
 

Dr. Kerry Kriger  
Executive Director 
831-621-6215 

303 Potrero Street #51 
Santa Cruz, CA 95060 USA 

E-mail: kerry@savethefrogs.com 

Dear US EPA, 
 
I have received your August 27, 2013 letter stating that: 
(1) the EPA is unwilling to cancel Atrazine's regulations at this time due to the EPA's determination 
of there being insufficient evidence to suggest that Atrazine causes "unreasonable adverse effects on 
the environment" as required by FIFRA; and  
(2) SAVE THE FROGS! did not provide evidence to suggest that the 2003 IRED and 2006 
cumulative assessment were flawed or insufficient. 
 
However, SAVE THE FROGS! submitted in our May 6, 2011 petition a thorough summary of no 
less than nine unreasonable adverse effects on the environment caused by Atrazine, across a range 
of vertebrate groups including fish, amphibians, reptiles, birds and mammals, with references to 18 
peer-reviewed scientific publications that were published after 2006 and thus were not included in 
the aforementioned 2003 or 2006 assessments. For the permanent record and to remind the EPA of 
these adverse effects and studies that the EPA has apparently not included in their assessments of 
Atrazine, I have included in Attachments 1 and 2 of this letter the complete list of adverse effects 
and scientific studies that I hand-delivered to the EPA on May 6, 2011. 
 
Furthermore, while the EPA's Office of Pesticide Programs may be unwilling to cancel Atrazine's 
registration effective immediately for fear of not following proper protocol, the Administrator of the 
EPA (the first addressee on my May 6, 2011 submission) is able to cancel a pesticide's registration 
with merely a signature.  
 
Based on the fact that: 
(1) the SAVE THE FROGS! 2011 petition listed no less than nine unreasonable adverse effects on 
the environment caused by Atrazine; 
(2) the SAVE THE FROGS!' 2011 petition referenced 18 peer-reviewed scientific publications that 
were published after 2006 and thus were not included in the aforementioned 2003 or 2006 
assessments, and were apparently excluded from consideration or significantly de-valued in the 
current petition's review; 
(3) the Administrator of the EPA has never provided an official response to this petition and has no 
official statements regarding Atrazine on the public record; and 
(4) a member of the EPA's June 2012 Atrazine SAP told me after the hearings that members of the 
SAP were instructed to disregard any paper ever published on the effects of Atrazine on amphibians 
minus one pesticide-industry funded study, 
 
I find that the EPA’s August 27th, 2013 denial of SAVE THE FROGS!’ 2011 petition to ban the use 
and production of Atrazine in the United States was made without proper assessment of scientific 
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facts, and was not given proper assessment by the EPA’s Administrator, the primary addressee to 
whom the petition was submitted.  
 
Thus I hereby officially submit two requests: 
(1) that the petition in question and this letter be reviewed by and given an official response by the 
USEPA Administrator Gina McCarthy; and 
(2) that I be granted an in-person meeting with both the Director of the Office of Pesticide Programs 
(Steven P. Bradbury, Ph.D.) and the Administrator of the USEPA Gina McCarthy. I can meet 
anywhere in the USA, and any meeting longer than 15 minutes will be sufficient. I can meet the 
Director and Administrator together or separately. For the record, I requested a meeting with the 
Director of OPP in 2011 and I twice requested meetings with the EPA's Administrator in 2011.  
 
As one of the world's most talented, accomplished, hard-working and passionate protectors of the 
environment, and as a US citizen who has paid taxes to local, state and federal governments for over 
20 years, I hope that the EPA can grant my meeting requests. In the event that the EPA denies these 
meeting requests I would like an official statement from the EPA detailing how many times since 
May 6, 2011 the current and former Directors of OPP and the Administrators of the EPA have had 
personal meetings with representatives of the corn or pesticide industries. 
 
As a final note, I fully support the mission of the EPA. However, it is my scientific opinion that the 
EPA is not properly protecting America's food, water, air, wildlife, environment, ecosystems or 
people from the threat of harmful pesticides and is thus not on track to fulfill its mission. To allow 
the continued use and production of Atrazine, the EPA sets a dangerous precedent by condoning 
environmental destruction and implying that it is environmentally sound and ethical to dump poison 
on American soil -- and on Americans.  
 
Sincerely, 
Kerry Kriger, Ph.D. 

 
SAVE THE FROGS! - Founder, Executive Director, Ecologist 
5-September-2013 
www.savethefrogs.com/kerry-kriger 
www.savethefrogs.com/atrazine 
 
Save The Frogs is the world's leading amphibian conservation organization. We work in California, 
across the USA, and around the world to prevent the extinction of amphibians, and to create a better 
planet for humans and wildlife. 
 
The International Day of Pesticide Action is October 12th, 2013: http://savethefrogs.com/action 
The 6th Annual Save The Frogs Day is April 26th, 2014: http://savethefrogs.com/day 
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ATTACHMENT 1: 
Atrazine Studies from the University of South Florida. The following paragraphs were included in 
SAVE THE FROGS! May 6, 2011 petition submission and include no less than nine unreasonable 
adverse effects on the environment caused by Atrazine, with references to 18 peer-reviewed 
scientific publications published after 2006. 
 
The Rohr Lab has conducted several studies examining the effects of ecologically relevant 
concentrations of the herbicide atrazine on amphibians (Rohr et al. 2003, 2004, Rohr and Crumrine 
2005, Rohr and Palmer 2005, Rohr et al. 2006, Rohr et al. 2008a, Rohr et al. 2008b). These 
amphibian studies show that atrazine can elevate locomotor activity (Rohr et al. 2003, 2004, Rohr 
and Crumrine 2005, Rohr and Palmer 2005), reduce antipredator behaviors (Rohr and Crumrine 
2005), diminish growth rates (Rohr et al. 2004, Rohr and Crumrine 2005, Rohr et al. in review), 
alter development (Rohr et al. 2004, Rohr and Crumrine 2005, Rohr et al. in review), reduce 
survival (Rohr et al. 2004, Rohr et al. 2006, Rohr et al. 2008b, Rohr et al. in review), decrease 
cellular immunity (Rohr et al. 2008b), increase trematode infections (Rohr et al. 2008a, Rohr et al. 
2008b), enhance desiccation risk (Rohr and Palmer 2005), and alter competitive interactions (Rohr 
and Crumrine 2005). Atrazine exposure, however, did not affect olfactory abilities of toads (Rohr et 
al. 2009) and occasionally did not increase mortality (Rohr et al. 2003, Rohr et al. 2008a, Rohr et al. 
2009). 
 
Some of the effects of atrazine on amphibians persisted well after exposure to the chemical ceased 
and thus could be permanent. For instance, elevated activity and reduced water conserving 
behaviors persisted for 238 days post-atrazine exposure and there was no evidence of recovery for 
these responses (Rohr and Palmer 2005). Atrazine also increased mortality risk for salamanders 
after atrazine exposure ceased (Rohr et al. 2006). 
 
Enhanced mortality risk post-atrazine exposure might be due to the effects of atrazine on 
susceptibility and exposure to infections. Rohr and colleagues showed that atrazine can elevate 
periphyton (snail food) and snails, the latter of which is a taxon that can transmit trematode 
infections to amphibians (Rohr et al. 2008b). Furthermore, atrazine reduced the abundance of 
immune cells known to be important for controlling trematode infections (Rohr et al. 2008b). 
Consequently, in both field surveys and manipulative experiments, atrazine was associated with 
elevated amphibian trematode infections, which are known to cause debility and mortality (Rohr et 
al. 2008a, Rohr et al. 2008b). 
 
A meta-analysis of the effects of atrazine on freshwater fish and amphibians revealed consistent 
effects of this chemical across studies (Rohr and McCoy 2010). Atrazine reduced size at or near 
metamorphosis in 15 of 17 studies and 14 of 14 species, elevated amphibian and fish activity in 12 
of 13 studies, and reduced antipredator behaviors in 6 of 7 studies. Atrazine was associated with a 
reduction in 33 of 43 immune function end points and with an increase in 13 of 16 infection end 
points. Atrazine altered at least one aspect of gonadal morphology in 7 of 10 studies and 
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consistently affected gonadal function, altering spermatogenesis in 2 of 2 studies and sex hormone 
concentrations in 6 of 7 studies (Rohr and McCoy 2010). 
 
Members of the Rohr Lab have also documented errors and bias associated with reviews on the 
biological effects of atrazine that might affect policy and public perception about the chemical 
(Rohr and McCoy in press). Rohr and McCoy (in press) examined whether a review on the effects 
of atrazine on freshwater fish and amphibians, funded by the company that produces atrazine, 
represented the primary literature accurately. They report that this industry-funded review 
misrepresented more than 50 studies and included 122 inaccurate and 22 misleading statements. Of 
these inaccurate and misleading statements, 96.5 percent seem to benefit the makers of atrazine in 
that they support the safety of the chemical. Further, this review cast criticisms at 94% of the studies 
where atrazine had adverse effects, but only weakly criticized the 2.8% of studies where there were 
no effects of atrazine (Rohr and McCoy in press).  
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ATTACHMENT 2: 
Atrazine information originally submitted to the US EPA in 2010 by Tyrone Hayes, Ph.D., and 39 
other scientists representing 10 countries.  
 
ATRAZINE DISRUPTS REPRODUCTIVE DEVELOPMENT AND FUNCTION ACROSS 
VERTEBRATE CLASSES 
We (40 scientists representing 10 countries, and six continents) have evaluated the existing studies 
examining atrazine as an endocrine disruptor along with emerging data on this topic. We evaluated 
over 100 studies that have shown adverse effects of atrazine on primary and secondary sex 
differentiation, reproductive development, morphology and behavior and sex hormone dependent 
cancers. Atrazine consistently demasculinizes and feminizes the gonads of exposed males across all 
vertebrate classes examined. Multiple laboratories have demonstrated that atrazine exposure results 
in testicular lesions including loss of interstitial cells [1], loss of supporting (Nurse or Sertoli) cells 
[2], dilation of testicular tubules with increased tubular cellular debris [3-6], and severe loss of germ 
cells [4-6]. These effects have been demonstrated in peer-reviewed studies in fish [1], amphibians 
[3], reptiles [6] and mammals [4-5]. Other studies have demonstrated associated demasculinization 
effects in males including a decrease in laryngeal size and breeding gland size in amphibians [3], 
decreased penis size in reptiles (Victor costa, unpublished), and disorders in accessory sex organs in 
mammals [4]. Also, atrazine partially feminizes the gonads of exposed males in fish [7], amphibians 
[3, 8-10] and reptiles [11], resulting in the development of testicular oocytes. Other studies show 
that atrazine induces femaletypical coloration [12], feminized larynges [3], and hypertrophied 
oviducts in amphibians (Hayes, unpublished). Atrazine also completely feminizes fish [13], 
amphibians [14-15], and reptiles [11, 16] resulting in shifts in sex ratios and confirmed sex reversal 
in amphibians (development of functional ovaries in genetic males) [3]. Further studies suggest that, 
among other documented mechanisms, atrazine exposure causes a decline in androgen levels in fish 
[17], amphibians [3, 8, 12], reptiles and mammals [5, 18-20], consistent with the observed 
demasculinization effects. In addition, the induction of aromatase and/or subsequent inappropriate 
estrogen production has been demonstrated now in fish [1, 13, 17], amphibians [3], reptiles [21], 
and mammals [13, 22-28]. This mechanism is consistent with studies showing feminization of 
exposed animals across vertebrate classes. Furthermore, functional consequences of endocrine 
disruption by atrazine have been demonstrated across vertebrate classes as well: Male reproductive 
behaviors are severely impaired in fish [17], amphibians [3], and mammals [29-30] exposed to 
atrazine (reptiles have not been examined in this regard). Sperm production and fertility are severely 
impaired in exposed fish [17], amphibians [3], and mammals (laboratory rodents [29, 31-33]) as 
well. Finally, impaired fertility and hormone dependent diseases in rodents (prostate [34-35] and 
mammary cancer [22, 36-41]) and epidemiological studies linking impaired fertility [42], breast 
[21] and prostate cancer [43] in humans to atrazine exposure are consistent with these experimental 
observations. These reproductive effects are among many others including impaired mammary 
development, delayed puberty, induced abortion, and birth defects along with non-reproductive 
effects such as impaired immune function across vertebrates that are not discussed here. 
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