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About This
Report

This report synthesizes a detailed DNA analysis by Dynamic DNA Labs,

identifying key genetic variants relevant to the efficacy, safety, and nuances

of metabolism and affinity of psychedelic substances. With PGxCare's

expert interpretation, it offers a comprehensive evaluation of genetic

responses for personalized psychedelic therapy. The insights provided,

including pharmacogenomic counsel derived from research and

educational data for non-FDA-approved substances, aim to enhance

therapeutic outcomes by aligning psychedelic use with the customer's

unique genetic makeup, fostering safer and more effective experiences.

CUSTOMER'S DATA

ID 614210

Customer REV XXXXXXXXXXX

Date of Birth XX/XX/XX

Sex Male

Collected 04/30/24

Processed 05/31/24
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Broad 
Overview 

Psychoactive substances, often referred to as psychedelics, entheogens, or

hallucinogens, have played a significant role in human history. From

ancient rituals to modern therapeutic practices, they've shaped our

understanding of consciousness and the human psyche. In the modern age,

as the intersection of genetics and pharmacology becomes clearer, we're

beginning to understand how our genetic makeup can influence our

response to these powerful compounds. 

With the emergence of personalized medicine, there's an increasing

recognition of the importance of tailoring treatments to the individual. By

understanding how genetics affects our response to psychoactive

substances, we can pave the way for safer, more effective, and more

personalized therapeutic interventions, as well as enhance recreational

experiences.

Principle 
of the Test 

Pharmacogenetics is an evolving field that seeks to understand the

relationship between an individual's genetic makeup and their response to

drugs. Every individual carries a unique genetic code, and even minor

variations in this code can lead to significant differences in drug

metabolism, efficacy, and risk of side effects. By analyzing specific genetic

markers, pharmacogenetic tests can offer insights into how an individual

might react to a particular substance. 

The relevance of this test in the context of psychoactive substances cannot

be understated. Given the profound and often unpredictable effects of

these substances, having a predictive tool can be invaluable. For individuals

seeking therapeutic benefits or even just a recreational experience,

understanding one's genetic predispositions can make the difference

between a positive, transformative experience and a challenging,

potentially harmful one.

Predictable
Experiences

The world of psychoactive substances is vast and varied, with each

substance offering a unique journey. While the experience is influenced by

numerous factors, from mindset to environment, genetics can play a pivotal

role. For instance, certain genetic variants might make an individual more

prone to a longer or stronger experience. 

Understanding these genetic markers can provide a roadmap for

individuals, helping them select substances and dosages that align with

their desired outcomes. While it's important to note that no experience can

be entirely predicted, having insights into one's genetic predispositions can

offer a degree of assurance and preparation, enhancing the overall

experience. 
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Harm 
Reduction 

When it comes to psychoactive substances, safety and harm reduction are

of paramount importance. These substances can be powerful, and while

they offer potential benefits, they also come with risks. By understanding

one's genetic makeup, individuals can be better equipped to make

informed decisions about dosages, such as reducing the risk of adverse

reactions.

Moreover, certain genetic markers can indicate a heightened risk of

negative psychological reactions or even long-term mental health

challenges following the use of specific substances. For individuals with

these markers, foreknowledge allows for informed decision-making,

potentially avoiding substances that carry higher risks for them. In the

broader context of public health, pharmacogenetic insights can be a

valuable tool in harm reduction strategies, promoting safer and more

responsible use. 

Uses The applications of psychoactive substances are vast, ranging from

therapeutic interventions to personal growth and recreation.

Psychedelic Assisted Therapy: Recent research has shown promising results

in using psychedelics like psilocybin and MDMA to assist in therapy for

conditions like depression, PTSD, and anxiety. Under controlled settings,

these substances can catalyze profound therapeutic breakthroughs, often

in cases where conventional treatments have failed.

Recreational and Personal Growth: Beyond therapy, many individuals seek

out psychoactive substances for personal growth, introspection, or simply

for recreation. When used responsibly, these experiences can offer insights,

enhance creativity, or foster a deeper connection with oneself and the

world.
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Possible Side 
Effects 

While psychoactive substances can offer profound experiences, they are

not without risks. It's essential to be aware of potential side effects and to

approach their use with caution.

Physical and Psychological: Depending on the substance and dosage,

users might experience nausea, increased heart rate, or changes in blood

pressure. Psychologically, while many experiences are positive, some

individuals might face challenging or distressing experiences, characterized

by anxiety, paranoia, or feelings of losing control. 

Long-Term Considerations: While many psychoactive substances have a

low potential for addiction, repeated use can lead to tolerance, requiring

higher doses to achieve the same effects. Furthermore, individuals

predisposed to certain mental health conditions might be at risk of

exacerbating their symptoms or triggering latent issues. 

Legality The legal status of psychoactive substances varies widely across countries,

often influenced by cultural, historical, and political factors.

In the US: Many psychoactive substances are classified as Schedule I

drugs, indicating a high potential for abuse and no accepted medical use.

However, recent shifts in public perception and promising research results

are leading to changes, with some jurisdictions decriminalizing or even

legalizing certain substances for therapeutic use. 

Internationally: Globally, the legal landscape is diverse and is changing

amidst continuous emerging research on the various benefits of therapeutic

uses. While some countries have strict prohibitions, others have more

lenient policies or even traditional exceptions. For instance, Ayahuasca is

recognized as a cultural heritage in parts of South America. As of 2024,

some psychedelics have been given a legal or decriminalised foothold in:

parts of Central Africa (Equatorial Guinea, Cameroon and Republic of the

Congo), South Africa, Australia, the Bahamas, Brazil, the British Virgin

Islands, Canada, the Czech Republic, Costa Rica, Israel, Jamaica, Mexico,

Nepal, the Netherlands, Panama, Peru, Portugal, Samoa, Spain, and

Switzerland. 
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Individual 
Response

Anticipated response to psychoactive compounds based on this genetic
analysis.

MDMA

Psilocybin

DMT

Mescaline

Ketamine

Ibogaine

LSD

Salvia

Cannabis

Low Response High Response

Genetic 
Profile 

100%

CYP2B6

100%

CYP3A4

0%

CYP2D6

100%

CYP2C9

50%

HTR1A

100%

HTR2A

50%

SLC6A2

100%

AKT1

100%

ABCB1

100%

ABCG2

100%

BDNF

100%

MAO-A

100%

COMT

50%

- Activity / Affinity

- Normal

- Altered

- Significantly Altered

CYP2B6 - Gene Tested

Genotyping Information
Alleles Tested: ABCB1: rs1128503, rs1045642, rs2032582; ABCG2: rs12505410, rs13120400, rs2231142;

BDNF: rs6265; CYP2B6: rs3745274, rs34223104, rs3211371, rs28399499; CYP2C9: rs56165452,

rs9332131, rs72558189, rs7900194, rs28371686, rs28371685, rs1799853, rs1057910; CYP2D6:

rs5030867, rs28371706, rs72549354, rs5030865, rs774671100, rs1135822, rs201377835, rs28371710,

rs28371696, rs5030862, rs35742686, rs28371725, rs5030863, rs5030655, rs769258, rs59421388,

rs3892097, rs1080985, rs16947, rs1135840, rs1065852, EXON9/INTRON2; CYP3A4: rs55785340,

rs4986910, rs35599367, rs2740574, rs4987161, rs12721629, rs12721627; HTR2A: rs7997012; OPRK1:

rs6473797; AKT1: rs2494732; HTR1A: rs6295, rs10042486; MAOA: rs1137070; SLC6A2: rs12708954,

rs1861647, rs2242446, rs5569; COMT: rs4680.
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IntroductionMDMA

Genetic Profile & Pharmacogenetic Implication 1, 2

The genetic profile with poor activity for SLC6A2 and CYP2D6, combined with normal activity for CYP3A4 and COMT,

suggests increased sensitivity to MDMA. This configuration is expected to lead to a longer and potentially more intense

psychoactive experience due to the slow metabolism and prolonged presence of the drug in the system. 

With poor activity, this gene exhibits a reduced ability to regulate neurotransmitter dynamics, which can lead to imbalances in

chemical messengers critical for mood, cognition, and alertness. Poor SLC6A2 activity may result in a diminished response to

MDMA, as the typical neural stimulation and balance may not be adequately achieved, leading to a weaker and potentially

less predictable psychoactive effect. 

With poor activity, this gene shows a significantly reduced rate of enzymatic function, which is crucial for the metabolism of

many drugs, including MDMA. Poor CYP2D6 activity can lead to slower metabolism of MDMA, resulting in higher levels of the

drug in the bloodstream for longer periods. This can intensify and prolong the psychoactive effects of MDMA. 

Functioning normally, CYP3A4 aids in the biotransformation and clearance of MDMA. Its normal activity ensures that MDMA

is processed and eliminated through standard detoxification pathways, which helps in maintaining a predictable decline in

the drug’s psychoactive effects despite the slower metabolism by CYP2D6. 

With normal activity, COMT is responsible for the metabolism of catecholamines such as dopamine, norepinephrine, and

epinephrine, maintaining their balance in the brain. This normal function supports typical levels and breakdown of these

neurotransmitters, contributing to a standard response to MDMA in terms of both intensity and duration of effects. 

Overall Increased Sensitivity

SLC6A2 Poor Activity 50%

CYP2D6 Poor Metabolism 0%

CYP3A4 Normal Metabolism 100%

COMT Normal Activity 100%
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IntroductionPsilocybin

Genetic Profile & Pharmacogenetic Implication 13

This profile suggests a potentially diminished response to psilocybin. Poor activity in the HTR2A gene indicates reduced

sensitivity to psilocybin's effects on this important brain receptor. Individuals with this profile may find that the typical

psychedelic effects of psilocybin are weakened or less noticeable. 

Normal activity in the HTR2A gene suggests a standard response to psilocybin. In most individuals with this profile, the

psychedelic effects will likely occur within the typical range of intensity and duration. The likelihood of experiencing

pronounced or unexpected psychoactive reactions generally aligns with the population average. 

Overall Standard Response

HTR2A Normal Activity 100%
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IntroductionDMT

Genetic Profile & Pharmacogenetic Implication 7, 8

This genetic profile suggests a potentially complex and less predictable DMT experience. While the poor CYP2D6 activity will

prolong the breakdown of DMT leading to an extended duration of effects, the decreased HTR1A affinity may initially

dampen these effects. This combination could lead to a slow build-up followed by a longer-than-average period of

psychoactivity. Careful consideration of the ceremonial environment and heightened focus on psychological and emotional

integration may be especially important to navigate this unique DMT experience.The genetic profile with poor CYP2D6

activity, normal MAO-A activity, and decreased HTR1A receptor affinity suggests a lower sensitivity to DMT. The poor CYP2D6

activity slows down the initial metabolism of DMT, prolonging its presence in the system and extending the duration of

effects. The normal activity of MAO-A ensures standard further metabolic processing. The decreased affinity of HTR1A

receptors results in a less intense interaction with DMT, leading to a muted and less profound psychoactive experience. 

This gene is instrumental in the metabolic pathway of many psychoactive substances. Poor activity of CYP2D6 suggests a

slower than usual metabolism of 5-MeO-DMT, leading to a more prolonged presence of the compound in the body. This

might result in an extended duration of the psychoactive effects, potentially intensifying the ayahuasca experience.

Individuals with this genetic profile may be more susceptible to sustained and profound entheogenic effects, which could

deepen their spiritual journey but also increase the potential for adverse reactions. 

Responsible for the breakdown of monoamine neurotransmitters, normal MAOA activity is expected to efficiently regulate the

levels of 5-MeO-DMT in the system. This standard enzymatic action would typically mitigate the risk of excessively prolonged

psychoactive effects, balancing the slower metabolism caused by CYP2D6's poor activity. 

Decreased affinity at the HTR1A receptor implies a reduced responsiveness to serotonergic psychedelics. In the context of

ayahuasca, this means that the individual may require higher concentrations of 5-MeO-DMT to achieve the expected

psychotropic response. The diminished receptor sensitivity could lead to a blunted or altered experience, potentially requiring

adjustments to the ceremonial approach to facilitate a full and meaningful engagement with the substance. 

Overall Complex Metabolism

CYP2D6 Poor Metabolism 0%

MAO-A Normal Activity 100%

HTR1A Decreased affinity 50%
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IntroductionMescaline

Genetic Profile & Pharmacogenetic Implication 15

This profile suggests a potentially longer-lasting Mescaline experience due to decreased CYP2D6 activity. With slower

metabolism, Mescaline might take longer to clear from the body. While normal HTR2A activity means the psychedelic quality

shouldn't be significantly affected, the extended duration needs careful consideration. 

An enzyme critical for the metabolism of many psychoactive substances, decreased activity in CYP2D6 indicates a slower rate

of Mescaline processing. This reduced metabolic capacity can lead to prolonged presence of Mescaline in the body,

potentially extending its psychoactive effects. Individuals with this genetic profile may experience longer-lasting psychedelic

effects, which could enhance the depth and duration of spiritual or therapeutic sessions but also increase the risk of

prolonged adverse effects. 

This gene encodes the serotonin 2A receptor, a key mediator of Mescaline's psychedelic effects. With normal activity in

HTR2A, the expected range and intensity of Mescaline's effects on consciousness and perception are maintained. This

balance ensures that, despite the slower metabolism by CYP2D6, the psychoactive experience remains within the anticipated

spectrum of effects, facilitating profound introspective and transformative experiences. 

Overall Increased Sensitivity

CYP2D6 Poor Metabolism 0%

HTR2A Normal Activity 100%
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IntroductionKetamine

Genetic Profile & Pharmacogenetic Implication 11, 12

This profile suggests a standard ketamine experience, including its effects on the body and its potential therapeutic benefits.

With normal activity across BDNF, CYP2B6, and CYP2C9, ketamine is likely to be metabolized, interact with the brain, and be

eliminated in a typical manner. This genetic predisposition might not necessitate significant dosage adjustments, assuming

there are no other individual health factors or medications involved that could interfere with ketamine therapy. 

Brain-derived neurotrophic factor (BDNF) plays a vital role in neuroplasticity, influencing how the brain adapts and changes.

Normal activity in this gene suggests a standard baseline for ketamine's potential effects on mood regulation and its possible

therapeutic actions. 

A key player in ketamine metabolism, normal activity in CYP2B6 implies typical initial processing of ketamine. This standard

metabolic function suggests that ketamine will be broken down at a consistent pace, contributing to a predictable timeframe

for its dissociative and possible antidepressant effects. 

Also involved in ketamine metabolism, normal activity in CYP2C9 reinforces the expectation of standard processing and

elimination of ketamine. This indicates that the drug's duration of effects and clearance from the body should align with

established pharmacological data. 

Overall Standard Response

BDNF Normal Activity 100%

CYP2B6 Normal Metabolism 100%

CYP2C9 Normal Metabolism 100%
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IntroductionIbogaine

Genetic Profile & Pharmacogenetic Implication 9, 10

This genetic profile suggests a potentially prolonged and intensified Ibogaine experience. Poor CYP2D6 activity will greatly

slow down Ibogaine metabolism, extending the duration of effects. Normal ABCB1 and ABCG2 activity should help maintain

typical central nervous system effects and overall distribution within the body. 

The reduced activity of CYP2D6, an enzyme crucial for the metabolism of many psychotropic agents, suggests a slower than

typical processing of Ibogaine. This diminished metabolic capacity means that Ibogaine may linger longer in the system,

potentially intensifying its psychoactive effects and extending its therapeutic window. Individuals with this genetic profile

might experience a prolonged engagement with Ibogaine's introspective effects, which could have implications for the

duration of its efficacy and the spectrum of its psychoactive experience. 

With standard activity, the ABCB1 gene, which encodes for the P-glycoprotein transporter, is expected to regulate Ibogaine's

access to the central nervous system effectively. This means that despite the metabolic slowdown, the entry and clearance of

Ibogaine from the brain should remain within normal ranges, contributing to the anticipated balance of its central effects. 

Similarly, normal activity in the ABCG2 gene implies that the efflux of Ibogaine from cells will proceed as expected. This

standard transporter function is likely to support a predictable distribution of Ibogaine within peripheral tissues, working in

concert with the body's natural mechanisms to maintain homeostasis despite altered metabolism. 

Overall Increased Sensitivity

CYP2D6 Poor Metabolism 0%

ABCB1 Normal Activity 100%

ABCG2 Normal Activity 100%
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IntroductionLSD

Genetic Profile & Pharmacogenetic Implication 3

This profile suggests a potentially more intense and longer-lasting LSD experience. Poor CYP2D6 activity indicates slower

metabolism of LSD within the body. This could lead to higher concentrations of LSD remaining active for an extended period,

resulting in both amplified effects and a prolonged duration of the experience. 

Poor activity in the CYP2D6 gene indicates a slower metabolic breakdown of LSD. This may result in a more intense and

prolonged LSD experience compared to individuals with normal CYP2D6 activity. With slower metabolism, there's a higher

chance of LSD accumulating in the system, potentially increasing the likelihood of both desired and undesired effects. Those

with poor CYP2D6 activity might be more sensitive to LSD's psychoactive effects and could have an increased risk of side

effects. 

Overall High Sensitivity

CYP2D6 Poor Metabolism 0%
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IntroductionSalvia

Genetic Profile & Pharmacogenetic Implication 14

This profile suggests a typical Salvinorin A experience in terms of both intensity and duration. Normal activity in the OPRK1

gene indicates a standard sensitivity to Salvinorin A's effects on this important brain receptor. Individuals with this profile can

expect the full range of Salvinorin A's intense and potentially disorienting effects, as well as a duration of experience in line

with typical reports. 

Normal activity in the OPRK1 gene suggests a standard response to Salvinorin A. Individuals with this profile will likely

experience the full range of Salvinorin A's effects, including its intense and disorienting dissociative properties. The duration of

the experience and the risk of adverse reactions align with the general population averages. 

Overall Standard Response

OPRK1 Normal Activity 100%
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IntroductionCannabis

Genetic Profile & Pharmacogenetic Implication 4, 5, 6

This profile suggests a standard cannabis experience, both in terms of how it acts in the body and the duration of its effects.

Standard activity across AKT1, CYP2C9, and CYP3A4 indicates that cannabis will likely be processed and eliminated in a

typical manner. 

This gene plays a role in cell signaling and growth, and its normal activity suggests standard initial processing of cannabis

within the body. This baseline function likely leads to a typical onset and distribution of cannabis's effects. 

A pivotal enzyme in the metabolism of cannabis, normal activity in CYP2C9 indicates a standard rate of cannabis breakdown.

This suggests that cannabis will be metabolized at a consistent pace, providing a predictable timeframe for the duration of its

effects. 

Another crucial enzyme in cannabis metabolism, normal activity in CYP3A4 ensures typical secondary processing and

elimination of cannabis compounds. This standard function means that individuals with this profile will likely experience the

expected range of cannabis effects, with no unusual prolongation or abbreviation of these effects. 

Overall Standard Response

AKT1 Normal Activity 100%

CYP2C9 Normal Metabolism 100%

CYP3A4 Normal Metabolism 100%
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Methodology Laboratory specimens associated with this report were analyzed using a

DNA microarray. Genomic DNA was extracted from the submitted

specimen and amplified using whole genome amplification techniques.

The polymorphisms assayed in this report were targeted through the use of

oligonucleotide primers. Single nucleotide polymorphisms were

determined by fluorophore-based detection of a labeled probe hybridized

to the complementary target sequence.

Limitations This test detects polymorphisms other than those listed in this report.

Polymorphisms not detected in this analysis include known mutations that

result in an altered predisposition to the conditions discussed in this report.

The absence of a detectable gene variant or polymorphism does not rule

out the possibility that the test subject has an increased chance of

developing any conditions discussed here. In very rare circumstances,

polymorphisms in the primer or probe binding site may affect genotyping

results. This test does not identify non-genetic factors that may contribute to

an individual's predisposition to developing any of the conditions discussed

in these findings. This test has not been approved by the United States Food

and Drug Administration (FDA) and should not be used as the sole evidence

of diagnosis. Genetic screening does not replace the need for regular

clinical screenings for any of the conditions or analytes mentioned in this

report.

Disclaimer The content provided in this report, and any of Dynamic DNA Laboratories

affiliated websites, is not intended to promote or endorse the use of illegal

substances. While acknowledging that psychedelics are utilized by

individuals globally, the educational information presented in this report is

aimed at encouraging safe and responsible use of psychedelic substances,

should individuals choose to engage with them. 

We do not offer mental health or medical services, and our DNA analysis

and report services are not a substitute for professional medical,

psychological, or psychiatric diagnosis, treatment, or advice. All content

created and disseminated by Dynamic DNA Laboratories is intended for

informational and educational purposes only. 

This report does not offer medical advice and does not replace the

guidance of a qualified and licensed therapist, healer, counsellor, guide, or

shaman. 

Considering the nature of the psychedelic experience, there are individuals

who should abstain from using psychedelics entirely. For those dealing with

conditions such as major depressive disorder, substance addiction, end-of-

life anxiety, or an eating disorder, it is strongly advised to only engage with

psychedelics under the supervision of a qualified professional. 
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