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implicated in the pathogenesis of stress-associated
psychiatric disorders such as post-traumatic stress
disorder (PTSD), The metabolic mechanisms underlying C ® o D
the development of exaggerated fear in PTSD are not well ¥
defined. In the present study, alterations in the expression
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revealed dysregulated an ed signaling networks in
the stressed and corticorsterone treated prefrontal cortex
and amygdala complex associated with stress response in
animal model of PTSD. Thus, informatics of pharmaco-
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tailshocks (40 shocks) for 3 consecutive days

The present study uses a mitochondrion-neuron focused
oligonucleotide DNA microarray (rtMNChip) to
demonstrated(no d) the expression fingerprints of 82
informative genes in the prefrontal cortex of stress group of
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genes in the amygdala complex over the control group of Comparticn of the exprersed genes in the prefiuetal cortex and the smmgdala comples m stressed fa- |
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Prefrontal cortex and amygdala tussue samples were .

excised from 10 nonstressed control rats and 10 stressed D F "

rats, 14 days post stress treatment. Total RNA was isolated, i A S Mt
cDNA was synthesized, and gene expression levels were i iz by
determined using a cDNA microarray T
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Fig. & Six mitigated signaling pathways in the prefrontal cortes related to stress and fear.
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RESULTS
A B B The current study reveals that multiple signaling networks are up or down
Strens Amygeata S rC Cont Ayote e prc regulated in the prefrontal cortex and amygdala circuitry 14 days after traumatic
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stress. Traumatic stress significantly alters at least 82 genes in the PFC and 65 genes

in the amygdala associated with eight pathways related to mitochondria functions.
These molecules include well studied and documented networks as well as novel
networks that have not been well documented in previous literature. These findings
provide a guide for further studies associated with diagnostic biomarkers,
therapeutic molecular targets, and identification of optimal strategies for fostering
resilience before and after traumatic stress. In addition, current analyses suggest new
targets for pharmacological intervention to treat PTSD and fear. These results
elucidate the molecular pathways underlying PTSD as a road to diagnosis and
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