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Clinical Experience of Thalidomide in the Treatment of Korean Patients with
Intestinal Behcet's Disease: Pilot Experience in a Single Center

Hyun Jung Lee, M.D., Jac Hee Cheon, M.D, Ph.D., Kyong Joo Lee, M.D., Hui Won Jang, M.D.,
Kyu Sik Jung, M.D., Eun Suk Jung, M.D., Jin Ha Lee, M.D., Seung Min Jeon, M.D.,
Sung Pil Hong, M.D, Ph.D., Tae Il Kim, M.D., Ph.D., Won Ho Kim, M.D, Ph.D.

Department of Internal Medicine and Institute of Gastroenterology, Yonsei University College of Medicine, Seoul, Korea

Intestinal Behget’s disease (BD) often leads to severe complications, such as perforation or massive bleeding, and
therefore is one of the major causes of morbidity and mortality. As thalidomide has been identified and its
anti-inflammatory and immunomodulatory properties clarified, this drug has been used in cases of systemic BD with
some success. Herein we report a case series of four patients with intestinal BD to share our clinical experience
with thalidomide treatment. We studied the effects of thalidomide in four patients who had a chronic relapse of
intestinal BD requiring the frequent use of systemic steroids due to refractoriness to prior treatments, such as
5-aminosalycylic acid and immunosuppressants. Pre- and post-treatment clinical and laboratory data, including clinical
symptoms, laboratory data, disease activity index for intestinal BD, and thalidomide toxicity were recorded. Three
of the four patients had a clinical and radiologic improvement after thalidomide treatment and all of the patients
discontinued steroid therapy. Although two patients tolerated thalidomide, two patients could not continue the
treatment because they suffered from edema and neutropenia. Thalidomide could be considered a therapeutic option
for the treatment of intestinal BD. (Intest Res 2010;8:63-69)
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Fig. 1. Endoscopic findings of
intestinal Behcet’'s disease at
diagnosis. Well demarcated,
round or oval punched—out
ulcers are located in the ana—
stomotic site  (A), terminal
ileum (B), ascending colon (C),
and ileocecal valve area (D).
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thalidomide 278100 mg) ¥ Y 23] 200 mg A7 F
o] & AlAtatel o, Fof F A, AZAHCRP

12.9 mg/L—0.24 mg/L, ESR 76 mm/hr—6 mm/hr)2} 3
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(disease activity index for intestinal BD, DAIBD)’
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Fig. 2. Abdomino—pelvic CT
scan findings. Segmental en—
hancing wall thickening with
perienteric infiltration is noted
at the ileotransverse anasto—
motic site (A, B). Anastomotic
site ulcer and perienteric in—
flammation are aggravated after
steroid tapering (C, D).

Fig. 3. Ten months after the
start of 200 mg thalidomide
therapy. Previous perianasto—
motic inflammation is impro—
ved.
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Table 1. Disease Activity Index for Intestinal BD

[tem Score

General well-being for 1 week

Well 0
Fair 10
Poor 20
Very poor 30
Terrible 40
Fever
<38°C 0
>38°C 10
Extraintestinal manifestations* 5 per item

Abdominal pain in 1 week

None 0
Mild 20
Moderate 40
Severe 80
Abdominal mass
None 0
Palpable mass 10
Abdominal tenderness
None 0
Mildly tender 10
Moderately or severely tender 20
Intestinal complicationsT 10 per item
No. of liquid stools in 1 week
0 0
0-7 10
8-21 20
22-35 30
>36 40

BD, Behcet’s disease.

*Score 5 for oral ulcer, genital ulcer, eye lesion, skin lesion,
or arthralgia. Score 15 for vascular involvement or central
nervous system involvement.

TFistula, perforation, abcess, or intestinal obstruction.
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