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"Are oestrogens involved in falling sperm counts and disorders of the male reproductive tract?" Richard M. Sharpe & Niels E. Skakkebaek. The Lancet, Vol. 341:1392-1396, 29 May 1993

Reviewed by Cynthia Laitman 

(Reprinted from VOICE, newsletter of DES Action USA - # 58 Fall 1993)
Since the early 1940s the incidence of reproductive tract abnormalities in men has almost doubled, while average sperm counts have declined by half. The authors argue that such an alarming increase in male reproductive abnormalities can only be explained by significantly increased exposure to oestrogens before birth. They note that similar abnormalities have been found in DES sons, and can be induced in animals by "brief exposure" to DES during pregnancy. The authors contend that these abnormalities, which include testicular cancer, undescended testicles and hypospadias1, all arise during foetal development and may well result from the same cause as falling sperm counts.

Interestingly, the authors cite two 1986 studies which respectively indicate: 

(1) a link between testicular cancer and undescended testicles in men whose mothers had higher than average levels of naturally occurring oestrogens during pregnancy; and 

(2) a link between testicular cancer in men and breast cancer in their mothers.

The markedly increased occurrence of these abnormalities in men from many countries prompted the authors to review the sources of oestrogen in our environment and to provide possible biological explanations for how exposure to DES and other oestrogens during foetal life can alter normal male reproductive tract development.

Awash in a "Sea of Oestrogens"
We humans, to quote the authors, "now live in an environment that can be viewed as a virtual sea of oestrogens." These include:

- synthetic oestrogens prescribed by physicians (such as DES, contraceptives, fertility hormones and HRT)

- naturally occurring hormones which the body itself produces (the levels of such endogenous hormones are increased by low fibre diets2; and by excess body fat)

- synthetic chemicals (DDT and other organochlorins commonly used in pesticides; and automobile fumes)

- edible plants (soy beans, for example, have a weak oestrogenic effect)

- dietary sources of oestrogenic compounds.

Although the authors mention only cow's milk as a possible dietary source of oestrogen, it should be noted that, in the USA between 1940 and 1979, DES was fed to or injected into millions of chickens and beef cattle to fatten them up before slaughter. What is particularly significant about this dietary source is that DES was specifically designed to resist stomach acids so that it could be administered in pill form. The result of such durability was that residues of DES in the edible flesh of treated chickens and cattle remain biologically potent when eaten by humans. Compounding the effects of its gastric durability the authors point out that DES, unlike naturally occurring oestrogens, is not affected by a naturally occurring oestrogen inactivator known as sex-hormone-binding-globulin.  The result, emphasise Sharpe and Skakkebaek, is that DES has a "very high biopotency if ingested."

Effects of Oestrogen on Male Reproductive Organ Development
Normal formation and early development of the male reproductive tract, including descent of the testes into the scrotal sac, all occur before birth. Normal male development is dependent on normal maternal levels of oestrogen. When too much oestrogen is present, it upsets the delicate hormonal balance necessary to normal development.

Too much oestrogen reduces follicle-stimulating hormone which, in turn, reduces the number of Sertoli cells that develop. In the adult male, Sertoli cells are responsible for the development of sperm. The fewer the number of Sertoli cells that form during foetal development, the lower the sperm count for life.

Too much oestrogen during pregnancy also prevents the regression in male foetuses of embryonic tissue known as Mullerian ducts. The persistence of this tissue is associated with undescended testicles.

Although the consequences of DES exposure during pregnancy have been overwhelmingly considered a "women's problem" - by the scientific community as well as by the general public - a small but compelling body of scientific evidence has indicated otherwise.  Starting from the year that DES was developed in 1938, various studies showed abnormalities in male and well as female animals exposed in utero to DES. These abnormalities in animals foreshadowed similar abnormalities found in DES sons many years later and described by Dr William Gill and his associates at the University of Chicago in the late 1970s.

For decades the evidence of the early animal studies was largely ignored - by the over 200 pharmaceutical companies which manufactured DES in the USA; the (US) Food and Drug Administration which approved DES for use in 1940; and by the scientific community. The undeniable evidence and explanations presented by this paper are reasons enough for the most serious consideration - by physicians as well as by researchers - of DES effects on sons.

Notes:
1. Hypospadias is a condition in which there is incomplete fusion of the folds of embryonic tissue that form the hollow shaft that becomes the penis. To explain further, imagine a garden hose with an imperfectly sealed seam down the length of it. In hypospadias, urine comes out of an opening along the side of the penis rather than from the tip. At least one doctor who studied nine DES sons with hypospadias found that the distance between the hypospadias opening and the base of the penis correlated with the precise week during pregnancy that each mother began taking synthetic hormones. (Orenberg, CL, DES: The Complete Story, chapter 5)

2. A woman on a low fibre diet (few fruits, vegetables and whole grains) is exposed to more of her own naturally occurring oestrogen than a woman on a high-fibre diet. Low fibre diets slow down excretion of body wastes and increase reabsorption from the gut: Natural oestrogen is more easily reabsorbed from the gut when the gut contains low amounts of dietary fibre.

(10)  Boys Will Be Girls
From DESPATCH - #32 February 1995  

Boys Will Be Girls

Background Briefing, 

ABC Radio National, April 16, 1994.

Reporter: Kirsten Garrett

Reviewed by Marian Vickers
This was a very comprehensive program on the phenomenon that is creating interest throughout the world's scientific community - the feminisation of males. As new generations are born, the males in many species (including humans) are developing more and more reproductive tract abnormalities, lowered fertility and cancers.

It is being hypothesised that this feminisation of male creatures may be a by-product of the chemical age. In particular, it is the result of the increasing and pervasive contamination of the environment by man-made chemical compounds that disrupt the endocrine system of the developing embryo. The timing of the exposure in the developing organism is thought to be crucial and, although exposure occurs during embryonic development, obvious manifestation may not occur until maturity. Sound familiar?

Kirsten Garrett drew together a number of different aspects of this issue and interviewed key players in the debate, including Sharpe and Skakkebaek (see Oestrogens & Male Fertility) and participants in the important Wingspread Meeting.

It is only in the last 50 years or so that the world has been swamped with a deluge of new chemical compounds. Many of these compounds have been introduced into the environment by human activity, and  include many that accumulate in body fat. These compounds are in common use and are persistent in the environment.

In July 1991 a multi disciplinary group of scientists and other experts met at Wingspread, Wisconsin (USA), to assess current knowledge on the issue. They concluded that " a large number of man-made chemicals that have been released into the environment have the potential to disrupt the endocrine systems of animals, including humans."

A wide range of compounds are now known to have this potential, including DDT, dioxins, herbicides, fungicides, industrial chemicals including those used in the detergent, cosmetics, plastic, paint and lubricants industries. Also included are some metals such as cadmium, lead and mercury. It is now known that many of these compounds, while not real oestrogens, behave like oestrogen once inside the body. They are sometimes termed "false oestrogens" or "oestrogen mimics". They accumulate in body fat, the body can't flush them out, and they cross the placenta to affect the developing embryo. 

Dr Theo Colborn of Washington cited laboratory evidence for this. Just a small amount of dioxin given only once, on day 15, to a pregnant rat resulted in the (adult) male offspring having a 75% sperm count reduction and increased incidence of undescended testes.

The oestrogenic effects of man-made chemicals have been demonstrated in the laboratory and, as the Wingspread conference concluded, the effects are showing up in wildlife populations throughout the world.

The program looked at wildlife studies in different parts of the world. Researchers have found that the majority of adult male panthers in an area of Florida had undescended testes, and their bodies were producing excessive oestrogen. These animals were sterile. Alligators in the same area were found to be not developing normally. It was found 20-30% of adult male alligators had shortened and misshapen penises and were sterile.

This appears to be a worldwide phenomenon and across species. The point was made that virtually no research has been carried out in the Southern Hemisphere. However research done in the USA, Canada, Scandinavia and the UK shows contaminants have affected the reproductive biology and endocrine systems of birds, fish, reptiles (alligators and turtles), mammals and marine mammals.

A number of years ago Professor John Sumpter and colleagues studied fish in rivers that fed into the drinking water catchments in England. It was found that male fish were being feminised - the males were producing an egg-making substance and were showing signs of being hermaphrodite.

Professor Niels Skakkebaek and Dr Richard Sharpe noted the dramatic decline in the quality of human sperm in recent years, and the alarming increase in rates of undescended testes, prostate and testicular cancer. They hypothesised that these environmental oestrogen mimics may play a role in disrupting embryonic development of the Sertoli cells (see Oestrogens & Male Fertility).

Dr Kate Short in her book Quick Poison, Slow Poison summarises the high health costs of the international pesticide industry and challenges what she terms "the myth of non persistence". She maintains pesticides are very persistent in the environment and studies have indicated that Australians bear a higher body burden of these fat-soluble chemicals than people in other comparable countries. Many of the pesticides that are routinely used on fruit and vegetables end up in our water supply as well as our food chain. Unfortunately the technology is not there to test for all these substances in our water supply. In one survey of pesticides in Adelaide's water supply, researchers were only able to test for 30% of the known pesticides used in that catchment area.

This debate and interest in the effects of exposure to oestrogenic agents during embryonic development has focused attention back on the DES issue.  A number of researchers, including Sharpe and Skakkebaek, have noted the similarities of the abnormalities appearing in wildlife species with those occurring in DES sons. DES can thus be viewed as a model compound for these other environmental agents with oestrogenic potential.

Dr John McLaughlan of the (US) National Institute of Environmental Health Sciences, states: "The DES-exposed population takes on added importance as leading indicators of what could happen with less potent environmental oestrogens."

However just what this additional and ever increasing load of pervasive environmental oestrogens means for the DES-exposed population is unclear.

(11)  Why the Silence?

Letter to the Editor
The Age, 18 August 1997

Despite the public airing and debate via The Age (and last week, the Gael Jennings Show, 3LO) regarding the issue of an experiment using synthetic oestrogens to stunt the growth of "tall girls", we have not had any contact from the medical community or the Government. 

Why is this the case? Are not the issues regarding the ethics, treatment and procedures of real concern to them?

The point remains that those of us who experienced the treatment need to know what impact this may have had on our medical status; what, in fact, was done to us, and why it was done in the first place.

We want a conclusion to this experiment; that is, a long-term research program, conducted by independent scientists. We want to be included in a parliamentary inquiry that should examine all aspects of the ethics, procedures, treatment and outcomes of this episode in Australian medical history.

We need questions answered. If the efficacy of diethylstilboestrol (DES) was proven in the trial by 1975, why was it stopped as "the" treatment and ethinyloestradiol then used? Did no one listen to the warning bells? The Australian Government apparently did. In 1961, they restricted the veterinary usage of DES so as not to jeopardise the meat trade with Europe. Despite this, DES was given to young girls. The big question remains: why?

Janet Cregan-Wood.
(12)  More Scientific Research Needed

Letter to the Editor 

The Age, 13 October 1997

So a departmental review has reassured Dr Wooldridge [federal Minister of Health] that the experimental use of stilboestrol (DES) to inhibit height in young girls poses no threat to their health. (The Age, 10/10/97). Well, surprise, surprise!.. How could we expect anything else from a departmental review?

That the review found "no scientific evidence" of adverse effects is hardly surprising as there has been no scientific research carried out - so there is no evidence either way.

This dismissive and patronising response from medical and health authorities is depressingly familiar to members of DES Action. We belong to an earlier experiment involving DES, when it was (erroneously) prescribed as a pregnancy maintenance therapy. As subjects of this earlier experiment we have been left with a lasting and ever-widening legacy of health problems including cancer, infertility, pregnancy difficulties and immune problems.

One scientific finding of relevance to the Tall Girls group is that DES mothers have a statistically increased rate of breast cancer 20-25 years after being prescribed DES. 

An immediate side effect of administration of DES to young girls is the early on-set of puberty. Given that early menarche is a know risk factor for breast cancer, it appears the Tall Girls have the double whammy of two known risk factors: early menarche and exposure to DES. Surely this is reason for concern and underlies the need for on-going research and follow-up.

Obviously research into the use of DES in Australia is long overdue. We urgently need a national DES register to monitor and facilitate research of the DES population - DES mothers, daughters and sons, and DES "tall girls."

Incidentally, DES Action members are rather chuffed at being included in the Victorian police secret database of "subversive" groups (The Age, 8/10/97). We can only assume that the word "Action" in our name alerted the police to possible "activists"!

Marian Vickers,

member of DES Action.

(13)  Double DES Exposure

From DESPATCH - #44 February 2002

Double Exposure

By Chris Cosgrove

Chris is an American DES Daughter and Tall Girl. She originally wrote her story for the May 2000 newsletter of Tall Girls Inc. It also appears on the Tall Girls Inc. website: www.users.bigpond.com/jadetg/index.html   

Chris can be contacted by e-mail at: tallgirls2002@aol.com

As an American 'tall girl' who never knew anyone else who had been treated with hormones for being 'too tall', it was my great good fortune  to discover recently that there are others like me in Australia. I believe there are probably more of us in the US as well, but so far it has been hard for us to find one another. I hope that  will change.

I did not realise what I had been given until I was well into my thirties. It was then, after a miscarriage and the premature stillbirth of twin daughters, that I learned I was a DES daughter. Then, while reading up on the DES that was given to my mother and many other women in the misguided attempt to prevent miscarriage, I stumbled upon the word Stilbestrol, a  brand name for DES. I suddenly felt ill. Stilbestrol was the name of the drug I had been given as a teenager for five years to prevent me from growing too tall. So not only had I  been exposed in utero to the effects of DES, but I had received large doses of this drug as a teenager.

Growing up in a small town in southern California, my mother and father were worried when I rapidly grew four inches in eighth grade. My periods had not started yet and my mother, who  was concerned, took me to the family doctor. He referred me to an internist, Dr. Peter Maurice, who X-rayed my ankles, my wrists, my pituitary gland, and perhaps other body parts I have forgotten about. The physical exam itself was embarrassing.

The doctor acknowledged that he could find nothing wrong with me. But yes, he told my parents, he believed I could grow quite tall. (No surprise there. Both parents were tall.) His suggestion? A pill, not much different than a  birth control pill, as he described it to my mother and me. This was 1964 and I suspect the marvels of the birth control pill were just being realised. What we didn't realise was that Stilbestrol was something quite different.

When I first started taking the drug, it upset my stomach terribly. I threw up several times a day, and headed off to school with a bottle of green liquid medicine that was supposed to keep the nausea at bay. It didn't. My mother took me back to the doctor. He asked me to swallow another pill in the office, which I did, and promptly threw up two minutes later.

Somehow he managed to get the vomiting under control, but I had other problems. My breasts would leak. In gym classes, doing exercises on our stomachs, I would get up and have a wet shirt. Or I could be walking down the street and suddenly I would have what I later recognised to be a "let down" reflex of a nursing mother. When I complained about this to the doctor he told me it was caused by "too much petting in the back  seat of the car", that I was somehow stimulating my breasts to leak. 

At 15, I was too embarrassed to report this to my parents. But since petting in the back seat of a car or anywhere else was an activity I had yet to experience, I knew he was wrong.

During my first year in college Dr. Maurice determined that I was now diabetic. His tests showed that I couldn't metabolise sugar well, so I was put on oral medication for diabetes. In my second year of college when I came down with mononucleosis and was hospitalised, the medical staff was completely confused about the strange drugs I was taking. They told me I was not diabetic and that the drug he'd given me for that was harmful. I was to throw it away. They contacted Dr. Maurice about the Stilbestrol, and after recovering from mono, my mother decided maybe it was time to stop all drugs.

Hallelujah! But coming off Stilbestrol was not so easy, either. I couldn't sleep and when I did I had terrible nightmares. I bled so voluminously  that I needed a D & C.

I ended up measuring just under 6 feet tall. My mother is a bit shorter, my father a bit taller, my brother is 6 feet 5 inches. I always thought it was ironic that the models who graced all the magazines when I was a teenage - Verushka, Jean Shrimpton - were all tall too, yet for them it was an advantage while for me it was treated as a disease.

I was fortunate to be able to have one daughter, many DES daughters are unable to have any children. But I have had endless gynecological problems and no way of knowing which DES exposure caused what. Bit by bit, parts of my reproductive tract have become diseased and have been removed. I've suffered from depression on and off for years, and have always wondered  how much of that was due to the five years of Stilbestrol.

I used to wonder why nobody was investigating people like me. I thought then, that perhaps I was the only one. Now I know there are a number of us who were stupidly experimented upon by, in my case, someone who really had no idea what he was doing. If there is any comfort to be had in any of this, it is knowing that I am not completely alone.
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