THE WATCH

A Pharmacist’s Guide to Sleep, the Lost Architecture of the Night,
and Why the Darkness Is Not Your Enemy
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INTRODUCTION

The Night That Doesn’t End

There is a particular kind of exhaustion that sleep deprivation produces after long
enough that has no adequate name in clinical language. Not tiredness. Not fatigue.
Something closer to a dissolution — the slow erosion of the membrane between self
and world until everything arrives at a slight remove, filtered through gauze, robbed

of its edges and its weight.

Chuck Palahniuk described it with more precision than most medical literature

manages:

“With insomnia, nothing’s real. Everything is far away. Everything is

a copy of a copy of a copy.”
I know that place. I lived there for years.

In the spring of 2018, I made a decision that would require me to pass a C1 Swedish
language certification — the second highest level of proficiency available — in two
and a half months. I want to be precise about the starting conditions: I did not speak
Swedish. Not haltingly, not approximately. I did not speak it at all. What followed
was an act of sustained cognitive violence against my own nervous system — months
of total immersion, relentless drilling, the kind of concentrated mental effort that

leaves physical marks. I passed the examination. I relocated to Sweden.
And then something that had been wound very tight simply did not unwind.

The hyperarousal that had kept me functional through those months — the cortisol,
the vigilance, the inability to ever fully stand down — did not receive the message
that the emergency was over. The nervous system that had learned to treat every
moment as a moment requiring full activation had forgotten, or perhaps never
learned, how to do the opposite. I would lie down and the machinery would continue
running. The hours would pass. The ceiling would not change. And the awareness
that every hour spent watching that ceiling was an hour of hormonal restoration not

occurring, an hour of cognitive repair missed, an hour of the following day already
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diminished before it had begun — that awareness did not help. It made everything

worse.

I am a pharmacist. I have over two decades of clinical experience. I understood
precisely what was happening in my hypothalamic-pituitary-adrenal axis. I could
have lectured on the neuroscience of hyperarousal while experiencing it at 4am with
the particular clarity that only total exhaustion and total wakefulness in combination

can produce.
Understanding the mechanism of drowning does not help you breathe.

I went through the medications. Not as a detached clinician reviewing the evidence —
as a patient who needed to sleep and was not sleeping and would try what was
available. The Z-drugs first, which produced something that resembled sleep the way
a photograph of a landscape resembles standing in it. Then combinations that I will
document here with the same unflinching honesty I am asking you to bring to your
own situation, because bearing witness to what this condition actually drives people
toward is more useful than the sanitised version. Oxazepam and zolpidem
simultaneously. A benzodiazepine and a Z-drug, two central nervous system
depressants targeting overlapping receptor systems, combined because each alone
had ceased to produce even the simulacrum of sleep, and because the alternative was

another night in the copy of a copy of a copy.

The blackouts were total. On one occasion I regained awareness standing in my
kitchen, an air fryer running, having apparently decided — while fully asleep and
fully unconscious — to make soup. I do not remember walking there. I do not
remember the decision. I remember standing in the kitchen, the machine running,
the distance between that moment and genuine catastrophe small enough to
measure in inches rather than feet. I understood this with a clinical precision that
had not deserted me even when everything else had. I continued anyway. When you
have not slept properly in long enough, the risks of the medication become

theoretical in a way that the certainty of another sleepless night does not.

I am telling you this for a specific reason.
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This guide was written by a pharmacist with more than twenty years of clinical
experience who has spent those years reading primary literature rather than
pharmaceutical marketing materials, and who has maintained the professional
independence to say what that literature actually shows rather than what the
industry would prefer it to show. That credential is real and it matters — the chapters
on prescription medications, on supplement mechanisms, on the hormonal

architecture of sleep, are written with a precision that requires it.

But this guide was also written by a patient. By someone who has been on the other
side of the prescription pad, who has taken the medications and felt what they do and
do not do, who has experienced the specific, unmistakeable difference between
drug-induced unconsciousness and genuine sleep, who has lived in the dissolved,
far-away world that chronic sleep deprivation produces and found the way back

through methods that no prescription can provide.

That is not a credential you can acquire from literature. It is a credential you acquire
from years of your life, and I would not recommend the acquisition process. But it
produces a particular kind of knowledge — embodied, tested, honest — that I believe

makes this guide more useful than one written from clinical distance alone.

What This Guide Is

This is not a collection of sleep tips. The internet has an unlimited supply of sleep
tips, most of which you have already encountered, some of which you have already
tried, and none of which, taken individually, has solved the problem. The problem
with sleep tips is that they treat sleep as a behaviour to be adjusted rather than a
biological system to be understood — and systems do not respond to isolated

adjustments the way behaviour does.

What follows is an attempt to give you that understanding. The mechanisms. The
hormonal architecture. The environmental factors — including ones that receive
almost no attention in mainstream health discourse — that are systematically
degrading sleep at a population level. The pharmacology of what is being offered to

address this crisis and the honest clinical assessment of what it actually does. The
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evidence-based interventions that work, and the precise reasons they work, so that

you can apply them intelligently rather than ritualistically.

It is written for men and women who are serious about understanding what is
happening in their own biology. It is written for people who have tried the standard
advice and found it insufficient. It is written for anyone who has ever lain awake at
3am knowing that the inability to do the one thing every living creature is designed to
do is costing them something they cannot fully calculate — in hormonal health, in

cognitive function, in emotional stability, in the slow accumulation of the years.

It is also written with something in mind that will become clearer as you progress
through it — a conviction that I have developed across many years of clinical practice
and confirmed through my own experience: that the quality of your sleep is not
merely a health metric. It is the biological foundation upon which everything else you
might wish to build — clarity, capacity, the kind of sustained attention that genuine
development in any domain requires — either rests or does not. You cannot construct

anything durable on a foundation that is being eroded every night.

Fix the sleep first. Not because it is the whole work. Because without it, you cannot

do the rest of the work as it deserves to be done.
This is also where we begin in 1-on-1 coaching sessions.

If we don't fix sleep first, everything else is irrelevant.

A Note on How to Read This

Read it in order, at least the first time. The chapters build on each other deliberately
— the mechanisms established early make the interventions in later chapters more
than instructions to follow. They make them things you understand. Understanding
why something works changes your relationship to doing it. It becomes less a matter

of compliance and more a matter of knowledge applied.

If you are currently in crisis — if you are in the place I have described, the copy of a
copy, the years of it — go directly to Chapters 4 and 6 and begin there. Then come

back to the beginning. The understanding will deepen what the interventions can do.
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And if you are somewhere in the middle — sleeping poorly but not yet in crisis,
functional but not restored, aware that something is not right but unclear what to do
about it — then start at Chapter 1. You are in exactly the right place at exactly the

right time, and what follows will give you everything you need.
The night that doesn’t end eventually does.

I am the evidence.
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CHAPTER 1

What Sleep Actually Is

Most explanations of sleep start in the wrong place. They describe what happens
during sleep — the stages, the hormones, the neural activity — as though sleep were
a maintenance window. A pause. A necessary inconvenience between the real

business of living.

That framing is wrong. And the consequences of getting it wrong are written on the

faces of most people you pass on the street.

Sleep is not a pause. It is a process of transformation so profound that the organism
that wakes is not, in any strict biological sense, identical to the one that laid down.

Read this again.

Proteins have been rebuilt. Neural connections have been pruned, strengthened, or
discarded. Hormonal balances have been reset. Cellular waste that accumulated
throughout the day — including the metabolic byproducts implicated in
neurodegenerative disease — has been cleared by a system that operates only during
sleep. The glymphatic system, your brain’s overnight sanitation infrastructure,
requires unconsciousness to function. It cannot run while you are awake. There is no

workaround.

This is worth sitting with for a moment. Your brain’s ability to clean itself depends
entirely on your willingness to surrender conscious control every night. The moment
you chronically resist that — through late nights, disrupted sleep, pharmaceutical
suppression of natural sleep architecture — you begin accumulating a debt that
doesn’t announce itself immediately. It accumulates quietly, in inflammation, in
hormonal drift, in cognitive erosion that you’ll attribute to aging long before you

think to attribute it to sleep.

There is something worth naming here, even in a clinical guide. Sleep makes a
demand that no supplement, no protocol, no act of willpower can substitute for. It
requires that you let go. Not as a metaphor — neurologically. The electrochemical

signature of the waking self genuinely dissolves in deep sleep. The controlling,
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narrating, planning mind that manages your day must be relinquished entirely
before the deeper work of restoration can begin. The body knows how to do what

comes next. But only if you get out of the way.

Most people find this harder than they expect. And that difficulty — the racing mind,
the inability to switch off, the 3am awakening with cortisol already climbing — is not

merely a sleep problem. It is a signal about a person’s relationship to stillness itself.

Sleep Is Structured, Not Uniform

One of the most consequential things I can tell you as a pharmacist is this: sleep is
not a single state. It is a sequence of distinct biological phases, each with its own
function, each irreplaceable by the others. Time in bed is not the same as sleep. Sleep

is not the same as restorative sleep.

Your body moves through these phases in roughly 9o-minute cycles, completing four
to six of them across a full night. Understanding what each one does is not academic

— it is directly relevant to why you feel the way you feel every morning.

Stage 1 — The Threshold

This is the brief passage between waking and sleep. Light, easily disrupted, and
largely unremarkable on its own. What matters here is how reliably you cross it.
Stress, stimulants, and light exposure in the evening hours keep people stranded at

this threshold far longer than they realise.

Stage 2 — The Quieting
Heart rate slows. Core temperature begins to fall. The brain starts filtering — sorting
the signal from the noise of the day. This stage takes up the largest proportion of

your total sleep time and serves as the foundation the deeper stages depend on.

Stage 3 — Deep Sleep

This is where the most critical physical restoration occurs. Growth hormone is
released in its largest pulse of the 24-hour cycle. Tissue repair accelerates. The
immune system consolidates its responses. And testosterone — the hormone most

men are desperately trying to optimise through every available supplement — is
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substantially produced here, driven by the pituitary’s release of luteinizing hormone.
You cannot supplement your way around the absence of this stage. It cannot be
replicated by any drug currently available. It requires, simply, that you sleep deeply

enough and long enough to reach it — repeatedly, across multiple cycles.

REM Sleep — The Integration

REM is where the night becomes something stranger and more necessary. The brain
becomes nearly as electrically active as during waking. The body is temporarily
paralysed — a protection against acting out the experience of dreaming. Emotionally
charged memories are processed and filed. Skills are consolidated. The events of the
day are woven into the broader narrative of a life. REM deprivation doesn’t just make
you foggy — it makes you emotionally raw, impulsive, and gradually less able to learn
from experience. It also suppresses testosterone. Chronically poor REM is,

hormonally speaking, a slow bleed.

The Stillness Problem
There is a practical consequence of all this that rarely appears in sleep guides, but

that I consider one of the most important observations in this entire text.

Many people who struggle with sleep also struggle to meditate. They sit down to
practice stillness — breathwork, contemplative practice, any form of deliberate
inward attention — and find that either their mind refuses to quiet, or they simply
fall asleep. They assume this is a meditation problem. A lack of discipline, perhaps,

or insufficient practice.
It is usually neither. It is a sleep problem wearing a different face.

Sleep and meditation share a fundamental biological demand: both require the
voluntary or involuntary release of ordinary waking consciousness. Both ask the
prefrontal cortex to stand down. Both depend on a nervous system that has enough
surplus — enough genuine restoration — to tolerate stillness without interpreting it

as a threat.

A chronically sleep-deprived brain cannot do this. The prefrontal cortex, already

running on deficit, cannot sustain the attentional stability that any serious practice
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requires. The default mode network — that relentless inner narrator, hyperactive in
the exhausted and the stressed — will refuse to quiet. And the body, acutely aware of
its debt, will pull any available window of stillness toward the sleep it has been
denied. You don’t fall asleep in meditation because you are undisciplined. You fall
asleep because your biology is doing exactly what it should — seizing the only

opportunity it has been given.

This means that for many people, the path to a quieter, more capable mind does not
begin with more practice. It begins with better sleep. The capacity for stillness must

first be restored at the biological level before it can be cultivated at any other.

Fix the sleep first. Everything else becomes more possible.

Why Modern Life Is Structurally Hostile to Sleep
Here is where I want to be direct with you, because this is something most sleep

guides quietly avoid.

Your difficulty sleeping is not primarily a personal failing. It is a predictable response
to an environment that has been — not through conspiracy, but through commercial
indifference — engineered to disrupt every biological cue your body uses to prepare

for sleep.

Artificial light after dark suppresses melatonin. Blue-spectrum light from screens
mimics the signal of midday sun, telling your circadian system it is noon when it is
midnight. Caffeine has a half-life of five to seven hours, meaning the coffee you drank
at 3pm still has half its concentration in your bloodstream at 8pm. Chronic
psychological stress keeps cortisol elevated into the evening hours, directly opposing
the hormonal conditions required for sleep onset. Processed food and irregular
eating patterns dysregulate blood glucose in ways that cause 3am cortisol spikes.
Alcohol — perhaps the most socially normalised sleep disruptor of all — fragments

sleep architecture and suppresses REM even in modest amounts.

None of these are mysteries. The mechanisms are well understood. What is less
commonly stated is that these forces compound. A person under chronic stress,

eating poorly, drinking moderately, using screens until late, and relying on caffeine
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to compensate for the resulting poor sleep is not experiencing a sleep problem. They
are experiencing the entirely logical outcome of an environment they haven’t yet

learned to resist.

That is what this guide is for.
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CHAPTER 2

Sleep and the Hormonal System — What
Nobody Is Telling You

If you have ever tried to optimise your hormonal health — through diet, training,
supplementation, or any of the increasingly popular hormonal therapies — and found
the results disappointing, there is a question worth asking before you add anything

else to your protocol.
How well are you sleeping?
Not how long. How well.

I ask this because in over two decades of clinical practice, I have watched people
invest significant money and effort into hormonal optimisation while the most
powerful hormonal regulator available to them was being systematically neglected.
Sleep is not one factor among many in hormonal health. It is the master regulator —
the 24-hour rhythmic process upon which every other intervention depends. Without

it, you are not optimising. You are compensating. And compensation has a ceiling.

The Hormonal Architecture of a Night’s Sleep
To understand why sleep is so central to hormonal health, it helps to understand

what is actually happening endocrinologically across a full night.

The relationship between sleep and hormones is not incidental — it is architectural.
The endocrine system and the circadian system are not separate. They are the same
system, operating on the same clock, following the same rhythmic logic that has
governed biological life for hundreds of millions of years. Light and dark. Activity

and rest. Expenditure and restoration.

Testosterone — in men — is produced primarily during deep sleep, triggered by the
pituitary gland’s release of luteinizing hormone in the early hours of the night. The

research here is unambiguous. A study published in the Journal of the American
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Medical Association demonstrated that one week of sleep restricted to five hours per
night reduced testosterone levels in healthy young men by ten to fifteen percent. Not
over months. One week. That is the hormonal equivalent of accelerating a decade of
natural decline in seven days. Extend that restriction over months or years — which
is the reality for a significant proportion of working adults — and you are not dealing

with a temporary dip. You are dealing with a new, lower baseline.

In women, the picture is equally consequential though differently expressed. Sleep
deprivation disrupts the carefully timed release of follicle-stimulating hormone and
luteinizing hormone that governs the menstrual cycle. It elevates cortisol and insulin,
both of which directly impair oestrogen and progesterone balance. Women with
chronic poor sleep show elevated rates of cycle irregularity, worsened premenstrual
symptoms, and accelerated perimenopausal progression. The hormonal disruption is
not less severe — it is simply less visible, because we are not measuring testosterone

in women as a primary marker of vitality.

Growth hormone tells a similar story. Its largest secretory pulse occurs in the first
deep sleep cycle of the night, typically within the first 9o minutes of sleep onset. Miss
that window — through late nights, alcohol, or fragmented sleep — and that pulse is
not recovered later. Growth hormone is not released on demand. It follows a

circadian schedule. Disrupt the schedule, and you disrupt the signal.

Cortisol: The Consequence of Chronically Fighting the Night

Cortisol is perhaps the most misunderstood hormone in popular health discussion. It
is framed primarily as the villain of the story — the stress hormone to be suppressed.
But cortisol is not a problem in itself. It has a precise, necessary rhythm: rising
sharply in the early morning to mobilise energy, fuel cognition, and prepare the body
for the demands of the day, then declining gradually across the afternoon and

evening to allow the hormonal conditions of sleep to emerge.
The problem is not cortisol. The problem is cortisol at the wrong time.

Chronic sleep deprivation dysregulates this rhythm with remarkable efficiency.

Research published in the journal Sleep demonstrated that a single night of poor

The Watch | 13



sleep can elevate evening cortisol levels by up to 37 percent. Under chronic
conditions, the rhythm flattens entirely — cortisol remains persistently elevated
when it should be falling, directly competing with and suppressing the hormones that
depend on its decline. Testosterone, growth hormone, melatonin — all require
cortisol to recede before they can rise. A cortisol system that never fully quiets is a

hormonal system that never fully restores.

The downstream consequences extend beyond hormones. Chronically elevated
evening cortisol promotes insulin resistance, accelerates visceral fat accumulation,
degrades lean muscle mass, and sustains a state of systemic low-grade inflammation.
These are not separate problems. They are the same problem, expressing itself

through multiple systems simultaneously.

The Pathology Beneath the Pathology
Here I want to say something that goes beyond what you will find in standard sleep
guides, because it reflects what I have come to understand as a clinician rather than

simply as someone who has read the research.

The hormonal disruption caused by poor sleep does not occur in a vacuum. It occurs
in bodies that are already under assault from a constellation of factors that receive

almost no attention in mainstream health discourse.

We are living in an era of unprecedented hormonal disruption, and sleep deprivation
is both a symptom and an accelerant of a wider metabolic and endocrine crisis.
Environmental oestrogens — xenoestrogens — are present in the plastics that store
our food and water, the pesticides that remain on our produce, the synthetic
fragrances in our personal care products, the receipts we handle, the non-stick
surfaces we cook on. These compounds do not merely mimic oestrogen. They
accumulate in fatty tissue, disrupt receptor signalling, and interfere with the
hormonal feedback loops that regulate everything from metabolism to mood to sleep

architecture itself.

Insulin resistance — now so prevalent it has become a baseline assumption of

metabolic medicine — directly impairs the hormonal environment required for

The Watch | 14



restorative sleep. Dysregulated blood glucose causes nocturnal cortisol spikes,
fragments sleep continuity, and suppresses the deep sleep stages where the most
critical hormonal restoration occurs. Poor sleep, in turn, worsens insulin sensitivity,
completing a cycle that is genuinely difficult to interrupt without addressing both

simultaneously.

I raise this not to overwhelm but to reframe. If you are sleeping poorly, gaining fat
despite reasonable effort, struggling with energy, mood, or libido — and the standard
advice is not working — it is worth considering that you may be experiencing not a
collection of separate problems but a single systemic disruption expressing itself
across multiple domains. Sleep is where that disruption is most legible, because sleep

is where the body’s regulatory capacity is most visible.

Addressing sleep, in this context, is not a lifestyle adjustment. It is a clinical
intervention. And it is the logical starting point — because without restoring the
hormonal environment that sleep creates, no other intervention will work as well as
it should.

The Body Knows the Rhythm

There is something I return to often in clinical practice, and it is this: the hormonal
system is not complicated. It is rhythmic. It follows patterns of light and dark,
activity and rest, expenditure and recovery, that have been stable across evolutionary
time. What is complicated is the modern environment — its artificial light, its
chemical burden, its relentless demand for cortisol — and the distance it has created

between the life we are living and the biological conditions we were built for.

The goal of everything that follows in this guide is not to hack your biology. It is to
remove what is interfering with it, and to restore the conditions under which it

already knows how to function.

Sleep is where that restoration happens. Every night. Without exception.
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CHAPTER 3

How Much Sleep Do You Actually Need?

This is the question everyone asks, and it is almost always the wrong question.

Not because duration doesn’t matter — it does. But the relentless focus on hours
spent in bed has produced a generation of people who are logging adequate time
under the duvet while systematically destroying the architecture of the sleep that
happens within it. They are, in a sense, present but not participating. The body is in

bed. The restoration is not occurring.

So let us answer the hours question briefly and accurately, and then move to what

actually matters.

The Evidence on Duration

The American Academy of Sleep Medicine and the National Sleep Foundation
converge on the same recommendation: seven to nine hours of actual sleep — not
time in bed, not the period between alarm settings, but genuine sleep — for most
adults. Below six hours consistently, the research becomes unambiguous and
uncomfortable. Hormonal disruption, impaired glucose metabolism, elevated
inflammatory markers, degraded cognitive performance, increased all-cause
mortality. These are not theoretical risks. They are dose-dependent outcomes

observed across large population studies.

The lower end of sufficiency is not six hours, despite what the culture of productivity
would prefer. Six hours is where the damage begins to become measurable. Seven is
the floor for most people. Eight is where most people genuinely thrive, though few

allow themselves to find out.
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The Short Sleeper Question

Every time this subject arises, someone raises the same objection. They know
someone — or they are someone — who genuinely functions well on five hours. They
wake without an alarm, feel alert throughout the day, and show no obvious signs of

deterioration.
This is worth taking seriously rather than dismissing.

A genuine short sleeper variant does exist. It is associated with mutations in specific
genes including DEC2 and ADRB1, and it is estimated to occur in somewhere
between one and three percent of the population. These individuals do appear to
achieve adequate restoration in compressed sleep time, likely through altered sleep

architecture that delivers proportionally more deep and REM sleep per hour.

If you are reading this, the probability that you are one of them is very low. And there
is a reliable way to distinguish genuine short sleepers from the far more common
alternative — people who have adapted so thoroughly to sleep deprivation that they
have lost the ability to accurately assess their own impairment. Research by David
Dinges and colleagues at the University of Pennsylvania demonstrated this with
uncomfortable clarity: as sleep restriction accumulated over days, subjects’
self-reported sleepiness plateaued while their objective cognitive performance
continued to decline. They felt fine. They were not fine. They had simply recalibrated

their baseline downward and forgotten what functional felt like.

If you believe you are a natural short sleeper, the test is simple. Sleep without an
alarm for two weeks — going to bed when genuinely tired and waking naturally. If
you consistently wake after five or five and a half hours feeling genuinely restored,
with stable energy, mood, and cognitive performance throughout the day, you may
well be among the rare exceptions. If, on the other hand, you find yourself sleeping
seven, eight, or nine hours and waking without the alarm, you are not a short sleeper.

You were in debt.

Most people who run this experiment discover they are in debt.

Duration Without Architecture Is Not Enough
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Here is the more important point, and the one that most sleep guidance fails to make

adequately.

Nine hours of fragmented, architecturally disrupted sleep is not equivalent to seven
hours of intact, well-structured sleep. The number of hours matters far less than
whether those hours contain the full sequence of sleep stages in sufficient quantity

and proportion.

Recall from Chapter 1 what each stage is actually doing. Deep sleep is where growth
hormone is released, where testosterone is produced, where immune consolidation
occurs, where the glymphatic system clears the metabolic waste of the day. REM
sleep is where emotional memory is processed, where learning is consolidated, where
the regulatory hormones governing mood and motivation are reset. These stages are
not uniformly distributed across the night. Deep sleep predominates in the first half.
REM sleep predominates in the second half. This means that the person who
consistently sleeps six hours is not simply losing two hours of neutral time — they are
disproportionately losing REM sleep, with all the cognitive and emotional

consequences that follow.

The Cycle Framework
Rather than fixating on a target number of hours, I find it more clinically useful to

think in terms of complete cycles.

Your body moves through a full sleep cycle — from light sleep through deep sleep and
into REM — in approximately 90 minutes. A full night of restorative sleep typically
consists of five complete cycles, totalling roughly seven and a half hours. Four cycles
— six hours — represents a functional minimum for most people under normal
circumstances, not a sustainable target. Six cycles — nine hours — is appropriate
during periods of physical stress, illness, or intensive training, when the demand for

restoration is elevated.

The practical implication of thinking in cycles rather than hours is that sleep timing

begins to matter. Waking mid-cycle — in the middle of a deep sleep stage — produces
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the grogginess and cognitive impairment that many people attribute simply to not
sleeping enough. Waking at the natural end of a cycle, even if total sleep time is

slightly shorter, often produces a cleaner, more alert awakening.

What Genuine Sufficiency Feels Like

You are getting sufficient, architecturally intact sleep when you wake without an
alarm feeling genuinely rested — not simply less tired than yesterday, but rested.
When your energy is stable across the day without requiring caffeine to sustain it.
When your mood is baseline positive rather than baseline irritable. When your
cognitive performance — your capacity for focus, decision-making, and sustained
attention — feels intact. When your physical recovery between training sessions is
progressing normally. When your appetite is regulated rather than driven by cravings

that appear regardless of actual hunger.

These are not aspirational states. They are the normal experience of a nervous system
that is being adequately restored each night. If they sound unfamiliar, that is

diagnostic information.
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CHAPTER 4

The Environment and the Ritual — Designing
the Conditions for Sleep

There is a principle that runs through all of clinical pharmacology, and it applies
equally well here: the most effective intervention is the one that works with the
body’s existing mechanisms rather than against them. Drugs that try to force a
biological outcome by overriding the system’s own regulation tend to produce
tolerance, dependency, and rebound effects. Interventions that remove obstacles and

restore conditions tend to produce durable, compounding results.

Sleep hygiene, understood properly, is the second kind of intervention. It is not a list
of tips. It is the deliberate design of an environment and a set of behaviours that
remove what is disrupting the circadian signal and restore the conditions under
which the body already knows how to sleep. Every element has a mechanism. Every
mechanism connects to the same underlying biological reality: your nervous system
is reading your environment constantly, and it is making decisions about whether the

conditions are safe for the profound vulnerability of deep sleep.

Your job is to make the answer obvious.

The Sleep Environment — Designing a Space That Signals Rest

The bedroom communicates something to your nervous system every time you enter
it. That communication happens below conscious awareness, through the same
environmental scanning that has kept mammals alive for millions of years — reading
light levels, temperature, sound, and spatial association to determine the appropriate
physiological state. If your bedroom communicates alertness, your nervous system

will comply. If it communicates rest, it will comply with that instead.

Most modern bedrooms communicate alertness. Screens, ambient light from
chargers and devices, notification sounds, variable temperatures, and the habitual

use of the bed for activities other than sleep and sex have trained the nervous system
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to associate that space with wakefulness. Reversing this association is not

complicated, but it requires consistency.

Light

The single most powerful environmental signal your circadian system receives is light
— specifically, the spectrum and intensity of light in the hours before sleep.
Blue-spectrum light, which predominates in screens and most modern artificial
lighting, directly suppresses melatonin production by signalling to the
suprachiasmatic nucleus — your master circadian clock — that it is midday. This is
not a minor effect. Research consistently demonstrates that even modest blue light
exposure in the two hours before bed can delay melatonin onset by 9o minutes or
more and reduce total melatonin production across the night. The practical response
is straightforward: blackout curtains to eliminate external light, removal or covering
of all LED indicators in the bedroom, and transition to warm, low-intensity lighting
in the evening hours. Red and amber light wavelengths have minimal effect on

melatonin and are appropriate for evening use.

Temperature

Core body temperature must fall by approximately one to two degrees Celsius for
sleep onset to occur — this drop is both a trigger and a consequence of the transition
into sleep. The ideal sleeping environment supports this by being cooler than the
waking environment, typically between 15 and 19 degrees Celsius. A bedroom that is
too warm does not merely cause discomfort — it actively impairs deep sleep

architecture by preventing the thermoregulatory conditions the body requires.

Sound

The sleeping brain continues to process auditory input and will activate a stress
response to unpredictable or threatening sounds even during deep sleep,
fragmenting architecture without necessarily producing full awakening. Consistent,
unpatterned sound — white noise, pink noise, or the ambient sound of a fan — masks
unpredictable environmental noise by providing a stable acoustic background that

the brain can learn to filter.

Association
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The bed should be used for sleep and sex. Not for reading, not for working, not for
watching content. This is not arbitrary — it is the application of basic associative
conditioning to the most important behavioural pattern in your biology. The nervous
system learns through repetition. Repeated association of the bed with wakefulness
produces conditioned arousal upon lying down. Repeated association with sleep
produces conditioned relaxation. The choice of which pattern to reinforce is made

every night, whether deliberately or not.

The Evening Ritual — Crossing the Threshold

Every serious tradition that has ever concerned itself with the nature of
consciousness has recognised something that modern sleep science is only now
articulating in neurological language: the transition between waking and sleep is not

a switch. It is a threshold. And thresholds, by their nature, require preparation.

The evening hours — the 60 to 90 minutes before sleep — are liminal time. They
belong neither fully to the day nor to the night. They are the passage between two
states of consciousness, and how you occupy that passage determines how
completely you are able to cross it. A person who works at full cognitive intensity
until the moment they lie down is not preparing for the threshold — they are trying
to breach it by force. The nervous system, still mobilised for the demands of the day,
still saturated with cortisol and sympathetic activation, cannot make that crossing
quickly or cleanly. What follows is the familiar experience of lying awake with a mind
that refuses to quiet — not because sleep is unavailable, but because the conditions

for it have not been established.

The evening ritual is the establishment of those conditions. It is not optional, and it is
not self-indulgent. It is the physiological preparation for the most important

biological process of your 24-hour cycle.

Practically, this means the following, understood not as a checklist but as a sequence
of deliberate signals sent to a nervous system that is waiting to be told the day is

over.
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Begin by changing the light. Dim artificial lighting, switch to warm-spectrum lamps,
and eliminate screen use or use blue-light filtering if screens are unavoidable. This is
the first signal — the artificial recreation of sunset, the environmental cue that has
preceded sleep for the entirety of human evolutionary history. Your circadian system

responds to it regardless of whether you consciously intend it to.

Allow the body to cool. A warm shower or bath in the early evening is
counterintuitively effective — not because warmth promotes sleep, but because the
rapid drop in core temperature that follows getting out of warm water accelerates the

thermoregulatory process associated with sleep onset.

Cease eating two to three hours before bed. Digestion is metabolically active work. It
raises core temperature, stimulates insulin release, and keeps the gut-brain axis
engaged at precisely the time the system needs to be winding toward rest. Late eating
also dysregulates the nocturnal blood glucose pattern, increasing the likelihood of the

3am cortisol spike that fragments sleep in the second half of the night.

Introduce stillness deliberately. Breathwork, light reading of non-stimulating
material, or simple quiet reflection are not passive activities in this context — they
are active neurological deceleration. The parasympathetic nervous system does not
activate instantaneously. It requires sustained, calm input over time. Give it that
input, consistently, in the same sequence, at the same time each evening, and the
ritual itself begins to trigger the physiological response — the nervous system learns
to associate the sequence with the approaching threshold, and begins the transition

before you have even reached the bed.

This is the practical wisdom behind what every contemplative tradition has called the
preparation of the vessel. You are not waiting for sleep to take you. You are making

yourself ready to cross.

The Circadian Anchor — Consistency as Medicine
The circadian rhythm is not a suggestion. It is a biological law — a 24-hour
oscillation embedded in virtually every cell of the body, calibrated continuously by

light exposure, meal timing, physical activity, and social interaction. When it is
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consistent, the hormonal cascade that governs sleep — the evening rise of melatonin,
the nocturnal decline of cortisol, the timed release of growth hormone — unfolds
with precision and efficiency. When it is inconsistent, that cascade becomes erratic,

and the quality of sleep degrades even when its duration remains adequate.

Social jetlag — the term chronobiologists use for the mismatch between your
biological clock and your social schedule — is now recognised as a significant and
underappreciated public health problem. Staying up two hours later on weekends
and compensating with a lie-in produces a circadian disruption equivalent to
crossing two time zones, twice weekly. The immune, metabolic, and hormonal

consequences are measurable and accumulate over time.

The most powerful single intervention for circadian health is also the simplest: wake
at the same time every day, including weekends. Not approximately the same time.
The same time. This single anchor point, held consistently, stabilises the entire

24-hour rhythm more effectively than any supplement or sleep aid available.

The second most powerful intervention is morning light. Ten to twenty minutes of
natural light exposure within 30 minutes of waking — without sunglasses, not
through glass — triggers the cortisol awakening response that sets the circadian clock
for the day and, critically, determines when melatonin will rise that evening.
Morning light is not merely energising. It is the mechanism by which your body
knows what time it is, and everything that follows — including your ability to fall

asleep that night — depends on that calibration.

Physical movement during the day depletes the adenosine load that accumulates
during wakefulness and drives sleep pressure — the biological force that makes sleep
feel necessary rather than merely possible. Insufficient movement during the day is
one of the most common and least discussed contributors to difficulty falling asleep
at night. Ten thousand steps is not an arbitrary target — it approximates the daily
movement load of a pre-industrial existence, and it is a reasonable minimum for

adequate sleep pressure accumulation.

When You Wake at Night
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Nocturnal awakening is normal. The expectation of continuous, unbroken sleep
across a full night is itself a modern cultural artefact. Brief awakenings between

cycles are a feature of normal sleep architecture, not a malfunction.

What transforms a normal awakening into a problem is the response to it. Checking
the time activates the prefrontal cortex and triggers cortisol. Calculating how many
hours of sleep remain creates anxiety that sustains wakefulness. Reaching for a
phone floods the visual system with blue light and social stimulation. Each of these
responses tells the nervous system that wakefulness is appropriate, and the nervous

system, reliably, agrees.

The alternative is to treat the awakening as the threshold moment it is — the brief
surfacing between cycles that the body expects — and to return across it with
minimal resistance. Keep the room dark. Do not check the time. Breathe slowly and
deliberately, extending the exhale, which activates the parasympathetic system and
lowers heart rate. If wakefulness persists beyond 20 minutes, leave the bed and sit

quietly in dim light until sleep pressure returns.

The crossing back into sleep, like the crossing into it in the first place, is

accomplished not by trying harder but by letting go more completely.
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CHAPTER 5

Supplements — What Works, What Doesn'’t,
and Why the Distinction Matters

I want to begin this chapter with something that may seem counterintuitive coming
from someone with a pharmacological background: the supplements in this chapter

are not the point.

They are useful. Some of them are genuinely well-evidenced. Used appropriately, in
the context of the environmental and behavioural foundations established in the
previous chapter, they can meaningfully accelerate and deepen the restoration of
healthy sleep. But they are support for a system, not substitutes for one. A person
who is sleeping in a warm, bright room, eating late, under chronic stress, and moving
insufficiently will not be rescued by magnesium glycinate. The system must be in

place before the supplements have anything meaningful to support.

With that framing established, here is what the evidence actually shows — assessed

with the same rigour I would apply to any clinical intervention.

Tier One — Compounds With Solid Mechanistic and Clinical Justification

Magnesium — Glycinate or Threonate

Magnesium is involved in over 300 enzymatic reactions in the human body, and its
role in the nervous system is particularly relevant to sleep. It is a natural antagonist
of NMDA receptors — the excitatory glutamate receptors that, when chronically
overstimulated, sustain the state of neural arousal that prevents sleep onset.
Magnesium also plays a direct role in the synthesis and regulation of melatonin, and
in the activation of GABA receptors — the primary inhibitory neurotransmitter

system of the brain.

The clinical relevance of this is amplified by one uncomfortable epidemiological
reality: magnesium deficiency is extraordinarily prevalent in populations eating

modern, processed diets. Soil depletion, food processing, and high rates of alcohol
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and caffeine consumption — both of which increase urinary magnesium excretion —
mean that a significant proportion of people who struggle with sleep are operating
with a chronically depleted cofactor for the very neurochemical processes that sleep

requires.

Magnesium glycinate is well-absorbed, gentle on the gastrointestinal tract, and the
most appropriate general choice for sleep support. Magnesium threonate crosses the
blood-brain barrier more effectively than other forms, potentially offering more
direct neurological benefit. Dose: 200 to 400mg of elemental magnesium, taken 60

minutes before bed.

L-Theanine

L-theanine is an amino acid found almost exclusively in tea, and it is one of the more
elegant compounds in this space precisely because of what it does not do. It does not
sedate. It does not produce tolerance. It does not suppress any stage of sleep
architecture. What it does is promote alpha brain wave activity — the relaxed, alert
state that characterises meditative rest and the early stages of sleep transition — by
modulating glutamate and GABA activity and influencing serotonin and dopamine
pathways. For people whose primary sleep difficulty is a mind that will not stop
processing, L-theanine addresses the mechanism rather than simply suppressing the

symptom. Dose: 100 to 200mg, taken 30 to 60 minutes before bed.

Apigenin

Apigenin is a flavonoid found in chamomile and a range of other botanical sources.
Its mechanism is directly relevant: it binds to GABA-A receptors, the same receptors
targeted by benzodiazepines and Z-drugs, but with considerably lower affinity and
without the dependency, tolerance, or architectural disruption those drugs produce.
It is, in pharmacological terms, a gentle and selective anxiolytic with a clean safety
profile. Its clinical utility is primarily in reducing sleep latency and quieting the
low-grade anxiety that many people carry into the evening without fully recognising

it as such. Dose: 50mg, taken approximately one hour before bed.
Glycine

Glycine is a non-essential amino acid that acts as an inhibitory neurotransmitter in

the spinal cord and brainstem. Its most significant sleep-related mechanism is
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thermoregulatory — glycine promotes peripheral vasodilation, which facilitates the
core body temperature drop that is a prerequisite for sleep onset and maintenance of
deep sleep. Clinical studies have demonstrated that glycine supplementation reduces
subjective fatigue, improves sleep quality ratings, and produces more refreshed

awakenings. Dose: 3 grams, taken 30 to 60 minutes before bed.

Tier Two — Useful Additions With Emerging or Traditional Evidence

Ashwagandha — KSM-66 or Sensoril Extract

Ashwagandha is an adaptogen whose primary sleep-relevant mechanism is the
reduction of cortisol and the normalisation of the hypothalamic-pituitary-adrenal
axis. Multiple randomised controlled trials have demonstrated significant
improvements in sleep onset, sleep quality, and morning cortisol levels. It is
particularly useful for people whose primary sleep difficulty is difficulty winding
down in the evening. The extract quality matters — KSM-66 and Sensoril are
standardised extracts with the strongest research records. Dose: 300 to 600mg daily,
taken in the evening. Effects are cumulative — allow four to eight weeks for full

benefit.

Tart Cherry Extract

Tart cherries are one of the few dietary sources of melatonin in meaningful
concentrations, and their extract also contains anti-inflammatory polyphenols that
may independently support sleep quality. Studies have demonstrated reductions in
insomnia severity and improvements in sleep duration. It is a gentle, food-based
intervention with no meaningful side effect profile. Dose: 480mg of concentrated

extract, or one tablespoon of tart cherry concentrate, taken in the evening.

Reishi Mushroom

Reishi has a long history of use in traditional East Asian medicine specifically for its
calming and sleep-supporting properties. Its active compounds have demonstrated
immunomodulatory and anxiolytic effects in animal and preliminary human
research. Safety profile is excellent. Dose: 500 to 1000mg in the evening, in capsule

or tea form.
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Tier Three — Approach With Caution

Melatonin

Melatonin is not a sedative. It is a circadian signal — a hormonal message to the body
that darkness has arrived and sleep conditions are appropriate. Its role is timing, not
induction. The doses commonly available in North American markets — 5 to 10mg —
are 10 to 30 times higher than the physiological doses shown to be effective in
clinical research. The effective dose for circadian resetting is 0.3 to 1mg. At higher
doses, taken nightly, it is more likely to create the dependency it appears to resolve
through standard feedback inhibition of the body’s own production. Use it
occasionally, at low doses, for specific circadian disruption. Do not use it as a nightly

sleep aid.

GABA

GABA supplementation is marketed heavily on the basis of GABA’s role as the brain’s
primary inhibitory neurotransmitter. The problem is a fundamental pharmacokinetic
one: exogenous GABA does not cross the blood-brain barrier in meaningful
quantities. The peripheral effects are real but modest. If GABA-ergic activity is what
you are seeking, L-theanine and apigenin achieve it more reliably through

mechanisms that are not limited by the blood-brain barrier.

Valerian Root

Valerian has a reasonable mechanistic rationale and a long traditional history as a
sedative herb, but the clinical evidence is inconsistent and there are emerging
concerns about hepatotoxicity with long-term use. The sedating effect, when present,
can produce next-day grogginess. If used at all, use it short-term, cycle off after one

to two weeks, and do not use it in combination with other sedating compounds.

What to Avoid Entirely
Antihistamine-based sleep aids — diphenhydramine, sold under various brand
names — produce sedation by blocking histamine receptors, which creates the

sensation of sleepiness without producing the architecture of restorative sleep. Deep
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sleep and REM sleep are both impaired. Next-day cognitive performance is
measurably degraded. With repeated use, tolerance to the sedating effect develops
within days while the architectural disruption continues. They are, from a
pharmacological standpoint, one of the worst available options for anyone genuinely

concerned with sleep quality.

Alcohol requires no extended discussion at this point. There is no dose of alcohol that
improves sleep quality. It is not a sleep aid. It is a sedative that fragments the sleep it

appears to initiate.

The Watch | 30



CHAPTER 6
Prescription Sleep Medications — An Honest
Account

I want to begin this chapter by being precise about something that the standard

clinical framing tends to obscure.
There are no prescription medications that produce sleep.

There are medications that produce sedation, unconsciousness, anxiolysis, and
various degrees of central nervous system depression. These states share some
surface features with sleep — the person is in bed, their eyes are closed, they are not
responding to stimulation. But the electroencephalographic signature of
drug-induced unconsciousness is not the signature of natural sleep. The hormonal
cascade that characterises restorative sleep does not fully unfold. The glymphatic
clearance that depends on the specific fluid dynamics of natural deep sleep is
impaired. The orchestrated progression through stages — the sequence that makes
sleep not merely rest but transformation — is disrupted in ways that vary by drug

class but are consistent in their direction.

This is not a fringe position. It is the established pharmacology. It is also almost
never communicated clearly to patients who are prescribed these medications, which

is one of the reasons I consider it necessary to address here with some directness.

The Drug Classes — Mechanisms and Realities

Z-Drugs — Zolpidem, Zopiclone, Eszopiclone

The Z-drugs were introduced as an improvement on benzodiazepines — more
selective in their action, shorter in their half-lives, and therefore presumed to carry
lower risks of dependency and architectural disruption. The marketing was more

confident than the evidence warranted.

Z-drugs work by binding to the GABA-A receptor complex with relative selectivity for

the alpha-1 subunit, which mediates sedation rather than the anxiolytic and
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muscle-relaxant effects of broader benzodiazepine binding. In practice, this
selectivity is partial, variable between individuals, and diminishes with dose and

duration of use.

The clinical reality of Z-drug use over weeks and months is well-documented:
tolerance develops, requiring dose escalation; physical dependency establishes itself,
meaning discontinuation produces rebound insomnia often worse than the original
complaint; and the sleep architecture produced by these drugs means that the
restoration patients believe they are receiving is, to a significant degree, illusory.
Zolpidem in particular has been associated with complex sleep behaviours —
sleep-driving, sleep-eating, and other automatic behaviours performed without

conscious awareness or subsequent memory.

Benzodiazepines — Diazepam, Lorazepam, Temazepam

Benzodiazepines are highly effective sedatives. They are also, among the prescription
sleep medications, the ones that carry the most significant and most clearly
established long-term risks. Tolerance develops rapidly — often within two to four
weeks of regular use. Multiple large-scale studies have found associations between
chronic benzodiazepine use and persistent cognitive impairment, including
impairment that does not fully resolve upon discontinuation. The benzodiazepines
suppress slow-wave sleep and alter REM architecture in ways that are the opposite of
what restorative sleep requires. They have a legitimate role in the short-term
management of acute anxiety and acute insomnia secondary to severe psychological

distress. They should not be the primary treatment for chronic insomnia.

Trazodone

Trazodone is an antidepressant prescribed off-label for insomnia far more commonly
than for its licensed indication, primarily because it causes sedation as a side effect
and is not a controlled substance. Its sedating effect is mediated primarily through
histamine H1 receptor antagonism and carries some of the same architectural
concerns as antihistamine sleep aids, particularly regarding REM suppression at
higher doses. It also produces orthostatic hypotension, a clinically significant fall risk
in older patients, and priapism in men. It is less likely to produce dependency than

benzodiazepines or Z-drugs, which is its primary clinical advantage.
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Quetiapine at Low Doses

Quetiapine is an antipsychotic. It was developed and licensed for the treatment of
schizophrenia, bipolar disorder, and as an adjunct in treatment-resistant depression.
Its off-label use as a sleep aid has become disturbingly common. The side effect
profile — even at low doses — includes metabolic syndrome, weight gain,
dyslipidaemia, insulin resistance, extrapyramidal movement disorders, and QTc
prolongation with cardiac implications. Prescribing quetiapine for insomnia in an
otherwise physically healthy person is, in my clinical view, a category error. If you
have been prescribed low-dose quetiapine for sleep, this is worth a detailed
conversation with your prescriber about the risk-benefit analysis and the

alternatives.

Doxepin at Low Doses

Doxepin is a tricyclic antidepressant that, at the very low doses used specifically for
insomnia — 3 to 6mg — acts primarily as a selective histamine H1 antagonist. At
these doses, the broader tricyclic side effect profile is substantially reduced, and its
action is more specific to the maintenance of sleep continuity. Of the prescription
options available, low-dose doxepin has among the more favourable profiles for sleep
maintenance insomnia specifically, with less rebound insomnia on discontinuation

than benzodiazepines or Z-drugs.

A Personal Account
“With insomnia, nothing’s real. Everything is far away. Everything is

a copy of a copy of a copy.” — Fight Club

I know what that feels like. Not as a description I encountered in a novel and found

resonant. As the precise phenomenological reality of years of my life.

In 2018, I decided to relocate from Hungary to Sweden. What that required,
practically, was passing a C1 Swedish language examination — the second highest
level of language certification available — in two and a half months. From zero. I
mean that literally. I did not speak a word of Swedish when I began. I passed the

examination when I finished.
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I do not tell you this to establish credibility. I tell you because something broke in the
process that took years to understand and longer to repair. The cognitive load of
acquiring a language at that intensity, under that pressure, with that much at stake,
pushed my nervous system past a threshold it did not recover from easily. The stress
did not end when the examination did. The hyperarousal remained. The ability to
cross the threshold into sleep — to voluntarily release the controlling, planning,
vigilant mind that had kept me functional through those months — did not return on

its own schedule.
The insomnia that followed lasted years.

I want to be precise about what that means, because the word insomnia is used to
describe everything from a few difficult nights to the particular hell I am describing.
This was the particular hell. Lying awake watching the hours pass with the specific,
excruciating awareness that every hour of sleep lost was an hour of hormonal
restoration not occurring, an hour of cognitive repair not happening, an hour of the
following day already compromised before it had begun. The exhaustion was total.
The inability to sleep regardless of the exhaustion was equally total. The two

conditions coexisted in a way that defied logic and destroyed coherence.
Everything was far away. Everything was a copy of a copy of a copy.

As a pharmacist, I understood exactly what was happening neurologically. I
understood the hyperactivated HPA axis, the chronically elevated cortisol, the
conditioned arousal that had taught my nervous system to treat the bed as a site of

wakefulness rather than rest. I understood the mechanisms completely.
Understanding the mechanism of drowning does not help you breathe.

I went through the medications. Not as a prescriber reviewing the literature — as a
patient, desperate, doing what desperate patients do. I tried everything in the
sequence you might expect. The Z-drugs first. Zolpidem, which produced something
that resembled sleep in the way that a photograph of a meal resembles food — the
surface features were present, the restoration was not. Then combinations that no
prescriber would sanction and that I am documenting here not to recommend but to

bear witness to what the absence of sleep will drive a person to. Oxazepam and
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zolpidem together. A benzodiazepine and a Z-drug simultaneously — two central
nervous system depressants targeting overlapping receptor systems, combined
because each alone had ceased to produce even the illusion of sleep, and because the
alternative was another night of watching the ceiling while my body and mind

continued their slow deterioration.

The blackouts were complete. I would lose hours with no memory of what had
occurred in them. I woke on one occasion to find that I had attempted to make soup
in an air fryer while sleepwalking — standing in my kitchen, operating an appliance,
with no awareness and no memory. The distance between that moment and genuine
catastrophe was not large. I understood this with the clinical clarity that had not left
me even when everything else had, and it terrified me, and I continued anyway,

because the alternative was not sleeping at all.

This is what I need you to understand about the dependency cycle described in the
preceding section. It is not a pharmacological abstraction. It is a lived experience that
I am describing from the inside. The medications did not solve the problem. They
suppressed the symptom while the underlying neurological dysregulation continued,
and they added their own layer of physiological dependency to a system that was
already overwhelmed. When I attempted to stop them, the rebound was worse than

what had preceded them. The hole they left was deeper than the hole they had filled.

I was not weak. I was not making poor decisions from ignorance. I was a pharmacist
who understood these drugs at a mechanistic level, who was watching himself use
them in ways he knew were clinically problematic, who continued because there was
no alternative that was working and because the cost of not sleeping was higher than

the cost of the medications.

What eventually worked was not a medication. It was the slow, painstaking
reconstruction of the biological conditions that sleep requires — the circadian
anchoring, the environmental redesign, the metabolic repair, the nervous system
regulation that takes weeks and months rather than the minutes that a pill takes. It
worked because it addressed the root rather than the symptom. It worked slowly,

then consistently, then completely.
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I wrote this guide as a pharmacist. But I also wrote it as someone who has been on
the other side of the prescription pad — who has taken the medications, experienced
their limits, and found the way back through methods that no prescription can

provide.

If you are in the middle of what I have described — the years, the combinations, the
episodes that scare you, the copy of a copy of a copy — I want you to know two things.
The first is that it is recoverable. The neurological hyperarousal that drives chronic
insomnia is not a permanent state. The second is that the path back runs through
everything in this guide, not around it. There are no shortcuts that I did not try. The

ones that appeared to be shortcuts were not.

Do the work. It is worth it. I am the evidence.

The Pharmacological Trap — Understanding the Dependency Cycle
There is a pattern in prescription sleep medication use that I have watched repeat
itself across clinical settings with enough consistency that I consider it worth naming

explicitly.

A patient presents with insomnia. A medication is prescribed — often with the
intention of short-term use. The medication produces sedation, which the patient
experiences as sleep improvement. The underlying causes of the insomnia — the
stress, the metabolic dysfunction, the environmental disruption, the hormonal
imbalance — remain entirely unaddressed. When the patient attempts to stop the
medication, the rebound insomnia that follows is frequently worse than the original
complaint. This is interpreted, by both patient and prescriber, as evidence that the
medication is necessary. The prescription continues. Tolerance develops. The dose

increases. The architectural disruption deepens. The dependency is now established.

This is not a moral failure. It is the entirely predictable pharmacological consequence
of using sedating drugs to suppress the symptoms of a condition whose root causes
have not been addressed. The rebound insomnia is not evidence of a permanent
deficit. It is the nervous system’s upregulated response to the removal of the drug

that has been suppressing it. It is temporary. With appropriate support, it resolves.
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When Medication Is the Right Decision
Having been direct about the limitations and risks, I want to be equally direct about
the circumstances in which prescription sleep medication represents appropriate

clinical care.

Acute insomnia secondary to bereavement, trauma, or severe situational crisis can be
severe enough that the sleep deprivation itself becomes the primary clinical problem.
Short-term pharmacological support in this context, used for days to weeks with a
clear and discussed exit plan, is reasonable medicine. Insomnia occurring in the
context of active psychiatric illness may require pharmacological management as
part of a broader treatment plan. In all cases, the medication should be understood
as a bridge — a temporary support while the underlying conditions are being

addressed — and not as the destination.

The Alternative That Is Rarely Offered

Cognitive Behavioural Therapy for Insomnia — CBT-I — has been demonstrated in
multiple high-quality randomised controlled trials to produce superior long-term
outcomes compared to pharmacological treatment for chronic insomnia. It is more
effective. It produces no dependency. Its benefits persist after treatment ends,
whereas medication effects cease when the prescription stops. It is recommended as
the first-line treatment for chronic insomnia by sleep medicine societies in Europe

and North America.

It is prescribed far less often than medication, for reasons that have more to do with
healthcare system incentives and consultation time constraints than with the

evidence.

If you have been offered medication for chronic insomnia without CBT-I being
discussed, you have not received the full picture of available options. A qualified
CBT-I practitioner — increasingly available in online formats — is worth pursuing

before, or in parallel with, any pharmacological intervention.
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The Deeper Issue

Prescription sleep medications are, in a meaningful sense, the medical system’s
response to a problem the medical system has had very little role in solving. The
environmental degradation of sleep — the artificial light, the chemical burden, the
metabolic dysfunction, the chronic stress of modern working life — has created an
epidemic of insomnia that the pharmaceutical industry has monetised with
considerable efficiency. The medications treat the symptom. The symptom is
generated by conditions that are addressed nowhere in the standard prescribing

conversation.

This is not a conspiracy. It is a structural failure — the predictable outcome of a
healthcare model that is far better designed to intervene in acute illness than to
address the chronic environmental conditions that produce it. Understanding this
does not make the medications unnecessary in every case. But it does make it clear
that they are never sufficient — and that the work of addressing the conditions that

made them seem necessary is work that no prescription can do.

That work is what the rest of this guide is for.
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CHAPTER 7

Tracking, Witnessing, and the Long Game

There is an old principle that appears, in various forms, across every serious tradition
of self-development: you cannot change what you will not honestly observe. The
unexamined assumption, the unacknowledged pattern, the comfortable
self-deception maintained because confronting it would require effort — these are
the materials from which stagnation is built. Progress, by contrast, begins with
accurate witnessing. With seeing what is actually there rather than what you would

prefer to be there.

This principle applies with particular force to sleep, because sleep is the domain
where human self-assessment is most systematically unreliable. People operating
under chronic sleep deprivation consistently overestimate their own sleep quality
and underestimate their own impairment. The deficit accumulates while the

awareness of it diminishes. Tracking is the intervention against that gap.

What Tracking Actually Is

The goal of sleep tracking is not the accumulation of data. It is the development of a
calibrated relationship between your subjective experience and your objective
physiology — an increasingly accurate ability to read your own body’s signals, to
understand which behaviours are serving your sleep and which are quietly degrading

it, and to make adjustments based on evidence rather than preference.

The devices are training wheels for that capacity. Used well, over time, they should
become less necessary — not because you stop caring about sleep quality, but
because you have developed sufficient self-knowledge to assess it without external

confirmation. Track to learn. Then apply what you have learned.

The Available Tools
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Consumer sleep trackers measure sleep indirectly — primarily through movement,
heart rate, and heart rate variability — and use algorithms to estimate sleep stages.
They are not polysomnography. They are approximations, with varying degrees of
accuracy across different sleep stages. Deep sleep estimation is generally the least

reliable. Total sleep time and sleep continuity are generally more accurate.

The Oura Ring currently represents the strongest combination of accuracy, comfort,
and data depth available in consumer sleep tracking. Its finger placement provides a
cleaner vascular signal for heart rate and HRV measurement than the wrist, and its
temperature sensing allows detection of circadian disruption, hormonal fluctuations,
and early illness signals that wrist-based devices miss. The Whoop band prioritises
recovery and strain tracking, making it particularly useful for people whose primary
concern is the relationship between training load and recovery capacity. The Apple
Watch combined with an application such as AutoSleep is a reasonable option for
those who already own one. Fitbit and Garmin devices produce adequate sleep

continuity and duration data.

A point worth making explicitly: you do not need any of these devices to improve
your sleep. If the cost or commitment is a barrier, use the oldest available monitoring

tool — your own honest attention — and a simple journal.

The Metrics That Matter

Total sleep time: aim for seven to nine hours of actual sleep. Sleep efficiency — the
percentage of time in bed that is spent asleep — should be 90 percent or above;
consistently below 85 percent indicates fragmentation or difficulty initiating sleep.
Deep sleep proportion should represent 15 to 25 percent of total sleep time. REM
proportion should represent approximately 20 to 25 percent. Heart rate variability is
perhaps the most clinically informative metric available from consumer devices —
higher HRV generally reflects greater parasympathetic tone and correlates with
better recovery. Resting heart rate trending downward over months reflects

improving cardiovascular fitness and autonomic regulation.
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How to Use the Information

Begin with two weeks of baseline tracking without changing anything. The
temptation to immediately implement every intervention simultaneously is
understandable but counterproductive — if you change five variables at once and

your sleep improves, you have no idea which variable was responsible. Observe first.

Then implement changes one or two at a time, with sufficient consistency — a
minimum of seven to ten days per change — to allow the signal to emerge from the
noise. Pair device data with a brief daily journal capturing what you ate and when,
your alcohol consumption, your training intensity and timing, your stress level, and
your supplement use. The combination of objective physiological data and honest

subjective record produces a picture that neither alone can provide.

One important caution. A person who cannot fall asleep because they are anxious
about what their sleep tracker will show has allowed the tool to become the problem.
Sleep tracking data should be reviewed in the morning, as a retrospective analytical
exercise — not monitored in real time during the night. If you find that tracking is

increasing your anxiety about sleep rather than reducing it, stop tracking.

What Recovery Actually Looks Like

Recovery is not linear. In the first week of implementing consistent sleep hygiene,
many people feel worse before they feel better — the adenosine debt becomes more
perceptible when you stop overriding it with caffeine and stimulation, and the
circadian system takes time to resynchronise. This is not failure. It is the system

recalibrating.

By the second to fourth week, most people begin to notice the first reliable signals of
improvement. Sleep onset becomes faster. Waking during the night becomes less
frequent. The quality of morning alertness begins to return. By six to eight weeks of
consistent practice, the changes are usually unmistakeable: stable energy across the
day, mood that is baseline positive, cognitive performance that feels restored,

physical recovery that progresses rather than stagnates.
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These are not aspirational states. They are the normal experience of a nervous system
that is being adequately rebuilt each night. I know this because I have experienced

both their absence and their return, and the distance between the two is not subtle.
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CHAPTER 8
When the Problem Is Structural — Sleep Apnea
and Sleep Disordered Breathing

Everything in this guide so far has operated on a reasonable assumption — that your
sleep architecture is intact, and that the obstacles between you and restorative sleep
are primarily environmental, behavioural, hormonal, or pharmacological. Remove

the obstacles, restore the conditions, and the system functions as it was designed to.

That assumption holds for the majority of people who struggle with sleep. It does not

hold for everyone.

There is a condition affecting an estimated one billion people globally — the majority
of them undiagnosed — that makes every intervention in the preceding chapters
insufficient on its own. A condition that systematically destroys deep sleep
architecture regardless of how dark and cool your bedroom is, regardless of your
supplement protocol, regardless of your circadian consistency. A condition that
suppresses testosterone, drives cardiovascular disease, accelerates metabolic
dysfunction, and produces the full spectrum of sleep deprivation consequences in

people who believe they are spending adequate time in bed.

Obstructive sleep apnea. And if you have it and do not know you have it, this is the

most important chapter in this guide.

What Is Actually Happening

Obstructive sleep apnea occurs when the soft tissues of the upper airway — the
tongue, soft palate, and surrounding musculature — relax during sleep to the point
where they partially or completely obstruct the airway. Breathing becomes laboured,
then stops. The cessation can last anywhere from a few seconds to over a minute. The
brain, detecting the resulting drop in blood oxygen, triggers a brief arousal —
sufficient to restore muscle tone and reopen the airway, but also sufficient to
fragment sleep architecture and prevent the sustained deep sleep that restoration

requires.
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This cycle can repeat dozens or hundreds of times per night. In severe cases, the
apnea index exceeds thirty events per hour — a complete or partial airway
obstruction every two minutes throughout the night. The person is almost certainly
spending virtually no time in consolidated deep sleep. Their cortisol pattern is
profoundly disrupted. Their growth hormone and testosterone production are
correspondingly impaired. And when they wake in the morning, they may have no

memory of any of this.

Why It Goes Undiagnosed

Sleep apnea does not feel like what people expect it to feel like. The cultural image of
sleep apnea — the severely obese man whose snoring shakes the walls and who falls
asleep at traffic lights — is real but partial. It describes the severe end of a spectrum
that extends much further into the population. Normal-weight individuals develop
sleep apnea. Women develop sleep apnea, though they present with different
symptom patterns than men and are consequently diagnosed at lower rates. Athletic
individuals develop sleep apnea. People with narrow jaw structures, retrognathic
mandibles, enlarged tonsils, or simply the genetic anatomy of a compromised upper

airway develop sleep apnea regardless of their body weight or fitness level.

The most common symptoms — beyond snoring that a bed partner may or may not
have mentioned — are unrefreshing sleep despite adequate duration, daytime fatigue
and cognitive fog, morning headaches from nocturnal hypoxia, difficulty with
sustained attention and memory, mood disturbance, and a paradoxical difficulty
falling asleep despite profound exhaustion. All of which are also symptoms of chronic
insomnia, metabolic dysfunction, and hormonal imbalance. The overlap makes it
easy to pursue the wrong interventions for years while the structural problem

continues unaddressed.

The STOP-BANG Screening Tool
The STOP-BANG tool consists of eight binary questions. A score of three or above

indicates elevated risk warranting further investigation.
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S — Snoring: Do you snore loudly, loudly enough to be heard through a closed door,

or loudly enough that your bed partner has commented on it?
T — Tired: Do you frequently feel tired, fatigued, or sleepy during the daytime?

O — Observed: Has anyone observed you stop breathing, gasp, or choke during

sleep?

P — Pressure: Do you have, or are you being treated for, high blood pressure?
B — BMI: Is your BMI above 35?

A — Age: Are you older than 50?

N — Neck circumference: Is your neck circumference greater than 40cm?

G — Gender: Are you male?

A score of zero to two indicates low risk. Three to four indicates moderate risk. Five
to eight indicates high risk. Any positive response to the observed apnea question
warrants investigation regardless of total score. This is a screening tool, not a
diagnostic instrument. A low score does not exclude sleep apnea, particularly in

women.

Treatment — What Actually Works

Continuous positive airway pressure — CPAP — remains the most effective treatment
for moderate to severe obstructive sleep apnea, and the clinical results in
appropriately selected patients are among the most dramatic in sleep medicine.
Patients who have spent years in chronically fragmented sleep and who achieve
adequate CPAP adherence frequently describe the experience of their first properly
treated night as transformative. Testosterone levels rise. Cardiovascular risk markers

improve. Cognitive performance recovers.

For mild to moderate apnea, mandibular advancement devices — custom-fitted oral
appliances that hold the lower jaw forward during sleep, increasing the posterior

airway space — represent an effective alternative for patients who cannot tolerate
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CPAP. Positional therapy is relevant for a subset of patients whose AHI is
significantly worse when sleeping on their back. Myofunctional therapy —
oropharyngeal exercises targeting the muscles of the tongue, soft palate, and upper
airway — has emerging evidence as both a standalone intervention for mild apnea
and an adjunct to CPAP.

A Word on Mouth Breathing

Nasal breathing is not merely the conventional default. It is physiologically superior
to mouth breathing in ways directly relevant to sleep quality. The nasal passages
filter, humidify, and warm inspired air. They produce nitric oxide — a vasodilator
that improves oxygen delivery to tissues and has direct cardiovascular benefits. Nasal
breathing produces a breathing pattern that is slower, deeper, and more

mechanically efficient, with lower arousal potential during sleep.

For people without nasal obstruction who habitually mouth breathe during sleep,
nasal breathing training and the use of mouth tape — a small piece of surgical tape or
purpose-made mouth tape applied across the lips during sleep to gently encourage
nasal breathing — is an intervention with a low risk profile and meaningful potential
benefit. Structural nasal obstruction — deviated septum, turbinate hypertrophy,

chronic rhinitis — warrants investigation and treatment in its own right.

The Principle

No intervention works well in the presence of a structural problem that it is not
designed to address. If you are implementing the approaches in the preceding
chapters conscientiously and not achieving the results they should produce, sleep
disordered breathing is the most important alternative explanation to investigate. It
is common, it is under-diagnosed, it is treatable, and the consequences of leaving it
unaddressed extend far beyond sleep quality into cardiovascular, metabolic, and
hormonal health in ways that no lifestyle intervention can adequately compensate

for.
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Investigate it. If it is present, treat it. Then return to the rest of this guide, which will

work considerably better than it did before.

The Watch | 47



CHAPTER 9

The First Sleep and the Second — Recovering
a Lost Architecture

I want to close this guide by dismantling something.

Not a myth, exactly — a myth implies that the false belief was always obviously false,
which is not quite the case here. What I want to dismantle is an assumption so
thoroughly embedded in modern life that most people have never thought to
question it. An assumption so normalised by the conditions of contemporary
existence that its absence from human experience for the entirety of recorded history

prior to roughly 1800 has gone almost entirely unremarked.

The assumption is this: that the natural, correct, and universal form of human sleep
is a single consolidated block of seven to nine hours of unbroken unconsciousness

between a fixed bedtime and a fixed waking time.

This assumption is wrong. And the implications of its being wrong are more

significant than they might initially appear.

What the Archives Revealed

In the 1990s, historian A. Roger Ekirch began finding something unexpected in the
historical documents he was examining — diaries, court records, medical texts,
literary accounts spanning the medieval period through the early modern era across
multiple cultures and continents. References to something called first sleep and
second sleep. References so consistent, so geographically and culturally distributed,
and so casually matter-of-fact in their tone — as though they were describing
something every literate person obviously already knew — that their cumulative

weight was impossible to dismiss.

The pre-industrial pattern of sleep, documented across centuries and cultures, was

not the single consolidated block we now take as the default. It was biphasic.

The Watch | 48



People went to bed at nightfall and slept for approximately four hours — the first
sleep. They then woke, naturally and without distress, into a period of quiet
wakefulness lasting approximately one to two hours. Then they slept again for

another four hours — the second sleep — waking with the early morning light.

The period of wakefulness between the two sleeps had a name. It was called the
watch. And what people did during it — documented in the same diaries and court

records and literary accounts — is what I want you to sit with for a moment.

They prayed. They meditated. They reflected on their dreams, which were considered
during this period to carry particular significance and clarity. They conversed quietly
with whoever shared their bed — not the urgent, defended conversation of the
daytime, but something more open, more honest, conducted in the particular register
of people who are neither fully in the world nor fully out of it. Some wrote. Some
made love. Some simply lay in the darkness in a state that contemporary accounts
describe with striking consistency as unusually clear, unusually receptive, and

qualitatively different from ordinary waking consciousness.

The French had a phrase for this hour — dorveille — a portmanteau of dormir and
veiller, to sleep and to watch. Neither asleep nor awake. The threshold state made

habitable, made productive, made sacred.

The Neuroscience of the Watch
What was actually happening neurologically during the watch?

Research by psychiatrist Thomas Wehr at the National Institute of Mental Health
provides a partial answer. In the early 1990s, Wehr conducted an experiment in
which subjects were placed in conditions of extended darkness — fourteen hours per
night — for a month, approximating pre-industrial light exposure. Within weeks,
without instruction or suggestion, the subjects spontaneously shifted to a biphasic
sleep pattern almost identical to the one Ekirch had been documenting in the

historical record. First sleep, a period of quiet wakefulness, second sleep.

Wehr measured prolactin levels during the watch period in these subjects and found

them to be dramatically elevated — comparable to the levels seen during meditation
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and in states of deep contemplative absorption. Prolactin is associated with the
parasympathetic nervous system, with the suppression of anxiety and the quieting of
the default mode network, with a particular quality of consciousness that is calm,

permeable, and unusually receptive to inner experience.

The watch was not insomnia. It was not a malfunction. It was a distinct neurological
state — not sleep, not ordinary waking, but something between them that human
biology had apparently evolved to produce, nightly, as a regular feature of the sleep

architecture.

What This Means for the 3am Awakening

Here is the clinical reframing I promised at the beginning of this chapter.

The single most distressing symptom reported by people with chronic insomnia —
more distressing, often, than difficulty falling asleep — is the 3am awakening.
Waking in the early hours of the morning, often between 2 and 4am, with a clarity
that feels cruel given the exhaustion that accompanies it. Unable to return to sleep.
Lying in the darkness with thoughts that seem unnaturally vivid, a mind that will not
quiet, and the accumulating anxiety of watching the night pass and the morning

approach.

This experience is currently treated, almost universally, as pathology. As evidence
that something is broken. It drives enormous quantities of prescription medication.

It is one of the primary presenting complaints in sleep medicine clinics.

And it may be, for a significant proportion of the people experiencing it, the

biological memory of the watch.

I want to be careful here about what I am and am not claiming. Sleep maintenance
insomnia is real. The 3am awakening driven by cortisol dysregulation, by blood
glucose instability, by apnea-related arousal, by the rebound effects of alcohol or
medication — all of these are genuine clinical phenomena requiring the interventions
described in the preceding chapters. I am not suggesting that the biphasic framework

explains or excuses all forms of nocturnal waking.

The Watch | 50



I am suggesting that for some people — perhaps many people — the awakening itself
is not the problem. The problem is what happens next. The catastrophising. The
clock-checking. The anxiety about the anxiety. The reaching for the phone. The
medicalisation of a state that, for most of human history, was inhabited rather than

fought.

What if, instead of treating the awakening as evidence of failure, you treated it as an

invitation?

Not to productivity. Not to the consumption of content. Not to anything that would
constitute ordinary waking activity and make the return to sleep more difficult. But
to the watch — to the quiet, receptive, liminal state that the elevated prolactin and
the particular neurological conditions of that hour naturally produce. To simply lying
in the darkness, breathing slowly, allowing the mind to move as it moves without
directing it or suppressing it. To the contemplative accessibility of a consciousness
that is neither fully asleep nor fully awake, that has temporarily lost the defended,
managed quality of daytime awareness, and that ancient traditions across cultures

appear to have recognised as unusually available for a particular kind of inner work.

The Lost Architecture and How to Recover It

I am not suggesting that everyone should restructure their sleep into two explicit
phases. The demands of modern working life — fixed start times, social schedules,
the industrial organisation of time that has been standard for two centuries — make
strict biphasic sleeping impractical for most people, and the research on deliberately
induced biphasic sleep in the context of modern life is not yet sufficient to make it a

confident clinical recommendation.

What I am suggesting is something more subtle and more immediately applicable: a

change in relationship to the night.

If you wake at 3am, do not check the time. Do not calculate what is lost. Do not reach
for anything. Simply be where you are — in the darkness, between the two sleeps, in
the space that your ancestors inhabited every night and found sufficient and

sometimes sacred. Breathe. Allow. Notice what is present without engaging with it as
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you would engage in daylight. If sleep returns, welcome it. If it does not for twenty or
thirty minutes, welcome that too, as the watch it may be, and trust that the second

sleep will come.

The elimination of artificial light in the hours before bed — addressed in Chapter 4 —
naturally tends the biological conditions toward this pattern. Many people who
implement consistent, disciplined light hygiene find that their sleep spontaneously
shifts: earlier onset, a period of lighter sleep or brief wakefulness in the early hours,
then a return to deep sleep before the natural waking time. This is, in the historical
and neurological context now established, likely to be the system recovering its older,

more natural architecture.

Work with it rather than against it.

The Deeper Implication

Every serious tradition of inner development — across cultures, across centuries,
without a single exception I am aware of — has placed enormous importance on the
management of sleep and the cultivation of the states adjacent to it. Not because
sleep is merely recuperative, though it is that. But because the threshold states — the
hypnagogic passage into sleep, the watch between the first and second sleep, the
hypnopompic emergence into morning wakefulness — have been consistently
recognised, across traditions with no historical contact with each other, as states of
unusual permeability. As windows. As moments when the ordinarily defended
boundary between conscious and unconscious, between the personal and something
larger than the personal, becomes thinner and more traversable than it is in ordinary

waking life.

This guide has not been about that, explicitly. It has been about the biology — the
hormones, the architecture, the pharmacology, the environmental design. That is

appropriate for what this guide is and who it is written for.

But the biology and the deeper implication are not separate. They are the same thing
described at different levels of resolution. When you restore the conditions for

genuine deep sleep — when you recover the watch, when you learn to inhabit the
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threshold rather than fight it — you are not merely optimising a health metric. You
are recovering access to something that the conditions of modern life have
systematically closed off. Something that human beings, for the entirety of their

pre-industrial existence, considered as natural and as necessary as the sleep itself.
What you do with that access is a subject for another time.

For now: fix the sleep. Recover the night. Learn to inhabit the darkness rather than

fear it.

Everything else becomes more possible from there.

THE WATCH

A Pharmacist’s Guide to Sleep, the Lost Architecture of the Night, and Why the Darkness Is Not Your
Enemy
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