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EDITORIAL COMMENT

Is a DASH of Salt All We Need?*
Thomas J. Wang, MD, Deepak K. Gupta, MD
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substantial (10).
The DASH-sodium trial also raises several provocative questions. First, how much sodium do we need
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F I G U R E 1 Current and Proposed Models for the Pathophysiologic Basis of Sodium-Induced Hypertension
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The current model is that excess intravascular sodium (Naþ) promotes increased plasma volume, higher cardiac output, and increased hydrostatic pressure, resulting in
hypertension (HTN). The proposed model is that extravascular Naþ deposition (bound to negatively charged glycosaminoglycans [GAG-]) without commensurate
water retention incites an inﬂammatory response mediated by interleukin (IL)–17-producing T helper 17 (Th17) cells, resulting in vascular inﬂammation, ﬁbrosis,
increased vascular resistance, and HTN. H2O ¼ water.
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hypertension (18). Thus, a proposed model for how so-

The DASH-sodium trial was a landmark study that

dium inﬂuences blood pressure is that excess sodium
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questions remain regarding how diet and sodium

commensurate water retention, creating a hypertonic

inﬂuence blood pressure and how to sustain dietary

environment that incites inﬂammation, vascular
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ﬁbrosis, and increased vascular resistance (Figure 1).
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More recently, we demonstrated racial differences in
circulating natriuretic peptides, with lower levels in
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