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Establishment of a mouse model with endothelial-special Stk24/25 knockout with gene targeting technique
GAO Rui,ZHENG Xiang—jian

(Department of Pharmacology, School of Basic Medical Sciences, Tianjin Medical University, Tianjin 300070, China )

Abstract Objective:To generate endothelial specific Stk24 and Stk25 gene—knockout mice using gene targeting technology, and identify
the genotype and the knockout efficiency of Stk24/25 mouse strains. Methods: Gene knockout mice were established with gene targeting
technology. The genotypes of mouse were identified by PCR and gel electrophoresis. The expression of target mRNA in cerebellum
endothelial cells was detected by RT-qPCR. Results: The genotypes of the mice were successfully identified by PCR, including Cdh5cre*-
Sth24"-S1k 25" mice. The expression level of Stk24,Stk25 mRNA in the cerebellum endothelial cells of Stk24/Stk25 gene knockout mice
significantly reduced by 27% (1 =2.874,P=0.0207) and 30% (¢=17.21,P<0.001),respectively. Conclusion: The mouse models with

endothelial specific Stk24/25 gene knockout are successfully established by using gene targeting technique.
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Tab 1 DNA identification primer sequences of mice
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Fig 3 Electrophoretogram for genotyping of Stk24 and Stk25 con—
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