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The clinical and CT features of pulmonary capillary hemangiomatosis and pulmonary veno-occlusive dis-
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[ Abstract] Objective: To analyze and summarize the clinical and CT features of pulmonary capil-
lary hemangiomatosis (PCH) and pulmonary veno-occlusive disease (PVOD).Methods: The data of 6
patients with PCH or PVOD diagnosed in the First Affiliated Hospital of Guangzhou Medical Univer-
sity from 2013 to 2019 were analyzed retrospectively, including 4 males and 2 females. The clinical
manifestations and CT features of 6 cases were summarized asn analyzed with relevant literature. Re-
sults: PCH and PVOD were rare and easily confused with idiopathic pulmonary artery hypertension.
The main clinical symptoms were chest tightness,shortness of breath and dry cough,with little or no
expectoration and hemoptysis.It was often accompanied by impairment of lung function, mainly with
decrease of diffusion function.Echocardiography and right cardiac catheterization indicated pulmonary
hypertension.CT findings were often manifested as multiple ground glass opacity, multiple ground
glass nodules,interlobular septum,enlarged hilar and mediastinal lymph nodes, pulmonary hyperten-
sion such as widened main pulmonary artery and enlarged right heart, pericardial effusion,etc.,some
could be manifested as thickened bronchial artery. PCH and PVOD were mainly composed of multiple
ground glass nodules and multiple ground glass opacity respectively. Thickened interlobular septum
and enlarged hilar and mediastinal lymph nodes of PVOD were more severe than those of PCH.Conclu-
sion: PCH and PVOD are rare pulmonary vascular diseases. There clinical symptoms, pulmonary func-
tion test and chest CT have some characteristics.
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