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ARTICLE INFO Abstract

Endocrine disruptors are natural or man-made hormone-like molecules, which 
after entering into the human organism are bound by hormone receptors (similarly 
to physiological hormones) disturbing the normal (endogenous) hormonal regulation. 
Their effects are depending on the timing of exposure: in adults they can cause an acute 
reaction (disease), while in the perinatal (late fetal and early postnatal) period they are 
provoking faulty hormonal imprinting with late manifested symptoms: inclination to 
diseases, diseases, or alteration of certain functions (functional teratogenicity with the 
prolongation of teratogen-sensitive period). The developmentally originated diseases 
(DOHAD) can be explained by the provocation of perinatal hormonal imprinting. The 
effect of faulty hormonal imprinting - as an epigenetic process- is inherited also to the 
progeny generations. As the amount and variations of man-made endocrine disruptors 
(plasticizers, agrotechnical materials, pharmaceuticals etc.) and also the consumption 
of phytoestrogen- containing foods (soy-products) are increasing, the growing number 
of disruptor-caused diseases can be observed and is expected in the future. This could 
be manifested in sub- or infertility as well, as other functional teratogenicity which are 
qualitatively and quantitatively influencing human reproduction and demographical 
indexes.

Introduction
As a result of human activity many artificial, synthetic 

molecules appeared in the environment which are similar to the 
regulators of human life functions (hormones). These are named 
endocrine disruptors, as they have steroid characters mimicking 
the structure of steroid hormones, produced by endocrine glands 
of mammals (consequently human beings). Among them there are 
anti-estrogenic, estrogenic, anti-androgenic, and androgenic types 
[1]. These molecules are entering into the human organism by air, 
water and foods, or by medical treatments and cosmetics [2] and 
compete with the physiological hormones, stimulating or inhibiting 
different organs or cells. Because of their structural similarities they 
are able to inhibit the binding of physiological hormones to their 
receptors or in contrast, by binding to the receptors they transmit 
faulty messages. This action disturbs the normal, well balanced 
function of the human endocrine system in the target cells (organs) 
of the given hormone or in general, as many organs (cells) have 
steroid or steroid-reactive receptors without being direct targets 
of steroid hormones. 

However, the main targets of the endocrine disruptors are the 
reproductive organs and also cells which have a role in sexually  

 
influenced actions and considering this the fertility and fecundity 
are deeply touched by the presence of endocrine disruptors. As 
fertility is a main factor in the amount and distribution of people, 
endocrine disruptors (their quality and quantity) basically influence 
demography of people generally and regionally alike. Hormones do 
not affect cell functions without receptors which bind them and 
transmit the message, transported by the hormone. The receptors 
develop independently of hormones. These latters are produced by 
endocrine glands, while receptors are present in (on) any cells of 
the organism (glands included). However, The development and 
maturation of the two components are coordinated, and by this the 
normal (physiological) function is secured. 

Physiological and Faulty Hormonal Imprinting
Perinatally (in the late fetal and early postnatal period) the 

developing receptor and its target hormone meet each other, and 
normal hormonal imprinting takes place, which determines the 
binding capacity of receptor for life [3]. Without imprinting the 
receptor-hormone complex cannot co-operate physiologically 
[4]. However, in the critical period of perinatal development the 
window for imprinting is open and not only the physiological target 
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molecules can be bound by the receptors but similar (related) 
molecules as well [5]. These molecules could be related members 
of the same hormone family, steroid-like molecules in food (baby 
formulas with soy components, phytoestrogens [6], molecules of 
air pollution (benzopyrene, dioxin), medicaments etc. [7]. These 
are endocrine disruptors, causing faulty hormonal imprinting, also 
with lifelong consequences [8]. 

This latters could be late-manifested diseases, or inclination to 
diseases (which requests a further provocateur for manifestation in 
adult age), or mild or strong alterations of hormone production etc. 
[9]. Many diseases of adult or senile age have the origin (DOHAD) 
in the defects of hormonal imprinting as cardinal or metabolic 
diseases, sexual, immune and bone deficiencies, psychiatric 
diseases etc. [10]. While large dose or repeated exposure by 
endocrine disruptors needed for the acute manifestation of 
alterations in adult age, the exposure to a minimal single dose of 
endocrine disruptors in the perinatal (late fetal, early postnatal) 
period can cause late-manifested problems in adult age. As there 
is a long distance between the disruptor exposure and disease 
manifestation, it is difficult to prove the connection. However, 
animal experiments help to justify them.

The faulty hormonal imprinting, caused by endocrine disruptors 
is inherited to the members of the given cell line as well, as to the 
progeny generations, without causing mutation. This means that it 
is an epigenetic phenomenon [5]. The methylation pattern of genes 
(DNA) is altered by it, determining gene expression in the given 
cells (organs), and this serves the late manifestation of the change 
as well, as the transmission to the offspring generations [5,11]. 
The strength of expression is also determined by the alteration of 
methylation. However, in man only up to the third generation was 
observed the inheritance because of the long change of generations, 
while in the unicellular model it was observed up to the 1000th 
generation [12].

Time-Dependence of Disruptor Effects
Morphological and Functional Teratogenicity

Endocrine disruptors can influence sexuality and sexuality can 
influence demography. If the endocrine disruptors impact in the 
very early (embryonal) period, malformations of the reproductive 
system are observed, as micropenis, hypospadias, cryptorchidism, 
which can be observed already at birth [13]. In the early perinatal 
(fetal) period functional teratogenicity [9] is observed, with late, 
adult consequences. However, in a presently unknown route, the 
sexual male/female ratio is also altered [14]. Earlier, in this ratio 
at birth males were preferred, more boys were born, than girls 
(1.06/1 ratio). At present the ratio is advantageous for girls [15,16]. 
The sex (gender) of man is dependent on the sexual chromosomes 
(X,Y) and spermatozoa contain X or Y sex chromosome, while 
ova always contain X. The chance of being fertilized by one of the 
spermatozoa is equal, so being for boys and girls is also equal. 

However, at present more girls are delivered in case of parents 
working in agricultural areas where pesticides or herbicides are 
sprayed as well as in factories, where plasticizers are used.

As the new gender ratio is valid since the time of the enhanced 
presence of man-made endocrine disruptors (first of all bisphenol 
A, a plasticizer, or paraben, used in cosmetics, as well as atrazine 
and vinclozolin (used in agronomy), the effect is imputed to them. 
In the late fetal period of development, the chance for direct, 
morphological teratogenicity decreases however, the chance for 
functional teratogenicity is growing. This means that the time of 
effects by endocrine disruptors is prolonged and partly translocated 
to the extrauterine period. While the destroying strength of a 
teratogen substance is modified and filtered by the mother’s 
defense mechanisms, after birth these latters are disclosed and 
the effect evolves without them. In addition, such molecules 
became teratogen, which were not earlier in this category and 
also such diseases are believed the consequences of (functional) 
teratogenicity, which previously had not been listed among them.

As endocrine disruptors are mainly steroid hormone-like 
molecules, they bind to sexual-steroid receptors in any organs 
but first of all by reproductive organs, which have basic role in 
the formation of the population, chipping on the demography of a 
given population. As in this life period the sensitivity to endocrine 
disruptors is very high, it must be considered also the immaturity of 
degradation enzyme-system [17]. The above-mentioned facts show 
that there is a difference in the effects of endocrine disruptors, 
depending on the period of life, when the disruptors’ effect and 
also in the life-period when their effects are manifested. There are 
outstanding (special) periods of human life, when the result of the 
perinatal effect (faulty imprinting) is especially manifested, and 
this also can be observed in puberty.

Special Problems of Puberty
Puberty (adolescence) starts in girls about between 8 and 12 

years and in boys between 9 and 14 years, depending on races 
(individually inside) and its duration is about three years in girls 
and 4 years in boys. This is the situation at present. However, in the 
United States the mean start of puberty at 1860 was at 16.6-year-
old girls, at 1920, 14.6, at 1950 13.1, at 1980 12.5, and at 2010 10.5 
years [18]. Similar decreasing data was observed in boys, with the 
difference that one year later appear the signs. This means that a 
continuous decrease can be observed. However , the sign which is 
considered could be different. If the first menstruation (menarche) 
is considered as the start of puberty in girls, the difference in the 
start of puberty between the old and present times is only few 
months, while considering the breast development the difference 
is higher (about one year). In Afro-American girls the first signs of 
puberty one year earlier were observed than in white and Asian 
populations. In the earlier appearance of pubertal signs not only 
human-made substances have a role, but the progression of soy-food 
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consumption [19]. In addition, there are also some contradictory 
data, when endocrine disruptors prolonged the start of puberty in 
girls, while forwarded in boys, so the process is rather complicated.

Puberty is not a simple 3-4 years period of life, without further 
consequences, but a determining life-period, which has an impact 
on further life, consequently influencing further sexuality and 
demographical indexes. This period is rather sensitive to hormones 
which are present in the developing organism or entering from the 
environment in the form of endocrine disruptors. Faulty imprinting 
can develop, transforming or overwriting the effects of perinatal 
hormonal imprinting. So, the endocrine system and the endocrine-
regulated organs and systems will not be the same, as they were 
before puberty, and this influences later sexual ability and intention 
for family planning. In addition, the earlier maturation of sexual 
system (without considering faulty imprinting) related to brain-
maturation also could cause (sometimes criminal) problems. 
Puberty is not only a life-period when the results of faulty perinatal 
hormonal imprinting are manifested but also a sensitive period for 
non-perinatal imprinting.

In this phase of life, the developmental (critical) window for 
imprinting is open, as this is requested for the adaptation of later, 
adult life and this makes possible the effect of faulty imprinters 
with life-long and inheriting consequences. In this period faulty 
imprinters can transform the state suited perinatally, causing 
such alterations in the sexual system which are later influencing 
sexual behavior or demographical problems. This means that 
men’s fertility and women’s fecundity are touched by endocrine 
disruptor effects at puberty [20]. In animal experiments the 
effects of bisphenol A, which is one of the most effective endocrine 
disruptors influenced female’s fertility, (reproductive capacity) 
by affecting the morphology, and function (estrus cyclicity, 
implantation and hormone secretion [21]). Dioxin (TCDD) reduced 
the Y chromosome containing sperms in mice (and less of the X 
containing spermatozoa (7). In human cases male reproductive 
diseases in pesticide-rich areas were observed [13]. Higher rates of 
miscarriages also occurred [22].

The endocrine disruptors -causing the problems- were 
phthalates, polychlorinated biphenyl, aromatic hydrocarbons, 
dioxins, alkylphenols and perfluorinated chemicals [23]. The 
pollution of human organism is rather widespread, for example in 
the South-Korean population most people are exposed to parabens 
[24]. If a pair was infertile, earlier always women were accused and 
studied, now first of all males are believed to be responsible. While 
the fecundity of women did not change during the passing time, 
the fertility of men was basically influenced [25]. The number and 
motility of spermatozoa decreased. Between 1940 and 1990 the 
mean amount of semen reduced with 18% in France and Scotland 
(in 50 years) however the number of spermatozoa in the seminal 
fluid decreased with 42% [26].

In Paris between 1973 and 1992 (in 20 years only) there was 
not difference in the amount of semen, but important differences 
were observed in the number and motility of spermatozoa [27]. 
The number of testicular cancers is increasing [26,27]. Whilst the 
fertility seemingly the problem of man at present, it is a common 
problem of the pair and also a demographical problem (about 10- 
15% of the population is infertile [28]) in economically developed 
countries). However, although male infertility is easier studied, 
female infertility in correlation with endocrine disruptors not to 
be neglected [29,30]. It can be manifested in improper hormone 
production, estrus and menstrual cycle abnormalities and early 
reproductive senescence, however endometriosis, breast cancer, 
ovarian misdevelopment is also not disclosed [31,32], as in some 
opinions the female reproductive system is particularly susceptible 
to the effects of endocrine disruptors. Mainly consumption of 
endocrine-disruptor contaminated water and food is responsible 
for the problem [33].

Role of Mother

In the womb, fetus is saved from external effects, and maternal 
(placental) defense mechanisms does not permit the entrance of 
strange, earlier unknown molecules into the fetus. However, these 
defense mechanisms had been developed during the evolution, 
recognizing such molecules which were present in earlier times, 
and the defense system was adapted to them. These molecules,(e.g., 
aromatic hydrocarbons, food phytoestrogens, mold toxins) are 
familiar to the evolutionarily formed defense tools and these are 
able to mostly neutralize them. However, the mass of new industrial, 
agrotechnical and medicinal molecules are unfamiliar, and the 
defense system is not able to easily recognize and decompose 
them, or new forms of them appear in the attacked organism by 
insufficient decomposition.

The yet incomplete maturity of the developing enzyme system 
also contributes to the problem. These complete or incomplete 
molecules permeate the placental barrier and are represented 
as endocrine disruptors in the time of openness of the critical 
developmental window for imprinting. A similar situation occurs in 
the case of lactating mother: breastmilk could be reach of hormone-
like molecules (endocrine disruptors could be concentrated in 
mother-milk), which are also present in yellow-labelled ‘artificial’ 
nutriments of the baby (phytoestrogens: genistein or daidzein) or 
in cow system formula. 

The Routes of Contamination by Endocrine Disruptors
The Communal Contamination

Without human contribution endocrine disruptors were and is 
present in the environment, as consequences of volcanic eruptions 
(in the air and water), biological waste products in waters, 
phytoestrogens and mycotoxins in foods, forest fires, etc., and as 
general side products of human presence, as heating, smoking, 
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traffic and transportation etc. However, there are specific areas of 
human activity which cause specific endocrine disruptor effects.

The Medicinal Contamination

Anticoncipient pills are synthetic hormones with the duty 
of inhibiting gravidity. During this (in general successful) action 
they are recognized and bound by steroid receptors of other 
-non-sexual- organs, disturbing these latter’s normal function. 
In addition, if their targeted effect is not successful, the delivered 
infant had been falsely imprinted by strange (synthetic) steroid 
hormones, causing incalculable consequences, manifested in adult 
age. These synthetic estrogens and their waste products can enter 
into the urine and finally into the surface waters. However, not only 
anticoncipient are dangerous from this point of view, as there are 
other medicaments which have faulty imprinting effects [34,35]. 
Certain lipid soluble vitamins (first of all vitamins A and D) are not 
really vitamins, as they are bound by steroid hormone receptors, 
similar to steroid hormones. These molecules are exohormones, 
with endohormonal effects.

Vitamin A is not produced by the human organism at all, 
however it is very needed for a lot of life-important functions, 
though it is imported from outside. Vitamin D can be produced 
by men’s largest endocrine organ, the skin under the effect of 
solarization, however the amount of it is insufficient north from 
the Equator [36]. Because of this fact, the absence of both yellow 
labelled hormonesare causing serious problems in a lot of organs, 
brain included [37,38]. The other known lipid soluble vitamins 
(vitamins E and K) also could be hormones however, the thorough 
study of them from this aspect not yet happened up to now [39-41]. 
In addition, there are other molecules in medicinal use, which also 
could have hormone-like effects (e.g. antihormones), which could 
be faulty imprinters, without lightly knowing their such effects at 
present. Outstandingly, oxytocin, which has an important role for 
starting delivery also is a faulty imprinter in animal experiments and 
its harmful effect (provoking autism or ADHD) is under discussion 
[42,43]. Many medical devices and packaging materials for tablets 
and solutions are made of plastics. This means that bisphenol A and 
other plasticizers could be come into the content and increases the 
multitude of disruptors.

The Food and Water Contamination

Soybean contain genistein and daidzein phthalates, which are 
strong faulty imprinters. Soy have a very important role in Asian 
cuisine since millennia, seemingly without any harmful effects and 
now it is propagated in the European and American cuisine. It seems 
to be unavoidable as it is present in many nutritive components: 
from bred to ice creams, from meats to dairy products. The absence 
of harmful effects in Asia does not mean that it is not responsible 
for the basically differences between the Asian and European 
populations, in mean blood tension, reproduction etc. Mycotoxins 
also could be faulty imprinters and they are present in many foods. 
However, not only phytoestrogens and mycotoxins can be effective, 

but food contact materials. Kitchen wessels and bottles as well as 
nursing bottles are made from plastics, so plasticizers can be solved 
into the foods [44].

This is contributed by the communal water, which arrives 
through plastic tubes and contains agricultural and medical 
waste products (originated from the pharmaceutical industry, 
hospitals and medicaments-using people (such as, partly degraded 
anticoncipients) as well, as plasticizers [45]. In the groundwaters as 
well as in the surface waters the organic contaminants (endocrine 
disruptors included) are emerging [46], and this is caused first of all 
by geotechnics, industrial wastes and pharmaceutical products [47-
49]. The amount of synthetic estrogens entering to the adult human 
organism could be insignificant compared to the physiological 
production however, enough at the perinatal period for provoking 
faulty imprinting [50].

The Industrial Contamination

Environmental pollutants, as polychlorinated biphenyls, 
dioxins, polycyclic aromatic hydrocarbons, phthalates (bisphenol 
A), alkylphenols are used in and propagated by the industry and 
can be found in industrial waste waters, which is after thorough 
purification appear in surface waters and ground waters alike. 
Minute quantities of pollutants can be found in this water, which 
seems to be harmless for adults however, they are present in such 
amount, which can participate in faulty imprinting processes 
[51,52]. As millions of tons of plastics are produced in the world 
every year, phthalates in them can cause a lot of health problems 
(cardiovascular and reproductive included [53]). 

Agricultural Contamination

Most of materials used in agrotechnics (herbicides, pesticides 
etc.) have steroid hormone-like structures (e.g. vinclozolin, atrazine, 
and can be bound by human steroid receptors [54-56]. People, who 
are working in agriculture can be touched by these disruptors. In 
addition, the sprayed materials are getting into the surface and 
ground waters, contaminating them.

Conclusion
Endocrine disruptors are seriously influencing human 

reproduction. As steroid hormone-like molecules, they are bound 
by sexual-steroid hormone receptors transmitting faulty messages 
in adults, provoking altered reactions from sterility to cancers. 
They are causing faulty hormonal imprinting in the perinatal 
period influenced by the placenta and lactation [57] and at puberty 
provoking far-exposing alterations (disturbances) in the endocrine 
system as well, as in the endocrine system-influenced organs . This 
could cause the appearance of certain known reproductive diseases 
in higher amount as well, as the appearance of up to now not known 
reproductive diseases in the future. Although endocrine disruptors 
attack the whole human organism, the sexual (reproductive) sphere 
is their main target, considering the general distribution of sexual-
steroid receptors and their sensitivity to any endocrine disruptors.
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At present only the shifting in gender ratio at birth and 
decrease in semen quality as well, as morphological teratogenicity 
can be observed as objective and direct signs of disruptor activity 
in the reproductive system, however its diseases in the frame 
of DOHAD can be deduced to faulty hormonal imprinting and 
without considering faulty hormonal imprinting, DOHAD cannot be 
explainable. There are also not exactly measurable demographical 
alterations however, these are expected as a consequence, in the 
future. Apart from the individual aspects, endocrine disruptors are 
causing burden and disease costs which have to be considered [58]. 
As faulty hormonal imprinting is an epigenetic process, its results 
are inherited to the offspring’s. This means that the problems in the 
future will be accumulating [59] and together with social problems 
(e.g. deliveries in later parental ages) will cause demographic 
alterations in the economically developed populations. By this, the 
cultural evolution [60] basically influences the general (biological) 
evolution of man in a gradually broader and wider form [61].

References
1.	 Cravedi JP, Zalko D, Savouret JP, Menuel A, Jégou B (2007) The concept of 

endocrine disruption and human health. Med Sci (Paris) 23(2): 198-204.

2.	 Kolatorova L, Duskova M, Vitku J, Starka L (2017) Prenatal exposure to 
bisphenols and parabens and impact on human physiology. Physiol Res 
26(Suppl 3): S305-S315. 

3.	 Csaba G (1980) Phylogeny and ontogeny of hormone receptors: the 
selection theory of receptor formation and hormonal imprinting. Biol 
Rev Camb Philos Soc 55(1): 47-63.

4.	 Csaba G, Nagy SU (1985) Influence of neonatal suppression of TSH 
production (neonatal hyperthyroidism) on response to TSH in 
adulthood. J Endocrinol Invest 8(6): 557-559. 

5.	 Csaba G (2011) The biological basis and clinical significance of hormonal 
imprinting, an epigenetic process. Clin Epigenetics 2(2): 187-196.

6.	 Csaba G, Inczefi Gonda Á (2002) Effect of a single treatment (imprinting) 
with genistein or combined treatment with genistein+benzpyrene on 
the binding capacity of glucocorticoid and estrogen receptors of adult 
rats. Hum Exp Toxicol 21(5): 231-234.

7.	 Csaba G (2008) Hormonal imprinting: phylogeny, ontogeny, diseases 
and possible role in present-day human evolution. Cell Biochem Funct 
26(1): 1-10.

8.	 Csaba G (2017) The crisis of the hormonal system: the health-effects of 
endocrine disruptors. Orv Hetil 158(37): 1443-1451.

9.	 Csaba G (2016) The faulty perinatal hormonal imprinting as functional 
teratogen. Curr Pediatr Res 12(3): 222-229.

10.	Suzuki K (2018) The developing world of DOHaD. Dev Orig Health Dis 
9(3): 266-269.

11.	Rattan S, Flaws JA (2019) The epigenetic impacts of endocrine disruptors 
on female repoduction across generations. Biol Reprod doi: 10.1093/
BiolRe/i.0281

12.	Kőhidai L, Lajkó E, Pállinger É, Csaba G (2012) Verification of epigenetic 
inheritance in a unicellular model system: multigenerational effects of 
hormonal imprinting. Cell Biol Int 36(10): 951-959.

13.	Qarcia J, Ventura MI, Reguena M, Hernández AF, Parrón H, et al. 
(2017) The association of reproductive disorders and male congenital 
anomalies with environmental exposure to endocrine active pesticides. 
Reprod Toxicol 71: 95-100.

14.	Ishihara K, Warita K, Tanida T, Sugawara T, Kitagawa H, et al. (2007) Does 
perinatal exposure to 2,3,7,8-tetrachlorodibenzo-p-dioxin (TCDD) affect 
the sex ratio of offspring? J Vet Med Sci 69(4): 347-352.

15.	Youya YA, Mohamed EA, Rahman MS, Kwon WS, Song WH, et al. (2018) 
2,3,7,8-dibenzo-p-dioxin can alter the sex ratio of embryos with 
decreased viability of Y spermatozoa in mice. Reprod Toxicol 77: 130-
136.

16.	Aitken RJ (2013) Falling counts twenty years on: where are we now? 
Asian J Androl 15(2): 204-207.

17.	Unuvar T, Bütyükgebiz A (2012) Fetal and neonatal endocrine disruptors. 
Clin Res Pediatr Endocrinol 4(2): 51-60.

18.	McDowell MA, Brody DJ, Hughes JP (2007) Was age at menarche 
changed? Results from the National Health and Nutrition Examination 
Survey (NHANES) 1999-2004. Adolesc Health 40(3): 227-231.

19.	Adgent MA, Daniels JL, Rogan WJ, Adair L, Edwards LJ, et al. (2012) 
Early-life soy exposure and age at menarche. Pediatr Perinat Epidemiol 
26(2): 163-175.

20.	Sidorkiewitz I, Zareba K, Wolczinski S, Czerniecki J (2017) Endocrine 
disrupting chemicals – Mechanism of action on male reproductive 
system. Toxicol Health 33(7): 601-609.

21.	Ziv Gal A, Flaws JA (2016) Evidence for bisphenol-A-induced female 
infertility: a review (2007-2016). Fertil Steril 106(4): 827-856.

22.	Checa Vizcaino MA, Gonzalez Caamadran M, Jaccquemin B (2016) 
Outdoor air pollution and human infertility: a systamatic review. Fertil 
Steril 106(4): 897-904.

23.	Bunamalai J, Namasivayam V (2015) Endocrine disrupting chemicals in 
the atmosphere: Their effects on humans and wildlife. Environ Int 76: 
78-97.

24.	Kang HS, Kyung MS, Ko A, Park JH, Kwon JE, et al. (2016) Urinary 
concentrations of parabens and their association with demographic 
factors: A population-based cross-sectional study. Environ Res 146: 
245-251.

25.	Drobnis EZ, Nangia AK (2017) Male reproductive functions disrupted by 
pharmacological agents. Rev Exp Med Biol 1034: 13-24.

26.	Skakkebaek NE (2016) Brief review of the link beteen environment and 
male reproductive health: Lessons from studies of testicular germ cell 
cancer. Horm Res Pediatr 86(4): 240-246.

27.	Giwercman A (2011) Estrogens and phytoestrogens in male infertility. 
Curr Opin Urol 21(6): 519-526.

28.	Giudice LC (2006) Infertility and the environment: the medical context 
24, 129-133.t. Semin Reprod Med 24: 129-133.

29.	Rattan S, Zhou C, Chiang C, Mahalingam S, Brehm E, et al. (2017) 
Exposure to endocrine disruptors during adulthood: consequences for 
female fertility. Endocrinol 233(3): R109-R129.

30.	Siakis S, Andrutsopoulos VP, Tsatsakis AM, Spandidos DA (2017) Human 
exposure to endocrine disrupting chemicals: effects on the male and 
female reproductive systems. Environ Toxicol Pharmacol 51: 56-70.

31.	Uzumcu M, Zachow R (2007) Developmental exposure to endocrine 
disruptors: consequences within the ovary and on female reproductive 
function. Reprod Toxicol 23(3): 337-352.

32.	Scsukova S, Rollerova E, Bujnakova Mlynarcikova A (2016) Impact of 
endocrine disrupting chemicals on onset and development of female 
reproductive disorders and hormone-related cancer. Reprod Biol 16(4): 
243-254.

33.	Csaba G, Inczefi Gonda Á (2000) Effect of neonatal treatment 
with mifepristone or tamoxifen on the binding capacity of thymic 
glucocorticoid or uterine estrogen receptor of adult rats: data on the 
mechanism of hormonal imprinting. Life Sci 67(20): 2531-2537.

34.	Csaba G, Karabélyos C (2001) The effect of a single neonatal treatment 
(hormonal imprinting) with the antihormones, tamoxifen and 
mifepristone on the sexual behavior of adult rats. Pharmacol Res 43(6): 
531-534. 

35.	Braw Tal R (2010) Endocrine disruptors and timing of human exposure. 
Pediatr Endocrinol Rev 8(1): 41-46.

http://dx.doi.org/10.26717/BJSTR.2019.19.003288
https://www.ncbi.nlm.nih.gov/pubmed/17291431
https://www.ncbi.nlm.nih.gov/pubmed/17291431
https://www.ncbi.nlm.nih.gov/pubmed/28948814
https://www.ncbi.nlm.nih.gov/pubmed/28948814
https://www.ncbi.nlm.nih.gov/pubmed/28948814
https://www.ncbi.nlm.nih.gov/pubmed/6244865
https://www.ncbi.nlm.nih.gov/pubmed/6244865
https://www.ncbi.nlm.nih.gov/pubmed/6244865
https://www.ncbi.nlm.nih.gov/pubmed/3833900
https://www.ncbi.nlm.nih.gov/pubmed/3833900
https://www.ncbi.nlm.nih.gov/pubmed/3833900
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3365381/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3365381/
https://www.ncbi.nlm.nih.gov/pubmed/12141392
https://www.ncbi.nlm.nih.gov/pubmed/12141392
https://www.ncbi.nlm.nih.gov/pubmed/12141392
https://www.ncbi.nlm.nih.gov/pubmed/12141392
https://www.ncbi.nlm.nih.gov/pubmed/17437316
https://www.ncbi.nlm.nih.gov/pubmed/17437316
https://www.ncbi.nlm.nih.gov/pubmed/17437316
https://www.ncbi.nlm.nih.gov/pubmed/28891708
https://www.ncbi.nlm.nih.gov/pubmed/28891708
https://www.ncbi.nlm.nih.gov/pubmed/27396910
https://www.ncbi.nlm.nih.gov/pubmed/27396910
https://www.ncbi.nlm.nih.gov/pubmed/28870276
https://www.ncbi.nlm.nih.gov/pubmed/28870276
https://www.ncbi.nlm.nih.gov/pubmed/31077281
https://www.ncbi.nlm.nih.gov/pubmed/31077281
https://www.ncbi.nlm.nih.gov/pubmed/22770530
https://www.ncbi.nlm.nih.gov/pubmed/22770530
https://www.ncbi.nlm.nih.gov/pubmed/22770530
https://www.ncbi.nlm.nih.gov/pubmed/28479404
https://www.ncbi.nlm.nih.gov/pubmed/28479404
https://www.ncbi.nlm.nih.gov/pubmed/28479404
https://www.ncbi.nlm.nih.gov/pubmed/28479404
https://www.ncbi.nlm.nih.gov/pubmed/17485921
https://www.ncbi.nlm.nih.gov/pubmed/17485921
https://www.ncbi.nlm.nih.gov/pubmed/17485921
https://www.ncbi.nlm.nih.gov/pubmed/29505796
https://www.ncbi.nlm.nih.gov/pubmed/29505796
https://www.ncbi.nlm.nih.gov/pubmed/29505796
https://www.ncbi.nlm.nih.gov/pubmed/29505796
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3739164/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3739164/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3386773/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3386773/
https://www.ncbi.nlm.nih.gov/pubmed/17321422
https://www.ncbi.nlm.nih.gov/pubmed/17321422
https://www.ncbi.nlm.nih.gov/pubmed/17321422
https://www.ncbi.nlm.nih.gov/pubmed/22324503
https://www.ncbi.nlm.nih.gov/pubmed/22324503
https://www.ncbi.nlm.nih.gov/pubmed/22324503
https://www.ncbi.nlm.nih.gov/pubmed/28464759
https://www.ncbi.nlm.nih.gov/pubmed/28464759
https://www.ncbi.nlm.nih.gov/pubmed/28464759
https://www.ncbi.nlm.nih.gov/pubmed/27417731
https://www.ncbi.nlm.nih.gov/pubmed/27417731
https://www.ncbi.nlm.nih.gov/pubmed/27513553
https://www.ncbi.nlm.nih.gov/pubmed/27513553
https://www.ncbi.nlm.nih.gov/pubmed/27513553
https://www.ncbi.nlm.nih.gov/pubmed/25569353
https://www.ncbi.nlm.nih.gov/pubmed/25569353
https://www.ncbi.nlm.nih.gov/pubmed/25569353
https://www.ncbi.nlm.nih.gov/pubmed/26775005
https://www.ncbi.nlm.nih.gov/pubmed/26775005
https://www.ncbi.nlm.nih.gov/pubmed/26775005
https://www.ncbi.nlm.nih.gov/pubmed/26775005
https://www.ncbi.nlm.nih.gov/pubmed/29256123
https://www.ncbi.nlm.nih.gov/pubmed/29256123
https://www.ncbi.nlm.nih.gov/pubmed/26871895
https://www.ncbi.nlm.nih.gov/pubmed/26871895
https://www.ncbi.nlm.nih.gov/pubmed/26871895
https://www.ncbi.nlm.nih.gov/pubmed/21941185
https://www.ncbi.nlm.nih.gov/pubmed/21941185
https://www.ncbi.nlm.nih.gov/pubmed/28356401
https://www.ncbi.nlm.nih.gov/pubmed/28356401
https://www.ncbi.nlm.nih.gov/pubmed/28356401
https://www.ncbi.nlm.nih.gov/pubmed/28292651
https://www.ncbi.nlm.nih.gov/pubmed/28292651
https://www.ncbi.nlm.nih.gov/pubmed/28292651
https://www.ncbi.nlm.nih.gov/pubmed/17140764
https://www.ncbi.nlm.nih.gov/pubmed/17140764
https://www.ncbi.nlm.nih.gov/pubmed/17140764
https://www.ncbi.nlm.nih.gov/pubmed/27692877
https://www.ncbi.nlm.nih.gov/pubmed/27692877
https://www.ncbi.nlm.nih.gov/pubmed/27692877
https://www.ncbi.nlm.nih.gov/pubmed/27692877
https://www.ncbi.nlm.nih.gov/pubmed/11065175
https://www.ncbi.nlm.nih.gov/pubmed/11065175
https://www.ncbi.nlm.nih.gov/pubmed/11065175
https://www.ncbi.nlm.nih.gov/pubmed/11065175
https://www.ncbi.nlm.nih.gov/pubmed/11419961
https://www.ncbi.nlm.nih.gov/pubmed/11419961
https://www.ncbi.nlm.nih.gov/pubmed/11419961
https://www.ncbi.nlm.nih.gov/pubmed/11419961
https://www.ncbi.nlm.nih.gov/pubmed/21037543
https://www.ncbi.nlm.nih.gov/pubmed/21037543


Copyright@ György Csaba | Biomed J Sci & Tech Res | BJSTR. MS.ID.003288.

Volume 19- Issue 2 DOI: 10.26717/BJSTR.2019.19.003288

14266

Submission Link: https://biomedres.us/submit-manuscript.php

Assets of Publishing with us

•	 Global archiving of articles

•	 Immediate, unrestricted online access

•	 Rigorous Peer Review Process

•	 Authors Retain Copyrights

•	 Unique DOI for all articles

https://biomedres.us/

This work is licensed under Creative
Commons Attribution 4.0 License

ISSN: 2574-1241
DOI: 10.26717/BJSTR.2019.19.003288

György Csaba. Biomed J Sci & Tech Res

36.	Bendik I, Friedel A, Roos FF, Weber P , Eggersdorfer M (2014) Vitamin 
D: a critical and essential micronutrient for human health. Front Physiol 
5: 248.

37.	Csaba G, Inczefi Gonda Á (2000) Effect of neonatal treatment 
with mifepristone or tamoxifen on the binding capacity of thymic 
glucocorticoid or uterine estrogen receptor of adult rats: data on the 
mechanism of hormonal imprinting. Life Sci 67(20): 2531-2537.

38.	Csaba G (2016) Faulty perinatal hormonal imprinting caused by 
exogeneous vitmin D – dangers and problems. Austin J Nutr Food Sci 4: 
1075-1078.

39.	Tekes K, Gyenge M, Hantos M, Csaba G (2009) Transgenerational 
hormonal imprinting caused by vitamin A and vitamin D treatment of 
newborn rats. Alterations in the biogenic amine contents of adult brain. 
Brain Dev 31(9): 666-670.

40.	Csaba G (2017) Vitamin-caused faulty hormonal imprinting and its 
consequences in adult age. Physiol Int 104(3): 217-225.

41.	Csaba G, Inczefi Gonda Á (1983) Neonatal vitamin E treatment induces 
long term glucocorticoid receptor changes: an unusual hormonal 
imprinting effect. Life Sci 63(6): 101-105.

42.	Csaba G, Inczefi Gonda Á (1999) Effect of single neonatal vitamin K1 
treatment (imprinting) on the binding capacity of thymic glucocorticoid 
and uterine estrogen receptors of adolescent and adult rats. Life Sci 
65(1): 1-5.

43.	Csaba G, Karabélyos Cs (2000) Influence of a single treatment with 
vitamin E or K (hormonal imprinting) of nenatal rats on the sexual 
behavior of adults. Acta Physiol Hung 87(1): 25-30. 

44.	Hashemi F, Tekes K, Laufer R, Szegi P, Tóthfalusi L, et al. (2013) Effect 
of a sigle neonatal oxytocin treatment (hormonal imprinting) on the 
biogenic amine level of the adult rat brain: could oxytocin-induced labor 
cause pervasive developmental diseases? J Reprod Sci 20(10): 1255-
1263.

45.	Kenkel WM, YeeJR, Carter CS (2014) Is oxytocin a maternal-
foetal signalling molecule at birth? Implications for development. 
Neuroendocrinol 26(10): 739-749.

46.	Muncke J (2011) Endocrine disrupting chemicals and other substances 
of concern in food contact materials: an updated review of exposure, 
effect and risk assessment. Steroid Biochem Mol Biol 127(1-2): 118-127.

47.	Mariana M, Felleiro J, Verde I, Cairrao E (2016) The effects of phtalates 
in the cardiovascular and reproductive systems: a review. Environ Int 
94: 758-776.

48.	Lapworth DJ, Baran N, Stuart ME, Ward RS (2012) Emerging organic 
contaminants in groundwater: A review of sources, fate and occurrence. 
Environ Pollut 163: 287-303.

49.	DiNisio A, Foresta C (2019) Water and soil pollution as determinant of 
water and food quality/contamination and its impact on male fertility. 
Reprod Biol Endocrinol 17(1): 4.

50.	Meffe R, de Bustamente I (2014) Emerging organic contaminants in 
surface water and groundwater: a first overview of the situation in Italy. 
Sci Total Environ 15: 280-295.

51.	Vijela CLS, Bassin JP, Peixolo RS (2018) Water contamination by 
endocrine disruptors: Impacts, microbiological aspects and trends for 
environmental protection. Environ Pollut 235: 546-559.

52.	Tefre de Renzy Martin K, Frederiksen H, Christensen JS, Boye Kyhl H, 
Andersson AM, et al. (2014) Current exposure of 200 pregnant Danish 
women to phtalates, parabens and phenols. Reproduction 147(4): 443-
453.

53.	Bolabanic D, Rupnik M, Klemencic AK (2011) Negative impact of 
endocrine-disrupting compounds on human reproductive health. 
Reprod Fertil Dev 23(3): 403-416.

54.	Leusch FDL, Neale PA, Arnal C, Aneck Hahn NH, Balaguer P, et al. (2018) 
Analysis of endocrine activity in drinking water, surface water and 
treated wastewater from six countries. Water Res 139: 10-18.

55.	Waring RH, Harris RM (2005) Endocrine disrupters: a human risk? Mol 
Cell Endocinol 244(1-2): 2-9.

56.	Gallo MV, Ravenscroft J, Carpenter DO, Frye C, et al. (2016) Endocrine 
disrupting chemicals and ovulation: Is there a relationship? Environ Res 
151: 410-418.

57.	Almberg KS, Turyk ME, Jones RM, Rankin K, Freels S, et al. (2018) 
Atrazine contamination of drinking water and adverse birth outcomes 
in community water systems with elevated atrazine in Ohio, 2006-2008. 
J Environ Res Pub Health 15(9).

58.	Zamkowska D, Karwacka A, Jurewicz J, Radwan M (2018) Environmental 
exposure to non-persistent endocrine disrupting chemicals and semen 
quality: An overview of the current epidemiological evidence. J Occup 
Med Environ Health 31(4): 377-414.

59.	Csaba G (2018) Lifelong impact of breastmilk-transmitted hormones 
and endocrine disruptors. J Clin Endocrinol Res 1(1): 29-34.

60.	Trasande L, Zoeller RT, Hass U, Kortenkamp A ,Grandjean P, et al. (2015) 
Estimating burden and disease cost of exposure to endocrine-disrupting 
chemicals in the European Union. Clin Endocrinol Metab 100(4): 1245-
1255.

61.	Hanson M (2015) The birth and future health of DOHaD. Dev Orig Health 
Dis 6(5): 434-437.

62.	Csaba G (2007) Thoughts on the cultural evolution of man. 
Developmental imprinting and transgenerational effect. Riv Biol Biol 
Forum 100(3): 461-474.

63.	Csaba G (2019) The role of endocrine disruptors in the present and 
future human endocrine evolution. J Transl Sci 5: 1-3.

http://dx.doi.org/10.26717/BJSTR.2019.19.003288
https://biomedres.us/submit-manuscript.php
https://biomedres.us/
http://dx.doi.org/10.26717/BJSTR.2019.19.003288
https://www.ncbi.nlm.nih.gov/pubmed/25071593
https://www.ncbi.nlm.nih.gov/pubmed/25071593
https://www.ncbi.nlm.nih.gov/pubmed/25071593
https://www.ncbi.nlm.nih.gov/pubmed/11065175
https://www.ncbi.nlm.nih.gov/pubmed/11065175
https://www.ncbi.nlm.nih.gov/pubmed/11065175
https://www.ncbi.nlm.nih.gov/pubmed/11065175
https://www.ncbi.nlm.nih.gov/pubmed/19091501
https://www.ncbi.nlm.nih.gov/pubmed/19091501
https://www.ncbi.nlm.nih.gov/pubmed/19091501
https://www.ncbi.nlm.nih.gov/pubmed/19091501
https://www.ncbi.nlm.nih.gov/pubmed/28956641
https://www.ncbi.nlm.nih.gov/pubmed/28956641
https://www.ncbi.nlm.nih.gov/pubmed/9718076
https://www.ncbi.nlm.nih.gov/pubmed/9718076
https://www.ncbi.nlm.nih.gov/pubmed/9718076
https://www.ncbi.nlm.nih.gov/pubmed/10403499
https://www.ncbi.nlm.nih.gov/pubmed/10403499
https://www.ncbi.nlm.nih.gov/pubmed/10403499
https://www.ncbi.nlm.nih.gov/pubmed/10403499
https://www.ncbi.nlm.nih.gov/pubmed/11032045
https://www.ncbi.nlm.nih.gov/pubmed/11032045
https://www.ncbi.nlm.nih.gov/pubmed/11032045
https://www.ncbi.nlm.nih.gov/pubmed/23548412
https://www.ncbi.nlm.nih.gov/pubmed/23548412
https://www.ncbi.nlm.nih.gov/pubmed/23548412
https://www.ncbi.nlm.nih.gov/pubmed/23548412
https://www.ncbi.nlm.nih.gov/pubmed/23548412
https://www.ncbi.nlm.nih.gov/pubmed/25059673
https://www.ncbi.nlm.nih.gov/pubmed/25059673
https://www.ncbi.nlm.nih.gov/pubmed/25059673
https://www.ncbi.nlm.nih.gov/pubmed/21073950
https://www.ncbi.nlm.nih.gov/pubmed/21073950
https://www.ncbi.nlm.nih.gov/pubmed/21073950
https://www.ncbi.nlm.nih.gov/pubmed/27424259
https://www.ncbi.nlm.nih.gov/pubmed/27424259
https://www.ncbi.nlm.nih.gov/pubmed/27424259
https://www.ncbi.nlm.nih.gov/pubmed/22306910
https://www.ncbi.nlm.nih.gov/pubmed/22306910
https://www.ncbi.nlm.nih.gov/pubmed/22306910
https://www.ncbi.nlm.nih.gov/pubmed/30611299
https://www.ncbi.nlm.nih.gov/pubmed/30611299
https://www.ncbi.nlm.nih.gov/pubmed/30611299
https://www.ncbi.nlm.nih.gov/pubmed/24602913
https://www.ncbi.nlm.nih.gov/pubmed/24602913
https://www.ncbi.nlm.nih.gov/pubmed/24602913
https://www.ncbi.nlm.nih.gov/pubmed/29329096
https://www.ncbi.nlm.nih.gov/pubmed/29329096
https://www.ncbi.nlm.nih.gov/pubmed/29329096
https://www.ncbi.nlm.nih.gov/pubmed/24282315
https://www.ncbi.nlm.nih.gov/pubmed/24282315
https://www.ncbi.nlm.nih.gov/pubmed/24282315
https://www.ncbi.nlm.nih.gov/pubmed/24282315
https://www.ncbi.nlm.nih.gov/pubmed/21426858
https://www.ncbi.nlm.nih.gov/pubmed/21426858
https://www.ncbi.nlm.nih.gov/pubmed/21426858
https://www.sciencedirect.com/science/article/abs/pii/S0043135418302525
https://www.sciencedirect.com/science/article/abs/pii/S0043135418302525
https://www.sciencedirect.com/science/article/abs/pii/S0043135418302525
https://www.ncbi.nlm.nih.gov/pubmed/16271281
https://www.ncbi.nlm.nih.gov/pubmed/16271281
https://www.ncbi.nlm.nih.gov/pubmed/27543788
https://www.ncbi.nlm.nih.gov/pubmed/27543788
https://www.ncbi.nlm.nih.gov/pubmed/27543788
https://www.ncbi.nlm.nih.gov/pubmed/30200320
https://www.ncbi.nlm.nih.gov/pubmed/30200320
https://www.ncbi.nlm.nih.gov/pubmed/30200320
https://www.ncbi.nlm.nih.gov/pubmed/30200320
https://www.ncbi.nlm.nih.gov/pubmed/30160090
https://www.ncbi.nlm.nih.gov/pubmed/30160090
https://www.ncbi.nlm.nih.gov/pubmed/30160090
https://www.ncbi.nlm.nih.gov/pubmed/30160090
http://www.alliedacademies.org/articles/lifelong-impact-of-breastmilktransmitted-hormones-and-endocrine-disruptors-11139.html
http://www.alliedacademies.org/articles/lifelong-impact-of-breastmilktransmitted-hormones-and-endocrine-disruptors-11139.html
https://www.ncbi.nlm.nih.gov/pubmed/25742516
https://www.ncbi.nlm.nih.gov/pubmed/25742516
https://www.ncbi.nlm.nih.gov/pubmed/25742516
https://www.ncbi.nlm.nih.gov/pubmed/25742516
https://www.ncbi.nlm.nih.gov/pubmed/26004094
https://www.ncbi.nlm.nih.gov/pubmed/26004094
https://www.ncbi.nlm.nih.gov/pubmed/18278742
https://www.ncbi.nlm.nih.gov/pubmed/18278742
https://www.ncbi.nlm.nih.gov/pubmed/18278742

	Human Reproduction: Target of Endocrine Disruptors
	Abstract
	Introduction
	Physiological and Faulty Hormonal Imprinting 
	Time-Dependence of Disruptor Effects 
	Morphological and Functional Teratogenicity 

	Special Problems of Puberty 
	Role of Mother 

	The Routes of Contamination by Endocrine Disruptors 
	The Communal Contamination 
	The Medicinal Contamination 
	The Food and Water Contamination 
	The Industrial Contamination 
	Agricultural Contamination 

	Conclusion
	References

