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# = .

SORPEBIAT v v ~ 5 (RA) O#IH £ L T im-
mune complex DFFFENE ] ST B, Fius RA
M HBENE 2 & Ll Ll Atk A4 4 2 fillass Bon
by e d ki SEEmER (PMN), macrophage €
HhoLErhT5,

Hollander? <t RA DI & LT RA cell DFTE
TREL TS, FTihebbl o~ 1 FINT (RF)
LU F folk aggregated IgG & 044 (RF -im-
mune complex) #* PMN i2H X hifodbont¥
ATUD, COFi 8, PMN & lysosome 23
E~Bdl 20T, lvsosomal enzyme HSEEE L. 14
gy &5 L0THE, Ll ook S RA
cell (X RA BUHZ~— o b4, BN O
AEH R DL 2B 2 & A5 B2, RA 2R
ebOTiaid, RA OFHEL LTHMAHE2 b0
%o —# Hammarman® (&5 &alidEm. b
HIERE MO R & 5 A, 5. RA 04
TEALTY D, BT, RA FUERREEE O R & A
g lysosomal enzyme OFEVEAEE Th Ty 4,
Weissmann® ¢©.»5 “final common pathway” (i
RA OHFEEE BT LT LOSE 2 o 2
X b, L L Zhuk endoeytosis DR TH - T
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iniciating factor IXAEZ ShTHBT, RA DR
i, lysosome DSFRNVAHEIZE L CL5 L4512
L S BICEF TN EMENRE RT3 L ELS,
UIRIZ L, RA ORI oG TI AR T, B
A blc o TOb 2 gz b, SHEOBEO
SR o,

FEiE RA OFFNELTEL BT 5 RF-im-
mune complex OPBYETHIABEER A DI 5 -
D77 r—F L LTCROERE S - TE, 7
v MiET A 73 v (BSA) B E LT, § BSA
VA FPAR(ED, soluble immune complex #ff:
WU, Zhdew v F S AEATS &, s
DIHET 5%, X BIZ40 immune complex #HpE
LIEAT B 221220, ¥ v, ko -sv = a
MG (1 o oA L BEI 26 2 R S, F MBI 2 7116
B % LA,

PARIIRPN . 4519 % immune complex o #liklrs:
BLUEOMERERFIZ OV T LA LS hT
oL o TUHBE TR

FEE immune complex iZ L o THELT LA F
= VHREHRZS Z o0 Tl 5 & £ Lo, Cofms
EELRHY LTUSALEL b0 5 PMN, BE
KRR 5 1 v v — AR BESEIEIECIER L,
immune complex OBIHAEREERFZO-TES
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REEME L URBEE

1. FETE @ 2.0~3.0kg O v+ Fa A L,

2. P43 X O soluble immune complex O{EHL:
HIEELLT, @7 = Y+ v(cadmium free), @BSA,
@ Egg-albumin (v 3l Nutritional Biochemi-
cal corp. Cleveland Ohio) D3 E& M L1z, 7
B7 =) F Yk immune complex @ maker TH
Be

FIFENOH 25mg i~ Freund @ complete acd-
juvant i THREEA(ED . SHiZ 100, &7 0
Y FER R L OB ESL B EA T 7. BEE
B THUAE DS 128 f5LL s L o fo o + F g B P
B 2 ER B B LTl I L, iif s 47
HELT —20°C I 5 #% L 7o soluble immune com-
plex 1t Okumura OO X O {ERL LAz,

3. soluble immune complex O A : Img N/ml
® soluble immune complex, dml Zpifil v -
BEfil~ L A Ll s 4 ~ 6 I A LACHES &0
Hice 1EREARETIEL, 2, 4, 6, 120, 1,
2, 3, 5, THOMBT, Fid~6[iHEARTIE
e PE A 1R B2 B U TRk miy 7
BT o1,

IR E LTS BSA, A:Bbfulii Ak ol i U5 &
A UHTEAL, BB L

4. HUELEERYMRES « BBy - A IEBYE A BB L.
BIABIELRLA & b, BERREG R 4o~ ) VI CRIE R
H. E. 35 X 0¥ phosphotungustic acid hematoxylin
(PTAH) HefaisZitois,

5 WTIHEMEMNESSLOBLE 74 A7 24 — &
(Ac-Pase) iHlk : A 1 MOEEEIR- ST, Fo
TR TR TR BE T L L bis, 7

= V) F O immune complex X UHIIZABWS
Ac-Pase iGllA g L,

T4

T 1 EEE Lic, © D EBREREIEH T 3 [mikE: L,
1% # 23 w4 « ERHE (PH 7.2) 2T 1 Hefifjig
[EITE Ltz BAET Az —A ik, =4 Y@ML, L
K. B. ultratome THifl), 7= L, BiGy 5=~
ACETFROL, L, BFEWENE A HU-
1A wHAL,

7 = V5 YO complex it A LicBIEHEHZ DL
ThE, 7 = ) FYRTERPT (T4, bismuth
THED Ui Wi Uiz, Ac-Pase jFfhoflgsici
Frup—nT7 AT e FEEERTRRO Gomori FULHD
12 37°C, 0BG Xtk LEo—fEicE
LT s -1,

Gomori @ Ac-Pase JZnH

1) 0.1IM ¥ 7« L of YESERTTE (pH 5.0)

------ 5ml
2) 1.25% f 70 2w ) ViEF b)) 2 5ml
3) 0. 1% TURBELR +oernrenrrrirrrrnsrnnsinrinsenans 10ml
)R 1. 8g
59 }x.;tgi‘;j\ .......................................... 5ml

(medium pH 6.2)
6. AlFSEERYEL - oo 2 O ME k4 B
e '
@D 1% DHEETEFAEY) P=2d 2« tnSq
F(CPC %&irl0%iEA/L =<1 v EHIfE
TEY,

@ TFROEZIUOFEOC Lo B cumEo

C P C -« i@ffhi= 1y YN,
{BM uresn -eee 3ml
2% C P C - 1ml  58°C TIOMpHwLps

A Toluidine blue (pH 2.5, 4.1) DA 2w
~ o~ (T B M,

B pH 2.5 Alcian blue {5,

C Mowry ®=w{ FEE,

D EEEN LB, streptomyces hyaluroni-
dase (§-Hase), testicular hyaluronidase (T-

REBOM A B 1T IS B L T —iA £ 0, Hase) 5 X U' chodroitinase ABC (Ch-ase
L25% /N~ LT AFE F fﬁ&;rp}mm& (pH 7.2) ABC) @3 DOFFATE 1 ORiTc 4 - T
® 1 BE ¥ oM B O£ ¥
32| B om W o BWAR RE mENN
PP I TTTTTRG T °C mm
S-Hase WO i ﬁu b 5.0 100 60 6
T-Hase | I 5.0 300 37 6
Ch-ase [ by A - PEREE T 8.0 5 37 6

TRU (Tu1b1d1t) Reducing Unit)

104

[EMEERE  Vol. 23




Immune complex [ onps:

Bt LRORERYE L,

7. AESGHUAELS © Fluorescent anti-rabbit 1gG
v HIMEDIER, HivHF7r 727y v, ¥ EuiE
MfELICY ¥ D44 7w 7 ) v BfEoT, Kawa-
muraDHEFE T Dy Z v 7Y YAEIC flu-
orescein isothiocyanate (FITC, Baltimore Biologi~
cal Lab. Baltimore, Mayland) #» 3L LT, #Y%
R BB U, IR 2 SR BRI 1o N~ 9 v
BL. FFA4T7 A4 AT+ Vg O X
too SO E 2 VA AR  FPT A TG,
Tk b TS EIEE U, MM i A & D, Bk
BEAS LTIRER T 42 b v TR Lz, WELALE FITC
TF A LIS & 5508 T30MH], WPy T
X c, SHEOHREGEN 7 v vV VHETHA
L, Nikon HUGEEMEN- THE LI,

FodsHIE & LT G TEA 5~ LTie itk T
i L FITC 7 - hifhil BTG S 1e,

A
1. AR b
(1) Soluble immune complex ¥ ALE

Soluble immune complex % 1 [lf:A L7-#s©
VEPEACHR 2 IRRH) F GE2 SIS ol ds & O
MEBID, AL PMN 0B 2 BILa A,
VHHBHR LI L, 2 B s 5 & A 2
Jetsd (1) T~3AHEZE7 4 7Y 2 1 VI
(LA B R RG D BRI~ Uik flE T A B h 2
(1K2), MIEERMIIIRME LTh D, SOtk
L EFCHNERBA RS oM R LT B (9
3). X BICHEEREN TR LT
M OFAE A - AR AR S T B (04 ),
AR T Tl SO M U Gl il 5 25 % 1 &
bitd, 3~5 0 HOWMETHHEELFIIT, WiFR
M2 U v oRER, JBEMES A B, b FCHE R

& 2 Mk
f#* i WALS  BEHIH

1~ 24 W9 1 40
1~3H 1 36
3~5 H 1 18
5~17 A 1 18

. 4

L6 8
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W) oS ENEE SRS, T AEBCRBEOR
BB, BB 2 D2
LB,

immune complex # 4~ 6@k A L4 Tl
MIEDIEE B D, Wi, SAZEmr, e
Aoz LA b B, F ofizik PMN 48
BELTH»bRD (85), BEEFCIL L & &2
PTAH [BIED 7 4 70 7 A FEEENRSZ SR, FOME
TIEREHCHEFISO R STV B ("6), B
FRF CUIEM R 508 Uy v BR8N T
B iER TS ER, v v Bk LT
Hahad (J7, 8). FMBEERT W LBPLO
) AR T L0 B D (9), (2 &
A EDRRZ I3 THEEIZ -2~ % ATREA G b, 341
Moo S S h D (210), LML
RAFEdHThE LFE20MS THS,

(2) * I8 o

BSA 41 ﬂill?flfﬁ&%ﬁi‘ﬂrféi:z‘fkLt%&ﬁ"- A
8 lioflt] B B S IS R o> PMN #7325 B,
AR R O LA DA s A felk ABECLLW
B FZEL LRSS B duigh

BAS e ulf A LA I b sk R Al s
L, WIETLEEMNERDE & &%y v HRolB
N5,

2. FENCBMAGS X B e a it kL

Hi o> PMN, macrophage EHINNET: A 6 IH:g
HEE X O AR E S ARG 8 ch 0, 1 BEhiL
FRCEER D Ly PMN 2385 a b5 (91D,
2 H DR PMN (332 L < i+ 5, Wi
PMN LiFliRici A cdH 5, W CuEAR
8 W] L6 ¥ CHDES AT E AR S LT 2 o
MHEETE S, BEERIEAIN 120508 H ST SRR
Pesdeb, 5 HHEE THsiT5 (M12), HELE
LTI RIB IO R OlE £ 5 1 1 GG

oo R

Lo HEdemamE .
s HF i 1 es

PMN R iy

40 24 0 0

26 36 0 0

4 18 0 0

0 14 0 0

8 8 7 6

6

8

| o
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DOAEH BN, 5 AQAEE THES LA, IEHHEE
TREE AR 120 FIGR & 0 SRS, 7 R LA,
EHMAR immune complex I A A T DFTRAT
BHh,

3. TREERTE (3)

vy S MR Js i s L i 81T % Barland® a4y
B ENIERZ Tvpe A, B cell 3L 0 20BITHO 3
R Rz D,

(1) Soluble ferritin-antiferritin complex AR

Type A cell: 7 = V5 ¥ immune precipitate
(10.8~38.0x F2 phagosome M2 A % T
%, 0 X5 phagosome L electron dence 7l
BEfE LTS Loas. (K13),

HEAE L ~3 AHICE 2% phagosome (L1 HE
AME LA L% LC, immune precipitate AU
H L Co B L 0n S <, ORI M
X, organella AEFEL T 5 (H), =624l
g sh T, WEsLor7 0+ ¥ O immune
precipitate AHIIEA~EhTU A Loa kL & &
EXbitA (416), @ (LR YA IS
dence body, vesicle #r &ir cvtosegresome 5l
Jarnz e g (916), & EIZ7 2 )V FVD
immune precipitate %f§ o7 phagosome #3LdH
IZfllzsahs Z 0B 5,

Type B cell : fEAH ] ~ 1208 B % Tz 2 9

i

i

# ¢ immune precipite (X530 2 EBH LTV,
1~3 A HEEIZ phagosome, K74 v/ — 470
DAL EI-FEES S, L &EIZ phagosome M2
LTREEhS,

PMN: 7 = Y % v @ immune complex (& pha-
gosome s L UF phagolysosome PHZ A B3 (¥
17, T 74 v /' — ixfmLTv-54 Type A
cell izHs~TFofuidicn,

(2) Soluble BSA-anti BSA complex EARE

Type A cell: fEAM2WHE BB X ) pinocytic
vesicle il bisg, 4 M REIZE filopodia 25
FEE Uhy, %310 phagosome MR IR TV,
HAH 1 ~3 HHIZIZ 0. 8~3. 0 K phagosome 7%
WLLLIINL, ORI L density OIS
W s X 07 40~50A @ electron dense FofiT AR
LCub, ShE vacuole HEMEE(IEANES: L Ty
L0, Pal i REDOHE A L, phago-
some JHMNZ (L electron dence TefARIAET - TL
Lo rkh %, Lk EIZ phagosome ZMFRL EFEAT L
phagolysosome #JAK LTV 5, ZO|bfifi 4 DF4E
A df o7 lysosome ZAEIIM LTCL-%, [REIEPIC § 8
a2 F 1 7, vesicle &AL autophagosome (1%
18), MRV JSkEAEE,  vesicle, dence body %
2 residual body 2RZE X3 (H19),
A cell (Z4k7 ¢+ 7V v, PMN, sRiikh@Eis Lizig

Type

=3 I8 2 RGN e o 5 BE A L

Type A cell

i it o 4 6 1MRl 3 5 3 5 7H
1% ft ST R
£ i # ok o
TR A =2 + o+ + + + + 1 4
Phagosome + + 4+ F S g A
Ac-Pase activation F H H#+ +

Type B cell

i & | 2 4 8 Py 3 9 5 7P
il I G R
rER o84 + 4+ + 4+ F o H ok
rER Ok + o+ o+ O T
: pav Fu 7okl 4+  + + 4+ o+ +
i I B g SR T TR

+ + +

Pinocytic vesicle
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Immune complex BEYEAZ:OPFTE

gLy
»
.

. L.
-
LY

‘. . CR . -
- 'y _.:o — »* . srsa p . : sy 8
B 1 o PMN#i#. (soluble BSA-anti BSA B 2 MEEE OBEEE~EH L7 7Y /4
complex 1[fi{#:A) =400 FiE{eifl, (soluble BSA-anti BSA complex
TIFEA) %100
.4:'.‘-1“ - e .""" - 7
- : [~

SRS S ',-t-'i.-"‘-'-‘a 5 R A TR e T e O g
3 RGO R f & U MINEIARL, B4 EHEY (5 72 WHF M, (soluble BSA-
(soluble BSA-anti BSA complex 1[ilfiz A) anti BSA complex 1ulf: A)  x400
400 '

: : S V :' .__ .iaéi 'ﬁ-’-'.'\
B 5 EIERFEHIREOE Ly b F iR EN T oA B 6 MWIEEETOHGA

Lad'F 1

SN, R

Birfo V) w4,  (soluble BSA-anti BSA W77V 1 FEENRZ B LS, (soluble
complex 4 [EIfEA) %100 BSA-anti BSA complex 6 EEA)  x 100
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- -' . i e e ' * e i
B 7 WEEBSITCALND ) v ARORERE, B 8 WEEETOMERMBICERbRY V-5,
(soluble BSA-anti BSA complex 4 [@#A) HEM oK, (soluble BSA-anti BSA
% 250 complex 4 [AEA) =400

E10 #BECARbhic v 2 ABE S X OF O
e, Wfaoduiin® s A bihb, (soluble B, (soluble BAS-anti BSA complex 4 [l
BSA-anti BSA complex 4 JdlifEA) %250 EA) x100

11 ©+¥F lgG KB EOREIE PMN, macro- BE12 & ¥ 1gG BRIz EHAE, (soluble
phage {8, (soluble BSA-anti BSA com- BSA-anti BSA complex 1[EIEA) %400
plex 1[EFEA)  x400

108 {EJNEESE Vol. 23
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Type A cell flif3Zk1t% ferritin @ immune precipitate
(F), —ik74 ¥/ —L® phagosome LOfFE& (FH),
(ferritin complex) x 28, 800

K13

> S Sl
E14 ferritin © immune precipitate (F) OFE~ D H, F
DA D organella (I LT5, (Type A cell)
(ferritin complex) * 28, 800
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E15 Type A cell {2 35 5B

[ (G) &= L O ferritin (F)

immune precipite OFlEsHH . (ferritin complex) % 24,000

E16 Type A cell iZZbBii-&EH D cytosegresome,
complex) x 18,000

110
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Immune complex BAEig: ki

E17 PMN M b A ¥ hote
WEATEITW S A VS — aDBEN,

E18 Type A cell iZA Bz autophagosome
(A), (BSA complex) x48,000

immune precipitat

A - R
e (4RED) s X Uimmune precipitate
(ferritin complex) % 48, 000

E19 Tvpe A cell iZZR b
(R) & phagolysosome (P),
(BSA complex) x 28, 800

Fa

fe

residual body



F | B B

b ot

N Fi ey - gl !

BI20 AR PMN # ffd, (BSA com- E21 HHEERMaofEk (E) AR,
plex) % 6,000 (BSA complex) 4,800

E22? Type A cell ikbhiiz7 4 7V vORhidi, (BSA complex) % 28, 800
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19

/

5

Immune complex [MEiz:DWIE

24 FIEEERE O EM0E M EAIIZIZIE vacuole, pinocytic vesicle
& B, fenestration OBHAAH 2 (RED, hsiciiakim
¥} (E) & Bbhb, (BSA complex) x 14, 4000

13



EELEN, SENF TR VPRI Y S L AR RS Y

|
|
e
114 |
'.- 1
i - ’ ’ i :
§r' il E25 Type B cell Bl OHCAEEIZ(F microfibril (mf), collagen _‘
(R fibrils (ef), microfilament (f) O BR A, (BSA complex) |
1§ > 48, 000
b
il
]
Ho
1
i
1%
E26 Type A cell (& Ac-Pase iEik& k-7 ks (2 V' — 2 OHInA 7T,
(BSA complex) > 36,000
114 fiMEEsE Vol 23 |



Immune complex i OB

- e A e RPN R ° .2 Ll
E27 CPC: i~ Y[HEED Mowry O 2 1 EZ_B .BM urea MEHEOCEC - = ) HFERE:
FEERIG. MIBIEE AMPS »EIBIETH ., HRIEALE. (Type B cell i) AMPS (23EHS
*400 Tdh s, Mowry ® = e 4 FEERE, %400

Immune complex
\Emmmm patd
i =T weof § 1

W TR0
o |

PTN
_; %
8 0
(phagolysosome) PM"J‘:’W’E AR :
BsRE BEHE ¢
_ =
&
IR l b
A &
A
29 Immune complex ORYiHEEEEEN E
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B m

MRS L LiE2oh s (20, 21, 22),
#497 PMN, R4y B& LIoMRpic ZFEHC cy-
tosegresome PMHEINRD,

SO F= v P 7 OBk, crista O
4, WBEPREOIENZABIS, 5

Type B cell : A1 ~3 BHEL » BIEZEHM
Bolidrshbs, kil AE Type £ B cell
DREIC L B LD TH B, Wi afkiaE AR 2 ks
HE BRI Lia®, $Ho 1~ 3 B HEICE LVt
i, FIMHT cisterna OIEX fE-TkD, £O
i kS 5 IS EHA BT 5, LELE
cisterna AERIIZIEE LT Aflllaniibhd, 3
bav Fy T LTV 5 L oai% <, crista
BHi ElHELTWA DRSS, ZRFA Y V=
LAEHEn LTV 5, organella 2S5E4ild: L, fila
FEEZ BRI Al d 5,

PMN : A2 AEL ) PMN 2t {abh
o JAPICIE 0. 5~1. 0 A phagosome & L U7
KF4 vy —nOBNBRSbRE, L LTo#HL
Type A cell iICH~THEL L gy, FflERpHC,
PMN 2% Lic7 4 70 v2EAL TS, 1HH
Eic iz EsiARL, 74 v V- a1ZSgh T 5
PMN AilzEsnsd (B23),

A ¢ FEA R 1 ~ 12050 B LB RS A
BLTVS L oh S, EPIEAIEE pinocytic
vesicle #3H 72, fenestration OAAE L (H
24), cell junction AMEEE LT BlllAH 5, MK
B density © ¥ % il Es MRS
T LT\ b, 12~18K:E H Clara MBS pino-
cytic vesicle 2 Hirt, flf/Mafk GER) A4
LT\ A, fenestration OFAIMKAREFFRK LT 5,
L& Y ENEAMAOIE N LT B mE, A BR
B, 1~5HHEECPHEMREAFILRIZNE L Tk
h, HiRas2~3 @i, Ty B, HEFAIZIL pha-
gosome #3EM LT, TodlEigEREYER T
b, EHIE pericvte (HIEINL TV 5,

AR c A4 HE S B 5 B HChT
T, WEOQEmAEE L Type B cell 12 1L T 100
~150A @ microfibril, 50~80A & D & kD
BB E R R 5127 ¢ 7 4 Y PERESE
LTuv5b, i Type B cell FlD collagen fibrils
LM LT3 ([H25),

116

A ¢

4. MEAAELY (Ac-Pase {Eitk)

Type A cell : Ac-Pase iEfiix 1~3BED 7 1
v — MCHET D, - OREICIE Ac-Pase {EHiE%
Btk s A4y /— anEL LTS (B
26), Ac-Pase EfEx B sT kT MV V' — LALD
s EsEE s TV AN S V. T O Ac
Pase f&fEit = 2/hia, ME/DMaAKIZED B R B,
Ac-Pase {E{:# ¥ -7 pinocytic vesicle (X4 A1
e Licd opidbhbd, filopodia @ invagina-
tion = k- TPEBR T vacuole, pinocytic vesicle
f13E® multivesicular body (MVB) i= Ac-Pase &
fadH s,

0.8~3.0p KD7 = VF ¥O immune precipitate
A4 A1 phagosome (A5 Ac-Pase fElEEFF-
Tidas 2.0p L EOHERIARE i phagosome |
L& YE Ac-Pase fEIEATLL .

Type B cell : Ac-Pase {EEiE—ik, ZF1 Y
S nicBhbhbs, LinL Type A cell 12T
FOEITE L Pl

PMN : ¥Rz Tk 1 ¥ ¥ — 4l Ac-Pase ifitk%
o, electron dence 7oiikitL Ac-Pase {FfEA A &
Hbhhigh,

5. AU LSRR R

CPC » =) VIHEHB OB T, WIEEHON
4 2 = 855 (AMPS) (£ T B Mgk, pH 2.5 Al-
cian blue, Mowry W= = 4 FEERISIEV-TFR i
ki gen DA THH (K27),

BILo AP & - T 8M urea THLE Lizfko CPC-
o) VIERA T, FIREE AMPS (X TBM,
pH 2.5 Alcian blue, = 2 4 FERIGV-F R bEN:
T, FHCBIEEEROREE LTV S5 T €0
WineRTRRTHS (H28), v hoHEEART
} L& SEMREAIS AMPS BHAETH5L00S
Bo 747V 724 FEALH TS s L ORIRE
N AMPS (KERIEMTH B, FIoHIIRRRET Tl
B £ & b AMP S OSIEREL R 2D,
B LU ORI TIRCE L, L L4
BLEEAILEDRBIRE7 s 79 /4 FEHESTR
AMPS BHORRTH 1,

MERBRTWEER S £ 112 S-Hase, T-Hase,
DOYE TIE X L B »Y Ch-ase ABC Tiligiinst
Higv (34, 5).
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Immune complex BH#EG4s D%

4 HEEBOBE - = &8 (AMPS)
oT—— P TBM TBM PH2.5 .
AMPS - pH 4.1 pH2.5 S T
CPC «hA~y VEE + - +1 +1
8M urea, CPC + A=< ) YEE | + - H #

(+1 5B

#5 #F B 2E B AMPS §H 1k 3L B
T # | S-Hase AE  S-Hase fUE  T-Hase 4{#  Ch-ase ABC L&
AMPS S pH4.1 TBM TAT N TN T W TAvTVvE
i/ L 2 '’ AMPS - - -~ +

£ =
Soluble immune complex @ 4#2RTEN

Soluble immune complex DAEMFEENEIE DL
THTTICTH+7 4 FFv— 5 21019, FHmEE
ABICHEIONT),  niEFONDfp Ry - L hmbh Ty
B

aggregated IgG? ¥ J UM R #5264 IgG2i1 soluble
immune complex &[RRI EHFRNELYFEDL, €
ik IgG @ Fe #4GHWMEEIS interaction #jfEL7i:
fodb kR TV A, soluble immune complex (L
IgG #iffD Fc #i4c aggregated IgG & [A#RIEE
(LA T B LELBRATVARDD), ZDC kb
IgG complex OMHEMIEEITHEM Fe Mo X
STHREZ R, WIFh o IgG complex T, Hifk
IgG LEERMICHIENFE &L RT0EFXTRL
EMPERE R RO T LIS,

FARMBIC7 = V5V, BSA, JiB7A7 3 v
A LA v immune complex T [Ef#7
BIERRZE X LT D 2 Ldviod ot &4 hLisf
OFFEXHVTL, 1gG complex TH 5 i bILFEE
DFEXRT LD EELBRD,

RA BEMEFIT Z b 5 RF (1ML b [gG iz
adifk bR Tk D, BERE T IgG-RF (IgM,
1gG) HEMalEs, 1gM BiEOEN FHE M 2
TRV EREBEICE R T g0,
IgM Hiff» immune complex O H20, H 5 v ik
aggregate M7= bLDILEMN Arthus BE A L4 &
MEXRTED, Fi- soluble IgM complex 21 5
b TEEROZELIL soluble IgG complex & IFIfER
et WIS YRY EEPh TV 59, 20D

No. 2, 1975

Z &b RA BEBENE TE S M S RF-immune
complex I IgG complex &IFRIEEIcEWERIE
HERoZ LT ELDRD,
Soluble immune complex ®H Y A

Soluble immune complex APIEIIE~HA Uizt
4, 137z LT immune complex MWMEAHE LTHED
¥ ¥ ORIETI/EMEATT O, BB VIELHR L5k
—ESFHLThHLRURKET20r0 MEE LS,

Soluble BSA complex # in vitro TfE#LL, #
EO B Tl o iR TIL 3.2, 9S, 128 th
LEL_E® heterogeneous iy Bit b, free® IgGii
BBk 5 THBD), I Hollister? % v +-
FBEE G, immune complex OTEAERANE
2 LTv55% BfEO 11S LI E® immune complex
IETERMN O complex®N e~ TRIM, £ 0 fE
EIRRED ¥ PIRIIIC RFET 5 - bbb o,

EEOFEEZ S\ T, EXHMAEIC IS immune
complex @I A Z 431 B BWE ¥ CiFElEd PMN,
macrophage FAIIIENCIBIETH S, MRIREEMI
t1~5 ABEE TEEBHTHD, - ORIIIEE
R E O LM & BT 5, BIRAEEMCE
EBLTHAD E, Type A cell Tk 0.8~3.0p kD
phagosome [IZ7 = U ¥ ¥ @ immune precipitate
P hAETwA, Type B cell, PMN T & REC
phagosome IR DAE T % 2% FOHI: Type
A cell IZHATEL L Dicy DN S THS,

EEBROS A VY —LEZDEE

—[EORRIEICPRE 4, Ik RRREE A &0 Afam
MRS A4 v S — 5 EEHER B,

HEAK1~3HEA Type A cell iC&bh’ 0.8
FELED vacuole HEHEEILFE @ 2 immune pre-
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cipite %% phagosome TdH5, @ phagosome
l3k#h5 Ac-Pase L& o0 HHBIHAZ iz pha
gosome % Ac-Pase IEHEMED LONDH D, HEO
357 teb R FIle phagosome (% Ac-Pase FEHEE
HThHBd, —kF A v V' — & LEA L phagon
lysosome &7c- T, Ac-Pase {Efkx#> Z LiTiz
%, Ac-Pase Fla R otc—k3M Y V' — LTHAE
BB WTEE PEALNSA, ZOEHIEFT
Ac-Pase FEMEIRRIT lysosme PUCHR IR B FFET
5O TS 5, & 2 Thbid phagolysosome
O Ac-Pase EIEBEGIEEORT H5 i
BHCRE L TR DD b ODERENC S,

= @ {ii, autophagosome (autophagic vacuole),
IO = VEEHEE R - 7o residual body3sUA
L5, RA B3O IFESEEME T autophago-
some, residual body, lysosome FiE®D $ =V Vi
A LT LIFlZs s s puoswsd),  Z &I RA B
oEEERMEmC R RAY s L © Tilicy . autophage-
some (LEIEA ORI EDEM - LEZE
FEMRIER & B BR LTS 2vbh®, A
EEBE Tz EALERBRRV L5 THD?,

residual body (i phagolysosome, autolysosome
OFEE L EL BN TH D, postlysome®NZ4r/E
shs, BIERBMRCADRE KT A Y /=4,
residual body, autophagosome, lysosome P
$ =) VEilbEOWINLEH e T 1 ¥V — AfGHEED(R
EAERTALOT, ThEE—KIA Y V- Al
NTobheTFLEELR TV BN, ZD X HICH
W AN 4 OTABA 5725 4 v ¥ — AN
THLMME, RA ABRB LS M7 4 7Y 73,
PMN®, KmEOMANRLEEND, = hFIT
RABEEINT, T4 YV — 23 TH LT
%, PMN (18fs 2 h T heterophagic cytosegresome
W, EkiL siderosome'® A{EA WM H D, T
s erythrophagocytosis (I¥E AR 4
Bha MO RERofcbD EFLBND,

Bk B 2 EBERE

SLERAIEET S5 dol) B AR O FEBLIC 1ysosomal
enzyme OjlFdE, EEMAEASETE S X AT 4040
45)48)

Streptolysin S {154 ¥ ¥/ — 4 OHERT &
LTabhTunas, hiy - REEE~E L
BEATS E, RA CHELLREBIN R FIET 5 &
LASRE RN T A5®, Weissmann®iE, Bl
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P30 lysosome (autolysosome 4) DT RE, W&
[EsEEMEEPID lysosomal enzyme I X HZEHEME
NEDHEEYEDL, BEHENMEDNRD LA T
%, lysosomal enzyme OGN, WFHEIC X hERIR
BIBIEBEIJ®, FoMoEHACBHEEY AT
Hifh 2 BE Lie7 LA F—F THBL L5 & LT
Wh,

RA OAEIEBEORBIC lysosomal enzyme D
E A BRI EE\ 080), lysosomal en-
zyme O EEC X B 7 vaF —{EEBORYE
i RA S0 ASVERDORBICBELT, BRT v
# - ORERRIEORINM BB RS Thdh L
V% Bo LA L RA O L LTS DICHRRTE
MEE STV 5,

CoombssVs0E 3 7 1L & — P 4 I~V
SHILTV5B, FOMME immune comolex lesion
IE%TS L 0T, © OMRERE & LT immune
complex #% PMN @ phagosome I b aA E H.
PMN HiElE A#E L, lysosomal enzyme i
B ot £ X LT B, i, B Arthus 5
%Cik immune complex (& PMN, MR iR B
. PMN, MEQBUEHEZ 3 & - T, chemical
mediater O 27D LEHN T, in
vitro T PMN % immune complex & & bICH
4% &, immune precipitate #* PMN A S h
<, BEEAE Y, SEOBESHIEShD T LA
BT\ BB B D Z LA b immune complex
OMELEERE® = LTk filiffE Lol immune
complex 7% PMN WKIWAENT, FA YV~ LD
TEiE(E, PMN OERANE D, chemical mediater
AU R T RESREES - LIS NG,

Arthus OB JL antigen-induced arthritis
602 LTMHhTE D, ARG EEE bR
HERZ 600, X HIC{BPEBRA AN LE T D ETE
FXFTHD, S OFGOMEHEIBIEIO L OREFR
Wofc, FEOME, B BEIpORMAm PR
ikt A OSEHCBERLTWS C ERERNS RS,

Dumond 3 LU Glynn®® |k Z OFR7cBIH 4 D FE
B L L7 LA F - RGOS L HERERILD
HEAEZ TV %,

BYfHF immune complex A3\ A 7% R THARE
SegdaTh kb 5 BEE W TIRE LA ERHERT
Wigb &L o THMBE TIRARL, FHEGEMR B
pbatc X b, SRR BIERRARA BlR L, 290
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Immune complex BYHEiZnPI7E

BRI B D B 2 1,

immune complex fEAFIATIL T 4+ 7V »OITH,
fif, PMN OREPEZBN 5 & &5, immune
complex [IBSENHAEERICIEH L, TEEREESE /o
HEBHERA RIS, S B Arthus H
SORFERIGC—FT5 LD TH B, FOIEMRE
FCoW TR E SRR OMBI EE R TV B, 7 4
7Y /4 FALR SRR IS L » BAh THER
B CHUMERMEOBEOMEC X » TN E
EOBETHERS LD LMRTE L, EAKLA
FEIZ PMN Ok 732 51 525 1% immune
complex I L ZERIO T v A & —{EHIfkEEO 5
BUoEmBEREEIA LCLB L BRD,

EARL~3 BECAR BRI RSB0 RE,
REEREMah e E RO ML, Bl A 4k 2
1B MAFFT AR (f o 7o USEIE L BIERY )57 I o 3l A
RIRTH %, = OHEBEFEIEOZFEBNCIE immune
complex LLEMHEHPOERETINAZT Arthus £
BRTHBN =7 4 7V 7 4 FiAboSEIL L L
T D EFEL BRI, fE- T immune complex
IS X B MR, BH, RS JORGE L D%
TEVEAEE R o T b, S BIRERY SZ IS B ZAERY
BISE T 7 v —MHZEME- TV B Lo k
BRfiF Uiz,

WAE 1~ 3 B H OMPEAMELE O Ly Bt
LT immune complex (EFFEFEEHIIEO phagosome
MizigE =%, immune precipitate Z&%r pha-
gosome tEiZ & A EAE%R L THR D, immune pre-
cipitate 2HEFICHUN &, FORDEE BB SR
TuwbZ b, immune precipitate Liif{b x5
BERTTA Y YV — A b olEEL B LT 5
&I, & BIZ autophagosome, cytosegresome
MNEBRS 2 EH B, immune complex (154 v/
— AJRBHE AT & U CHBSER IR toxic V2fFRIL
Tub, TORE, Type A cell VZREEE S IvCliip
Bl L, AEEcBST5 o &2 bhs, i
AHIOBINT Arthus #iBl& TLbNA7 5 7V v,
HRMER, PMN o SRS A 3 b I ek
I He hAE s, immune complex Io X % A1k
FERAOMS, REER 45 B DR
B S DAL D7 B kv vdodt, TR LS
HaR ks B,

immune complex w#uE LHEAT A L3 Ly 154,
PR o TR BN S R 3 5 2% 2 s
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RA WAL LIPS TH B, Z 2 THBRDB Y v
B, WEMRE D & Lo REEIGEHE (BSA 4
AT B O MBIZ ] immune complex Hifk# Fetk
LTWA A 5 5, RF 1L aggregated IgG ik}
THPMEE TR TV 55, immune complex =i
THIMEE LRI ENBE™, immune complex # 7
FCEIET S &, RF ICHEL LEF (RFLS) 7t
BT 5 EAMBRTLEM, Zhit 1gG Hifkic
W+ B PR ENS 5 0T, immune complex I
aggregated IgG, Z8fk 1gG LAEOHBEEAHF T3
Lo LEREIRD, S0k b lSBIM S OFEC L
T LAF BRSO N ET S lysosomal enzyme Hif
DHFEE O iz, ASEERIGORS HESR
foo CORERIGOR B immune complex 1= X
DN A X b b o L Tuv B L u i
D
Type B cell 04 s ZOMBRELE

Type B cell {220 Tif immune complex A #
L~ 3 EZHTT, EOHENL BN, rER ORig
BLOMER F T B, =0 X OPEEIZEA
B2MERE»BEE D, 5 HEEE CRBET S, ©
D X5 AT SR AIINE P TOEA AR Y kT 5
LEBNSY, Wi s LIy, & X2 rER ©
cisterna 233 L < TERRIRICHEEE Lich 0% a%,
ZIIAESRENCYES RSB Lo L3
bils,

1i4:4% Type B cell OERIZBELE ape-
riodic fibril BREL, TOMMAE LD BRI,
2 aperiodic fibril t% Type B cell A B HH X
NBMEFTANE SN, o9 F IR ciag
P IBIFERE  RJE s X OSBRI aperiodic fibril
MELHEERE, 2 Type B cell AT aperi-
odic fibril A LRA A Z HUudER < LY v 2
A® microfibril & #%44% , microfibril EE{EY
50~80A o7 4 5 4 v FEHE (microfilament)
LR 100~150A o microfibril i [ B X1 572),
microfilament (I EEOEFEEL L, L8
g s htuvd, ZOWEOARERE b Ty
P HEE = b0 o 2 AD—IKG AR LT B ok
PELBNTED, i T AMPS #5658 Tl
Vi EEBR TV A, Type B cell (2JBHEMICEdis
AlfR L FE LT D, B SEUMAY - T 5
ZEDELBRS,

1~ 3 B H oML 2 0P R » SR ELE
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+% AMPS okGsie 7 e YETHD Z LAR
dexhic, FMILOFHHIC X o TRE LIRS
Iz CPC. A~ ) vEEDEARC L~ THRIRER
AMPS 2ERIMCIBIET, 7 4+ 7V /4 FIB{EE,

Type B cell TEOBEEAE L, WELHE (I

Type B cell ATk AMPS I3EH LHEH Lizih
18 (hyaluronateprotein) CHFAELTHK Y, L OHiN
EFRTHRATH -1

LA IEIEE© AMPS, hyaluronatepro-
tein 23BN AFTENL Type B cell @4, aperi-
odic fibril ®H§in LEEMH D, Tybe B cell %
WEFOENT AMPS #EEACKRE ST
PRTBTRENNSH B, <0k 5 iHERE O/
(e LR B E LT D b LE 2 Bh
%, Type B cell OH§4, AMPS OR{Ind 5A R
PET A BN L L TEE SN D,

Bic, ZEHMEM Lic immune complex (31KHh
4 1gG complex T, RA OFRLE L LI TS
RF-immune complex &{XFE—D L O TV A,
IgG complex & IgM complex DL FMIEHIED
TS E 2 St RA OFEREERT & LT 16~

"RF complex QBRI LIV,

445 HIC RA ORERFICEEM L, 1gG-RF (IgM)
complex DFOHLEMEE, #ittoBISIc 2T )
R AL EELRD D LD,

& &

iy RF-immune complex = X % BY &7 B2
{ty EHETOHAEERFLIIRT B D07 e
—5 L LT, $iBSA v+ ¥Hiff X b{FRL L7 soluble
immune complex # A& o FHREEAEALT
7 v — R A FE & e, E OB I
B A O B TEER REULERIC
CTEHERAIZEE L, &b immune complex iZ X
LHEEHEERFC VTR TA L L LI, RA
DREEEC 7 LAE — oS A EER L, RF-
immune complex @ & -DHAkEEEOTHEIEC 2L T
BR LI,

1. soluble immune complex #* @ 4 FJEBAHEIE~
BATS L, 7uad—thoMiiR EETS, O
BAARZSE Arthus G TRFE S h 2 AINERIGS LT
s 2 g b3 A BER RIS R o fo—l0 7 v
AF—-HREAERLTV5 S il Rk s his,

2. immune complex X#EE L 4 ML EEATS &
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P AR, Y R AR RAVERI LR
PEBSEI e FERET Do :

3. immune complex (L PMN, WEZEHR &
[z EaIEIe0 macrophage @ phagosome PiC
mbhikEhd,

4. immune precipitate 2 Ef L7z Type A cell
(Barland) 13 7 4 ¥ V' — L OiEMEA BHIC{EES
B

5. immune complex A 1 H BEIC PMN Ofjf
A A, ZOFT R immune complex i<
Y57 va¥ - RORBRICEE RO LE L
bhd,

6. immune complex |17 4 ¥ v — L OEHERT
L LCYRiEsEREME (Type A cell) = toxic IZ{F/
4%, FOFE Type A cell S, Fki%z
L, fisEsncpib4s - L LRI,

7. BEMENEEDOE L 1~3 AHCIE Type B
cell (Barland) @ #i4 % X 0° % o #i Ja R0 E
aperiodic fibril O BRI S bhiz, ML
Sehtic YIS AMPS 338 LTV 5, =@ AMPS
DRESAeTAr vEETH D, BELE R
Type B cell Fl TER LA LIRIBETHFELT
Lho

8. immune complex IZ X5 7 Lo & — BRI %
OFGECBM LT, FoBHRSEENFconTE
ERINEI,

RA OMHEIEOIRICT v ¥ —EEIEOR S %
%% % L%, RF-immune complex OFFDHEFRILA
Lo LHER Ui,

APEOBESIIEIOEREK Y v v F FESBE
(GEHD o3\ CHE Lic, BB L g
B - A A ERI gL ETD L &b
DRl LC s fedude IR —4ER0m, #EE0
R L ¥,
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