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tests were assessed between treatment day 23-28. Brain and
blood tissues were collected after 28 days of treatment. Basal
corticosterone (cort) level was measured In plasma. Whole °
amygdala was dissected for gene expression. Expression levels of

were validated - Ppp3ca, Grm4, Grm3, Inhba, Gpx6, Pcdh8, Txnrdl, and
Ngf. Only Ngol and Txnrd3 failed to replicate. Broadly, validation re-
demonstrated the pattern of fluox, but not EE, normalizing stress-related
N F O & gene expression changes in the amygdala.
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were Initially assessed. The top 10 differentially expressed genes
(DEGS), ranked by p-value, were validated by routine gRT-PCR. Figure 2. SD resulted in long-lasting behavioral deficits characterized by reduced exploration  SD |eads to a long-lasting depression- and anxiety-like phenotype. EE and
| of the elevated plus maze, reduced sucrose preference, and reduced latency to immobility In fluox result in similar recovery from the stress-induced phenotype, but lead
All protocols were approved by the Animal Care and Use the forced swim test. This was associated with long-lasting elevation in basal plasma cort. to markedly different patterns of gene expression in the amygdala. This

Committee at the Johns Hopkins University School of Medicine.  Treatment with EE (a) or fluox (b) led to similar normalization of the phenotype. may provide novel insights into mechanisms of both disease and treatment.



