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[Abstract |

produced by polycomb repressive complex 2, while changes in the components of polycomb repressive complex 2, such as altered

Trimethylated histone H3 at lysine 27 (H3K27me3)is one of the most common histone methylation modifications and is

function or overexpression of enhancer of zeste homolog-2 will show an imbalance in H3K27me3 expression, resulting in uncontrolled
cell proliferation and differentiation and leading to tumorigenesis. Loss of histone modification of H3K27me3 has been found in a
variety of tumors, for example, breast, ovarian, and pancreatic cancers. However, there is heterogeneity in the expression and prognosis

of H3K27me3 in different tumors. In this paper, the expression and biological function of H3K27me3 in different tumors and its value

in the diagnosis, treatment and prognosis of tumors were summarized and investigated , providing new ideas for the study of tumors.
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B Ak J7 s N R R 4 R PES A G . 28 B F ST,
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3.3 H3K27me3 5 WA 5

AR R PR R R TS 25 AN 5
W Bt 80% 1 I R i BB E A2 i 2
FEIA  FIRTTRORAE T R BRI ik
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I3 TR

e B U N PR A AR 28 RN RS TR S 2
Fehb & b K7 [8] 5 7% 4k (epithelial-mesenchymal transi-
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WA T 45 B W 9 40 M 1) EMT 5 2, {5 5 Wang
R gE A5 R AL iR T B — B IR AR
H3K27me3 7E45 B i b 1k e B3G9y b i EARL
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