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conclusions about why exercise can aid the human body’s overall
health. Overall, in this poster, we will be highlighting different o . .
literary sources in order to further explain the testing and research Participants: Aim 1- Discussion

* Sample size n = 30; 15 — normal weight, 15 — obese

later adverse events in patients.

done on these topics. * This 1s testing to see if the Nox (protein) increases the breakdown of

fat storage in the body (lipolysis).
* The “interstitial glycerol” will thus be measured to see the differences in

* Aim 1: Fasting conditions

* Aim 2: Fasting & Non-tfasting conditions
* Aim 1: Participants were subject to a microdialysis test, where apocynin
§P€C1fic Alm (ipolysis inhibitor) will be infused into fat tissue via micro-dialysis probes, after

infused with either 1soproterenol or ANP, which stimulates lipolysis.

relationships between glycerol present, Nox expression, and “lipolysis

signaling molecules™ ot the 2 sample groups present.
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