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[Abstract] Accumulation of cholesterol is a common feature of cancer cells. Liver X receptors (LXRs)
are members of nuclear receptor superfamily and ligand-dependent transcription factors, which are the key
modulators in cholesterol homeostasis. In addition, they play important roles in glucose metabolism,inflamma-
tion,and the modulation of immune responses. In recent years,accumulating evidence has shown that LXRs
are involved in the occurrence and progress of many malignant tumors,and are regarded as the potential thera-
peutic targets. This review summarized the effects and mechanisms of LXRs in various preclinical tumor mod-
els,aiming to provide theoretical references for basic and clinical translational studies of LXRs in tumors.
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