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Introduction Results The synthesis of results for testosterone is summarized in an evidence profile table
(Table 2). Gestational exposure studies provided robust evidence for effects on
Diisobutyl phthalate (DIBP) is used as a plasticizer in a variety of industrial and consumer Table 1. Animal studies of testosterone and DIBP or MIBP exposure. Of the 11 studies that testosterone, whereas evidence from postnatal exposure studies was found to be
evidence that DIBP and its primary metabolite, monoisobutyl phthalate (MIBP), cause male weaning, and 4 were postnatal exposures of males near the time of puberty. The postnatal exposure identified in this systematic review are summarized in Table 3
reproductive toxicity. A recent systematic review of endocrine-related low-dose toxicity by studies had higher risk of bias because of reporting limitations, including uncertainty about the
the National Academies of Sciences (NAS) evaluated the effects of DIBP on three anti- pubertal status of the test animals at the time of exposure. Table 2. Evidence profile table for animal studies of testosterone and DIBP
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effect. The ratings for individual outcomes were summarized into an overall conclusion for Figure 3. Summary of exposure-response for testosterone from gestational exposure studies. exposure studies and excluded studies that exposed animals to a single high dose
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( Uniaue articles ) 4 ) 4 N\ 4 N\ 4 N\ Study Species and Strain Exposure Duration Endpoint and had Inadequate €V|denCe tO evaluate the eﬁeCtS Of DIBP On AGD OI’
dentified for Eligible for study Included after . Testosterone Oishi and Hiraga 19808 Mouse Jokler  PND35t042  mean testicular testosterone (T) concentration @ Not significantly changed ® M hypospadias. The IRIS systematic review included all dose levels and life stages of
title/abstract evaluation StUdy evaluation Male repro studies studies Oishi and Hiraga 1980b Mouse Jcl:lcr PND 35 to 42 mean testicular testosterone (T) concentration A\ Significant increase V () ]
screening (N:25) (N:19) (N:]-G) (N:].l) Oishi and Hiraga 1980c Rat Jcl:Wistar PND 35 to 42 mean serum testosterone (T) concentration VSigniﬁcant decrease @ (L) exposure, and Wa-s able to evaluate a Wlder range Of androgen'dependent and B
(N=1,363) . ) . ) e Medium confidenice (M) A O Independent male reproductive outcomes. Disclaimer: The views expressed in this
~ o N o mean serum dihydrotestosterone (DHT) concentration Low confidence (L) @ L) i ) oo
Flgure 2 Abbrev'ated Ilterature ﬂOW dlagl’am Oishi and Hiraga 1980d Rat Jcl:Wistar PND 35 to 42 mean serLlJmtestosterone (T) concentrationl A (M) pOSter are those Of the aUthor(S) and do nOt necessarlly reﬂeCt the VIEWS Or pOIICIES
| . mean testicular testosterone (T) concentration 1L L LI il .....A ('IW) L Of the U.S. Env'ronmental PrOteCthn Agency.
- U.S. Environmental Protection Agency 1 10 . 1(00 oo 1,000 10,000 &Y FPrinted on 100% recycled/recyclable paper
Office of Research and Development e TR ‘: fer o veamtatlec e g

Figure 4. Summary of exposure-response for testosterone from postnatal exposure studies.
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