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LH receptor is present in hippocampus & ICV injection of hCG leads to behavioral changes
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Figure 1. Luteinizing hormone-releasing hormone (LHRH) analogues — mode
of action.
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Figure 15 - MEAN and SEM of Relative quantification (ratio to

actin) of synaptophysin preotein expression in the hippocampi

of OVX animals with or without estrogen replacement (E2) and

treated with leuprolide acetate (LA) or saline (SAL) and SHAM

operated animals. n=4-7 animals/group. Western blotting was
arried out using standard methodology as published in [143]
and quantified using Bio-rad density quantification software
duantity One).
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Arhe SAM strain of mice is derived from
AKR/J strain.

Aittermates which became senile at an early
age in life and had a shorter life span were
selected as the progenitors of the SAMP.

A ittermates in which the aging process
seemed normal were also selected as the
progenitors of SAMR.

ARetrospective pedigree selection and
iInbreeding were applied based on the degree
of senescence, the lifespan and the age
associated pathologic phenotypes.
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ADrelated Marker-expression in SAMP¢
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Determine the chronology of appearance
Tau hypetphosphorylation(2M, 5M, 9M)
Oxidative stress (2M, 5M, 9M)

Cell cycle reentry (2M, 5M, 9M)

Use pharmacological inhibitors to determine the inter
relationship between these pathological markers

LiCl

Resveratrol

Roscovitine

Characterize cognitive function after these treatments to fine
tune the best pharmacological strategy to target the disease at
early stages



Cell cycle Marker Expression in SAM
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