XIL iG#EE—1L

REPBELEOEIIES LTw5A I & AHHRE
ENTWB3D . JIIGFHIEEIZ B W TIE R
FOEEILIFREROBINE Pk 7R F— P AR
LUL ) REPPEESNL I EVMESINTS
B, WigHEEIZILLHFFRERT R - ZAO{EE
W& D KA B OBRT #3207 L DWHED
HHP. HADEFTLCRPOET L & i
IVIg L RAE M H 3Rk B - P ERE DR T
EEDIAY, oz &k, MPO-ANCA B Mm%
FIZBI B IVIgEEIZ BT HIFPERO 7R b
— Y AEE A L CIEE L P ER OB EICEFS L
TWwAIREM # R L7:.

IVigit Z Vv aandai FEREOERSHE%
ERIELIEDMBNTEY, IVIgZ k4T
ik, BEERELTCHAVLONEXTUA FORBE
HEREE 2 DEHZ L IVIgDAMEOHEFED
—DEEZ LA,

3. Tcell ~D{EH

T celldH 78 4 7OFHORHIIZHEDOED
BEERBLOELTCREDONRTEBD, Lz iE
CSSTIWETh2EE, WCIZ2oWTid Thl OE
ENRENEFNRESIN T LI VIghIh oD
fRo 72 Thl/2 Tl % EHAL$ 5 TREH A &
NTwa7A%, MEIRICEAL TIEYET VBT
AMENHEIDOENTVLIRETHY, SHOR
BTH5.

F M4 o superantigen (24 5 T cell~d
TR AR WG TR S LT 536, IVIg
\2&F 5 MEY superantigen @A R, T
cell LET7 Y —~D#EEMHIEER 2 IVIg D F
RBHEST A REYH 5.

4. B cell s LU ECHifkidiotype = v F T~
J~DO1EH

ANCAMEMERIZE W TIE, HOHMAETH

5ANCA DB celliZ & B EADHERE, EE)

ANCA BLEMERIIHTLIRE Y 707 ) ¥
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Db oTEY, IheIVIghIH+ , -
ET, EEFHEIWH SN T DT REE DD, 2,
B cell DEHELRLHOMBEELIIRIEIT IVIg o
FEIZDWTE, in vitto DA T B cell Rey 11
~OIWVIg DI L OFEEEZ I L - %
A& 53D,

— 77 IVIg ? variable region T& % Flab )2 %
25, BB SN HE~D ANCA D4 % I
Lz NS, ANCAILHE COIEHEAD
lg SEHET 2B D idiotype VHFEET L T & AF
TSNS, EBPR3-ANCA, MPO-ANCA IZ
BENFNR, £2{ Db tDOIgHF#HTLEED
idiotype BFIGNTHH, ThoDE/ 7 0F
PRI ANCADHLEADOHKEZHIET 2280
WmE SN Twb, AN ERNOBE0E
IZBWTES D ANCA & Hiidiotype JLf& L~V
EDORIHAMMLIH o7 EBIRE SN TV B3,

C. VignB=H

ek, MAEIVIgRERZD BN £
PRESNTWA, ZOREEE L TIlgGCnRAIN
TOEE % Cld—HMOBANE Th b R
Dsucrose VmRELMELXFIERI L, 2HF
REREETAHELMESN TS, ANCAH
BB B IVIghED 7 7 X &L Ol#
HEET, sucrose @ HBTIZ 1T AP4ANIIERS2
~3BEIICreDEAZEELLTWAEN, Thb
133 &b EDGFR2%40mi/min TdhH o 7229, Z
NHNI & L) EREEEOM G ANCA %
(Zidsucrose * EE HWRAFA VLI LEDVED
b b, F 413 mannitol & 5 W id glucose T &
yua7) yEHAERCSG L TREZEWERDE
REBDL o720,

T
ME%KTHBNEHTIEZOEBELEATTAF
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HBVAPLREZTOTY) VERELEATHPLERE
RIREBEBR L, TORFMEPEL SN TS,
—%, BOREHEOMERTH S MPO-ANCA K
EME KL PRIANCABEMERIIEI NG

MBECRET A ZEPREINTEY, bAET

W DIEESE D MPO-ANCA BIEREIZE
FEZOEEMELTCETVD, RERAT TS
K& &l RETIRESLETHHH L
WLEBIWEDL Z L EEVWRTESHRIETH
0, BTEROFLHIBREHETH L LMESNT
WBIEDND, BEYATEBOI-ODEN R
BEHBEESYE S hTwiz, IVIgEEIEHk4
DR O, HAET S B TS, B
DO BIREEIIH, BHEET OHH, BYER
FEBEDR T2 AN ERE LBl EHRES
NTWBEBN O, KEEOMELETIT B
S L F T ORREEAT 2005 4 10 B X 0 BlA
Ehi. KRBT, IVIgEEZE, DIFEOD
ACNA FZE W IEUE O BB AETT I S BRAE 4 IE 5
HOBEORIELITA FI4 ilF - 2hEY
FATLCATY, IVIgHEH, FEMAERT, Bk
BEOWERE, AF0AF - fEPHAOERE,
BYYEDFERE R 2L R4 Y FELTHR
BREZITH)TECTH A, T/, mMBERAMOTE
P& EERE O L DICHALICL N EE
FEE AN BRES  EERGSEVY2I MY
— A T AREMAFREL L TCALI O 7)) ¥
MEIED bo0dH 510, IVIg#iEE D EBM
DML E a7 vEAloFEEtRESET N
3.
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MPO-ANCARIIERI-H T 3

EEFIRMIAEREI O T U (IVIg)Ex

Immunosupportive effect of intravenous immunoglobulin therapy for MPO-ANCA positive microscopic polyangiitis
associated with rapidly progressive glomerulonephritis in Japan

&

Y

Eri Muso

(SF) TR BB S% [R P AT AL PR e B

Oh »E T3 MrpICHFH IR E N4 (anti-neurotrophil-cytoplasmic antigen : ANCA) Bzt & % 5 /N0
#D 5 5, myeloperoxidase (MPO) ~ANCA BE:EIEMEEM 2 2 & & (microscopic polyangiitis : MPA) »* 25E %
EITHEBRE S TEMOBREI ATV, ECICERBICSEEICREL, ML REiEE s 8
T3ZLHHY, BEFFALEETABICEEL TVWA, ZhICH UREREREITOTY o ABERE (Vig) &
TOBEWEFFEENTVS, RAERS 1/ 32 EFIO Vig REGORE T, 20 EHIERESED REMH
BEECTOENIC VI BEEI I L TRTENRTWAY, ThOATEEL CRPOEDYE CtETELELER
PHIPEENT W £, REGDAER6 HAAT, Wi SBRSIM- TV 4l EE
EFEREF U TH o/, BREFRIERTHY, £HET B THY, Vig DREHEERIC L 2 FHOAE

ICHEAFE LS T LB,

Key : -
word : k)| -1 2I5E M

P ETONOFYY—E(MPQO), FUFHERMIBERNA(ANCA), EEMREREIOTY VKB (IVIg) &

2HMEREIEINIMEOKRESICLD
1994 4, Chapell Hill Consensus Conference on the
Nomenclature of Systemic Vasculitis(Chapell Hill
Conference) Vic B TSI N, 2D 9 b, /NG
Wk 25 ic JB 3 2 % B #E 1 Wegener A 3F JE I
(Wegener’s granulomatosis : WG), BAMIE N % %
In. % # (microscopic polyangiitis : MPA), 7 L
¥ — M P E A B % (AGA, £ 72 13 Churg-
Strauss FEfRTE CSS)M3H 5. TN o NP L
DEIEMEERZ LT L THSR TV S8, 1l
b FE 47 A R A AE B T (anti- neutrophil -cyto-
plasmic antigen : ANCA) P LIF L IZERD 55 2
ETHRBIITH 5.

ANCA 13 1982 4FIZ Davies H5IC k> THA I
7P RO & & X B EADEESES LoD
WX 2P T, ZD»Th proteinase 3(PR3)
& myeloperoxidase (MPO) IZ X 3 2 itk ik 2 L #

TS AN DIFRERIC B 2 8Pl ERE T3
8y — > 5 cytoplasmic(C) ~ANCA, perinu-
clear(P)-ANCA & b Lidh, Zh 6 /NIERD
MACFRNICEH SN 2 L TN TV S,

37bt, C-ANCA 1 WG B&IZ, £7- P-ANCA
13 MPA, CSS B it i i B s R iR
IN B, WEHYETIE MPO-ANCA BHE MPA
WA AT R 2 & TREM O E I Z -
23, L IEMFICREEICHEIEL, ZORE.
WA e IR SN B LT 52 H D, Bl

Eo TG,

—H, INEMIIBEELE LT, BERIINRE %
EDQRMER~NDFR BT EE L THROONT
WL RREIRESRE e 7Y v RERE(IVIg) 0F
MEDER S, RIERIEA I X 5 PR OKE
KHIEESFEE N T WD, L IChDBETIRES
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5 DBRHARREFT T, SEETERBRIRE 2 (rap-
idly progressive glomerulonephritis : RPGN) % 27
ZEEFNCR L CEE LTHAT ST % DHRHK
ThHh, ZOEFMOEESLINTETEY,
NI DB TCRET 5.

& ANCABSB R RIRKE R D5
EEDBRETFBOHRIK

HHE O TR REE T 2 AR O
B 15 SEEREIC & 5 &Y, 1987~2000 I B
7z 1,082 #l> RPGN FEFI D 9 & 452 HI53 pauci
immune B2 B AR 45 C, 198 FIAEER DR
RzBET228mMERTCHLMPATHD, K
60% % L %, —J, MERR>»SAZE 1,082
BID 9 B 545 H(50.4%) H5 MPO-ANCA B p5 44
@ RPGN T PR3-ANCA HUHPBZ 4 1% 41 $1(3.8%)
THotz, LEdoT, ARICBI 3 28EETHE
KREREE #2811 5 MPO-ANCA BB LD 5o %
HEBRELOTREFVEVZ S,

215 MPO-ANCA B AR BRIAE 2o X4
26913 TR 13 4 (2001) BLRTICIZ —E D fgét a3
5, bBETREEATIALS FAAVAZEED
ELT¥Z7uds A7 7 2 N(cyclophosphamide :
CsA) 7z & OB IHIA % 5, X & st
BELGELMK LT, SEIFRBFEVLINT
7, LdL, &L EmETRRIERTH 2
Yo o K EIMESHREIC L D, MTRHEENRLD
EEPHLPELLEZDLTOS I LB LITLIEH
BHINTWDS, —H, 1999~2000 FEiZd 7z 5 HlD
fEtic & 3 &Y, MPO-ANCA B 2R BRIAE 4
TREFDOEMTEIZ6 AHT 74%, LEFETT0% L
AETH-7. IHSDOFREICO>WTOFEHT
Vs, 2EGETERREER2EOIRTH 192 F
DI b, FBEYSEN 96 FTIZIE 0% 2 HD S, —
., IMLE 4 O 3 T id F L 10 ££(1998) E 0
ANCA B % 28 i i 2 E F A 230 51 o a3t
T, PR 17 G, BEHEOEIGS 3TN EH o L
b% Y, F TR 12 4E(2000) EICERT S NLATE
T 46 Bz B 2 B Y R 7 KT O figfT ¢l
FPRARNVENARER L L b Ehol EMESI N
Tw3®,

PLEX b, SEEIMHIRIOMAIC X 5 EYYED R
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FERZDEMTPRBRICRESCL2DY, ZhiEFH
THEEDICRBEORENOREZ DXL LB
B DBEADBBEORMNEEN S,

& MPO-ANCABSB ST I B
X BIVIgEEDIFRITIR

P ko & 9 7 2 L o RRE R 2 4 ) Bk
& LT, ANCA BRERR, mERICH L IVIg O
ADRBRE S ICHKTRINTELD, ik,
IVig i3/NRo & - INEIIR % % 2 AT R HIME KT
HDNEBICH LT, bPEZRLE L CHAD
nENY, 20, MRNICOHRIERS N,
BETRAEE I, JoRBINTEL-
LLERRBREL IR TVE, —F, BkTh
N7z ANCA BEEE AME RICH T 3 KEED
WETRZOEBHEED S WG LT 55 0h%
{, baEIC% > MPO-ANCA BHEME K, X
V& I ABRBRIRE 2o b 2 37 L 813
etpo itz

EE S X Vig 2 2EUETHARBE R O
BV AR AR M TITY, ZOBE
EHCbABEZ T T 2 MERSE A, —EDEH
DEBI R ISNTE R,

b B E BT B IVIgE & % 1T 5 72 MPO-
ANCA BIEREA - INE R OFEERH LT 51,
4[E o) 1998 FELAE 5 gk THEIT X 117 32 fEH)
(B 19 1, ik 13 I, FYFH 68+11.8) DR
et L, 1RO Cr O P 4.0412.94
mg T, 21 FEHIE 3 A H BN Cr fEDfEIE§ 2 &
HGETHERBREERDGERE L Tk, 4fEMIZ
IVIg IS A B DIATICEBITEA & > Tz,
CRP i% 7.2:£5.5 mg/dl, MPO-ANCA fiilk 243.7+
355.2EU Th otz TRTCHEE B A CLW
Iz, IVIg BHEATOR ST, 8RR (7 #),
BRIBERASRE (2 B1), 7 X -0L X)L R i (1 51),
ITP(3 HI), BEIFRIANMAXT ¥ Y 72 H), K
R (2 1), REWIRHE (1 61), BmEgs (1A, W
(B, MRSA X v V7 QW) B EDIEFEF
BEPREEZE L Tk,

IVIg 3843 H AR /v R =2 ® -] F 7
g ABRIfl_ =g >® -1 % 5 KT 400 mg/
kg/day # 17— & UTIE L7z, 20 fEB (B
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FREINEIAE % 1T 9 5l IVIg ka7 U <
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fel T A, HEEICCRP DEE LA (B 861
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BB L CRAERBSRRD o7 b 00
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YO LR OMBIDHER SN T 5 (K 3), MPO-

ANCA fELET 2R L T3, &8 13 EF°F%
HINAHERTCHERCEEELRE S T aro
T, 32MEGNICIE 1 B2 IR E, Bk & /o 13RI
ITLTAT A FeaUSBREEksiiiTin
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Tk 6 A HIKFRT2 ADIET (EHFFE 93%) L 72
(E5). £7,6 2 BEBIC 3 HIOFTH D723,
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15 Bl BEOERKIIT = 3FEFHT, Bkl
9% 6, IAEMOFY s LT F=EIZ 4.1 meg/dl &
BARLIKED b DA% | BEBRT S FE R EK
BAT55.1% T 10 412 50% L E 0 BRI iR A
WM % 27, MPO-ANCA 4 389 + 115 EU
EEET, CRP 13 9.4 + 1.4 mg/dL, WBC i
9900 + 608/uL & AEFEN M Z & R L Tz,
CNLEDBEDOPIIREHETHLIEbEDLIER
Do BRFFLEY A VADF X TROT ARLEL A
FEBEOBRABRE L TV AR EXIEEEE LA

1.0
0.9
PR3-ANCA positive RPGN
st 0.8
Bl "
H 07 MPO-ANCA positive RPGN
' L
0.6 MPO and PR3 positive RPGN
0.5
0 6 12 18 24
#8 (A)

[93.4.9 ANCARTELME X I 5 [BETHERBRFE RO
F# (XL W3IA)

72 3.4.1 BVAS O&FHEIA R & %A

» ===
1 | 25ERK 3
2 | EEERK 6
3 FEIE - BRAEIK 6
4 | BEAMERR 6
5 | Mi#kBFR 6
6 | LMERR 6
7 HIbas - PEEREA R 9
8 | BA 12
9 | MEERK 9
SRt EREHE 63
S5 |
BRER
E2HR
A%R%EQ
BhAATR -
AL -
e
B
@ﬁﬁﬁ
0 3 6 9 12 15
BEH (A)
B3.4.2 ZEBEHHE & Vigh DISEM
[ IRtk BE S e EER L BER

#£3.4.2 IVIig EERBTOMEY 1 A1 DEE(n=10)

Bl % P
TNF- a 3.97+273 | 216 2168 | < 0.0156
IL-6 (pg/mL) | 2.54 = 4.60 | 1.02 + 1.23 NS
1L-8 0.56 + 1.56 | 0.04 & 0.02 NS
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#3.4.3 Vig O e HlEHER

5 4

cFe Lt T2 —~DO{EHA
T T T~ T 7 Y~ BIFAFe Lt

7y —DRE

AR TE I cytotoxicity O35 E
WHEFey LE79—1 BOFE

- RAAEER

WEE Y B EREE DR

REV|ERE N T HREOER

MEEBET A A4 o 05E
7 B AR IR AL O
BEMBEROPR

AFO4 FERBOHAER

B cell 5k Uik~ DfeH

SMEH B cell repertoires D HlfH

Fey LE7T 5 =%y B0 7 FvinE

PUREEE O EIRIIEL B X UTTi#

WA F14F45 4 7HEC L B0 ECHAEOPH
*Teell 2T 51FEA
AVN—=Teel DY A b A4 Y EADFIHE

T cell A —/3—HLBE Dl

- HBRIEEADEA

V) > SERIEFEIEE A
7R ADOFIH

- ERIES N ORE

AT U4 RESHORE

ru7+A77IFESHEORIE

CRP (mg/dL)

WBC (X10%L)

1IVig 400 mg/kg/ B

(] W |

MPO-ANCA (EU) 182

18

A

ANCABEBERD KB O 7Y VB RIE

L, A704 FREREOGBREN+5I2Fmsh
LBERTH -T2,

5 BE @ IVIg iG# %4 1 B8ORS T, BVAS it
BEIKT (IVIg#£17.1 + 1.1, p<0.0001), ¥
CRP. WBCEOFE BT bRH(FhEFNiE5.8
+ 1.3. p<0.001, 47787 + 764, p<0.001), &
BEET2FMT 57200 1/Cre DE{LE LML,
BELUEMNIOONS (p<0.05) #5, 2O ki
T LTV LBREBERT S IVIg DATEWED 2
ERRLTWD, CORIFETREE, ML
BERDVRIFE B2 E, 2EERKOE(LTIZADESE
HEWLYELRLA(H3.42), —FH., IVIgiz i3
BRESIERT A P A A Y OMPBI B HEEHRETL
7o, BRI B VT TINF-o & IL-6 X EH AL
HEICHEBEEZRLTEBY ., IL-8 A EEIT L VTR
WEBELZRTENI BRI SH o 72, [VIg 2L ) TNF-a
WHEEBEIET Uze TL-6 \3IAMHAT & i LR T iEm %
AL7ze TAIL-SICEL CIHIGHERICSHEE R LA
FETHEMNZETIFHES L (F34.2),

BEEL LTIBIICAFLTL FZyaryd/ LA
BEZLEE LAY, FOMEEEBENEREEOED
AT7uAd FEEETY, FOCYC D5 6 filo s
FRL, F0E3~67 AOBETOEYTL F=

PSL 30 mg 25 mg 20 mg

306

106 43

2.0

-
n

S-Cre (mg/dL)

—_
o

0.5

2002% /A

[3.4.3 Vigh'&Esh U - EHIDER (82mZitfl)
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H38 HRMBHRBHEREOHT-LER

CiEHAEIE23.2 + 1.9g/H, 145 £ 1.5 g/B T, 3%
AOBETEREELA, BN 165> 22T
<., 67 BOREATIEHEBERELIA, FIL1H. LCHL
WThHole TORTIEERIZL BME L URALRTL
HPEETH- 72, Thbb, INLOEFTHERLD
NI EELEEEOREIIERTH -7, KFEHI%E
T (H3.4.3)e €0k, BRDOWL 2D TAH
BFEORADN R INTEY, BESNIENREDSL
—EDWHEE T TETVEW,

4.4 MPO-ANCA BIE 2R E TR EREE R (C
T B IVig BEEDRRFIEMF DEE
— i IVIig EEORBEEHERORIFIZIZRI 43
DEILEBFEIEZLNTVWS, Z1bi: ANCA B
EEA, MBERLIBVTOYTHILRFTHD, £
B3 & RRESZENT 5,
441 FeL w72 —%0F 58K
MEHIBITAHBIIOVWT Fe L7 ¥ — 5
LTWwWA I &id, NISHETFe #WM 0 £ o7F (ab) 2
BAOHOHEATIEIHEIBECZ L LI SN,
—J. invitroT ANCA |2 X » CHE SN/ FHhERD
EME Fer 70y 735/ 70— F LS TEIS]
L nHAMENRLZINTEY, R IVIg EEY
BLERZRThrEEZONDY, /o, EDET N
<Y AR Bz HE T, ITP T IVIg 2 & - THRE
HFc Lt Ty —ThbFeyRIBOEHZRET L
CTEDHBFAREBLTWLIEOREINALY, 2O
FOMBERTOFEIITI 00,
442 MREEH
IVIg D EaFE L AEER O — SRS R E R 5
(membrane attack complex) T& % C5-C9 DD A
Mba o EAHENSNLD, Ul Iz PERHLHE
KBS THD C3 R Cb WAIHEEL TLDEAZIE
OHI LIz aw, HEEESK (Immune complex ;
IC)# {4 2 RE~DHBTIE, TOWERT~D Ig
DEEVWIC OLEEZHCRFEIFEZONL, LAL
MPO-ANCA BLEE 4T IC % 4 & %2\ pauci-im-
mune M OGERICHFLTHLED, ZOBFOH
Sli#ER b, —H. BAOEATLRDO LN
E31, IVIg R F NBMCIIMAPRAEMY 14 P A Y
DELHHE D Th oD, TOBRBIZIFEF TR
RENZENTVD, EBO in vitro DA TIZFER(L
SNk MEETR, v 077 — V6D TNF-«
PIL-1 oo EERm SR TE Y, 42101
MEVEHOH % IL-1ra % sIL-1rll 8 & U IL-8 DF)

#]3.4.4 MPO-ANCABBE 2E R IR B ABMELIC HT 3
IVig BIREARI R TOMPY A bh > EXKMHT
HEED L2 CEEDEE

Wig i Vg 1
Rk —% | Cr :2.34 Cr 1253
CTP : 0.40 CRP [ 0.13
P-ANCA [ 51 P-ANCA : 46
IL-12 f5& 4] CD4T © < 10 pg/mL | CD4T : < 10 pg/mL
CD8T ! 749 pg/mL {CD8T : < 10 pg/mL
M4 4 & | TNF-« 548 pg/mLl. | TNF-4 428 pg/mL
H1 2 BE | IFN-y 54 pg/mL  |IFN-y 42 pg/mL

RPAGUWEFHT AL ORESNTWEY, 4D
FTHE. FRICTNF- o ASRIEE CHBILEREALNE
EERLTVAA, ThA IVIg BICERTEEILE
FLTV oo TNF-al 3 FHRD T4 3 v TIZEBER
BWEET DD, $IZANCA BEBEMERIIBNT
3. D R R B & D SR S T ER DS
TIAIvTEN, FOKAICMPO #BRTAILE
TIIHT 2O TH S MPO-ANCA DEED
Wi haZ Lilh ), FOBERBENSFESND,
INSDTTA Iy TSN RERT apoptosis XA
DRF, Fhbidvrurr—JIlthERESRS
A, FORERLERzv /07 7 -V E 68T
DRBEE A M A V2 RELTEY S PAA M
FENEEITLIBRAEITI SR SNDE Z EHHES
NTnBE, ZRNEDH A P AILvOBEL T T
77— VOEERIHIC LA IVIg O TERITEERE
BYHIHIC BV TER E Z 2 b, FEEQIEHERT
ERTRVWEBELLENES,

443 Tcel ~OfEH

Tcell DF 785 4 TOFEEORH IZFEDOHORE
RELOERTHEDLENTEY, Hliid, CSS Tk
Th2 BRI, WG IZ2W Tt Thl OERIHSFNLEFR
HWESNTWDEY, —FH, ERERERERREERIZ
595 Tcell @47 % 4 7121k Thl EREIEL
5452 &t Tipping 5 DL THL IS T W
LW F i kAR IL-12 255 E T 5 ThiERK
BBV, FARERFBEICREIS I L ¥ [gAT
EETNVTIALBNTRLT &9, MPO-ANCA
B ST R BRI BV T L F 0 B AEE
JRE~D Thl DFES XM ND DS, FOMEHEE B
B4 1 EICBVT Vig fiiETORMMO
Tcell # IL-12 THIBL L. y InterferonE 4 fE T iRET
TAHEIETIL12 LY 77 —%3BLTwdIEMHEL
Thl cell DRI BIT 5 BB AT L, FUIHT
5 WIg REOEEL B Lz, ZO/KR. G

— 207 —

79



80

F4H ANCAMEBEROKES T 7)) r#tHk

WIkRS M o> CD8 IBHEMiaIZ BV THE X 1IL-12 ]t
WERLAH, TOREMEE IVIg BT #5]
ENTWi (5£34.4) 20, ZOFRIEIVIg 2R 7:
Thi/2 F % EELT 2T % RgE4 525, S 64
EFH e LTREATAZ LIS HOBETHL,
—%. MEMD superantigen (2 & % T cell ~DH|
BANEREC WG THEE SN TBY, #5131 5
WVig OWBEIFRESATYE, CNSOBFICE
IVig i2& N5 HE % superantigen O HFIFLAEIC &
LL0%, Tcell L7y —~DESHIEFERIZE S
bOBEPEL LN TV A,
4.4.4 B cell 5L U'ECHE idiotype % v b
7 — I ~D{EA

ANCA HEMERIIBVTIE., BERAETH L
ANCA @ Bcell I7 &L 2 BAMREESEE., HHHEICHE
boTHh, The IVIg P5HHT 52 & TERBE
EPRHHI SN T BTHEENH 5, B cell DIFHLR
BOHAAEEELIIRIZYT IVIg OBEBIZ2W T, in
vitro D Tid Beell Fey RIND IVIg O AIZ L DT
BEEFIH L HRE H P, COFTHTLVER
BEN TV AEDITF D variable region Tdh 5 F (ab’)
2R LTWART, IVIgF (ab) 2 5575, EE
fEs /- E~O ANCADK ST L7 mE L &b
5, ANCAWIEIZ C DIEFAD Ig BPR#HT HH8ED
idiotype "FEHAET A I LAREENE, EE, PR3-
ANCA., MPO-ANCA (23 # R FNEL DAD Ig ¢
DT HIED idiotype PHILENTBY., FALDE
J 70—+ VHARIZANCAOFE~DHEES % B+ 2
CELHEINTV S, TEHNCERBOBREN
EIZB VT, MiFHD ANCA & 5 idiotype Hifk L~
WMEDBUEREE D T EBES R TEB Y 2,
EBIZ IVIg HEOMRREIRIC LN idiotype T4
TERINNTODOPRFBETHLH, [FROLY
R IVIg BEICEING 0T 70— F Lk
DEFLRHFIANIRETHA ),

4.4.5 2704 FEETREMHFINOBRSHE

SE(EA

40 IVIg EROBERE LT, FIZATUAF
LA R ARV Y -3¢ S K I NS oF (NAS AEALCN
IZPSLERAET., FILSHE TROBEEL - T
WAERNIZIMEAE (20 mg/B) IZBR o 72T T
72o 3 0 AHDOBEWRBEAEFMT 1HIOAT, BHEDL 1
BIDF, FEEHEDFEEITFETS - 72, Jayne HI3E
BED LV WG I L CIVIg 2547 L. # 1 EBE
EESRORTARRLLEBMELD, £ 1VIg %

J

HRTAZLICL ) REIHBREORELHE T X/
EDRELH DLW, MEELEMBI IVIg #HK5FT 5
CETTNITINFIAL FLbT7d—OBEEHE T,
A7, FEVWHETEZLVIRELH L, IVIgD
EREFO—2E LT, ThOOER~OEZHEOME
BEHRERONAFUTSH D, BEETFELSLTWVA
FUOA F CYC &0 REHHA L HET &5 hE
BAEHDL LI ATHERZRFLEILN DD,

4.5 IVIg DEHM & IEICH T 235K

k., BREO IVIg 2472 72%IC. BEBTEN
BELLFIFRES N TnE, THHITEBEEITE
HEAEESNTWABREIIKBENEAHETALIL
TRI-TEDN, TOBBLIGILLEDNERERD
P, —F, IgG OHFATORE L Clo—
EROBIAN L T HEEE D sucrose KFF I N TV BH5, 2
WA EREEMEXF | SR TILIRES TV,
7T 1R E OB T, sucrose FHBITIX 17 AP
4 NS 2~3BHEIZCr D LR &L TWAM,
e HhEDGFRP40 ml/min ThH o722, T hbHdD
ZeaEZLE, BHREEZEOMHY ANCA MERIC
ifsucrose x BELRWVEAIEBVWLES, EEFEL LT
BEE AT TR TAIEFEID NS,

Mg 2 7)) YdHFOe F oo 7— v
BRAPOFTESN TV D, FEOHFEPHKER %
Bl oIz oW CREMHMBEOFETEE SR
TEBHY ENEFNIENDH LN, T XTOHEGFIZER
RERE (WHO) MWEDH £k (REs/a0 7)) v 47
TIAETRTC—EORETEETAIZIELR, Ho1HE
OMFERHRT 5 —EOHKMEr b > TnhH I LR l)
LTSI EPHERINT VD, £ ORME
B OHOMBERS TRV E#RTHLU L, Bad b v
BRMD T ANVADBACEL TIEFOT M % #ixd
MIBETHI L ENETHE, Lo, HIAITCH
A VALV, FTHIEORETH
EMIITVWESICBEO 02 RERE, SHICEE
R L, T L DL, IEEAE OB &
NEHDHETANVADRATIRY 2 Lo imTHT
LBV L EINTw S,

46 BhHIC
EEALCEVEIN L Twvw b ANCA BEME 5 0iE
B2, Vg #5I FORENICEABE & L CHEAT
THIET, EROBEIFEEDOSEETDH B EEE
PHEREESELBLEELI SNEN, FOER
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