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conditioned medium ( EPC-CM) on the proliferation and osteoblastic differentiation ability of adipose-derived mes—
enchymal stem cells ( ADSCs) . Methods In vitro isolation culture and identificated adipose mesenchymal stem
cells and endothelial progenitor cells( EPCs) . EPC-CM was divided into three different concentrations: the control
group ( cultured with LG-DMEM) 50% EPC-CM group ( cultured with 50% EPC-CM and 50% LG-DMEM) and
100% EPC-CM group ( cultured with 100% EPC-CM) . The proliferation activity of the ADSCs were tested by the
CCK-8 method. Alizarin red staining and ALP staining was used to qualitative analysis ADSC osteogenetic differen—
tiation ability. Quantitative test of ALP and calcium ion was used to anlysze ADSCs osteogenetic differentiation abil—
ity between three groups. Results Immunofluorescence test showed that ADSCs had high expression of CD90 and
could differentiation into osteoblasts and adipocytes and chondroctes. The second generation of EPCs had high ex-
pression of CD133 and VEGFR2. In a 96-well culture plate coated with matrix can form a tubedike structure and it
can specificity intake Dil-acLDL and FITC-UEA-. The proliferation activity of 50% EPC-CM group and 100%
EPC-CM group were significantly increased compared with control group and associated with the concentration of
EPC-CM( P <0.05) . Quantitative test of ALP after cultured 14 d and 21 d the ALP activity of ADSCs in 50%
EPC-CM group and 100% EPC-CM group were higher than that in the control group ( P <0.05) . In the 14th day
and 21th day calcium ions content in 50% EPC-CM group and 100% EPC-CM group were higher than that in the
control group ( P <0.05) . Conclusion EPC-CM can promote the proliferation and osteogenesis differentiation a—
bility of ADSCs which partly illustrates the mechanism of vascularization cells influence on bone formation.
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MeCP2 increased LPS-induced secretion of inflammatory cytokines

in mouse alveolar macrophages
Zheng Song' > Wang Dianchao' > Zhang Lei’
('Anhui Chest Hospital Hefei 230022;°Dept of Chest Clinical Medicine
Anhui Medical University Hefei 230022; °Institute of Pharmacology Anhui Province
Key Laboratory of Natural Drug Activity Research Anhui Medical University Hefei 230032)

Abstract Objective To study the effect of methyl-CpG-binding protein 2( MeCP2) on inflammatory cytokines se—
creted in alveolar macrophages of mice. Methods MeCP2-siRNA was used to inhibit the expression of MeCP2
and the expression of MeCP2 interleukin( IL) 4B IL-6 tumor necrosis factor ( TNF) - p-p65 and pdxBa
were detected by Q-PCR  ELISA and Western blot. Results (Q-PCR and ELISA showed that lipopolysaccharide
( LPS) could induce expression of IL4B IL-6 and TNF-o« and the expression of MeCP2 also increased significant—
ly in MH-S cells ( P <0.01) . The expression of ILAB [L-6 and TNF-« was down—regulated by MeCP2-siRNA ( P
<0.01) and the expression of pp65 and pdkBa was also down—regulated in MH-S( P <0.01) . Conclusion
Inhibition of MeCP2 expression could inhibit the secretion of inflammatory cytokines by LPS stimulating MH-S
cells possibly through inhibiting NF«B activation however the specific mechanism needs further study.
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