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Abstract
Background: Fatigue is one of the most pervasive and disabling features of autonomic dysfunction, yet it remains poorly 
characterised within traditional biomedical frameworks. Often misinterpreted as simple tiredness, this form of fatigue 
reflects complex dysregulation across autonomic, cardiovascular, metabolic, and neuroimmune systems.

Objective: To present a lived-experience account of fatigue within autonomic dysfunction, integrated with current 
medical understanding, in order to bridge the gap between subjective experience and physiological explanation.

Methods: This narrative analysis draws on a four-year lived experience of autonomic dysfunction, interpreted alongside 
established literature on dysautonomia, orthostatic intolerance, and fatigue syndromes. A reflective, first-person 
framework is used, supported by peer-reviewed sources in Vancouver format.

Results: Fatigue is described as a persistent, non-restorative, and disproportionate state, characterised by reduced 
functional capacity, cognitive impairment, and post-exertional worsening. Underlying mechanisms include autonomic 
imbalance, impaired cerebral perfusion, mitochondrial dysfunction, and neuroinflammatory signalling. The condition 
necessitates structured pacing and results in significant lifestyle adaptation.

Conclusion: Fatigue in autonomic dysfunction represents a primary physiological disturbance rather than a secondary 
symptom. Recognition of its mechanisms and lived impact is essential for accurate diagnosis, management, and patient-
centred care.
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Abbreviations
ANS – Autonomic Nervous System
POTS – Postural Orthostatic Tachycardia Syndrome

Musical Narrative
Click the following link to open the flip book. As you turn the 
pages, the musical compositions prepared for this paper will tell 
the story. 

https://heyzine.com/flip-book/caf0f40665.html

1. Introduction
Fatigue entered my life quietly, and then refused to leave.

It did not arrive as tiredness. It was not the predictable consequence 
of a long day, nor something that sleep could correct. Instead, 
it became a constant—an unseen weight that sat beneath every 
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action, every decision, every attempt to live as I once had.

Over the past four years, as autonomic dysfunction has unfolded, 
fatigue has become one of its most defining features. It is not 
dramatic in the way pain can be. It does not announce itself loudly. 
But it shapes everything.

Medicine has language for this—pathological fatigue, post-
exertional exacerbation, autonomic dysregulation [1-3]. But those 
terms, while accurate, do not fully capture what it is to live inside 
a body where energy is no longer reliably available.

1.1. The First Realisation: This is not Tiredness
There was a point at which I realised that what I was experiencing 
had moved beyond normal fatigue.

I would wake in the morning, having slept, and yet feel as though 
I had not entered rest at all. The body had been horizontal, but it 
had not recovered.

Simple tasks began to carry an unexpected cost:
•	 Standing for extended periods
•	 Holding a conversation that required sustained attention
•	 Moving from one environment to another

None of these were strenuous. And yet, each had the potential to 
leave me depleted in a way that did not make sense.

This dissonance—between effort and outcome—is one of the 
defining features of fatigue in autonomic disorders such as Postural 
Orthostatic Tachycardia Syndrome and related dysautonomias 
[3,4].

1.2. A Body That Works too Hard to Do too Little
What became increasingly clear was that my body was not failing 
through inactivity—it was overworking in ways I could not see.

At a physiological level, the autonomic nervous system, which 
should regulate heart rate, blood pressure, and circulation 
seamlessly, had lost its efficiency. Instead of quietly maintaining 
balance, it was constantly compensating [5].

I began to experience:
•	 A sense of internal overactivity without productivity
•	 Episodes where simply being upright felt effortful
•	 A background state of physiological strain, even at rest

The paradox is difficult to explain: the body feels overstimulated, 
yet profoundly underpowered.

This reflects a state of sustained sympathetic activation—what 
might be described as a body that remains partially in “fight or 
flight,” without the capacity to recover fully into “rest and digest” 
[5,6].

1.3. The Invisible Cost of Standing Upright
One of the more subtle but powerful contributors to this fatigue 
has been the act of simply being upright.

There are moments when standing or walking brings with it a 
gradual fading—not dramatic, but unmistakable. A slowing of 
thought. A heaviness in the body. A sense that continuing will 
come at a cost.

From a medical perspective, this aligns with impaired cerebral 
perfusion—a reduction in effective blood flow to the brain during 
orthostatic stress [6].

The body compensates:
•	 Heart rate increases
•	 Blood vessels constrict
•	 The nervous system works harder to maintain equilibrium

But compensation is not free. It carries an energy cost. And over 
time, that cost accumulates as fatigue.

1.4. After the Event: The Delayed Collapse
Perhaps the most disorienting aspect has been the delay.

There are days when I can function—engage, work, move with 
some degree of normality. But the consequence does not always 
come immediately.

Instead, it arrives later:
•	 Hours afterward
•	 Sometimes the following day

A heaviness sets in. Cognitive clarity diminishes. The body 
withdraws its capacity.

This pattern—post-exertional worsening—is well recognised 
in autonomic and fatigue-related conditions [3,7]. It reflects not 
just energy expenditure, but an inability of the system to recover 
efficiently.

1.5. The Cellular Story Beneath the Surface
While the experience is lived at the level of the whole person, there 
is a deeper biological story unfolding.

Research suggests that in such states:
•	 Mitochondrial function may be impaired
•	 Oxygen utilisation may be less efficient
•	 Energy production at a cellular level may be compromised
This creates a mismatch: the body demands energy, but the cells 
struggle to supply it effectively [8].

In parallel, low-grade inflammation and altered immune signalling 
may further influence the brain’s perception of energy and effort 
[9].

Together, these mechanisms help explain why fatigue is not 
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relieved by rest alone—it is not simply depletion, but dysfunction.

1.6. Living Within Constraint
Over time, fatigue has required a redefinition of how I live.
It has meant:
•	 Learning the limits of exertion
•	 Recognising early signs of decline
•	 Structuring activity with intentional recovery

There is a discipline to this—often referred to as pacing—which 
becomes essential in avoiding the more severe collapses that 
follow overexertion [10].

This is not a passive process. It is active management of a system 
that no longer regulates itself reliably.

1.7. Small Steps of Recovery
Recovery, where it occurs, is not a return to what was.
It is incremental.
There are small gains:
•	 Slightly increased tolerance to activity
•	 Reduced severity of post-exertional decline
•	 Periods of greater clarity and stability

These changes reflect not simply increased strength, but improved 
autonomic regulation—a system beginning, slowly, to regain 
some measure of balance [11].

2. Conclusion
Fatigue, in the context of autonomic dysfunction, is not an 
absence of effort. It is the consequence of a body that is working 
continuously, inefficiently, and often unsuccessfully to maintain 
equilibrium.

It is lived not as tiredness, but as limitation.

And yet, within that limitation, there is adaptation. There is 
learning. There is, at times, progress.

The challenge for medicine is not only to understand the 
mechanisms that underlie this fatigue, but to recognise the reality 
of its impact—to see it not as a secondary symptom, but as a 
central feature of the condition itself.

Musical Link
https://heyzine.com/flip-book/caf0f40665.html
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