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Abstract: Objective To investigate the effects of liraglutide ,a long acting human glucagon like peptide -1 (GLP-1) ana-
logues ,on the expression of lipid metabolism -related genes mRNAs in rats with type 2 diabetes (T2DM) combined with
nonalcoholic fatty liver disease (NAFLD). Methods According to the random number table method,36 healthy male 8
weeks SD rats were divided into three groups (n =12 each) ;normal control group (NC group) ,model group (MC group)
and GLP group. In NC group, the rats were fed with regular diet. In MC group, the rats were fed with high fat and sugar diet
and treated with intraperitoneal injection of sheptozotocin (STZ) one-time (30 mg/kg). In GLP group, the rats were fed
with high fat and high sugar diet and treated with intraperitoneal injection of STZ one-time (30 mg/kg) plus abdominal
subcutaneous injection of liraglutide (0.4 mg/kg,once a day). The time of treatment was all 4 weeks in 3 groups. The blood
glucose levels in MC group and GLP group were detected 4 weeks after injection of STZ one-time to judge whether the

T2DM models were successfully established. Taking section of liver tissue,fatty degeneration of liver cells was observed un-
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der light microscope after HE staining. Real-time quantitative polymerase chain reaction was used to detect the expressions
of lipid metabolism -related target genes [ fatty acid synthase( FAS) ,acetyl CoA carboxylase( ACC-a) ,apolipoprotein 3100
(apo B100) ] mRNAs in liver tissues. Biochemical parameters related to glucose and lipid metabolism were detected. Re-
sults T2DM model was established in 11 rats of MC group and 12 rats of GLP group. No fatty degeneration of liver cells
was found in NC group. The fatty degeneration of liver cells was found in both MC group and GLP group,but the degree of
fatty degeneration in GLP group was significantly descended compared with MC group( P <0.05). The relative expression
levels of FAS and ACC-a mRNAs in liver tissues in MC group and GLP group significantly increased compared with those
in NC group(all P <0.01) ,but the aforementioned indexes in GLP group significantly decreased compared with that in MC
group (all P <0.01). The relative expression levels of FAS and ACC-a mRNAs in rat liver tissues significantly increased in
MC group and GLP group than those in NC group(all P <0.01) ,while the aforementioned indexes significantly decreased
in GLP group than those in MC group (all P <0.01). The relative expression levels of apoB100 mRNA in rat liver tissues
reduced significantly in MC group and GLP group than that in NC group(all P <0.01) ,but it raised significantly in GLP
group than that in MC group( P <0.01). Conclusion Liraglutide could improve lipid metabolism disorders and slow the
progression of NAFLD pathogenesis probably through down- regulating lipid metabolism-relative genes expressions.
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