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B 4 KJ% (Behcet’s disease) £ 6 5 & UV L 2 H M) A B SR k% » RmBBITA K
oo B ERAREORERSG  AAB L ARAREATAMRFFERA  RBER LA
F AR fE 6y I ACE KAV IR o B AP EIFF LR ey E  ARIE 2012 B B % L (Chapel

Hill) f2 % £ 4 &R B » G0 B B4 KE S 85

% %Mk o & K (variable vessel vasculitis, VVV) °

BRI S A% M BRARETE MG HE ERR KRG - RREDINF AKX -+
ABAD AE ~ Jy i o B R SR IE IR AW R AR TR RSB B T ] A 0 AR

BT BT o AbEH B AN RES M

AR M UK 0 BLAHH TR R R KR 096

353) A O EE RS I IR R S B A — AR ) SR 3 A A
S M LA BRI 2 R I8 A 91+ A B R B I K v R AT R 8 T Y -

FasEER - EE4FR (Behcet's disease)
EEE (Biologics)

RZEHNFIE (Immunosuppressant)
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H R IO (fE OR 3R B3 1ICD10-CM/
PCS 5 M35.2 .2 1 3 44 ff » % 3L Fy Behcet’s
disease * B SE B HP N - HRIZEHE
) e EE SN EERERRK > Z2EE
FURIE IS ~ A JHEESS - R B R
A K BRPR Lt gE e 2 RH B &
BT b B A g 88 o (K Ry S IR R 2 R/N I
B RBE 2012 BIFEHCE L (Chapel Hill) 5 &
i 4 R At R IE 3 38 Ry 26 S M I 7
#& (variable vessel vasculitis, VVV)! * :BEEI1%
FE R e HEAE AR R BEREER - K%
B EAVER - BRIRZEHEZ B Eruis

GAE - RLEZ BRI R AR AR REL - 1E
T - BIEERRIRSR A e RS ] - BRIR L)
] RIRREANEE  EBRIFIE A ]y
BN BIANIR ] Rerg T A o A s i e
ZERAL - HEGE R R ANGE 2R 1L
KT L SR TR AAEIG R B R 2 1Y

HFERF B AR R R B~ e THUE 2 43
TAEERER ~ FRAEER G B TR S B
FEE T EH (/Y 1/250) - BERHE R DLH A
W% (KB ) o ZPEZTEEE+RRL
I - SIETHBREGE - FE& EERIE R AT
B > AR SRS R ER OIS - R Of
5 S8 B B e AR T AR S~ RIS

WA LR @R WL TREE B R K 223 EREAER A
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Fe R 1 B T~ R A e A e I A
AT EE{JH%%?*E*%;E?Eﬁ3 » HESRTE A1
¥R (H AT REIS R BRI DFE -

M8 —5 2001~2011 4F {5 &k} EE 552
BN SR RN AR 2.4 5 +;%A$

ZETTEER AN 40~65 5% 0 BEIINE R 4

il PR B Rk RS BELBE e iff 9 > - 1987@
B —RENA 53 AE R E R e R H R
KEE R HLA-BS1 51 3R ¥ 5 » HLA-B16 [
PERBEAR 7 - T 5355 2008 LA A 227 fif HEE
R [OR & OF A IR R 1 707 » 3B 35.7% &
# Ry HLA-B27 51 - BABES A S R re IR Ry
6.03%3 °

B IR < BUREEE G AR - — il
Ty B Bk LA 5 LG VB A B0 IR0 B T
B9 (B —) o BRI i R4 % Fy HLA-B5S1 »
SR T A R K R AR 1 22 B [R5 e i 4 AT BB R 3R
R BRI 72 5L 2R B IR /B 465 i 3
# o MHIEEGRSZ A~ Se R EL 1R K A AR B 1R

(autoinflammation) B H #8242 (autoimmunity) &
TARFIE - S B B 0 2 e R e e I AL
i H 2R F NKl A ~ ST M ~ mE e E i
B DU R BB E T Mg - R
PRI BRI IE T EFE 1 (IL-1) » STHFHR 6
(IL-6) » JTHZ% 17 (IL-17) » JEFFIEER T (tumor
necrosis factor alpha, TNFa)'® » [K] B A 5 Ji5 7F
EH B E AR R - Kt R
YR ANTUE R S IN T 8 - SrE R 6%
A PURe S T W P A Ry BRI B IR TG
o (ES IR AUAE R B B B e A —E AT

i R PR BB -
AENR M

HENRKREHF LA RNZEELE B
SRS A TR BB H R R B T 2 B 5 22 T A
#£ (International Study Group (ISG) criteria for
Behcet’s disease) Hlo{ il H ER: KR B2 B

BEHE (International Criteria for Behcet’s Disease,

SSRGS R L R R 2 A AT R 16% ICBD'""?) - Wi EBURE B REXHAHTER (K
HERFEIRBRINE - LR E AR A —)e
SR G E M FLbES
4 kv BEPHAmER IL8, 112, IFNy, ST
A b TNFau =
=5 -
BEURRERNER: SRS ES @ ILL, IL6, TNFa, o @
Bl k= E R \SL//’ V6 TARRE - ./ IFNy, IL21, IL23, PR
S TGFB REE &
RS e - . e
LT | EmAR il
MR E | MERR
EEIE I?\ \_M s
S ll‘bgmgﬁi
BEE BREEME | ARHME @ | =R
HLA-B51 = oy MR
Th1 2. IFNy, TNFa, S&3%M g
:H(Z)RBZ' IL23R @ 112, 1112 h B K2 B 2RIR
Th17 73 117,121, E5ERiEss o
'\(@/ 1122, TNFa 3% B F\jD
Th22 @ IL13, 1122 FhAERRE HE =
4 2
Treg /= IL10,1135  SiEHAERD f@
'\(@/ o f

 AERRNRZERHE KB ARRFRZETEEIRERNTE SRR - SEEREREBRER
BRERZEME - EERIFERDPEIE HLA-B51 ~ #lilRHR ~ MIRBIERZ S « TREBXRRIBEIRS
€ - REORIEFSHEFTXBROBIRBIEEMNRRT NKIBIR 1T fie » BPEBMmiK - UREX
%F gOESENE T #BARISEY o
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BRI L EERHR T 2 E REASHE (ISG criteria, 1990)!  HEEFF KRIESZZEMEHE (ICBD) 2013 SR 12

2R [WF59i- gL
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S
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DAESERE R Py ke
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FPELEE = 96.0%

CIE Ry Bt » bl DA FAf e
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AR
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94.8%
90.5%
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ICBD: International Study Group for Behcet’s disease; ICBD: International Criteria for Behcet’s disease.

R TRy R

H A HEE R W92 B8 (Behcet's Disease
Research Committee of Japan) 7E 1988 4E il %€
ZETAEE - BRPYIE SR 0 TSRS ~ 4R
wv i~ MR~ RSN EET T E X
ERME - BRI > RISER - IHEWRE (FEE
EEEER ) ~ TSRS - MEREE - K
AT W] FR e B A B Se B AR B o (H ARy
2 2R TR A By - il E R g
2 & KILH Z’-‘E%%fﬁrﬁﬁnﬁ%@f
2003 FFEFT2EEHE B WA BEM A (E i
BTAVES L » 40 Pathergy HIEA ~ SHBRE 98 & & H
HIEK (prick test for dead Streptococci) © ESR/CRP
FHiE ~ HLA-B51 B551% ~ R By s W51 52
HAMMARIRR < Rt 2 E e 2% - H
7K 2003 EZ*?@@HDKE%%EEVWf?E’@&
Je B S ROE

F 2B AR AR RIF AR

B L 95 9 B £ 1R 2018 4F B BT iR R A
a1 YRR R R e H R PR R A S
IR+ Ta R E AR Ry DR R 1 8 S 1 L AR
25 o DAGGIE A a8y SR BN S o 2 BB ER A5 5
JA it BRI 0 B2 B AL R IR R ZH AR IR
Tl > TR “*km%m%@ﬁiﬁuﬁr
Amis o IRHE - iR L FE AR ]
%ﬁ%$ﬁﬁ§ Eﬁ%ﬁk IR 2R A HE
EHRFFAT T kAR © L AMEFEE R T8 25 28 B R
IR B WSS R - B2 B R A
IR Ty 0 JE %0 3 8 JEIEAS T F i A BB B4

% DUk 25 325 B SRR 53 T G e i PR 2 30 B 75

— - FHERE E R

5L B e R BB IR IR R IR RE R #9132
B 10 o B N 2RSS - ISR LIS 2
%6 [ B (40 triamcinolone) {16 - K EEZ
B R - L e R S ARG T AT
Bt - {8 58 DARK 7K AR (colchicine) THF - #2 Hk
B A]OF P AR & 1 B B2 8 8 5] B2 (glucocor-
ticoid) © Apremilast & — 18 [T fiz % P& — I i 4
(phosphodiesterase type 4, PDE4) fﬂg'l‘i?ﬁﬂﬁﬂmﬂ
2019 FE R NEIM 19 55 = HAER PR 56 5
apremilast b2z R 5E AR it 1€ - @(ﬁ
B L M ~ Y ~ IERITER K
FDA 1£ 2019 38764 H 25 TR & PS5
(58 EE » [ 78 RO IEE B & th T 5 8 1] aza-
thioprine!” ~ thalidomide'® ~ interferon-alpha'®
[ fRg 2 SE K157 (tumor necrosis factor alpha
inhibitor)*® 5 o Anakinra (IL-1 # #71 %0 )2 f1
ustekinumab (IL12/23 F&H1 )22 145 9% Bl &
RE/RIESN - MY - tocilizumab (IL-6 2 H&F591
P ) 72 H R IR RS BTG R IRk
1%:5235,“: 23-25

B (acne-like) B LB REE (papulopus-
tular) A SZRF9H *"*%ﬁkﬂdﬂijﬁ%ﬁ IR S FE
NE - WBEFA—RERE - ks EEE L
$§ﬁ%2ﬁ§m%lﬁﬁﬁﬁ 1Ak A B (retinoid) °
sy ST A AR B FU) T 68 P 5 2 P 2% 1R B ~ Bk
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ARANEE ~ BRIk S E R R E 7R -

RS I8 55 o PR B S BT - H IR AT RE
e YR A PR T kA% 28 58 1R B i IR TR 1 - B BA
FEMEIMAE 2GR B IRER ML+ th A RE 2 HHE T
& 52 JiE (pyoderma gangrenosum) ° 32 JH 14 8 57
i ZE R [T P e 5 2 I 35 9%+ dapsone®
cyclosporine?” ~ infliximab®® » adalimumab?® %
HI e 1 R R ARK - B S VE R TR B
JERPFIE SRS Rl B3 - ARk 4L ~ 1
Bl ~ BBE FRE BRI -

— - RAE%

20 B 81 A& ] A colchicine ~ JE %H [ 5
T 2 11 97 2 BB B P v B R [ R Va8 5 18 AL
o 7 B E O R B 48 T DL ] azathioprine!”
interferon-alpha®*3? B 471 JlE 87 15 56 K] 7 B A% b1
B30 St

= RIEXKREIEAR

e 0 T 1 YRR T o 8 ) 52 KL B L 4 41
# ~ Fournier’s HHH ~ BISEALR K SEAKEE - Bl
SR FEFE PR R » A 2 R LA
EERER SR KRR A L KGR B BRI
PR BRI RN A KB IRRE + Al R ~ IR
WS ~ ST R A ~ IRIK SR E R Ty
WS B B K R I RZ I A i 3B (nucleic acid am-
plification test, NAAT) o Z HEFRERH: - HEFFIX
o e Y Bl 52 6 B SE AL 2 SE i DARKKAILSR ~ FF
KA IS 2 1R BE ~ BN b 1 IRRE Rz B e [T
1B B AR RN - — 2 E AR
EHE TREFF 1R 38 7 - JHE[E AU S R DL
cyclosporine®® IGEIR IS - f£—FF 2017 4
R BRI A G e i FH B2 azathioprine ~ cyclo-
phosphamide ST IERT LR 7 BARDTHE °7 -

» BRBRI=IE

HRES AL DL A R 22 (uveitis) f 5 > A
DUZRTAI AR R (XILE R ) » R AR
EREBR - BRI —BOEAR R ROt ~ #L
R~ HRAS A ~ I - IREHR 2 v "R
MM - AR5 OFR1 &R (hypopyon) © &

) 2 IR B A i AR R R LR B ) T R B AR
FIFYE - FENRIEREL I F R &
DU el i A= 1 - A Rt n] R O S il A%
% B EE AR R E SRR R R -

g — R RS RHENTSE - £9F 18.2%
HER R SV BRI AL R ERIA 45 I
BB R R ET 1984 52 2003 4R 227 %4
R R BB DR % - 8881 35.7% il
FECRy HLA-BS1 B 1% 5 83.9% i FEUR BE I 38 5
H Kaplan-Meier f#i& 2 fdigt A4 ~ 4~
RAFEBRTRKIR IR LEERFRIE 22.6% ~ 43.0% »
58.5%° o 53— 2 F AN ST ISR 1977 4
% 1988 [ A K B2 LAt 103 i EIL 198 JiF
R HAf S EORIRAIR JIAE 0.1 LUK ¥ -

9 REVEE UK i AT R A IR AR R B > 1T
DU B A B R g K R 3 - 35 R R A=
THER KT AR ~ BB ~ BOREEIER. » 8T
PAZE g hn b A i 1 52 I 1 401 azathioprine
HHATEE RS RES AR ' - IR
ZHERRE - niis AR B SRl B
FE b A AT GE B8 IRF H B 1% i 7 IR 8 B0 2 e
3\2 o

1% ] A 1158 2% 18 S B3 58 ] azathioprine!” »
cyclosporine*®*? ~ interferon-alpha****> 5 $1 fi
PG R T BARTUHE (40 infliximab 2X adalim-
umab)*64 ;A A 2 e A A R L A S 2
IS OBE R - RIBLR 2 Fi a2 & SR S 78 3%
PE » SH 5 [RE 2R A8 i LA REE I 45 ¢ DA B¢ 11 487 BHL
7% FRATEIE 2 HELES Ko i A 4 - (K
BERIBE R IR EBE1E - R IRBS Fl ) FERE AR AS TR
A7t 1 T P DA e — 2 A e B IR E - 35
R SR EN S HERE  BES
7| A [E BE ~ infliximab ~ Y, interferon-alpha 15
B A IR - EEIRN EH R BRI T
BRI 52 R A TR ZE Y 2 SR B BRI E RIS - R
55 Bl P B 2 ] P AT R Y6 2R T - TR S
Yy e AR R R B s i DR B AR i o DA S 4
75 5 o FH e Y 12 G IR 1 B ) A A L TR 1
Bk g2 JE\Bs - 859K T interferon-alpha &
TER M52 S5 » 28 1A B R 3 AL IR T i 7 o2

75 ff H azathioprine, cyclosporine HI 48 5 i
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e 2 A I8 2 RV BE R TL-1 5 P17 (anakinra B
canakinumab) 19 5% 8% 30 » {H /2 7F i £ % 1 3%
& o gevokizumab (IL-1 45 #7174 ) B J7 T 7] 7Y
secukinumab (IL-17 5§14 » SHIELD Study) #F
B AR A 2 .

A~ MmERE

SR EC A IR 9 428 A B 1T 2R &5 3t
Al - —MAREAE B = 2k - IR ZE 2 R
BINRERIC - {5 BN KA AR A 1 A B = 1 BF 3
REFIZE SR 5 i 25 A Bk ey R E e W
PR R ZE > - HER FUR MR 03T R
RN B R IE - KA b DUR B B B A
[T P e g 5 BRI B o 5 BR T SEWIG R - Bk
i — e B8 T B 2R E A P - (Bl =
FEG IR RR B AR IR AL ~ A/DN ~ H I e
SERGE

(—)EFARIR ZE

HER W B B A SR 5 kA 28
IRF o W 3 T B oy gt LIRS [T 1 e
% % 1 7 (azathioprine, cyclophosphamide or
cyclosporine) 5% ' 5 {HRIFHIHIEE B HRE O
i LB MAINE ? 4347 =R B H 285 s i
GORIE B IRAR 2 2 TSR 207 A
15 FH SRy S 1 B pi e I AR A THIG P 38 b PR
FHPTE MBI R+ B RA & & OF (8 PRI B S %
I A A R -

e [ B A EF AR AR 289 1 - W5 8 LAY
TR SRIR T AR TR VG R 5 A I R B B
HERR M ENIRIE % - TN EHiEEmm - 78
2018 - —fR IR TE T 70 4 H R [N R &
EF kA2 98 > FE#K adalimumab B H A 68 Y22 410
FRAITETEE o 5080 B 28 ] B2 B FHACR -+ [RIIRE R 72 fF
FPUEE ML 2 5802k - %3 adalimumab (A 77 fH
TERRIR S s el b o B b At Sa e 41
P ELUpR - R P St 5 T e I A Y
i F S BE S 3028 08 - (H 53 RIRE MR FE s H
R R B E IR 28 1% - v (o FH PUast ]
G v JEU R 2% AE A2 SRR FE 1 B (post-thrombotic
syndrome)®  E B R KR S 28 4 R G 09 &

SR REH

B AR T A A 28 2 9 S YIARRE - IXIBE T =
PRI FRTZEERR rTREH A BINRIR A7 AE -

(Z) EARIZIE

HEEFS TN HE R B R B B TR - F
Y 12.3% B 5 B 1 3.7% 45 Hi AR 5 0001 &)
ks LB ARFH 285 AL > KR B —it: - [HAHF
S BN 5 w2 EE S IR - HAh
RILERAL AN BN AR ~ BEENAR ~ I ENAR ~ SHENAR
% o BRI G IR 2 DU IM 2R B - ISR TR
& —RE S AR ER I
s 8 2 e SR I 48 2 Ry 1 (73% vs. 89%)%° e
BEVIG R AR DANE R BRIk T K2 cyclophos-
phamide IR 135 % % » #4115 A cyclophos-
phamide Ay B2 1Ak =) 7% 2585 [ B (prednisolone
Img/kg/day) ° T [&l 8 5 {51] i =% frg i ek g 122 S [A]
TEHRPLHE - —RIW BT 13 [E R
IV o 20 ] e 35 8 S FEAS 1 1 2 R e Eme i
BT 4 0 12 % DL infliximab 3535 - 1 L4
adalimumab 767 5 H 6 44 [ JE R4 3107 #5488 i
TSR IR T HIHEG R » 4 REUCERITEE 1
HUCERERE - 2 ARG TR R EHEEE 6 - 2020
T —RIRZRYIFEH Janus kinase HH|E]H
[ tofacitinib £ [ BN G B ¢ -

I ARG 3 B A 5% A HH i B HY i
B = IRF - BARAR SEMT B ST A BRE A+ [KIFE
PEF AR EZIRTER - KIFLRE R
ZIEDL - JE 2B IRIE — i T BT T Tl B 2
BN 5 BRIEH G/ ~ MR ELR 2 R B -
{H — 7 i [ SRR e R RT EOI o B IR TR e 24
JR B e /DN - BEBLRIE A AJEHE O o BEIRL
ZEE A — 38 Ry BB AR - B AIRERE 4R
ZEWRI PR B I BRI ~ BRI S 2 I B A A ok
A o AR BRI A B o 3 Bl R B
B IR A8 A A il T 1l B 2 AT BT FE S i 15
71| & $H [E BE A cyclophosphamide 57 » B4
W TR TR AU BEYIGHE - TR 22 OF B iE
T P % 2 A\ 6065 o A i ity Bl A 98 . ) 32 B
B TP AR EE A TS B A BB RS 2 OF
RBEE T » HERFF IR S AR mav e 2 b
IRl A s E AR RS A -
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N BBERE

HEER IR 58 iR B R BUE IR Ry 38 058 ~ 118
e~ IR RREE - R EEALE - JE
Je A S ke / B H A2 4R - BREERIEAAE
FEVH R 1L R SE i I I E T S ~ R M E IR
A~ AR R B B T RO R - HEE
T I 167 1 9 58 1 v 2 I A5 IR S8 DA )
HER TR ik rTRE AN R EEHR [E] ~ 43 AR
Jal (< S W) ~ B PR R B Ry I A K
b IO AL e R Y ~ R R I I BB U
iR~ G A AT REZ Br ki =53 AT ~ WTRES BRILFT
B~ TR A R EOR R IS RE R K O - IMIE
Phnba /Rl BB - HEER IR BR8]
PEBE L% $8 5% 1gM anti-a-enolase antibody 514
(67.5%) 5 T e B FE IMTL ¥4 A B8 T RE A1 FE Anti-
saccharomyces cerevisiae antibody [ T4 (41%-
76%)°7 o HEAFE FEH#HE [ (fecal calprotectin) £ %
RUEGERR ST EHER KERE
W Bt FhE 2 3 T L EE LA
TEINTEE) TR R HRE - AT AT Ry
SR LEH I A 2 % .

15 38 9 B LR SRS OR B~ EE I B A
e+ ARG TR B AT FTER AR (LB B AT RER AT -
i — BB fE 28 HHER KW BENHIITE
PR AR EE 3% W B EAE ST
B 0 H 2 BRI 28 11 T8 S5 B0 P e A B
B 5 38 LEUE SR A AE R ] 5 S a2 BRI AR 96 8
BITEATNEE - BOREIMAERZFFE S -

i IR 2 PR T B8 1 B 2 9 1
e B R PO AH R+ HL o B B I 0 o [
JR ML 58 o T Mgk o 52 28 DU 3k ~ i P Ak
B AR ZE & R HY Budd-Chiari syndrome %
W EIRR B R BT ~ ISR ~ Rk
% 2MBEE TS .

R s 5 B i S IR T L2235 2020
HARBIRSETES ] 70 o SRR 1ERE - B35 RN RY
B HALE RN R T SEA0 5-aminosalicylic acid
(5-ASA) B azathioprine”!""* o ja 55 7 ol i [ AU
& L) infliximab ~ adalimumab -~ thalidomide 75
P 3678 o RIS Ry [ RIS A - A B PRI FE R
i infliximab #2155 158 7] 3 £ 80% 675

JHE » 53% SEEIFR AR S - PLAMBA # H tocili-
zumab (IL-6 SZ S5 S ) BB E RS 7 -
s AR E 2R AL~ BHIE BB, I A B 3E
JE R R B TR 5 — T H R IO R S R
B HACISE » BIA =02 — i EHE R FT
PFEHE B2 TTIEH 7 o 1Mo s HH1 BT
A REA 1% O BE B 15 28 Jal gt -

T~ BTSSR

R o B SOk o R B 8 OF s
R AR AN B — i (HFHBRAE - BRI
RS Ry fa b A1 o MR8 — R [l PE R 52 -
I R S i A Y A A B R B i
HKRE - DFEH-CEMEBECAT H 0 (event-
free survival) By 65% Hil 53%50 o F 2oy b IS EET
o5 SR 1 B TR B R W B IR A R
o)

FEE B R B T o RS M R AR
B8 PR AT M B A 5 s AR AL VT B AR AE
R~ AN ~ 8 DL R I I 2% 5 R LR
S IS A 57 ~ /NS B B IERAL R L = FEARK
BRI - ALK M 4 ] B RS ~ RO BN 1
SURED R R BOTESRE ~ SIS TEETT M
TR B RER T o MR A R R P B A
Ji - RTHER RERE VR R - RS TERE SR
BRI RSB ~ /NI 46 775 2K 3 (cerebellar ataxia)
F o FRERRILHORISRE TR, - &R
TESHMERIIRIME - A I 2 B Im) B A E MR
& (longitudinal extensive transverse myelitis) * B[l
SR — HTHERS > BT TR BEAIE RSB Ry
R EIT IR - HIERAE R R FR i
e o MRS R D Bt %
PAEBERSE B RS -

TR BB e 38 - B MU e 48 - iR 2 228
T S B I 5 A 2 U P v R ] A B A
2 5 MEAR G HENE ~ T AL ZRKIE ~ WL IE I
T~ ARWUBLEL ~ JR R i A E AR 5 o B R 5 2
A DUERHZE ~ BRI Bk - ma R I 1
JI\ ~ JBE P AR A T e i S B e

Ry O i R BTG 5 1) 2255 2014 By
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B % Ak 3 B 2020 Y H AN JE gk 320 - BIBR LR
gt 7 v e S 8 AR N ) A v R R
FAS B A7 - e HI 1] 7 azathioprine {8
5% A methotrexate ~ cyclophosphamide » myco-
phenolate * 22 HIYEREHRI & » WMAEE
Yk A KA & 52 0 HARHR S | 5 ik
Il P ERL R 7R I O o P - 18 Pk S T 1y B8 A1 ]
& W Bz 8 % [ 5% B2 methotrexate™ 5 i B AU
U ] A g R ] =5 R o ] B e 9RR 8 SR AT - B

*— : RERREROEYERIRRRITZERE

SR REH

PRTLASAN infliximab®™® « [ B i 8 5 b 22
1R R B R BB (Bl A M AfF 9T - 40 cyclophos-
phamide®® » ¥ 53 BV HE 5 AL AR Bk 5+ Al
mycophenolate mofetil®*® + interferon-alpha®® ~

tocilizumab®”® ~ rituximab®>%0 o % [ 5 7] & 58
& methylprednisolone Ak » & KEHE—

BREMLERIIEX > BEUE KR mgkgly
prednisolone 78 —1{li H & FH 1€ - AR
BN B ST » # B cyclosporine H§ i1 H

BEY) i MlRRzRg  AEIER B/ AR HbE H A A
/NG T EER)
Apremilast PDE4 #[IiHI7 o416
5-ASA, sulfasalazine TR R 014.70.73
Azathioprine LI o' o'+l /oM Q47072 0482
Cyclophosphamide Ge R ] x4 Q1462/014 0082
Cyclosporine TSI 0% Ql440-42 /o' X019
Dapsone TSR 0%
Methotrexate GO HH ] 036* 08283
Mycophenolate mofetil G 08284
085#
Thalidomide YRR o'+18 o
O74$
Tofacitinib Janus kinase I folad
GRtybSt
Adalimumab or TNF 508 | Bk 0142829 Q44649 0483014 Ql470.7578 0148283
Infliximab N 036,74 0O
Etanercept TNF Z e oie 01420 o
Anakinra, canakinumab, or  IL-1 HTHg o?! 0%, x5!
Gevokizumab
IFN-alpha IFN-alpha o'+ Q44345 08286
Rituximab CD20 ifa 0%
O%s*
Secukinumab IL-17 g X
Tocilizumab IL-6 Z25Pife X232 o7 o87#
Ustekinumab IL-12/23 $ifs 0%

5-ASA: -aminosalicylate, IFN: interferon; IL: interleukin; PDE4: phosphodiesterase type 4; TNF: tumor necrosis factor.

O : BB FERIRME X« BB SIRAERIRAEA -

* 1 methotrexate B infliximab 7 F] 5 # : mycophenolate mofetil # rituximab & ;5 $ ¢ thalidomide B2 TNF #IHIHI&H -
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FRF IO SRR 882 BB (RR 12.66, 95% CI
4.75-33.76) » [RI LA H- e i ps A8 A el o 6
cyclosporine 714

)% IS g M S A2 ZE =5 8 e T S B T il
o AT RN e AR R BrEE L e KR i
DFEAE AR IE R R R 2 B I E R —

oY - AR AR RS MHARI R S A

& RE
HERFRRRRZE - HAEANFHESER

TR 9 SR B PR AR 22 AR » B (55
KE - FREH R R AR R RAIR T - R
gé‘%ﬁﬁ‘jm%;ﬁaffﬁﬁﬁﬁﬂiﬁ"‘“ E S SO E) WSO

AR R E B RILEERE E 1Y) - A
@%ﬁ?é‘a%"fmﬁ@%i%iﬁ » WoE I
D R R I T K o FEATR Kk G B 1R
PUIE SR FL IR 1 B S5 A S ~ B
BRZE ~ 1538 ME R EIRCR AR ZIE
18 o T A AR ) SR P R TR A - BR
THBB SO - HHEE2EEE
R BR BN 2R IR ( *Ei‘%%ﬁ%”?%ﬁﬁm
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Behcet's disease is a rare systemic autoimmune disease in Taiwan, and its pathogenic mechanism is still
unknown. The diagnosis is mainly based on clinical manifestations including oral ulcers, genital ulcers, skin lesions,
and uveitis. There are rare but severe gastrointestinal or neurologic presentations of Behcet's disease. According to
the 2012 International Chapel Hill Consensus Conference Nomenclature of Vasculitides, Behcet's disease is clas-
sified as variable vessel vasculitis (VVV) affecting no predominant type of vessel. The diagnosis and treatment of
Behcet's disease is a great challenge. Conventional treatment for uveitis, central nervous system, intestinal, and vas-
cular diseases are unsatisfactory in some refractory patients, but the emergence of tumor necrosis factor o inhibitors
provide some rescues. The purpose of this narrative review is to summarize the relevant literature in Taiwan, recent
treatment guidelines of Behcet's disease, clinical trials of medications (especially immunosuppressants and biological
agents), and inspiring case reports revealing the pathogenesis, therefore enhancing the medical community’s under-
standing of the new progress in the treatment of Behcet’s disease. (J Intern Med Taiwan 2022; 33: 46-56)



