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Orthostatic Intolerance: Postural Tachycardia Syndrome
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Orthostatic intolerance is defined as the development of various symptoms during standing that are relieved by recumbency.
Postural tachycardia syndrome (POTS) is another nomenclature of orthostatic intolerance. POTS characterized by a heart rate
increase >30 bpm from supine to standing or >120 bpm at standing without orthostatic hypotension. POTS is a heterogenous
in presentation with various pathophysiologic mechanisms. Important mechanisms are hypovolemia, denervation, hyper-
adrenergic and deconditioning state. There are presented as lightheadness or dizziness, palpitations, presyncope, sense of

weakness, tremulousness, shortness of breath. POTS are

classified under 3 groups that are neuropathic, hyperadrenergic, and

deconditioning POTS. Most patients can be improved from a pathophysiologically based regimen of management.
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Table 1. Terms for Orthostatic Intolerance

Chronic orthostatic intolerance
Hyperadrenergic orthostatic hypotension
Hyperdynamic j3-adrenergic state
Idiopathic hypovolemia

Irritable heart

Mitral valve prolapsed syndrome
Neurocirculatory asthenia

Orthostatic anemia

Orthostatic tachycardia syndrome
Postural tachycardia syndrome
Soldier’s heart

Sympathotonic orthostatic hypotension
Vasoregulatory asthenia
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Table 2. Pathophysologic mechanisms of POTS

Hypovolemia

Lower limb dysautonomia

Impaired venous compliance

Decreased cerebral & peripheral blood flow
Deficient norepinephrine transporter activity
Hyperadrenergic state

a-adrenergic hyposensitivity

B-adrenergic hypersensitivity

Impaired baroreflex response
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Table 3. Laboratory evaluation of POTS
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Figure 1. Postural tachycardia syndrome (POTS) in a patient with orthostatic intolerance after viral illness.
Heart rate rises about 40 beat/min without remarkable hypotension after tilt. Event; tilt.
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Table 4. Drugs that can cause or worsen orthostatic intol-
erance

Alpha receptor blockers
Angiotensin-converting enzyme inhibitors
Beta blockers

Bromocriptine

Calcium channel blockers
Diuretics

Ethanol

Ganglionic blocking agents
Hydralazine

Monoamine oxidase inhibitors
Nitrates

Opiates

Phenothiazines

Sidenafil citrate

Tricyclic antidepressants
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