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[ ABSTRACT] As the third endogenous gasotransmitter, hydrogen sulfide( H,S) has swept the research field. The over-

whelming majority of researches have been involved in the field of H,S with cardiovascular homoeostasis. However,the data

Diabetes Mellitus

referred to the functions of H,S on mammal biological lipid metabolism are still lacking. In this article,we will give a brief
introduction about the role of H,S in biological lipid metabolism and some lipid metabolism related diseases. At the end of

this article,,some discussions about therapies based on H,S are presented.
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H,S VBN =Fh SRS 500 T E SRS R IR I IR
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