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Aging is characterized by the functional decay of the body, being the primary risk factor for a multitude of pathologies. This process is The aim of this bibliographic revision is to understand the different mechanism involved in
characterized by common cellular and molecular traits, the Hallmarks of Aging, that are highly interconnected reflecting the complexity of this aging and how the molecular mechanism triggered by caloric restriction may influence this
process. Caloric restriction (CR) is defined as the reduction of the nutrient intake without malnutrition, normally between a 20-40% of the processes and more spemﬂcallyllts eﬁfeclts on th.e brain. | |
caloric intake. Studies as far as 1935 provided evidences that caloric restriction reduced the growth and delayed the aging. Caloric restriction ,n or.der (0 d? S0, an extensive b|b||ogr§ph|c Searc .has been done g|v§n spgmally

. . . . . . . focusing on reviews and the more recent articles on the different key parts of this project.
arises as intervention to delay aging and postponing or attenuating the related pathologies at once.
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B SIRTO deacetylases H3K9 promoting the stabilization of WRN in the telomere
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/ \@ Diminished transcriptional noise
H T \ SIRT through deacetylation in H1K26, H4K16, H3K9 and H3K56 promotes the formation of heterochromatin
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Enhanced clearance of dysfunctional proteins
C D Increased activity of FOX03a promotes the expression of genes involved in autophagy and the proteosomal pathway.
= Additionally, activation of HSP-1 promotes the expression of chaperones.
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Enhanced insulin sensitivity
E Metabolic switch from using glucosa towards fatty acids. The decrease in glucose and insulin, in addition to the
C S _ Shaa . activation of AMPK translates as an increase in the insulin sensitivity.
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sensing F Stimulation of mitophagy and mitochondrial biogenesis. Expression of genes involved in the antioxidant response and
F / the OXPHOS cycle allow a similar ATP production but a diminished generation of ROS
Avoidance of senescence
G Decrease in the potential stimulate that may trigger the senescence by the diminished ROS damage and the enhanced
/ protective mechanism
E oo B oy acids D ' Maintenance of the stem cell pool and tissue homeostasis

The diminished damage and the inhibition of p53 promotes the survival of the cell. Additionally by downregulation the NF-kf the
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