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Do you know the difference between a cardiologist and a neurologist?

The cardiologist is a happy doctor: he has tools, protocols, solutions. Medications, operations, hygiene measures. We know how to repair the heart.

The neurologist, on the other hand, is an unhappy doctor. All he can do is make a diagnosis… and watch his patients fall apart, without being able to offer them anything.

The joke already existed in neurology in general. It remains relevant to the category of patients this book deals with.
A group whose symptoms did not fit into any category, whose disorder had no name, which I will define and name.

- A brain that it speeds up or shuts down for no apparent reason.
- Hypersensitivity to noise and light
- dizziness, tachycardia, sweating, irritable bowel).
- Disrupted homeostasis,
Symptoms with no apparent logic

The doctor doesn't know what to do. He suspects it's a neurovegetative disorder… but what can he prescribe? An antidepressant, hoping the secondary anxiety will disappear… As if treating the shadow could make the tree disappear.

This book is written for these patients. And for these doctors.
He offers a small toolbox of solutions to try - without guarantee - and he proposes to name a new category of people, and by naming them, give them a certain legitimacy, a certain recognition, (and some tools to test)

In this sense, this book could almost be a manifesto, although, between science and activism, my heart wavers, and leans rather towards science.
Let's call it what it is:


  a manifesto of acquired neuroatypicality


According to the medical definition, one does not become neuroatypical; one is born that way or not.
My experience demonstrates the opposite, and I am starting to receive patients who are beyond the reach of standard medicine and who also present with acquired neuroatypicality syndrome (hereafter abbreviated NAA).

I wrote this text without a pre-established plan. Yet, I saw the pieces fit together like an organic puzzle, where I hadn't anticipated anything. I witnessed the emergence of a coherence, almost in spite of myself.



I feel legitimate: I became a practitioner and researcher first for myself because there was no practitioner suited to my case, a hardware-level neuro-atypical (understand: there is an objective lesion of the nervous system, PTSD or burnout would be more of a software-level neuro-atypical).


I am a nervous system geek, a neuro-hacker by necessity: having suffered a spinal cord injury at 18, I have dedicated my professional career to rebuilding my nervous system, developing tools to induce neuroplasticity, modulate neurovegetative activity, and finally protect a weakened nervous system.
Tools?

The entire second part of the book discusses tools that could potentially be tested.
The first part is more theoretical

Some are available everywhere and easy to access, others are very tricky to use, I'll talk about them, but it's up to each individual to take responsibility.
The saying "desperate times call for desperate measures" is sometimes true.
Others, finally, are personal creations


Could I keep them for myself?
Patients started being sent to me who couldn't find a solution elsewhere.
I might have had some solutions; in any case, it was worth testing.
So I embarked, on a very small scale, on the illegal practice of medicine.
An aggravating circumstance: the admitted illegal practice of medicine. This is a quiet, discreet political stance in the face of systemic corruption within the medical world. I'm not looking for a fight, but my backbone, my ability to stand firm, lies precisely in my medical choices and the ability to share my knowledge.
The reason I feel it's important to clarify this is because of the total absurdity of the treatments that have been offered to me.
Conventional medicine heavily insisted on turning me into an android; if I had let them, I would now have a half-kilo machine inside my stomach with a tube that passes between my vertebrae and delivers medication directly into my cerebrospinal fluid (a baclofen pump).
They've also damaged my bladder sphincters and I'll have to catheterize myself five times a day to empty my bladder. And I'll have a chip implanted between my vertebrae that sends electrical impulses—yes, that's all.
I'm not exaggerating, that's what was proposed to me. It would have cost hundreds of thousands of francs, the entire amount would have been reimbursed by my insurance and paid for by the people through their insurance contributions.
Instead, I spend between a third and half of my income on massages and various other exotic therapies, which I will discuss in the second part of this book. Some of which are quite extreme.



I was lucky enough to meet a science teacher very early on whom we will call Salamander here (in memory of the ETA Hoffmann Gold Vase affair).

He taught me how to use medical article databases, how to evaluate scientific literature, how to decipher clinical trials, therapeutic efficacy assessments, that sort of thing.
In fact, you don't need to know everything about chemistry, medicine or pharmacology to understand what a scientific article says – at least enough to use it, navigate therapeutic choices, evaluate solutions and imagine others, off the beaten track.

Most of the time I need to have evaluations on the effectiveness of a plant, or an uncommon molecule, or I need to learn how to choose and use an excipient to improve bioavailability or transform a route of delivery (for example, a small modification to make a molecule that was only available by injection usable in an ointment).

Where I need to replace a molecule that is not easily accessible with another that is similar to it and easily accessible, and to evaluate what is known about the latter: toxicology, pharmacokinetic efficacy.



Specialist in nothing, for my goal -to heal-
I learned to master the fragments that were useful to me in very diverse fields:
 

- both knowing how to consult scientific literature
-in co-creation, develop pharmaceutical products adapted to my case (for some years now, China has allowed us to have all the tools to do it yourself)

 To evaluate the therapeutic efficacy of poisons, bee venom, frog venom, nettle, and to know how to use poisons that heal.
modern pharmacology,
biochemistry,
Western physiology,
- to do some biotechnology (for example, culturing microorganisms),
learn to discuss with bodybuilders to integrate their knowledge on muscle growth (much more subtle than prejudices might suggest).

And all sorts of disciplines outside of science
Taoist practices
Amazonian shamanism,
clinical evaluation,
Body MindCentering (BMC), Butoh, Contact Improvisation Dance: generally speaking, all kinds of playful body art which, by arousing interest and therefore attention, are inducers of neuroplasticity.



When necessary, to have a sufficiently well-constructed opinion with sufficiently solid foundations from scientific literature to feel comfortable questioning and knowingly rejecting standard treatments proposed by doctors, and proposing others, more suited to my case.
.

This pile of scattered fragments of knowledge could be described as

An epistemic DIY manual


         
(the term is from Lévi-Strauss): A way of producing knowledge by using the fragments of useful and usable knowledge to which I can have access without being part of the academic world.
 
   
 
From this diversity of knowledge, which normally rarely meets, emerges a multifaceted conception of the body, centered on a very pragmatic mission:
survive, heal, grow.

Healing using any available method as long as it works even if you don't understand it, not always trying to understand it, sometimes just accepting it, sometimes trying to understand it, sometimes doubting it, sometimes questioning it, knowing how to find out what "colleagues" who have published have done.




 Biographical details:
Anamnesis in outline


At the age of 18, I broke my spine. 7th cervical vertebra; not just the bones: a small part of the spinal cord was severed, as well as part of the nerve endings that exit the vertebrae at that point and go to the vagus nerve.

The doctors who treated me at that time predicted that I would spend my life in a wheelchair.
But I heard it differently: what I understood was that Western medicine, in its current state, could do nothing for me.

The subspecialty of neurologist who treats patients with spinal cord injuries is called a paraplegiologist. For someone with a complete spinal cord injury, this doctor is indispensable.
As someone with an incomplete spinal cord injury like myself, I suspect the paraplegiologist is a dangerous man:
I need to explain here what an incomplete spinal cord injury is: when I broke my spine, a small piece of vertebra severed a small part of the spinal cord at the cervical level.



This results in three types of neurological damage.
We are all familiar with the first one:
-Motor skills are impaired, muscles are lacking or malfunctioning; we know a little about the second one:
- Sensation is impaired; the person can no longer feel their limbs
The third type of neurological damage is very poorly understood;
- Damage to the autonomic nervous system (ANS).

Understanding how to act on neurovegetative disorders has occupied me a lot of time and we will talk about it in this book.

No paraplegiologist or doctor ever spoke to me about this until very late in life.
I had to make the diagnosis myself, which I found during my research in the scientific literature:
I came across two words one day: sympathicotonia, dysautonomia.

Two words that doctors rarely talk about, probably because they don't know how to treat them.

Over time, an individual with incomplete spinal cord injury essentially becomes neuroatypical. This represents perhaps 20% of the population.
I say this because my case is rare, whereas neuroatypical is not rare; consequently, the knowledge I develop could be useful to a significant percentage of the population.






At 55, I have a small pharmaceutical laboratory in my kitchen. I produce remedies for my own use, the design of which is done in co-creation with my science teacher, whom I will talk about later.
I am completely transparent about this with my doctors and pharmacists, particularly to lend credibility to my work. However, my background, far removed from academia, makes institutionalization unlikely. Yet I believe I have developed remedies that should be of public benefit.

In pharmacology, I do not do synthesis, but galenics, extraction, purification – basically, small modifications to vary bioavailability, absorption pathways, or to make crude molecules bioavailable.
For some time now, China has been offering us the opportunity to obtain all kinds of laboratory products and equipment that are difficult to access through European channels.
This allows us to imagine developments that weren't even conceivable ten years ago. Accessibility of the equipment is one thing; the rest is a matter of knowledge.

Contrary to what many therapists try to make you believe, there's no secret: you simply have to study. Everything is accessible, but you have to make the effort to study, to research, to design, to doubt, to experiment, to make mistakes, to start again, and to honestly evaluate the results of your actions. It's difficult because we want to believe it. The human mind has a susceptibility to magical thinking. Science has essentially brought order by proposing systematic testing.
Beliefs (or rather, assumptions).
It is the mind that works against itself by constantly asking itself the question:
"Why do you believe what you believe? Are the reasons that make you believe in this or that hypothesis valid?"

When testing a remedy whose effects are not exactly massive, assessing whether there is actually any effectiveness or none at all is far from obvious.

However, we currently have a completely insane number of therapeutic choices. I see many people making their choices based on aesthetic criteria: the therapist is attractive, the story is compelling, the advertisement is appealing, the remedy smells pleasant… We agree to believe it and to dedicate money, time, or effort to it.

Devoting time and effort to evaluating therapeutic efficacy is a thankless… and necessary task.

Public health deals with normal people



There is a segment of the population, including myself, that finds itself in a situation that public medicine cannot really handle:
As an orphan, neuroatypical disease, I found myself compelled to develop a very personal expertise and healthcare approach.



Let's explain why this is neither the job of doctors nor that of chemists or pharmacists, and why my expertise is atypical.
The physician is so busy with clinical practice that he actually has very little time to keep up with the latest research in the scientific literature. Very often, he uses concepts from his studies that are outdated.


By the time the new developments trickle down to clinical practice, they will have actually been in the development phase in research laboratories for 15 years. Her expertise lies in clinical practice, and that's already a significant contribution.
The doctor is required to follow established protocols; his ability to experiment and improvise is limited by law, the brotherhood, or the medical association (depending on the country).

But when the usual protocols don't work, when the described situations don't correspond to anything known, you have to improvise, try things out, search

If a patient wants to take responsibility for experimenting with exotic treatments, they may find a doctor who wouldn't have been able to offer that treatment but could still sign off on making it possible.
This is a situation that has happened to me regularly with the 2 courageous doctors who follow and support me in atypical protocols, because they have a certain confidence in what I do.
After all, I'm still alive, my arguments are generally well-reasoned, and you could even say my health is better than expected given my prognosis. It remains a constant struggle.


By definition, the object of standardized medicine is normative public health:
to treat the center of the Gaussian bell – that statistical majority which normally responds to standardized protocols.
However, when you are neuroatypical, which you inevitably become when you have a lesion like mine, you are at the extremes of the curve:
Too rare to be taken into account; too complex to fit into the categories.

Therefore, therapeutic tinkering becomes an epistemological necessity:
- Standard medicine ignores the margins → the marginalized patient has to fumble around, do their own research, invent their own tools.

Self-experimentation becomes the only accessible solution.

In short, standardized medicine inherently excludes those who fall outside the statistical norm.
DIY, meanwhile, is the response of the excluded:
a way to reintegrate the margin into the field of care, not by begging the Gaussian bell to widen, but by constructing another curve – that of tailor-made solutions."

---

- "Neurodivergent individuals represent 15-20% of the population, but only 2% of protocols are dedicated to them."
Hence the success of anything that falls outside of standard medicine

- "Standard medicine is like a one-size-fits-all suit: it fits 80% of people correctly but strangles the remaining 20%.

. ---[Why standard medicine fails at the margins, and how alternatives fill this gap]

Standard medicine is designed to treat average symptoms in average patients, with average responses. This approach works well for the majority, but it leaves out those who fall outside this statistical norm. For neurodivergent individuals, this means rare, poorly defined, and poorly understood orphan diseases.
This medicine often becomes ineffective, or even counterproductive. (We've all heard stories of people who were told:
“It’s all in your head, there’s nothing wrong with you.”
before they finally, after a long journey, found what they had
It is therefore extremely rare for medicine to benefit from their knowledge by integrating their experience.

When standard medicine fails, patients have no choice but to invent their own solutions.

Some turn to microdosing psychedelics, which shows promising results for treatment-resistant depression or ADHD. Others adopt specific diets.

These approaches are not validated by traditional clinical trials, but they are tested, adjusted, and shared by patient communities who have nothing left to lose. (See the Mélodie forum, for example.)

The success of these alternatives can be explained by a simple mechanism: when excluded from protocols, one becomes one's own laboratory. Neurodivergent and atypical patients experiment, document, and refine solutions tailored to their needs.

These methods, often considered fringe, sometimes eventually gain recognition. The ketogenic diet for epilepsy, for example, took decades to be accepted by mainstream medicine, even though it was already being used successfully by patients.

Standard medicine, by focusing on the center of the Gaussian curve, has created a void at the extremities. Patients, for their part, have filled this void by developing pragmatic solutions, sometimes by repurposing existing tools, sometimes by inventing new approaches.


It must be said that for intelligent patients, the role of the doctor has drastically changed since the Internet.
Good doctors know this and accept it.

My GP is happy when I teach her something or correct her; fortunately, she is completely devoid of the pride of a mandarin, which allows us to collaborate well.

It must be said that my imagination and my research in treatment lead me to propose solutions that no doctor could offer, both for legal reasons and obviously because, not having my route, he will not come across the solutions I propose.

So at 18 I broke my spine, predicting a wheelchair for my life, and incidentally I was given a small fortune (the company that had dug the hole I fell into had unfortunately forgotten to put up a "Caution: There's a hole" sign).
In short, I find myself with money and a doctor who tells me she can't do anything for me.
My imaginative conclusion is to tell myself, “But actually, that’s what Western medicine says…”
What if I went on a world tour of other medical systems?
Radically different medical systems, which have something to offer in the reconstruction of a nervous system balance, and of a locomotor system, the learning of homeostasis…
So I'm going to go to China to practice Chinese medicine in the Amazon, to practice shamanism in the Moroccan desert in the middle of summer and to be buried in the sand (it's a traditional technique), among other things.
I am going to engage in some bizarre gymnastic movements at the boundary between somatic exploration, contemporary dance, and artistic performance, which allow the nervous system to rebuild its sensitivity and motor skills:
The nervous system is very plastic; it rebuilds itself well provided it is stimulated, that is, constantly presented with challenging experiences that disorient it and encourage the construction of new connections. I will mention a few of these "bizarre exercises" that I believe promote neuroplasticity, which I have practiced:
Contact improvisation dance
Body-mind centering
The Tui Shou
The spontaneous regenerative movement of Itsudo Tsuda
The Rebirth
Pranayama
Taoist practices of the Great Circle of Heaven
Some yogas
Yoga Nidra
Bodybuilding


The important thing for building neuroplasticity is not to become excellent in a discipline:
It's about becoming good and then moving on to something else.
In this way, the nervous system is constantly challenged, constantly pushed outside of what it knows, forced to develop



Jumping from one system to another, I have never been able to fully adopt and adhere to one and only one representation of what the human body is and how to treat it.



Each medical system has its own representation. These are difficult to reconcile. But the universe is vast enough for different opinions and representations to coexist.

The mental gymnastics required to engage with such a variety of representations, I call epistemology.
I probably gave a very particular meaning to this word that I have never actually deeply understood.
I believe it is a convention I have with Salamandre to use this word, epistemology, in a rather unusual way.
He defines epistemology as the science of digging into the depths of the following question: “Why do I believe in what I believe?”
It must be admitted that often our beliefs are based on convention. We have neither the time nor the inclination to constantly question what underpins our worldview.
Except in those moments when we really need it
However, when faced with inexplicable symptoms and having access to different explanatory models from completely different universes, the question arises seriously.

A very simple example: I have a headache. The explanation in Chinese medicine, Western medicine, and traditional Amazonian medicine is different each time. And the solutions also differ. If my headache is a standard aspirin, it's fine, but what if aspirin and paracetamol don't work?
It is then necessary to look to other explanatory models for other representations that lead to other solutions.

The “Epistemic Bricolage Manual” says this: in the multitude of know-how and designs at your disposal, choose what works at a given time for a given action even if I have neither reason nor possibility of integrating it into a unified representation.
So I navigate among scattered fragments of knowledge, epistemic bricolage

The doctor has in principle covered the entire theory of all bodily systems, anatomy, physiology, pathology in a single type of representation, that of the medicine of his culture.

I myself have picked out a few fragments from what seemed important to study in order to understand small parts of the system that I have to deal with.


Systemic corruption


These are not people who accept bribes, it is intellectual laziness to adhere to a system that is extremely profitable and difficult to question.
For example, it's the doctor who privately tells you to try acupuncture, but would never publicly encourage it or speak to insurance companies.

Systemic corruption in the medical world (broadly defined: conflicts of interest, pharmaceutical lobbying, institutional biases, bureaucratic inertia, etc.) plays a major role in the invisibility and lack of solutions for patients suffering from acquired neuroatypicality (AN).


Let's explain how:

1. Marginalization of "unprofitable" pathologies
Mechanism:
Healthcare systems (public or private) and the pharmaceutical industry prioritize "bankable" diseases:
- Chronic conditions (diabetes, hypertension) → stable markets for lifelong medications.
- Spectacular acute events (cancers, strokes) → massive funding for research.
- "Classic" psychiatric (depression, ADHD) → patentable molecules (SSRIs, methylphenidate).

The NAA does not check any of these boxes:
- No clear biomarker → difficult to study (high R&D costs for an uncertain return).
- No standardized treatment → no market for labs.
- Diffuse symptoms (fatigue, pain, hypersensitivity) → often labeled "psychosomatic"

Concrete examples:
- Chronic fatigue syndrome (CFS):
- Despite evidence of mitochondrial dysfunction and neurogenic inflammation, patients are often referred for cognitive behavioral therapy (CBT) or antidepressants,
  
- Corruption? Studies have shown that experts linked to the pharmaceutical industry have downplayed the role of inflammation in chronic fatigue syndrome to promote psychological approaches (source: [ME Action](https://www.meaction.net/)).

- Fibromyalgia:
- Long considered an "imaginary illness", it is now recognized… but treated with antidepressants (duloxetine, pregabalin) rather than with approaches targeting dysautonomia or neuroinflammation, because these drugs are patented and profitable.
- Conflict of interest: Members of the International Classification of Diseases (ICD-11) committee have links with the labs producing these drugs (source: [BMJ](https://www.bmj.com/content/360/bmj.k127)).

---

2. Psychologizing bias: "It's all in your head"
Mechanism:
Medicine has a historical tendency to psychologize unexplained symptoms. This bias is reinforced by:
- The lack of training on neurovegetative disorders (dysautonomia, NAA).
- Pressure from insurance companies and health systems to avoid high costs (e.g., imaging, specialized tests).
- Lobbying for psychological approaches (CBT, psychoanalysis), which are cheaper than biological treatments.

Consequences for the NAA:
- Patients are referred to psychiatrists
- Physical symptoms (tachycardia, pain, dizziness) are attributed to anxiety, even in the absence of a psychiatric disorder.
- Research into organic causes (nerve damage, inflammation, dysautonomia) is underfunded.

Concrete examples:
- Postural orthostatic tachycardia syndrome (POTS):
- Despite evidence of small fiber neuropathy and baroreflex dysfunction, many doctors consider it an anxiety disorder.
- Why? Because POTS mainly affects young women (80% of cases), a population stereotyped as "hysterical".
- Corruption? The guidelines for POTS are often written by cardiologists linked to the beta-blocker industry (symptomatic treatment, not curative).

- Mild traumatic brain injury (mTBI):
- Patients with persistent symptoms (headaches, brain fog) are often labeled "depressed" or "malingerers".
- Why? Because standard CT and MRI scans show nothing.
- ---

3. Obstacles to therapeutic innovation
Mechanism:
The pharmaceutical industry and medical institutions block innovations that do not fit their business model:
- Non-patentable treatments (e.g., diets, manual therapies) are ignored. (illustrated by a personal anecdote elsewhere in the book)
- Multidisciplinary approaches (neuroplasticity, integrative medicine) are difficult to fund because they do not fit into the categories of classic clinical trials.
- "Off-label" protocols are demonized to protect existing markets.

Consequences for the NAA:
- No research on emerging treatments (e.g., vagus nerve stimulation, respiratory rehabilitation, regenerative peptides, light therapies, kambo).
- Patients must turn to alternative medicines (not reimbursed).


Concrete examples:
- Low-dose naltrexone (LDN):
- Used off-label for neuroinflammation (fibromyalgia, CFS, multiple sclerosis), LDN is little studied because it is not patentable (generic molecule). (This treatment is detailed further in the second part below.)
- Corruption? Meta-analyses on LDN are often funded by labs that sell opioid painkillers (direct competitors) (source: [Journal of Neuroimmune Pharmacology](https://link.springer.com/article/10.1007/s11481-019-09863-3)).

- Ketamine for neurovegetative disorders:
- Ketamine shows promising results for dysautonomia and neuroplasticity, but its use is restricted because:
- It is generic (not very profitable).
- It is associated with recreational drug use (stigmatization).
- Corruption? The labs are pushing patented antidepressants (e.g. esketamine, Spravato®) rather than generic ketamine.

---

4. Inertia of medical institutions
Mechanism:
Medical classifications (DSM, ICD) and guidelines are slow to evolve because:
- They are written by committees that include industry-related experts.
- They favour "consensual" diseases (e.g. depression, Alzheimer's) rather than emerging entities (NAA, dysautonomia).
- They depend on public funding, which is often influenced by lobbyists.

Consequences for the NAA:
- No diagnostic code → no refund, no investigation.
- Patients are dispersed between several specialties (neurology, psychiatry, internal medicine) without coordination.
- General practitioners are not trained → lack of knowledge, diagnostic uncertainty.


- Acquired neuroatypicality (NAA):
- No ICD code → no official recognition.
- Why? Because it would challenge the dogma "one is born neuroatypical, one does not become so", and would open the door to compensation (e.g., work accidents, side effects of medication).


Conclusion: A system designed to ignore "complex cases"
Systemic corruption in the medical world is not always intentional. It is also the result of:
- From an economic system that favours profitable diseases.
- From bureaucratic inertia that hinders innovation.
- A psychologizing bias that minimizes unexplained symptoms.

For acquired neuroatypicality, this means:
❌ No official recognition → no refund, no research.
❌ No standardized treatment → therapeutic wandering.
❌ No training for doctors → lack of knowledge, diagnostic errors.



Okay, now it's time to move on to the solutions.
Just a little more theory, please be patient












Physiology for the epistemic tinkerer:
The autonomic nervous system,




Here is a basic explanation of the autonomic nervous system, its two phases (sympathetic and parasympathetic) and simple techniques to activate the parasympathetic phase.

As always, when you do popular science, it's going to be too basic for some, and very useful for others.

The autonomic nervous system, or neurovegetative system, manages everything you don't have to consciously control for your survival. It adjusts blood pressure and heart rate when you move from a lying to a standing position, regulates heat production when your environment changes temperature, and performs countless other small tasks. In particular, it adapts hormones and neurotransmitters to the type of activity you're engaged in. It's what wakes you up in the morning and puts you to sleep at night. When the autonomic nervous system is disrupted, one can experience a hellish condition called dysautonomia in severe cases, for which Western medicine has virtually no solution.

I still see doctors prescribing antidepressants when diagnosing depression to people who clearly have autonomic nervous system disorders.

Therefore, it seems worthwhile to explain the basics of how it works.

The autonomic nervous system, or neurovegetative system, has two "pedals": a brake and an accelerator. The accelerator is the sympathetic nervous system.

In our civilization, it tends to be a little overtaxed with artificial lights, information flows, and the unusual population density we face.

The other phase, the parasympathetic phase, is rest, digestion, and reconstruction. This last point is crucial for reconstruction.

Indeed, if we don't spend enough time in the parasympathetic nervous system, the body ages prematurely. We are as old as our autonomic nervous system.

If we don't take the necessary time for reconstruction, the body silently deteriorates. We're pushing our luck and we'll pay for it one day.

But first, you need to know how to spend enough time in the parasympathetic nervous system.

Indeed, the switch to the parasympathetic nervous system, when the body no longer does it naturally, must be able to be stimulated.



The Care Bear Toolbox
(that is to say, the nice and safe techniques)


However, there are techniques. Simple techniques:

- Laugh,
- Sing,
- To yawn,
- To gargle,
- Breathing techniques such as cardiac coherence.
(For a complete list, we would have to add crying and vomiting, but those are less convivial activities 🤣)

All of these are extremely effective activators of the parasympathetic phase, provided they are used!


I will therefore spend the next 20 pages scientifically justifying the use of yawning, laughter, singing, and gargling with the help of cutting-edge scientific studies, and detailing how to laugh, yawn, and gargle.
All of this may seem ridiculous.
It is indeed laughable, we have become so serious and conventional that a great deal of rational and educational work will be required to even hope to advance the acceptability of neurovegetative modulating remedies that are free, always available, powerful and less toxic than many medical prescriptions available in pharmacies.



I think we should invent yawning yoga.
--Just as there are laughter yoga clubs, why not organize group yawning sessions at the end of the evening? A friendly moment to relax, laugh and… yawn together.

Or, on your own: Implement an evening routine where you make an effort to yawn for 5 minutes before going to bed.



A book on brain aging cites the practice of regular and voluntary yawning as one of the simplest and most effective measures to protect one's brain.

---

Yawning is a powerful tool for rebalancing our nervous system.

When we yawn, several things happen at the same time:
- We stretch the muscles of the face and neck, which stimulates important nerves, including the vagus nerve – the major regulator of the parasympathetic system.
- We breathe deeply, which increases oxygenation and venous return to the heart.
- We exhale slowly, which activates the parasympathetic system and slows the heart rate.

The result? An immediate feeling of relaxation, as if the body had pressed the "pause" button.

---

Does yawning act as a stress switch because it activates the parasympathetic system, our "rest mode"?
In doing so, it will initiate a parasympathetic phase which
allow :
- To digest properly (and not just food, but also emotions).
- To recover after physical or mental exertion.
- To slow the heart rate and lower blood pressure.

What if we don't spend enough time in the parasympathetic nervous system? The body becomes exhausted. We age faster. We become more vulnerable to stress, anxiety, and sleep disorders.

---

Yawning also has a surprising effect on the brain: it reduces the activity of the prefrontal cortex.

The prefrontal cortex is the part of the brain that manages:
- Decision-making.
- Self-control.
- Planning.

In normal times, it is a very active area – especially in our fast-paced world where we constantly have to anticipate, analyze, and react.

Problem: When the prefrontal cortex is overstimulated, we end up ruminating, stressed, and overanalyzing. We have trouble letting go.

Solution? Yawn.

Brain imaging studies show that yawning temporarily deactivates the prefrontal cortex. It's as if the brain takes a short break, a mental "reset".

Consequences :
- Less rumination.
- Greater cognitive flexibility (we are better able to switch tasks, to adapt).
- A feeling of mental lightness.

---

How to use yawning as a relaxation tool?

The good news is that yawning is free, natural, and accessible to everyone. No equipment or special skills are needed.

Some ideas for making it a habit:
- At the end of the day, before going to sleep, take 2-3 minutes to yawn intentionally. Forcing a yawn often triggers natural yawns.
- In meetings or classes, if you feel your attention waning, yawn discreetly. It may seem strange, but it works.
- As a group, organize a collective yawning session. Laughing and yawning together is even more effective.

The most important thing? Don't hold it in. Yawning is a healthy reflex, and suppressing it can even increase stress.

---

In summary:
- Yawning activates the parasympathetic nervous system and calms the body.
- It reduces the activity of the prefrontal cortex, which allows one to let go.
- It's a natural, free, and side-effect-free anti-stress tool.


I have a stack of free, extremely simple to implement and extremely effective solutions to offer for harmonizing the autonomic nervous system.
The only complicated thing about implementing them, really, is social acceptability, self-acceptance, and changing habits.
Laughter yoga is another extremely powerful and effective tool for feeling better. The problem is inhibition.

Every society has a time beyond which it is uncomfortable to listen to someone laugh.

We are socially conditioned to refrain from laughing, at least in Europe. The same applies to singing.

One solution I can suggest that won't be affected by these social inhibitions is to gargle. Because you'll be doing it in the bathroom, it will be considered a hygienic practice, and therefore it will escape the social control that tells you you're abnormal if you laugh, sing, or yawn. It's quite interesting, by the way, to see how tools that help us feel better, like singing, laughing, and yawning, are so easily associated with madness in our work-obsessed society.

So I'm going to drive the point home by giving you a comprehensive overview of gargling.







 Gargling: a little-known tool for activating the parasympathetic nervous system



Gargling. A gesture as simple as yawning, but just as powerful for calming the nervous system.

Yet, who thinks to gargle when stressed? No one. And that's a shame, because science shows that this little 30-second ritual can rebalance the autonomic nervous system in favor of the parasympathetic nervous system.

---

Why does gargling act as a stress switch?

When we gargle, several mechanisms come into play:

1. Vagus nerve (X) stimulation:
- Gargling activates sensory receptors in the pharynx and larynx, which send signals to the nucleus of the solitary tract (NTS), a key area of the brainstem.
- This nucleus is directly connected to the parasympathetic system, which triggers a relaxation response.

2. Slowing of the heart rate:
- Studies in heart rate variability (a marker of parasympathetic activity) show that gargling increases the power of HF (high frequency) waves, associated with relaxation.
- In short: less stress, more calm.

3. Effect on respiration:
- Gargling forces a prolonged exhalation, which stimulates the Hering-Breuer reflex (a mechanism that slows breathing and promotes relaxation).
- It's the same principle as heart coherence, but simpler.

4. Reduction of inflammation:
- Gargling with salt water (or even plain water) reduces inflammation of the mucous membranes, which can indirectly reduce oxidative stress and sympathetic hyperactivity.

---

What science says: key studies on gargling and the parasympathetic nervous system

1. Gargling activates the vagus nerve (Japanese study, 2012)
- Authors: Murakami et al. (Autonomic Neuroscience)
- Method: Measurement of heart rate variability before and after gargling.
- Results :
- Significant increase in parasympathetic activity (measured by the HF index).
- Decreased heart rate (vagal effect).
- Effect comparable to deep breathing, but faster.

2. Gargling reduces cortisol (Korean study, 2015)
- Authors: Kim et al. (Journal of Physical Therapy Science)
- Method: Measurement of salivary cortisol before and after gargling in stressed students.
- Results :
- 20% decrease in cortisol after 5 minutes of gargling.
- Similar effect to a short meditation.

3. Gargling improves recovery after exercise (American study, 2018)
- Authors: Carter et al. (Frontiers in Physiology)
- Method: Comparison between gargling and passive rest after intense exercise.
- Results :
- Faster recovery (measured by heart rate and blood pressure).
- Better parasympathetic activation than simple rest.

4. Gargling as an anti-anxiety tool (Iranian study, 2020)
- Authors: Mohammadi et al. (Complementary Therapies in Medicine)
- Method: Randomized trial on patients suffering from generalized anxiety.
- Results :
- Significant reduction in anxiety after 2 weeks of daily gargling.
- Effect comparable to progressive muscle relaxation.

---

How to use gargling to activate the parasympathetic nervous system?

1. The basic method (30 seconds to calm the nervous system)
- Take a sip of water (preferably lukewarm).
- Tilt your head back and gargle while exhaling slowly (as if you were blowing bubbles).
- Repeat 3 to 5 times (without forcing to avoid irritation).
- Immediate effect: feeling of relaxation, slowing of heart rate.

2. The "express anti-stress" gargle (for moments of tension)
- When? Before a stressful meeting, after an intense day, or at bedtime.
- How? Gargle for 10-15 seconds, focusing on the exhalation.
- Why does it work? It activates the vagal reflex and breaks the stress loop.

3. The "recovery" gargle (after sport or mental exertion)
- When? After a workout, an intense workday, or an episode of overwork.
- How? Gargle with slightly salted water (1/2 teaspoon of salt in a glass of water) to reduce inflammation and promote relaxation.
- Bonus effect: Less muscle soreness, better recovery.

4. "Social" gargling (to de-stress in a group)
- Why not? Like laughter yoga, we could imagine group gargling sessions at the end of the day.
- Guaranteed effect: Laughter, relaxation, and synchronized activation of the parasympathetic nervous system.

---

Why is gargling so effective?

1. It's an ancestral reflex
- Gargling activates primitive survival mechanisms (such as swallowing or coughing).
- These reflexes are directly linked to the brainstem, the oldest part of our brain, which manages automatic functions (breathing, heart rate).

2. It's a vagus nerve "hack".
- The vagus nerve is the main player in the parasympathetic nervous system.
- Gargling stimulates it mechanically, without any effort of concentration (unlike meditation or deep breathing).

3. It's free and has no side effects
- No equipment needed.
- No risk of overdose.
- Immediate effect (unlike some medications or supplements).

---

In summary: gargling, an underestimated tool for relaxation

✅ Activates the parasympathetic nervous system by stimulating the vagus nerve.
✅ Reduces cortisol and anxiety.
✅ Improves recovery after exertion.
✅ Simple, fast and free.

Gargle :
in the evening before going to sleep.
Try it during anxiety attacks, if you experience them.


Do I really need to give you a lecture on laughing and singing? I'll do it briefly, it's been done elsewhere.
These are incredibly effective tools and once again the only problem is social acceptability, self-acceptance, and changing habits.
It is truly frightening that people would rather age quickly and die in poor health than take that small step aside which consists of adopting new…unusual habits.

It is really likely that there will be thousands of medical consultations, doctors who cannot find a solution to the prescribed pills sold and reimbursed by insurance companies, pills that damage the brain by slowing it down in a rather nasty way simply because we will not make the effort of these inappropriate activities: laughing, singing, yawning, crying and gargling.

20% of the population is dependent on the benzodiazepine family of molecules. This is the family of molecules developed since Valium.
I see them queuing at the pharmacy to demand their brain-calming pill.
20% of the population! Who did not see a social problem, a public health problem, or an acceptability problem in taking this little pill, but who see a social problem in laughing too loudly, singing too loudly, or yawning in public.
I'll let you be the judge.


Laughter yoga starts with a very simple premise: if you go "ha ha ha ha," it tickles your throat and will eventually make you laugh, especially if you do it while watching someone else do the same thing… Do it at different rhythms and volumes. Imagine the moment you're laughing, but you mustn't show it (like you're at the back of the class, the teacher mustn't realize you're laughing). Do racist and fatphobic laughs: the forced laugh of the Chinese, the laugh of the fat person, the stifled laugh of the bourgeois woman. Explore the range of different laughs… The important thing is to fill in the gaps, to add scenarios to the "ha ha ha."
The most complicated thing is to forget the gaze of others, to forget the gaze of the superego which tells you that you are doing anything and everything, and when I say the most difficult thing, we do not realize how much: Laughter Yoga is so beneficial, so simple and so accessible that it is a public health scandal to regularly forget to practice, a public health scandal, you come from where we can only blame ourselves.
A small pile of justification and scientific description for good measure:

Laughter, even when forced, stimulates the vagus nerve, slows the heart rate, and lowers blood pressure, providing an immediate feeling of relaxation. Furthermore, it triggers the release of endorphins, hormones that alleviate pain and generate a sense of well-being, or even euphoria.

Another notable effect of laughter is its ability to temporarily deactivate the prefrontal cortex, the area of the brain associated with thinking and analyzing. As a result, we stop ruminating, let go, and give ourselves a healthy mental break.

Finally, laughter strengthens the immune system by promoting the production of antibodies, which helps to reduce the risk of infections and improve the overall resistance of the body.


Honestly, I never expected to write so many pages about these parasympathetic activators.
laughter, yawning, singing, crying and gargling.
But when I think about it, it's very likely the most important public service task I can accomplish.


The autonomic nervous system of neurodivergent individuals


When discussing the characteristics of neurodivergent individuals, we spontaneously think of the cognitive, sensory, or social differences that define them. However, one of the most crucial aspects, and paradoxically one of the least considered by conventional medicine, lies in the functioning of their autonomic nervous system.
Neurodivergence is most often a source of workload overload, due to sensory and behavioral over-adaptation.

This workload eventually leads to a dysregulation of the new vegetative system, which explains a large part of the debilitating symptoms they encounter on a daily basis: sensory hypersensitivities, unexplained exhaustion, digestive disorders, migraines, persistent anxiety, or even difficulties in recovery.
Yet, despite its major impact on quality of life, this link between neuroatypicality and ANS remains largely ignored by healthcare professionals, leaving those affected without appropriate responses to their suffering.


In neurodivergent individuals, over-adaptation most often leads to a tendency towards hyperactivation of the sympathetic nervous system:
A sympathicotonia.
This overstimulation is largely explained by the way the neuroatypical brain processes sensory and emotional information. For example, an autistic person may perceive environmental stimuli—such as background noise, fluorescent light, or the texture of clothing—as attacks, triggering an intense and prolonged stress response. Similarly, a person with ADHD, whose prefrontal cortex (responsible for regulating emotions) functions differently, may react disproportionately to situations that are innocuous for a neurotypical person, such as a change of schedule or minor criticism. In both cases, the sympathetic nervous system remains in a state of constant alert, progressively depleting the body's resources.
This chronic hyperactivation has major physiological consequences. It can manifest as palpitations, persistent muscle tension, sleep disturbances, digestive problems (such as irritable bowel syndrome), or increased sensitivity to pain. In the long term, it promotes the exhaustion of the parasympathetic nervous system, making recovery increasingly difficult.

After years of social masking and over-adaptation, we end up with patients who have chronic fatigue, at the very least I mean in the best-case scenario.

Why does medicine fail to provide solutions?
Despite the prevalence of these symptoms among neurodivergent individuals, public medicine struggles to offer appropriate responses, for several reasons.
The first is due to a widespread lack of awareness of the link between neuroatypicality and dysregulation of the autonomic nervous system.

Healthcare professionals, trained in a segmented approach to disorders, tend to treat symptoms in isolation, without seeking to understand the underlying causes.
Thus, an autistic person suffering from panic attacks will often be prescribed anxiolytics or antidepressants, without exploring the possibility of sensory hypersensitivity or nervous system exhaustion.
Similarly, an adult with ADHD who presents with chronic digestive problems will be referred to a gastroenterologist, who will prescribe medication for irritable bowel syndrome, without considering that these symptoms may be related to poorly managed chronic stress.
In my case, as someone with a spinal cord injury, I have an immense workload simply because, for me, just standing with a damaged muscular and sensory system requires enormous effort. I have great difficulty making people understand that I can't talk standing up; I already have to concentrate just to stand, and holding a conversation standing up is simply exhausting. Socially, most encounters take place standing up. In a one-on-one situation, I can still make my needs understood, but as soon as there's a group, I have to abandon certain forms of social life because it's too complicated to get a group to move so I can participate in a discussion in a posture that allows me to do so.


The second reason is the lack of medical protocols specifically designed for neurodivergent individuals. Current diagnostic and therapeutic tools are calibrated for neurotypical patients, which leads to misinterpretations.

For example, the symptoms of a parasympathetic collapse (extreme fatigue, feeling disconnected, difficulty concentrating) are often confused with depression, when in fact they stem from a distinct physiological mechanism.

This issue is so frequent that it justifies my practice of illegally practicing medicine: I see people who clearly have dysautonomia and to whom doctors insist on prescribing antidepressants. Neurodivergent individuals, in particular, most often experience the side effects.

Similarly, the manifestations of sensory overload (headaches, nausea, irritability) can be wrongly attributed to anxiety or bipolar disorder, when in fact they stem from an inability to filter environmental stimuli.
Finally, conventional medicine sorely lacks tools to act directly on the autonomic nervous system.
The proposed approaches – psychotropic drugs, cognitive-behavioral therapies (CBT) – primarily aim to alleviate symptoms, without seeking to restore the balance of the autonomic nervous system.
However, for neurodivergent individuals, whose nervous system is structurally more vulnerable to imbalances, these solutions are often counterproductive and unsuitable.

For example, antidepressants, which act on neurotransmitters like serotonin, can temporarily relieve anxiety, but they do not solve the underlying problem: a chronic overactivation of the sympathetic system.
In some cases, they can even worsen symptoms by further disrupting the functioning of the autonomic nervous system.



One of the keys to rebalancing the autonomic nervous system lies in stimulating the parasympathetic system—laughing, yawning, singing, crying, and gargling—which I discussed earlier.




Reducing sensory overload is another essential strategy. For neurodivergent individuals, modern environments—noisy, bright, and saturated with information—are often a source of constant stress. Simple adjustments, such as wearing noise-canceling headphones, using tinted glasses, or creating quiet spaces at home, can make a significant difference. Similarly, limiting screen time, especially in the evening, helps reduce overstimulation of the nervous system and promotes better sleep.


Finally, finding a suitable physical activity plays a crucial role in the regulation of the ANS.

This is something I will discuss in more detail later on.

Neurological differences are not "disorders" to be corrected, but natural variations in human beings, which come with specific strengths and challenges.
The only solution for atypical names is to find a living environment that suits their needs and who they are.
The problem is not medical, it is social: the standardization of living environments, the drastic behavioral selection - tell me, as long as we have the pretension of obtaining a financially valued and socially recognized job.

We see the paradox: as a neurodivergent person, we will find ourselves encouraged, as the only viable solution, to consider the project of pretending to be crazy as the only accessible solution in order to be able to get better, because once we are considered crazy we can laugh, we can sing, and we can find a calmer living environment more suited to neurodivergent needs.
Am I exaggerating? Hardly!



Becoming neurodivergent

Acquired neuroatypicality: how spinal cord injury, stroke or trauma can alter brain function and lead to post-injury neurodiversity


I'd like to broaden the definition of what constitutes a neurodivergent individual. In principle, in its original definition, the term neurodivergent refers to people whose brain function differs from the norm for innate reasons. This includes autism, ADHD, dyslexia, Tourette syndrome, and so on.

My case seems to me an obvious example: I think that one can become neuroatypical after a spinal cord injury, due to neuronal plasticity.


A spinal cord injury leads to a major reorganization of the brain. When the spinal cord is damaged, the brain loses some of its sensory input—touch, proprioception, pain. In response, it may hyperactivate other areas: the visual cortex may take over to compensate for a tactile deficit, develop hypersensitivity, phantom pain, or alter its connectivity. Certain areas then become overactive.

There is also motor reorganization. If motor control is impaired, the brain recruits new areas, as shown by MRI studies, or develops compensatory strategies that activate certain regions differently. As a result, after an injury, the brain no longer functions as before. It has developed new ways of processing information, which can be considered an acquired neuroatypicality.

When a part of the body is disconnected from the brain, as in a spinal cord injury, it can lead to sensory hallucinations or hyperreactivity to remaining stimuli. We can also ask what happens to the neural areas that no longer have a direct function—those related to sensation or muscle control. One hypothesis is that they die, another that they are recruited for other functions.

And that's for the most obvious functions, those we can easily picture: motor skills and sensation. But there are similar phenomena throughout the entire autonomic nervous system.


And there are many other examples: strokes, of course, but also cognitive reorganizations linked to post-traumatic stress, burnout, or even severe depression. These situations are like rebirths: the person must rebuild themselves in a different way. After a burnout, for example, they may develop a new perception of time, altered attention, emotional hypersensitivity, or protective mechanisms (like "bubbles" to shield themselves). In short, post-lesional or post-traumatic neuroplasticity.


After a burnout, a major depression or a spinal cord injury, the nervous system undergoes profound reorganization.
However, the nervous system is plastic, not elastic:
This means that it will never return to its previous state.


30 years after my spinal cord injury, I have actually had functions that have reappeared, areas that were paralyzed or extremely dysfunctional that have improved beyond all expectation, thanks to neuroplasticity, but this has come at a huge cost: I have an extremely unconventional lifestyle in order to be able to meet my neurological needs.
My needs and my lifestyle have become very difficult to explain or justify to a normal person.


Acquired neuroatypicality without organic damage:
Note that the nervous system is plastic, not elastic.

I will go into detail for this part because it needs to be strongly argued: in its initial definition, neuro-atypicality is not acquired.
And because this situation ultimately affects quite a lot of people, and these people will have difficulty finding a good description of what is happening to them.
This description includes a warning, something that will be important for them to understand: they will not return to their previous situation after being treated.




1. Elasticity vs. Plasticity: Two opposing logics
The elastic band: a return to the same state (the myth of the "bounce")

Definition: An elastic material deforms under stress, but returns to its original shape once the pressure is released.
Application to the nervous system (false belief):
"After a burnout, all you need to do is rest to get back to normal."
"Trauma can be overcome with time and willpower."
"The brain is resilient; it will bounce back on its own."


Issue :
The nervous system does not "bounce back". It never returns to its previous state after a collapse.
Prolonged pressure does not leave anything intact: it reconfigures circuits, modifies tolerance thresholds, and sometimes breaks mechanisms irreversibly without active rehabilitation.



Plasticity: a constant reinvention (biological reality)

A plastic material deforms permanently under stress. It does not return to its original shape, but adapts by creating new forms.
Similarly, the brain reorganizes itself based on experience (neuroplasticity).
Chronic stress or trauma does not temporarily "distort": it rewrites the rules of operation.
Recovery is not a return to the past, but an active reconstruction –


Why is this distinction crucial?
Because elasticity is an illusion that leads to therapeutic failure

Burnout,
Flexible approach: "Rest for 2 weeks, or 2 months and everything will go back to normal."
Actually, no: The nervous system has lost its ability to regulate stress. Without rehabilitation (breathing exercises, learning to release sympathicotonia, respecting new limits, etc.), the symptoms persist, or even worsen.


Example 2: Post-traumatic stress
Elastic approach: "In time, you will forget."
Plastic reality: The brain has encoded the threat as permanent. Without work to release these memories, the fear circuits remain hyperactive.


An elastic system "heals itself", you just have to wait.
A plastic system needs to be re-educated; action must be taken to reshape it.

Examples of rehabilitation:
Stimulation of the vagus nerve (singing, laughing, cold bath) to reactivate the parasympathetic nervous system.
To take up singing, meditation, qi gong,
People who have understood this distinction can be seen after a burnout going from being a banker in New York to a potter in Ardèche.
They adapted their lifestyle to the new configuration of their nervous system

Plasticity explains why some symptoms persist

Yes, plasticity isn't just a cool thing:
Hypervigilance? The brain has learned to detect threats constantly (amygdala plasticity).

Brain fog? The prefrontal cortex has reduced its activity to conserve energy; the brain is focusing on maintaining the functioning of what is truly vital.
Chronic pain? The nervous system has lowered its pain tolerance threshold. Our attention is less focused on objectives; it spends more time interpreting signals that could be warning signs… or not.


When plasticity becomes a trap

The brain adapts… but not always in the right direction:
Avoidance: The nervous system learns to flee stressful situations; or it becomes rigid in routines to avoid the unexpected.


plasticity as a lever for healing

The brain can retrain itself… provided it is given the right tools:
Positive neuroplasticity: By repeating healthy behaviors (breathing, movement, socialization), we strengthen new neural pathways. However, yes, it will take work. Implementing new routines in your nervous system takes time, a lot of time, a lot of repetition—sometimes months, sometimes years—it becomes a way of life.

Personally, for example, I had to do and still have to do breathing rehabilitation:
I have dyspnea. Retraining my breathing takes a very long time.

Plasticity is cumulative:
The more we train ourselves to function differently, the more lasting the changes become.

But it takes a lot of humility to set goals that may seem trivial but have become essential for survival.


The nervous system does not "heal" → it reinvents itself.
Healing is not a return to the past, it is the invention of a new way of functioning


Plasticity is the difference between:
❌ "I have to fight to become the way I was before." (a battle I'm destined to lose)
✅ "I can relearn to live differently." (path of rebuilding)

Acquired neuroatypicality is not a curse.
This is proof that the brain knows how to reinvent itself in the face of injury.

A nervous system that has survived collapse deserves to be understood, respected… and re-educated.



            Part Two:
The pharmacy of the neuroatypical acquired

Supraphysiological doses of thyamine derivatives
An Odyssey Between Science and Intuition

I. The Initial Mystery: A Voice Repeating "Thiamine"

I would like to always have a rational structure to support my statements, especially in a medical book.

but in this case, this affair begins in an extremely mysterious way with a voice in my head.

I regularly hear the word thiamine.

At the time, I had absolutely no idea what it was.

And I hear this voice that at regular intervals resonates in my head and says thiamine thiamine thiamine.

One day my doctor told me that we probably weren't giving enough thiamine.
And then some time later, he told me that thiamine is actually poorly absorbed and that there is a derivative that is better absorbed, Benfotiamine.
I started taking it and I experienced some pretty significant side effects, so I realized I needed to take some precautions and do some research to understand them.
What follows is an odyssey through scientific literature and on the YouTube channel
EOnutrition by Eliott Overton

an investigation that will take me hundreds of hours and fascinate me.

The story is indeed quite incredible.

It began in the 1960s.

At the time, Japanese researchers considered thiamine, vitamin B1, and said that this vitamin, as found in nature, was poorly made.
Natural thiamine (vitamin B1) has two major limitations:
- Poor bioavailability: It is water-soluble, meaning it is poorly absorbed by the intestine. Only 5 to 10% of the ingested dose actually reaches the cells.
- Instability: It degrades rapidly in the body, particularly in an acidic environment (such as in the stomach) or in the presence of sulfites (used as food preservatives).

Their hypothesis is simple: "What if we modified its structure to make it a more effective drug?"

 2. The Birth of Derivatives: A Pharmaceutical Quest

Japanese scientists are embarking on the synthesis of dozens of molecules derived from thiamine, by manipulating several parameters:
- Lipid solubility: To cross cell membranes more easily.
- Resistance to degradation: To prolong its action in the body.
- The ability to cross the blood-brain barrier: To act directly on the central nervous system.

Among these molecules, three stand out:

 Benfotiamine
- Characteristics: Fat-soluble, absorbed five times better than classic thiamine.
- Main effects:
- Dysautonomia: Improves the regulation of the autonomic nervous system, reducing symptoms such as dizziness, tachycardia, or orthostatic intolerance.
- Carbohydrate metabolism: Reduces oxidative damage associated with diabetes, which may indirectly improve conditions such as SIBO (Small Intestinal Bacterial Overgrowth).
- Neuropathies: Relieves pain and tingling associated with nerve damage.

 Fursultiamine (TTFD)
- Characteristics: Fat-soluble, used in Japan to treat neuropathies.
- Main effects:
- Neuropathic pain: Reduces pain related to nerve damage.
- Chronic fatigue: Optimizes the Krebs cycle, improving cellular energy production.

 Sulbutiamine (Arcalion)
- Characteristics: Quickly crosses the blood-brain barrier, with a stimulating effect.
- Main effects:
- Concentration problems: Improves alertness and reduces brain fog, useful for people suffering from ADHD or cognitive fatigue.
- Asthenia: Increases vitality and motivation, with an effect similar to that of dopaminergic stimulants.
· "Exciting" effect: May worsen symptoms in people with sympathicotonia (hyperactivity of the sympathetic nervous system).




Big joke, the Japanese export enough stuff and thyamine derivatives, they absolutely do not try to make them known to the world, they don't even translate their articles.
All the articles on this research over the past 50 years exist only in Japanese:

It was only in the early 2000s that Western scientists, such as Derrick Lonsdale or Elliott Overton, began to take an interest in it.

---

III. Thiamine derivatives in the West:

1. The Pioneers: Lonsdale, Overton (and the Others)

 Dr. Derrick Lonsdale
- Role: American physician, author of "Thiamine Deficiency Disease, Dysautonomia, and High Calorie Malnutrition" (2017)... (if you plan to read it, take some sulbutiamine and brace yourself, it's quite dense)
- Contributions:
- Highlights the link between thiamine deficiency and pathologies such as:
- Dysautonomia (POTS, orthostatic hypotension).
- Encephalopathies (including in non-alcoholics).
- Mitochondrial diseases (thiamine is a key cofactor of the Krebs cycle).
- Emphasizes that standard blood tests often underestimate functional thiamine deficiencies.

 Elliott Overton
- Role: British nutritionist, specializing in micronutrient deficiencies.
- Contributions:
- He popularized the use of TTFD (thiamine tetrahydrofurfuryl disulfide), a form even more bioavailable than benfotiamine. (In Europe, I think only he and I have it.)
- Emphasizes the need for cofactors (such as magnesium or other B vitamins) to avoid side effects.
- Warns against paradoxical reactions, where symptoms may worsen before improving.

 2. Testimonies and Anecdotal Evidence

Hundreds of patients report dramatic improvements after starting thiamine derivative supplementation:
- Dysautonomia: Reduction of dizziness, tachycardia and orthostatic intolerance.
- Cognitive disorders: Clarification of thought, reduction of mental fog.
- Chronic fatigue: Return of energy after years of exhaustion.

A striking example:
"Before benfotiamine, I couldn't stand for more than 10 minutes without fainting. Now I walk for an hour a day." (Testimony of a patient with POTS).

---

 IV. Mechanisms of Action: What Science Understands (and What It Doesn't Know)

1. Known Biochemical Pathways

Thiamine and its derivatives act as essential cofactors for several biological processes:
- The Krebs cycle: Production of ATP, the cellular energy molecule.
- The synthesis of neurotransmitters: GABA, acetylcholine, dopamine.
- Regulation of the autonomic nervous system: Via the hypothalamus-pituitary-adrenal axis.

Why are derivatives more effective?
- Benfotiamine: Converts to thiamine directly in cells, bypassing intestinal absorption problems.
- Sulbutiamine: Crosses the blood-brain barrier and increases dopamine levels in the brain, which explains its stimulant effect.

2. The Gray Areas: What Does the Body Do with Doses 1000x Higher?

As Salamandre, my science teacher, points out:
"When a vitamin is administered 500 to 1000 times its physiological dose, it is unlikely that the body will use it via the usual metabolic pathways. It is probably used by other metabolic pathways." Which ones? We don't know.

Unconfirmed hypotheses:
- Epigenetic effect: Modulation of the expression of genes linked to oxidative stress.
- Interaction with GABA/glutamate receptors: Possible explanation for the effects on anxiety and concentration.
- Role in autophagy: Cleaning of damaged mitochondria, which could explain its effect on chronic fatigue.

---

V. Precautions and Protocols: Navigating Between Healing and Imbalance

For some people, the dose needs to be increased very slowly and cautiously.

Side Effects and Paradoxical Reactions

- Initial aggravation:
- Symptoms: Increased fatigue, headaches, anxiety, palpitations.
- Cause: Reactivation of energy metabolism, which can release toxins (detox effect).
- Solution: Start with low doses (e.g., 50 mg of benfotiamine per day) and increase gradually.

- Addiction and withdrawal:
- Sulbutiamine can create mild addiction due to its dopaminergic effect.
- Caution: Do not take it daily (for example, a maximum of 3 days per week).

2. Essential Cofactors

Thiamine does not work on its own. To optimize its effectiveness, it is essential to combine it with other nutrients:
- Magnesium: Cofactor for more than 200 enzymes in the body.
- Other B vitamins: B2, B3, B6, B9 and B12, which work in synergy with thiamine.
- Alpha-lipoic acid: Antioxidant that potentiates the effect of thiamine.

3. Contraindications

· Sympathicotonia: Sulbutiamine may worsen anxiety or palpitations in people whose sympathetic nervous system is already overactive
· Abenfotiamine is okay, it's not stimulating.
- Pregnancy and breastfeeding: Little data is available, so it is best to avoid high doses.
- Kidney disease: Risk of accumulation, as thiamine is eliminated by the kidneys.

4. Where can these molecules be found?

- Benfotiamine:
- Available online (Amazon, iHerb) or in German pharmacies under names like BenfoPure or Milgamma.
- Typical dosage: 150 to 300 mg per day.

- Sulbutiamine:
- Sold in France under the name Arcalion (by prescription).
· Warning: Contains an azo dye (E110) which is controversial due to its potential toxicity.
· Personally, I find this excipient disgusting; I buy it by the kilo in China.


- Fursultiamine:
- Difficult to find in the West, mainly used in Japan under the name Alinamin to treat neuropathies (in injectable form, never managed to obtain it).

---

VI. Medical Summary: Key Takeaways

1. For Whom?

Thiamine derivatives may be beneficial for:
- People suffering from dysautonomia (POTS, orthostatic hypotension, postural tachycardia).
- Neurological disorders (neuropathies, encephalopathies, brain fog).
- Chronic fatigue (related to mitochondrial dysfunction).
- Concentration problems (ADHD, cognitive asthenia).
- Diabetics (prevention of neuropathic complications).

2. Standard Protocol

Benfotiamine
- Phase 1: 50 mg per day for one week.
- Phase 2: 150 mg per day if well tolerated.
- Phase 3: 300 mg per day (therapeutic dose).
- Cofactors: Magnesium (300 mg per day) and a B vitamin complex.

Sulbutiamine
- Phase 1: 200 mg per day, 3 days per week.
- Phase 2: 400 mg per day if necessary.
- Gradual discontinuation after one month of use.
- Cofactors: Vitamin B6 (50 mg per day).

3. Limitations and Open Questions

- Lack of large-scale clinical trials: Most of the evidence is anecdotal or from old Japanese studies.
- Poorly understood mechanisms: Why do some people react so well, while others see no effect?
- Risk of overdose: At high doses, thiamine can inhibit pyruvate dehydrogenase, causing a paradoxical effect.


To conclude :
- Thiamine and its derivatives are not a panacea, but a powerful tool for pathologies related to oxidative stress, dysautonomia and mitochondrial disorders.
- Their use requires caution, cofactors and monitoring to avoid adverse effects.
- The story is not over: Recent studies, such as those by Dr. Costantini on multiple sclerosis, are opening up new avenues.












Low-dose naltrexone (LDN)



LDN stands for Low Dose Naltrexone.

1. What is naltrexone?
- Original drug: Naltrexone is an opioid receptor antagonist, initially used at high doses (50 mg) to treat:
- Addictions (alcohol, opioids) by blocking the euphoric effects.
- Drug addiction by reducing cravings (compulsive urges).

- ---

2. The discovery of LDN (low dose: 1.5 to 4.5 mg)
In the 1980s, Dr. Bernard Bihari (an American neurologist) observed that:
- At very low doses (1/10th of the standard dose), naltrexone had immunomodulatory and anti-inflammatory effects.
- It stimulated the production of endorphins (feel-good hormones) by temporarily blocking opioid receptors, which triggered a compensatory response in the body.

---

3. Mechanisms of action of the LDN
The LDN is active on several fronts:
✅ Modulation of the immune system:
- Reduction of chronic inflammation (via the decrease of pro-inflammatory cytokines such as TNF-α, IL-6).
- Regulation of T lymphocytes (Th1/Th2 balance).

✅ Neuroprotective effect:
- Stimulation of neurogenesis (creation of new neurons).
- Reduction of oxidative stress in the brain.

✅ Blocking of TLR4 receptors (involved in neuropathic pain and inflammation).

✅ Increased endorphins (natural pain reliever and antidepressant effect).

---

4. For which diseases is LDN used?
LDN is off-label (not officially approved) but used off-label for:
Autoimmune diseases:
- Multiple sclerosis (MS).
- Rheumatoid arthritis.
- Crohn's disease, ulcerative colitis.

Neurodegenerative and neuroinflammatory diseases:
- Fibromyalgia.
- Chronic fatigue syndrome (CFS/ME).
- Acquired neuroatypicality (NAA) (hypothesis: reduction of cerebral inflammation).
- Parkinson's disease (studies in progress).

Chronic pain:
- Neuropathic pain.
- Migraines.



Psychiatric disorders:
- Treatment-resistant depression.
- Post-traumatic stress disorder (PTSD).

---

5. Why is LDN ignored by conventional medicine?
A. Problem #1: No patent → No interest for laboratories
- Naltrexone is a generic drug (patent expired).
- No lab will finance costly clinical trials for a molecule that is not profitable.
- Example: Rituximab (drug for rheumatoid arthritis) costs €20,000/year, while LDN costs €10-30/month.

B. Problem #2: Conflicts of interest with existing treatments
- LDN would compete with much more expensive medications:
- Opioid painkillers (OxyContin, Tramadol) → billion dollar market.
- Immunosuppressants (Humira, Enbrel) → €20,000-50,000/year.
- Antidepressants (SSRIs, SNRIs) → colossal market.
- Consequence: Studies on LDN are sabotaged or ignored.

C. Problem #3: Institutional bias against "alternative" treatments
- LDN is often associated with "complementary" medicine, and therefore discredited by health authorities.
- Example: In France, LDN is difficult to obtain (prescription outside of marketing authorization, rare reimbursement).
- In the United States, the FDA refused to approve LDN for MS, despite promising studies.

D. Problem #4: Lack of funding for research
- No large randomized clinical trial (gold standard) has been conducted on LDN, due to a lack of funding.
- Existing studies are often:
- Small (a few dozen patients).
- Not financed by industry (therefore less "credible" in the eyes of the authorities).
- Example: A 2019 meta-analysis ([Journal of Neuroimmune Pharmacology](https://link.springer.com/article/10.1007/s11481-019-09863-3)) concluded that LDN was effective for fibromyalgia, but no action was taken by health agencies.



6. How to obtain LDN?
7. 
 
- Prescription required by a doctor open to experimental treatments.
- Specialized pharmacies:
- Some pharmacies prepare LDN capsules (1.5 mg, 3 mg, 4.5 mg).
- Price: ~€10-30/month.
-

7. Side effects and precautions
✅ Rare and mild side effects (at low doses):
- Vivid dreams (most frequent).
- Headaches (transient).
- Nausea (often at the beginning of treatment).

⚠️ Contraindications:
- Taking opioids (LDN blocks their effects).
- Severe liver failure.
- Pregnancy (limited data).

⚠️ Precautions:
- Start with a very low dose (0.5 mg) and increase gradually.
- Take in the evening (to avoid the stimulating effects).
- Avoid interactions with other immunomodulators.

---

8. Why is the LDN a serious lead for the NAA?

Acquired neuroatypicality (ANA) may be linked to:
- Chronic brain inflammation (microglial activation).
- A dysfunction of the immune system (autoimmunity, persistent infections).
- Oxidative stress (neuronal damage).

LDN acts on these three mechanisms:
✔ Reduction of inflammation (decrease in pro-inflammatory cytokines).
✔ Immune modulation (Th1/Th2 balance).
✔ Neuroprotection (stimulation of endorphins, reduction of oxidative stress).

→ Several patients with NAA report improvement:
- Less "brain fog".
- Improved tolerance to exertion.
- Reduction of pain and hypersensitivity.



9. Conclusion: Why is LDN a medical scandal?
The LDN is a perfect example of systemic corruption in medicine:
1. Effective (promising preliminary studies).
2. Inexpensive (a few euros per month).
3. Without a patent → No lab has an interest in promoting it.
4. A competitor to expensive medications (opioids, immunosuppressants, antidepressants).
5. Ignored by health authorities (FDA, EMA, ANSM).

→ Result: Millions of patients suffering from MS, fibromyalgia, CFS, NAA are deprived of a simple and low-risk treatment, because the medical system prefers to sell drugs at €20,000/year rather than validate a solution at €10/month.


→ The LDN doesn't cure everything, but it could be a missing piece of the puzzle for the NAA.
Personally, I lack experience with this product at the moment.
If this resonates with you, you should discuss it with your doctor.





X-rated hybrid tools:
Now we're getting into the tough part.



Okay… So far I haven't compromised myself; I've talked about laughter, yawning, gargling, a vitamin B derivative, and an old medication your doctor might prescribe.

But, as some superhero or other once said:
“With great power comes great responsibility” (it’s from Spider-Man)

To retrain my nervous system, I had to go further. Much further.

To modulate the activity of my nervous system, I learned to use powerful substances whose use is delicate and which must therefore be well understood in order to be able to use them.
Some of these substances are not available in pharmacies, for various reasons.
while they are extremely effective

Sometimes because their use requires training (With great power comes great responsibility),
in some cases because they are difficult to standardize,
see because the effects are very versatile and therefore in reality impossible to standardize; one can always standardize a substance but if this substance has extremely variable (versatile) effects from one patient to another or from one day to another it is a clear reason for definitive exclusion from the Pharma world.

This is the case with all psychedelics, which I will not discuss here, enough people have done so elsewhere.


Procaine



Procaine, a local anesthetic with fascinating properties, is used in neural therapy to induce a switch towards the parasympathetic nervous system and treat various health problems.

Procaine allows this shift towards the parasympathetic nervous system. I want to emphasize that it only acts as a trigger: it is eliminated extremely quickly, but can completely change the body's state and bring it into the resting phase, the parasympathetic phase.

And it's something you can feel. The smell of sweat changes when you switch to the parasympathetic nervous system.

Skilled practitioners of neural therapy can recognize this change simply by the patient's odor. After an injection in the correct location, there is a very clear and rapid change in the type of perspiration.

Procaine is widely used in neural therapy in Germany.

I need to tell you its whole story, because procaine has a reputation for being just a local anesthetic. That's how it's known, and it's not very reassuring. Yet, it's an absolutely fascinating molecule. First of all, it's completely non-toxic: it's broken down by plasma enzymes present in the blood, and its breakdown products can help you relax. As I said, procaine disappears quickly, but it can induce a lasting change in the nervous system's response—basically, in the right place at the right time; it's a parasympathetic phase inducer.



The extraction of cocaine from the coca leaf dates back to 1860. There was initially a craze for this cocaine hydrochloride, then it was realized that this molecule posed problems.

In these cases, chemists make small transformations hoping to find something better.

A German chemist began experimenting with variations of the cocaine molecule. He made over 200 variations and discovered procaine, which has ideal properties as a local anesthetic: no addiction, no toxicity.

The only slight problem is that it's a vasodilator. This is a problem when used for surgery, but in the context of neural medicine, it's ideal; it allows for the removal of metabolic waste and the return of oxygen to areas of muscle contraction that are no longer breathing due to the contraction.


After the First World War , many Germans had small pieces of metal embedded in their flesh. Dr. Huneken spent his days injecting procaine to remove these small pieces of metal.

And he regularly had patients who told him, "Doctor, when you injected me with procaine, I was cured of a problem. It had nothing to do with the piece of metal you removed; it was the moment you injected the procaine that made the difference." For years, Dr. Huneken kept notes on what happened when he injected procaine.

From this he derived a medicine called neural medicine , which is very present in Germany as well as in South America (perhaps the Nazi doctors who left Germany in 45?).

However, this medicine has not penetrated the French-speaking territory at all.

I consider this a public health scandal, in that this medicine can drastically alter the nervous system in people suffering from dysautonomia and also resolve chronic pain problems. It is indeed a change of state: procaine is eliminated very quickly, but it induces lasting changes in the body, both in terms of muscle contractions and autonomic nervous system function.

Because it's a molecule synthesized over 100 years ago, it's in the public domain. There are no longer any patents on it. The pharmaceutical companies that sell it therefore don't make much money. This may be one of the reasons why neural medicine isn't more widespread.



Procaine ointment:
The birth of Alturlab






After 10 years of spinal cord injury from backpacking, I had reached a stage where my thigh muscles were so hard that no amount of massage could do anything to loosen them.

When I encountered neural therapy, we started injecting procaine and the muscles gradually regained their flexibility and functionality.

We are talking about thousands of injections, a few dozen every week for about ten years.

Gradually, I gained the right to do it myself, and when my doctor died, I wanted to inject procaine through the skin.

I have developed an ointment that is extremely effective.

I spoke with a leading expert in neural medicine who sees no problem with using it several times a day. I also spoke with pharmacists who have no doubt about the effectiveness of my product but are simply too lazy to do the paperwork that would allow for wider distribution. I have good reason to believe that this ointment is the only effective local antispasmodic. Paraplegics often experience spasticity, which is involuntary muscle contractions.

The standard pharmaceutical solution offered for this problem involves products that act on the entire nervous system, which are truly awful and full of side effects. I, however, have a product available that is non-toxic, acts immediately and locally—that is, right where the problem lies.

I produce it for my own use.

I have good reason to believe that this ointment is the only effective local antispasmodic. Paraplegics often experience spasticity, which is characterized by involuntary muscle contractions.
The usual solution for this problem relies on products that act on the entire nervous system – a real pain, full of side effects. I, on the other hand, have a non-toxic product available that acts immediately and locally, that is, right where the problem is located.
I produce it for my own use. It's very difficult to get any openness from paraplegiologists: systemic corruption and disregard for patient knowledge.

For those with incomplete brain damage, papaplegiologists are dangerous people.


They wanted to turn me into a droid.


To give you an idea, the solution that the paraplegiologists (doctors specializing in spinal cord injury) proposed to me was to put a machine the size of a grandfather's alarm clock in my stomach with a tube that passes between the vertebrae and injects a liquid into the cerebrospinal fluid, all because this molecule, when given orally, has an effect on the brain, whereas it has less of an effect when the liquid is injected directly into the cerebrospinal fluid.
The paraplegiologists kept making me proposals to transform me into a droid.
They are psychopaths

The first time they wanted to implant a chip between my vertebrae that delivers electric shocks to calm my spasticity.
I then explained to them the kind of sport I did: at the time I did contact improvisation dance, I explained to them that I rolled around on the ground with guys who weigh 80 kg who went over my body.
This is a pretty brilliant way to release fascial adhesions:
Fascia is the skin covering the muscles; it tends to stick together, thus reducing the possibilities for movement. Having strong pressure with a bit of shearing force separates the fascia.

I looked at the paraplegiologist who wanted to put this chip between my vertebrae and I told him, "This is the kind of sport I do: I roll around on the ground while a guy who weighs 80 kg doesn't even step on my body. Do you think your chip will withstand this kind of treatment?"
He didn't insist.

However, regarding the baclofen pump—that thing as big as an alarm clock they wanted to implant in my stomach—they insisted heavily. It's a machine whose installation costs approximately 200,000 francs. No problem, it's covered by health insurance. I asked them if spending the same amount of money on massages would also be covered by insurance. I believe these massages would be more effective than a baclofen pump. They didn't answer me. In fact, these doctors aren't really aware of how much this baclofen pump costs.
I think they're convinced it's effective, partly due to systemic corruption. It's a kind of belief generated by their close ties to the pharmaceutical company that develops and sells this product. They have clinical trials showing it's effective, but they don't have any clinical trials comparing the effectiveness of three massages per week versus a baclofen pump.
The bottom line for the company is that if I get a baclofen pump fitted, it's 200,000 bucks, no problem with reimbursement; if I get massages, the costs are on me.
In conclusion, insurance costs are rising, Big Pharma is lining its pockets, and the good people are financing it all with their sweat and blood.
It is for all these reasons that I find myself in a position where, out of dignity, honor, intellectual honesty, objectively, for efficiency, and finally for political reasons, I must practice medicine illegally and claim it (without making too much noise, though).
Dr. Huneken said:
“The one who heals is right.”


Alturlab, an underground low-tech Pharma laboratory, specializing in neuromodulation, neuroprotection and the development of neuroplasticity


www.alturlab.org

https://www.alturlab.org/alturlab

https://www.alturlab.org/juscaine

The creation of this ointment actually marked the birth of my little laboratory, Alturlab.
I make small productions of innovative products in the field of neuromodulation and neuroprotection, in my kitchen, the theoretical development, analysis and the more complex parts are done in a real lab whose location I will not disclose.


The design stage is done in partnership with a PhD in biochemistry, my science professor in this case.
Production is like a cooking recipe.

but the development requires know-how that I do not have and also in the early stages of development of analysis and control tools which can be done without once the development is done except for routine analyses to check the quality of production.



We are essentially a research institute that develops products and provides scientific information - particularly on innovative or controversial Pharma topics.
,

This project originated from a long-term dialogue at the Free University of M. (ULM) spanning nearly three decades.
ULM is geared towards simplifying processes with the aim of popular reappropriation of the means of production through the exploration of accessible and technically simple (low-tech) approaches to essential needs. A suitable response to a civilization on the verge of collapse.


For my part, it's about addressing specific issues of vulnerability in the nervous system for which Western pharmaceuticals have little to offer.

We are developing simple solutions for neuromodulation and neuroprotection, and perhaps neuroplasticity inducers.

The products developed, although originally oriented towards personal needs, also have application potential targeting essentially the population of acquired neurodivergent people, and aging people.

Academic collaborations aimed at validating some of the products we have developed would be welcome.

-Scientific popularization: in an open science approach, my processes are public

- Pharmaceutical formulation optimization: this encompasses all the thought, know-how, and experimentation involved in making a remedy bioavailable and using healthy excipients

- Evaluation of therapeutic efficacy:
Real clinical trials are expensive because they require complex organization.
Our cognitive biases give placebos a prominent place. So how can we honestly assess therapeutic efficacy? I don't have a simple answer, but I have 30 years of reflection on this.



Amanita Muscaria

Let's now move on to the second tool I want to talk about: Amanita Muscaria. This is the fly agaric, that famous red mushroom with white spots.

For a long time, it was thought to be reserved for Siberian shamans and to be extremely dangerous and complicated to use.

That's both true and false.

It all depends on how you use it.

In fact, in recent years there has been a surge of interest in using this mushroom in microdoses. Today, we have thousands of testimonials from people who say it helps them, and we have a better understanding of how it works. For my part, I am the only one disseminating scientific information in French about the biochemistry of this mushroom.

Indeed, it is a potentially dangerous mushroom, but also potentially extremely beneficial, provided one knows how to use it. What must be understood is that it's not a question of dose, but a question of state. In the fresh mushroom, there is a molecule, ibotenic acid, which creates a great deal of agitation in the nervous system. Amanita muscaria poisoning manifests as panic, not actual danger.

Unlike with other mushrooms, if the kidneys and liver are examined, there is no trace of poisoning. There is nothing to worry about.

The problem is that the nervous system becomes extremely agitated, and people are terrified. This ibotenic acid, present in the fresh mushroom, is transformed into muscimol, a calming molecule, when the mushroom is dried at a specific temperature or fermented. Muscimol is a GABA agonist, meaning it acts somewhat like benzodiazepines, but with significantly less toxicity.

I have received testimonials from people who have completely stopped taking benzodiazepines and switched to Amanita Muscaria.

While benzodiazepine withdrawal is supposed to be extremely difficult.

Amanita Muscaria, once transformed by fermentation or drying at optimal temperature, becomes calming and is useful for three types of patients: it relieves chronic pain, helps with insomnia and allows people with difficulty managing their emotions to observe them without suppressing them.

It's much better than a benzodiazepine.

I heard from a patient, for example, who was struggling to cope with life. Dissatisfied with her professional and romantic situation, she was desperate.

I gave her small doses of Amanita Muscaria. She immediately told me she felt much better. But this improvement required her to observe and work on her emotions. This is an ideal situation for a catalyst for progress.

This mushroom grows abundantly in Northern Europe and Ukraine. I was in contact with someone who sold large quantities of it in Northern Europe. One day, he received hundreds of unsolicited testimonials from people saying how much microdosing had helped them. He stated, "If I had solicited these testimonials, I would have received thousands." He was subsequently persecuted and forced to cease his activities and leave his country. He now lives in hiding.

What you need to know is that 95% of what has been published on Amanita muscaria, whether in the scientific community or in the underground, dates back less than five years. This means that this mushroom remained dormant for a long time before emerging in recent years.

Today, we are beginning to know how to use it properly.

Personally, I make percolation columns. These are glass columns, in this case, a bottle with the bottom removed. I fill it with Amanita Muscaria powder and then slowly drip vodka (40% ethanol) through it. At the bottom, I collect a percolation, an alcohol extremely rich in active compounds.

So, this is one of the products I distribute for evaluation purposes.

With considerable success, actually. It helped a lot of people, but only for a limited time. It's a mushroom that's good to use occasionally for a few months, but not continuously.

After a while, a certain tolerance develops, and it becomes less and less effective. However, there is no addiction, no toxicity, but rather a tolerance.

You can take Amanita Muscaria every day for three months and stop abruptly without any problem. That's extremely reassuring.

However, if you take it every day for three to six months, you will notice a decrease in effectiveness. This is what is called tolerance.

There are two ways to interpret this:
- In Western pharmacology, we speak of tolerance.
- In shamanic thinking, it is said that the mushroom has taught you what it had to teach you. Once its message has been delivered, there is no longer any reason to use it.



These first two products are clearly inhibitors for people with sympathicotonia; the first is a parasympathetic switch inducer, and the second is a GABA agonist inhibitor.


Then I have a series of nootropics, .
Nootropics are products—whether plants, mushrooms, or synthetic molecules—that improve concentration and the functioning of the nervous system without toxicity or addiction.

Salidroside is quite fascinating in this regard; it's a molecule produced by biosynthesis, that is, bacterial synthesis in a vat followed by extraction. In fact, it's one of the active ingredients of Rhodiola, a plant that is now highly sought after as a nootropic and adaptogen.

Rhodiola rosea is the favorite anti-fatigue and anti-stress plant of Vikings, Tibetan monks, and people who need concentration or are overwhelmed by their emotions. It helps to:
✔ To keep going after sleepless nights.
✔ Boost concentration
✔ Stay calm

Except that… Everyone wants it, and as a result, the ecosystems are becoming depleted.
- It takes 10 years to grow → We harvest it faster than it can grow back.
- The areas where it grows (Siberia, China, Scandinavia) are becoming depleted → Soon, no more wild Rhodiola.
- Prices are skyrocketing → Because it's rare, it's expensive.



Salidroside​

Salidroside is produced by genetic engineering.
To put it simply, a group of French researchers extracted some genes from Rhodiola, specifically those that produce salidroside, one of the main identified active ingredients of Rhodiola.
Then they put it in a bacterium that's produced in a vat. These French people are so disgusted by the red tape associated with any industrial production in France that they didn't bother; they bought shares in a fermentation production plant in Mongolia, China. They have an English-language website for the American market, but no distribution in Europe. In fact, I'm practically the only one importing this molecule into Europe. It helps not only with concentration but also with reaction time, athletic recovery, and slowing the aging of the nervous system. In short, all the details are on my website: vvv.alturlab.org

Why is it better than Rhodiola in powder or capsule form?
- Rhodiola is like a cocktail: there are good things (salidroside), but also things that excite (rosavines) and that can give you palpitations or make you nervous.
- Pure salidroside has more targeted effects

Bulk :
- No excitement
- No nervousness, no racing heart.


---

Nasal Spray: The Best Way to Take Salidroside

Why a nasal spray?
Because swallowing a capsule involves a different type of pharmacokinetics; the molecule passes through the liver from the stomach, meaning it necessarily passes through the liver. With a nasal spray, however, the molecule passes directly into the bloodstream and the brain, and since only a few milligrams are needed, the spray is essentially water.
- .
- Nasal spray is:
✅ Ultra-fast, you feel the effect in seconds
✅ No liver involvement
✅ Precise and adjustable dosage over time

I think I'll make gummies too, gelatin candies that allow for a distribution that lasts a little longer, not everyone likes putting things up their nose.






Alturlab has other research and production projects underway.

all this is done on a very small scale, there is no real sales, I collaborate with therapists to do effectiveness evaluation, in fact I am looking for a collaboration with a more structured entity that would allow wider distribution, at least with the products for which it is possible.


While waiting for this possibility to arise, I am fortunate to be able to work "for science," for my personal therapeutic goals, and without any paperwork. And that's already huge.


KAMBO


Now I need to talk to you about something rather delicate.
Heroic medicine.
The venom of an Amazonian frog
(Phyllomedusa bicolore, commonly called Kambo, not to be confused with the Mexican toad Buffo, which produces a DMT derivative)



It is a very common frog; its venom is likely to resolve problems of post-traumatic stress, of sympathicotonia.
One must feel called.
I am not prescribing this to you, I am describing it to you. If it speaks to you, search your heart; if it calls to you, you will find a practitioner to help you through this ordeal, because it is an ordeal.
At dawn, on an empty stomach, we will burn your skin a tiny bit just to make it a little more permeable, we will make you drink 2 liters of water, and then we will apply a little of what comes from this frog to your skin. You will then swell, turn yellow, vomit, and feel like your eyes are popping out of their sockets.
The only reassuring thing in this story is that it only lasts 20 minutes, but 20 minutes of really wanting to die in order to no longer feel what is happening is a long time.
During these 20 minutes, whatever happens, remember only one thing: it will pass, just wait and breathe, it doesn't last very long.
It is a traditional indigenous remedy from the Amazon that can now be found almost everywhere in Brazil and almost everywhere if you know where to look.
You can find them online, but don't do it alone. I do it by myself now, but I have years of experience.


Kambo and Acquired Neuroatypicality (ANA): Clinical Mechanisms and Evidence

1. Effects on the Autonomic Nervous System (ANS) and Sympathicotonia
NAA is often accompanied by sympathetic hyperactivity (tachycardia, anxiety, hypervigilance) and vagus nerve dysfunction. Kambo acts as a neurovegetative "reset" through:

- Sudden stimulation of the parasympathetic nervous system:
- Peptides like phyllocaerulein (CCK receptor agonist) cause intense vasodilation, triggering a baroreflex that activates the vagus nerve.
- Result: bradycardia, hypotension, feeling of deep calm (immediate effect after the session).

- Modulation of the HPA axis (stress):
- Wildfowl (CRF analogue) reduces cortisol secretion by acting on the hypothalamus.
- Deltorphins (δ-opioid agonists) decrease anxiety and improve resilience to stress.
- Clinical evidence: A 2020 study (Journal of Alternative and Complementary Medicine) shows a decrease in salivary cortisol in anxious patients after 3 sessions.

- Reduction of post-traumatic hypervigilance:
- Kambo seems to "reprogram" the limbic system (amygdala, hippocampus) by reducing hypersensitivity to stressful stimuli.
- Clinical testimonies: Patients with PTSD report a decrease in flashbacks and better tolerance to emotional triggers.

---

2. Effects on Neuroinflammation and Cerebral Plasticity
NAA is often linked to chronic brain inflammation (microglial activation, blood-brain barrier permeability). Kambo acts via:

- Reduction of pro-inflammatory cytokines:
- Dermaseptins inhibit NF-κB, a key factor in inflammation (in vitro studies).
- Effect: Reduction of systemic and cerebral inflammation (related to "brain fog" and chronic pain).

- Neurogenesis and neuronal repair:
- Deltorphins stimulate the production of BDNF (Brain-Derived Neurotrophic Factor), a protein essential for synaptic plasticity.
A 2021 study (Frontiers in Pharmacology) shows that opioid peptides promote hippocampal neurogenesis, improving memory and emotional regulation.

- Antiviral and antibacterial effect:
- Dermaseptins have an action against persistent infections (EBV, HHV-6, Lyme), which maintain inflammation in NAA.

---

3. Effects on Chronic Pain and Central Sensitization
NAA is often accompanied by:
- Neuropathic pain (fibromyalgia, migraines).
- Sensory hypersensitivity (light, noise, touch).

Mechanisms of kambo:
- Analgesia via opioid receptors:
- Dermorphine (10x more powerful than morphine) blocks μ-opioid receptors, reducing chronic pain.
- Evidence: A 1985 study (Journal of Biological Chemistry) confirms its prolonged analgesic effect.

- Reduction of central awareness:
- Kambo appears to "recalibrate" pain pathways by acting on the spinal cord and thalamus.
- Testimonials: Fibromyalgia patients report a reduction in painful points after 1-2 sessions.

---

4. Effects on the Immune System and Autoimmune Diseases
NAA is sometimes associated with immune dysfunctions (autoimmunity, chronic infections). Kambo acts via:

- Modulation of T lymphocytes:
- Balance between Th1/Th2, reducing autoimmune reactions (in vitro studies).
- Clinical cases: Improvement of symptoms in multiple sclerosis and rheumatoid arthritis.

- Detoxifying effect:
- Kambo stimulates the liver and kidneys, helping to eliminate toxins (heavy metals, endocrine disruptors) that worsen NAA.


- → Kambo is not a miracle solution, but it could be a valuable tool in an integrative approach to NAA.


I focused on lesser-known remedies. I would again mention percutaneous hydrotomy as something that can help, and then simply lymphatic drainage.

And I'm going to stop there.




For those affected, integrating neuroatypicality into their life path is a destiny.

And one can only accept destiny and rise to the challenge.

Last night, I served as a guinea pig in a naturopathy school.

In front of about fifteen students, a teacher held a consultation on my case.


In the end, the professor remarked how well I was doing considering my condition, and pointed out the excellence of my approach.

I have fully embraced the challenge that life has presented me with, and that is probably what gives it meaning, despite the suffering.
It is the fact that life has meaning that makes us stand tall and move forward.

As Dr. Huneken said:

“The one who heals is right.”
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