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[ Abstract ]

Hairy cell leukemia (HCL) is an uncommon chronic malignant proliferative hematological

tumor of B lymphocytes,accounting for 2%-3% of leukemia. CD38 is a type I transmembrane glycoprotein

promoting the activation and proliferation of B lymphocytes, which may be a new target for the prevention and

treatment of HCL. BRAF V600E mutation is the most important marker in patients with HCL , which may af-

fect miRNA expression,whereas overexpression of miR-221/-222 in HCL could lead to a decrease expression

of cyclin-dependent kinase inhibitor 1B (CDKNI1B, also known as p27/Kipl). This article focused on the re-

search progress of HCL-related biological markers.
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