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angiotensin II-induced albumin down-regulation and enhancement of migration in rat

Lentivirus-mediated angiotensin-converting enzyme 2 overexpression

hepatocytes
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Abstract: Objective To investigate the inhibitory effect of angiotensin-converting enzyme 2 (ACE2) on angiotensin II (Ang
II)-induced down-regulation of albumin expression and enhancement of cell migration in rat hepatocytes. Methods Cultured
rat hepatocyte were treated with Ang II (10”7 mol/L) for different time lengths, and the protein expressions of vimentin and
albumin and cell migration were detected. The cells transfected with lentiGFP or lentiACE2 were treated with A779 for 1 h and
then with Ang II, and Western blotting and immunofluorescent cytochemistry were used to detect the protein levels; the cell
migration was evaluated by Transwell assay. Result Ang II induced significantly increased vimentin expression and reduced
albumin expression in rat hepatocytes in a time-dependent manner. Overexpression of ACE2 obviously inhibited the
up-regulation of vimentin expression, reduction of albumin expression, and enhancement of cell migration induced by Ang IIL
Conclusion ACE2 overexpression can inhibit Ang Il-induced up-regulation of vimentin, reduction of albumin expression, and
enhancement of cell migration in rat hepatocytes.
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Fig.1 Effect of Angll on protein expression of albumin and vimentin in rat hepatocytes. A: Cells were treated

with or without Ang II (107 mol/L) for 72 h. Immunofluorescence staining for vimentin (green) and albumin (red)

in hepatocytes was evaluated by confocal laser microscopy. DAPI stained the cell nuclei blue; B: Protein levels

evaluated by Western blotting. *P<0.05 vs control.
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Fig.3 Fluorescence in BRL-3A cells transfected with different concentrations of lentiACE2.
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Fig.5 ACE2 overexpression inhibited the effect of Ang II on the expression of albumin and vimentin. A: Cells treated
with A779 after transfection with lentivirus; B: Cells pretreated with A779 for 1 h before Ang II treatment. *P<0.05 vs
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