
related to subclinical small vessel disease and subsequent cognitive
decline. Hypertension-related cognitive impairment and dementia
may also be a consequence of a single infarct due to occlusion of a
“strategic” larger vessel or multiple lacunar infarcts due to occlusive
small vessel disease resulting in subcortical white matter ischemia.
Several clinical trials suggest that antihypertensive therapy has a
beneficial effect on cognitive function.

Cerebral blood flow remains unchanged over a wide range of
arterial pressures (mean arterial pressure of 50–150 mmHg) through
a process termed autoregulation of blood flow. In patients with the
clinical syndrome of malignant hypertension, encephalopathy is
related to failure of autoregulation of cerebral blood flow at the upper
pressure limit, resulting in vasodilation and hyperperfusion. Signs
and symptoms of hypertensive encephalopathy may include severe
headache, nausea and vomiting (often of a projectile nature), focal
neurologic signs, and alterations in mental status. Untreated,
hypertensive encephalopathy may progress to stupor, coma,
seizures, and death within hours. It is important to distinguish
hypertensive encephalopathy from other neurologic syndromes that
may be associated with hypertension, e.g., cerebral ischemia,
hemorrhagic or thrombotic stroke, seizure disorder, mass lesions,
pseudotumor cerebri, delirium tremens, meningitis, acute intermittent
porphyria, traumatic or chemical injury to the brain, and uremic
encephalopathy.

■ KIDNEY
Hypertension is a risk factor for renal injury and ESRD. The
increased risk associated with high blood pressure is graded,
continuous, and present throughout the distribution of blood pressure
above optimal pressure. Renal risk appears to be more closely
related to systolic than to diastolic blood pressure, and black men
are at greater risk than white men for developing ESRD at every
level of blood pressure.

Atherosclerotic, hypertension-related vascular lesions in the
kidney primarily affect preglomerular arterioles, resulting in ischemic
changes in the glomeruli and postglomerular structures. Glomerular
injury also may be a consequence of direct damage to the


