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A BOY WITH IGA VASCULITIS WHO DEVELOPED HYPOVOLEMIC SHOCK
DUE TO MASSIVE GASTROINTESTINAL HEMORRHAGE

Tetsuya TsucHDA !’ , Ryosuke FukusHima?’ , Naoki Kanexko!’ , Shuichi Ito®’
Y Department of Pediatrics, Fujisawa City Hospital
2) Department of Pediatric Emergency, Fujisawa City Hospital
%) Department of Pediatrics, Graduate School of Medicine, Yokohama City University

Immunoglobulin A (IgA) vasculitis is the second most common systemic vasculitis in children, and is characterized
by purpura, abdominal pain, arthralgia, and glomerulonephritis. Symptoms are generally not severe and the condition
has self-limiting features.

We encountered an 8-year-old boy with IgA vasculitis who was admitted due to abdominal pain. He was
successfully treated with intravenous prednisolone (PSL), and symptoms rapidly resolved. However, 14 days after
onset, he again developed severe abdominal pain accompanied by bloody diarrhea and recurrence of purpura. He
abruptly presented with a pale complexion, peripheral coldness, and tachycardia, suggesting compensated
hypovolemic shock. Abdominal ultrasonography and contrast-enhanced computed tomography revealed diffuse
edematous thickening from small intestine to ascending colon and ascites. Immediate fluid resuscitation and blood
transfusion for hypovolemic shock stabilized his vital signs, but we could not detect a bleeding source on
ultrasonography or contrast-enhanced computed tomography.

Because of the significantly elevated hemoglobin levels, diffuse thickening of the small intestine, and ascites,
shock could have been caused by both massive gastrointestinal bleeding and intravascular dehydration due to
increased vascular permeability associated with severe recurrence of intestinal vasculitis.

He was successfully treated with an increased dose of PSL and factor XIII infusion without recurrence of
gastrointestinal hemorrhage, and was finally discharged 37 days after first onset. Periodic and careful monitoring
with abdominal ultrasonography helped tapering of PSL.

A review of the literature identified 6 cases involving hypovolemic shock due to gastrointestinal hemorrhage.
Interestingly, half developed shock during the convalescent phase, as in our case. Severe gastrointestinal hemorrhage
may occur in patients with IgA vasculitis even during the convalescent phase, and close monitoring with

ultrasonography could allow for early detection of exacerbation or recurrence of intestinal vasculitis.



