SHAOAIIGSSOX T A H1Z 2004

QAN et Y Lofa}, *&ofelw}, T ARAAL, el

of ¥
g . oz

lols

0>

AYE) - B2FS - FHR - X

. 0]

OB

= - &Yl

Ofo

* oM

02

Treatment of Severe Small Bowel Involvement in
Henoch-Schénlein Purpura: Two Cases Report

Hyung Tae Kim, M.D., Jin Soo Moon, M.D., Hyun Oh Jang, M.D.
Heui Seung Jo, M.D., Jong Guk Lee, M.D., Ki Hong Klm, M.D.*
Jung Wook Seo, M.D." and Min Kyung Kim, M.D.}

Departments of Pediatrics, *Pediatric Surgery, ' Diagnostic Radiology and ¥ Diagnostic Pathology,
Ilsan Paik Hospital, College of Medicine, Inje University, Ilsan, Korea

Henoch-Schgnlein purpura (HSP) is a vasculitis of the small vessels in skin, joints, gastrointestinal
(GI) tract and kidney. GI symptoms occur in up to 85% of patients and may lead to severe problems
such as intussusception, obstruction, and perforation. GI symptoms may not be easily controlled,
showing refractoriness to the conventional corticosteroid therapy. Although GI involvements of HSP
are acute, and self-limited in most instances, they may cause fatal results in some unusual cases.
In such conditions all the possible therapeutic modalities should be considered. We report two cases
of severe small bowel involvement of HSP. One case presented with severe abdominal pain showing
refractoriness to corticosteroid, but improved with IV immunoglobulin therapy. In the second case,
HSP with transmural infarction in the small bowel could be cured with surgical intervention.
(Korean J Pediatr Gastroenterol Nutr 2004; 7: 78 ~82)
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Fig. 1. Purpuritic mucosal lesions and petechiae were
noted on the antrum with gastroduodenal endoscopy.
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Fig. 2. Abdominal CT scan shows intramural hema-
toma in proximal jejunum (=) and diffuse bowel wall
thickening in small bowel loops with enlarged lymph
nodes in mesenteric root.

Fig. 3. Hemorrhagic transmural infarction of small
bowel. The mucosal propria is totally replaced with
hemorrhagic material and there are marked perivascular
neutrophilic infiltration (H&E stain, x40).
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