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Abstract Objective To investigate the changes in hepatic mitochondrial function of type 1 diabetic mice. Methods Six — week
—old C57BL/6] male mice were randomly divided into 2 groups, one of which was treated with streptozotoc into develop type 1 diabetes,
and the other was used as control group. The blood glucose and body mass of the mice were monitored during the experiment. After the de-
velopment of type 1 diabetes, glucose metabolism was assessed with intraperitoneal glucose tolerance test and insulin tolerance test. The
liver mitochondria were extracted andexamed for oxidative phosphorylation, membrane potential , calcium retention capacity, hydrogen per-
oxide production andcitate synthaseactivity. Total superoxide dismutase, malondialdehyde and total antioxidant capacity of liver,serum re-
active oxygen species (ROS) and liver ROS were measured. Results Compared with control group, the oxygen consumption rate of he-
patic mitochondrial Complex I , Complex ]l and Complex IV in the type 1 diabeteic group enhanced greatly( P <0.05). The total antioxi-
dant capacity of the liver increased significantly (P <0.05). The hepatic ROS of the type 1 diabetes mice was increased significantly ( P <
0.01). Conclusion Compared with the control group, the activity of the hepatic mitochondria enhanced significantly.
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