The endogenous role of hindbrain ghrelin receptors in regulating feeding behavior
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Background GHSR1la KD did not impact baseline chow intake and body
weight

* Obesity Is an epidemic in the U.S. and a leading cause of multiple major
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 One such signal is ghrelin which iIs released from the stomach. o oo 30 min Post Injection
Circulating ghrelin levels are elevated before a meal and increase food POV 00N D A0BIBPOON R LR L AR
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« Ghrelin increases food intake when injected into the hindbrain ventricle -O- Vehicle

KD did not impact light vs dark cycle chow intake
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« Measured baseline 24h food intake and body weight o TR
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Surgery: Implantation of an injection cannula into the fourth ventricle 0 . : 5 U antagonist, significantly reduced chow intake and body weight.
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Behavior: 24 Hours Post Injection

#= significant difference between control treatments

» Injected 0, 150 or 1500pmol LEAP2 and measured chow intake and body weight. endogenous control of food intake.

= significant difference between ghrelin treatment and control treatment



