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skeletal muscle AMPK protein. Results

The results showed that the serum Irisin level and skeletal muscle AMPK

phosphorylation level of obese rats decreased compared with the normal group(P <0.01) while exercise group rats

had higher serum Irisin levels and higher skeletal muscle AMPK phosphorylation level (P <0.01) there was a pos—

itive correlation between serum Irisin level and skeletal muscle AMPK the differences were statistically significant

(P <0.01). Conclusion FExercise could strengthen the serum Irisin level and skeletal muscle AMPK phosphoryl—

ation level on obese rats and there is a positive correlation between them. Irisin may be the core of the molecular

mechanism of exercise effects.
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Quercetin promotes apoptosis of lung cancer
PCI9/GR cell via Stat3/Mcld pathway

Wang Jing' Yuan Yuan® Peng Jia' et al
(' Dept of Cadres Ward The Third Affiliated Hospital of Anhui Medical University Hefei 230061 ;
*Central Laboratory of Binhu Hospital ~Hefei 230061)

Abstract Objective To investigate the effect of Que on the apoptosis of acquired resisitant NSCLC PC9 / GR
cells and to explore its potential mechanism. Methods The anti-proliferative effect of Que on PC9/GR cells was
assessed by MTT assay and the half inhibitory concentration (ICy,) was calculated . The morphological alterations
about groups of different concentrations of Que were observed by microscope. The apoptosis ratios were detected by
flow cytometry analysis. And the protein expression of Stat3 / Mcl- signal pathway was detected by Western blot.

Results MTT assay showed that Que could significantly inhibit the proliferation of PC9 / GR cells in a dose-de—
pendent manner with an ICs, of (74. 83 +4. 83) pumol/L. Flow cytometry showed that Que could promote the apop—
tosis in a dose-dependent manner compared with the control group (P <0.05). Western blot showed that Que
could decrease the activation level of Stat3 protein and the expression of apoptosis—related protein Mcld was also
decreased (P <0.05). Conclusion Que has a strong antitumor effect on acquired resisitant NSCLC PC9 / GR
cells and the mechanism may be closely related to Stat3/Mcld pathway mediated apoptosis.
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