
A Review of Scientific Research on Homosexuality  

Homosexuality effects from 8% to 15% of all males and slightly less for females.  

In 1959 a report was published with the title, "Organizing action of prenatally administered 

testosterone propionate on the tissues mediating mating behavior in the female guinea pig" 

by Charles H. Phoenix, Robert W. Goy, Arnold A. Gerall, and William C. Young. This was one 

of those "animal studies" -- of interest only to psychologists and neurologists. In 1991, the 

popular journal, Science, published a paper that revisited the 1959 report and included 
many more recent studies. Their paper came to the conclusion:  

"This finding indicates that INAH [part of the hypothalamus] is dimorphic 
with sexual orientation, at least in men, and suggests that sexual 

orientation has a biological substrate." 

Homosexuality has been found to be a congenital condition much like being "left handed". 

Before you dismiss the analogy remember there were times in history when being left-

handed (the archaic meaning of "sinister") meant you were possessed by evil. You could 

have been hanged, burned, stoned to death or buried alive. Today we know that left 

handedness is the result of excess testosterone slowing the growth of the left-hemisphere in 

the developing fetal brain. It's not a choice. It's a 
condition.  

Ironically, homosexuality is caused much the same 

way as being left-handed. Instead of excess 

testosterone, the developing male fetus receives 
too little, often too late.  

Researchers naturally focus on an organ in the 

brain called the hypothalamus because it is known 

to be responsible for gender preference. It is also 

what is called dimorphic, meaning its structure is 

different in males and females. There are also 

differences in the hypothalamus between 

homosexuals and heterosexuals. Recent studies of 

the different sections or nuclei have revealed much 

that was not known before. And there have also 

been some surprises.  

With advances in laboratory technology, a specific region of the hypothalamus, called the 

sexually dimorphic nucleus (SDN), has been the focus of some interesting research. The 

SDN is the most conspicuous anatomical male/female difference in the mammalian brain. 

The nuclei is 3 to 8 times larger in males than in females. Another nuclei of the 

hypothalamus, INAH-3, reveals that heterosexual males have double the volume of both 
homosexual and female subjects.  



 
"As has been reported previously, INAH 3 was more than twice as large in 
the heterosexual men as in the women. It was also, however, more than 

twice as large as in the homosexual men." 

A review of current research shows that there is no evidence supporting a social cause for 

homosexuality. On the contrary, there are multiple studies, both with animals and humans, 

demonstrating the causative relationship with the pre-natal testosterone during a critical 

stage in "defeminization".  

Dr. Harry Harlow's famous studies with Rhesus monkeys demonstrated that such things as 

love and the ability to nurture healthy children was a learned skill that could be altered by 

after birth experiences. This non-biologic effect may play a role in female homosexuality 

and may also be a contributing factor in the degree to which congenital homosexuality is 

either expressed or repressed. But they do not cause homosexuality.  

Embryology teaches that early embryos all start out as female. At some point in early 

gestation, if the chromosomes destine the fetus to be male, the embryo is altered by the 

genetically programmed addition of certain hormones, called androgens. These androgens, 

especially testosterone, instruct the embryo to develop male characteristics. In their 
absence, the embryo continues to develop into a female.  

An "XX" pair of chromosomes will yield a female; an "XY" pair will result in a male. The "X" 

is always contributed from the mother (since she has only "X's"), but the father can 

contribute either an "X" or a "Y"-- so it is the father's genetic contribution that determines 

the gender of the child. If homosexual men have "XY" pairs which are typically male in all 
respects, what makes their hypothalamus different?  



 

In a paper published almost a quarter of a century ago, a research psychologist at Villanova 

University was also puzzled about gender. Dr. Ingebog Ward was studying the sexual 

behavior of rats, years before the role of the hypothalamus was even suspected of 
gendering human brains.  

Dr. Ward divided some pregnant rats into three groups. Suspecting that something special 

might be happening in the early stages of pregnancy, she subjected the first group to stress 

during the first ten days of gestation by irritating the mother rats to bright lights, noise and 

annoying vibrations. Ten days in a rat's pregnancy corresponds to the first trimester (3 

months) of a human pregnancy. The second group was subjected to stress towards the end 

of their pregnancy, just before birth. The third group was comprised of male offspring from 

both prenatal stressed mothers and unstressed mothers. These babies were subjected to 
the same stress producing stimuli.  

Dr. Ward then allowed all the males to grow to adulthood without further interference. She 

then placed each group of males in cages with healthy females to observe their ability and 
desire to mate with normal adult females. Here is what happened:  

"Abstract: Male rats were exposed to prenatal (i.e. before they were born) or 

postnatal (after they were born) stress, or both. The prenatally stressed males 
showed low levels of male copulatory behavior and high rates of female lordotic 

responding (i.e. "lordotic" refers to mounting behavior which usually occurs during 
mating). Postnatal stress had no effect. The modifications are attributed to stress-
mediated alterations in the ratio of adrenal to gonadal androgens during critical 

stages of sexual differentiation. Specifically, it appears that stress causes an 



increase in the weak adrenal androgen, androstendione, from the maternal fetal 
adrenal cortices, or both, and a concurrent decrease in the potent gonadal 

androgen, testosterone." 

If the baby carries "XY" chromosomes and is destined to become a male, testosterone 

needs to activate the newly forming hypothalamus. This is the first known critical phase of 
"defeminization" when something can go awry, upsetting the master plan. 

If a mother is stressed during the early stages of pregnancy, she will release an adrenaline 

related hormone into her shared bloodstream with her unborn baby. This hormone, called 

androstendione, is structurally similar to testosterone, the male hormone. Both are 
androgens, but testosterone is more than twenty times as potent as androstendione.  

It has also recently been suggested that testosterone actually breaks down to estradiol in 

some way that androstendione may not, further implicating this androgen in disrupting the 

process of early brain development.  

Because the stress hormone seems to mimic testosterone, there is the delay or blockage of 

the effectiveness of testosterone, even if it is plentiful. This causes a disturbance in the 
"defeminization" of the hypothalamus.  

 

In 1972, Dr. Ward had no idea that androstendione in male pregnancies would prevent or 

inhibit the hypothalamus to develop into a healthy male brain, but this stress-related 

hormone now appears to do just that. The brain makes its gender commitment very early in 
development and, once committed to either male or female, it cannot change.  

The interference with environmental testosterone in the later stages of pregnancy does little 

or nothing to inhibit gender development of the body. By mid-pregnancy, the gonads can 

produce enough systemic testosterone to develop the body along male plans; however, 

problems do happen in these later stages. Sometimes the receptors which receive 

testosterone are defective or greatly reduced in number. This is generally seen as a defect 

resulting from the initial blocking of testosterone by the presence of other androgens. This 

can inhibit the effectiveness of testosterone and cause a less effective defeminization.  

In Doctor Ward's own words:  

"...The present data support the hypothesis that exposure of pregnant rats 
to environmental stressors modifies the normal process of sexual behavior 
differentiation in male fetuses by decreasing functional testosterone and 

elevating androstenedione levels during prenatal development. During 
stress conditions plasma testosterone emanating from the gonads 



decreases while adrenal androstenedione rises. The molecular structure of 
the two androgens, being very similar, it is postulated that the two 

hormones compete for the same receptor sites. Since androstenedione is a 
less potent androgen than testosterone, the decrease in male copulatory 

ability and increased lordotic potential seen in the prenatally stressed 
animals of the present study would be expected. The relative difference in 
potency between testosterone and androstendione has been repeatedly 

demonstrated.  

As we begin to understand that homosexuality is not inherited, we note that it occurs in 

more or less the same frequency of the population. This could suggest that a preference for 

one's own gender served some evolutionary benefit. If not, we should expect the perceived 

vulnerability of the developing fetal brain to have been corrected. But what could the benefit 
be?  

Again, in Doctor Ward's own words:  

"The resulting alterations in sexual behavior provide the basis for an 
effective population control mechanism, since offspring so affected would 

not possess the behavioral repertoire necessary to contribute to population 
growth. Thus, the environment, by triggering an adrenal stress response, 

may control the reproductive capacity of successive generations of 
differentiating fetuses and, thereby, population size. "  

What about Lesbians? The developing female fetus is expecting no pre-natal 

testosterone. This molecule is significant only if the fetus is destined to be male. 

Androstenedione, produced by maternal stress, closely resembles testosterone. Even a 

small amount of this molecule during the critical first trimester of pregnancy could be 

enough to make the developing hypothalamus defeminized or masculine. So the same 
mechanism can possibly explain both male and female homosexuality.  
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