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The effect of exercise on protein expression and adenine mononucleotide activation protein kinase ( AMPK)

activity in skeletal muscle of type 2 diabetic rats WU Yi, HU Rui-ping,HU Yong-shan, WU Jun-fa,LUO Juan,

SUN Li-min. Department of Rehabilitation Medicine, Huashan Hospiial, Fudan University, Shanghai 200040, China
[ Abstract) To observe the effect of exercise on protein expression and activity of adenine

mononucleotide activation protein kinase ( AMPK) in skeletal muscle. Methods

kushima Fatty (OLETF) rats and 10 age-matched Long-Evans Tokushima Otsuka ( LETO) rats were allocated into

a type 2 diabetic group and a normal control group, respectively. Then they were each randomly allocated into two

Objective
Ten Otsuka Long-Evans To-

subgroups. One subgroup underwent a bout of 3-hour-termed swimming and the other one served as non-swimming
controls. The protein expression and activation of AMPK in soleus and extensor digitorum longus of all the rats were
Results There was no difference between OLETFE and

LETO rats with regard to the protein expression of AMPKain soleus and extensor digitorum longus; There was no

measured by using Western blots after the intervention.

change in terms of AMPKaprotein expression after acute exercise in either soleus or extensor digitorum longus of the
two groups of rats. Yet phosphorylated AMPKawas increased in extensor digitorum longus in both OLETF and LE-
TO rats after exercise. Conclusion The protein expression and activation of AMPK in soleus and extensor digito-
rum longus were not impaired in the type 2 diabetic rats. AMPK is probably involved in the signal transduction cas-
cade induced by exercise in fast extensor digitorum longus and its response to exercise might be related to the type
of muscle fiber.
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