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Description
Endocrine disruptors are chemicals that can interfere 
with the endocrine system. They are also known as 
hormonally active agents, endocrine disruptive chem-
icals, or endocrine disrupting compounds. Cancerous 
tumours, birth abnormalities, and other developmental 
diseases can result from these changes. Endocrine dis-
ruptors are chemicals that “interfere with the synthesis, 
secretion, transport, binding, action, or elimination of 
natural hormones in the body that are responsible for 
development, behavior, fertility, and maintaining ho-
meostasis.” They are found in many household and in-
dustrial products [1,2]. Hormone disruptors can derail 
any hormone-controlled mechanism in the body. Endo-
crine disruptors, in particular, have been linked to learn-
ing difficulties, severe attention deficit disorder, and 
cognitive and brain development issues. Endocrine dis-
ruptors have sparked debate, with some groups pushing 
for regulators to act quickly to remove them from the 
market, while others, including regulators and scien-
tists, have called for more research. Although certain en-
docrine disruptors have been found and removed from 
the market, it is unclear if other endocrine disruptors 
on the market are harmful to humans and wildlife at 
the doses to which they are exposed [3-5]. In addition, 
a pivotal scientific publication published in 1996 in the 
journal Science that helped establish the anti-endocrine 
disruptor movement was retracted after its author was 
revealed to have engaged in scientific misconduct. EDCs 
have been demonstrated in studies on cells and labora-
tory animals to have negative biological consequences in 
animals, and low-level exposures to EDCs may have sim-
ilar effects in humans [6]. EDCs in the environment have 
been linked to reproductive and infertility difficulties in 
wildlife, and their use has been linked to a decrease in 
health problems and the recovery of some animal popu-
lations. Animals with endocrine systems can be found in 
a wide range of species. The endocrine system is made 

up of hormone-secreting glands and receptors that de-
tect and react to the hormones.
Hormones are chemical messengers that flow through-
out the body. Hormones interact with cells that have re-
ceptors in or on their surfaces that match [7,8]. The hor-
mone binds to the receptor in the same way that a key 
does to a lock. The endocrine system uses hormones as 
messengers to govern modifications through slower in-
ternal processes. Hormones are produced by the endo-
crine system in response to environmental stimuli and 
to coordinate developmental and reproductive changes. 
The endocrine system makes biochemical alterations 
to the cell’s internal and exterior chemistry, resulting 
in a long-term change in the body. These systems op-
erate together to keep the body in good working order 
throughout its life cycle. Feedback regulation affects sex 
steroids like estrogens and androgens, as well as thyroid 
hormones, limiting the sensitivity of these glands.
Hormones are effective in extremely little dosages. Low-
dose exposure to exogenous hormones or hormonally 
active compounds like bisphenol A can thus cause en-
docrine disruption. These chemicals have the ability to 
attach to receptors that are involved in other hormon-
ally controlled activities. Furthermore, because endog-
enous hormones are already present in physiologically 
active concentrations in the body, even modest doses 
of exogenous hormonally active substances can impair 
the endocrine system’s correct functioning. As a result, 
an endocrine disruptor, operating through a different 
mechanism, might cause harmful effects at far lower 
levels than a toxin.
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