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Abstract: Objective
Methods

for 25 weeks. Glucose tolerence test and insulin tolerence test were performed. Then serum leucine,

lin levels were detected and HOMA index was calculated. Western blot was used to detect mTOR and phosphor-mTOR

(pSer 2448 ) expression. Results
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To evaluate the effects of leucine on insulin sensitivity in rats fed with high-fat diet.

Rats were fed with normal chow diet or high-fat diet supplemented with 1.5% , 3.0% and 4. 5% leucine
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Leucine supplementation could im-
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