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Experimental Study on Mangiferin in Improving the Liver Function in Model Mice with Liver Injury
CHEN Xing', XIA Xiaodong', TONG Deyin', CHE Daobiao’"’
(1. Suqian First Hospital, Sugian, Jiangsw, China 2238005 2. Jiangsu Province Hospital, Nanjing, Jiangsu, China 21 0029)

Abstract: Objective To investigate the effect of mangiferin on improving liver function in model mice with liver injury. Methods Totally
50 ICR mice were randomly divided into five groups: blank control group(equal volume of 0.9% Sodium Chloride Solution), model
group(equal volume of 0.9% Sodium Chloride Solution),silymarin group(0. 1 g/kg) and mangiferin high,low dose groups(40,20 mg/kg),
10 mice in each group. The mice in the latter four groups were subcutaneously injected with CCli —olive oil(1: 1, V/ V) 3 mL/kg
twice a week for 6 consecutive weeks to establish models of liver fibrosis. After successful modeling,the mice in each group were given
corresponding drugs once a day for 6 consecutive weeks. The pathological changes of liver were observed by optical microscope,and the
activities of serum aspartate transaminase(AST) and alanine transaminase(ALT) in mice were detected by dry chemistry and automatic
biochemical analyzer. The levels of serum tumor necrosis factor — a(TNF — «), interleukin — IB(IL — 1) and interleukin — 6(IL —6) in
mice were detected by enzyme — linked immunosorbent assay(ELISA),and the expression levels of inflammatory factors protein were de-
tected by Western blot. Results The structure of hepatic central vein and surrounding hepatocytes was normal in the blank control
group. There were balloon — like degeneration and fat changes in hepatic tissue cells in the model group. The above pathological mor-
phology of hepatic tissue in silymarin group and mangiferin high,low dose groups were improved in varying degrees. Compared with the
blank control group, the activity of ALT and AST in serum of mice increased significantly,the content of TNF —a,IL -1 and IL-6
increased significantly, positive Nod —like receptor protein 3(NLRP3), apoptosis — associated speck — like protein containing a CARD
(ASC), Caspase — containing aspartate protein hydrolase 1(Caspase — 1), the expression levels of IL - 18, p — P65, P65, nuclear factor kB
inhibitor a(IkBa),TGF —B,p —Samd =3 and Smad —3 protein increased significantly in the model group(P < 0.01). Compared with
the model group, the activities of ALT and AST in serum of mice decreased significantly, the content of TNF —a,IL-18 and IL-6
decreased significantly, and the expression levels of NLRP3, ASC, Caspase — 1, IL - 1B, p - P65, P65, IkBa, TGF - 3, p —Samd -3 and
Smad -3 protein decreased significantly in the silymarin group and mangiferin high,low dose groups(P < 0.01). Conclusion Mangiferin
can improve the liver function of mice with liver injury,and its mechanism is related to the reduction of inflammatory reaction.
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