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Hypertension is a major risk factor for diseases such as stroke, heart
failure, and kidney disease. High salt intake is closely associated with the pathogenesis and
development of salt-sensitive hypertension. Salt loading, via inefficient renal excretion of sodium,

often results in the expansion of circulating body fluid volumes. As an effect of salt loading on
the lymphatic system, vascular endothelial growth factor (VEGF)-C mediates hyperplasia of lymph
capillaries in the rodent ear and proposed that capillaries aid in maintaining fluid homeostasis and
blood pressure. Salt-induced functional changes of the lymph transport system remain
uncharacterized in collecting lymphatics.In the present study, we demonstrated that a high salt diet

altered responsiveness of pump, channels, and transporters of ions dynamics in collecting
lymphatics.
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