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Mechanism of constituting a cancer cell population resistant to
molecular-targeted drugs

Aoki, Shigeki
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Cancer cell population is heterogeneous, and beneficial interactions between
cells for survival are presumed. In this study, using EGFR-mutant lung cancer cells, we evaluated
differences in sensitivity to molecular targeted drugs and examined the impact of population
formation on sensitivity. As a result, we found that cells with low sensitivity to Gefitinib
exhibited enhanced mitochondrial function, and its inhibition could be beneficial for treatment.
Additionally, co-culturing low-sensitivity and high-sensitivity cells revealed an overall shift
towards low sensitivity, suggesting that interactions among cancer cells may decrease sensitivity to

molecular targeted drugs.
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Several LSD1 inhibitors have a potential to disturb fatty acid metabolism necessary for glycolysis-inhibited pancreatic
cancers to survive
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