HENESRERHTRER

FEE,F WM %
(ITIA8 IR EE e, V9508 I id B G B T |, B st B R Ry I v Jeg B B, V195
A 210009)

T JUE H AT IR T O A BRI (H R A e R AR e RS AR 22 R
PR S A 3R LS00 W A0 U 169 200 W s s 0 B BB AR 9T R 2y S8 . DNA
b R U A 2 A T B SN AR 2 — B 9 i i R A AR A1 B % DNA W
SRR SR L A DCNGE G T 5 R A OC RE TN AL B F 5, OF XF H AT DNA H Al /e
R AR OGS [ T A U2 8T TS BR )T i 1R AT IR

TR : AR s DNA FFRE A 5 5 WA AR G L X LIS ¥R 97

FESES:R739.63  XEKIRIAB:A  XEHS:1671-170X(2018)06-0531-05
doi:10.11735/j.issn.1671-170X.2018.06.B001

Research Progress of Methylation in Nasopharyngeal

Carcinoma
LU Zhi-wei, YIN Li,HE Xia

(Jiangsu Cancer Hospital , Jiangsu Institute of Cancer Research,Nanjing Medical Uni-
versity Affiliated Cancer Hospital ,Nanjing 210009, China)

Abstract ; Although there has been considerable progress in the treatment of nasopha-
ryngeal carcinoma,local recurrence or distant metastasis is still frequent. Therefore, it is
critical to explore effective biomarkers for early diagnosis and prognosis and to discover
new therapeutic targets. DNA methylation is one of the important research contents of
epigenetic. The pathogenesis of nasopharyngeal carcinoma is often accompanied by ab-

normal DNA methylation. The study of methylation of nasopharyngeal carcinoma related
genes were summarized in this review,and discusses the role of DNA methylation in the
methylation, early diagnosis,prognosis and treatment of nasopharyngeal carcinoma relat-
ed genes
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