETHOTCIHNFELELTVA.

5) HERULLC v bEfERS XY (o7 EACH4, EAC
142, EAC1423, EAC43 1 X8 % 4 i C3b INA %7
SR DD 5%, EAC1423 ¥ 7243 EAC43iz C3b
INA ZAER 227 84 DL DEESH

6) HiEHOZ ¥ 40 EAC (H) iz NBS # 5[5 X4
T C3b INA L OIS T %ieiofkic, C3b INA%
ERS2TLDEEN R L 2o

7)) IMFEEIIK XL D SELCER L C3b INA %
FWT3 DIFEORRE AL Shi.

8) EAC(H)#% bV 7o v CMETS L DEENEE
L7z

9) EAC (H) > C3b INA ORI A &I EE
T5HEHEEOETIZHESTDIEA R L.

LLEDEELER X b Daudi #1831 1= 2 bound C3b
NI OIS LZZ T THELREC3 75 72w bkt
THVETZ2—HD, TAITNE IA Ly x— L
bR TWDHLDO LIRS, ¢ FDOEBMY v <HTIZ
Fl—O#E RTEAD V27 X —DEET LD L AEE

2 37 -

AL

The
P



20. MIRRREIC K AEEOFEMAL
HEusArv - R HMEAEFH
By 7 BRATEER B @

HHBOEEMRT, FELEYILIEH L, et
kR (HuE) WO ef Z 32 Lo, e b
ME DM 2 DMFIZOCTHH LTATE, @O
B THo.

COMFLABEE L TiL, Mg oFEZVLETHS
p5, Mg*EGTA =, Ca* 31— LTI
5T >f),m DHFERILE L LienZ LA Bk
7oeot-. F 7o, C4 deficient ==, P MFIC L >TC
PEHoORIEABI b, FOLOREBETL Y RIEHC 3
OB ADHE IR DT B2 A, S HEES
UL 5 r LY anti C3 W X hEERR S hic. =
Yy &% HuE %5 ?)z‘w‘d?) Y Ty TAEL
TELE, TOREPEI B {iof. LichoT,
DR EL alternate pathwav A R 4&{&; L,
The Lo T S hie C3b (Mg L) 25, —fo
immune adherence % f£ = L7, HuE } rosette #TH
THREEZBGND

—F, =X 57ROV, Moloney sar-
coma virus PR X ¥ 5 FIBEHCA LT A b, U
ANARBYI X B H5BOMEB Lo X b, Mg
TEAEE (AEHEALAE & B T288 925 RSN
Fo. T OEHEEL, virus infection X b, FIEHGEIG
X bR n—EORERIEIRIS I L REB LT

, HCREEROFRDH DL DT D X 5 el
E!EJD 122 oTnaE LIRS,
2. BERIEL D A47- antigenic modulation
FRAFERAE B X, =K
F A AR
mAt 5. SEET

19634 Old & Boyse 5%, TL $HiE THRERITL,
B O TL kx>~ v A TLH R 25 3 5 & fUE
AMIEEEALLE A, FAIKRCEBMFEMARI VI E
MOFE ST FICRAIT S LR RR Lie. Z 0
Ba & TL FlifidEa LT direct cytotoxic test 2470 T
3, cytolysis (T = H7c\D T, v Bl s TL H{E
wWhOILIDLEEZ, Th%
WOFHTRE L. L OBROWROMREENT DL,

1) TL (+) ofifs 31 TL allo fufa iz, #HED
PERI LS\ &R incubate §5 & 543 5,

antigenic modulation X

67-(67)

2)  Z OBREOFAL, FEID metabolic activity ¥
WHETD

3) #itk? Fab fragment T3, modulation % #z7
DTHHTHS.

4) modulation A ¥ =+ 2 complement lysis 238
Hle{ feb.

5) HEHUAEE TAD L HEHE A?L/L%%L (@AY

6) Z o fifa T TL HidiE & BIRT 5 ITEIS

Lo

7) modulation DR, fgifaiEmc TL wpET3
H2d JH O BB %

ECER X b, modulatlon@ﬁ%% TL HE A HET
230D E BT\, £ 2 ADS, antigenic modulation
Z#22 LC complement lysis A3 Z H7cl fooi-Hil
12 humanE #inz 5 & 1A B&rEz v, #iAEER

LS Th DR, X REFHYEAT S E TA RIE
LA LT eD, FTREHEIHENLTLLH, Zhb
O FEIIEEN T, D T, antigenic modulation % #d
T U7 HIR A BT RS bound C1 B @ilE Uiz, -
7 D48 modulation =3 % bound C1 234 L3
W TAZEHbh0k. L L7ch 5, complement
lysis 2L Z B DO H S LRI TET T %
Py, %, 1A, BHBHUE bound C1 AT 23 h
s ORBMEEAEL, KERREBNITLAVESLLDT,

w¥EI 7o Hi4A % BV antigenic modulation % #d
ZL, complement lysis 22 = 7 fnoTu-< A%

, BRSNS L, Jilao isotope ¢ count

*fél'iﬁ LTi7¢ ;ﬁ‘&%ﬁﬁ‘:c = 7, isotope oD countiid
MLUTH LD L, complement lysis 23T Hic KH D
13, #BH AT independent (34T LT3 b, modulation
DOFEE, R T 3RS & © site 2B ¥k
LTz & ab o, COAEIE T, antigenic
modulation %2> L, complement lysis 723 # = 575 <
o T IR A LT AN CI REEETD site 3
$ 7% Z &% L, antigenic modulation #EH. | ifEsite
MEifa s HiE43 50 L, complement lysis A = 57
CH AT i, BRAGEL 2step OFIEABEELTWD
Z EPEz b, modulation w g UicHifld THLA Y
FIRFT B EATEIRC AT LT, KiCHiRsite i1
54 L, modulation %2 = ¥ 7-H1{k7° blocking {EFH
L TWbBHicd Uik #E 2 bh, ¥ 7-complement
lysis 23R Z el 7ebz b0, TLHE LBEET S H24
MEORNEEIT 5O, FUED & Uiz BUE site i@
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BEEOTPAEL, & site DHEEFER B2 D A2
HARGL & PP G site DFREEMIR S 7‘;“:7‘- h LT,
cytolysis {ZHEHIcH\AY punch TX7c (A IRn B
COBLEETHD, .
PREAHET B L2700
FoimEiEr, H2 OFRCi H2 allo i % RF L7
v 2O HET rabbit i< v & Ig M4 hiz 7 incu-

V314 modulation A x5

bate 3% L, antigenic modulation {Z{l[C complement
lysis PME T ¢ T<f%:&%%ﬁLt.TMbrm1:
DL YRS LT site 2RO —REcEdi L,
cap formatlon AL, HATIT To o MR B
AENDT ERHRE LA, ZoB % (L —H antigenic
modulation ‘t:fﬂ{nxi{gﬁi FHEMRZILE L2440 TH
b, ZoORICHMLTRFZ L THET 2.

Lk, @%Qﬁ@mﬂféﬁfﬁﬁﬂmbwh%%h
5 L&z bR T 7o antigenic modulation ZREE 17T &
oo HSETOERY HHT 5L,
(=), 2)complement fixation (4),

4)C 1 fixation test (+),

1)complement lysis
3) 1A test (+),
5)C 9 fixation test (+4)

7¢ b, antigenic modulation ¥ LTE, #HES LW
AR ARS & site :;lj%%tw:,

PoEARLTE LT,
TOBREOAYFMER L, BEREAEEOAISIE
DHE 5 byki, f%f* LiEE 2 BTk h, ks
T 5L UTORBERE XL, PRIUEE G site 254

LT 722 2dds 53 complement lysis 23t s &

T BHZHBLEDEELDL. B LTEDI I RE

{bAvE =T complement lysis 23 Hic < 7o Mt
IR TH B2 = TAHEFE D AR,
EQ M EIIRLNE Sy Al oOEE LR
b7, zoBg @ﬁ@%f%bcﬁ? %.

22. £ b IgM OBAESEMHOSHEN
AMKFEFREAY Rl H mBEE

v } @® immunoglobulin (Ig FEZ) D53, C 1 2K
5. &+ % conventional pathway 2 X o7 #ifk & BiE(L
Fr 1gG X IgM D200 7 52 THAM, [ELU
75 ANRTE IgGo 4 oD 7 252D 5H IgG 414t
hriis e, ow 72 5 AMTLFESE © BEILE
B EE LR TS, 1gMy 52 Th, 7
. w7 AD—FO IgM AT HALSAEE &
SmELH D, v IgM TH Clg 2557530
ELWL DD 20D Fa— T BHEETDLEL S Mac
Kenzie 50084:p:5 5. U v ~FHTIZLERE ST
HOFNLDEE VLB DL END 2, —TF, Al

%

A

5.2 s>Miller-Eberhard 5¥ #4571, ¢ ¢+ IgM 0)?:
BefnlidE 2R LT 50T, HEEAERC
L7 IgM 2w oD 72— 7T b bDineE d
e, Fh, 2EBEFATLLIHEIR TS IgM oy

TN T L EEGESTOBRITI Y 5 A, LS AT
m& R STl Zh S0 ETT A 70diT,
3 AT e+ Waldenstrom IgM 6 iz o T %

(

N
jay
S

"f
A

v5$£§:Fﬂﬁﬁ:t?%%é%ﬁkﬁkﬂ%#T
THE LTI
(H¥t 2 HD

1. IgM 7B : Waldenstrom = v 2 /a7 ) 3 37
OBEEFHOmMFL G, V' — v EXLkE) £ Sepharose 6B
XDy AREE T RmC SR G M 25
B, SOIAES Th T 7407 vE IgM
@ complex %, f{v » 7T A7 1 vi{k% Sepharose #
A EE 4y X a7 immunoadsorbent 7 X h ERE LimL D
e

2. HWHGRS  —ERO Tg EED polysyrene
latex (P.L. 2 8%, 1% 0.091 1) *Wnz, RERE % HA
[l 2 42+> 3 °C, 16hrs incubate |7 Ig % P.L. iz
TS S7cH, #950 CHy By =%, bk ()
F 72428915 CH. Mfu o v » BfR (LK) &Mz, 3°C,
18hrs, F7:1237°C 1 hr incubate L7z #&ELL., BED
AR R ET BIE L.

CFso DfiliEid, LADEB THREOHIFSES 2 7L
72 EOlg/P.L. s, HaDBEOR # L Ig-P.L.
BAMCE 100 CHy, Bz ==, b EfE (M1E) %
Mz, 50 CHsy BT ZEGT 512835 Ig ek,

AMEFEE T, P.Lo¥0d Ig Bl Tl gk v fige

Tk A PLOZEE L lg DI LB D LA
mENtDT, CFy (3 PLOCE L Ig HTEL
7=

5D

1. =ax., ~8ELDOLIE

K13 P.L. F&E??Lwexé 1gG + IgM OF (AL &%
T FECBRGTE g6 DRSS ESKE
VAPLL BB LB Lo T IeM X h AR OE

FTHAE L. i, PL ko lg oA E#EIZL S
L 1gG IXAHITHAEEA LIL L b xR LT
WhHEEZDND., ZOFRTREL, HCET . T

a4k L1z IgG (red. 1gG) == F (ab’). i

IR0 E X RRED ISV

> 3 C \,xiﬁc: (&

L, E D Ag, Ab complex %Paggrega-



C’ fixed Cixed
TO/O* human IgG (pooled) 0/5_ human IgM (waldensirom)
protein-50ug protein - 50ug
136
50+ 501

I3M (Kum)
red. g6 Fiabnption) IgMGHin)

o ,4..-___._?{&5)2)’ Sy "
100 *200 300 196 400 JOL 40" 500
4 PL. Mg FL.

g:constant, P.L.: vaviable

% 1. Complement fixation test.

100r
-r“é 50 //
= . Hir Hay
-k . lamg
!

100 200" 600 1000 1500 2000
(19 of Ig inthe reaction mixture)
% 2. Complement fixation by Ig-P.L. (guinea
pig complement. 3°C, 18hrs.

# 1 Quantitative complement fixation by
immunoglobulln adsorbed onte polystylene latex
(3°C, 18 hrs, guinea pig complement)

| 197 of Ig |
| Aadsorbed
| 50
Ig ’ CFs 0th0 i fadsorbed Ig
polyst. |
latex f
1gG (pooled) 53.5ug 56% 30m8
IgM Kum{xk) joug 87% TTUg
IgM Ohk (x) 2001g | 100% 20048
IgM Sud (&3 70018 97% 579ug
IgM Hir () | 8CH,,/1 mg*  58% | 8CH;,/ 580ug*
IgM Tam (&) | 2CH../2mg* 97% | 2CH,,/1940xg*
IgM Hay (x) 14CH;,/2mg*  54% | 14CH;,/1230pg*
. | i

ted Ig & 2 i L ABROERAB bR S. RiZkw
T IgM(Kum) % IgM (Hir) 2 L iEtEDE2 S
Lh.

3°Cie I B CF, DRIERRIN2, H1CRTL
3 b T, [gM 6@ 341 (Hir, Tam, Hay) Of#ilE
o8 TRV DR L Kum, Ohk, Sud {3572 h OEER
- L.
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00} r
um
E Ohk )
: 4%33%‘32
T TS U S SR SO 4_1)5 i
100 200" 500 IOOG ‘:)OO 7"00

{ug of Ig in the reaction mixture)

3. Complement fixation by Ig-P.L. (guinea
pig complement) 37°C, lhr.

# 2 Quantitative complement fixation by
immunoglobulin adsorbed onto polystylene latex
(37°C, 1 hr, guinea pig complement)

Lo

{ adasorbe

Ig | CH,, onjto CF)’?{isorbed Ig

polyst. !
i ) latex

IgG (pooled) s0ug 56% 28ug
IgM Kum . BOUE 100% 6048
IgM Ohk | 185ug 100% 13518
IgM Sud | 17048 97% 16508
1gM Hir 137CH.o/2mg¥  78% | 37CHso/156018*
1gM Tam  37CHy,/2mg¥ 1009 | 37CH:u/200048¥
IgM Hay z CH,, “Ing 649 | 33CH.,/1280g*

“’»? 1 IgMkum 4. 1gMHir
100 Z.IgMonk 5.IgMTam
< 37°C, the 3-TaMsud B.lsMray gec igppg
LE i
=
f<5
£
Q@
[+ 5
£
(=} -~
S 2 /3,456
250 500 1000 250 500 1000
(ng of P.L) (ug of P.L)

% 4. Complement fixation ‘by Ig-P.L. (human
complement),

37°C (W3, #£2) i kufiiﬂ&%@ﬁmkﬁb
T Ay, #i3h (Kum, Ohk, Sud) & (Hir, Tam,

Hay) 2 RO iX102L EoEtoES L Livic.

2. & MERtEE DRIG

K4, 3R T L5, 3C B\ ~Tike b IgM
e b OFEEDOREIL T DT, SR L, 37
*CTiE Hay LISt 5 i cFh i m Lic. &1
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% 3 Complement fixation by immunoglobulin
adsorbed onto polystylene latex
(Ig, proteins used: 50ug, human complement)

{

IgM proteins | 37°C, lhr | 3°C., 18hrs
IgM Kum 53% 10%
IgM Ohk 44 ; 10%
IgM Sud 40% , 5%
1gM Hir 30% : 1%
1gM Tam 26% i 3%
IgM Hay 8% | 1%

@@ﬁﬁ@%@%»%ve@ﬁ@%é@;?t%%fm
A, EE ., FEHICH L TESTIERDE L o
t%%%tﬁbft%%%ﬁwﬁb:V?@ﬁu%oﬂ
oo 7273, HayD a3 LA AEOERMA R E 4D

IsM #37°CIZH T3 CLHBIIB M I EhER I e

FHAREAET L LV ORI, HNBY OFERE L
I—FH LT3, EEHESIL DD, 37°CiLk
VT4 alternative pathway (2 X A B (AROREL A0
HENDI LT XLV OAEENSLDOT, FORE
PHE TS0, F(ab),0iEE L L HXThic LT 2
3CLDITCILBCTEWEEY R T2 LI EHETSH
-20

2}

0«

¢

[

7y, ZORET IgM o FE I O F oL K< (10-20%

BE)Y, 37°Cio BT 5 IgMDiEiE o K Ei 453 conventional

pathway {2 X 5 L& 2 Hh b,

IeM F(ab)zu
}\\\ Ku Hi Ku Hi

o O

o o

(A) Gt a-NHG

IgM TgM IgM
Hi  Ku Hi  Ku Hi  Ku
o_0O o_ O O O

O O O
(8) a-TgMyy
—F (@b ku

© a-IgMyy  (Da-FlablzHi
-Fabky —Fabu;

K5, HEMED L

3. RO HE

IgM OWEEAFEEICEN I DN LD L O BH
HOHESCERENI LD TRV (ol i 7 235
AY P HZ kR L BANBLS, ZPoGTHEED
EE#wiTor. K53 FORFEO—EEY R Lt DT,
Kum [} Hir {3 =4 % o b BE{ERESTEM T B0 7o
HBETH LT, 2 b EMFCHTHME (A),
Kud Feiz®t+ 584 (B), Ku® Fc r v v 2diizxt
T5 P4 (C), Kov v a3 5 kS o+
TLONTLEFOHESE LR L. fDFIcoWTh
HEAOEEEIFEEO B AT X0, T
35, LR Sud 232, o5 Fii Tk TH 5.
4. F(Obp 735272y + OfEH

IgMOIEH O Fo OBEBIZHE SO E 5% L
BB, EMOEV Kum &£y~ Hir i3 % Plaut
DOBER Y 7Y R ELE F(oObu & rEEsl L
EERRE L2, W& Ldberz .y, B ICHLT
2 EAEREOFEE YRS o7, ZhilibkEs 5
WIRIIE i Y T e i d LRIV D CTHEEE
ETDH. 2, Flobp oegtheEz ohd Frod
(M6) i, P.Lo %z e THiELR L (KT)

180 290 470 580

6. IgM (Kum) oFEr v 7o v iE{bH o

C'iixed % C'fixed %
100 100+
1 v ¥ v -
37, tar 3°C, i18hrs
Fr.t
/o Kumy a K1
{ o [
501 \oHir/ 50+ \o Hir /
o S g D,
1 i H 4 L L :
¢ 250 500 1643 0 250 500
P.L. ug FLug
®7. Flc)ou ok EH guinea pig com-

plement.



DT, T073 72w rOERE L SRS EHEDLE
REE O LATRENYH S,
(BZ)
HELHAEP RO TRV 35, B L
Waldenstrom IgMo & (A5 STE M LM 2 2 Oi’LZ} el
LHENT, ATy P OHEE VIS D
R 2 BT BRB X 5ThB. 77, b+ IgMp
RO E-S Z SR ERBICE L, 37 CEBT 5
b b L DRI 6 Bl 5 FIDOR]T, 2o hEaT L
TV B LAERTNETHAS. Lrl, 20D
FEFTL Hay © X 5 b THEHEDEVESLSH
HT Lk, v bR TIZ LA SRA Loy IgM Boff
T 5.
IO XA iEEEDE e v o E Fo S0 s
BOHLRWEHESLONE I oTL, Died b
PURE AT LI 520 B Rlshote. WEFOREE
P P.L. 2 OREIRAETEE LI Lisubd b 5 BIEE
LOMBESLSERH L TR 55EA R B L EbRS.
k)
1) MacKenzie, M.R., Warner, N.L., Linscott, W.
D. and Fudenberg, H.H.: J. Immunol. 103,
607, 1969.

2) Ishizaka, T. Ishizaka, K., Salmon, S. and
Fudenberg, H.H.: J. Immunol. 99, 82, 1967.

3) Augener, W., Grey, H.M., Cooper, N.R. and
MillerEberhard, H. J.: Immunochemistry §
1011, 1971.

4) Tamura, N. and Nelson, R.A. Jr.: J. Immunol.
101. 1333, 1968.

23. YOT M FEFORGESENIORS
HEAPHHAR AR RE
Scripps Clinic and Research Faundation
N.R. Cooper, ]J.S. Johnson and J.H. Vaughan
Yy 7<=+ A YT (theumatoid factor; RF) 23§ H X
NTESK, BHEOF ANEE Ll d b &7,
DB B R SRR HEY. ST TR W0l 1)
RF DAHEHIZE X525, Fi 5 FERITLHAR L OBEGRY
RHFEIc e & Bioh s, RF Ltk L oG IIRE
ZERE LT, RF O & 3h T % ZtE 136 &
D\IMUEPI B S & b THEL ?%V%”*mﬁt:j]%%
U, i DA S RISIC B T RF B B OGRS
feh&a~=A27LTLESC & A OBE I ER 5
hemolysin B{Fv » o Miks, RF t#EHTrZ &ic s
BT Hhvb.
B D, D Eo#armiRT ool LT,

; i (‘*{
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IgG 23T 7 v L U TR ARE DR do, E172
hemolysin % IgM } IgG 224, RF 2 Licus
1gM hemolysin THEUE U7iciER oy A ORT ORIEE S
BIGZEATO, B Sk ok, CH,, C1,C2,
C3 titer DPETITL, MBLIE LT LA EE
RS s ofz. ZDjz¥ RE 5 IgG hemolysin & K2
AL, HboiT IgM 2ifd s LT mERFEmITF
BT BBEDT, WU AN TC LR L,
KD LS IBUE Y A7 2% EZR L, HEET RF ORff4S
BN RT LB LoD T, FfekETS
IgG hemolysin 2@ -7 A F AL LT, At SN
TR, IEELRIAAD IgM RF &R s
ol hice pEEEAT, FOMkEMLD L,
B 1z 2k ¢ 78 polyclonal 1gM RF (3358

100
| HuC A
80+ . ¢
. ** * polyclonal IgM-RF
‘& 60+ . o NHS
= . » monoclonal IgM-RF
E 40 o non-RF mongclonal IgM-RE
< boantis 4T
s 2ol 4 goat anti-rabbit 194G
(o N
?—SQ—h R A
LGPC . *
80 *
Eral *
2 80t
2 .
_§ 40+ o o
\Q T
<01
L%, .3
0

" 1 i 3 i
2 4 6 8 10
RF titer(2™
1 1. Relation between hemolytic activity and
sensitized sheep cell agglutination (SSCA) titer in
sera of patients with rheumatoid arthritis.

HERTHE LB AR iR LT3 g2 o
mixed cryoglobulin X #4538 X }17- monoclonal IgM
RF 2, @ BEHL T T 220b 563, Blars
s>, & 5 1> monoclonal IgM RF, RF {07
o IgM iz, v IgG g
FUG SR E i LIS bR Sioy . PtEREE L
FHELEYFF 186G L, EVBRETIC D 2do HTEL
BimEtEr . EEoE L, 7 F IgG hemolysin
DRI, BE7 A b L o B e b IgG 2 [
WA REEL T b bh, 2O, 340

Ed sy, Waldenstrom &
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monoclonal IgM RF 42 8 v b IgG r RIELT
BECERTICS 200 5F, HIRICERSIeho

2

.
O BT rommRIEe T A% oMo X
LTHA bt BAEMER7: 500 RF DE &

Y
&

LI S5 L BEIc 4, C3, CRHFAKH
(T 2 IEH AW &bz, 37°C, 604l E ¥
%m%ﬁié%b.:O%mbtxkﬂ~7%%“ﬁ
Tik L, cell bound ®C 4, C3, C8HFHE LD,
ﬁm&@ﬁ®@%%&t.EtZQQmﬁﬁngHA
EDTA, hydrazine, = 7 5%, anti Clq, C4,C3, C5,
COTRHIEEN B Z &5, kD classical pathway #

N LUTHERRIEEZ D2 ENE Lz & hic

IOX T UTEE S R cEERNZL, £mEvY A
WHIZEHNTE, FRFE S RO KED
BHERI e TESD W23, BHES) v=Fo0

™

A

A

% hemolysis

.
- .
1 1 1 i ,l 1
234567 8910111213
SSCA titer(29)

[ 2. Relationship between hemolytic activity
and RF titer.

MFZOWTEEMEEMR T THD, T
2& b & LoHMEEFEImECEICSHD Z ERR LT
%, xoOfb, BEHEE Y ¥ <> OBEI . SHEs Y v
= F A DERO MBI VTSRO E A .
it,E&%ﬁ%vv%wﬁﬁﬁGQﬁ%ﬁ%%t%?
BRO12ELT, 20OV 9 NIRRT OGRS EHE
:;5%@5@hh6%%$%%ht

L9 1 2FE LR LEEmE: O [CA 3, Jeme

@ hemolytic plaque assay 2 F|H] L7: RF O EAHEE

ThDH. BIEETIIHRE ST 5 RF DO g ik
o7, s 2 FIR L 2o 3e 7 ~ &t 186
FRGBHHE L, IgG RRIEMIK & E ML Z ORID ro-
sette ISR L A TS B, WINOAERIZEALY
4D B-cell v 1gG @ Fe Fi4moxt LT receptor %
Fo T B Z LI BAMCE T Lk, RF o g
zﬁgﬁﬁiiﬂ TB LWL EG, ZHIZRLT, FED
plaque forming cell IZELEE XL VTR H DD, SEICESR
HTHbEVALd ZORFERFIRBLLERIER I

# 1 Detection of RF producing cells
by Jerne's hemolytic plaque assay

lymphocyte from

peripheral | bone synovial
blood marrow | fluid

tested cases 8 4 12
positive cases of 7

plaque forming ' a o oK
cells (PFC) Y - “

% One case (Ra) is positive direct plaque (2.2
PFC/10°% cells) and another case (Ro) is negative
direct but positive indirect plaque (2.5 PFC/10°
cells).

%% Positive direct plaque (Pa) (13.8 PFC/10°
cells) and (Lo} (10.8 RFC/10° cells).

%?*&6?@0,fﬁmmRFwﬁimwf&m?@
(CRETH O, BARE, R EEME R
%ﬁbifwﬁé ﬁ&$#®¥ﬁ®q& SEG DI
23\5\%’(?4'?&%5-
. 1t GBG fufiiFED MR
i3 N o >
ATFERE, VIEL
FOEBEIHAT VAF —FE7 -2 > 37T, &
HEWZ B8 X 7o glycine-rich B-glycoprotein (GBG) o
BT &, Pillemer 5,045 properdin
facton B x5 T5 2 L& xgidi L. GBG 14y
18105000, pl=5.60TH B4, &l Mayer 525, €
AE P XD GBG #3EP (HLF) gL, 7
FHE==100000, Pl 6.3 THBHEMELTVHE, ZDH
fiide b GBG t /- fETHA. ﬁ%é@ i3, HLF
75, goat i GBG fifiiE %Al & v bl & ¥
WERILT spur I T % 2 XL x mTE05 &
TH%. alternate pathway 1Y, classical pathway <24



w7 vEAKE LD, XD primitive REHLE
Zbh, ZOHRLLEEFE. bhubhd, SECE
Blanic GBG & vty LT 2 fobl GBG FEH
MEX AT, FEOBYEO KLY BEL, 2,30
HRY 2 oD THEET D
1) 1 GBG fiiuiF & zymosan ZLPE M & DT
zymosan MUE fiid, $1 GBG mETH LT, B
T ospur ZFEIRT A o, B, v-HIRD 3 A D WERE T
T %, MO B.-glycoprotein I (GGG Mg ¥
LTid, fuse 372 B, v-HEBOWERZENT S
2) #EEBHYILE L ORIE
ETNET b, Fy b, VA, T, veOMF LI
GBG fiMiFy, ¥ ARG T fuse 375 R Y
A1, & b 70X GBG (FEED) L ospur T fEE
T5.LAL, e bUADREHYOFL, il GGG i
LIRS Uiy, 2oz ki3, GBG 28 GGG k3
5 1> fragment TH%H GAG X bhinbh y=>TED,
GBG LGAGOHEHN R DT 5 L343, #1 GBG
i & KIGT 5 &£EE O G ES, e+ GBG
WX LT GAG 2MLRBIEREL THOREELS S,
C OB ERT B RIRRAB R T
3) T b (Filvw) MFC L ARIAR
EEPWERICT, SRhAEE TR L7-HiGBG
il & zymosan B MFIL, SERKKE T o-HIR
DOFFILHEL, BLOFED spur Lk L, Hic
bt GGG ﬁi’[ﬂ?%k@ﬁf‘i@i Bl B,
3, GAG o— ¥ 7213 & AR PUEREHR TH D o
BEMAR D LHEB LT B, v+ FTREL T
Lzl REEBHRBEERIES bhd. T LI T
RERC X DTS Lk b, s L AEEHE
DERY R IZL D D50 Lo,
25. GBG 15 GGG ANOEHEB(IDNWT
RIS AR+ v &2 —
HHE=, RHE
glycine-rich B-glycoprotein (GBG) ¥ properdin 2™
1 2DOHETF factor B OFMAR DT WA L AaE X
nTC\%. GBG 13, [fIiFC zymosan, inulin %5 alter-
nate pathway %4 U THiARIEEL T 2 EY G &
B BETL, BENED v-fERICE o glycine-rich
v-glycoprotein(GGG) “#:#a7T%. Z OERBOBELE
FwU LT D HATLU T OEE LT,
(Fik
1) GBG 75 GGG ~DEIT4IFESKE T 8%

Dz
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7o SFFRIL 1 % agarose 2 (ERIL, 0.002M EDTA
#43; pH 8.6, 1s=0.05 ¢ veronal acetate buffer ¢
RENL, MM ~—) v 7y Bl Beglyco-
protein 1 L b REE | HALFESOSHEES KA L Vit
2Tl GBG w4 g% A7,

2) GBG i3 Boenisch, Alper v #E UTHE L,
F 4 A 7 BRKE)T single band %75 1L, factor B O
HEH L.

3) factor B O, HEf e b MiF&50°C, 304N
#UTfEo7 RB (factor B %/¢< M) &, zymosan
(N.B.C. 81) [sample’37°C, 600HIRIL X2, C3-9
(C3T) DE T &% THE LI

4) 1immune prec1pntate(lppt)(* egg aIbumin(N.B.C.
%) & serum bovine albumin (Sigma #%1) % R &
LT, Thizxtd v ﬁ#ﬁﬁ%éiﬁt&fﬁfﬁfﬁ
X, 0.01M EDTA % 5T ABMREKT 2 B,
FRAL-.

5) heat aggregated human IgG i3 Cohn F [ (N.B.C.
®Y X b, Miller-Eberhard, Kunkel o 5832 X > T{E
L.

6) RP (properdin /¢ < miF) &, #Fhfe b mig
zymosan 2mg/ml % 17°C304- RIS SBER L.

(F2)

1) 0.1% NaN, #nzcmiEx 4 CCRFEL, #
Mk 4:8, 108, 1688 GBG DEE» o h, iz
Bulse (R binot.

2) FHfe biFEA250°C I in# L, GBG o i &

# 1 The conversion of GBG and loss of factor B
activity by heating at 50°C

isolated GBG

| con- con-
factor B iversion! factor B version
C3T L L
factivity ;| of  ;activity | of

normal human serum

' GBG GBG
NHS | 1280 (=)

50°C ¢ 1093 100% | (+) | 18.4% (—)
5 44.9
10’ 986 97.5 | (4 100 | (=)
12.5' 963 | 91.9
15 2 75.5
17.5° 909 33.8
200 883 16.7 (4 100 | (=)
300 . 746 0 (> 100 | (=)

* factor B activity destruction.
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#:2 The conversion of GBG in normal human serum
and RP treated with immune precipitate

ﬁ\ed C3T ; conver-

amount (ug N/ml) comple- ' destruc- = sion

ment tion of GBG
Ea-anti Ea complex 200 23.3% 0 TL.0% (#)
! (45
11,7 (+
| 33.8 (+
5 1 231 (+>
RP+1Ippt (200 pg N/ml) | 237 | 44.5 (=)
NHS—+ zymosan 7 1 100 (it
RP—{—z»mocan 55 0 10.1 (=)

factor B@i}ii‘ﬁ%sﬁ'/\ﬁ F DS 50°C., (4T GBG
DEBITE T D, 304 THEET GGG L
glycoprotein{GAG) (Z#;#2T7%. factor B DG, 15

I el M Ly ~ 13 ALY e P
STTEPES T D, 305 TEAICR

glycine-rich «¢-

Lo T LE 5.

3) HiEEL7: GBG #M\WTH USEBEIT > &, 50°C
B LT ERIIL R &, factor B OG5
GRS D, 100 TEaL< 2T LES
‘x#?@%
\ZhnE L, GBG DéE#a 3~ 4. RP 10.01M EDTA
%@t%ﬁtbﬁ%%%@t%ﬁ TH EL LLERL
o 57, GBG 28T EViliEEL o< 5.

6) egg albumin kO TIED7 Ippt AR L
THiEEe M uz, 37°C, 309RIKIGH:, M
DK T & GBG oy FH~7c. GBG DL,
Ippt 5pg N/ml T# 2z b, Ippt OIE ZoR T B+
L. Ero, MBEEMOETLEREFHI L. &6
fibo> Ippt, aggregate X-7-w b I1gG iz 1->T ¥ GBG
DERMFED b

7) RP wlppt whnz, 37°C, 30MIKIE &% L,
Bk, C3T L4 & FT52, GBG o=t &

4) # Z T alternate pathway »E)27cL

e%’ Ffe P MFEAS0CITinET S LAY
ZCEG@?ﬁ#EZQm,4C~ﬂELMbﬁﬁu
I Binhsotz. factor B DFEMIZS0CITInERT A 2 L
LT Kb %3, t 172 GBG Tt 5% fE4-7c
V. SOMENZI BERICE, kD HT (e k3
properdin, Me*) 23 AEETH D, Bie AHEILY ML
fbEBbiionns, CITDET L 13—F Licw. 7,
Ipptiz X 28 thDiEEALIZ GBG Dz ey, = O

( i

St

#1Z% properdin ZALTETH DL L AVHEBI L7
26. BEZERSICHES XKBEXBESOE/LICDN
T
H b, KEEA
PRy IR SE Rt b, 77 AREEEICH LIUE
= HAIZ, %mﬁK%Q%@ﬁ%gﬁbf,:hK

‘‘channels™ A5Av L7z, Z o “cha-
nnels” 2 & U DM HFLET D EEZLD

T AFELE {‘_5;7 =3 f:cx’_s'.i alkaline phosphatase |
ﬁ%wﬁ&»@%h MRABWNICH 2 WANEEE, oL
o1%, [3-D-galactosidase DWFHIIA 7 D B, ;
X AREERN 5*0*’#&@5@35&%%5 oo
THLUDTHEMAZIR T B, —F, C@ﬁﬁgﬁ::}f/ﬁ:é
17z “channels” .i;?{ﬁ““ HEMA BT, 7o& 2,
VF— ARE AL THIBSBE S O murein ZFE LTS
RARHL. £ OBREE spheroplasts 12 5.

%OFE%L|H? Btk o BBLG A BRET B
2, it MC TEEER L E.coli B T,
A ﬁ’ﬁ RIE R ST DB EEANEH S DS
ERLIO &L

—F7, 16 684;2 Smith 33 & 7% Becker {3, #iFvsmiy
LD T fEoT, RIS @ titrable acid 23 14
KU, HEH S, BErEo ohd LG L. Lo
L, fgiff liposme 3o T 2 #i{AF OB R & 25, #
EDIEMIC Lo TR OEIETUI A S ity & D#Hidy
LHb.

s XU

Escherichia coli B/SM # %\ i1 E. coliK 12, W3110/
SM Z#H 7z, @A HC-TU -glucose 2 finz 7- &R ESHE
WEEFE L, o YC EEFE A bentonite QUET X b iy
VoS F = N T FHURE TRIFL,
0V = Ao 2L E  PEIRME RL) & hn

LTREEE, BAX ) EEABEE IR TS “CHka
ke SyEpBKR T .

E. coli B/SM 7 phospholipase-less [PLAL" mutants

S, BAMEFSME TSRS HL

r’:";‘f:: X > Tf7>7-. E. coli K12, W3110/SM @@{;ﬁ
A RERL, microtiter fT—ZBE O Y S FHim
wE—ERBEOELE ., PEAMEFC, BEERLL

U‘

R R
-?-.‘Lh—ﬂﬂ".??

AN TEEL, BEOEHONEFSD 5, 210
NI ORI ERIC Y DL O L b, RERIRE
X LICEE LR, BohclyoE, LTy

2.
i



iR VRO T ATHEELLIEL Y VT —

fitk (RL) ofEic X b, BFE “C ©8 s
W L20% A%, i D BG4 T4 DI ki
LT A, T HRE IR BRAA AX ) - AT X
h4yET 5 &, JEEE RL (4ARL) # Ao dfRic i
T, geaxAaf (Cs), 2x/—n - K (Ms)
B LORRBHEADES I TR L T GRL,
B1).

VE Nl IBICEREIr= T 7

g

GiRds TUHEE)
L\

:.5_,-&

s 4 — (TLC)

X haET S L, BN RL G R T, EEPIC
An RL aRL
i0ppe———r— .

Ppt. Pot.

per cent "“C

20 40 60 20 40 60
time in minutes
% 1. Release and distribution ¢ **C from sen-
sitized E. coli treated with RL.

# 1 Distribution of C of E. coli B after
treatment with antibody and RL
(lysozyme-free complement)

. Ab4+RL | Ab44RL
supernatant 12.9 | 1.4
precipitate 87.2 98.6
| chloroform phase 0.8 G.09
Sup. . MeOH-water phase 1.5 0.83
interphase 7.6 0.46
chloroform phase 6.4 7.8
Ppt. MeOH-water phase 2.2 4.4
interphase 78.5 86.
i i
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| AsC FA
. |
| \
\
e pe "'
160 _‘f: : } L\
ol \
BsC
150r LPE PE FA

e 5 10

istance from origin inom

]2 . Scans of radiocactivity of TLC of the
supernatants (AsC, BsC) and of precipitate (ApC)
(A: BA+RI, B:BA+4RL).

JERERE (FA) 5 X 0%y v EI5E, £5iT lysophosphatidyle-
thanolamine (LPE) 2R3N 5. i L, 4RL
Z TR R T, BIEAD ) € VD OB IR
AT {, EEiT 4T A phosphatidylethanolamine(PE)

AROREERDCTE tc‘ (K 2). ThboZti, ¥
JF - AWEEARITINZ A LIS L DI N D,

FofloERE LT, ﬁﬁgoﬁl 1z EDTA-osmotic
shock % iz 7R TiL, Kig QOZRIHEIZSETS) O
HC NEEPAEHELTLBH, ZORESIA X/~
Ve KB XU L, FA 22 LPE (TR
Shig.

FISFHECHES T DOE{LEERMTBR TS &,
BERIEDTL %?Jﬁ;ﬁksi'%‘ PE 23 L¥D 7 » m b A%
hIcHERL, < Hp e > Thiz s A R LI
A%, ¥ T FA 3 118 LPE 2EES RickT 52 &
pRGEERT (K3).

ok, RICEE 2 » e xv 2 hic i35 FA i
e BRI ER
BEAERGEERT, Lo T FA R EH@GER O
lipopolysaccharide @ lipid A 432~ LK Licd O Tk

i3 AB-hydroxy-myristic acid ¢ LD &



10 20 30 60,
min

[ 3. Distribution of "*C among the spots of TLC.

X5 TEL
UJ:CD% e SO EANC > THGR B ORI
MEFA 2 ST A E A ST oA, o
D{FH (phospholipase A fEf]) AHhfkFRS © EEL
0T, MRS S B o LR EELEIh oo
By, FEOTEE(LC S Tk Ot LS D pro-
phospholipase ANEHAL SN B D0, BAHWITIHRIEHE
HEITIZHE, B © phospholipase A 23fE#E{E X
BHDH, FiL, ﬁ%t z*ofﬁﬁjﬁoﬁgu;
DEFFRDEMHZT 5 2 L T& DRETFEEL S
NDHDH, Luvoiz F‘ﬁém HInz.
ORI T 57, hdsit it E. coli BIMS
X 1 phospholipase A-less mutants %2438 72, =ik
ACTRERERIE 2T >TA5E, 2 h b o TRKE

As Bs CsDs Ap Bp Cp Dp

.. Viys

Q

v o®
- o®
‘e

-~ o®

~
®

% 4 . Autoradiogram of TLC of lipids from the
supernatants (As to Ds) and the precipitates (Ap
to Dp) of E. coli B/SM, 1-1 (A,B) and D4 PLAL
(C,D) treated with antibody and RL {A,C) or 4RL
(B.,D).
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%1  Materials

diagnosis No.
fulminant hepatitis 4
subacute hepatitis 1
chronic hepatitis 45
active form (14>
inactive form (10D
sublobular hepatic necrosis (SN) form @D
liver cirrhosis 6
hepatoma 6
total 63

fresh frozen cryostat section (4 p)

new fxation

paraformaldehyde is dissolved in 0.005 M
phosphate buffer saline (PBS) pH 7.2 to
make Its final concentration 2 ¢;, then
ammonium sulfate is saturated and co
led to 4°C

The fixative reagent is used for 5 mins
washing

with PBS, 5 times during 20 mins

immunochemical staining

1 1. The new fixation for immunoglobulins aud
comalement components (the method of Author’s
own design).
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28. Immune lysis of ATP ase incorporated
liposome

FRETVERAYHEE
IRV BRI, FWH =
RILBEEE, BER=
(AAD
bitbhid, e P RIROREFEMRICIT ST, M
I ATPase-ATP DHHBGAGH B M EY o
EABIFITI LALLM LI S0, FHEEA LM
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ATPase ZREOFEHITA 7D bREL. & HIC ambo-
ceptor % anti ATPase [ &#ax 71, RICHEEILE
WS, T b~ ADEH ARSI,
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