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Abstract: Brain arteriovenous malformations (hAVM) is a common vascular disease in neurosurgery. Its histopathologi—
cal manifestations are the lack of common capillaries between the arteriovenous, and the blood flows directly from the artery
to the vein, which is an abnormal vascular mass composed of arterialized vein and venous artery. Rupture and hemorrhage is
the most common clinical manifestation of BAVM, which seriously affects the nerve function and even endangers life. Al—
though most of the cases are sporadic and have no family history, some cases are familial. Most cases of familial balavm are
associated with a disease called hereditary telangiectasia (HHT). This paper reviews the latest progress in the study of BAVM
in recent years, and summarizes some important signaling pathways in the pathogenesis of BAVM.
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