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Expression changes of miR-192 transcriptionally activated by p53 in pa-

thogenesis of acute liver injury
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[ABSTRACT] AIM: To investigate the expression of microRNA-192 (miR-192) transcriptionally activated by
p53 in the pathogenesis of acute liver injury. METHODS: Male BALB/c mice (n =24) were randomly divided into ex-
perimental groups at different time points (1 h, 3 h and 6 h, n =6 in each group) and control group (0 h, n=6). The
mouse acute liver injury model was established by intraperitoneal injection of D-galactosamine ( D-GaIN) at dose of 20 mg
and lipopolysaccharide (LPS) at dose of 0. 5 mg. The liver tissue injury was observed by HE staining, and the serum levels
of alanine aminotransferase ( ALT) and aspartate aminotransferase ( AST) were also measured. The expression of miR-192,
and mRNA expression of p53 and p21 were detected by RT-qPCR, and the protein expression of p53 and p21 in the liver
tissues was determined by Western blot. RESULTS: At different time points, the degree of liver damage was different and
gradually increased. Compared with control group, the relative level of miR-192 in the liver tissues of the mice with acute
liver injury was significantly increased at 1 h and decreased at 3 h and 6 h after injection, while the expression of p53 and
its downstream gene p2/ at mRNA and protein levels had similar changes. CONCLUSION: miR-192 may be involved in
the occurrence and development of acute liver failure, and its expression changes are correlated with the changes of p53.
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Figure 1. The pathological changes of liver tissues in the mice at different time points after injection ( HE staining, x200).
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Figure 2. The change of plasma ALT (A) and AST (B) levels of the mice at different time points. Mean +SD. n =6.

0 h group.
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Figure 3. The expression of miR-192 in the mouse liver tissues at

different time points. Mean = SD. n =6. ™ P <0. 01

vs 0 h group.
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Figure 4. The expression of p53 and p21 at mRNA (A) and protein (B) levels. Mean +SD. n= 6.

group.
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