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Bioactivity of the liver cell line transferred by recombinant human augmenter of liver regeneration
gene

WU Yi-chen', GUAN Chong-dan', LIU Hong-ling', YOU Shao-li', LIU Xiao-yan', SU Hai-bin', WAN Zhi-hong',
HU Jin-hua', MAO Pan-yong’, XIN Shao-jie' (1.Liver Failure Treatment and Research Center, 302 Military
Hospital of China, Beijing 100039, China; 2.Research and Technology Service Center, 302 Military Hospital
of China, Beijing 100039, China)

Abstract: Objective To investigate the effects of augmenter of liver regeneration on the proliferation of HepG2
cells, and its mechanism of action; to provide a suitable liver cell line for the bio-reactor of bio-artificial liver
support system. Methods HepG2 cells transferred with expression vector pcDNA3.1(-)hALR were screened
by G418. After in vitro culture and subculture, the expression of hALR were detected by Western blot and
immunofluorescence assay in two HepG2 cell lines transferred with or without expression vector. The
secretion of hALR in the culture fluid of the two HepG2 cell lines were detected by ELISA. Ki-67 in two
HepG2 cell lines were detected by flow cytometry to understand the proliferation of HepG2 cells transferred
with or without expression vector. Results The function of HepG2 cell line transferred with expression
vector pcDNA3.1(-)hALR was stable. HepG2 cells transferred with expression vector pcDNA3.1(-)
hALR expressed and secreted more hALR than HepG2 cells, and with the extension of culture time, the
content of hALR in the culture fluid of HepG2 cells transferred with expression vector pcDNA3.1(-)hALR
increased more rapidly than those of HepG2 cells. The Ki-67 positive cells in HepG2 cells transferred with
expression vector pcDNA3.1(-)hALR were significantly more than those of HepG2 cells, which indicated that
the proliferation of HepG2 cells became more active by transfection of expression vector pcDNA3.1(-)hALR.
Conclusion This study indicated that the HepG2 cells transferred with expression vector pcDNA3.1(-)
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hALR can express more hALR, and the proliferation of the cells was very active.
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