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Abstract

In the last years, the variety and consumption of cosmetics and personal care 
products (PCPs) have greatly increased, although the long-term adverse effects to low 
doses of chemicals used in their production and with proven hormone-mimicking 
properties have been still poorly addressed. Among these endocrine disrupting 
chemicals (EDCs), parabens, benzophenones, bisphenols, and phthalates are the 
most widely found in these products. Given the estrogenic-dependent nature of the 
endometrium, it has been hypothesized the potential contribution of these EDCs 
contained in cosmetics and PCPs in the risk of endometriosis. In this book chapter, 
we have summarized the current evidence supporting this hypothesis, highlight-
ing epidemiological, in vivo, and in vitro studies that have addressed the potential 
influence of parabens, benzophenones, bisphenols, and phthalates in the origin and 
progression of this chronic feminine disease.
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1. Introduction

The term “cosmetic” has its origin from the Greek term “kosme’tikos,” a noun 
to denote the art of beautifying the body [1]. Since ancient times, humans have 
searched for materials and developed many products to mainly enhance female 
beauty. Over the centuries, cosmetics have been developed and influenced by 
different ethnic traditions, from the times of the Pharaohs to the modern times [2]. 
Since then, physical appearance has been an inseparable part of daily human exis-
tence, improving their self-image and self-esteem. However, the esthetic concept of 
beauty has changed overtime, and beauty standards have been modified according 
to many factors such as social, ethnic, and religious belief influences [2]. Personal 
hygiene has been also part of human life since the ancient times. Traditionally 
related to hygiene habits during religious activities, the preparation of food, or the 
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prevention of diseases, hygiene practices have also greatly changed through the 
cultures and eras, from bathing facilities in the Roman period to modern synthetic 
products such as body lotions or hair tonics [3].

In the last years, the variety of cosmetics and personal care products (PCPs) 
have greatly increased (Table 1), in parallel to their manufacturing and consump-
tion volumes in developed and developing countries. For example, the consumption 
of cosmetics and perfumery in Spain has consecutively increased in the last years, 
reaching a total of 1280 million units sold of these products and 770 million units 
exported during 2018. To date, the USA is the leader in the consumption of cosmetics 
and perfumery, with an amount of 78.6 billion euros, followed by China (52 billion 
euros), Japan (32 billion euros), and Brazil (28 billion euros) [4]. Despite the cur-
rent beauty standards are not similar along cultures and ethnicities, it is acknowl-
edged that women have a greater use of cosmetics and personal care products 
(PCPs) when compared with men [5], and therefore, potential adverse effect may 
affect predominantly to this population.

Table 1 summarizes the main types of cosmetics and PCPs commonly used 
worldwide.

2. Endocrine disruptors in cosmetics and PCPs

2.1 What is an endocrine disruptor?

The World Health Organization defines an endocrine disrupting chemical 
(EDC) as an exogenous substance or mixture of substances that alter one or more 
functions of the endocrine system and consequently cause adverse effects on the 
health of an intact organism or its progeny [6].

The main characteristics of exposure to EDCs are as follows [7–10]:

• There is no safe dose of EDCs. They act at low concentrations and in combina-
tion with endogenous hormones, making it difficult to establish a threshold 
level of no effect.

• Exposure to EDCs during periods of special vulnerability of the individual’s 
development—pregnancy, lactation, puberty—causes damage with adverse 
effects throughout their lives and descendants.

Table 1. 
Most used cosmetics and personal care products.
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• The curves that relate the exposure doses to EDCs with the adverse effect are 
not linear. The response does not always increase in the same proportion as the 
exposure dose.

• In general terms, individuals are not exposed to a single type of EDC but 
to a mixture of EDCs. Therefore, the effects are difficult to predict given 
the  possible synergistic, additive, or antagonistic actions between chemical 
residues (the cocktail effect).

• As a result of exposure to EDCs in a certain individual, consequences can 
be observed in subsequent generations, due to either genomic involvement 
or epigenetic mechanisms. There is great difficulty in establishing a causal 
association because the effects observed after exposure can occur after long 
latency periods.

2.2 Sources and routes of exposure to EDCs

EDCs are distributed in the environment due to their widespread use. 
Depending on their resistance to physical, chemical, and biological degradation 
as well as their degree of liposolubility, EDCs can be divided into “persistent 
EDCs” and “non-persistent EDCs.” In the case of persistent EDCs, low biode-
gradability, volatility, bioaccumulation in the trophic chain, and biomagnifica-
tion are its most outstanding characteristics [11]. Furthermore, they can be 
transmitted to the offspring through the mother during pregnancy and lactation 
[12]. Since the 1970s, most countries have banned or severely restricted the 
production, handling, and disposal of the majority of them due to consistent 
evidence of their adverse effects at doses traditionally considered safe [13, 14]. 
Despite this, global population is suspected to be primarily exposed to these 
pollutants through diet, given the bioaccumulation pattern of these chemicals in 
the food chain [14].

On the other hand, non-persistent EDCs are less liposoluble, and therefore, 
they are prone to be metabolized and excreted rapidly [15, 16]. In addition to 
a variety of pesticides such as glyphosate or permethrins, this group includes 
bisphenol-A (BPA) and its analogues, parabens (PBs) [methyl- (MeP), ethyl- 
(EtP), propyl- (PrP), and butyl-paraben (BuP)], phthalates, and benzophenones 
(BPs). Currently, there is diverse evidence showing the presence of numerous 
EDC families (mainly phthalates, bisphenols, parabens, and benzophenones) in 
cosmetic products and PCPs [17–20]. However, contrary to most persistent EDCs, 
international regulation of their production, handling, and disposal is limited to a 
reduction in the concentrations of some specific compounds for those cosmetics in 
the EU market (EU 1004/2014). Table 2 summarized the trade name, CAS num-
ber, and hormonal activity attributed to some of the most frequently used EDCs in 
cosmetics and PCPs.

Phthalates are used as a plasticizer in cosmetics and PCPs. The study carried 
out by Gao and Kannan [17] recently revealed that phthalates were found in >90% 
of the 77 feminine hygiene products analyzed. Mainly, they were found in all the 
tested pads, panty liners, tampons, and wipes. Furthermore, phthalates were also 
found in bactericidal creams and solutions, deodorant sprays, and powders. In 
another study, Guo and Kannan [18] showed that phthalates were also present in 
leave-on products, such as skin lotions, hair care products, perfumes, skin ton-
ers, deodorants, and creams. In this regard, detectable levels of phthalates were 
found in face creams, eyeliner creams, hand creams, sunscreens, lipsticks, and nail 
polish. These EDCs were also detected in products for dental hygiene and rinse-off 
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products (including body wash, shampoos, hair conditioners, face cleaners, and 
shaving gels).

In the case of the PB family, its main use in cosmetic products and PCPs is due 
to their antimicrobial properties [21]. It has been shown that the use of mixtures 
of paraben congeners allows the increase of their preservative capacity with the 
use of lower levels of each compounds [19]. Average daily application rates per 
women for face creams, hand or body lotions, facial cleansers, shampoos, and 
bath gel were 2.1, 8.7, 4.1, 12.8, and 14.5 g, respectively [22]. Yazar and Johnsson 
[20] carried out a study where they verified the composition of a series of 204 
cosmetic products, which included shampoos, hair conditioners, liquid soap, 
wipes from different brands, and stores. The results showed that at least 44% 
of the analyzed cosmetics contained at least one PB congener. The PB that was 
found in the highest proportion was MeP (41% of the products), followed by 
PrP (25%). In the study carried out by Gao and Kannan [17], it was found that 
all feminine hygiene products contained at least one PB, and both MeP and EtP 
were found in >80% of these compounds, mainly in wipes, creams, bactericide 
solutions, deodorant sprays, and powders. Moreover, it has been reported that 
PBs were detected in 40% of the dental hygiene products analyzed and 60% 
in other types of daily hygiene products. MeP and PrP were the most detected 
compounds (40% of the analyzed samples), followed by BuP (∼20%). The 
highest concentrations of MeP, EtP, PrP, and BuP ranged between 1040 and 
8200 μg/g, which represent approximately 0.1–0.8% per product by weight 
[18]. Another study carried out in China [19] found PBs in all the categories of 
PCPs analyzed. Almost all creams, lotions, and face cleaners contained MeP and 
PrP, with concentrations of MeP slightly higher than PrP (2830 and 1560 μg/g, 
respectively). Their presence was greater in creams and lotions than in shampoos 
and body soaps.

BPs are used as ultraviolet (UV) filters. As shown in the study carried out by 
Rastogi [23], 75 sunscreen products from Europe and the USA tested contained levels 
of up to three UV filters. A recent study [24] verified the presence of BP-1 and BP-3 in 
19.1% of their analyzed products (283 samples analyzed), especially in makeup 
products, which represented 45.2% of the products with the presence of BPs.

Trade name, CAS number and demonstrated hormonal activities.

Table 2. 
Most common endocrine disrupting chemicals in cosmetics and personal care products.
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In addition to these three families, the chemical composition of cosmetics and 
PCPs also contains many other compounds, although with a lower percentage of the 
presence in these products. Among them, bisphenols, camphenes, dimethicones, 
and oxycinnamates can be found. Within these minority families, bisphenols are the 
one that are usually found in the greatest presence in cosmetic products. The main 
use of BPA is the manufacture of epoxy resins, obtaining polycarbonate plastics, 
which have great mechanical and thermal stability, as well as very good transpar-
ency [25], while the main use of the families of camphenes, dimethicones, and 
oxycinnamates is that they are used as preservatives in the manufacture of PCPs 
[26, 27]. Nevertheless, the concentrations of these substances in cosmetics and 
PCPs have been poorly addressed.

Contrary to persistent EDCs that mainly reach body internal compartments 
through diet, the main route of human exposure to non-persistent EDCs released 
from cosmetics and PCPs is mainly the dermal route [28]. Therefore, these EDCs 
avoid the first-pass metabolism, enhancing the bioavailability and therefore the 
biological effect of the parent compounds [15]. In this regard, several studies have 
related to the use of cosmetics and PCPs and internal levels of PB and BPs. For 
example, it has been recently found that levels of some PB and BPs in menstrual 
blood are related to the use of cosmetics [29]. Moreover, urinary concentrations 
of PBs were related to the use of hair products, deodorants, face, and hand creams 
[30]. Similarly, Larsson et al. [31] found higher levels of PBs and phthalates among 
those women with higher use of hygiene products.

2.3 Mechanisms of action of EDCs

EDCs act at very different levels of complexity, interfering a variety of hor-
mone-signaling pathways. For instance, they can modify the circulating levels of 
hormones by acting on their synthesis, metabolism, or degradation. They can also 
reduce, increase, or interfere with the specific receptors for hormonal action and 
therefore affect the ability to respond to natural hormones [32]. In the particular 
case of EDCs that interfere in steroid hormone-related signaling pathways, the 
observed effects seem to be linked to the activation/blocking of nuclear receptors, 
which are the most common modes of action responsible for dose curves with non-
monotonic response in experimental studies [33]. In fact, many EDCs released from 
cosmetics and PCPs have been evidenced to exert estrogenic and antiandrogenic 
activities in both in vivo and in vitro studies [34–40] (see Table 2).

An increasing number of studies have also linked exposure to EDCs with epi-
genetic changes in humans [41, 42]. An unexposed individual may show epigenetic 
changes due to (1) altered ovum or sperm after EDC exposure or (2) in utero expo-
sure to EDCs. In this regard, it has been evidenced that fetal exposure to environ-
mental pollutants with endocrine disrupting properties such as mirex, chlordane, 
or p,p´-DDE can cause epigenetic changes with transgenerational effects [43, 44]. 
This is also the case of bisphenol-A (BPA), and PBs, with epigenetic changes after 
prenatal and adolescence exposures to these chemicals [45, 46].

Furthermore, inflammation and oxidative stress have also been recently pos-
tulated as possible mechanisms of action of EDCs [47–50]. In this regard, oxida-
tive stress, that is, the imbalance between the production of free radicals and the 
antioxidant capacity, has been shown to be enhanced after exposure to a variety 
of EDCs, including PBs and BPs [47, 49, 50]. For instance, human exposure to PB 
and BP has been linked to higher levels of lipid peroxidation [50, 51]. Moreover, 
local disruption of the antioxidant capacity has also been reported [47]. Although 
the underlying mechanisms are still poorly understood, it has been suggested that, 
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at least in part, EDCs might induce oxidative stress via estrogen receptor-α signal-
ing pathways [52]. Moreover, EDC exposure has also been evidenced to trigger an 
inflammatory microenvironment [50, 53]. With an intimate relationship, both oxi-
dative and inflammatory responses have also been suggested as crucial mechanisms 
beyond a variety of chronic diseases, as well as some gynecological conditions such 
as endometriosis [54, 55].

3. Potential adverse effects of EDC exposure

The consequences of exposure to EDCs seem to be different depending on age 
and gender (Table 3). In the case of men, EDC exposure is suspected to cause 
alterations in the development of the genitourinary system including cryptor-
chidism, testicular cancer, and infertility [56, 57]. Among women, the increase 
in hormone-dependent cancers (either breast or ovarian) [56] as well as uterine 
fibroids and endometriosis might also be related to inadvertent exposure to EDCs. 
Moreover, chronic conditions such as metabolic syndrome and its components 
(obesity, insulin resistance, hypertension, or dyslipidemia), neurobehavioral 
development disorders, and poor thyroid function are also on the list of possible 
effects of EDC exposure. In particular, in utero exposure to EDCs is believed to have 
consequences of such magnitude that they would hardly be suspected in studies of 
adult individuals. For example, in utero exposure to some EDCs has been linked 
to increased risk for breast cancer or endometriosis [58, 59]. This association gives 
maternal exposure some very particular peculiarities and places women of child-
bearing age in the limelight of most studies on endocrine disruption.

3.1 Use of cosmetics and PCPs and feminine diseases

Over the years and in parallel with the change in people’s habits and lifestyle, 
numerous evidence has revealed that cosmetics could cause a variety of disease 
conditions in humans. For instance, women are suspected to have a greater risk for 
some chronic conditions such as obesity and metabolic syndrome than men [60], 
and in addition to physiological differences between genders, the greater female 
consumption of cosmetics and PCPs might also underlie this enhanced risk. Moreover, 
the consumption of cosmetics and PCPs might also be beyond the development of 
female-specific diseases such as breast or ovarian cancer. In this regard, Darbre [61] 

Table 3. 
Some adverse effects of EDCs in humans.
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first alarmed scientific community about the potential effect of PCPs in breast cancer, 
suggesting that underarm cosmetic use might increase breast cancer. In fact, they 
detected a variety of EDCs including PBs in breast tumors, with higher concentrations 
in those samples from the axilla region, suggesting that their concentrations might 
be related to the application of deodorant products, body lotions, sprays, moistur-
izers, and sunscreen products in areas close to the human breast. However, current 
evidence on the relationship between cosmetic/PCP use and risk of cancer is not very 
conclusive. In this regard, in a case-control study comprised by 209 cases of breast 
cancer and 209 healthy controls, Linhart and Talasz [62] reported that the greater use 
of underarm cosmetic products was associated with increased risk of breast cancer. 
Contrary, a cohort study did not found any association between use of skincare 
products and risk of cancer of the breast and endometrium [63]. Another study 
carried out by McGrath [64] reported that those women with a higher use of antiper-
spirant products were diagnosed with breast cancer at an earlier age. Furthermore, 
it has been observed that long-term exposure to body care creams containing ethinyl 
estradiol may increase the risk of abnormal genital bleeding and breast cancer [65]. 
Interestingly, a case-report study found that synthetic hormones found in lotions used 
by the mother were present in very high concentrations in the hair of the girl [66].

However, the variety of products and differences in dosage, patterns of use, 
and individual susceptibility to specific product formulations pose great difficul-
ties to detect a potential effect of cosmetic and PCP habits on human adverse 
effects [36, 61, 67–69]. Thus, the use of internal burden of EDCs seems to better 
reflect the magnitude of cosmetic and PCP use, independently of the type of 
product used or the dose applied. In this regard, urinary levels of PBs have been 
related to greater risk for breast cancer [70]. Some studies have also addressed 
the potential association between exposure to PCP-released EDCs and the origin 
and development of other female diseases. In this regard, the presence of trace 
levels of PBs was found in endometrial tissue samples suspected of being related 
to an increased risk of endometrial carcinoma [71]. Levels of PrP were also related 
to diminished ovarian reserve in a prospective cohort study of the US women 
seeking fertility treatment [72]. Regarding the development of sex characteristics 
during puberty, a recent study observed associations between levels of PBs and 
earlier development of the breasts and the pubic hair in girls. Moreover, earlier 
menarche was also related to higher levels of PBs [73].

Regarding BPs, in vitro studies have shown that exposure to BPs in rats and 
mice has been related to feminized sexual behavior and increased uterine weight 
[39, 74]. Two in vivo studies have also demonstrated the disturbance caused by BP 
in ovarian tissue [75, 76]. Santamaría and Abud [75] found that exposure to BP-1 
and BP-3 disrupted early events in ovarian cells, such as germ cell development and 
disruption of crucial gene expression related to follicular assembly. Similarly, Shin 
and Go [76] reported the induction of BP-dependent metastasis in an in vivo model 
for ovarian cancer. Moreover, an epidemiological study has reported that urinary 
BP levels might be associated with blood pressure during pregnancy [77]. Similarly, 
higher BP levels were related to thyroid hormones and growth factors in pregnant 
women, as well as to reduced fetal growth [74].

Other hormonally active chemicals widely used in cosmetics are phthalates. 
Exposure to various congeners has been associated with the appearance of vari-
ous female diseases. Exposure to di-(2-ethylhexyl) phthalate has been linked to 
an increased risk of preterm delivery [78–80] and intrauterine growth restriction 
[81]. Furthermore, it has also been associated with reduced total oocyte yield and 
a reduced probability of achieving pregnancy and live birth [82]. Other phthal-
ate congeners, such as monoethyl phthalate and dibutyl phthalate, have also been 
linked to decreased fertility in women [79, 83].
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Several investigations have also suggested the potential association between 
BPA exposure and adverse outcomes in women. For instance, it has been shown 
that elevated serum or urine BPA levels are associated with anovulation [84], lower 
antral follicle counts [85, 86], preterm birth [87], and infertility [88]. Moreover, 
increasing urinary BPA levels were associated with delayed menarche in ado-
lescent girls [89, 90]. Furthermore, higher BPA levels have been associated with 
an increased risk of developing polycystic ovary syndrome [84, 91–93], ovarian 
failure [94], infertility [95], and fibroids [96, 97]. Triclosan, widely present in 
soaps, detergents, and toothpaste, has also been related to decreased fertility [98], 
although the currently available evidence is scarce.

3.2 Associations between PCP- and cosmetic-released EDCs and endometriosis

As mentioned above, detectable levels of PBs and BPs have been detected in 
endometrial tissue and menstrual blood [29, 71]. Trace levels of intact PBs were 
predominantly detected in endometrial carcinoma tissues (23%) in contrast to 
normal endometrium samples (2%), and thus, authors suggested that they might 
be related to an increased risk of endometrial carcinoma [71]. On the other hand, 
several PBs and BPs have been detected in menstrual blood samples, a biological 
sample in intimate contact with the endometrium [29]. Moreover, these menstrual 
blood concentrations of PBs and BPs were related to the magnitude of use of creams 
and cosmetics, evidencing that these EDCs from cosmetics and PCPs are capable of 
reaching a wide variety of biological matrices and thus might orchestrate, or at least 
contribute, to the development and progression of multiple gynecological diseases 
such as endometrial cancer and endometriosis.

Concerning endometriosis, the origin of endometriosis still remains unclear. To 
date, although various theories have been postulated to give a possible explanation 
for the origin of endometriosis [99–105], none of them consistently explains the 
onset and progression of the disease in deeper stages. Currently, it is known that it 
is a multifactorial disease in which genetic, epigenetic, immunological, hormonal, 
and environmental factors are involved [106]. Due to the suspected increase in 
the number of cases in the last decades [107], it is suspected that, in addition to 
the increased awareness among doctors and patients, environmental risk factors 
are suspected to also contribute to the onset and progression of this disease. This 
environmental hypothesis of the origin of the disease is also reinforced due to the 
estrogen-dependent nature of this pathology [53, 108].

Despite the growing public concern about human risks derived from the use 
of PCPs and cosmetics, there is little evidence on their influence on endometriosis 
(Table 4). To our knowledge, only one study has investigated the relationship 
between EDCs released from sunscreens and endometriosis. Concentrations of 
2-hydroxy-4-methoxybenzophenone, 2,4-dihydroxybenzophenone, 2,2′-dihy-
droxy-4-methoxybenzophenone, 2,2′,4,4′-tetrahydroxybenzophenone, and 
4-hydroxi-benzophenone were analyzed in urine samples collected from 600 
women. The results obtained suggest that exposure to elevated levels of 2,4-dihy-
droxybenzophenone (BP-3) may be associated with a higher probability of a 
diagnosis of endometriosis [109]. As authors mentioned, these findings denoted an 
approximate 65% increase in the odds of an endometriosis diagnosis in women with 
the highest BP-3 concentration compared to women with lower concentrations.

Regarding BPA exposure, a recent meta-analysis revealed limited and contradic-
tory epidemiological evidence regarding the contribution of BPA in the risk for 
endometriosis [110]. Thus, despite few studies have reported an absence of associa-
tion between urinary levels of BPA and disease [111, 112], others reported increased 
risk for endometriosis [53, 113–115]. Even more, it has been recently suggested that 
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levels of oxidative stress might act as a mediation effect on the association between 
exposure to bisphenols and endometriosis risk [53]. Furthermore, exposure to BPA 
has not only been related to the onset of endometriosis, but it might be also involved 
in the progression of the disease [112, 114]. Moreover, these findings are supported 
by different experimental studies. In this sense, recent in vivo studies have evidenced 
in mouse models that exposure to bisphenols in adulthood was related to an increase 
in the growth of endometrial lesions and the number of atretic oocytes, the interrup-
tion of the ovarian steroidogenic pathway, an increase in periglandular fibrosis, and 
the upregulation of matrix remodeling enzymes [108, 116]. Another in vivo study 
revealed that prenatal exposure to BPA and other bisphenols caused a phenotype 
similar to endometriosis [117]. These experimental studies suggest that exposure to 
BPA could be related to the development and progression of endometriosis.

Table 4. 
Studies exploring associations between exposure to cosmetics- and PCPs-released EDCs and endometriosis.
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Other EDCs found in cosmetics and PCPs are phthalates. Several studies have 
explored the existing associations between exposure to these chemicals and endo-
metriosis, showing conflicting results. One of the very first investigations reported 
higher concentrations of phthalates in women with a confirmed diagnosis of 
endometriosis [118]. Similarly, two studies evidenced an increased risk of endo-
metriosis in women with higher levels of mono (2-ethylhexyl) phthalate [111, 119]. 
Conversely, few studies did not found any association between levels of urinary lev-
els of any phthalate congener and enhanced risk for endometriosis [112, 120–122].

Currently, there are no studies that have explored the possible contribution of 
other EDCs released from cosmetics and PCPs (such as parabens, oxycinnamates, 
camphenes, and dimethicones) and the risk of endometriosis. Moreover, the 
combined effect of EDCs released from these products on endometriosis has not 
been addressed yet.

4. Conclusions

To date, there is still very limited evidence on the potential role of EDCs released 
from cosmetics and PCPs on the origin and development of endometriosis. In 
general terms, in vitro, in vivo, and epidemiological evidence is consistent with the 
endocrine-disrupting hypothesis set out in this chapter, indicating that EDCs might 
be in the causal pathway that leads to endometriosis. Nevertheless, in all published 
studies, the particular effect of specific EDCs was measured, without taking into 
account the possible synergistic or antagonistic effect that these chemicals can 
exert when they are present in a mixture. Thus, because its diagnosis is difficult 
and its treatment is mainly symptomatic, it is vitally necessary to establish preven-
tive measures to avoid as far as possible the origin of this disease. Therefore, it is 
necessary to carry out well-conducted studies, with appropriate sample size and 
in which the “gold-standard” diagnosis serves to distinguish between cases and 
controls. Moreover, the combined effect of multiple EDCs on endometriosis should 
be addressed. These studies are needed to fully elucidate the potential disrupting 
properties of these PCP-released EDCs in the gynecological tissues. In this way, 
preventive measures could be established, the chemical composition of PCPs could 
be modified by other substances that are not endocrine disruptors, or the use of 
these cosmetics could be reduced as far as possible.

Acknowledgements

This work was supported by a grant from the Spanish Ministry of Health-
FEDER (FIS PI17/01743) and the Research Chair “Antonio Chamorro/Alejandro 
Otero.” It was also partly supported by the European Union Commission (the 
European Human Biomonitoring Initiative H2020-EJP-HBM4EU) and the Spanish 
Consortium for Research on Epidemiology and Public Health (CIBERESP). The 
authors are also grateful to the Carlos III Institute of Health (ISCIII) for the predoc-
toral research contracts (IFI18/00052 and FI17/00316) granted to F.M. Peinado and 
L.M. Iribarne-Durán, respectively, and the José María Segovia de Arana contract 
granted to N. Olea (INT18/00060).

Conflict of interest

The authors declare no conflict of interest.



11

Endocrine Disrupting Chemicals in Cosmetics and Personal Care Products and Risk…
DOI: http://dx.doi.org/10.5772/intechopen.93091

Author details

Francisco M. Peinado1†, Luz M. Iribarne-Durán1†, Olga Ocón-Hernández1,2, 
Nicolás Olea1,3,4,5 and Francisco Artacho-Cordón1,3,4*

1 Biohealth Research Institute in Granada (ibs.GRANADA), Granada, Spain

2 Obstetrics and Gynecology Service, San Cecilio University Hospital, Granada, 
Spain

3 Radiology and Physical Medicine Department, University of Granada, Granada, 
Spain

4 CIBER Epidemiology and Public Health (CIBERESP), Madrid, Spain

5 Nuclear Medicine Unit, “San Cecilio” University Hospital, Granada, Spain

*Address all correspondence to: fartacho@ugr.es

† These authors equally contributed to this work.

© 2020 The Author(s). Licensee IntechOpen. This chapter is distributed under the terms 
of the Creative Commons Attribution License (http://creativecommons.org/licenses/
by/3.0), which permits unrestricted use, distribution, and reproduction in any medium, 
provided the original work is properly cited. 



12

Endometriosis

[1] Merriam-Webster M. Merriam-
Webster’s Ninth New Collegiate 
Dictionary. Vol. 294. Spring Field; 1991

[2] Oumeish O. The cultural and 
philosophical concepts of cosmetics 
in beauty and art through the medical 
history of mankind. Clinics in 
Dermatology. 2001;19:375-386

[3] Smith VS. Clean: A History of 
Personal Hygiene and Purity. United 
States: Oxford University Press; 2007

[4] Asociación Nacional de Perfumería 
y Cosmética: Stanpa. Available from: 
https://www.stanpa.com/sector-
en-cifras/mercado-cosmetico-ue/
cosmetica-union-europea/

[5] Biesterbos JW, Dudzina T, 
Delmaar CJ, Bakker MI, Russel FG, 
von Goetz N, et al. Usage patterns of 
personal care products: Important 
factors for exposure assessment. 
Food and Chemical Toxicology: An 
International Journal Published for the 
British Industrial Biological Research 
Association. 2013;55:8-17

[6] Damstra T, Barlow S, Bergman A, 
Kavlock R, Kraak G. Global Assessment 
of the State-of-Science of Endocrine 
Disruptors 2002.

[7] Anway MD, Skinner MK. Epigenetic 
transgenerational actions of endocrine 
disruptors. Endocrinology. 2006;147 
(6 Suppl):S43-S49

[8] Kortenkamp A, Faust M, Scholze M, 
Backhaus T. Low-level exposure to 
multiple chemicals: reason for human 
health concerns? Environmental Health 
Perspectives. 2007;115(Suppl 1):106-114

[9] Skinner MK, Guerrero-Bosagna C.  
Environmental signals and 
transgenerational epigenetics. 
Epigenomics. 2009;1(1):111-117

[10] Soto AM, Silvia RM, 
Sonnenschein C. A plasma-borne 
specific inhibitor of the proliferation of 
human estrogen-sensitive breast tumor 
cells (estrocolyone-I). The Journal of 
Steroid Biochemistry and Molecular 
Biology. 1992;43(7):703-712

[11] Arrebola JP, Fernández MF, 
Martín-Olmedo P, Molina-Molina JM, 
Sánchez-Pérez MJ, Sánchez-Cantalejo E, 
et al. Adipose tissue concentrations 
of persistent organic pollutants and 
total cancer risk in an adult cohort 
from Southern Spain: Preliminary 
data from year 9 of the follow-up. The 
Science of the Total Environment. 
2014;500-501:243-249

[12] Botella B, Crespo J, Rivas A, 
Cerrillo I, Olea-Serrano MF, Olea N. 
Exposure of women to organochlorine 
pesticides in southern Spain. 
Environmental Research. 2004;96(1): 
34-40

[13] Olea N, Fernández M, 
Martin-Olmedo P. Endocrine disrupters. 
The case of oestrogenic xenobiotics. 
Revista de Salud Ambiental. 2001;1:6-11

[14] Porta M, Puigdomènech E, 
Ballester F, Selva J, Ribas-Fitó N, Llop S, 
et al. Monitoring concentrations of 
persistent organic pollutants in the 
general population: The international 
experience. Environment International. 
2008;34(4):546-561

[15] Søeborg T, Frederiksen H, 
Andersson AM. Considerations for 
estimating daily intake values 
of nonpersistent environmental 
endocrine disruptors based on 
urinary biomonitoring data. 
Reproduction (Cambridge, England). 
2014;147(4):455-463

[16] Frederiksen H, Skakkebaek NE, 
Andersson AM. Metabolism of phthalates 
in humans. Molecular Nutrition & Food 
Research. 2007;51(7):899-911

References



13

Endocrine Disrupting Chemicals in Cosmetics and Personal Care Products and Risk…
DOI: http://dx.doi.org/10.5772/intechopen.93091

[17] Gao CJ, Kannan K. Phthalates, 
bisphenols, parabens, and triclocarban 
in feminine hygiene products from the 
United States and their implications 
for human exposure. Environment 
International. 2020;136:105465

[18] Guo Y, Kannan K. A survey of 
phthalates and parabens in personal care 
products from the United States and 
its implications for human exposure. 
Environmental Science & Technology. 
2013;47(24):14442-14449

[19] Guo Y, Wang L, Kannan K. 
Phthalates and parabens in personal care 
products from China: Concentrations 
and human exposure. Archives of 
Environmental Contamination and 
Toxicology. 2014;66(1):113-119

[20] Yazar K, Johnsson S, Lind ML, 
Boman A, Lidén C. Preservatives and 
fragrances in selected consumer-
available cosmetics and detergents. 
Contact Dermatitis. 2011;64(5):265-272

[21] Daniel JW. Metabolic aspects 
of antioxidants and preservatives. 
Xenobiotica. 1986;16(10-11):1073-1078

[22] United States Environmental 
Protection Agency (USEPA). Exposure 
Factors Handbook, 2011. Available 
from: https://www.epa.gov/expobox/
exposure-factors-handbook-chapter-17.

[23] Rastogi SC. UV filters in sunscreen 
products—a survey. Contact Dermatitis. 
2002;46(6):348-351

[24] Panico A, Serio F, Bagordo F, 
Grassi T, Idolo A, Deg M, et al. Skin 
safety and health prevention: An 
overview of chemicals in cosmetic 
products. Journal of Preventive Medicine 
and Hygiene. 2019;60(1):E50-Ee7

[25] Vandenberg LN, Hauser R, 
Marcus M, Olea N, Welshons WV. 
Human exposure to bisphenol A 
(BPA). Reproductive Toxicology. 
2007;24(2):139-177

[26] Luna-Bastante L, Gatica-Ortega ME, 
Pastor-Nieto MA, Vergara-de-la-Campa L, 
Gómez-Dorado BA, Alonso-Naranjo L, 
et al. Allergic contact dermatitis to 
Tinosorb S, Scutellaria baicalensis, and 
other emerging allergens in cosmetics. 
Contact Dermatitis. 2020;82(5):307-309

[27] Santonocito M, Salerno B, Trombini 
C, Tonini F, Pintado-Herrera MG, 
Martínez-Rodríguez G, et al. Stress 
under the sun: Effects of exposure 
to low concentrations of UV-filter 4- 
methylbenzylidene camphor (4-MBC) 
in a marine bivalve filter feeder, the 
Manila clam Ruditapes philippinarum. 
Aquatic Toxicology. 2020;221:105418

[28] Nicolopoulou-Stamati P, Hens L,  
Sasco AJ. Cosmetics as endocrine 
disruptors: Are they a health risk? 
Reviews in Endocrine & Metabolic 
Disorders. 2015;16(4):373-383

[29] Iribarne-Durán LM, 
Domingo-Piñar S, Peinado FM, 
Vela-Soria F, Jiménez-Díaz I, Barranco E, 
et al. Menstrual blood concentrations of 
parabens and benzophenones and related 
factors in a sample of Spanish women: 
An exploratory study. Environmental 
Research. 2020;183:109228

[30] Sakhi AK, Sabaredzovic A, 
Papadopoulou E, Cequier E, Thomsen C. 
Levels, variability and determinants 
of environmental phenols in pairs of 
Norwegian mothers and children. 
Environment International. 2018;114: 
242-251

[31] Larsson K, Ljung Björklund K,  
Palm B, Wennberg M, Kaj L, Lindh CH,  
et al. Exposure determinants of 
phthalates, parabens, bisphenol A and 
triclosan in Swedish mothers and their 
children. Environment International. 
2014;73:323-333

[32] Kelce WR, Stone CR, Laws SC, 
Gray LE, Kemppainen JA, Wilson EM. 
Persistent DDT metabolite p,p'-DDE is 
a potent androgen receptor antagonist. 
Nature. 1995;375(6532):581-585



Endometriosis

14

[33] Cookman CJ, Belcher SM. Classical 
nuclear hormone receptor activity as 
a mediator of complex concentration 
response relationships for endocrine 
active compounds. Current Opinion in 
Pharmacology. 2014;19:112-119

[34] Charles AK, Darbre PD.  
Combinations of parabens at 
concentrations measured in human 
breast tissue can increase proliferation 
of MCF-7 human breast cancer 
cells. Journal of Applied Toxicology. 
2013;33(5):390-398

[35] Chen J, Ahn KC, Gee NA, 
Gee SJ, Hammock BD, Lasley BL. 
Antiandrogenic properties of parabens 
and other phenolic containing small 
molecules in personal care products. 
Toxicology and Applied Pharmacology. 
2007;221(3):278-284

[36] Darbre PD, Harvey PW. Paraben 
esters: Review of recent studies of 
endocrine toxicity, absorption, esterase 
and human exposure, and discussion 
of potential human health risks. 
Journal of Applied Toxicology: JAT. 
2008;28(5):561-578

[37] Kerdivel G, Le Guevel R, Habauzit D, 
Brion F, Ait-Aissa S, Pakdel F. Estrogenic 
potency of benzophenone UV filters 
in breast cancer cells: Proliferative and 
transcriptional activity substantiated 
by docking analysis. PLoS One. 
2013;8(4):e60567

[38] Oishi S. Effects of propyl paraben 
on the male reproductive system. 
Food and Chemical Toxicology. 
2002;40(12):1807-1813

[39] Schlumpf M, Kypke K, Wittassek M, 
Angerer J, Mascher H, Mascher D, 
et al. Exposure patterns of UV filters, 
fragrances, parabens, phthalates, 
organochlor pesticides, PBDEs, and 
PCBs in human milk: Correlation 
of UV filters with use of cosmetics. 
Chemosphere. 2010;81(10):1171-1183

[40] Suzuki T, Kitamura S, Khota R,  
Sugihara K, Fujimoto N, Ohta S. 
Estrogenic and antiandrogenic activities 
of 17 benzophenone derivatives used 
as UV stabilizers and sunscreens. 
Toxicology and Applied Pharmacology. 
2005;203(1):9-17

[41] Collotta M, Bertazzi PA, Bollati V. 
Epigenetics and pesticides. Toxicology. 
2013;307:35-41

[42] Perera F, Herbstman J. Prenatal 
environmental exposures, epigenetics, 
and disease. Reproductive Toxicology. 
2011;31(3):363-373

[43] Titus-Ernstoff L, Troisi R, 
Hatch EE, Hyer M, Wise LA, Palmer JR, 
et al. Offspring of women exposed 
in utero to diethylstilbestrol (DES): 
a preliminary report of benign and 
malignant pathology in the third 
generation. Epidemiology (Cambridge, 
Mass.). 2008;19(2):251-257

[44] Titus-Ernstoff L, Troisi R, 
Hatch EE, Wise LA, Palmer J, Hyer M, 
et al. Menstrual and reproductive 
characteristics of women whose 
mothers were exposed in utero 
to diethylstilbestrol (DES). 
International Journal of Epidemiology. 
2006;35(4):862-868

[45] Goodrich JM, Dolinoy DC, 
Sánchez BN, Zhang Z, Meeker JD, 
Mercado-Garcia A, et al. Adolescent 
epigenetic profiles and environmental 
exposures from early life through 
peri-adolescence. Environmental 
Epigenetics. 2016;2(3):dvw018

[46] Park CJ, Nah WH, Lee JE, 
Oh YS, Gye MC. Butyl paraben-induced 
changes in DNA methylation in rat 
epididymal spermatozoa. Andrologia. 
2012;44(Suppl 1):187-193

[47] Artacho-Cordón F, Ríos-Arrabal S, 
León J, Frederiksen H, Sáenz JM, 
Martín-Olmedo P, et al. Adipose tissue 
concentrations of non-persistent 



15

Endocrine Disrupting Chemicals in Cosmetics and Personal Care Products and Risk…
DOI: http://dx.doi.org/10.5772/intechopen.93091

environmental phenols and local redox 
balance in adults from Southern Spain. 
Environment International. 2019;133 
(Pt A):105118

[48] Mustafa M, Garg N, Banerjee BD, 
Sharma T, Tyagi V, Dar SA, et al. 
Inflammatory-mediated pathway 
in association with organochlorine 
pesticides levels in the etiology of 
idiopathic preterm birth. Reproductive 
Toxicology. 2015;57:111-120

[49] Thompson PA, Khatami M,  
Baglole CJ, Sun J, Harris SA, Moon EY,  
et al. Environmental immune 
disruptors, inflammation and cancer 
risk. Carcinogenesis. 2015;36(Suppl 1): 
S232-S253

[50] Watkins DJ, Ferguson KK,  
Anzalota Del Toro LV, Alshawabkeh AN, 
Cordero JF, Meeker JD. Associations 
between urinary phenol and paraben 
concentrations and markers of 
oxidative stress and inflammation 
among pregnant women in Puerto 
Rico. International Journal of 
Hygiene and Environmental Health. 
2015;218(2):212-219

[51] Kang S, Kim S, Park J, Kim HJ, 
Lee J, Choi G, et al. Urinary paraben 
concentrations among pregnant 
women and their matching newborn 
infants of Korea, and the association 
with oxidative stress biomarkers. The 
Science of the Total Environment. 
2013;461-462:214-221

[52] Cho YJ, Park SB, Park JW, Oh SR,  
Han M. Bisphenol A modulates 
inflammation and proliferation pathway 
in human endometrial stromal cells by 
inducing oxidative stress. Reproductive 
Toxicology. 2018;81:41-49

[53] Peinado FM, Lendínez I, Sotelo R, 
Iribarne-Durán LM, Fernández-Parra J, 
Vela-Soria F, et al. Association of urinary 
levels of bisphenols A, F, and S with 
endometriosis risk: Preliminary results 
of the EndEA study. International 

Journal of Environmental Research and 
Public Health. 2020;17(4):e1194

[54] Gupta S, Agarwal A, Krajcir N, 
Alvarez JG. Role of oxidative stress 
in endometriosis. Reproductive 
Biomedicine Online. 2006;13(1):126-134

[55] Lambrinoudaki IV, Augoulea A,  
Christodoulakos GE, Economou EV,  
Kaparos G, Kontoravdis A, et al. 
Measurable serum markers of oxidative 
stress response in women with 
endometriosis. Fertility and Sterility. 
2009;91(1):46-50

[56] Ibarluzea Jm J, Fernández MF, 
Santa-Marina L, Olea-Serrano MF, 
Rivas AM, Aurrekoetxea JJ, et al. Breast 
cancer risk and the combined effect of 
environmental estrogens. Cancer Causes 
& Control. 2004;15(6):591-600

[57] Olea N, Fernandez MF. Chemicals 
in the environment and human 
male fertility. Occupational and 
Environmental Medicine. 2007;64(7): 
430-431

[58] Benagiano G, Brosens I. In utero 
exposure and endometriosis. The 
Journal of Maternal-Fetal and Neonatal 
Medicine. 2014;27(3):303-308

[59] Cohn BA, La Merrill M,  
Krigbaum NY, Yeh G, Park JS, 
Zimmermann L, et al. DDT exposure in 
utero and breast cancer. The Journal of 
Clinical Endocrinology and Metabolism. 
2015;100(8):2865-2872

[60] Pucci G, Alcidi R, Tap L, Battista F,  
Mattace-Raso F, Schillaci G. Sex- and  
gender-related prevalence, cardio-
vascular risk and therapeutic approach 
in metabolic syndrome: A review of the 
literature. Pharmacological Research. 
2017;120:34-42

[61] Darbre PD. Underarm cosmetics 
are a cause of breast cancer. European 
Journal of Cancer Prevention. 
2001;10(5):389-393



Endometriosis

16

[62] Linhart C, Talasz H, Morandi EM, 
Exley C, Lindner HH, Taucher S, et al. 
Use of underarm cosmetic products 
in relation to risk of breast cancer: 
A case-control study. eBioMedicine. 
2017;21:79-85

[63] Rylander C, Veierød MB, 
Weiderpass E, Lund E, Sandanger TM. 
Use of skincare products and risk of 
cancer of the breast and endometrium: 
A prospective cohort study. 
Environmental Health: A Global Access 
Science Source. 2019;18(1):105

[64] McGrath KG. An earlier age of 
breast cancer diagnosis related to 
more frequent use of antiperspirants/
deodorants and underarm shaving. 
European Journal of Cancer Prevention. 
2003;12(6):479-485

[65] Komori S, Ito Y, Nakamura Y, Aoki M, 
Takashi T, Kinuta T, et al. A long-term 
user of cosmetic cream containing 
estrogen developed breast cancer and 
endometrial hyperplasia. Menopause 
(New York, NY). 2008;15(6):1191-1192

[66] Guarneri MP, Brambilla G, 
Loizzo A, Colombo I, Chiumello G. 
Estrogen exposure in a child from hair 
lotion used by her mother: Clinical and 
hair analysis data. Clinical Toxicology 
(Philadelphia, PA). 2008;46(8):762-764

[67] Darbre PD. Underarm cosmetics 
and breast cancer. Journal of Applied 
Toxicology: JAT. 2003;23(2):89-95

[68] Darbre PD. Environmental 
oestrogens, cosmetics and breast 
cancer. Best Practice & Research. 
Clinical Endocrinology & Metabolism. 
2006;20(1):121-143

[69] Harvey PW, Darbre P. Endocrine 
disrupters and human health: Could 
oestrogenic chemicals in body care 
cosmetics adversely affect breast cancer 
incidence in women? Journal of Applied 
Toxicology: JAT. 2004;24(3):167-176

[70] Parada H Jr, Gammon MD,  
Ettore HL, Chen J, Calafat AM, 
Neugut AI, et al. Urinary concentrations 
of environmental phenols and their 
associations with breast cancer 
incidence and mortality following breast 
cancer. Environment International. 
2019;130:104890

[71] Dogan S, Tongur T, Erkaymaz T, 
Erdogan G, Unal B, Sik B, et al. Traces of 
intact paraben molecules in endometrial 
carcinoma. Environmental Science 
and Pollution Research International. 
2019;26(30):31158-31165

[72] Smith KW, Souter I, 
Dimitriadis I, Ehrlich S, Williams PL, 
Calafat AM, et al. Urinary paraben 
concentrations and ovarian aging 
among women from a fertility center. 
Environmental Health Perspectives. 
2013;121(11-s12):1299-1305

[73] Harley KG, Berger KP, Kogut K, 
Parra K, Lustig RH, Greenspan LC, et al. 
Association of phthalates, parabens and 
phenols found in personal care products 
with pubertal timing in girls and 
boys. Human Reproduction (Oxford, 
England). 2019;34(1):109-117

[74] Krause M, Klit A, Blomberg 
Jensen M, Søeborg T, Frederiksen H, 
Schlumpf M, et al. Sunscreens: Are 
they beneficial for health? An overview 
of endocrine disrupting properties of 
UV-filters. International Journal of 
Andrology. 2012;35(3):424-436

[75] Santamaría CG, Abud JE,  
Porporato MM, Meyer N, 
Zenclussen AC, Kass L, et al. The UV 
filter benzophenone 3, alters early 
follicular assembly in rat whole 
ovary cultures. Toxicology Letters. 
2019;303:48-54

[76] Shin S, Go RE, Kim CW, 
Hwang KA, Nam KH, Choi KC. Effect 
of benzophenone-1 and octylphenol 
on the regulation of epithelial-
mesenchymal transition via an estrogen 



17

Endocrine Disrupting Chemicals in Cosmetics and Personal Care Products and Risk…
DOI: http://dx.doi.org/10.5772/intechopen.93091

receptor-dependent pathway in estrogen 
receptor expressing ovarian cancer 
cells. Food and Chemical Toxicology. 
2016;93:58-65

[77] Liu H, Li J, Xia W, Zhang B,  
Peng Y, Li Y, et al. Blood pressure 
changes during pregnancy in relation 
to urinary paraben, triclosan and 
benzophenone concentrations: A 
repeated measures study. Environment 
International. 2019;122:185-192

[78] Ferguson KK, McElrath TF, Ko YA, 
Mukherjee B, Meeker JD. Variability 
in urinary phthalate metabolite levels 
across pregnancy and sensitive windows 
of exposure for the risk of preterm 
birth. Environment International. 
2014;70:118-124

[79] Ferguson KK, McElrath TF, 
Meeker JD. Environmental phthalate 
exposure and preterm birth. JAMA 
Pediatrics. 2014;168(1):61-67

[80] Ferguson KK, O’Neill MS, 
Meeker JD. Environmental contaminant 
exposures and preterm birth: A 
comprehensive review. Journal of 
Toxicology and Environmental 
Health, Part B: Critical Reviews. 
2013;16(2):69-113

[81] Zhao Y, Chen L, Li LX, Xie CM, 
Li D, Shi HJ, et al. Gender-specific 
relationship between prenatal exposure 
to phthalates and intrauterine growth 
restriction. Pediatric Research. 
2014;76(4):401-408

[82] Hauser R, Gaskins AJ, Souter I, 
Smith KW, Dodge LE, Ehrlich S, et al. 
Urinary phthalate metabolite 
concentrations and reproductive 
outcomes among women undergoing 
in vitro fertilization: Results from the 
EARTH study. Environmental Health 
Perspectives. 2016;124(6):831-839

[83] Kay VR, Chambers C, Foster WG. 
Reproductive and developmental 
effects of phthalate diesters in females. 

Critical Reviews in Toxicology. 
2013;43(3):200-219

[84] Costa EM, Spritzer PM, Hohl A,  
Bachega TA. Effects of endocrine 
disruptors in the development of the 
female reproductive tract. Arquivos 
Brasileiros de Endocrinologia e 
Metabologia. 2014;58(2):153-161

[85] Ziv-Gal A, Flaws JA. Evidence for 
bisphenol A-induced female infertility: 
A review (2007-2016). Fertility and 
Sterility. 2016;106(4):827-856

[86] Souter I, Smith KW, Dimitriadis I, 
Ehrlich S, Williams PL, Calafat AM, 
et al. The association of bisphenol-A 
urinary concentrations with antral 
follicle counts and other measures of 
ovarian reserve in women undergoing 
infertility treatments. Reproductive 
Toxicology. 2013;42:224-231

[87] Peretz J, Vrooman L, Ricke WA, 
Hunt PA, Ehrlich S, Hauser R, et al. 
Bisphenol A and reproductive 
health: Update of experimental 
and human evidence, 2007-2013. 
Environmental Health Perspectives. 
2014;122(8):775-786

[88] Weinberger B, Vetrano AM, 
Archer FE, Marcella SW, Buckley B, 
Wartenberg D, et al. Effects of maternal 
exposure to phthalates and bisphenol 
A during pregnancy on gestational 
age. The Journal of Maternal-Fetal and 
Neonatal Medicine. 2014;27(4):323-327

[89] McGuinn LA, Ghazarian AA, Joseph 
Su L, Ellison GL. Urinary bisphenol A 
and age at menarche among adolescent 
girls: Evidence from NHANES  
2003-2010. Environmental Research. 
2015;136:381-386

[90] Berger K, Eskenazi B, Kogut K, 
Parra K, Lustig RH, Greenspan LC, 
et al. Association of prenatal urinary 
concentrations of phthalates and 
bisphenol A and pubertal timing in 
boys and girls. Environmental Health 
Perspectives. 2018;126(9):97004



Endometriosis

18

[91] Palioura E, Diamanti-Kandarakis E. 
Polycystic ovary syndrome (PCOS) and 
endocrine disrupting chemicals (EDCs). 
Reviews in Endocrine & Metabolic 
Disorders. 2015;16(4):365-371

[92] Rutkowska AZ, 
Diamanti-Kandarakis E.  
Polycystic ovary syndrome and 
environmental toxins. Fertility and 
Sterility. 2016;106(4):948-958

[93] Wang Y, Zhu Q , Dang X, He Y, Li X, 
Sun Y. Local effect of bisphenol A on the 
estradiol synthesis of ovarian granulosa 
cells from PCOS. Gynecological 
Endocrinology. 2017;33(1):21-25

[94] Özel Ş, Tokmak A, Aykut O,  
Aktulay A, Hançerlioğulları N, 
Engin UY. Serum levels of phthalates 
and bisphenol-Ain patients with 
primary ovarian insufficiency. 
Gynecological Endocrinology. 
2019;35(4):364-367

[95] Wang B, Zhou W, Zhu W, Chen L, 
Wang W, Tian Y, et al. Associations 
of female exposure to bisphenol a 
with fecundability: Evidence from a 
preconception cohort study. Environment 
International. 2018;117:139-145

[96] Pollack AZ, Buck Louis GM, 
Chen Z, Sun L, Trabert B, Guo Y, 
et al. Bisphenol A, benzophenone-
type ultraviolet filters, and 
phthalates in relation to uterine 
leiomyoma. Environmental Research. 
2015;137:101-107

[97] Shen Y, Xu Q , Ren M, Feng X, 
Cai Y, Gao Y. Measurement of phenolic 
environmental estrogens in women 
with uterine leiomyoma. PLoS One. 
2013;8(11):e79838

[98] Vélez MP, Arbuckle TE, Fraser WD. 
Female exposure to phenols and 
phthalates and time to pregnancy: 
the Maternal-Infant Research on 
Environmental Chemicals (MIREC) 
Study. Fertility and Sterility. 
2015;103(4):1011-20.e2

[99] Starzinski-Powitz A, Zeitvogel A,  
Schreiner A, Baumann R. Endo-
metriosis--a stem cell disease? 
Zentralblatt für Gynäkologie. 
2003;125(7-8):235-238

[100] Sampson JA. Peritoneal 
endometriosis due to the menstrual 
dissemination of endometrial tissue 
into the peritoneal cavity. American 
Journal of Obstetrics and Gynecology. 
1927;14:422-469

[101] Mechsner S, Weichbrodt M,  
Riedlinger WFJ, Bartley J,  
Kaufmann AM, Schneider A, et al. 
Estrogen and progestogen receptor 
positive endometriotic lesions and 
disseminated cells in pelvic sentinel 
lymph nodes of patients with deep 
infiltrating rectovaginal endometriosis: 
A pilot study. Human Reproduction. 
2008;23(10):2202-2209

[102] Levander G, Normann P. The 
pathogenesis of endometriosis; an 
experimental study. Acta Obstetricia 
et Gynecologica Scandinavica. 
1955;34(4):366-398

[103] Koninckx PR, Barlow D,  
Kennedy S. Implantation versus 
infiltration: The Sampson versus 
the endometriotic disease theory. 
Gynecologic and Obstetric 
Investigation. 1999;47:3-9

[104] Gargett CE. Stem cells in 
gynaecology. The Australian and New 
Zealand Journal of Obstetrics and 
Gynaecology. 2004;44(5):380-386

[105] Ferguson BR, Bennington JL,  
Haber SL. Histochemistry of 
mucosubstances and histology of mixed 
müllerian pelvic lymph node glandular 
inclusions. Evidence for histogenesis 
by müllerian metaplasia of coelomic 
epithelium. Obstetrics and Gynecology. 
1969;33(5):617-625

[106] Vercellini P, Viganò P, Somigliana E, 
Fedele L. Endometriosis: Pathogenesis 



19

Endocrine Disrupting Chemicals in Cosmetics and Personal Care Products and Risk…
DOI: http://dx.doi.org/10.5772/intechopen.93091

and treatment. Nature Reviews. 
Endocrinology. 2014;10(5):261-275

[107] Eisenberg VH, Weil C, 
Chodick G, Shalev V. Epidemiology 
of endometriosis: A large population-
based database study from a healthcare 
provider with 2 million members. BJOG: 
An International Journal of Obstetrics 
and Gynaecology. 2018;125(1):55-62

[108] Jones RL, Lang SA, Kendziorski JA, 
Greene AD, Burns KA. Use of a mouse 
model of experimentally induced 
endometriosis to evaluate and compare 
the effects of bisphenol A and bisphenol 
AF exposure. Environmental Health 
Perspectives. 2018;126(12):127004

[109] Kunisue T, Chen Z, Buck 
Louis GM, Sundaram R, Hediger ML, 
Sun L, et al. Urinary concentrations 
of benzophenone-type UV filters in 
U.S. women and their association with 
endometriosis. Environmental Science 
& Technology. 2012;46(8):4624-4632

[110] Wen X, Xiong Y, Qu X, Jin L, 
Zhou C, Zhang M, et al. The risk of 
endometriosis after exposure to 
endocrine-disrupting chemicals: A 
meta-analysis of 30 epidemiology 
studies. Gynecological Endocrinology. 
2019;35(8):645-650

[111] Buck Louis GM, Peterson CM,  
Chen Z, Croughan M, Sundaram R,  
Stanford J, et al. Bisphenol A and 
phthalates and endometriosis: the 
endometriosis: Natural History, 
Diagnosis and Outcomes Study. Fertility 
and Sterility. 2013;100(1):162-9.
e1-162-9.e2

[112] Itoh H, Iwasaki M, Hanaoka T, 
Sasaki H, Tanaka T, Tsugane S. Urinary 
bisphenol-A concentration in infertile 
Japanese women and its association with 
endometriosis: A cross-sectional study. 
Environmental Health and Preventive 
Medicine. 2007;12(6):258-264

[113] Simonelli A, Guadagni R,  
De Franciscis P, Colacurci N, Pieri M, 

Basilicata P, et al. Environmental and 
occupational exposure to bisphenol 
A and endometriosis: Urinary and 
peritoneal fluid concentration levels. 
International Archives of Occupational 
and Environmental Health. 
2017;90(1):49-61

[114] Upson K, Sathyanarayana S, De 
Roos AJ, Koch HM, Scholes D, Holt VL. 
A population-based case-control study 
of urinary bisphenol A concentrations 
and risk of endometriosis. Human 
Reproduction (Oxford, England). 
2014;29(11):2457-2464

[115] Rashidi BH, Amanlou M, Lak TB, 
Ghazizadeh M, Eslami B. A case-
control study of bisphenol A and 
endometrioma among subgroup of 
Iranian women. Journal of Research in 
Medical Sciences: The Official Journal of 
Isfahan University of Medical Sciences. 
2017;22:7

[116] Kendziorski JA, Belcher SM. 
Strain-specific induction of endometrial 
periglandular fibrosis in mice 
exposed during adulthood to the 
endocrine disrupting chemical 
bisphenol A. Reproductive Toxicology. 
2015;58:119-130

[117] Signorile PG, Spugnini EP, 
Mita L, Mellone P, D'Avino A, Bianco M, 
et al. Pre-natal exposure of mice to 
bisphenol a elicits an endometriosis-like 
phenotype in female offspring. General 
and Comparative Endocrinology. 
2010;168(3):318-325

[118] Reddy BS, Rozati R, Reddy S,  
Kodampur S, Reddy P, Reddy R.  
High plasma concentrations of 
polychlorinated biphenyls and phthalate 
esters in women with endometriosis: A 
prospective case control study. Fertility 
and Sterility. 2006;85(3):775-779

[119] Kim SH, Cho S, Ihm HJ, Oh YS, 
Heo SH, Chun S, et al. Possible role 
of phthalate in the pathogenesis of 
endometriosis: In vitro, animal, and 



Endometriosis

20

human data. The Journal of Clinical 
Endocrinology and Metabolism. 
2015;100(12):E1502-E1511

[120] Weuve J, Hauser R, Calafat AM, 
Missmer SA, Wise LA. Association 
of exposure to phthalates with 
endometriosis and uterine leiomyomata: 
Findings from NHANES, 1999-2004. 
Environmental Health Perspectives. 
2010;118(6):825-832

[121] Upson K, Sathyanarayana S, De 
Roos AJ, Thompson ML, Scholes D, 
Dills R, et al. Phthalates and risk of 
endometriosis. Environmental Research. 
2013;126:91-97

[122] Moreira Fernandez MA, 
Cardeal ZL, Carneiro MM, André LC. 
Study of possible association between 
endometriosis and phthalate and 
bisphenol A by biomarkers analysis. 
Journal of Pharmaceutical and 
Biomedical Analysis. 2019;172:238-242


