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Endogenous Sterol Metabolites Regulate Growth of
EGFR/KRAS-Dependent Tumors via LXR
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Highlights
e NSDHL/SC4MOL loss induces the expression of LXRa
transcriptional targets

e Nsdhl inactivation antagonizes the growth of KRas®'2P-

induced mouse skin papillomas

e EGFR inhibitors and LXR agonists synergistically suppress
cancer cell growth
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