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. . The following is the text of the letter written to West Viewg/science policy oer stating W's findings: ~
. " November gCritique of community bar 12, 2002 Sa.

briefings by West Virginia DEP 1.Michael Calaghan E22es Virginia epartment of Environmental Protection z =
1356 Hansford Street =Chareston wy 25301 z &¢

x FcCo __.__ esrsecrtay Cag =>>! EWGLetttoWest isis be =es Contamination of drinking water supplies by the toxic industrial Shemres peioroocano cd (ROA,or iy 3 arin concurs oehy Parkersburg and surrounding areas of Wood County near the source oee ain, Gubons mantocunng sparen cue7sauceo
£5 part ofan cngong ssessmen of human neath and environmentsoy Cand Tite compounds, researchers o he Enurcmests waGAC) amines marl o the suse reper by he SesionEnironmatal roedion (GE) snd reseed y sour So seeating ust summer Out foc wal on he Senet ohn SenCondutans the Deparment resented 1 Woes County scons heepost CB polo am he Dupont me
EWG’ over-arcning conclusion is that the OEP’ assessment seriousmerous Cra ond Shen very Base somes of C5 pens aroven f the science anal ot he me oo rerperesentatons mad oy he OEP 4d nat ecorvay eprebins ns nsKron about CB toscy. These horicomings ar Compounds by isinterpretation and msapplkaton of Karr proceso otoGing water sereenng els and contaminant hs
Last July, In the context of controversy surrounding review underOEP onthe atarcs posed oy C8 comtamieton 1 Sve ou ons

i there i any ressonabe esto abou the science being thcOEP work. weltam the ut. Consrucing creer of soe
asa County hat the work done regarding C5 ag been seersSn veae! (The Evareson Gores. oy 5: 002)

We have five majo concerns with th scientific conclusions and ster51h C2 a nts punle meeting. Exh f them 5 cepted reard ly rfarenced i the aches review ov Or Krenn Troyer 55Shearer
1. DEP materia ssert tha Ca does nok couse developmental ancearaducive sects of aresent  ong-to ik to pole he

oF CB Tow an 5 ontadiied by hgh +oeuim SeameatsoidSEUS Environmental Protection Agency2. The OEP concludes tha tumars caused by C8 in animals are rel13 hima, Te Us Epa, in Conta ong C3 tobe crcnogGoin ve, poncreat, sueta, and mammans and srsCompany Gocments, Dupont Cans S5oen tek te escentSoncreatc mars 5m mar end oe relent 1 mo5. The DE? fais to account or documented fod and air sxposureshe seting he ming water comaminent mt. and hen fohuni of ns ces, van hou karte 3 mgrFron sanaard US 9a okoco, ssi So was 5 hanexposures 3 and ig reson ina the DEP Bred at3 enScreening eve ha allows between 15 3nd 100 times more CEae hen Hou ve rma pee. in 3a0kon. tn OE
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. account for botte fed infants and chidren, who are likely moresusceptible tothetoxiceffects of C8-and who certainly get 5 ng!dose relative to their size than an adult when arnking a iter of¢contaminated water,
4. DEP's public presentation materials assert that the allowable am:C8 contamination in dining water 1s between 10 anc 100 sesprotective than actually is. If OEP staf had actualy applied inefactors they describe at the community meetings, the screeningfor C8'n drinking water would be between 1.5 ard 15 parts per|(pb), not 150 ppb
5. The DEP review concludes that th allowable dose of CG (the efecose, or RD) is ve times more protective tna tht for he verchemical ts not. The reference cose for 8 i ie times lowerStringent) than the average AID because CB 1s ve mes more ihan the average chemical The amount of protection proves 5CB reference dose i equivalent to, o less than (see baton) narprovided for the average compour

Overal in every Important mater of scentic assessment and reguJudgment, the DEP appears consistently to have come down on raless protective of hurman health and the environment In wood Coverhighly favorableto the pouting company, Dupont
This Bt not only does a serious disservice to affected West Virginians,in marked contrast t the evolving regulatory posture tamards C8 at USeptember 27, the agency Inliated a are, pionty review of C5 out ofabout ts developmental and reproductive effects, and because “aditSample analysis data Indicate iow level exposures 5 the gener! popu!are Unexplained at ths tme.-
Significant, the EPA's motivating concern is with isk to th generalpopulation, where the potential fo exposure is generally much loner ©West irgiian's whose drinking water supplies have pean directly conwith C8 from manufacturing and disposal aperations.
The studies that instigated US EPA'S priority review were avaiable 0advanceofyour agency's public presentations earlier this year A per!review of Industry documents on lls with the agency woul rove yeand scientific conclusions very much at dds withthe “science bendonce
EWG is aware of, bu nas not been party to, the controversy surroundDEP’ review of C8, specicaly the procedures alowed by tne cepartScience AGuisor Dee Anh Sats, and her deasion to Inclise Ouporthe DEP review panel. We are at» oss to explain how thewe ont ofreadily avalable from EPA and published sources about the serous 5oud differ so dramatically from the conclusions the OEP reaches. aneFeassurances ft communicated to the people of Wood County.
In order to remave even the appearance of bias in the DEP process. 1ther reason, we urge you to Impanel another, Impartial group of 3excluding industry -afated experts, to re-review C8 science and ine3ppkcation of arnking water regulation t the contamination proulen‘County. Its our Judgment that Such a review would result n much 5.regulatory action against C8, and vastly stacker protection fo West /1ROSE 3) water was once pura, But 5 Naw contaminated by 8 dongIndustrial chemical
Sincerely,
(signed }
Richard wiles
Senior vice president

Copyright 2002, EnvirenmentalWorking Group. All Rights Reserved.TRUS. Sona 108 ethan, SC 30009 | nio@enaos
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i i A Critique of Community Briefings by The West \
ewg/science policy Department of Environmental Protection on the |Critique of communit of Drinking Water Contaminated With C8q ny (perfluorooctanoic acid — PFOA)briefings by West Virginia DEP

Kristina Thayer Ph.D.

Throughout the spring and summer of 2002, the West Virginia Depart- Environmental Protection (DE) conducted 3 series of community mee.>>1 EWGLettertoWostVirginiaOEP hazards of drinking tap water contaminated with perflorooctanac ac:8) from DuPont's manufacturing operations in Washington, West virc>>1 EWG Policy Memo analysis of the content of the matertais presented by the DEP a thessfinds them to be In confi with positions of the U.S. EnvironmentsAgency (U.S. EPA), with studies In peer-reviewed scientific erature.ndustry-sponsored toxicity studies.
he following analysis refers specifically to statements made, and sicpresentation made by DEP staff and expert consultants an ay 15 ancIn describing the health concerns assocated with C8 andthesafety stdevised by the State, the OEP:

1. Clearly indicates that C8 does nt cause developmental andreproductive effects or present a long-term isk to people whoin thei tap water. This Contention 1s fot supported by industrysof C8 toxicity and is contradicted by high-ranking officals at 0.5
2. Claims that tumors caused by C8 in anima are relevant to hurThe U.S. EPA considers C8 to be carcinogenic causing Iver,pancreatic, testicular, and mammary gland tumors (U.S. EnvironProtection Agency (U.S. EPA) 20025, p. 5). In company documerOuPont scientists assert that the testicular and pancreatic tumorin anima could be relevant to humans.
3. Fals to account for documented food and air exposures to C8 wrSeting the drinking water contaminant mit, and then ais topublic of this omission, even though It constitutes major deviatfrom standard US EPA protocols. DEP's method allows between |100 times more C8 in tap water than would be allowed applying3SSUMpions Which account fo GEher Sources of exposure tC¢include protections for the fetus, infants and children fom the cfsuspected developmental toxins Ike CB (Ammonium perfuorooc:(C8) assessment of txicty team (CATT) 2002, p. 38, Abpanax
4. Asserts that the allowable amount of C8 contamination in arin

Is between 10 and 100 times more protective than actualy 5‘OEP applied the safety factors described at the community meetsthe screening level for C3 in drinking water would be between :15 parts per billon (ppb), not 150 ppb.
5. Claims that the “safe” dose of C8 (the reference dose, or #0) 5times more protective than thafo the average chemical. 1 5reference dose for C8 is ve times lower than that fo the avers:Chemical because C8 is ve ims more toxic than the averagechemical, Te amount of protection provided by the CB referenceis equnaient o, o less than (see below) that providea for tne 3.compound.

8 anddevelopmental/reproductive toxicity
On May 15th or 16th, 2002, DEP staf presented the following informapublic (West Virgina Department of Environmental Protection (W/OEFSide +31

000005
hitp://www.ewg.org/policymemo/20021113/polieymemo. php 14 2002



. Environmental Working Group || Policy Memo: DuPont, Teflon, Water, Contamination,... Page 2 of 10

How toxic s C8?
«ot developmentally toxic
«Nota reproductive toxicant
(Excerat | Fuldocument)

Far from consideringC8 “nt developmentally toxic”the U.S. EPA has
“priniy review of C8 to determine whether expedited regulatory actthe compound is warranted under Sectn (1) of he Toxic Substance:Act (TSCA) due to concerns hat the compound causes adverse develsand reproductive effects n animals.
AS characterized by Oscar Herandez, the director of the U.S. EPA's OPrevention, Pestcies and Toxic Substances Rsk Assessment Divison
“Toxicological studies in rodents and primates have shown that expos.(C8) can result in a variety ofeffects including developmentalreorod,toxicity, liver toxicty, and cancer” (U.S. EPA 2002¢, p. 2) (Excerpt | |
document]:
According to Charles Auer, Director of the U.S. EPA's Office of Toxic Su
the agency is aking tis action because it has received data suggestshas °2 potential fo reproductive developmental toxicity. and hacauseblood sample analysis data indicate low level exposures to the general
hat are unexplained at ths time” (U.S. EPA 20024, p. 1) (Excerpt | Fu
document]
Our review of the studies available n the sclentc trature shows th.
findings are not new, and were avaiable tthe DEP well In advance of

presentations. .
For example, C8 causes numerous effects on male and female reprod:
organs, such as testicular tomors (Biegel at aI, 2001; Sibins 1987). 1
sperm production (Sibinski 1967), mammary gland tumors (SibinskCellar effects in the ovary (Sibinsk 1987). CB aiso afects the posta
(York 2002) and Increases estrogen level (Siegel et a. 2001). In 354causesa significant increase in low birth weight pups in animal stud o«
weight is recognized as a isk factor for Insulin resistance or Type If
high blood pressure, and cardiovascular disease later in Ife (Goairey +2001, Hales and Barker 2001). Studies have aso shown that heal 1
‘even'for those low-birth weight hiren who achieve normal weight
Chidhaoa, including risks for Nigh biood pressure. stroke, Insulin ress!
glucose intolerance (Eriksson etal. 20000; Eriksson et af, 2002; Era
20006; Eriksson et ai. 1999; Eriksson and Forsen 2002: Forsen et 2
and Dunger 2002; Stetir et a. 2002).
Hore recent work shows that C8 significantly increases mortality in
developmentally-exposed rats at a Gose that did no affect parent sur
2002). These findings suggest tha fetuses, nfants and children may ©
Sensitive to C8 exposure than adults. Additonal effects observed
Gevelopmentally-exposed male rats- at the lowest doses tested - nc
decreased body weigh, Increased Iver, seminal vesicle (3 par af re
reproductive tract, and kidney weight; and decreased weight of the simportant organ in the immune system. AL higher doses, CB delayed +
maturation of male and female rat pups (York 2002)

C8, cancer, and other long-term health risks
Aiso, in Side #3 from DEP's pubic presentation on May 15 or 16, 200
Incorrectly represent the relevance to humans of C8 cancer studies 1
Animas

How toxic Is C8?+ Cancer — rodents; mechanism notrelevantto humans
(Excerpt | Full document]
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: DEP implies that all types of tumors (liver, mammary gland, testicularpancreatic) caused by CB in rodents are ot relevant to humans. This1s not supported by the science, nor has any regulatory body concludeIndeed, not even DuPont or 3M have attempted such sweeping deni.health isk to humans.
‘The manufacturers have argued that one of the mechanisms of actiontumors in rats is a cellular process called peroxisome proliferation, a n‘generally thought to be much less relevant for humans than for radenstudies in primates, however, showed liver toxicity for C8 without percpralfferation. Primates are similar to humans n liver physiology and f.Specifically, C8 has been found to cause death in monkeys along withgastrointestinal trac toxicity, Increased triglycerides levels and transicdecreases in thyroid hormone even thaugh “there was no evidence ofproliferation... suggesting a diferent mode of action than observed inEPA 20025, 5.5, 53-56) (Excerpt | Full document). In fact, the lowestadministered to monkeys caused "liver toxicity and possible mortality”20020, p.56) (Excergt |Fulldocument).
3M and DuPont failed to persuade the European Union with ths same.proliferation argument when attempting to refute liver tumors causedchemical cousin to C8, known as PROS. The EU review, which s the mdefinitive review of PFOS toxicity to date, concluded “there as no evi
peroxisome proilferation n the livers of the treated animals* - even t
animals had liver tumors (Organisation for Economic Co-operation antDevelopment 2002, p. 7) [Excerpt |Fulldocument) - indicating that Iicould be induced by 2 different mechanism that may well be relevant
According to the DEP's Or. Staats in her May 1S, 2002 presentation atBlennerhassett Jr. High School, ane of the impetuses for the DEP inve:C8 stems from the "toxicity of Similar compound PFOS" (WVDEP 2002:[Excerst |Full document], a chemical that 3M phased out of productiounder pressure rom U.S. EPA, when studies showed widespread hum.and fetal deaths in low-dose animal studies.
Regardless of how the arguments for the C8-induced liver tumors evo2150 been shown to cause tumors In the mammary gland, testes, and.(Blegel et al. 2001; Sibinski 1987; U.S. EPA 2002b, p.6). Scientists athave not concluded thata mechanism unique to rodents s responsiblethese tumors (U.S. EPA 2002, p. 75-78). Even DuPont found that forand pancreatic tumors, “the mechanism of tumorigenesis 1s not complunderstood, and therefore the relevance to humans can no be compleout" (DuPont 1997, 7.25) (Excerpt |Fulldocument].

DEP's “safe” C8 level in tap water is based on an :
methodology that allows far more C8 in tap water
the standard assumptions used by the U.S. EPA.
Ina May 9, 2002 press statement, OE? writes:

“The team determined that a water level that contained less tharparts per billion of CB would not cause harm to humans,” said Dr
Dee Ann Staats, West Virginia Department of EnvironmentalProtection science adviser.
“The team thoroughly reviewed the scientitc studies andunanimously agreed to the human health protective levels fordrinking water, Staats said. “We brought together some of the tscientists in the country. 1 am confident the human health proteclevels established by the team are supported by the data.” (WVC
20020)
[Read ful pressrelease on OuPant's website]

‘What theDEPdidn't tell the public is that In setting this standard, the
deviated from its draft assessment and from standard assumptions usUS. EPA when setting contaminant standards for drinking water. The.
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. these omissions was to permit substantially more C8 in tap water tharallowed using Standard assumptions.
First, your Department stripped an important safety factor from is fincalculations of 3 inking water safety Imi, tpling the ahowani lveWDE intially used ths safety factor In drah aicatons so accountCB's unusual properties, including slong half. 1fe in the naman bodypersistence in the environment (WVDEP 3001) [Excerat | Ful Documenat known to evr oreak down i water, so, ar, of the human pod.property that neightens public health concerns and that mented sn idsafety factor n your Department’ rah carcuations. Hot omy 616 youris safety fact from ial calculations, But a0 thy hen presenicsthe pubic implying tht the safety factor nad been Ie In place Excerdocument]. If ts were rue, the allowable evel of C8 in Greg wet50'pp, not 150 pp.
Second, the state ignores potentially substantial backround exposurerom cantaminaton in aie and foo, Water 1 not the aly — and may nErimary ~ Toute of exposure to C3. 31 reports hak PEON i presentbeans, appis, bread, and ground beet a concentrations comporaniebeen found in'drinking water supplies around Duponts Wegman(US. EPA 20010, p. 1) (Excerpt | Fll Document], Recent mogaing ofconcentrations conducted by DuPont show sgniicant level of 3 norespecialy northeast of the Washington Works Plant across tne Oniexceeding safety mis seby the WVDEP (Dupont 2003).
For contaminants with multiple routes of exposure, U.S. EPA's standar355umption 15 that 20 percent of contaminant comes rom drking wopercent comes from other sources (EPA 1952): Hag OEP used this skaS5sumption, allowable amount of CB in tap water or on adult would b30 ppb, not 150 (Appendix A). AdGng back In the Oepariment' sar,persitence would bring the drinking water screening (eve to protect10 ppb.
n addition, the Department falls to set protective evel for infant extSpecifically, your Department dd not account for the significant bodyaifference between adults and nfons. SoRe-ed infants fc formareconstituted with C3-contaminated tap water are a population of hg-Botle-fed infants receive the highest dose of all drinking water contorpound for pound, of any other Segment f the papuiation. Ti s pecsan adult and an infant Grink ter of contaminated water, C8 il beconcentrated in he child — resulting n 3 higher dose per uni of 500,
A CB level protectiveof botie-fed infants would incorporate thee mocfactors your Department has ignored - a corecton fo fant body wesalty factor for C8 persistence, and a factor to account for mule r<‘Xposure (such as ar). Incorporating all Eee Factors aves an allowsrClin drinking water of 15 55b (Appendix A, well wih he range offound in the local drinking water sources. For Instance, ine peak C5 tcSprings tht provide Grinking water wih ane mi af he Washingtonacilty were above 10 ppb (WVDEP 20025, Side 8) Excerpt | Fl SotAverage C8 evel n ths same water were 4 part per Bion. During1990', Dupont established ts own Community Exposure Guideline (Cin drinking wate at 1 ppb (CATT 2002, b. 46) (Excerat | Full Docurne
Considering that infants may be more vuinerabe to C8, te standard |Be mare conservative thanwhatwe have outined nere. Animal StuG.eCB more toxic to newborns; for sxampl, Causes mortalty n yourdoses that ad nak Kil parent amar. Studies iso show hat he hnconcentrations of C8 in non-worker populations occur n children (US2002, p. 3) [Excerpt | Full Cocument] reinforcing the need or DEP isafety mis to protec infants.

DEP implies that tap water safety limits ofC8 are
100 times more protective than they actually are.
In another public meeting presentation, on either May 15 or May 16, ©staff imply that they applieda arge saety buffer whan dering the <1ater sate lm for CB (WVDEP 2002, Side 5)
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How are safe levels developed?
lo Observed Effect Level (NOEL) typically divided by at least 1,0UB © 10,000 Safety Factor
+ Animals to humans+ Sensitive subpopulations< Chronic ifetima exposure* Giher criteria such 3s bopersistence

(Excerot |Full document)
The problem here Is thatthe DEP cd not apply the “typical” safety ma10,000 — or even 1000. Instead, OEP appied a safety factor of only 1accountfo possible iffrences between small groups of rats 1 the Iaand large populations of humans exposed thrauah contaminated drinkAlso, some of the sted criteria, such a5 bioparsstence, were no take3CCounk at ail. The most recent data from a0 Snows that 1 rakes humYE813 to et id of Just hal the amount of C8 in the body ater ail ¢3 ¢end (1.5. EPA 20023. p. 2) (Excerat |Fulldocument], If persistence «including when determining a safe dose of CB, the allowable amountsbeen much smaller, n part because there is no reason to beleve tne ¢exposures are ending.

DEP states, wrongly, that protections from C8 in ¢
water are somehow more protective than protecti
applied to other chemicals.
During a May 15, 2002 public meeting a Siennerhassett Jr. High Schestaff presented the following side:

How does the C8 RIDo (reference dose, which means the dailydose) compare to thafo other chemicals?
The average EPA~developed oral AID s 0.02 ma/kg-day which «times higher than C&' of 0.004 ma/ky-d. Therefore, CB's sk fa15 more conservativeo nealth protective than tha for the 3v¢15.chemical. (WDEP 2002¢, Side #15)
(Excerpt| Full document]

CB's reference dose is not more health protective than tht for the sulchemical. CB caries lower reference Gose than the average chemcsis more toxic than the average chemical, approximately 5 times moreaccording to DEP's own calculations. CB's low reference dose Simply ¢ference
In truth, far from being mare protective than average, there are severhy the OEP is facto may ok b sufficiently protective, First, a coscauses no observed adverse effect level, or 3 NOAEL, was not dante
critical studies, the cancer study, and the reproduction stugy. The rearStudy was used by the OEP-ied team to set AID for C5. Typically. tordesign anima studies with the expectation that the lowest dose testecproduce adverse effects in laboratory animals, CB's manufacturersunderestimated the toxicity of C8, and missed the no effec level 1 ocStudies — even the lowest doses ested caused observable 30verse aOt at all accurate to characterize a rik factor derived from studies tnadverse effects t all doses as “more conservative or health protectiveaverage risk factor
Second, the study used to derive the RID (3 two-generation repraductstudy) s not a chronic study, and is not truly inccative of the hazarosterm consumstion of C8 n tap water. In thi study animals exposed|followed, at 3 maximum, unt they are young adults (about 4 months
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. design makes It impossibleto address questions such as whether in utfe exposure to C8 can predispose an Individual to cancer, degenersthsystem disorders, diabetes, or ather lseases more prevaient ot the o1Third, C8 is an extremely biopersistent chemical, which was not takenaccount n setting the reference dose (see above). Biopereistence 1s 3characteristicof C8, and must be explicitly considered in determiningfaced by consumers of C5.
Final, the RID assumes tha the control animals in the critical studiesdirectly administered C8 in the study) had no exposure to C8. This 5 1Control animals nave been consistently shown to have significant IverIeveisof C8 (U.S. EPA 2002b, p. 48, 57-50) (Full document]. The factRID is based on studies With no rus Contras means chat important tomay have been overlooked because they were aio caused by C8 In thcontaminated control animale.

Conclusions
On September 27, U.S. EPA niited a priority reviewof C8 because oconcerns aba Is developmental and reproductive effects, and becoy“additonal iood sample analysis data indicate low lever exposures topopulation that are unexplained a this time" (U.S. EPA 20020, p. 1)Full document].
The EPA's concerns focus an exposures in the general population, amcno face ower overall potential fr exposure than do the West Vrain:communiies whose drinking water supplies have been direct <aCB from manufacturing and disposal operations. The studies tht instEPA'S priority review were availabe to OEP wel in advance of 15 publpresentations. H
In lght of th federal government's position onthe potential for C5 toreproduction and development, and Ht potential to cause cancer in ny29pears that DEP's interpretation of C's toxicky, and the arming vo!mits derived from that Interpretation, ol 0 Give the affected commuadequate margin of protection
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APPENDIX A

WVDEP (CB Assessment of Toxicity Team, or CATTAPPROACH:
The aparoach used by WVDEP to calculate a drinking water screeningiS outined belon

Water Screening Level - [HOx ATx BW
EFX ED [IR/RiDon

THQ = Target Hazard Quotient, assumed to be 1
Dg 7h oral eerence dose estimated by DEP, 0.0042 (runcaemog-aay
BW = Body weight, assumed to by 70 kg fo adults chidren are hotOEP cacuiations)
AT = Averaging time, 10950 days, the exposure duration expressed
EF = Exposure frequency, 350 days/year, the average number of davepeople are exposed
£0 = Exposure duration, 30 yeas, the average number of years peopexposed
IR = Ingestion rate, assumed to be 2 Uday for adults (chidren are noconsidered in OEP calculations)
So,

Water screening Level - Lx 109505700. Lome. L(+350530 [2000]

U.S. EPA APPROACH:
The standard U.S. €7A approach for developing dking water safetypresented below. US. £64 incorporates a factor aed he Relate SoContribution in cases of cnemicats ke CB assaciated with mulipi rouexposure. Calculations below ais reflect the safety factor of3 nat OFfram is inal calculations that were originally n pace o account forpersistence and ong hal-fe ih the human body. Both of hese cherCharaciensics contributed t U.S. EPA's GeGson to conduct a priorya
Adult Lifetime Drinking Water Health Advisory (DWHA):
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DWHA - DWEL x RSC

DWHA=50ug/L x 0.2= 10 ug/L (ppb)

DWEL - RID x By
)

DWEL -D00L4(70) - 0.05 mg/L (ppm) or 50 3

RID  RiDory/SF -0.0042/3-0.0014mg ‘kg-day
WHA = Drinking Water Health Advisory; “safe” dose of C8 via drinkin
OWEL = Drinking Water Equivalent Level; conversion of reference dosreference concentration
RID = The ora reference dose that accounts fo persistence and long |the human body.
BW = Body weight, assumed to by 70 kg for adults, 10 - 15 kg for cru5:2 for bottle fed kids
IR = Water ingestion ate; 2 day for adults and 1 for chidren andinfants.
RSC = Relative Source Contrbution, which has U.S. EPA default valu©2)
SF = safety factor to account for persistence and long hae in the +ES
Bottle-fed Infant Drinking Water Health Advisory
(DWHA):
In this case, we assumethat a botte-fed infant weight 5.2 kg andL /day, consistent with the scientific erature and U.S. Department iforma consumption dats.

DWHA =73 ug/L x 02= 15 ug/L (ppb)

DOWEL = 0L001415.21 - 0.0073 mL. (ppmnsor= 3 ug
T

Drinking Water Health Advisory for a 10 or 15 kg
(DWHA):
For comparison agains the imi derived fo an exclusively btie-fecprotective ofa 10 or 15 Kiogram child ae presented below,
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! For a 10kg chi:
DWHA= 14Jy/L x 0.2= 2.8 iL. (pio)
DEL-000LIG0) - 00Limg L (ppmor1g

1For a 15 ky chikt
DWHA =21 pg/L 0.22 4.2 gil. (plo)
DWEL-00014013) 0.02 mg L(ppm)or21 wg1

‘Copyright 2002, Environmental Working Group. All Rights Reserved1436 USureet Kw. Sure 100 | Weshngtan. SE 30009 nisGanao
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