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[ Abstract ]

family. As a negative cell cycle regulator, P27 possesses a verity of biological functions, including regulation of cell

P27, a newly identified tumor suppressor gene, belongs to cyclin-dependent kinase inhibitors ( CDKIs )

cycle, induction of cell apoptosis, promotion of cell differentiation, etc. P27 gene is deleted, mutant or decreased in many
solid tumors, and its expression level is closely associated with the development, progression, treatment, and prognosis of
acute leukemia. P27 can be used for targeted therapy of acute leukemia by raising the level of P27 protein expression in
leukemia cells. P27 gene DNA methylation is only initially studied. P27 gene methylation in acute leukemia and its rela-
tion with gene expression remains unclear, and whether P27 gene methylation can serve as an important factor for early di-
agnosis and treatment of leukemia still needs further discussion.

P27 gene; acute leukemia; cyclin-dependent kinase inhibitor ( CDKI ); DNA methylation
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k127 000, BB FR A P27 B P27kipl ( kinase inhibi-
tion protein 1 ). FeWI &I P27 B}, I35 A K H H 12
BloE SO L, TR B A BRI R A X IR
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R A 572 22—, A0 40 R B0 8 s o P 2 B A <
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vs 19% ), $E7~ P27 W ER F/K AT R H M AML A&
HPUG I —ANF84% . Radosevic 25 214047 41 187 &
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A DAVE ARSI 30 4 T4 n . TIPS R A
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