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Abstract: Objective To study the metabolomics changes of white adipose tissues in insulin resistance rats induced by

YR EH: 2014-08-14
EEEINY: Mok, 2, mlZdZ, BEim . ARl 5259 ##5 , Email: sheepma@163.com,
BEEWMHE: HEARRAEES(21005022),



+14 - Traditional Chinese Drug Research & Clinical Pharmacology, 2015 January, Vol. 26 No. 1

fructose feeding by using 'H nuclear magnetic resonance('H-NMR ). Methods Sixteen Wistar rats were evenly divided
into control group and model group after adaptive feeding for one week. Rats in the model group were given 100 g/L. of
fructose water for 8 weeks to induce insulin resistance, and rats in the control group were given pure water in the same
volume as the model group. At the end of the 8th week, the white adipose tissues were isolated and the 'H-NMR
spectrum of each sample was collected for principal component analysis. Results Compared with the control group, the
metabolomics of the white adipose tissues in model rats had obvious changes, showing as higher levels of alanine,
trimethylamine oxide/betaine, choline and glycerol, and lower levels of lactic acid, lipid, glutamate, choline
glycerophosphate/phosphatidylcholine, and unsaturated lipid, and the differences were statistically significant.
Conclusion 'H-NMR based on metabonomics method can show the metabolic characteristics of white adipose tissues in

insulin resistance rats induced by high fructose feeding, and provide biochemical changes of white adipose tissues.
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Figure 1 'H-NMR spectra of white adipose extract of control (A)
and model(B) groups
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Study on Therapeutic Mechanism of Naringin on Isolated Tracheal Smooth Muscle of Guinea Pigs
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Abstract: Objective To investigate the effects of naringin on the contraction of isolated tracheal smooth muscle of
guinea pigs induced by resting tension or spasmogens, and to explore its therapeutic mechanism. Methods Isolated
tracheal thermostatic perfusion method was used. The guinea pig tracheal smooth muscle was isolated in the K-H
solution. Under the resting tension or stimulated by acetylcholine(Ach), histamine (His), calcium chloride(CaCl,),
calcium—free Ach-induced intracellular Ca* releasing, or extracellular Ca®* influx at the high concentration of Ca*,
the tension of isolated guinea pig tracheal smooth muscle was observed by BL-420S biological function experiment
systems, and the effect of naringin on the tension was evaluated. Results Naringin at the concentrations of 0.0172~
0.5504 mmol *L™ could induce the contraction of isolated trachea at resting state, and when at the concentrations of

0.5504~1.3780 mmol L™, naringin could induce the relaxation of the isolated trachea in concentration—dependent
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