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Important roles of adipocytes in the pathogenesis
of obesity and type 2 diabetes
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Abstract

Diabetic and obese patients have been increasing year by year in Japan recently. The onset and
the progression of disease-related complication, such as atherosclerosis and ischemic heart disease
have become social problems from the aspect of mortality and economical costs. The risk factors
of ischemic heart disease were identified by a lot of epidemiological evidences, and tended to gather
in a same patient (Multiple risk factor syndrome). However, the reason why the risk factors gathers
together is not clear.

The study of adipocytes was progressed because obesity was associated with the accumulation of
these risk factors. The discovery was a breakthrough that adipocytes secreted a lot of hormones
named “adipocytokine” which affect metabolic regulation. Therefore, adipose tissue has been paid
attention as a huge endocrine tissue, not as an only storehouse of energy. Some adipocytokines are
beneficial to diabetes and atherosclerosis, some are opposite. Adipocytokines play a role in the
breakthrough in the field of multiple risk factor syndrome, and were expected to contribute to the
development of useful medications.



