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Inhibition of FASN by AMPK inhibitor affects the process

of cholesterol metabolism in cervical cancer cells
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of Bengbu Medical University, Bengbu 233000, Anhui, China)

Abstract: Objective To explore the molecular mechanism through which AMPK inhibitor affects the
regulation of fatty acid synthase (FASN) on cholesterol metabolism in cervical cancer cells. Methods The
expression of FASN in cervical cancer was detected by immunohistochemistry. The effects of silenced FASN on
proliferation and cholesterol of cervical cancer were detected by CCK-8, EdU and cholesterol detection. IF was
used to detect the expression of lipid rafts and phosphorylated focal adhesion kinase (p-FAK) in various
groups. Western Blot analysis was performed to evaluate the expression of FASN, ERK1/2, p-ERK1/2, p-
JUN, and p-p38 after modulation of FASN. Results FASN was overexpressed in cervical cancer, and high
FASN expression was directly associated with poor prognosis. The proliferation, cholesterol, and free choles-
terol levels decreased in the FASN-silenced group, accompanied by reduced lipid raft expression. Compared
with the negative control (NC) group, the expression of p-FAK was decreased in the si-FASN group. Addi-
tionally, the expressions of FASN, p-ERK1/2, p-JUN, and p-p38 were decreased in both the si-FASN group
and the MAK8722 group (AMPK inhibitor) compared with the NC group. Conclusion Silencing of FASN
regulates the cholesterol metabolism and proliferation in cervical cancer cells. Additionally, the addition of
AMPK inhibitor further inhibits the expression of key proteins in the FASN and AMPK signaling axis.
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