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A novel therapeutic strategy for malignant tumors by regulating the influx of
extracellular Arachidonic acid
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o Tumor cells are known to regulate intracellular and extracellular lipid
composition to create a microenvironment favorable for their own survival, but the details of the

molecular mechanisms and biological significance of this regulation are unknown. In this study, we
found that tumor cells acquire resistance to ferroptosis and promote tumor growth by decreasing
intracellular AA levels by regulating the expression of FATP2, a transporter of arachidonic acid
(AA), a proinflammatory lipid. Public database analysis of TCGA and xenograft models revealed that
the above-mentioned regulatory mechanism of extracellular lipid influx also plays an important role
in tumor growth in poor prognosis cancers such as glioblastoma and melanoma.
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