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The discovery of hypertension: evolving views on the role of the kidneys,
and current hot topics

Richard J. Johnson,! Miguel A, Lanaspa,' L. Gabriela Sanchez-Lozada.* and Bernardo Rodriguer-lturbe®

Fig. 1. Scipione Riva-Rocci ({efi) described a practical method of determining systolic blood pressure using a mercury manometer and an inflatable cuff (middle)
to determine the pressure (mmHg) needed to occlude the brachial artery and thus suppress the radial pult,p The photograph of Scipione Riva-Rocei (unknown
photographer, 1896) is in the public domain according to the Danish Consolidated Act Copyright of 2010 (Danish National Archive). Nicolai Korotkoff (right)
described the appearance and disappearance of sounds “just below the cuff” using a stethoscope, thus allowing for the measurement of diastolic pressure. He
stated that “the absence of pulsations is not indicative that the artery is completely occluded. In this respect, our hearing is a better guide™ (90, 132). The
photograph of Nicolai Korotkoff (unknown photographer, 1900) is in the public domain according to article 1256 of the Civil Code of the Russian Federation.
The photograph of the manometer is in the public domain because its copyright has expired; the original source is Korotkoff NS, Experiments for Determining
the Strength of Arterial Collaterals. St Petersburg, Russia: Impenal Military Medical Academy, 1910. Dissertation.



The inextricable role of the kidney in hypertension
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Blocking angiopoletin-2
mitigates pathological
heart repaic

The renin-angiotensin system (RAS) is a powerful modulator of
blood pressure, and dysregulation of the RAS causes hyperten-
sion. Pharmacological blockade of the RAS with renin inhibitors,

angiotensin-converting enzyme (ACE) inhibitors, or angiotensin
receptor blockers effectively lowers blood pressure in a substan-
tial proportion of patients with hypertension (19), reflecting the
important role for RAS activation as a cause of human hyperten-
sion. Similarly, in rodent models, deletion of RAS genes lowers
blood pressure whereas overexpression causes hypertension (20).
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WASLLLY  The Renin-Angiotensin Aldosterone System [RAAS]
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