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BB AER #7 3% (Reactive arthritis » i #§ReA ) Bac mifFix AR 87 R & - AR E4
REABARAE GG E - BARAHK - *HBREREFREBRENRE > BRIRAR WG
Z R RIS 457k A9 HLA alleles ( 4o HLA-B27 % ) &4 » &3 7 target Z 404k ( ko B ) » 5]
BH AR R Rl AR R (MR R XX RERF) - TR ERARE
3 Chlamydia ~ Salmonella ~ Shigella ~ Yersinia ~ Campylobacter % o P Chlamydia =& VA i
BRAGBRERL » MRty i Al i ERRENEA - kLT RFEIRATHLF
R IR B R e d 51 3 ReA o B ReA j& % 80 %A L& i3 HLA-B27 A | » # B27 X i 4
ZARWwBT % » AReARERAIBRBFEERIAE o RBWH A XL B0 274
AL TAH R B b 3RS - B2 214 20 - J R RAGHEX ( RAAEEFH &
K)o L BRAR A FA BB B K 249 (NSAID) & £ » % & €, 4& indomethacin ~ diclofenac
HKnaposin % o 80 % k4% Lk B IRT I35 il kA E - bo NSAIDs 42 A& » 81T 28
DMARD:s » %wsulfasalazine & methotrexate ¥ » & 2% » B35 RE SR & S EAER £ %
BITNF- o 30 h &) » 35 A HO0BR AR - EARE FAERABHFEILER  AMAANEZ
Rt BRAFE AR FTRA -

FA5EET - RIEMERAENX ( Reactive arthritis )
HLA-B27
FZEERZ ( Gastrointestinal infection )
Chlamydia
PELREXL ( Streptococcal infection )
B ( Treatment)
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PSR IERIZ 8 » SEERE R Z LR
(ANHEE 2 lipopolysaccharide ) #% HH 625 &~ kil »
5158 2 Bg s o

IMERETEBHERRER & ( 78 SpA ) BFEH R
ZIBETEBHESR (R AS ) ~ KEVERAET K - 2
TERHER 2 (fERBPsA ) ~ S B (fERBIBD ) »
F LN ) B HERREREE (5 USpA ) % - It
FEFR IR B AL 2 PR A 1A B ~ i
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SRS 2 HERKI 30% /o4 IWEIRIE B K T 9
FEIR AT IR o BOTERRIR B8 > AN[F] Sp A Z R
T o T IR S R SR R F IR A T PR -
LW ) Z SpA (USpA ) HEATAE AS 15 (USpA
#11.9% > ASF50.3% ) » #3858 10 4£1% »
20%~30% "5 AS o /DB RIS Re A 31
PsA' © KR CEN LI ReA J SpA ZJRBLEL ~ i
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BRI R (R RA ) ~ (EETEEHE R FORLTERE
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(BB DBIRIUREE ) -
—  BEZRIEE (HER®)

HEVEIR E AL » FSERA ~ AS ¢
OA HEWRE 27252 » 13 AR » HIRA K
AS %P OA ° ABIMEMA » BlStzift5e8id A
L AS ZIMEMEMETE S » ks nlpe bl
vascular endothelial growth factor ( f&i# VEGF )
B o RAEEEAS BiReA » bR T IEMAGREHTHE 42
ZEW) ( NSAIDs ) 8¢ biologic agent * HFFA] &2
L8P target VEGF » /D IME NS4 > /D 1%4E 2

FERIT OA B » HRIL 2 RBUG — S R
PERRET 2 3RB1 (AR b R fiRg 4 - i
ERBREME L ZHZIK) » FAIRA ~ AS (5
ReA ) » WMORARED B BB RHE MBI 2 1% OA
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B IRE{E(HF NSAIDs » AJREFRFEEh A 4L
ZEEWIA Tumor necrosis factor ( TNF ) blocker 2K
I BG EE 2 Y g 2 o
O BRZRIER (RREEEEREER)
EAS BELOA ZRMEBYREFEI CD68 K
matrix metalloproteinase (MMP3) ~ AS % OA A
SEIE N o BLEDFESLRTZIHE » CD68 BiEHE
FHAR AN B2 Z A EL innate immunity 5 E > B
B HELE TNF a » i MMP3 TR 25 » 3%
BB AS RIS TEEE A RR - FTVERS AS IR TE 1
J&.Z Marker > HIEfEME nTRER (S _LALIMER YL
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AS TR Z G B BRI 2 AHBGETTU) 7 388 TNF
a PRI - 4% > Hith Z 58 EfEcD3 -
CD20 ~ CD68 ~ CD163 ZE iU/ HAREST N » I,
Bl innate immunity 5% Y] ZBH1% - MMP3 3R HH
REBLA N ZRFFFEAE

RGNS » ASEIReA » JUH & ReA £ bac-
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B % 2 FHE I ReA ZFEATZS ( prevalence )
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TS F A e HI 5% 5-14/100,000 o {[# A& 7E
6~7 A 0 B4 KB T G 1FE] Salmonella
WG 2 99 B E » AR, o (EHEE 1175
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Campylobacter Borrelia

Salmonella HIV

Shigella Mycobacterium

Yersinia Neisseria
Streptococcus
Ureaplasma
Hemophilus
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FerilZH9E - EE G 5 2 Re A RE R
Campylobacter, Salmonella, Shigella, Yersinia 5%
(21 ° 5%~14% FTA R » HIE A2 AR 155
Campylobacter * &Y Campylobacter 1% FTEEL
Z ReA 1 19%~5% ° BIIF 25T » Itk Campylobacter
A5 382 ReA » HEEEAKF 43/100,000 © Z5H
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1.2%~7.3% » Yersinia % —FEMH » TEALEUE
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i 51 5% ReA 15 Chlamydia trachomatis ©
FETR AT HE N 21 BR A RS R b 7 1% 25 R -
(1) {FHEHEZ| Chlamydia elementary body ©
(2) L in situ hybridization # ¥ Chlamydia DNA ©
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AL ERHIBGE S Chlamydia™" °

= ~ HAth#

HE & » NEIEMEL Borrelia, Brucella,
hemophilus, mycobacteria, Neisseria, staphylococ-
cus, streptococcus FHE T 5|5 ReA » 4 2RE 41—
ROEIT AT+ — 21 BRZPERIBE £ A T R
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tococcal ReA ( f§ifEPSRA ) o I KI{H# .2 N-
SAID ~ prednisolone & methotrexate (25mg/week )
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KIUHIMZ present £ T cell ° (2 ) HLA-B27 58
Class 1 molecular AJ#8 FHHT R Z AL EL virus B¢
bacteria H:£E peptide #&i &5 * 1Ml present #|CD8 T
cells © (3)HLA-B27 $H{ll Class 11 » AJ[A 24+ B2-
microglobulin (B2M ) [/ free heavy chain fifi &
BLEEHUR > 1l present | CD4 T cell © (4 ) HLA-
B27 fEI A H IEH 70 F#EHEI folding A M »
[ misfolded > It "] /A% unloaded protein response
HEON ( WIGRP-78 M ) » (EE—BHIH{L NF-
kB * {ig[ proinflammatory cytokines ( Z1IL1 ~ T-
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ffd ( 4l macrophage ) N Z#HE > o
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— ~ Enthesopatic syndrome : I3 FRITHAAL
e 22 8 2 5~ AR > ATRAIER ~ PRl S
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"~ Peripheral arthritis syndrome : It LT
A 8 BRI R ANBR ~ R ~ RN ik <5 (B 07 i I 7
I o

— ~ Pelvic and axial syndrome : [tt5% DIBE S
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FRME S NG 1 58 RS E ZREAR - AN IR & B =
fRIENE » EE) % TGS -

VY ~ Extramusculoskeletal syndrome : f%H
BREN IO ZBRIRFRIT » ANHEARZE ~ FEHEE ~ K7
JEJ%# ( keratoderma blenorrhagica ) 8¢5 VA2 I as
Ji#%# ( circinate balanitis ) °
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SAID &3 » H H & 8¥E Voltaren ~ Naposin ~
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R B A B VR B AR & - JI AT R A
Lymecycline ~ Minocycline ~ Ciprofloxacin 5

1,17,18 °

9 N s E L BREM & - MEELINSAID B
el o HIIRT {5 A Sulfasalazine (2g/day) B¢
methotrexate ( 7.5mg~15mg/weeks )" ° WIZLHAT
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Y 2~3 H > 58 > HIIA] =5 g {56 FH B #fr i) T-
NF blocker™ ° [# A 5L H 5 # £ etanercept
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TNF @ blocker £ Humira * HLEFINE Z NS
(IERSIS E d R/
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Reactive arthritis (ReA) is one of the seronegative spondyloarthropathy. The mechanism of the disease may
be mediated through the following immunologic process: the specific HLA alleles (HLA-B27) on the antigen pre-
senting cells may bind a pathogenic peptide which can be derived from some bacteria strains, e.g. microorgan-
ism coming from either gastrointestinal ( Salmonella, shighella, Yersinia, Campylobacter, etc.) or genitourinary
urinary (Chlamydia ) or upper respiratory treat ( streptococcus , etc.) and then present to T cells or targeting tis-
sues. The major clinical features are peripheral arthritis, enthesitis and bursitis, etc. Since the prevalence rate of
HLA-B27 was 80% in ReA, the disease can be referred as a genetic-determined disease. The diagnosis of ReA
was based upon remote infection first, either through GU or Gl tract and 2 to 4 weeks later developing arthritis
or enthesitis. The infection must be definite. The treatment is mainly using nonsteroid anti-inflammatory drugs
(NSAIDs), which includes indomethcacin, diclofenac, and naposin and 80% of patients can gain a substantial ef-
fect. If fail, disease modifying anti-rheumatic drugs (DMARDs) are considered. The most common drugs to use
are methotrexate and sulfasalazine. When all medicines cannot suppress the clinical symptoms, recently, TNF-
a inhibitors have been tried and a good efficacy was confirmed. (J Intern Med Taiwan 2008; 19: 248-252 )



