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[ Abstract] Dual-specificity tyrosine—phosphorylation—regulated kinase 2(DYRK2) belongs to the DYRK family and is an evolution-
arily conserved enzyme in eukaryotes. The expression of DYRK2 varies greatly in different tissues and tumors. Previous reports on the
role of DYRK2 in tumors have shown that it can delay tumor growth by prolonging G, phase, promoting apoptosis, and inhibiting
epithelial-mesenchymal transition. Recent studies have found that DYRK2 can also play a cancer—promoting role by enhancing cell
mitosis , tumor apoptosis resistance, cell invasion and migration, and drug resistance. Here we present a review of the structure and
function of DYRK2 as well as its roles in tumor occurrence , development, and prognosis.
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AP DYRK2, T miR-622 A4 T §8 AT LI i 5 25 W 98
21 i B9 1= 78 T 85 B M. T, Kumamoto T 4520 % BHL
DYRK2 7545 B rh i) 223K 32 DNMT 1% sl N8, L
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il J5 % % . 2003 4F, Miller CT 254 % B8 12q13-14 X 38, 78 Jifi
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A KIFE ST, WFFTIESE DYRK2 3 23k m) DA k5
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