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Abstract

perglycemia, systemic metabolic failure and multiple organ damage, etc.) can reduce patients’ quality of life, even

T2DM (type 2 diabetes mellitus) is a complex disease, and its complications (such as chronic hy-

lead to premature death, and also cause huge medical and social burdens. At present, there are still no therapeutic
methods that can effectively prevent or reverse the development of late complications of diabetes. Previous stud-
ies have shown that exercise therapy has always been an effective means to improve the islet § cell dysfunction in
T2DM, and it is an irreplaceable treatment method for drugs. This paper analyzes the effect of exercise on improv-
ing the function of pancreatic B cells in T2DM and reviews the mechanism.
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Fig.1 Mechanism of exercise improving islet  cell dysfunction (modified from the references [11-54])
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Table 1 Effects of different exercises on islet p cells dysfunction

iBa) 77 iz2zhIE BEAES
Exercise modes Sport form Improvement effect
Aerobic exercise Walking, jogging, swimming, cycling, Tai Chi, etc. ++

Anaerobic exercise Sprint, high jump, weightlifting, push-ups, sit-ups, etc. +

Aerobic exercisetresistance ~ Swimming, jogging and cycling+elastic band resistance +++

exercise

(including upper and lower limbs)

CHPRIRNRUR M, A RIRR A, RN ORI AT

“+” means average effect, “++” means good effect, “+++” means best effect.
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