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Advances in gene—edited mouse models of liver cancer
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Abstract Liver cancer is one of the malignant tumors with extremely high fatality rates worldwide. Its patho-
genesis is complex and involves multiple factors such as genetics, environment, and viral infections. With the
rapid development of gene editing technology, gene-edited mouse liver cancer models have shown great potential
in simulating liver cancer pathology, screening drug targets, and deeply exploring the pathogenesis. This study re-
views the research progress of gene-edited mouse liver cancer models in recent years, covering transgenic mouse
liver cancer models, gene knockout mouse liver cancer models, liver-specific gene knockout mouse liver cancer
models, and liver cancer models constructed by high-pressure hydrodynamic transfection, aiming to deeply under-
stand the intrinsic connection between gene editing and the occurrence and development of liver cancer and pro-
vide research tools and new ideas for the study of the pathogenesis and prevention and treatment of liver cancer.
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B A0 59 B D1 /s B IR R 3R 15 HBx % & (A7)
B, 4 N F S B AT 2H 2 S AG A R DT 4N B A7 AE
Z 9 M, 8~ 10 A H 8 % 3 R /N BRI 4f B
45711 . Moriya 2550 AL & B HCOV 0 2R
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C3H/CSTBL/6 27.3%(9/33) FIIE 1 Rl b /s B HE B HCC @ ) A HE e €2
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THR EL A PR T i bk
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