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[ Abstract]  Objective To establish a liver-specific leucine carboxyl methyltransferase-1 (Lemtl) gene knockout
mouse model. Methods The Lemtl knockout (Lemt1-KO) mice were established with CRISPR/Cas9 technology. RT-
PCR, Real-time PCR, Western Blot and hematoxylin/eosin staining were used to characterize the differences between
wildtype and gene knockout mice. The general condition, reproductive ability and survival rate of offspring were also
observed in the two groups of mice. Results The genotypes of offspring were successfully identified. The hepatic mRNA
and protein levels of Lemtl were significantly lower in Lemt1-KO mice than those in control mice. No significant differences
in diet, drinking water, body weight, reproductive ability, survival rate of offspring, liver appearance and hematoxylin/
eosin staining were found between the two groups. The expression level of Lemtl in brain, heart and kidney tissues were

equivalent between the two groups. The single guide RNA used to generate Lemtl-KO mouse had no off-target actions.
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Conclusions

The liver-specific Lemtl1-KO mouse model was successfully constructed. This model provides the

experimental means for studying the regulatory role of hepatic Lemtl in diseases.
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Figure 1 strategy and flow chart of LCMT1 knockout mouse
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Figure 2 Mouse genotype identification
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Figure 5 Liver LCMT1 gene expression and liver
LCMT1 protein expression
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Figure 6 Liver of mouse and HE staining
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Figure 7 LCMT1 protein expression in extrahepatic tissue
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Figure 8 Sequencing peak map of PCR products
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