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Detoxification

The human body is exposed to thousands of toxins every single day which need to be
detoxified. Substances including environmental pollutants, food additives, pesticides,
medication, alcohol and hormones are transformed from being fat-soluble to water-soluble,

allowing them to be more easily excreted from the body via urine and bile.

e Alcohol

* Non-steroidal anti-inflammatory drugs (NSAIDs)
* Paracetamol

* Polycyclic aromatic hydrocarbons (PAHS)
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Detoxification

Detoxification Summary
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Detoxification

Alcohol Detoxification
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Detoxification

Mould Detoxification

This diagram specifically focuses on aflatoxin B1 but other types of moulds follow a similar
detoxification pathway.
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Detoxification

Non-steroidal anti-inflammatory drugs (NSAIDs) Detoxification
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Detoxification

Detailed Results for Phase 1

ADH1B cC Relatively slow conversion of ethanol to acetaldehyde, compared

rs1229984 to the T allele. No exceptional risk of acetaldehyde toxicity or
symptoms. Most common genotype in European and African
populations, but occurs as low frequency in Asian populations.

Replenish cofactors NAD+ (vitamin B3) and zin
depleted by alcohol metabolism.

ADH1B GG Relatively slower conversion of et
compared to the A allele. No excepti
toxicity or symptoms. Most common g
populations.

ADH1C CCAA

due to higher i : version of ethanol
to acetaldeh shyde toxicity after
consuming pleasant symptoms such
itis and asthma like
protein and DNA damage.

+ (vitamin B3) and zinc, which may be
lcohol metabolism.

ADH1C the 'wild' type, it is reported as negative (red)
er'enzyme activity and rate of conversion of ethanol
aldehyde. Increased risk of acetaldehyde toxicity after

ming alcohol which may cause unpleasant symptoms such

2actions, more severe hangovers and protein and DNA damage.
Most common genotype in Asians. May be protective against
alcoholism.

Replenish cofactors NAD+ (vitamin B3) and zinc, which may be
depleted by alcohol metabolism.
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Detoxification

A Guide to Detoxification

This guide provides detailed explanations of the genes and gene products involved in detoxification.

Toxins Increased Phase 1 enzyme activity may be
helpful and/or unhelpful since it increases the
Toxins are exogenous and endogenous metabolism of environmental to Y

substances that are harmful to the body and are also alter the efficacy or toxici

capable of causing disease. prescription medications, a
circulatingfr

Exogenous toxins include alcohol, cigarette report increas

smoke, diet (sugar, trans-fats, food additives), genetic variance

environmental pollutants (smoke, pesticides and
herbicides), household detergents, cosmetics,
radiation, water (chlorine and fluorine), mould,
pollen, heavy metals (aluminium, lead, mercury
etc.), and pharmaceutical drugs.

The majority of endogenous toxins are products
and by-products of digestion, but also result
from stress, oxidative stress, dysbiosis, bacteria
fungal or viral infection, hormones and
inflammatory chemicals, such as histamine.

The rate at which the liver, and other
can eliminate toxins determines.indi

e CYPs metabolise only one or very few
trates while others are responsible for
metabolising multiple substrates. Many genetic
polymorphisms have been discovered for the
CYP450s which can explain the differences in
metabolism of steroids, fatty acids, and
xenobiotics between individuals.

Inducers increase the activity of CYPs and
accelerate the metabolism of the substrates
handled by the respective enzymes. Some
substrates are also inducers. In general,
cigarette smoke, charred food, caffeine, alcohol,
cruciferous vegetables and St. John's Wort are all
potent inducers of Phase 1 enzymes. On the
contrary, inhibitors of CYPs reduce the
metabolism of the substrates and may lead to
altered efficacy (of prescription medications, for
example) or toxicity of any substrate or
metabolite.

binding site via oxidation, reduction or
hydrolysis reactions. A significant side effect of
Phase 1 detoxification is the production of free
radicals as the toxins are transformed, making
them more reactive and potentially damaging.
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Detoxification

How to Read the Report

Genes

Results are listed in order of the gene short
name. The 'rs' number is the reference Personalised Result
sequence number that identifies a specific
location on the genome. It is also known as a
SNP (Single Nucleotide Polymorphism)
pronounced 'snip', polymorphism or mutation.

GPX1 AGY Less efficient removal of hyd
rs1050450 risk of accumulation and

/

Arrow Direction

The direction of the arrow indi
potential effect of the SNP on
where applicable - it can increas
activity, or neither.

The genotype result highlight indicates
the potential effect of the SNP on gene
function in a particular context.

RED the effect of the variant is
negative

AMEER the effect of the variant is
somewhat negative

GREEN no variation, or the effect of
the variant is positive

Pathway Diagram Key

CCofactorD ( Inhibitor)
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Disclaimer

be used for diagnostic or treatment
personal medical advice. Use the
e GX® solely at your own risk.

arranties or representations as to the accuracy
erein. If you have any concerns about your
a qualified health professional.
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