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recombinant LukS-PV( rLukS-PV) . After 24 48 h the morphology of induced cells was observed with Wright-Gi—
emsa staining under optical microscope. The expression of differentiation markers CD14 and CD11b was determined
by flow cytometry. The cell phagocytosis of fluorescent particles was examined by fluorescence microscope. Results
THPA cells treated with rLukS were changed from dispersal and suspended into adhesive and fusiform. Cell vol-
ume and cytoplasm content increased nucleo-eytoplasmic ratio decreased. The shape of cell nucleus was reniform
triangle and irregular. The cell nucleus was located at the side of cells. The expression of CD11b and CD14 was
significantly increased especially CD14. The cell phagocytosis of fluorescent particles was also obviously en—
hanced. The above effects were both in a dose—and time-dependent manner. Conclusion rLukS-PV has the dif-
ferentiation effect of inducing THP- cell lines into monocyte-macrophages system. These findings suggest the

rLukS-PV maybe as a novel approach for treatment of myeloid leukemia.
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Effects of rosiglitazone on the drug-resistant breast cancer
Chen Wanjing Tang Tong Qian Bo et al

( Dept of General Surgery The Second Affiliated Hospital of Anhui Medical University Hefei 230601)

Abstract Objective
of rosiglitazone( ROS) on human breast cancer cells resistant to tamoxifen( MCF7 /TAM) in vitro. Methods The

To investigate the proliferation inhibition and the reverse effects as well as the mechanisms

inhibitive rate and reverse effects of ROS on MCF-7/TAM cells were detected by MTT assay. The apoptotic rate of
ROS on MCF-7/TAM cells were detected by flow cytometry. The expression changes of FOXAl ERa ErbB2 and
P53 of MCFZ/TAM cells which dealed with ROS were detected by real-time quantitative PCR. Results ROS
could inhibit the proliferations of MCFZ /TAM cells through dose-effect and time-effect relationships. ROS had a
significant reversal of drug resistance of MCFZ /TAM cells. The dose of 50% inhibitory concentration( 136 pmol/
L) reversed the resistance by 2. 05 folds. High concentration of ROS could induce the MCF-7 /TAM cells apoptosis.
The expressions of FOXA1 ERa and P53 were increased after ROS effected on MCF-7/TAM cells at the dose of
50% inhibitory concentration( 136 pmol /L) ( P <0.05) . While the expressions of ErbB2 were induced by ROS
with the same concentration( P <0. 05) . Conclusion The effects of proliferation inhibition and apoptosis of ROS
on MCF-7/TAM cells may be related to down—regulating P53 expression. ROS can reverse the drug resistance of
MCF-Z /TAM cells and the reverse mechanisms maybe relate to up—regulating FOXA1 and ERa expression as well
as down—regulating ErbB2.
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