432 Jpn. J. Clin. Immunol., 30 (6) 432~443 (2007) © 2007 The Japan Society for Clinical Immunology

i =i
LI (TR A.

ANCA BEMEXDRELBRICEKTIHRADHE
&

Proo R R, — O BAY, EOOE B T
SRR NI A | B R (SRR R /3 S

Progress in pathogenesis and therapy of vasculitis syndrome

Tomoki ORIGUCHI*!*2, Kunihiro ICHINOSE*2, Mami TAMAI*2,
Hideki NAKAMURA*2, Atsushi KAWAKAMI*? and Katsumi EGUCHI*2

*IGraduate School of Health Sciences, Nagasaki University
*2First Department of Internal Medicine, Graduate School of Biomedical Sciences, Nagasaki University

(Received November 5 2007)

summary

Since antineutrophil cytoplasmic autoantibody (ANCA) was found, the researches in the pathogenesis of vasculitis
syndrome have been developing. Proinflammatory cytokines including tumor necrosis factor—« are induced by certain
infections, by which ANCA that binds to granule components of cytoplasm adhesions to endothelial cells. These en-
dothelial cells produce proteolytic enzymes and oxygen radicals, which leads to vasculitis. It might be contributed in the
production of ANCA that bacterial organisms are mimicry to the peptide sequences of granule components. The mul-
ticentric randomized clinical trials undertaken by the European Vasculitis Study Group (EUVAS) optimized that cy-
clophosphamide-corticosteroid combination therapy was useful to ANCA-associated vasculitis. It is increasing evi-
dences that biologics are useful to ANCA-associated vasculitis, although it is necessary to take care of severe adverse
effects.

Key words——Antineutrophil cytoplasmic autoantibody (ANCA)-associated vasculitis; tumor necrosis factor
(TNF)-q; infliximab; etanercept; rituximab
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MAERFEFERFEICIS W TIE, ANCA OFRFRIC LD ZORERT, WELPHLNMCINDOH 5. BYPJEL Y %
L LU CTNFa s ¥ OREWT A P A A VHAFEIN, T & - CTHIBIFEETICEE H L 7o M P RS R
SICHE A L7 ANCA IZIMAE RN EMaE bisE L, BREREL JOERBRREL R L TEET 52 LAWLAITK
> TW5h. ANCA OEAIZOWTHMEEAR S & OS5 FHRRESBEE L TOAREEAREIN TV 5. 1R
IZ >\ TiZ, The European Vasculitis Study Group (EUVAS) 2AEMAICERABRZEmRL, AT A( FELEY 7
07 5 A7 5 2 FaRPlE L7 REEIEEO S EEIC DWW TORBICOWTHZL TWA. X512, Arnys
HOBEIZOWTHLENTH S LOWERMZ TETCWEY, BEFEZORELALN, ZTOEEITY > TIIE
BOALETHA.

TIRF R A )V 2B L THAEL /21, cutaneous

FLol PN XV SBRBIICREEL 720§ 5 b DAB 5k

1% 4 1% Chapel Hill 2 ¥1C & - CTHEBIME Y A O PIC SN, 2006 4EDT AV H Y T FE
AW >THEINTWBEY., KBEmMENPEINS 2@ child vasculitis O 7 ¥ T3, HBV-PN &5 L O
ESZENRAR & IBEENIRS Tld, KBk & Z2OEHE5 cutaneous PN (3 idiopathic PN 2 S X HlX T W
FORFEEINERDA LN S, A~/ SRS %Y. 1866 4F Kussmaul & Maier 28 #)1C PN & \»
SINBHHRAIMER TH 5 FEEMELHEBHIRE (PN) IRGHOTID, STREDITEA SIS PN
EINIEHR CTIEIEME MAE R PAZED BN %A, PN LB L C, classical PN & L T » 72 D347 < 7 -

e “ 7o AEONR, EAMUEF, AREHRAE S0 5/
LRI KRR R A DI FHR R e L S e 5 e
SRR AR R R A DR R RO L THBBEI P IRME LR, Wegener W3

B (G —PIRD fE, Churg-Strauss fEREEA 5. TN HOEET
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FLIFLIE ANCA 2338 6, Fl4 “ANCA B
MER” LIS, ZOfh, NMERT, f
BEEEAKROMWE % FES D L L T Henoch-Schon-
lein 585000, 7 VA7 07y VIhE, £V 5
< =T AR U FIED ME R EDDAH.

KRFTIE, ANCA BIHLIME K OFRRE & iBIRIC D
WO RLE D RRER L 7 IEBI A AR L7 28 6, i
TAHRI.

ANCA BEEME 3 DA

ANCA BI#IME R OWHRIC BV CEEMHEF &
BREMNHNTFLRIZETON5D, BEHRTEL T,
ANCA [5ME D Wegener WEF[EAE Tid, intracellular
tyrosine phosphatase %# T v/ I — F L T W 5%
PTPN22 O 620W DOREAERIEIR T 2 M A L <
WhHEHREINTWAY., REMKTF &L TiE, &
MBETONLD, ANAVOFERHYSLPHEROR
bk L bbb, HHA, KrIC propylthiouracil
(PTU) 73 ANCA ORI EFET 5 i3 L <M
LNTWAY. —J), BETADORFTHLD.

Neutrophil + Infection
J /
% ]
A~ A © °°o Release of

o Proinflammatory
cytokines
P

MPA D¥sRE

ANCA DI K DR DRI G IZBI 9 % 58 &
¥ATHAS (K1)¥. MPO (myeloperoxidase) %
REL /o< AORMIEC 1gG # B Ed 5
L, REIN/I YT AL REE AR TR S \0sk
REBERLMER KT ENTERY.

F 7z, ANCA BHH I 58 13 R G & RIS R HE &
HTENPLITLITREERESN, MOLrORKYE, 5\
A A L ZADRERLLS 7Y MPA OFEHEICBE G-
LTWAZLENREZLNTWAS. Huugen 5103l
B H13E @ Lipopolysaccharide # MPO THE | /-~
7 2 #ES L, MPO-ANCA O HH, fiFdhEko %
B, SREREEZE, A AEEICETT L T TNFa O
WnpAabhnsZ e BHLA. 2L T 6D
AT R 2300 TNFa HifRIC XDl s i, coZ
76, MPA OFRIEICIIMERERR R S k- TEE
N5 TNFa 75 ¥ O RIEWET A - 1A ORI
WBETHHZ EHREINT.

MPO-ANCA 75 H Ifii Bk & 1fn & P B i & Ofs &
R L, UhmEOHIMAFEL /2. mEhA

+
2
(<]
>

'
Vasculitis

}):- ANCA

ANCA antigen
CD11b

ICAM-1

Cytokine receptor
Fc receptor
Cytokine

oc€CeCo

M1 ANCA BHE I 4 D RE

SCiEk 8) &0 HokE, —HfeZE



434 H AR g4

£k (Vol. 30 No. 6)

VD1 DTd A CXCLL & [AHZ% i & O H i %
XldT T EPREINTIz. ZL T, ¥l TNFa HiLikiT
HIMER DA DR A% 435I L 7.

ANCA Bk A TEMAL L, BMERBS LUK
IR LR 2 BEAE 5 C & 2% in vitro OFEERTH S
MIEINTWHR. 512, E ks n-EmeEk:
meEWEMEEEEL, BETAHY. MPAIZEWL
TIRRIEE A ROWEPRD LN, Tk
Dy 7T FRT AT S MPA FEOERT
AREREIFEDORIEDTH S /=2 &5, MPAD
FERE IS B\ TR DOIEMAL BRI G- L T\ 5 Z & 7R
BENTWAES,

Wegener R B DR RE

PR3-ANCA B il R EFH OH I, PR3
(proteinase3) 7 >/ F -t/ A DNA $40 [ 5
(complementary PR3 (cPR3)) 7 L EIFR & Nz
TFFICRT 0T/ L TWHHD0H 5. PR3
DOE L5 (cPR3) THIEI N/~ 7 AL cPR3
W APk EAT S50 T, PRIICKT
LPARLEAL /2. BERENC SIS, #ET F UK
HEagO T OrOBEYHKEORTF F ik
PR3 LIEHICHBEMERE W EA RSN TE
D116, BT R ERE ORA L PR3-ANCA 5t
Wegener WZFIEAE S BA#END A & D, MERN
PR3-ANCA ¥ 21750 B R SOMTB S L Tw %
2 L N7\, Voswinkel 51713 Wegener 3 &
SiE B O Sl O P I % O VH-gene (2 D\ TR
S, 75 AICHBEL TWAPRIICKLTT 7 ¢
T4 BT B BMROZERDO<A T AR
LAz L TWA T &R L7, PR3
BRI UL E DX TF FIC k- THES
N, EXEPOHBE->TWAHI EAREBEINT.

Wegener P ZFIEAE O KM IMICIE G SN T
MR, HRiC CD4 Bt T Mifa23% <, Fifchy7e T #
fa OIEPEAL S Wegener N ZFIEAE O BEAEAL & B
AHN7BY . T fifaOTEEAL <~ — 71— T % Al H
WEIL-2 L7 2 —2m M CD30 &L T
7220, PR3-ANCA B IfiL 8 58 (2 Ml e b 505 25 BE 5
LTWb T EPRBEIN/A. Ruth 5203 <7 A
MPO (259 % B 5 BOG T A (KT BCR R (KR
RaFHEL, PLGBM Pk THRIERMAIC H ifEk 4 5 hn
7. L, CDAGH TRl RET S EH
MIROIEINTFRD e < Tn - 7z,

TGEIPED ANCA B I 28 C I8 BRI AR 1 1

BHNEMIAA% KEDON, WEEHEOY—h—E L
THARECTH L. £ LT, ZhDOIMmEMN M
fald | sk OFEMAL, EEICBESY T 57 EhA vk
FHLTWAHE®. 3512, ThSOMmEP AR
M RICIT AGES NS 2 BE 4 I8N &
iR AR e OB RE 2 4 L 7=

Churg-Strauss JE{&Ef DFRHAE

ANCA Bg ¥ @ Churg-Strauss JiE & £f & % %
ANCA &V & llcd % &, ANCA [P IT3E5E
PEARTRIATE R % & O 7o B/ NIAE 45, ifife e if,
LRMEBMRER D% SRDON, ANCA BEHEHL
TFERER OAEFKIR I, OFIEN % < R BN /2242,

Churg-Strauss fEfEFFIC I\ Td ANCA 23k H =
N, MERNOBRGNARBINTWS. £/,
Churg-Strauss fE {E#f CILEFFBERIE % & £F S 858
WA RO 57, Em#HICIE CD25 X CD69 7«
EOEHEALPUR O MR~ OFK 2O, IL-5 OIf
t, BAL FEEd ERBRDHNT, Th2 ¥4
AA VT & T, HFEERITEE SN TH 52,

Churg-Strauss i & #f @ triggering factor & L
T, MAPUR, U7 T g, BURME, BYE (F
AW, ME) R (xrBm54 FR, LAY
Vv, FoU%E) PRESNATNAP3. 04
FU L VERIKT VAT A (zafirlukast, mon-
telukast, pranlukast) 73 EH STV 5339, R
RUWEHA B2 7 2 d=AF Hiux /—), diso-
dium cromoglycate, fluticasone W A & ¢ 4, #i 1t
é ﬁVC\/ \ 533,36—38) .

ANCA DELEMF(CDOWT

ST, MERCEWTHOZKEEZHL T 5
ANCA B ED L DICL TEASINTW S,
ANCA DR} IRHLE O — > T3 5 bactericidal / per-
meability-increasing protein (BPI) Z#iC L T# 2
THED. BPLIE, BOEHUARIEGEIC K 590 TIF
T ¢/p-ANCA & L THREINDE X VNI Th 5.
BPI (ZHERBRMIIRE O 7 A— VRS E <, 7
T LAEEREOMBEERTSZOT Y F FFoviC
fia L TRED A WVIEHRERZ /S 52 /37T
B5H. FICLPSICHLTHWT 74 =T s % HL
TW5b. 75 LEWRE & BPL & OR#ICOWT
(X, BPIOIV +—"TDdb %505 T O KIS
KRR O MR 7 L IEFICHEL L TR D,
molecular mimicry (% #HFE#:) 12 & - TBPIIZ
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“Host protein

Bactericidal/Permeability Iincreasing
Protein (BPI)

Gram negative bacteria & biebs

.JTIL en processing &

-"o‘L"l!J

II e.g. macrophages or

dendritic cells

= Immune
response

Protective
antibedies

Autoantibodies against
BPI!

X2 ANCA OREARBET Uk 39) & 0 Hokk, —fdE

95 HEHEPEAL THDH T LRI T
% ([X2)¥. BPI-ANCA | ZEFuffHERE < RAE MG
FEERTALND I EDRMON TV AN, Zhao Hid

MPO-ANCA, PR3-ANCA & & (CBatE DI %E K 5E
EREEE 100 412>\ T BPI-FANCA Z#HIEL, 45
412 BPI-ANCA % i L 7240. BPI-ANCA X [f]
K1, MPO-ANCA, PR3-ANCA [Z3\ T4l
OB & O mimicry IZ & » TEAINTWS
WREMESEZ BN A.

ANCA MERXKFEIREE(CXI 9 2 The European Vascu-
litis Study Group (EUVAS) MDEyY #HH

ANCA BI#IME R OEEICOWTE, A5HEA
FEEMBD DI 70T 53 A7 7 I FEOPH &
WORBEDPHESL SN TEL. BEXZ28KITE
PZHET 57, 50% 1359 5. The Glomerular
Disease Collaborative Network | ANCA B if &
R 334 BT HOWTEEICA T 5 MUSHIZ DWW T
AR L 724V, 2398 MBI IEHIME T, PR3-ANCA O
ARSI EBE#EL D5 EHMEL T 5.

¥z T The Buropean Vasculitis Study Group (EU-
VAS) % CYCAZAREM, CYCLOPS, NORAM,
MEPEX O 4 SO KBBRRKABR A EmL T\ 5

CYCAZAREM*® (I, #EOAT A FHE LY
THRT 3 A7 7 I FMBRAERICE->T6 » A
B A R L 27 ANCA BRI M4 £ % 155 41
BT ANCA B I8 58 OMEFFRR I 1510 5 fEA(F
LR IR AR A B L 7=, £ OfER, oy rno

Tx A7 7 IR EROT7YF AT VICEEL Th
FRRIIIEINL a0 - 7.

CYCLOPS (2004) |3 ANCA B I & 48 3% 1T
KT HEMEACKTAROY 707 3y A7 7 I F
TR OV ABHERR D & OIEERABRTH 5. K
BB ROMB I LI TORWA, kD
W L0, MEKH OV ZBREOF RO~
07 3 A7 7 I FICERL, Y773 A773F
OB ED VIR T/, INELLLOTH
%.

NORAM (3, FFEFHIDO ANCA BIHIMmE K B
OEMEEANCB T HREOY 707 5 A7 7 I F Lk
FA T N VSg— ORI &7t % i L
7B TH L. A+ FUFEY—FEIEHEENRE S
NISEFIRIIRE AT A BH IV TIEOY 7
074 A7 7 IFICHERE, BRTHTHELLO
D, AV 7T 3 A7 7 IFOREELD S AR
BETHAHT L 7z,

Mmmxumﬂ i, BEEFEELE/LZL TS
ANCA B MERBEH TG T AREOATHA F &
ﬁD7ﬁX77:F@ﬁ%ﬁ&ka,ZTD4F
7OV AR b MRS IRE OB & e A
BRI 5l CTh 5708, BEZFOLEEIC I M
DIEDPERT, AR E LIRS TH - 729,

RIBIZBNTD, HEEEEFIOF M & FK A FE
i TH 5.
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ANCA BHEME R (S 2 EYFRYBRE D A&

M R OVEEIC DA FHIRAN N ERH TH 5 &
SHENINL TWA. JRAEDOE TR N7,
ANCA BEHL I 5 DIRREIC 5\ C, MBS e &
IZ KB RIEVEY A - A v ORI FERLBR M0 E
D MPO 72 ¥ DRy OMIIERER T~ OFEH, ZhNiC
Gl EHNTE T 5 ANCA & OfSE, 1% P A
NORBEAEZF|EBIT LRI TETED, &
EVEY A 14T 5H TNFa % fHET 5 EY
HIELKI 0 ANCA B MAE RICEMTH A Z LIdH#
IS R B1) 5 RIEAIHEI S & 57200 Tl <,
INHLOEHPHLLEZBNA.

CCT, RREDEBRL ZEMIZOWTHRANT 5
(lz[ 3)46)_

KEBNS 42 i B Ve, IR EEIE - ol (I B PR ee iR
J - MEFRESE - BER. 2003 4R k0 B A B H
LTz, 2004 4 11 H KD AH#EE) B 0 EET
hEHROZK TR S N QW AEEL, AFme
PERREL & HUBL L 7=, 2005 4F 4 BT 1w i 12 55 F B
B L7z, 2O, fo HHERE & 7o BT MHRERRE &
HWHL. BEFEEL R0, SEHEN AR & 75
o7z ABERRCIE, WflOEE#IEYRO, HHO
BEINL 72\ VIRFECTH - Ao BHE MR & it ] C58
EMRHOIRRE, W TREE AT LR AR VR L T

HRARR
Nov.2004 Jan.2005

_ PSL 60mg 30mg 20mg

Jan.2006

Wi,

A OFREMA TlE, U FAMEOPEFIE & KAE
DR EEHED, METIIEMEZ & 7% - /o8
MR A eRD7s EMERMER AT, mEREDO
BRDHOHNT) . HHAMHARM T D REORIEMIEOR
& WEFEEME AL 7. MEOMNEIIEAZEL <
W/z. LLE XD, ANCA BMETH - 20, El&E
e - Bifi - BRA &, A CIXEEIEME N R TR 7z
DT, TxVF—RWHFMEELEBW L. A7 F
VT HERTO MRI T, BAZHRICIAHEHPICIA D
% Tl THEESINLRENBDOOLNLH, A7)
FURTEFRIIERICHEL TS (K4). i
SEMT IS, BEJEPERRRRE S & oGE L 7o, IR IR o8
B R ERE S, A V7 VST HEEHREMNT
IRIE PRI A RO/, Hlb A V7V FU<x TS
NIRRT I BT S e b o 1o G RITFER SN
HETEIEL 7.

TS5 ADIMERBIGE T IV —"T & A7 A4 FHE L
o HN AR BB O Wegener A ZFEIE 7 61, U
TRFHIMER 261, 7V A7 a7 ) MiE 1 FHO
P10 A V7 U FUR TS LT, 2Fc5E
L8R SH) HAHNIHHEM 56 BHETH
9. 2PNCTHFRNAOLNIZD, FEHRQICHEHE
LD, 2HIC—@BEDOEREZENALNIDAT
# - 7-. Lamprecht 5 &7 © YV —HIFEIEHRTE 6

Jan.2007

Smg

.....i AZP 100mg
A
(3.0niig/kg) (3Bmg/kL)

|
YY¥YY¥YYY

infliximab
11[EH

BiEh 70.0 scale out 84 week
EEEN 715 111.3 713 64.0 450 (dB)

VIFRE Lt.

Rt.
CRP 4.46 7.95 4.87 0.96 0.03 0.04 (mg/dl)
BVAS 35 22 20 0 0 (/63)

M3 AT VR T RS LY 2 VP —RFEEREORKES Sk 46) 535 1 0 #74%
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MRI (T1 enhance

K4 Av7VFy<THEHEFIHBOBEE MRI OZ1L
STk 46) 353 L0 $R i

PITA VTR Teikb L, SHBICERIED
N, ATHEA FOREEDLARETH - 7%, »wIFho
SEG S c—ANCA 2RI ANTAIRE & /x> 7. 1 KAITRK
YHED oSz,

v VP —HWHFEEICHT AT X LT OfF
BiZoWTiE, ATruvE ELig, EREORE
BEDPBEMT 5 LD BRMPE TV A (Wegener’s
Granulomatosis Etanercept Trial (WGET) )4,

Y F <712 OW T Specks HARID T =
VI —RFEEICH L TR THHZ el L T
LK, WL ODDIEFIRE N dp 55050, 77« VF—
A ZEIEAE 12 35\ T B fifd» ANCA DA LU
FHEOWRICEE B E#E R LTk, VYFy
YT OHGICLD BiilaxREsh, ANCA Ot
Al & FHBIC A 5.

2006 £E1C1E, HEROBRICEDUED ANCA B
M7 % (F1C Wegener WEFEIEIE) IZK 351U vV F
YRTOF =T VRABOBRABRESN TV 5.
Keogh 5% 10 il B2, Stasi 513 10 fHild 9 Filic
SEEBMMIEON WG L TV AP, Aries Hid
8 B 2 BIIC L B EMIIB O N - Iz &
LTWB79, AITHLBAEBERPETH TH 5.

MPA [T L THAWFIRF BB TH > 72 &
DOREND 50, FEETY « VT —RIFEMEE 19 4
& MPA13 Z Tk L TIT N 7o % i 3% il R 3l ©
b, A V7 UFRYITEY 2V —WFEE & Ak
IZ MPA I3 B2 T 8% ICE ML BT A0,

Birmingham Vasculitis Activity Score, CRP & & 22X
FL, ATEAFRGELHELB LD, 1V
7 U F YT OFRMIC LD 18% 12 MPA OIE )M
DOFRDALN TN A, Fio, HEERYGE, IMIRE,
Biifgy v\l b EELAEEFZLHRE I AT
L. AFEFIOEERS L L TIERNET S
NTWHDT, ZOREGICEL TIEEICL iTn
BabhvweEbns.

sk Tld, Churg-Strauss SEREEIC B VT LAY
FHRF (L V7V F U T BRI 2 IVET )
DOEHIZ L - THE L IEFOREN B 5. %
7o, WEROATaA FEEY /BT 3 AT 7 I V%
EOREEIMHIZEE & O fOF HREICH L TEALED
Churg-Strauss JEEREBEZICY VEF V< T o E L
THEMBEHRTND VD HE L HUEL S 5664,
ZOfh, K& 7 A< Hypereosinophilic syndrome
(HES) O @& ICH IL-5 Hi (K560 541 IgE Hi{k
(Omalizumab )78 F gtk N EF =N TH D,
Churg-Strauss iEEHENOBEIL DB IN TV 5.

ANCA BEmMER(ICHTE I/ )E &40
LZAICEZHE

RENHETH S IV EVORBEIRICH I 5%
ROFFHH SN TE YD, MERERFICHL TS
VIV VDREHTHHEOMEDPHRLINS.
Hirayama 53, A5 B0 A FELY 707 4 A7 7
I FCEMAE/- 5 4D ANCA BIE M R BEFIC
RV VERREL, 16l7RE, BREA TR
W, BERGLL Lo EHEL TWBED.
Nishioka & (3T L 7= ANCA BI 1M1 %& 48 %I1C A
FOA FERICHHL IV I E VARG L TERY
BIREFAERE L TWA., F1LC, HHIEHER:
B BEOPREICMAREDORELFHTH5H &b~
TWw5.

BEDLIVIEVOMERICH L THEHTH- /-
SEGI &R L 7O TRaNd 5 (K57,

FEFIE 82 it . EFRITFEET, 2006 43 7 7
H, ZHAHIEL /2. 3 310 HIZIX 37.7°C O 7L
LHB L. mBExZ L, WBC : 12000/ ml,
CRP : 16.96mg/dl & EH L, CTRX lg &,
LVFX 400 mg X2 AL S 5 L BHRAER, 56
X, BTREERER L. 45 HICk > TR
37~38°C 5k L7-. 4 A4 12 H, MPO-ANCA
169EU s &l CdhH A LML, RIKFTETL
KM (+) THAHZ LD, MERTEEDN, K
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=[5
AR [ &smmmn, mommrsms. |
2006.Mar.|  Apr: [ 1  May. | Jun
30
PSL - 16mgsx 24mgx e 25 22.5 20
EP'D%%HJKSE% ijf*:‘/ﬂ)*ﬁ; MZR
Bita l
faoK BNP (pg/mL) 396 299 335
CRP (mg/dl) WBC X 103/ pl @5-Cr (mg/dl)
30 ¢ 1 1.2
25 41
20 F 408
15 F 4 06
10 F 4 04
5F 4 0.2
(R 40
MPO-
ANCA 169 202 185 86 34 20
(<20EU)
X5 IVUEVEELLBEEENSRMEREEORKRE STk 71) %5 L 0 24t
MizoribineMERNE &) /BRI IG D FEINHISh R
100 (ug/mi)
st 204
127 Bk ) HE5EZE 50 %4l 15
__ 80T T 80.8 ’
16
@ 150mg X1
w14 ® 100mgXx2
o a 50mgXx3
B 124
=]
N 1.0
A
,:\ 0.8 A
i og
0.4
0.2
0.05 0.1 0.5 @ 5 10 0 +—r—TTTT T T T T e
Mizoribine( y g/mL) 01 3 67 9 1112 14 24 (B5M9)
Sonda 5%

IV Y VOREERE LUV SERIEREOMIE ORI FR
SCHR 73) X0 B, —EBeE

HEMEHR T4 A 20 HICYRHE —EARE & 7% -
oo ABRM®IET A FBE Y 2mg 206 3mg w5
LCuw/o, B, RIEF RO LR <,
PSL30 mg N E%, dEEMEN RO LiL,
FES UMK D FEfE L, 72 PSL & 57D
MBEE 25 B3 L CTuw7z728, PSL OF R EH 1Y
LTIV IUVEV50mg #BAtA L 7-. PSL B EH%
L P FERIT A, ANCA ikl & 12T
PAE L 7z, MrREICBI L T b PIAREE 3-6 RFRET HIC
D TR AR TE/2. M6id, b
VBRI 4 IV ) E VORI R A A7 in vitro

X7 V=T ABREETOIV YU VINPEEOH#R
SCHR 73) X0 B, —EBeE

DOFERT, 1mg/ml DIV Y VORETY v /NER
D" A5 &, S0%BREIMH S ND™. F7-fifly
WA IEESIc Vv aalFa FLbe S x—¢
OIEMEZ R S SEEOL )V 1~2 mg/ml
LOHELDBD, IV UV VITEITHERO HEIC
mhHEEREbNA.

X7, T0OV—TAEROEEFR—EET
B5 T % 3 A 2 Tl REZ#M72b D TH
51, 150mg &4y 3 G L 72/ 1T, 150
mg 1 [ 59 % &, KTRLAGRIMAPEE T
FIZ7UVTTELEEZBNA.
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Clinical course
Day 0 70 discharge

Mechanical PEEP
ventilation 15-18cm H:0

.. mPSL 1000mg t Weaning from respirator
steroid

(mg/day) uﬂﬂ 40mg 30mg 20 mg
PP HH

IVCY(mg) l 500mg l 500mg
3mg 0.5~ 0.8 mg/day 3mg 4mg

serum
.5 9.7 18.0 10. 59
concentration (ng/ml) L1519 80106

11/8/2005 1171472005 1112872005 12/7/2005 12/202005 11172006 2112006

8z AAwBMOFHESG L 7 ifife i & O SR
1% FEMAE R EHZOIFIKEE  STHk74) K051

tacrolimus (mg/day) ™| intra venous

Chest X-ray

Chest CT

on admission

(11/08/2005)

on discharge
(1/16/2006)

K9 xz7nty AAEERIBICHT AHE X s LU CT O
2t Sk 74) X0 51H

& 51T, MPO-ANCA B o> K & O Jifi el H i i
WL TATFEA F/OVAREE, Y 7a7 3 A7 73
FREFERE, MR 75 &R0 BRI
mz, 2700 AAxPHL, SFEERFTETWS
BEARBRL Q05D (K8)™.

FEGIE 66 i Ae M. 2005 4F 11 F, WE I A HI B,
Fest LyTPE%7%2. Hb 5.3 mg/dl & EWRE MR
OHNBERICABE L. B X MEERS LU CT
(& T OE M ORI 45890, Ififatim &%
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