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Coexpression of APP695 and EGFP in PC12 cell and the effect on the cell

WU Xuan, XU Hai-wei, LI Hai-di, ZHAO Bang-yun, XIONG Jia-xiang, CAO Juan (Department of Physiology, Third Military Medi-
cal University, Chongging 400038 China)

Abstract: Objective To construct an eukaryotic expression vector carrying human mutant APP695(SW) and
enhanced green fluorescence protein (EGFP) and to transfect the PC12 cells. Methods Eukaryotic expression vector
was transfected into PC12 cell by liposome-mediated method. The APP-overexpressed clones were selected by the
magnitude of green fluorescence protein under laser scanning confocal microscope. The ncentration of A was mea-
sured by radiocimmurnoassay. Ultrastuctural changes and cell eycle were observed by election microscopy and flow cy-
tometry. Results Tt was found that the transfection of PC12 cells with APP&5 gene induced the increased secretion
of AB and the increase of resembled micwovilli morphologically. More proportion of transfected cells was found in Go-G;
phase compared with untransfected PC12 cells. Conclusion PC12 cells transfected with human mutant APP695 (SW )
gene can be used as the cellular model for the studies of the pathogenesis and therapy in Alzheimer disease (AD ).
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