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EXECUTIVE SUMM ARY

esticides are designed to be poisonous. Y et pesticides are found alm ost

everyw here-in houssholds and schools, n drinking water, even 1 baby food
Pesticide metabolites are alo found consisently 1 chilhen’s urhe, when such
testing is perfom ed.

M ounting evidence show s that childien have daily exposure to pestcides. The

Scientific Advisory Panel o EPA ‘s O ffice of Pesticide Program s recently weviewed a

sudy concluding that every day, nine out of ten American children age six months
through 5 years Ingest organophosphate hsecticides in ther food. O ganophosphates
kill pests by poisoning the brain and nervous system . Y et the study further estim ated
that more than a m illion childen each day eat an am ount of these chem icals that
‘exceeds the safe adult daily dose sstby EPA.

Children are not simply litte adults. A child’s potential susceptbility © the
toxic effects of pesticides, ncluding effects on the developing brain, nervous,
mmmune and rEproductive system s, is often greater than an adulr’s. This
vulherability m ay not extend to all pesticides. But goecific data are offten lacking o
distinguish mdividual pesticides that are particularly toxic to childen.

FOOD QUALITY PROTECTION ACT & THE PROTECTION OF CHILDREN

The Food Quality Protection Act FQPA) of 1996 ain s to assure for all pesticides
used on food that EPA ‘s tokrances-the pesticide kevels legally allwed to reman
I oron @mw or processed foods-w ould protect nfants and children, teking o
account their potentially greater susceptibility, as well as their unique pattems of
exposure. I particular, the FQPA directs EPA o use an additonal, enfold (10X)
safety factor n is tolerance rik assesam ents, unless there are “reliable data” on
children’s toxicity and exposure that support the use of some other safety factor.
This m eans that under the FQPA , the am ount of pesticide residue legally allowed t©
rEman i or on foods will be set ten tines ower then it would have been previously,
untl relieblke da@ is generated describing both children’s exposure to that pesticide
and is toxicity o infants and children.

This m=port rview s the Imfom ation on children’s exposure © pesticides
typically avaibbk to EPA 1 detem ining whether there are wlisble data o jusdfy
alteration of the children’s tenfold safety factor. This includes data on dietary
exposures through contam nated food and drnking water, exposure through
contam nated afr, <o0il, and surface water, and exposure through other non-dietary
sources. W e also scritinize EPA ’s testing requirem ents, and the m ostup-to—date
testing guidelnes used to guide the generation of toxicity data on which the Agency
bases is lerance-setting decisions for nfants and children under the new law .

Do these tests and data typically provide EPA w ith sufficiently “relizbl data” ©
depart fiom use of the child-pmwtective FQPA safety factor? W e find, In m ost cases,
they do not.

DATA oN CHILDREN'S EXPOSURES TO PESTICIDES

For som e pesticides, such as the organcophosphate nsecticides, existing data on
childien’s exposure through contam hated food alone should cause concem.

S

Children are not
simply little adults. A
child’s potential
susceptbility o the
toxic effects of
pesticides, ncluding
effects on the
developing brain,
nervous, Inmune and
reproductive system s,
is often greater than
an adult’s.
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Evidence suggests that these nervous system poisons are present in food at levels
that can drive m any children eating a nom al diet to exceed EPA ‘s safe daily dose
(et foradults) — even without using additional safety factors.

For other pesticides, how ever, EPA ’s O ffice of Pesticide Programs (O PP)
usually lacks the comprehensive and wlibk dam on childen’s expogure needed ©
alter the tenfold FQPA safety factor. For examplke:

e W atermay wellbe the singke iem m ost consum ed by chidren. EPA adm is
that it does not have sufficient m onioring data on pesticide contam mation
of drinking water t nclude I is tolerance-setting decisions. For pesticides
lke omganophosphates, where known exposures through contam hated food are
already wordsome, a child’s additional exposure through pesticide-laced tap
water w ill only drive the level of concem higher, m aking the need for saingent
tolerances even greater. Y et contam Tnation of drinking w ater is comm on, often

wih multple pestcides.

e For mdividual pesticides, EPA typically lacks much (if any) data on
children’s non-dietary exposures. Pesticides used on foods may have other
non-food uses, on gardens or in hom es, for exam plke. Pestcides used for
agricultural or other purposes may aleo contam hate the sunounding
environm ent, ncluding the atr, so0il and water. Under the FQPA , childien’s
exposure via these other sources must be taken o account I setting a
tokrance. Studies confim  that children are exposaed t© multpk pesticides 1 the
housshold carpets, on countertops, even 1 thelr toys. Pestdcides are used
frequently n schools, often w ithout notifying parents or teachers. Pesticide
contam nants have also been found fiequently n soil, miw ater, fog and atrall
of which a chid can inhale or Ingest.

DATA ON PESTICIDE TOXICITY TO CHILDREN

The toxicty testing that EPA requires of pesticide m anufacturers, which is laigely
performed In bomtory aninals and then used In setting tolerances, is often
Tadequate © protect children as well. Our analysis of EPA guidelines used by

m anufacturers to complete these tests eveals daa gaps falling nto three categordes.

o Failure to expose anin als during all critical periods of developm ent
corresponding to ages when children are known to have the greatest
potential susoeptibility to the toxic effects of chem icals. M ost toxicity testing
for food-use pesticides uses only adult animals. Of the wo tegs requird for
food-use pesticides which actually do expose developing anin als, one fails
aontinue dosing the anin al after birth, when many organ sysem s are sdll
developing. How can pesticide tolerances based upon these tests be said to cany
a reasonabke certainty of no harm t© nfants and childen?

e Failure to assess all endpoints, or toxic effects, of critical concem to the
fetus, mfant or child. None of the tests EPA typically requires of food-use
pesticides will assess thelr toxicity to the developihg brai = hcluding effects
on kaming and m em ory, toxicity to the Inm une system , or their potential

vi
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for disrupting the endocrine horm onal) system .In fact, specific testing for
toxicity o the mmune sysem has been mquested for only two chem ical
pesticides; developm ental neurotoxicity testing has only been completed for six
pesticides. How can pesticide toletances be said t© have a masonsble cerainty
of no ham to Infants and children w ithout these tests? Children depend on
healthy brains, nervous and inmune system s to becom e leaming, productive,
healthy aduls.

I compliance wih the FQPA , EPA is sl developing guidelines for testing
a chem ical’s potential for dismpting nom al fimction of the endocrine
hom onal) system . Nom al development of the fetus, Infant and chid depends
upon the tinely ®rkase of bw Jvels of various hom ones fiom endocrne
omans and their action on different omgans. Untl guidelines and testing are
mpkmented, a pesticide’s untested potential for endocrine dismiption should be
reflected 1 the tolerance for that chem ical.

e Failire to monior test anin als for a lifetim e to allow all adverse or toxic
effects which m Ight occur to becom e evident. The only two toxicity tests
requirrd for food-use pestdcides which enplby developing aninals, tegs for
developm ental and Eproductive toxicity, fail © ollow the dosed aninals o therr
natural death . These tegts therefore cannot reflect what w il happen t© exposed
children as they m ature, accumulate exposure to other toxic chem icals, and as
thetr organs lose their flll capacty o fincton.

RECOMMENDATIONS FOR PROTECTING CHILDREN UNDER THE FQPA

Dexite the data gaps described above, many I the agribusiness and pesticide
ndustries have recently suggested that EPA back away from moutine use of the
additional FQ PA safety factor to protect nfants and children. For its patt, the O fice
of Pesticide Program s recently issued a draft policy on use of this child-protective
tenfold factor that falls short of artdculating a stong and presum ptive use.

T addition, some ndustry members have suggested that EPA should wait
make decisions untl more complkte dam are collected. Ik is inporant to em phasize
that despite certan data gaps for childien’s exposure and toxicity, the Agency
generally has more than enough data for many pestcides (such as organophosphates
and catbam ates) t© necessitate mmediate serous reductions 1n, or revocations of
thelr tolerances. M ore data on childien’s toxicity and exposure to these pesticides
could only add to the rasons for rducihg or revoking these tolkerances. Thus, there
is absolutely no mason for EPA o wait to make these decisions. The agency should
use the best data availble, and where there are data gaps for fetuses’, nfants’, or
childien’s toxicity or exposure, EPA should rtain the presumptive Enfold safety
factor.

Even w ithout generating new data on infants and children, OPP has ampk data
on pesticide toxicity and exposures, generally, to justfy concem about their long~
tem effects on nfants and children. T 1993, a National A cadem y of Sciences panel
presented a compelling summ ary of this data 1 its report, Pegticides m the Dt of
Infants and Chidren. Buiding on the NAS panel’s recomm endations, Congress
made stong presm ptive use of an additional tenfold safety factor cential o the
FQPA.

Ea.
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N evertheless, the most woently avaikble Wformation fiom EPA Indicates that it
has =aned the tenfold children’s safety factor 1 Jess than 10 percent of the il
tolerances issued under the FQPA . W e believe our children deserve better. NRDC
therefore makes the follow ing recomm endations:

1. Strong Presum ptive use of the 10X Safety Factor. In is tolerance decisions,
EPA must make stong, presum ptive use of the additional Eenfold childen’s
safety factor, as is required by law I the Food Quality Protection A ct, pursuant
to the National A cademy of Sciences report n 1993.

2. Convene a Panel of Children’s Experts. The FQPA allow s departure fiom use
of this chid-protective 10X safety factoronly if there are wliablk, chemical-
Soecific data to use som e other factor. EPA should Inm editely convene a blue
ribbon panel, comprised of dependent peditricians, peditric neurwlbgists,
pedisiric mmunolgists, peditric endocrnologists, and developm ental or other
biologists w ith expertise 1 effects of tn wtero or early childhood exposue to
toxic chem icals. This panel should be augmented wih EPA developm ental
toxicologists and pediatric exposure asseswors. It should be charged w ih
©view g the sate of the science on what compkte and rlisble set of toxiciy
and exposure data would be sufficient t© wanant departire fiom uge of the
tenfold FQPA children’s safety factor. EPA should:

o Convene these experts under the Children’s Health Protection A dvisory
Comm itee, whose charter is to assist EPA 11 the developm ent of
regulations, guidance and polices to address children’s health. This group,
amently formed and fimctoning, aleady cludes many of the peditric
experts needed t© answer the charge above.

o M ake the panel’'s delberations transparent and public, and is menbers fire
of conflicts of terest.

3. Fhalize Revised Data Requirem ents and Testing G uidelines. EPA should
mmeditely finalize is revised pesticide daa mquirem ents and is m ost up~to—
date toxicty testing guidelines. Though inperfect, and typically drafted prior ©
passage of the FQPA , these mevisions are more sringent and better reflective of
the sate of the science than are existing requirem ents and guidelnes.

4, Review Guidelines. On rmweeiving the determ ination of the blue riobon panel,
the EPA should agah wview is toxicty testng guidelnes to ensure that they
welisbly assess-indwvidually and collectively-the filll ange of toxic effects
most wlevant © the health of fetuses, nfants, and other children, including
effects on the developing bran and nerwvous, mmune, endocrine and
rproductive systEm s, and wvie the guidelnes accordingly. Special attention
should be paid to the num ber and adequacy of existing criteria, or triggers, by
which EPA scientists determ ne when o 1equest testing of a pesticide’s effect on
the developing brain and nervous sysEm , and other critical ogans.

5. Review Exposure Databases. On rmeewvig the blue ricbon panel’s
detem tnation, EPA should also weview existing EPA, FDA , and USDA exposure

data in tem s of their relibility in describing the exposure of fetuses, nfants and
other children t© potentially toxic pesticides.
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6. Use of the 10X Safety Factor Pending R eliable D ata. EPA must not depart
fiom use of the additonal, child-protective 10X factor in setting tolerances untdl
the. Agency has collected a body of toxicity and exposure data for that pesticide
that m eets the sandard of weliabilty determ ned by the blue robon panel.

Awareness of the Jack of chid-specific data for ndividual pesticides dates back
to before the National A cademy of Sciences first convened is expert panel 11 1988.
Tn the ensuing decade, OPP’s pesticide data requirem ents and testing guidelines have
1em alned largely unchanged; gaps 1 the data provided by pesticide m anufacturers
have also r=m ained largely the sam e. The biggest change has com e w ith the
Tncreasing recogniton that large numbers of children are exposed to these pesticides
each day.

G wen this history, suggestions by agrbushess, the pesticide industry and others
that EPA should w ait for additional data before in plem enting the FQPA’s child—
protective uncertainty factor are self-serving. Strong and inm edite presum ptive
use of this enfold safety factor is necessary not only to protect nfants and children,
but also ensures that ten years fiom now we are not sl waiting for data to show ,

w ith reasonable certainty, that pesticides pose no ham to our childien. T other
words, song presum ptive use of the FQPA safety factor is needed to finally
generate the data o overcom e the uncerainty that made the FQPA necessary 1 the
first place.

Any delby I mplmenting the new child-protective provisions of the FQ PA
should be view ed, at best, as bare-knuckle politics. A tworst, tamounts to a
massive experin ent on large num bers of fetuses, Infants and childien, an experinent
where we know ingly expose them on a daily basis to pesticides—chem icals desioned
to be poisonous 1 enall am ounts.
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CHAPTER 1

INTRODUCTION AND FINDINGS

esticides are found nearly everyw here. They are used to kill a varety of pests,

Tcliding insects and weeds, m ie and mts, fimgi and m icrobes, cockmaches and
tem ies. A grculial pestcides are used on food and non-food cxops, on com and
soybeans, cotton and trees. Sometines the sam e pesticides are sorayed inside
houssholds, schools and bushesses, or used on pets, wns and gardens.

About 875 different pesticide “active gredients” are regisered wih the U S.
Envionm ental Protection Agency EPA ), and these are mixed with other chem icals
o produce amund 21,000 pesticide products.” Among wEgiserd actve hgredients,
nearly 60 percent 489 pesticides) are allbow ed to be used on food or feed crops*

Pesticides are found in nearly three-quarters of the fruits and vegetables m ost
commonly eaten by children? Pesticides and ther m etabolites contam nate baby
food,” and drinking water® They have been found to persist on countertops and on
toys,s 1 houstholds and schools;’ even in children’s urine.®

Pesticides are big bushess. Each year, m ore than 4 5 billion pounds of
pesticides are used 1n the Unied States. T 1995, this included around 12 billion
pounds of conventionalpesticides— ie. chem icals used n homes, on faim s and
gardens and for ndustrial gpplications-and other pesticide chem icals (sulfur,
petwleun  etc.). Chlbrine and hypochlorites m ake up the buk of the ram aning
pesticides used. M ore than $11 3 billion was spent on pesticides 1n 1995, w ih 70
percent of this spent on agriculural uses.’

Pesticides concem the public because they are specifically designed to kill—
often being engheered to dismipt the nerwous, rEproductive and other organ system s
n neects, wdents and other crop pegts. Sice hum ans share w ith these pests many
of the sam e bivlogical buiding blocks, pesticides can also poison the pecpke who are
exposed o them . EPA has acknow ledged, “A 1l pesticides are toxic to some degree.
This means they can pose some rik to you, to your childen and pets...."”

A child's susceptibility to pesticides, and thelr potentially toxic effects on the
developing brain, nervous, mmune and wEproductive sysem s, is often greater than
an adul’s. Childen’s vulneability can sem fiom an nherent sensitivity, due to
ther 1mpidly developing organs and inm ature protective sysem s, as well as friom
greater pestcide exposures. Pound for pound, children breathe, eat and drink mowre
than adults; they put more into their m ouths, and their activides are closer © the
gmound, where pesticide residues In air, in ditt and on floors are offen greatest”

W hen i comes to pesticides, children are not Just little adults. '

Children are not necessarily m ore vulnersble than adults t© all pesticides, M uch

needed and offen lacking, how ever, are gpecific data to fully describe children’s

Pesticides are
found 1 nearly three—
quarters ofthe fruits
and vegetables most
commonly eaten by
children. Pesticides
and their m e@bolites
are also often found
in baby food, n
drinking water, in
households and
schools
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exposures to ndividual pestdcides, and to disdnguish those pesticides particularly
toxic to children fiom those which are less toxic.

N ot all pesticides lack such data. O rganophosphoms insecticides, orOPs, are a
class of w idely usad pesticides known t© be poisonous t© the bran and nerous
sysEm . The Scientdfic A dvisory Panel GAP) to EPA 's O ffice of Pesticide Program s
opp) recently review ed a study prepared by the Environm ental Working 6 oup
EW G) finding that each day, 1.1 m illion children between six m onths and 6 years
of age Ingest OPs at kevels which exceed EPA ’s safe daily dose, or “chronic
weference dose.”” EPA meference doses are based laigely on tests perfomed on
adult aninals.

The excessive kvels found 1 this study did not even nclude the potential
oganophosohate exposures children face fiom contem hated drinking water and
from non-dietary sources of expogure. The gudy’s findings, basad on the most
1ecent food consum ption data and pesticide esidue daa from FDA and USDA,
suggest that shong and Inm ediate acton is nesded o adequately protect infants and
children fiom this group of pestcides. Not to act on this Inform ation is i=elf a
decision o continue exposing potentially huge numbers of childien © chem ials
known o be toxic to children’s brans.

G wven the ubiquity of pesticides, thelr inherent toxictty, children’s potential
vuherability, and gaps In the scientific data w ith regpect to childien, why not just
Iin it children’s exposure t© pesticides-at last untdl rliabk toxiclty and exposure
daa can assure that these expogures pose no ham ? Common snse would seem ©
demand i. But hisorically, health concems have not always been param ount in the
regulation of pesticides See opposite page for a Brief H isory of Pegdcide Law s and
Regulations).

PROVISIONS FOR PROTECTING CHILDREN UNDER THE FQPA

T 1993, the Natonal Academy of SciencesN ational Research Council (NAS)
relkased a lndm ark eport finding that existing pesticide regulations did not
adequately protect children from pesticide exposure In foods” The report,
Pesticides In the D dets of Infants and Children, highlighted research show ing that
children are more than just “litle aduls” 1 their susosptioility t© pesticides? The
sudy also reoognized num erus shortcom igs In the ability of EPA ‘s tesdng
protocols © fully address children’s exposure © a pestdcide and is toxicty t© hfants
and children?.

The NAS 1Eport gave in petus o passage and signing of the Food Quality
Protection Act FQPA ) of1996." T contrast © earlier pesticide law s, the FQPA et
a clear healthJased sendard for pesticide safety, one based on “a mweasonable
certanty that no ham w1l result from aggregate exposure o the pesticide chem ical
residue, hcliding all anticipated dfetary exposures and all other exposures for which
there is wliEble mfom ation.™

Passed uneninously by Congress, the new satute makes protection of infants
and children the top priorty I setting pesticide residue lim is on food. The FQPA
diects the EPA t© assute that the tolerance-or am ount of pesticide allowed t©
rEmain on or In @w or processad foods-for any partcular pesticide used on food
crops, filly accounts for a child’s potential susosptioility, egpecially when childen’s
toxicity and exposure data for that pestcide are lacking. W hen sioning the FQPA
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A BR EF HISTORY OF PESTICIDE LAWS AND REGULATIONS

H stortally, pestcile rgubton has baknced the riks of pesttile use against any
econom & benefis. The Fedeml hsecttide, Fungtide and Rodenttide Act(FIFRA),
the fist attempt o egubte pestcde usage 1 1947 (thas subsequently been am ended
several tin es), dil so on the bass that a pesticile woull not cause “unreasonabk
adverse effects"—defined as any unrasonabk rik to man or the envionm ent wkng
nto account the econom 1, sockland envionm ental costs and benefis of is use ”
Under FFRA, som e adverse effects fiom exposure o a pesticide coull be jidged
reasonabk when weghed aganst the econom & benefis fiom is use.

W hie FFRA rmgubted pestcie use, the FedemlFood, Dmg and Cosm et Act
FFDCA) esablshed a standar for setthg tokmances, or the am ount of pesticide
resitlue kgaly pem ited © exBt h Hods. Pror to the FQPA, tokmnces were based
prn arly on the m anufacturers detem naton as o the highest kvel of pestrile
nom ally ound on od Hlowihg sandard agrruluml practce, mther than on hum an
healh consdemtons?

As ibecame momr evient that pesttile wsiues coull produce ham fil heath
eflects h hum ans, Congress passed the Dehney C huse under the FFDCA 1 1958.
The Delney Chuse stpubted thatno pestcile coull be present 1 ood I twer
known to cause cancer h Bbomtry aninak, and to concentate n processed ods.

W hie ths proviebn had the benefrcil effect of em bodynhg a preventon-based
appmwach o rgubthg toxt chem tak (e. fa chem tal causes cancer, i shoull not be
added ntentonaly © the Pod suppl), is applraton presented seveml thomy Bsues.
Fist, i meant that cancercausig pesticides abne woull be banned fiom prmocessed
Pods on the bask of their abilty to concentate. Restrctons on NOR=carcinogenic
pesttdes werr much weaker. M any hazarous pesttides therr wer albwed ©
remah h pwcessed Pods despie weltkknown, non-cancer effects on the newous,
mmune, rpwductive and endocrhe systems.

A second pobkm was that whie the Debney C huse banned cerai cancer—
causihg pestcies 11 ©od crops desthed for pocessihg, EPA conthued © gmant
tokmnces Or ceran cancer—causing pestciles on some mw Hods. Two contadttory
sets of standards rsuled: one set or pwcessed Pods wstricthg the use of ceran
carchogent pestciles, but albw g use of pestties wih other toxt effects; and
another set or mw Pods albw hg wsiues of any appmwved pestcie, offen wihout
m eanihgfil consdemton of is toxtiy or carhogeniiy. As a genemlm ater, nether
set of standards, however, took hto account the in pact of pesticide exposure on hfants
and chileen, who ar known to have a unijue potental vuhembilty o ther toxt effects.

These wer the sttutes and polces that set the stage for the Natbnal Academy of
Sciences bndm ark 1993 study, Pesttides 1 the Dits ofInfants and Chidren, and or
subsequent passage of the Food Qualty Protectbn Act of 1996.

hto lw , President C linton sated: T ke o think of itas the peace of m Ind”’ act,
because 1l give parents the peace of m ind that comes fiom know ng that the fruits,
vegetabks, the grains that they put down I fiont of their childen are safe. I's ong
overdue. The old safequards that protected our food from pesticides w ere w ritten
w ith the best of Ttentions, but they weten’t up to the job.”'

Several FQPA provisions are ained at better protecting nfants and children.
Four 1n particular stipulate that EPA must:

o Consider childen’s special susceptbility and offen unique exposure pattems t©
pesticides (FFDCA Sect. 408 b)@)C)HA H));
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o Consider both dietary and non—dietary sources of exposure when setting
tolerances (FFDCA Sect. 408 (b)(2)(D)(vi));

« Establish that pesticide tolerances carry a reasonable certainty of no harm to
infants and chidren FFDCA Sect. 408 (b)(2)(CXii)(I1)); and

e Adoptan additional safety factor of enfold (1 0X) t© account for lncom pkete
toxicity or exposure data rhtve to hfants and childen, unkss there is welizbke
data that a different factor should be used FFDCA Sect. 408 b)) (C)).

RELIABLED 2 T2 UNDER THEFQPA

The regulation of pesticides in food is only as accurate as the testing on which it is
based. Uncerainty factors are traditonally used I risk assesam ents, including those
done to determine tolerances for pesticides used on food crops, to account for
uncertainty in the underlying science. They acoount, for exam pk, for the

uncertainty faced by egulators as the try © set tolerances that are safe for peoplke
based upon toxicity testing using anin als. These uncertainty factors also account for
the fact that peoplke arr much more diverse than the population of healthy,

genetically sin ilar mats of a certain age n which toxicity testng is usually

perform ed.

‘A National Academy of Sciences panel In 1993 suggested that an additional
child-specific uncertainty factor should be used wutinely n setting pesticide
tolerances whenever toxicty dam was compkte, t© explicitly account for prenaal
and postnatal periods of potential vulnerability i childien *’ The Food Qualiy
Protection Act of 1996 inproved upon this moomm endation by making this third
unceranty factor Enfold in size, and by making is use m andatory unless there is
“relizblke data” on childen’s toxicity and exposure that supports the use of a different
safety factor? This means that under the. FQPA , the am ount of pesticide alowed to
rEman i oron w or processed foods will be et ten tines ower than it would have
been previous o the Jaw , at Jeast untdl there is reliable data descrbing both
children’s exposure to that pesticide and its toxicity t© infants and children.

This eport wview s the nfom ation on children’s exposure to pesticides
typically avaibbk to EPA 1 detem ming whether elisbk da@ exist to jusdfy
alteration of the childien’s tenfold safety factor. W e also scrutinize EPA ‘s testing
requiEm ents and is most up~to~date testing guidelines, both usad to guide the
generation of toxicity data on which the Agency w ill typically base is tolerance
setting decisions for mfants and children under the new Jaw .

Do these tests and data typically provide EPA w ith sufficiently “relisble da@a” to
depart fiom use of this child-protective FQ PA safety factor? W e find, in m ost cases,
they do not. nstead, this report highlights cerai kinds of exposure and toxiciy
data 50 basic to children’s health that no masonable person would exclude them from
a definition of reliable data under the FQ PA . Yetmany of these basic data are not
oollected under EPA ‘s existng testing requirm ents and toxicty testng guidelines,
and typically will not be available for setting tolerances. They are summarized
below , and descrbed In kter chapters n greater detadil.
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CHILDREN'S EXPOSURE TO PESTICIDES

A chid’s unique diet and behavior w il result in greater potential exposure o
pesticdes. For examplke, children eat foods more commonly contem nated w ith
pesticides.?® Children drink m ore w ater than adults, on average (on a weight—
adjusted basis), and hfnt fomuk is constiuted w ih drinking water. 2 Yet
pesticide contam nation of drinking water is common*’ Pesticide residues also have
been found 1 breast m ik?

Children spend more tine at home than adults, often craw Ing or playig at
ground kvel where pesticide residues 1 housshold atr, dust, carpets, and even on
toys*’ may be higher. In schools, children are often exposed to pestcides applied
w ithout their know ledge, and w ithout notice t© parents, teachers or healtth
professionals ® Fally, children’s hand-o-m cuth behavior can kad o the
Tgestion of contam nated dust ndoors, and contam hated dirt cutside where
pesticides are often applied © lwns, gardens, and plygrounds.

For som e pegticides, exiging data on children’s dietary exposures alone are
aufficient to wise a 1=d flag of concem. The recent sudy =view ed by the O PP
Scientific A dvisory Panel analyzed diary data alone and sHll found plenty of cause
for concem about children’s daily exposure t© omanophosphate pesticides. Any new
data on additonal, non-dietary exposures can only worsen fears about a child’s
overall expoanre t© omganophosphates, and strengthen the need to act o educe these
EXPOSUIES.

But omancphosphates 1epresent only 39 of the 489 pesticide “active gredients”
used on food crops, and often used 1 hom es and schools and on pets, lawns and
gardens as well? For the rest of the active Ingredients, existing studies often &l
short of providing the com pkte, up~to—date exposure data on infants and children
which EPA kgally needs to set pesticide tolerances that protect children w ithout the
use of an additional tenfold safety factor. For example:

e EPA often lacks com prehensive, up-to-date data on children’s exposure o
pesticides through contam hated food and drinking w ater that are sufficient
to jusdfy alering the tenfold children’s safety factor. EPA has adm ited In
1ecent tolerance notices that it lacks drinking water m onitoring data on which t©
base is exposure estimates? EPA’s tlerances under the FQPA have alo
lgely ®lied on food conamption data derived fiom surveys done by the U S.

D egpartm ent of A griculture over twenty years ago?

e EPA data on non-ditary routes of exposure to pesticides are even m ore
sparse, egecilly data gpecific to nfants and children. The m issng data
ncludes that on exposure through pesticide use T homes and schools, as well as
pesticide levels 11 alr, aiw ater and fog, which have been found to be
poentially significant for many classes of pesticides? If these m ore detailed
exposure data were avaibblk, known exposures could only ncrease, m eaning
mor stringent tlkrances m ght well be needed.
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Even if a pesticide
manufacturer has
supplied the fill sstof
toxicity data
requested by EPA,
this data settypically
ocontains gaps that
make it exceedingly
difficult t© adequately
assess health effects
Jfrom early childhood
exposure o that

chem ical.

e No htegrated database exists within EPA for collecting and collating data
on pesticide exposure through the diet, as well as through various
contam nated m ediz-ncliding mdoor and outdoor air, surface water, soil
and housshold dust. This presents a serious hurdle t© perform ing an aggregate
exposure analysis as required under the FQPA .

PESTICIDE TOXICITY TO CHILDREN

EPA bases is tolkance detem hatons, n large patt, on toxicity data obtained fiom
tests perform ed by pesticide m anufacturers according to OPP’s toxicity testng
guidelines, and In response o the Agency’s aodified data requirem ents? W e find
that for m ost pesticides, OPP’s testing guidelnes and requirem ents w ill generate
data that, by them selves, fail o provide a “reasonable certainty” that no ham will
com e to nfants and children. In other w ords, even if a pesticide m anufacturer has
supplied the full set of toxicity data requested by EPA , this data set typically '
contains gaps that make i exceedingly difficult to adequately assess health effects
from early childhood exposure to that chem ical

Shortrom Ings can be found not only In OPP’s existing testing guidelnes, but
alo 1 the wvisad guidelineson which O PP has been Booring for several years.
This m eans that even if a pesticide m anufacturer were t© m est existing data
equirem ents using these evised guidelnes, the resultant set of daa would probably
stll contain significant gaps, ham perng EPA ‘s ability to assure a reasonable
certainty of no ham t nfants and children under the FQPA . For example:

e EPA fails to routinely require that pesticides used on food crops be tested
secifically for toxicity to the brain and nervous systam , in etheradultor
developing anin als. Ih fact, EPA has received data on toxicity o the developing
brain and nervous system for only six pesticides-even ncliding the 39
oganophosphomus pesticides known and designed to be neumtoxic. Yet of all
the tegs which EPA requests of pesticide m anufacturers, this developm ental
neumtoxicity test is the only one that assesses for toxic effects on leaming or
memory. A child’s developing brain can be particularly vuhersbk to the
neurotoxic effects of pesticides and other chem icals. Children ®ly upon
aming and memory to become productive adults.

e EPA alo fails to routinely require that food-use pesticides be tested
goecifically for toxicity to the Inm une system . A ccording to EPA  scientists,
this testing has been requested for only two chem ical pesticides. A child’s
mmune sysem , and higher ability to fight nfection and disease, contnues t©
develop fiom bith through adolescence.

e M osttests required for food-use pesticides are perform ed only in adul
anin als. They fail to expose fetal and Inm ature anin als. How can pesticide
tolerances based upon these tests be safe for nfants and childien, when children
have unique window s of vulnewabiltty absent In adults?
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The exception—tw 0 required tests for developm ental and reproductive
toxicity-fail to follow the exposed anim als to their natural death . h
other words, they do not evaluate the exposed anin al long enocugh t© allow
all delayed effects which m ght oocur to become evident. These tedts,
therefore, cannot =flect what w ill happen t© exposed children as they grow ,
age, acaum ukte exposure to other toxic chem icals, and as organs natually
e some of their filll capacity to fimeton.

The required test for developm ental toxicity, which does expose
developing anin als t the chem ical prenatally, does not continue to
expose the anin al after birth, when m any organ system s are sdll
developing. It therefore w ill fil to adequately r=flect potential effects on
the developing brah, nerwvous, mmune and rEprwductive sysems 1 a chid
who receives postnatal exposure t© pesticides—through contam hated
breast m ik, dust, carpets, ys or other sources.

e Neither existing tests, nor tokrances based upon their results, fully reflect a
pesticide’s potential to disrupt the endocrine horm onal) system .EPA is
developing guidelines for such tegtng, but lerences issued 1 the Interin
cannot reflect possble dismption of the endocrine system . Nom al developm ent
of the fetus, nfant and child depends upon the tinely elease of hom ones at ow
Evels, and the subsequent action of these hom ones on various omgans.

e EPA reguires no testing, nor do specific test guidelines exist, to assess'the
Iteractive effects of multple pesticides. Y et children are exposad to pesticide
m xtures on a daily basis.

M any of these problem s are noted n Tabk 1.

ABOUT THIS REPORT

This mport is suctured to exam ne whether, for any particular pesticide, EPA 's

O ffice of Pesticide Program s is lkely to have “relible” data on children’s toxiciy
and exposure o justify aleration of the tenfold FQPA children’s safety factor in
setting tolerances. The report’s next four chapters m inor the four FQPA  provisions
mentioned earlier, provisions specifically designed o protect children.

The first provision equites that I setting a tolerance O PP w ill consider all
avaibblke evidence that children may be mor vulhesbk o the toxic effects of that
particular pesticide. Chapter Two eview s many of the 1993 NAS findings which
showed compellingly that children, generally, are more susosptble than aduls
pesticides’ toxic effects. The chapter also Iooks at dietary and behaviom:l factors
giving childen unique exposure to pesticides.

The second and thid FQPA requirem ents m andate an assessment of OPP’s
acoess to wlizble, pestcide-gpecific, toxicty and exposure data on children.
Chapter Three Iooks at non-dietary sources of children’s exposure I light of the
FQPA provision that all such soures, along w ih dietary sources, be aggregated as
part of the rigk assesam ent for an individual pesticide tolerance. Chapter Four
focuses on OPP’s pegticide testing requirem ents and s most up-o-date guidelnes
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for assessing pesticide toxicity. It lays out the gaps in the toxicity data generated by
these guidelines and requirements, and used by EPA to determine whether reliable
data exists o fully characterize the pesticide risks to fetuses, infants and children.

Chapter Five re—examines the completeness of toxicity data likely to result from
OPP’s cunent pesticide data requirem ents and testing guidelines, as well as is
database on pesticide exposures relative to infants and children. This is done as a
prelude to answering the question of w hether, typically, O PP is lkely to have
sufficiently “reliable” data on children’s toxicity and exposure to depart from use of
the chid-pmotective FQPA safety factor. This confom s o the decision process
outlined in the key fourth provision of the FQPA.

Given the findings outlined above, as well as the requirements found in the new
law , the report concludes w ith a set of recomm endations for OPP as it seeks
comply with the child—protective provisions of the new law.



TABLE 1: Adequacy of EPA's Guidelines for Testing Toxicity to Children

Tests Test includes | Testinctudes-post-natal Tests for latent Tests for effects on
in utero exposure exposures effects’ offspring
Tests Required for Food-Use Pesticides:
Acute Tests:  Oral toxicity (rat) No No - No No
Dermal toxicity No No No -~ No
Inhalation toxicity (rat) No No No No
Primary eye irtitation (rabbit) No No No No
Primary dermal irritation No — No No No
Dermal censitization No No No* No
M ion° N/A N/A- N/A N/A
Structural chromosomal No No No Yes ]
aberration __
Subchronic. _90—day feeding (rodent & non—rodent) No No No No %
Chronic: Feeding study (rodent & non-rodent)’ No ; No® No No
| Cancer: Carcinogenicity’ No' No’ No® No
Metabolic: General metabolism tests No No No No
Developmental: Developmental toxicity (rat and raobit) Yes No — No T ,
Reproductive: Two—generation study (rat) Yes Yes No Yes
Significant Tests, Occasionally or Rarely Required -
Acute delayed neurotuxicity (hen)’ No No No'd No
[ Developmental neurotoxicity study (rat) = Yes Yes No Yes

Tests required for non food-use pesticides are indicated by shading.

Latent effects are defined as those observed a significant period of time afier exposure has ceased— a rodent’s natural life span could be considered significant.
This test is designed to assess skin sensitization just 14 days afier exposure to the test substance; testing is typically completed another 48 to 72 hours beyond that.

Most gene mutation tests are done on cell culture systems. Per 40 CFR §158, there may be other tests of genotoxicity done, but this determination is only made on an ad hoc, or chemical-by—
chemical, basis.

Second-generation offspring are tested only indirectly, by examining n:,nsw on the sperm of exposed animals.

The chronic feeding study and the carcinogenicity study may be combined into one single test using the same animals.

Exposure is recommended to start immediately after weaning.

Pre- and perinatal exposure of test animals may be required under certain conditions, according to guideline language, but is atypical.

Tests of carcinogencity are not considered to test for delayed effects because they continue to dose the animal throughout the entire test.

Only required for organophosphate or structurally related pesticides.

Afier initial dosing, hens are observed for 21 days for acute effects. Only if the latter occur is there another round of testing, 28 days after exposure, for delayed effects.

ININND0A IAIHDOYEY vVd3 SN
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CHAPTER 2

CONSIDER CHILDREN'S SENSITIVITIES
AND OFTEN UNIQUE BEXPOSURE
PATTERNS TO PESTICIDES

hildren are not litle adults. This maxin , one of the guiding principles of

pedistric mediche, is only now belg extended to the protection of children
friom  environm ental hazads, ncluding pesticides 1 food.

Children need special protection to guarentee their safety fiom pesticides and
other potential envirorm ental hazards for a varity of measons. These include the The organs most
fact that children have unique periods of vulhersbility during the process of susceptble to toxic
developm ent; they may lack the mature protective mechanism s nom ally present effectswill typically
adults; they may absorb toxic cham icals more quickly, due t© a varety of factors;

, , , , , be those undergoing
and children’s unique behavior pattemns and diet often may gwe them greater o
exposure and rik © toxic chem icals. critical developm ental
These factors are explored below . Additonal comm ents indicate where EPA processes at ‘the tine
m ght nead t© better hoorpomte these factors o is toxicty testing or research ofexposure.

agenda.

PERIODS 0 F VULNERABILITY

During nom al developm ent of the fetus and i early childhood, there is @pid grow th
of cells. Actvely grow Ing and dividing cells are generally more susceptblke than
mature cells to chem ical jury. D viding cells need mor nutrents and energy, and
their genetic m aterial wplicates often, allow Ing greater opporuniy for mutations ©
occur.

W hether expogure t© a toxic chem ical causes Ijury or aonom ality, and the
nature of that effect, can depend on the precise tin g of developm ent. For exampk,
a sendard embryology text pomnts out that a human fetus exposed to a partdoular
chem ical during the 22nd day of gestation may develop spina bifida, a deform ation
of the spinal colmn. W hen exposed o the same chem ical on the 42nd day of
gestation, the same fetus m ght nstead develop a ceft palbte, whik sHll hter
exposure may cause no developm ental effect at all!

The omgans m ost susceptblke o toxic effects will typically be those undergoing
critical developm ental processes at the tine of exposure. Omgan developm ent beghs
in the womb, but majpr grow th and developm ent continues Iong after birth; periods
of egpecially rapid grow th occur . nfancy andpuberty.2 The brain and nervous
gystem , mmune and wmproductve systems, I particulr, undergo inportant changes

11
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all the w ay through adolescence.® Exposure to chem ical toxins after bith may
therefore have a lasting inpact on these organ system s. For exam plk, researchers
have found that m ice exposad t© wrethane shortly after birth developed kukem & at a
wte six tin es higher than those exposad at around 45 days of age, the age of s=xual
maturity.*

The nerwous system is partiocularly sensitive during is development See box
below ). The human fetus generates new nerve cells which m grate t© pem anent
Jocations w ithn the fetal brain. As the Infant grow s © eardy childhood, these nerve
cells lay the connections that are vial for nom al brain finction throughout life.

PESTCDES AND THE DEVELOPING BRAIN AND NERVOUS SYSTEM

W hen a smallchid falk, a parent offen first checks for hjiry to the head. Yethow
many parents are aware of the potenthl effects of chem tak-nclidhg pesticides—
on the nom al devebpm ent and functon of thei chil’s brah and newous system ?
Chiiren are bom wih alost twie as many newe celk as they will eventally need
1 adulthood. Neverthekss, the devebpig brah & exqubiely sensiie to cerahn
poEons, tem ed neurmtoxis. Ths ¥ because the bran's precke wihg & not
entiey h phce at bith. Nomalbmih finctbn depends on the m gratbn durhg
devebpm ent of nerwe cels © specit aras of the brah, and on the fne-unhg of
the connectons that form between these cels. Untl ths crital perbd of nerous
system matumton & compkted, the connectbns between celk are maleabk and
subgct to change. Thus, a newbom’s htemacton wih her sunoundngs wil

detem he both the quantty and qualty of the connectons between her newe cels.

Because these processes are 0 delicately balanced, m aturation of the nervous
system Is susceptble t© any change 1 the uterne envionm ent, ncluding those
hduced by m atemal exposure to toxic chem icals.’ The fetal effects of a m other’s
abuse of akohol or illicit dmgs provide well-docum ented exam plks. Pesticides and
other environm ental toxins can alo Mnpalr the process of matuaton, causing more
severe nerous system  in paim ent than m ght be seen 1 adults.® Lead, n particular,
has been associted wih profound and lastng neurobehaviorl effects in adolescents
who were first exposed to fairdy ow doses as childen = effects ncluding a higher
risk of failing © complke high school, of mpaied wading skills, of deficits n
vocabulary, of worse fine motor skills, reaction tine and hand-eye coordination, and
of antisocial and delinquent behavior.”>®

Testing Need Because of thelr unique potential vuherability to toxic chem icals, the
potection of childen equires that Hoomatory testing of pesticides include the dosing
of fea], newbom and mmmature aninals through all critical w ndow s of

developm ent, and also the monioring of such aninals thwugh t© old age, allow Ing
sufficient tin e for delayed effects to m anifest. Only then w ill regulators be abk t©
predict the possblke Ing-tem inpact of exposure © pesticides on human fetuses,
nfents, and young childen.

12
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IMMATURE PROTECTIVE SYSTEMS

Compared to adults, children m ay have inm afure or absentm echanism s to protect
them fiom toxic chem icals and other envirorm ental insults.” The blood-brain
barrier, which in adults potects the brain fiom many toxis circulatng 1 the
bloodstream |, does not develop fully I children until one-end-a-half to two years of
age! Children too young to have a fully developed blood-bran barermay be
more susceptble to bram damage fiom chem icals or pesticides in circulation.

D ifferences n blood-bramn bander developm ent m ay thus affect the degree of
protection that an anin al or child has against poisons that affect the brain

T other respects, oo, the fetus may be susceptbk o the toxic effects of varous
chem icals. The placenta, for exam ple, presents little barder to m any toxic
sibstances In the matemal bloodstream , Including alohol and other solvents.
Fetuses m ay also Jack filly fimctional livers until after the m ddle of gestation, '3
Sice the liver serves as a crtical detoxifyng organ, an inm ature liver can lave the
fetus vulnerable to whatever toxic chem icals its mother ngests or is exposed to.

The Inmune system s another protective m echanism not fully developed In
fants and children. The delicate balance between various com ponents of the
mmune sysem is nomally egeblished through matuation of mmune cells during
childhood. Pesticides mterfering wih this maturaton may produce abnom al
developm ent of the mmune sysem , depending on the tin g of a chid’s exposue,
the mode of action of a particular chem ical,and the site or ogan it typically
affects!” For exam pke, the developing inmune system 1n 1ats has been shown o be
m ore susceptible to the Inm unotoxic effects of 2,3,7,8-tetrachlorodibenzo—p—dioxin
(TCDD)." And two different inpurites 11 the organophosshoms pesticide,
malthion, have been shown to suppress and to stmukte the inmune system.'s"
Suppression or overstin ulton of the Inmune sysem can contrbute o a varety of
diseases In both children and adults. Abnom alites of the mmune sysem may, I
tum, potentially kad o alleigies, aghma and autoinmune disease, or creased
susceptbiltty to infections.'®s'

Testng Need Both the blood-bmin barmder and mmune system continue

developing after birth and during childhood. & is therefore inperative that pesticides
be eged for their possible M pact on the developing nervous and mmune systEm s.
Testing of the Inmune sysem must weflect potential effects on both suppression and
overstim ulation.

ABSORPTION AND METABOLISM

M etzbolim efers to the action of varous enzymes to biocchem ically alter the
stucture of a chem ical. For example, chem icals are often m etabolized by enzym es
1 the Iiver and then exareted I urne vi the kidneys. M etagbolism may either
activate a non-toxic chem ical o a toxic me@bolie, or change a toxic chemical to a
non-oxic metzbolie.

Children are known t© vary fiom adults In their ability both to absorb and to
m etdbolize cham icals. For example, adults absorb o the bloodsteam only about
one-enth of the Jead they Tigest, while children w ill absorb about one-half.? On
the other hand, newboms m e@bolize caffelne more than 16 tines sower than aduls,

13
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although this is probably a greater agerelated difference than would be typical for
otherchemicals.?'

The developm ental age of a child helps determ e whether or not he or che will
e m ore or ess susceptblk than an adult to a chem ical’s toxic effects. Liver
m etdboliam , for exam ple, changes dram atically 1 the first year of life. Thus,
ethyhitrosourea, which does not require metabolic activation, is more lkely to cause
cancer n neonatal wdents than n adults, whik the converse is tme for
diethyhitosam ine, which requires m etabolic activation t be toxic.?

Sin flarly, the mate at which toxic or non-toxic metabolies are filtered through
the kidneys and excreted varies w ih age. A pram ature newbom’s kidneys m ay filer
atonly 1/20th the adult mie, a full+em newlbom at 30-40 percent of adult values.?
How ever, infants typically reach an adult mte of filbation by 3-t£5 months of
age? At the cellilar kevel, too, the NAS has noted that certain m efgbolic eactions
I children may vary w ih increasing age from one-thid t© six tin es greater than the
adult rate, whik other reactions m ay not reach mature or adult levels for up o five
years.?

Children’s metgbolian , ncliding the development of particular enzyme
System s, needs t© be better explored? Butm etabolisn of chem icals is compound-
specific, or at Jeast specific © a particular class of chem ical. Ignornce about
children’s general metabolin is only compounded by a lack of data on how nfants
and young children met@bolize specific chem icals, or classes of chem icals ncluding
pesticides.

Testing Need. Children may generally absorb and m etabolize toxic substances
differently than adults. Th 1993, the NA S pointed out that EPA tests of pesticide

m etsbolian are designed o provide ifom ation only about the adultrat.?” But
children’s metabolisn of sgpecific pesticides cannot be accurately modeled or
predicted based upon tests of adult aninals. The only way to develop definitve data
for particular pesticides is to conduct m etabolic studies on developing anin als.

CHILDHOOD BEHAVIORS

W hen young childien explore thelr environm ent, they touch things and put fingers
and hands In their m ouths much more than would adults. The extent to which
dividual children engage 1 this behavior vares as well. Among toddlers and
young children, hand-o-mouth behavior is an inporant mechaniam of potential
exposure t© certamn toxic chem icals, Including the kad In peeling pant. Recent
studies have also found that nfants and children - particularly those who live on or
near fam s — w ill Ingest significant am ounts of pesticides by craw ling and playing at
gound kevel, and by tuching surfaces nside the home which contan pesticides,
etther from w indblown dust, fiom neatby lwns, orfrom indoorapplications.??®

Testng Need The FQPA calls explicitly for distary and non-dietary exposures to
be aggregated as part of risk assesam ents done to establish a pesticide tolerance. Tn
the absence of much actual data, EPA typically models children’s exposures‘using
assum ptions about thelr behavior. I is offten clhined that EPA ‘s exposure

assum ptons are overy conservative.

14
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But OPP roently subm ited a dwaft docum ent, Standard O perating Procedures
SO P) for Residential Exposure Assessments, t© is Scientific A dvisory Panel for
wview which suggested as a reasonable assum ption that 3-to-5-year—old toddlers
exhibit hand-tm outh behavior at a m ean fisquency of 156 tin es per hour.®
Forimately, both the SAP and A ssisant Adm histator Goldman asked that this
handbock of sandard assum ptions for risk assessment be fither evised. This
exam ple sawes o iistate, how ever, that expogure assum ptions may not be as
unifom ly congervative as is offten clained.

GREATER A N D MULTIPLE EXPOSURES

One of the greatest differences In pesticide exposures am ong adults and childen is

1 thelr respective diets. Pound per pound, children under five eat about three

tines more food and drink mome water than do adults?’ The USDA has found that ~ Pound perpound,
Am erican one-year+ s drink about 2 1 tinesm o gppk juice and 11 tmesmore  children under five

grape juaice than the average adult. Children also eatm ore fresh fimits such as eat about three times
bananas, cherries and apples.¥ If these foods contain pesticide residues, as they more od and drink
, i ' i i
often do, then the average chitl may be exposed to aomstlerbly higher EBvels o more water than do
these potentially dangerous chem icals than the average-adult, and these exposures s
adults.

may be occuning at an age when the chid can be most susoeptbk to their
hazardous effects.

O rganophosphomis nsecticides, or OPs, are a class of w dely used pesticides
known to be poisonous t© the brain and nervous system . The Scientific A dvisory
Panel o OPP roently meviewed a study prepared by the Enviomm ental W orking
Group finding that each day, 1.1 m illion childen between six months and 6 years
of age igest OPs at levels which exoeed EPA s safe daily dose, or dironic reference
dose? These excessive kvels did not even inclide the potential organcphosphate
exposures children face fiom ocontam hated drinking water; and from non-dietary
sources of expoaure. O anophosphate gecticides have had many home uses as
well

Baby food presents an addibonal concem i that it typically conteins produce
friom several sources, and may therefore contain several different pesticide residues.
A 1995 study sampled a group of the baby foods most commonly sold 1 the United
States and found 16 different pesticides present?’ These included eight pesticides
known to be toxic o the nervous system , five known to affect the endocrine system ,
as well as eight potential carcinogens. Jorodione, designated by the EPA asa
prbabk hum an carcinogen, was the pegticide found at highest evels In the baby
food smples. M any of the baby foods tested were Iaced w ith multple pesticide
residues.

M oreover, children drink more water on a weightadjusted basis, both fiom the
tap and as it is used to constiute nfant formula and Juices. T 1996, tests showed
that tap water fiom 104 M dwesem communites wih 33 m illion pecpk was
oontam nated w ih five or more hebicides?
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Testing N eads. Analyses presented at the M arch 1998 m eeting of OPP’s Scientific

A dvisory Panel suggest that m ore up-to-date dietary exposure data are avaibble
than those which have typically been used by EPA 1n setting tolkerances? EPA
should aleo take sEps o ensure that all daa used In setting olerances are wbust w ith

. respect to children of different ages.

T addition, EPA ‘s pesticide data requirrm ents fail o call for tests of pesticide
m xtures on a wutine basis. EPA does not even have fnalized protocols for testng
chem jcalm Xtures. A s a result, EPA ‘s pesticide reference doses and toktances have
been setonly on a cham icaldby-chem ical basis, as though we are exposad to them
one ata tine. They therefore il © w=flect the possble health effects of childen
Tgesting pesticide m xtures, despie studies show ng that children are wuthely
exposed o these m Xtures, through food or otherw ise, on a daily basis.
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