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Unpacking Post-COVID Dysautonomia and POTSIn
General Practice
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The lingering effects of SARS-CoV-2 infection continue to present complex clinical pictures, with post-COVID
dysautonomia emerging as a significant and often debilitating sequela. General practitioners face the task

of identifying these autonomic nervous system dysfunctions, particularly postural orthostatic tachycardia
syndrome (POTS), amidst abroad differential diagnosis. Understanding the clinical presentation and diagnostic
approach is critical for effective patient care.

The Pivot: Post-COVID dysautonomia and POTS are increasingly recognized as persistent symptoms,
demanding a structured diagnostic approach in primary care.

The Data: No specific numeric data is available for this general clinical overview.

The Action: Clinicians should integrate a thorough history, targeted physical examination, and appropriate
investigations to diagnose dysautonomia and POTS in post-COVID patients.

Patients presenting with persistent symptoms weeks or months after acute COVID-19 infection often describe a
constellation of issues that defy easy categorization. Fatigue, brain fog, exercise intolerance, and dizziness are common
complaints, but when these symptoms coal esce with orthostatic intolerance, a diagnosis of dysautonomia, specifically
POTS, becomes a strong consideration. This condition reflects a dysfunction of the autonomic nervous system, which
regulates involuntary bodily functions like heart rate, blood pressure, digestion, and temperature control.

The clinical presentation of post-COVID dysautonomia can vary widely, making diagnosis challenging. Patients

may report palpitations, lightheadedness, presyncope, or even syncope upon standing. Other symptoms include
gastrointestinal disturbances, bladder dysfunction, temperature dysregulation, and sleep disturbances. A detailed history
is paramount, focusing on the temporal relationship between symptom onset and COVID-19 infection, aswell asthe
impact of positional changes on symptoms. The Oxford Handbook of General Practice offers aconcise overview of such
complex presentations.

Recognizing the Autonomic Imbalance

I dentifying dysautonomia begins with a high index of suspicion in patients with persistent, unexplained symptoms
post-COVID. The autonomic nervous system comprises sympathetic and parasympathetic branches, and dysregulationin
either or both can lead to awide array of symptoms. For instance, sympathetic overactivity might manifest astachycardia
and hypertension, while parasympathetic dysfunction could lead to digestiveissues or impaired heart rate variability. The
key isto connect seemingly disparate symptoms to a common underlying mechanism.
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POTS, a specific form of dysautonomia, is characterized by an abnormal increase in heart rate upon standing, without a
significant drop in blood pressure. The diagnostic criteriafor POTStypically involve an increase in heart rate of at least
30 beats per minute (bpm) within 10 minutes of standing or head-up tilt, or 40 bpm in adolescents, in the absence of
orthostatic hypotension. Symptoms must al so be present for at |east six monthsand significantly impair daily functioning.
This sustained tachycardiais often accompanied by symptoms of orthostatic intolerance, which improve upon lying
down.

Diagnostic Approach in Clinic
A structured diagnostic approach is essential to differentiate post-COV 1D dysautonomiaand POTS from other conditions

that mimic its symptoms. Theinitial evaluation should include a comprehensive physical examination, focusing on
cardiovascular and neurological systems. Orthostatic vital signs, measured after 5 minutes supineand at 1, 3, 5, and

10 minutes standing, are fundamental. A sustained increase in heart rate without significant blood pressure drop points
towards POTS. Clinicians should be mindful of potential confounding factors, such asdehydration or certain medications,
which can influence heart rate and blood pressure responses.

Further investigations may be necessary to exclude other causes of symptoms. Basic laboratory tests, including a
complete blood count, electrolyte panel, thyroid function tests, and vitamin B12 levels, can rule out anaemia, electrolyte
imbalances, or thyroid dysfunction. An electrocardiogram (ECG) is essential to exclude cardiac arrhythmias or other
structural heart diseases. In some cases, a24-hour Holter monitor may be warranted to assessfor intermittent arrhythmias
that could contribute to pal pitations or presyncope. For a deeper dive into cardiac assessment, our previous coverage on
GLP-1 agonists and heart disease prevention touches on the importance of comprehensive cardiovascular evaluation.

Beyond Basic Tests
When initial evaluations are inconclusive but suspicion for dysautonomia remains high, more specialized tests can be

considered. A tilt-table test is often used to confirm the diagnosis of POTS, providing a controlled environment to assess
cardiovascular responses to orthostatic stress. During this test, the patient lies flat on a table that is then tilted upright,
and heart rate and blood pressure are continuously monitored. This allows for precise measurement of the heart rate
increase and symptom reproduction.

Other autonomic function tests, such as quantitative sudomotor axon reflex testing (QSART) or skin biopsy for small
fiber neuropathy, may be useful in specific casesto identify patterns of autonomic dysfunction beyond POTS. These tests
aretypically performed in specialized autonomic laboratories. But, for most general practice settings, the focus remains
on careful clinical assessment and the tilt-table test for definitive POTS diagnosis. The challenge lies in accessing these
specialized services, which are not uniformly available.

Management Strategies
Management of post-COVID dysautonomiaand POTS is primarily symptomatic and supportive, as there is no specific

cure. Non-pharmacological interventions form the cornerstone of treatment. These include increasing fluid and salt
intake to expand blood volume, wearing compression stockings to reduce venous pooling in the lower extremities, and
gradually increasing physical activity. Exercise, particularly recumbent exercises like swimming or cycling, can help
improve cardiovascul ar conditioning without exacerbating orthostatic symptoms. Patients often benefit from astructured
exercise program tailored to their tolerance.
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Pharmacological options are considered when non-pharmacological measures are insufficient. Medications such as
fludrocortisone can increase blood volume, while beta-blockers or ivabradine can help reduce excessive tachycardia.
Pyridostigmine, a cholinesterase inhibitor, may improve autonomic tone in some patients. The choice of medication
depends on the predominant symptoms and patient tolerance. It isimportant to start with low doses and titrate slowly,
monitoring for side effects. Managing these complex patients often requires a multidisciplinary approach, involving
cardiologists, neurologists, and rehabilitation specialists. For monitoring vital signs at home, an Omron M3 Comfort
Blood Pressure Monitor can be a valuable tool for patients.

TheLingering Questions
The long-term prognosis for post-COVID dysautonomia and POTS s still being understood. While some patients

experience significant improvement over time, others endure chronic symptoms that severely impact their quality of life.
The heterogeneity of presentations and the lack of specific biomarkers make predicting individual outcomes difficult.
This uncertainty underscores the need for ongoing research into the pathophysiology of post-COV D conditions and the
development of more targeted therapies. Our understanding of neurological sequelae fromviral infectionsisevolving, as
seen in discussions around the amyloid hypothesisin dementia, highlighting the complex rel ationship between infection
and neurological health.

The open-label nature of many current management strategies is an obvious caveat. Most interventions are based on
clinical experience and extrapolation from other forms of dysautonomia, rather than robust, randomized controlled trials
specificaly in the post-COVID population. This gap matters for clinicians seeking evidence-based guidance. The sheer
volume of patients experiencing these persistent symptoms also strains healthcare systems, particularly primary care,
which often serves as the first point of contact. The need for clear diagnostic pathways and accessible specialist referral
networks is pressing.

Still, the recognition of post-COVID dysautonomia and POTS as distinct clinical entitiesis astep forward. It provides
aframework for understanding patient symptoms and offers avenues for intervention, even if those interventions are
currently limited to symptom management. The ongoing research into the mechanisms of long COVID, including
immune dysregulation and viral persistence, may eventually yield more definitive treatments. Until then, careful clinical
assessment and supportive care remain the pillars of management. The gquestion remains whether future studies will
identify specific biomarkers that can predict who will develop these conditions and who will respond best to particular
therapies.

CLINICAL IMPLICATIONS
General practitioners are on the front lines of a new wave of chronic illness, with post-COVID dysautonomia
and POTS demanding a refined diagnostic approach. Simply dismissing persistent symptoms as anxiety or
deconditioning is no longer tenable; a structured evaluation for autonomic dysfunction is now a necessary
part of the post-viral workup. This requires a shift in mindset and a willingness to explore conditions that may
not have been prominent in daily practice before the pandemic.

The lack of specific, validated treatments means clinicians must rely on symptomatic management and lifestyle
modifications. This can be frustrating for both patient and provider, but it underscores the importance of patient
education and realistic goal setting. Explaining the nature of dysautonomia and empowering patients with
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self-management strategies can significantly improve their quality of life, even in the absence of a definitive
cure.

Industry has a clear unmet need to address here. Developing targeted therapies for post-viral autonomic
dysfunction, rather than repurposing existing drugs, would be a significant advance. The sheer number of
affected individuals represents a substantial patient population, and the economic burden of chronic disability
is immense. Investment in research focused on the underlying pathophysiology of long COVID and its
neurological sequelae is not just academically interesting, it is a public health imperative.

The integration of post-COVID dysautonomia and POTS into routine clinical practice will require ongoing
education, improved diagnostic tools, and better access to specialized care. The current market places a
heavy burden on primary care, which must navigate these complex presentations with limited resources. A
more coordinated approach across healthcare systems is essential to support both clinicians and patients
grappling with these debilitating conditions.
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