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[ Abstract]Aging is an important risk factor for many metabolic disorders,including obesity,impaired glucose tolerance,and type 2
diabetes mellitus(T2DM). 1t is reported that the incidence of T2DM significantly increases with age. The relevance of this association
is dramatically magnified by the concomitant global aging of the population. Insulin resistance and B—cell dysfunction play crucial roles
in the age—related impairment of glucose homeostasis. It has great significance in clarifying the pathophysiology of T2DM. Understand—

ing the relationship between aging and factors leads to impaired glucose homeostasis such as pancreatic f—cell mass,insulin secre—

tion, insulin resistance.
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Atkins FFOBFSE R I, M 30 % 5] 60 2, LA 08020 1) K AR %
BTN, Lok 22T 5 1, I ELILA s 5 i i ST
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BRI A B PO S L) 3846 . Ohtsubo S500% 31, A2
I B AR GLUT2 ik FIH 4 330 GSIS &4 LA A il Ak
Thes, I HBES B 421 GLUT2 ik Bk i/ FULT-5¢
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A B LR AR N Lot S IRIRIGEA = ATP, 4 IE &
ARG SRR I, A AR LA R R 3R A . A
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