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Decoding Cryptic Conversation: Discovery of a Novel 7-.1""’“-
Molecular Pathway Driving Cell-Type Specific
Cardiovascular Complications in Insulin Resistance
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Culture: Model vascular
endothelial cells in vitro.
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% Cardiovascular disease (CVD) remains the leading cause of
death worldwide, accounting for 47% and 39% of deaths in
women and men respectively (European Society of

Investigate adipose-endothelial intercellular signalling under Cell
insulin-resistant conditions.
Generate and analyse experimental data on mechanisms driving
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contributing to later cardiovascular complications.

% Previous research has not fully explored these pathways in
the vascular endothelium, highlighting a gap in
understanding vascular metabolic dysfunction.
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DEVELOPER UPDATE: Directions fFor Future Research

Further studies to investigate this may include...
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