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the reproductive phase and leads to the aggregation of folding-
defective mutant proteins (Ben-Zvi et al., 2009). In mammals, the
unfolded protein response activated by ER stress is impaired with
age (Brown and Naidoo, 2012). Furthermore, aging is associated
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a delayed chaperone response but compensate by increasing disag-
gregation and refolding activity. With age, neurons switched to the
strategy used by young muscle cells in that they actively prevent
aggregation but no longer promote refolding. In contrast, old mus-
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