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[ Abstract]  Colorectal cancer is one of the most common malignant tumors worldwide, and the morbidity and
mortality rate is increasing year by year with patients tending to be younger. The colorectal cancer mouse model increases
our understanding of human colorectal cancer characteristics and cancer prevention and treatment. Murine models of
colorectal cancer can be divided into spontaneous, induced, transplanted tumor, and transgenic models. However, none
recapitulate all the characteristics of human colorectal cancer. The use of a specific mouse colorectal cancer model to
address specific colorectal cancer research issues is critical. This paper has examined research literature both domestic and
foreign to provide a review of the research progress of different mouse models of colorectal carcinoma over the past 20 years.
The aim is to establish a suitable mouse model for the study of colorectal cancer.
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Table 1 The summary of mouse models of colorectal cancer

B CRC %7 Pesi B SCHk
Animal model CRC phenotype Advantage Disadvantage References
1R &% S Diet induction
Mg, B R SEES TR  RER AL EY
- . 21 CRC &AM F/S A IR /D R s ] K
KEAS B ElEs ’J 7yi€|£ ﬁ%¢§ff o kiﬂlﬁé?ﬁ(;/ R RS »
A . . Induction of carcinogenesis in the small intestine, Low number of tumors and long
Diet induction Sporadic . . . . .
cecum and proximal colon, representing the basic  tumor formation time
complexity of human-induced food-induced CRC
L% S Chemical induction
. Xof i Py B AR S 0, S MR MR RN RS PRI R Y A R
e . - R RS AL -
DMH . Highly specific to the intestine, inducing intestinal ~ Produces indirect inducers and .
Sporadic . . . .
adenoma, adenocarcinoma and metastasis liver toxicity
- SR S S IR 2 s e
kb . A. il R e .
AOM . Highly specific for the intestine, relatively high . ..
Sporadic .5 Liver toxicity
incidence of colorectal tumors
M Portability
GBRAE I AR (~ 2 ), S s 0 i AR
TR K AR AT 55 Tt A IR ORI 22 AR R AR RS
Subcut & ' - Easy operation, fast tumor growth ( ~ 2 weeks), Poor tumor microenvironment and (9]
Pubcuaneous tumor real-time monitoring of tumor growth, easy genetic rarely metastases
manipulation before cell transplantation
LI CT B , ED55 2, ‘ ,
L LT, R EE BT Gk po o T ami 7 A
R L N R :
PR A TEL T . . . - LA R 2
. - Simulate human tumor microenvironment, mimic . . /
Orthotopic tumor . . . Surgery required, metastasis rate
colon tumor invasion, vascular spread and distant . .
. depends on cell line and mouse strain
organ metastasis
#%E A Transgenic
AAFITIANE (120 d) , kAT R
B P 5 BEfis N APC R7Z FAP L3 fERERL, (5t s, RZ B R AL T/ g, R
W 80% ML &1 CRC 28748 %
APC ) . A model that mimics the human APC mutation FAP  Short survival time (120 d), unable  [3°]
Sporadic . . . .
Heredit: syndrome and contains more than 80% sporadic  to conduct rapid studies, most tumors
erequiary CRC mutations are located in the small intestine and
do not metastasize
_ A, AR > LA B A KR .
Ape ; Fabpl Cre . . . . . (31]
’ Hereditary Survival > 1 year, two or three intestinal adenomas No metastasis
o - ZHBUR AR,
itft Fefii A MMR 52 5 ZUARLERE, TR .
Mlh1 Multi-tissue tumors /
Hereditary Mimicking human MMR deficiency . .
without metastasis
ZRGUL AR, R 5 BN
N e =8 [ 3
A HEDT A MMR B2 3 FUIH . -
Msh2 . A .. Multi-tissue tumors without /
Hereditary Mimicking human MMR deficiency . .
metastasis; susceptible to
mouse lymphoma
. e HEBURA: I R
it Fili A MMR 52 5 SUARLNE R -
MSH6 . Multi-tissue tumors !
Hereditary Mimicking human MMR deficiency . .
without metastasis
BRI B ES ROAAAE B0 T S R MR RS b R I /e 5 R AR
(RS et i Xk -
Sporadic The presence of hyperplasia and abnormal crypts Need to be associated with other
enhances tumorigenesis of other mutations mutations and or inducers
B 3 TR SRR AN RE S
53 R it FCAl 58 D sl e R 5 S 00 )4 H M (27]
P Sporadic Enhance the effects of other genes or tumor inducers ~ Suppressing gene expression alone

does not induce colorectal cancer
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