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Research progress of transcription factor SOX18
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Abstract: SOX18 ,a member of the SOX gene family ( SRY-like 3-hydroxy-3-methylglutaryl box gene) ,is a

transcription factor expressed in the development of the vascular system,which is involved in the regulation

of blood vessels and lymphatic vessels development. SOX18 gene mutation or abnormal expression is related

to tumorigenesis.
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