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AR —F R » FHBE

R BREE

RGFE" RBE

BHERG SR GRAB
GATHF B BHEARRA & AEEAE
BHAKE R B BRI

‘I RRAEH IS

i@

B A RAA BUAE

=2

1& B P # X (ankylosing spondylitis) & — 8% LAYE HE R K X » € L RFERZT
$n B # K (axial joint inflammation) ~ 38 3% B & % (peripheral arthritis) ~ & FURE 7% [t 2% 25 9% % (en-
thesopathy) o H4F 27 53¢ Bt » B B27 A% & fu 30 40 840 JR(HLA-B27) A 3% 2L 6948 B
Moo FHGHBREERGTERASHEN DAL 2T H(syndesmophyte) » B HAEF
(ankylosing) » #+ 3% R 7 4649 # %k (functional disability) * i€ $(exercise)F= 3F 21 ] #1144 Xk
7% 22 (NSAIDs) &8 X &k XA R 18 B A R a9 R& K7 ik o 42 A Sulfasalazine T X 2 & 7/ A
WM AR AIEAR » BB EBEHTMERA AT HIERG I ERLER RAGZHEH X - K
& F i3 K A7 09 £ MY Fl(biologic agents) Fx 38 Bt R AR RRIER R AT RA
(anti-tumor necrosis factor o) 8 JE Al » L A6 ik b ~ B E M AF B ER AGER  B3HF
MR Al WA RF - R ARE T MR gL SALRE—ATRNER -

FA#EET : BEMBHENX (Ankylosing spondylitis )

RAEN ( Arthritis )

B27 2L ASEHINIRAEMHINR ( HLA-B27 )
FETEEIZE 3L R 5 ( Tumor necrosis factor )

Il

Tl
A HERH 7% (Spondyloarthropathy, SpA ) 7&
—REH Rt T R VERRAEN & - HE SRR
21598 (inflammatory back pain ) ~ A2 BH AR
£ ( peripheral arthritis ) ~ Je R AR s =2 B A
(‘enthesopathy )" © HHERARTFEEE + Z 0] 77 £ Tl
K > Rl EE B HER (ankylosing spondyli-
tis * AS ) ~ IEERHEI 22 ( reactive arthritis °

ReA) ~ B2 ERRE 28 (psoriatic arthritis * PsA) ~
FRVENGE IR & U HEBREN 32 (arthritis asso-
ciated with inflammatory bowel disease * IBD ) »
BRI AYFHERAE 2 ( undifferentiated spondy-
loarthropathy » uSpA ) - HAEEMEEH X ESE
HERH AR i B (AR IERIZR - (RE MR
KRR 7B 2 TR 1 BB B27 A A SR 1
ERAHFRP TR [ human leukocyte antigen ( HLA ) B27 ]
RSB - REVEFHERE —MER T

B ARG HAUR : 112 63T A% —&201 38 &b R R AE B RITREM
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PRI SR B R K » EEBOEHERREE
ARG ( syndesmophyte ) ~ BRETRERS ~ 1GE)
JE 58K B RE SRR - dE T RS BR AR AETE i E o
A — Ll N AR I S R HERHENRG & - TERTT
AR (bamboo spine ) » R IEEETE 5 (AR RK
JE 58K DIBUR Gy iE a4 o

o8 BT B A A SRR R R I 3t - RS TE B)
Mg [ B A A - MRS OB PG -
I8 N AL 2 AGE B JC R AR B HER TS Bl » W] LA
VRS PR (ELAE » HHERF A AME RS B B IR B M A0
mnE Y o FEYRGRT I o A A IR A
% 1l J#%E ( Nonsteroidal anti-inflammatory drugs °
NSAIDs ) &g ( Disease-modifying an-
tirheumatic drugs * DMARDs ) » #4l#ll sul-
fasalazine > 2 0EE BT RIER GG B
B o Fr—ANB R ILHEE ( cyclooxygenase 2
selective inhibitor ) #5 H B EITE HEES > LLg
A ARIAVESME ] © o 5t 2558 2 A 2R B HEBR BT 2
HREFRAMHERED - Kl & AV B (bi-
ologic agents ) I FHAERT T - JCH 2 PR LAl
147 ( anti-tumor necrosis factor @ * anti-TNF
@) WIHER] » B1HE etanercept ~ infliximab fz adali-
mumab * 35 LEEEY)RE S R IE R AL IR 1 - Bk
RBRENTSE % DU PRt m e > =2ie% L
—IHIREEEL ™ o

ERIRTRIR

o8 M A 22— F SR AU il A R Ef
I PR RN > 5 B HERAEN (spinejoint)
NGB BHET ( sacroiliac joint ) S HERAENT (hip joint )
FRAETE R - BATAREZE A RIRIREE ~ st
SMHFEIRIES 0.1-1.4%" > IF B FICHME (20~40
% ) o BRI 2~3 ¢+ 1 o Hig s S H A
HIRH U B R R E TR - R A RIAREAR £
o [TRE PR 1 T ME A (R Ao B s Bl R B S2 B > S
FHER & S LIV NRE > RRFE R SR &
SR S IR © 9o B0 T B0 BB R & iR -
HRAEENGRRAEH )T - B B R S e P RIA
e b (R R R - 38 LE TS TR b = IR AR A
TG B GRS o g A AR L& B R
TeARH BN o BT REAEZ % o T B e SEfE

Rat Hatk

AT RE & i B R - N5 BB TR R ER A e i
BT EEERER - BRI SERN AR 28 & dr 5
AR 20% B ETEBHER B A S I > SR
FRHHE S XL R - Rl Rl BB R s >
i ORI EE BB AT - SRS AR TR il " - —&F
R AN B AL B AN 2 - TS T RLBHEN > 4
R~ BREERAED o A /D8R ABEEERAEN ( temporo-
mandibular joint ) WEHEFE o I B
& B MERRER 288 AR RAURER » i iR E W
RS LATIE » HR g A e - #iv e g
BEIACEZIE » IF R BB BB IR ER ( Achilles ten-
don ) FI/E JEX ( plantar fascia ) » fiEAk 2 RSB HRLIE
B G BEE AT o WA ST AL
B 2R R IEAR - WA EFNGHE (B )( sausage dig-
it (toe ) ) ° A A BHENAS FENT SO i T S HIA B
SEAHT A IR - B AR BB HER N
R A& (A B U R o [RIRHR A 2088 4E
BHEBRE - WIEITRIRE © o BITERE AT
R RE B SERRAE S BRI ER AL - T HAR 5 R R/ Y7
GEEEET -

WA OTRE & 5% A BT /MIEAR ( extra-ar-
ticular manifestations ) » FEEFILIRME ~ B
W ~ Ol ~ SRS AR B - £930% RUfEEE
A Je 0o A\ B & O o A S i ) 7 AR BT A2 6
( acute anterior uveitis or iridocyclitis ) B
IRES SRS R BB RIS ALIE ~ HilJe ~ RO
TR > B R IR AR IR Bt #g 4k > (Hthn]gEfE
MR ZIRIG R F » (HIRD RS [FIR A - 4
REaRE > mE B 2% e Wi - &
A ) 78 AR 2% S i 8 AR HLA-B27 [T Y
HHERRET A G L o A TTREG OF 5 A Bt
JEERE HE & (IgA nephropathy ) » 38 & £ HEE R
HIBATRIMPK ( microscopic hematuria ) B FIR
( proteinuria ) > — I AN & A B VI RERY L 5
o PRI MY A R R R & R A S
TraE o TEAER GBI o D BYR A
GOFOIENRID » EARKZ 2R in) B ARAEA
FEA 2 BB ERH Y - (HAR DB LB TIRE © il
D BRETIR N w58 A I AR AR AL o RS AR AR il
T WANE & o —E0m A GO R 1
KI5 % - FER I ARIAE AR S IR i B AR I BRI {88 o
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B OMBIETPERSHE S 07 B th @ 1L Lo
TR AL L A5«

R seE

foE A 2 B A RIEE M - SRR
B B HLA-B27 B8 % Ui 52 fx 5 1Y
BATR o (EMEEEEHEREERED » 75—
2 HLA-B27 R » B/ NEARIEEES
HER IR HI S 10~30% " » B £ [A] P EE ff i o
( monozygotic twins ) 5 — AFEEEEFHER - H
BHLA-B27 HURGM: » AIIS — AR R
50% ° #5 A ERYNEEURG ( dizygotic twins ) > HII%
— NEHIRIIHS AR % 20% "7 o (B EIEBHER IR A
I 90~95% AN B HLA-B27 F: KA » &R
HLA-B27 K B B H 2 2 A E YRR
%> B 5~10% MR E M HE LA - HH-
LA-B27 iR fEREME" - HLA-B27 HE FRHET
2 RIFRAH AR » 15 RZ B RE B2705 /& i
F YRR > JCH R AR 5 S > ERR
IMEFEEEHE LIB2704 4% o

A HERRET 22 1 EEER T AIHLA-B27 B2
of > — AR A ) R th A BEER > LU
BHET 2 0 > 15 B 8 B Wb PRIE 1A 58 A i B Jk e 2
% > GBRE) IS R EE R AT R & o (Hig L
RMIBAETG YR A HRERE 2 R - Bt
W HLA-B27 B R GERY & Bl g 3 3 it
A RIS - WEENS E E ~ ESRHET - BHERR
AT ~ HEPEIWPRIE ~ EZRE ~ $8H RO 5% & 502
S o SR HL A-B27 5k [KIE5E & B4 5 #%
B AEREE Z TR » B g AR B ER R A
M B ERE R I (B 1 B HE R 35 A
e R A IR K B RIBRIR IR F & %)
MIRATR o ERTHLA-B27 3 KIBUR B AT RE
PUBS © 1. HLA-B27 RES 2RI HH A B A A5 ey
URAAR R LR (arthritogenic peptide ) 2. HLA-B27
A EEHE (heavy chain ) (misfolding ) » 28 7%
A HE AR T (unfolding protein stress ) »
SOEAEMME R AL H HE$# ( free heavy chain )
FOEE B G 518 (homodimer ) » 38 LLEF AT RE & IE
HEZE RN FE 3. HLA-B27 P kA {E RS S A 3% 5T
R BB AT R T EVIRE 185595 4. HLA-B27

U A B Bl i 0 E A HLE RS - 2R E §E
PR (autoantigen )™ ° & T HLA-B27 B K29
HE MM A YR HLA-B60 » DR1 LI
Bil{E [ B MHE 2 E A (HE R REEB R dR
A B o PR HLA-B27 2 KIFIE E
HHERAZ B UG » (HRKE WA LR
IS A& R IRHY

Zh

W HLA-B27 5 W2 RE s a8 R e 1k
HHEZR AR — I E R - ZEEE B HE
% T BB S HEE AT 9 sk 3R > AR IR R R RE
iR~ IR 0 S PR E AR A G R - [RIRFE XOtHR
o HATEHImEE HLA-B27 JURSE » —
EERFE Al - DIRZEEE B - BEEE
ME R B 7 JEFEHE ( classification criteria ) * H Rl fx%
R TE 1966 5 2 Nl F 1984 FF-H(E EHY
Modified New York criteria ( 26— ) 7% » KT
T o AR RIS R VRN N - B RS 5%
TR E N PYTBE ~ RS (E ~ IEREEE —
{IEH DAE ~ R JE e RS T S )y T a3
B 1 i EL N IETATE 7y e ol i [ S P TS 1) i
2 BIBRE o 7€ X ¢ LR LUE 2 15 B A &
(sacroiliitis ) o EGRIET 2 @ E B R R E
LR > CHRAERIR FIIREEE o HIEZNR
F B NGRRETE Xt Z T RIREZ IEHRY » s
TEST 2 R ARSI S L REM (IR » i
KL THC B2 T o XN GRS Er g~
{4 (blurring ) ~ RN ( erosion ) ~ L ( sclero-
sis ) ~ FEBE (widening ) MREEREE L

anh

xR— : EBEHBHENZ Modified New York criteria (1984)
i R AR UE
— ~ RV N ~ SRR EEE =W H LLE
(USSR T EAIPEC IR RV E=THIN
T~ TR e e e R R ] 2 BB
=~ W ik i A SRR

SR ER I E
VY ~ BEIGRART 2 ( sacroiliitis ) » EEHIEE —# L FakE
{HIZE =LA L
feE 2 F 2E PUBE N b — 2 = Bh ] —Bk
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( fusion ) o IRTMALIIILHR [ magnetic resonance
imaging (MRI ) | [ & FH A BES 1 2T 540 X Ok
{1 1E RS {0 L B IS BRI R 28 » AR I A 25 ] JE
R R EEE AR -

H R 1977 Dr. Calin $& 1,2 5 BHEE Z 13
(1) 40 FATER (2) 18R (3) EimiEE 3
EHLLE (4) Mt ~ ERER (5) #HBhikd
= o BWRUEM N ERMAVZETR 2006 4 Rudwaleit
FNG R e HALH R — R
MERE AR 30 7088 — ~ SEB) ] e (H RS Mk
ISR — ~ WP ZBRRBERmEE Y- %
B - Hd R AR A LI MBS (B
J&E70.3% ~ FREME81.2%) % © ¥ 16 B LA T H
A NIBAET % - HER ~ PR RHENNERR - SR
PR B8 25 o B TR MR e BB S IR T - HIFR
15 H P BB HERAET 22 o FHIRERR AR IR
FEAR o FERCE B S U B 2y » AR IE
eIzl + o EE (E—) -

ENERE

B =R 7 - R AYRL I ER O (R B
(Erythrocyte sedimentation rate * ESR ) > C-Jx[f#
# H ( C-reactive protein * CRP) Jz A Ik
FHEEE BT (1gA) » WA ATRE S H IS &
I o & AP UHIREAZ P 1ES ( anti-nuclear anti-
body ) FIFHJEEK - ( rheumatoid factor ) HI3E &
SHIBEVE - AR08 S8 R AR BB B 1 2
A 2 —ERAFRTAHRRYE - AR ARGF ARG 12295

Jof] - 1 3R S 18 M M R

FARE - 1B VERES TR > 3 (6 F
IR < 40 5K

Y Y Y

A BEE AR B. TRERE C.X ks
(1) RIS e HLA-B27 5% I BRER 28
(2)F=HIERE > 30 57 X H L E
o PREE R © SRR

Q) EBHE RS (5 KH)

E#A B~ CAEMABEE » B &35 RAMFAHHH
B— : WORHBNEE SN

Ro¥E Ratk

NRIRHIFERR o ST SE B R IMTE R matrix
metalloproteinases-3 (MMP-3) R B A B
WGV B RO RERBRTE ™ - BESRHLA-B27 2K
WA IR HE 2 — o

FRIRHYER S

CEHEPNER Y SO R ==k e e R DEER TN
TEPEREG E R > HorR F )B4 Bath Ankylosing
Spondylitis Disease Activity Index (BASDAI ) #i&i
RIRHPIEEIVE ( disease activity )** » Bath
Ankylosing Spondylitis Functional Index ( BASFI )
IR DIREIRRE ( functional status ) » Bath
Ankylosing Spondylitis Patient Global Score ( BAS-G )
VERSIRIRI RS FE L ( global assessment )™ » Al
Bath Ankylosing Spondylitis Metrology Index
(BASMI) FM& B HERIE BT (spinal motility )™ ©
FIBASDAIVETER SR » AFFMH AL —H L
RERIEENE o RASHGINEEE - Ha Rl
XL SR (fatigue ~ [ —) » BHERRIE
J& (spinal pain ~ FRE ) » FEBREAKT % (peripher-
aljoint ~ [UlRE =) » FfIZEER% (enthesitis ~ [H#E
P9 ) > F=MEMERBE ( morning stiffness ~ [iH/eH 1181
75 ) © BASFI Jhe & & HIl 2 i 25 — 8 LOAKHY
+{lE H IS DIRETERIRE - AR AR DIREIR
RE o BAS-G #g 8 KA M @ L —Em
N DA S S R o - AR AR
RS ERIR I © R AY BASDAI » BASFI and
BAS-G H#iFZ ¢ 0~10 - BASMI HIZ:E i HLIH
FE A = rR i BREN G B - HAHE cervical
rotation ° tragus to wall distance * lateral flex-
ion » modified Schober's test * fllintermalleolar
distance © DL A2 JEFEAE AT DL 2K B5 £ AT
RTINSV

=P

16 (88 TR A 2% 0 ZE AR BB A R LA SE
iR~ g AR DU AR08 5 TR 3E - il
HAER R B R SUE » FEERSE ~ BRI K
B B R < E B A < yR R LR IR SR IG
( nonpharmacologic ) F1ZE¥)1A##% ( pharmacologic )
WY JTTH © 7 ARRGFRBORAME: » HIlAT DI o
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T+ HRHOEIEE — » 5 R
1 > FIPEHEBERS (yphosis ) IR LEAK » LARGARIE
RIS (TBYI A -

E{22Y) mpit

R HEB) L E E I HE SR S IR
ES o A] DA R R - HEHRF G B A (R S
AEAEVE A o SEBREAE LLRETS B BR A (H AN B2
A EEERR AN HE £ H > ATSREKERER ~ vk - it
PGES) ~ HI<E - EEHEKED 30 R
EH5 K WM HFFZ L™ o S LRI R
(A HERSEB) LITAR B HERETE - A EinEhs
P[5 577 % 53 B 40 1 i oL B R0 271l 4 ) 3 B 11 8
B @R HIMEREG o [RIRFHERT MR ZHMR
A R RN IR RS — (EZ A E A A4
MR ] 22 i T L2 (i (e RS B S » e Sl (2
RRJE - St L TERFHERTEAE © Ji ANHIIEZ B 2R 5K
FGHIE ~ PRARCECRE ~ BEBEEAR ~ SR HE O fH
JERIRTE

28 mpit

SEPiaHR - W EJEMEEIAF IR R 1L RS ~
PERIERT ~ B K B # A 2E P EEH] (biologic
agents ) * BIAIGURRIRIRIEIN 155 (&) °

IEREES IR L

FERAISINE A 22 1F R SR (R I I # A 28 16 958
BEE AT > ] DA R (R R - JelAR %

% 9% A
|

: :

Peripheral arthritis

Axial FliBHER RS E B

| Sulfasalazine

| Local corticosteroids

NSAIDs

TNF- « blockers

B : EEMEHEXERER

{9 N BEZ1EEN » WHTEAETR WE o TS EHA
PR TE P B e Y B 2 B L RS 7 A Mt Al
I > IR PZERIREAR o & KR MHARE » 75 n]
TR AR R BT - RS AR RITER -
Jt R AT Ao FH RSSO AU AR T 7 > ECRESAIRRES
RIS B = [RHE R R o T — U 6 1
% ( cyclooxygenase 2-specific inhibitor, celecoxib
or etoricoxib,) AR A WA JR AT RE B (47
#" nonselective COX ( #l Volteren, indomethacin,
naposin 5% ) [AIF &R A REE RIS - 1 HEGE EE]
{FFEES ™ > {H AT RERY.L B R R B E A& R
EFSERR o (0 JERARIRR RIS 2 1L 4 - TH/RIE
{E 8 A ANEAN RIS > Rl el B A O
PRIREE o Wanders A et al IR HER {2
TR - FRRE TR B8 P R SRR PRI 28 1k
o 4 B 5 IR A (5 P AHEL > BCRERkER X OEE LY
R HIRERETR R HIEER R %
PFEAINLARERE. o WL RAS0ER & 0FiF 2 1F TR SE {5
o i N AR A DR -

R AR ENE

G2 B P AR R e 1 A s AR
WHRASAEAR » BORE B AR EREE - B
A0 FH Y SR A ETTE /€ sulfasalazine » —fi%1M S »
S U2 R B 2 (B B 1 3B HE 98 AR w] LAk
ZY o L —RBIBMIHR S BUR sulfasalazine 7]
DR ESR ELJaHS T AE(E /R spinal stiffness ) »
T3 N F R B T R BARIRR & DR B = ESR 80H
SFBRAANTZ o AR sulfasalazine FIRERG EEN " ©
Sulfasalazine FRIE @B > DBUR A EH
B B~ 15 B ANE ~ B DheebamE ~ Bk e s
ig BRI B PR RS BOE D FEER -
Methotrexate F 1R e B 1 5 HE RS ANLTRE
JE\z R AR 25 (theumatoid arthritis ) —8%4f ~ {EIpE
B EIG IR BCR AR R A AT B G » —LEAF 5%
KT methotrexate ¥f HHEHIBAEN ZEHREARE BIASK -
{HalE n] I8 BRI ™ < {8 methotrexate
& o DB EE I IRERERE ~ B ImEGEREEIE
H > ZHE BB MmIEHE o B+ o (1 leflunomide 7]
DISCEE E B HER BB RRET 28 - (H¥rhilRe
FRREAR HINGYs A KRR G 7 -
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SR

AN Gy ZERI B 2 B 3 R BB RAAT & - T LA
% [& (s F R Bl R Bk B o SRR A AR 28 T LA
FH AR Rill LU S AR AR T B E % » AR SRR
AT 28 L TR SIS IE AN IR > T LI
108 P R ] ot R R 1 s > DSR2 TRl
16 (BRI P HE S AR ARSI

I -

HihgEY)

Pamidronate /& — 18 B BHIRES - Maksymowych
WP et al.JHfF42#E7 pamidronate ¥1 7 NSAIDs {&
SR AN R (R M A 2298 A\ R B MERR TR
SBRAETEAR A T o Horp—{li DL 6 {Ii H 5101
batk -~ ©5 - PEHHI R - HEEE TS
HME 28 9m N W16 3 A Bl & R 1% ( dose dependent )
R o FAFRIRES —R 60 mg HL 10 mg ¥ A%
GBI (BASDAL) ~ JIEEME( BASFI ) ~ TEHSFF
H(BASG) K FHETEENE (BASMI ) HIGE FREE
7= o (B thAA HARIBFFEIE 12 A R H R
IR o

Thalidomide » —SERFFRRIR SHERIGHRSCR
PERIHRAE » WINSAIDs ~ sulfasalazine °
methotrexate fllcorticosteroids » & A A 1A
thalidomide 200mg A EEHVRCR » (H A RRIE#CA
BN A FZ WA - QUWSHERES g 58> o

bR T REEEY) o R AR AR W) B 2 R
H > Bk LS G REEEEHER 2 AT -

EY)RE

58 M B HERA AN 2016 Y B S R
e PR I R 7 B AR R T - ERiT] A
1A 3 %# » £1$5 etanercept ~ infliximab 5 adali-
mumab 38 LEEEY) % FH 2K T 1 B
ERE R IERRET 28 o MREIEIA R — M IR
8 5 I EIRHR B Z2 M ISR (cy tokine) » HAT
Lt — {58 R HHILIE R (pro-inflammation) » A
DA SRR R E - KRR RER ~ #5
PERIHOUR TR R » DU R S3 Ob DR - S S
IR SR AR B BB HE R AR A B

Ro¥E Ratk

FIRSR » TR A TRIRIIE BT ( disease activity ) AJ
DItRdsthel iR - e AR ~ ERE - SR
R 2% ~ BRTZ B ~ F5HE RS > R ARIEIR
AT AR PR A T AR 45 2 AR BB A TGS - I
A8 NAETETDEE ( functional ability ) thn] LIHASH
HICGE - [FIE B MERR AR 8 282 K th BE A d
& AT AR IR G A S 77 - K
S{60 R B R e S D IR - ARt mT DAJRAR i 22 |
TRIRMEE ' o EEHYE > FHERE U
SEYEIR IR - ] DURE R RABEHE R E — (S
REMIIRRE R GE 2~3 FEZ A" o SRR EE 2 1258
TR A H9R RS ER & EHE R - IR R B ]
etancercept s 6 3 > [ infliximab & 17.5 ™ ©
@ KBTI N PR HEE 2 1% > W TE (T RRE
SR LRI F5 2P EER 2] o

B T BAATHIEIRSZ S - o A\ sz I i ot
K- FHE BTG 2 1% > SRR RS R SEES
A BAZERY T RE > H A infliximab £l adalimumab
AR etanercept £33 ™" o {4 [ infliximab ¥f
G5 R NG E R A SR » B4 Crohn's dis-
ease”’ fll ulcerative colitis™ » {HFH {5 ] etaner-
cept HIEURAME™ o BRI Z VISR BT
N FE S A IR - S At ] DL I e AR RR B Y
BEE - ST EGRRAE ARSI EDL ™

Etancercept & 18 [ {& AR R HTIEIE 5L
F47252%8 ( soluble TNF « receptor ) * s& AJHNHE
LN p75 He s fehs & £ A FHOEERE H 1gG1
i) Fe BRAIHURM & IV o HAE IR A5 St
SRR SESEIN - - el ) ol & AR R i i
N 7 - PR EAGHINE eehe SN DM
P BEIPIE RRCR » FRILZ It etanercept t
HiF lymphotoxine o FE 1 o LHLEEA R A A
%25 mg BHE T RE 50 mg BEE—RLLEZ Mt
ST AE T o W RAEIE R ST SR ALR ER
[ ~ FIPURGERRG, ~ SEE ~ I ~ TER ~ 2
1Y R EEIVE R B 5SRO E ~ B E (RS
k%S ) ~ FmAEFOE  aE AE DU TRE 5 o

Infliximab & —FEHUIEREHILIN 1 i8S - 15
ANBE & BEEDTHE ( monoclonal chimeric
antibody ) * ¥ YT A RS IR S0 A 1 HUREHY
PUaSHS & AL A KRR S0 BR & 1 1G #Y— AR 17
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AR > ELAR R AR S 2 AT AR 91 SR 22 CE A
R TR R SE N - » D N AR A - P |
FEHY I S HE o I BE AR B B & v 3 T Smg
7 6~8 38— » LIEFIRIES /720867 - BIfEA
EHE EIPIRGERRSE ~ RN - B B T
RESL Y ~ YUKV ~ Ba 2 ~ BEWMIEE
FH T o

Adalimumab /2 —FE HiIEREFE LK 11
i M A SHEHR BT (fully human-
ized monoclonal ) » #EEIEEILIA G BH—AUS &
T - RES R RTHIIE S IR B 25 A ARG 2 i ) B g
SEHEIRF- » AT i B e B i e 2 i e S S [T
AR HAE RS I 89 A=)
GV o BLEEAER T E RS 40 mg BERTE—X »
DA PSR T ka7 fH RAvEIE R e B
MR RS ~ TH G AR Ry S FERIT SR 28 °° o

e85 A 2 i A ARTHRE 25 & 15 FH Mg S A
K- BIEHEE A HE 22T TV [ International
Assessments of Ankylosing Spondylitis ( ASAS )
Working Group | /42003 FE-42 L35 » Wli2 2006
ER—XIEIET™ @ — ~ HEEZE « 755 1984 F
modified New York criteria . ~ ZJiRiG B4
BASDAI = 4 - I5[aHE—{EH = ~ HE#iGHRA
Bl BHE 1 ETR ZE D 2 R IR RALEI R 22 11 T S
[REAME: - Il =18 H > B0 AGAR R R
PUBE RN - BRIBIR AT 2 PEAME: - A =N
FEBCH 2L SE 2.4 0838 BR AN R AR N AL ZE T [F]
7 FH IR SRS A & 1L W &E M sulfasalazine 16
o AHIECRAE 3 A BREE A - HIlE
DT 2 RIFE GRS o B EAE
W~ ARSI  WARLNMEEAEEZhUE
FEEILIR IR » A1 1 0P E s 2L 2.8 T
HYRRASTE 3.8 0 Ry i e B iR e » 18 PR RRAR
WIS~ Jeril ARG I ~ 2k 12 i H WA
R PEBRER 2 ~ FrAE s SO A Il A R B & S
PRAE 4 RLBEMEIRIE (lupus ) BZ B PERE(LAE (mul-
tiple sclerosis ) 5.5 VEHRE ( malignant ) BCRERITHA
& ( premalignant state ) » HHER [ AT
( Basal cell carcinoma ) B{a2 i B2 R R 10 4 2L
FREE ( EGEATTREMEIEE & ) o B IREE
fREMEEHEZR - PRI B PRI 50 % B 20

LA (0~100 77 ) » RISt g S AL A -+
HG A [ -

Anakinra & — T8 B interleukin-1 Z#8
YU (recombinant human IL 1 receptor antagonist) °
AR R LR — 8% 0 1L-1 @ —fE EEZAIE
AR RAHIIER > FEPTIL-1 AT LARHR 3 R I
[& o {5 F anakinra 7] DACSCE A BH ERTAAAE TR ALK
DRERS G TR R ™ o KA HAvEl
VRS EB AL R 0 S -

NS

FHEEERE ~ BEERYRA - ATLLI & Tl
ok BRENDIRE b IR 28 - 5 B BR AR 2 i
REEATBIREEE - I n] DU RR AN E ity - L
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Ankylosing spondylitis is a common chronic inflammatory rheumatic disease, characterized by axial joint
inflammation, peripheral arthritis, and enthesopathy. It primarily affect young male, and has strong linkage with
HLA-B27. Persistent inflammation could lead to the bony growth or syndesmophyte, ankylosing of the adjacent
vertebral body, and loss of functional ability. Exercise and nonsteroidal anti-inflammatory drugs (NSAIDs) are the
standard therapy for the patients with ankylosing spondylitis. Sulfasalazine is helpful in the patients with periph-
eral arthritis. Local steroids injections are also widely used in refractory enthesopathy and peripheral arthritis.
The most important progress in the treatment of ankylosing spondylitis is the newly development of anti-tumor
necrosis factor- @ (TNF-« ) drugs. Patient's can achieve rapid, significant and sustained improvement with these

biologic agents. (J Intern Med Taiwan 2008; 19: 481-490 )





