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Oestrogen Balance

Oestrogen is one of the two major female steroidal sex hormones - the other being
progesterone. The ovaries are the main source of oestrogen in females but it is also produced
in smaller amounts by the adrenal glands and in fat tissue (more important post menopause),

and also the placenta during pregnancy. Once produced, oestrogen moves through the blood

and is active throughout the body in cells where oestrogen receptors (ERs) ar

mediate the action of oestrogen and control gene expression.

There are two types of oestrogen receptors:

ER alpha - increases the action of the attached oestrogen
ER beta - decreases the action of the attached oestroge
The main role of oestrogen in the body is to increase ion of cells. It is
responsible for the development and reg system and
secondary sex characteristics - breast in maintaining bone
density, plays a role in blood clot anes and the pelvic
muscles.
Oestrogen levels fl creasing during puberty and pregnancy
and falling after, ) ual cycle, oestrogen levels peak during

Ol Occur.

rogen for the maturation of sperm and a healthy libido but

nt types of oestrogen in the body:
edominant oestrogen produced after menopause
Oestradiol (E2) - predominant/most potent oestrogen in women of childbearing age

Oestriol (E3) - predominant oestrogen produced during pregnancy (also the weakest form)
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Oestrogen Biosynthesis and Elimination
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Detailed Results

comT TTVvYyY Up to 4x lower COMT enzymatic activity leading to slow

rs4633 metabolism and inactivation of oestrogen via methylation. Poor
methylation will further impede COMT activity due to low
availability of SAMe. Review your MTHFR result bel
whether you might be a 'poor methylator'. A di
vitamins will help to improve methylation in

coMT AGY Reduced COMT activity leadin
inactivation of oestrogen via m
further impede COMT activity due
Review your MTHFR result to see wh
methylator'. A diet rich in B vi
methylation in general.

CYP17A1 GAA Up-regulated CYP17A i on of
' and
le factors such a
7A1 activity -
CYP19A1 AA AA

ation, excess adipose tissue,
ess WiII further increase CYP19A1

cial if CYP1B1 and CYP3A4 pathways are up-regulated

it could lead to higher circulating 40H oestrogens and
6aOH-E1 and lower 20H oestrogens. Diindolylmethane (DIM), a
compound derived from cruciferous vegetables, has been found
to potently stimulate CYP1A1. Ensure phase Il detoxification
pathways are working optimally since increasing phase |
enzymes can increase the production of free radicals.
Antioxidants may be beneficial to neutralise free radicals.

CYP1A1 AA Not associated with increased susceptibility to PCOS. Care

should be taken to improve phase Il metabolism.
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A Guide to Oestrogen Balance

This guide contains detailed explanations of the lifecycle of oestrogen, from Biosynthesis
(aromatisation and transformation) to Elimination (methylation and deactivation).

Biosynthesis Elimination

Biosynthesis and Genetics CYP1B1 co
and can prom

molecules, 3,4 se
Aromatisation free radicals, dama
E1 and E2 are derived from the androgenic sex nitiate
hormones testosterone and androstenedione
via CYP19A1, a member of the cytochrome P450
superfamily of enzymes, which produces the
enzyme aromatase - mainly found in the
gonads, brain, adipose tissue, placenta, blood
vessels, skin and bone, as well as in tissue of
endometriosis, uterine fibroids, breast cance
and endometrial cancer.

nsure that the
ays are working

Variants on CYP19A1 can cause una
regulated conversion of androge
oestrogens.

Hydroxylation ants on CYP3A4 result in up-regulation and

care should again be taken to support
downstream phase Il detoxification pathways.

Once produced, oe

CYP17A1 hydroxylates pregnenolone and
progesterone to androstenedione and
testosterone, the initial step in oestrogen
biosynthesis.

Variants cause up-regulated enzymatic activity
and higher circulating oestrogens.

5 it converts
ogens which are

metabolism but can lead to high amounts of
circulating pro-carcinogens if phase Il
detoxification pathways (methylation,
sulphation, glucuronidation and glutathione
conjugation) are not working optimally.
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How to Read the Report

Genes

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

Personalised Result

Your genetype res
letter T, or C)
DNAD ent

&

GPX1 AGY Less efficient removal of h
rs1050450 risk of accumulation an

Hashimoto's. Ensure
glutathione and seleniu

~—

/

Arrow Direction

The direction of the arrow ing e
potential effect of the SNP & pressic
where applicable - it can increa rease

activity, or neither.

A up-regulates @
effect on the

lates ©
the gene

y and

ity of the

e damag
2 of antioxid

ioht

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

the effect of the variant is
negative

RED

AMEER the effect of the variant is
somewhat negative

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

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

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