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The following information does not constitute a diagnosis. Discuss your test report with your GP.

Dear Artem,
You have the results of your DNA test in your hands – the first step on the path to a
healthy future. This information has been formulated according to thousands of
scientific research papers and the most advanced DNA analysis methods. By
breaking down the individual characteristics of your genetic data according to
decades of scientific discoveries, you have access to knowledge that will help build
a tailored approach to your health.
Genetic data is not necessarily a final diagnosis, but together with the help of your
doctor, it can help develop a program geared towards early prevention on based on
lifestyle choices that can eliminate or limit adverse effects on your health.
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Learn

Learn
Body
12 organ systems and tissues
The human body consists of 12 organ systems and tissues that ensure the healthy functioning of the
whole organism.

Organs
20 internal organs
Humans have about twenty of the internal organs that each perform a unique function. They may be
hollow like the stomach or beat like the heart.

Tissue
More than 100 tissues
If you look closely, you will see that organs are composed of tissue. There are more than 100 types
of tissue in the body, the combination of which enables the organs to perform their function.

Cells
About 100 trillion cells
Human tissue consists of cells that can differ significantly from one to another. For instance, nerve
cells are capable of transferring electrical impulses, and skin cells are extremely resistant to
external elements. The diversity of cell structures and functions is determined by DNA molecules.
The human body has around 100 trillion cells.

Nucleus
Nucleus makes up 10% of the whole cell
Almost every cell has a core where the DNA molecules, responsible for everything that's going on,
do their job.

Chromosomes
46 chromosomes in nearly every cell
DNA molecules are enclosed in the core in the form of chromosomes. Under normal conditions,
each core contains 23 chromosome pairs, including one pair (XY) that determine the gender (XX for
females and XY for males).
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Learn

DNA
2-metre long DNA strands in every cell
DNA is a big molecule that stores and transfers hereditary information from one generation to
another. DNA "records" this information using four chemical compounds, represented by the letters
A, C, G and T letters. The human genome consists of 3 billion base pairs.

Gene
More than 20,000 genes
A gene is a part of the DNA molecule. They are like instruction leaflets that run all the processes in
the body. There are 20,000 known genes in the human body.

Polymorphism
More 30 million known polymorphisms
Despite the fact that every human has similar genes, everyone has their own variations. If there are
several different versions of the same gene, it is a polymorphism (SNP). This happens when the
letters (A, C, G, T) in same gene location are not the same for everybody. For example, mice and vice
are nearly the same words (there's only one different letter), but they don't mean the same thing.
There are more than 30 million known polymorphisms, but only a few thousand have been studied
so far. The ones backed up by the most research are featured in this test.
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Learn

What is the risk of developing common
diseases?
The risk of developing common diseases is based on the most prevalent afflictions
for humans. For instance, 40% of world's population will have high blood pressure
at some time during their lifetime. This means that an individual already has a 40%
chance of developing this.
DNA can shed light on personal predisposition, which may vary from person to
person. Some people are more at risk of certain diseases, while others are not. In
the case of DNA, these variations are called 'genetic risk factors'.
It's important to remember that common diseases are also associated with
external factors like diet and lifestyle. Such diseases are known as 'multifactorial'.

Why is my risk profile important?
Higher risk of disease does not mean it will definitely occur, nor is lower risk a
guarantee of immunity. Information about genetic factors also highlights additional
risk factors like, say, diet or exposure to chemicals to help you and your doctor
make the best choices in terms of prevention and early diagnosis. For example,
awareness of a predisposition to cancer is a powerful tool and motivator to make
the right decisions regarding nutrition, physical activity, testing and prevention.
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Learn

What are hereditary conditions?
Out of 100 newborns, 5 or 6 of them will have some form of hereditary disease or
congenital malformation that will seriously affect their health and quality of life.
Taking steps to identify risk factors in parental DNA can help protect the health of
future children.

How can I prevent hereditary conditions in my
children?
If both parents are carriers, there are many diagnostic tools out there to reduce the
risk of having a sick child. Specialised doctors, called genetic counsellors, can
guide people in their decision. Nowadays, many procedures are minimally invasive
and can be undertaken as soon as the family planning or early pregnancy stages.
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Report summary

Report summary
This section provides a brief review of the report findings. For more
information on each topic, visit the related page.

Report summary

Cardiovascular system
The cardiovascular system is responsible for blood circulation. It delivers oxygen
and nutrients to the tissues and organs, removing carbon dioxide and other waste
products. It works hand in hand with the lymphatic system to drain excess fluid
from the body. Every organ and tissue depends on the heart and vessels, which is
why vascular and heart diseases are connected.

Your results:
Your DNA test results show that you are at higher risk of developing the following
diseases:

•

Risk of getting Coronary heart disease

•

Risk of getting Atrial fibrillation

You don't have any hereditary conditions of cardiovascular system.
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Report summary

Respiratory system
Respiratory system allows to breathe: provides inhaled gas exchange between
ambient air and the blood that circulates on a small circle of blood circulation.
Malfunction of the respiratory system causing diseases associated with a lack of
oxygen.

Your results:
Your DNA test results show that you are at higher risk of developing the following
diseases:

•

Risk of getting Bronchial asthma

You don't have any hereditary conditions of respiratory system.
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Report summary

Nervous system
The nervous system is responsible for coordinating the work of internal organs with
the brain. It is also the body's connection to the outside world. This system
determines how we respond to stimuli and emotions as well as sensitivity to pain or
heat. Any condition that affects the nervous system affects the whole body.

Your results:
Your DNA test results show that you are at higher risk of developing the following
diseases:

•

Risk of getting Alzheimer's disease

You don't have any hereditary conditions of nervous system.
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Report summary

Sense organs
The sense organs (eyes, ears, nose, tongue and skin) send information to the
central nervous system about the outside world. This information is filtered into
signals to the rest of the body about how to react. If these organs are not
functioning correctly, the body can't interpret external stimuli correctly.

Your results:
Your DNA test results show that you are at higher risk of developing the following
diseases:

•

Risk of getting Age-related macular degeneration

You don't have any hereditary conditions of sense organs.
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Report summary

Musculoskeletal system
The musculoskeletal system is responsible for movement, but also for supporting
and protecting the whole body. Bones keep the internal organs safe, and muscles
perform vital tasks like breathing. Illnesses that affect this system may significantly
impact mobility and life quality.

Your results:
Your DNA test results show that you are at higher risk of developing the following
diseases:

•

Risk of getting Paget disease of the bone

You don't have any hereditary conditions of musculoskeletal system.

14
The following information does not constitute a diagnosis. Discuss your test report with your GP.

Report summary

Endocrine system and
metabolism
The endocrine system regulates the work of every internal organ by producing
hormones that affect physiological processes, including vasoconstriction and heart
rate. Any hormonal imbalance can affect your general health. Metabolism refers to
the body's ability to break down and create essential components for the body's
processes. It can also refer to the absorption, transport and elimination of these
substances. Metabolic conditions and diseases affect one or more of these roles.

Your results:
Your DNA test results show that you are at higher risk of developing the following
diseases:

•

Risk of getting Hypothyroidism

You don't have any hereditary conditions of endocrine system and metabolism.
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Report summary

Digestive system
The digestive system is responsible for breaking down food, absorbing nutrients
and excreting waste products. These roles are essential for the whole system,
meaning that if one organ or function is not operating correctly, it can affect the
entire body.

Your results:
Your DNA test results show that you are at higher risk of developing the following
diseases:

•

Risk of getting Crohn's disease

You don't have any hereditary conditions of digestive system.
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Health

Health
This section has information about your health indicators, like the
risk of common diseases, carrier status of hereditary conditions
and your individual response to certain drugs.

Health

How do your genes
influence your health?

The information contained in your DNA is directly related to your health. It
determines whether you are a carrier of hereditary diseases and if you will pass
them on to your children. DNA also stores information on your predisposition to
common diseases, from cardiovascular conditions to autoimmune disorders. It can
even influence how effective medication will be and whether you experience sideeffects from drug treatment.
For genetic risk factors to emerge specific conditions must be united: lifestyle,
nutrition and environmental. For example, disease risks can be significantly
reduced by healthy eating and physical activity. Nowadays, there is a substantial
body of scientific data that provides important information about preventive
measures. We have distilled this into simple recommendations and warnings to
help you make educated decisions about your health.
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Disease risks

Disease risks

Disease risks

Disease risks

Many common diseases are not just genetic, but multifactorial, meaning there are
many other factors in play.
Contrary to hereditary diseases, lifestyle and environment play important roles in
multifactorial diseases. It is possible to develop a multifactorial disease without
having a genetic predisposition.
The risk of developing a common disease is calculated using your genetic data and
health assessment test answers to give you the most accurate measurement and
recommendations.
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Disease risks

Risks of all studied diseases
High risk
Name

Your risk

Average risk

Relative risk

Compared to
the average

Paget disease of the bone

17.4%

6.2%

2.81x

+11.2%

Hypothyroidism

1.24%

0.9%

1.38x

+0.34%

Crohn's disease

0.39%

0.11%

3.49x

+0.28%

Your risk

Average risk

Relative risk

Compared to
the average

Coronary heart disease

8.25%

6.5%

1.27x

+1.75%

Age-related macular
degeneration

2.18%

1.03%

2.11x

+1.15%

Alzheimer's disease

6.03%

4.9%

1.23x

+1.13%

Bronchial asthma

6.08%

5.1%

1.19x

+0.98%

Atrial fibrillation

4.11%

3.4%

1.21x

+0.71%

Your risk

Average risk

Relative risk

Compared to
the average

31.78%

30%

1.06x

+1.78%

Diabetes type II

6.99%

6.25%

1.12x

+0.74%

Osteoporosis

4.36%

4.3%

1.01x

+0.061%

Ulcerative colitis

0.13%

0.17%

0.78x

-0.038%

37.82%

37.9%

1x

-0.084%

Parkinson's disease

1.34%

1.54%

0.88x

-0.19%

Migraine

7.16%

7.6%

0.94x

-0.44%

Increased risk
Name

Average risk
Name

High blood pressure

Obesity

21
The following information does not constitute a diagnosis. Discuss your test report with your GP.

Disease risks

Name

Your risk

Average risk

Relative risk

Compared to
the average

Gout

3.28%

3.97%

0.83x

-0.69%

Atopic dermatitis

8.32%

10.6%

0.78x

-2.28%

Your risk

Average risk

Relative risk

Compared to
the average

4.84%

5.5%

0.88x

-0.66%

Your risk

Average risk

Relative risk

Compared to
the average

5.86%

6.7%

0.87x

-0.84%

Moderate risk
Name

Urolithiasis

Low risk
Name

Gallstones
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Disease risks

Paget disease of the bone
Average risk

6.2%

Your risk

17.4%

Paget disease of the bone is a chronic condition characterised by destruction of the
bone tissue that weakens specific areas of the skeleton, causing pain and
deformation. The condition usually affects people over 40 and is more common in
men. Up to 40% of patients have a family history of Paget disease.
The lifetime prevalence of this disease in the European population for men is 6.2%,
and for women - 3.9%. It can affect any part of the skeleton but is mainly diagnosed
in the pelvis and lower leg, femur, skull, spine, collarbone and shoulders. Although
often asymptomatic, as the disease progresses, bones increase in size, lose
strength and break.
Paget disease is often accidentally detected during a routine X-ray. Patients report
symptoms like dull, aching pain in the bones and joints that is worse at night. It
causes deformities, like bowed legs, that limit the body's range of movement, and
minor injuries may cause fractures.
As the disease progresses, symptoms include headaches, numbness, hearing loss,
tingling and limb paralysis. In severe cases, the patient may develop chronic heart
failure. Paget disease of the bone is usually treated with nonsteroidal antiinflammatory drugs (NSAIDS), bisphosphonates and calcitonin.
Orthopaedic aids may also be prescribed. In some cases, surgery is indicated.
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Disease risks

Genetic risk factors
High-risk variants
Gene

Variant

CSF1,

Low-risk variants
Genotype Contribution

rs10494112

G/G

9%

PML

rs5742915

C/C

4.45%

NUP205

rs4294134

G/G

1.94%

DCSTAMP

rs2458413

C/T

0.8%

TNFRSF11

rs3018362

A/G

0.61%

rs10498635

C/C

0.57%

Gene

OPTN

Variant

rs1561570

Genotype Contribution

C/C

EPS8LS

A
RIN3
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-6.17%

Disease risks

Hypothyroidism
Average risk

0.9%

Your risk

1.24%

Hypothyroidism is a condition caused by the prolonged deficiency of hormones that
are produced by the thyroid. According to the NHS, it affects about 15 in every 1,000
women and 1 in every 1,000 men in the UK annually. The lifetime prevalence of this
disease in the European population for men is 0.9%, and for women - 4.8%.
This condition may be caused by an underdeveloped thyroid or autoimmune
damage. It is also associated with iodine and selenium deficiencies. It can lead to
difficulties metabolising protein and carbohydrates.
Symptoms include tiredness, poor concentration and memory, dry skin, sensitivity
to cold, weight gain, bloating, hoarseness, fragile hair and nails as well as
constipation. Patients are usually prescribed hormones to replace those that the
thyroid can't produce.

Genetic risk factors
High-risk variants
Gene

Variant

Low-risk variants
Genotype Contribution

Gene

Variant

Genotype Contribution

SH2B3

rs3184504

T/T

0.17%

PHTF1

rs6679677

C/C

-0.067%

FOXE1

rs925489

T/T

0.16%

VAV3

rs4915077

T/T

-0.052%

HLA

rs2517532

G/G

0.12%
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Disease risks

Crohn's disease
Average risk

0.11%

Your risk

0.39%

Crohn's disease is a non-specific inflammation of the gastrointestinal tract,
characterised by cracks and ulcers that damage the gut lining. According to the
NHS, 115,000 people are living with this condition in the UK. It is most commonly
diagnosed between the age of 15 and 30.
The lifetime prevalence of this disease in the European population for men is
0.111%, and for women - 0.183%. A combination of genes, environment, mental
state, previous viral and bacterial infections are believed to cause this illness.
Smoking, certain medication and diet (high in refined sugar, low in fruit and
vegetables) may also be involved.
Symptoms include abdominal pain that is worse after eating, frequent urge to
defecate (even at night) and a sensation of incomplete bowel evacuation. Treatment
aims to relieve the symptoms and maintain the patient in a state of remission using
medication and a high-fibre diet.
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Disease risks

Genetic risk factors
High-risk variants
Gene

Variant

Low-risk variants
Genotype Contribution

Gene

Variant

Genotype Contribution

NOD2

rs2066847

-/-

0.19%

LINC00824

rs6651252

C/T

-0.028%

HLA-C

rs9264942

C/C

0.036%

GPX4,HMH

rs2024092

G/G

-0.015%

SP140

rs6716753

T/T

-0.011%

A1
IFNGR2,IF

rs2284553

G/G

0.02%

JAZF1

rs864745

T/T

0.018%

-

rs13204742

G/G

> -0.01%

RSPO3

rs9491697

G/G

0.018%

CPEB4

rs17695092

G/T

> -0.01%

CCDC122

rs3764147

A/G

0.015%

RASGRP1,

rs16967103

T/T

> -0.01%

NAR1

SPRED1
FASLG,TNF

rs9286879

A/G

0.012%

BANK1

rs13126505

G/G

> -0.01%

rs4802307

G/G

0.012%

LGALS9,N

rs2945412

A/G

> -0.01%

SF18
PPP5C

OS2
IL6ST,IL31

rs10065637

C/C

0.011%

SLAIN2

rs6837335

A/G

> -0.01%

UCN

rs1728918

A/G

< 0.01%

-

rs7702331

A/G

> -0.01%

SKAP2

rs10486483

A/G

< 0.01%

ATG16L1

rs12994997

A/G

> -0.01%

RIPK2

rs7015630

T/T

< 0.01%

-

rs12663356

C/T

> -0.01%

PHTF1

rs6679677

C/C

< 0.01%

ADAM30

rs3897478

T/T

< 0.01%

-

rs17391694

C/C

< 0.01%

-

rs10865331

A/G

< 0.01%

TAGAP

rs212388

C/T

< 0.01%

FUT2

rs516246

C/T

< 0.01%

RA
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Disease risks

Coronary heart disease
Average risk

6.5%

Your risk

8.25%

Coronary heart disease (CHD) is characterised by the partial or total interruption of
blood supply to the myocardium (muscle tissue of the heart). According to the NHS,
it affects over 2.3 million British people and is responsible for over 73,000 deaths
each year in the UK. The lifetime prevalence of this disease in the European
population for men is 6.5%, and for women - 4%.
Damage occurs as a result of the disruption of normal blood flow through the
heart. Acute CHD causes myocardial infarction, commonly known as a heart attack.
In its chronic form, it manifests as angina (chest pain).
Symptoms include chest pain associated with exercise or stress, shortness of
breath, arrhythmia (irregular heart beat) and weakness. Over time, patients may
develop heart failure and swelling in the lower limbs. Treatment includes dietary
changes, reducing high-calorie foods as well as fried, fatty and salty meals.
Patients are recommended to avoid strenuous physical activity. Medication may
also be used in the form of antiplatelet agents, beta-blockers and cholesterollowering drugs.
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Disease risks

Genetic risk factors
High-risk variants
Gene

Variant

Low-risk variants
Genotype Contribution

Gene

Variant

Genotype Contribution

ZPR1

rs964184

G/G

1.44%

CNNM2

rs12413409

A/G

-0.61%

SH2B3

rs3184504

T/T

0.53%

ADAMTS7

rs3825807

G/G

-0.6%

ASZ1

rs7808424

G/T

0.49%

UBE2Z

rs46522

C/C

-0.42%

MIA3

rs17465637

C/C

0.46%

HHIPL1

rs2895811

T/T

-0.4%

ZC3HC1

rs11556924

C/C

0.44%

INPP5D

rs10933436

C/C

-0.39%

SMARCA4

rs1122608

G/G

0.38%

MRPS6

rs9982601

C/C

-0.35%

ABO

rs579459

C/T

0.37%

SMG6

rs1231206

G/G

-0.35%

BTD

rs7651039

C/C

0.36%

PCSK9

rs11206510

C/T

-0.34%

CELSR2

rs599839

A/A

0.31%

WDR12

rs6725887

T/T

-0.28%

TCF21

rs12524865

C/C

0.27%

MRAS

rs2306374

T/T

-0.28%

-

rs12190423

G/G

0.26%

ST3GAL4

rs4937126

A/G

-0.15%

ANKS1A

rs17609940

G/G

0.23%

LPA

rs3798220

T/T

-0.14%

PPAP2B

rs17114036

A/A

0.18%

RASD1,

rs12936587

A/G

-0.061%

SMCR3,
PEMT
CXCL12

rs1746048

C/C

0.15%

CADM2

rs9838412

C/C

0.11%

-

rs16911227

G/G

0.079%

CDKN2A/B,

rs4977574

A/G

0.049%

rs4773144

A/G

0.049%

ANRIL
COL4A1
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Disease risks

Age-related macular degeneration
Average risk

1.03%

Your risk

2.18%

Age-related macular degeneration (AMD) is a chronic progressive condition that
affects the macula (centre of the retina) leading to impaired eyesight. It affects over
600,000 British people, making it the leading cause of vision loss in the UK. The
lifetime prevalence of this disease in the European population for men is 1.03%,
and for women - 1.84%.
The disease usually causes gradual vision loss that affects both eyes at once.
Symptoms include blurred vision, difficulty recognising faces, distortion of straight
lines and reduced perception of colour vibrancy. Dark spots appear in the central
field of vision in later stages of the disease. "Dry" AMC occurs in 90% of cases and
progresses slowly, while the "wet" form causes a rapid decrease in visual acuity.
People with dry-type AMD may be prescribed lenses to improve vision. In cases of
wet AMD, treatment may include low level and photodynamic laser therapy.
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Disease risks

Genetic risk factors
High-risk variants

Low-risk variants

Gene

Variant

Genotype Contribution

Gene

Variant

Genotype Contribution

CFH

rs10737680

A/A

1.01%

ARMS2

rs10490924

G/G

-1.21%

COL8A1

rs13081855

G/T

0.27%

BAIAP2L2

rs8135665

C/C

-0.11%

TNFRSF10

rs13278062

T/T

0.25%

CCDC109B

rs4698775

T/T

-0.089%

ALDH1A2

rs920915

C/C

0.23%

VEGFA

rs943080

C/T

-0.079%

B3GALTL

rs9542236

C/C

0.23%

ADAMTS9/

rs6795735

C/T

-0.064%

rs8017304

A/G

> -0.01%

A

MIR548A2
CYP21A2

rs429608

G/G

0.21%

COL10A1

rs3812111

T/T

0.12%

APOC1

rs4420638

A/A

0.11%

TGFBR1

rs334353

T/T

0.11%

IER3/DDR1

rs3130783

A/A

0.099%

C3

rs2230199

G/G

0.079%

RAD51B
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Disease risks

Alzheimer's disease
Average risk

4.9%

Your risk

6.03%

Alzheimer's is a severe degenerative disease that destroys cells in the nervous
system (neurons), leading to the gradual loss of mental abilities (memory, speech,
logical thinking). This disease is most common in Western Europe and the USA.
There are 500,000 diagnosed cases of Alzheimer's in the UK, which mainly affects
people over 65.
The lifetime prevalence of this disease in the European population for men is 4.9%,
and for women - 7.7%. It is not yet clear what causes Alzheimer's, but researchers
have associated it with the accumulation of abnormally configured protein in the
brain that adhere to each other and damage the connections between neurons. The
first symptoms can often be hard to detect, characterised by forgetfulness and the
inability to remember recent events.
As it progresses, people are not able to recognise familiar objects and start to have
periods of depression, anxiety and total disinterest. Later on, patients experience
hallucinations, delusions and walking problems before ceasing to recognise close
relatives. Alzheimer's is incurable, and patients are administered symptomatic
treatment to ease the condition.
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Disease risks

Genetic risk factors
High-risk variants
Gene

Variant

Low-risk variants
Genotype Contribution

Gene

Variant

Genotype Contribution

-

APOE

e3/e3

-0.48%

BIN1

rs6733839

T/T

1.16%

CR1

rs6656401

A/G

0.5%

MEF2C

rs190982

G/G

-0.45%

PICALM

rs10792832

G/G

0.49%

PTK2B

rs28834970

T/T

-0.37%

MS4A6A

rs983392

A/A

0.42%

HLA-DRB5

rs9271192

A/A

-0.31%

–HLA-DRB1
INPP5D

rs35349669

T/T

0.4%

CD2AP

rs10948363

A/A

-0.27%

NME8

rs2718058

A/A

0.27%

CELF1

rs10838725

T/T

-0.26%

ZCWPW1

rs1476679

T/T

0.27%

CLU

rs9331896

C/T

-0.21%

SLC24A4-R

rs10498633

G/G

0.2%

EPHA1

rs11771145

A/G

-0.19%

CASS4

rs7274581

T/T

0.1%

FERMT2

rs17125944

T/T

-0.13%

SORL1

rs11218343

T/T

0.094%

CD33

rs3865444

A/C

-0.13%

IN3
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Disease risks

Bronchial asthma
Average risk

5.1%

Your risk

6.08%

Bronchial asthma is a chronic inflammatory condition that affects the lungs. It is
characterised by coughing, wheezing, and shortness of breath. According to
Asthma UK, 5.4 million British people have been diagnosed with this condition,
about 1.1 million of which are children.
The lifetime prevalence of this disease in the European population for men is 5.1%,
and for women - 6.4%. Risk factors for asthma include allergens, environment,
genes and infection. Episodes caused by the narrowing of the respiratory tract can
be triggered by exercise, cold air, smoking, stress, chemicals and foods.
Severe attacks may impede the supply of oxygen to the lungs, with a bluish tinge to
the skin and heart palpitations. Asthma is treated with inhalers, but severe attacks
may require hospitalisation.

Genetic risk factors
High-risk variants
Gene

Variant

Low-risk variants
Genotype Contribution

Gene

Variant

Genotype Contribution

HLA-DQB1

rs9273373

G/G

0.94%

CLEC16A

rs62026376

T/T

-1.23%

TLR1

rs4833095

T/T

0.45%

IL33

rs72699186

A/A

-0.41%

TSLP

rs1837253

C/C

0.42%

WDR36

rs1438673

C/T

-0.035%

SMAD3

rs17294280

A/G

0.41%

LRRC32

rs2155219

G/T

-0.027%

IL1RL1

rs10197862

A/A

0.3%

ZBTB10

rs7009110

C/T

0.14%

GSDMA

rs7212938

G/T

0.02%
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Disease risks

Atrial fibrillation
Average risk

3.4%

Your risk

4.11%

Atrial fibrillation is the most common type of arrhythmia (irregular heartbeat). It is
caused by changes in the electrical pulses that cause the atria to contract, pumping
blood into the ventricles. According to the NHS, it affects about 1 million British
people.
The lifetime prevalence of this disease in the European population for men is 3.4%,
and for women - 2.6%. It may occur as a symptom of cardiovascular diseases and
high blood pressure or as a result of alcohol abuse, surgery or an electric shock.
Arrhythmias can occur spontaneously, occasionally or, in some cases, may be
permanent.
This condition can lead to serious complications like poor blood flow and heart
failure. Symptoms include palpitations, chest pain and irregular heartbeat. If left
untreated, it can cause early signs of heart failure like weakness, dizziness and
shortness of breath.
However, some patients remain asymptomatic. Treatment includes medication,
surgery and implantable devices like a pacemaker.

Genetic risk factors
High-risk variants
Gene

Variant

Low-risk variants
Genotype Contribution

Gene

Variant

Genotype Contribution

PRRX1

rs3903239

G/G

0.51%

HCN4

rs7164883

A/A

-0.22%

ESR2

rs1152591

A/A

0.45%

WNT8A

rs2040862

C/C

-0.15%

SYNPO2L

rs10824026

A/A

0.14%

CAV1

rs3807989

A/G

-0.085%

C9orf3

rs10821415

A/C

0.051%
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Disease risks

High blood pressure
Average risk

30%

Your risk

31.78%

Hypertension, also known as high blood pressure, is caused by abnormal pressure
that forces the heart to pump harder to achieve normal blood flow. According to
Public Health England, over 5 million British citizens are unaware that they have
high blood pressure, a condition that is estimated to affect more than a quarter of
the population. The lifetime prevalence of this disease in the European population
for men is 30%, and for women - 28.1%.
For many, it is asymptomatic, which is why there are many undiagnosed cases of
hypertension. The first symptoms are headaches, sleeping problems, irritability,
discomfort in the chest and heart palpitations. In some cases, there may be
dizziness, tinnitus (ringing in the ears), nausea and vomiting.
As the condition progresses, patients experience shortness of breath and,
occasionally, asthma attacks. Treatment requires people to make substantial
lifestyle changes including adopting a healthy diet and getting daily exercise.
Patients must also give up smoking and alcohol while avoiding sources of stress.
These changes should aid weight loss and normalise pressure on the heart. If this
does not work, medication may be prescribed.
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Disease risks

Genetic risk factors
High-risk variants

Low-risk variants

Gene

Variant

Genotype Contribution

Gene

Variant

Genotype Contribution

CSK

rs1378942

C/C

2.13%

CNNM2

rs11191548

C/T

-1.67%

SH2B3

rs3184504

T/T

1.32%

FGF5

rs1458038

C/C

-0.84%

ZNF652

rs12940887

T/T

1.29%

FES

rs2521501

A/A

-0.77%

CACNB2

rs1813353

T/T

1.05%

ARHGAP42

rs633185

C/G

-0.69%

APOM

rs805303

G/G

0.97%

PLEKHA7

rs381815

C/C

-0.65%

ATP2B1

rs17249754

G/G

0.83%

MECOM

rs419076

C/C

-0.59%

CLCN6

rs17367504

A/A

0.67%

GNAS-

rs6015450

A/A

-0.59%

EDN3
C10orf107

rs4590817

G/G

0.65%

JAG1

rs1327235

A/A

-0.58%

CAPZA1

rs2932538

G/G

0.52%

HFE

rs1799945

C/C

-0.57%

GUCY1A3

rs13139571

C/C

0.4%

TBX5-TBX3

rs10850411

C/T

-0.42%

SLC39A8

rs13107325

C/C

0.22%

EBF1

rs11953630

C/T

-0.29%

rs932764

A/G

0.15%

SLC4A7

rs13082711

T/T

-0.29%

NPR3-C5or

rs1173771

A/G

-0.25%

rs7129220

G/G

-0.19%

PLCE1

f23
AMPD3
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Disease risks

Diabetes type II
Average risk

6.25%

Your risk

6.99%

Type II diabetes mellitus is a metabolic disease. It happens when the body becomes
less responsive to insulin, a pancreatic hormone involved in the metabolism of
glucose, causing "insulin resistance". Glucose is an energy source for our cells, but
when the insulin mechanism is not working correctly, glucose can't penetrate cell
membranes and continues to circulate in the blood.
According to the National Institute for Health and Care Excellence (NICE), about 3.5
million British people have been diagnosed, and more than half a million more are
living with undiagnosed type II diabetes. The lifetime prevalence of this disease in
the European population for men is 6.25%, and for women - 4.37%. Symptoms
include thirst, abnormally frequent urination, fatigue, and itching.
Being overweight or obese is considered a risk factor for developing this disease.
Long-term complications include visual disorders, kidney damage and hardening of
the arteries. Treatment in the early stages focuses on diet and moderate exercise.
In later stages, medication may be prescribed to regulate glucose absorption.
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Disease risks

Genetic risk factors
High-risk variants
Gene

Variant

Low-risk variants
Genotype Contribution

Gene

Variant

Genotype Contribution

CDKAL1

rs2328548

A/A

1.49%

TCF7L2

rs7903146

C/C

-1.12%

MC4R

rs12970134

A/A

0.69%

CDKN2A/B

rs10811661

C/T

-0.69%

SLC30A8

rs11558471

A/A

0.5%

ANKRD55

rs459193

A/A

-0.67%

TLE1

rs2796441

G/G

0.35%

BCL11A

rs243088

A/A

-0.54%

COBLL1

rs13389219

C/C

0.33%

ADCY5

rs11708067

A/G

-0.38%

HMG20A

rs7177055

A/A

0.3%

DGKB

rs2191349

G/G

-0.32%

GCK

rs2908289

A/G

0.29%

CCND2

rs11063069

A/A

-0.31%

IGF2BP2

rs7651090

A/G

0.27%

SUGP1

rs10401969

T/T

-0.13%

ANK1

rs516946

C/C

0.25%

GCKR

rs780094

C/T

-0.09%

MTNR1B

rs10830963

C/G

0.24%

ZMIZ1

rs12571751

A/G

-0.027%

KLHDC5

rs10842994

C/C

0.23%

C2CD4A

rs4502156

C/T

-0.026%

BCAR1

rs7202877

T/T

0.15%

PROX1

rs340874

C/T

-0.023%
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Disease risks

Osteoporosis
Average risk

4.3%

Your risk

4.36%

Osteoporosis is a degenerative condition that affects the bones, making them
fragile and increasing the risk of fractures. According to the NHS, it affects over 3
million people in the UK. The lifetime prevalence of this disease in the European
population for men is 4.3%, and for women - 15.4%.
This condition is associated with the lack of calcium, phosphorous and vitamin D.
Risk factors linked to its development include low physical activity, poor nutrition,
smoking and alcoholism. Genetic predisposition and certain illnesses may also
contribute to metabolic changes.
The initial stages are asymptomatic, and it is often diagnosed only after fractures
from minor trauma. As the condition progresses, patients report aching pain in
their bones aggravated by movement. It also affects posture and leads to reduced
height. Treatment is adjusted according to the patient.

Genetic risk factors
High-risk variants
Gene

Variant

Low-risk variants
Genotype Contribution

Gene

Variant

Genotype Contribution

WNT4

rs7521902

A/A

0.52%

SOST

rs4792909

T/T

-0.35%

FAM210A

rs4796995

G/G

0.38%

SHFM1

rs4727338

C/C

-0.21%

C17orf53

rs227584

A/A

0.13%

FUBP3

rs7851693

C/C

-0.15%

WNT16

rs3801387

A/A

0.12%

STARD3NL

rs6959212

C/C

-0.14%

ZBTB40

rs6426749

G/G

0.093%

LRP5

rs3736228

C/C

-0.11%

RPS6KA5

rs1286083

T/T

0.076%

MBL2

rs1373004

G/G

-0.11%

CTNNB1

rs430727

C/T

0.012%

MEPE

rs6532023

G/T

-0.084%

DCDC5

rs163879

C/T

-0.066%

SPTBN1

rs4233949

C/G

-0.065%
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Disease risks

Ulcerative colitis
Average risk

0.17%

Your risk

0.13%

Ulcerative colitis is a chronic inflammation of the large intestine and rectum
characterised by bloody diarrhoea. According to the NHS, it affects about 142,000
people in the UK and is most commonly diagnosed between the age of 15 and 25.
The lifetime prevalence of this disease in the European population for men is
0.173%, and for women - 0.234%.
Researchers have yet to discover the cause of ulcerative colitis, but genes and
infection may play a role. Symptoms include diarrhoea (sometimes bloody),
abdominal cramping, loss of appetite and weight loss. Some patients also present
with anaemia, fever, joint or eye conditions.
Treatment aims to relieve symptoms and maintain a state of remission. Patients
are usually prescribed a high-fibre diet.

41
The following information does not constitute a diagnosis. Discuss your test report with your GP.

Disease risks

Genetic risk factors
High-risk variants
Gene

Variant

Low-risk variants
Genotype Contribution

Gene

Variant

Genotype Contribution

HNF4A

rs6017342

C/C

0.016%

-

rs6426833

G/G

-0.044%

TNFRSF14

rs10797432

C/C

0.013%

-

rs17229285

T/T

-0.022%

NR5A2

rs2816958

G/G

< 0.01%

DLD

rs4380874

C/C

-0.011%

IRF5

rs4728142

A/G

< 0.01%

ITGAL

rs11150589

C/C

-0.011%

PLCL1

rs1016883

G/G

< 0.01%

AMZ1

rs798502

A/C

-0.011%

CALM3

rs1126510

A/G

< 0.01%

SFMBT1

rs9847710

T/T

-0.011%

SLC39A11

rs7210086

A/A

< 0.01%

MAML2

rs483905

G/G

> -0.01%

SLC9A3

rs11739663

T/T

< 0.01%

FAM55A,FA

rs561722

C/T

> -0.01%

rs6088765

G/T

> -0.01%

M55D
-

rs4722672

C/T

< 0.01%

CHP1

rs28374715

A/A

< 0.01%

ZFP90

rs1728785

C/C

< 0.01%

C5orf66

rs254560

A/G

< 0.01%

PROCR
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Disease risks

Obesity
Average risk

37.9%

Your risk

37.82%

Obesity is a disease characterised by excess fat. According to the NHS, 1 in every 4
British adults and 1 in 5 children aged 10 to 11 are obese. This condition affects
over 500 million people worldwide.
The lifetime prevalence of this disease in the European population for men is
37.9%, and for women - 41.1%. It is mainly associated with unhealthy lifestyle
choices like malnutrition (e.g., high in refined sugar, fats, etc.) and low physical
activity. In some cases, it may associated with existing medical conditions like type
II diabetes, Cushing's syndrome and hypothyroidism.
In the first stage of obesity, patients experience shortness of breath, fatigue,
excessive sweating, constipation and bloating. It progresses as fat accumulates in
the abdominal cavity, compressing and lifting the diaphragm until breathing
becomes difficult. Bloating after meals and swollen limbs in the evening are also
common complaints.
As the condition worsens, patients may stop leaving the house, requiring care. The
most effective treatment for obesity is diet, regular physical exercise and
medication.
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Disease risks

Genetic risk factors
High-risk variants

Low-risk variants

Gene

Variant

Genotype Contribution

Gene

Variant

Genotype Contribution

FTO

rs8043757

T/T

5.79%

GPRC5B

rs11639988

G/G

-5.67%

SEC16B

rs633715

C/C

4.31%

TMEM18

rs6711012

G/C

-2.52%

ZZZ3

rs17381664

C/C

2.46%

ETV5

rs1516725

T/C

-2.38%

SH2B1

rs7498665

G/G

1.9%

NRXN3

rs7141420

C/C

-1.89%

NEGR1

rs7531118

C/C

1.77%

MC4R

rs538656

G/G

-1.6%

TFAP2B

rs2206277

C/T

1.7%

LINGO2

rs1412239

C/C

-1.58%

C5orf37

rs2112347

T/T

1.49%

LOC144233

rs7138803

G/G

-1.55%

ADCY9

rs2531995

T/T

1.24%

TRIM66

rs11042023

T/T

-1.5%

BDNF

rs2030323

C/C

1.11%

RABEP2,S

rs7184597

C/C

-1.49%

H2B1
GIPR

rs1800437

G/G

1.07%

FANCL

rs887912

C/C

-1.27%

MAP2K5

rs8028313

C/C

0.6%

TNNI3K

rs1514177

G/G

-0.99%

GNPDA2

rs10938397

A/G

0.36%

OLFM4

rs9568867

G/G

-0.87%

ADCY3,PO

rs10182181

A/G

0.14%

MRPS33P4

rs13041126

C/T

-0.61%

rs7989336

G/A

0.12%

HNF4G

rs4735692

G/A

-0.22%

MC
HS6ST3
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Disease risks

Parkinson's disease
Average risk

1.54%

Your risk

1.34%

Parkinson's is a degenerative disease of the nervous system, characterised by rigid
muscles, trembling and slowness of movement. According to Parkinson's UK, this
condition affects 1 in 500 people. It is mainly detected in men and people over 50.
It is caused by the body's inability to produce dopamine that is responsible for
functions like movement. The lifetime prevalence of this disease in the European
population for men is 1.535%, and for women - 1.267%. It is not yet understood
what causes this disease, but ageing, genetic predisposition and external factors
are risk factors.
Symptoms include twitching of the fingers followed by constrained and frozen
movements, unreactive facial expression with the mouth slightly open, stooped
posture and a shuffling gait. Speech can be slow, inexpressive, quiet and hard to
understand. Parkinson's also affects the organs, causing low blood pressure,
incontinence, constipation and sexual dysfunction.
Dementia develops in 50% of patients. Lifelong treatment is required with a focus
on exercise to maintain maximal motor capacities.

Genetic risk factors
High-risk variants
Gene

Variant

Low-risk variants
Genotype Contribution

Gene

Variant

Genotype Contribution

PARK16

rs947211

G/G

0.12%

HIP1R

rs10847864

G/G

-0.13%

MCCC1

rs11711441

G/G

0.057%

LRRK2

rs1491942

C/G

-0.096%

BST1

rs11724635

A/C

0.028%

STK39

rs2390669

A/A

-0.095%

ITGA8

rs7077361

T/T

0.022%

DGKQ

rs11248060

C/C

-0.062%

SNCA

rs356219

A/G

-0.028%

rs76763715

T/T

> -0.01%

GBA
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Disease risks

Migraine
Average risk

7.6%

Your risk

7.16%

Migraine is a chronic neurological disease characterised by episodes of severe pain
on one side of the head. It occurs in almost 15% of adults, most of whom are
women under 30. Predisposition to migraines is inherited through the mother.
Episodes can be provoked by stress, certain foods (cheese, chocolate, red wine),
alcohol, bright light, contraceptives, menstruation and lack of or too much sleep.
Flashing images on TV or computer screens have also been linked to migraines.
Pain can involve the upper jaw, eyes, neck, causing a pulsating sensation that is
increased by strong smells and loud noises.
Nausea, heaviness, stomach cramps, disorientation, dizziness and vomiting are
often associated with episodes. Treatment focuses on prevention by recognising
and avoiding triggers.

Genetic risk factors
High-risk variants
Gene

Variant

Low-risk variants
Genotype Contribution

Gene

Variant

Genotype Contribution

-

rs1572668

G/G

0.28%

-

rs10218452

A/A

-0.32%

KCNK5

rs10456100

C/T

0.17%

-

rs10895275

T/T

-0.18%

TRPM8

rs10166942

T/T

0.17%

-

rs6791480

C/C

-0.17%

-

rs1925950

A/G

0.13%

-

rs4910165

G/C

-0.15%

ASTN2

rs6478241

G/A

0.09%

RNF213

rs17857135

T/T

-0.14%

-

rs12260159

G/G

0.077%

LRP1

rs11172113

T/C

-0.13%

MPPED2

rs11031122

T/T

-0.13%

PHACTR1

rs9349379

A/G

-0.097%

-

rs10786156

C/G

-0.039%
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Disease risks

Gout
Average risk

3.97%

Your risk

3.28%

Gout is a condition characterised by the presence of urates (stones) or uric acid in
various tissues, most frequently the joints. According to the NHS, 1–2 people in
every 100 British citizens are affected by gout. It is usually diagnosed in middleaged people (40–50 y.o.) and is most common in men.
The lifetime prevalence of this disease in the European population for men is
3.97%, and for women - 1.05%. It is caused by kidney dysfunction, which allows uric
acid to enter the blood stream, thus accumulating in other parts of the body
(especially the joint). The first symptom is swollen, red and tender joints.
Uric acid stones may accumulate in the kidneys, leading to recurrent infections
(pyelonephritis). Treatment includes medication and a diet low in purines and
alcohol.
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Disease risks

Genetic risk factors
High-risk variants
Gene

Variant

Low-risk variants
Genotype Contribution

SLC2A9

rs12498742

A/A

0.6%

ORC4

rs2307394

C/C

VEGFA

rs729761

TRIM46

Gene

Variant

Genotype Contribution

ABCG2

rs2231142

G/G

-0.54%

0.29%

SLC22A11

rs2078267

T/T

-0.45%

G/G

0.28%

SFMBT1

rs6770152

T/T

-0.32%

rs11264341

C/C

0.24%

BAZ1B

rs1178977

A/G

-0.29%

INHBC

rs3741414

C/C

0.22%

STC1

rs17786744

A/A

-0.22%

QRICH2

rs164009

A/A

0.2%

SLC16A9

rs1171614

C/T

-0.19%

rs17632159

G/G

0.2%

PRKAG2

rs10480300

C/C

-0.17%

ATXN2

rs653178

C/C

0.18%

RREB1

rs675209

C/C

-0.17%

PDZK1

rs1471633

T/T

0.11%

HNF4G

rs2941484

C/C

-0.12%

GCKR

rs1260326

C/T

0.068%

A1CF

rs10821905

G/G

-0.11%

HLF

rs7224610

A/C

0.021%

IGF1R

rs6598541

G/G

-0.1%

INHBB

rs17050272

G/G

-0.089%

NFAT5

rs7193778

T/T

-0.084%

UBE2Q2

rs1394125

G/G

-0.071%

MAF

rs7188445

A/G

-0.063%

SLC17A1

rs1165151

G/T

-0.051%

OVOL1

rs642803

C/T

-0.039%

NRXN2

rs478607

A/A

-0.034%

TMEM171

48
The following information does not constitute a diagnosis. Discuss your test report with your GP.

Disease risks

Atopic dermatitis
Average risk

10.6%

Your risk

8.32%

Atopic dermatitis, also known as eczema, is a chronic allergic condition
characterised by a rash. According to the Primary Care Dermatology Society and
the British Association of Dermatologists, this condition affects 15–20% of children
and 2–10% of adults in the UK. The lifetime prevalence of this disease in the
European population for men is 10.6%, and for women - 16.3%.
Atopic dermatitis can be caused by genetic predisposition that induces a
hyperactive response to allergens in the body, which can be triggered by plant
pollen, house dust, animal dander, various foods, household cleaning products and
more. The first symptom is dry and itchy skin, followed by swelling and a rash of
weeping red spots that may bleed and get infected. Treatment focuses on
preventing the allergic reaction.

Genetic risk factors
High-risk variants
Gene

Variant

Low-risk variants
Genotype Contribution

Gene

Variant

Genotype Contribution

ATF6B

rs12153855

T/T

0.83%

RAD50

rs6871536

T/T

-1.27%

TNXB

rs13199524

C/C

0.63%

RAD50/IL1

rs2158177

A/A

-1.1%

3
C6orf48

rs9368699

T/T

0.62%

C11orf30

rs7130588

A/A

-1%

IL13

rs1295686

C/T

0.25%

MICA

rs2251396

G/G

-0.95%

LRRC32

rs2155219

G/T

-0.29%
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Disease risks

Urolithiasis
Average risk

5.5%

Your risk

4.84%

Urolithiasis is caused by the formation of stones in the urinary organs (kidneys,
urethra, bladder). It occurs in about 13% of the population, most often in people of
working age (25–50 years old). It is caused by a metabolic disorder leading to the
formation of insoluble salts - urates, phosphates, oxalates – that turn into calculi
(stones).
Symptoms include pain, blood in the urine and discomfort when urinating. The pain
is severe and localised in the left or right lumbar region spreading downstream of
the ureter into the pelvis and groin. Symptoms can be triggered by motion,
changing position or physical exercise. Treatment is usually by contact endoscopic
lithotripsy (minimally invasive method of grinding stones) or sonication.

Genetic risk factors
High-risk variants
Gene

RGS14

Variant

rs12654812

Low-risk variants
Genotype Contribution

G/A

Gene

0.1%

Variant

Genotype Contribution

-

rs7627468

G/G

-0.41%

ALPL

rs1256328

C/C

-0.36%
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Disease risks

Gallstones
Average risk

6.7%

Your risk

5.86%

Gallstones, a condition called cholelithiasis, are defined as the accumulation of
calculi in the bile duct and gallbladder. According to the NHS, about 1 in 10 British
people have gallstones but not everyone develops symptoms. It is more common in
women.
Risk factors include overweight or obesity, genetic predisposition and congenital
anomalies as well as chronic diseases like hepatitis with liver cirrhosis, haemolytic
anaemia, diabetes type II and Crohn's disease. Pregnant women and people with
diets that are rich in meat and fat are more at risk of developing gallstones as are
people undergoing long-term intravenous feeding and those on certain types of
medication. Clinical symptoms usually only emerge 5 years after the stones have
formed.
Patients report recurrent bouts of pain in the right upper quadrant and epigastric
region, that occurs or worsens after a rich meal. It is often accompanied by
weakness, malaise, bloating, belching and stool changes. Some patients report
heart pain.
Acute episodes manifest with nausea and vomiting. In some cases, there may
jaundice, itching, dark urine and a high temperature. Treatment may be
conservative or surgical depending on the severity of the condition.

Genetic risk factors
Low-risk variants
Gene

ABCG5

Variant

rs11887534

Genotype Contribution

G/G

-0.84%
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Hereditary diseases

Hereditary
diseases

Hereditary diseases

Hereditary diseases

Hereditary diseases are significantly influenced by genetic make-up, which is why
some babies already have symptoms inside their mother's womb. On the other
hand, external factors like diet and environment are not involved in, or have a
minimal impact on, the emergence of a hereditary disease.
This section describes the results for specific genetic variants associated with
hereditary conditions. Many of these conditions are recessive which means that
they are developed only when you have both variants of the gene inherited from
your parents. If you inherited only one variant of a gene, you are the carrier of the
disease. Carriers usually do not develop the disease but their children can inherit
respective gene variant. Please, remember that the polymorphisms studied in the
test cover only a certain subset of possible variants that can be related with the
condition. You may have other polymorphisms not covered by these reports.
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Hereditary diseases

List of screened hereditary diseases
Name

Status

Lattice Corneal Dystrophy, Type 1

No identified
mutations

Lattice Corneal Dystrophy, Type 3A

No identified
mutations

Autosomal Recessive Optic Atrophy

No identified
mutations

Transthyretin-Related Hereditary Amyloidosis

No identified
mutations

Beta-Thalassemia

No identified
mutations

Krabbe Disease

No identified
mutations

Pompe Disease

No identified
mutations

Congenital Amegakaryocytic Thrombocytopenia

No identified
mutations

Glutaric Acidemia, Type I

No identified
mutations

Prekallikrein Deficiency

No identified
mutations

Holocarboxylase Synthetase Deficiency

No identified
mutations

Congenital Factor XI Deficiency

No identified
mutations

Biotinidase Deficiency

No identified
mutations

Rh-null Syndrome

No identified
mutations

McKusick-Kaufman Syndrome

No identified
mutations

Long QT Syndrome 1

No identified
mutations

Autosomal Recessive Spastic Ataxia of Charlevoix-Saguenay

No identified
mutations
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Hereditary diseases

Name

Status

Ataxia Telangiectasia

No identified
mutations

Tyrosinemia, Type 1

No identified
mutations

Classical Homocystinuria

No identified
mutations

Homocystinuria, Type cblE

No identified
mutations

Stargardt Disease, Type 1

No identified
mutations

Glycogen Storage Disease, Type IA

No identified
mutations

Glycogen Storage Disease, Type IB

No identified
mutations

Nonsyndromic Deafness, DFNB1

No identified
mutations

Nonsyndromic Deafness, DFNB59

No identified
mutations

Nonsyndromic Deafness, DFNB9

No identified
mutations

X-linked Deafness, Type 1

No identified
mutations

X-linked Deafness, Type 4

No identified
mutations

Autosomal Dominant Deafness, Type 2B

No identified
mutations

Autosomal Dominant Deafness, Type 3A

No identified
mutations

Autosomal Recessive Deafness, Type 1A

No identified
mutations

Autosomal Recessive Deafness, Type 2

No identified
mutations

Autosomal Recessive Deafness, Type 3

No identified
mutations

Autosomal Recessive Deafness, Type 4

No identified
mutations
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Hereditary diseases

Name

Status

Marfan Syndrome, Type 2

No identified
mutations

Short QT Syndrome 3

No identified
mutations

Leber Congenital Amaurosis 1

No identified
mutations

Leber Congenital Amaurosis 2

No identified
mutations

Leber Congenital Amaurosis 3

No identified
mutations

Leber Congenital Amaurosis 4

No identified
mutations

Leber Congenital Amaurosis 5

No identified
mutations

Leber Congenital Amaurosis 6

No identified
mutations

Leber Congenital Amaurosis 7

No identified
mutations

Leber Congenital Amaurosis 8

No identified
mutations

Leber Congenital Amaurosis 9

No identified
mutations

Leber Congenital Amaurosis 10

No identified
mutations

Leber Congenital Amaurosis 11

No identified
mutations

Leber Congenital Amaurosis 13

No identified
mutations

Leber Congenital Amaurosis 15

No identified
mutations

Leber Congenital Amaurosis 16

No identified
mutations

Leber Congenital Amaurosis 17

No identified
mutations

Epithelial Basement Membrane Corneal Dystrophy

No identified
mutations
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Hereditary diseases

Name

Status

Fuchs Endothelial Corneal Dystrophy 6

No identified
mutations

Fuchs Endothelial Corneal Dystrophy 8

No identified
mutations

Autoimmune Polyendocrine Syndrome, Type 1

No identified
mutations

Von Willebrand Disease, Type 1

No identified
mutations

Niemann-Pick Disease, Type A

No identified
mutations

Niemann-Pick Disease, Type B

No identified
mutations

Niemann-Pick Disease, Type C1

No identified
mutations

Niemann-Pick Disease, Type C2

No identified
mutations

Cleft Lip and Cleft Palate (Orofacial Cleft 11)

No identified
mutations

Cleft Lip and Cleft Palate (Orofacial Cleft 5)

No identified
mutations

Congenital Stationary Night Blindness 1A

No identified
mutations

Congenital Stationary Night Blindness 1B

No identified
mutations

Congenital Stationary Night Blindness 1C

No identified
mutations

Congenital Stationary Night Blindness 1E

No identified
mutations

Congenital Stationary Night Blindness 1F

No identified
mutations

Congenital Stationary Night Blindness 2A

No identified
mutations

Congenital Stationary Night Blindness 2B

No identified
mutations

Classic Galactosemia

No identified
mutations
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Hereditary diseases

Name

Status

Galactosemia, Type II

No identified
mutations

Galactosemia, Type III

No identified
mutations

Haemochromatosis, Type 1

No identified
mutations

Haemochromatosis, Type 2A

No identified
mutations

Haemochromatosis, Type 2B

No identified
mutations

Haemochromatosis, Type 3

No identified
mutations

Haemochromatosis, Type 4

No identified
mutations

3-Methylcrotonyl-CoA Carboxylase 1 Deficiency

No identified
mutations

3-methylcroTonyl-CoA Carboxylase 2 Deficiency

No identified
mutations

2-methylbutyryl-CoA Dehydrogenase Deficiency

No identified
mutations

Isobutyryl-CoA Dehydrogenase Deficiency

No identified
mutations

Methylmalonic Aciduria Due To Methylmalonyl-CoA Epimerase
Deficiency

No identified
mutations

Methylmalonic Acidemia, Type cblA

No identified
mutations

Methylmalonic Acidemia, Type cblB

No identified
mutations

Methylmalonic Aciduria With Homocystinuria, Type cblC

No identified
mutations

Non-Responsive To B12 Therapy Methylmalonic Acidemia,
Mut(0) Type

No identified
mutations

Hereditary Breast Cancer

No identified
mutations

Hereditary Spherocytosis 1

No identified
mutations
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Hereditary diseases

Name

Status

Hereditary Spherocytosis 4

No identified
mutations

Hereditary Spherocytosis 5

No identified
mutations

Pseudovitamin D Deficiency Rickets, Type 1A

No identified
mutations

Pseudovitamin D Deficiency Rickets, Type 1B

No identified
mutations

Crigler–Najjar Syndrome 1

No identified
mutations

Crigler–Najjar Syndrome 2

No identified
mutations

Citrullinemia, Type I

No identified
mutations

Adult-Onset Citrullinemia, Type II

No identified
mutations

Autosomal Recessive Epidermolysis Bullosa

No identified
mutations

Epidermolysis Bullosa Combined With Localized Absence Of
Skin and Nail Deformation

No identified
mutations

Junctional Epidermolysis Bullosa, Herlitz Type

No identified
mutations

Junctional with Pyloric Atresia Epidermolysis Bullosa

No identified
mutations

Epidermolysis Bullosa Pruriginosa

No identified
mutations

Localized Epidermolysis Bullosa

No identified
mutations

Autosomal Recessive Epidermolysis Bullosa Simplex, Type 1

No identified
mutations

Autosomal Recessive Epidermolysis Bullosa Simplex, Type 2

No identified
mutations

Epidermolysis Bullosa Simplex With Pyloric Atresia

No identified
mutations

Adrenogenital Syndrome Due To 17-Alpha-Hydroxylase
Deficiency

No identified
mutations
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Hereditary diseases

Name

Status

Adrenogenital Syndrome Due To 21-Hydroxylase Deficiency

No identified
mutations

Adrenogenital Syndrome Due To 3-beta Hydroxysteroid
Dehydrogenase Deficiency

No identified
mutations

Adrenogenital Syndrome Due To Cytochrome P450
Oxidoreductase Deficiency

No identified
mutations

Lipoid Congenital Adrenal Hyperplasia

No identified
mutations

Adrenogenital Syndrome Due To 11-Beta-Hydroxylase
Deficiency

No identified
mutations

Limb-Girdle Muscular Dystrophy, Type 2D

No identified
mutations

Limb-Girdle Muscular Dystrophy, Type 2E

No identified
mutations

Limb-Girdle Muscular Dystrophy, Type C

No identified
mutations

Mucolipidosis, Type II

No identified
mutations

Mucolipidosis, Type III Alpha/Beta

No identified
mutations

Mucolipidosis, Type III Gamma

No identified
mutations

Mucolipidosis, Type IV

No identified
mutations

Osteogenesis Imperfecta, Type VI

No identified
mutations

Osteogenesis Imperfecta, Type VII

No identified
mutations

Osteogenesis Imperfecta, Type VIII

No identified
mutations

Osteogenesis Imperfecta, Type IX

No identified
mutations

Osteogenesis Imperfecta, Type X

No identified
mutations

Osteogenesis Imperfecta, Type XI

No identified
mutations
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Hereditary diseases

Name

Status

Osteogenesis Imperfecta, Type XIII

No identified
mutations

Osteogenesis Imperfecta, Type XV

No identified
mutations

Retinitis Pigmentosa, Type 4

No identified
mutations

Retinitis Pigmentosa, Type 12

No identified
mutations

Retinitis Pigmentosa, Type 20

No identified
mutations

Retinitis Pigmentosa, Type 26

No identified
mutations

Retinitis Pigmentosa, Type 28

No identified
mutations

Retinitis Pigmentosa, Type 38

No identified
mutations

Retinitis Pigmentosa, Type 49

No identified
mutations

Retinitis Pigmentosa, Type 50

No identified
mutations

Retinitis Pigmentosa, Type 56

No identified
mutations

Retinitis Pigmentosa, Type 59

No identified
mutations

Retinitis Pigmentosa, Type 68

No identified
mutations

Retinitis Pigmentosa, Type 69

No identified
mutations

Usher Syndrome, Type I

No identified
mutations

Usher Syndrome, Type III

No identified
mutations

Ehlers-Danlos Syndrome, Type 3

No identified
mutations

Ehlers-Danlos Syndrome, Type 6

No identified
mutations
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Hereditary diseases

Name

Status

Autosomal Recessive Ehlers-Danlos Syndrome, Type 4

No identified
mutations

Autosomal Recessive Ehlers-Danlos Syndrome, Type 7

No identified
mutations

Nephrotic Syndrome, Type 1

No identified
mutations

Nephrotic Syndrome, Type 2

No identified
mutations

Nephrotic Syndrome, Type 3

No identified
mutations

Nephrotic Syndrome, Type 4

No identified
mutations

Nephrotic Syndrome, Type 5

No identified
mutations

Nephrotic Syndrome, Type 9

No identified
mutations

Maple Syrup Urine Disease, Type 1A

No identified
mutations

Maple Syrup Urine Disease, Type 1B

No identified
mutations

Waardenburg Syndrome, Type 2A

No identified
mutations

D-Bifunctional Protein Deficiency

No identified
mutations

GM1-Gangliosidosis

No identified
mutations

GRACILE Syndrome

No identified
mutations

Fanconi Anaemia

No identified
mutations

Autosomal Recessive Polycystic Kidney Disease

No identified
mutations

Wilson Disease

No identified
mutations

Gaucher Disease

No identified
mutations
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Hereditary diseases

Name

Status

Canavan disease

No identified
mutations

Salla Disease

No identified
mutations

Tay-Sachs Disease

No identified
mutations

Congenital Disorder Of Glycosylation, Type 1a

No identified
mutations

Familial Hyperinsulinism ABCC8-related

No identified
mutations

Haemophilia A

No identified
mutations

Alström Syndrome

No identified
mutations

Hypertrophic Cardiomyopathy MYBPC3-related

No identified
mutations

3-hydroxy-3-methylglutaryl-CoA Lyase Deficiency

No identified
mutations

Argininosuccinate Lyase Deficiency

No identified
mutations

Beta-Ketothiolase Deficiency

No identified
mutations

Glucose-6-Phosphate-Dehydrogenase Deficiency

No identified
mutations

Familial Lipoprotein Lipase Deficiency

No identified
mutations

Prothrombin Deficiency

No identified
mutations

Factor V Deficiency

No identified
mutations

Combined Deficiency of Vitamin K-Dependent Clotting Factors,
2

No identified
mutations

Cystic fibrosis

No identified
mutations

Mucopolysaccharidosis, Type I

No identified
mutations
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Hereditary diseases

Name

Status

Hereditary Fructose Intolerance

No identified
mutations

Agenesis Of The Corpus Callosum With Peripheral Neuropathy

No identified
mutations

Neuronal Ceroid Lipofuscinosis CLN5-Related

No identified
mutations

PPT1-related Neuronal Ceroid Lipofuscinosis

No identified
mutations

Primary Hyperoxaluria, Type 2

No identified
mutations

Systemic Primary Carnitine Deficiency

No identified
mutations

Familial Mediterranean Fever

No identified
mutations

Permanent Neonatal Diabetes Mellitus

No identified
mutations

Propionic Acidemia

No identified
mutations

Rhizomelic Chondrodysplasia Punctata, Type 1

No identified
mutations

Familial Dysautonomia

No identified
mutations

Bardet-Biedl Syndrome

No identified
mutations

Bartter Syndrome, Type 4a

No identified
mutations

Bloom Syndrome

No identified
mutations

Werner Syndrome

No identified
mutations

Dubin-Johnson Syndrome

No identified
mutations

Peutz-Jeghers Syndrome

No identified
mutations

Pendred Syndrome

No identified
mutations
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Hereditary diseases

Name

Status

Zellweger Syndrome

No identified
mutations

Leigh Syndrome, French-Canadian Type

No identified
mutations

Cerebrotendinous Xanthomatosis

No identified
mutations

Acrodermatitis Enteropathica

No identified
mutations

Medium Chain Acyl-CoA Dehydrogenase Deficiency

No identified
mutations

Torsion Dystonia

No identified
mutations

Sandhoff Disease

No identified
mutations

Sjogren-Larsson Syndrome

No identified
mutations

Nijmegen Breakage Syndrome

No identified
mutations

65
The following information does not constitute a diagnosis. Discuss your test report with your GP.

Nutrition

Nutrition

Nutrition

Nutrition

Food is composed of macronutrients (protein, fat, carbohydrate) and micronutrients
(vitamins, minerals).
The cells of the body obtain energy from carbohydrates and use proteins and fats
as building blocks. Vitamins and minerals are essential for binding nutrients and
essential bodily functions. Micronutrients direct the entire "orchestra" of our
metabolism. Nutrients must fulfill important requirements in terms of energy and
cell renewal.
Everybody has a different metabolic profile that they inherited from their ancestors.
This means that we all have different needs in terms of macro and micronutrients.
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Metabolism

Metabolism

Metabolism

Metabolism
Trait

Result

Caffeine metabolism

People with your genotype usually take longer to neutralise
caffeine
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Metabolism

Caffeine metabolism
Your genotype is not associated with the ability to overcome the effects of
caffeine quickly: you may experience side effects if you consume large
amounts of coffee.
Caffeine stimulates the central nervous system, strengthens heart function and
dilates the blood vessels. In the absence of any medical contraindications,
moderate daily consumption of coffee is safe. In fact, caffeine has been shown to
reduce the risk of developing diseases like Alzheimer's and schizophrenia.
In some cases, people who drink coffee regularly may experience symptoms like
irritability, insomnia, headaches and heart rate disturbances. This stimulant is
present in many beverages, not just coffee, but also tea and energy drinks.

Identified variants
Gene

Variant

Your genotype

CYP1A2

rs762551

C/C
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Vitamins and minerals

Vitamins and
minerals

Vitamins and minerals

Vitamins and minerals
Trait

Result

Arachidonic acid
(omega-6)

You are not predisposed to below-average arachidonic acid
levels (omega-6)

Docosatetraenoic acid
(omega-6)

You are not predisposed to below-average levels of
docosatetraenoic acid (omega-6)

Iron

You are predisposed to below-average iron levels

Vitamin B5

People with your genotype usually have higher-than-average
vitamin B5 levels

Alpha-linolenic acid
(omega-3)

You are predisposed to below-average alpha-linolenic acid
levels (omega-3)

Vitamin A

You are predisposed to below-average vitamin A levels

Gamma-linolenic acid
(omega-6)

You are not predisposed to below-average levels of gammalinolenic acid (omega-6)

Vitamin E

People with your genotype usually have average vitamin E
levels

Calcium

You are predisposed to above-average calcium levels

Linoleic acid (omega-6)

You are predisposed to below-average levels of linoleic acid
(omega-6)

Eicosapentaenoic acid
(omega-3)

You are not predisposed to below-average levels of
eicosapentaenoic acid (omega-3)

Docosapentaenoic acid
(omega-3)

You are not predisposed to below-average docosapentaenoic
acid levels (omega-3)
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Vitamins and minerals

Trait

Result

Docosahexaenoic acid
(omega-3)

You are not predisposed to below-average docosahexaenoic
acid levels (omega-3)

Vitamin B6

People with your genotype usually have average vitamin B6
levels
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Vitamins and minerals

Arachidonic acid (omega-6)
Your combination of FADS1 and NTAN1 gene variants is not associated with
lower arachidonic acid levels in the blood. Remember, above-average
levels of omega-6s may have a negative impact on health.
Arachidonic acid is an omega-6 polyunsaturated fatty acid. Such fatty acids play an
important role in the body’s metabolism, but the body is not able to synthesise
them from simpler substances. Instead, they are obtained through a person's diet.
However, omega-6s and omega-3s perform different functions: scientists believe
that omega-6s may have pro-inflammatory properties, while omega-3s act as antiinflammatory agents. Inflammation is a process that allows the body to fight
infections, but chronic inflammation is associated with emergence of other
diseases. Research indicates that diets that are high in omega-6 and low in
omega-3 may have consequences for health.
On the other hand, a balanced intake of both these fatty acids is beneficial for the
body. Sources of arachidonic acid include fatty meats, liver, herring, salmon and
cod. Polyunsaturated fatty acids protect the skin from the harmful effects of
sunlight and oxidative stress.
They also contribute to wound healing and stimulate the apoptosis (e.g.,
destruction) of malignant cells. These functions help protect against conditions like
atopic dermatitis, psoriasis, acne and malignant skin growths. Arachidonic acid
levels are not only dependent on diet, but also on genetic factors that influence how
the body metabolises it.

Identified variants
Gene

Variant

Your genotype

MYRF

rs174535

T/T

PDXDC1,NTAN1,LOC1

rs16966952

G/G

02724985
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Vitamins and minerals

Docosatetraenoic acid (omega-6)
Your variant of the FADS1 gene is not associated with lower levels of
docosatetraenoic acid in the blood. Remember, above-average levels of
omega-6s may have a negative impact on health.
Docosatetraenoic acid is an omega-6 polyunsaturated fatty acid. Such fatty acids
play an important role in the body’s metabolism, but the body is not able to
synthesise them from simpler substances. Instead, they are obtained through a
person's diet.
However, omega-6s and omega-3s perform different functions: scientists believe
that omega-6s may have pro-inflammatory properties, while omega-3s act as antiinflammatory agents. Inflammation is a process that allows the body to fight
infections, but chronic inflammation is associated with emergence of other
diseases. Research indicates that diets that are high in omega-6 and low in
omega-3 may have consequences for health.
On the other hand, a balanced intake of both these fatty acids is beneficial for the
body. Sources of docosatetraenoic acid include meat, liver, and chicken eggs.
Polyunsaturated fatty acids protect the skin from the harmful effects of sunlight
and oxidative stress.
They also contribute to wound healing and stimulate the apoptosis (e.g.,
destruction) of malignant cells. These functions help protect against conditions like
atopic dermatitis, psoriasis, acne and malignant skin growths. Docosatetraenoic
acid levels are not only dependent on diet, but also on genetic factors that influence
how the body metabolises it.

Identified variants
Gene

Variant

Your genotype

FADS1

rs174550

T/T
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Vitamins and minerals

Iron
Your genotype is associated with below-average iron levels that can lower
haemoglobin blood concentrations and affect oxygen flow to the tissues.
Iron is a component of haemoglobin, a protein in red blood cells that transports
oxygen to the tissues and organs. It is also present in other proteins that are
involved in cellular respiration. Even mild changes in iron levels can have serious
consequences.
Too much can cause nausea, vomiting and damage red blood cells, leading to
anaemia. Iron deficiency prevents enough oxygen from being transported, causing
shortness of breath and low haemoglobin levels. Symptoms of this condition
include headaches, weakness, pallor and dry skin.
This micronutrient is particularly important for children and both menstruating and
pregnant women. Most iron comes from the diet. Sources include meat, eggs,
legumes, grains and vegetables.

Identified variants
Gene

Variant

Your genotype

TFR2

rs7385804

A/C

TMPRSS6

rs4820268

A/G

LOC108783645,HFE

rs1799945

C/C
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Vitamins and minerals

Vitamin B5
Your genotype is associated with an elevated blood concentration of vitamin
B5.
Vitamin B5 (pantothenic acid) is responsible for regulating levels of fats,
carbohydrates and amino acids in the body. It helps regulate the immune system
and facilitates the absorption of other vitamins. B5 is even known to stimulate
peristalsis (contractions of the gut during digestion).
Vitamin B5 deficiency affects the metabolism, causing dermatitis, hair loss and
discoloration as well as increased stomach acidity, which is associated with
illnesses of the gastrointestinal tract. Sources of vitamin B5 include yeasts, fruit,
nuts, pulses and meat.

Identified variants
Gene

Variant

Your genotype

SLC5A6

rs1395

A/A
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Vitamins and minerals

Alpha-linolenic acid (omega-3)
Your variant of the FADS1 gene is associated with lower levels of alphalinolenic acid in the blood. Remember, below-average levels of omega-3s
may have a negative impact on health.
Alpha-linolenic acid (i.e., ALA) is an omega-3 polyunsaturated fatty acid. Omega-3s
play a important role in the body’s metabolism, but the body is not able to
synthesise them from simpler substances. Instead, they are obtained through a
person's diet.
In particular, alpha-linolenic acid can be found in foods such as vegetable oils,
walnuts and pumpkin seeds. Like other omega-3s, ALA has a significant impact on
skin health: many studies have shown that polyunsaturated fatty acids protect the
skin from the harmful effects of sunlight and oxidative stress. They also inhibit the
work of pro-inflammatory agents, contribute to wound healing and stimulate the
apoptosis (e.g., destruction) of malignant cells.
These functions help protect against conditions like atopic dermatitis, psoriasis,
acne and malignant skin growths. Alpha-linolenic acid levels are not only
dependent on diet, but also on genetic factors that influence how the body
metabolises it.

Identified variants
Gene

Variant

Your genotype

FADS1

rs174547

T/T
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Vitamins and minerals

Vitamin A
Your genetic profile may increase the risk of vitamin A deficiency.
Symptoms include poor night vision, dry skin and cracks in the corners of
the mouth.
Vitamin A (retinol) is responsible for the integrity of the integumentary system (e.g.,
skin, bones), sex hormone production and rhodopsin synthesis. The latter is
pigment found in the retina that helps see in dark conditions. Prominent vitamin A
deficiency can have severe consequences like asthma, night blindness, heart
disease and increased susceptibility to infection.
Symptoms of the beginning deficiency include dry skin and cracks in the corners of
the mouth. Hypervitaminosis, excess levels of vitamin A, can lead to liver damage
with symptoms like headaches and jaundice. During pregnancy, it is important to
monitor vitamin A levels because it can affect the foetus.
This vitamin is fat-soluble, meaning the body needs fats to absorb it. Common
sources of retinol include liver and oily fish, fish roe, butter, sour cream, milk,
cheese, cottage cheese, egg yolk, spinach, spring onions, bell peppers, broccoli,
grapes, apples and carrots.

Identified variants
Gene

Variant

Your genotype

FFAR4

rs10882272

T/C

-

rs1667255

A/A
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Vitamins and minerals

Gamma-linolenic acid (omega-6)
Your combination of FADS1 and NTAN1 genes is not associated with lower
levels of gamma-linolenic acid in the blood. Remember, above-average
levels of omega-6s may have a negative impact on health.
Gamma-linolenic acid is an omega-6 polyunsaturated fatty acid. Such fatty acids
play an important role in the body’s metabolism, but the body is not able to
synthesise them from simpler substances. Instead, they are obtained through a
person's diet.
However, omega-6s and omega-3s perform different functions: scientists believe
that omega-6s may have pro-inflammatory properties, while omega-3s act as antiinflammatory agents. Inflammation is a process that allows the body to fight
infections, but chronic inflammation is associated with emergence of other
diseases. Research indicates that diets that are high in omega-6 and low in
omega-3 may have consequences for health.
On the other hand, a balanced intake of both these fatty acids is beneficial for the
body. Gamma-linolenic acid can be found in vegetable oils. Polyunsaturated fatty
acids protect the skin from the harmful effects of sunlight and oxidative stress.
They also contribute to wound healing and stimulate the apoptosis (e.g.,
destruction) of malignant cells. These functions help protect against conditions like
atopic dermatitis, psoriasis, acne and malignant skin growths. Gamma-linolenic
acid levels are not only dependent on diet, but also on genetic factors that influence
how the body metabolises it.

Identified variants
Gene

Variant

Your genotype

FADS1

rs174547

T/T

PDXDC1,LOC1027249

rs1121

G/G
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Vitamins and minerals

Vitamin E
People with your genotype usually have average blood concentrations of
vitamin E.
Vitamin E (tocopherol) protects cell membranes from oxidation and participates in
the synthesis of proteins, DNA and RNA. It can also modulate the immune system.
Vitamin E is vital for the health of nearly every tissue and organ, meaning that a
deficiency can have serious consequences like anaemia, muscle weakness and
infertility.
However, it is possible to take too much vitamin E, which is a fat-soluble vitamin
that it can accumulate and cause hypervitaminosis. For this reasons, food is the
best source of vitamin E (rather than supplements). Vegetable oils, liver, nuts, eggs
and soy are good sources of vitamin E.

Identified variants
Gene

Variant

Your genotype

ZPR1

rs964184

G/G

CYP4F2

rs2108622

C/C

SCARB1

rs11057830

G/G
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Vitamins and minerals

Calcium
Your genotype is associated with above-average calcium levels that can
increase the risk of kidney and bile duct "stones".
Calcium is present in relatively high concentrations in the body and plays vital roles
in biochemical and physiological reactions like muscle contraction, heart rate,
organ and vascular health as well as the transmission of nerve impulses. Elevated
calcium levels can cause kidney stones and gallstones, nausea, vomiting,
depression, insomnia and constipation. It can also impair the absorption of iron,
zinc and manganese. Good sources of calcium include oily fish, dairy, green
vegetables and nuts.

Identified variants
Gene

Variant

Your genotype

CASR

rs1801725

T/G

CASR

rs17251221

A/G
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Vitamins and minerals

Linoleic acid (omega-6)
Your combination of FADS1, NTAN1 and NRBF2 genes is associated with
lower levels of linoleic acid in the blood. Remember, above-average levels
of omega-6s may have a negative impact on health.
Linoleic acid is an omega-6 polyunsaturated fatty acid. Such fatty acids play an
important role in the body’s metabolism, but the body is not able to synthesise
them from simpler substances. Instead, they are obtained through a person's diet.
However, omega-6s and omega-3s perform different functions: scientists believe
that omega-6s may have pro-inflammatory properties, while omega-3s act as antiinflammatory agents. Inflammation is a process that allows the body to fight
infections, but chronic inflammation is associated with emergence of other
diseases. Research indicates that diets that are high in omega-6 and low in
omega-3 may have consequences for health.
On the other hand, a balanced intake of both these fatty acids is beneficial for the
body. Linoleic acid can be found in large quantities in vegetable oils.
Polyunsaturated fatty acids protect the skin from the harmful effects of sunlight
and oxidative stress.
They also contribute to wound healing and stimulate the apoptosis (e.g.,
destruction) of malignant cells. These functions help protect against conditions like
atopic dermatitis, psoriasis, acne and malignant skin growths. Linoleic acid levels
are not only dependent on diet, but also on genetic factors that influence how the
body metabolises it.

Identified variants
Gene

Variant

Your genotype

FADS1

rs174550

T/T

PDXDC1,NTAN1,LOC1

rs1136001

G/G

rs7080386

C/A

02724985
JMJD1C
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Vitamins and minerals

Eicosapentaenoic acid (omega-3)
Your combination of FADS1 and ELOVL2 genes is not associated with lower
levels of eicosapentaenoic acid in the blood.
Eicosapentaenoic acid is an omega-3 polyunsaturated fatty acid. Omega-3s play a
important role in the body’s metabolism, but the body is not able to synthesise
them from simpler substances. Instead, they are obtained through a person's diet.
In particular, eicosapentaenoic acid can be found in salmon, Atlantic herring,
clams, kelp and cod liver oil. Like other omega-3s, eicosapentaenoic acid has a
significant impact on skin health because of its role in maintaining cell structures.
Furthermore, many studies have shown that polyunsaturated fatty acids protect the
skin from the harmful effects of sunlight and oxidative stress.
They also inhibit the work of pro-inflammatory agents, contribute to wound healing
and stimulate the apoptosis (e.g., destruction) of malignant cells. These functions
help protect against conditions like atopic dermatitis, psoriasis, acne and malignant
skin growths. Eicosapentaenoic acid levels are not only dependent on diet, but also
on genetic factors that influence how the body metabolises it.

Identified variants
Gene

Variant

Your genotype

FADS1

rs174547

T/T

ELOVL2

rs3798713

G/C
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Vitamins and minerals

Docosapentaenoic acid (omega-3)
Your combination of FADS1, GCKR and ELOVL2 gene variants is not
associated with lower levels of docosapentaenoic acid in the blood.
Docosapentaenoic acid is an omega-3 polyunsaturated fatty acid. Omega-3s play a
important role in the body’s metabolism, but the body is not able to synthesise
them from simpler substances. Instead, they are obtained through a person's diet.
In particular, docosapentaenoic acid can be found in the fat of marine mammals
and oily fish. Like other omega-3s, docosapentaenoic acid has a significant impact
on skin health: many studies have shown that polyunsaturated fatty acids protect
the skin from the harmful effects of sunlight and oxidative stress. They also inhibit
the work of pro-inflammatory agents, contribute to wound healing and stimulate
the apoptosis (e.g., destruction) of malignant cells.
These functions help protect against conditions like atopic dermatitis, psoriasis,
acne and malignant skin growths. Docosapentaenoic acid levels are not only
dependent on diet, but also on genetic factors that influence how the body
metabolises it.

Identified variants
Gene

Variant

Your genotype

FADS1

rs174547

T/T

GCKR

rs780094

T/C

ELOVL2-AS1

rs9393915

T/C
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Vitamins and minerals

Docosahexaenoic acid (omega-3)
Your variant of the ELOVL2 gene is not associated with lower levels of
docosahexaenoic acid in the blood.
Docosahexaenoic acid (i.e., DHA) is an omega-3 polyunsaturated fatty acid.
Omega-3s play a important role in the body’s metabolism, but the body is not able
to synthesise them from simpler substances. Instead, they are obtained through a
person's diet.
In particular, docosahexaenoic acid can be found in foods such as salmon, Atlantic
herring, sea shellfish and algae. Like other omega-3s, DHA has a significant impact
on skin health because of its role in maintaining cell structures. Furthermore,
many studies have shown that polyunsaturated fatty acids protect the skin from the
harmful effects of sunlight and oxidative stress.
They also inhibit the work of pro-inflammatory agents, contribute to wound healing
and stimulate the apoptosis (e.g., destruction) of malignant cells. These functions
help protect against conditions like atopic dermatitis, psoriasis, acne and malignant
skin growths. Docosahexaenoic acid levels are not only dependent on diet, but also
on genetic factors that influence how the body metabolises it.

Identified variants
Gene

Variant

Your genotype

ELOVL2

rs953413

A/G
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Vitamins and minerals

Vitamin B6
Your genotype is not associated with abnormal vitamin metabolism.
Vitamin B6 (pyridoxine) can only be obtained through correct nutrition. It is involved
in the synthesis of haemoglobin and neurotransmitters (serotonin, dopamine,
gamma-aminobutyric acid) and supports nervous system functions. It is also
involved in glucose and amino acid metabolism, the synthesis of fats necessary for
the cell membrane and the regulation of certain gene activities.
There are no serious symptoms related to vitamin B6 intoxication but high doses
may produce numbness in the legs, fatigue and irritability. Symptoms of B6
deficiency include swelling and redness of the tongue, sores around the mouth,
conjunctivitis and sleepiness. This water-soluble vitamin is found in nuts (walnuts
and hazelnuts), carrots, tomatoes, cauliflower, cabbage, citrus fruit and avocado.

Identified variants
Gene

Variant

Your genotype

ALPL

rs1256335

A/A

NBPF3

rs4654748

C/C
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Eating behaviours

Eating behaviours

Eating behaviours

Eating behaviours
Trait

Result

Sensitivity to coriander
leaves

You are not likely to be overly sensitive to the smell and taste
of coriander

Sensitivity to bitterness

You are not predisposed to sensitivity to bitterness
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Eating behaviours

Sensitivity to coriander leaves
People with your genotype do not perceive the taste and smell of coriander
as unpleasant. Most likely, you don't have any problem eating food that
contains coriander.
Coriander leaves, also known as cilantro, are often used to flavour dishes. This
herb contains chemicals that influence the taste and smell of the plant. In
particular, it contains decyl aldehyde that some people may find reminiscent of
soap or mud.

Identified variants
Gene

Variant

Your genotype

OR10A2

rs72921001

C/A
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Eating behaviours

Sensitivity to bitterness
The combination of your genes is associated with below-average sensitivity
to bitter flavours. This means that you are more likely to make healthy food
choices, especially about eating vegetables.
For prehistoric man, bitterness was associated with poisonous substances in
plants. Nowadays, it is not a survival trait, but it still influences eating habits.
People that are more sensitive to bitter flavours tend to have diets that are lower in
pungent vegetables and fruit like arugula and other leafy greens, radish, turnip,
citrus, ginger, olives, coffee and dark chocolate.
However, these foods are rich in essential nutrients like calcium, iron, potassium
and magnesium as well as fibre, folic acid (vitamin B9) and vitamin C. In fact,
sensitivity to bitterness has also been linked to higher sugar consumption like
adding sugar to tea and coffee.

Identified variants
Gene

Variant

Your genotype

PRH1-TAS2R14,PRH1

rs2708377

T/T

TAS2R38

rs10246939

T/T

PRH1-TAS2R14,PRH1

rs1031391

G/C

,PRH1-PRR4,TAS2R46

,PRH1-PRR4
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Intolerance

Intolerance

Intolerance

Intolerance
Trait

Result

Alcohol intolerance

You are not predisposed to alcohol intolerance

Lactose intolerance

You are not predisposed to lactose intolerance

Gluten intolerance

You are not predisposed to gluten intolerance
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Intolerance

Alcohol intolerance
When the body neutralises alcohol, it first turns it into acetaldehyde that
causes the "hangover". Your genotype is associated with an efficient
elimination mechanism that reduces the risk of a hangover when alcohol is
consumed in small amounts.
Alcohol intolerance is less common in Europeans than other ethnicities because
this region has been brewing wine and beer for thousands of years. It is most
common in Asian populations. Symptoms of this condition appear after drinking
alcoholic beverages and include flushed skin, heart palpitations and headaches.
People with alcohol intolerance should avoid such beverages.

Identified variants
Gene

Variant

Your genotype

ALDH2

rs671

G/G
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Intolerance

Lactose intolerance
Your variant of the MCM6 gene is not associated with sensitivity to products
containing lactose.
Lactose is a naturally occurring sugar in milk that is composed of glucose and
galactose. In order to digest milk, the gut must produce an enzyme called lactase.
Newborns have high levels of lactase, but levels of this enzyme can decrease with
age, making them “lactose intolerant”.
Symptoms of this condition include abdominal pain, bloating and diarrhoea. Despite
the presence of bacteria, fermented dairy products still contain lactose. The
difference is that such foods contain bacterial enzymes that help people who are
lactose-intolerant to digest this sugar.
People with severe lactose intolerance should substitute dairy with alternatives like
soy, almond or rice milk. There are also enzyme supplements that can help digest
lactose.

Identified variants
Gene

Variant

Your genotype

MCM6

rs4988235

A/G

MCM6

rs182549

T/C
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Intolerance

Gluten intolerance
Your genotype is not associated with abnormal reactions to gluten.
Gluten is a combination of proteins that are present in grains like wheat, rye, barley
and spelt. Gluten does not present a health risk to most people, but some
individuals suffer from coeliac disease. Coeliac is a severe immune reaction to
gluten that triggers an inflammatory response in the small intestine, causing
damage to the gut lining and impairing nutrient absorption.
Chronic nutrient and mineral deficiencies have serious consequences for the whole
body. Gluten is present in a lot of food contains gluten nowadays, not only bread,
pasta and pastries but also processed meats like sausages, which have added
wheat starch. It is also used as a thickening agent, even in things like ketchup.
People with coeliac disease must avoid gluten at all costs and read the labels
before purchasing because even a small amount can trigger symptoms.

Identified variants
Gene

Variant

Your genotype

HLA-DQA1

rs2187668

C/C

-

rs7454108

T/T

-

rs1033180

C/T

BACH2

rs10806425

A/C

-

rs10903122

A/A

ACTRT3

rs10936599

C/C

ETS1

rs11221332

C/T

ARHGAP31

rs11712165

G/T

ZMIZ1

rs1250552

A/G

PARK7

rs12727642

A/C

RMI2

rs12928822

C/T

PUS10

rs13003464

A/G

-

rs13010713

A/A

CCR3

rs13098911

C/C

KIAA1109

rs13151961

A/A

-

rs13314993

T/T

LPP

rs1464510

A/C
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Intolerance

PLEK

rs17035378

T/T

TAGAP

rs1738074

C/T

-

rs17810546

A/A

PTPN2

rs1893217

A/A

WNT3

rs2074404

T/T

CCDC116

rs2298428

C/C

-

rs2327832

A/A

DLEU1

rs2762051

C/C

-

rs2816316

A/C

-

rs296547

C/C

FAM213B

rs3748816

A/A

ICOS

rs4675374

C/C

ICOSLG

rs4819388

C/C

-

rs4899260

C/C

ATXN2

rs653178

C/C

NFIA

rs6691768

A/G

FRMD4B

rs6806528

C/C

ELMO1

rs6974491

G/G

-

rs802734

A/G

-

rs859637

C/T

CD247

rs864537

A/A

IL18RAP

rs917997

C/T

-

rs9792269

A/A
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Sports

Sports

Sports

Sports

Genetic studies of Olympic athletes suggest that outstanding speed, strength,
endurance and aerobic volume are predetermined by DNA. Genes affect how
muscular fibres work, the rate of energy depletion and other parameters: the
combination of certain biological traits can contribute to exceptional results in
strength, speed and endurance.
Even amateur sports and regular injuries can put pressure on certain joints and
parts of the body, increasing the risk of cartilage erosion or a hernia for example.
Using our risk calculator, this test evaluates the likelihood of sports-related
injuries and illnesses.
By combining information about your genetic athletic disposition and health risks,
you get access to a personalised program that reviews exercises designed for the
gym that can be adapted depending on your training goal.
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Physiology and metabolism

Physiology and
metabolism

Physiology and metabolism

Physiology and metabolism
Trait

Result

Erythropoietin level

People with your genotype are predisposed to lower EPO
levels

Testosterone level

People with your genotype are predisposed to lower
testosterone levels

Dihydrotestosterone
level

People with your genotype are predisposed to lower DHT
levels

Leucine level

People with your genotype are predisposed to average leucine
levels

Valine level

People with your genotype are predisposed to average valine
levels
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Physiology and metabolism

Erythropoietin level
Your combination of gene variants is associated with lower EPO levels. It is
likely that blood tests will also reflect this genetic feature.
Erythropoietin (EPO) is a hormone produced in the kidneys that regulates the
formation of erythrocytes. Also known as red blood cells, erythrocytes are
responsible for transporting oxygen from the lungs to tissues and organs. The body
usually produces the necessary amount of EPO but, in some cases, it may be
administered in the treatment of conditions affecting the blood, kidneys and various
cancers. In sports, erythropoietin drugs have been uncovered in doping scandals
because they stimulate the production of red blood cells, thus increasing oxygen
supply to the muscles and enhancing endurance.

Identified variants
Gene

Variant

Your genotype

-

rs7776054

A/A
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Physiology and metabolism

Testosterone level
Your combination of gene variants is associated with lower testosterone
levels. It is likely that blood tests will also reflect this genetic feature.
Testosterone is the main male sex hormone. It is formed in the testes, ovaries and
by the adrenal cortex for both sexes. It participates in the development of male
genital organs and secondary sexual features, regulates sperm production and
sexual behaviour.
This hormone influences the metabolism of nitrogen and phosphorus as well as
muscle tissue growth. Low blood concentrations of free testosterone are
associated with the risk of developing several conditions and loss of muscle mass
with age. Testosterone levels can be considered an indicator of health status for
men.
Most testosterone is bound by proteins in the blood: 50–60% of it is bound by
globulin, the rest by albumin. Only 1–3% of a man's total testosterone is "free" and
not bound by proteins.

Identified variants
Gene

Variant

Your genotype

-

rs727428

T/T

-

rs5934505

T/

REEP3

rs10822184

T/C
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Physiology and metabolism

Dihydrotestosterone level
Your combination of gene variants is associated with lower DHT levels. It is
likely that blood tests will also reflect this genetic feature.
Dihydrotestosterone (DHT) is a biologically active form of testosterone. It is
synthesised by the cells of the body from testosterone. DHT creates stronger bonds
with testosterone receptors, meaning that lower DHT concentrations have a more
pronounced effect than large concentrations of testosterone.
Too much DHT in the body's hair follicles can lead to excessive hair growth (i.e.,
hirsutism) and hair loss in both sexes. It can also make skin oilier, leading to acne.
DHT levels depend on blood concentrations of testosterone and the enzyme that
converts testosterone to DHT. The activity of this enzyme is determined by genes.

Identified variants
Gene

Variant

Your genotype

-

rs727428

T/T
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Physiology and metabolism

Leucine level
Your combination of gene variants is associated with average leucine levels.
Amino acids are the basic building blocks of the body. In particular, leucine,
isoleucine and valine are “branched-chain amino acids” (BCAAs). BCAAs comprise
up to 25% of all protein found in food, and they are the primary source of fuel for
protein synthesis in muscle cells.
Athletes often take supplements with BCAAs because they are believed to promote
muscle growth and post-training recovery. Leucine is an essential amino acid that
can't be synthesised by the body and must be obtained from food. Together with
isoleucine and valine, leucine participates in muscle energy metabolism.
It is also believed to be the most effective regulator of new protein synthesis.
Therefore, high sensitivity to leucine may positively impact athletic performance
and muscle growth. Its potential to accelerate tissue regeneration is also being
assessed for medical purposes like the treatment of burn victims.

Identified variants
Gene

Variant

Your genotype

LOC105369192

rs1440581

T/C
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Physiology and metabolism

Valine level
Your combination of gene variants is associated with average valine levels.
Amino acids are the basic building blocks of the body. In particular, leucine,
isoleucine and valine are “branched-chain amino acids” (BCAAs). BCAAs comprise
up to 25% of all protein found in food, and they are the primary source of fuel for
protein synthesis in muscle cells.
Athletes often take supplements with BCAAs because they are believed to promote
muscle growth and post-training recovery. Valine is an essential amino acid that
can't be synthesised by the body and must be obtained from food. Together with
isoleucine and leucine, this amino acid participates in muscle energy metabolism.
Valine enhances muscle coordination, elevates pain threshold and reduces
sensitivity to extreme temperatures. It also protects neurons from degenerative
changes. High sensitivity to valine may positively impact athletic performance.

Identified variants
Gene

Variant

Your genotype

LOC105369192

rs1440581

T/C
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Sports injuries

Sports injuries

Sports injuries

Sports injuries
Trait

Result

Inguinal hernia risk

People with your genotype are at lower risk of an inguinal
hernia

Lumbar disk
degeneration

People with your genotype are at lower risk of lumbar disk
degeneration
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Sports injuries

Inguinal hernia risk
Your combination of gene variants does not increase your risk of developing
an inguinal hernia.
An inguinal hernia occurs when tissues, like the intestines, are pushed out through
a weak part of the abdominal muscles. In normal conditions, these muscles and
ligaments are densely packed around the inguinal canal and prevent them from
protruding. They are more common in men. This type of hernia may also emerge as
a result of increased intra-abdominal pressure caused by weight lifting, pregnancy,
overweight, constipation, chronic coughing, etc.

Identified variants
Gene

Variant

Your genotype

EFEMP1

rs2009262

T/T

WT1

rs3809060

G/T

EBF2

rs6991952

A/A
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Sports injuries

Lumbar disk degeneration
Your combination of gene variants does not increase your risk of lumbar
disk degeneration.
Disk degeneration is a condition of the musculoskeletal system that leads to
dystrophy of intervertebral disks. Lumbar disk degeneration affects the lower
spine. The exact reasons behind lumbar disk degeneration are unknown.
It is thought to be affected by nutrition of the tissues, structural anomalies and
hormone fluctuations. Excessive strain, due to obesity or imbalanced weight
loading for example, can contribute to disease development.

Identified variants
Gene

Variant

Your genotype

-

rs2187689

T/T

-

rs1154053

C/C

-

rs11918654

T/T

-

rs1205863

G/T

-

rs12805875

A/G

-

rs7896691

T/T

-

rs926849

T/T

-

rs1981483

G/G

MYH14

rs4802666

A/A
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Personal traits

Personal traits

Personal traits

Personal traits

We are all able to distinguish certain genetic traits like eye colour, but DNA testing
allows you to discover much more, like how good your long-term memory is or how
sensitive you are to certain smells. Genes can reveal many details about the body,
mind and even behaviour.
Many of these features are determined by your genome, which is responsible for
the unique aspects of your appearance and behaviour.
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Personal traits

Personal traits
Trait

Result

Scent of violets

You are not predisposed to below-average sensitivity to the
smell of violets

Smell of malt

You are not predisposed to below-average sensitivity to the
smell of malt

Teething

People with your genotype usually have 20 teeth at age 10–12

Asparagus-smelling
urine

You are not predisposed to sensitivity to asparagus-smelling
urine

Iris structure:
contraction furrows

People with your genotype have strong contraction furrows

Iris structure: crypts

People with your genotype tend to have an average number of
crypts

Iris structure:
pigmentation around
the pupil

People with your genotype tend to have a moderate pigment
ring around the pupil

Earwax type

People with your genotype tend to have wet earwax

Photic sneeze reflex

Average probability of photic sneeze reflex

Grey hair

You are not predisposed to early greying

Body odour

People with your genotype usually have strong body odour
when sweating
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Personal traits

Scent of violets
The test did not detect the polymorphism in the region near the OR4D6
gene that is associated with hyposensitivity to the smell of violets.
Violets get their scent from a substance called B-ionone. A similar compound, Aionone, is found in leather rather than flowers.

Identified variants
Gene

Variant

Your genotype

OR4D6

rs7943953

G/T
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Personal traits

Smell of malt
The test did not detect the polymorphism in the region near the NDUFA10
gene that is associated with hyposensitivity to the smell of malt.
The distinct odour that is characteristic of malt is caused by isobutyraldehyde, a
compound that is also present in wheat straw and hay.
The distinct odour that is characteristic of malt is caused by isobutyraldehyde, a
compound that is also present in wheat straw and hay.

Identified variants
Gene

Variant

Your genotype

NDUFA10

rs13424612

C/T
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Personal traits

Teething
People who share your genotype usually have 20 teeth by the time they are
10–12 years old.
A child's baby teeth begin to fall out when they are about 4 or 5 years old, and the
first permanent molars appear around the age of 7. The emergence of teeth is
influenced by the child's health and the mother's pregnancy as well as climate,
nutrition and genetic factors. The development of secondary teeth is an important
physiological process that should be closely monitored by parents and doctors.

Identified variants
Gene

Variant

Your genotype

LOC101928278,LOC10

rs4491709

T/T

ADK

rs7924176

A/A

-

rs12424086

T/T

CACNA1S

rs2281845

T/C

5373874
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Personal traits

Asparagus-smelling urine
People with your genotype tend to be less sensitive to asparagus-smelling
urine because of the polymorphism in the region next to your OR2M7 gene.
Asparagus is a plant with a long dense stem and needle-like leaves. Only the young
shoots of this spring vegetable are edible, as the stems soon becomes woody and
fibrous. This plant is unusual in the sense that it imparts a particular odour to the
urine of some people.
This pungent smell is due to the break down of sulphur-containing compounds
inside the plant like methanthiol. These substances are not broken down in the
same manner by everybody, meaning that some people don't excrete pungent
sulphur-containing compounds. The ability to identify asparagus in urine depends
on the body's ability to produce the odour and the person's olfactory sensitivity to
these compounds. Basically, some people might produce the odour, but can't smell
it and others who may not produce it, but are able to smell it.

Identified variants
Gene

Variant

Your genotype

-

rs4481887

G/G
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Personal traits

Iris structure: contraction furrows
You carry a variant of the TRAF3IP1 polymorphism that is responsible for
strongly pronounced contraction furrows.
Contraction furrows are intermittent grooves around the iris that are caused by the
movements of the pupil. Under a magnifying glass, you can see how the iris tissue
folds along these grooves when the pupil is dilated.

Identified variants
Gene

Variant

Your genotype

TRAF3IP1

rs3739070

A/A
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Personal traits

Iris structure: crypts
There is a high probability that you have an average number of crypts due to
the variant of the SEMA3A polymorphism detected.
Crypts are depressions on the surface of the iris that give tissues access to the
nutrient-rich eye fluid. At close range, crypts look like dark crevices that may be
more or less numerous depending on the cells of the outer layer of the iris. If there
are many crypts, it means the cells are less developed than, say, those of someone
who has no crypts.
The presence of crypts does not affect visual acuity. Interestingly, men tend to have
more crypts than women on average.

Identified variants
Gene

Variant

Your genotype

SEMA3A

rs1533995

A/G
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Personal traits

Iris structure: pigmentation around the
pupil
The test has detected a polymorphism of the SLC24A4 gene that is
responsible for a moderately pronounced pigment ring around the pupil.
When we talk of eye colour, we refer primarily to the pigmentation around of the iris
that surrounds the pupil. The pigment, mainly melanin, is contained in cells. This
coloration prevents light from passing through the iris, thus directing the beam into
the pupil.
Different parts of the iris may have different colours depending on how the
pigments are distributed in the iris cells. Some may be more colourful, and others
less. It is not uncommon for a pigment ring to form around the iris, which may be
partial or complete. To observers, the eyes of people with such pigment rings often
appear to be green or hazel.

Identified variants
Gene

Variant

Your genotype

LOC105370627

rs12896399

T/G
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Personal traits

Earwax type
The test has detected a polymorphism of the ABCC11 gene, which is
responsible for wet earwax.
Earwax protects the ear canal from irritation and damage. Despite its name, it does
not actually contain wax, but a mixture fatty acids, alcohols and cholesterol that is
secreted by cells located near the auricle. There are two types: dry earwax that is
grey and flaky, and wet earwax that is sticky and yellow-brown.
The latter contains up to 50% lipids and pigments compared to dry earwax (i.e., up
to 30%). People who have dry earwax tend to sweat less. This trait is usually found
in Asian populations like Mongolia, China, Indians and neighbouring countries.
People of European and African descent tend to have wet earwax.

Identified variants
Gene

Variant

Your genotype

ABCC11

rs17822931

C/C
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Personal traits

Photic sneeze reflex
The test detected the polymorphism that is associated with average
probability of photic sneeze reflex when the retina is suddenly exposed to
bright light.
About 18–35% of people sneeze when suddenly exposed to sunlight. This is called
the “photic sneeze reflex” and it usually causes people to sneeze 2–3 times. The
mechanism is the same as that of normal sneezing: an impulse stimulates the
sinus nerve, resulting in an expulsive nasal motion.
The main difference that distinguishes photic sneezing is that photoreceptors
capture bright light and transmit it to the nerve-endings too. It can be triggered by
entering a brightly lit room from somewhere dark or by mechanical stimulation like
an eye injection.

Identified variants
Gene

Variant

Your genotype

-

rs10427255

T/C
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Personal traits

Grey hair
The test did not detect polymorphisms in the IRF4 gene that are associated
with premature greying.
Grey hair is not just a trait associated with old age: some people develop "salt and
pepper" patches early in adulthood and a rare few are even born with grey locks.
Grey hair is either physiological (i.e., ageing), premature or congenital. Greying, be
it due to ageing or premature, is caused by the loss of melanin.
This pigment is synthesised by melanocyte cells in the basal layer of the epidermis
and hair follicles, before entering hair shaft. The number of melanocytes decreases
with age, thus lowering the production of melanin. As a result, the hair lacks
pigment and becomes porous, creating air cavities that impart a silvery, white
colour to the shaft.

Identified variants
Gene

Variant

Your genotype

IRF4

rs12203592

C/C
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Personal traits

Body odour
People with your genotype usually have strong body odour when sweating.
Apocrine sweat glands located in the armpits are the source of body odour. They
secrete a precursor substance, attracting bacteria that live and reproduce on the
surface of the skin, releasing more or less unpleasant smells. Body odour is an
individual trait: some people produce a strong sweat smell, and others may not
smell at all.

Identified variants
Gene

Variant

Your genotype

ABCC11

rs17822931

C/C
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Ancestry

Ancestry

Ancestry

Ancestry

Everyone belongs to a specific haplogroup: a community of humans descending
from the same ancestors. Nowadays, science has determined the origin and
migration patterns of haplogroups, and even the last common maternal ancestor of
all living humans. She is called 'Mitochondrial Eve' (Eve as in the biblical character
and mitochondrial as in the DNA we inherit from our mother's side).
Your genetic affiliation to haplogroups is embedded in your DNA. This test shows
you where your ancestors resided thousands of years ago and which routes they
used to travel across the planet.
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Ethnic composition

Ancestry
Ethnic composition
The concepts of ethnicity and nationality are not used in the field of genetics.
Rather, they refer to ancestry in terms of population: a community of people living
in one place for a long time, partially isolated from others. Genotypes have been
established for each population based on frequent polymorphisms. Everyone's DNA
can be compared with the genotypes of populations to determine their ancestry
composition.

100.00%

Europe
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Ethnic composition

Detailed ethnic composition
100.00%

Europe

East Europe • 54.54%
North Europe • 22.73%
South Europe • 9.09%
Central Europe • 9.09%
West Europe • 4.55%
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Ethnic composition

Neanderthal genes
You have 128 coincidences out of 1618 possible by SNP, which is 0.37%
higher than the average among the population.

128 / 1618

coincidences by SNP with Neanderthals
128 SNP

0

122
average among users

453

Neanderthals lived on the territory of Europe and the Middle East hundreds of thousands of
years ago. About 30,000 years ago, the Neanderthals were driven out by the Cro-Magnon people,
the ancestors of modern man. Scientists do not know the exact details, but in the process they
shared DNA, meaning that the genome of modern man contains about 1–4% of Neanderthal
genes.
Interestingly, they are not detected in African populations, meaning that this happened after the
ancestors of modern man left Africa.
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Ancestry and geography
Maternal lineage
EVE
150-180
thousand years
ago

L0
150-180
thousand years
ago

Group L0 is directly linked to Africa, as it originated there (it emerged 15-17
thousand years ago) and is mainly distributed on this continent. It is widespread
among the Khoisan race, as well as in other small African groups.

Group L0 is directly linked to Africa, as it originated there (it emerged 15-17
thousand years ago) and is mainly distributed on this continent. It is widespread
among the Khoisan race, as well as in other small African groups.

Carriers of haplogroup L1 are based exclusively in Africa. The haplogroup is found
and reaches high frequencies in many populations of Central and West Africa.

L1
150-180
thousand years
ago

L2
80 thousand
years ago

N
70 thousand
years ago

R
67 thousand
years ago

H1b
25 thousand
years ago

Haplogroup L2 is a typical African group. However, it is also found in the New
World where it was brought with the slaves. It emerged 80-111 thousand years
ago, and then divided into two subclades.
Haplogroup N originated about 70 thousand years ago in Africa, from where it
migrated to Asia. It is the ancestral line of almost all modern haplogroups in
Europe, Oceania and America, its branches spread across all continents. Most
often it is found in India, Japan, Australia and the Middle East.
Haplogroup R separated from the ancestral branch N about 67 thousand years ago
in South Asia in the course of migration from Africa. It is widespread across
Eurasia (especially frequent and varied in South Asia) and Oceania; its subsidiary,
branch B is found among Native Americans. In Russia there has been found
branch R1a1.
Haplogroup H originated about 25 thousand years ago in south west Asia. It is the
most common haplogroup in Europe, and is also present in North Africa and
Western Asia. A lower frequency is observed in the Middle East, the Caucasus,
Iran, North India and Central Asia.
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Ancestry and geography

Paternal lineage
ADAM
142 thousand
years ago

A
142 thousand
years ago

B
65 thousand
years ago

Haplogroup A is the oldest Y-chromosome haplogroup. According to recent data it
emerged about 142 000 years ago between Central and North-West Africa before
human settlement outside of the African continent. Y-chromosomal Adam was
carrier of this very group. It is distributed mainly in South Africa.
Haplogroup A is the oldest Y-chromosome haplogroup. According to recent data it
emerged about 142,000 years ago between Central and North-West Africa before
human settlement outside African continent. Y-chromosomal Adam was carrier of
this very group. It is distributed mainly in South Africa.
Haplogroup B is the second most ancient haplogroup (after A). It appeared about
60 000-65 000 years ago. It is common on the African continent in Sub-Saharian
areas.
Haplogroup CT is common ancestry group for male lines of most modern humans.
It appeared about 68 500-70 000 years ago in Eastern Africa.

CT
68-70 thousand
years ago

F
39-50 thousand
years ago

K
47 thousand
years ago

P
34 thousand
years ago

R1a1a1
30-35 thousand
years ago

Haplogroup F appeared 39 000-56 000 years ago in south-west Asia. Today it is
quite rare in its pure form and is mainly found in Hindustan, though it became
ancestral for all groups found in 90% of modern male population.
Haplogroup K appeared 47 000 years ago in south-west Asia. Currently it is
distributed mainly among the peoples of Melanesia, Polynesia and Australia. Its
daughter lines are distributed in different parts of Europe and Asia.
Haplogroup P appeared in South Asia about 34 000 years ago. Though haplogroup
P in its initial form is spread only sporadically, it gave rise to widely distributed
branches R and Q.
Haplogroup R appeared in the north west of Asia about 35 000-30 000 years ago
and spread around the world. Now it is found in all parts of the world but it more
frequent in the peoples of Eurasia. It is the most common haplogroup in Western
Eurasia.
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