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A Case of Psoriasis Induced by Infliximab Treatment for Crohn’s Disease

Yoon Jung Jwa, M.D., Nam-Hoon Kim, M.D., Hai Jin Park, M.D.*, Jun Sup Park, M.D.,
Won Ki Bae, M.D., Kyung-Ah Kim, M.D., June Sung Lee, M.D. and Young Soo Moon, M.D.

Departments of Internal Medicine and Dermatology*, Ilsan Paik Hospital, Inje University College of Medicine, Goyang, Korea

Infliximab, the monoclonal antibody to tumor necrosis factor, is indicated for refractory luminal and fistulizing
Crohn’s disease and rheumatoid arthritis. Infliximab treatment has adverse events including infusion reactions, op-
portunistic infections, and the potential for the event such as reactivation of latent tuberculosis. Cutaneous adverse
reactions of TNF-«@ agents include skin rash, urticaria, pruritus, lupus-like eruption, and injection site reactions.
Most of all, psoriasis or psoriasiform dermatitis induced by infliximab treatment for Crohn’s disease is rarely re-
ported in Korea. We report a case of psoriasis induced by infliximab treatment for Crohn’s disease with a review

of world literature. (Korean J Gastroenterol 2010;56:324-328)
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ol WA= At T T T S ZEHeE A
231931 Crohn’s disease activity index (CDAI)« 29578 ]9
ch agFe] AAH 2e|Eo| =9 azathioprine, pentasa,
metronidazole & X &3} o1} 2F FHoll® X q28¥r} glo]
infliximab X 85 A2}t 0, 2, 6572 infliximab %] & 3
85 H, R AL X8 ¥ CDAIE 150082 AAs| 74
Holol d=w 5, 53 vl AR A2 wE9 3
Al 7vg5o] WAsHAtHFig. 24). oA 3] WH, <A

Fig. 1. Initial colonoscopic find-
ings. (A) Perianal fistula was
seen. (B, C) Longitudinal ulcers
with cobble stone appearance were
observed at the terminal ileum.
(D) Another apthous ulcers were
noted at the descending colon.

Fig. 2. Photographs of the skin
lesion. (A) Psoriasis with reddened
skin and pustules was developed
on the back. (B) After treatment,
the skin lesion was completely
healed, with no signs of dis-
coloration or scarring.

HhE-9] Ao} 7152 glodcth. ARt A A= v
T 5870/mm’, TFT 53.6%, TAT 2.9%, AETL A} &
S(ESR) 46 mm/hrow, AJ3}et A= AST/ALT 19/22
IU/L, % a4 0.6 mgdL3ieh W A4 C vEA
HlZ(CRP) 0.8 mg/dLE wlo]#]2} Hheelo} zhele] F
A HolA] okl o =42 A4 d3es] "=A
A 271E Kol E9]5o] X3 HE ZA A=A
Bl At 23S Ho] 714 o2 HgkE]| 9l ekFig. 3).
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T4 zHRoluel AT s|zEMlAl, FhebdAbelA
(ultraviolet B).2-& %] S8} a1 47w} 2] W 545
A tHFig. 2B). 8F 7+A <] AA} infliximab 4] X1 & ¥ A
Ao| v BA sk = RS By o) BEH X 5o 3A
< Hol E 1d 7+ infliximab X B gEsloich
Infliximab X|§°] 4 ¥ 7148 9bds] £A=don &
45 SHE A=A gkokrl. wEd, infliximabe] & 11

el A& F 24 oEMARAAIA B T3l el

Fig. 3. Microscopic finding of the skin lesion. Hyperkeratosis,
dermal papilla elongation, and perivascular lymphocytic infiltra-
tion were seen (H&E stain, x100).
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Fig. 4. Post-infliximab treatment
colonoscopic  findings. (A) The
closure of perianal fistula opening
was noted. (B, C) Longitudinal
ulcer scars with pseudopolyps
were noted at the terminal ileum.
(D) Ulcer scars with pseudopo-
lyps were seen at the descending
colon.
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Infliximab->- W52} QFHRE efzol AR, 9 W=

Med, EMBASE, MEDLINES 7|%2&
infliximab A}-&-oll 9|3k | FAZEL- 4-085(1-10%), FE=817]
(0.1-10%), FF2=oF FFA3K<0.1%), A4 I|74%
(<01%) o2 uvehdelh e HE 9] AFolA
TNF-a Z&HA] A-goll whg 71419] whalel] st Hae &
ofuli= FAllo|th " Fidder So] WrE3F 154 Ao
infiliximab A--g-of] v}& Aol i3t <k 7] dFol] v}
2 F 7347 F 1507 (20%)0l14] | FAZke] Ve, o]
Z 39%26%)°] A% FRF oz sk A ks ek’
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E|QaL, o] F 7398(61%)°] AR, 37THB1%)0] £ T
EA AA, 8GR0l S5 AAeg FelEd =i de
Gannes 5°¢] A H 104 %, 19991 dFE] 20054d7FA] TNF-
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Tl A ZEH A infliximab AHg-oll w}E 742 A
gl of3} 1odl9} Frulel 2~ ] X 55 913 golimulab
Fg 3 kel Aok ubAl (ool tidt v} glgdek P
S| EAIE, TNF- ¢ Z A= interleukin (IL)-8, IL-6, colony-
stimulating factor (CSF)&] A& Z&AF o 24 J53} 7t
AAES FAE JAlle 3HE 7HA AL 9lo] E54 A
o] x| geoll A-gxlo] gk A9l X ZAQ INF-a 2
A7t -0 2 Z14E Dol 714 G4z weXl v
7t gout ¥ 714 7hsAde] AjkER givk &, INF-a &
FAAZES FAGAEY A5 interferon (IFN)-a ]
BEFE dAlsle S 7R e, INF-¢ Z8AE
A& 735 oleldt TNF-« o] 2hgo] A|=]e] IFN-« 9
Fhirgo] whAek = Qlrt. o]} b o e A 2%l
59| ApFol ERkE A5 FHelA AR wo] fwkE
T ek T 247 IFN-a ol 33k A Aol w2,
IFN-a 234 AlZ T sl JAAER) A A E7L 2
7] 74 9] Z| 5 el A vl A= Qlo] o] Al 9
gk IFN- @ &] AAdo] 71419 whafoll % F 3t g3 3
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ol ZFulollA=, 749 719 o] gle 3HAtollA inflixi-
mab A8 EF Z14do] whAslwA B o AFBA3E B
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ZHb 329 31AollA] infliximabe AHE$}93L, infliximab
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Z7Le] A (ultraviolet B)& ©]-838to] 7145 X 833 ¥4
g o5 WHe] 345 Kol infliximab®] FAXEE A
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