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Abstract: Objective To build the collagen glycosylated Glcal and 2Galf1 modified gene (GLT25D1)
knockdown mice model to investigate its role in liver diseases. Methods Based on Cre-loxp recombinase system,
embryonic stem cell line targeting technology was implemented to obtain homologous recombination stem cells,
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reproduce chimeras and obtain heterozygous GLT25D1"" mice. Then the heterozygote GLT25D1" mice were
inbred and the genotype of offspring mouse was identified by PCR technique. The expression of GLT25D1
protein in WT mice (wild type, WT) and heterozygote GLT25D1™" mice in tissues were detected by Western
blot technique. The fertility of the WT and GLT25D1 " mice, the proportion of genotypes in the offspring mouse
and the weight at 20 days after birth were compared. Results Total of 264 mice were reproduced, including 152
GLT25D1™, 112 WT and 0 GLT25D17". The ratio of the number of GLT25D1" mice to the number of WT mice
was lower than that of Mendel’s genetic law 2 : 1 (Y =9.818, P =0.002). Western blot showed that GLT25D1
protein expressed in heart, liver, spleen, lung, kidney, brain and lymph nodes of WT mice, which were high
expressed in liver, spleen and lung, medium expressed in kidney and lymph nodes, and weak expressed in heart
and brain. The expression level of GLT25D1 in GLT25D1" mice tissues was generally lower than that in WT
mice. There was no significant difference on the appearance and behavior of two genotype mouse. The weight
of GLT25D1™" mice at 20 days after birth was lower than that of the WT mice (¢ = 2.520, P = 0.0177). After
GLT25D1"" mating, the number of mice born per litter was 4, which was less than that of WT mice (¢ = -8.482,

P < 0.001). Conclusions The GLT25D1"" mice showed a relatively low reproductive capability and abnormal

development. Compared with the WT mice, the weight of GLT25D 1" mice decreased.

Key words: GLT25D1; Glycosylation; Collagen; Fibrosis; Mice
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