Sensitized serotonin-mediated vasodilation in a mouse model of carcinoid disease
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INTRODUCTION

Carcinoid tumors secrete vasoactive hormones such as

serotonin that can impact cardiovascular function. In
consequence, patients with metastatic carcinoid
disease are at risk for carcinoid syndrome,
characterized by profound cutaneous flushing,
hypotension and syncope. This may be attributed to
the vasodilatory effects of serotonin. Our recent work
shows that in patients with carcinoid disease, higher
serotonin levels are associated with lower vascular
resistance. Whether the vasculature is sensitized to

- serotonin is not known.
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Figure 1: Carcinoid Tumor Proposed Mechanism. It is believed
that an increase in serotonin secretion from carcinoid tumor will
induce serotonin-mediated vasodilation, resulting in
hypotension and adverse clinical outcomes.

HYPOTHESIS

We hypothesized that serotonin-
“mediated vasodilation is increased
by carcinoid metastases.
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CONCLUSIONS

1) Serotonin-mediated vasodilation is sensitized in a
mouse model of carcinoid disease.

2) Serotonin-mediated vasodilation is accompanied by
enhanced a-adrenergic-mediated vasoconstriction,
which may be a compensatory mechanism in
response to sensitized vasodilatory mechanisms.
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