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[ Abstract]

mouse models, are important tools for studying the biological characteristics, pathogenesis, new drug screening and therapy of

Liver cancer remains one of the leading cause of cancer death in the world. Animal models, especially

liver cancer. Up to now, although the development of various animal models accelerates the research of liver cancer, all the
existing models have their own disadvantages. Lacking of economical and applicable animal models that can mimic the human
liver cancer seriously restrict the further study of liver cancer. With the development of genetically modified technologies, it
provides a fast, easy and reliable method to establish liver cancer models. In this review, we describe the different types of

mouse models used in liver cancer research, with emphasis on genetically engineered mice used in this field, which may open

an avenue for functional cancer genomics and generation of liver cancer models by using gene editing technologies.
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AR REAS R S 1 i AE FE 335 Cre T 2H1 18 09 RIS
BRI BhRIE, Cre EALMEF T SVA0 T-Ag TENT
ErR Ik 5 A H i, 124 B BE 8 WL 5 21 B 2 A4 T
. RS A ST A BA R ] A5 A1 R 2l i 2k B
GRS W K T AR LAY /0N BRI 9 B BL, Colnot
ATV o B B MR 592, 7E APC ( adenomatous pol-
yposis coli) XA FE K 14 540 8 F 3 F
loxP {37 s, 38 52 76 0 rh R 57 3R 5K Cre H12H il f5 7T
DAAS APC & PRITE IR h Bk 2% JETTAS 22 T APC
BB/ PR, IR 67 % /DN BRATE
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