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[ Abstract] Skeletal muscles serving as important organizations of the uptake and utilization of glucose,
constitute 40%-50% of human body composition and account for nearly 70% glucose under insulinstimulated
conditions. Skeletal muscles are also major target tissues of insulin resistance in type 2 diabetic patients.In
subjects with diabetes, it appears that the organelles of skeletal muscles reconstruction, degeneration and
apoptosis of pericytes, decrease of mitochondria under muscle membrane, lipid deposition in muscle cells as
well as the decrease of the ratio of slow-twitch fiber and fast-twitch fiber,which induce insulin resistance,
skeletal muscle atrophy and the other abnormalities. However, the exact mechanisms of diabetic myopathy are
not clear so far. Autophagy may be one of the primary factors.
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