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FERREIR & L CTId R —F = v ME TSI TR 95 s
Ao, Z ORI RIIREEMIR T TH ), BB X O
TRE Wik B 35 & OV I B B~ o> 1 1 BkI5 1 <2 1 8
PEME AR SND. —TF, A7 4 — M TIEA IR AL
BEASEH, SHHS, AR L, i SICALNS. RERITE
BN OB AT ER OB B T, LRI RN, AE ko
FHRGRE v, AL O F#HIE BT C, M IR 2R S 9%
BT BA5, #20~30% [ZAIBEDTEIEDASND.

AT HRBEBRENRN—F 2y METIRAEEIESE, 2
74— MR TIZMBE - RS L E S5,
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N—F z v MEBEHD 10~25% IZHMEL B 54 & ot
BRERD A BN, MHEN—F v MREFIENS. 20~30
WARCHET 52 E0% <, HRiE 341 LBHEICL .
B RERERE IR D GAT 3 % & L ABVAS, FEFIC & o Tk
FEIRDSEATT 5 2 & b db 5. WE SN B IFFREAIT I, B
R, e (& IS BE, BEAER) 2 &C, HUDIS % 2 ERIE
ROFERBIERTH 0, EEREEZD 272w MUICETE, ]
FREE L, AR, BRTEARRORE, HED - WETRRSE, JSHREIR
HLbALNDL. FERIKHERE & b v, REEE,
9 OfEAR, BEEM, %, WEKW, FEToxm, mEE
i, MR 72 EASD 7ZD . MREIRITHT 72 7 AR 0 Btk
RIEOFRDP L THHAIHEITT A LDDH S (R 10~
30%, EPEAELTEY). BIEICL < (90% LLL), human leuko-
cyte antigen (HLA)-B5L bptEZ b E < (Frak), B2 (90%

PLE) EEBICEBOBRIKT L I NEY.
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TR CII B S E OB & - /R - KK o 24250
7Z25TKL 5.

BE T LIE LIS & A BINASA 5N 5. Inter-
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DEMATR ENT VB2,
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AFEA 7 4 — MF (neuro-sweet disease : NSD) DizWrik#e  Cwik4) X H5IH.

(1) eI

AT U FEGRGVENT D0, FIBREHT 205, LI UIEHERET 25 F 723 i<, @i 38C U Lhosiizett)

(2) Bz R
a) B, B, LB AR LIRSS S 2 AT F 72 R 2 O RLBEVERSE & B 3R
b) FEAOUFHEREMMIIR M S ), HBETEE % DS, IRz S
(3) Z ol ¥
a) N—=F x v MEIZALNBIME S - Mzt BFERIEE L 2
b) N—=F =z v MEIZASLNLWAEIYE L) FRIEFH SN
(4) HLA MM

a) HLA-Cwl Z 7213 B54 Bk
b) HLA-B51 &
probable NSD : (1) (2) (3) 4¥H

possible NSD @ (2) £7213 (4) owFhy, BLY (3) ®a) 72l b) OVTFhrZizdENT, Wo2OMBER - #ELET200
7272l MR - B FHWITE AMLOMREE (FifEN—F = v MFZER) hnll

Table 2 ##& 2> 1 — M (NSD) @ HLA.

i it N—F =z v M A4 — M Probable NSD
A 26 19/90 #1 (21%) 18/49 fil % (37%) 2/28 B (7%) 3/18 Bl (17%)
B 51 15/90 #1 (17%) 25/49 {5 % #* (51%) 3721 B (14%) 6/35 Bl (17%)
B 54 13/90 B (14%) 4/49 B (8%) 10721 Bl *  (48%) 26/35 B (74%) * * T
Cwl 25/90 i (28%) 5/49 B (10%) 10/21 1 (48%) 23/27 B (85%) * * &

k% ISR L, p<001 sk xFEEICH L, p<<0.05
AT 4= MEICHLT, p<001

T AT 4= MEISH LT, p<0.05

FEFNIAETHANT, M, 274 — MiF, X—F = v MEOEKAHIX Mizoguchi 5D LR 8) & )51

N—F v METIZHLABSL "EETH Y, & Ik
N—=F v METIZ75% Lk, BrE#ETECiE 90% Y k&
WhNRTWwa, 372, N—F v METIZ A2 A ZICHN
EREHWESNLYY —TF, A7 4 — MG TIld HLA-B54
BLUCwWI BPEETH ), MEEREFTHHTIZEHITE
KTHLHYW, Lo TOTHOHRETHHRRIIIFEAST
EBLANZAL~DHLA OERENZHEIRBENS (Ta-
ble 2).

Mizuki 5213 X—F = v MRIZBIF 247 7 2O
BIFRATIC C IL-23 ZAMEIET, IL12 ZHFEIET, BLO
IL10 @15 (FuE— 5 —fHiR) OERIERLRVHEZ
b0z LI, ThOoOZHEKROI T Y FICHT 55
FIBETCHE S L O IL-10 OFHBEE T A9REBICEHS L Tws
WEEEEZRE L7 Thbb, WRPRORR % 272+ 1 —
T T Y35kH» 6 IL-23 %5 4% b D Thl7 ) v 3%k & IL-
12 %85k % &2 Thl V) ¥ 28EkH 55 b L, HiE 5 IL6 X tu-
mor necrosis factor (TNF)-a 7 & % it U CThiFh ER oAk
) BRML, H%FEAIFNy 2 &2 LT HLA-B51 % A26
b OMIMREEYE T Y 8 ER &2 WHTEAL L R 7 5eE SOs
FERTLERELTWVD. —J, AY 4 — METHlfkE
EPWT Y VSERPHLABM BX U Cwl 2H LTV 5IEdH
W IEE R 72 S UGS DSBS S g, IR ERORRE T O A
WCEEER LI REDEZONS. 2B, ThHOHLA
IFHEROTEHACN O BN 5 SR SN Tw 5.

W

]

MRER—=F = v MREMREA Y 1 — MRIZIZGD L Z A4
BBWi~— 7 —13% <, LROBKRNERRPERRTTH
% HLA % E2BZIZ LTI s 5. fid o 1L-23 25 KE
{5, IL-12 ZAEkE G, TL-10 S5 F D ZE R & MBI HE
RN G352 TR, ZOFEMA S 2 ik
JERDEAT L7eR—F = v MREZZHT2BICOAHICE S
LEbNL, TNOSOBEEBETERLEOMBEN AT 4 — MET
AL TALND DITHEKRFENE ZATH Y, FHL Mk
A4 — MROBWICDLF5 T LMD 5.

A &

R EROBERETTEDSERZ 2 THRAN CEMmERE L b AT
O A FEPLISHEENED SND. AT 4 — MFETIE R
FOA4 FOEFEGEVPENTLI L L, BREMT LS
EDHY, BEIEEFERLICCWY., —F, FREAILH4EL
%<, AT 04 NPT 2R L oTH Y, if
R BRI 0 72 © 12 colchicine R HT/N ¥ & ¥ 53 D dapsone/
diaphenylsulfone 2525712 4 FEfFH SN B0,

BTN —F 2 v METIRAT O FI2X 5%
FHIEEIEH O 5 CHESE X LY, methotrexate DA/ XL A
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Heik (75~15mg/#, 2 EHICHI) AR CTH B & ShTn
5. F7z, TS OBEFITHEBUEORESIH LTI infliximab
ik L7z TNF-o €/ 7 0 —F VHkBE A OB WS 5
ZLMEINTE TS, ZDOMlIC cyclophosphamide hy-
drate @ ¥ Ik P $% 5-, azathioprine, mycophenolate mofetil
7 ERE A R EIIRESE O R DOBRENH B, IS DHHI D
TEHBEF DV TS B OMFEOMER R - VY.
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Neuro-Behget disease and neuro-Sweet disease

Kinya Hisanaga

Department of Neurology, Miyagi National Hospital

Behcet disease and Sweet disease are multisystem inflammatory disorders involving mucocutaneous tissue
as well as nervous system (neuro-Behcet disease and neuro-Sweet disease). Pathological findings in the encephali-
tis are chiefly perivascular cuffing of small venules by neutrophils, T lymphocytes, and macrphages. Destruction
of the brain substrates is mild in neuro-Sweet disease compared with that of neuro-Behcet disease, especially that
of chronic progressive subtype. HLA (human leukocyte antigen)-B51 is frequently positive in neuro-Behcet dis-
ease, and the frequencies of HLA-B54 and Cw1 in neuro-Sweet disease are significantly higher than not only those
in Japanese normal controls but also those in patients with these diseases without nervous complications. These
HLA types are considered as risk factors which are directly associated with the etiology of these diseases. Predni-
solone is usually used for the treatment of acute phase of both diseases. Methotrexate and infliximab are adminis-
tered to patients with the chronic progressive type of neuro-Behcet disease. Colchicine and dapsone are pre-
scribed to prednisolone-dependent recurrent cases of neuro-Sweet disease.

(Clin Neurol 2012;52:1234-1236)
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