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Effect of a5-nAChR on the expression of c-Fos in nucleus ambiguus

in chronic stress-induced lung adenocarcinoma mice
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Abstract . Objective To investigate the effect of a5-nicotinic acetylcholine receptor (a5-nAChR) on the expression of
c-Fos in nucleus ambiguus in chronic unpredictable mild stress ( CUMS )-induced lung adenocarcinoma mice.
Methods The expression and correlation between o5-nAChR and Ki67 in tumour tissues of the NC+CUMS group (n=6),
the CUMS+CHRNAS5"" group (n=6) and the CUMS+CHRNAS5"*+Mec group (n=6) were examined using immuno-
histochemistry in lung adenocarcinoma mice. Immunofluorescence technique was used to detect the expression of c-Fos
in nucleus ambiguus of the NC group (n=6), the NC+CUMS group (n=6), the CUMS+CHRNA5"" group and the
CUMS+CHRNAS5"*+Mec group (n=6) in lung adenocarcinoma mice. Results «5-nAChR was positively correlated
with the expression of Ki67 (P<0.05) and a5-nAChR mediates chronic stress-induced lung adenocarcinoma cell prolif-
eration. a5-nAChR expression was positively correlated with the expression of c-Fos in nucleus ambiguus ( P<0.05).
Conclusion a5-nAChR mediates the expression of c-Fos in nucleus ambiguus in chronic stress-induced lung adenocar-
cinoma mice.
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Figure 1
x400) , "P<0.05

a5-nAChR and Ki67 expressions in LUAD tumour exnograft tissues of nude mice (immunohistochemical staining,

A a5-nAChR expression in cancer tissues; B: Ki67 expression in cancer tissues.
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Figure 2 Expression of c-Fos in nucleus ambiguus of chronic stress-induced lung adenocarcinoma in mice
A'; c-Fos expression (immunofluorescence staining, x400) ; B: Quantification of c-Fos expression ( “#=5.65,P<0.05) ;
C: Localization of the nucleus ambiguus in the mouse brain atlas.
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Figure 3 The effect of a5-nAChR on the expression of c-Fos in nucleus ambiguus in lung adenocarcinoma mice ( immunofluores-

cence staining, x400) , "P<0.05
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