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( Reactive arthritis ReA ) 

HLA alleles ( HLA-B27 ) target ( )

( ) ReA

Chlamydia Salmonella Shigella Yersinia Campylobacter Chlamydia

ReA ReA 80 HLA-B27 B27

B7 ReA

2 4 ( 

) ( NSAID ) indomethacin diclofenac

naposin 80 NSAIDs

DMARDs sulfasalazine methotrexate

TNF- ReA

( Reactive arthritis )

HLA-B27
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( Streptococcal infection )

( Treatment )
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( Reactive arthritis ReA )
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( lipopolysaccharide ) 
1-3
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30%

SpA
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PsA1 ReA SpA

( RA )

( OA ) 

ReA

R e A A S
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RA AS

OA RA

AS OA

A S

vascular endothelial growth factor ( VEGF ) 

AS ReA

( NSAIDs ) biologic agent

target VEGF

OA

( 

) RA AS ( 

ReA ) OA

NSAIDs

Tumor necrosis factor ( TNF ) blocker

( )

A S O A C D 6 8

matrix metalloproteinase ( MMP3 ) AS OA
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innate immunity

TNF MMP3

AS AS
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( ESR ) C- ( CRP ) 

TNF AS OA
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TNF MMP
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C D 3

CD20 CD68 CD163

innate immunity MMP3

AS ReA ReA bac-

teria or virus trigger

P M N C D 6 8 C D 1 6 3

VEGF

TNF MMP3
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ReA ( prevalence )

0.1% ReA
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99 1
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1% [ ]
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R e A

Campylobacter, Salmonella, Shigella, Yersinia 3,5

[ ] 5%~14%

Campylobacter Campylobacter

ReA 1%~5% Campylobacter

ReA 43/100,000

S a l m o n e l l a R e A

1.2%~7.3% Yersinia

ReA 5-8

ReA Chlamydia trachomatis

( 1 ) Chlamydia elementary body

( 2 ) in situ hybridization Chlamydia DNA

( 3 ) RT PCR Chlamydia mRNA ( 4 ) 

Chlamydia 9-12

Borre l ia ,  Bruce l la ,

hemophilus, mycobacteria, Neisseria, staphylococ-

cus, streptococcus ReA

21

ESR CRP

( ASOT )  titer 823 ( 300 )

post-strep-

tococcal ReA ( PSRA ) N-

SAID prednisolone methotrexate ( 25mg/week )

plaquenil TNF blocker –

adalimumab ( 40mg q 2 weeks ) 

HLA-B27

ReA 80% HLA-B27 3

HLA-B27 AS 95% HLA-B27

SpA ReA

( Molecular mimicry )

HLA-B27 6 amino acid Klebsiella preumo-

nia ( KP ) nitrogenase 6 Amino

acid KP HLA-

B27 HLA-B27 ( + ) 

( 1 ) HLA-

B27 peptide

present T cell ( 2 ) HLA-B27

Class I molecular virus

bacteria peptide present CD8 T

cells ( 3 ) HLA-B27 Class II B2-

microglobulin ( B2M ) free heavy chain

present CD4 T cell ( 4 ) HLA-

B27 folding

misfolded unloaded protein response

( GRP-78 ) NF-

kB proinflammatory cytokines ( IL1 T-

NF ) ( 5 ) 

HLA-B27 positive cells

( macrophage ) 2,3,13-16

ReA
R e A

1,3,5

Enthesopatic syndrome

Peripheral arthritis syndrome

Pelvic and axial syndrome

Campylobacter Borrelia

Salmonella HIV

Shigella Mycobacterium

Yersinia Neisseria

Streptococcus

Ureaplasma

Hemophilus
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Extramusculoskeletal syndrome

( keratoderma blenorrhagica ) 

( circinate balanitis )

AS PsA

N -

SAID Voltaren Naposin

Sulindac

Lymecycline Minocycline Ciprofloxacin
1,17,18

NSAID

Sulfasa laz ine  (2g/day)  

methotrexate ( 7.5mg~15mg/weeks ) 19

Leflunomide (Arava)

2~3 T-

NF blocker20 etanercept

( 25mg/twice a weak )

TNF blocker Humira

AS PsA

B 2 7

peptide
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Reactive Arthritis

Chung-Tei Chou

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 ( etc.) or genitourinary

urinary (       ) or upper respiratory treat (      , 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 GI 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-

inhibitors have been tried and a good efficacy was confirmed.  ( J Intern Med Taiwan 2008; 19: 248-252 )
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