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INTRODUCTION

This document is your genetic report, which is a straightforward and non-technical presentation of the results from your Dante Labs Genetic Nutrigenetic

Test. It provides clear solutions to optimize your health and longevity. The insights obtained from learning about your genes may enable you, in partnership

with your healthcare provider, formulate a plan to live a longer, more vibrant life. Our report tells you how your DNA can affect your chances of developing

certain traits and health conditions.

Genetic variants are differences in DNA between people. Some variants may increase the risk of developing certain health conditions. However, not everyone

with a risk variant will develop these health conditions. For many of these conditions, people without a risk variant can also develop them. Some variants are

more common in certain ethnicities. The effect a variant has on risk for a health condition is often best studied in those ethnicities. Since families share DNA,

having a family history of a condition can increase risk. If you have a variant, your family members may also have that variant. For certain conditions,

genetics is just one part of a person's total risk. You may be able to manage your risk for some conditions by managing other risk factors. Our tests do not

diagnose any health conditions.

Dante Labs recommends that you discuss your report with a healthcare provider/geneticist or Genetic Counselor in order to correctly interpret the results.

As Science progresses, variants may be subject to score changes or reclassification.
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GENOTYPING LIMITATIONS

Please note the following:

The results that are displayed in this report are based upon genotyping data. As genotyping does not provide you with the complete genomic information

from your DNA, the data present in your imported file was not enough for us to give you an interpretation for some of the traits displayed in this report.

Genotyping is based on the microarray technology, that tests only specific sites in the DNA

In order to gain access to the complete Dante Labs' experience, we recommend that you purchase one of our Whole Genome Sequencing services that

grant you insights on the entirety of your DNA.
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QUICK SUMMARY

LIP ID ME TABO LIS M

How we transform, use, store and eliminate (or metabolize) the fats we introduce to our diet has an enormous impact on our health and the

risk of developing severe diseases. In this section, you will find the results of your Nutrigenetics test regarding the most well-studied and

scientifically validated genetic variants that have been demonstrated to affect how you metabolize fats (lipids). By modulating the quantity

and quality of fats you eat based on this genetic test, you may be able to keep your cholesterol and triglyceride levels under control, improve

your weight and optimize your response to dietary fats. You will also find the genetic variants influencing your need for more omega 3.

CONDITION NAME RESULTS MAIN MESSAGE

Increased risk of Obesity and Metabolic syndrome Normal – No presence of genetic variants detected.

Omega 3/Omega 6 ratio
Flagged – Increase the intake of oily fish and decrease the consumption of

vegetable oils such corn and sunflower, which are too rich in omega 6.

Lipid metabolism regulation ? Not enough information in the input data to accurately evaluate this

condition

Increased sensitivity to saturated fats and refined

carbohydrates
? Not enough information in the input data to accurately evaluate this

condition

Ability to lose weight and mobilize fats
Normal – Your genotype is not associated with impaired ability to lose

weight and mobilize fats.

CIRCADIAN  CYCLE  AN D ME TABO LIS M

Several mechanisms regulate appetite and energy intake, including stress, sleep disturbances and dysregulated eating patterns (i.e., eating

late at night and leaving long gaps between meals), which can negatively impact the quantity and quality of your food and the calories we

introduce. Genetics can also influence our daily rhythms and appetite. In this section, you will find your Nutrigenetics test results regarding

genes regulating energy intake and the physiological day-night cycles. Please note: genetic variants in the FTO gene (covered in the lipid

metabolism section) may also affect your appetite.

CONDITION NAME RESULTS MAIN MESSAGE

Circadian rhythm and appetite regulation ? Not enough information in the input data to accurately evaluate this

condition

Melatonin and insulin secretion Normal – No presence of genetic variants detected.

Energy production and regulation Normal – No presence of genetic variants detected.

G LUCO S E  & IN S ULIN  H O ME O STAS IS

Maintaining average glucose and insulin levels is necessary to avoid developing insulin resistance and eventually type 2 diabetes (T2D). A

chronic elevation in either glycemic (sugar levels in your blood) or insulin can also increase your body inflammation, cause weight gain, and

predispose you to chronic diseases such as those affecting the cardiovascular system and kidneys. In this section, you will find the results of

your Nutrigenetics test regarding the most well studied and scientifically validated genetic variants that have been demonstrated to

increase T2D risk and affect how you respond to sugars and carbohydrates. Therefore, if your results show that you carry variations in these

genes, you may decrease your risk by improving the types and quantity of carbohydrates in your diet.

CONDITION NAME RESULTS MAIN MESSAGE

Risk of Type II diabetes Normal – No presence of genetic variants detected.

Fat mass and insulin sensitivity Normal – No presence of genetic variants detected.

Increased risk of diabetes complications

Flagged – If you carry one or more SNPs related to RAGE, especially if you

already have diabetes, IR or metabolic syndrome, you should aim to

decrease the dietary intake of foods containing high AGEs and avoid

cooking at high temperature. It is also advisable to control your glucose

and insulin levels by privileging low GI foods. Finally, increase the intake of

antioxidants and reduce proinflammatory foods such as those rich in

simple sugars, trans fats and processed foods in general.
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ME TH Y LAT IO N

Homocysteine is an amino acid produced via the metabolism (demethylation) of dietary methionine, an essential amino acid present in animal

protein. Homocysteine must be recycled back and transformed again into methionine or converted into cysteine. This pathway requires

adequate folate (vitamin B9), vitamin B6 and B12. Elevated homocysteine (hyperhomocysteinemia) is an independent risk factor for

cardiovascular diseases (CVDs), atherosclerosis, hypertension and nervous system disorders. Even marginal deficiencies in folate, vitamin B12

and B6 or the presence of genetic variants in the critical enzymes needed for homocysteine metabolism can lead to hyperhomocysteinemia.

In this section, you will find the results of your Nutrigenetics test regarding the most well-studied and essential gene involved in the folate

metabolism, which directly influences homocysteine level.

CONDITION NAME RESULTS MAIN MESSAGE

Homocysteine level
Flagged –Supplement directly with 5-Methyltetrahydrofolate to bypass the

first metabolic step and provide the bioactive form of folate.

Vitamin B12 recycling in methylation cycle

Flagged – Reduced MTRR activity with potential decreased ability to recycle

methylcobalamin (vitamin B12) in the methylation cycle. Possible negative

effect on homocysteine level.

Homocysteine conversion to cystathione ? Not enough information in the input data to accurately evaluate this

condition

Methylation and choline requirements ? Not enough information in the input data to accurately evaluate this

condition

Homocysteine conversion to methionine

Flagged – Upregulated MTR activity with possible lower level of

homocysteine (beneficial effect). Check your folate level as they may be

lower.

IN FLAMMATIO N

Inflammation is a standard and physiological response that our body uses to increment the immune activation to fight infections and the

beneficial process needed to get rid of toxins and facilitate proper wound healing and tissue repair. The problems arise when inflammation is

out of control or becomes chronic, as this can cause severe tissue and organ damage. Conditions such as overweight and obesity, auto-

immune disorders, T2D, allergies, and others are characterized by a dangerously chronic state of inflammation. Genetics plays an essential

role as it may influence how we start and control inflammation. In this section, you will find the results of your Nutrigenetics test regarding

the most well-studied and scientifically validated genetic variants that affect the formation and quantity of three of the most essential pro-

inflammatory cytokines (particular proteins that stimulate the immune system and regulate inflammation).

CONDITION NAME RESULTS MAIN MESSAGE

Regulation of inflammation
Flagged – You may be more prone to a higher-than-normal inflammatory

state.

DE TO XIFICAT IO N

Liver detoxification occurs in two phases; in Phase I, toxins are transformed into intermediate metabolites, which can be even more reactive

and potentially detrimental. The enzymes in this phase belong mainly to a family called CYP 450. In Phase II, these intermediates are

“conjugated” (bound with) other molecules to make them more soluble and easier to be excreted. In this section, you will find the results of

your Nutrigenetics test regarding the most well-studied and scientifically validated genetic variants in two essential CYP 450 encoding

genes and two genes encoding for Phase II enzymes. If you carry one or more of these variants, you should aim to balance both Phases of

liver detoxification.

CONDITION NAME RESULTS MAIN MESSAGE

Estrogen and xenobiotics metabolism ? Not enough information in the input data to accurately evaluate this

condition
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O XIDAT IVE  STRE S S

Oxidative stress is caused by an unbalance between the production of free radicals and the number of available antioxidants in our body.

Oxidative stress causes damage at every level, from cells to tissues to organs. DNA, fatty acids and proteins are particularly sensitive to the

effects of free radicals. Oxidative stress may cause or aggravate several conditions such as auto-immune disorders, cancer, cardiovascular

diseases, diabetes, Alzheimer ’s and inflammatory conditions. Moreover, oxidative stress can accelerate aging. For this reason, we introduce

antioxidants such as vitamin A, C, E and polyphenols (in significant amounts in foods such as berries, green tea, EVOO, cocoa, soya and

generally in fresh and colorful fruits and vegetables) through diet. We also have an internal antioxidant system regulated by special enzymes.

In this section, you will find the results of your Nutrigenetics test regarding two genes that encode critical antioxidant enzymes. In case of

genetic variations, you may need to increase the intake of antioxidants and decrease the overall oxidative stress by avoiding exposure to

chemicals, having plenty of sleep and avoiding overeating.

CONDITION NAME RESULTS MAIN MESSAGE

Antioxidant defenses ? Not enough information in the input data to accurately evaluate this

condition

VITAMIN S  AN D MIN E RALS

The importance of vitamins and minerals for the well-being of our organism is easily revealed by the serious consequences that can be

encountered in the event of a deficiency. These nutrients, of which small quantities are sufficient, although they do not possess an "energy

value", are indispensable in numerous physiological processes (such as vitamin A in vision or K in blood coagulation) and metabolic processes

(especially vitamins of the group B). Furthermore, vitamins act as enzymatic and antioxidant cofactors, regulate the homeostasis of other

elements ( just think of the role of vitamin D in calcium metabolism) and allow correct fetal development, especially as regards the nervous

system. Minerals, of inorganic nature, are divided into macro and microelements based on their quantities, and are indispensable in the

hydro-salt balance, enzymatic function, muscle contraction (calcium) and hormone synthesis (iodine), among other functions. In this section of

your Nutrigenetics report, you will find the most well-studied and scientifically validated genetic variants that have been demonstrated to

influence vitamin and minerals levels.

CONDITION NAME RESULTS MAIN MESSAGE

Risk of vitamin A deficiency

Flagged – It is advisable to measure the serum or plasma level of vitamin A

(retinol) and take supplement only if needed. Increase the intake of pre-

formed vitamin A coming from foods such as liver, dairy, oily fish and eggs.

Risk of vitamin B12 deficiency
Normal – Your genotype is not associated with a higher risk of vitamin B12

deficiency.

Risk of vitamin C deficiency/sub-optimal levels ? Not enough information in the input data to accurately evaluate this

condition

Risk of vitamin D deficiency ? Not enough information in the input data to accurately evaluate this

condition

Risk of iron deficiency ? Not enough information in the input data to accurately evaluate this

condition
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S E N S IT IVIT IE S

Our body may react in a negative or inappropriate way to certain substances contained in foods and beverages. These reactions are not

proper allergies but a sort of sensitivity, which may or may not involve the immune system. In this section of your Nutrigenetics report, you

will find the results regarding genetic variants that affect the way you metabolize caffeine, alcohol and lactose. These polymorphisms do not

cause any propensity to allergic reactions but change the function of specific enzymes that metabolize these substances.

CONDITION NAME RESULTS MAIN MESSAGE

Caffeine Sensitivity

Flagged – Opt for caffeine-free drinks and herbal teas. Avoid excess of dark

chocolate/pure cocoa products. Caffeine is also a potent diuretic: drinking

too much coffee and/or tea may lead to dehydration. Major sources of

caffeine: coffee, tea, guarana’, yerba mate, cocoa, cola. Be aware that energy

drinks and some supplements may also contain caffeine as a stimulant. If

you are pregnant (especially in the last trimester) or taking oral

contraceptives, you may metabolize caffeine slower. Smoking can accelerate

the breakdown of caffeine.

Alcohol Sensitivity Normal – No presence of genetic variants detected.

Salt sensitivity

Flagged – Monitor your BP closely and follow a low-salt diet if necessary.

Avoid foods high in sodium like cured meat and fish and learn to carefully

read nutritional label to learn about the salt content of foods. In case of

frank hypertension, you may try a DASH diet. However, any dietary changes

must be prescribed and monitored by a professional.

Histamine sensitivity ? Not enough information in the input data to accurately evaluate this

condition

Lactose Sensitivity
Normal – Your genotype is not associated with increased risk of lactose

sensitivity.
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K E Y  S U M M A R Y

The above Summary provides an overview of the predicted risks for the patient. This information is based solely on genotype information and does not

replace a doctor visit or a complete patient profile. Additionally, healthcare providers should consider family history, presenting symptoms, current

prescriptions, and other factors before making any clinical or therapeutic decisions.

 

 

 

Normal – No presence of genetic variants detected.

We have identified one or more risk variants.

? Not enough information in the input data to accurately evaluate this condition
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RESULTS DETAILS

I N C R E A S E D  R I S K  O F  O B E S I T Y  A N D  M E T A B O L I C  S Y N D R O M E

RESULTS

ADIPOQ: gene encoding for adiponectin, which regulates fats and glucose metabolism. Genetic variants can

cause a lower-than-normal level of adiponectin, which predisposes you to being overweight, have insulin

resistance and increases the risk of Metabolic Syndrome. If you are a carrier of these variants, you should

decrease the intake of saturated fats, simple sugars and refined carbohydrates.

FTO: fat mass and obesity associated gene. Genetic variants may significantly increase your risk of being

overweight, predispose you to eat more and metabolize fats and sugars less efficiently. If you are a carrier of

these variants, you should decrease the intake of saturated fats and preferably follow a Mediterranean diet.

Normal – No presence of genetic variants detected.
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O M E G A  3 / O M E G A  6  R A T I O

RESULTS

FADS1: gene encoding for Delta 5 desaturase. Genetic variants may increase the levels of Arachidonic Acid (pro-

inflammatory) and increase your need for omega 3. If you are a carrier of these variants, you should increase

the intake of oily fish and decrease the consumption of vegetable oils such as corn and sunflower, which are

too rich in omega 6.

FADS2: gene encoding for Delta 6 desaturase. Genetic variants may increase the levels of circulating omega 6,

elevating the risk of inflammation. If you carry these variants, you should increase the intake of oily fish and

decrease the consumption of vegetable oils such as corn and sunflower, which are too rich in omega 6.

We have found one or more risk genetic variants.

VARIANTS FOUND

Gene rsID Genotype Message

FADS1 rs174546 CT T allele decreases desaturase activity.
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A B I L I T Y  T O  L O S E  W E I G H T  A N D  M O B I L I Z E  F A T S

RESULTS

ARDB2 gene encodes for the Adrenergic B receptor, a member of a super family of receptors that play an

integral part in the sympathetic nervous system and are responsible for catecholamines response. ADRB2 is

crucial for the functioning of both circulatory and respiratory systems but it also plays an important role in

immune and metabolic functions. Therefore, it can affect glucose tolerance, response to high calories and high

fat diet and risk of obesity. The presence of genetic variants in ADRB2 can predict the response to weight loss

programs as the carriers of these SNPs may have a slower lipolytic activity (the ability to mobilize fats from

adipocytes).

Normal – Your genotype is not associated with impaired ability to lose weight and mobilize fats.

GENOTYPE FOUND

Gene rsID Genotype Message

ADRB2
rs1042713 GA

GA genotype is not associated with increased difficulty in losing

weight and mobilizing fat.
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M E L A T O N I N  A N D  I N S U L I N  S E C R E T I O N

RESULTS

Melatonin is a hormone produced by the pineal gland that regulates our sleep and circadian rhythms. It has now

been demonstrated that melatonin also plays a role in the gut-brain signalling and can influence blood sugar

and insulin levels. MTNR1B gene encoding for the melatonin receptor 1B (one of the two high affinity receptors

for melatonin). Genetic variants in this gene can cause dysregulation in insulin production and, therefore, higher

blood sugar levels, particularly at night. Receptors for melatonin are highly expressed in the brain but also in

the pancreatic beta cells that produce insulin.

Normal – No presence of genetic variants detected.



Nutrigene�cs Report for Genotyping
Kit ID: 123456789

Report: Nutrigene�cs Report for Genotyping [v1.0.4, v5.3.0]
Powered by Dante Labs
Run: 1

Kit ID: 123456789
Lot: 10:36:58

Batch: 2022-09-30

13 of 33

E N E R G Y  P R O D U C T I O N  A N D  R E G U L A T I O N

RESULTS

UCP1: gene encoding for UCP1 found in BAT and beige adipose tissue. Overexpression of this protein can favour

weight loss and reduce the risk of obesity, increase energy expenditure and lipid metabolism and improve both

glucose and insulin homeostasis. Genetic variants can decrease the expression of UCP1 and , therefore, cause

less efficient uncoupling, decreased thermogenesis and less energy expenditure.

Normal – No presence of genetic variants detected.
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R I S K  O F  T Y P E  I I  D I A B E T E S

RESULTS

TCF7L2: gene encoding for the Transcription factor 7- like 2, a protein that has a powerful effect on the

regulation of sugar and fat metabolism. Genetic variants in this gene strongly predict the risk of developing

T2D.

SLC2A2: gene encoding for the Glucose transporter 2 (GLUT2), a protein that regulates how glucose is

transported to cells and used to produce energy. Genetic variants in this gene might cause an incorrect

utilization of glucose and increase the risk of having hyperglycemia (high blood sugar levels) and insulin

resistance (poor response to insulin). 

G6PC2: gene coding for an enzyme belonging to the family of catalytic subunits of glucose-6-phosphatase. This

enzyme plays a fundamental role in the final phase of the gluconeogenic and glycogenolytic pathways, allowing

the release of glucose into the bloodstream and therefore playing a key role in its homeostatic regulation.

Normal – No presence of genetic variants detected.
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F A T  M A S S  A N D  I N S U L I N  S E N S I T I V I T Y

RESULTS

FTO: fat mass and obesity associated gene. Genetic variants may significantly increase your risk of being

overweight, predispose you to eat more and metabolize fats and sugars less efficiently. If you are a carrier of

these variants, you should decrease the intake of saturated fats and preferably follow a Mediterranean diet.

Normal – No presence of genetic variants detected.
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I N C R E A S E D  R I S K  O F  D I A B E T E S  C O M P L I C A T I O N S

RESULTS

High levels of AGEs are considered a risk factor in accelerated aging, diabetes, inflammatory disorders, CVDs

and cancer. The negative effects of AGEs are mediated by their binding to specific receptors called collectively

RAGE (receptor for advanced glycation end products). Activation of RAGE, especially in diabetes, cause the

release of pro-inflammatory cytokines and NF-kB.

Genetic polymorphisms in the gene encoding for RAGE have been associated with diabetes and its

complications (especially vascular ones), inflammation, oxidative stress and risk of cancer.

We have found one or more risk genetic variants.

VARIANTS FOUND

Gene rsID Genotype Message

AGER

rs1800624 AT

Carriers of T allele may be at higher risk of diabetic retinopathy,

especially if affected by type 1 diabetes. There are, however,

indications that the polymorphism can confer some protection

against CVDs if found in individuals with normal glucose

metabolism. By contrast, T allele carriers who have an impaired

glucose homeostasis may be at higher risk of cardiovascular

issues.
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H O M O C Y S T E I N E  L E V E L

RESULTS

MTHFR: this gene encodes for methylenetetrahydrofolate reductase, which is the key enzyme converting 5,10-

methylenetetrahydrofolate to 5-methyltetrahydrofolate (5-MTHF). 5-MTHF is the biologically active form of

folate needed to convert homocysteine (Hcy) to methionine. Genetic variants in this gene can affect the

enzyme activity and may cause an increased Hcy level. As Hcy is considered an independent risk factor for

CVDs, its levels must be kept within normal range. If risk alleles that may impair MTHFR activity are detected, it

is advisable to supplement directly with 5-Methyltetrahydrofolate to bypass the first metabolic step and

provide the bioactive form of folate.

We have found one or more risk genetic variants.

VARIANTS FOUND

Gene rsID Genotype Message

MTHFR

rs1801133 GA

Carriers of the A allele have a less efficient enzyme activity and,

consequently, may have higher level of Hcy and low levels of

folate. The enzyme activity can be reduced by 70% in

homozygous for T and up to 35/40% in heterozygous.

MTHFR
rs1801131 TG

Carriers of the G allele may have a less efficient MTHFR activity,

high Hcy and low folate.
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V I T A M I N  B 1 2  R E C Y C L I N G  I N  M E T H Y L A T I O N  C Y C L E

RESULTS

MTRR: gene encoding a protein belonging to the ferredoxin-NADP (+) reductase (FNR) electron transferase

family. This enzyme, known as methionine synthase reductase, plays a fundamental role in folate metabolism and

cell activation. It is responsible for the reactivation of another enzyme, methionine synthase (MTR / MS), which

is necessary to produce methionine.

We have found one or more risk genetic variants.

VARIANTS FOUND

Gene rsID Genotype Message

MTRR
rs1801394 AG

G allele decreases the MTRR enzyme activity, may impact

homocysteine levels and increases the need for methyl-B12.
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H O M O C Y S T E I N E  C O N V E R S I O N  T O  M E T H I O N I N E

RESULTS

MTR: gene encoding an enzyme called 5-methyltetrahydrofolate-homocysteine methyltransferase (also known

as cobalamin-dependent methionine synthase). This enzyme is responsible for the final phase of methionine

biosynthesis, which is produced starting from another amino acid, homocysteine. For methionine synthase to

function correctly, it requires the presence of methylcobalamin (a form of vitamin B12) and methionine

synthase reductase, an enzyme encoded by the MTRR gene.

Flagged – Upregulated MTR activity with possible lower level of homocysteine (beneficial effect). Check your

folate level as they may be lower.

GENOTYPE FOUND

Gene rsID Genotype Message

MTR
rs1805087 AA

AA genotype is associated with a lower enzymatic activity of

methionine synthase.



Nutrigene�cs Report for Genotyping
Kit ID: 123456789

Report: Nutrigene�cs Report for Genotyping [v1.0.4, v5.3.0]
Powered by Dante Labs
Run: 1

Kit ID: 123456789
Lot: 10:36:58

Batch: 2022-09-30

20 of 33

R E G U L A T I O N  O F  I N F L A M M A T I O N

RESULTS

IL-6: gene encoding for interleukin 6, one of the most powerful pro-inflammatory cytokines. Elevated IL-6 are

observed in conditions such as depression, obesity, Multiple Sclerosis and several other autoimmune disorders

and also acute hyperinflammatory responses (i.e., cytokine storm and severe allergic reactions). If you carry a

genetic variation in this gene, you may be more prone to a higher-than-normal inflammatory state. 

IL-1 beta: gene encoding for interleukin 1 beta, one of the most important cytokines involved in the initiation

and perpetuation of inflammatory responses. Elevated levels of IL-1 beta are observed in autoimmune disorders

such as Rheumatoid arthritis and IBD. If you are a carrier of this genetic variation, you may be more prone to a

higher-than-normal inflammatory state. 

TNF-alpha: gene encoding for the tumor necrosis factor alpha, a pro-inflammatory cytokine and adipokine.

Elevated levels are observed in auto-immune disorders, cancer and severe infections. If you are a carrier of this

genetic variation, you may be more prone to a higher-than-normal inflammatory state.

IL-1 alpha: gene encoding for interleukin-1 alpha, a protein belonging to the interleukin-1 family of cytokines.

This cytokine is involved in the immune response, inflammatory processes and also in hematopoiesis. Genetic

variants in this gene are associated with the development of autoimmune diseases and Alzheimer's disease. If

you are a carrier of this genetic variation, you may be more prone to a higher-than-normal inflammatory state.

We have found one or more risk genetic variants.

VARIANTS FOUND

Gene rsID Genotype Message

IL-6

rs1800795 CG

Carriers of the G allele may have high circulating IL-6, which can

increase the severity of inflammatory conditions. CRP can also be

higher. Moreover, G allele has been found to be positively

associated with T2D risk and PCOS.

IL-1 beta
rs1143634 GA

Carriers of the A allele may be more prone to inflammation and

auto-immune diseases.

TNF-alpha

rs1800629 GA

Carriers of the A allele may have high level of TNF alpha and be

predisposed to inflammatory conditions (such as RA) and auto-

immune diseases.
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R I S K  O F  V I T A M I N  A  D E F I C I E N C Y

RESULTS

Vitamin A is found in animal sources such as dairy, eggs and meat organs, mainly in the form of retinol.

Carotenoids are a family of compounds found predominantly in plant sources, which can be converted into

vitamin A in our body. The most common carotenoid is beta-carotene, which can be absorbed intact or split

into 2 molecules of vitamin A. Vitamin A is necessary for a normal eye function and good vision, to maintain skin

and mucus membrane health, to support the immune system functions, to help the formation of steroid

hormones (like corticosteroids and estrogens), to optimize fertility in both males and females and support

normal health and development. BCO1(aka BCMO1): this gene encodes for beta-carotene oxygenase 1, the key

enzyme needed to transform beta-carotene into vitamin A. This enzyme is expressed mainly in the small

intestine and duodenum and catalyses the separation of beta-carotene into 2 identical molecules of vitamin A

(retinol). Genetic variants in this gene cause a decreased enzyme activity and consequent lower level of

conversion from carotene to vitamin A.

We have found one or more risk genetic variants.

VARIANTS FOUND

Gene rsID Genotype Message

BCO1
rs12934922 TT

Carriers of the T allele may have low level of Vitamin A because of

not effective conversion of beta-carotene.
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R I S K  O F  V I T A M I N  B 1 2  D E F I C I E N C Y

RESULTS

Vitamin B12 (cobalamin) is found exclusively in animal sources such as dairy, meat, fish, eggs or in fortified foods

(i.e. cereals or nutritional yeast with added vitamin B12). Although intestinal bacteria can synthesize small

amount of this vitamin, this is not really absorbed and sufficient to cover our nutritional needs. Vitamin B12 is

vital for the activation of folate, for the conversion of homocysteine to methionine, for fat metabolism, for a

normal function of nervous system and for cell replication. Moreover, vitamin B12 helps maintain normal level of

glutathione, an essential antioxidant.

FUT2: this gene encodes for Fucosyltransferase 2, an enzyme that mediates the inclusion of fucose, a special

sugar, into glycoproteins and glycolipids.FUT2 is involved in determining your blood type (ABO). FUT2 genetic

variants have been found to be associated with risk of H.pylori infection, atrophic gastritis and low levels of

vitamin B12.

Normal – Your genotype is not associated with a higher risk of vitamin B12 deficiency.

GENOTYPE FOUND

Gene rsID Genotype Message

FUT2
rs602662 GA

People with the GA genotype may have lower levels of vitamin

B12.
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C A F F E I N E  S E N S I T I V I T Y

RESULTS

Caffeine is a natural chemical that we may consider as a sort of “drug” as it stimulates the central nervous

system, increases heart rate and potentially can raise blood pressure. However, the reaction to caffeine is quite

personal and not just related to the quantity ingested. Caffeine is metabolized mainly in the liver by specific

enzymes.

CYP1A2: this gene encodes for a member of the Cytochrome P450 family of enzymes, which are responsible for

Phase I of liver detoxification. This family of enzymes plays an essential role in drugs and chemicals metabolism

and detoxification. Caffeine is degraded and metabolised by CYP1A2. Genetic variants in this gene can affect

the activity of the enzyme (so, how well and fast it metabolizes caffeine). The so-called fast metabolizers can

eliminate caffeine more quickly and, therefore, may result less sensitive to it, even at high dose.

ADORA2A: gene encoding for Adenosine A2a receptor, a member of the G-protein coupled receptor superfamily.

When adenosine binds to this specific receptor, which is highly expressed in the basal ganglia of the brain, it

can induce sleepiness and a sense of calmness. Caffeine binds with high affinity to ADORA2A and can

counteract the effects of adenosine (it acts as an antagonist), making us more alert and focused. The presence

of genetic variants in this gene can cause a higher sensitivity to caffeine that may lead to anxiety and

difficulties in falling asleep.

We have found one or more risk genetic variants.

VARIANTS FOUND

Gene rsID Genotype Message

ADORA2A

rs5751876 TC

Carriers of C allele may experience anxiety after consuming

products containing caffeine, especially if they are infrequent

caffeine users. The sensitivity to caffeine is more marked in

homozygous carriers. People suffering from Panic and Anxiety

disorders and carrying the risk variant should abstain from the

consumption of caffeine.
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A L C O H O L  S E N S I T I V I T Y

RESULTS

Alcohol (ethanol) is very rapidly absorbed in the stomach and first part of intestine. However, the same

quantity of alcohol can be distributed in the body and have different effects according to the body size and

sex. Lean individuals may be more heavily affected by alcohol consumption. In humans, alcohol is metabolized by

two main enzymes: alcohol dehydrogenase (ADH) and aldehyde dehydrogenase (ALDH). Among the different

forms of ALDH, ALDH2 is the most efficient enzyme that removes the very toxic acetaldehyde. This enzyme is

mainly expressed in liver mitochondria. ALDH2: Genetic variants in ADH2 cause a dramatic reduction in the

enzymatic activity and, therefore, ineffective removal and metabolism of alcohol. The functional polymorphism

identified as rs671 is particularly common in East Asian population. This genetic variant makes the ALDH

enzyme less effective, which causes adverse reactions after alcohol consumption.

Normal – No presence of genetic variants detected.
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S A LT  S E N S I T I V I T Y

RESULTS

Excessive salt (sodium) intake can negatively affect blood pressure (BP) and cause hypertension. There is

strong evidence supporting the direct relationship between sodium consumption and BP values. However, there

are groups of individuals who react abnormally to salt intake. In fact, some people can effectively handle a high

consumption of salt without experiencing any increase in BP, while others, called “salt sensitive”, tend to retain

more sodium and water. Several factors can contribute to salt sensitivity, such as alterations in kidney

functions and vascular endothelium, abnormalities in the renin-angiotensin-aldosterone system or sympathetic

nervous system or changes in the nitric oxide production or renal transmembrane sodium transport. Genetics

seems to play an important role in affecting salt sensitivity. The genetic variants impacting the response to

sodium may also influence salt taste perception and, therefore, drive a higher intake. 

ADD 1: this gene encodes for Alpha Adducin 1, a protein found in the renal tubule that regulates ion transport.

ADD 1 is considered a “salt-sensitive” gene, associated with an increased renal re-absorption of sodium. SNPs

in this gene increase the sensitivity to sodium intake and predispose to hypertension. Moreover, they influence

the therapeutic response to diuretics.

AGT: this gene encodes for angiotensinogen, a protein that is part of the renin-angiotensin system (RAS)

regulating blood pressure and body fluids/electrolytes homeostasis. Angiotensinogen is the precursor of

angiotensin, an hormone that causes vasoconstriction and therefore increase BP. AGT gene is one of the most

well-studied genetic causes of essential hypertension. Plasma level of angiotensinogen is positively correlated

with blood pressure. Genetic variants in this gene may predispose to hypertension and a higher sensitivity to

sodium intake.

We have found one or more risk genetic variants.

VARIANTS FOUND

Gene rsID Genotype Message

AGT
rs699 AG

Carriers of G allele may have an increased risk of hypertension

and should monitor their intake of sodium.
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L A C T O S E  S E N S I T I V I T Y

RESULTS

Lactose is a sugar contained in dairy products. It is digested by a specific enzyme called lactase, which breaks

down the molecule of lactose into galactose and glucose, two simple sugars that can be easily absorbed in the

small intestine. If you do not produce enough lactase or this enzyme is somehow less effective, lactose is not

properly digested and is fermented by the bacteria in your gut. For this reason, lactose intolerant individuals

experience unpleasant symptoms such as bloating, diarrhoea, intestinal cramps and nausea. Lactose intolerance

is not the same as milk allergy! This intolerance is due to an enzymatic deficiency and although the symptoms

can be troublesome, it is not life-threatening.

Normal – Your genotype is not associated with increased risk of lactose sensitivity.

GENOTYPE FOUND

Gene rsID Genotype Message

MCM6
rs4988235 AA

AA carriers have lactase persistence (they are able to digest

lactose).



Nutrigene�cs Report for Genotyping
Kit ID: 123456789

Report: Nutrigene�cs Report for Genotyping [v1.0.4, v5.3.0]
Powered by Dante Labs
Run: 1

Kit ID: 123456789
Lot: 10:36:58

Batch: 2022-09-30

27 of 33

Genes analyzed in this report

ADD1, ADIPOQ, ADORA2A, AGER, AGT, ALDH2, APOA5, ARDB2, BCO1, CAT, CBS, CLOCK, COMT, CYP1A1, CYP1A2, CYP1B1, CYP2R1,

FABP2, FADS1, FADS2, FTO, FUT2, G6PC2, GHRL, GPX1, HNMT, IL-1 alpha, IL-1 beta, IL-6, MC4R, MCM6, MnSOD, MTHFD1, MTHFR,

MTNR1B, MTR, MTRR, NQ01, PLIN, PPARG, SLC23A1, SLC2A2, TCF7L2, TMPRSS6, TNF-alpha, UCP1, VDBP, VDR
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G L O S S A R Y

ALLELE An allele is a variant form of a gene that is located at a specific position (or

genetic locus) on a specific chromosome. Humans have two alleles at each genetic

locus, with one allele inherited from each parent.

CHROMOSOME A chromosome is a condensed thread-like structure of DNA that carries

hereditary information, or genes. Human cells have 22 chromosome pairs plus two

sex chromosomes with a total of 46 per cell.

GENOME A genome is an organisms’ complete set of DNA, including all of its genes. Each

genome contains all the information needed to build and maintain that organism.

In humans, a copy of the entire genome—more than 3 billion DNA base pairs—is

contained in all cells that have a nucleus.

GENOTYPE A genotype is the genetic makeup of an individual organism. It may also refer to

just a particular gene or set of genes carried by an individual. The genotype

determines the phenotype, or observable traits of the organism.

ODDS RATIO The odds ratio is a way of comparing whether the odds of a certain outcome is

the same for two different groups. In this report, the odds ratio estimates the

probability of a condition occurring in a group of people with a certain genetic

variant compared to a group of people without that same variant. An odds ratio

of 1 means that the two groups are equally likely to develop the condition. An

odds ratio higher than 1 means that the people with the genetic variant are more

likely to develop the condition, while an odds ratio of less than1 means that

people with the variant are less likely to develop the condition.

PHENOTYPE Phenotype is a description of an individuals’ physical characteristics, including

appearance, development and behavior. The phenotype is determined by the

individual’s genotype as well as environmental factors.

POPULATION ALLELE

FREQUENCY

The allele frequency represents the incidence of a variant in a population. Alleles

are variant forms of a gene that are located at the same position, or genetic

locus, on a chromosome.

SNP Single nucleotide polymorphisms, frequently called SNPs, are the most common

type of genetic variation among people. A SNP is a variation in a single nucleotide

that occurs at a specific position in the genome.


