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Henoch-Scholein Purpura Presenting with Acute Abdominal Pain
Preceding Skin Rash: Review of 23 Cases

Ju Young Chang, M.D.", Yong Joo Kim, M.D.T, Kyo Sun Kim, M.D.F
Hee-Ju Kim, M.D. and Jeong Kee Seo, M.D.

Department of Pediatrics, College of Medicine, Seoul National University,
Hanyang Um‘versityf and Konkuk University—r_, Seoul, Korea

Purpose : For the early diagnosis of Henoch-Schonlein purpura(HSP) presenting with acute abdomi-
nal pain preceding skin rash.

Methods : The clinical, endoscopic and radiological records of 23 cases of HSP, presenting with
gastrointestinal symptoms preceding skin rash were reviewed.

Results : The intervals from the onset of abdominal pain to the development of the skin rash were
one day to 30 days(median five days), most of them were within two weeks. The presenting abdom-
inal symptoms were abdominal pain(23 cases), vomiting(16 cases), hematochezia or melena(eight
cases) and hematemesis(three cases). The abnormal endoscopic findings include coalescing erythema-
tous lesions, areas of submucosal hemorrhage and superficial erosions and ulcers. The upper gastro-
intestinal endoscopy showed the abnormalities in 21 of 23 cases, which were observed in the duo-
denum(21 cases), the stomach(12 cases) and the esophagus(one case). Duodenitis with hemorrhage
and/or erosions in the descending duodenum was the sole endoscopic abnormality in two cases and
was the most marked finding in three cases. Sigmoidoscopy showed the abnormalities in six of eight
cases. The abdominal ultrasonogram showed abnormalities in 12 of 17 cases, which included small
bowel wall thickening(eight cases) and intramural hemorrhage(three cases). Recurrences after three
months of symptom free intervals developed in four cases; three of them had persistent nephritis
beyond one year.

Conclusion : The erosive hemorrhagic duodenitis in the descending duodenum in the upper endos-
copy and the small bowel wall thickening in the abdominal ultrasonogram can be useful findings in
the diagnosis of HSP presenting with acute abdomen. (J Korean Pediatr Soc 2003;46:576-584)
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Table 1. Summary of Patients
N AP preceding Endoscopic findings” .BW. Response  Duration of Duration of Interval to
o. Age(y) Sex thickening , - ! S g
interval(days) Duodenitis ~ Colitis (USG) to steroid illness nephritis relapse(months)
1 4" M 3 + - + +++ +
2 4" F 30 T +7 + +++ -
3 5 M 1 ++ o+ - - ++ +
4 57 M 1 - ++ - + + -
5 5 M 9 T + + ++ -
6 57 M 4 + +7 =3 ++ ++
7 5" M 3 + + + ++ ++(NS)
8 5 M 6 + + - 4+ +
9 6 M 8 + + ++ At 7, 12
10 6" M 2 +++ + + ++ +++ 4
11 67 M 7 +7 + + + -
12 6" M 5 + + + ++ -
13 6" M 5 + - + + -
14 6" M 10 o+ - * ++ -
15 8 F 5 +7 - + ++ -
16 8 M 3 - - + ++ +
17 8" F 4 +++ - + ++ -
18 8 M 8 +7 - +7 - ++ - 4
19 9 F 3 + + - ++ +
20 10" M 9 ++ + =3 4+ -
21 107 F 13 T +7 + ++ -
22 1 ™M 6 +7 - + ++ +
23 12 M 3 + - + -+ +++(NS) 4

* Endoscopic findings were symbolized as follows; + :erythema or submucosal hemorrhage only, ++ : presence of erosions,

presence of ulcerations

o+

In these patients, endoscopy or abdominal ultrasonogram was performed before the appearance of the skin rash

In this patient, steroid treatment was not done
*In these patients, intravenous immunoglobulin therapy was done

"Duration of illness was classified as follows; + : within 2 weeks, ++ :within 1 month, +++ :over 1 month
Duration of nephritis was classified as follows; — :absence, + : within 1 month, ++ :within 1 year, +++ :over 1 year
AP : abdominal pain, BW : bowel wall, USG : ultrasonogram, NS: nephrotic syndrome
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Fig. 1. Clinical symptoms preceding the development of the
skin rash in 23 patients with Henoch-Scholein purpura.
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Fig. 2. Intervals from the onset of abdominal pain to the de-
velopment of the skin rash in 23 patients with Henoch-
Scholein purpura.
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Fig. 3. (A) Multiple punctate erosions and petechiae in the
antrum. (B) Multiple areas of ulcerations covered with exu-
date and edematous fold thickening were noted in the de-
scending duodenum. (C) Severely affected colonic mucosa
showing numerous hemorrhagic spots with erosions.
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Fig. 4. Distribution of abnormal findings on upper gastrointes-
tinal endoscopy in 21 of 23 patients.

Fig. 5. (A) Histology of the mucosal biopsy specimens show-
ed mucosal erosions and severe acute and chronic inflam-
matory change(H&E, x100). (B) There were numerous ex-
travasated RBCs, suggesting mucosal hemorrhage(H&E, % 200).
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Fig. 6. (A) Wall thickening was noted in the descending duo-
denum. (B) Multiple segments of the small bowel showed
wall thickening. The thickened wall showed high echogenicity
suggesting intramural hemorrhge.
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Fig. 7. Findings on abdominal ultrasonogram in 17 patients.
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