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Involvement of B cell in the pathogenesis of rheumatoid arthritis

g iR 40

Shunsei HIROHATA
FEAPEFTANEYE

;@ﬁﬁuvv%mmmﬁﬁﬂmﬁz@tiaﬁﬁmxﬁ%ﬁmﬁﬁﬁﬁ$?5% BE rcmoﬁ¢
' (rituximab) # RAWH @ TS 3 T L /i a HA@ﬁ&EﬁkaéBM@@E%&#%%éhTm%

A OREDGTET S SMEBROMIROT £ SOKREY >/ REFD LT3 HEROBRT, £U%
;f':'=mf%5§u$f“ﬁ’ 'J/ffﬁﬁfrﬁbﬁéctofﬁﬁ%&{%’&s'fé f._htiU./l‘fﬁﬁt_&’;bﬁz;ﬁq:;u[._{uf_m,a:

v (peudo-germ:nal center p-GG) e ﬂ,ﬁi?. & :h 3 c‘: (43, RAICHWT (2RI fé‘ﬂﬁ'(‘_@ =1 HEE?EF‘”LE K

e 4‘:%‘;1 5 n3B EBEGD clonal expansmn fJ*'

_ RURLEECARERAUTE
_ '-BH X k‘é fres > Hb Uy /‘ﬂ:}*l%" {cyclic cnruihnated peptide : CCP) (& <l

”ftmfuﬁ$'
ulllnated flbrm) o EE AT N

WE, &.hvLﬁ?ﬁﬁﬁ%ﬁﬁm?mttbkﬁ%&”ﬁbhfuawMiQHFEEQXﬁ Xy
 §ﬁbbLT6htﬁ HA@FE ﬁﬁ%%iﬁ%?&ét%i%hé Co R

Ke:
zwo¥d

HEnU o7, B Wi, BB, #1 CCP i,

YT b RET

Bl Y w=F (RAVIIEIETMEEEE L T 518
HOERMEDSIERIEBTH 2, RA DRIEDHE
BichloTit, REFORESEELEHZE
T ZLRBAEOLEBYTHE, IO RADEE
RErBALCRFERTME L T 41839 interac-
tion 20 & LTHEMNED SHLTERY, —K
T, RAICEWTRZEOR 80% iz 3w Tl
Yoz b4 FRTFRPBSEHRERZZE25, B
IR R B S T2 2 L b T Tloms
ENTERD, Z20EBIZOVTRLEFALLT
TS o T,

SE4E Mathis 5D ZF A —72 &> T, H-2K #g5
oy o B RNase 252084 5 T fIfafiE v
L TFE—Dr VAP 22y J2?TAKRN &,
FRIEOBHBFBIE-TANOD L2 XRET 5T LT
b, £ RAKEMLZBEREERIET
BEFA2Y R (K/BxN =7 X) 2 &r, HH
REHEY, LRBEERAELT, IO K/BN
<RI BT ZEAMBORIEICH - Tik CD4Y
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THAD A% 67 BHROFEEINEBETHLI &
DEERAE Y, X5, 2D K/BN =7 ADE]
B ORECH->THE, BEROBETDS
glucose-6-phosphate isomerase (GPI} i2 & ¥ % A
ERAELARHEPEAT I LTHIAAEY. L
#HWoTU, e RAKKEITS Bi#iloR#ico2nwT
LWHTEHEZEDL L o7, T, BE
#i CD20 itk (rituximab) 25 RA W HHITH B 2 &
RSN, RA DIBEREELIC BT 3 B Al
FHNETEIRmIN TS,

A8 TR, tFORAIICEY S Billlo
B o Tl CHFERR b S mE
RRATEI L THAL N,

GRARERFCB T 2BMBL S
plasma i3~ D5kL
RAOMREOEETH ZHEMBEOBERDD
EooNIE, Yy RESdLET s BEROB
Hehs gHLTwRY yABRoE&kizT )Y
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AERp, 6 i clonal expansion 2T I L ANE
FEHoMIZERTYS, LaL, T Y YsERHA
iz % plasma cell DEIFTRY % expansion H3E3& S
% A8 RA BHEOK ¥ RS TS 2
(1), MFFAMEERYIZ I plasma cell 13/ VHafk
{endoplasmic reticulum) &2 A T 5 HAFELT,

RA BEMEIIC B W T LIE L T postcapillary
venule DAIICEEL TR oM 5. EEENEE

2

P A :
H1 RAMEBEICESITIHABBEOE]
HE Bt (R 55 x 50),

LEB M BaEMT I LItk Y, plasmacell ¥
TaHLL Ty B kg o/hiadrh, 3 X UH
TAE ORIz S IgM OFERERT 3 2 L it
29, LkdtoT, RA BERBRERICELTY
B iR iEtE(L & plasma cell ~DAr{EDHE D T
WHIEDBHEEIN, 29 L7 plasmacell N
terminal differentiation iZ4: RA R T 1) >3
BRIV T2 < synoviocyte bEE T 3L DL EZL
5RTVBY,

ERRYY RAFRIRIR, H70b Y @iz Ed
BHXIRMBEEZRETE, ZhiZV rific i
5 3 % BB La{germinal center) Iz 4 7= 5 &
(peudo-germinal center : p-GC) IR T h 2 =
citd s, o p-GC OFLERIZIZ CD21Y @ fol-
licular dendritic cell(FDC) % 52, B fifa% 3] &34
AT plasma cell ¥ memory cell N & 3k X E T Lo
(EEELTVwRLDLEILRTWVE(FE?2),
29 L7 p-GC DFFETEIZ, RA ORI T
PR R Y B AROBRESEL TwaTH
HERITRBEL TS,

& 2 B3&iV o< FEEREDO peudo-germinal center
A HE Ry (B x25), B:CD21 Hfh (R x25), C: CD4SRO(UCHL-1) Bvés (B
#x25), D:CD20{L26) FefE (FfSH X 25),

EFOB®MH Vol 209No. 10 2004.6.5 ] 797
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P RABEBEICSY 3 B MIO clonal
expansion

BiifgoEkiboBFLLTl], @%27u—>
EoEH L, OHESENENELD 2580 »H
Fonsd, BEODEICIEDH 5HED CDR FiUk
(complementarity determining regions) % &t V i
EF2E 3323 BO 7 u— oMM TH
575, A%, RA BAOEERE DO VK HEETF
EYMOBEIFOEER, RA OBENMIZE LTI RF
ZRUDETHHOHELBEEL /- VKILAET
(Humkv 325)" DSFEELSMIML TWB 2 &, T 502
COHumkv 325 2 S LIS T RAIBED
CDR3 fH3A* RA B8 ORMIMIZ k24 & h 3" BISR
HBEBEOARZASND I EBWEINEY, Z AR
i, RAEBEOMEBROL» TRINEEEMNL
B i@ &tk (b iz X - T oligoclonal % B kg @
expansion BRI 2TV A I EETHTE H 0T
2. Fr-5lic RABIEBICEELTWS B
B0 VK BEFEYOBNICI D, ChoicwE
EIZ mutation ESH 62 56D, RA B

% RA LBECHIF

RA ICBULTIE, EXTHRULIEY DT M FEFP
i COP BitAIC BV DD ECHF LRI ENIC
HIRTLTEHHSNTWS. LAY F o
PRI RS FBEEERRAR, DILIRASZFIAL
RUZASF /HEEEORFREEREIHTS &
[LEDREMNERETZLEIONTVS. &z, K/
BN YD RATRUSHTIBRE I GPIHED RA &
ETHRETDCEHRESNTLD. GP ZEIEEE
KEILBELTSD, AGP REITEDREEED
GPIICHBL, BEBOME - WEES|IERCTEEX
SN2, MGPIAEOE + RAICHIZHBEHET, B
SlCEDENRED O, L L, BEDRSETREN
GPI it%lE RA ORERSAHER (& I Felty FEIREE) =R
TEELCBWTHBRICEBEEEDCEPRENTV
2. LWFNIZE LR, TNSOBCSENRDICHIEL
T, ENICED RANEESNSOL, SdWhiaIn
SOBENFEOHRE RA DEEONE - WIZORBE
ZHEMICECEDOTEIODICDVNTIRNEZES
FHETULELY.
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WECRBESRNL B #lomttboBrss
HoaTWwB I EDERERLY,

& 512, RAEL B filfae VH 3B{EF CDR IR
OFEfFICX b, B RA BRI WTHE
HALERIITHMET 2 & Ebic, VEREERETD
LERBALEFL DD, ru—rvoliRkEERLL
TLEIEHFEINLDY, o BHllan s o—
¥ ORI, RA BIERREIC B VW TA & » O
W BERENLREREELEL TSI LETRER
LTw3, RA BE® RF LMo VK BEFE
Hoalsd, VHBRETFERIC S somatic muta-
tion BABNB I LR L{ASNTEDY, HE
HRALENEL2ZITTwS Billl@aoidic RE
BEEEEEh Tt wa I LidEETHE, L

"L, KIATRAS E Sz RE UAHZ G RA CHRR

WHRT 3w OO HENFOFEERTEEH
TEHBYW s ofikoRSEEIREO B
MEOESREEELE 70— v ol Bl
fRLTwatEIGND,

W RA [CBU BETH%

1. # CCP itk

RA HEHOITHCHE L L CEmE g
ftaE AR L LAk cRo o 2 TR
[ B F (antiperinuclear factor : APF) % 5 v | i
WA A 2R E LTRBEN LT 7 F 1ilE
(antikeratin antibodies : AKA) S8 & X h T & -
HD, 2 OISR T TH o, IR
b, APF & ARKA OXIGHIEMY A + 7 55 >
747 A OREICEAET 5 filaggrin, BLU
FOREETH B profilaggrin TH B T & MEHS
Mz RV, X542, IO filaggrin iF peptidy-
larginine deaminase (PADD) ¢ WH BRIz > T 7
AF = UBEENY P Y I EBENT dtrulli-
nated filaggrin & 20, ZOEHLDY LY Vi
Y RABRNBCHENERT 22+ — 7
BRIcEBETH S T LRI N, Citrullinated
flaggrin QI QXY b — 7 XT7F F e ATENC
ik 46 U = 4 F (citrullinated circular peptide :
CCP) % & LTl 2 341 CCP Hiffiz, RA
BT AL 87.6%, BRI 889% Lvbh
Tw3Y, Fi, FEFM RA % seronegative RA
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2 bH CCP HiFIZFEL, ¥ 5TV RA
DESEEL LT3 I L5, RA OFEEE L
EELZGEPHEATLOLEISNDY, IgGH
DO CCP AL EEMBEPtEEINTVRS D

FAESHIICTR TR AT s, ThRTER
RPREEC X Y EERBATTA U 2 B RSt
KESCLDTHBEEAGNRBY, Lal, &
nETOMRICLY, BERESIZE filaggrn b
profilaggrin bFE L WL T EMMEREN T WL,
SEAE, BIEN B d T3 citrullinated fibrin 23 7 A
b=y Rl Y ORET 2
PADI fERjIc X bR E ©, Thddi CCP ¥tk
OEACES T2 WHEENTREIRTVLEY, L
F2 30T, BIECELBESBO B $I29 clonal
expansion Z 5| 227 B HilgOMBETF L LT,
= & citrullinated fibrin 235 L T 2R I3+
BELLHND,

2. Uyv b4 FBEF(RF)

RA BEDFI 80% Iz BT, MifFic RF M X
N3 RFZDLDIEIMFHREZ I L DMMDEETH
BHENBZ &6, 26T L L RAKKEEN
Titizv, B3, RF Ao CCP HifF it
THEBEOETRPRYE->TWwE, Lirl, B
BRI CCP ik LML 80%RETH D, Fh#d
fr6ai% 2'n 7' ) ¥4 bH @ RF OAiiid RAIZE W
ThoLbE{, LidioT, RAICBIT 5 RER
# L LT RF E4£ B filuoBiReyistkit 2 5173
ZLHTES,

CHNETOMRICLD,RA BHICBLTIHBH
B X UBEEHBEAO B kRN B f#iaic
_EBORF RELT I ENTCICHLRIZE
NT»2R2  FiEE BRI ELTT
MOERSEI > TwE I EhsY, Zhs
THIREL h~ot—s 7 F D8 B MBERIEIEAL 140
WTwaZtizfoikEiond, —4 RAKS
5B RE OoFEEICB W, #hs TH
MEEE DL 70— # 0 B oStk bt
OFSBRET 2 T2 % 2 0B H 29,

HRR L7k 9ic, RABIEIBEICIA RF LML
72 VKII ¥ {5 F (Humkv 325} %2 & @ oligocolonal
expansion BRI - TWa I &5:56, HEHEN
2 BiROEBEEGIc LT RFOEEMAELT

15F (a) 1-5F (B)

p=0.037 p=0.124

\'
0.5} ./.

IgM-RF/IgM (%)
o
o —y

i GDiateas 0 Wi CDia‘eels
(RA) (OA)

3 RABECDI4 MR L WEBEL & CcD14t i
BoOBRER CD3 iR T TH IgM-RF FEE4£
OB
IgM EA R e h 2D [gM-RF B4R OB & CiF

REY IgM-RF B4 % 5T L 7.

LRTERERSE R oD, HPE, RA BEiEG T
RESHAHROLENLTEY, IhbEHRE
o T RFEECELZTHERS L, LaL, &
S o PR AR 51T T B Ml A! somatic hyper-
mutation % #2 2 L 22 clonal expansion L T2 ¢
5E, BEIgM 356 g6 ~D 7 5 RAAL v+ %P
5% {524, RA BT [gG 8O RF 30
HhoBTHRHEN LY, 2L OBETIZRE I
BB Tid IgM oo HIR oS nE S
Zv, L7980, #IRM%G RF oEL OB &
L CHESENIEBU A OB TEE S 3 i
BEIZoND,

EHOILA, RABESHMME DEHL &
CDI4ATHRIAsit CD3 FifBic X h B I e~
A= T HROFET IORRAL RF EE 28T
BLEHEHLMICLAMI)D, 0L I L REE
£ ORI A R R, ZEREBIENE (0A) BE
BRME DB CDIATHIIC R A SN,
RA EBRWLEHKTHILEIONED 0B
Bfifh 3 CD14 T HIA X BARI AR T 0 A BUFHRME
JIOMBHETH I LELONZ® Lk,
RA BHERHEIE R b B RO CDI4 lEH % \»
BExobhodoiogib LN ERTo RF E
A OBINFIERICEE L T w2 R SicE
Zond, SEEBIOLIERNEZRFEED
BRIZ LR AGTFHEEET IR0 THREL
T 2 LW, RA OFRE - REDREHD S L Tb
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HRETHBLEZOND,

@ BHOI

Bll, RAKEBYS BHEBOMASIC>WIRE
DHREIZACTHERB L 72, RA Tl T BIER B
TORERBHRGICE I EELSNS BH
B2 clonal expansion 23REHRICEE 2 &8 %
BiLTED, Z2OHKE L THREERLIZE
N7z CCP( & ¢ 1T citrullinated fibrin) BSEH ST
Wwah, S8, IH L hERENECOREE L
LM B O RFEEDA DAL ZAGHICT
2 T L5, RA OFEE - A EEECH S LE
A5,
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Key Words : Behget's disease, Wegener's granuloma-
tosis, pachymeningitis, temporal arteritis,
polyarteritis nodosa

U ®IC

BEFS L UBRWRSEACBYTI], L
ELITPEREREDSHNALRL, 284
T 52 b= FARLBITERIRRERE (Vb
BCNSH— 7 A)izBwTH, RS8R RTOMm
BERIEELEZONTELN, HEBEEN N
BRIUEHESNLII LR EDHTHTH Y, B
FERMERDROREENRENECORERN
E42EEZLNRTWEY, LEPLEHL, 20
EhoEB(E RMERERD) O hEHER
LOIRIEE IS BV T iR ER O M 54°
FELREERLTHRENDL v R
BOTH, ) LoPERERCMERL &
FTEERESIIOVWTER LV,

N—=F 1 v MF

N=Fzy MECBTAPESEREREEL
RERAMBES LONERTICERTLH0
& (#20%), REKCEAT2 b O#80%)
KRsh, #ELEEOREN-F v MHL
MR LD, —fRIHEN—F = v MR,
N—Fxy VARERBE L BLBEHICHR

L, MERE L BRI T 5D 5%, W
BE—F v MERBWTREE RN HEE
WHET 28, TOEERERIVING -
BE L UCAREEEOREICES AT RER
BEYH LY. 0L LRABRREOSH (L L
N - RO LR - TR D ETR
Bz &L LTEHRUEELRUL, BED
ENOEFELIFEIHD.
EEIfITIE, B XERETL - NMREET
RENME LTHEMSRICREL, B EHE
7 CORESREIHEIR L (BHR)®, vroX
R1) ¥ ARSHOBRECEBRIOMREN-F v
MRICEAU T DMESHETL Z EhH AN, —
7, —EOBEEICE, BREOMMANEERD
A, HBEFERMCRSIETL, Dwvitid
AEOTEERE E - LT LE S (IBMEETRDY.
BN—=Fx v METHE, SHETCREECMAR
B-FEABEOLRE ST, BEESET
BULAEROZ £38w, LaL, BH#fT
BT P OILHRFHHICAERELRT O
YRR TH A, BHABER—-F v METD
M FDILEIT LA T 25, EROYBEE L HIC
THRPIETT5. —F, BthETEgE—
Fx v FMETIZHLA-BS1D BB AH90% (2 &

LhLELEETREBETH Y. BEN—

Fx v MEOREZENSEE, B1I2RTED
LEMODEPLHEREARB L RGE LERE"T~

* Vasculitis in the central nervous system.

*#+ Shunsei HIROHATA, M.D. & Hirotoshi KIKUCHL, M.D,, Ph.D.; FHASXEZ SN ®173-8605 ERHBIEER
10%2-11-1) ; Department of Internal Medicine, Teikyo University School of Medicine, Tokyo 173-8605, JAPAN
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U si E31% BE5E

51 BBEN-Frv MEEEORBEFRROD
H&E#f, RERNE

AR M2 ®BB~—F1v MEEEOBIESFRE®
A HEERf, FiS=504E, B RENRE(CD4SRO), FiEES0E

DR, SERENBOREEY, R A5
EEY - ABARIC - TEREREDH LR
AHAETHL, BELL, ThLDWENKEL
% % £ MRIDT23EFH {242 3 Shigh density
lesions& LTIR2 6B D EEZ LR, K2
ERT LI, RERCEBALTwaRIREL
LTT Y »/SiRTH29. T, ThOoDRER
BIUVTORBICBWTIE, MM Dapoptosis
PROLNB(E I, 20X, HES—
F v MEIZBWTIE, AR E P B
BROMEAA~OREEEHETHRENEL
LEVPRFENTHLLEELORD,

fRETE S RENRAR (HRAIPN)

HHRHPNTIE, 250/ NOBIRIZEEED
MEHREZELS, PEBERICIOERTELD
LEFIUTEHERE (v, HEMPNTIES
BOFRERICEOT, MBRILD R LE
EMEOBRBOBRE DO 24, HERIEEW
TRIETHD, HROPNIZEWTH 58
H O N LHEREREIREROIEETH S
(@ 4)°. ERIWEORFEL FHT, =RE
ETLNERAMELTT. BRELTF L
beviEbd s, RoMIEIEERNES
R AHNBIROMEBICET(LEILRTE
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H3 #EN-F1v MEEEOREERA®
Tunnelfffs, FAEERS0E

4 HHANPNESEICH S h RHHEE
SAEMRI T2 FE - BV TEIHEMICEHESHRE R0 5,

D, B~ L O OILGA LR 5 = o
LA STV2Y, Wtk LTI R ANCARSE M E %

31:449

DEIBHREBEATOL FOHSHTHAL, ANCARGEINE 2217 it Wegener FISEIESE & TRtk
: FHERMER(MPA) S ), BIEIRCANCA
(PRIANCA), 1&E1IP-ANCA(MPO-ANCA) DEE
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31:450

NweFH F31% 5 E

AlB

H5 REEEBEA

FEHMR TR EEICBWIGA TR SN AERORE 82w % (KEN). A AT, BIEl

EB.

HEHE G, THhHOEBTH PEMERER
BTl DA, RITEENRIRS (hypertrophic
pachymeningitis) DEEEANEH 2 hT\w5, ANCA
EEOREREELICOVTE, ThE TR
PEREERTWEYY, ZO24FFP-ANCAD R
THbhHLOFIMTH oA, MPALEERS
ahr-boibTr2aTho 0 —H, 24H
PG O B3 1 I Wegener ISFIEIE T dH o 7299,
L b, ZO1BIOWegenerAFHEERED D
t 5 fITIZC-ANCAIZRH: TP-ANCAA A Th o
7299 7255 T, P-ANCARBYEDIEE MR R
* A4, MPAL D b LA Wegenertd 3
BREOCTHRBRZEL TRETILEND S,
SREH AR, ) vk - BHEAROR
B TEEOBMERORETH D, WIEES
PR S OB 2 R0 L b DD,
T/, BRI EA TR EHED LW DD,
BRI IEBERNEAZROI L bHBY.
FRTEE i G 2 0 B PR A AR VSRS & R 4 DR
REETHY, FEIRFEEL L OBERIBERI
—RENTIEED bRV, BT, BERE
Bl b A EEOMB oMM H D, #50%
KBOTERREOLRZHMS, BRO2E
FlzBCTIE, SRR OIL6REOPERO LA
PRLA. BEED - & BEELRAEIIMRIT,
T15& P HE 1€ 12 31 5 gadolinium (Gd) enhance-
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mentT, WEDIEE & FEME GG enhancement
FROHLH(ESE). 612, BBV TIRSRK
BRFEOmBICERET 2 EEZ LN LHELR
wohhiz{Ee).

WEL LTI, "EE~-REDORIEERAT
o4 Fizhnz TREREROf R Thbh a0,
RERE L LT, £ELTY2ZU74A7 7
IFERwLREY, THYFFF) LX)
LaY— FOFAHULMES LTV L, Ktk
KBV THEIIHTIRGRIIAFTH L,
ERTFHIIOWTOHRERIGTIN TR,

ISREHAR A (EM 2 TEB)ARA)

WERER A0, M RIEEREO L TR
REZELTHES b2 BvwEVDRT
WA, RIFEERRRIC BT, & < [Celastic tis-
sueRZEVEIRABE LT £, REIFHHIR - #
HEIER - REER - BEREBRChIZE NG
», NEERSESACTROBERIHTHL.
bo b VHEOBVERERIIENR(GE) TH
L. EOEDPOERE LT, BTk 205 I
ik, —BRREmRTE, RiEE, LRHRER
ESHLIERT S LEBAM, Zhb gk
WSRER R ICEE T 23580, $ER~KEOF
BREEATOA FIZRISL C8E+ 5 o L0
shpZ e, MEBREDEEIZOWTHSS
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AlB E6 SH%E

31.4561

iwalaitr

A MR angiogram (B#lit#), B : AHBEIREY (BIRM). MR angiogram & EPEHRBEICEVTH SR

BIRFAEE STz,
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2T, isolated CNS angitis & S2RT & 1548,
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(ZENBEETHLILEDRS,
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Central nervous system involvement in connective tissue diseases
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Department of Internal Medicine, Teikyo University School of Medicine
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summary

Neuropsychiatric manifestations are relatively common and serious complications in systemic lupus erythematosus
(CNS lupus) . Overall, in patients with CNS lupus, CSF IgM, IgA, IgG indexes (indicators of intrathecal Ig synthesis)
as well as CSF IL-6 activities were significantly elevated. Of note, especially in patients lupus psychosis, but not in those
with focal CNS lesions, anti-ribosomal P antibody (anti-P) in the sera as well as anti-neuronal antibody (anti-N) in
the CSF was significantly elevated in relation to their CNS disease activities. These data indicate that the immune system
activation within the CNS, possibly resulting in the elevation of CSF anti-N, plays an important role in the pathogenesis
of CNS lupus, including lupus psychosis. CNS involvement in Behget’s disease, usually called neuro—Behget’s syndrome
{NB), includes acute type and chronic progressive type. Acute NB is characterized by acute meningoencephalitis with
foca! lesions, presenting high intensity areas in T2-weightened images or Flare images on MRI scans, whereas chronic
progressive NB is characterized by intractable slowly progressive dementia, ataxia and dysarthria with persistent eleva-
tion of CSF IL-6 activity. Chronic progressive NB is resistant to conventional treatment with steroid, cy-
clophosphamide, or azathioprine, but responds to low dose methotrexate. As for ANCA-related vasculitis,
pachymeningitis has been found to be associated with P-ANCA as well as C-ANCA,

Key words—anti-ribosomal P antibody; anti-neuronal antibody; interleukin—6; methotrexate; pachymeningitis

R

PEHRBLUBERESERIBVWTRLIELITEREREOGHERONE, @8 T ) FT -T2
(SLE) 28175 DiEHEHRE (wbwd CNS b—7A) IZBWwWTil, PEREATOREREFEELREHLE
LI EFBHOAIIERATVE, Thbh, PEBERNTOREOYY) YELEOEFETSH S CSF Ig index 2§
Wb o) IL-6 %2 [FN-a j3, CNS W — T ADEEFIIBWITERLTWA, —F, CNS L — 7 AOMAEFRIZIE, M0
BRI EY — 4 PHAES LUBHETORNAEBHAKL VI EERAEDO PO EXLPEETHILEILNT
Wwh, R—F vy MEAOPERERE (BRAN—F v bR HAS (AR LENE GBIT) Bitgiisha, 2
BEOMEN—F v MEIZ, W8 - ZEEELHN - DREPFEBTL LTHBESMICREL, BR - EHELRY
OFEERERPEI LS. BIEETREORER-F 2 v METH, GRBOBEHMELERFALGR, BEF
WM TEAIZEITL, DPWICIBABORREFE2-LTLES. 29 LT HLA-BS1 OBEEIED TS
, FLABENIIHMETO IL-6 PEEBES*TRTOFFETHE. BEHEFEOMBE~X—F Ly PHIZXLT
i, BEA P PLEH— FOLRENNABEFEHTHEIEIFRIN TS, ANCABEMERIZBITL R
HEREE LTI, RIEFESERENEE ShTwa,

F—=F2Z (SLE) 2385 HHEHERE (Wb b
CNS V—7R) IZBWwTIit, HERPEBEHERTO
BEAS LI UBERERERBIIBVLWTE, LEL MERFEFEEEZ LNTE A, HBEMHIIME
P EREREOAHMNROAD, 28877 ROFASINLE Z EIEHTTRTH Y, HETIR
MERINOGEFHRENZTOREICES TS L

FRAEREFHRH ZibNTwal, L Lids, Z0M0KS
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HAERRAEFSSEE (Vo 27 No. 3)

(B AERE) OPEBEEREORERRIC
BUTRBEHEROME LN T ELBRE 2 RT
WELLR R, #oT, BEMRBLUBERSE
BESIBOTIEEREZ £ Lo REEETH
—LLOTIRE, RFIzBWTIE, SLE, ~N—F
= v M, ANCA BEME £ EHLE LT, &4
OHEAERE QRS L REERIC OV TEH LT
AT,

I. SLE

1. FRIRERAE OEREREIHE

1) fEROZHM

SLE i25 T, KRIZEF e PRBEERIA
LMD, ZOBTHICHEEOTV L DD, R
REDEE (LEOHMER) LEBTHILY, BXR
frgre o BEG, R4 - E -2 - 5tEz o
MEREDEE T B L T 2B EERERE (organ-
ic brain syndrome) &, FIZSE - #1950 - FHHS5H
HEHERK T EOBBERL 24 L 5 A EHFBEMEE
5% (non-organic psychosis} 2B ST & 7D,
1999 4E427 A A ) v F%4 (ACRY I2X - T,

F1

SLE ORBHMBERIZOVTOH LW SEEHNE
ahi: (RDY. ZOHETRIPRARREL,
BETEE+ £ £ L 77 Neurologic syndromes & &%
But%eERE % X & L /; Diffuse psychiatric/neurop-
sychiatric syndromes @ 2 D24, S LHilkEx
acute confusional state, anxiety disorder, cognitive
dysfunction, mood disorder, psychosis @ 5 THE IZH
FMELTWwA2, 44, SLE ORI D Fiak
FREADETHTRTOMEBF ZOGHIIETNT
EF AL TR I EPERETHA.

2) BIBEREXTOA ROEE

SLEDEICRELT, BIBREEATDA FLif
ELRIIBRERNBRL-VEBELALY»TAE
EFLIELITERISAS. CThIZEAELEITREX
704 FOBRIER (Wi w3 steroid psychosis) T
B2, tLABEMICETLTWACNS V-7
APBBFREATOA FOREIZL - T—RICEE
L2 EFEZEZHIPEB LTV, BE, Dl
Y) steroid psychosis i CNS LV — 72D BE 2R E
LRTWIEINERSNTEBY, ZOAFIELTL
bIEEROEFBICHIOTIE RV L EHITT

TAYANwTFESE (ACR) 2L 52HMT ) 7= b~ FRAOESREREROSE

Central nervous system
Neurclogic syndromes
Aseptic meningitis
Cerebrovascular disease
Dempyelinating syndrome

Headache (including migraine and benign intracranial hypertesion)
Movement disorder {chorea)

Myelopathy
Seizure disorders

Diffuse psychiatric/neuropsychological syndromes

Acute confusional state
Anxiety disorder
Cognitive dysfunction
Mood disorder
Psychosis

Peripheral nervous system

Acute inflarnmatory demyelinating polyradiculoneuropathy
(Guillain-Barré syndrome)

Autonomic disorder

Mononeuropathy, single/multiplex

Myasthenia gravis
Neuropathy, cranial
Plexopathy
Polyneuropathy

{ACR Ad Hoc Committee on Neuropsychiatric Lupus Nomenclature: The American College of Rheumatology nomen-
clature and case definitions for neuropsychiatric lupus syndromes. Arthritis Rheurn, 42: 599, 1999 % —8&cE25)
(hitp://www.rheumatology.org/ar/1999/aprilappendix. html}
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ETHBHYN, £6i2, CNS V—7ADFEMER, [
B AR5 DNA YUl L o2 OEEBER T
RO TLABELRVI LR ATEICEVTE Y
Vvy&, CNS I — 7 X % B 5 steroid psychosis
CHEEBAILIIE-oTLES.

2. SLE(C&iT2HIREEREORKE

1) FREZENOREER

CNS V— 7 ADHBERRIZ BT, PEAFE
BTOREEFFREELREH LTI LFALY
s Twa, fkzif, PRMENTORES T
T rELOEETH S CSF Ig index P RE 5 fE
RO IL6id, CNSIV—TADEFIIBWTDOAL
ST23ZEFBELPIZERTVWAS, LaL,
5 CSF Igindex 237 IL-6 1%, CNS L — 7 2
OEBHREDSWETEREELENVDO LNV,

—%, BEREDPOIFN-« b BEMERERT
SLIE BEICBWTHENICILETLZ ESHL AR
SN TVEY, BEROAZRTEETIEIILAE
REIZDHT, TITHAERRE OHEFRICE
545EELL0E9, ZOLHII, CNSL—TX
DOFEBEIBVTIE, FRBEATORE/ O
Yy f b hf VOBEICRBSNERERETN
ELHELTwA I EPHELP IR o TWED, &K
FHEFOEREIIOWTIRREFHEZEHNE (RS
T3,

BEFE D IL-6, IFN-a % ED¥ A + 74 DL
Hid, T LU THEMRIC L ZEARMISERT S
bOTHEECHIUEUEPTRBRINTHLY, KA
LN — 7 ARBRETHECLEBEORBERB IV
EHIZBWT, HFICHEMEAIIC IL-6 mRNA @
SFHEIFEHRLTWwWAZ EZHASHIZLAE (B1)P.
LaL, 29 LRIt sY A bAADE
EDREFNMEDBEFIZL > TELLDPITDW
T3S HOBHEE -2 TiTRe bRV,

2) mAFPOBACHE —HUKRY—LPHE

(P Hilk)

A. SLE P HUE

SLEEBZBMETIZVEY-LLRIETSHEH
HHTETET B 2 L A% 1967 4F Schur 512 X - THID
THEEINLY, FEICRY, ZOIBHEHSESL
Pz ERNTWE, FOF|2ix ribosomal acidic pho-
phoprotein (P ZH), ribosomal small subunit pro-
tein (S10), ribosomal large subunit protein (L12) 7%
H2%). ZoORTH, PEHIHTEHME (U)K

®)

®1 CNS)I—7RA QL—7 AR BE0HEE (85)
I 5 IL-6 mRNA ORE : CNS JL—7 2 EE (A)
REOTHNEBEE (B) oL, IL-6mRNA O
ZHERATORESHEEL TS,

V=L PR P BUE) PEERFICER KD
Twi, JFEY—24PERIZIPOIEKI), P1{19
Kd), P2(17Kd} #6HEh, fiPHMFRIIIN L3 D
OMBIHBLTEETZ2CRm22Z2BWOT 2 /B
POEEIE N —TEBBRT LI L bh o T
A0,

PLP BRI SLE (CfFRENE C, MoEETR
BEAEBE RS2V, MBI TEEAFE
LNAHZZEFREENT VDY, FOHEEIL0.3%
BETHHID, LILEHEAOIEEALHSLE &
DEHEEFTH Az, £-T, HPHA
DHBE, BT Sm L HE DNA Bk & FEERIC,
SLE LIRS L EEZbNE. P D SLE
BEIIBIIBHERIT12-16% L bhTwn3
A0 RIMTOMETHIIC L B BT 28-40% &
EmVERASH DA ZFOBIEEE I ATEE K
SLEEHERPEETAZEFNREERTWS,

B. HIPHIMEE NV — T AR

SLE 24 ) BRI R ORI —HRIIziIr—
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T A SR (lupus psychosis) L& h b, 1987 4
{Z Bonfa 5¥W\2 L DL P ENEN— T AEMREL
HET 22 LA REINEETEDY, FOER
MORBERTREZE LDV —EORBIBONT
Wiphro 210, BEFICLY V- TAKEBKLILP
AL MBI W TORBRN—F L2 vDld, v
Ry — L PHEOMEICERYT 2Tl 7512
#ibhh, BE, MPREL V- TARMHRL
OENABEEED - LT 2 H|ES TIZEOMEAS
B< (95-99%), ROV ETARETIIM
EORVWHEZER L TWAERIEALLTY
B8, HAFIOSERIET D201, M 9%
UEDYRY—LPRFF 2L PIETL TSI
YICEELbLoREE LAY F A v ELI-
SAEICL A PIMAOBEELHLL, ZOHEE
% BT SLE £3% 75 #) (non-CNS SLE 26 1,
N — 7 2§54 28 5, non—psychotic CNS SLE 21
#l) omERmPiIkrBIE L. £OFER, V—
7 2 ¥5189% T & non-CNS SLE, non—psychotic CNS
SLE IS RAECAFMP Ao LA LD
(X 2)19, $#-T, MPHALV—TAKHBELD
MEFHREE L TELB 1 20ERELTYF
V=L PHFEOMEFEETSUESEFHEIESNL
7=.

PP S ILN— T AERIRDOFH S0% TEOL LN
B, MPHAEIFOEF L VHRLEZVERTY
FBHERICERLGELALRDLZ ENH D, &
W, EREEBCLTLINBERPRAEO LS
FobhznwlEbds, —F, MPHEIIL—
TABRKROBETH - TOLHBEPTIHIZLALE
HEhaw?, €T, P IRESPEMERE
DREEEZEBRS L TWBEOTREZVWINDEEZ S

Anti=ribosomal-P LR P = 0.004
antibody (Ufmi} , T S
10000

1000 1
100 + . -
::{ .- I
M -

1
mmmmemm——— e - -

10 4

D
1 —t

T T
Non-CNS SLE  Lupus psychosis ~ Non-psychotic
CNS-SLE

M2 £z r—FRACBTA2nER IRV —LP
itk
b= 2 AERR; (lupus psychosis) 123V TitEEIC
HL, nEfi) Ry —APHENEELZ EREEZL
Ny (OB 1) EHE

ha,

C. HPHENKELOEE —HMPHEDDE

wTAIE N TOEEHERERE TORE

RV —LZ0bDFMEICEET 2012,
MPHBEIHERED) RV —Lk - v &L
TWAIZ EREZIZW, ZhEITHHREICL NI
PHAODETAZE M — 7ML OHPBOREIC
EBEINTWBEIENBELN IR/, I bHIT,
Friffgf e skiife, BEFMEEMSR, REFHE
Ba, MEAKMETH ALY, Tz A5 70y MZ
XABFNTIE, ThoOMBERICERRLTVED
F3BKAD)FEV—LPOEQTHLIEHAL L
(2o TV AW,

DETX b SLEZZ 2B\ T, IgM B X ¥ 1eG
RO » R ERAVFER L, o3&t SLE
DREZKELICHEBTIILMEHEATE
7o), FhlE, b PRI YSEROEE LI P
HEoZETszE =7 (VR YV ~LP T b —
7)) BREBTLIPEHIOVT, FE—HA b A}
Dl TR R T o/, 20K, FHM
CD4+ T #ifs, CD8+ T#iflE, B#MkE, vwTh
LEFHORETIR)FEV—-LPIE —T%%
FLTwhdrof, UL, B CDIMHET
EHLT 2 &, CD4+ THilL & CD8+ T Mifzizwv:
THLYEYV—-APIVY F—7%8HLAE (F
3)2, ZThizx LT, B#ifE, HTCD3 AR
T #f3 # 5 1 Staphylococcus aureus +1IL=2 Ty
THICE > THEHIELBL )R- P
F—7%RRMLadhodi, 3602, THIZ—HL
T, M PHEEe b THEBEED Jurkat & 3RS
TA5L0O08 M BHEIHRED Ramos & i FIE L %
Mol fEoT, SLEICBWITH P IZESE
IETHRICESL, *OMBIIEERTRIZLTY
HIEPRBEENG, —%, HHEELE FREL
Exov PHEkH®ED THP-1 filAREICd U &
V=APIEF—7HRBRLTVAEI EIEARE
BEhs S, MPHENEIH L ) v
HyifE” L LT, SLEOSRERFORKIZBWT,
T % 1L 2 R LTV AP BT LI LI,
MPHAEDHEEREICEITAESNEHICL-T
ERETHLLEZLLNS.

3) BEEERoBER#E —hMHEdEiEhG

FLh R MmRiiA & CNS Vv — F A DREASLLRETIC
FEFEDZEDHL. LAL, B4IZRT LS
VL R QIR PRI SLE BE T iR
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CD4+ T cell
Patient MS Patiert RM
w}‘h-_l "
: ;
t2u%
e ° i
1
g . A
[&]
8- h
R I’ T.44%
- i" \
’?i \l
. ) 486% 156%
P
LA :

i) 1 1 100 wee T 10

184 1008

Eld

Fatient MS Patisnt AM

Day0

Day 3

Day 4

Day 5

IR LI 1

Log Fluorescence Intensity

E3 v FEEMCDI+ THRSIUCDE+ THREELOVEY—LP IV F—70RE
CD4+ THIB: LU CD8+ THRVWFHIZE W Th, B CDI HENRIC LN foRGEHICURY —AP I F—

TOREEARIINS. (XEL22) X 0EA)

Serum Antl-N
s(;!;ml) p < 0.0t p < 0.01 p < 0.01
o
400
o
300
200
100 °
0 S
Control Non-CNS Lupus Nonpsychotle
SLE psychosls CNS lupus
{n = 20) {n=27) (n =34 (n = 26}
R4 £5HIVFr—FRCBIT2OFHAEMIR
{% :

mEPHPEARRGISEPRAEEROGEIZH
5%, SLEBZETERL TW: (IR 19) % 24 F)

BREEOFEIZPPOLLTERLTEY, O,
5 CNS M — T ADFEADES OV E
Eizbhih, —F, CNSV—TATIEMEPOHR
MRS RICEH L, REEESEE &L
R8T 5 Z LA, 1981 482 Bluestein 512 & - TR
EIND, F0BOBATR—E LIZREBEYHE
LTWwizdol, Lal, FKAMNHIICHELZLL
PR DEAZ R LSRN RMEEICL D
WP OPHGHEA L CNS L — 72 DOEFEITE
HTEMTOIA (HSHY. CNSA—TRAIZBW
TEHHEHZEATCOREI O Y EEDTLEZR

CSF Anti-N

p < 0.01 p < 0.05
(U/mY) | 1 |

Control Lupus Hon psychotic
psychosls CNS lupus
{n = 20) (n=27) {n = 14)

RB5 N—7ASMREEI i oMl .
—F 2K (lupus psychosis) 2 v Tid e
LU, HEGTHGESRRGOEEL ERHLAGH
fo. (OUBR 19) & ERE)

HHI Enb, JOFEDOMBEHENKO LR
RAEMENTOEEREIIRAT A LELLN
3. o THOHIOBETHEMENTEELESI
PR A AR R MRS L TR A 2 &
£, IFN-a % IL-6 DELETTEICRBEING L9
LR OBERENERS R, CNSL—-TA
DREELOTREVWALBHIEEIE Y IoD
T THa.

ZIOCNS V-7 REEICE LN DH MM
HOZERTAILE =TIz DWTidsk L PIZE
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HTv&zva, &1 Diamond 5 @ 7 v — 1%, SLE
TROLNDIF DNAFEOPIIREZBEO VY 3
VEVETSY-LRETAY TRy PERZEL
12, COMBEETTAORICEHRL-EI ARE
MEOTRERI—TADRERIRZEVIW, ffo
T, ZOMEERBEARIALORRICOWTIR
SHELMILTRLLENHS S,

II. N~FzvFE

1. _—F v MEOPIEMERE DRV

1) —HRYSER :

N—F =z v MRIZBIT L PHRAHERE R LRRE
RFAMEELZ2 EONERBICERTL00E (8
20%), RMERIERTALO (#380%) kS
h, BETHRFOWESR~-F v Ma (NB) &IF
AT EDEND, —fFIINBX, N—F v FFERE
ERRELE/BERICEEL, NERELFEIC
META2E[PH 2. NBIIBWTIIESH g
AR BT 545, TOEELERIVNE - R
BB LUKREERZOBEIIET TITRELEY
WdbH, O EAEREDTA FFICEEE - D
B D¥AZE) LBF - WERRVETEBEZEE LT
SRMIILE LEBL, MEOENORMLGE
H5,

2) RYEEINB (#£2)%

SUEEI NB 12— M ICRB 2 o L RERBE A O R
LD, CHICHRESHEEREZ Sz SE L
BBRTEIREES S 45w, BRL EOKERR
PEMTHLEHELRONE,, BEEFLHMIE MRI O
T2 S E (&% 7 L 7 B2 8 v T high intensity
lesion & LT &N 5, HMERETIE, MEES

SUEROFEEU LN LR 27T, #HMESE TR
FHEROEESVBEMTSH. RO IL-6 FiE D EH
WEETH2IEHMEL, COBRTERENBELR
ELELZ-2TV3Y, SHA NB OEEDEHEF
BEEAT7TOA FTHE. I HBAMEIEITT S
EPIH LTRT 2P P ERE~ABONTEE
ATO4 FOEE2BI L) LPEETHS.
N=Fz v MEDIREEOWHIZEBTH L L
AHEE E N T 5 cyclosporin A X NB D ER %
BRTHZIEFMOATVS, ZOHE, B
o PRI R OB (SR NB) % &2 Z %\,
SHREINB LEHI, SFETELNEBITEERERS
BEEF&HETLILEDH S, Cyclosporin A 5RO
FHREARRECIHRIL-6 D LEFTEDHLR L X
& X h, ¥ LA Cyclosporin A 23&tEI NB % 5%
THEZEZLRETHAH. Cyclosporin A Dzik
R TERTIES LS5, PEE~KEORT
BEATOA FORSE2VELTIIENE .

3) BMETRINB (%3)%

I, SHEINB LRIRELY, BRIFEEATUA
R & & B GBI U THIR T S OBMER A

R2 BHEMNEA-Fv MEOER

Patients CNS manifestations Finding on MR scans CyA

57M  left hemiplegia T2 high (right IC) (=)
46 M  headache not done (+}
38M  left hemiparesis T2 high (right IC & Th) {4+
59F right hemiparesis T2 high (left 1C) (=)
17M  headache Scattered T2 high (+)

59 M ataxia, dysarthria T2 high (Bs & right IC) (+)

CyA: cyclosporin A, IC: Internal capsule, Th: Thalamus, Bs; Brain stem
(xmk26) L ha|A)

23 EHEMEN—F = v MEORFE

Patients CNS manifestations Finding on MR scans
58F - dementia, ataxia, dysarthria Scattered T2 high, Bs atrophy
68 M dementia, ataxia, dysarthria Scattered T2 high, Bs atrophy
28M dementia, ataxia, dysarthria Bs atrophy
M psychosis unremarkable
45F dementia, myclonus, ataxia, dysarthria Cbr & Bs atrophy
43 M dementia, ataxia, dysarthria Scattered T2 high, Bs atrophy
59 M psychosis, ataxia Scattered T2 high, Bs atrophy
53M dementia, ataxia, dysarthria Scattered T2 high, Cbr & Bs atrophy
50M dementia, ataxia, dysarthria Bs atrophy
53M dementia, ataxia, dysarthria Cbr & Bs atrophy
3ITM dementia, ataxia, dysarthria Cbr & Bs atrophy

Bs: Brain stem, Cbr: Cerebrum

(TRt 26) & B EIAD)
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EITL, DWIZIBEARMICR>TLE ) —BXE
TR L BEEN, BHEETENB LT
hTwb2e, BER1L BT, FHER ER- A
1EZAL) - ataxia - HEFEFEEVEL 116 - 105 - 9
FlizRoh, BENEL, ZhIZ—-KLT,
MRI ClIEs - AN O atrophy 510 iz, /2K
B¥ @ atrophy 25 4 FHZEH b iz, T2REAEE T
OEEME 2 & 42 high intensity lesion 13 5 #1282
HHNTzA, LTLLEMHETENB ICERSILE
btz {, MEEROZVR-F 2y MREFIC
bER SR

EITHE NB OFSFRAEEE, SHENBICRET
LR R ET B EASRATER E L T8I L%
2, BEOMEBVTHR  BRERSHEBEES -
ataxia AVHIL L, ThdME4EFL, BICIZEE
BEABKLZoTLIIEWVIATHS, I/,
HLA-B51 O~—F z v MELETomERLL
I 50%ETH LD, BEREETENBIZBWT
i, HE&E 11 fiicb 9 flAf HLA-BSI B TH o 7=,
—7%, BT OMEH  EBRICEELATLH,
HLVWIREBTHIIZ LT, FEIL-6EE
P AU LR L TREEEZRT I EAHL 2
WKhoTwaM, Zhizx LT, BHREINB TILE
WOERE & b8 IL-6 Bk - &8
FAALTETTS. —&WIiE, BEETENB T
BRI IL—6 $50.1 U/ml (20 pg/ml) LA L TERT
1

EBHETE NBEEIBERATFOA FR oy
clophosphamide 7% ¥ CIIBRBUAT L I L ITEE
TH b, F4l, methotrexate O/ UV AFEZ
L DB IL-6 P RIMICIET LAEFALEERL
7z. #Z T, O methotrexate MAE /) A EE
OEHEITEI NBICHT 2 FABLRETTH 4012
F— 7 REELIT o 4R, methotrexate F#5T%
(7.5~15mg/38) 12 y BilBWwT, ESRIICKEL
BEi IL-6 BHEITETL, EROETIROLR
hodz., LAL, 5RABI125sBET
methotrexate % E L2425, #06 r HEIZIE
EEALDBPITHEIL-6 D LRE EDIERDOE
BHRER N/B, £2C, BETIHE, BEEIL-64
BEOE T 1 EMULERELAZIL, BRIL-60
i % R 7245 methotrexate * 4 1B L, Pk
LI ER% 2PBBRT I ILEoTWwD. 2025
{22 Tid, methotrexate k6 » BLLEETD
B IL-6 O ERITR L, EROEESRLATY

72\, $E-o T, methotrexate 8/ L AEEEIL, 18
HEITENB OBEBEAREL LTHHRENET
BERETHLEELIONS,

2. NB DFEHAVER

NBiZBWTIE, CNSAV—7A L EHBHIIK
B, BE:, MEICHHOD A REFNHT(EIEDL L
h3, FOHRBZHERE, B6ILTmT L) %Ed
1B CHEHRE B £ ol & L2 INE R~ D BLZER,
FHENIKOZ MG, Bk - KBEEZ - AiE
HIilE-TH#REHMICEDLNBETH L. BB,
IhoDFEEFKE 2D E MRIO T2 BFEE
{= 334+ % high density lesions ¥ L TRAI OGN 2 b
QEEZLND, RBERICERHELTWwWLIDREL L
TTY YR THA, T, TNHLOREHBL
U+ORBIZB W TIE, FHIE® apoptosis 2352
Hohd (NP, Z0XHZ, BEN—Fzv
MEIZBW TR, $AERE FOICEBROMER
RO ERETHREFEL 2 S0 FH-AT
HBHEEZLND,

E6 fES—Frv MHEBSOMASHRA() (H&E &
, BEE25E)

3
B
L . 1
PN A - A S -

H7 #ES—Fzv FRBEORESARQ) (Tunnel 3
&, FfER 505)
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III. ANCA RBAEME % & IS

ANCA P88 % 451213 Wegener W EIFE & 554
HOISZRMEL (MPA) #& 1, HiEIt C-ANCA
(PR3-ANCA), #3313 P-ANCA (MPO-ANCA)
DOEERIE ., ITN6OERTH PIEMEHEIZ
TNTIAH LD, ERESRTERA (hypertrophic
pachymeningitis} O &P FHEHSAh TV DS,
ANCA BFHEDREERBEREII DWW, ThET
UFFBEERNRTWEN, T 0224 Fc P-
ANCA "B TH 2 D17 HITH o 7245,
MPA LREEZM ENL Db THI2HTH -
7230, —J5, 24l 11 Flo B i Wegener FI3F
BBIETdH 072300, Ldd, Z0 1159 Wegener
WEBEBREDH B 5 FTix C-ANCA it T
P-ANCA (MPO-ANCA) HBtETH o 723030, fit
2T, P-ANCA B oREBEEL L R 5612,
MPA X h b te LA Wegener ¥IEEDTRENE & &
ATHETLILEN DS,

MR R A DTS ERA R A0S, U o3k -
EEBROBRE - EROBEEORETH
h, HEEPAFEERECSROEERERD S
ZEbdb, i, BRICIRBET(LEFEDLWVY
DO, BRIZSHAERMNERZETDLI L H 20,

AR PSR S O BE PR ELR 1L BE S & 58 4 O bt p
ETHY, HEEEL EORERSIERZE 89z
BERH L0, FEETIE, BEREPLETS

'8 Hypertrophic Pachymeningitis (IRE MR 4D 1 #
BEER MRI T1 BB B\WTH F Uo7 AlC T
ShLBEROIRE LY S (RH)

REOMBHEOBMNY»SHY, H50%ICBVWTER
REOLA RO L, HERO2ZEMIZBWTIE, #
WMIL-6 BEOPEENLRERLA. BRI LEED
BEELHEETEAMRIC, TIRBFABEEGBIIBITS
gadolinium (Gd) enhancement T, WEDEE & [
ERfz @ Gd enhancement #2605 ([X8). S 612,
BEFIIBWTESKEREOLIBIZERET A L
FERZONRLHELBDHLNRI.

BELLTE, PHE~KEORIFEEAT 4
FIZIMA TRENFF OHAM»TLR B0, fik
PISAIE LTI, EELTL 20742773 KA
Bwboihbdt, 7H¥FF 7 AP LFF—1
DEMELHRE SR THAEN, KMRIZBWTiEHE
T ARG BIFTH B4, RETFHIZOVWT
DI ST,

Eh VI

Db, BE#FAS L UBEREGERIBVWTHE
BHERE OB\ SLE, X—F =z v MEICBIT 5P
MEREL, HERLLVWIRAEFEEA TS
ANCA GHEDIEEMEERE ROV THE L /.
N—F v MEOPEMRBERERHNE LT, H P
ik - PUARERMEBE IR - ANCA L v - BTHLAR
PHERERE T ERT A Z LIREREN, 47
F 4 DHFAPREME EMM L 32&HA2 £ LTy
BRIV THLAIILTRLIENEETH .
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