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Research progress in roles of methamphetamine, cocaine and
morphine in glucose metabolism and molecular mechanism

WEN Xian-bin, BAI Jie
(Medical College of Kunming University of Science and Technology, Kunming 650500, China)

Abstract: Drug addiction refers to the strong craving of abusers for abuse drugs and compulsively
chronic or periodic use of drugs. Addictive drugs include controlled drugs and abuse drugs such as
methamphetamine (METH), cocaine and morphine. The mechanism of drug abuse is complicated.
Drug addiction leads to disorders of glucose metabolism in the body. METH, cocaine and morphine
can result in disorders of dopamine, the glutamate and y-aminobutyric acid systems, as well as dysfunc-
tion of glucose metabolism through the insulin, phosphatidylinositol 3-kinase/protein kinase B and AMP-
activated protein kinase signaling pathways. This review will shed light on the molecular mechanism
of glucose metabolism dysfunction caused by drug addiction and propose new treatments for drug addiction.
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