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Effect of burned — rat serum on the

permeability of vascular endothelial cells
Duan Shengliang' Hu Zijian® Meng Chengying' et al
('Dept of Burn The First Affiliated Hospital of Anhui Medical University Hefei 230022;
*Dept of Clinical Medicine First Clinical Medical College Anhui Medical University Hefei 230022)

Abstract Objective To investigate the effect of burned—rat serum on the vascular permeability and its mecha—
nism. Methods Primary cultured rat aortic endothelial cells were divided into normal group and serum intervention
group according to whether or not to apply burn serum intervention serum intervention group was used to treat rat
aortic endothelial cells for 24 h with burned 12 h serum. Cell permeability test was used to detect changes in mono—
layer cell membrane permeability. The expressions of the mRNA and protein of cell permeability+elated genes ET-
1 ETA ETB and ZO- were detected by Real4ime PCR and Western blot respectively. Results Compared with
the normal group the cell permeability coefficient in serum intervention group was significantly increased( P <
0.01) the expressions of the mRNA and protein of cell permeability—related genes ET4 ETA and ETB in serum
intervention group were significantly increased( P <0.01) and the expression of the mRNA and protein of ZOH in
serum intervention group was significantly decreased( P <0.01) . Conclusion The serum of burned rats can in—
crease the permeability of vascular endothelial cells and the increase of permeability may be related to the in—
creased expression of ET4  ET-A ET-B and the decrease of ZO- expression.
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Abstract Objective To screen aptamers binding highly metastatic gastric cancer cells( HGC27) . Methods
HGC=27 cells were selected as targeted cells and AGS cells were selected as negative cells. A DNA aptamer named
LW-=25 was successfully selected against HGC27 cells by using the cell-based systematic evolution of ligands by ex—
ponential enrichment ( SELEX) method. Flow cytometry was used to monitor the enrichment of the selected DNA
pool and to evaluate the selectivity and the binding affinities of LW-25. Results The subpools binding against
HGC27 cells increased along with selection rounds. We successfully selected a aptamer named LW-=25 which could
specifically bind against HGC27 cells. Furthermore trypsin treatment greatly reduced the binding of LW=25 to
HGC=27 cells. Conclusion These studies demonstrated that this HGC27 specific aptamer LW-25 may be a poten—
tial molecular probe to recognize metastatic gastric cancer cells.
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