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Introduction

Do we find similar
alterations of the DA system
in the human brain

# BRAIN

THE INTERPLAY OF OBESITY AND THE BRAIN

o Methods

Participants

We grouped 68 healthy male participants
based on their self-reported intake of
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Working Memory Task

Participants performed a delay match-to-
sample task, which taps into working

HFS® into low (LFS) and high (HFS)
consumers of HFS diet.

memory (WM) stability and flexibility®.

High fat/ diet (HFS):
Igh fat/sugar diet (HFS) The task requires participants to encode

« Modulated dopamine (DA) levels'?2
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compared to the probe.

Peripheral blood mononuclear
cells (PBMC) as surrogates for
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Aims & Findings
g Is this a
target figure?

We aimed to investigate whether: Key findings
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