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OBJECTIVES

Aging is the result of different morphological, psychological, functional and biochemical changes.

This review intends to sum up the different aging theories and the molecular changes in an aging brain. Also the aim of the project is to enhance astrocyte
functions and there relation to neurodegeneratives processes.

Additionally some interesting results of the neuroprotective capacity and the changes in aging animal models are shown.

INTRODUCTION MOLECULAR CHANGES IN AGING

- N Decrease levels of grow factors: nerve growth factor (NGF), brain-derived neurotrophic

Neuroendocrine (BDNF), neurotrofin 3 (NT-3) and glial cell-derived neurotrophic factor ( GDNF).
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ffetem Low energetic metabolism due to mitochondrial damage.
Calcium homeostasis:

Stimulation of long term potentiation (LTD).

Altered proteins =2 increase of apoptotic rate.
Excitotoxicity: increase d levels of neurotransmitters in the synaptic cleft due to the
decreasing levels of EAAT (excitatori amino acid transporter).
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ASTROCYTES FUNCTIONS

Astrocytes are the most numerous cell type in the brain and they have a significant role
in brain injury, both in the prevention of damage and later in ensuring its repair.
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Results of the different expressed proteins in astrocytes cultures of SAMR1
(senescence-accelerated resistant mouse strain 1, control model) and SAMPS.

CONCLUSIONS

Increased levels of sirtuin 1, a longevity protein, with treatments of
melatonin and resveratrol in both animals models, SAMP8 and
SAMR1.

1. There is an extremely relation between astrocytes and aging processes, where these cells will experiment some molecular changes that could compromise their
neuroprotective capacity or their biological functions.

2. SASP is the phenotype that astrocytes will adopt in aging and SAMP8 and SAMR1(used like a control) are animal models in relation of this phenotype.

3. There are some studies that confirm the proteomic differences between both models mentioned and also the beneficial effects of anti-oxidant components or regular
exercise, which could improve the levels of neurotrophic factors or the expression of proteins that promote longeuvity.
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