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Review on the Regulation of PPARa Expression by Hypoxic Exercise
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Abstract: Peroxisome proliferator-activated receptor « (PPARq) is an important nuclear receptor in-

volved in regulating lipid metabolism, inhibiting inflammatory reaction and promoting adipocyte dif-

ferentiation. However, hypoxic exercise can promote the expression of PPARqin different tissues and

reestablish the signal pathway through the activation of a series of molecular response mechanisms,

thus altering the body lipid metabolism system. The aim of this study applies method of literature to

comb the previous studies on the effect of hypoxia stimulation on the expression of PPAR«, and sum-

marize the possible molecular mechanism of compensatory adaptation of PPAR« to hypoxic exercise in

different tissues. The aim of this study is to better explain the effects of PPARqon the regulation of

lipid metabolism in hypoxic environment.

Key words: hypoxia exercise; PPARa; lipid metabolism





