El i #2074 2015 42 4 F % 36 %% 7 # Int ] Lab Med, April 2015, Vol. 36,No. 7 e 865 -

N

FLBREARPERIE SHMEBEXER 2 X BRI R ER RN

% OARK O RLERML.RERIE.EFAE ORZ.RAERS
(FREMXKFHEOWEERAERA. S @M 545005)

W E:BHM AXEZZHREERESHMEBIMALEG 2(Skp) e T Hva 445 B (TRG) 2T $UIR & ML 69 AL R M B T &
B— B mARGELFNERE, RAL LBV AN, FiE FAREARDTEZAR LAY BHRIGADBE K
(PPAR)Y B 44 F & g TAL ;A X 2w Jefw CCK-8 R AT A Skp2 E R X v TRG LMl A K A =y B R, R Skp2
KA #H) PPARy a9 & . &t % TRG sH LR 20 £ K Ao B 0 v . B0 Skp2 3E KA 49 SUIRJE 20 6 Ak 2 TRG a9 4
Btk B ki@ it F A Skp2 TaL 2383 TRG 3L & sl o £ K I H) .

RBHE:SHHBAMAES 2; wAINE; SUREmE, HAR

DOI:10. 3969/j. issn. 1673-4130. 2015. 07. 001 X EKERIRED : A XEHRS:1673-4130(2015)07-0865-03

Effects of SkpZ overexpression on sensitivity of troglitazone in breast cancer cells
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Abstract: Objective  To investigate the effects of Skp2 overexpression on the sensitivity of troglitazone(TRG) in breast cancer
cells and to devote to develop a novel drug for increasing the patient survival rate and eventually reaching the cure goal. Methods
The transcription activities of PPARY were analyzed on peroxisome proliferators response element(PPRE) luciferase reporter. The
flow cytometry analysis and CCK-8 assay were adopted to study that overexpression of Skp2 was associated with resistance to
Our study found that overexpression of Skp2 inhibi-

TRG-mediated inhibition growth and apoptosis of breast cancer cells. Results

ted the transcriptional activity of the endogenous PPARY and resisted to TRG-mediated inhibition growth and apoptosis of breast

cancer cells. Conclusion

Overexpressed Skp2 breast cancer cells is able to be resistant to TRG-induced sensitivity of breast cancer

cells. Furthermore down-regulating Skp2 will significantly enhance the growth inhibition of TRG on breast cancer cells.
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