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Clinical Characteristics of Childhood Henoch-Schonlein Purpura with
Duodenal Involvement by Upper Gastrointestinal Endoscopy
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Eell Ryoo, M.D., Dong Woo Son, M.D., In-sang Jeon, M.D. and Hann Tchah, M.D.

Departments of Pediatrics, *Pathology, Gil Hospital, Gachon University of Medicine and Science, Incheon, Korea

Purpose: The aim of this study was to investigate the clinical usefulness of upper gastrointestinal (GI)
endoscopy in children with Henoch-Schonlein purpura (HSP).

Methods: We retrospectively analyzed the clinical, endoscopic, and histopathologic records of children
with HSP who had been admitted to the Department of Pediatrics of Gil Hospital and underwent upper
GI endoscopy between January 2002 and June 2009. Patients were classified into the following two groups
for statistical analysis: duodenal involvement (+) and duodenal involvement (—).

Results: Fifty-one children with HSP underwent upper GI endoscopy; the mean age was 7.2+2.9 years.
The upper GI endoscopy showed abnormalities of the duodenum in 38 cases (74.5%), 22 of which had
duodenal ulcers. Among the biopsy specimens obtained from the duodenum of 37 cases, 13 cases (35.1%)
had leukocytoclastic vasculitis, neutrophil debri, and/or extravasation of RBCs. Steroid use was more
frequent in the duodenal involvement (+) group (86.8%) than the duodenal involvement (—) group
(53.8%; p=0.02). The mean length of hospitalization was 13.9+8.43 days in the duodenal involvement
(+) group and 8.1+4.62 days in the duodenal involvement (—) group (p=0.003). The recurrence rate
was significantly higher in the duodenal involvement (—) group than the duodenal involvement (+) group
(p=0.027), whereas none of the other study parameters, such as the age of onset, renal involvement, and
steroid use, led to significantly higher or lower recurrence rates.

Conclusion: These results suggest that duodenal involvement can influence the clinical course and
prognosis of HSP in children. (Korean J Pediatr Gastroenterol Nutr 2009; 12: 156 ~ 162)
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Fig. 1. Age and sex distribution of Henoch-Schonlein purpura
patients with upper gastrointestinal endoscopy.
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Table 1, Endoscopic Findings of Duodenum in 51 Patients
with HSP

Endoscopic findings No, of patients (%)

Hemorrhagic duodenitis 12 (23.5)
Erosive duodenitis 2 (8.9
Hemorrhagic erosive duodenitis 1(2.0)
Duodenal ulcer 22 (43 1)
Duodenal hematoma 1 (2.0
Non-specific 13 (25.5)
Total 51 (100)
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Table 2, Diagnostic Laboratory in 51 Patients with HSP with
Respect to Gastroduodenoscopic Finding

Duodenal involvement

(+) (—) o
Hemoglobin (g/dL) 130+114 131113 091
WBC count (/L)  10,828+3,941 11,981+3,725 0.36
Platelet (x 1,000/ L)  345+97 373+68  0.34
Albumin (mg/dL) 434041 40+046 008
AST (IU/L) 300+1820 240+567 025
ALT (U/L) 33248067 118+506 034
PT (sec) 1244092  126+080 054
aPTT (sec) 339+569  333+450 076
hsCRP (mg/dL) 234172 174191 063
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Table 3, Factors Influencing Recurrence of HSP

Recurrence
Variables
Coefficient p Odds ratio 95% ClI
Age <0.0001 0.988 1.00 0979 to 1.022
Duodenal involvement —177 0.027 017 0,036 to 0814
Renal involvement 1.7 0.074 552 0.847 to 36.006
Steroid treatment 0,032 0523 1.03 0934 to 1143

Logistic regression,
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