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Abstract

The metabolic reprogramming in cancer cells has recently attracted more and more attention from

researchers. Lipid metabolism is involved in many cell processes such as cell growth, apoptosis, exercise, mem-

brane homeostasis, chemotherapy response and drug resistance. This article summerizes the advances in research

on fatty acids, cholesterol and phospholipid metabolism in non-small cell lung cancer, which may provide new

ideas for the prevention, early diagnosis and treatment of non-small cell lung cancer.
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Figure 1 Fatty acid metabolic pathways in cancer
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