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ABSTRACT

Objective To explore the clinical characteristics and imaging findings of abdominal involvement in
antineutrophil cytoplasmic antibody (ANCA)-associated vasculitis (AAV). Methods A retrospective
analysis was performed on 18 patients diagnosed with AAV and who underwent abdominal CT scans
at Shenzhen Traditional Chinese Medicine Hospital between January 2020 and December 2023. The
study focused on analyzing their clinical presentations, laboratory test results, and abdominal CT
imaging findings. Resufts Among the 18 patients, 7 were male and 11 were female, with an average
age of 67 years. Clinical symptoms included abdominal pain in 11 patients, abdominal distension
in 3, and nausea, vomiting, and fever with abdominal pain in 2 each. Laboratory findings showed
elevated C-reactive protein levels in 12 patients, increased erythrocyte sedimentation rates in 11,
and leukocytosis in 10. Abdominal CT findings indicated gastrointestinal involvement in 4 patients,
including colonic wall thickening and edema, acute pancreatitis, pseudo-obstruction, and cholecystitis
with hemorrhage, each in 1 patient, all with rapid clinical progression. Additional findings were
increased and blurred mesenteric vessels in 7 patients, mesenteric edema in 5, superior mesenteric
artery wall thickening in 1, and rectus abdominis abscess in 1. Conclusion Abdominal involvement in
AAV primarily presents as abdominal pain, distension, nausea, and vomiting, along with elevated
inflammatory markers in laboratory tests. Abdominal CT scans reveal that lesions can affect various
abdominal organs and sites, with the etiology and disease progression significantly differing from
those of common abdominal disorders.
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