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[ Abstract |

Insulin receptor substrate (IRS ) is an important signaling proteins in insulin signal transduction

pathways. IRS-1 plays an important role in skeletal growth, bone turnover and bone fracture healing. It may be a new

point for the prevention and treatment of metabolic bone disease and osteoporosis.
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[ Abstract] Hyperbaric oxygen therapy (HBOT) is the primary or adjuvant therapy for acute and chronic dis-
eases. Studies recently have proved that HBOT is not only useful for chronic glomerulonephritis, nephritic syndrome,

diabetic nephropathy, acute renal failure, ischemia reperfusion injury of kidney etc, but also has potential effects in

the treatment of other kidney-related diseases. HBOT plays more and more important role in the treatment of kidney

diseases. The research progress of HBOT for kidney diseases would be summarized in this paper.
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