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increased the protein level of p3-catenin decreased but the total protein of B-eatenin did not change significant—
ly. The expression of downstream target gene c-Myc and RUNX2 of Wnt/B-catenin signal was significantly up—regu—
lated. High expression of miR26b could made the spreading area of MSCs smaller and show polar distribution and
the number of fine adhesive plaques of MSCs increased significantly and distributed to the periphery of the cell front
end. Transwell and Dunn chamber experiments showed that the chemotactic migration ability of MSCs to HGF in
the induced differentiation group was significantly higher than that in other groups and the chemotactic migration a—
bility to HGF in the high expression miR26b group was significantly higher than that in the control group( P <
0. 05) . Conclusion MiR-26b affects the differentiation and chemotaxis of MSCs by regulating the Wnt/B-eatenin
signal pathway.
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Hyperoxia disturbs development of astrocyte in hippocampus
Zhao Yuwei Liu Guanghui Liu Yongqing et al
( Dept of Neonatology Anhui Provincial Children’ s Hospital Hefei 230051)

Abstract Objective To investigate the change of astrocyte in different regions of immature hippocampus after hy—
peroxia. Methods In order to set up a model of neonatal hyperoxic immature brain injury postnatal 6 d rats were
taken into 80% oxygen for 24 h as hyperoxia group and were taken into air room for 24 h as control group. All rats
were sacrified for brain tissue at postnatal 7 d 14 d and 21 d. Fluorescence intensity of astrocyte in dendate gy—
rus hilus and CAl regions were tested by immunohistochemistry. Results Fluorescence intensity of astrocyte in
hilus of hippocampus after 24 h 80% hyperoxia deceased significantly compared with control group at postnatal 21
d. Ratio of fluorescence intensity in cell proliferation and astrocyte in hilus and CA1l regions after hyperoxia de—
ceased significantly compared with control group at postnatal 7d. Conclusion 24 h 80% hyperoxia inhibited astro—
cyte growth and proliferation in immature hippocampus.
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