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9 » dimer TH 5 ¥ —F YD Membrane attack
complex (MAC) MEDIEE 2ERB AL, #
o tikEr o3 &, Fh, WEREED
ERALBRI BT Csa, Csa, Csb 7n & D frag-
ment iZ5dvh, 4« DEMFHIE AL RS &
bab T 5B D ik, BRI 2mME0HK
L3EENRLOTHY, TELT Galtic
I A RBROBEERES, CGbEAL TORE
C KBRS ke  FFRER X D © proteolytic en-
zyme DRI RBRGEMOEEZCEEY 525
LEZIBRTWI, LL, EEBRTIXCG D
B 50l BE w D S b bY, HizgEe
MR Z LS L XD, £k b iEok
i k » THFCRFEHSRETH O HEIERS
NTVi?, &, BYEREDLIKMACKIZE
EEERIZT TR, FRROBEXN S TRE
BEERNEE PRl EERRESRD I LY
RETHEERO Lo #EIh Y, MAC O
FLOWHE L L TERE IR TV 5, £, BAX
REEOARBRORFL L C Class N — 7R
B4 (diffuse proliferative lupus nephritis) % %}
Sz, MAC DRIECSWCEENRGECI v E
BL, TORBRIFCETHI L2 ERE LTS

(Rtgkds LUHE)
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Lok i, HREOBRRER1IDOIELT,
RIEMEBIL AR BLITRT, 2frZTTH-
Too BBPGTFRAOEIC AR 7 v — CEERE
BHaBELiZ &b b, RIIMET3HH, BUN
DOEFRITABCEDLORTGS (Fl), 2hb
5 F 0BTk Bix, 1gG, [gA, Clq, Cs,
IeM, C, 2\ F DI EI D » Fot, TREFEED D
Ay AT CERREEE R LTV
(F2)o
BERPUREIRD & (AT~ 10 BERICLD
o Mg o—i% PLP EERICTC, 4 C48
fIEE L 728, sucrose i%ﬁ%&ﬁ%ﬁ@v:kﬁh
sucrose A Y PBS T##&EL, MEERLCTA
L —80CIRE LI, & OBEEaSY
cryostat iIC X » 6 —8pIHEIL, ¥FF vk L
BN BE—ATAFe FCUBLICATAIEH
AT, 10% sucrose AV PBS CH#&E#%
Poly Co—MA & CTHIR T 4 B[] incubate L, &
Ve Lico Xhic, 10%EF v +F 4% G
Xgtoth, vHFH~ v A IgG MiE (DAKO ).
C 3B incubate LTzo FD¥, 2% 7L % —
AT AT e F—PBS i T30 EEZE L 2o KT,
#% PBS Tt L DAB #¥#IZT 4 T304 KRG
X, Fo#% DAB—H, 0, BRI T2~ 57HK
GRS, BOPBS THEL, 1%+A 74
i T15~300MBEEL, UE= s/ —A RN
TEMESEIT K, epon 812C/THEL, LKB ¥
W57 a b — AT 0nm OEBEY £ 1E8
L, E3ficCHZHU-12A% X O'H-80012 T
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Duration of Clinical findings
Age at . Follow-up
Name Sex disease at .
. onset biopsy period NS+ 1BP° tBUN
I. S.K.| 9 years ¥ 1§ month | year + - -
2. H.M, | 2 years ¥ 1 month ! year + + +
3. A K, | 1lyears % | 2years Bmonths | 3years | + + +
4. N.M., | 10years ¥ 7 years 8years | + - +
5. A.S.| 4 years(?)| ¥ 7 years Tyears | + + +
N.S.* 7 Nephrotic Syndrome, (+) present, (=) sbsent
$B.P.* : Elevated blood pressure, present or absent
1 BUN® ; Eievated blood ures nitrogen
*2
pl. 1gG \ tgA \ 1gM , IgE . Clq . Cc3 . of] lProperdianibrlnogen
1 : * + + * * + + +
2 L ] + * + +# + + +
3| & + - % + x % +
4 ] + + - # + + - -
1 * ¥+ + - * + + +
Total | 5/5 5/5 5/5 2/5 5/5 5/5 8/% 4/5 4/5

CBEL, ChERRRT, 1~2 p Y fERIL,,

BT THBLEL oo

WCFERAL I HIE, 3784 H Poly Co-MA
(A monoclonal antibody to a neoantigen of the
C. portion of the membrane attack complex of
human complement) /22U ~T D FELAR i 2 W
TH, T TEFTShTEL, oM
collagenase TH{LIEH b b RERMAEERE T,
plete Freund’s ajuvant &3t Bal b/c =7 A%
RIEL, o M% Bal b/c myeloma cell line
Ps—Nsl—1—Ag 4—1 & polyethelene glycol T #f

conm-

A 3%, ARGFEEEERREDE, 703 —2

PR ERFCERERIhILDOTH B, £D

FERMIZOWTIE, ToBa s EhTtvb,

ELISA i@k b, FHe b MECIHBHTE L
fgEE bERoMEREEERIGL, ¥7:37
T, 64B5RC polymerized & fu#c purified Co &
FIRICRERAIE Lo ey DRMBRES DS EE X R
%c purified MCsb—9 & & UG L 723, purified
Csh6, Csb67, Cs B\ ik Co EIXRIG L 7o oo
poly Cs—MA it RIA T dose dependent /= poly
Co ERILL 775, monomeric Co & IXRIG L 72

— 30 —



2572, unlabelled poly Cs % 7=t} purified M
Csb—9 DiEIT I poly Co RIAXFAL X 51
HHIL 726

IER ¢ b IMEAFT incubate L7 Zymosan ¥+
%, poly Co—MA L BNIRMAEEC L W B IC K
&, UL, Cs, Cs, Cs, Ci, Ca BT Co
DF 2V R—F v P ERRGIME T Zymosan $I
T% incubate T5% &, poly Co iXfEE LW 2
L, X5 purified Co T Co RIBIEDMIE %
BT5& poly Co—MA ERIETH L1 5 Z
&is &, poly Co—MA 28 MCsb—9 % X OF poly
Cs £ neoantigen & BRICIINET % = &A%
TUVLOhDEMFNIR IR T B,

HRP Z&k v v £~ 7 2 IgG MmiFix, £
WCIER e b IME TR L Vi,

& R

HEIZ X ABIZE Ty, HRP RIGEMTABRE
DEMME REFEED D 2 ¥ v 27 AEBIIZAT T

FEHH Db, METFET C R, Ig
Gie ¥ DRBENEE T » Tt v ~ v EBERE
2R g REEE & HRP RICEDH IR oM
FdLN: (BE1),
BRCIHZBEECHBEFKERC LD Electron
Dense Deposit (EDD) & LT@RDH BB HAC
HIGL, HRP KIGEWHZEDbRIz, Tiibb,
SRERBEERE T EET, AEEA, SIURK
T (BE2,3), bk bElserkRss
HEME BT 5L, ABFETLHLNTH T
LRMEEER (FHE4) , Av<vEBEE
& (EE5) t&icd HRP RILEW R Z D7,
ZD X 575 HRP RIGEH DO H - ML Ak L
TEHZET D &, B 20 nm FEOERET 1 S
EELTWHOBEDLRI, & ORTO—EHO
b OUL, O SHC lucent &7 - TW 5%
LONRB T Fle, TORFIRFTICL ) HRRIC
i > TB I ENB Ty, ERMARERERCYE
ATHEELTWHDRRDbRI (BH6).
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# %

A% classical pathway % 72X alternative
pathway 12X D iEMEX R, Cs 25X Csb
DETEE, MACHEREWIEE 5o 2D Gb i
Ced, KTCERIGL Csh-THEENET S,
Csb-THARIBE 2EROBCHEETHC &
DBTEDD, CAEETHI LR LD, DT
P o< b LSRR, ConEaTAC
itk h MAC EEOTELT 5. Chb-THER
RO TIIARRZETH B A, Sprotein & FEHS
L, SCshb-THEHEFEL, IHIKCs, Co b
EEL, SCshb-9nRiEh’ Y,

Mayer ® iXffIC & B EREERF L LTCshb—
IEAAME ETHREL T B, TRiksv-LH

BRCEEL, ERTEAD 2V 7 34—V a Vv

BEB D, EARINEECHKED, R0 REE
CHKESEFIL, FOBKEAEC X 0 Ol
B2 ERE~WTL, WA K -7 7 ROWIEH
(transmembrane channel) R L, Ok
HELE > T A+ v OHAR X OKGDIADGE
Z 0, MEORALBEEY KT EELI, ZTOF
— R OPEIEI100A, AMEE200ATH S
Evbh T3,
DECY, Csh-9HM&HhY7h » Co DB X D

transmembrane channel DK & 2 1XHRHF I h 5 ’

EEDLRTWVWAD,

REE, WAERIIUEOWEDRD LIS RIKE
PRSIV T, mediator & L TOEEISHL 2
AT B, PEEREATKCRCUIRFPE
ENVLARBRANC 3513 5 IFRBR OB AL, BBk
R REL L, RPEALHEE TS, T, #
HEREY IR LFPROBEYHRL, REAYY
R FTHIENTEEY  ZDX 5RO E
EERA LRV THREOEENZEIL RTE DR
#lic, %ﬁ%%ﬂﬁﬁ%%o%ﬁbibﬁl‘ohé 2,z
DA, REREC [gG ° C; DIEVWILERX R,
BEEARD LR TV dbbS, SEEM
B T BT s\ E 72, Salant & @ik
cobra venom factor (CVF) Iz Xb, C, ?E”ﬁ':"@
5% UTV;}%’%%L, passive heymann nephritis

MAC 1 Csb—-9 ® dimer & .

IZR\T, SREREIZIT control & FHEH DT
ExRDTVHEhhbbY, REALERCE
PFHEOCEIIL T B, Groggel H2ix, Cs
REBOYHFZRTh, BSA HURESLHEOH
#i¥ control & FAFICADBID DK, KEAD
ZHCEA L TWB 2 ERREDI, COX Itk
LU THEERD L& TiC immune deposit % 2%
HIEMF I TIHEGER, B MAC DER
fERAC X 2BAROBELXTRTH2ERL S0
SEDOE A DEFIC I TR, FHFROBREL
b, URENhH LD X% proteolytic en-
zyme = & 5 EMMEBEOEEYEE L 72 Tk
by, EETF O immune deposit o ERALR°
REREEIC MAC ORERXRDIZ L LY,
MAC i@ X % EE THIlOESE, &5\ &K
EoOBEDRE £ FELFR R T B,
SEIOKEH T, BEHRFETC, R RGRED
T D& NI < B b e b o T R e I
R, By~ vEEERCS MAC OWELXR
B, MAC IIBERSK, BMEE, BHYRED
B bitELREDD L vbh, 451 sclerosis
DI EADUE IR EE DR LR TS
¥7e, REBCIEEYRDRD - LA EBAT
LEBE B Y RDH MDD Evbh
TW59, —FABRICRTIX, RATEE
R v = vERERIC immune deposit % 38
HIENHY, REEHEBFOBSL—HELD
hah, BE Bl C R iERLE R,
terminalcompliment compornent % T% % &
ILERBELTPLNTE D, BEFFRIBE &
AEBIRIC B 2 DRI X b BRMB EE S
ZA3k immune deposit OBEEL TOBWERALICS

MAC OiEERTTLEBFEALLN S, FH,

MAC O tE A 2 BIEAOBHIC L VHEET 2
&, EEM20nm ORIRNFORBICLVK - T
WBZ ENBELPICIE 5T, TOKTFIE, 414X
5 MAC @ F — 7 v HiEic i3iE—8% L TH0,

SEANBAELD, TOBRTOLDRIIUE
LEbhi,
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VAL D 5 fEFN-OWT, poly Co-MA %
BUWTBIET% MAC 0BT >WT, BEH

i X 0 B R T - o MAC1Z, BEEEC

X BB ND 4B kD EDD DAL 13 U,
R REES I OR Y = vEREE, ARkEE
FAiak X O ERMAROEE L & /BEXRD
tro BMAFRORHK E MAC O & OBIEIZSL
TEFOEFERIT -1,
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C56-9  dimer Membrane attack complex(MAC) 2
C3a,C5a C3b
fragment , 1)
C5a
,C3b proteolytic enzyme
C3
2) , MAC
3)4),MAC

, Class (diffus
cprdliferative lupus nephritis) ,MAC



