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INTRO

 EVERYHING YOU WERE NEVER TOLD

Here is your GalaxyDNA report, which we have obtained from your DNA analysis, and
in which you can get information about your genetic origins and your predispositions
related to your health and well-being, according to what your DNA tells us.

Before checking your personalized information, consider these aspects that we discuss
below.

How do we do your report?

It's a complex process, but we want to summarize it for you, so you have a general idea
of how it works.

When we receive your saliva sample, we extract the DNA contained in it in the
laboratory.

Then, what we do is to convert the biological information in the DNA into computer
data, through a process called sequencing. Finally, we process all that computer data
through the GalaxyDNA algorithm, resulting in your personalized report.

Do you want to know about the GalaxyDNA algorithm?

The GalaxyDNA algorithm is the heart of our company, where all the intelligence
behind our genetic report lies. It is based on an in-depth study of thousands of

"papers", which is the name given in the scientific community to studies that have
been contrasted, validated, recognized and published internationally. These papers are
the ones that provide scientific rigor to our report.

A concept you should be aware of: the genetic variant.

Throughout your report you will see that we constantly mention the concept of
genetic variant (also called variation or mutation). That is why we want to give you a
brief overview of what it is, so that you can better understand the information. The
genetic variant is a permanent change in the DNA sequence that forms a gene, and it
is what marks an individual predisposition. That is why, in each of the traits in this
report, you will see that we mention the gene or genes affected in that trait, and it is
one or more variants in that gene or genes that determine the different

Page 3 of 155This report is not valid for clinical or diagnostic use.



INTRO

 EVERYHING YOU WERE NEVER TOLD

predispositions of some people versus others.

And what is our methodology?

Our genetic report is obtained based on 3 types of analysis:
 
- GWAS (Genome Wide Association Study). By comparing the DNA of people with a
specific trait or characteristic with that of people who do not have it, we can identify
which are the mutations that predispose to present that trait. Based on statistical
methods, we can detect whether other people have such variants and infer their
predisposition to having that trait or characteristic. This type of methodology normally
considers a large number of genes associated with a characteristic in a less direct way,
but when adding up all the associated genes, offers a relevant conclusion.
 
- Multivariate analysis. In this case, our algorithm analyzes a number of genetic
variants or mutations of one or several genes, which have a more direct correlation
with a trait.
 
- Monovariate analysis. In this type of methodology, it is a single variant of a single
gene that determines the trait, because of its strong correlation with the genotype.
 
Each of the traits analyzed in this report is based on one of these 3 types of
methodology.
 

We remind you why you have taken the GalaxyDNA test...

Our report provides you with a wealth of scientifically validated data on your health
and wellness predispositions. This allows you to get to know yourself better, thus
helping you to take better care of yourself.
 
But it is important for you to be aware that genetics speaks of predispositions, i.e., your
body's natural tendency to behave in a certain way, but it is not the only factor that
influences, there are other factors, generically called "environmental factors" that have
an impact as well. Some examples are your lifestyle, the geographical area you live in,
your diet, the intensity of your physical activity (sports), the level of stress or anxiety you
endure, your personal care routines, the type of work you do, etc.
 
The combination of your genetics and these environmental factors is what determines
how your body functions and its characteristics. Let me give you an example. If you are
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genetically predisposed to sunspots, but you avoid sun exposure as much as possible,
use a good sunscreen all year round, moisturize your skin, eat a healthy diet, do not
smoke and live in a place with little pollution, among other factors, you may not get
sunspots or they may be milder than if your habits were different. Many factors
influence the possibility of having sunspots. You cannot influence genetics, but you
can influence environmental factors.
 
That's why the data in the GalaxyDNA report is so valuable. Because it helps you to
know which characteristics of your body you should possibly pay more attention to.
 
But apart from your predispositions concerning health and well-being, you also have
the Ancestry section, in which we tell you the origins of your ancestors, giving you
information on the countries in which they settled, up to an average of 700 years ago.
 
GalaxyDNA recommends that you always consult with a health and wellness

professional before making any decisions based on the data in our report.

 

The GalaxyDNA report has no clinical or diagnostic validity. The information

provided is for informational and preventive purposes.

These are the 7 categories of the GalaxyDNA report

- Ancestry: We tell you the origins of your ancestors from long ago. Not from your
great-grandparents or great-great-grandparents, but from several centuries ago. In
fact, we do not consider the most recent generations. We go back an average of 700
years and tell you where your ancestors settled, detailing every country in the world.
 
- Health: Genes determine the tendency to suffer from certain diseases. With our
analysis we can tell you your individual predisposition to 100 pathologies. In this way,
you will know which parts of your body you should pay more attention to and, if
necessary, confirm or rule out a specific predisposition with additional diagnostic tests,
thus preventing possible ailments.
 
- Pharmacogenetics: Medications are not equally effective for everyone. Sometimes
they can even be toxic for certain people. Therefore, it is sometimes necessary to try
many of them until you find the one that really works best. In the Pharmacogenetics
category, you will find various medications and how effective they may be for you
based on your DNA. This way you will probably have to do less testing to find the most
suitable one.
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- Sports: Not everyone of us has the same innate abilities. Even if with discipline and
effort we can practice our favorite sport, our genes naturally predispose us to better
performance in a certain type of training: strength or endurance. We detail multiple
personal traits related to sport so you can design your routine like a pro.
 
- Nutrition: A remarkably high percentage of the population has followed a diet at
some point in their lives. Almost always without listening to their genes. Your next diet
will not be like that, because you will know what is the most effective for you according
to your DNA. Surely this will help you to have a balanced and healthy diet.
 
- Skin Care: We should take care of our skin considering the basics, but in our report,
we also talk about photoaging, ease of tanning or sun sensitivity, among other
features.
 
- Personality: Of course, our personality is shaped by our upbringing and our
experiences. No one doubts that. But our genetics gives us a starting point and tells us
what our natural predisposition is in several aspects related to our psychology. Know
yourself better and develop your full potential.
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DOES IT ALL DEPEND ON MY GENES?

Our genes are certainly an important parameter in the functioning of our organism,
because they indicate a predisposition to certain characteristics or traits, but our
lifestyle, whether or not we practice sports, our diet,  how we rest and sleep well, stress,
climate, and many other circumstances also influence our health and well-being.
Undoubtedly, knowing yourself well helps to take care of your body in the most
appropriate way. And this is what you can get from genetics. More knowledge for you
and for those who help you take care of your health.

WHAT IS THE SCIENTIFIC BASIS OF THIS GENETIC TEST?

We have worked hard to ensure that the GalaxyDNA report has the maximum
scientific backing, analyzing thousands of genetic studies that are internationally
recognized and accepted by the scientific community. When there is a certain level of
consensus, the scientific studies are made public in certain databases through
scientific institutions and organizations. The result of all this work is the creation of an
algorithm, developed by our company, which allows us to apply all these conclusions
to the genetic data of each client and obtain a personalized and scientifically validated
report.

IS THIS TEST VALID FOR CLINICAL OR DIAGNOSTIC USE?

The purpose of our genetic test is informative and preventive, it is not valid for clinical
or diagnostic use. If your doctor considers that a possible mutation reflected in our
report is relevant to your health, he/she may prescribe a test with clinical validity to
confirm or rule out the pathology in question.

IF MY REPORT SAYS THAT I HAVE A GENETIC PREDISPOSITION TO SUFFER FROM A

CERTAIN DISEASE, DOES IT MEAN THAT I WILL SUFFER FROM IT?

You are the sum of your genetics and your experiences. Apart from DNA, there are
many other environmental and internal factors that influence the possible
development of a disease. You can be genetically prone to a pathology and never
develop it, due to environmental issues: health habits, lifestyle... But you can also have
no predisposition and suffer from a certain associated disease at a certain time in your
life.
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Moreover, depending on the specific pathology, genetics can have a greater or lesser
influence. Therefore, the purpose of the GalaxyDNA test is preventive and provides you
with data that allow you to focus on certain areas of your health or well-being.

WHAT YEAR DO MY RESULTS IN THE ANCESTRY CATEGORY GO BACK TO?

As a guideline, our ancestry test goes back, on average, about 700 years, but the most
recent 300 years are irrelevant to our algorithm as they are considered unconsolidated
data. Therefore, it will not show where our family has lived in the last 8 generations or
so. Keep this in mind when studying your results. However, genetic ancestry is
different depending on the complexity of each individual historical lineage, so these
date ranges may be wider for some people.
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Nutrition

Effectiveness of a high-protein

diet

Effectiveness of a low-fat diet

Effectiveness of the

Mediterranean diet

Vitamin B9 levels

Vitamin D levels Ease of weight loss

Caption:

Your analyzed genotype is unfavorable.

Your analyzed genotype is a little unfavorable.

Your analyzed genotype doesn't particularly affect you.

Your analyzed genotype is a little favorable.

Your analyzed genotype is favorable.
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Skin Care

Protection against glycation Sensitivity to the sun

Ease tanning Sunspots

Caption:

Your analyzed genotype is unfavorable.

Your analyzed genotype is a little unfavorable.

Your analyzed genotype doesn't particularly affect you.

Your analyzed genotype is a little favorable.

Your analyzed genotype is favorable.
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Pharmacogenetics: Cardiology

Phenprocoumon Pravastatin

Simvastatin Warfarin

Pharmacogenetics: Neurology

Citalopram Aripiprazole

Pharmacogenetics: Oncology

Fluorouracil, capecitabine,

pyrimidine analogues, tegafur

and Neoplasms

Pharmacogenetics: Others

Peginterferon Alpha-2b Sildenfail (Viagra)

Caption:

According to your genotype, you have a greater predisposition to respond positively to this drug. Other non-analyzed and

non-genetic genetic factors may play a role.

We have not found anything in your genetics that indicates a predisposition to an abnormal effect of this drug. Other

non-analyzed and non-genetic genetic factors may play a role.

According to your genotype you are more predisposed to have an abnormal effect on you. Other non-analyzed and non-

genetic genetic factors may play a role.

According to your genotype you are more predisposed to have harmful effects on you. Other non-analyzed and non-

genetic genetic factors may play a role.
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Health: Carrier Status

Achromatopsia 2 Adrenoleukodystrophy

Alpha-1-Antitrypsin Deficiency Amyloidosis, Hereditary,

Transthyretin-Related

Anemia, Nonspherocytic

Hemolytic, Due To G6Pd

Deficiency

Arrhythmogenic Right

Ventricular Dysplasia, Familial,

10

Hypophosphatemic Rickets,

Autosomal Dominant

Muscular Dystrophy, Becker

Type

Beta-Thalassemia Bloom Syndrome

Brugada Syndrome 1 Cardiomyopathy, Dilated, 1S

Cardiomyopathy, Familial

Hypertrophic, 1

Charcot-Marie-Tooth Disease,

Type 4C

Chondrodysplasia Punctata 1,

X-Linked Recessive

Granulomatous Disease,

Chronic, X-Linked

Night Blindness, Congenital

Stationary, Type 1C

Cornelia De Lange Syndrome 1

Costello Syndrome Cystic Fibrosis

Danon Disease Mannosidosis, Alpha B,

Lysosomal

Cardiomyopathy, Dilated, 1A Dubin-Johnson Syndrome

Epileptic Encephalopathy,

Early Infantile, 2

Myoclonic Epilepsy Of Lafora

Erythrocytosis, Familial, 2 Fabry Disease
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Familial Adenomatous

Polyposis 1

Cardiomyopathy, Familial

Hypertrophic, 2

Familial Mediterranean Fever Thyroid Carcinoma, Familial

Medullary

Fanconi Anemia,

Complementation Group O

Gaucher Disease, Type I

Glutaric Acidemia I Multiple Acyl-Coa

Dehydrogenase Deficiency

Glycogen Storage Disease Ia Glycogen Storage Disease Ii

Hermansky-Pudlak Syndrome

3

Ectodermal Dysplasia 1,

Hypohidrotic, X-Linked

Joubert Syndrome 14 Joubert Syndrome 16

Joubert Syndrome 3 Joubert Syndrome 5

Joubert Syndrome 7 Joubert Syndrome 8

Joubert Syndrome 9 Kabuki Syndrome 1

Maple Syrup Urine Disease Maturity-Onset Diabetes Of

The Young, Type 2

Maturity-Onset Diabetes Of

The Young, Type 3

Methylmalonic Aciduria And

Homocystinuria, Cblc Type

Methylmalonic Aciduria, Cblb

Type

Mitochondrial Complex Iii

Deficiency, Nuclear Type 1

Muscular Dystrophy-

Dystroglycanopathy

(Congenital With Brain And

Eye Anomalies), Type A, 1

Myopathy, Myofibrillar, 1

Myopathy, Centronuclear, X-

Linked

Myopathy Centronuclear
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Nemaline Myopathy 2 Cystinosis, Nephropathic

Niemann-Pick Disease, Type

C1

Niemann-Pick Disease, Type A

Niemann-Pick Disease, Type B Albinism, Oculocutaneous,

Type Ib

Diabetes Mellitus, Permanent

Neonatal

Polymicrogyria, Bilateral

Frontoparietal

Retinitis Pigmentosa Rubinstein-Taybi Syndrome 1

Supravalvular Aortic Stenosis Tay-Sachs Disease

Tuberous Sclerosis 1 Tuberous Sclerosis 2

Albinism, Oculocutaneous,

Type Ia

Wilson Disease

Agammaglobulinemia, X-

Linked

Health: Genetic Risks Mutations

APC: colorrectal and

pancreatic cancer

ATM: breast cancer

BRCA1: breast and ovarian

cancer

BRCA2: breast and ovarian

cancer

BRIP1: breast cancer CDH1: breast and gastric

cancer

CDKN2A: pancreatic cancer CHEK2: breast and colorrectal

cancer

MLH1: Lynch syndrome MSH2: Lynch syndrome and

colorrectal cancer
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MSH6: Lynch syndrome and

colorrectal cancer

MUTYH: MYH-associated

polyposis and colorrectal

cancer

PALB2: breast and pancreatic

cancer

PMS2: Lynch syndrome and

colorrectal cancer

PTEN: breast, uterine and

colorrectal cancer

SDHB: gastric cancer

SMAD4: juvenile polyposis

syndrome and colorrectal

cancer

TP53: Li-Fraumeni syndrome,

breast cancer and more

VHL: Von Hippel-Lindau

syndrome

RET: thyroid carcinoma

Caption:

We have not detected any pathogenic mutation but, since we only analyze a part of the gene, you could have some

pathogenic mutation in the non-analyzed genetic regions.

We have detected at least one mutation that could be pathogenic.
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Sport

Strength Aerobic capacity

Response to Strength training Muscular fatigue

Benefit of Exercise in Insulin

Sensitivity

Benefits of Exercise in

Cholesterol

Benefit of exercise in body

mass index

General risk of injury

Caption:

Your analyzed genotype is unfavorable.

Your analyzed genotype is a little unfavorable.

Your analyzed genotype doesn't particularly affect you.

Your analyzed genotype is a little favorable.

Your analyzed genotype is favorable.
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Personality

Figurative creativity Spelling and lecture

comprehension

Cognitive ability in the elderly Impulsivity

Night person Neuroticism

Seasonality

Caption:

Your analyzed genotype is unfavorable.

Your analyzed genotype is a little unfavorable.

Your analyzed genotype doesn't particularly affect you.

Your analyzed genotype is a little favorable.

Your analyzed genotype is favorable.
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Estonia

Poland

Ukraine

Lithuania

Russian Federation

United Kingdom

Ireland

39,05 %

15,70 %

4,55 %

3,51 %

1,86 %

1,03 %

0,41 %

Sweden

Finland

Norway

Slovakia

Latvia

Iceland

17,15 %

9,09 %

3,72 %

2,27 %

1,03 %

0,62 %

ANCESTRY

 EVERYHING YOU WERE NEVER TOLD

Page 19 of 155This report is not valid for clinical or diagnostic use.ANC1217563



ABOUT NUTRITION



A high-protein diet is based on the increased consumption of protein-rich foods, such as meat and eggs. Eating
more protein helps to increase the feeling of satiety, as it affects the levels of ghrelin and other hormones that are
responsible for regulating appetite. It is a very effective diet in terms of weight loss while minimising the loss of
muscle mass, although it can cause a rebound effect, produce ketosis and have serious health consequences.
Not all metabolisms respond the same to a high-protein diet, and the FTO gene has been linked to its effectiveness.

NUTRITION

Effectiveness of a high-protein diet

What do your genetics say?

Based on your genotype, your predisposition to
respond well to a protein-rich diet is average. Other
genetic and clinical factors may be relevant.
Regardless of an individual's genetic predisposition
to one type of diet being more effective than another,
it is important to check with a health care
professional before starting any nutritional regimen
so that it can be tailored to each person's habits.

GenotypeGene

TAFTO

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3478519/

 EVERYHING YOU WERE NEVER TOLD
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A low-fat diet is one in which the total fat intake is below 20% of the daily caloric intake, although the WHO considers
a fat intake of up to 30% as healthy. In addition, experts recommend reducing the intake of saturated fats, such as
pork fat, butter, milk fat, meat, ice cream and cheese, and replacing them with unsaturated fats, such as olive or seed
oil, avocados, peanut butter or nuts. One way to distinguish between saturated and unsaturated (healthier) fats is
that the former are solid at room temperature, while unsaturated fats only solidify when cooled.
Several large-scale studies on weight loss have shown a correlation between a variant in the IRS1 gene and an
enhanced response to a low-fat diet.

NUTRITION

Effectiveness of a low-fat diet

What do your genetics say?

Based on your genotype, you are predisposed to lose
weight with a low-fat diet. Other genetic and clinical
factors may be relevant. Regardless of an individual's
genetic predisposition to one type of diet being more
effective than another, it is important to check with a
health care professional before starting any
nutritional regimen so that it can be tailored to each
person's habits and lifestyle.

GenotypeGene

CCIRS1

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3171189/
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The Mediterranean diet is rich in vegetables, fruit, fish, legumes, nuts, dairy products and olive oil, with smaller
amounts of meat and eggs. This diet is easy to follow and maintain in the long term, since it does not eliminate any
foods or restrict calories or quantities. It is also flexible and can be tailored based on preferences and lifestyles.
Numerous studies have associated this type of diet with a low risk of obesity, and its health benefits are also well
known. A general study conducted with over 11,000 participants determined that the people who followed this diet
lost more weight than the rest.
Numerous studies have linked variations in the FTO and TCF7L2 genes with a positive effect on the control of weight
gain associated with the Mediterranean diet.

NUTRITION

Effectiveness of the Mediterranean diet

What do your genetics say?

Based on your genotype, your predisposition to
maintain your weight with the Mediterranean diet is
low. Other genetic and clinical factors may be
relevant. Regardless of an individual's genetic
predisposition to one particular type of diet being
more effective than another, it is important to check
with a health care professional before starting any
nutritional regimen so that it can be tailored to each
person's habits and lifestyle.

GenotypeGene

TCGCKR

TTLPL

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/22716779?dopt=Abstract
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Vitamin B9 (folate) is a water-soluble vitamin that is essential in processes such as DNA synthesis, cell repair, protein
metabolism and proper brain function. It is naturally present in foods such as leafy green vegetables, peas, lentils,
fruits, cereals and other foods. Folic acid is an artificial (synthetic) folate contained in supplements and added to
fortified foods. Vitamin B9 deficiencies are associated with anaemia, high homocysteine levels, increased risk of heart
disease, complications during pregnancy, increased risk of cancer, and cognitive dysfunction in old age.
Genetic studies have shown that the MTHFR gene is associated with low levels of vitamin B9 in the blood and an
increase in homocysteine, a substance that, at high levels, is linked to cardiovascular disease.

NUTRITION

Vitamin B9 levels

What do your genetics say?

Based on your genotype, you are not predisposed to
have a vitamin B9 deficiency. Other genetic and
clinical factors may be relevant.

GenotypeGene

TGMTHFR

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/17115185
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Vitamin D (calcidiol or calcifediol) is a fat-soluble vitamin that is important in the absorption and use of calcium, for
maintaining good bone and muscle health, and for the proper functioning of the immune, endocrine and
cardiovascular systems. It is synthesised in the skin after exposure to sunlight, which transforms it to its active form.
Recently, an increase in cases of vitamin D deficiency has been identified in developed countries mainly due to
lifestyle, the use of sunscreens and environmental conditions (pollution, geographic location).
Numerous studies have identified variations in the GC gene related to vitamin D deficiency.

NUTRITION

Vitamin D levels

What do your genetics say?

Based on your genotype, you are not predisposed to
vitamin D deficiency. Other genetic and clinical
factors may be relevant. Exposure to sunlight is
crucial to a person's vitamin D levels because there
are few dietary sources of this vitamin.

GenotypeGene

TTGC

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmedhealth/PMH0065716/
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Weight loss is a goal for an ever-growing part of the population. Diet and physical activity obviously play a key role in
achieving the goal of losing weight, but we often notice that other people achieve better results than us when
following the same diet and exercise routine. Genetics has a lot to say about that. We know that between 40 and
70% of the tendency to obesity can be inherited, but genetics also influence how easy or hard it is to lose weight.
Several studies have shown that the LOC10536919, CLOCK, PPARG and TCF7L2 genes influence how easy or hard it is
for someone to lose weight.

NUTRITION

Ease of weight loss

What do your genetics say?

Based on your genotype, your predisposition to
weight loss is average. Other genetic and clinical
factors may be relevant. Some diseases can make it
harder to lose weight. Always consult with a health
care professional before starting a diet. And
remember that you can also see your predisposition
to the effectiveness of different types of diets in other
parts of this report.

GenotypeGene

CCPPARG

AACLOCK
TMEM165

TTLOC10536919
2

Your genetic map

More information:

http://ajcn.nutrition.org/content/100/4/1188.long#F2
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ABOUT SKIN CARE



Our body uses glucose as its main source of energy, but if it is not properly metabolised it can bind to collagen and
elastin fibres and modify them, both structurally and functionally. The resulting products are known as Advanced
Glycation End Products (AGEs).

This process, called glycation, is involved in the ageing of the skin and impairs its ability to regenerate and repair
itself. Collagen fibres that have undergone glycation become rigid, less elastic and have a decreased capacity for
regeneration, causing wrinkles, dryness, thickening of the skin, and a loss of firmness. AGEs increase with age, and
are more harmful in combination with exposure to UV rays.

Glycation can be reduced by controlling blood glucose, LDL cholesterol and triglyceride levels through a proper diet.
Variations in the genes that determine how our body processes sugar can alter the normal functioning of energy
metabolism and glucose levels. Scientists have identified variations in genes like GLO1 and AGER associated with an
excess of AGE.

SKIN CARE

Protection against glycation

What do your genetics say?

Your genotype predisposes you to a high risk of
glycation in your skin's components. Niacinamide,
carnosine and green tea reduce advanced glycation
products on the skin. The use of creams with
carnosine, niacinamide, silibinin and α-lipoic acid
decreases the effects of advanced glycation products.

GenotypeGene

TAAGER

AGAGER

AGGLO1

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/23721855
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The skin can be sensitive to the sun for a variety of reasons: it is underdeveloped (childhood), or inflamed (atopic
dermatitis or acne), or due to photosensitivity induced by drugs or dermatological treatments. In these cases it is
vital to use protection with a Sun Protection Factor (SPF) suitable for each type of skin.

Sensitivity to the harmful effects of ultraviolet radiation is inheritable. Numerous large-scale studies have identified
genetic variations that enhance sensitivity to the sun and the tendency we have to suffer from sunburn (erythema).

The genes related to skin pigmentation (ASIP, TYR, MC1R, and OCA2) and a low tanning capability are those that
most influence the skin's sensitivity to the sun. In addition, there is a strong association between DNA repair genes
and the tendency to suffer from sunburn. These genes have no relation to tendency to tan, so there is an underlying
mechanism to burns that is independent of pigmentation.

SKIN CARE

Sensitivity to the sun

What do your genetics say?

You are at a high risk of skin sensitivity to the sun.
Supplementation with omega-3 reduces sensitivity
to solar erythema. Apply a sunblock suitable for your
skin type, even in cases of brown skin or good tans.
Keep a close eye on any changes in the colour, size or
texture of moles.

GenotypeGene

AGNTM

AATYR

TCASIP

CCLOC10537487
5

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3690971/
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Tanning is the physiological response stimulated by ultraviolet (UV) radiation from the sun's rays. Exposure to UV
rays increases the production of eumelanin, a type of melanin pigment that darkens the skin to protect it from
damage. Different individuals' tanning capacities vary, and can have positive and negative effects on the health of
the skin.

People with less capacity are more prone to burns and sun spots, wrinkles, folate loss and melanoma, while people
who tan easily are at risk for Vitamin D deficiency, because they can produce less Vitamin D in response to solar
exposure.

The skin's tanning capability is variable and is genetically determined. People with certain variants in genes related
to pigmentation usually have light-coloured eyes and skin, and a reduced tanning capacity. Variations in the MC1R
gene (melanin receptor) are the most determinant, and are associated with red hair, freckles, increased sensitivity to
the sun and less tanning.

SKIN CARE

Ease tanning

What do your genetics say?

Your skin is very likely to tan easily.

GenotypeGene

TTLOC10537406
9

CCLOC10537487
5

GGHERC2

TCASIP

TGASIP

CCIRF4

CCMC1R

ACTYR

AATYR

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/23223146
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Facial sunspots (sun lentigos, or lentigines) are oval or round, pigmented spots that measure 2 to 20 mm, are brown,
uniform, and located in areas frequently exposed to the sun, like the face, arms and back of the hands. They are
larger than freckles/ephelides, do not disappear in the winter, and are common in ageing skin.

Solar lentigines are the result of the local growth of melanin-producing cells in response to ultraviolet radiation.
These spots are more frequent among the Caucasian and Asian populations, and in women, especially after age 50.
Although they are benign lesions that do not need medical treatment, they indicate that sun exposure has been
excessive. For aesthetic reasons they can be eliminated by different treatments, although the best form of
prevention is the use of sunscreens and limiting sun exposure.

Variations in MC1R and IRF4 genes have been associated with an increased risk of sunspots. There are numerous risk
alleles in the MC1R (melanin receptor) gene.

SKIN CARE

Sunspots

What do your genetics say?

Your predisposition to sunspots is very low.

GenotypeGene

CCIRF4

GGMC1R

CCMC1R

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/25705849
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ABOUT PHARMA



Phenprocoumon (marketed under the brand names Marcoumar, Marcumar and Falithrom) is a long-acting oral
anticoagulant drug, a derivative of coumarin. It is a Vitamin K antagonist that inhibits coagulation by blocking th
esynthesis of coagulation factors II, VII, IX and X.

PHARMACOGENETICS: CARDIOLOGY

Phenprocoumon

What do your genetics say?

Patients with the CC genotype who are treated with
acenocoumarol or phenprocoumon may require a
higher dose as compared to patients with the TC or
TT genotypes. Other genetic and clinical factors may
also affect a patient's acenocoumarol or
phenprocoumon maintenance dose requirement.

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/23423913

SNP GenotypeGene

CCrs9923231VKORC1
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Pravastatin is a cholesterol-lowering agent that belongs to a class of medications known as statins. It was derived
from microbial transformation of mevastatin, the first statin discovered. It is a ring-opened dihydroxyacid with a 6’-
hydroxyl group that does not require in vivo activation. Pravastatin is one of the lower potency statins. However, its
increased hydrophilicity is thought to confer advantages, such as minimal penetration through lipophilic
membranes of peripheral cells, increased selectivity for hepatic tissues, and a reduction in side effects compared
with lovastatin and simvastatin.

PHARMACOGENETICS: CARDIOLOGY

Pravastatin

What do your genetics say?

Patients with the AA genotype who are treated with
statins may be more likely to respond as compared
to patients with the AT or TT genotype. Other genetic
and clinical factors may also influence a patient's
response when treated with statins.

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/15199031

SNP GenotypeGene

AArs17244841HMGCR
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Simvastatin is a lipid-lowering agent that is derived synthetically from the fermentation of Aspergillus terreus. It is a
potent, competitive inhibitor of 3-hydroxy-3-methylglutaryl coenzyme A reductase (hydroxymethylglutaryl COA
reductases), which is the rate-limiting enzyme in cholesterol biosynthesis. It may also interfere with steroid hormone
production. Due to the induction of hepatic LDL receptors, it increases the breakdown of LDL cholesterol.

PHARMACOGENETICS: CARDIOLOGY

Simvastatin

What do your genetics say?

Patients with the TT genotype may be at a lower risk
of simvastatin-related myopathy as compared to
patients with the CT or CC genotype. Other genetic
and clinical factors may also affect a patient's risk for
toxicity.

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/28482130

SNP GenotypeGene

TTrs4149056SLCO1B1
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Warfarin is an anticoagulant drug normally used to prevent blood clot formation, as well as migration. Although
originally marketed as a pesticide (d-Con, Rodex, among others), Warfarin has since become the most frequently
prescribed oral anticoagulant in North America. Warfarin has several properties that should be noted when used
medicinally, including its ability to cross the placental barrier during pregnancy, which can result in fetal bleeding,
spontaneous abortion, preterm birth, stillbirth, and neonatal death. Additional adverse effects, such as necrosis,
purple toe syndrome, osteoporosis, valve and artery calcification, and drug interactions, have also been documented
with warfarin use. Warfarin does not actually affect blood viscosity. Rather, it inhibits Vitamin-k dependent synthesis
of biologically active forms of various clotting factors, in addition to several regulatory factors.

PHARMACOGENETICS: CARDIOLOGY

Warfarin

What do your genetics say?

Patients with the CC genotype may require an
increased dose of warfarin as compared to patients
with the TC or TT genotype. Other genetic and
clinical factors may also influence a patient's warfarin
dose requirement.

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/gtr/conditions/CN078029

SNP GenotypeGene

CCrs9923231VKORC1
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Citalopram (brand names Celexa, Cipramil and others) is an antidepressant of the Selective Serotonin Reuptake
Inhibitor (SSRI) class.

PHARMACOGENETICS: NEUROLOGY

Citalopram

What do your genetics say?

Patients with the CC genotype may exhibit
decreased metabolism of citalopram or escitalopram
as compared to patients with the TT or TC genotype.
Other genetic factors, including the other CYP2C19
alleles *2 rs4244285,*3 rs4986893, and clinical factors,
may also affect a patient's citalopram or escitalopram
metabolism.

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/20531370

SNP GenotypeGene

CCrs12248560CYP2C19
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Aripiprazole, sold under the brand name Abilify, among others, is an atypical antipsychotic. It is recommended and
primarily used in the treatment of schizophrenia and bipolar disorder. Other uses include as an add-on treatment in
major depressive disorders, tic disorders, and irritability associated with autism.

PHARMACOGENETICS: NEUROLOGY

Aripiprazole

What do your genetics say?

Patients with schizophrenia, schizoaffective disorder,
or autism spectrum disorder and genotype CC may
have a decreased likelihood of weight gain and
hypertriglyceridemia when taking amisulpride,
aripiprazole, clozapine, olanzapine, haloperidol,
paliperidone, quetiapine, ziprasidone, or risperidone
as compared to patients with the AA genotypes,
although this is contradicted in one study. Other
clinical and genetic factors may also have effects.

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/22566560

SNP GenotypeGene

CCrs489693MC4R
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Fluorouracil (5-FU), sold under the brand name Adrucil, among others, is a medication used to treat cancer. By
injection into a vein, it is used for colon cancer, esophageal cancer, stomach cancer, pancreatic cancer, breast cancer,
and cervical cancer. As a cream it is used for actinic keratosis and basal cell carcinoma. It is a potent antimetabolite
used in the treatment of cancer. It is a drug that blocks the methylation reaction of deoxyuridic acid, converting it
into thymidylic acid by inhibiting an enzyme that is important for the synthesis of thymidine, which, being part of
the DNA molecule, stops its formation. The drug is specific to the S phase of the cell phase cycle. 5-Fluorouracil is
involved in the synthesis of DNA and inhibits, to a small degree, the formation of RNA. The two actions combine to
promote a metabolic imbalance that results in cell death. The inhibitory activity of the drug, by its analogy with
uracil, has an effect on the rapid growth of the neoplastic cells, which, preferentially, take advantage of the uracil
molecule for nucleic acid biosynthesis.

PHARMACOGENETICS: ONCOLOGY

Fluorouracil, capecitabine, pyrimidine analogues, tegafur and Neoplasms

What do your genetics say?

TT-genotype patients treated with fluoropyrimidine-
based chemotherapy may exhibit 1) increased
clearance of the drug and 2) decreased, but not
absent, risk and reduced severity of drug toxicity as
compared to patients with the AT genotype. The
combination (FOLFOX, FOLFIRI  or FEC) and delivery
of the drug may influence risk for toxicity. Other
genetic and clinical factors may also have an
influence.

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/17700593

SNP GenotypeGene

TTrs67376798DPYD
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Peginterferon alfa-2b is a form of recombinant interferon used as part of combination therapy to treat chronic
Hepatitis C, an infectious liver disease caused by infection with the Hepatitis C Virus (HCV). HCV is a single-stranded
RNA virus that is categorised into nine distinct genotypes, with genotype 1 being the most common in the United
States, and affecting 72% of all chronic HCV patients. Treatment options for chronic Hepatitis C have advanced
significantly since 2011, with the development of Direct Acting Antivirals (DAAs) resulting in less use of Peginterferon
alfa-2b. Peginterferon alfa-2b is derived from the alfa-2b moiety of recombinant human interferon, and acts by
binding to human type-1 interferon receptors. The activation and dimerization of this receptor induces the body's
innate antiviral response by activating the Janus kinase/signal transducer and activator of transcription (JAK/STAT)
pathway.

PHARMACOGENETICS: OTHERS

Peginterferon Alpha-2b

What do your genetics say?

Patients with the TC genotype and Hepatitis C
genotype 1 may exhibit a decreased response
(sustained virological response, SVR) when
administered peg interferon alpha (2a, 2b) and
ribavirin as compared to patients with the CC
genotype. Patients with the TC genotype may also
have lower spontaneous clearance in acute HCV
infections than patients with the CC genotype. Other
genetic and clinical factors may also affect a patient's
response to peg interferon and ribavirin.

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/21145807

SNP GenotypeGene

TCrs12979860IFNL3

 EVERYHING YOU WERE NEVER TOLD

Page 40 of 155This report is not valid for clinical or diagnostic use.ANC1217563



Sildenfail is a vasoactive agent used to treat erectile dysfunction and reduce symptoms in patients with Pulmonary
Arterial Hypertension (PAH). Sildenafil elevates levels of the second messenger, cGMP, by inhibiting its breakdown
via Phosphodiesterase Type 5 (PDE5). PDE5 is found in particularly high concentrations in the corpus cavernosum,
erectile tissue of the penis. It is also found in the retina and vascular endothelium. Increased cGMP results in
vasodilation, which facilitates the generation and maintenance of an erection.

PHARMACOGENETICS: OTHERS

Sildenfail (Viagra)

What do your genetics say?

Patients with the TC genotype and erectile
dysfunction who are treated with sildenafil may be
less likely to have a positive erectile response as
compared to patients with the TT genotype. Other
genetic and clinical factors may also influence a
patient's response to sildenafil.

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/12576843

SNP GenotypeGene

TCrs5443GNB3
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ABOUT HEALTH



Achromatopsia is characterised by reduced visual acuity, pendular nystagmus, increased sensitivity to light
(photophobia), a small central scotoma, eccentric fixation, and reduced or complete loss of colour discrimination. All
individuals with achromatopsia (achromats) have impaired color discrimination along all three axes of colour
perception corresponding to the three cone classes: the protan, or long-wavelength-sensitive cone axis (red); the
deutan, or middle-wavelength-sensitive cone axis (green); and the tritan, or short-wavelength-sensitive cone axis
(blue). Most individuals have complete achromatopsia, with total lack of function across all three types of cones. In
rare cases individuals may have incomplete achromatopsia, in which one or more cone types may be partially
functioning. The symptoms are similar to those of individuals with complete achromatopsia, but less severe,
generally. Hyperopia is common in achromatopsia.

HEALTH: CARRIER STATUS

Achromatopsia 2

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/216900

SNP GenotypeGene

CCrs104893613CNGA3
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X-linked Adrenoleukodystrophy (X-ALD) affects nervous system white matter and the adrenal cortex. Three main
phenotypes are seen in affected males: the childhood cerebral form manifests most commonly between the ages of
four and eight. It initially resembles Attention Deficit Disorder or hyperactivity; progressive impairment of cognition,
behaviour, vision, hearing, and motor function follow the initial symptoms, and often lead to total disability within
two years. Adrenomyeloneuropathy (AMN) manifests most commonly in the late twenties in progressive paraparesis,
sphincter disturbances, sexual dysfunction, and often impaired adrenocortical function; all the symptoms are
progressive over decades. "Addison Disease only" presents with primary adrenocortical insufficiency between age
two and adulthood, and most commonly by age 7.5, without evidence of neurologic abnormality. Approximately 20%
of females who are carriers develop neurologic manifestations that resemble AMN, but have later onset (age ≥35)
and a milder disease than affected males.

HEALTH: CARRIER STATUS

Adrenoleukodystrophy

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/300100

SNP GenotypeGene

CCrs128624220ABCD1

IIrs387906494ABCD1

DDrs193922093ABCD1

GGrs193922097ABCD1
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Alpha-1-antitrypsin deficiency is a hereditary disease that develops in adulthood and is characterised by chronic liver
disorders (cirrhosis), respiratory disorders (emphysema) and, rarely, panniculitis.

HEALTH: CARRIER STATUS

Alpha-1-Antitrypsin Deficiency

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/613490

SNP GenotypeGene

GGrs61761869SERPINA
1

CCrs28929474SERPINA
1

TTrs199422211SERPINA
1
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Transthyretin (TTR)-related familial amyloidotic cardiomyopathy is a hereditary TTR-related systemic amyloidosis
(ATTR) with predominant cardiac involvement resulting from myocardial infiltration of abnormal amyloid protein. Its
prevalence is unknown. Patients present during adulthood (usually after 30 years of age) with restrictive
cardiomyopathy (with varying degrees of chronic heart failure and possible brady/tachyarrhythmias).

HEALTH: CARRIER STATUS

Amyloidosis, Hereditary, Transthyretin-Related

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/105210

SNP GenotypeGene

GGrs76992529TTR

TTrs121918076TTR

AArs121918070TTR
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G6PD deficiency is the most common genetic cause of chronic and drug-, food-, or infection-induced hemolytic
anemia. G6PD catalyses the first reaction in the pentose phosphate pathway, which is the only NADPH-generation
process in mature red cells; therefore, defence against oxidative damage is dependent on G6PD. The most common
clinical manifestations of G6PD deficiency are neonatal jaundice and acute hemolytic anemia, which in most
patients is triggered by an exogenous agent, e.g., primaquine or fava beans (see 134700). Acute haemolysis is
characterised by fatigue, back pain, anemia, and jaundice. Increased unconjugated bilirubin, lactate dehydrogenase,
and reticulocytosis are markers of the disorder. Although G6PD deficiency can be life-threatening, most G6PD-
deficient patients are asymptomatic throughout their life. The striking similarity between the areas where G6PD
deficiency is common and Plasmodium falciparum malaria (see 611162) is endemic yielded evidence that G6PD
deficiency confers resistance against malaria.

HEALTH: CARRIER STATUS

Anemia, Nonspherocytic Hemolytic, Due To G6Pd Deficiency

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/300908

SNP GenotypeGene

TTrs137852331G6PD

GGrs398123546G6PD

CCrs5030869G6PD

AArs78365220G6PD
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Familial Isolated Arrhythmogenic Right Ventricular Dysplasia (ARVC) is the familial autosomal dominant form of
ARVC, a heart muscle disease characterised by life-threatening ventricular arrhythmias with Left Bundle Branch
Block Configuration (LBBBC), which may manifest with palpitations, ventricular tachycardia, syncope and sudden,
fatal attacks. It is due to dystrophy and fibro-fatty replacement of the right ventricular myocardium, which may lead
to right ventricular aneurysms.

HEALTH: CARRIER STATUS

Arrhythmogenic Right Ventricular Dysplasia, Familial, 10

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/610193

SNP GenotypeGene

TTrs397516709DSG2

GGrs121913006DSG2
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Autosomal Dominant Hypophosphatemic Rickets (ADHR) is a hereditary renal phosphate-wasting disorder
characterised by hypophosphatemia, rickets and/or osteomalacia. Less than 100 cases have been described. Clinical
manifestations depend on the age of onset (childhood, adolescence, even adulthood) and on the severity of
hypophosphatemia.

HEALTH: CARRIER STATUS

Hypophosphatemic Rickets, Autosomal Dominant

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/193100

SNP GenotypeGene

CCrs193922701FGF23
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Becker Muscular Dystrophy (BMD) is a neuromuscular disease characterised by progressive muscle wasting and
weakness due to the degeneration of skeletal, smooth and cardiac muscle. BMD primarily affects males, with an
estimated incidence of 1/18,000 to 1/31,000 male births. Females are usually asymptomatic, but a small percentage of
female carriers manifest milder forms of the disease (symptomatic form of Duchenne and Becker Muscular
Dystrophy in female carriers; see this term).

HEALTH: CARRIER STATUS

Muscular Dystrophy, Becker Type

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/300376

SNP GenotypeGene

GGrs104894787DMD

CCrs398123830DMD

IIrs398123837DMD

TTrs72468700DMD

DDrs398123943DMD

AArs398124002DMD

 EVERYHING YOU WERE NEVER TOLD

Page 50 of 155This report is not valid for clinical or diagnostic use.ANC1217563



Beta-thalassemia (BT) is characterised by deficiency (Beta+) or absence (Beta0) of synthesis of the beta globin chains
of haemoglobin (Hb).Its exact prevalence is unknown, but annual incidence at birth of symptomatic BT is estimated
at 1/100,000 worldwide. The disease was initially described in the Mediterranean basin, but severe forms of BT
frequently occur throughout the Middle East, South-east Asia, India and China. Population migrations have led to
global distribution of the disease.

HEALTH: CARRIER STATUS

Beta-Thalassemia

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/613985

SNP GenotypeGene

GGrs33994806HBB

TTrs34305195HBB

AArs35703285HBB

CCrs35004220HBB

IIrs35497102HBB
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Bloom Syndrome (BSyn) is a rare chromosomal breakage syndrome characterised by a marked genetic instability
associated with pre-and postnatal growth retardation, facial sun-sensitive telangiectatic erythema, increased
susceptibility to infections, and predisposition to cancer. Its overall prevalence is unknown, but in the Ashkenazi
Jewish population it is estimated at approximately 1/ 48,000 births.

HEALTH: CARRIER STATUS

Bloom Syndrome

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/210900

SNP GenotypeGene

DDrs367543012BLM

GGrs148969222BLM

IIrs367543014BLM

CCrs200389141BLM
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Brugada Syndrome (BrS) manifests with ST segment elevation in right precordial leads (V1 to V3), incomplete or
complete Right Bundle Branch Block, and susceptibility to ventricular tachyarrhythmia and sudden death. BrS is an
electrical disorder without overt myocardial abnormalities. As the aberrant ECG pattern is often intermittent and
shows a distinct regionality, it is difficult to estimate the prevalence of the disease. The largest cohorts in Far East
countries indicate a prevalence of 1/700-1/800. Its prevalence in Europe and the United States is lower: 1/3,300 to
1/10,000. An analysis of worldwide literature suggests a prevalence of the Type 1 (diagnostic) ECG pattern of 1/1000.

HEALTH: CARRIER STATUS

Brugada Syndrome 1

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/601144

SNP GenotypeGene

GGrs137854604SCN5A

CCrs137854601SCN5A
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Familial isolated Dilated Cardiomyopathy (DCM) is a rare, genetically heterogeneous cardiac disease characterised
by dilatation leading to systolic and diastolic dysfunction of the left and/or right ventricles, causing heart failure or
arrhythmia.

HEALTH: CARRIER STATUS

Cardiomyopathy, Dilated, 1S

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/613426

SNP GenotypeGene

CCrs761807131TTN

GGrs727503253MYH7
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Hypertrophic Cardiomyopathy (HCM) is typically defined by the presence of Left Ventricular Hypertrophy (LVH).
SUCH LVH occurs in a non-dilated ventricle in the absence of other cardiac or systemic diseases capable of
producing the observed magnitude of increased LV wall thickness, such as pressure overload (e.g., long-standing
hypertension, aortic stenosis) or storage/infiltrative disorders (e.g., Fabry Disease, amyloidosis). The clinical
manifestations of HCM range from asymptomatic LVH, to progressive heart failure, to Sudden Cardiac Death (SCD),
and vary from individual to individual, even within the same family. Common symptoms include shortness of breath
(particularly with exertion), chest pain, palpitations, orthostasis, presyncope, and syncope. Most often the LVH of
HCM becomes apparent during adolescence or young adulthood, although it may also develop late in life, in infancy,
or in childhood.

HEALTH: CARRIER STATUS

Cardiomyopathy, Familial Hypertrophic, 1

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/192600

SNP GenotypeGene

DDrs730880649MYBPC3

CCrs121909374MYBPC3

CCrs121913628MYH7

GGrs121913631MYH7

IIrs397516155MYH7

TTrs397516161MYH7

AArs727505202MYH7

GGrs190228518MYBPC3
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Type 4C Charcot-Marie-Tooth Disease (CMT4C) is a subtype of Type-4 Charcot-Marie-Tooth Disease characterised by
childhood or adolescent-onset of a relatively mild, demyelinating sensorimotor neuropathy that contrasts with
severe, rapidly progressing, early-onset scoliosis, and the typical CMT phenotype (i.e. distal muscle weakness and
atrophy, sensory loss and, often, foot deformity). A wide spectrum of nerve conduction velocities are observed and
cranial nerve involvement and kyphoscoliosis have also been reported.

HEALTH: CARRIER STATUS

Charcot-Marie-Tooth Disease, Type 4C

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/601596

SNP GenotypeGene

GGrs80338931SH3TC2
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Brachytelephalangic Chondrodysplasia Punctata (BCDP) is a form of nonrhizomelic chondrodysplasia punctata, a
primary bone dysplasia characterised by hypoplasia of the distal phalanges of the fingers, nasal hypoplasia,
epiphyseal stippling appearing in the first year of life, and mild and nonrhizomelic shortness of the long bones.

HEALTH: CARRIER STATUS

Chondrodysplasia Punctata 1, X-Linked Recessive

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/302950

SNP GenotypeGene

GGrs145946864ARSE
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Chronic Granulomatous Disease (CGD) is a rare primary immunodeficiency, mainly affecting phagocytes and
characterised by an increased susceptibility to severe and recurrent bacterial and fungal infections, along with the
development of granulomas. The average worldwide birth prevalence is estimated at 1/ 217,000. CGD can present at
any age, but is most commonly diagnosed before the age of 5.

HEALTH: CARRIER STATUS

Granulomatous Disease, Chronic, X-Linked

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/306400

SNP GenotypeGene

GGrs193922449CYBB

IIrs193922446CYBB
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Congenital Stationary Night Blindness (CSNB) refers to a non-progressive group of retinal disorders characterised by
night-time or dim light vision disturbance, delayed adaptation to the dark, poor visual acuity, nystagmus, strabismus,
normal colour vision and fundus abnormalities. Two forms of CSNB are recognised: complete and incomplete CSNB
(CSNB1 and CSNB2, respectively).

HEALTH: CARRIER STATUS

Night Blindness, Congenital Stationary, Type 1C

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/613216

SNP GenotypeGene

AArs191205969TRPM1

GGrs369742878TRPM1

 EVERYHING YOU WERE NEVER TOLD
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Cornelia de Lange Syndrome (CdLS) is a multi-system disorder with variable expression marked by a characteristic
facial dysmorphism, variable degrees of intellectual deficit, severe growth retardation beginning before birth (2nd
trimester), abnormal hands and feet, and various other malformations (heart, kidney etc.).

HEALTH: CARRIER STATUS

Cornelia De Lange Syndrome 1

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/122470

SNP GenotypeGene

CCrs121918269NIPBL

IIrs80358382NIPBL

TTrs80358369NIPBL

GGrs80358380NIPBL

DDrs80358371NIPBL

AArs587784012NIPBL

 EVERYHING YOU WERE NEVER TOLD
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Costello Syndrome (CS) is a rare multi-systemic disorder characterised by failure to thrive, short stature,
developmental delay or intellectual disability, joint laxity, soft skin, and distinctive facial features. Cardiac and
neurological involvement is common, and there is an increased lifetime risk of certain tumours. The estimated
number of patients worldwide is 300. Estimated birth prevalence has been reported to be 1/300,000 to 1/1.25 million.

HEALTH: CARRIER STATUS

Costello Syndrome

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/218040

SNP GenotypeGene

CCrs104894226HRAS

GGrs121917758HRAS

TTrs104894227HRAS

 EVERYHING YOU WERE NEVER TOLD

Page 61 of 155This report is not valid for clinical or diagnostic use.ANC1217563



Cystic Fibrosis (CF) is a genetic disorder characterised by the production of sweat with high salt content and mucus
secretions with an abnormal viscosity. It is the most common genetic disorder among Caucasian children. The
incidence varies between populations: the condition is considerably less common in Asian and African populations
than in the white populations of Europe and North America, with variations within each country. Its exact prevalence
in Europe is unknown, but estimates range between 1/8,000 and 1/10,000 individuals.

HEALTH: CARRIER STATUS

Cystic Fibrosis

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/219700

SNP GenotypeGene

GGrs75541969CFTR

CCrs77101217CFTR

DDrs121908788CFTR

IIrs121908811CFTR

AArs387906362CFTR

TTrs139573311CFTR

 EVERYHING YOU WERE NEVER TOLD
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Glycogen storage disease due to LAMP-2 (Lysosomal-Associated Membrane Protein 2) deficiency is a lysosomal
glycogen storage disease characterised by severe cardiomyopathy and variable degrees of muscle weakness,
frequently associated with intellectual deficit. More than 20 families have been described in the literature thus far.

HEALTH: CARRIER STATUS

Danon Disease

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/300257

SNP GenotypeGene

CCrs727504742LAMP2

IIrs727504557LAMP2

GGrs727503118LAMP2

 EVERYHING YOU WERE NEVER TOLD
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Alpha-mannosidosis is an inherited lysosomal storage disorder characterised by immune deficiency, facial and
skeletal abnormalities, hearing impairment, and intellectual deficit. It occurs in approximately 1 in 500,000 live births.

HEALTH: CARRIER STATUS

Mannosidosis, Alpha B, Lysosomal

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/248500

SNP GenotypeGene

GGrs121434331MAN2B1

CCrs80338677MAN2B1

 EVERYHING YOU WERE NEVER TOLD
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Non-syndromic isolated Dilated Cardiomyopathy (DCM) is characterised by left ventricular enlargement and systolic
dysfunction, a reduction in the myocardial force of contraction. DCM usually presents with any one of the following:
heart failure, with symptoms of congestion (edema, orthopnea, paroxysmal nocturnal dyspnea) and/or reduced
cardiac output (fatigue, dyspnea on exertion). Arrhythmias and/or conduction system disease. Thromboembolic
disease (from left ventricular mural thrombus), including stroke.

HEALTH: CARRIER STATUS

Cardiomyopathy, Dilated, 1A

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/115200

SNP GenotypeGene

CCrs60682848LMNA

GGrs28933093LMNA

 EVERYHING YOU WERE NEVER TOLD
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Dubin-Johnson Syndrome (DJS) is a benign, inherited liver disorder characterised clinically by chronic,
predominantly conjugated, hyperbilirubinemia; and, histopathologically, by black-brown pigment deposition in
parenchymal liver cells. Its prevalence in the general population is unknown. DJS affects individuals of all ethnic
origins, but is most common among Iranian or Moroccan Jews, in which, due to founder mutations, it has been
reported to occur in up to 1/1,300 individuals.

HEALTH: CARRIER STATUS

Dubin-Johnson Syndrome

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/237500

SNP GenotypeGene

GGrs146405172ABCC2

 EVERYHING YOU WERE NEVER TOLD
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Early Infantile Epileptic Encephalopathy (EIEE), or Ohtahara Syndrome, is one of the most severe forms of age-
related epileptic encephalopathies, characterised by the onset of tonic spasms within the first 3 months of life, which
may be generalized or lateralized, independent of the sleep cycle, and that can occur hundreds of times per day,
leading to psychomotor impairment and death. Its incidence has been estimated at 1/100 000 births in Japan and
1/50,000 births in the U.K.

HEALTH: CARRIER STATUS

Epileptic Encephalopathy, Early Infantile, 2

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/300672

SNP GenotypeGene

IIrs61753251CDKL5

CCrs62653623CDKL5

AArs267608500CDKL5

GGrs587783399CDKL5

DDrs587783401CDKL5

 EVERYHING YOU WERE NEVER TOLD
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Lafora Disease (LD) is a rare, inherited, severe, progressive myoclonic epilepsy characterised by myoclonus and/or
generalised seizures, visual hallucinations (partial occipital seizures), and progressive neurological decline.

HEALTH: CARRIER STATUS

Myoclonic Epilepsy Of Lafora

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/254780

SNP GenotypeGene

GGrs28940576NHLRC1

IIrs587776542NHLRC1

 EVERYHING YOU WERE NEVER TOLD
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Familial erythrocytosis-2 is an autosomal recessive disorder characterised by increased red blood cell mass,
increased serum levels of erythropoietin (EPO; 133170), and normal oxygen affinity. Patients with ECYT2 carry a high
risk for peripheral thrombosis and cerebrovascular events (Cario, 2005). Familial erythrocytosis-2 has features of both
primary and secondary erythrocytosis. In addition to increased circulating levels of EPO, consistent with a secondary,
extrinsic process, erythroid progenitors are also hypersensitive to EPO, consistent with a primary, intrinsic process.

HEALTH: CARRIER STATUS

Erythrocytosis, Familial, 2

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/263400

SNP GenotypeGene

GGrs104893826VHL

CCrs5030818VHL

TTrs5030809VHL

 EVERYHING YOU WERE NEVER TOLD
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Fabry Disease (FD) is a progressive, inherited, multi-systemic lysosomal storage disease characterised by specific
neurological, cutaneous, renal, cardiovascular, cochleo-vestibular and cerebrovascular manifestations. Annual
incidence is reported to be 1 in 80,000 live births, but this figure may underestimate disease prevalence. When late-
onset variants of the disease are considered, a prevalence of approximately 1 in 3,000 has been suggested. FD is pan-
ethnic.

HEALTH: CARRIER STATUS

Fabry Disease

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/301500

SNP GenotypeGene

CCrs104894828GLA

AArs727503950GLA

GGrs104894827GLA

TTrs104894835GLA

IIrs398123225GLA

 EVERYHING YOU WERE NEVER TOLD
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Familial Adenomatous Polyposis (FAP) is characterised by the development of hundreds to thousands of adenomas
in the rectum and colon during the second decade of life. FAP has a birth incidence of about 1/8,300, manifests
equally in both sexes, and accounts for less than 1% of Colorectal Cancer (CRC) cases. In the EU, prevalence is
estimated at 1/11,300-1/37,600.

HEALTH: CARRIER STATUS

Familial Adenomatous Polyposis 1

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/175100

SNP GenotypeGene

CCrs137854568APC

TTrs387906230APC

IIrs397515732APC

GGrs559510809APC

DDrs398123122APC

AArs587779786APC

 EVERYHING YOU WERE NEVER TOLD
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Hypertrophic Cardiomyopathy (HCM) is typically defined by the presence of Left Ventricular Hypertrophy (LVH).
SUCH LVH occurs in a non-dilated ventricle in the absence of other cardiac or systemic diseases capable of
producing the observed magnitude of increased LV wall thickness, such as pressure overload (e.g., long-standing
hypertension, aortic stenosis) or storage/infiltrative disorders (e.g., Fabry Disease, amyloidosis). The clinical
manifestations of HCM range from asymptomatic LVH, to progressive heart failure, to Sudden Cardiac Death (SCD),
and vary from individual to individual, even within the same family. Common symptoms include shortness of breath
(particularly with exertion), chest pain, palpitations, orthostasis, presyncope, and syncope. Most often the LVH of
HCM becomes apparent during adolescence or young adulthood, although it may also develop late in life, in infancy,
or in childhood.

HEALTH: CARRIER STATUS

Cardiomyopathy, Familial Hypertrophic, 2

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/115195

SNP GenotypeGene

CCrs111377893TNNT2

GGrs397516456TNNT2

IIrs397516470TNNT2

 EVERYHING YOU WERE NEVER TOLD
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Familial Mediterranean Fever (FMF) is an autoinflammatory disorder characterised by recurrent short episodes of
fever and serositis, resulting in pain in the abdomen, chest, joints and muscles. FMF is primarily found in the south-
eastern Mediterranean area. Populations having a high prevalence (1/200-1/1000) of the disease are non-Ashkenazi
Jews, Turks, Armenians and Arabs. It is not considered rare in Italy, Greece or Spain.

HEALTH: CARRIER STATUS

Familial Mediterranean Fever

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/249100

SNP GenotypeGene

TTrs61752717MEFV

CCrs28940580MEFV

IIrs104895093MEFV

 EVERYHING YOU WERE NEVER TOLD
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Type-2 Multiple Endocrine Neoplasia (MEN2) is a multiple endocrine neoplasia, a polyglandular cancer syndrome
characterised by the occurrence of Medullary Thyroid Carcinoma (MTC), Pheochromocytoma (PCC; see these terms)
and, in one variant, Primary Hyperparathyroidism (PHPT). There are three forms: MEN2A, MEN2B, and Familial
Medullary Thyroid Carcinoma (FMTC). The total prevalence of all MEN2 variants is approximately 1/35,000. Of the
three MEN2 subtypes, MEN2A accounts for about 70%-80% of cases; Familial Medullary Thyroid Carcinoma (FMTC),
for 10-20%; and MEN2B, for 5%.

HEALTH: CARRIER STATUS

Thyroid Carcinoma, Familial Medullary

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/155240

SNP GenotypeGene

TTrs75234356RET

GGrs77503355RET

 EVERYHING YOU WERE NEVER TOLD
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Fanconi Anemia (FA) is a hereditary DNA repair disorder characterised by progressive pancytopenia with bone
marrow failure, variable congenital malformations, and a predisposition to develop haematological or solid tumours.

HEALTH: CARRIER STATUS

Fanconi Anemia, Complementation Group O

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/613390

SNP GenotypeGene

GGrs267606997RAD51C

IIrs587782170RAD51C

CCrs587782818RAD51C

TTrs730881931RAD51C

 EVERYHING YOU WERE NEVER TOLD
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Gaucher Disease Type 1 is the chronic, non-neurological form of Gaucher Disease (GD; see this term) characterised by
organomegaly, bone involvement and cytopenia. It represents around 90% of all cases of GD, with an estimated
prevalence of 1/100,000 in the general population.

HEALTH: CARRIER STATUS

Gaucher Disease, Type I

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/230800

SNP GenotypeGene

CCrs80356772GBA

TTrs364897GBA

 EVERYHING YOU WERE NEVER TOLD
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Glutaryl-CoA Dehydrogenase (GCDH) deficiency (GDD) is an autosomal recessive neurometabolic disorder clinically
characterised by encephalopathic crises resulting in striatal injury and a severe dystonic, dyskinetic movement
disorder. Worldwide prevalence is estimated at 1 in 100,000 births. GDD is more prevalent in Old Order Amish
communities, Canadian Oji-Cree natives, Irish travellers, and Lumbee Native Americans.

HEALTH: CARRIER STATUS

Glutaric Acidemia I

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/231670

SNP GenotypeGene

CCrs121434369GCDH

TTrs121434366GCDH

AArs199999619GCDH

GGrs121434371GCDH

 EVERYHING YOU WERE NEVER TOLD
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Multiple acyl-CoA Dehydrogenation Deficiency (MADD) is a disorder of fatty acid and amino acid oxidation, and a
clinically heterogeneous disorder ranging from a severe neonatal presentation, with metabolic acidosis,
cardiomyopathy and liver disease; to a mild childhood/adult disease with episodic metabolic decompensation,
muscle weakness, and respiratory failure. Birth prevalence is estimated at 1/200,000, but great variation is seen
between countries/ethnicities.

HEALTH: CARRIER STATUS

Multiple Acyl-Coa Dehydrogenase Deficiency

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/231680

SNP GenotypeGene

CCrs398124152ETFDH

GGrs398124151ETFDH

IIrs398124153ETFDH

AArs727503918ETFA

 EVERYHING YOU WERE NEVER TOLD
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Glycogen Storage Disease (GSDI) Type 1 is characterised by the accumulation of glycogen and fat in the liver and
kidneys, resulting in hepatomegaly and renomegaly. The two subtypes (GSDIa and GSDIb) are clinically
indistinguishable. Some untreated neonates present with severe hypoglycaemia; more commonly, however,
untreated infants present at age three to four months with hepatomegaly, lactic acidosis, hyperuricemia,
hyperlipidemia, hypertriglyceridemia, and/or hypoglycaemic seizures. Affected children typically have doll-like faces
with fat cheeks, relatively thin extremities, short stature, and a protuberant abdomen. Xanthoma and diarrhoea may
also be present. Impaired platelet function can lead to a bleeding tendency, with frequent epistaxis. Normal growth
and puberty is expected in treated children. Most individuals affected live into adulthood.

HEALTH: CARRIER STATUS

Glycogen Storage Disease Ia

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/232200

SNP GenotypeGene

TTrs104894566G6PC

GGrs80356483G6PC

CCrs104894563G6PC

DDrs80356488G6PC

IIrs80356479G6PC

 EVERYHING YOU WERE NEVER TOLD
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Glycogen Storage Disease due to Acid Maltase Deficiency (AMD) is an autosomal recessive trait leading to metabolic
myopathy, affecting cardiac and respiratory muscles, in addition to skeletal muscle and other tissues. AMD
represents a wide spectrum of clinical presentations caused by an accumulation of glycogen in lysosomes: glycogen
storage disease due to acid maltase deficiency; infantile onset, non-classic infantile onset, and adult onset. Early
onset forms are more severe and often fatal.

HEALTH: CARRIER STATUS

Glycogen Storage Disease Ii

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/232300

SNP GenotypeGene

GGrs28937909GAA

CCrs121907938GAA

TTrs386834236GAA

IIrs386834235GAA

 EVERYHING YOU WERE NEVER TOLD
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Hermansky-Pudlak Syndrome (HPS) is a multi-system disorder characterised by tyrosinase-positive oculocutaneous
albinism; a bleeding diathesis, resulting from a platelet storage pool deficiency; and, in some cases, pulmonary
fibrosis, granulomatous colitis, and immunodeficiency. The albinism is characterised by hypopigmentation of the
skin and hair; ocular findings of reduced iris pigment, with iris transillumination; reduced retinal pigment, foveal
hypoplasia, with a significant reduction in visual acuity (usually in the range of 20/50 to 20/400); nystagmus, and
increased crossing of the optic nerve fibres. Hair colour ranges from white to brown; skin colour ranges from white to
olive, and is usually a shade lighter than that of other family members. The bleeding diathesis can result in easy
bruising, frequent epistaxis, gingival bleeding, postpartum haemorrhage, colonic bleeding, and prolonged bleeding
with menses, or after tooth extraction, circumcision, and other surgeries.

HEALTH: CARRIER STATUS

Hermansky-Pudlak Syndrome 3

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/614072

SNP GenotypeGene

GGrs201227603HPS3

 EVERYHING YOU WERE NEVER TOLD
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Hypohidrotic Ectodermal Dysplasia (HED) is characterised by hypotrichosis (sparseness of scalp and body hair), and
hypodontia (congenital absence of teeth). The cardinal features of classic HED become obvious during childhood.
The scalp hair is thin, lightly pigmented, and slow-growing. Sweating, although present, is greatly deficient, leading
to episodes of hyperthermia until the affected individual or family acquires experience with environmental
modifications to control temperature. Only a few abnormally formed teeth erupt, and at a later-than-average age.
Physical growth and psychomotor development are otherwise within normal limits. Mild HED is characterised by
mild manifestations of any or all the characteristic features.

HEALTH: CARRIER STATUS

Ectodermal Dysplasia 1, Hypohidrotic, X-Linked

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/305100

SNP GenotypeGene

TTrs727504814EDA

CCrs132630312EDA

GGrs132630314EDA

 EVERYHING YOU WERE NEVER TOLD
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Autosomal recessive development disorder is characterised by severe mental retardation, cerebellar vermis
hypoplasia, hypotonia, abnormal breathing patterns in infancy, and dysmorphic facial features. Additional findings
may include renal cysts, abnormal eye movements, and postaxial polydactyly.

HEALTH: CARRIER STATUS

Joubert Syndrome 14

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/614424

SNP GenotypeGene

GGrs387907131TMEM23
7

 EVERYHING YOU WERE NEVER TOLD
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Autosomal recessive development disorder characterised by the Molar Tooth Sign in cerebral images, oculomotor
apraxia, variable coloboma, and rare renal involvement.

HEALTH: CARRIER STATUS

Joubert Syndrome 16

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/614465

SNP GenotypeGene

CCrs387907133TMEM138

AArs387907132TMEM138

 EVERYHING YOU WERE NEVER TOLD
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Not many cases are known. One of the three reviews in the literature describes that multiple abnormalities of the
central nervous system, such as polymicrogyria, malformations of the corpus callosum, convulsions, and spasticity,
often occurred.

HEALTH: CARRIER STATUS

Joubert Syndrome 3

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/608629

SNP GenotypeGene

GGrs777668842AHI1

 EVERYHING YOU WERE NEVER TOLD
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It is characterised mainly by the neurological and neuroradiological features of Joubert Syndrome, associated with
severe retinal and renal involvement, but its clinical spectrum is broad, including incomplete phenotypes, such as
cerebelloretinal and cereorothorenal syndromes. The entire JBTS5 phenotype largely coincides with Senior-Loken
Syndrome (SLSN, see 266900), which is characterised by retinitis pigmentosa plus juvenile nephronoptis.

HEALTH: CARRIER STATUS

Joubert Syndrome 5

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/610188

SNP GenotypeGene

TTrs137852834CEP290

CCrs370119681CEP290

DDrs62640570CEP290

IIrs766608755CEP290

 EVERYHING YOU WERE NEVER TOLD
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Joubert Syndrome is a clinical and genetically heterogeneous group of disorders characterised by cerebellar vermis
hypoplasia, with the characteristic neuroradiological Molar Tooth Sign and accompanying neurological symptoms,
including dysregulation of the respiratory pattern and developmental delay. Other variable features include retinal
dystrophy and renal abnormalities.

HEALTH: CARRIER STATUS

Joubert Syndrome 7

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/611560

SNP GenotypeGene

GGrs121918204RPGRIP1
L

TTrs121918198RPGRIP1
L

 EVERYHING YOU WERE NEVER TOLD
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It is characterised by congenital malformation of the brain stem and agenesis or hypoplasia of the cerebellar vermis,
which leads to an abnormal respiratory pattern, nystagmus, hypotonia, ataxia and delay in the achievement of motor
milestones.

HEALTH: CARRIER STATUS

Joubert Syndrome 8

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/612291

SNP GenotypeGene

GGrs121912607ARL13B

CCrs121912608ARL13B

 EVERYHING YOU WERE NEVER TOLD
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Joubert Syndrome is a clinical and genetically heterogeneous group of disorders characterised by cerebellar vermis
hypoplasia, with the characteristic neuroradiological Molar Tooth Sign and accompanying neurological symptoms,
including dysregulation of the respiratory pattern and developmental delay. Other variable features include retinal
dystrophy and renal abnormalities.

HEALTH: CARRIER STATUS

Joubert Syndrome 9

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/612285

SNP GenotypeGene

CCrs118204053CC2D2A

IIrs386833760CC2D2A

 EVERYHING YOU WERE NEVER TOLD
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Kabuki Syndrome (KS) is a multiple congenital anomaly syndrome characterised by typical facial features, skeletal
anomalies, mild to moderate intellectual disability, and postnatal growth deficiency. KS was initially described in
Japan, but has now been observed in all ethnic groups. Its prevalence estimation is approximately 1:32,000.

HEALTH: CARRIER STATUS

Kabuki Syndrome 1

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/147920

SNP GenotypeGene

CCrs267607237KMT2D

IIrs587783704KMT2D

GGrs587783699KMT2D

DDrs398123720KMT2D

 EVERYHING YOU WERE NEVER TOLD
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Maple Syrup Urine Disease (MSUD) is a rare inherited disorder of branched-chain amino acid metabolism, classically
characterised by poor feeding, lethargy, vomiting and a maple syrup odour in the cerumen (and later in urine) noted
soon after birth, followed by progressive encephalopathy and central respiratory failure, if untreated. The estimated
prevalence is around 1/150,000 live births, from published and unpublished newborn screening data.

HEALTH: CARRIER STATUS

Maple Syrup Urine Disease

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/248600

SNP GenotypeGene

GGrs137852871BCKDHA

CCrs137852875BCKDHA

AArs121964999DBT

GGrs386834234BCKDHB

IIrs398123494BCKDHA

AArs398123509BCKDHA

GGrs398123660DBT

CCrs398123665DBT

IIrs398123667DBT

CCrs398124561BCKDHB

 EVERYHING YOU WERE NEVER TOLD
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MODY is a form of NIDDM (125853) characterised by monogenic autosomal dominant transmission and early age of
onset. For a general phenotypic description and a discussion of the genetic heterogeneity of MODY, see 606391. In a
review of the various forms of MODY, Fajans et al. (2001) stated that glucokinase-related MODY2 is a common form of
the disorder, especially in children with mild hyperglycaemia and in women with gestational diabetes and a family
history of diabetes. It has been described in persons of all racial and ethnic groups. More than 130 MODY-associated
mutations have been found in the glucokinase gene.

HEALTH: CARRIER STATUS

Maturity-Onset Diabetes Of The Young, Type 2

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/125851

SNP GenotypeGene

AArs193922331GCK

DDrs193922253GCK

CCrs193922262GCK

GGrs193921338GCK

TTrs193922272GCK

IIrs193922295GCK

 EVERYHING YOU WERE NEVER TOLD
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A form of diabetes that is characterised by an autosomal dominant mode of inheritance, onset in childhood or early
adulthood (usually before 25 years of age), a primary defect in insulin secretion, and frequent insulin-independence
at the beginning of the disease.

HEALTH: CARRIER STATUS

Maturity-Onset Diabetes Of The Young, Type 3

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/600496

SNP GenotypeGene

TTrs193922577HNF1A

IIrs193922578HNF1A

DDrs193922582HNF1A

CCrs193922587HNF1A

AArs193922589HNF1A

GGrs193922603HNF1A

 EVERYHING YOU WERE NEVER TOLD
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Methylmalonic acidemia with homocystinuria is an inborn error of Vitamin B12 (cobalamin) metabolism
characterised by megaloblastic anemia, lethargy, failure to thrive, developmental delay, intellectual deficit and
seizures. Annual incidence in the USA, based on the California newborn screening program, has been estimated at
1/67,000 (for the cblC form). cblC is the most frequent type (over 550 cases)

HEALTH: CARRIER STATUS

Methylmalonic Aciduria And Homocystinuria, Cblc Type

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/277400

SNP GenotypeGene

CCrs121918241MMACH
C

IIrs398124293MMACH
C

GGrs398124295MMACH
C

 EVERYHING YOU WERE NEVER TOLD
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Vitamin B12-responsive Methylmalonic Acidemia (MA) is an inborn error of vitamin B12 (cobalamin) metabolism
characterised by recurrent ketoacidotic comas or transient vomiting, dehydration, hypotonia and intellectual deficit,
which responds to Vitamin B12. To date, over 66 patients have been reported. A prevalence of 1/48,000-1/61,000 has
been reported for MA of all causes in North America, and 1/26,000 in China.

HEALTH: CARRIER STATUS

Methylmalonic Aciduria, Cblb Type

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/251110

SNP GenotypeGene

GGrs28941784MMAB

CCrs756414548MMAB

 EVERYHING YOU WERE NEVER TOLD
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A disorder of the mitochondrial respiratory chain resulting in a highly variable phenotype, depending on which
tissues are affected. Clinical features include mitochondrial encephalopathy, psychomotor retardation, ataxia, severe
failure to thrive, liver dysfunction, renal tubulopathy, muscle weakness and exercise intolerance.

HEALTH: CARRIER STATUS

Mitochondrial Complex Iii Deficiency, Nuclear Type 1

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/124000

SNP GenotypeGene

CCrs144885874BCS1L

 EVERYHING YOU WERE NEVER TOLD
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Congenital Muscular Dystrophy (CMD) is a clinically and genetically heterogeneous group of inherited muscle
disorders. Muscle weakness typically presents from birth to early infancy. Affected infants typically appear "floppy",
with little muscle tone and poor spontaneous movements. Affected children may present with the delay or arrest of
gross motor development, together with joint and/or spinal rigidity. Muscle weakness may improve, worsen, or
stabilise in the short term. However, over time progressive weakness and joint contracture, spinal deformities, and
compromised breathing may affect quality of life and life span.

HEALTH: CARRIER STATUS

Muscular Dystrophy-Dystroglycanopathy (Congenital With Brain And Eye
Anomalies), Type A, 1

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/236670

SNP GenotypeGene

GGrs119462982POMT1

IIrs398124245POMT1

CCrs200056620POMT1

 EVERYHING YOU WERE NEVER TOLD
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Myofibrillar myopathy is characterised by slow, progressive weakness that can involve both proximal and distal
muscles. Distal muscle weakness is present in about 80% of individuals, and is more pronounced than proximal
weakness in about 25%. A minority of individuals experience sensory symptoms, muscle stiffness, aching, or cramps.
Peripheral neuropathy is present in about 20% of affected individuals. Overt cardiomyopathy is present in 15%-30%.

HEALTH: CARRIER STATUS

Myopathy, Myofibrillar, 1

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

SNP GenotypeGene

IIrs727504448DES

CCrs121913003DES

AArs267607482DES

 EVERYHING YOU WERE NEVER TOLD
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X-linked Myotubular Myopathy (XLMTM) is an inherited neuromuscular disorder defined by numerous centrally
placed nuclei on muscle biopsy and clinical features of a congenital myopathy. The incidence of XLMTM is estimated
at 1/50,000 male births.

HEALTH: CARRIER STATUS

Myopathy, Centronuclear, X-Linked

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/160150

SNP GenotypeGene

GGrs121909089DNM2

CCrs121909090DNM2

 EVERYHING YOU WERE NEVER TOLD
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Autosomal dominant centronuclear myopathy is a congenital myopathy characterized by slowly progressive muscle
weakness and wasting (Bitoun et al., 2005). The disorder involves mainly limb girdle, trunk, and neck muscles but
may also affect distal muscles. Weakness may be present during childhood or adolescence or may not become
evident until the third decade of life, and some affected individuals start using wheelschairs in their fifties. Ptosis and
limitation of eye movements occur frequently. The most prominent histopathologic features include high frequency
of centrally located nuclei in a large number of extrafusal muscle fibers (which is the basis of the name of the
disorder), radial arrangement of sarcoplasmic strands around the central nuclei, and predominance and hypotrophy
of type 1 fibers. Genetic Heterogeneity of Centronuclear Myopathy Centronuclear myopathy is a genetically
heterogeneous disorder.

HEALTH: CARRIER STATUS

Myopathy Centronuclear

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/310400

SNP GenotypeGene

CCrs132630305MTM1

GGrs587783823MTM1

AArs587783844MTM1

IIrs587783788MTM1

TTrs587783816MTM1

 EVERYHING YOU WERE NEVER TOLD
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Nemaline Myopathy (referred to in this entry as NM) is characterised by weakness, hypotonia, and depressed or
absent deep tendon reflexes. Muscle weakness is usually most severe in the face, the neck flexors, and the proximal
limb muscles. The clinical classification defines six forms of NM, which are classified by onset and the severity of
motor and respiratory involvement: severe congenital (neonatal) (16% of all individuals with NM). Amish NM.
Intermediate congenital (20%). Typical congenital (46%). Childhood-onset (13%). Adult-onset (late-onset) (4%).
Considerable overlap occurs among the forms. There are significant differences in survival between individuals
classified as having severe, intermediate, and typical congenital NM. Severe neonatal respiratory disease and the
presence of Arthrogryposis Multiplex Congenita (AMC) are associated with death in the first year of life. Independent
ambulation before age 18 months is predictive of survival. Most children with typical congenital NM are eventually
able to walk. [from GTR]

HEALTH: CARRIER STATUS

Nemaline Myopathy 2

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/256030

SNP GenotypeGene

CCrs398124167NEB

 EVERYHING YOU WERE NEVER TOLD
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Cystinosis is a metabolic disease characterised by an accumulation of cystine inside the lysosomes, causing damage
in different organs and tissues, particularly the kidneys and eyes. The incidence of cystinosis is estimated at around
1/100,000- 1/200,000 live births.

HEALTH: CARRIER STATUS

Cystinosis, Nephropathic

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/219800

SNP GenotypeGene

GGrs113994205CTNS

 EVERYHING YOU WERE NEVER TOLD
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Niemann-Pick Disease, Type C (NP-C), is a lysosomal lipid storage disease characterised by variable clinical signs,
depending on the age of onset, such as prolonged unexplained neonatal jaundice, or cholestasis; isolated
unexplained splenomegaly, and progressive, often severe neurological symptoms, such as cognitive decline,
cerebellar ataxia, Vertical Supranuclear Gaze Palsy (VSPG), dysarthria, dysphagia, dystonia, seizures, gelastic
cataplexy, and psychiatric disorders.

HEALTH: CARRIER STATUS

Niemann-Pick Disease, Type C1

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/257220

SNP GenotypeGene

GGrs80358257NPC1

CCrs80358252NPC1

TTrs372030650NPC1

 EVERYHING YOU WERE NEVER TOLD
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Type-A Niemann-Pick Disease is a very severe subtype of Niemann-Pick Disease, an autosomal recessive lysosomal
disease, and is characterised clinically by onset in infancy or early childhood, with failure to thrive,
hepatosplenomegaly, and rapidly progressive neurodegenerative disorders.

HEALTH: CARRIER STATUS

Niemann-Pick Disease, Type A

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/257200

SNP GenotypeGene

CCrs120074128SMPD1

GGrs398123474SMPD1

DDrs281860677SMPD1

IIrs727504165SMPD1

TTrs120074124SMPD1

 EVERYHING YOU WERE NEVER TOLD
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Type-B Niemann-Pick Disease is a mild subtype of Niemann-Pick Disease, an autosomal recessive lysosomal disease,
characterised clinically by onset in childhood with hepatosplenomegaly, growth retardation, and lung disorders,
such as infections and dyspnea

HEALTH: CARRIER STATUS

Niemann-Pick Disease, Type B

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/607616

SNP GenotypeGene

CCrs769904764SMPD1

TTrs398123475SMPD1

GGrs120074117SMPD1

IIrs727504167SMPD1

 EVERYHING YOU WERE NEVER TOLD
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Type-1 Oculocutaneous Albinism (OCA1) describes a group of tyrosine-related OCAs that includes OCA1A, OCA1B;
Type-1 Minimal Pigment Oculocutaneous Albinism (OCA1-MP); and Type-1 Temperature-sensitive Oculocutaneous
Albinism (OCA1-TS). The worldwide prevalence of OCA1 is estimated at 1/40,000.

HEALTH: CARRIER STATUS

Albinism, Oculocutaneous, Type Ib

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/606952

SNP GenotypeGene

GGrs104894314TYR

AArs28940881TYR

TTrs61754381TYR

 EVERYHING YOU WERE NEVER TOLD
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Permanent Neonatal Diabetes Mellitus (PNDM) is a monogenic form of neonatal diabetes characterised by
persistent hyperglycaemia within the first 12 months of life in general, requiring continuous insulin treatment. The
incidence of NDM is estimated to be 1/95,000 to 1/150,000 live births. The condition has been reported in all ethnic
groups and affects male and female infants equally.

HEALTH: CARRIER STATUS

Diabetes Mellitus, Permanent Neonatal

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/606176

SNP GenotypeGene

CCrs80356616KCNJ11

TTrs193929356KCNJ11

GGrs80356669INS

 EVERYHING YOU WERE NEVER TOLD
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Bilateral Frontoparietal Polymicrogyria (BFPP) is a subtype of polymicrogyria, a cerebral cortical malformation
characterised by excessive cortical folding and abnormal cortical layering, involving the frontoparietal region of the
brain and presenting with hypotonia, developmental delay, moderate to severe intellectual disability, pyramidal
signs, epileptic seizures, non-progressive cerebellar ataxia, dysconjugate gaze, and/or strabismus.

HEALTH: CARRIER STATUS

Polymicrogyria, Bilateral Frontoparietal

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/606854

SNP GenotypeGene

CCrs587783658ADGRG1

TTrs587783655ADGRG1

GGrs587783657ADGRG1

 EVERYHING YOU WERE NEVER TOLD
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Retinitis Pigmentosa (RP) is an inherited retinal dystrophy leading to progressive loss of the photoreceptors and
retinal pigment epithelium, and resulting in blindness usually after several decades. The prevalence of RP is reported
to be 1/3,000 to 1/5,000. No ethnic specificities have been reported, although founder effects are possible.

HEALTH: CARRIER STATUS

Retinitis Pigmentosa

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/268000

SNP GenotypeGene

IIrs80338903USH2A

CCrs779007169IFT140

GGrs727504075PDE6B

TTrs397518039USH2A

 EVERYHING YOU WERE NEVER TOLD
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Rubinstein-Taybi Syndrome is a rare malformation syndrome characterised by congenital anomalies (microcephaly,
specific facial characteristics, broad thumbs and halluces and postnatal growth retardation), short stature,
intellectual disability and behavioural characteristics. Birth prevalence is estimated at around 1/ 100,000 to 125,000.

HEALTH: CARRIER STATUS

Rubinstein-Taybi Syndrome 1

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/180849

SNP GenotypeGene

GGrs587783510CREBBP

IIrs587783508CREBBP

AArs587783503CREBBP

TTrs587783497CREBBP

CCrs587783491CREBBP

 EVERYHING YOU WERE NEVER TOLD
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SupraValvar Aortic Stenosis (SVAS) is characterised by the narrowing of the aorta lumen (close to its origin) or other
arteries (branch pulmonary arteries, coronary arteries). This narrowing of the aorta or pulmonary branches may
impede blood flow, resulting in heart murmur and ventricular hypertrophy (in cases of aorta involvement). The
narrowing results from a thickening of the artery wall, which is not related to atherosclerosis. The incidence of SVAS
is estimated at approximately 1 in 25,000 births, and the mean prevalence in the general population, at 1/7,500.

HEALTH: CARRIER STATUS

Supravalvular Aortic Stenosis

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/185500

SNP GenotypeGene

IIrs727503782ELN

DDrs727503022ELN

AArs727503027ELN

GGrs727503029ELN

TTrs727503033ELN

 EVERYHING YOU WERE NEVER TOLD
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GM2 gangliosidosis, variant B, or Tay-Sachs Disease, is characterised by an accumulation of G2 gangliosides due to
hexosaminidase A deficiency. The prevalence of the disease is 1 case per 320,000 live births.

HEALTH: CARRIER STATUS

Tay-Sachs Disease

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/272800

SNP GenotypeGene

GGrs121907966HEXA

CCrs121907954HEXA

 EVERYHING YOU WERE NEVER TOLD
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Tuberous Sclerosis Complex (TSC) is a neurocutaneous disorder characterised by multi-system hamartomas and
associated with neuropsychiatric features. Its prevalence is estimated to be 1/25,000-1/11,300 in Europe.

HEALTH: CARRIER STATUS

Tuberous Sclerosis 1

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/191100

SNP GenotypeGene

IIrs118203506TSC1

TTrs118203352TSC1

CCrs118203423TSC1

GGrs397514867TSC1

 EVERYHING YOU WERE NEVER TOLD
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Tuberous Sclerosis Complex (TSC) is a neurocutaneous disorder characterised by multi-system hamartomas and
associated with neuropsychiatric features. Its prevalence is estimated to be 1/25,000-1/11,300 in Europe. TSC is
characterised by multi-system hamartomas, most commonly skin, brain, kidney, lung and heart, appearing at
different ages. Skin involvement includes: hypomelanotic macules (ash leaf) present within the first years of life;
angiofibromas appearing at age 3-4 as erythematous and papulonodular lesions; ungual fibromas; cephalic and
lumbar (shagreen patch) fibrous plaques; and ''confetti'' skin lesions appearing in childhood to early adolescence.
The brain is involved in almost all cases of TSC, with the presence of different neuropathological lesions, such as
cortico/subcortical tubers, radial migration lines, and subependymal nodules, SEGA. SEGA can cause hydrocephalus
(growth risk higher in the first 3 decades).

HEALTH: CARRIER STATUS

Tuberous Sclerosis 2

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/613254

SNP GenotypeGene

GGrs397515297TSC2

CCrs45451497TSC2

AArs45517229TSC2

TTrs137854298TSC2

IIrs137854261TSC2

DDrs137854359TSC2

 EVERYHING YOU WERE NEVER TOLD
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Type-1 Oculocutaneous Albinism (OCA1) describes a group of tyrosine-related OCAs that includes OCA1A, OCA1B;
Type-1 Minimal Pigment Oculocutaneous Albinism (OCA1-MP); and Type-1 Temperature-sensitive Oculocutaneous
Albinism (OCA1-TS). The worldwide prevalence of OCA1 is estimated at 1/40,000.

HEALTH: CARRIER STATUS

Albinism, Oculocutaneous, Type Ia

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/203100

SNP GenotypeGene

GGrs758115945TYR

CCrs151206295TYR

 EVERYHING YOU WERE NEVER TOLD
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Wilson Disease is a very rare inherited multi-systemic disease presenting non-specific neurological, hepatic,
psychiatric or osseo-muscular manifestations due to excessive copper deposition in the body.

HEALTH: CARRIER STATUS

Wilson Disease

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/277900

SNP GenotypeGene

CCrs121908001ATP7B

AArs193922102ATP7B

IIrs193922111ATP7B

TTrs372436901ATP7B

DDrs768729972ATP7B

GGrs76151636ATP7B

 EVERYHING YOU WERE NEVER TOLD
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X-linked Agammaglobulinemia (XLA) is a clinically variable form of isolated agammaglobulinemia, an inherited
immunodeficiency disorder (see this term), and is characterised in affected males by recurrent bacterial infections
during infancy. Its estimated prevalence is 1/350,000 to 1/700,000. Its annual incidence is not known. The disorder has
been reported in various ethnic groups worldwide. Only males are affected, and females are asymptomatic carriers.

HEALTH: CARRIER STATUS

Agammaglobulinemia, X-Linked

What do your genetics say?

We have not detected any pathogenic mutations,
but you might have some in non-analysed genetic
regions.

Your genetic map

More information:

https://www.omim.org/entry/300755

SNP GenotypeGene

CCrs128620183BTK

GGrs193922124BTK

TTrs193922125BTK

 EVERYHING YOU WERE NEVER TOLD
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APC gene mutations may be related to diseases such colorrectal and pancreatic cancer. Some publications associate
it, in some cases, with gastric cancer.

HEALTH: GENETIC RISKS MUTATIONS

APC: colorrectal and pancreatic cancer

What do your genetics say?

We have not detected any pathogenic mutations,
but, since we only analyse a part of the gene, you
could have a pathogenic mutation in non-analysed
genetic regions. In this panel we are analysing less
than 10% of the pathogenic mutations reported in
ClinVar.

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/11978510

SNP GenotypeGene

TTrs387906230APC

CCrs121913327APC

GGrs398123116APC

AArs587779786APC

 EVERYHING YOU WERE NEVER TOLD
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Mutations of the ATM gene may be related to diseases like breast cancer. Some publications have associated this
gene, to a lesser extent, with other cancers, such as ovarian.

HEALTH: GENETIC RISKS MUTATIONS

ATM: breast cancer

What do your genetics say?

We have not detected any pathogenic mutations,
but, since we only analyse a part of the gene, you
could have a pathogenic mutation in non-analysed
genetic regions. In this panel we are analysing less
than 25 % of the pathogenic mutations reported in
ClinVar.

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/17061036

SNP GenotypeGene

TTrs28904921ATM

CCrs55861249ATM

GGrs587776551ATM

AArs587779866ATM

 EVERYHING YOU WERE NEVER TOLD
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Mutations of the BRCA1 gene may be related to diseases such as breast and ovarian cancer. There are some studies
that associated this gene, to a lesser extent, with other cancers, such as colon and pancreatic.

HEALTH: GENETIC RISKS MUTATIONS

BRCA1: breast and ovarian cancer

What do your genetics say?

We have not detected any pathogenic mutations,
but, since we only analyse a part of the gene, you
could have a pathogenic mutation in non-analysed
genetic regions. In this panel we are analysing less
than 10% of the pathogenic mutations reported in
ClinVar.

Your genetic map

SNP GenotypeGene

GGrs62625308BRCA1

CCrs28897686BRCA1

TTrs80357382BRCA1

AArs80358061BRCA1

 EVERYHING YOU WERE NEVER TOLD
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Mutations of the BRCA2 gene may be related to diseases such as breast and ovarian cancer. Some studies have
related this gene, to a lesser extent, with other cancers, such as pancreatic.

HEALTH: GENETIC RISKS MUTATIONS

BRCA2: breast and ovarian cancer

What do your genetics say?

We have not detected any pathogenic mutations,
but, since we only analyse a part of the gene, you
could have a pathogenic mutation in non-analysed
genetic regions. In this panel we are analysing less
than 10% of the pathogenic mutations reported in
ClinVar.

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/9497246

SNP GenotypeGene

CCrs80359062BRCA2

GGrs81002897BRCA2

TTrs397507285BRCA2

AArs200265692BRCA2

 EVERYHING YOU WERE NEVER TOLD
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Mutations in the BRIP1 gene may be related to diseases like breast cancer. There are some studies that associated
this gene, on a smaller scale, with ovarian cancer.

HEALTH: GENETIC RISKS MUTATIONS

BRIP1: breast cancer

What do your genetics say?

We have not detected any pathogenic mutations,
but, since we only analyse a part of the gene, you
could have a pathogenic mutation in non-analysed
genetic regions. In this panel we are analysing less
than 25 % of the pathogenic mutations reported in
ClinVar.

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/21964575

SNP GenotypeGene

GGrs587780226BRIP1

CCrs587780228BRIP1

AArs587782410BRIP1
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Mutations of the CDH1 gene may be associated with diseases such as breast and gastric cancer. There are some
studies linking this gene, to a lesser extent, with ovarian and colon cancer.

HEALTH: GENETIC RISKS MUTATIONS

CDH1: breast and gastric cancer

What do your genetics say?

We have not detected any pathogenic mutations,
but, since we only analyse a part of the gene, you
could have a pathogenic mutation in non-analysed
genetic regions. In this panel we are analysing less
than 25 % of the pathogenic mutations reported in
ClinVar.

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/11729114

SNP GenotypeGene

CCrs587780784CDH1

GGrs587780787CDH1
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CDKN2A gene mutations may be related to diseases such as pancreatic cancer.

HEALTH: GENETIC RISKS MUTATIONS

CDKN2A: pancreatic cancer

What do your genetics say?

We have not detected any pathogenic mutations,
but, since we only analyse a part of the gene, you
could have a pathogenic mutation in non-analysed
genetic regions. In this panel we are analysing less
than 25 % of the pathogenic mutations reported in
ClinVar.

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/10956390

SNP GenotypeGene

CCrs104894097CDKN2A
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CHEK2 gene mutations may be related to diseases such as breast and colorrectal cancer.

HEALTH: GENETIC RISKS MUTATIONS

CHEK2: breast and colorrectal cancer

What do your genetics say?

We have not detected any pathogenic mutations,
but, since we only analyse a part of the gene, you
could have a pathogenic mutation in non-analysed
genetic regions. In this panel we are analysing less
than 25 % of the pathogenic mutations reported in
ClinVar.

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/21807500

SNP GenotypeGene

GGrs137853007CHEK2

TTrs28909982CHEK2

CCrs587782070CHEK2
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MLH1 gene mutations may be related to diseases such as Lynch Syndrome.

HEALTH: GENETIC RISKS MUTATIONS

MLH1: Lynch syndrome

What do your genetics say?

We have not detected any pathogenic mutations,
but, since we only analyse a part of the gene, you
could have a pathogenic mutation in non-analysed
genetic regions. In this panel we are analysing less
than 50% of the pathogenic mutations reported in
ClinVar.

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/20301390

SNP GenotypeGene

CCrs63751109MLH1

AArs63750710MLH1

GGrs63750206MLH1

TTrs63749906MLH1
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MSH2 gene mutations may be related to diseases such as Lynch Syndrome and colorrectal cancer.

HEALTH: GENETIC RISKS MUTATIONS

MSH2: Lynch syndrome and colorrectal cancer

What do your genetics say?

We have not detected any pathogenic mutations,
but, since we only analyse a part of the gene, you
could have a pathogenic mutation in non-analysed
genetic regions. In this panel we are analysing less
than 50% of the pathogenic mutations reported in
ClinVar.

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/25070057

SNP GenotypeGene

CCrs28929483MSH2

GGrs63750875MSH2

AArs193922376MSH2

TTrs63751315MSH2
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MSH6 gene mutations may be related to diseases such as Lynch Syndrome and colorrectal cancer.

HEALTH: GENETIC RISKS MUTATIONS

MSH6: Lynch syndrome and colorrectal cancer

What do your genetics say?

We have not detected any pathogenic mutations,
but, since we only analyse a part of the gene, you
could have a pathogenic mutation in non-analysed
genetic regions. In this panel we are analysing less
than 25 % of the pathogenic mutations reported in
ClinVar.

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/15236168

SNP GenotypeGene

GGrs397515875MSH6

CCrs267608094MSH6

TTrs63750741MSH6

AArs587779315MSH6

 EVERYHING YOU WERE NEVER TOLD

Page 128 of 155This report is not valid for clinical or diagnostic use.ANC1217563



MUTYH gene mutations may be related to diseases such as MYH-associated polyposis and colorrectal cancer.

HEALTH: GENETIC RISKS MUTATIONS

MUTYH: MYH-associated polyposis and colorrectal cancer

What do your genetics say?

We have not detected any pathogenic mutations,
but, since we only analyse a part of the gene, you
could have a pathogenic mutation in non-analysed
genetic regions. In this panel we are analysing less
than 10% of the pathogenic mutations reported in
ClinVar.

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/23035301

SNP GenotypeGene

TTrs34612342MUTYH

GGrs121908380MUTYH

CCrs587781295MUTYH

AArs730881832MUTYH
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PALB2 gene mutations may be related to diseases such as breast and pancreatic cancer

HEALTH: GENETIC RISKS MUTATIONS

PALB2: breast and pancreatic cancer

What do your genetics say?

We have not detected any pathogenic mutations,
but, since we only analyse a part of the gene, you
could have a pathogenic mutation in non-analysed
genetic regions. In this panel we are analysing less
than 10% of the pathogenic mutations reported in
ClinVar.

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/25099575

SNP GenotypeGene

GGrs118203998PALB2

CCrs180177103PALB2
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PMS2 gene mutations may be related to diseases such as Lynch Syndrome and colorrectal cancer.

HEALTH: GENETIC RISKS MUTATIONS

PMS2: Lynch syndrome and colorrectal cancer

What do your genetics say?

We have not detected any pathogenic mutations,
but, since we only analyse a part of the gene, you
could have a pathogenic mutation in non-analysed
genetic regions. In this panel we are analysing less
than 25 % of the pathogenic mutations reported in
ClinVar.

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/19861671

SNP GenotypeGene

GGrs63750871PMS2

TTrs63750490PMS2

AArs587780059PMS2

CCrs587782074PMS2
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PTEN gene mutations may be related to diseases such as breast, uterine and colorrectal cancer.

HEALTH: GENETIC RISKS MUTATIONS

PTEN: breast, uterine and colorrectal cancer

What do your genetics say?

We have not detected any pathogenic mutations,
but, since we only analyse a part of the gene, you
could have a pathogenic mutation in non-analysed
genetic regions. In this panel we are analysing less
than 10% of the pathogenic mutations reported in
ClinVar.

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/22252256

SNP GenotypeGene

CCrs121909219PTEN

TTrs121909223PTEN

GGrs121909229PTEN

AArs587782360PTEN
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SDHB gene mutations may be related to diseases such as gastric cancer.

HEALTH: GENETIC RISKS MUTATIONS

SDHB: gastric cancer

What do your genetics say?

We have not detected any pathogenic mutations,
but, since we only analyse a part of the gene, you
could have a pathogenic mutation in non-analysed
genetic regions. In this panel we are analysing less
than 50% of the pathogenic mutations reported in
ClinVar.

Your genetic map

SNP GenotypeGene

GGrs74315366SDHB

CCrs74315368SDHB

AArs587781270SDHB
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SMAD4 gene mutations may be related to diseases such as Juvenile Polyposis Syndrome and colorrectal cancer.
Some studies have associated this gene, to a lesser extent, with pancreatic cancer.

HEALTH: GENETIC RISKS MUTATIONS

SMAD4: juvenile polyposis syndrome and colorrectal cancer

What do your genetics say?

We have not detected any pathogenic mutations,
but, since we only analyse a part of the gene, you
could have a pathogenic mutation in non-analysed
genetic regions. In this panel we are analysing less
than 10% of the pathogenic mutations reported in
ClinVar.

Your genetic map

SNP GenotypeGene

CCrs80338963SMAD4

AArs281875324SMAD4
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TP53 gene mutations may be related to diseases such Li-Fraumeni Syndrome; and breast, ovarian, uterine,
colorrectal and pancreatic cancer. There are some studies that have associated this gene, to a lesser extent, with
gastric cancer.

HEALTH: GENETIC RISKS MUTATIONS

TP53: Li-Fraumeni syndrome, breast cancer and more

What do your genetics say?

We have not detected any pathogenic mutations,
but, since we only analyse a part of the gene, you
could have a pathogenic mutation in non-analysed
genetic regions. In this panel we are analysing less
than 50% of the pathogenic mutations reported in
ClinVar.

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/10864200

SNP GenotypeGene

GGrs121912651TP53

CCrs121912652TP53

AArs28934873TP53

TTrs397516439TP53
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VHL gene mutations may be related to diseases such Von Hippel-Lindau Syndrome.

HEALTH: GENETIC RISKS MUTATIONS

VHL: Von Hippel-Lindau syndrome

What do your genetics say?

We have not detected any pathogenic mutations,
but, since we only analyse a part of the gene, you
could have a pathogenic mutation in non-analysed
genetic regions. In this panel we are analysing less
than 50% of the pathogenic mutations reported in
ClinVar.

Your genetic map

SNP GenotypeGene

GGrs5030821VHL

CCrs5030818VHL

TTrs5030809VHL

AArs5030804VHL
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RET gene mutations may be related to diseases such thyroid carcinoma.

HEALTH: GENETIC RISKS MUTATIONS

RET: thyroid carcinoma

What do your genetics say?

We have not detected any pathogenic mutations,
but, since we only analyse a part of the gene, you
could have a pathogenic mutation in non-analysed
genetic regions. In this panel we are analysing less
than 50% of the pathogenic mutations reported in
ClinVar.

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/medgen/C1833921

SNP GenotypeGene

GGrs79781594RET

TTrs74799832RET
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ABOUT SPORT



Muscle strength measures the maximum amount of force that can be exerted over a limited period of time. Rapid
shrinkage fibres generate a relatively high amount of force over a short period of time. They are characterised by
great strength, power and speed, but they fatigue faster. They are less able to obtain aerobic energy, lower oxygen
levels, and higher levels of glycogen, so at first they get energy from glycolysis (anaerobic respiration) for muscle
contraction.

This process is very fast, but it is also quite inefficient at producing energy; and it produces lactic acid, which favours
muscular fatigue. This explains why fast-twitch fibres tire faster.

It is estimated that power is 80% inherited, depending on the specific type of muscle (isometric strength of the knee,
hand strength, elbow flexion). To assess the power predisposition profile, genetic markers have been used that have
been associated with power sports.

SPORT

Strength

What do your genetics say?

Your genetic predisposition to stand out in strength-
related sports is low.

GenotypeGene

AGACE

TTIGF2BP2

AGNOS3

CCPPARG

GGPPARA

CGVEGFA

TCPPARGC1A

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC2658665/
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Maximum aerobic capacity (or maximum volume of oxygen, VO2max) is the maximum volume of oxygen a athlete's
muscles can use for one minute to produce maximum physical effort. This measure reflects the person's aerobic
physical condition and determines their power during prolonged exercise. The benefits of having good aerobic
fitness are low pressure, low cholesterol, and reduced risk of obesity, type-2 diabetes and cardiovascular disease.
VO2max is measured in L/min, but is more commonly expressed in mL of O2/kg/min in order to equitably compare
athletes whose body masses are different. Absolute VO2max figures are usually 40-60% higher in men than in
women.

Beginning at age 30 lung capacity begins to decline, and at age 50 may be half of what it was. This decrease means
that less oxygen enters our cells, leading to reduced respiration and endurance, and increased susceptibility to
respiratory diseases with age. Numerous genetic variants have been associated with aerobic capacity.

SPORT

Aerobic capacity

What do your genetics say?

Your genetics predispose you to great lung capacity.

GenotypeGene

TGNFIA AS2

AGRGS18

AGACSL1

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4314597/
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With regards to physical condition, we will define strength as the capacity to overcome resistance through the
contraction produced by muscles; that is, their capacity to perform a physical task.

The quality of strength is determined by the muscular structure itself: it depends on the orientation and types of
muscle fibres, the length of the muscle, and temperature: muscle contraction is more rapid and potent when the
internal temperature is slightly higher than normal; and by the osteoarticular system: strength depends on the type
of lever that makes the movement; and, finally, age and gender. Training is another important factor because it
improves the factors that impact muscular strength: metabolism and fuel deposits that increase muscle fibre
thickness, the number of myofibrils, and a delay in the appearance of muscle fatigue.

In addition, genetic factors have been associated with greater benefits in the form of increased strength after
training.

SPORT

Response to Strength training

What do your genetics say?

Strength training is less beneficial for people with
your genotype, as you are likely to gain fat mass.
Moderate training is recommended.

GenotypeGene

CGINSIG2

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/19105843
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Muscle fatigue occurs when muscles cannot exert normal strength, or when it takes more effort than normal to
achieve a desired level of strength. Late-onset muscle pain describes a phenomenon of muscle pain or stiffness that
is felt 12-48 h after exercise, particularly when starting a new training program, after a change in sports activity, or
after a considerable increase in the duration or intensity of exercise.

The proteins of an injured muscle are released into the blood. A higher concentration of these proteins means
greater damage to muscle fibres and a greater likelihood of muscle fatigue.

In addition to exercise, genetic condition is another cause of muscle fatigue. There are studies that relate certain
genetic variants with enhanced resistance to muscular fatigue.

SPORT

Muscular fatigue

What do your genetics say?

The likelihood of your muscles suffering damage and
fatigue is average.

GenotypeGene

GGHNF4A

AANAT2

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/19406499
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Insulin helps control changes in glucose levels (commonly known as sugar) in the body. Insulin sensitivity refers to
the body's ability to respond to these changes.

Having a greater sensitivity to insulin means that the body is better able to process glucose. Insulin resistance, on the
other hand, is an alteration that impedes the proper regulation of glucose, and is associated with obesity and type-2
diabetes. Many people can benefit from exercise to increase insulin sensitivity.

According to one study, people with the beneficial genotype in a marker of the LIPC gene benefit more in the form
of increased insulin sensitivity.

SPORT

Benefit of Exercise in Insulin Sensitivity

What do your genetics say?

You enjoy increased benefits from exercise in the
form of better insulin sensitivity. This is especially
important if you are diabetic, are overweight, or have
a metabolic syndrome.

GenotypeGene

CCLIPC

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/15983229
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One of the benefits of exercise is improved cholesterol levels. HDL cholesterol is known as good cholesterol, and
having high levels of HDL is beneficial. Many people can improve their HDL levels through exercise.

Research has shown that exercise stimulates enzymes that help move bad cholesterol from the blood to the liver,
allowing it to be excreted with bile. It has also been stipulated that exercise increases the size of protein particles
that carry cholesterol through the blood, reducing the possibility that small particles clog arteries.

Individuals with certain genetic variants will do well to increase their good cholesterol levels while exercising, while
carriers of other genetic variants are less likely to lower their bad cholesterol levels through exercise alone.

SPORT

Benefits of Exercise in Cholesterol

What do your genetics say?

Your genotype indicates that your capacity to
improve your cholesterol levels through exercise is
normal.

GenotypeGene

ACCETP

TTPPARD

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/21252145
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Exercise is part of weight loss plans, and is a crucial tool for maintaining a healthy weight. Physical activity is
beneficial for all people, regardless of their genetics, but exercise is especially recommended for people at increased
risk of being overweight.

People with a certain variant in the genetic marker of the FTO gene are more likely to be overweight, have an
increased Body Mass Index, and waist circumference. However, a large-scale study has shown that genetic
susceptibility to obesity-induced variants in the FTO gene can be changed by adopting an active lifestyle.

In fact, people who are more susceptible to obesity experience greater weight loss by exercising at moderate
intensities.

SPORT

Benefit of exercise in body mass index

What do your genetics say?

Your capacity to lose weight through exercise and to
enjoy its benefits is normal.

GenotypeGene

AGFTO

ACFTO

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/19553294
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Exercise has numerous health benefits, but we must be careful to avoid injuries that occur when we perform
exercises incorrectly. Although injury is always a risk when we engage in any exercise, some people are more likely to
injure themselves than others, in part due to their genetics.

Scientific evidence has shown that certain genetic variations can affect vulnerability to injury. People at increased
risk should adjust their training plans.

The genetic risk of injury is calculated taking into account variations in the genes related to general inflammation, as
when suffering from soft tissue injuries, inflammation levels may affect recovery. This information allows you to get
recommendations about which exercises to do and which to avoid.

SPORT

General risk of injury

What do your genetics say?

You are at a high risk of injury to your tendons,
ligaments and muscles.

GenotypeGene

AAGDF5

ACCOL1A1

GGIL6

TCCRP

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/20360039
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ABOUT PERSONALITY



Creativity refers to the ability to invent or create something. It is closely related to human development and
achievement, both individually and socially. The COMT gene and its function as a dopamine transmitter have long
been researched as a contributor to creativity.

PERSONALITY

Figurative creativity

What do your genetics say?

Based on your genotype, your genetic propensity to
have figurative creative skills is high.

GenotypeGene

AGCOMT

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3995040/
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Some alterations hamper learning to read or write, such as dyslexia, with a prevalence of 5% -10% in school-age
children. Reading disability is a complex trait determined mainly by genetic factors. One of the genes with a
transcendent role is KIAA0319, as it has been correlated with reading comprehension.

PERSONALITY

Spelling and lecture comprehension

What do your genetics say?

Based on your genotype, you are at a genetic risking
of low reading and spelling performance. Other
genetic and clinical factors may also have an effect.

GenotypeGene

GGKIAA0319

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/18829873?dopt=Abstract
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Cognitive abilities are affected when we reach old age, but not everyone is affected in the same way. The catechol-0-
methyltransferase (COMT) gene encodes an enzyme that degrades dopamine in the prefrontal cortex. Genetic
studies have investigated the relationship between individual differences in the COMT gene and cognitive
performance in senescence.

PERSONALITY

Cognitive ability in the elderly

What do your genetics say?

Based on your genotype, your genetic propensity to
develop cognitive abilities (episodic and working
memory in the elderly) is normal. Other genetic and
clinical factors may also have an effect.

GenotypeGene

AAKL

AGCOMT

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/23834492
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Impulsivity is the predisposition to react unexpectedly, quickly, and disproportionately to an external situation that
may be threatening, or to an internal stimulus specific to the individual, without prior reflection or taking into
account the consequences that one's actions might have. Variants of the DBH gene related to dopamine
metabolism seem to influence impulsivity.

PERSONALITY

Impulsivity

What do your genetics say?

Based on your genotype, you do not have a
propensity towards impulsive personality traits. Other
genetic and clinical factors may also have an effect.

GenotypeGene

TCDBH

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/18982239?dopt=Abstract
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The body's internal biological clock controls behaviour and physiological processes occurring in 24-hour cycles, such
as the sleep-wake cycle. Numerous genes regulate one's circadian rhythm. One of them, CLOCK, has been
associated with a preference for early or late-night behaviour.

PERSONALITY

Night person

What do your genetics say?

Your genotype is not associated with a genetic
propensity to being a night owl.

GenotypeGene

AACLOCK

CCPER3

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/25201053?dopt=Abstract
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The serotonergic system plays a vital role in various physiological functions and regulates complex functions related
to cognition and emotions. Neuroticism, or emotional instability, is a psychological profile defined by a personality
exhibiting emotional instability and insecurity, high rates of anxiety, a continuous state of worry and tension, and a
tendency towards guilt. It is generally linked to psychosomatic symptomatology. Genetic studies have shed light on
this aspect, and today it is known how the 5-HT1A gene influences this psychological trait.

PERSONALITY

Neuroticism

What do your genetics say?

Based on your genotype, your genetic propensity to
develop neuroticisim is normal. Other genetic and
clinical factors may also have an effect.

GenotypeGene

CCHTR1A

TCDBH

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pubmed/19725031?dopt=Abstract
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Circadian rhythms are the approximate 24-hour oscillations in behavioural or physiological processes that allow
organisms to anticipate routine environmental changes and prepare to adapt. Variants in genes, like NPAS2, which
control circadian rhythm, have been associated with seasonal changes in sleep duration, social activity, mood,
weight, appetite, and energy level.

PERSONALITY

Seasonality

What do your genetics say?

Based on your genotype, you are not genetically
prone to developing seasonal variation in your moods
(also related to appetite, social activity and weight)

GenotypeGene

AANPAS2

Your genetic map

More information:

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC2848852/
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