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Effect of Licorice Flavonoids on GSK-383 Protein
Expression in Liver of Type 2 Diabetic Rats
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Abstract ; This study aimed to investigate the effect of licorice flavonoids (LF) on GSK-38 protein expression in liver of
type 2 diabetic rats. The type 2 diabetic rat model was replicated by high-fat and high-sugar diet combined with low-dose
streptozotocin ( STZ) injection. The rats were divided into control group ( CON) ,diabetic model group (DM) ,LF treat-
ment group (LF) ,and positive control group (PC). Rats in different groups were administered with solvent (1,2-pro-
panediol ) , licorice flavonoids [ 300mg/ (kg + d) | or pioglitazone [ 10mg/ (kg « d) ], respectively. The protein expres-
sion level of GSK-38 in liver was detected by Western blotting. The experimental results showed that the protein expres-
sion level of GSK-38 in DM group was significantly higher than that of the CON group ( P <0.01) ,while its expression
level in LF group and PC group significantly reduced (P <0.05) compared with CON group. These results suggested
that licorice flavonoids can significantly decrease the protein expression level of GSK-38 in liver of T2DM rats. This
might be one of the molecular mechanisms that LF ameliorated insulin resistance.
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T+ 15 CON4UALL, P <0.01; % 55 DM LA, P <0.01,
Note: # compare with CON,P <0.01;% compare with DM,P <0.01.
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Fig. 1 Immunoblot of GSK-38 protein in liver
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Fig.2 The expression of GSK-38 protein in rats’ liver of
different groups( X+ s)
H: x5 CON 1ML, P <0.01;4 5 DM 44, P <0.05
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