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The effect of PPAR & agonist-GWS501516 on the differentiation

of rats bone marrow stromal stem cells
Tao Xiaoyan Pan Tianrong Zhong Xing et al
( Dept of Endocrinology The Second Affiliated Hospital of Anhui Medical University Hefei 230601)

Abstract Objective To investigate the effect of peroxisome proliferators-activated receptor & ( PPAR §) agonist
GW501516 on the adipogenic and osteogenic differentiation of rats bone marrow stromal stem cells ( BMSCs) .
Methods Rat BMSCs were cultured using whole marrow adhesion method. The biomarkers on the cell membrane
were identified using flow cytometry. BMSCs were randomly divided into PPAR § agonist group and control group.
The expression of osteoblast differentiation markers ( alkaline phosphatase osteocalcin) and adipocyte differentia—
tion markers (ap2 fat vitronectin) were detected using Real-time PCR after osteogenic and adipogenic induced
culture. Mineralized nodules and lipid droplets were detected using alizarin red and oil red O staining. Results
Compared with the control group cells in PPAR & agonist group had more expression of osteoblast differentiation
markers and less expression of adipocyte differentiation markers. There were more mineralized nodules and fewer
lipid droplets in the PPAR & agonist group. Conclusion PPAR § agonist can promote osteogenic differentiation of
BMSCs and inhibit their differentiation into adipocytes direction.
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Effect of TLR4 mAb on the normal intrahepatic of bile duct

epithelial cells of human LPS-TLR4-NF-«B pathway

Liu Hui Yu Hongzhu Han Long et al
( Dept of Hepatobiliary Surgery The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To observe the expression of Tolldike receptor 4 ( TLR4) nuclear factor-«B ( NF+«B) in—
duced by lipopolysaccharide ( LPS) and Tolldike receptor 4 monoclonal antibodies ( TLR4 mAb) in normal human
intrahepatic biliary epithelial cells ( HIBEC) in vitro. Methods We cultured HiBEC in vitro. The cells were stim—
ulated by LPS and different concentrations of TLR4 mAb. The levels of mRNA expression of TLR4 and NF+«B were
detected by reverse transcription PCR ( RT-PCR) . Results 1PS increased the mRNA expression of TLR4 and NF-
kB ( P <0.05). TLR4 mAb reduced the mRNA expression of TLR4 and NF+«B ( P <0. 05) after LPS-stimulated
HiBEC. High concentrations of TLR4 mAb reduced the mRNA expression of NF«B ( P <0. 05) after LPS-stimula—
ted HIBEC in vitro. Conclusion The mRNA expression of TLR4 and NF—«B is increased afer LPS-stimulated Hi—
BEC. TLR4 mAb antagonize the role of LPS on TLR4 and NF«B and reduce the mRNA expression of TLR4 and
NF—«B.
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