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Research progress in the regulation of cholesterol metabolism and its involvement in
the occurrence and development of liver cancer
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A 5 M JIEL - PR 1 7 A AN RE [ B B, I OR3P 4
G 32N IR 5| S ) 4 Mo B 1R )% 55 . FXR BN 71
T P4t i R 15 5 % T 40 i XL 3 (suppressor of
cytokine signaling 3, SOCS3)/Janus ¥ [ 2 (Janus
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