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Talent, creativity, diversity, economic strength,
and political willpower keep California on the
cutting edge of scientific, technological, and
social progress. Consistently, many discoveries,
ideologies, and movements originating in this
state are soon followed by the rest of the country.
One of the most cited examples is California’s
pioneering public health efforts in tobacco con-
trol. The changes in social norms regarding
tobacco use and environmental tobacco smoke
and the resultant 21% reduction in the prevalence
of smoking are some of the outward measures of
acknowledged success.* However, the progress
achieved in tobacco-related disease research,
particularly the funding of unique innovative
studies is a less recognized yet substantive suc-
cess story.

Since 1990, TRDRP has competitively
awarded $351 million to support research on the
prevention, causes, and treatment of tobacco-
related diseases in about 80 prestigious research
centers across the state. The caveat in using
tobacco tax dollars to fund research is that as
program success in tobacco control reduces
tobacco consumption, the total amount of tobac-
co tax dollars available for research is likewise
reduced. This has been exacerbated over the past
five years by the state’s allocation of research
dollars to cover shortfalls in the Department of
Health Services’ administrative budgets. As
a result, TRDRP currently gets only 74% of the
Proposition 99 funds designated for tobacco-
related disease research.

See Director page 4
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Tobacco Research & The Failse
Assumptions About Latinos

by Francisco O. Buchting, Ph.D.

“The long-awaited, often-anticipated Latino majority in California is no longer a theoret-
ical, abstract, future possibility. It has arrived, as of the third quarter, 2001.”

“From a long-term perspective, in passing this milestone, California has returned to its
historic pattern of a Latino majority among its children, which was the norm for the state until
the late 1850s.”

The excerpts above are from a 2003 study from the Center of the Study of Latino Health
and Culture that demonstrated beginning in the third quarter of 2001, more than half of the
births in California were Latino.! Population projections for the state of California estimate
that Latinos as a group, both adults and children, will become the majority between the years
2020 and 2030.2

The U.S. Census 2000 provided a snapshot of the dynamic growth of Latinos in the U.S.
The number of Latinos in the U.S. grew from 22.4 million in 1990 to 35.3 million in 2000, an
accelerated 60% increase when compared to a total U.S. population increase of 13.2%. In
California, Latinos represent approximately 33% of the population, about 11 million people.
California is reported to be the leader among the top 10 states with the largest number of
Latino residents.> With exceptional growth in the Latino population, both nationally and in
California, and the diversity among Latinos (e.g., country of origin, place of birth, accultura-
tion, education, SES, language dominance, etc.), some questions come to the forefront in
tobacco-related research and tobacco control: Is it a problem to think and treat Latinos as a
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homogenous group? Is it correct to as-
sume that surveillance and research
results accurately reflect this diverse
group? If Latinos are not a homoge-
neous group and if the assumption is
false, one has to wonder if tobacco-
related studies are misleading. Do they
fail to accurately capture the rate of
tobacco use and its health and economic
burden in the different Latino groups?

We have reached the tipping point
where Latinos can no longer be treated
as a homogeneous group in tobacco-
related research. Even though it may be
expeditious and ease sampling and ana-
Iytical issues in research methodology;, it
is inaccurate to portray tobacco use and
its effects for a single category labeled
“Latino” due to the growing heterogene-
ity in this population.

SURVEY SAYS—

For several years, the mantra has been
that “When looking at smoking rates by
race/ethnicity, Latinos have the second
lowest rate in the U.S. and in California.”
This assertion is based on national* and
California® surveys. But what does a
16.7% national or 14.8% California
smoking rate for Latino adults really
mean? Are Latinos in California really
smoking less than Whites (18.9%), Afri-
can Americans (18.1%), or American
Indian/Alaska Natives (30.3%), but
smoking more than Asians (13.1%)?
Are these numbers giving a skewed pic-
ture of tobacco use for the Latino popu-
lation in the U.S. and in California?

All one needs to do is to begin look-
ing at group differences within the di-
verse Latino community and the notion
that tobacco use in the Latino communi-
ty is not as high as other groups becomes
questionable. It is true that Latinos as a
single category have the second lowest
smoking rates, but that is assuming that
looking at Latinos as a single category is
valid.

By lumping the Latino population
into one group, the assumption is made
that all Latinos are the same. The fact is
that not all Latinos in the U.S. are the
same due in part to the Latin American
country of origin, acculturation, number
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of generations in the US., and so on.
Following are a few examples of how the
conclusion that “Latinos have the second
lowest smoking rate” can be problemat-
ic in research and in setting public health

policy.

Gender and Group differences

Many researchers take gender differ-
ences into account in their studies. In
this population, gender difference in
smoking rates for males and females
in the Latino community have been con-
sistently found in both national surveys
(22.7% Males, 10.8% Females, 16.7%
overall)* and California surveys (19.6%
Males, 7.8% Females, 13.7% overall).®
In fact, the overall smoking rate for
Latinos is driven down by the gender
gap. This is true for other comparison
groups. But what happens when you
begin to look at country of origin by
gender?

The smoking rate for the Latino pop-
ulation becomes a more complex
issue when we look at the rate of smok-
ing by different Latino groups as
shown in Table 1" and by gender as
shown in Table 2.7 In both Tables 1 and
2, it should be noted that people with
Mexican ancestry self identify into
two categories: Mexican American and
Mexican/Mexicano. In Table 1, even
though the overall smoking rate for
Latinos is 18.3%, the range of smoking
rates varies from 15.8% for Mexicans/
Mexicanos to 24.7% for Puerto Ricans.
Table 2 also shows that there exist gen-
der differences in smoking rates when

Table 2

Percentage of Current Cigarette
Smoking by Gender and Latino
Groups in United States, Ages 18+

Characteristic Group% M F

% %
Mexican American 249 151
Mexican/Mexicano 225 8.3
Puerto Rican 28,5 21.7
Cuban American 22.1 14.0

Source: National Health Interview
Surveys, 1999 and 2000, aggregate data

Table 1
Percentage of Current Cigarette
Smokers among Latino Groups

in United States, ages 18+

Characteristic Group  Total
%
Mexican American 19.7
Mexican/Mexicano 15.8
Puerto Rican 247
Cuban American 19.8
Other Latino 18.0
Overall 18.3

Source: National Health Interview Surveys, 1999 and
2000, aggregate data

looking at each Latino group as well as
among Latinas. In fact, the low smoking
rate for Latinas begins to take on new
meaning depending on which group one
is looking at, e.g., 8.3% smoking rate for
Mexican women/Mexicanas compared
to 21.7% for Puerto Rican women
(which is almost equal to the national
rate of 20.0% for white women).* It
seems that Mexican women/Mexicanas
are the ones that are driving the overall
smoking rates for Latinas to being the
second lowest. A 2001 study by Perez-
Stable et al. found differences in current
smoking prevalence among Latinos by
country of origin (Mexican American,
Cuban American, Central American,
South American, and Puerto Rican) and
differences between and within males
and females.® Likewise, the January 30,
2004 MMWR reported differences in
prevalence of cigarette use among four
Latino populations (Mexican, Puerto
Rican, Central or South American, and
Cuban).* A follow-up question is-Do
U.S. born Latinos smoke more than for-
eign born Latinos?

Foreign born vs. U.S. born

When it comes to tobacco use, it matters
whether a Latino is foreign born or U.S.
born. In Table 1, the rate of smoking is
lower for Mexican/Mexicano (15.8%)
compared to Mexican Americans (19.7%).
Similarly, in Table 2 the smoking rate is
lower for Mexican/Mexicano than Mexi-
can American between gender and with-
in gender. A study by Baluja et al.(2003)
looking at immigrant status and smok-
ing found higher smoking rates for U.S.-
born Latinos (17.9%) compared to for-

See Latinos page 3
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eign-born Latinos (13.0%).*° The study
also found gender difference in smok-
ing rates for U.S.-born Latinas (14.4%)
compared to foreign-born Latinas (6.7%).

With all Latinos combined making
up one of the largest ethnic groups imm-
igrating to the U.S., the impact of smok-
ing norms in the country of origin needs
to be considered. This is especially true
since California has some of the most
advanced tobacco control policies in the
US. It should be of no surprise that
smoking rates in Latin American coun-
tries vary by country from a low of 12.9%
in Panama to a high of 49.5% in Uru-
guay. Similarly, gender differences for
smoking rates exist within each Latin
American country.*

There are many other examples of
observed differences in surveillance and
research studies among the different
Latino groups for cessation rates, smok-
ing during pregnancy, youth uptake, and
youth tobacco-use rates to name a few.
The fact remains that by looking at
Latinos as a heterogeneous group, the
overall picture of tobacco for the Latino
community dramatically changes.

ISTHE TOBACCO INDUSTRY
AHEAD, AGAIN?

The tobacco industry has realized that
the projected numbers for Latinos repre-
sent an under-exploited market to the
industry. For example, in 2001 Philip
Morris ranked 10th among the top 60
U.S. Latino market advertisers with
gross media expenditures totaling $25

Furthermore, the tobacco industry con-
tinues to provide financial support and is
highly visible in sponsorship to a broad
range of Latino civic organizations, cul-
tural events, and community festivals to
position itself as a good corporate cit-
izen in Latino communities.”® The reali-
ty is that the tobacco companies will def-
initely increase their aggressive target-
ing of all Latino groups in efforts to
maximize their own market share.

THE RIGHT THING TO DO

There are many significant gaps in
research on tobacco use and the different
Latino groups in the Latino community.
The need for the most accurate and
robust research findings is great.
Even though this article did not directly
address the issue of lumping Latino
youth into one category, analogous argu-
ments can be made to the ones put for-
ward for adult Latinos. Studies, focus-
ing on the different Latino groups, both
adults and youth, are needed to better
understand tobacco use and the burden
of tobacco-related diseases among these
Latino groups. In addition, there is very
little effort, if any, looking at Latino
groups who are severely understudied,
e.g., Latino migrant farm workers or
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LGBT Latinos. Likewise, international
studies looking at tobacco use in Latin
Americans and among Latino immigrants
in the U.S. are needed.

It might be concluded that the tobac-
co industry has a better understanding
of the market segmentation of current
smokers, youth market, and future
smokers in the Latino communities than
is found in current tobacco-related
research. The challenge for research-
ers and public health professionals is
clear and can no longer be disre-
garded—the “Latino community” needs
to be recognized and treated as the het-
erogeneous group they are. Not doing
so means that future tobacco-related
research and public health policy and
programs to address tobacco use in the
soon-to-be “Latino majority” in Calif-
ornia would be grossly inadequate.

TRDRP has a history of funding La-
tino studies and continues to welcome
applications in all research areas that
focus on the heterogeneity of Latinos
and the differences within these commu-
nities. The findings from these studies
will be extremely valuable in order to
gain the needed knowledge about the
emerging majority of the combined La-
tino communities in California and will
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Latino or Hispanic?

Most individuals who can trace their family ancestry to Mexico, Central

America, South America, and several islands in the Caribbean strongly pre-

fer which term they use to describe themselves as either Latino or
Hispanic. What is the difference and does it matter?
Hispanic is a descriptor that has replaced terms such as Spanish-

surnamed and/or Spanish-speaking as a way to classify a segment of
the population in U.S. government documents. People who consider their
heritage linked to Spain also use it. The use of the term Latino (men) or
Latina (women) is an ethno-social-political movement who see the term
Hispanic as claiming association with Spanish conquistadores/colonialists
and also as an imposed U.S. government term. Latino is seen as more
politically correct because it acknowledges the ancestral roots in America,
it incorporates people of Latin American heritage whose primary
language is not Spanish (e.g., Brazil), and many women prefer the
gender-specific term Latina as a way of creating a sense of unity and
sisterhood.

Hispanic or Latino/Latina? It does matter!

million. By 2002, only 12 months later,
it is no accident that Philip Morris had
become the second largest Latino mar-
ket advertiser by more than doubling
their gross media expenditure to $64
million.” What may be even more ap-
pealing to the tobacco industry is that
the growing Latino market is a relatively
young demographic group. For exam-
ple, Latinos of Mexican origin have the
largest proportion (38%) of individuals
under the age of 18 of all other ethnic
and Latino groups.® An added bonus for
the tobacco industry is that Latinos, as
consumers, tend to be brand faithful.*



q

Latinos

Continued from page 3

assist in tobacco-control efforts for these
diverse communities and for the state.

The author wishes to acknowledge
and personally thank Dr. Ralph Cara-
ballo from the Centers for Disease Con-
trol and Prevention, Dr. Lourdes Baez-
conde-Garbanati from the University of
Southern California, Dr. Vilma Cok-
kinides from the American Cancer
Society, Nora Manzanilla from the Off-
ice of the Los Angeles City Attorney,
and Cecilia Portugal from the Hispanic/
Latino Tobacco Education Partnership
for their generous contribution, sharing
of data, and expertise to this article.
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The effect of this budget squeeze is
that the scientific advancements and dis-
coveries essential to future progress are
systematically slowed in California due
to reduced TRDRP funding opportuni-
ties. Consequently, California scientists
and their home institutions are being
deprived of a competitive edge in the
very competitive national research econ-
omy. TRDRP funding initially helps to
support some of California’s most inno-
vative scientific ideas with a relatively
low investment of tobacco tax dollars.
This in turn potentially allows Calif-
ornia scientists to leverage that invest-
ment in conjunction with their scientific
findings to obtain substantially larger
awards from federal and private sources
for continuation research. Those larger
awards, most from the National Insti-
tutes of Health, also create more jobs in
the state. In effect, reduced state tobac-
co tax funding for research is not just a
blow to scientific progress but is also
bad for the research business in Cali-
fornia.

The short-term solution is clear: The
state’s Tobacco Education and Research
Oversight Committee has called for an
end to this diversion of research funds
and for the full 5% of Proposition 99
tobacco tax dollars to be appropriated to
TRDRP as intended by California’s
voters and the state legislature. This
restoration of the diverted funds would
enhance the economic competitiveness
of California’s research institutions and
their scientists. More importantly, it will
give additional assurance that progress
in the prevention, causes, and treatment
of tobacco-related diseases will not be
further impaired.

15. Tobacco Corporate Donations In California
2002-2004 Tobacco Industry Monitoring
Evaluation - The TIME Project - University
of Southern California.

The need for scientific progress is
one of the key reasons for the original
passage of Proposition 99 and for the
creation of TRDRP. A degree of moral
imperative is attached to this point, since
the immediate future provides an ironic
yet somewhat predictable situation. With
less tobacco-related research being
funded (due to successes in tobacco con-
trol), hoped-for medical advances may
consequently be longer in the making.
The irony is that the most likely benefi-
ciaries of this research are the aging gen-
eration of voters who passed Proposition
99 some fifteen years ago. These voters
include the smokers, ex-smokers, and
those who had been exposed to second-
hand smoke who wanted more research
to be done. Today they are seeing pro-
gressively fewer tobacco-tax dollars
going to TRDRP to do that potentially
beneficial research. Diverting any of
these already shrinking research dollars
leaves the Proposition 99 voters short-
changed.
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Public Health and Big Tobacco

by Phillip Gardiner, Dr.P.H.

The age old adage, “politics makes
strange bedfellows,” was never truer
than in the battle lines that were drawn
and the camps established in support and
against Senate Bill 2461. The Kennedy/
DeWine Bill (S2461) passed the Senate
78 to 15 as a rider to HR4520, the For-
eign Sales Corporation/Extra-territorial
Income Act (FSC/ETI). The FSC/ETI is
a bill intended to generally reduce a
broad range of punitive tariffs on Amer-
ican exports and when coupled with the
Kennedy DeWine rider, would give the
Food and Drug Administration (FDA)
regulatory powers over the manufactur-
ing and marketing of cigarettes." How-
ever, House and Senate conferees de-
nuded the tax bill of FDA authority,
something not entirely unexpected.
Still, the real story was the 21st century
alliances that were formed: Philip Mor-
ris and the American Public Health
Association calling the Senate vote “his-
toric,” and the New York Times, some
tobacco researchers, and RJ Reynolds
denouncing it, the whole tobacco control
scorecard was re-arranged, albeit tem-
porarily. Below, the main provisions of
S2461 are reviewed along with the
unique cast of characters in favor and
against this legislation.

A Shotgun Marriage

Some could argue that passage of S2461
was historic in that it was the first time

that either house of government voted in
favor of regulating tobacco by the FDA.
In its broad strokes, the bill would have
given the FDA the authority to regulate
the sale, distribution and advertising of
cigarettes and other tobacco products.
Moreover, the FDA could bar advertis-
ing aimed at children, end vending
machine sales, make more conspicuous
warning labels mandatory, and prohibit
unverified reduced health risk claims.
Significantly, tobacco companies would
have to give the government a list of all
ingredients and additives in tobacco
products and the FDA could outlaw cer-
tain additives. While the bill did not all-
ow the FDA to eliminate nicotine, the
bill would have allowed it to mandate the
reduction of this substance, the active
addicting ingredient in tobacco smoke.?

The regulatory authority for the FDA
was contained in a rider to the FSC/ETI
that not only includes FDA oversight
provisions, but also provides a whopping
$12 billion “buyout” for tobacco farm-
ers. Co-author, Senator Mike DeWine
(R-Ohio), claimed that the legislation,
now defunct, “was a shotgun marriage. .
. . that made sense.” Senator Jim Bun-
ning (R-Kentucky) who has historically
opposed government regulation of to-
bacco stated unequivocally that, "I think
FDA regulation is a very steep price to
pay for a buyout, [but] if that's the only
way to get my growers relief, this sena-
tor will vote to pay it."> S2461 would
have required cigarette manufacturers to

pick up the tab to buy out tobacco farm-
ers, although $3 billion in remaining
Phase Il payments from industry to
farmers would be stopped.

On the House of Representatives side
of Capitol Hill, a companion bill, HR4433,
was distinctly different than the Senate
version of the Bill. The House bill not
only would have provided for a $9.6
billion grower “buyout” financed by
the United States Treasury (read: your
tax dollars) as opposed to the tobacco
industry, but it also didn’t contain any
language giving the FDA regulatory
authority over tobacco products. Under
HR4433, however, the $3 billion in re-
maining Phase Il payments from in-
dustry to farmers would still be required.

Public Health and Philip
Morris Hand in Hand?

The Senate bill was hailed by everyone
from Representative Henry Waxman (D-
California) and the American Public
Health Association (APHA) to Philip
Morris and Smith Barney. With this
starting line-up, the proposed legislation
has indeed spawned very strange bed-
fellows. “This is not only a win; it is a
win, win, win,” said Georges Benjamin,
M.D., FA.C.P, executive director of
APHA. “This amendment is a victory
for public health, a victory for taxpayers
and a victory for farmers. We applaud
the leadership in support of taxpayers
and public health shown by the sponsors

See Bedfellows page 6
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of this amendment.” The Campaign for
Tobacco Free Kids (CTFK), speaking
for the American Cancer Society (ACS),
American Lung Association (ALA), and
the American Heart Association (AHA)
dubbed the legislation, “the strongest,
most bipartisan and most comprehensive
bill ever introduced to grant the FDA
authority over tobacco products.™ Alig-
ned with these public health giants is
Philip Morris, the tobacco industry
leader. Not to be outdone by the praise
that was heaped on the proposed legisla-
tion, Steven C. Parrish, Senior Vice
President, Corporate Affairs, Altria
Group, stated that, "Altria Group and
our domestic tobacco company, Philip
Morris USA, enthusiastically endorse
passage of a final FSC/ETI bill that con-
tains the DeWine/Kennedy FDA propos-
al in its entirety, and we will strongly
oppose any and all amendments to this
language during the upcoming House/
Senate Conference Committee.”

In a joint statement, ACS, ALA, AHA
and the CTFK acknowledged that “A
few compromises were necessary in
order to achieve such bipartisan support,
and while we had hoped to expand
states’ rights to give them unfettered
authority to regulate tobacco marketing,
that was not possible in order to reach an
agreement with Congress.”™ This coali-
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tion of the Republican-controlled Sen-
ate, Democratic health advocates Wax-
man and Kennedy, tobacco farmers,
Philip Morris and the major organiza-
tions in the public health field was
indeed an historic and unprecedented
alliance in the fight for FDA regulatory
control over tobacco products.

Tobacco Researchers Denounce
Senate bill; RJ Reynolds does too!
While the Senate bill was clearly seen by
some as an advance for the tobacco con-
trol movement, there were others who
were quite dismayed. Michael Siegel,
M.D., M.P.H., a professor at Boston Uni-
versity’s School of Public Health, and a
noted tobacco control researcher, in a
lengthy and scathing critique argued that
S2461 would have given the FDA
“rather narrow authority, with its hands
tied in terms of banning tobacco prod-
ucts, eliminating nicotine, establishing a
prescription-only access system, raising
the legal age of purchase, and regulating
the sale of tobacco in certain types of
establishments.”

In a series of fact sheet emails, Dr.
Siegal critiqued S2461. Siegel argued
that the Senate Bill missed the target
altogether: “It requires FDA to ban any
tobacco product that contains a severe-
ly harmful chemical defect, but explic-
itly prevents FDA from doing the same
with tobacco products that contain thou-
sands of severely harmful chemicals, so

long as those chemicals are ordinarily
contained in tobacco products. It pro-
vides for stringent regulation to pre-
vent adulterated or misbranded prod-
ucts, but leaves the "pure™ and "properly
branded" deadly products largely
unregulated. It requires that manu-
facturers report any adverse health
effects of its products that are UNEX-
PECTED, but the EXPECTED 450,000
or so deaths per year due to these prod-
ucts require no special attention.””

Dr. Siegel goes as far to say that
S2461 would not have saved lives, if
passed, it would probably lead to in-
creases in tobacco-related deaths!
Siegel asserted: “This legislation is like-
ly to result in increased, not decreased
deaths from tobacco products, for the
following reasons: It will make it virtu-
ally impossible to research, develop,
introduce, and market new potentially
less hazardous tobacco products; it will
undermine current and future litigation;
and, It will reduce the public's perception
of the inherent harms of cigarettes.”
Siegel contends that the constellation of
public health groups who supported this
legislation had essentially sold out to
Philip Morris; they were supporting leg-
islation that would increase tobacco-
related deaths.

Another tobacco researcher, Michael
Cummings, Ph.D., research scientist in
cancer control and epidemiology at
Roswell Park Cancer Institute, echoed
Dr. Siegel’s point of view, stating: “It
[the legislation] requires FDA to ban any
tobacco product that contains a severely
harmful chemical defect, but prevents
FDA from doing the same with tobacco
products that contain thousands of
severely harmful chemicals, so long as
those chemicals are ordinarily contained
in tobacco products. It bans the presence
of strawberry, grape, orange, clove, cin-
namon, pineapple, vanilla, coconut,
licorice, cocoa, chocolate, cherry, or cof-
fee in cigarettes, but does not inherently
disallow the presence of hydrogen
cyanide, carbon monoxide, N-nitrosodi-
methylamine, benzene, radioactive polo-
nium 210, or nitrogen dioxide.”®

Well, if some tobacco researchers did
not think the bill was ready for prime-
time, some of Philip Morris’s friends in
the tobacco industry were also denounc-

See Bedfellows page 7
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ing it, albeit for their own reasons.
Mincing no words, Tommy Payne, exec-
utive vice president of external relations
for R.J. Reynolds Tobacco Company
stated: “If Congress is serious about
giving tobacco growers financial relief,
it will adopt the House version of the
tobacco quota buyout bill.”* Further-
more, speaking about the Senate version
Payne asserted that: “The Kennedy/
McConnell amendment is ill-conceived,
imperils the viability of a tobacco quota
buyout and creates an overwhelming
competitive advantage for Philip Morris.”™

The New York Times and the Wall
Street Journal added their voices to the
opposition. The Times agreed with the
Public Health Community that FDA
oversight of tobacco is long overdue;
however, their editorial page considered
the current bill “ill advised . . . the price
for getting senators from tobacco-grow-
ing states on board is an unseemly $12
billion handout to tobacco growers, who
have already been coddled for far too
long by protectionist quotas meant to
keep out cheaper foreign-grown tobacco
... It creates a disastrous precedent for a
nation that direly needs to start disman-
tling other crop supports, both for
domestic budgetary reasons and to com-
ply with international trade laws.”*
Interestingly, the Wall Street Journal
stated unequivocally that “what’s wrong
with the tobacco deal approved by the
Senate last week, [is] that its biggest fan
is America’s biggest cigarette-maker,
Philip Morris.”™

Hence, the lineup of who opposed the
Senate Bill included the Republican
controlled House of Representatives,
some tobacco researchers, RJ Reynolds,
the New York Times and the Wall Street
Journal. Joining this disparate group was
the Smokefree Pennsylvania, a tobacco
control organization. They, along with
others have lobbied “Congress to elimi-
nate both . . . FDA regulation [and]
tobacco quota buyout proposal . . . from
the FSC/ET] legislation. Fair and effec-
tive FDA legislation can be crafted next
session of Congress.”®

Divergent Views in the
Tobacco Industry
Why did Philip Morris support FDA
oversight and RJ Reynolds did not; what
was in it for Altria? Dr. Siegel argues
that S2461 was essentially a Philip
Morris bill: “Regardless of the national
health groups' defense of the proposed
FDA legislation, the fact of the matter is
that the health groups are now support-
ing a Philip Morris bill. In particular, the
Campaign for Tobacco-Free Kids last
year vehemently criticized an almost
identical bill that it referred to as the
"Philip Morris-backed FDA bill," called
it "ineffective,"” called it "weak, loop-
hole-filled legislation.™ All agree that
Philip Morris had some hand in writing
parts of S2461 and most financial ob-
servers are clear what Altria’s interests
are. Smith Barney tobacco analyst
Bonnie Herzog stated that “Although
there are several steps that need to be
completed before this is signed into law,
this is very positive news for the tobacco
stocks, particularly Altria Group.™

Ms. Herzog noted that if the FDA did
gain power to regulate the tobacco
industry, Philip Morris would benefit in
the following ways: “barriers [would be
created] to entry for some of the deep
discount manufacturers, thereby further
entrenching the big manufacturers; level
the playing field among the major man-
ufacturers; [and] possibly help the indus-
try in fighting future litigation or possi-
bly help prevent future litigation.” Fur-
thermore, FDA regulation of tobacco
would be particularly positive for Philip
Morris USA because “Regulatory guid-
ance could help Philip Morris with the
credibility of its reduced risk cigarette
product, which if regulated by the FDA
could represent an alternative to smok-
ing."14

The Wall Street Journal was of the
same opinion. Writing on their editorial
page they stated that “[Philip Morris] the
tobacco giant knows that FDA regula-
tors would severely restrict marketing,
which gives it an advantage over lesser-
known rivals and lower-priced competi-
tors. Put another way, the federal gov-
ernment would become not only a part-
ner of tobacco but a partner of tobacco
monopolists.”™?

In short, the greater restrictions faced
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by new, smaller and upstart cigarette
manufactures would have given a com-
petitive edge to the industry leader,
Philip Morris; the proposed legislation
would cast their current market position
in stone. It is no wonder that RJ Rey-
nolds said: “The Kennedy/McConnell

With Philip Morris and the
American Public Health
Association calling the Senate
vote historic, and the New
York Times, some tobacco
researchers, and RJ Reynolds
denouncing it, the whole
tobacco control scorecard
has been re-arranged.

amendment is ill-conceived, imperils the
viability of a tobacco quota buyout and
creates an overwhelming competitive
advantage for Philip Morris.™

FDA Authority: Run Aground
on the Rocks of Special Interest
Regardless of the strange bedfellows
that came together to support or oppose
S2461, House and Senate Conferees put
the kibosh on FDA oversight of tobacco
products. The conference committee
showered corporations with $145 billion
in new tax cuts, including a $10 billion
buyout for tobacco farmers. Clearly, the
main focus of these congressmen and
women was on business interests not
public health; FDA oversight of tobacco
products became just one among many
bargaining chips at the negotiation table.
While Philip Morris may have supported
the legislation, Senator John McCain felt
the deal cut by the conferees to be “a dis-
grace," and “a complete sellout to the
tobacco companies."*

The dropping of FDA oversight from
the FSC/ETI has probably brought to an
end the unique coalitions that flourished
briefly this past summer in the run up to
the congressional votes on FDA author-
ity. While some in the tobacco control
movement hailed the defeat of FDA reg-
ulation in its current form, still, there is
no guarantee that new legislation,
stronger or not, can be crafted for the
next session. Moreover, it is not clear at

See Bedfellows page 15



by Kamlesh Asotra, Ph.D.

How does tobacco smoking cause cere-
brovascular disease and increase risk for
stroke? Are men and women, young and
old, of different racial/ethnic populations
in equal peril from tobacco? What are
the main challenges concerning stroke
research? Why is stroke research seri-
ously under-funded and what efforts
should be made by federal and voluntary
funding agencies to rectify low funding
for stroke research in the United States?
This article attempts to illuminate these
burning issues that currently face re-
search on stroke and its causation by
tobacco smoking.

Tobacco and Cerebrovascular
Disease

Tobacco is the second major cause of
death in the world, and is responsible for
10% of all deaths killing approximately
5 million people each year. Tobacco ac-
counted for nearly 3 million deaths in
1990, increasing its toll to 4 million
deaths in 1998, and it is estimated that
by 2030, it will cause 10 million deaths
annually worldwide.? It is mind-bogg-
ling that this mayhem, unleashed on
humanity with the introduction of com-
mercial tobacco to the world by early
settlers and traders in North America
some 5 centuries ago has become a glob-
al public health disaster. Each of these
deaths, one every 6.5 seconds, is caused
by a variety of tobacco-related diseases
predominantly cancer, heart disease,
pulmonary disease and cerebrovascular
disease culminating in stroke.

Tobacco use accelerates develop-
ment of both cardiovascular and cere-
brovascular diseases by promoting ath-
erosclerosis — a condition of arterial wall
hardening due to plaque build-up that
causes diminished blood flow — in the
arteries that supply blood to the heart
muscle or to the brain, respectively. The
relationship between smoking and ather-
osclerosis was observed in the early
1900°s by Buerger® in young male smok-
ers and an association between cere-
brovascular disease and extracranial ath-
erosclerosis was reported by Gowers as
early as 1875.* Since then, a number of
risk factors for cerebrovascular disease
culminating in incidents of stroke have
been identified (see below).

IRURKF Newsleller—uvecembper <£uusg

TOBACCO-CAUSED CERE
Urgent Need for

The precise mechanisms by which
tobacco smoking causes cerebrovascular
disease culminating in stroke are poorly
understood. It is generally believed that
tobacco smoke causes oxidation of low
density lipoprotein (LDL), and this for-
mation of oxidized LDL is one of the
earliest events that initiate the process of
plaque formation in systemic and carotid
arteries. TRDRP-funded research has
demonstrated that tobacco smoke rapid-
ly damages the *“good” cholesterol trans-
port particle known as the high density
lipoprotein (HDL) by inhibiting its
enzyme component, called LCAT
(lecithin: cholesterol acyltransferase)
which is responsible for packaging cho-
lesterol into HDL particles and which
also facilitates the removal of cholesterol
from the arteries.>® Tobacco smoke
results in compromised protective func-
tion of HDL, lowered HDL levels, and
elevated LDL/HDL ratio in chronic
smokers, increasing their risk for athero-
sclerotic disease in the arteries. Ex-
posure of endothelial cells to cigarette
smoke condensate increases the levels of
inflammatory cytokines suggesting a
complex pro-inflammatory response to
tobacco smoke constituents.”

Types and Causes of Strokes
Stroke, the third leading cause of death,
is caused by the interruption of blood
supply carrying oxygen and nutrients to
the brain due to rupture or blockage of
an artery to the brain. About 700,000
individuals suffer from stroke annually
in the U.S.A., and at any given time there
are nearly 3 million stroke survivors in
this country. On average, someone in the
United States suffers a stroke every 53
seconds, and every 3.3 minutes some-
one dies of one.® Two-thirds of stroke
survivors suffer moderate or severe
impairment. An immediate consequence
of stroke is brain injury in the region
deprived of blood flow, resulting in loss
of consciousness and unilateral paraly-
sis, affecting speech and vision.

The most common variety of stroke

The evidence is sufficient to infer a
stroke - The United States S

called an ischemic stroke is caused by
blockage of arterial blood flow due to a
blood clot or due to fatty deposits in the
blood vessel wall (plaque). This type
accounts for over 85% of all cases of
stroke. There are two clinical forms of
ischemic stroke: (a) embolic stroke,
caused by a blood clot formed some-
where in the body (usually the heart) that
cannot pass through the narrow bore of
an artery, thereby blocking blood circu-
lation to the brain, and (b) thrombotic
stroke, the more common variety of
ischemic stroke, occurs when blood flow
is reduced due to blockage of one or
more arteries.® Large vessel occlusive
disease, commonly due to atherosclerot-
ic involvement of the common and inter-
nal carotid arteries, can cause carotid
ischemic stroke. Small vessel occlusive
disease is thought to be non-atheroscle-
rotic narrowing of small end-arteries in
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Il relationship between smoking and
n General s report for 2004

the brain. Cardiogenic stroke occurs due
to blood clots arising from the heart, typ-
ically as a result of atrial fibrillation or
ischemic (i.e., atherosclerotic) heart dis-
ease.’™ Strokes caused by bleeding
within the brain — called intracerebral
(within the brain) and subarachanoid
(between the skull and the brain) hemor-
rhagic strokes — have a higher risk of
fatality causing greater functional im-
pairment among survivors than the
ischemic strokes. Stroke is not one dis-
ease but a heterogeneous group of disor-
ders reflecting differences in pathologi-
cal mechanisms.”*® The mortality of
ischemic stroke is 15-30% within the
first 30 days. Hemorrhagic stroke has a
graver prognosis, with a 30-day mortali-
ty rate of 40-80%. Treatment and reha-
bilitation of stroke patients costs nearly
$53.6 billion annually in the United
States.™

BROVASCULAR DISEASE:
Increased Research Funding

The thickness of the carotid artery
inner wall is significantly greater in
smokers than non-smokers, particu-
larly 60-year-olds and above,* leading
to carotid artery occlusion. Over half
of former smokers show greater reduc-
tion in internal carotid artery occlusion
than current smokers, with the more pro-
nounced difference in older people.®

A precursor and predictor of stroke,
called mini-stroke or transient ischemic
attack (TIA), is a neurologic deficit last-
ing less than 24 hours and is attributed to
focal cerebral or retinal ischemia.” Al-
though many cases of TIA never come to
medical attention, it is estimated that
more than 5 million Americans are diag-
nosed with a TIA annually.*® The causes
of true TIAs, such as atrial fibrillation,
carotid artery disease, and large- small-
artery disease in the brain, are identical
to those of stroke. Cigarette smoking is
reportedly a major preventable risk fac-
tor for possibly 200,000 to as many as
500,000 cases of TIA that come to med-
ical attention each year."”

Tobacco Smoking and Stroke

The Framingham Heart Study was the
first to assess the relation of smoking to
the type of stroke, number of cigarettes
smoked and the beneficial effect of
smoking cessation.”® It concluded that
smoking was a significant independent
factor contributing to the risk of stroke
in general, and to brain infarction specif-
ically. The risk of stroke has been direct-
ly related to the number of cigarettes
smoked. Heavy smokers (>40 ciga-
rettes/day) have a relative risk of stroke
2-4 times greater than non-smokers,* ®
and twice that of people who smoke less
than 10 cigarettes/day. The large cohort
study of 22,071 US male physicians
showed that individuals smoking >20
cigarettes/day had nearly three times the
risk of total non-fatal stroke and 50%
higher chance of fatal stroke than non-
smokers.* However, other studies show
within 5 years after stopping, stroke risk
can be reduced to that of non-smokers.*

v

Gender and Racial/Ethnic

Group Susceptibility to Stroke
The female-to-male mortality ratio dif-
fers for stroke subtypes by ethnicity and
age in the United States.?? Although
the fatality rates for hemorrhagic and
ischemic stroke are similar for men and
women,”® more women than men are
admitted to nursing home for stroke dis-
abilities.® Prospective studies have sug-
gested an increased risk for total hemor-
rhagic stroke, intracereberal stroke and
subarachanoid stroke among men and
women who are current smokers; the
risk increases with the number of ciga-
rettes smoked.* ** Generally, women have
a lower risk of stroke than men at ages
less than 65 years, but women have a
higher risk than men at ages of 65 years
and above.

The deaths attributed to intracerebral
hemorrhagic strokes among Blacks,
American Indian/Alaska Natives,
Asian/Pacific Islanders, and Hispanic
men and women are higher than those
among White men and women. The pro-
portion of death due to subarachanoid
strokes was greater among American
Indian/Alaska Natives, Asian/Pacific
Islanders and Hispanic women than
Black or White women.?#* An analysis
of sex-specific age-standardized death
rates for ischemic stroke (n=507, 256),
intracerebral hemorrhagic stroke (n=
98,709) and subarachanoid hemorrhagic
stroke (n=27,334) among Whites,
Blacks, American Indian/Alaska Nat-
ives, Asians/Pacific Islanders, and His-
panics revealed that overall 81.7% wo-
men and 77.7% men succumbed to is-
chemic stroke, 13.7% women and 18.5%
men succumbed to intracerebral hemor-
rhagic stroke, and 4.6% women and
3.8% men died of subarachanoid
hemorrhagic stroke.*

Other Risk Factors for Stroke

Beside cigarette smoking, other risk fac-
tors for stroke include, hypertension,
valvular heart disease, atrial fibrillation,
hyperlipidemia, diabetes mellitus, and a
family history of stroke. In addition, ele-
vation of plasma homocysteine, low cir-
culating levels of folic acid and vitamin
B6, periodontal disease, and chronic
bronchitis are all independent risk
factors. Severe, acute ischemia in nerve

See Funding page 13
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by Shana Amenaghwon, M.P.A.

California’s diverse populations present
both unique challenges and valuable op-
portunities for tobacco-related disease
research. California is literally teeming
with special populations. California is
rapidly becoming majority Latino, a het-
erogeneous group of cultures and smok-
ing traditions from throughout South
America, Central America, Mexico and
the Caribbean. Moreover, there are sig-
nificant Asian populations including
Chinese, Filipinos, Vietnamese, Hmong,
Koreans and a growing number of per-
sons from the Indian sub-continent.
California is also home to the largest
urban American Indian and African
immigrant populations in the United
States. California's Russian population
is also significant, representing the sec-
ond greatest concentration of this group
in the United States. Each of these di-
verse populations have varied and
diverse tobacco use traditions and dis-
ease incidences that need to be explored.

Unfortunately, researchers with per-
sonal experience in these communities
or those who are currently focusing their
research in these areas are few and far
between. Recognizing the inherent need
for scientific talent to address the con-
cerns of under-represented communi-
ties, TRDRP created the Cornelius
Hopper Diversity Award Supplements
(CHDAS) in 2000 to honor the legacy of
Dr. Cornelius L. Hopper, former Vice
President of Health Affairs, University
of California, Office of the President
(Ucop).

The Legacy

Dr. Cornelius L. Hopper, the first
African-American Vice President of the
UCOP, retired after a 20-year tenure
spanning from 1979 to 2000. Initially,
he was the Special Assistant to the
President, and three years later he was
named the Vice President of Health
Affairs. Dr. Hopper earned his M.D.
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Enhancing Diversity in Tobacco-
Related Disease Research
The Cornelius Hopper Award Supplements

Dr. Cornelius L. Hopper

Vice President—Health Affairs, Emeritus

degree from the University of Cincinnati
College of Medicine. After training in
internal medicine, neurology and several
years as a faculty member in the Depart-
ment of Neurology at the University of
Wisconsin, he became the Vice Pre-
sident for Health Affairs at Tuskegee
Institute in 1971, where he created the
first National Health Service Corps
Field Station in the southeastern United
States and the first rural community
based area health education center.
During his tenure as the Vice Pre-
sident for Health Affairs at UCOP, Dr.
Hopper was responsible for a system of
14 health professions schools, five
major teaching hospitals and a budget of
more than $2.5 billion. He was instru-
mental in establishing statewide research
programs in AIDS, geriatrics, breast
cancer and tobacco-related diseases that
awarded more than $300 million to
California researchers. He also devel-
oped the Wellness Lecture Series and
coordinated the expansion of primary
care training opportunities in the UC
system. He has served on a variety of
boards including the Board of Regents at

Oakland’s Samuel Merritt College, and
he is a California Health Manpower
Policy Commissioner. Most recently he
has evaluated a number of post-Soviet
hospital partnerships established by the
American International Health Alliance
with USAID funding.

The Award

The overall aim of the CHDAS award is
to enhance the trainees’ experience and
qualification for tobacco research ca-
reers and to expand and strengthen the
infrastructure for tobacco research in
California by assisting the development
of research, including historically under-
represented communities. Currently act-
ive TRDRP funded principal investiga-
tors are encouraged to mentor qualified
trainees with this $15,000 supplement.
To date, TRDRP has funded 30 CHDAS
awards to 25 principal investigators at 14
institutions totaling $764,272. (See
www.trdrp.org “CHDAS Awardees” for
the complete list.)

The CHDAS Experience
Recipients receive invaluable experience
and exposure to research of tobacco-
related diseases, and many have used the
award as a means to further their career
and educational goals. Not only do the
CHDAS recipients benefit from the
award, the principal investigators also
benefit by the opportunity to augment
their staff support assisting the progress
of their research. Here are just a few of
their stories:

Cara Booker, one of the program’
first year recipients in 2000, worked
with Dr. Jennifer Unger on her TRDRP
supported project entitled “Accultut-
raion, media, peers, parents and adoles-
cent smoking” at University of Southern
California (USC). She applied for the
award as a public health master’s candi-
date and indeed earned her M.PH. with
an emphasis on biostatistics and epi-
demiology in 2003. She is now in a

See CHDAS page 11
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CHDAS

Continued from page 10

Ph.D. program at USC where she con-
tinues her research and expects to grad-
uate in the spring of 2005. Her disserta-
tion will be a cross national/cross-cultur-
al study focusing on stressful life events
and adolescent smoking. She is awaiting
the peer-reviewed publication of her
manuscript where she is the first author
and has several more possible publica-
tions in progress. She explains, “I feel
that the CHDAS was really instrumental
in allowing me to discover ... my pas-
sion in the public health and research
field.”

Dr. Unger explains, “One of the best
features of the CHDAS program is that it

program provides a terrific opportunity
for established investigators in tobacco-
related disease to incubate the interest
and careers of individuals not adequate-
ly represented in this field. CHDAS sup-
port was just what Dr. Soto needed to
jump-start her career in lung cancer
research and to obtain the results needed
to win larger-scale, longer-term support
from the National Cancer Institute.”
Andrea Castillas, a 2002 CHDAS
recipient worked under the mentorship
of Dr. Randolph Hastings on his TRDRP
support project entitled, “Novel regula-
tory mechanisms for lung cancer growth”
at the Veterans Medical Research Foun-

T

and lung cancer. As a result, this award
has given me the opportunity to meet
and collaborate with leading researchers
in the area of lung cancer. In the labo-
ratory, it has assisted me in learn-
ing new techniques such as immuno-
histochemistry, quantitative real time
PCR and ...[data] collection methods
in clinical research.”

Dr. Hastings further explains, “ The
obvious benefit of the award for me as a
principal investigator was to provide
support for a qualified individual to
work in my laboratory. Andrea began in
the lab with a project for her post-bac-
calaureate program. The supplement

LOOKING FORWARD

TRDRP is proud of this award and is especially proud of and
salutes all of the Cornelius Hopper awardees and their mentors.
We urge TRDRP principal investigators to mentor all individuals
who are interested in pursuing tobacco-related disease research
and to encourage qualified individuals to apply for Cornelius
Hopper Diversity Award Supplements. Applications for these
awards will be invited in the 3rd week of April 2005. Please visit

helps graduate students carve out their
own research niches. Graduate students
typically work as research assistants on
our TRDRP-funded projects, but usually
it's not until the dissertation stage that
they have the opportunity to propose and
test their own hypotheses. The CHDAS
program gives them the opportunity to
pursue their own ideas, while they still

have support from the PI and resources
of the parent grant...Cara's dissertation
is a direct extension of our TRDRP
research...The CHDAS award gave her
an excellent introduction to tobacco
research. I'm confident that she will
become a leader in the field.”

Darya Soto, M.D. was a 2001 CH-
DAS recipient training under the direc-
tion of Dr. George Caughey on his
TRDRP supported project entitled,
“Human tryptase gene expression: Role
in COPD” at the University of Califor-
nia, San Francisco. Dr. Soto applied for
the 2001 CHDAS as a practicing physi-
cian seeking to expand her career in lung
cancer research. She is currently an as-
sistant adjunct professor of medicine at
UCSF department of medicine research-
ing lung cancer using mouse models of
adenocarcinoma. She has received other
grants since her CHDAS. Most recently,
she received a Faculty Development
Award from the National Cancer
Institute. Dr. Soto states, “The award
and mentoring by Dr. Caughey did assist
in my career development. They aided
in initiating my current research studies.”

Dr. Caughey adds, "The CHDAS

www.trdrp.org for CHDAS application requirements.

dation of San Diego. Andrea applied as a
UCSD Human Development B.A.
graduate with a minor in biology
interested in the biological sciences and
exploring M.D. and Ph.D. programs.
She continues to work with Dr.
Hastings and is also a hospital assistant
at the UCSD student-run free clinic
teaching medical student’s clinical labo-
ratory, where part of her work is on
tobacco-related diseases such as
lung cancer. She has received an
NIH Minority International Research
Training Program Scholarship, which
has given her additional experience in
biomedical research. She is currently
applying to medical schools with re-
search opportunities. Andrea states, “I
am very thankful that Dr.Hastings gave
me the opportunity to apply for this
award... working with Dr. Hastings
inspired me to follow a career in
research...As a recipient of the award,
Dr. Hastings has sent me to [attend]
symposiums, meetings, and confer-
ences to learn more about research

allowed her to continue working, to
learn more, and to develop additional
techniques in that project for a longer
period of time. In addition, she could
spend more hours in that lab because of
the financial support. Because she
wrote the application for CHDAS (with
my help), she had a larger stake and
sense of ownership of her project than
she might have felt if | had simply hired
her as an employee. Finally, the opportu-
nity to go to the TRDRP meetings and
present her findings was a valuable
experience. The process of applying for
the award was straightforward, and |
would encourage other investigators to
apply if they have appropriate candi-
dates.”

I would like to extend a special thanks to
Dr. Hopper, Dr. Asotra, Dr. Bowen and Dr.
Gardiner for their support and expertise
without which this article would not have
been written.



12 IRURKF Newsleller—uvecembper <£uusg

TRDRP UPDATE

4 Awar: in th Fundi l

TRDRP awarded 49 grants to individual investigators at 27 California institutions in the 2004
funding cycle. The proportion of applications funded improved over last year from 23.8% to
26.3% even though there were fewer available funds this year ($17 million vs.$18 million) and
fewer applications (186 vs. 244). This improvement is due to the fact that almost all applicants
were responsive to TRDRP’s primary research areas introduced in this cycle and that almost one
out of three of the 189 applications reviewed were ranked as either excellent or outstanding.
Unfortunately, several proposals that were scored as “excellent” by TRDRP’s study sections could
not be funded due to insufficient funds. Another $5 million would have been needed to fund all
of these excellent proposals. Funding levels varied due to the different number of applications
received for various award mechanisms. The number and percent of applications funded by award
mechanism are listed below.

Applications Number of Percent
Reviewed Funded Funded
Award Mechanism
Research Project — Primary Area 91 24 26%
Research Project — Complementary Area 7 1 14%
Innovative Developmental Exploratory (IDEA) 26 5 19%
New Investigator 19 6 31%
Postdoctoral Fellowship 21 7 33%
Dissertation 9 4 44%
Community-Academic Research 9 1 11%
School-Academic Research 4 1 25%

A complete list of grant recipients and the abstracts describing their research projects is published
in the 2004 Compendium of Awards available on the TRDRP website (www.trdrp.org). All funded
investigators are mailed a copy; other interested parties may obtain printed copies upon request.

rnelius H r Di A lem
This year marked the fifth year of funding for the Cornelius Hopper Diversity Award Supplements
(CHDAS). In 2004, six currently-funded TRDRP investigators will receive CHDAS supplements to their
grants to mentor trainees (see box). For further information on CHDAS see related article on page 10.

CHDAS Trainee Principal Investigator  Institution

Marc Adams, M.PH. Dr. Melbourne Hovell San Diego State University

Justin Hernandez, B.S. Dr. Richard Olmstead Brentwood Biomedical Research Institute
Pamela Jones, M.PH., B.S.N. Dr. Ruth Malone University of California San Francisco
Yaneth Rodriguez, B.S. Dr. Steve Sussman University of Southern California
Claradina Toya, B.A. Dr. Jennifer Unger University of Southern California
Jessica Zulema-Borja, B.A. Dr. Ricardo Munoz University of California San Francisco
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tissue triggers cellular changes that
can rapidly cause irreversible dam-
age (infarction). A penumbra of isch-
emic, electrically silent tissue develops
around the infarct zone that may be sal-
vageable by restoration of blood flow.

There has been a lot of interest in
learning if stroke has some genetic
determinants. Although genetic deter-
minants of the common forms of stroke
are largely unknown, some mutations in
specific genes causing rare forms of
stroke have been reported,® including
brain hemorrhage.® The first main locus
associated with stroke, called STRK1,
was mapped to chromosome 5q12.*
Recently, two genes have been identified
in the pathogenesis of stroke: A gene
called PDE4D, encoding the enzyme
phosphodiesterase 4D, is reported to be
important in ischemic stroke,*® and
another gene encoding 5-lipoxygenase
activating protein confers risk of myo-
cardial infarction and stroke.*

Why Progress in Stroke
Research Has Been Slow?
There are several reasons why stroke
research throughout the world has been
lagging behind that for other major dis-
eases such as cancer and cardiovascular
disease. Stroke has usually been per-
ceived as a disease of the elderly that is
largely untreatable and difficult to study.
As previously described, stroke is a very
heterogeneous disorder comprising a
number of different syndromes with dif-
ferent etiologies. Also, stroke has a large
number of risk factors that are common-
ly shared by cardiovascular disease. A
possible shortage of experts in stroke
research in the United States could also
be a reason for a slow pace of progress.
An internet search revealed that
Cerebrovascular Disease and Stroke
Centers exist at several major public and
private universities and medical centers
in California. Many of these centers,
including those at UCLA, UCSF, Stan-
ford and USC, among others, have
active research programs in different
aspects of stroke research. Collaborative
efforts among stroke researchers at these

Centers and the well known cadres of
scientists engaged in research on tobac-
co-related diseases within California
could unravel novel molecular mecha-
nisms by which tobacco causes cere-
brovascular disease as well as develop
facile diagnostic and effective therapeu-
tic/interventional technologies for stroke
in the near future.

The Report of the Stroke Progress
Group, the National Institutes of Neuro-
logical Disorders and Stroke,* published
in 2002 not only identified various rea-
sons that make stroke research the chal-
lenge it has been thus far, but also rec-
ommended the research and scientific
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made available for stroke research in
2003 by the NIH, with projections of
$342 million and $352 million in years
2004 and 2005, respectively.” Total NIH
funding for tobacco research in 2003
was $531 million,* although it is not
clear what proportion of this sum was
spent on tobacco-related disease re-
search, tobacco use cessation or disease
prevention. The American Heart Assoc-
iation has been funding stroke research
since the 1950’s. The American Heart
Association and the American Stroke
Association awarded $39.2 million on
stroke research nationally and $4.07 mil-
lion in California in 2003.*

Four million unnecessary deaths per year, 11,000 every day.

It is rare

if not impossible to find examples in history that

match tobacco s programmed trail of death and destruction.

I use the word programmed carefully. A cigarette is the only

consumer product which when used as directed kills its customer
Dr. Gro Harlem Brundtland, Director-General Emeritus,
World Health Organization’

priorities for stroke research for the next
5-10 years. Unfortunately, this Report is
silent on the need to support research on
the causation of stroke by tobacco.

Funding for Stroke Research
Despite the high human and financial
costs of stroke globally, stroke research
has been significantly under-funded as
compared with heart disease and cancer
in the United States,* the United King-
dom,*and across Europe.®

The cost of cancer in the US was
estimated at more than $150 billion in
2002. The NIH actually invested $5.4
billion in cancer research in fiscal year
2003, with estimated expenditure of
$5.6 billion and more than $5.7 billion to
be made in 2004 and 2005, respective-
Iy In contrast, the cost of heart disease
and stroke in 2003 was estimated to be
$351 billion: $209 billion for health care
expenditures and $142 billion for lost
productivity from death and disability.
Of this total, the cost of stroke was esti-
mated to be approximately $53.6 hil-
lion* While almost $2.3 billion were
spent by the NIH on cardiovascular dis-
ease in 2003, only $330 million were

Considering that stroke is the 3rd
major cause of death in the USA with
the paltry current funding, there is an
obvious need to boost federal funding
for stroke research. Currently, only the
National Heart, Lung, and Blood Insti-
tute and the National Institute of Neuro-
logical Disorders and Stroke offer fund-
ing opportunities for stroke research. It
will be prudent to provide sufficient fed-
eral funding to ‘jump start’ stroke re-
search, preferably at the level of 3% of
the cost of disease burden, comparable
to that for cancer, in light of the fact that
with the expected increase in the aging
population, the incidence of stroke is
likely to rise proportionately. This objec-
tive can be easily met if more Institutes
within the NIH that traditionally fund
research in the area of tobacco, aging,
drug addiction, diabetes and genetics,
also entertain and fund grant applica-
tions on tobacco-caused stroke in in-
creasing numbers.

TRDRP’s Commitment for
Stroke Research in California

Cerebrovascular disease including stroke,
has been a legislatively mandated, prior-

See Funding page 14
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ity area of research for TRDRP since its
inception in 1989. However, over the
past several years, TRDRP has received
only a small number of grant applica-
tions on cerebrovascular disease as com-
pared with those on cardiovascular dis-
ease or cancer. One reason for this may
be due to possible shortage of research
groups in California engaged in stroke
research until recently. This, in turn, may
be dictated by the availability of limited

The National Stroke Association
has recommended adoption of
the term brain attack for
stroke, by analogy with the
familiar heart attack. This
description is intended to
emphasize to the public both
the location of the lesion and
the urgency of the need for
assessment and treatment.

federal research funds for stroke re-
search. As mentioned previously, there
exists a unique cadre of scientists in
California that constitute perhaps the
best tobacco-related disease research
enterprise in the United States. Also,
there exist several Cerebrovascular Dis-
ease and Stroke Centers in California
now. Together, this research infrastruc-
ture and the scientists in California are
fully capable of taking the lead role in
answering outstanding questions regard-
ing tobacco and stroke, as they have
done in other tobacco-related diseases.
TRDRP continues its commitment in
providing funds for tobacco-caused
cerebrovascular disease research which
may lead to improved diagnostic and
therapeutic approaches for stroke among
Californians. It is our hope that the new
research findings from TRDRP’ sup-
port of stroke research will enable Cali-
fornia scientists to generate additional
funding from federal and non-profit
funding agencies for the creation and
viability of a much-needed stroke re-
search enterprise in California. TRDRP
encourages applications focused on

IRURKF Newsleller—uvecembper <£uusg

cerebrovascular disease from all re-
searchers in California for various award
mechanisms.
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all when or if FDA oversight authority
over tobacco products will make its way
back to the top of the congressional
agenda. On the other hand, since the
tobacco farmers buyout took place
without FDA oversight, the pressure is
already mounting on future tobacco con-
trol proponents and future legislators to
craft legislation that rightfully gives the
FDA jurisdiction over tobacco.
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