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Postural tachycardia syndrome, the debate continues…
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Postural tachycardia syndrome (POTS) is a relatively

recent addition to the scientific literature. A simple perusal

of PubMed will determine that Rosen and Cryer described

POTS for the first time in 1982. [1] Since that initial

description, over 500 publications have been associated

with POTS, over 470 of which have been published since

the year 2000. The rapid escalation in publication fre-

quency could suggest a possible epidemic of POTS, with

vast numbers of individuals afflicted.

However, more detailed review of the scientific litera-

ture will reveal descriptions of similar entities such as

irritable heart syndrome, effort syndrome, orthostatic

intolerance, mitral valve prolapse syndrome, neurocirula-

tory asthenia, orthostatic tachycardia, vasoregulatory

asthenia, hyperadrenergic orthostatic tachycardia, hyper-

dynamic beta-adrenergic state, and a host of other possible

entities [2, 3]. Into this quagmire we have placed a new

term, ‘Postural tachycardia syndrome’, which defines the

syndrome with a simple, clear, and clinically relevant

change in heart rate [4]. POTS: A postural increase in

standing heart rate of 30 beats per minutes, without

accompanying orthostatic hypotension, or a standing heart

rate of 120 beats per minute (there is a caveat that indi-

viduals ages 12–19 may require an increase in heart rate

of [40 beats per minute) [4]. Despite the simple definition

of POTS, there is an enormous clinical heterogeneity that

thwarts all attempts at standardization of scientific

nomenclature. Various modifiers have now been appended

to POTS such as ‘high-flow, low-flow, dipping, adrenergic,

neuropathic’ and others. These terms, although meant to

provide clarity, have resulted in significant confusion

among practitioners and investigators about the appropriate

classification of people with a postural tachycardia and

associated orthostatic symptoms.

The article entitled ‘‘A prospective study of excessive

postural heart rate change on head-up tilt.’’ by Corkal and

Kimpinski highlights the ongoing challenges associated

with making a clear diagnosis of POTS. In this study, the

authors performed autonomic testing, including supine and

upright tilted heart rates in a large number of healthy

individuals and found a postural tachycardia of [30 beats

per minute in 26 people (age 24 ± 7 years). At baseline,

these individuals did not have orthostatic symptoms using

standardized questionnaires, and no other evidence of

autonomic dysfunction on formal testing. They retested

these same individuals 1 year later. For most individuals,

they continued to have a postural tachycardia. However,

they did not develop symptoms of orthostatic intolerance

and had no other abnormalities on autonomic testing.

The individuals in this study were selected from a group

of 170 healthy subjects (ages 13–80) recruited for devel-

opment of a normative database. These data suggest that at

least 15 % of the population studied has a postural tachy-

cardia using current definitions. However, the subjects

reported in the current study were predominantly younger

and made up a substantial proportion of healthy subjects in

the \40 age group. These results suggest that a postural

tachycardia of [30 beats per minute is commonly seen in

individuals \40 years of age and is part of the expected

variance in the population. A postural tachycardia alone

does not predispose subjects to development of POTS, or

of development of autonomic dysfunction. These findings

challenge the utility of a strict diagnostic threshold (an

orthostatic heart rate change of 30 beats per minute) that

overlaps too highly with the normal variance in the
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population. The study by Corkal and Kimpinsky supports

the need for age specific normative values in the definition

of a postural tachycardia, without which our understanding

of the pathophysiology of this disease will continue to

suffer by inclusion of inappropriate individuals in studies

of POTS.
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