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Castleman disease: CT characteristics and pathological findings

XU Jingya,ZHAI Jian ,MA Peiqi,ZHANG Hu
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[ Abstract 10bjective: To improve the understanding of computed tomography( CT) findings of Castleman disease. Methods: CT features were reviewed in
12 cases of Castleman disease surgically treated and pathologically confirmed in our hospital between November 2014 and December 2016. Results: The
disease was located in maxillofacial region in 5 cases,in chest in 3,in abdomen in 3 ,and multiple involvement in 1. By clinical typing,11 cases were focal
type,and 1 was multicentric type. Histologically, 10 cases were hyaline-vascular type,and 2 plasma cell type. Plain CT scans showed single homogeneous
soft tissue density in 12 cases, demonstrating typical arborsing calcification in 3 cases( All were hyaline vascular type) . Ten of the 12 cases underwent con—
trast-enhanced CT scan,and the enhancement indicated increase of CT value to 40 HU in 8 cases ( hyaline vascular type in 7 cases and plasma cell type
in 1) ,and to between 20 and 40 HU in 2 cases( hyaline vascular type and plasma cell type in 1 case) . However, washout in the delayed phase was not typ—
ical in enhancement in the 10 cases. Enhanced scan showed stripy vessels around the lesions in 5 cases( hyaline vascular type in 4 cases and plasma cell
type in 1 cases) . In the arterial phase,the lesion demonstrated strip or fissure-ike low density with enhancement in the delayed phase in 3 cases( hyaline
vascular type in 2 cases and plasma cell type in 1 case) . Conclusion: Castleman disease has typical CT features, suggesting that CT examination can be
definite diagnosis and pathological typing for this entity before operation.
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