
   

 
 

 
 

PHTHALATES FREQUENTLY ASKED QUESTIONS 
 
 
What are phthalates? 
Phthalates are odorless, colorless chemicals that are added to plastic to make it soft and flexible. Phthalates are a 
family of chemicals that include diethyl phthalate (DEP), diethylhexyl phthalate 
(DEHP), dibutyl phthalate (DBP), butyl benzyl phthalate (BBP), diisodecyl phthalate (DIDP), diisononyl 
phthalate (DINP), di-n-octyl phthalate (DNOP), and many other distinct types. The polyvinyl chloride (PVC) 
plastics industry uses phthalates as additives to improve the flexibility of its products, including home vinyl 
siding, flooring, furniture, food packaging, toys, clothing, car interiors, and medical equipment, including IV 
bags. In addition, other manufacturers use phthalates in personal care products such as soap, shampoo, deodorant, 
hand lotion, nail polish, cosmetics, and perfume, as well as industrial products like solvents, lubricants, glue, 
paint, sealants, insecticides, and detergent.1,2  
 
How long have we known about the problems phthalates can pose? 
Scientists began studying the toxicity of several phthalates as early as the 1950s and discovered significant 
evidence of environmental and human contamination in the early 1970s, including the leaching of phthalates into 
human blood from PVC bags used in hospitals.3 As noted by the Worldwatch Institute,4 NASA scientists warned 
against using PVC in the space program in 1971 because of poor physical properties and the presence of 
phthalates. They noted that “substitute polymers . . . are available and in many cases they have far superior 
physical properties at a small sacrifice in immediate cost.5” Nonetheless, phthalates remain in wide use today. 
 
Why are phthalates such a problem? 
Phthalates are known endocrine disruptors and can affect normal hormonal processes. Phthalates don’t stay in the 
plastics they soften or in the countless other products in which they are used. Instead, they migrate into the air, 6 
into food, and into people, including babies and children. CDC scientists have found phthalates in the urine and 
blood of Americans of all ages.7 Phthalate exposure has been linked to reduced testosterone levels, 8lowered 
sperm counts,9 early puberty in girls,10 genital defects in baby boys.11 Moreover, several studies in humans have 
shown some of these toxic effects at levels similar to what the average American is currently exposed.12, 13 
 
Isn’t the dose of phthalates too low to make a difference in children? 
The theory associated with this myth assumes that a little bit of a toxic chemical is ok. It also assumes that 
exposure to one particular chemical through one particular route of exposure, in this case toys, is the only 
chemical to which a person will ever be exposed. This theory further assumes that all people have the same 
genetic responses to toxins and that children and infants have immune and endocrine system as mature as those of 
adults. These assumptions are scientifically outdated 14,15and must be addressed.  
 
In fact, children are exposed to hundreds if not thousands of chemicals every day. Some, like phthalates, are 
known toxicants, some are safe and some have little or no data to support any claim of safety or hazard. No one 
can tell you how all of these chemical interact with each other or what kind of effect they can have on a 
developing child. What we do know, though, is that phthalates often interact with each other to produce far more 
devastating impacts than they would acting alone. Recent studies coming out of the US Environmental Protection 
Agency have shown that when used in combination, certain phthalates, including those proposed to be banned by 
this measure, interact with each other to produce additive and sometimes synergistic effects.16 In essence, it is like 
saying 1+1 doesn’t equal 2 but rather 4 or 5. Even more alarming, new studies show that phthalates are interacting 



   

with other types of chemicals to produce devastating impacts that don’t appear when used alone.17,18 It is unclear 
why this happens.  
 
Additionally, evidence is mounting that, when it comes to chemicals and children, it’s not just the dose that makes 
the poison. Timing of exposure is just as important.19 20 Infants and children are not just smaller adults. They are 
still developing and are changing almost every day. A small dose of chemical can have a devastating impact one 
day whereas a few days or weeks later, the chemical would not have the same effect. This is because their 
endocrine systems are exquisitely sensitive and are sending signals to the brain and vice versa to direct growth 
and development. Phthalates interrupt these critical signals and, although the effects may not show up for many 
years, this interruption can set children on a path for later life diseases such as infertility or cancer of the prostate 
or breast.21  
 
Isn’t DINP the only phthalate used in toys and hasn’t it been proven safe? 
Studies done at the US EPA have shown that DiNP causes harm to the male reproductive tract similar to the 
changes seen after exposure to the phthalates DEHP and DBP.22 Furthermore, independent studies done by the 
San Francisco Chronicle23 and Environment California24 have found other phthalates in children’s toys including 
DEHP, DNOP, BBP and DBP.  These phthalates were found in levels that would violate European and California 
standards for these phthalates in children’s toys.  Furthermore, the phthalates that have been shown to cause harm 
to the male reproductive tract seem to be able to act in an additive manner – so exposure to DEHP and DBP can 
cause a cumulative harm larger than exposure to one of these chemicals alone.  
 
Why is the Consumer Product Safety Commission25 review of phthalates flawed? 
The CPSC considered only one phthalate DiNP, when determining the safety of phthalates in children’s toys.  
They have not evaluated other phthalates either individually or in combination in children’s toys. Yet, we know 
there are many different types of phthalates in children’s toys. Exposure to just one phthalate does not represent 
real world situations and a risk assessment of just one phthalate isn’t going to accurately predict safe exposure 
levels. 
 
As mentioned previously, the dose as well as the timing of exposure are very important when considering the 
toxic outcome.  The CPSC study of DiNP used outdated science and did not include carefully designed studies 
that would find reproductive toxicity during critical windows of exposure. Instead, the CPSC study considered 
liver toxicity when determining the safety of DiNP, an end point that is not nearly as sensitive as reproductive 
toxicity.    
 
Furthermore, there were many limitations to the CPSC analysis in that they did not consider other routes of 
exposure to phthalates other than mouthing behavior (ie they didn’t consider dermal exposures or ingestion from 
contaminated food sources) and they didn’t consider the evidence that phthalates act in an additive manner.   
 
Even taking all of the flaws of this study into account, the CPSC concluded that phthalate exposure may be a risk 
to children who mouth phthalate laden products for more than 75 minutes per day. Many children mouth many 
different phthalate laden products for more than 75 minutes per day and many are also exposed to phthalates 
through their shampoo, soap and food containers.26  
 
Won’t the removal of phthalates from our children’s products make them more brittle and cause a choking 
hazard? 
There are many viable alternatives to phthalates. Many countries have banned the use of these chemicals; yet their 
children have soft toys and there have been no reports of increased choking from brittle toys. This is simply a 
scare tactic to distract us from the real problem.  
 
Hasn’t the EU Chemicals Bureau said that phthalates are safe?  
The European Union has banned all of the phthalates listed in this measure and they have upheld their decision 
time and again. While the European Chemicals Bureau did release a report minimizing the risk of two phthalates, 
this report was contradictory to other EU and scientific, peer-reviewed studies and the EU Scientific Committee 
on Toxicity, Ecotoxicity and the Environment overturned this report in 200427. The EU upheld their ban on these 



   

                                                           

phthalates because of the overwhelming evidence that shows that phthalates are unsafe for children. Studies that 
have been released since that report continue to reaffirm the toxic effects of phthalates and the effects of phthalate 
mixtures. 
 
Aren’t the phthalate alternatives more dangerous and untested?  
There are many potential alternatives to phthalates and while it may be true that some of them are as toxic, it is 
also true that there are other, safer alternatives. Phthalates are used primarily with polyvinyl chloride (PVC), a 
plastic that does not need to be used to make toys. There are many other types of plastic that manufacturers can 
use such as polyethylene or polypropylene that are considered to be safer plastics that do not require the use of 
phthalates.28  
 
Will taking phthalates out of toys hurt businesses?  
No. In fact, since the EU banned phthalates from toys, toy sales have increased, at a pace that exceeds their 
growth in the United States. 29 
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