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[ Abstract ] Beta adrenalin receptor blockers are one of the widely used drugs in cardiovascular medicine. The common adverse
reactions include sinus bradycardia, cardiac conduction block, rebound reaction and metabolic disorders etc. The mechanism of lipid
(triglyceride ) metabolism disorder by such drugs is complex. The mechanism of beta adrenergic receptor blockers increase triglyceride levels

is as follows: (1) Upset triglyceride metabolism by affecting insulin resistance. (2) Directly control lipoprotein lipase activity and break

triglyceride metabolism. (3) Lipoprotein lipase related with gene mutations jointly affect triglyceride metabolism.
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