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[ Abstract] Venous malformation ( VM) is the most common vascular malformation. According to its
clinicohistological characteristics, it can be divided into common and special venous malformations. The latter
type is composed of familial VM cutaneomucosal , blue rubber bleb nevus (Bean) syndrome and glomuvenous
malformation. Except for common VM, most VMs are accompanied with multiple lesions. In recent years, with

rapid developments of gene sequencing technology, a growing body of literature has elaborated upon special

VMs. This review offered a brief overview of special VMs and summarized their pathogenetic mechanisms.
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