
Highlights
1. Cuproptosis links copper overload to mitochondrial proteotoxic stress
2. Fe-S loss and GSH depletion connect cuproptosis with ferroptosis
3. Nrf2-ATF4 and NF-kB-p53 define adaptive and inflammatory modules
4. Glial buffering may shape copper-driven neuronal vulnerability
5. Biomarker-guided targeting may stratify copper-related neurodegeneration

