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[ Abstract] Objectives: To assess the effect of TERE1 on macrophage cholesterol

metabolism and its possible mechanism. Methods: RAW264.7 macrophage cells were treated
with ox-LDL, and protein expression levels of TERE! in macrophages was assessed. Lentivirus
and TERE] siRNA were used in macrophages to establish TERE overexpression and knockdown
models, respectively. Intracellular cholesterol levels in macrophages were evaluated when these
TERE] overexpression and knockdown models were incubated with ox-LDL. Meanwhile, RT-
PCR was used to detect the expression level of cholesterol transporters. Results: The mRNA
and protein expression levels of TERE! were increased when macrophages were incubated with
ox-LDL (both P<<0.05). Expression level of TERE! mRNA in TERE] overexpression group was
significantly increased, while in TERE] knockdown group, expression level of TERE! mRNA
was significantly decreased (all P<<0.05). Under the incubation of ox-LDL, compared with the
control group and the negative virus group, the cholesterol levels in macrophages of the TERE]
overexpression group were decreased, but were increased in the TERE! knockdown group (all
P<<0.05). And the results of RT-PCR revealed that expression levels of cholesterol efflux-related
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genes ABCA1 and ABCGI were increased in macrophages of the TERE1 overexpression group,

but were decreased in the TERE! knockdown group (all P<<0.05). There were no significantly
changes in cholesterol influx-related genes CD36 and SR-4 (P>0.05). Conclusions: Activation
of TEREI protein may decrease cholesterol level in macrophages, and TEREI1 protein may

increase cholesterol efflux by activating cholesterol efflux-related genes in macrophages.
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