. @tlll AL ADEMIE
BilEHIEE TE TE

Qe il 5 1~ Brgl fENPE P InFsEilk e

=YH' #EWR®

LREERMAT XiE 300203
2. )| RZLEFIRRESRT 0 )1l pL #B 610044

B B RAEFBERAERG SRGHANG, (LERERT RS =, Brgl 44 SWI/SNF L ER TR G M) ATP B K, BA
PP RE R A GG, Brol BRI 0 M08 Ao AT W A2 S b AR KF R LR, T8 184 S AT I IE da Je g FA AR 22 68 )
Ak K g Ao BAC R AR S F HE BT L R SRR IT R 69 K A K. B AT A AR ARE T 415F Brgl #y4uik e 2540,
A8 H O S HOR B S AR RN R

KHEE Brgl; RAMME ; AAAME

Progress of the Chromatin Reorganization Factor Brg 1 in Liver Cancer
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Abstract:Primary liver cancer is the sixth largest malignant tumor in the world, ranking the third mortality rate of cancer.
Brg 1 acts as an ATP enzyme subunit of the SWI / SNF chromatin remodeling complex and has a function in regulating the
expression of gene transcripts. Brg 1 was found to be significantly upregulated in hepatocellular carcinoma and intrahepatic
cholangiocarcinoma, which could promote the development of liver cancer by improving the proliferation and invasion of
liver tumor cells, participating in inflammation and oxidative stress, promoting metabolic rearrangement and the development
of cirrhosis. At present, some studies have reported the anticancer targeted drugs against Brg 1, but its anti—tumor effect and
safety still need to be further studied.
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