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Re:Petition HP 0i-3
Perition for Ran on Use of CCA-treated YWood in
Playground Eguipment

Dear Chairperson Brown,

I urge the Consumer Product Safety Commission to implement

an immediate ban on the use of CCA (chromated-copper-arsenate)
on wood used for wooden play structures. I also urge your
agency to begin a review of CCA-treated wood for other uses
such as picnic tables and decks. The risks associated with
arsenic, especially for children, are unnecsssary. Arsenic

is carcinogenic, and has been linked to nerve damage and other
health problems,.

ly,

SZieM

Terri Becker



Adkife, Pteicla Fim—

From: Rhonda Roff [RRoff@semtribe.com])
Sent: Friday, August 24, 2001 2:48 PM
To: abrown@cpsc.gov

Subject: kids and arsenic

Rhonda Roff vt

Ann Brown, Chairperson

U.3. Consumer Product Safety Commission

Washirgton, D.C. 20207-00601

Email: abrown@cpsc.gov <mailto:abrownfcpsc.gov>

Dear Chairperson Brown,

Re: Petition HP CGi-3

Petition for Ban on Use of CCA-treated Wood in Flayground Equipment

T urge the Consumer Product Safety Commission to implement an immediate ban
on the use of CCA (chromated-copper-arsenate) on wood used for wooden gplay
structures. I also urge your agency to begin a review of CCA-treated wocd
for other uses such as picnic tables and decks. The risks associated with
arsenic, especially for children, are unnecessary. Arsenic is carcincgenic,
and has been linked to nerve damage and other health problems.

Sincerely,

Ehonda Roff

Seminole Trike of Florida
Water Rescurce Management
6300 Stirling Read
Hollivywoed, FL 33024

tel 554.966.6300x1125

ax 954.967.3483

ot

<<Rhonda Roff.vct>>



Stevenson, Todd A.

From: Gregory S. Kidd [gkidd@beyondpesticides.org]
Sent:  Wednesday, September 05, 2001 11:23 AM
To: CPSC

Cc: Bill Walsh; Jay Feldman

Subject: Petition HP 01-3, Petition for Ban on Use of CCA Treated Wood in Playground Equipment
September 5, 2001

Office of the Secretary

Consumer Product Safety Commission
Washington, DC 20207

Re: Petition HP 01-3, Petition for Ban on Use of CCA Treated Wood in Playground Equipment.
Dear Sir or Madam:

Thank you for the opportunity to comment on the Environmental Working Group (EWG) and Healthy
Building Network (HBN) petition for the ban on the use of CCA-treated wood in playground equipment,
Beyond Pesticides and its members urge the Consumer Product Safety Commission {CPSC) to ban the
use of CCA-treated wood in playground equipment based on the extreme health nisks associated with
exposure to both arsenic and hexavalent chromium (chromium (VI)) leaching out of CCA-treated wood.

1 am submitting these comments on behalf of Beyond Pesticides/National Coalition Against the Misuse
of Pesticides (Beyond Pesticides). Beyond Pesticides is a national, environmental non-profit
organization. The organization has been focusing on the issue of the heavy-duty wood preservatives,
namely the tnorganic arsenicals (such as chromated copper arsenate or CCA), pentachlorophenol, and
creosote since the 1980s, as the Environmental Protection Agency (EPA) worked through its Special
Review of these pesticides. One of the most serious limitations of EPA's review of the inorganic
arsenicals was a failure on the part of the agency to consider the special hazard to children from playing
on playground equiptment made from CCA-treated wood. EPA acknowledged this gap in the review and
determined that "with the available data the exposure of children to the end uses of the treated wood
(playground equipment) cannot be estimated” (1J.S. EPA, 1981).

Prior to 1978, the inorganic arsenicals were used in a significant number of pesticide products to control
nsects, fungi, weeds and rodents as well as in wood preservatives. EPA began investigating the
inorganic arsenicals in 1978 because of concerns that this family of chemicals presented nsks of cancer,
genetic mutation, and birth defects (U.S. EPA, 1993). During that review, EPA separated the use of
inorganic arsenicals as wood preservatives from all other uses. In 1988, the agency banned almost all
uses of nonwood-preservative pesticide products containing inorganic arsenicals because EPA
determined that arsenic posed an unacceptable risk to workers and others exposed to arsenic (U.S. EPA,
1993). As of 1993 all uses of inorganic arsenicals have been prohibited expect for the use of arsenic in
wood preservatives.

The Toxicity of CCA is Well Documented

Wood preservative arsenicals are a mixture of ingredients. The most commonly used arsenical, CCA, is
a mixture of arsenic acid, chromium (V1), and copper oxide, plus unlisted "inert” ingredients in
proportions that vary with the particular product. According to the United States Geological Survey

9/5:01
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(USGS) approximately 34,000 metric tons of arsenic was consumed in the U.S. in 2000 and production
of CCA accounted for more than 90% (or well over 30,000 metric tons) of domestic consumption of
arsenic (USGS, 2001).

Arsenic is a known human carcinogen. Several studies have shown that inorganic arsenic can increase
the risk of lung cancer, skin cancer, bladder cancer, liver cancer, kidney cancer, and prostate cancer
(ATSDR, 2001). The International Agency for Research on Cancer (IARC) (WHO, 1993a), the U.S.
Department of Health and Human Services (NTP, 2001a) and EPA have determined that inorganic
arsenic 1s a human carcinogen based on sufficient evidence from human data. (U.S. EPA, 1998a). The
National Research Council's recent report on arsenic in drinking water concludes that there is sufficient
evidence from human epidemiological studies in Taiwan, Chile, and Argentina that chronic ingestion of
inorganic arsenic causes bladder, lung and skin cancer (NRC, 1999).

Chronic exposure to arsenic also causes damage to internal organs. Arsenic poisoning damages mucous
membranes, irritates eyes, causes darkening and lesions of the skin, damages and inflames the liver,
damages the heart and causes hearing loss (WHO, 1981). Exposure to arsenic causes degeneration of the
peripheral nervous system (WHO, 1981).

The most common route of exposure with arsenic is ingestion, so it is not surprising that gastrointestinal
(GI) problems are associated with acute arsenic poisoning. The predominate GI effects of ingestion are
vomiting, abdominal pain and diarrhea (U.S. EPA, 1999). Other GI effects include inflammation and
eventual sloughing of the mucous membrane in the mouth, pharynx and esophagus (U.S. EPA, 1999).
The central nervous system is also affected by acute exposure with symptoms ranging from headache,
dizziness and confusion, progressing to muscle weakness and spasms, hypothermia, lethargy, delirium,
coma, and convulsions (U.S. EPA, 1999). Acute exposure also damages the Kidney, heart, and liver
(U.S. EPA, 1999).

EPA has calculated an oral cancer slope factor for arsenic of 1.5 per mg/kg-day. This cancer slope factor
is used to estimate cancer risks associated with exposure to arsenic from both oral and dermal routes.
EPA has also developed a reference dose for non-cancer health effects of arsenic exposure of 0.0003
mg/kg-day. EPA has determined that thig oral reference dose represents a safe dose for a chemical, te.
one that a person could receive every day without unreasonable risk of non-cancer health effects
(Roberts, 2001).

Chromium (VI) 1s a known human carcinogen. Several studies have shown that chromium (VI)
compounds can increase the risk of lung cancer (ATSDR, 2001b). Amimal studies have also shown an
increased risk of cancer (ATSDR, 2001b). IARC (WHO, 1993b), the U.S. Department of Health and
Human Services (NTP, 2001b), and EPA have determined that chromium (VI) 1s a known human
carcinogen {U.S. EPA, 1998b).

ATSDR reports that breathing high levels of chromium (VI) can cause irritation to the nose, such as
runny nose, nosebleeds, and ulcers and holes in the nasal septum. Ingesting large amounts of chromium
(VI) can cause stomach upsets and ulcers, convulsions, kidney and liver damage, and even death. Skin
contact with certain chromium (V1) compounds can cause skin ulcers. Some people are extremely
sensitive to chromium (VI}. Allergic reactions consisting of severe redness and swelling of the skin have
been noted (ATSDR, 2001b).

Arsenic when ingested is readily absorbed. This is significant because scientists have established that
children often stick their hands and other objects into their mouths. A recent study using video tape to
monitor children found that children put their hands in their mouths an average of six times per hour,
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ranging up to 45 times per hour for some children (Zartarian, 1997). Daily estimates of soil ingestion by
children average 179 mg/kg (Stanek, 1995).

Scientific Studies Prove that CCA Leaches Qut of Treated Wood

Studies conducted by scientists and media outlets have documented highly elevated levels of arsenic in
the soil beneath structures made of CCA-treated wood and on the surface of the wooden structures. It is
clear as a result of these studies that arsenic and chromium are leaching out of CCA-treated wood at
rates that pose an unreasonabile risk to human and environmental health. The National Research Council
has determined that consuming arsenic at the current drinking water standard of 100 mg per person per
day can lead to a cancer risk of between 1 additional case in 100 to 1 in 1,000 (NRC, 1999).

Hazardous Substance & Waste Management Research, Inc. (HSWMR) calculated a target quantity of
dislodgeable arsenic on the surface of CCA-treated wood in a report prepared for the American Wood
Preservers lustitute (AWPI). Based on corrected calculations, Dr. Teaf, the author of this report,
determined that the Wood Surface Target Quantities (WSTQs) for children (ages 2 to 6) was 21 mg/100
cm2 and the aggregate child/adult WSTQ (age 2 to 31) was 2 mg/100 cm2 (Teaf, 2001). The WSTQ was
determined in order to achieve circumstances where the routinely accepted Target Hazard Quotient of
1.0 for noncancer effects and the Target Risk of 1 x 10-6 for cancer risk would not be exceeded
(HSWMR, 2001).

Stephen Robens, Ph.D., with the University of Florida's Center for Environmental and Human
Toxicology, conducted an analysis of three formal assessments of nisk resulting from dislodgeable
arsenic exposure through direct contact with CCA-treated wood. The studies include the above
referenced DHSSC study from 1987, and HSWMR study from 2001, as well as a study by the Consumer
Product Safety Commission (CPSC) in 1990. As part of that analysis, Dr. Roberts calculated the risk of
cancer, based on EPA's oral cancer slope factor, associated with a range of levels of dislodgeable
arsenic, assuming daily exposure for five years, as shown in Table 1.

Table 1. Cancer risks and datly doses associated with exposure to CCA-treated wood with different
levels of dislodgeable arsenic (Roberts, 2001)

g:lzljc_)l(:)goezzz)arsenic Dose{mg/day) Cancer risk

ﬂ ”ﬁ% |[4.?.2 x 10(-6) |
EO “T() ":T?.Z X 10(—-5) ]
PS ”ﬁ9 ”1.06 x 10(-4) |
35 267 [T48 X 10(-9)

50 381 RI1x10(-4)

IT 00 “‘Té “4.22 x 10(-4) |
1250 —||T91 ]’W6 x 10(-3) I
!632 ”T§2 HﬁS? x 10(-3) [

The studies outlined below have found that children could receive doses of arsenic as high as 1,260 mg
from touching CCA-treated wood.

The Department of Health Services of the State of Califormia (DHSSC) conducted a study of playground
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structures to determine the health hazard posed to children by the heavy-duty wood preservatives,
including inorganic arsenicals, pentachlorophenol (penta) and creosote. DHSSC had volunteers rub
(CCA-treated playground equipment and measured the amount of arsenic and chromium found on their
hands. DHSSC determined that a child could receive doses of arsenic ranging from 1,260 mg to 236 mg,
and doses of chromium ranging from 575 mg to 351 mg (DHSSC, 1987). The average dermal loading
{corrected for surface area) was 50 mg/100 cm2 (Roberts. 2001). DHSSC concluded that theoretical

increase in lifetime cancer risk from arsenic exposure from playgrounds is between 1.0 x 10-4 and 5.0 x
10-3 (DHSSC, 1987).

Health and Welfare Canada (HWC) conducted a study to determine the amount of arsenic and
chromium leaching out of CCA-treated wood into the soil and on to the surface of the wood. HWC
measured arsenic in the soil beneath CCA-treated structures as high as 9.573 mg/kg, with background
levels less than .0371 mg/kg (Galarneau, 1990). The surface wipe samples contained from 0.5 mg to 322
mg (mean 42.9 mg) of arsenic, and 1.2 mg to 254 mg (mean 27.8 mg) of chromium collected from a
total surface area of 10 em2 (Galameau, 1990). Correcting for surface area, the average amount of
dislodgeable arsenic was 429 mg/100 cm2. A second, similar study prepared for HWC reported, "on all
sampling occasions, there was signiftcant leaching of copper, chromium and arsenic” (Doyle, 1992).
Rainwater run-off samples contained concentrations ranging from 1.49 mg/kg to 9.19 mg/kg for arsenic,
and from 0.6 mg/kg to 3.75 mg/kg for chromium (Doyle, 1992). Soil samples revealed arsenic levels as
high as 80 mg/kg for arsenic, and 53.8 mg/kg for chromium, background levels did not exceed 3.4
mg'kg (Doyle, 1992).

The Connecticut Department of Analytic Chemistry (CDAC) has conducted studies to determine the
levels of arsenic and chromium feaching out of CCA-treated wood decks. Overall the CDAC found
levels of arsenic in the soil as high as 350 mg/kg with a background average of 3.7 mg/ke (Stilwell,
1997). Chromium was found in the soil at levels as high as 154 mg/kg, with background levels
averaging 20 mg/kg (Stitwell, 1997). A shightly more recent study by CDAC reported on arsenic and
chromium on the surface of CCA-treated wood. The levels of arsenic dislodged from the wood surfaces,
after 1 month of weathering (nominal), ranged from 6-122 mg/100 cm2, and averaged 40 mg/100 cm2
(Stutwell, 1998).

The Maine Bureau of Health (MEBOH) conducted an evaluation of potential health risks to children
arising from exposure to arsenic in CCA-treated wood, focusing on arsentc. MEBOH considered four
exposure pathways including incidental ingestion of soil contaminated with CCA leachate, dermal
contact with such soil, incidental ingestion of dislodgeable arsentc from contact with wood surfaces, and
dermal exposure to dislodgeable arsenic. In a draft of their report, MEBOH determined that incidental
ingestion of arsenic from hand-to-mouth activity after skin contact with wood surfaces and transfer of
dislodgeable arsenic represents the greatest contribution to total exposure, comprising approximately
75% and ingestion of soil comprising approximately 20% of total daily exposure (Carlson-Lynch, 1998).
MEBOH calculated cancer risks associated with exposure to dislodgeable arsenic that far exceed EPA's
target of 1 x 10-6 and conciudes:

Assuming the lower bound estimate of hourly frequency of skin-to-mouth contact of 2 times per hour
(and assuming that the hand 1s the body part most frequently contacting the mouth), and a conservative
estimate of 2 hours of per day [sic] during good weather, a child who playvs on or around CCA-treated
structures 30 days per year could receive arsenic exposure in excess of the reference dose for noncancer
effects. A child who plays on or around CCA-treated structures 90 days per vear will have an estimated
cancer risk of 1 x 10-4 (Carlson-Lynch, {998).

The Florida Center for Solid and Hazardous Waste Management (FCSHWM) in cooperation with the
Florida Department of Environmental Protection (DEP), the University of IFlorida and the University of
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Miami has been working on CCA-treated wood projects since 1997. FCSHWM sampled soil from under
65 decks made of CCA-treated wood in various sttes in Gainesville, Tallahassee and Miami. FCSHWM

found an average of 28.5 mg/kg of arsenic with an average background level of 1.5 mg/kg (Townsend,
2001).

Conclusion: CPSC Must Act to Prohibit the Use of CCA and Other Arsenic Based Wood
Preservatives on Playground Equipment

Congress has directed the Commission to "protect the public against unreasonable risks of injuries and
deaths associated with consumer products.” Children face an unreasonable and unnecessary risk of
cancer every time they play on or near CCA-treated wood playground equipment. Scientific studies have
established that children regularly stick their hands and other objects into their mouths. Science has
demonsirated the extreme toxicity of arsenic and chromium (VI). Studies have proven that arsenic and
chromium (V1) are leaching out of CCA-treated wood, onto the surface of the wood and into the soil
around the treated structure. Children are ingesting doses of these toxic chemicals that science has
shown can cause cancer. CPSC must act to prohibit the future use of inorganic arsenic wood
preservatives on playground equipment.

Sincerely,

Gregory S. Kidd
Science and Legal Policy Director
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LEATHERS & ASSOCIATES
DESIGN FOR COMMUNITY BUILT

September 5, 2001

Office of the Secretary
Consumer Product Safety Commission
Washington, DC 20207

Re: Petition HP 01-3 Requesting a Ban on Use of CCA Treated Wood in Playgrounds

The Leathers & Associates design firm is the leader in the field of community-built
playgrounds. In the past three decades, we have worked with more than 1,600
communities in all 50 states as well as in Canada, Australia, Israel, and New Zealand.
The vast majority of those playgrounds were built using CCA-treated lumber, and we
have never had a single report of anyone becoming ill from the chemical in the wood.

In 30 years of building, our designs and materials have evolved. Our construction
methods are unique and durable. We continually monitor developments to stay current
with the research and development of new products. We will continue to be forward
thinking in order to remain the leaders in the industry. Based on our experience and
research, the materials we use for our projects have naturallv evolved so that we now use
only the highest quality products available.

Depending on the type and quality of the wood, test results measuring the amount of
arsenic in the soil can vary tremendously. We continue to recommend CCA-treated
wood, although the wood we specify for treatment is No. 1 dense select structural
Southern Yellow Pine, kiln-dried after treatment. This 1s the best grade of Southern
Yellow Pine available, which helps ensure low maintenance and reliability. The quality
of the wood also allows the chemicals to fixate to the wood better. Kiln-dried after
treatment reduces the amount of excess chemical in the wood and allows it to be sealed or
painted immediately. If a ban on CCA is under consideration, the types of wood and the
quality can’t be ignored because the differences are enormous.

In addition to using the best quality lumber and requiring the wood to be kiln-dried after
treatment, we also recommend that the projects be sanded and sealed annually. We use
the plastic composite Trex for the decking and handrails of our playgrounds because we

believe that 1t is easier to maintain and reduces the number of splinters that children may
receive.

As vou know, many playgrounds in Florida were closed after a series of newspaper
articles were published stating that arsenic in the playground equipment was poisoning
the children. However, most of those playgrounds have now reopened after the cities
conducted their own independent tests. They realized that the articles were an

Founding Member: Community Built Association
Leathers & Associates, Inc. « 99 Fastlake Road, Ithaca, NY 14850 . 407 277-1650
Fax: 07 277-1433 + E-mail- leathers@leathersassociates.com »  Web: www.leathersassociates.com



Office of the Secretary, CPSC
Page 2
September 5, 2001

overreaction to the word “arsenic.” CCA wood is treated with arsenate, a form of arsenic.
Arsenic 1s a naturally occurring element in soil everywhere. Naturally occurring levels
are much lower in Florida than most of the rest of the country. However, in the
independent testing, levels found were still far below a level that would endanger
children. In fact, one of the cities found arsenic levels to be much higher in a nearby
soccer field than it was under the playground.

We have no objection to helping communities work with one of the copper-based
alternative treated-wood products, if they choose to do so, but we so far have seen no
reason to change our basic recommendation from a wood that is economical and has
proven itself to be effective and safe through decades of use. The type of lumber we
require has proven to yield better test results than other types. We are mindful that the
structural integrity of playgrounds 1s a major factor in their safe use, and we are not eager
to abandon the construction material that has served us so well in the past.

1t is our understanding that scientific research has not yet demonstrated that children have
been or will be harmed from playing on CCA-treated wood, while on the other hand
wood treated with CCA has proven its structural integrity over the long term. We feel
strongly that no decision on banning CCA-treated wood should be made without proof
that there is a health risk. Obviously, the current controversy over treated lumber s much
greater than wood used to build playgrounds {i.e., arsenic in drinking water, varying
levels of naturally occurring arsenic in soils in different parts of the country). If banning
CCA-treated lumber is being considered, the different types of wood and treatment
processes also need to be taken into consideration, as various processes and quality of
wood result in different levels of exposure to the chemical. We feel that the best solution
to this controversy is for a neutral body, such as the Environmental Protection Agency, to
develop a standard from which everyone can gauge test results. Once this standard 1s
developed, we can all make more responsible decisions.

Sincerely,

%@WW

Marc Leathers
President

Leathers & Associales, Inc. « 99 Fostloke Road, Ithaca, NY 14850 « Phene: 607 277-1650 « Fox: 607 277-1433



P ’ y
(/U{J%/\wﬂ{ e ,2020?-0:06’

o‘QLM /)u._ /}l,rwh /

J A/M?/_ e Cpos Porde o€ /.’/A.f(,[?— c/)'yww/zz./h

cored *Z‘} Ay BN > PN A’?A e
.’V

5-’? e /LI"L:-’d Léur /\\2/‘_.—(_‘;,(;/ (‘l 0/9 - Mg,é) Lt~
ST

“(iin O,-t‘ Copret (obrle and Ao C,é;f! Ao

=L/

R
- A ' N P /] ) .
N cnnecrs 2w qL\1 C?’/u. Py s ?31 CL KL e
J [} A
(’,":'P;u’" L C'I/‘fiu ,J/f,- W ﬁ-/&--i/xf“v": o Mﬂ‘g—é A Atz < .

u?]%%' o TFrE 2

[
e b et

T
o -
e
i
i
3

¥

g



|
?
)
un]
cJ
t
—
I
)
~d
T
yh}
n

WIS DEPTS AL TRADE & COMS ; 8CB 224 4939,

State of Wisconsin
Scoti McCallum, Governor
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Department of Agriculture, Trade and Consumer P_rotection
James E. Hursdorf, Secretary

September 9, 2001
Petition HP 01-3
Petition for Ban on Use of CCA-Treated Wood in
Playground Equipment

Office of the Secretary

Consumer Product Safely Commission
Room 501

4330 Past-West Highway

Bethesda, Maryland 20814

Dear Secretary:

We write in support of Petition HP 01-3 rcquesting 2 ban on the sale and use of
chromated copper arsenate (CCA}) treated wood in playground equipment, as docketed by the
1.5, Consumcr Praduct Safety Commission under provisions of the Federal Hazardous
Substances Act and published in the July 13, 2001 Federal Register.

The Department of Agriculture, Trade and Consumer Protection administers and
enforces Wisconsin's Hazardous Substances Act, adopted in the early 1970°s to complement
and purallel federal Jaw.

Like its federal counterpart, Wisconsin law defines a hazardous substance to include
“any toy or other article intended for use by children which the department by rule
detenmines . . . to present an electrical, mechanical or thermal hazard or to contain a toxic
substance either in or on the toy or other article.” T[ the Department imposes this definition
on a substance or article, vanous remedies can he pursued, including labeling, restrictions on
access to the general public or prescribed methods of sale, package safety slandards (if
applicable), or an outright ban on the sale and distribution of the substance or article.

Inorganic arsenic has been declarcd a known human carcinogen by various federal
agencies, the International Agency for Research on Cancer, the American Conference of
Governmental [ndustrial Hygienists and others. Inorganic arsenic compounds, such as CCA,
have also been designaled as “extremely hazardous substances™ under applicable EPA
regulations. When inorganic arsenic compounds are applied to products available for sale
and use by the general public, then the products themselves may deemed as hazardous
substances upder current state and federal regulatory authornty.

2%11 Agriculrure Drive = PO Box 8911 - Madison, WT 53708-89(1 « 60X-224.5(12 « Wisconsin.gov
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As a water-bome wood preservative, we know that CCA is comprised of varying
proportions of hexavalent arsenate, an inorganic arsenic compound, in a concentration
ranging from 16-45%. We also know that the umount of CCA used as a preservative in wood
products is defined by its retention leve} and the particular application of the wood product.
The CCA retention level for lumber used in most children’s playground equipment will vary
from 0.25 to 0.60 lbs. of preservative per cubic foot.

According to the Toxicological Profile for Arsenic published by the Agency for Toxic
Substances and Disease Registry, Public Health Service, U.S. Department of Health &
Human Services, the minimal risk level for chronic exposure from oral ingestion of inorganic
arsenic (a daily exposure for 365 days or more before symptoms have been cbserved) i1s
0.0003 mg/kg of body weight per day. Acute exposure symptoms have resujted from an oral
ingestion rate of 0.005 mg of arsenie/kg of body weight per day. As a standard of reference,
some publications have identified a concentration of inorganic arsenic in treated fumber as
high as 3,000 mg/kg of wood.

erhaps this data would not he cause for concern if the fixation of CCA to wood
fibers was an accurate assumption. Confrary to literature of the American Wood Preservers
[nstitute, the elemental components of CCA do, in fact, leach from the wood according to
recent studies — studies that have relied on extensive soil tests and hand wipe samples.

Another variable in determining risks associated with CCA-treated wood relates to
the treated wood production process itself.

According to a recent research article prepared by the USDA's Forest Products
Laboratory, the fixation of CCA in pressurc-treated wood is dependent upon both
temperature and storage time. Although the American Wood Preservers Assoctation has
considered the development of “leaching minimization” standards for CCA and other wood
preservatives, we are unaware of any nationally recognized standards to govern these
production processes. While production monitoring is performed in some instances by the
American Lumber S1andard Committee (ALSC) and some state regulatory agencies, treated
wood products used in children's playground equipment and playsets do not require ALSC
oversight. Therefore, wood treatment processors may shorten storage times to achieve
increased board feet production levels, thereby increasing the product’s leaching potential.

Applying an appropriate sealant may be an effective remedy to minimize leaching
for some applications. However, manufacturers discourage use of a sealant dunng the first
year in order to allow for further chemical fixation.

Scientists and others may disagree with the perceived and calculated public health

and environmental risks associated with CCA-treated lumber, but we who wark to safeguard
children’s health and safety have a responsibility to proceed more expeditiously.

E08 224 4939
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Children face a higher nisk of exposure to CCA and inorganic arsenic because of
mconsistent hygiene practices, hand-to-mouth habits, and the tendency to play in dirt.
Referencing a 1993 National Research Council study on children’s susceptibility to
hazardous substances, the Agency for Toxic Substances and Discase Registry stated the
following:

“Children are not small adults. A child’s exposure may differ from an adult’s
exposure in many ways. Children drink more fluids, ¢at more food and breathe more
air per kilogram of body weight, and have a larger skin surface in proportion to their
body volume. A child's diet often differs from that of adults.. A child’s behavior and
lifestyle also influence exposure. Children crawl on the floor; they put things in their
mouths; they may ingest inappropriate things such as dirt or paint chips; they spend
more time outdoors. Children also are closer to the ground, and they do not have the
judgement of adults in avoiding hazards.”

Clearly, there are legitimate uses for CCA-treated lumber. Children’s playground
equipment, playsets, and treehouses are not some of them. Thus, we urge the Commission fo
move swifily to ban the sale and use of chromated copper arsenicals in playground
equipment.

Sincerely,
William L. Qemichen, Administrator

Division of Trade and Consumer Protection

Cc: Consumer Protection Bureau Director Fran Tryon
Regulatory Specialist Tom Stocbig
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September 11, 2001

Office of the Secretary

U.S. Consumer Product Safety Commission
Room 501

4330 East-West Highway

Bethesda, MD 20814

re: Petition HP 01-3
Petition for Ban on Use of CCA Treated Wood in Playground Equipment

Dear CPSC Secretary: )

This letter and attachment is intended for inclusion in the CPSC docket that is reviewing the
proposal to ban chromated-copper-arsenate (CCA) pressure-treated wood in playground
equipment. CPSC is to be commended for accepting the task of reviewing this important issue.
The data collected in Connecticut and elsewhere points out that arsenic leaches from the wood
on an ongoing basis leading to contamination of soil undemneath decks/playscapes. This also
results in a dislodgeable residue of arsenic on the surface of the wood that is readily available to
children from casual contact.

The exposure potential to children from the dislodgeable residue appears to be on the order of
20-200 ug of arsenic on the hands at any point during a play activity, which is a large arsenic
source relative to others in a child’s environment (see attached ppt presentation). According to a
recent risk assessment from a contractor for the wood industry (Gradient, 2001; accessible at
preservedwood.com), an estimate of the arsenic concentration in the dislodgeable residue is 1900
ppm. This estimate is similar to calculations of arsenic concentration in the residue based upon
the residues found on the wood surface (10-100 ug As/100cm2 range across 3 studies) and the
amounts of dust that can be expected on a surface (Hawley, Risk Analy. 5:289-302, 1985).
These estimates indicate that the dislodgeable residue is a relatively concentrated source of
arsenic, many times higher than soil remediation standards which are aimed to protect children.
Another way of looking at the issue is to consider the total amount of arsenic available on an
average-sized 8x10 deck. Scaling up from the range of 10-100 ug/100cm2 to the surface area of
the deck yields 7.5 to 75 mg of arsenic potentially available. Although an average child would
not be expected to contact such high mg quantities of arsenic during a single play event, these
considerations point out that CCA-treated wood surfaces can represent a substantial and ongoing

arsenic source 1n a child’s environment.

-

There are a number of uncertainties in calculating exposures and risks to arsenic from CCA-
treated wood. For example, when extrapolating from what is on the hands of a child to what is
actually ingested, there is too little information on children’s behaviors (e.g. mouthing
frequency; amount of hand entering mouth; mouthing of other objects that may be contaminated,
frequency of play activitigs per year) to know the population distribution of exposure and what is
a reasonable bounding estimate. Further complicating the assessment are considerations of
exposure from contaminated soil underneath the playscape and uptake via the dermal route.
Perhaps the upcoming SAP review of this issue for EPA will provide insights into how to better
calculate these exposures and risks.



In the intenim it appears that pressure-treated wood surfaces can be a substantial source of
arsenic exposure to children on a frequent basis. Since this exposure pathway can be largely
mitigated by use of sealants on the wood at regular intervals (e.g., every 2 years, as legislated in
California in 1987), the State of CT has issued a fact sheet informing the public about the
potential for children’s exposures and the need to seal the wood. The CT fact sheet is available
at www state.ct.us/dph/publications (click on the fact sheet titled “Pesticides Used in Pressure-
Treated Wood™). Even though the focus of CPSC deliberations 1s on CCA-treated wood used
in playscapes, the commussion should recognize that children’s exposure to arsenic from CCA
boards is also likely from other types of structures common in a child’s environment (decks,
treehouses, stair railings, picnic tabies, etc.). Therefore, CPSC exposure and risk assessments
should consider playscapes in an additive manner with these other sources.

While regular sealing of playscape apd decking wood may protect children, this is a chore that
many homeowners and town recreation departments do not currently engage in. One issue
CPSC should consider in these proceedings ts how large a public education campaign 1s needed
to be confident that the wood will be regularly sealed and children adequately protected. Such
an effort is needed regardless of whether or not the wood is banned for playscapes, given the
number of existing playscapes that contain this tvpe of wood. If CPSC determines that such an
education campaign is unlikely to have the effectiveness needed to protect children, then it may
want to seriously consider the ban option. If CPSC believes it can be effective, then we would
expect that CPSC will become involved by ensuning that the wood 1s adequately labeled with a
sealant message. Further, it would be highly beneficial for CPSC to develop fact sheets and
media releases, and provide other outreach efforts. Public education is essential for existing
structures as well as new construction. Since alternatives are now available in the marketplace, a
descnption of these alternatives should also be part of the consumer educational process.

Thank you for considening these points. Please feel free to contact us if you need further
information.

Gary Ginsberg, Ph.D_, Toxicologist .
Connecticut Dept. of Public Health

P.0.Box 340398, MS 11CHA

Hartford CT 06134-0308

860-509-7750

- . garv.ginsberg({@po.state.ct.

-

David Stilwell, Ph.D. X
Connecticut Agricultural Experiment Station
PO Box 1106

New Haven, CT 06504

203-974-8457

david.stilwell{@po.state.ct.us
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September 11, 2001

Otfice of the Secretary

U.S. Consumer Product Safety Commission
Room 301

4330 Eust-West Highway

Bethesda, MD 20814

Dear CPSC Secretary:

This letter and attachment is intended for inclusion in the CPSC docket that is reviewing the
proposal to ban chromated-copper-arsenate (CCA) pressure-treated wood in playground
equipment. CPSC is to be commendgd for accepting the task of reviewing this important issue.
The data collected in Connecticut and elsewhere points out that arsenic leaches from the wood
on an ongoing basis leading to contamination of soil underneath decks/playscapes. This also
results in a dislodgeable residue of arsenic on the surface of the wood that is readily available to
children from casual contact.

The exposure potential to children from the dislodgeable residue appears to be on the order of
20-200 ug of arsenic on the hands at any point during a play activity, which is a large arsenic
source relative to others in a child’s environment (see attached ppt presentation). Accordingto a
recent risk assessment from a contractor for the wood industry (Gradient, 2001; accessible at
preservedwood.com), an estimate of the arsenic concentration in the dislodgeable residue is 1900
ppm. This estimate is similar to calculations of arsenic concentration in the residue based upon
the residues found on the wood surface (10-100 ug As/100em2 range across 5 studies) and the
low amounts of dust that can be expected on a surface (Hawley, Risk Analy. 5:289-302, 1985).
These estimates indicate that the dislodgeable residue is a relatively concentrated source of
arsenic, many times higher than soil remediation standards which are aimed to protect children.
Another way of looking at the issue is to consider the total amount of arsenic available on an
average-sized 8x10 deck. Scaling up from the range of 10-100 ug/100cm?2 to the surface area of
the deck yields 7.5 to 75 mg of arsenic potentially available. Although an average child would
not be expected to contact such high mg quantities of arsenic during a single play event, these
considerations point out that CCA-treated wood surfaces represent a substantial arsenic source in
a child’s environment.

There are a number of uncertainties in calculating exposures and risks to arsenic from CCA-
treated wood. For example, when extrapolating from what is on the hands of a child to what is
actually ingested, there is too little information on children’s behaviors (e.g. mouthing
frequency; amount of hiand entering mouth; mouthing of other objects that may be contaminated;
frequency of play activities per year) to know the distribution of exposure and what is a
reasonable bounding estimate. Further complicating the assessment are considerations of
exposure from contaminated soil underneath the playscape and uptake via the dermal route.
Perhaps the upcoming SAP review of this issue for EPA will provide insights into how to better
calculate these exposures and risks.

In the interim it appears that pressure-treated wood surfaces can be a substantial source of
arsenic exposure to children on a regular or frequent basis. Since this exposure pathway can be
largely mitigated by use of sealants on the wood at regular intervals (e.g., every 2 years, as



legislated in Caiifornia in 1987), the State of CT has issued a fact sheet warning the public about
the potential for children’s exposures and the need to seal the wood. The CT fact sheet is
available at www state ct.us/dph/ ications (click on the fact sheet titled “Pesticides Used in
Pressure-Treated Wood™). Even though the focus of CPSC deliberations 1s on CCA-treated
wood used in playscapes, the commission should recognize that children’s exposure to arsenic
from CCA boards is likely from other types of structures common in a chiid’s environment
(decks, treehouses, stair ratlings, picnic tables, etc.). Therefore, CPSC exposure and risk
assessments should consider playscapes in an additive manner with these other sources.

While regular sealing of playscape and decking wood may protect children, this is a chore that
many homeowners and town recreation departments do not currently engage in. One issue
CPSC should consider in these proceedings is how large a public education campaign is needed
to be confident that the wood will be regularly sealed and children adequately protected. Such
an effort is needed regardless of whgther or not the wood is banned for playscapes, given the
number of existing playscapes that contain this type of wood. If CPSC determines that such an
education campaign is unlikely to have the effectiveness needed to protect children, then it may
want to seriously consider the ban option. If CPSC believes it can be effective, then we would
expect that CPSC will become involved by ensuring that the wood 1s adequately labeled with a
sealant message. Further, it would be highly beneficial for CPSC to develop fact sheets and
media releases, and provide other outreach efforts. Public education is essential for existing
structures as well as new construction.

Thank you for considering these pomnts. Please feel free to contact me if you need further
information.

Gary Ginsberg, Ph.D., Toxicologist

Connecticut Dept. of Public Health

P.0O.Box 340398, MS 11CHA

Hartford CT 06134-0308

860-509-7750 : .
gary.ginsberg@po.state.ct.us
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Stevenson, Todd A.

From: Gary Ginsberg [gary.ginsberg@po.state.ct.us]
Sent: Monday, September 10, 2001 4:49 PM
To: cpsc-os@cpsc.gov
Cc: David.Stilwell@po.staie.ct.us
Subject: Petition HP 01-3
CCA701.PPT ARSENICCPSC.DOC

Please ignore my earlier e-mail today; 1 attached the wrong
file. Please
put the attached 2 files on the docket. The first file represents my
comments, together with Dr. David Stilwell. The 2nd file provides supporting
documentation; it is a powerpoint presentation that I gave on an ASTHO
telaconference this past week. Sorry for the confusion and thankyou very

much. Gary Ginsberg ,

.



