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.. allowed access to the samples,.and

in 1983.7
Cases around the country could be
affected similarly by this type of
DNA testing. = ]
In a recent case in Virginia, law-
. yers for a convicted rapist and mur:
derer, Joseph Roger O’Dell, wanted -
‘to have DNA tests done on ll-year -
old samples of bodily fluids taken
from the victim in order :to prove
their client’s innocence and halt his-
execution. But the deféense was not-

. - the Govemor/re]ected a plea for
7, clemency, Mr. 0 Dell was executed
w7 on'July'2 : R

“The point 1s to do 1t rlght accu-

& - rately and fairly and if DNA testing

* - helps us do that, then-let’s use DNA
testing,” saxd Paul F. Enzinna, a
Washington, ~ D.C.,, " lawyer who
worked on Mr. O’Dell’s case. ‘It can

_be a double-edged sword, but there’s

. no reason not to get more informa-
‘tionvif -it becomes possible to do'so.’

=~ In.the.Wells case, the palice con-

) cede the DNA tests are a wild card.

ERN “Just because there is new technol-

" ogy doesn’t mean the resuits will be

in our favor, it could provide excul-

patory evidence,” said Mr. Hayes,

' A New Smokmg Ban
- In Federal Butldmgs

WASHINGTON Aug. .9 (AP) —
President Clinton today outlawed
smoking in all Federal buildings in
the executive branch, but his execu-~
tive order did not banish smokers
from Government-owned doorways
and courtyards. .

_ “Our Federal workers and the
thousands of people who visit Fed-
- eral facilities will now be protected
. from the risk of secondhand smoke,”
. the President said in his weekly ra-
dio broadcast from the Oval Office.
°  vAmericans who've made the
. . choice not-to use tobacco products
should not be put at risk by those who
choose to smoKe,” he said. “With this
step we’re taking today, millions of

Americans will be able to breathe

just a little easier.”

Mr. Clinton gave the departments
and agencies a year to comply. More
than 15 Federal agencies already
ban smoking in their offices.

" An early draft of the executive
order would have banned smoking
within 50 feet of Government build-
‘ings, but Mr. Clinton’s final order
gives agency heads discretion .to

“evaluate the need” for such restric-

tions and impose them if necessary.

. - Rahm Emanuel, a senior adviser

_to the President, said, ‘‘We conclud-
- ed it was better that that decision be
left to the director of the agency.”
Mr. Clinton’s order will not affect
ffices outside the executive branch,
like Federal court bunldmgs and Con- -
esstonal offxces
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have been reached by the EPA are perfectly, properly drawn from my
professional point of view," Bookstein said.

On cross-examination, he acknowledged that he did not read the
underlying studies but said that the EPA summarized them and
printed extensive statistical tables.

Earlier in the day, an 81-year-old former tobacco researcher
conceded that he is sometimes confused and forgetful about events
that happened nearly 25 years ago.

But Dr. Freddy Homburger stuck to his assertion that the industry-
tried to force him to drop the word "cancer” from his pioneering
research and fulfilled a threat that he would "never get another penny"
from cigarette-makers if he went ahead with his planned report.

His videotaped testimony is the first from a

" :Fspumd for Tobacca §

om 1935 o 1974, an

0870197 15:33:35



.

e

EPA passive smoking results praised hitp://www.journalnow.com/news/tobacco/smoky01.htm

He said that cigarette smoke was sometimes so thick he nearly
couldn't see all the way to the rear of a Boeing 727, and he
occasionally activated the sign anyway to help the flight attendants.

Asked if there was a mechanical way to clear the air 100 percent, he
said, "None. The volume of smoke was too heavy to get rid of."

The trial seeking $5 billion in damages could prove to be the only
major tobacco case to be decided by a jury because the proposed
$368.5 billion nationwide settlement would erase such suits.

1563 08/01/97 15:33:38



- But in other ways, General -Shel-
's background is typical of a man
with stars on his shoulders. He took
the "Army’s demanding Ranger
course at Fort Benning, Ga., in 1964
and attended parachute school. And
he was 'a platoon leader in Vietnam
In]  and 1967, earning numerous
' medals, including. the Bronze Star
and the Purple Heart. :
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day, and the-topic on the table was
money. o

Lawyers representing the- major
cigarette makers said that they were
willing to pay a high price to win
reprieve from the legal and political

{ ther financial demands could drive
 them into bankruptcy.. -

. Administration officials also be-
_ gan publicly raising questions about

" Federal Treasury over 25. years.

dustry to recover .smoking-related
Medicaid costs, and to plaintiffs
seeking individual damage pay-
- ments. _ '

The meetings’ participants, using
terms usually reserved for high-level
diplomatic encounters, later de-
scribed the session, in the Roosevelt
Room of the White House, as “busi-,
nesslike” and “candid.”" :

Both sides' indicatéd that they
hoped it wouid be the first of a num-
ber of meetings, as the Administra-
tion-seeks to convert the settlement
proposal into a document that the
President can present to Congress
and the American people as a solu-
tion to the decades-long tobacco
wars. ) .
Emerging from “the 90-minute
meeting, Donna E. Shalala, the Sec-
retary of Health and Human Serv- -
ices, said one crucial question aris-
‘ing from the tobacco accord was
“who pays, and how it affects the
budget of the United States.”

Dr. Shalala noted that while it was
“standard business practice” to de-
duct the cost of legal settlements
from earnings for tax purposes, the -
- size and scope of the tobacco accord,

and its implications for the Federal-
budget, were unprecedented:

The tobacco representatives, led

by J. Phil Carlton, a North Carolina

lawyer represeriting the RJR Na-
bisco Holdings Corporation, were un- .
communicative after leaving the

meeting.

Mr. Carlton said only that his team

had explained the settlement “in its

present ‘form” and had answered

queéstions from Ms. Shalala and the

White House domestic policy chief, -
‘Bruce Reed, who are coordinating

the Administration's review of the

accord. - o
Mr. Carlton declined further com-

- A s TR
- WASHINGTON, July 15 — Clinton.
Administration officials and ciga- -
‘rette industry representatives met to 3
review the proposed tobacco settle--
ment together for the first time to-"

threats they now face but that fur-.:

the tax deductibility of the industry’s . :_
payments, which. would result in a. |
drain of roughly $100 billion on. the'.

Most ‘of the ‘money in the $368.5 bil- i
" lion settlement proposal would go to f:
the 39 states that have sued the in-

P

‘An  Administration ", official
volved iri the settlement review, who
spoke on the condition that he not be
identifiéd, said thatibecause the set-

tlement:as currently written allowed . ir
- for_ the tobacco industry’s-costs to be :
= deductible, it essentially provided for

'a huge.subsidy-for the states’ Medic-

" aid accounts, paid for: by Federal -’

1By GL
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poorly and were inconsistent.and un.’

ings Corporation, told the jury. . -
But after-the major tobacco com:’
panies’: presentations, the Liggett

i

One cigarette maker
breaks ranks, which
may surprise jurors,
but not the industry.

Group,. a unit of the Brooke Group
Ltd., with 2 percent of the American
cigarette market, broke ranks.

The company’s lawyer, Michael
Fay, told the jury that Liggett and its
owner, Bennett S. LeBow, disagreed
with the underpinnings of the defense
offered by the eight other industry
defendants. Mr. Fay said Liggett had
publicly acknowledged that smoking
can cause lung cancer, heart disease
and emphysema, and that cigarette
smoking was addictive.

Of the relationship to.secondhand
smoke to disease, Mr. Fay said Lig-
Bett’s position was, *“We simply don’t
know.” :
Earlier, David Hardy, a lawyer
representing the Philip Morris Com-

_Panies, told the jury there was ‘“no

good strong scientific evidence that .
secondhand smoke causes disease in
nonsmokers,” adding, “it’s surpris-
ing how weak" the evidence was.
Unlike Liggett, the bigger ciga-

ve s 137

N

ment as a throng of reporters pur-
sped him down +he White House,
PSIUN7 \al2f3N) _

rette makers have maintained that

I Attacking. the
i

statements today.in the ‘first class-.
Uit to address the lLiealth . *{ ©"
ces of cigarettes for non- o

‘Secondhahd
“were done

-reliable,”. Hugh Whiting, a lawyer -
representing the RJR Nabisco Hold-._

. eases. The tobacco companies main

—segondhand smoke to linoe rancar

N

Tom:l

- san, also a lawyer, conterid that
“than 60,000 ridnsmoking ¢

former ﬂight-_attendants_c -ber
“party to the $5 billion lawsuit, andif
placed. in evidence today- a list ¢
more than 9,000 of them whig Say they
suffer from ‘tobacco-related .dis

tain that few flight attendants hav
suffered harm, . ' ;

The plaintiffs in the lawsuit, Broin:
v. the Philip Morris‘Companies et :
are 26 current and former flight at
tendants and their survivors. ‘They
say that they suffered from exposure
to secondhand smoke in the confines

companies before 1990, when smok-"
-ing was legal on most flights. _

Mr. Rosenblatt quickly demon:
strated he would make the Liggett
defection an issue in the trial. In
response to Mr. Fay's comments;
Mr. Roseénblatt smiled and said tg
‘the jury and thie presiding judgein
the case, Robert P. Kaye: “I w.
right in everything I told.you yeste,
day,” referring to the opening stat
ment on Monday, in which he exco
ated the tobacco industry. {

Before the Liggett anhouncement;;
in more than two hours of statements;
in Dade County Circuit Court, the!
major cigarette makers methodical
ly challenged the .research linking?
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Administration officials also be-

gan publicly raising questions about
the tax deductibility of the industry’s
payments, which would result in a

drain of roughly $100 billion on. the -

Federal Treasury over 25 years.
Most of the money in the $368.5 bil-
lion settlement proposal would go to
the 39 states that have sued the in-
dustry to recovér smoking-related
Medicaid costs, and to plaintiffs
seeking individual damage pay-
ments. .

The ‘meetings’ participants, using

terms usually reserved for high-level

diplomatic encounters, later de-
scribed the session, in the Roosevelt
Room of the White House, as “bu51-
nesslike” and “candid.” -

Both sides indicated that they

hoped it would be the first of a num-. |

ber of meetings, as the Administra-
tion seeks to convert the settlement
proposal into a document that the
President. can present to Congress
and the American people as a solu-

tion to the decades-long tobacco

wars. .

Emerging from the 90-minute
meeting, Donna E. Shalala, the Sec-
retary of Health and Human Serv-
ices, said one crucial question aris-
ing from the tobacco accord was
“who pays, and how it affects the
budget of the United States.””

Dr. Shalala noted that while it was
“standard business practice’ to de-
duct the cost of legal settlements
from earnings for tax purposes, the
size and scope of the tobacco accord,
and its implications for the Federal
budget, were unprecedented. !

The tobacco representatives, led -
by J. Phil Carlton, a North Carolina

lawyer representing the RJR Na-
bisco Holdings Corporation, were un-
communicative after leaving the
meeting.

Mr. Carlton saxd only that his team

.had explained the settlement “in its

present form” and had answered
questions from Ms. Shalala and the
White House domestic policy chief,
Bruce Reed, who are coordinating
the Admlmstratlon s review of the
accord.

* Mr. Carlton declmed further com-
ment as a throng of reporters pur-
sued him down the White House
driveway.

The industry was also represented
by Meyer G. Koplow of the New York
law firm of Wachtell, Lipton, Rosen
& Katz, Jane Hickie of the Washing-
ton firm of ‘Verner, Lijipfert, Bern-

‘hard, McPherson & Hand, and D.

Scott Wise of the'New York firm of
Davis Polk & Wardwell.

The Treasury Department and the
White House Office of Management
and Budget are studying the pro-
posal to-gauge its fiscal impact as

- w"w i swel o

y Dis
By GLENN COLLINS

© MIAMI, July 15 — Attacking the

" scientific evidence marshaled by

flight . attendants who are trying to
prove that secondhand cigarette
smoke made them ill, tawyers for the

tobacco industry delivered opening .

statements today in the first class-
action lawsuit to address the health
consequences of cigarettes for non-
smokers.

Studies showmg that secondhand
smoke caused harm “were done
poorly and were inconsistent and un-
reliable,” Hugh Whiting, a lawyer
representing the RJR Nabisco Hold-
ings Corporation, told the jury. _

But after the major tobacco com-
panies’ presentations,

One c1garette maker
breaks ranks, which

' may surprtsejurors,

but not the industry.

‘Group, a unit of the Brooke Group

Ltd., with 2 percent of the American
cigarette market, broke ranks.

The company’s lawyer, Michael
Fay, told the jury that Liggett and its
owner, Bennett S. LeBow, disagreed
with the underpinnings of the defense
offered by the eight other industry
defendants. Mr. Fay said Liggett had
publicly acknowledged that smoking
can cause lung cancer, heart disease
and emphyseina, and that cigarette
smoking was addictive.

Of the relationship to secondhand
smoke to disease, Mr. Fay said Lig-
gett’s position was, ‘“We simply don’t
know."”’

Earlier, David Hardy, a lawyer
representing the Philip Morris Com-
panies, told the jury there was ‘‘no
good strong scientific evidence that

“secondhand .smoke causes disease in .
~nonsmokers,”

adding, ‘‘it's surpris-
ing how weak’ the evidence was.

Unlike Liggett, the bigger ciga-
rette makers have maintained that
smoking is no more than a risk fac-
tor for tobacco-related diseases, not
the cause. And citing the 50 million
peaple who have quit smoking, they
have denied that it was addictive.

Liggett's defection before the jury
was hardly a surprise to the other
defendants in the case, which include
Philip Morris,
the 'Loews
Corporation and B.A.T. Industries
P.L.C.

After al], Liggett has entered into a

variety of settlement agreements’

the Liggett’

the RJR Nabisco -
). Holdings Corporation;

* with plaintiffs’ lawyers and state at-

torneys general acknowledging to-
bacco’s harmful effects in exchange
for immunity from legal liability.
But Liggett’s stance today in court
may have been a surprise to the jury.

“Liggett’s position creates further

doubt for the jurors,” said Martin
Feldman, a tobacco analyst for
Smith Barney. ‘‘Liggett has created

-an additional burden for the tobacco

industry. during the trial.”

On. Monday, Stanley M. Rosen-
blatt, the lawyer for the flight attend-
ants, in his opening statement in the
trial, denounced the cigarette mak-
ers for manufacturing a lethal prod-
uct. The case is the first class action
to be brought against the tobacco
industry and the largest damage
claim to be filed agamst the cigarette
makers. .

Mr. Rosenblatt and his wife, ‘Su-
san, also a lawyer, contend that more
than 60,000 nonsmoking current and

A

former flight attendants could be a

party to the $5 billion lawsuit, and

‘placed in evidence today-a list of

more than 9,000 of them who say they
suffer from tobacco-related dis-
eases. The tobacco companies main-
tain that few flight attendants have
suffered harm.

The plaintiffs in the lawsuit, Broin
v. the Philip Morris Companies et al.,
are 26 current and former flight at-
tendants and their survivors. They

. say that they suffered from exposure
. to secondhand smoke in the confines -

of airplanes owned by American
companies before 1990, when smok-
ing was legal on most flights.

Mr. Rosenblatt quickly demon:

" strated he would make the Liggett

defection an issue in the trial. In
response to Mr. Fay’s comments,

. Mr. Rosenblatt smiled and said to

the jury and the presiding judge in
the case, Robert P. Kaye:
right in everything I told you yester-
day,” referring to the opening state-
ment on Monday, in which he excori-
ated the tobacco industry.

Before the Liggett announcement,
in more than two hours of statements
in Dade County Circuit Court, the
major cigarette makers methodical-

“I was -

ly challenged the research linking

secondhand smoke to lung cancer,
heart disease and emphysema.

I think the tobacco companies did
a very. good job in presenting the
scientific evidence,” said Diana K.

Temple, a-securities analyst for Salo-

mon Brothers Inc. ““I think they suc-
ceeded in making some extremely
complex concepts understandable.

-as they have in other trials.”

More than 20 . tobacco-related

cases have already gone to trial, but
the $45 billion tobacco industry has
yet to.pay a cent in damages (o a
smoker.
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f ACTION ON SMOKING AND HEALTH

A National Legal-Action Antismoking Organization

2013 H St., NW, Wash. DC 20006, (202) 659-4310

EPA's REPORT ON PASSIVE SMOKING: SUMMARY AND CONCLUSIONS

Respiratory Health Effects of Passive Smoking: Lung Cancer and Other Disorders, EPA/600/6-90/006F.
The report is dated "December 1992" and was publicly released on January 6, 1993. [OFFICIAL TEXT
REPRINTED BELOW] '

1. SUMMARY AND CONCLUSIONS

1.1. MAJOR CONCLUSIONS Based on the weight of the available scientific evidence, the U.S.
Environmental Protection Agency (EPA) has concluded that the widespread exposure to environmental
tobacco smoke (ETS) in the United States presents a serious and substantial public health impact.

IN ADULTS:</p>

ETS is a human lung carcinogen, responsible for approximately 3,000 lung cancer deaths annually in U.S.
nonsmokers.

IN CHILDREN:< /p>

ETS exposure is causally associated with an increased risk of lower respiratory tract infections (LRIs)
such as bronchitis and pneumonia. This report estimates that 150,000 to 300,000 cases annually in infants
and young children up to 18 months of age are attributable to ETS.

ETS exposure is causally associated with increased prevalence of fluid in the middle ear, symptoms of
upper respiratory tract irritation, and a small but significant reduction in lung function.

ETS exposure is causally associated with additional episodes and increased severity of symptoms in
children with asthma. This report estimates that 200,000 to 1,000,000 asthmatic children have their
condition worsened by exposure to ETS.

ETS exposure is a risk factor for new cases of asthma in children who have not previously displayed
symptoms.

1.2. BACKGROUND

Tobacco smoking has long been recognized (e.g., U.S. Department of Health, Education, and Welfare
[U.S. DHEW], 1964) as a major cause of mortality and morbidity, responsible for an estimated 434,000
deaths per year in the United States (Centers for Disease Control [CDC], 1991a). Tobacco use is known
to cause cancer at various sites, in particular the lung (U.S. Department of Health and Human Services
[U.S. DHHS)], 1982; International Agency for Research on Cancer [IARC], 1986). Smoking can also
cause respiratory diseases (U.S. DHHS, 1984, 1989) and is a major risk factor for heart disease (U.S.
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DHHS, 1983). In recent years, there has been concern that nonsmokers may also be at risk for some of
these health effects as a result of their exposure ("passive smoking") to the tobacco smoke that occurs in
various environments occupied by smokers. Although this ETS is dilute compared with the mainstream
smoke (MS) inhaled by active smokers, it is chemically similar, containing many of the same carcinogenic
and toxic agents.

In 1986, the National Research Council (NRC) and the Surgeon General of the U.S. Public Health
Service independently assessed the health effects of exposure to ETS (NRC, 1986; U.S. DHHS, 1986).
Both of the 1986 reports conclude that ETS can cause lung cancer in adult nonsmokers and that children
of parents who smoke have increased frequency of respiratory symptoms and acute lower respiratory
tract infections, as well as evidence of reduced lung function.

More recent epidemiologic studies of the potential associations between ETS and lung cancer in
nonsmoking adults and between ETS and noncancer respiratory effects more than double the size of the
database available for analysis from that of the 1986 reports. This EPA report critically reviews the
current database on the respiratory health effects of passive smoking; these data are utilized.to develop.a
hazard identification for ETS and to make quantitative estimates of the public health impacts of ETS for
lung cancer and various other respiratory diseases.

The weight-of-evidence analysis for the lung cancer hazard identification is developed in accordance with
U.S. EPA's Guide- lines for Carcinogen Risk Assessment (U.S. EPA, 1986a) and established principles
for evaluating epidemiologic studies. The analysis considers animal bioassays and genotoxicity studies, as
well as biological measurements of human uptake of tobacco smoke components and epidemiologic data
on active and passive smoking. The availability of abundant and consistent human data, especially human
data at actual environmental levels of exposure to the specific agent (mixture) of concern, allows a hazard
identification to be made with a high degree of certainty. The conclusive evidence of the dose-related
lung carcinogenicity of MS in active smokers (Chapter 4), coupled with information on the chemical
similarities of MS and ETS and evidence of ETS uptake in nonsmokers (Chapter 3), is sufficient by itself
to establish ETS as a known human lung carcinogen, or "Group A" carcinogen under U.S. EPA's
carcinogen classification system. In addition, this document concludes that the overall results of 30
epidemiologic studies on lung cancer and passive smoking (Chapter 5), using spousal smoking as a
surrogate of ETS exposure for female never-smokers, similarly justify a Group A classification.

The weight-of-evidence analyses for the noncancer respiratory effects are based primarily on a review of
epidemiologic studies (Chapter 7). Most of the endpoints examined are respiratory disorders in children,
where parental smoking is used as a surrogate of ETS exposure. For the noncancer respiratory effects in
nonsmoking adults, most studies used spousal smoking as an exposure surrogate. A causal association
was concluded to exist for a number of respiratory disorders where there was sufficient consistent
evidence for a biologically plausible association with ETS that could not be explained by bias,
confounding, or chance. The fact that the database consists of human evidence from actual environmental
exposure levels gives a high degree of confidence in this conclusion. Where there was suggestive but
inconclusive evidence of causality, as was the case for asthma induction in children, ETS was concluded
to be a risk factor for that endpoint. Where data were inconsistent or inadequate for evaluation of an
association, as for acute upper respiratory tract infections and acute middle ear infections in children, no
conclusions were drawn.

This report also has attempted to provide estimates of the extent of the public health impact, where
appropriate, in terms of numbers of ETS-attributable cases in nonsmoking subpopulations. Unlike for
qualitative hazard identification assessments, where information from many sources adds to the
confidence in a weight- of-evidence conclusion, for quantitative risk assessments, the usefulness of
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general population. For lung cancer estimates among U.S. nonsmokers, the substantial epidemiology
database of ETS and lung cancer among U.S. female never-smokers was considered to provide the most
appropriate information. From these U.S. epidemiology studies, a pooled relative risk estimate was
calculated and used in the derivation of the population risk estimates. The large number of studies
available, the generally consistent results, and the condition of actual environmental levels of exposure
increase the confidence in these estimates. Even under these circumstances, however, uncer- tainties
remain, such as in the use of questionnaires and current biomarker measurements to estimate past
exposure, assumptions of exposure-response linearity, and extrapolation to male never- smokers and to
ex-smokers. Still, given the strength of the evidence for the lung carcinogenicity of tobacco smoke and
the extensi;/e 1human database from actual environmental exposure levels, fewer assumptions are
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medium to high.

Population estimates of ETS health impacts are also made for certain noncancer respiratory endpoints in
children, specifically lower respiratory tract infections (i.e., pneumonia, bronchitis, and bronchiolitis) and
episodes and severity of attacks of asthma. Estimates of ETS-attributable cases of LRI in infants and
young children are thought to have a high degree of confidence because of the consistent study findings
anc. tae appropriateness of parenta. smoxing as a surrogate measure of exposure in very young cai.cren.
Estimates of the number of asthmatic children whose condition is aggravated by exposure to ETS are less
certain than those for LRIs because of different measures of outcome in various studies and because of
increased extraparental exposure to ETS in older children. Estimates of the number of new cases of
asthma in previously asymptomatic children also have less confidence because at this time the weight of
evidence for asthma induction, while suggestive of a causal association, is not conclusive.

Most of the ETS population impact estimates are presented in terms of ranges, which are thought to
reflect reasonable assump- tions about the estimates of parameters and variables required for the
extrapolation models. The validity of the ranges is also dependent on the appropriateness of the
extrapolation models themselves.

While this report focuses only on the respiratory health effects of passive smoking, there also may be
other health effects of concern. Recent analyses of more than a dozen epidemiology and toxicology
studies (e.g., Steenland, 1992; National Institute for Occupational Safety and Health [NIOSH], 1991)
suggest that ETS exposure may be a risk factor for cardiovascular disease. In addition, a few studies in
the literature link ETS exposure to cancers of other sites; at this time, that database appears inadequate
for any conclusion. This report does not develop an analysis of either the nonrespiratory cancer or the
heart disease data and takes no position on whether ETS is a risk factor for these diseases. Ifit is, the
total public health impact from ETS will be greater than that discussed here.

1.3. PRIMARY FINDINGS
A. Lung Cancer in Nonsmoking Adults

1. Passive smoking is causally associated with lung cancer in adults, and ETS, by the total weight of
evidence, belongs in the category of compounds classified by EPA as Group A (known human)
carcinogens.

2. Approximately 3,000 lung cancer deaths per year among nonsmokers (never-smokers and former
smokers) of both sexes are estimated to be attributable to ETS in the United States. While there are
statistical and modeling uncertainties in this estimate, and the true number may be higher or lower, the
assumptions used in this analysis would tend to underestimate the actual population risk. The overall



Action on Smoking and Health (ASH) http://ash.org/epasum.html

confidence in this estimate is medium to high.

B. Noncancer Respiratory Diseases and Disorders

1. Exposure of children to ETS from parental smoking is causally associated with:

a. increased prevalence of respiratory symptoms of irritation (cough, sputum, and wheeze),
b. increased prevalence of middle ear effusion (a sign of middle ear disease), and

c. a small but statistically significant reduction in lung function as tested by objective measures of lung
capacity.

2. ETS exposure of young children and particularly infants from parental (and especially mother's)
smoking is causally associated with an increased risk of LRIs (pneumonia, bronchitis, and bronchiolitis).
This report estimates that exposure to ETS contributes 150,000 to 300,000 LRIs annually in infants and
children less than 18 months of age, resulting in 7,500 to 15,000 hospitalizations. The confidence in the
estimates of LRIs is high. Increased risks for LRIs continue, but are lower in magnitude, for children until
about age 3; however, no estimates are derived for children over 18 months.

3. a. Exposure to ETS is causally associated with additional episodes and increased severity of asthma in
children who already have the disease. This report estimates that ETS exposure exacerbates symptoms in
approximately 20% of this country's 2 million to 5 million asthmatic children and is a major aggravating
factor in approximately 10%.

b. In addition, the epidemiologic evidence is suggestive but not conclusive that ETS exposure increases
the number of new cases of asthma in children who have not previously exhibited symptoms. Based on
this evidence and the known ETS effects on both the immune system and lungs (e.g., atopy and airway
hyperresponsiveness), this report concludes that ETS is a risk factor for the induction of asthma in
previously asymptomatic children. Data suggest that relatively high levels of exposure are required to
induce new cases of asthma in children. This report calculates that previously asymptomatic children
exposed to ETS from mothers who smoke at least 10 cigarettes per day will exhibit an estimated 8,000 to
26,000 new cases of asthma annually. The confidence in this range is medium and is dependent on the
conclusion that ETS is a risk factor for asthma induction.

4. Passive smoking has subtle but significant effects on the respiratory health of nonsmoking adults,
including coughing, phlegm production, chest discomfort, and reduced lung function.

This report also has reviewed data on the relationship of maternal smoking and sudden infant death
syndrome (SIDS), which is thought to involve some unknown respiratory pathogenesis. The report
concludes that while there is strong evidence that infants whose mothers smoke are at an increased risk of
dying from SIDS, available studies do not allow us to differentiate whether and to what extent this
increase is related to in utero versus postnatal exposure to tobacco smoke products. Consequently, this
report is unable to assert whether or not ETS exposure by itself is a risk factor for SIDS independent of
smoking during pregnancy. Regarding an association of parental smoking with either upper respiratory
tract infections (colds and sore throats) or acute middle ear infections in children, this report finds the
evidence inconclusive.

1.3.1. ETS and Lung Cancer

40fl11 07/22/97 16:29:19



Action on Smoking and Health (ASH) http://ash.org/epasum.html

5of11

1.3.1.1. Hazard Identification

The Surgeon General (U.S. DHHS, 1989) estimated that smoking was responsible for more than one of
every six deaths in the United States and that it accounted for about 90% of the lung cancer deaths in
males and about 80% in females in 1985. Smokers, however, are not the only ones exposed to tobacco
smoke. The sidestream smoke (SS) emitted from a smoldering cigarette between puffs (the main
component of ETS) has been documented to contain virtually all of the same carcinogenic compounds
(known and suspected human and animal carcinogens) that have been identified in the mainstream smoke
(MS) inhaled by smokers (Chapter 3). Exposure concentrations of these carcinogens to passive smokers
are variable but much lower than for active smokers. An excess cancer risk from passive smoking,
however, is biologically plausible.

Based on the firmly established causal association of lung cancer with active smoking with a
dose-response relationship down to low doses (Chapter 4), passive smoking is considered likely to affect
the lung similarly. The widespread presence of ETS in both home and workplace and its absorption by
nonsmokers in the general population have been well documented by air sampling and by body
measurement of biomarkers such as nicotine and cotinine (Chapter 3). This raises the question of whether
any direct evidence exists for the relationship between ETS exposure and lung cancer in the general
population and what its implications may be for public health. This report addresses that question by
reviewing and analyzing the evidence from 30 epidemiologic studies of effects from normally occurring
environmental levels of ETS (Chapter 5). Because there is widespread exposure and it is difficult to
construct a truly unexposed subgroup of the general population, these studies attempt to compare
individuals with higher ETS exposure to those with lower exposures. Typically, female never- smokers
who are married to a smoker are compared with female never- smokers who are married to a nonsmoker.
Some studies also consider ETS exposure of other subjects (i.e., male never-smokers and long- term
former smokers of either sex) and from other sources (e.g., workplace and home exposure during
childhood), but these studies are fewer and represent fewer cases, and they are generally excluded from
the analysis presented here. Use of the female never-smoker studies provides the largest, most
homogeneous database for analysis to determine whether an ETS effect on lung cancer is present. This
report assumes that the results for female never-smokers are generalizable to all nonsmokers.

Given that ETS exposures are at actual environmental levels and that the comparison groups are both
exposed to appreciable background (i.e., nonspousal) ETS, any excess risk for lung cancer from exposure
to spousal smoke would be expected to be small. Furthermore, the risk of lung cancer is relatively low in
nonsmokers, and most studies have a small sample size, resulting in a very low statistical power
gprobabilih’o¥ H¥detingla teal effédt iflit@xdits)o Besifles knalbsahple size arid ddw incremental © g /o o o
exposures, other problems inherent in several of the studies may also limit their ability to detect a possible
effect. Therefore, this report examines the data in several different ways. After downward adjustment of
the relative risks for smoker misclassification bias, the studies are individually assessed for strength of
association, both for the overall data and for the highest exposure group when exposure-level data are
available, and for exposure-response trend. Then the study results are pooled by country using statistical
techniques for combining data, including both positive and nonpositive results, to increase the ability to
determine whether or not there is an association between ETS and lung cancer. Finally, in addition to the
previous statistical analyses that weight the studies only by size, regardless of design and conduct, the
studies are qualitatively evaluated for potential confounding, bias, and likely utility to provide information
about any lung carcinogenicity of ETS. Based on these qualitative considerations, the studies are
categorized into one of four tiers and then statistically analyzed successively by tier.

Results from all of the analyses described above strongly support a causal association between lung
cancer ETS exposure. The overall proportion (9/30) of individual studies found to show an association
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between lung cancer and spousal ETS exposure at all levels combined is unlikely to occur by chance (p <
10-4). When the analysis focuses on higher levels of spousal exposure, every one of the 17 studies with
exposure-level data shows increased risk in the highest exposure group; 9 of these are significant at the p
< 0.05 level, despite most having low power, another result highly unlikely to occur by chance (p < 10-7).
Similarly, the proportion (10/14; p < 10-9) showing a statistically significant exposure- response trend is
highly supportive of a causal association.

Combined results by country showed statistically significant associations for Greece (2 studies), Hong
Kong (4 studies), Japan (5 studies), and the United States (11 studies), and in that order of strength of
relative risk. Pooled results of the four Western European studies (three countries) actually showed a
slightly stronger association than that of the United States, but it was not statistically significant, probably
due to the smaller sample size. The combined results of the Chinese studies do not show an association
between ETS and lung cancer; however, two of the four Chinese studies were designed mainly to
determine the lung cancer effects of high levels of other indoor air pollutants indigenous to those areas,
which would obscure a smaller ETS effect. These two Chinese studies do, however, provide very strong
evidence on the lung carcinogenicity of these other indoor-air pollutants; which-contain - many of thc samc
components as ETS. When results are combined only for the other two Chinese studies, they demonstrate
a statistically significant association for ETS and lung cancer.

The heterogeneity of observed relative risk estimates among countries could result from several factors.
For example, the observed differences may reflect true differences in lung cancer rates for never-smokers,
in ETS exposure levels from nonspousal sources, or in related lifestyle characteristics in different
countries. For the time period in which ETS exposure was of interest for these studies, spousal smoking
is considered to be a better surrogate for ETS exposure in more "traditional" societies, such as Japan and
Greece, than in the United States. In the United States, other sources of ETS exposure (e.g., work and
public places) are generally higher, which obscures the effects of spousal smoking and may explain the
lower relative risks observed in the United States. Nevertheless, despite observed differences between
countries, all showed evidence of increased risk.

Based on these analyses and following the U.S. EPA's Guidelines for Carcinogen Risk Assessment (U.S.
EPA, 1986a), EPA concludes that environmental tobacco smoke is a Group A (known human)
carcinogen. This conclusion is based on a total weight of evidence, principally:

Biological plausibility. ETS is taken up by the lungs, and components are distributed throughout the
body. The presence of the same carcinogens in ETS and MS, along with the established causal
relationship between lung cancer and active smoking with the dose-response relationships exhibited down
to low doses, establishes the plausibility that ETS is also a lung carcinogen.

Supporting evidence from animal bioassays and genotoxicity experiments. The carcinogenicity of tobacco
smoke has been demonstrated in lifetime inhalation studies in the hamster, intrapulmonary implantations
in the rat, and skin painting in the mouse. There are no lifetime animal inhalation studies of ETS;
however, the carcinogenicity of SS condensates has been shown in intrapulmonary implantations and skin
painting experiments. Positive results of genotoxicity testing for both MS and ETS provide corroborative
evidence for their carcinogenic potential. '

Consistency of response. All 4 of the cohort studies and 20 of the 26 case-control studies observed a
higher risk of lung cancer among the female never-smokers classified as ever exposed to any level of
spousal ETS. Furthermore, every one of the 17 studies with response categorized by exposure level
demonstrated increased risk for the highest exposure group. When assessment was restricted to the 19
studies judged to be of higher utility based on study design, execution, and analysis (Appendix A), 17
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observed higher risks, and 6 of these increases were statistically signifi- cant, despite most having low
statistical power. Evaluation of the total study evidence from several perspectives leads to the conclusion
that the observed association between ETS exposure and increased lung cancer occurrence is not
attributable to chance.

Broad-based evidence. These 30 studies provide data from 8 different countries, employ a wide variety of
study designs and protocols, and are conducted by many different research teams. Results from all
countries, with the possible exception of two areas of China where high levels of other indoor air lung
carcinogens were present, show small to modest increases in lung cancer associated with spousal ETS
exposure. No alternative explanatory variables for the observed association between ETS and lung cancer
have been indicated that would be broadly applicable across studies.

Upward trend in exposure-response. Both the largest of the cohort studies--the Japanese study of
Hirayama with 200 lung cancer cases--and the largest of the case-control studies--the U.S. study by
Fontham and associates (1991) with 420 lung cancer cases and two sets of controls--demonstrate a
strong exposure-related statistical association between passive smoking and lung cancer. This upward
trend is well supported by the preponderance of epidemiology studies. Of the 14 studies that provide
sufficient data for a trend test by exposure level, 10 were statistically significant despite most having low
statistical power.

Detectable association at environmental exposure levels. Within the population of married women who
are lifelong nonsmokers, the excess lung cancer risk from exposure to their smoking husbands' ETS is
large enough to be observed, even for all levels of their spousal exposure combined. Carcinogenic
responses are usually detectable only in high-exposure circumstances, such as occupational settings, or in
experimental animals receiving very high doses. In addition, effects are harder to observe when there is
substantial background exposure in the comparison groups, as is the case here.

Effects remain after adjustment for potential upward bias. Current and ex-smokers may be misreported as
never-smokers, thus inflating the apparent cancer risk for ETS exposure. The evidence remains
statistically significant and conclusive, however, after adjustments for smoker misclassification. For the
United States, the summary estimate of relative risk from nine case-control plus two cohort studies is
1.19 (90% confidence interval [C.1.] = 1.04, 1.35; p < 0.05) after adjustment for smoker misclassification.
For Greece, 2.00 (1.42, 2.83), Hong Kong, 1.61 (1.25, 2.06), and Japan, 1.44 (1.13, 1.85), the estimated
relative risks are higher than those of the United States and more highly significant after adjusting for the
potential bias.

Strong associations for highest exposure groups. Examining the groups with the highest exposure levels
increases the ability to detect an effect, if it exists. Nine of the sixteen studies worldwide for which there
are sufficient exposure-level data are statistically significant for the highest exposure group, despite most
having low statistical power. The overall pooled estimate of 1.81 for the highest exposure groups is
highly statistically significant (90% C.I. = 1.60, 2.05; p < 10-6). For the United States, the overall pooled
estimate of 1.38 (seven studies, corrected for smoker misclassification bias) is also highly statis- tically
significant (90% C.1. = 1.13, 1.70; p = 0.005).

Confounding cannot explain the association. The broad-based evidence for an association found by
independent investigators across several countries, as well as the positive exposure-response trends
observed in most of the studies that analyzed for them, make any single confounder highly unlikely as an
explanation for the results. In addition, this report examined potential confounding factors (history of
lung disease, home heat sources, diet, occupation) and concluded that none of these factors could
account for the observed association between lung cancer and ETS.
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1.3.1.2. Estimation of Population Risk

The individual risk of lung cancer from exposure to ETS does not have to be very large to translate into a
significant health hazard to the U.S. population because of the large number of smokers and the
widespread presence of ETS. Current smokers comprise approximately 26% of the U.S. adult population
and consume more than one-half trillion cigarettes annually (1.5 packs per day, on average), causing
nearly universal exposure to at least some ETS. As a biomarker of tobacco smoke uptake, cotinine, a
metabolite of the tobacco-specific compound nicotine, is detectable in the blood, saliva, and urine of
persons recently exposed to tobacco smoke. Cotinine has typically been detected in 50% to 75% of
reported nonsmokers tested (50% equates to 63 million U.S. nonsmokers age 18 or older).

The best estimate of approximately 3,000 lung cancer deaths per year in U.S. nonsmokers age 35 and
over attributable to ETS (Chapter 6) is based on data pooled from all 11 U.S. epidemiologic studies of
never-smoking women married to smoking spouses. Use of U.S. studies should increase the confidence in
these estimates. Some mathematical modeling is required to adjust for expected bias from
misclassification of smoking status and to account for ETS exposure from sources other than spousal
smoking. The overall relative risk estimate of 1.19 for the United States, already adjusted for smoker
misclassification bias, becomes 1.59 after adjusting for background ETS sources (1.34 for nonspousal
exposures only). Assumptions are also needed to relate responses in female never-smokers to those in
male never-smokers and ex-smokers of both sexes, and to estimate the proportion of the nonsmoking
population exposed to various levels of ETS. Overall, however, the assumptions necessary for estimating
risk add far less uncertainty than other EPA quantitative assessments. This is because the extrapolation
for ETS is based on a large database of human studies, all at levels actually expected to be encountered
by much of the U.S. population.

The components of the 3,000 lung cancer deaths figure include approximately 1,500 female
never-smokers, 500 male never- smokers, and 1,000 former smokers of both sexes. More females are
estimated to be affected because there are more female than male nonsmokers. These component
estimates have varying degrees of confidence; the estimate of 1,500 deaths for female never-smokers has
the highest confidence because of the extensive database. The estimate of 500 for male never-smokers is
less certain because it is based on the female never-smoker response and is thought to be low because
males are generally subject to higher background ETS exposures than females. Adjustment for this higher
background exposure would lead to higher risk estimates. The estimate of 1,000 lung cancer deaths for
former smokers of both sexes is considered to have the lowest confidence, and the assumptions used are
thought to make this estimate low as well.

Workplace ETS levels are generally comparable with home ETS levels, and studies using body cotinine
measures as biomarkers demonstrate that nonspousal exposures to ETS are often greater than exposure
from spousal smoking. Thus, this report presents an alternative breakdown of the estimated 3,000
ETS-attributable lung cancer deaths between spousal and nonspousal exposures. By extension of the
results from spousal smoking studies, coupled with biological measurements of exposure, more lung
cancer deaths are estimated to be attributable to ETS from combined nonspousal exposures--2,200 of
both sexes--than from spousal exposure--800 of both sexes. This spouse-versus-other-sources
partitioning depends on current exposure estimates that may or may not be applicable to the exposure
period of interest. Thus, this breakdown contains this element of uncertainty in addition to those
discussed above with respect to the previous breakdown.

An alternative analysis, based on the large Fontham et al. (1991) study, which is the only study that
provides biomarker estimates of both relative risk and ETS exposure, yields population risk point
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estimates of 2,700 and 3,600. These population risk estimates are highly consistent with the estimate of
3,000 based on the combined U.S. studies.

While there is statistical variance around all of the parameters used in the quantitative assessment, the two
largest areas of uncertainty are probably associated with the relative risk estimate for spousal ETS
exposure and the parameter estimate for the background ETS exposure adjustment. A sensitivity analysis
that independently varies these two estimates yields population risk estimates as low as 400 and as high as
7,000. These extremes, however, are considered unlikely; the more probable range is narrower, and the
generally conservative assumptions employed suggest that the actual population risk number may be
greater than 3,000. Overall, considering the multitude, consistency, and quality of all these studies, the
weight-of-evidence conclusion that ETS is a known human lung carcinogen, and the limited amount of
extrapolation necessary, the confidence in the estimate of approximately 3,000 lung cancer deaths is
medium to high.

1.3.2. ETS and Noncancer Respiratory Disorders

Exposure to ETS from parental smoking has been previously linked with increased respiratory disorders
in children, particularly in infants. Several studies have confirmed the exposure and uptake of ETS in
children by assaying saliva, serum, or urine for cotinine. These cotinine concentrations were highly
correlated with smoking (especially by the mother) in the child's presence. Nine to twelve million
American children under 5 years of age, or one-half to two-thirds of all children in this age group, may be
exposed to cigarette smoke in the home (American Academy of Pediatrics, 1986; Overpeck and Moss,
1991).

With regard to the noncancer respiratory effects of passive smoking, this report focuses on epidemiologic
evidence appearing since the two major reports of 1986 (NRC and U.S. DHHS) that bears on the
potential association of parental smoking with detrimental respiratory effects in their children. These
effects include symptoms of respiratory irritation (cough, sputum production, or wheeze); acute diseases
of the lower respiratory tract (pneumonia, bronchitis, and bronchiolitis); acute middle ear infections and
indications of chronic middle ear infections (predominantly middle ear effusion); reduced lung function
(from forced expiratory volume and flow-rate measurements); incidence and prevalence of asthma and
exacerbation of symptoms in asthmatics; and acute upper respiratory tract infections (colds and sore
throats). The more than 50 recently published studies reviewed here essentially corroborate the previous
conclusions of the 1986 reports of the NRC and Surgeon General regarding respiratory symptoms,
respiratory illnesses, and pulmonary function, and they strengthen support for those conclusions by the
additional weight of evidence (Chapter 7). For example, new data on middle ear effusion strengthen
previous evidence to warrant the stronger conclusion in this report of a causal association with parental
smoking. Furthermore, recent studies establish associations between parental smoking and increased
incidence of childhood asthma. Additional research also supports the hypotheses that in utero exposure to
mother's smoke and postnatal exposure to ETS alter lung function and structure, increase bronchial
responsiveness, and enhance the process of allergic sensitization, changes that are known to predispose
children to early respiratory illness. Early respiratory iliness can lead to long-term pulmonary effects
(reduced lung function and increased risk of chronic obstructive lung disease).

This report also summarizes the evidence for an association between parental smoking and SIDS, which
was not addressed in the 1986 reports of the NRC or Surgeon General. SIDS is the most common cause
of death in infants ages 1 month to 1 year. The cause (or causes) of SIDS is unknown; however, it is
widely believed that some form of respiratory pathogenesis is generally involved. The current evidence
strongly suggests that infants whose mothers smoke are at an increased risk of dying of SIDS,
independent of other known risk factors for SIDS, including low birthweight and low gestational age,
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which are specifically associated with active smoking during pregnancy. However, available studies do
not allow this report to conclude whether that increased risk is related to in utero versus postnatal
exposure to tobacco smoke products, or to both.

The 1986 reports of the NRC and Surgeon General conclude that both the prevalence of respiratory
symptoms of irritation and the incidence of lower respiratory tract infections are higher in children of
smoking parents. In the 18 studies of respiratory symptoms subsequent to the 2 reports, increased
symptoms (cough, phlegm production, and wheezing) were observed in a range of ages from birth to
midteens, particularly in infants and preschool children. In addition to the studies on symptoms of
respiratory irritation, 10 new studies have addressed the topic of parental smoking and acute lower
respiratory tract illness in children, and 9 have reported statistically significant associations. The
cumulative evidence is conclusive that parental smoking, especially the mother's, causes an increased
incidence of respiratory illnesses from birth up to the first 18 months to 3 years of life, particularly for
bronchitis, bronchiolitis, and pneumonia. Overall, the evidence confirms and strengthens the previous
conclusions of the NRC and Surgeon General.

Recent studies also solidify the evidence for the conclusion of a causal association between parental
smoking and increased middle ear effusion in young children. Middle ear effusion is the most common
reason for hospitalization of young children for an operation.

At the time of the Surgeon General's report on passive smoking (U.S. DHHS, 1986), data were sufficient
to conclude only that maternal smoking may influence the severity of asthma in children. The recent
studies reviewed here strengthen and confirm these exacerbation effects. The new evidence is also
conclusive that ETS exposure increases the number of episodes of asthma in children who already have
the disease. In addition, the evidence is suggestive that ETS exposure increases the number of new cases
of asthma in children who have not previously exhibited symptoms, although the results are statistically
significant only with children whose mothers smoke 10 or more cigarettes per day. While the evidence for
new cases of asthma itself is not conclusive of a causal association, the consistently strong association of
ETS both with increased frequency and severity of the asthmatic symptoms and with the established ETS
effects on the immune system and airway hyperresponsiveness lead to the conclusion that ETS is a risk
factor for induction of asthma in previously asymptomatic children.

Regarding the effects of passive smoking on lung function in children, the 1986 NRC and Surgeon
General reports both conclude that children of parents who smoke have small decreases in tests of
pulmonary output function of both the larger and smaller air passages when compared with the children
of nonsmokers. As noted in the NRC report, if ETS exposure is the cause of the observed decrease in
lung function, the effect could be due to the direct action of agents in ETS or an indirect consequence of
increased occurrence of acute respiratory illness related to ETS.

Results from eight studies on ETS and lung function in children that have appeared since those reports
add some additional confirmatory evidence suggesting a causal rather than an indirect relationship. For
the population as a whole, the reductions are small relative to the interindividual variability of each lung
function parameter. However, groups of particularly susceptible or heavily exposed children have shown
larger decrements. The studies reviewed suggest that a continuum of exposures to tobacco products
starting in fetal life may contribute to the decrements in lung function found in older children. Exposure
to tobacco smoke products inhaled by the mother during pregnancy may contribute significantly to these
changes, but there is strong evidence indicating that postnatal exposure to ETS is an important part of the
causal pathway.

With respect to lung function effects in adults exposed to ETS, the 1986 NRC and Surgeon General
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reports found the data at that time inconclusive, due to high interindividual variability and the existence of
a large number of other risk factors, but compatible with subtle deficits in lung function. Recent studies
confirm the association of passive smoking with small reductions in lung function. Furthermore, new
evidence also has emerged suggesting a subtle association between exposure to ETS and increased
respiratory symptoms in adults.

Some evidence suggests that the incidence of acute upper respiratory tract illnesses and acute middle ear
infections may be more common in children exposed to ETS. However, several studies failed to find any
effect. In addition, the possible role of confounding factors, the lack of studies showing clear dose-
response relationships, and the absence of a plausible biological mechanism preclude more definitive
conclusions.

In reviewing the available evidence indicating an association (or lack thereof) between ETS exposure and
the different noncancer respiratory disorders analyzed in this report, the possible role of several potential
confounding factors was considered. These include other indoor air pollutants; socioeconomic status;
effect of parental symptoms; and-characteristics of the-exposed-child; such-as low birthweight or active
smoking. No single or combined confounding factors can explain the observed respiratory effects of
passive smoking in children.

For diseases for which ETS has been either causally associated (LRIs) or indicated as a risk factor
(asthma cases in previously asymptomatic children), estimates of population- attributable risk can be
calculated. A population risk assessment (Chapter 8) provides a probable range of estimates that 8,000 to
26,000 cases of childhood asthma per year are attributable to ETS exposure from mothers who smoke 10
or more cigarettes per day. The confidence in this range of estimates is medium and is dependent on the
suggestive evidence of the database. While the data show an effect only for children of these heavily
smoking mothers, additional cases due to lesser ETS exposure also are a possibility. If the effect of this
lesser exposure is considered, the range of estimatés of new cases presented above increases to 13,000 to
60,000. Furthermore, this report estimates that the additional public health impact of ETS on asthmatic
children includes more than 200,000 children whose symptoms are significantly aggravated and as many
as 1,000,000 children who are affected to some degree.

This report estimates that ETS exposure contributes 150,000 to 300,000 cases annually of lower
respiratory tract illness in infants and children younger than 18 months of age and that 7,500 to 15,000 of
these will require hospitalization. The strong evidence linking ETS exposure to increased incidence of
bronchitis, bronchiolitis, and pneumonia in young children gives these estimates a high degree of
confidence. There is also evidence suggesting a smaller ETS effect on children between the ages of 18
months and 3 years, but no additional estimates have been computed for this age group. Whether or not
these illnesses result in death has not been addressed here.

In the United States, more than 5,000 infants die of SIDS annually. It is the major cause of death in
infants between the ages of 1 month and 1 year, and the linkage with maternal smoking is well
established. The Surgeon General and the World Health Organization estimate that more than 700 U.S.
infant deaths per year from SIDS are attributable to maternal smoking (CDC, 1991a, 1992b). However,
this report concludes that at present there is not enough direct evidence supporting the contribution of
ETS exposure to declare it a risk factor or to estimate its population impact on SIDS.
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Note on a special meeting of the UK Industry on Environmental
Tobacco Smoke, London, February 17th, 1988

Present: Mr E Williams ) - meeting only
Mr EF Brown ) Rothmans
Mr B Prost )
Dr H Gaisch ) Philip Morris
Mr D Oxberry ) - dinner only
Mr M Whittaker - Imperial ) meeting only
Dr A J Helmes - Gallaher )
Dr S Boyse - BAT
Mr D H Remes - Covington Burling, USA
Dr G B Leslie - Bioassay Ltd

Summary:

Philip Morris presented to the UK industry their global strategy
on environmental tobacco smoke. In every major international area
(USA, Europe, Australia, Far East, South America, Central
America, & Spain) they are proposing, in key countries, to set up
a team of scientists organised by one national coordinating
sclentist and American lawyers, to review scientific literature
or carry out work on ETS to keep the controversy alive. They are
spending vast sums of money to do so, and on the European Front
Covington & Burling, lawyers for the Tobacco Institute in the
USA, are proposing to set up a London office from March 1988 to
coordinate these activities. The countries in Europe where they
have already been working are the UK, France, Germany,
Switzerland, Italy, Spain, and Scandinavia (via Sweden). A list
of potential scientists who could be contacted in the UK was
produced.

Because of the heavy financial burden, Philip Morris are inviting
other companies to join them in these activities to whatever
extent individual companies deem to be appropriate. Presumably
they expect interested companies to respond on an individual
basis; it is perhaps significant that they did not hold this
meeting through the Tobacco Advisory Council. Although action on
Environmental Tobacco Smoke is becoming more vital to the
industry, Philip Morris strateqy is perhaps questionable in some
respects e.g. involvement of lawyers at such a fundamental
scientific level disadvantages in perception of what will only be
perceived as a 'pro-industry' group of scientists.

Dr Thornton had been invited to attend this meeting by Rothmans
at their headquarters in Mayfair; in fact, the meeting turned out
to have been organised by Philip Morris. Due to previous
commitments I attended the meeting instead of RET, which was
followed by dinner.

The aim of the meeting was for Philip Morris to present to this
industry their global strategy on environmental tobacco smoke and
how they propose to apply it to the UK. They apparently hoped
both t£o inform the UK industry, out of courtesy, about what they
were planning, and also i1f appropriate to martial [crossed out
and handwritten "marshall"] either financial of moral support for
the idea.

Dr Gaisch said that their strategy on ETS had been established in
the USA at a meeting between Philip Morris and Covington and

Burling, the lawyers acting for the Tobacco institute of the USA.
At a later date R J Reynolds were also brought in to support some
of their US activities, one of these being the Centre for Indoor

1 of 4 06/17/97 14:01:41



http://www.gate.net/~jc.../documents/8802 1 7b1.txt ' http://www.gate.net/~jcannon/documents/880217b [ .txt
1

Air Research.

The Philip Morris philosophy of ETS was presented. This appeared
to revolve around the selection, in all possible countries, of a
group of scientists either to critically review the scientific
literature on ETS to maintain controversy, or to carry out
research on ETS. In each country a group of scientists would be
carefully selected, and organised by a national coordinating
scientist.

Philip Morris have already initiated various programmes of
research on ETS in Europe eg with Battelle in Geneva, Neurath in
Germany, about which they were guite open. Their aim now is to
supplement these researches with their proposed coordinating
teams. Their major target countries in FEurope are: UK, France,
Italy, Switzerland, and Scandinavia (Sweden). In all of these
countries Philip Morris have already begun to identify and talk
to suitable scientists.

The consultants should, ideally, according to Philip Morris, be
European scientists who have had no previous association with
tobacco companies and who have no previous record on the primary
issue which might, according to Remes, lead to problems of
attribution. The mechanism by which they identify their
consultants is as follows: - they ask a couple of scientists in
each country (Francis Roe and George Leslie in the UK) to produce
a list of potential consultants. The scientists are then
contacted by these coordinators or by the lawyers and asked if
they are interested in problems of Indoor Air Quality: tobacco is
not mentioned at this stage. CVs are obtained and obvious
'anti-smokers' or those with 'unsuitable backgrounds' are
filtered out. The remaining scientists are sent a literature pack
containing approximately 10 hours reading matter and including
'anti1-ETS' articles. They are asked for a genuine opinion as
independent consultants, and if they indicate an interest in
proceeding further a Philip Morris scientist makes contact.

Philip Morris then expect the group of scientists to operate
within the confines of decisions taken by PM scientists to
determine the general direction of research, which apparently
would then be 'filtered' by lawyers to eliminate areas of
sensitivity.

Their idea 1s that the groups of scientists should be able to
produce research or stimulate controversy in such a way that
public affairs people in the relevant countries would be able to
make use of, or market: the information. The scientists would not
necessarily be expected to act as spokesmen for the industry, but
could be if they were prepared to do so.

Philip Morris stressed that they did not want to offend other
companies by treading on their toes in countries or territories
where another company was the market leader. In fact, they would
ideally like some of the coordination to be transferred to NMAs.
However, as this meeting was not carried out through the Tobacco
Advisory Council they clearly did not see TAC as being willing or
able to play a role in the UK in this respect.

In respect of Professor Parry, Dr Gaisch said they he strongly
believed TAC should continue to support him because it could be
problematic to withdraw support from a scientist who has been
sympathetic to the industry. Dr Gaisch, Dr Helmes of Gallaher and
David Remes were to go and see Professor Perry on February 18th
to reassure him and if necessary Philip Morris would support
Perry alone.
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The list of potential consultants produced by Dr Leslie for the
UK was as follows:-

W Butler (a pathologist at 2?7?77 [possibly BIBRA])
John Feccini (ex-pfizers and Hazleton,

now a consultant in Lyon)
Rolf H?ywood (ex-Huntingdon)

[Rolf is crossed out and "Ralph" is handwritten in]
[H?ywood 1s possibly "Haywood" or "Heywood"}

Brian Large {a pharmacologist at the University of Leeds)
Len Levy (a lecturer in Occupation Health
at the University of Leeds)
Frank Luno (a consultant in occupational hygiene)
Paul Nicholls (Lecturer 1in respiratory pharmacology
at Cardiff University)
Prof. Smithers (Professor of paediatric medicine
at the University of Leeds)
Frank Sullivan (a consultant to Rothmans)
Donald Wheatman (another pharmacologist at
Sunderland School of Pharmacy)
Gerald Clough (an 'environmental physiologist' at York)
Bob Brown (MRC [possibly "MEC"] Toxicology Unit,
Carshalton)
Chris Rhodes (ICI)
Jim Bridges (Roemans Institute)

[Roemans 1is crossed out and another word,
possible "Robbins" is handwritten in]

In addition Rothmans suggested:-
John Daniels (ex-ICI toxicology)
Gordon Cumming

Gallaher's suggested:-
Bob Schroter (Imperial College)
Professor Clifton (medical physics, UCL)

Not only are Philip Morris active in the US (via John Rupp of
Covington & Burling) and the UK and Europe (via David Remes), but
other Covington & Burling lawyers have also been commissioned to
coordinate PM's ETS activities in the Far East, Australia, South
Rmerica, Central America, and Spain.

Although the industry is in great need of concerted effort and
action in the ETS area, the detailed strategy of Philip Morris
leaves something to be desired. The excessive involvement of
external lawyers at this very basic scientific level is
questionable and, 1in Europe at least, 1s likely to frighten off a
number of scientists who might otherwise be prepared to talk to
the industry. Also, the rather oblique initial approach may
appear to be somewhat less than honest to many scientists. In the
past the industry (at least in the UK) has had no difficulty
approaching scientists directly. The idea of setting up a special
group of consultants coordinated by one national coordinating
scilentist 1is also rather likely to frighten away scientists who
would Jjustifiable not wish to be associated with industry in this
rather structured way or who would not wish to be part of what
will inevitably be seen to be a pro-industry group, but who would
be prepared to carry out exactly the same activities on an
individual, and therefore less compromising, basis.

It must be appreciated that Philip Morris are putting vast
amounts of funding into these projects: not only is directly
funding large numbers of research projects all over the world,
but in attempting to coordinate and pay so many scientists on an
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international basis to keep the ETS controversy alive. It is
generally felt that this kind of activity is already giving them
a marketing and public affairs advantage, especially in countries
in which, until recently, they have played a rather low profile.

[Signature]
Dr Sharon Boyse

cc:  Mr EAA Bruell
Mr R? [possibly "RJ"™ or "RY"] Pritchard
Mr AL Heard
Mr NB Cannar
Mr RLO Ely
Dr RE Thornton
All members of the Scientific Research Group
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