75
(A) AR (B) "7 ¥ rIE
7= Group A Group B Pl TN—7 Group A Group B Pl
A B ke E I h ixi I3 23 FMitr JEA
IE AR 290 62 I B 5% 52 52
AR (%) 630=14.2 645+134 0466 ZEH(R) 646=115 651+123 0829
R0 (L) 110 : 160 32:28 0055  MEHIEE L) 17 1 34 29 121 0013
Wi 7 V7 F = il (mg/dl) 51%30 6430 0002 i 2 L7 9= vl (mg/dl) 63+3.1 6429 0.832
1% CRPAH (mg/dl) 59+6.537 79+69 0049  IMiHCRPAE (mg/dl) 43+48 74%67 0018
W2 DA R (%) 46.7% 67.7% 0003 MR EOHRE (%) 62.7% 67.3% 0627
ARSI A 27 75 79+14 0159 WHMMENA a7 74+16 79+14 0.170
OCSHe 58 (mg/kg/H) 0.83+0.27 088+033 0284 OCS¥5 & (mg/kg/H) 0.85+0.24 090+034 0476
Aty iipis A5 AR
1.0H - 104 4,
08 %\\ 08{
- 810,
ﬁ 06 S ) = 06 B
o4 T 0.4
0.2 — Group A 024 — Group A
o p=00012 .. Group B o P7 05783 - Group B
0 6 12 18 24 0 6 12 18 24
TR (1) P 0D
B A A B AL
104 - 109 =9
038 - 0814  °
& .
i 064 E_HJ: 061
H &+
dr 04 - gr 0.4
0.2 — Group A 0.2 1 — Group A
p=0001 . Group B p=048% .. Group B
0 o
T T T T T T T T T T
0 6 12 18 24 0 6 12 18 24
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)
&

BB (H)

12 MPO-ANCA BISuiGETIE B REERREICH (T 2 MEETIREE
OCS : oral corticosteroids

£ 22 MPO-ANCA BRFETHBERERBICEITS
BOSIBRERTOM FEOMISRES

= EE 5 = ST %=
ﬁmmuﬁﬁj&fzrnzr PR o7
DiEFRGE =X calll EHFE
>20mg/H 125 118 94.4%
20~30 mg/ B 54 5 83.3%
>30mg/H 30 15 50.0%

BB EMEIN TS, LrLads, KERETKE
42 %D BEIWBFCHES BIEH, FICBPHUED G % & 72
T, ZORWEFHABBENT, HHOREOCY &z
T, 1 AAZED CY #iE, OV 2O 1 [0 0D metho-
trexate 5V A SN T W5, % 7z, Wegener [RZfE
FEOHFETFIICIE ST ARIOBEIER L SN TW» 5%,

5) ¥ GBM #1{4% RPGN Mik

Z N E TOY GBM ik RPGN D& Iz 3 2 #iaE
RER23 1T L D50, 1970 AR I BHREORE L 2 FLE
DOREIMHE OB S b iTb iz 2, BE D 47 %5 1 4FLL
WIZFET L, EFHITH 40%BEILICED, B TTFEk
RRTH-7, TD%, FIEKEATEA PR CY 5E
DRIEMFIFEES T, & & 1251 GBM Jifk DM ATER
FO T O MBERERE B ITO L REE, wREEO M L
ERTW S, FRCEIMOEHHEha LT, M #uE
% MP DTz & 0 flitH Ml e » iz ik 2% 2 &2
%<, AEBOEMTRIIFZFWCYE L I2H, BHEETR
FWERRRTH %, IHRFBRRIRG], BERERIE T
(&7 v7 F=>E6mg/dl LI L), BEBRMETO
AT ECER 50 %A O GER] T I B BERE O B LGS
nzvERE SN TV B, bBETIEH GBM ikl
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% 23 31 GBM AR SRETHRERGEBE RICH 1T 2 MEFcHREE
HE BERREEME BREUE
M|MEF |EHE BERE — LT FZME EBINEE f5E
EBIZ  F£85 (%) (mg/dl) (%)
1973 Wilson & Exa 53 5~60 B 12.5
1982  Simpson &  7g L 8 28.1%15.9 6.1+5.6 12.5 PE 3t F%£ T GBM LfFA D &
HiHkEROT,
OCS+AZA 4 22.3+2.6 3.2+3.1 0
0CS+CY +PE 8 22.1+3.1 3.0+2.4 37.5
1985  Walker & 0CS+CY +PE 22 21(18~74) 5.1(0.96~25.1) 73 41 %DIEBI TRERIIZEH B
KEEDHENE S NIz,
1985 Johnson &  0OCS+CY 9 22.9%3.0 5.3+1.6 .1 PE fFE TH GBM AN F
HE%k, BLUomBsILT7F
ZUEEROIME AR,
OCS+CY +PE 8 24.8+2.3 4.3+1.6 50.0

OCS : oral corticosteroids, CY : cyclophosphamide, AZA : azathioprine, PE : plasma exchange, GBM : glomerular basement

membrane

RPGN 2FEFMENC HARD 72 <, ULavd, Bk TPl GBM
PifsE) RPGN I, HUHIEAE CE AR S O iR &
IEBINE EN D DKL, bHETIE S0 R L Fimn
F D 2, PIZREOBHEEIINE 7 v 7 F = VEOFEIT
7.1+£42mg/dl £ CUEBEBEOSGERTHNRETDH
%o & OIZEAEMPT R TIXFEAEREEER 77.6+£24.3 %V T,
BEANORIGEFED B WEFINIZEAETH S, 24
ZHHBEOH GBM HifER RPGN OIGEE L P L2 £ &
Wiz, BIBEEAT A R & CY Off I MR Hugk
DT OFEHICBE D o7, BPER £OHMRERDO Y A
7 BEmD, ERFBRAREThoT, %7z, LHEO RPGN
TIE, MHEATHE LS P GBM $Hif& 2 RPGN @ 55.6 %,
MPO-ANCA # RPGN @ 13.5 %Iz fifT S Twizn, &
Bk O e 6 £ FEREATHIOM T, il GBM $ifk % RPGN
WCBWTIXBEGFER, SERE b HMitK, <7V 7
BOWTNTOERZEITI L1572, HLGBM HifaH TIHET
WD e, FEHNET, BREREREE OBRE L fTOAREL
DEMEPER SN TVE, LrLAENS, bOEOH
GBM I RPGN 32RO M 7 v 7 F = > 13EK 9 TR
L7zZe<, ¥y T1mg/dl L /EEITHNRETHD,
BIER PR T2 2 L3 TE R oT,

L7785 T, i GBM Fifk# RPGN O EEICKE L, &
bEHEL LI, BEEREORE RS BIC, LrbiEk
HOFABEEEDECERTCORPRRCED L LT
b D, FHIFE RN U C IR A I I A
MP, CY 12 Xk 21REZ1T\v, BHEEEETHNICIZ CY Off
M3 e 3, PiGBMfifkffiz € =% —L7Zxd 5, MP

BLUOCS DIGTEICL EDBERNETH b,

6) RPGN migsigst

M Eo#Ef» 5, RPGN O EEE % K 13~15 12 75R
To %8, HHFOD Grade 13K 17 DSFIHE> Tz, 7 E,
BIEIES OIERRIC b7z > TiE, BIRFEWEEE OSSR b
LI LRI E DI, LUy s, HKFEEES
FIFwmN A a7 L LTERAZINTEY, FA—0DHEET
boTHEmMEDIZD NEEESEE RS, —H
Tl TR X AEWERREOBRE Y H
{, BENFIT—BERLIZIZ)BLeELrbH2zonbd,
FRkIC, BEHTEREICB W T RSk L 2 BIMERAF
EofEBtEidmE < %5 —7, BRFNEFEESEICE 2 A
A7 EEECEEESEIE LML R S, 22T, SEB
L UBNEBE CREENR 2 —BRE TS 2L D
BrMzl, 22T EEE L FEREHEEESHEO
X4 &0 10 EEEFKRT 205, EBROBFEICE VLT,
JEER T2  EEMEPEHRT 2 2 L E L,
MPO-ANCA #J RPGN O@IHARIF I, FRFEIEEE
[ BLXUITIE, MP+OCS(AF L7V K=Y 1 500~
1,000 mg/H % 3 HRE#E S, £ D% 7LV F =Y 1 0.6~
0.8 mg/kg/H, Grade C) TR L, & b L IXEN
BHEICOWTIFOCSHM(ZLY F =Y a v 0.6~0.8mg/
kg/H, Grade D) CBHtET %, ERIRFEMEIEREILEL X U1V
DEE, i 70 A Tl MP+OCS+CY (25~100 mg/
H) CBlAL, BEilpE b L IBEMEBETIZCY Oftf%
7o, BRFENEERE 13X I OBEREICHET S,
DYBIHEE T >~ P — VA RRER & S X MPEEEZ S 5
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R 24 HHEOH GBM HFRFE T RIKEBERICE T 2EBEL T&
. I 5% X e . JECE  REIERES T I ERHE
JATE _ fiE 131 . )
Ak BAOER O (%) HEE%)  BORAHEEE%)
MP+0CS R 21 4.8 66.7 71.4
it untl 10 10.0 60.0 70.0
RIBITH I 0.0 72.7 72.7
MP+0CS+CY R 14 50.0 28.6 78.6
AT Al Il 45.5 36.4 81.8
RIEITHBI 3 66.7 0.0 66.7
€D HRE 4 25.0 75.0 100.0
HEATH 2 0.0 100.0 100.0
RiBITHI 2 50.0 50.0 100.0
AR T 5 0.0 100.0 100.0
it untl [ 0.0 100.0 100.0
RIEITH 4 0.0 100.0 100.0
MP : methylprednisolone pulse therapy, OCS : oral corticosteroids, CY : cyclophosphamide,
GBM : glomerular basement membrane
MPO-ANCA®
| ST B S R |
BRI T ~T  BREMEREENorN
+ (Grade D) + (Grade C)
E#E - BIRE HY - ENRE
NO YES
(Grade D) (Grade C) (Grade C)
FELRIBR A T o A 3 AFTA WL R AF A RIS
(PSL 06~08 mg/kg/H) (MP 500~1,000 mg/ H =3 H F##) (MP 500~1,000 mg/ H x 3H F3#%)
ot | ORI EA T 04 R -
(PSL 0.6i0.8 mg/kg/H) gt 1O BORMBEREATOA FHE
@ SIEPIHE
(Grade D) | (CY 25~100 mg/H)
GEINESE] © aEERTa Y P O — VRS %#) IVCY : 05-10g/m¥ H/H SiE&E
AFUA RV A

(MP500~1,000 mg/H % 3 B [ 3#5:)
EQAre
ki HIE
(CY 25~100 mg/H)
£#) IVCY : 05-10g/m*>/ H/H  HisHE

v v v

RORBRER T U FEORS 8% 4~8HLINIC20me/ B R ICHES 5

13 MPO-ANCA BB SGETH B REERBEDBFIES (BX)
MP : methylprednisolone, PSL : prednisolone, CY : cyclophosphamide, IVCY : intravenous cyclophosphamide

W7 — VDR, HD0IiE CY 052175, &8, 3 (Grade C), AEETHEBOWEEHMEZa> bo—LT
CY 0GB W CIRIEHBERO 7z oI H 1EO CY /3 EleHEIICE, OCS oS5 &% 4~8 HLINIZ 20 mg/H
W AFEF(0.5~1.0 g/m?/ H SiHEE) AR EF 2 5T R ZIHE T % (Grade C) (X 13),
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PR3-ANCAZ#!
SEEAT VR R SO R

l (Grade C)

YESEE NO
(Grade D) (Grade B)

AT A WSV AR
(MP 500~1,000 mg/H x 3 H i ##e)
+

AT A Fr8w A
(MP 500~1,000 mg/H x 30 R #E)

|
P P =] 7 = “% . — e
SRS s AR BRI AT 04 <

@ e
(CY 25~100 mg/H)
£%) IVCY : 05-10g/m* H/A  FiE#E
EIEE] - WG TI Y PO — VARG
AFaA P2V AEE
(MP500~1,000 mg/H x 3 H %)
F720E
G I3
(CY 25~100 mg/H)
£#%) IVCY : 05-10g/m> H/F  FilEE

v v

FORIBREAR T U4 FEORG& % 4~8BE NI 20mg/ H KT IZME S 5

(Grade D)

14 PR 3-ANCA BISuEEITE B RIERETOEHEES (BHY)

MP : methylprednisolone, PSL : prednisolone, CY : cyclophosphamide, IVCY : intravenous cyclo-
phosphamide

PLGBMEFUEL
SEEATIVEE S AT

l (Grade B)

&z V7 9;: >l >6.0mg/dl
7zi%
PRI >50%

MBS R
+

AT A ROV A
(MP 500~1,000 mg/ H x 30 H#5)
+
BEE: @ ROMEREATOA FE
(PSL0.6~1.0 mg/kg/H)
@ REHIHSE
(CY 25~100 mg/H)

15 #i GBM AR SuEGE T B RAERBE D BEIES (BR)
MP : methylprednisolone, PSL : prednisolone, CY : cyclophosphamide

PR3-ANCA #] RPGN T |¥ MPO-ANCA #] RPGN 0
R ERE R & 72 X IVOIRFRIEICHES 50 AHE T,

SO HIEIZE D PFFI 55 MPO-ANCA Bz Fhis: U R A 12 HE
a2 (Grade B) 73, @l 7 v U IGEHT U O fufedil

FIE RN X EE G CH % (Grade C) ([X]14),
i GBM $ifk% RPGN T3, ZWrlRIC KEBD ORERIH

TTCIBHEOEEREELZELTEY, TB—E0 5%
RIS 28BN ETH 5, EZ V7 F = 6 mg/



d/ A T DB M T ORBRAE O FAETEEER 50 %A i
Tk, MRS & R, MP+OCS+CY ORERRH
IBIRR TV, LIS OEEEEREREGIC LTI,
TR R L ER/NRIZ L D B, 72720, Hfithiz
E O iR 22 fFFE R 1 MAE ZZ R L > MP 72 & 0 & H1
FRIC LD, RARYIGBM JUADBE K2 XETH D
(X 15),
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