
Hmmm, not likely. If this is true, then the creation of our bodies included a huge mistake. Without estrone, we have no estrogen 
at all. Estrone is the �rst estrogen made in the human body. It is made from androstenedione (from either 17-OH progesterone or 
from DHEA). It can then be metabolized to estradiol, which, in turn, can be metabolized to estriol. In yet another act of contri-
bution to estrogen balance, estrone is the storehouse for estradiol.  Estrone is 10 times weaker than 17beta-estradiol. Additionally, 
testosterone can not be e�ective, even for boosting libido, without adequate levels of estrone and estradiol to prime the testoster-
one receptor sites.
 
Yet, estrone has been falsely blamed and widely represented as a common cause of breast cancer. �is belief stems from a lack of 
knowledge: 1) about the vital physiologic role of estrone in humans, and 2) the confusion of our endogenous estrone with foreign 
estrone-based metabolites. �ese metabolites are from the consumption of xenoestrogens in food, water, and air from our environ-
ment, as well as inappropriate types and dosage forms of hormone replacement therapy.  (Some practitioners and laypersons also 
perpetuate the inaccurate notion that progesterone has the same activities as medroxyprogesterone acetate because they have been 
taught that a hormone is a hormone is a hormone, be it endogenous, bio-identical, or synthetic; or cow, cat, or human.) �ere are 
also practitioners who view estrone as an obtrusive, dominating hormone during menopause. Dominant? How can this be? 
 
Until recently, pre-menopausal levels of estrone were around 700pg/ml during peak days of the menstrual cycle. Even considering 
the low reference ranges that re�ect the negative in�uence of xenobiotics on hormone production, the menstrual cycle range of 
estrone is 50-300pg/ml. But during menopause, estrone levels are only between 10-15pg/ml. Pregnancy levels are around 1600, 
in keeping with the ultra elevated levels of all steroid hormones. And indeed those levels are protective: the more pregnancies and 
breastfeeding, ergo the more estrone, the lower the incidence of breast cancer. So if estrone is so bad for us, why would levels be so 
high during pregnancy? Better yet, why would our bodies make it at all? �ese climacteric numbers of 10-15pg/ml in menopause 
can not be dominant!  Plus, without labs, menopausal symptoms tell us there is not enough estrone being produced in the body 
to even maintain healthy physiology. (Note: In Learning to �rive in a Toxic World, the e�ects of steroid hormones on healthy 
physiology are discussed, as well as the e�ects of chemical and toxic invasion on hormone reference ranges. Also see Count Down 
by Shanna Swan, PhD.)
 
Estrone is important, so much so that after it is metabolized to estrone sulfate via sulfotransferase to exit the body, there is a back-
wards pathway with a separate enzyme (sulftase), which allows conversion back to estrone when the body recognizes it needs more.  
DHEA is the only other hormone that also has this separate reverse pathway. �ese pathways are in place to recover estrone and 
DHEA if levels are getting lower than production can keep up with. For both sexes, estrone is at approximately half of the body’s 
estrogen production, promoting stellar bone density, cardiovascular function, cognition, the immune system, cancer prevention, 
and much more. A little known result of the workhorse, estrone, is that it modulates glucocorticosteroid production in the adrenal 
glands, limiting the production of cortisol to prevent cortisol dominance. It is a vital player in neurological health as the most fat 
soluble estrogen, most easily crossing the blood brain barrier.  It so necessary for the function of the brain and central nervous 
system that brain and nerve cells will make their own estrone, and in greater amounts than the other two estrogens.
 
Pre-menopause, estrone is produced in the brain, skeletal muscles, liver, adrenals, and ovaries (with the ovaries being the biggest 
producers) via aromatization with aromatase of androstenedione or from estrone sulfate via sulftase. During menopause, it is pro-
duced in the brain, skeletal muscles, liver, adrenals, and adipose tissues. It is obvious that the body’s naturally occurring function is 
to keep some estrone circulating throughout the body, not to eradicate it.
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Why does any of this matter? First and foremost, women should never be made to believe their own hormones are out to kill 
them. Not only is it wrong to project fear and distrust in our body’s ability to function, it is scienti�cally inaccurate to tell women 
our hormone-related issues are because we have “evil” female hormones that are “dominating” our golden years instead of what 
is actually happening: a de�ciency of our life-saving hormones that keep us strong, capable, and steady. �is also matters because 
practitioners who associate estrone with breast cancer will often eliminate it from any bio-identical hormone replacement therapy 
(BHRT), minimizing its success.  
 
Estrone is useful when combined with estriol and estradiol in BHRT to eliminate the side e�ects of using estriol and estradiol 
alone, such as migraine headaches, water retention, and weight gain.  It also enters the negative feedback system for the adi-
pose tissue  production of estrone in menopause and perimenopause, regulating adipose production of estrone. If estrone were 
a carcinogenic hormone, it would cause cancer during the child-bearing years, and certainly during pregnancy when levels are 
so many times higher than they are during menopause.  It is not a ligand like estradiol and estriol and does not turn on GPER1 
receptor sites, so it cannot regulate functions such as cell growth and apoptosis (programmed cell death) as does estradiol. Estrone 
is not the problem. Breast cancer is triggered by free radicals and the invasion of fat soluble xenoestrogens resembling estrone and 
behaving as free radicals, along with a de�ciency of anti-oxidants and other nutritional prophylaxis, especially in women with low, 
protective, endogenous estrogen. Because estrogen production decreases as we age, xenoestrogens take over unoccupied hormone 
receptor sites, exerting their deleterious signaling on tissues. By changing the way cells multiply and divide, xenoestrogens convert 
healthy cells into tumor cells. In contrast, our hormones help insure proper cellular division. And when we have enough of our 
hormones on board, our bodies can attempt to �ll those receptor sites properly.
 
Beyond keeping xenoestrogens from fooling receptor sites, there are salient functions that only take place when estrogens, includ-

ing estrone, occupy those receptors. Every cell has alpha (ERα) and beta (ERβ) receptor sites for the activity of estrone. �ese 
receptors direct gene expression, which in turn determines biological outcomes in reproductive organs and bone development, car-

diovascular system functioning, metabolism, and behavior in both females and males. Estrone binds to ERα’s 5 times more than it 

binds to ERα’s. However, the binding a�nity for ERβ is only 4% of estradiol’s a�nity. �e binding a�nity for ERβ is only 3.5% 
of estradiol’s, so it has less capability of turning on cancer. Estrone’s half life is 6 to 8 hours and is only 16% bound to SHBG and 
80% bound to albumin, as opposed to other sex hormones.
 
�ere is absolutely no evidence, no biochemistry or physiology textbook, and no scienti�cally sound study that states estrone is a 
dangerous molecule. So who declared it so? �is “evil” concept is only found in articles quoting other articles or speakers quoting 
other speakers who are de�cient in the knowledge of estrone physiology. Where is the evidence our Creator did not know what 
She/He was doing? �e fact is, estrone being a hormone to avoid is completely hypothetical and postulated. It is part of our hu-
man design, so if anyone has an issue with estrone, they will just have to take that up with �e Creator.
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