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As a matter of definition, we would like to share a perspective on addiction. 

When we think about “addiction”, what may first come to mind is some poor, fundamentally flawed person who 

is living fix to fix, leaving a pile of wreckage so high that they’d rather keep using than deal with it. This common 

stereotypical image may include the idea that addiction and all its’ repercussions are the person’s fault. Yet, the 

person addicted to substances will blame it on everyone else. While there may be elements of truth to this per-

spective, we consider it extremely myopic. Instead, we offer the notion of an addictive biochemistry as a primary 

cause for drug use.

Addictive biochemistry is a compelling and complex set of physiological and biological forces that may pull the 

user towards a particular substance for the purpose of finding relief. This addictive biochemistry is specific to 

the individual and is based upon patterning from genetics, diet, lifestyle, and psychosocial imprinting. 

Certain people are pulled towards sedatives, others towards opiates, some towards alcohol, and yet others 

towards stimulants. We believe that if we establish a biological basis for these cravings, these can largely be 

corrected. This biological force can be the manifestation of mental torment that results in a physiological shift, 

as demonstrated in cases of PTSD. There are many physiological make-ups, traumas, and reward patterning 

A N  O V E R V I E W  O F  H O W  M E D I C A T I O N 
A D D I C T I O N  H A P P E N S
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A D D I C T I V E  B I O C H E M I S T R Y  A N D 
N E U R O A D A P T A T I O N  P A R T N E R  I N 
D E P E N D E N C Y 

Addiction, at least in part, is this neuroadaptation. Addictive biochem-

istry puts a person on the path to dependence, while the adaptive  

effects lock the doors.  

Science shows us that the withdrawal effects of a medication or drug will, at a minimum, 

last until this neuroadaptation re-regulates itself. So, can a person be addicted to an antide-

pressant, benzo or an antipsychotic?  Yes, if they cannot find the strength to surmount the 

winding path back through the neuroadaptive changes, without formidable consequences. 

Some are inclined to give consideration to those people who need drugs, based on their cur-

rent state of health, or imbalance. And we will not argue that there are people who find life 

easier and more manageable with medications than without, which is a personal choice. 

Here, we are speaking more about the physiological withdrawal manifestations that exist 

outside of what an individual’s baseline drug-free disposition may be. And, if those physio-

logical manifestations of withdrawal and pain from re-adaptation of the nervous system is 

perpetuating drug use, then that person could arguably be considered addicted. 
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Neuroadaptive Effects of Medications 

When the presence of a drug holds back the expression of a natural neurochemical, as seen with antipsychotics 

and the restriction of dopamine, upregulation occurs. 

There are neuroadaptive effects from medications that lie outside of any other contributing factors, and can 

be influenced by genetics. We’ve studied this extensively and have published our findings here. <<link to 2018 

Case Study>> During medication withdrawal, these neuroadaptive effects and the time needed to readjust back 

to baseline can be attended to, making the experience much more tolerable in the vast majority of persons 

wanting to reduce or remove their drug dependency. However, these neuroadaptive expressions can be very 

pronounced in symptomatology. 

In mainstream viewpoint, confusion often exists between this neuroadaptive period versus attributing these 

expressions to a resurgence of a person’s underlying diagnosis. It is important to note that any person would, 

to a varying degree, likely suffer neuroadaptive symptomatology if they were suddenly stripped of a medication 

that they had become adjusted to. This would be the case whether or not they had an underlying “diagnosis” in 

the first place. Just as if any of us imbibed alcohol or engaged in recreational drug use for a long period of time, 

the reverberations of that use would endure well past the time that the substance had effectively cleared our 

system. 

Psychiatric medications operate by similar principles. At times, they create even more concerns when consid-

ering their neuroadaptive effects. 

The “addictive biochemistry”, or the predisposing factors that led an individual to a particular medication or 

substance, can generally be attended to by softening the urge to self-medicate. These are the factors that were 

extant prior to medication use and will be the factors that will likely exist even after the re-neuroadaptation 

period has subsided.  

How we can mitigate these factors with benzodiazepine alternatives is in further detail, below.

. 
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Chief Complaint: Anxiety 

Patient ‘A’ expresses personal suffering due to anxiety. Although generally, a doctor will ask a number of signif-

icant questions, we would like to highlight the following:

 

- Is the onset sudden or gradual?

- Is the timing constant or intermittent?

In regards to timing, there is a big difference between a symptom that is happening constantly and one that 

comes and goes. The person with anxiety that comes and goes is often easier to correlate to a certain variable, 

and therefore remedy. 

In contrast, constant anxiety that is like a background roar in the nervous system may waver in intensity but is 

predominantly there. Constant anxiety dispositions are generally more challenging and are most often associ-

ated with a neurotoxic body burden of heavy metals, pesticides, or other accumulations of excito-toxic havoc. 

Excito-toxic means that foreign chemicals present in the nervous system overstimulate the nerve cells (neu-

rons), even to the point of killing the neuron. In our experience, this body burden needs to be addressed before 

the individual can experience full relief without medications. 

A large basis of the Alternative to Meds Center program involves alleviating  

this body burden.

A person who is experiencing intermittent anxiety could have situational anxiety, such as when they are around 

people or circumstances that tend to stress them out. Other factors may indicate improper diet, blood sugar 

issues, or food allergies. 

Very commonly, it is the drugs themselves that create a problem, known as interdosing withdrawal. This is ev-

ident when a person goes into withdrawal between medication dosings, most often seen with shorter-acting 

benzos, such as Xanax or Ativan. If the height of the withdrawal is occurring just prior to a scheduled dosing, this 

interdosing withdrawal phenomenon is likely involved. In addition, certain genetic situations may be involved in 

those with an intermittent anxiety disposition. 

Find more about interdosing withdrawal here. need the jump to link 
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On the level of the synapse, there is a mechanism that determines how nerve con-

duction and stimulation occurs. 

For instance, acetylcholine is a neurochemical involved with muscle contraction. When acetylcholine is released 

into the space where one nerve talks to another, (the synapse), sodium channels open and allow for an electrical 

shift that results in nerve conduction. When the nerve meets the muscle (neuromuscular junction), muscle con-

traction occurs. Once the muscle contracts, an enzyme called acetylcholinesterase is released to break down 

and recycle acetylcholine, allowing the muscle contraction to stop. 

In Pesticides 

Certain pesticides, such as organophosphates and organocarbamates, can poison the acetylcholinesterase en-

zyme leaving the sodium channels open. A constant depolarization will occur and unchecked muscle contrac-

tions. When an insect is exposed to these chemicals, for example, they have a seizure and die. 

Humans have a somewhat comparative anatomy to grasshoppers in that we also use acetylcholine for muscle 

contraction. An accumulation of these poisons within our nervous system would, therefore, be highly suspect 

for similar dysregulation. Refer to this pesticide acetylcholinesterase video for a more visual illustration of this 

concept. The grasshopper twitching at the end conveys what persons endure within their nervous system when 

excito-toxic poisoned.

E X C I T O - T O X I C  P O I S O N I N G 
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I N  F O O D S 

We know that organophosphate and carbamate pesticides are poi-

sonous to mammals as well,9 yet we still allow these poisons to be 

dumped on our food. While we don’t need to state the obvious about fast food and the 

level of chemicals and preservatives within, what gives us greater cause for concern are our 

food sources that present to the public as healthy.  

Watching a pregnant woman stroll thru the fruit aisles of the local grocery store, believing 

that her food choices are good for her and her baby, when in fact she is unwittingly choosing 

food doused with neurotoxic garbage, is part of the greater injustice. By merely choosing 

organic fruits and vegetables for your produce can reduce toxic intake by as much as 80 

percent. 

Other examples of excito-toxins include glutamate, aspartate, and cysteine when added to 

foods in an unnatural way. These amino acids are normally found in the breakdown of certain 

proteins, yet the food industry has concentrated them in products like MSG and aspartame, 

common in diet sodas. Much of this phenomenon is covered in the book Excitotoxins: The 

Taste That Kills by Russell L. Blaylock 

IMPORTANT NOTE: If you want an organic fruit or vegetable, the PLU code number on the 

sticker attached to the item or on the bag containing it will begin with a 9.
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How Mercury Unburdening Changes Patient Health 

We have found that persons with a mercury burden and the symptoms of unrelenting anxiety, ruminating 

thoughts and insomnia, typically do not find relief until they have addressed the mercury burden. 

Mercury unburdening, even with chelation, is a lengthy process that generally entails treatment for up to three 

months before patients experience enough relief to believe it is working. A person typically will go from having 

constant anxiety to having a “few good days” within that time. As treatment continues, there are more good 

days reported than bad, and so on. This slow path back to wellness is the unfortunate reality for most of our 

patients harboring a mercury burden in conjunction with the aforementioned constant anxiety, insomnia, and 

ruminating thoughts trio. 
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We encountered two persons who found immediate relief from severe symptoma-

tology after having their mercury fillings removed. We surmised that perhaps the metals in the 

mouth created some sort of electrical or ionic influence on acupuncture meridians in the tooth sockets. This 

was the viewpoint of the late Dr. Hal Huggins, a dentist, who pioneered the perspective that mercury fillings 

should be outlawed. Again, the observations were correct, as these two people enjoyed immediate relief from 

extremely debilitating, long-term symptomatology. However at this juncture, we can only guess at the mecha-

nism. 

Understanding Mercury Chelation 

We have found substantial evidence that persons undergoing mercury chelation treatment and remineralization 

for constant anxiety, rumination, and insomnia tend to get sustainable relief. Conversely, there are those pa-

tients while under our care who chose not to do the chelation because of negative perceptions about chelation 

that they had read or heard elsewhere. And it was not uncommon for members of that group to fail to enjoy 

lasting and substantial symptomatic relief. 

There are other methods of mercury removal besides chelation but those methods tend to take even longer. At 

ATMC, we use an oral form, testing the individual for reaction with a minimal test dose. As of the writing of this 

paper, none of our patients have experienced adverse reactions to chelation that were a cause for concern. We 

also are very diligent around mineralization as chelation pulls minerals as well as metals. And so it is very impor-

tant to replace the minerals lost in the chelation process.

M E R C U R Y  C O N V E R S E  T O 
D E N T A L  H E A L T H 
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M E R C U R Y ,  C H E L A T I O N ,  A N D 
B E N Z O D I A Z E P I N E  D E P E N D E N C Y 
C O N C L U S I O N S 

Through more than 13 years of researching toxic body burden and its 

relation to physiological and emotional wellbeing in our patients, Al-

ternative to Meds Center has formulated the following conclusions: 

1. Persons whose symptoms are being caused by a mercury burden typically need to relieve 

that burden in order to find relief. 

2. Additionally, persons in this category may not be able to substantially reduce or eliminate 

benzodiazepine use, until that burden has been attended to sufficiently. 

Note that statement #2 may appear disheartening but is not meant as a statement of fact 

for all persons in this situation. The reality of the effects of mercury exposure and associated 

treatment needs are best when considered on a case by case basis. 

For example, when a person is not sleeping or eating, their existence can easily become an 

anxious, ruminating mess. Physiological detox requires at least some degree of sleep, eating 

and other basics, in order to be effective or even safe for that matter. The best course of 

action may be to leverage the stability that does exist, and apply it toward therapies that will 

relieve the toxic burden first. Once they achieve substantial relief, it is then easier to focus on 

benzodiazepine medication withdrawal efforts.
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People who are coming off of benzodiazepines are typically well advised to assist 

the process with supplementation. The theory and observations are that if you support the inhibito-

ry aspects of the nervous system, you can alleviate depletions and ease the withdrawal. 

Unfortunately, there is a substantial portion of people experiencing benzodiazepine withdrawal who will only 

marginally benefit by supplementation alone.

People with toxic pathways from heavy metals and other accumulated poisons tend to get far less benefit from 

supplements. This is because the supplements are trying to work the same pathways that are impaired. We 

have found that efforts to clear these pathways in conjunction with supplementation are much more effective. 

However, there are some people who will have a paradoxical reaction to aspects meant to assist in sedation and 

instead, get stimulated by them. It is in these persons that pathway impairment is suspect. 

GABA Pathway Natural Benzodiazepine Alternatives 

GABA, an inhibitory neurotransmitter, is the main neurotransmitter involved in benzodiazepine metabolism. 

There are a number of natural GABA supplements available on the market. These products tend to have a no-

ticeable effect when tested on persons not suffering from extreme anxiety. Unfortunately, they are largely mut-

ed in effect and fall short of being a stand-alone replacement during a benzodiazepine transition. The absorp-

tion from an oral form and realized improvement to brain levels seems to be limited. This is why ATMC uses a 

sublingual nanonized spray (under the tongue) that assists with bioavailability and absorption. 

Taurine is an amino acid very similar to GABA and glycine. Taurine can activate GABA receptors and is useful for 

anxiety relief. Typically, taurine would be used with GABA and glycine to form a synergistic effect to help bol-

ster the inhibitory neurotransmitters. Though we have seen few, if any, paradoxical stimulations when inducting 

taurine, there is some literature that indicates it can raise brain concentrations of glutamate 1 which could be 

problematic for anxiety dispositions, particularly those with the GAD polymorphism.

N A T U R A L  B E N Z O D I A Z E P I N E 
A L T E R N A T I V E S 
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Tryptophan

is a precursor to serotonin and found as a naturally occurring amino acid in food. It is generally well tolerated, 

and its use is favored during a benzodiazepine tapering program. Excitatory paradoxical reactions to tryptophan 

are uncommon. It may be observed that tryptophan has little to no effect in this population, possibly indicative 

of a blockage of the tryptophan---5HTP---serotonin---melatonin pathway, illustrated above. However, if trypto-

phan brings a sedating effect to the individual, their serotonin pathway is most likely not poisoned.

5HTP 

is the next step in the biochemical process where tryptophan is converted into 5HTP and then later into seroto-

nin. 5HTP is generally a good benzodiazepine alternative but has produced the paradoxical effect of excitability 

in at least 10 percent and as much as 20 percent of those withdrawing from benzodiazepines. For this reason, 

we tend to favor tryptophan.

Melatonin

is the neurohormone that the body uses to induce sleep. It is made from serotonin. Unfortunately, melatonin is 

broken down during the digestive process and is ultimately converted into tryptophan to exit the gut and get 

into the bloodstream. It will then form 5HTP and then only within the brain, can it convert to serotonin and then 

melatonin. Thus, it would stand to reason that if melatonin helps with insomnia, a person most likely does not 

have impairment of this pathway. Conversely, if melatonin is ineffective, or if there is a paradoxical reaction of 

excitability, then quite possibly there is a blockage. We refer to this as the melatonin challenge. And though it is 

not diagnostic, it does lead us to investigate areas of neurotoxic poisoning. 

S E R O T O N I N  P A T H W A Y  N A T U R A L 
B E N Z O D I A Z E P I N E  A L T E R N A T I V E S 
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All of the information in this white paper is just that, information – based on years of 

patient treatment experiences and associated case studies. 

We are not giving advice for what you should do at home as these are talking points to share with your health-

care provider. Making a decision to seek help for the gradual taper or removal of benzodiazepine dependency is 

best supported in a medically-supervised environment.

A method of treatment that is the salvation for one person could be highly detrimental to another person. This 

careful discernment from patient to patient is the reason why Alternative To Meds Center only offers inpatient 

services. Should you want to consider inpatient assistance for benzodiazepine drug dependence, please call 

<<add ATMC phone number>> and we will provide a more informed assessment. 

To get a better understanding of what we do at our Center and how we positively change the health outcomes 

of our patients every day, review the findings in our 2018 Case Study.

H O W  T O  U S E  B E N Z O D I A Z E P I N E 
A L T E R N A T I V E S  I N F O R M A T I O N 




