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Effect of Metformin Combined with Fenofibrate on HOMA -1IR and Oxidative Stress in

Patients with Non — Alcoholic Steatohepatitis
Lao Xuelian, Wei Lianghong, Chen Haidong, Shen Lili
( Department of Gastroenterology, Qinzhou First People’s Hospital, Qinzhou, Guangxi, China 535000 )

Abstract: Objective To investigate the effect of metformin combined with fenofibrate on blood lipid level, renal function injury, insulin
resistance (IR) and oxidative stress in patients with non — alcoholic steatohepatitis(NASH) . Methods Totally 112 patients with NASH
admitted to our hospital from January to July in 2017 were selected and divided into metformin group (group A, n =31), fenofibrate
group (group B, n =34), combined group(group C, n=47), another 25 healthy volunteers were selected as the control group(group D).
Results  After 3 months of treatment, the parameters indexes of blood lipid and renal function, levels of HOMA - IR, serum superoxide
dismutase (SOD) and malondialdehyde(MDA) in the three groups were improved compared with those before treatment( P < 0.05). The
liver score by type — B ultrasonic and HOMA - IR in group D were (4.93 £0.87) points and 2.31 +0. 34, which were significantly
higher than those in group A and group B( P < 0.05). The levels of plasma ALT, AST and GGT in group C were lower than those in
group A and group B(P < 0.05), but the levels of serum SOD and MDA in group C were higher than those in group A and group B
(P < 0.05), but those in group C were not significantly different from those in group D( P > 0.05). The liver score by type — B
ultrasonic was positive correlationship with HOMA - IR, but negative correlationship with the levels of serum SOD and MDA(P < 0.05).
Conclusion Metformin combined with fenofibrate can improve blood lipid metabolism and renal function injury in patients with NASH
by reducing insulin resistance and oxidative stress, which is worthy of clinical promotion.
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