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ABSTRACT Objective: To investigate whether nAChRa1 mediate nicotine-induced proliferation and migration of macrophages
RAW264.7. Methods: RAW264.7 cells cultured in vitro were divided into four groups: © Control group; @ Control+Nicotine group;0
NC-siRNA+Nicotine group; @ ol-siRNA+Nicotine group. RAW264.7 Cells were treated with nicotine(5 ng/mL), nAChR«a1-siRNA was
transfected into RAW264.7 cells by Lipofectamine 3000 reagent; The cell proliferation at 3 h, 24 h and 48 h after nicotine treatment was
measured by CCK-8 assay; Scratch wound healing was used to measure the migration of cells. The protein and mRNA expression of
nAChRal, MMP-2, MMP-9 were determined by Western blot and RT-PCR. Results: Compared with the control group, the proliferation
and migration of RAW264.7 cells under nicotine exposure were significantly increased (P <<0.05). In addition, the protein and mRNA
expression of nAChRal, MMP-2, MMP-9 were obviously increased (P <<0.05). However, the inhibitor of nAChRal by si-RNA
interference can significantly reduce the proliferation and migration of RAW264.7 cells under nicotine exposure. And the protein and
mRNA expression of nAChRal, MMP-2, MMP-9 were significantly decreased (P <<0.05). Conclusions: nAChRal mediated
nicotine-induced proliferation and migration of RAW264.7 cells, which may related to the promotion of MMP-2 and MMP-9 secretion.
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Fig.1 nAChRalmediated the promotion effect of nicotine on the
proliferation of RAW264.7 cells.

Note: Compared with Control group; Compared with NC-siRNA group,
*P<C0,05, **P<<0.01.
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Fig.2 nAChRalmediated the promotion effect of nicotine on the migration of RAW264.7 cells
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Fig.3 Effect of nAChRal on nicotine-induced mRNA expressions of MMP-2 and MMP-9 in RAW264.7 cells
Note: Compared with Control group, Compared with NC-siRNA+Nicotine group, *P<<0,05, **P<<0.01.
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Fig.4 Effect of nAChRa1 on nicotine-induced protein expressions of MMP-2 and MMP-9 in RAW264.7 cells
Note: Compared with Control group;Compared with NC-siRNA+Nicotine group, *P<<0,05, **P<<0.01.
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