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TNF Inhibitors and Uveitis in Ankylosing Spondylitis

Hee-Sun Kim', Tae-Jong Kim’, Sang-Cheol Bae', Dae-Hyun Yoo',
Jae-Bum Junl, Tae-Hwan Kim'

Division of Rheumatology, Department of Internal Medicine,
The Hospital for Rheumatic Diseases, Hanyang University College of Medicine', Seoul,
Department of Rheumatology, Chonnam National University Hospital’, Gwangju, Korea

Uveitis is the most common extra-articular manifestation of ankylosing spondylitis, and this
occurs in 30~50% of the patients with ankylosing spondylitis. The main symptoms of ankylosing
spondylitis are usually highly responsive to TNF inhibitors, but the effects of TNF inhibitors on
uveitis are inconsistent. We report here on sixteen cases of new onset uveitis during etanercept
therapy in patients with ankylosing spondylitis and they had no histories of uveitis. The symptoms
of ankylosing spondyltiis, other than the uveitis, were well controlled during etanercept therapy.
Six patients had histories of infliximab therapy before undergoing etanercept therapy, and uveitis
did not develop during this infliximab therapy. Uveitis can develop during the course of ankylosing
spondylitis, yet there is a possibility of a temporal relationship between etanercept therapy and
uveitis.
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Table 1. The prevalence of uveitis in TNF inhibitor-users with ankylosing spondylitis (AS)

TNF inhibitor-users

R
TNF* inhibitor with AS (No™)

New onset uveitis after
TNF inhibitors (No)

Prevalence of
uveitis (No)

Etanercept 279 (63.6%)
Infliximab 113 (25.7%)
Adalimumab 47 (10.7%)
Total 439

37.9% (88/232) 16
23.8% (20/84) 0
36.2% (17/47) 0
34.4% (125/363) 16

*TNF: tumor necrosis factor, "No: numbers
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Table 2. New-onset uveitis after etanercept therapy in patients with ankylosing spondylitis

Patient  Age Sex  HLA B27 D.D* Recuf*r'ent ED' I?Iis'to.ly of D.urétif)n of Change t(-)’f
(Pt) (years) (years) uveitis (months)  infiximab infliximab other TNFi
Pt.1 18 M + 1.0 Yes 8.6 No No
Pt.2 27 F + 6.1 Yes 20.1 Yes 15 months No
Pt.3 46 M + 7.1 No 7.1 Yes 4 months No
Pt4 23 M + 35 No 31.5 No No
Pt.5 35 M + 6.2 No 5.6 No No
Pt.6 32 M + 9.0 No 14.0 No No
Pt.7 34 F + 6.1 No 3.1 Yes 3 months No
Pt.8 28 F + 7.2 Yes 6.8 No No
Pt.9 21 M + 4.6 Yes 9.6 No Adalimumab

Pt.10 39 M + 4.3 Yes 16.8 No No
Pt.11 31 F + 4.3 Yes 12.5 Yes 32 months No
Pt.12 55 M + 1.3 Yes 5.7 No No
Pt.13 48 M + 4.8 Yes 6.1 Yes 16 months No
Pt.14 35 M + 14.1 No 19.0 Yes 3 months No
Pt.15 48 F + 6.6 Yes 24.9 No No
Pt.16 30 M + 32 No 2.6 No No

*D.D: disease duration,

A
adalimumab o =

.:—]_ 0]

}od

EI

'IAI‘—I

L Zol= Qo] & Hb
etanercept 715 F&IS}A|
1749 A e < 67197t
ulodo] X &H o2 HEEX|o] etanercepts FgF

| =R
o
-
L
E=

]

ofa~

Pﬂ §e ok

o

|8kl o™ adalimumabo Z LA

SAEAHE 2).
Y= AR A F

=< e 2 2).

=
Erutd > BAAXFA] b 3 A 9] F
A2 AR Z2AZAS] 30~50%014 = AY 3}
A F wsle Zleg dEA gk ZdEE Sl
2006 9UHE] 20074 8Y7IA 7&*-!‘&*-1—"? o8
A a9 FAES 2AT A FAAdE
22} 830™ol|4] TNF #ehA|:= 224%(2 9%)o] A&

stal glolal, ERuhed 8297

of| 4] kAl vl 3193t} (submitted article).

AR Ertede] o] Ay A 7
9 3hA}ol|A] etanercept® X &
2 1600 AEEA

312}l A= etanercept o1& infliximabgs A&

pud

%ol

Iz ulol o
¥ Exxed s

& olF Al uhy

T 2462 F 29.7%

A A2

o1

o

.53l o] T 6

TE.D: duration of etanercept before onset of uveitis, TINFi: tumor necrosis factor inhibitor
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