
January 13, 2006

Mr. Slaughter,

In response to your most recent letter:

With regards to your first set of questions, though I cannot speak to the personal
objectivity and potential biases of individuals who make up the SAPs, and though I have
indeed questioned the processes in general, I have NEVER questioned the qualifications
or expertise of the panel (as a whole) that reviewed the atrazine/amphibian data in 2003,
nor have I ever questioned the need for peer review. For you to continue to suggest that I
have done so is a misrepresentation of my position on this matter. In fact, I have a great
deal of respect for several of the panel members including Darcy Kelley, and Robert
Denver, among others. 

That being said, I do believe that:
1) Industry has had a strong influence in the review of atrazine, that
2) The important question (“Is atrazine an endocrine disruptor in vertebrates?”) has not
been asked by the EPA, and that
3) The Syngenta-funded work that was submitted was not useful and served to generate
confusion and “muddy the waters”.

With regards to the current work being conducted by Dr. Werner and its objectivity, I
cannot comment on data that I have not seen. Similarly, not having seen the protocol, I
cannot tell you if the work will detect any effects of atrazine or be objective. I will tell
you, however, that I remain skeptical about any work supported or overseen by Syngenta.
In addition to the problems with the Syngenta-funded work that has already been
published (as I discussed in my Bioscience paper), my skepticism is based on my
personal experience working with Syngenta and Ecorisk (for four years). I am not the
only scientist who has worked with them who feels this way (but I won’t cite examples
here). 

With regards to Dr. Tooi’s work, you have misrepresented his findings somewhat.
Initially, Dr. Tooi reported effects of atrazine on gonadal differentiation, aromatase
expression, and hormone levels in African clawed frogs (Xenopus laevis). My
understanding is that the laboratory subsequently felt uncertain about their ability to
identify abnormal gonads using histological techniques. They did not show that there
were “no effects of atrazine”, but determined that they did not have the expertise to
identify the gonadal abnormalities properly. Thus, their data regarding the gonads (at this
stage) do not add anything to our understanding. Their previous work did show an
induction of vitellogenin (which is estrogen-dependent) in atrazine-exposed males,
however, and indeed that work was cited in my original response.

With regards to negative data, I am not aware of any studies that have shown that
atrazine has “no effect”. However, I have no doubt that atrazine may not affect certain
cell types and certain tissues, and may be ineffective in certain populations or species, or



under certain conditions. In fact, we have a paper coming out soon that examines a
population of frogs that does not show effects on the gonads and another paper submitted
that examines why some cell lines do not respond to atrazine. Even if we could find a
dozen of these situations, they do not negate over 40 studies showing consistent effects of
atrazine. So, I am not sure what your point is. 

Again, the focus should be on the preponderance of the evidence, not on single studies
that appear to favor the industry’s position. As an analogy, smoking causes lung cancer.
However, not all people who smoke get lung cancer and not everyone who gets lung
cancer smokes. That does not change the fact that smoking causes lung cancer. Similarly,
the compound thalidomide caused limb deformities in babies born to women who took
this drug during pregnancy. BUT, again, there are certainly cases of limb deformities in
babies whose mothers did not take this drug and there are women who took this drug
whose babies did not develop limb deformities. Does that change the fact that
thalidomide causes limb deformities? No. This seems to be what you are
suggesting/looking for, however. 

Finally, I see no problem with establishing standardized protocols or methodologies for
regulatory purposes. However, it is my belief that “regulatory effectiveness” should
describe a system that prioritizes the health of the environment and community and one
that keeps pace with emerging science and takes into account the preponderance of the
evidence and ALL available pertinent science. No single study (regardless of how it is
conducted) can negate over 40 studies conducted by more than 20 independent
laboratories in five countries, in multiple species in every vertebrate class examined. 

Regarding establishing causation between environmental factors and disease, Sir Austin
Bradford Hill wrote that “the different results of a different inquiry certainly cannot be
held to refute the original evidence” and “I would myself put a good deal of weight upon
similar results reached in quite different ways” (Hill, 1965). I agree.
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