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Effect of Tangshen Capsule on Insulin Resistance and Leptin Levels in Fructose Fed Rats
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Abstract: T he effect of Tangshen capsule on insulin resistance and leptin levels was investr

gated in fructose-fed rats. The result showed that the systolic pressure of the rats in T angshen cap-

sule group has no improvement. M value and leptin concentration, the parameters for the improve-

ment of insulin sensitivity, were significantly different between T angshen capsule group and FFR

group, but no obvious difference was found between T angshen capsule group and control group. M

value showed a significantly negative correlation with the plasma leptin.
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