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[ Abstract] Objective To further study the role of fibroblast growth factor 9 (FGF9) in neurodevelopment by
establishing a mouse model of conditional FGF9 knockout in oligodendrocytes. Methods Oligl-Cre transgenic mice were
crossed with FGF9 transgenic mice ( FGF9"™™ ). Then, female FGF9"™ " /Oligl-Cre® mice were mated with male
FGF9™ ™ mice to obtain oligodendrocyte-specific FGF9 knockout mice ( FGF9™ ™/ Oligl-Cre") in the F3 generation. To
confirm that FGF9 had been conditionally inactivated in the oligodendrocytes alone, genotyping using PCR, western
blotting, and laser confocal were used to evaluate the expression of FGF9 mRNA and protein. An initial characterization of

the phenotype of the conditional knockout (CKO) mice was then made. Results We confirmed that the expression of the

[E£TE ] ER ARRAEEE (81901290) , LA H AR 34 (H2020206390) , L4 B2 27 FhABF 5L 5481 ( 20200880) .

Funded by the National Natural Science Foundation of China Grants(81901290) , Natural Science Foundation of Hebei Province ( H2020206390) ,
Hebei Medical Science Research Project Project(20200880) .

[EE I ] 2506 (1990—) , Lo, Bl AR Az, 5507 ) . A 2458 . Email : lijiayatou333@ 163.com

[EBIS1EE ]SRRIk (1986—) , T, BHFRAFST 01, T4 RS 07 1) - M 20 22 52 Email ; guowanpiaopeng0823@ 163.com



456 of [ S S AE R 2021 4E 8 A5 29 %45 4 8] Acta Lab Anim Sci Sin, August 2021, Vol. 29, No. 4

FGF9 mRNA and protein were appropriate in the FGF9"™*/Olig1-Cre” mice. Preliminary phenotypic analysis showed that

FGF9 CKO mice survived for the same period of time as control mice and were fertile but developed slowly. Conclusions

We have successfully established mice with a CKO of FGF9 in oligodendrocytes, which causes growth retardation.
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Note. A. Schematic diagram of Cre/Loxp knockout principle. B. Electrophoresis band of PCR amplification of mouse tail tissue DNA.

Figure 1 PCR analysis of genomic DNA in FGF9 conditional knockout mice
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Figure 2 Western Blot and confocal results verify the expression of FGF9 in the cortex of FGF9 CKO mice
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Figure 3 Phenotype observation of the control and FGF9 CKO group
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