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(ANCA-H A k5141 > -sequence {R5t) (1991. Grosss)
MPO-ANCAZRPGN
BRPREERE [ £ /-1 1 | EAREEE £V |
l (Grade D) l (Grade C)
[ 7ML ¥ 7- B | | 70MLLE % 72 i35 |
(Grade D) y‘es/ \ (Grade C) yes w‘ (Grade C)
’ OCSEi¥h (PSL 0.6~1.0mg/kg/H) ‘ MPSL+OCS MPSL+OCS+CYP
MPSL 500~1,000mg/H X3+ MPSL 500~1,000mg/H X3+
PSL 0.6~0.8mg/kg/H PSL 0.6~0.8mg/kg/H+CYP 25~50mg/H
El>e
- (Grade D) IVCY 500~1,000mg/B/A
B IE B M RRRT
MPSLEfN %~ —JL or CYP 25~50mg/H
el
IVCY 500~1,000mg/H/R

X (BELIAIC) OCS 20mg/H KilICiHE

BEARATRDZaA7ILIC L B EEE EEGTH
FhHiRZE

237 AERARCr T DEE CRP1& h—%JZ2a7
0 Cr<3 <59 i3 <2.6mg/dL BRRRFTREEE I 0~2
1 3=Cr<6 60=Age<69 2.6<CRP=10mg/dL  BERFRREEEL 3~5
2 6=Cr Age=70 B 10mg/dL< FRARRMREREEL 6~7
3 EH - - - ERARFTREREEN 8~9

(BEEFEEETEEREEI, RPGNARIS
B 3 MPO-ANCA & RPGN DAEIgSH

ILIBRFRRL, fth, 2009)
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ELISA (U
N 1(oo)oa MPO-ANCA
=1E JL Kk=vAr
0.6~1mg/kg/H
100+ SOOKRRATFIR | PHFATY > ImERI7 Ko TH#17)
0.5~2mg/’kg/H 0.5~2mg/kg/H 0.5~2mg/kg/H
T
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FLISA (U | K@ EERRE (RPGNEZIR <), L & MSMHER (RHNE SRR <), O © 5, RIS, FASMEH &
. 1,000
=T

K, L O

3EHER
100

L RzvA:
0.3~0.6mg/kg/H
THFATY o Y RARTP IR
0.5~1mg/kg/H

MPO-ANCA
5~10mg/H

JuRzyoe
0.3~0.6mglkg/H

THFATY  or Y IAKRTP IR
0.5~1mg/kg/H

5~10mg/H

& Joo o SNSRI L SRS
&A1& 10 (sTad === == |
0 6 12 18A
RAEFEX R RRREAEX R
Fie MiECr=3.4mg/dL miECr>3.4mg/dL
BOE A /it 15 mg/kg/pulse 12.5 mg/kg/pulse

SOUAKRZIT7 I RISV IEEICH TS
BE5E & i, BHEEICLBMIE
70/ L E

60RE LI E70mE KR

12.5 mg/kg/pulse
10 mg/kg/pulse

10 mg/kg/pulse
7.5 mg/kg/pulse

4 MPO-ANCA BIEME X - BRI Y 2 EEEFREMELAE 2009 (EEFBEERMEMEXY, FHEHANZE 2009)
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a7 s, BB MR () Y o ) oM s
%, BOLD ANCA BHIME R OMEIRDIZEIC K D, 1 F4EF
K, SEEGFRIIEDBD 85%, 75%T, 20 %03AK Y
B A4 (end-stage renal failure : ESRD) I2F4T L, 65 bl L
DElE & ERBE N OREDSTFRARDY 2 7HTTH
%, MERDFFENL 5 T 50 RREETH 1, CfRHER o
MHEEENREECH 205, RIAGIEHIHIEE (CYP) B I A
O EIfEE & UCOMEIEE;, VERRIIEH], R, HFRERERE
ERCOMBUCHEELZET 27,

2. ANCA BEMEX - EXDERHERRE

ANCA BHHUMA 2 « B 2810 3 2 B ARAERE fo 28 Pl g
HELTD CYPIZEAT, AZP O&EM, HRhEICEL
T, Jayne 523 EUVAS @ 144 HlORERI% 18 A HBIZE L
BRI L CTwb, |2IRT XHIC, CYCAZAREM T, fi

FHK, HEED CYP & AZP I#I1E 7% <, AZP IZBIL To
AR WT#AE L Tw3Y, 13212 WGET, Langford,
Sanders 5 VTN L TH A Y FL FE— b (MTX) &
AZP IZBH U CIEFRER, Btk bICHBEDS L EMA L
TWw32,

Pragnoux 5%, 7 7 Y A & X)L F—D WG, MPA % Fhuly
IZ 126 B> ANCA BHEIME K % 18 7 PSL & CYP I X
0 BRI RS, BEARAERFREE & L C AZP (2 mg/kg/H) 63 Hil
& MTX (0.3 mg/kg/3) [15 mg/3H X b i 25 mg/3#H % <]
63 BZH D AT T 12 A HBEEMN L, 36 A4 HRREEBIZ
L, A%k & 24z o T it L 72 (WEGENT) ',
MTX & AZP & FEOHME L Zaet% b D CYP O
HEEZ oY, FoIOERT Pragnoux & WEGNET
DI H LT, MTX & AZP BRI T 2 B AE A
T, VR Z & o - REREIR B ATE S X RO ANCA
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i A¥  EBEEZH HERFROE BHL UM BHR= st
WEGENT 126 WG, MPA AZP vs MTX 37.3+x143 1A 18 KR : 18 78 : Grade 3,4 :
(Clinical Trials. G - 12 1R AZP 889 % vs AZP17.8% vs AZP7.9% vs
Govnumber, FFS=1) MTX 90.5 % MTX 13.7 % MTX 17.4 %
NCT0034967) 36 HA: 36 HA: HEDERE !

AZP 641 % vs AZP50.1 % vs AZP11.1 % vs
MTX 69.0 % MTX 46.7 % MTX 19.0 %
CYCAZAREM 144 WG, MPA, ##0 CYP vs 18 1A 18 HA 18478 : Grade 1,2 :
RLV ($T&) AZP AZP 84.5% vs AZA155% vs AZP 41 % vs
CYP 86.3 % CYP 13.7 % CYP 44 %
Grade 3, 4 :
AZP 11 % vs
CYP 10 %
WGET 180 WG MTX or AZP 27 1B 27 A Grade 3, 4 or 3t
(Clinical Trials. G, BF) 2531184 MTX or AZP T MTX or AZP
Govnumber, [RE#E 52§l  SCr>2mg/dL 32.8 % vs MTX 57.1 % vs MTX
NCT00005007) (BVAS=3)  BIm#H B L\ or AZP+ETN  or AZP+ETN
ETN 6tH 30.6 % 56.2 %
Langford, etal 42 WG MTX>2 £ 3 718 (range, 16 1A 116 % RELERIE
&, B) 1~12) at32 A7 : 5%
BARLD 52 %
32 1R (range,
5~T71) HERF
Sanders, et al 136 WG, MPA O CYP vs 5F ) E 18 H A8 :
(&, BR) AZP(18~24 £ AZP 89.6 % vs
A) CYP 88.1 %
54
AZP 42.3 % vs
CYP 57.4 %

WG : Wegener PAZFESE, MPA : BEMEERZ R ME X, RLV : BRFBIIME 2, BVAS : Birmingham MEAFENER 177, AZP :
FHFATUY, CYP: YJORAT7I R, MTX: XY hLFt—K, ETN:# TNF [HEZ

THBDFHITIZ DT DB T 2 S, FHEHEa X v
FLTWw2, EiEbhbii, HHEIZZ > MPO-ANCA
BEHLIMAE 28 D MPO-ANCA OFIRIMEIC D WTHEET L, il
I EARBUAIMED 2 B23% b, ANCA BIHEINAE 2 O RGN
e X CHBET 2 2 AL TG L LY, 5%,
ANCA BHHLIMA 28 - B 2 O BIRAMERIRIE 21T > T (R
IZ, ANCA JJiiiCiNZ T ANCA BIRIEZ HIE T 2 2 &g,
B & filiZ £ 8 72 ANCA BIELINAE 58 O BTl & L <HH
tEZoN3, HHEIZEV MPO-ANCA B I 28 1%
L ClE, HARANDOMEE, S ifilsicnt4 2 B2tk o 25,
T G K 2RI Z, BT E B X O R A ETE
X DHIS DT BTN H B,

3. ANCA BEEBRICK I Z2BMRREEDORDILE
ANCA BHELME 4 - BRI B 2 H A REGSEE D L D
SEBIE, EEEICTERE L, B, WEIREEE o KA

Filgeiz i & L- g kmiE R %2 7L, iBEE L Th
RN, CS 2353 N, JEGLHIEIBE DMK T L 72 compro-
mised host tREE T T HEINHIHROFEEIC X 2 St o
B LR PRI AE Y OB 2B 5 IR d, CD4 VU v o8
Bk 200 /oL DA (XIS S0 A4, 1gG 600 mg/dL LAN
VIR IESeIEAR A, PR BREL 600 {8/ L DU N 12 AF R BREOM A
fEE LT, ZNEFIUFRLLTOME, 74 VA, HEOD
P2EI - SRR AT £ 72 BB TREZ A0 T, MIKM
A RBHNCFE L CEET 2, K 6 12 ANCA B
2+ BF 55 0 YR 4 (2009) 2 R399, 145 %, RPGN
DFEHLE, 37°CLL EoFEE 3 HEDL I, CRP EA-23A 5
NDGEZEYHEZ R, ST AFI(ON7 29) DR, PiE
WHRONR, GWrERITH %, Fiic ANCA BB %, I
HR, RPGN O HRIRESSE L L THEEDE Y, OA ) =
fifigs, QUEELEMEEIFEYSED FIWIRBH L L, &R 7L
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THFAT 1) (AZP) i i I (#)
20K 7732 K (CYP) ! | | (%0
CD4') >/ 3% BETINT I lgG FHERER (B MEED)
2001A/ uL W 3.0g/dL LI 600mg/dL I T 60018/ L (2,000/ L) LIT
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e i AR ERS FRERR T

WA BAE, 1> 7LVIYHE, BEE WME:ACT7MLILYE || E B8 7 NUHEA, KBRE
JHANTT, HEE FhREE MAHE, KBE

JAIZ YA M AAATAILR JLIVIS JL7vIs
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5 ANCA BEMEX - BRICH T 2 BN RRFAE DRI (2009) (FHTAR)

| ANCAESEmEX |
!
T
“‘NCATl CRPT) < EIEEE RSO . SEHE)

| [ANCARS:E Mm% 4 0 §8841L] |

MIEEXARISE, CTIRE, T Rh¥os, BERE,
| 37CLLEE (38/), CRPLER | | ADYIL N>, HEHEMHRE (Asp Ag/Ab &)

*HBGHIE, CMVHLE (C7-HRP) ,

BREETET SHBERS |

B e e AR AL ‘ KL-6, CD4/8, #1')J=DNA (PCR) T
sls =y B 88 7 A o — g * Clin Rheumatol Z HH& 2009
SRREOBR o g - o Eﬁwﬂ;ﬁ B '
e R - [*EEE, 7k, 7 -7V, B R, % R4,
WBBEORTE ‘
B ST&HI (N7 %%) 281/, #B2H) or (158/H)
T XV IORICEL BEMH
1 7Z1)Z2av1 > (100~200mg/H)
1 k5 37FYJ—JL (100~200mg/H)
BMEREET (=2,000/mmd) T e . —
S7eRER, S NER (=600/mme) (7 7>%V 0y 7500mg+ & E7K2,400mL)
lgGIE T (=600mg/dL) [(REmsIREOHES LV LRI ]
G-CSF# &5 > #EI% D BEAE 51 /58 R 151
A1 <1,500/mm3 :
[U ‘//\"ﬂi<600/mm3J y-IOT AR INH0.3g/H + Vit Bs

BRI T BERRAEE T
(BU=, YA XAHAIAIZR, BEHE, MRSAXECHEL L)

6 ANCA BEMER - BRICH T 2 RPEEXTR 2009 (FHFAE) Gt 14 LD 51H)

B AR A B-D 7 o Felk D @IS E 5 < :
O—+tES X =y 1|E=3
B0, IO, FHEIC X B EASEIEOWA 2K B o * 7 O—CIERRIC N 2 REMHIR

EBARYITH B9, F 70— EREBEREIC R 2 S IIHIEE O —ENIE CS
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7 RT7O—CEREORHMES FEFEEX D=L (ERRIKEFEEZF E L T) G 19 £ D51/H)

[CyABi¥]

F2A—5)

I_|

1.0mg/kg/B (1x)

2.0~3.0mg/kg/B (1x)

0

|

3 6

[PSL+CyA]  PSL 20~40mg/H S%EIZFS L T/¥IL X (500 ~1,000mg)
40 RS PR AR S B

40 30 © ERIPSL & V) @i, ik

30 FRECYAD ) DNEREEIRSEDRER B ERE
PSL 20
(mg/B) 5 10

10 75

1 | 5

0 ]

24— 2.0~3.0mg/kg/B (1x) Lj
- 1.0mg/kg/B (1x)

BRI —EEBITOKREENR T, BE=03g/HULNDRER%2AH /- &
X 8§ #HAEMRXRT7O—EEREICHTS CyAd7OMI—ILCTHE 4 £ D5IH)

Thh, ATuA FERFEE L OCHBREWRETH LY
=2 =Y VHHEE(CyA”, Tac'™), R EIREHESE (MZB,
MMF), Y #nsE b B itk () Yy X< 7) kL
DS NS, SIEEHOBGTA LY =2 — ) VIHE
#(CyA) Z iz LTI ISR 2410

CyA 1Z 1996 412 % 7 1 — VIR GRE I AR HoEH 2538 0 5

M, 2000 fEICiEwA 7R Z2 LY a v DR A —F L Opfli
AENTw 2%, CyA DHEARZR I GEZIMHEERIC X 5
THEZ AL T, IL-2 2 & LA b A A v
WKk2bol, R7ICRTIEL, Rl ARk LM
~OEFERICX 2R EZSNTLEY, Thbb,
SRERIE BRI S F 7 P R Py v (D = a—) w5
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g\ | | BIEEER O FE  BOPSL (0.6~1.0mgkg/B)

MPSL /%)L X 500~1,000mgx 3H/1~3[H
MR (BRETHRERAFER)

E#ECYP 1 IVCY

NIH : 0.5~1g/m?, EH6E

. " Euro-Lupus : 500mg, 282 &6[H
AN |
AR MMF 2~3g/ B **
MCD20# A, BFEAET/ OT ) VA

AZP 50~100mg/H
MZB 150mg/H *

- MMF 1~2g/H **
EEA CyA 3mg/kg/B *

Tac 3mg/H *

*RRBARR (T EED) YL EES
PSL: 7L k=vn@o>
MPSL: XF)L7L R=vyDO>
CYP: 70OKXT773INK
MMF: X377z /—/LEET7IFIL
CyA: 2 u70OXKI >
Tac: 2701 LR
AZP I 7HFFT1) >
MZB: XV EY>

9 HEARMIL—T7ABX WHO class Il « IVICH T BEEDL I X

B) oWt YU KD, AT 7YV LTk bR
FDSIIIEARNEZ R T E VI HDTY, CyA DEHME
[l % &b 728 L WHIEARAR L LGEH S N5, — 77,
CyA [FHEVATESRAIT, WLEBRINIC X 288220 T
{, TDM (2 & % AUC 0-4, CO, C2 7% £l X B I HEED
il & OHEANEZME 2 &0 T, B8 IhblbN Do
AR 7 o —BIEERICN TS CyA D 7r b a— L%
ATH, HHAMER 7 v — BREEREE R L C b B &
RLGHS | FHBRE RS L, Z ok i3 3
139 DEFEEMEL, BENDa VT IA4 TV AZEDT
RN 2Y, F0ICEEYER 7 n — RRERERICE T 2
MZB, 7SV ABHEDOZIE, B9 ITRT &I, L—TR
BRICNT 2 Tac WEB L OV F ¥ —F — MEE2D 0
A0, NREEHAYE R 7 v — IR T 2 ) v X o
TEEOMFI DR S 1, NRFSESEANE % 7 v — B
TEICR T 2 ERIHEERID ) v X o< 7 DiEE: EDHET L
"Cblézﬂﬁ)o

HBHbic

B - %70 —XREEED 22T, ANCA BIEB %,
B R 7 1 — CRERERED — I 0 2 S SR O
IZOWT, HEEZE 2 T3l 72, 20104 6 H 13
H(K), 53 [0l H AR R 2 2A e 2 (R s KA

(X#k 23 & D3IA, ®E)

P RZEESZ) 1B BT, Py R L 1, BE - 270—
CREMERED S 3R Updata 2010 OV — 7 AR £ %2 & Er)
% WY B A B (RS RAENRLY) & & AR R ERR
PNETFBEE L v 8 —BRARD iIc Tl L, OVv— 7 A8
%, DANCA BHEE R, &R, OEEIER 7 v —LhEfE
BERA - ZANR) 12D v, Btz bo%
O VF, BEWTICEEE - BERT 2 PETH D, - 2
MLz o3mHTh 3,

X #R
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