2024 4F 5 H o L B 2 2 May, 2024
$34% HSM CHINESE JOURNAL OF COMPARATIVE MEDICINE Vol. 34 No. 5

Fe, %5 RER . FIH CRISPR/ Cas9 FEAM g 5L P i/ U B (A BR UL S (U], vh I e BE 24k, 2024, 34
(5): 152-158.

Wang Y, Wu Y, Liang CN, et al. Progress in the optimization of CRISPR/Cas9 technology for the establishment of genetically
modified mouse models [ J]. Chin J Comp Med, 2024, 34(5) . 152-158.

doi: 10.3969/j.issn.1671-7856. 2024. 05. 017

FI| FH CRISPR/ Cas9 7 A #4) 7 3 RMB A /)N FR AR 7Y (1)
i R A AL
T B Z2 B REAEE,LELT

(P E B2 R E ST BE S 30 s B B R T r, Jb s 102629)

[#Z] CRISPR/Cas9 FiARMILE  Hsh T A MR =& GURA K, B X IR R W, A3 T
T ZEYEEMIL, LAERASR AR 5, RSB/ BRI AL G /E H , CRISPR/ Cas9 A A4k i ok T 4%
LM, ARSCRE M [ CRISPR/ Cas9 £ A M & R Ji#E , 3 N CRISPR/ Cas9 ToHILAL S4B/ i A
/N A R FE L )2 CRISPR/ Cas9 T4 F1 HDR A5 (19356 2% 72 45 )22 LB 45 1 AL o ms, e B H AR R e 1)
K.

[X$A] CRISPR/Cas9; /N ; S5 0h R BR/ B 5 i 2%

[RE>ZES] R-33 [SCEkARIEF) A [XEHS] 1671-7856 (2024) 05-0152-07

Progress in the optimization of CRISPR/Cas9 technology for the establishment
of genetically modified mouse models

WANG Yu, WU Yong, LIANG Chunnan, FAN Changfa”
(Institute for Laboratory Animal Resources, National Institutes for Food and Drug Control ( NIFDC) ,
Beijing 102629, China)

[ Abstract] CRISPR/Cas9 technology has driven the development of various fields in life science. With continuous
deepening of its understanding, researchers have made multiple improvements and optimizations to adapt to various
application scenarios. The optimization of CRISPR/Cas9 technology has also provided breakthroughs in the establishment of
genetically modified mouse models. This article briefly reviews the development process of CRISPR/Cas9 technology and
summarizes optimization strategies of CRISPR/Cas9, establishment of conditional knockout/knockin gene-modified mouse
models, and delivery systems for CRISPR/Cas9 elements and HDR templates.
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