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Dixon?#9¥ Germuth®¥® 5z & 2 K% % H
v 7208 1f 9% B 4% (chronic serum sickness ;
CSS) iF, AP THEREIN - GBELE

(immune complex ; IC) NDRIFE~D LA
N BEFERINLVHOS IC HBRNE
BEx7NEL TRV ERLNTER, LAl
IORRERACZCSS it T, RRARKD
BEREHEEREIKREL, ERENLIBRD
T g T—EL kiR H L. —FHE
2 Arisz? ok » TEREN2Z v P 2RV
CSS iz, MMEEI DL {, F & L TRERKREE
% (glomerular basement membrane ; GBM)
HEFETI IC 2BH s BEEBERE—EL TH
ENBTCNRERBETHY), ANEEER
B E AR T AL VETATHE LN
25,

o CSS iz BT, BEBROFHIILITR
T# 2 GBM EETD IC NILEBFICOWT
2, A THRnPOTEBREB TS N
H4 ZDNEIC DUHFICL B LD EHER
n'c ?—_’S f:“ Lb; L,%n. B, -*}- ,f 7:8)’ Tﬁ-’ﬁQ),lO),ll),lz)’
affinity'® % CIC BADEF7213 Tld % A3
ks B £ CIATENNE, BAROBEE S
LAE(EE5T AL Vb T35, E72 passive
Heymann nephritis /—#NFFFE!S1 (2 &
D Flho IC DUAE TR % C, in situ IC F
ic L aEuBROREIRESN, CICHE

o

807

WF R REBFIC BT 2RI OV TRTHAL
EHFEBINT WD, £ TH5HEER, Arisz 5
HFEIcEBH57 v b CSS #1EH L, solid phase
Clq binding radioimmunoassay (RIA) % M\
CHMF D RBRAE (circulating immune
complex ; CIC) ##lE L, BETRFEREIC BT
3 CIC o@heic DWW CRET R 2 e THET
%,

RERMH C Bk

1. EBHH

SEERE)IL S 7 Bl MY Fisher 7 v F30%&
#{ER L 72, Fisher 7 Fid, Table 1T &
3BISBELREBAY Y2 —itit-> TR
L7, BIBNL20EE B Arisz 5 DHIER
#t\» bovine serum albumin (BSA, Sigma
Lab.) 3mg#% complete Freund’s adjuvant

(CFA, Difcolab.) & & bic 288 3EHKET

Heeks 1 2 2 4 5 6 1 8 9

Stage

BSA in CFA
Group 1 3mg

{nv20) i 4 '

BSA
lmg

§ 4§ S N I

Saline

2mg

BSA in CFA
group 11 3mg,

(me5) |y i '

Saline

CFA BSA BSA

lmg 2mg
bV P S B

Group TIL
{n=5)

Table 1 Experimental schedule of serum sick-
ness in rats.
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%@L, TH%ELY BSA lmg? 3 EIBEAENE
EL, 8%t BSA 2mgkh B 6H, $13:8
FTHIRA®RE L7, SR, SUEI&LS
EFs&Avarbo—nBe L, UL
FIBLERC BSA 2B TR L, kR,
BIRRB S AR EEKEFERA L2, SMER
CFABMTREL, BN, WRAHRSIZ TR
ERBRIC BSA 2325 L 72, AW TRUERE
L72B% CSS#E 1AL L, CSS £13:8BF T
B, MmiE, REFERMEE LCHN, %
3 BSA o5 FHEIc L) CSS £6:18F Tl
E T 5% (subcutaneous immunization ;
SC), % 7:8% BIEMNMREL (intraperitoneal
immunization ; [P), & 884 L 13 BT Tr &
RS (intravenous ; IV) &B&L 7z,

2. %5 & ‘

1) REBEME  &£7 v P 2RRY—2ICA
N, B I3ERIAEHMERL, FA4 2 TPHERE(CK
BT v &4 Lab) % B\ URIEERT (i &590nm)
TREAEFBMEL 2, EEEIX7EH7
T2+ 1mg/day (n=30) TH-72,

2) MFEEARE MM 2:BFICREK
ENgmL, 28Iz 7C3,000r. p. m, 105fE=E
DL, HEISFEEA-TLERES A
EL7. NFEREANTEFMEII 7887 T
6.2+0.6g/dl (n=30) Th-7, OFEREA
5.0g/dIN T nEAr70—¥Fy b ELE,
VEioiRimiz#EL 72 BSA s EEL
BSA #E24ssR% & L 72,

3) MmiFEH BSA #ik{linRlE | miFH BSA
BifkfflE, RSEROREERGT B THIEL
7. EfiMsk (Cellgen, NBLab) 4ml, 308
v, BSA#a—F4>7L, 2.5%nFKMN
BOFHEI F R 72, BRRLEI, 56C, 304
FEEbtE, 1% 74 XIE@ILIIED phosphate
buffer saline (PBS) 2T 8 &ML, G
it UFERed I 70s4 2R rrv—% BV,

4) CIC m@lzE

CIC i solid phase Clg binding RIA iz £ 9
#sE L /2. solid phase Clq binding RIA i3
Hay® b0 Hikic i 7255 7 F iz i35 CIC
DBIENTZH, FLKIIIT 7 v F R IgG 2 A,
rEAe L aggregate T v F IgG (ARG) #%

=

BHw Tl 2z, Mgk R 2FrverFa—
7 (Falcon, No.2038) i21F2—7h7Nk
b Clg 1mi{0.01 pg/ml)ZHEL T, 28EHI4°C
THEL, Clg # BBicfE ¥/, B Clq
B A EEIBREL, 0.05 mol NaCl-0.5%9F 5
TINT7 2-1.5% Tween 20iE#HIC T 1 Bl
#%, B 3 mldy F 2 — 70 AN T 2 BERECE 14,
WEIkRELE, ZofkZicl), BROELE
BLroEERLESEWHITE S, KI2CSS Z
v b bR, MESHEE, BiEE T-70CT
REL 2B i 2 B1& WIS TH0F IR L,
20 1ml%F2—7iAN, HEw—5—CH
ESR%hs, 4°C, 18MMEER, Clg i
IC %4387, ZOHKBEL, "IERR 7
v b IgGHEEMZ T, FERIC 4T, 2EHER
BERG 3¢, HERAREMERNREEL &v
-y Fr—ig AL I—ICTRIEL, ARG
BEBCT CIC BEEHRALL,

f#FE L 72 Clq i Yonemasu?? Gz L)
EFEANES D ERSHEL, FHITET-70C
I2lFEEL 72, Clqg nEABEILX Lowry?? L0
FHEiz L DRIEL 72, BEMBIERN O EA
L7z ARG &, 63T, 30am#T 22 itk
e L, 47T, 5,000G, 305&LL, FEED
ARG #H ) K272, ARG miE¥edhiit Fig. 1
DML TH 72, 7HXHZ v + 1gG i3, McCona-
hey & Dixon® OHFHEIc N 7vZ:0 T %
BT ] T1g# L, sephadex G-25%4 7 AiC
k9 LIEEES 151 # Rz,

% binding
(C16)
10

[]

9.01 6.1 1 10 100 {ARG, ug/ml)

Fig. 1 Standard curve of aggregated rat IgG by
solid phase Clq binding RIA.
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5) MHKEFRIRET

BAMuS, S EeHARE, BERICIIEB
B FERE, 77 CEER 574
YEEL, Mapu DEITHEYL, PAS, PAM
RELHLBRL 2., 2—HMoMEBILFSA
TA R Tb iz OREFER, 4u icEY
L, FITC##&H 7 v b 1gG, C3 B & v8H; BSA
Mm% (Cappel Lab) # B3, #HLEMK
FICE VBEL . BEME#IZ2 5% 7Ly — 0
TATEF (0.1M, PBS, pH 7.4) T4,
2EFRIBEEL, 2512 2%A4 R I LB T
BEIE L2, BER LR S12IC BB L BB
VERCL, BEERY T =Lk $REiIc C B
&L EBME (B H-700, 75KV) THE

I 7t
i 2

1) REB%EE) (Fig. 2-a, b, ¢)
FEIMTIE, REQIZSCH], IPHTIIHE

Group 1
cIC

Group II

—e log2 e—e CIC

809

TH, IP AN CSS NnEILBTEE R
BB LD, ZDERBMH—FE 272, &
1LATIXREAI3129+203mg/day, F13:8Tid
£TNTy P CEARSHBBL, 4722222mg/day
Thotz, S, BNBETEREHAM2EL TR
BERIIMETH -7,

2) MERZEBNEE (Fig. 2-a, b, ¢)

= HomEEERIL, SCETE ERL, CSS
% 6:876.910.7g/dl (n=19) L E—7IiT&E
L7z, LaL IV #licidwv DT Lias, CSS
128 TI135.4+1.2g/dl (n=13) TH-1,
INILRTE—¥T vy b it 8ETEENI8Y%
Th-ot2, BIETIECSS % 61876.9+0.5g/
dl (n=3), #12:AT6.8+0.3g/dl (n=14)
LEb RO L -2, BNETL RERIC CSS
#6:876.2+0.4g/dl(n=3), $12:H7T6.2+
0.5g/dl (n=4) & hiFEDHLNEh -7z,

Group I

log 2

1
Ps;‘;o el pe/ml | e—e CIC log2
: ; 200
—-0 anti BSA titer | =t 200
o- | i 0----0 anti BSA titer i Sy
s o - I &
o) Ehee oo 5
Z T g A =
2 2 s ; 2 b
i~ @ < =
™ < 3
% 15 5, & 150 15 - B1s0 15 £
& B R 7
3 Gie 3 § g ¢
z s e 805 §
=1 L / 8 o e
- 10 E « 100 K 10 100 10 &
-1 = =1 4 S g E
g S ; 2 E
c & 5B ]
3 2 3 ; l
g a0t i i g
&

= 5 S50 ; 5 o 5

i 5t }

95

%

0 0 LS 0 0 0
mg/day o g/d1 mg/day g/dl mg/day
% /}/§‘+H <
= Zoock i e To00 SR e x ¥ § € x 000 §
v o v s % 2
M S B s
s e E 4 O ) a
e S00% a2 SO0l e 500
e Eadelm e HE B
) i o Lo T
e ~ 1%
5 ol ihie 0 R 0 s
Ks 2R 6 B ORRLY 2 el Bl R10 812 (A

Fig. 2 Relationship of urinary protein excretion, total protein, hemagglutination anti-BSA antibodies
titre and circulating immune complexes against time. CIC's were tested by solid phase Clq
binding RIA.

a. Group I ; Serum CIC's and anti-BSA antibodies were detectable in high titre for 3 — 4 weeks
prior to the oncet of proteinuria.

Group II ; Anti-BSA antibodies titre was high but that of CIC’s was not so high. Proteinuria

was not seen.

. Group III ; Anti-BSA antibodies and CIC’s were not detectable and no proteinuria was

observed. :

b.
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3) Mt BSA Hitkfion%® (Fig. 2 -a,
b, ¢)
B 1BETIE, CSS £ 68T 2113209 (n=19),
% 8@1 2 12.0£0.8 (n:16), %105@1« 2 11.7+1.3
(n=15), FIZAT 2197214(n=13) TH - 7=.
INRETHREIC LN S8 H&KE > LR L,
IP, IV $iTI3IER I B Hiikiio Rk L T
577, CSS BI2BIC % ) HiEHnE T+ 42522
EERL T2, FUMTIIE BT 2116208
(n=3), FIZAT 2128210 (n=4) ¢ SC #j,
IP 8, IV #1%BL (R HAEIFHRL Tw»
72, BUECRAKEERZDLh -7,
4) CIC m#rsy%8) (Fig. 2-a, b, c)
BIHTIE, CICIZCSS & 458722.4+8.7
#g/ml (n=20), % 63BT32.4+9.6ug/ml (n=
19), % 8:8T138.5+42.3ug/ml(n=16), £10
1B T163.3+£43.3¢g/ml (n=14), £12:A T
111.9+49.4ug/ml (n=13) TH»H-72. CIC i
IVHEc > TREIC LR L BfEr Rl T3

w =

#%, CSS H12BTRRETEAZRL 72, 512
BTCICHETLZZ v }i238% (8IK) TH
o7z, BIEETIE SC #126.3+2.0ug/ml (n=
3), IV #3128 C31.0+6.9¢g/ml (n=4)

Fig. 3 Light micrograph of a glomerulus of a
rat with CSS. Neutrophil infiltration in

the glomerular capillary lumina.

(arrow) PAS X 400.

Table 2 Time course of immunofluorescent and electron microscopic findings in group I rats.

IF EM
Weeks  No. BSA IgG C3 Deposits

cap. mes. cap. mes. cap mes. subend. intra. subepi. mes.

4
e e Rl e = e ST

6
th=1) ) & (£) (=) (=) (=) (=) (=) (=) (=)

7
e I e A S S B o A
9 - = o - » - =
e S G AR R e RS R = A = B
10 _ L » _ _ »
= (F I A R =R R R (R =R (S
11 1 (+) (=) (+) (—) (+) (=) (=) (=) (=) (=)
(n=2) 2 (#) (%) (#) (£) (#) (=) (+) (#) (#) (+)
12 1 (=) (=) () (—) (+) (=) (=) (+) (=) (=)
= 2 (#) (+) (#) (£) (#) (+) (+) (+) (#) (+)
2 3 #) () W) ) W) ) () ) ) (H)
1 #) (B ) ) ) () ) () ) ()
13 % (4) (+) (#) (+) (#) G (+) (+) (#) (+)
(n=5) 3 (#) (+) (#) (+) (#) (+) (+) (+) (#) (+)
LS 4 (#) (4 W) (=) W ) FH) () ) (+)
5 ) (B ) () W) () (F) ) W) (+)
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LRE FRAFALNIDATH -2, BUFHET
132 CIC 388 Leh o 72,

5) Bi#ATR

1. AT R

2 I BTl SCHE, IP &1 i3BH & A 2 RBRIK
ZLiZEd o N -7z, IV #n CSS 94
Wb & IFhEk, BIRDABRAEM M ENIE~D
B %R (Fig. 3) $12:8 T GBM 48489
WL, —%F spike R, T A
X L EHNOBREDRESBEI N, HIEE
=ik, FAKER BLEEl, REET BE
DEBLIZBEI N - 72, B, BMEFETII,
CSS %138 F T &L 2 L REMEELIZBREIN
Lehro 7z,

2 . HEHEFTR (Table2)

IR0 SCH, IP#ATIE, REKEEMMLE

REEEE L BIE O M FEEIC BN [gC DILENE
BANETTH-72. IV HITIE, CSS %9
BT TIRD 55, KD RIRIKEM
MR [gG BMOBEALRILEBEIN
72, iz CSS £ 9i8ic BSA #iE 2 KefEl#%
THRERFBEL 72 D TIZBHMEREICK
20 IC tBbh s BSA - IgG - C3HEAKLS
gEEa N, (Fig. 4-a) CSS #F10BTHH T,
BSA, IgG, C3 & b I ARBRAAEAN M B REREEIC
Zv», EEERROULEIBEE N, (Fig
4-b) BSA ##E T dictEv, MEEZHEMEL,
CSS £13BTIZL T v I THREKEEM MERE
BE|C 7 WHOEEE DR, MIEMEERALIR? BSA,
IgG, C3 nkAErBEI Nz, L L—EBIIZE
1LELI#E Tt IgG, C 312t BSA D#EE LRk
BWhoLWIMNETELDLALNL, FII, F

Fig. 4 a. Glomerulus of a rat with CSS, stained by direct immunofluorescence technique for IgG,
immediately after the injection of BSA. A large number of deposits are seen in the glomerular

capillary lumina. %200.

b. Glomerulus of a rat with CSS, stained by direct immunofluorescence technique for IgG.
Granular deposits are seen along the glomerular capillary walls and some mesangial area. X

200.
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M T3 SCHAR S IV #iZ ceiR%EBL T
BROY IC ORRELFIBEIN L - 72,

3. EHATR (Table 2)

FIHD IP #1z T}k, BRICL2BETL
RIKRICEILZ RO L r 5 72, IHTRED IC
BB N T3 IV I 13 REREREM I B
FEICIFERATRIEM L, FhERO Ik R G
HE AR, MEBLTHER» AL, (Fig
5) F-EKICERNBMLBEI N, (Fig.
6) IVHIT, BARHHHEL - CSS E1LET
3, GBM EET#ETH 255 GBM N, HE
T, AH X742 electron dense deposits

ﬁtwm?‘ &

Fig. 5 Electron micrograph of the glomerulus
of a rat with CSS at the 10th week,
showing phagocytosis of immune com-
plexes or protein (arrow) by polymor-
phonuclear leucocyte (PMN) in the
glomerular capillary lumen. (bar lz) .

Fig. 6 Electron micrograph of the glomerulus
of a rat with CSS at the 10th week,
showing monocyte infiltration in the
glomerular capillary lumen. (bar lu).

w =

HHEI NS, NETD deposits 13T, £
R RERIKEME ML D ARG R i K & 7 £
LI LUBBEEL T, (Fig. 7) A > ¥
L deposits bAETH), KEI LIS,
A2 X AHEREOTEGE, EEOMMIIBEET
-7z, BILBD EE T deposits i3 £B T
1% {, EX% hump ¥ deposits »*BL b,
ZNEFE12:E, FISBETIRHS L 0d L HE
BEnL D% THE2DKRE 27 deposits »& A H
ic#ZEaI N/, (Fig. 8) #£12:8Tix GBM A7
deposits i3/N& { GBM # NEMIA & _EREHI~
BBLTWw3 L 9i2RZ % deposits bBEIN
72. (Fig.9) LEMBORRBIZLETD

Fig. 7 Electron micrograph of the glomerulus
of a rat with CSS at the 11th week,
showing subendothelial coarse immune-
deposit-like material. (arrow) (bar lx).

Fig. 8 Electron micrograph of the glomerular
capillary walls of a rat with CSS at the
11th week, showing subepithelial and
intramembranous electron dense
deposits. (bar lu).
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Fig. 9 Electron micrograph of the glomerular
capillary walls of a rat with CSS at the
12thweek, showing electron dense
deposits penetrating from the inner side
to the outer side of GBM. (bar ly).

Fig. 10 Electron micrograph of the glomerulus
of a rat with CSS at the 11th week,
showing protein-like materials in the
cyst formed of epithelial foot process.
(bar 1)

deposits 7 HEAEFRAIC —2K L T L0 I {5 KA
AL, —MEREIMHREL Ccyst KEZEL T
PMATIIEARPEI EFEINT LRSS
#]E=EXn, (Fig. 10) %72 hump £ deposits
DERGLIC—F L CHEEf L T 5 BB HE MR
WBBEICBTEENE VAT RE187:. (Fig. 11)
CSS #13:8 iz, GBM ici3FfrEY% spike {
BEIN, FI, FNFHTIIEFNICIEL
RO, 72,

1 x

ADBEEBERRIEIC BT S IC N5 #/RE
5 HHT, 7 b CSS BRIz L ) EERAIBENE
B e e L 72 SEIERL 727 » | CSS B

Fig. 11 Electron micrograph of a glomerular
epithelial cell of a rat with CSS at the
11th week, showing electron dense zone
(arrow) along subepithelial deposits.
(bar 1g)

REBELEARE ELICGBM EET2E &4
3% IC AT BEIN, AESEBLEUDR
RAsz bidz, NEME K Tld—ikayic CIC i3
BETHEEREZINTEY, FRHFRIZSS

EATH 5292 2728 GBM EETIZA
onB ICHCICICHRT S &v) RBICEIL
TIIEENY:, msitn IC BRSLHZ. L
L ABREER TRIEE N T3 CIC I3FERERAY
TREBECLZ2LDTHY), LT LIBLER
o CIC #BEL TWBDTIE% 3%, HBV
B, V—72B%% & CICOFENZD LN
TWHEMBERLS S, TLATREEELSE
FERNICIZ CIC DBIEIITEETH N, RIERNIC
12 CIC " HFET 2R BEETE &\,

ZZTHARMRTIE, NEBBRNOBERT
EBRIICHRTLHET, 7 F CSSEL % E
L, BROREICEITZ IC nEfE% CIC 0
B & RN SRE MR EE L Tk
L7z, INE TERBRICHE VTR CIC 21
FLHER=T7 2D CSS® [2BWTALNS
A%, 7y b TiZ19804F, Abrass?” &A% active
Heymann BRICHEWTRIEL TWA T TH
5,

T L7z & 5 CESBRNOFREMFICEL T
{13 CIC & in situ IC ERHAIEIER LT\
5. In situ IC F2Mii3 passive Heymann B
RT—ENOWEH L EN T 3B75 CSSBLAT
2B E L TBSA 2 ENTH ), FxlA #
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BUR & 9% passive Heymann B4 L34 <&
FirRi->Twb, SIROMELBHELL 2
cationic BSA # R L 238412k, HETH 3
BSAA T LETICHEL, B THREIHAT
bEwv, nsituICERSBEINTWEY,
4| L7225 RiE native BSA T4 cationic
Ag- Abcomplex Tl3%wvs, Ldd, 25175
LTLHRDARLEL 2B o i -
7z, B HICBRBEIE DM T deposits 2 PRI
TN EET~ERBTIMRLZILNATEY, &
mMa> CSS B4#4* in situ TIC P ERIND
DTREVEFEZ L,

KizZ oo CSS B#IC BT 5 CIC oikizim
ML DTH-> 2R, SEANER
13 in vivo DEBRY O THHE L TUERKLERE
Bowh, HEREHELETZIL 20 b
3 CSS FILENEME TLH BSA HAKIIER
ENTLE) D e (EESZRERLL Jhit
CSS BRI R IN&AMEBL THEEY
HHERBZLN DLW LE2ERTHLOT, HK
BERT IC »EREINTHDI L 2T HT S
LDTH B, 172 L THEERHOBREIHL AT
3%, Arisz? LoBEIC L B EETIC IC
DB T B LR —BMic A X7 AICE
LB fidH -2 LT3, Ziid IC oF
BRA* BSA #8ET 52 2o & D ks S
HEBFICEE, BREEDOMBADERE TIIH
HIBHEIR T lattice DA E W IC HEES N,
FN%, MBI IC »EERE N,
FETICRELZEEETILOTHD, Lo
L. Noble® 537 v + CSS BR THENRE
BE#%10mg/day & L 54, UREIHEZ TEH
HEBREIC > T it b T AT
E L ICHELBELIEHRELTBN, in vive
TR & 2 IC o 2, ENRTH
MIBEHITh, LTLY invitro TOERE
5 N HEPUKIC & - Tod IC DLEELs
BEBbITTIRLEVENZ B, —F, BV,
% Aggr. b F IgG THEBILA-T » F CSSEL
Tld, HERLICFHEBICRE 2 KESE5 L,
FETICHELZ IC tBEAHEEeTEI L L
N, RERKICZEEL Twa IC IIHURBR% T
TE2 IC THBEREL TS, ZhizEE

B =

@ CSS BRI BT HHHERE TOMREFE LK
TN IC DEFE L I HREZRTELNT
b5,

B LICAANERYP LBRVEET~NEZ LI
BSA &k CIC RELICEEEL & 55 BR
HPRET S TICREBM? time lag #H -
122 & TH 5. Fleuren &3 |3 in vitro TYER
L7z IC 28cBEL T30, BRIIBE
LuWEBEL Twa, Zon@ErRLIEd
SENEBICBWTLEE T3, 1V #Hiciz CIC
HEETHBIC L bLT, REELEETD
ICHULFBIXRHLNT, EBHRL TV, ZON
1T, BSA #IRWNR5S 2 RRBICBELEF
F OREREEM M ERIEIC I RED CIC 45886
LN L b LT, 24EMBICEELLD
o b TILARBRAEMAENESL DIEHKRL TW5,
X, Z DBEHRIC I PERC BRI R 2 R IR AR
MM PRI BN L BORE 2 LBl Ty
BARRAIBEINL, THBEEIBRNRBEIC
BCICHAERINTHENRYILELTEE T
FA 7NN EEN, ZOEICHENRIEMN
AN T CIC DABEEENHIKT T2 Z LW BBET
HBHZ EERLTWS, Dixon™ Ly 7H¥Mm
BRBRO—ENIFEIZE VT, oneshot D
BSA #E T3 IC »90% 1L L4 o> Kupffer f#
BTREEIN, BRAOREICIERIICHEZ &
5L IC nERIFRTIZEPVETHL L
GELTWb, REMEBEENE L% CSS itk
Wi, ZHICERNFEREE V) ZEHICH
FHRANRLBEELATH 5,

LLE, Arisz ) CSS B &{EH | (BLARE
2Bt s IC nEERRET L2, BEZTEE
TICHKET 2EEBERORBERRF & LT,
LR FBRB TR I NG IC &, BEME
DRI & 2 in situ ICTEBRAIBEIN TV S,
SRIDFERL D, BAROLRERINETIZ &
N HBEEB T CIC#Ic L »TL LR
Tiz IC # R E NS 5 &\ HERE RIS
ZF o, B, sk, IC nH4 4 X, #18&, affinity
7 Y ORI R SHRUETH B,

& =

1. Arisz bOFHECEIVEMLZT v + CSS
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R T2 GBM LET~DHIE, Hik, #tko
LAEIZITIZEBHTH ), 2> XY a0k
ERXRRENADLTEILFD e h - 72, 3l BSA
HURIE SCHE NV ERALTHY, iR EE
ERT BRI BV TLET ST, MEEH
B IC OFESHR S 17z,

2. CICMEIZNEAIC 2 » TR TEEE &Y,
BRRBIEZ TI— 489 time lag HEEL
7z, TORRCREMODENICAEN IC Ok
% SHEnEK HmkoBEL PENRICLS

X

815

ML BEREN, FTREEICIIHENROEH
DETHL LW,

Pl B )RS RSB CIC Bk &
ZOWRIC L HBAROBENIC L N EBEEIND
L) RRERL,

WERZBIoH2 ) EHEEMBM LB £ LK
MRS RKHEM R RE L 2T, &
HICHEEREE 3 L A RBEERN, AEEEEH
B EE BRI RS L 2T
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Kinetics of circulating immune complex formation
during the induction of chronic serum sickness in rats
Keizo Komopna
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To study the mechanism of the induction of nephritis, chronic serum sickness (CSS) was
induced in Fisher rats and the kinetics of immune complex formation and immunohistological
glomerular alterations were studied up to the 13th week following pre-immunization with
bovine serum albumin (BSA).

Serum circulating immune complexes (CIC) were detectable in high titer from the 8th week
(intravenous stage). After immunization with BSA, serum anti-BSA antibodies increased
gradually and remained high in titer even after injection of BSA. At the 9th week, BSA, IgG
and C3 were detectable transiently by immunofluorescence in glomerular capillary lumens.
Light and electron microscopic findings were normal. At the 12th week, BSA, IgG and C3
were observed by immunofluorescence in glomerular basement membrane and increased in
intensity with time. Urinary protein excretion was detected at the 11th week and tﬁe amount
excreted increased with time.

In conclusion, the change in antibody titer and CIC level indicated a smaller amount of
antigens than antibodies during the induction of nephritis and CIC seemed to be formed in
antibody excess. In addition, there was a time-lag of several weeks between the onset of
nephritis (the onset of proteinuria and the deposition of IC in a glomerulus) and the rise of the
CIC titer. The continuation of the high CIC titer and the saturation of the reticuloendothelial
system seemed to be necessary to induce CSS nephritis in rats.



