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LLGL2, a mammalian polarity protein, interacts with amino acid transporter SLC7A5 and promotes the membrane
localization in estrogen receptor—positive (ER+) breast cancer cells. Nutrient—stress conditions enhance the
complex formation between LLGL2 and SLC7A5. However, the molecular basis of how nutrient stress promotes
complex formation is unclear. We have examined the post—translational modification in LLGL2 but could not detect
the apparent difference under nutrient—stress conditions. Then, we explored the LLGL2 interactants under nutrient
stress conditions and identified a molecular chaperon as a novel LLGL2-interacting protein. The molecular
chaperon is broadly overexpressed in cancer tissues. Thus, we examined the pathological roles of the molecular
chaperon in ER+ breast cancer cells. The LLGL2-SLC7A5 interaction requires the molecular chaperon, and the
molecular chaperon showed the tumor—promoting phenotypes in ER+ breast cancer cells. Overall, the molecular
chaperon responds to the nutrient stress and promotes the LLGL2-SLC7A5 complex formation in ER+ breast
cancer cells.




