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The Research Status of Type 2 Diabetes and Iron Metabolism

LI Ling, ZHAO Cheng-yu’
(Affiliated Hospital of Qinghai University, Qinghai)

ABSTRACT: With the rapid development of social economy,the changes of people’s lifestyle and the acceleration of the aging
process,the number of diabetes cases worldwide is increasing year by year.China has become the world’s largest diabetes country. Nearly
studies suggest that iron metabolism abnormality(mainly about the excess iron result in chronic iron overload)is bound up with type 2
diabetes mellitus.The pathogenesis might be associated with the oxidative stress,the apoptosis induced by LCN2 and Bad ,the negative
action of adiponectin, the phosphorylation of AMPK the lipid peroxidation,the increase expression of gene HO-1 and the negative
regulation of hepcidin,which are all caused by iron overload. Many researchers consider that blood-letting therapy,blood donation,the
use of iron chelating agents and the reduce of dietary iron not only increase insulin sensitivity,but also lower the standard of HbAlc and
moreover,control the blood glucose level of the type 2 diabetic patients.Thus,in the long run,provide the patients with new intervention
and treatment direction.
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