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Curtailing the Tobacco
Pandemic

ALAN BLUM

By all rights, lung cancer should have been included along
with smallpox as one of the diseases that was eradicated in
the 20th century. Instead, to the undying shame of the health
professions—and due to the untiring energy of the transna-
tional tobacco conglomerates—the production, distribution,
marketing, and use of tcbacco continue to grow in every corner
of the world. Deaths from lung cancer are expected to exceed
3 million a year by the turn of the century.!

Since U.S. Surgeon General Leroy E. Bumey issued a policy
statement in 1957 that accepted the cause-effect relation be-
tween cigarette smoking and lung cancer,'* each succeeding
Surgeon General has been committed to curbing the use of
tobacco. In 1964 the Report of the Advisory Comimittee to
the Surgeon General on Smoking and Health reviewed and
summarized the devastating scientific case against smoking.*
This document and an analysis produced in the United King-
dom in 1962 by the Royal College of Physicians galvanized
the medical community and the public alike. The Surgeon

60. Jurdan VC. Tamoxifen for the prevention of breasl cancer. in: DeVita VT, Hellman §,
Rosenberg SA, eds. Cancer p Piiladelphia: JB Lippi 1990:1-18.

61. Kannel WRB, Hjortland MC, McNamara PM, et al. Menopause and risk of cardiovascular
disease. Ann Intert Med 1076;05:447-452.

62. Ross RK, Pike MC, Mack TM, Hend BE. Qeatrogen repl berapy and
cardigvascular discase. Tn: Drife 10, Studd JWW. ods. HRT and csteoporosis. London:
Springar-Verlag, 1990:205~222.

63. Barrett-Connor E, Bush TJ. Estrogen and coronary heatt dissase in women. FAMA
1981;265:1851-1867.

64. Paganinl-Hill A, Ross RK. Hend BE. P pausal X and
styoke: A prospactive study. Br Med J 1988:207:519-522.

65. Love RR, Newcomb PA, Wiebe DA, et al. Fffects of tamoxifen therapy on lipid and
lipoprotein lsvels In postmenopatisal peti with node breast cancer. JNC1
1900;62:1327-13382.

66. McDanald CG, Stewart EHJ. Fatal myocardial infarction in the Scottish adjuvant taxmoxifen
trial. Br Med J 1991,303:435-437.

67. Love RR. Mazess RB, Tamey DC, et al. Bone mineral density in women with breast
cancet treated with adjuvant tamoxifen for at lesst two years. Breaat Cancar Res Trest
19886;12:207-301.

68. Turken S, Siria E. Seldin D, & al. Effects of tamoxlifen on spinal hone denasity in wotnen
with breast camcer, JNCI 1888:8:1086-1088.

69, Yager ID. Yager R. Oral pl ds a8 p of hep e
in fernale Sprague-Dawley rats, Cancer Res 1980;40:3680-3685.

70. Fornander T, Rutqvist LE. Cedermark B, et 2l. Adfuvant tamoxifen in early breast cancer:
Ocgurrence of new primary cancers. Lancer 1989:1:127-120.

71. Lipton A, Harvey HA, Hamilwon RW. Venous thrombuosis as a side effect of tamoxifen
tresment. Cancer Treat Rep 1084:68:687-889.

72. Falkson HC. Gray R, Wolbert WH, et al. Adjuvant trial of 12 cycles of CMFPT followed
by obeervaiion or contlnums tamoxifen versus four cyclos of CMFPT In poutmenopaisa)
women with breast cancer: An ECOG Phase TI study. J Chin Oneol 1900:8:589-807.

73. Jordan VC, Fritz NF, Tormey DC. Long-tenm adjuvant therapy with iamoxifen effects
on sex hormone binding globulin and anvthrombin 1. Cancer Res 1967;47:4617-
41510,

74. Roas RK. Proatate cancer. In: Schottenfeld D, Fraumeni J. eds. Cancer epidemiology
and prevention. 2nd ed. Cambridge, England: Ouford University Press. 1092 (in press).

75, Noble RL. The develop of prostatic adé in Nb rats followling pralonged
23 hormone administration. Cancer Res 1977,37:1020-1933.

76. Ross RK, Barmsieln L. Lobo RA, et al. Evidence for vreduced 5-alpha-reductase activity
in Japaneass compared to U.S. white and black males: implications for prostate cancer
risk. Lancet 1092:339:887-689.

77. Loakingbill DP, Demers LM, Wang C. et al. Clinical snd biological parsmeter of androgen
action in normal healthy Csucasian versus Chinsse subjects. J Clio Endocrinel Metsb
1991;72:1242-1248. o

General's report was written by ten eminent biomedical sci-
entists who had been selected by Surgeon General Luther
Terry from a list of 150 people (none of whom had taken a
public position on the subject of smoking and health) approved
by major health organizations and the tobacco industry.

Concerns about smoking had long been raised in the sci-
entific community. In 1928 Lombard and Doering® reported
a higher incidence of smoking among patients with cancer
than among controls. Ten years later Pearl* reported that per-
sons who smoked heavily had a shorter life expectancy than
those who did not smoke. In 1939 Ochsner and DeBakey begar
reporting their observations on the relation between smoking
and lung cancer.® They and other outspoken opponents of
smoking, such as Dwight Harkin and William Over®olt, were
met with derision by the medical profession, meore than "¢
thirds of whom smoked.

Not until the epidemiologic work in the 1950s of Doll a0d
Hill* in the United Kingdom and Hammond and Horn® in th
United States did the medical profession begin to take the
problem seriously. Cigarette advertisements continued to 8P
pear in the Journal of the American Medical Association 2"
other medical journals until the mid-1950s. A Viceroy C‘g"é
rette advertisement published in medical journals in 1 '
thanked the 64,985 doctors who visited Viceroy exhibits ®
medical conventions that year. Such scientific displays exist n
at various state medical society meetings until the 1980-



1978 the American Medical Association (AMA) issued a re-
port, “Tobacco and Health,” which summarized research
projects that confirm the findings of the 1964 Surgeon Gen-
eral’s report and cemented the association between smoking
and heart disease.® This report was entirely underwritten by
the tobacco industry, which in effect had succeeded in muting
any official action-oriented stance on the part of the AMA for
14 years.

Nonetheless, since 1985 when it first called for a ban an
tobacco advertising, the AMA and its publications have become
increasingly outspoken in the effort to curtail the use and
promotion of tobacco. The AMA has funded two national con-
ferences on tobacco and has made the subject of smoking and
health one of its four top priorities. Pressure by the AMA led
the Joint Commission on Accreditation of Healthcare Orga-
nizations to institute a policy mandating that accredited health
facilities be smoke-free environments as of 1992.

Considering its $350 million annual income, the American
Cancer Society (ACS) has been cautious and conservative in
challenging the tobacco industry. Not until 1983 did the or-
ganization begin to address the subject of cigarette advertising.
On the other hand, the ACS has made several major contri-
putions, including the adoption of the annual stop-smoking
day known as the Great American Smokeout, the sponsorship
of world conferences on smoking and health (which currently
draw 1000 peaple and are held every 3 years), and the creation
of Globalink (a2 worldwide electronic communication network
1o aid the sharing of antitobacco strategies). The American
Academy of Family Physicians has led medical specialty or-
ganizations in confronting tobacco problems by means of
training for physicians in smoking cessation and financial
support for antitobacco advocacy groups such as Doctors Qught
to Care (DOC). Various chapters of the American Lung As-
sociation have done substantive lobbying and taken aggressive
public stances in accelerating the passage of Jocal clean indoor
afr legislation.

Governmental agencies, public health organizations, and
academic institutions have not exerted much leadership on
this issue. A remarkable grassroots antismoking movement
that arose in the 1970s with the goal to create smoke-free
public places impelled more traditional arganizations to action.
These groups—Action on Smoking and Health, Group Against
Smoking Pollution, and Americans for Nonsmokers’ Rights—
paved the way for measures such as the federal ban on smoking
in aircrafts and local laws that restrict smoking, remove clg-
arette vending machines, and ban the distribution of free to-
bacco samples.

Although numerous prospective studies conducted over the
past 40 years have documented multifarious disease risks as-
sociated with smoking,” cancer has been linked to tobacco
use for more than two centuries. In 1761, John Hill,® a London
physician, reported an association between the use of snuff
and cancer of the nose. The first U.S. Surgeon General’s Re-
port on Smoking and Health in 1964 concluded that cigarette
smoking was the major cause of lung cancer in men and was
causally related to laryngeal cancer and oral cancer in men.?
More than 57,000 subsequent studies and 20 additional reports

of the Surgeon General have documented the impact of to-
bacco use on morbidity and mortality in the United States and
abroad. It is now understood that approximately 40% of all
cancer deaths are attributable to cigarette smoking; smoking
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is thus responsible for more than 434,000 deaths per year in
the United States, or 18% of all deaths.®

Smoking is the major cause of cancers of the lung, larynx,
oral cavity, and esophagus and is a contributory factor in can-
cers of the pancreas, bladder, kidney, stomach, and uterine
cervix (Table 20-22). Overall, cigarette smoking has been
identified as the chief preventable cause of deaths due to can-
cer in the United States.”

LUNG CANCER

The most prominent conclusion of the 1964 Surgeon Gen-
eral’s Report was the determination that cigarette smoking
is the major cause of lung cancer in men.?%*! There is a clear
dose-response relation between lung cancer risk and daily
cigarette consumption, and those people who smoke more
than a pack of cigarettes a day have a risk that is at least 20
times that of nonsmokers.” The four major histolegic forms
of lung cancer—squamous cell, adenocarcinoma, small cell,
and large cell-—are all associated with smoking. Squamous
cell cancer is the commonest form among men; in women,
adenocarcinoma predorminates. '

The identification of cigarette smoking as the major caus-
ative factor in the development of lung cancer led the tobacco
industry to respond to such reports with the prometion of
"“less hazardous™ cigarettes, including filtered, low-tar, and
low-nicotine cigarettes, creating the illision that the risk had
been eliminated or diminished.'®-'**® This recalled the mul-
timillon dollar advertising campaigns developed in the 1940s
to allay the public's concerns about cigarette smoking, in-
cluding R. J. Reynolds’ slogan, “More doctors smoke Camels
than any other cigarette,” American Tobacco Company’s
boast, ‘‘Lucky Strike is less irritating to sensitive or tender
throats,”” and Philip Morxis' clatm, published in countless
magazines, newspapers, and medical journals, “Every case
of irritation of the nose and throat due to smoking cleared
completely or definitely improved."' Lorillard’s Kent ciga-
rettes, one of the most widely promoted “health-oriented”
brands of the 1950s, contained a filter that was made of

.asbestos.'?

Over the years, such purported innevations in the design
of the proeduct have been met with overwhelming consumer
acceptance. For example, between 1976 and 1982 sales of
low-tar cigarettes, which offer few if any safety advantages,
increased from 17% to 59% of total cigarette sales."* Cur-
rently, the tobacco industry continues to suggest health ben-
efits to consumers through the use of words such as “light,”
“ultra-light,” “miid,” “medium,” “slims,” and “superslims.”
Because lung cancer risk is related to years of smoking and
to the frequency and depth of inhalation,'®'? these people
who switch to buying allegedly less hazardous cigarette brands
often smoke more and inhale more déeply to attain the sat-
isfied level of nicotine.

Tragically, while smoking rates have declined by an average
of 0.5% per year over the past 10 years, and while the inci-
dence of lung cancer among black and white men has leveled
off, the incidence of lung cancer continues to rise at a rate of
5% per year among wornen. Moreaver, early detection hardly
improves survival, the 5-year survival rate has remained at
less than 10% since the 1960s.® Although there is a gradual
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TABLE 20-22. Summary of Smoking and Cancer Mortality

Relative Risk Mortality Attributable
Type of Among Smokers to Smoking
Cancer Gender Current® Former® Percentage® Numbert
Lung Male 22.4 9.4 90 82,800
Female 11.9 47 79 40,300
Larynx Male 10.5 5.2 81 2400
Female 17.8 119 87 700
Oral cavity Male 27.5 8.8 92 4300
Female 5.6 2.9 61 1800
Esophagus Male 7.6 5.8 78 5700
Female 10.3 3.2 75 1900
Pancreas Male 2.1 1.1 29 3500
Female 2.3 1.8 34 4500
Bladder Male 2.9 1.9 47 3000
Female 2.6 1.9 37 1200
Kidney Male 3.0 2.0 48 3000
Female 1.4 1.2 12 500
Stomach Male 1.5 ? 17% 1400
Female 1.5 ? 25 1300
Leukemia Male 2.0§ ? 20§ 2000
Female 2.0 ? 20 1600
Cervix 2.1 1.9 31 1400
Endometrium 0.7 1.0 - —

* Except as noted, data from The Health Consequences of Smoking; A Report of the Surgeon General,

1982.7 1989, 1990.%°
+ Data based on Boring et al, 1991.4

+ Data from Centers for Disease Control, MMWR, 1991,
§ Data from Mills et al, 1990,* and Severson, 1987.%°

decrease in risk for death from lung cancer after cessation of
cigarette smoking, this message is perceived by many of those
who smoke to mean that the risk for developing lung cancer
will diminish immediately on quitting, This misunderstanding
may lead to postponement of cessation in the belief that it
does not matter when one stops. Although a diminished risk
for lung cancer is experienced among former smokers after
5 years of cessation, the risk among former smokers remains
higher than that of nonsmokers for as long as 25 years.*® Any
early reduction of health risk after cessation applies only to
heart disease,?® whereby a decline in risk for heart problems
appears to occur within 1 year of cessation; even then, the
remaining decline in excess risk for heart disease is more
gradual, approaching those of persons who have never smoked
only after many years of smoking abstinence.'® -

When people who smoke are exposed to other carcinogens
at the workplace (e.g., pipefitters and asbestos and uranium
miners and radon), their risk for lung cancer is dramatically
higher than those who do not smoke; moreover, the combined
effects of smoking and occupational exposure to carcinogens
is greater than the risk for either alone Apaam.

LARYNGEAL CANCER

Cigarette smoking is the major cause of cancer of the lar-
ynx."* The 3650 deaths from laryngeal cancer in 1991 in
the United States constituted 1% of all deaths from cancer.

Approximately 82% of the 12,500 new cases of laryngeal can-
cer diagnosed in 1991 were directly attributable to cigaretie
smoking. In three of the six major prospective studies that
have investigated the relation between smoking and cancer
of the larynx,”*"% mortality ratios could not be calculated
because all of the deaths from laryngeal cancer occurred in
people who had smoked cigarettes.® Overall, deaths from
cancer of the larynx were found to have occurred at a rate 6
to 13 times greater among persons who smoked cigarettes
compared with nonsmokers. A similar risk for cancer of the
larynx has been found ameng those people who smoke cigars
or pipes;*” because 80% of new cases of laryngeal cancer occur
in men, it is essential to explode the myth that switching to
a pipe or cigar conveys a reduced risk for cancer.

Williams and Horn?® reported 2 strong dose-response re-
lation between the number of cigarettes smoked per day and
the risk for developing cancer of the larynx; other reports
have confirmed that people who smoke more than 25 ciga-
rettes a day have cancer mortality ratios 20 to 30 times greater
than those who do not smoke.”?' There appears to be a syn-
ergistic effect between smoking and drinking, possibly as the
result of alcohol acting as a solvent of carcinogens in tobacc?
smoke or as the result of an alteration in liver metabolism. ™
The risk for developing cancer of the larynx is as much as
75% higher in people who use tobacca and alcohol compared
with people with exposure to either substance alone.?*? One
study describes a typical patient with cancer of the larynx a8
a 50- to 60-year-old man who smoked cigarettes and was 2
moderate-to-heavy alcohol drinker.*®
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Other Cancers

“Decths Aftributable to Cigarette Smoking
(434,175)

Lung Cancer

111,985 \'/

Chronic Lung Disease /

82,857

Other Cancers
30.851

* Canlers for Disaase Control, Olfice on Smoking and Heaith, 1961,
** Inckudes lung cancer deaths due to passive smoking (3,825).

Cardlovascular Diseases
200,802

\

**Other Diagnosls
7.680

ORAL CANCER

There is a dose-response relation between the number of cig-
arettes smoked per day and cancers of the lip, tongue, salivary
gland, floor of the mouth, mesopharynx, and hypopharynx.”
The use of pipes, cigars, and spitting tobacco in its various
forms (plug tobacco, loose leaf tobacco, twist tobacco, and
moist snuff) is also associated with the development of cancers
of the oral cavity; the risk of using these forms is of the same
magnitude as that of using cigarettes.”?'*? Tobacco use is re-
sponsible for more than 90% of tumors of the oral cavity
among men and 60% among women. !

There is a 27-fold increase in the rate of oral cancer among
men who smoke cigarettes, pipes, or cigars and a sixfold in-
crease among women who smoke.!! Spitting tobacco is a sig-
nificant cause of leukoplakia,*% an abnormal thickening and
keratinization of the oral mucosa that is recognized as a pre-
cursor of malignancy. The combination of alcohol and tobacco
use produces an increase in risk for cancer of the oral cavity
on a dose-related basis. ¢

ESOPHAGEAL CANCER

Prospective and retrospective epidemiologic studies have
demonstrated that cigarette smoking is theé major cause of
cancer of the esophagus in men and women.”?' More than
15,000 Americans die each year from carcinoma of the
esophagus (including a disproportionate number of blacks),
80% of which are attributable to smoking.'' Death rates for
esophageal cancer are as much as ten times greater among
persons who smoke cigarettes, cigars, or pipes compared with
those who do not.?” As with laryngeal and oral cancer, alcohol
consumption acts synergistically with smoking to increase by
25% to 50% the risk for developing esophageal cancer.28-37-38

In explaining a mechanism for tobacco-induced esophageal

cancer, Newcomb and Carbone note that carcinogens from
tobacco smoke have extensive contact with the esophagus be-
cause they are swallowed after condensing on the mucous
membranes of the mouth and pharynx and as mucus is cleared
from the lungs.®®

CANCER OF THE UTERINE CERVIX
AND OVARY

Recent evidence has strengthened the association between
cigarette smoking and cancer of the uterine cervix.”*** As
many as one third of the 12.000 new cases of cervical cancer
in the United States each year are attributable to cigarette
smoking.*®* Women who smoke cigarettes have four times the
risk of nonsmokers for developing cervical cancer.® The
finding of nicotine and cotinine in the cervical secretions of
cigarette smokers and of the mutagenic activity of these con-
stituents of tobacco smoke in the cervical mucus further sup-
ports the epidemiologic findings.!**® It is hypothesized that
these carcinogenic metabolites may interact with human
papilloma viruses.*®

OTHER CANCERS

A relation between smoking and bladder cancer was noted in
the 1964 Surgeon General's Report.2 The 1982 Surgeon Gen-
eral's Report concluded that cigarette smoking is a contrib-
uting factor for bladder and kidney cancer. In 1992, research-
ers at the National Cancer Institute (NCI) reported the results
of a large population-based case-control study of cancer of
the renal pelvis and ureter that confirms that cigarette smok-
ing is the major cause of these tumors.”” Forty percent of
bladder cancers (or more than 4000 new cases in the United
States each year) and kidney cancers (more than 3600 cases)
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currently are believed to be smoking related.'* The kidney
and bladder are subject to the longest duration of direct ex-
posure to carcinogens and radioactive substances in tobacco
smoke of any organ system.*® Qccupational exposure by
smokers to various dyes, paints, and organic chemicals dra-
matically increases the risk of bladder cancer, In contrast to
the beneficial effects over time of smoking cessation on the
incidence of all other tobacco-related cancers. the risk for
genitourinary cancer appears (o remain elevated among
former smokers for more than 15 years. 4

People who smoke have two to three times the risk for
pancreatic cancer that nonsmokers have''; approximately
30% of the 25,000 annual deaths from pancreatic cancer are
attributable to cigarette smoking.” This pathogenetic mech-
anism may relate to exposure to tobacco metabolites in bile
acids or blood. Although the 1964 Surgeon General's Report®
concluded that there was no relation between smoking and
stomach cancer, and although overall mortality has declined,
recent evidence has shown a 50% increase in mortality ratios
from this disease among those who smoke compared with
those who do not.”

The fact that cigaretie simoke contains at least two known
causes of leukemia (benzene and ionizing radiation polonium
210) may explain the epidemiologic association between
smoking and lymphoid and myeloid leukemia.” Currently,
20% to 30% of cases of leukemia are attributable to
stnoking, 5050

Although there appears to be no rejation between smoking
and cancers of the colon and rectum, cancers of the liver,
anus, penis, and vulva are commoner in persons who smoke
than in those who do not.*® An antiestrogenic effect of tobacco
smoke is believed to explain the 30% less frequent occurrence
of cancer of the uterine endometrium among postmenopausal
women who smoke compared with those who do not;® in
contrast, a 75% increased risk for breast cancer has been
found among women who smoke heavily and who began
smoking at a young age.*°

CORONARY HEART DISEASE

Cigarette smoking is a primary risk factor for coronary heart
disease [(CHD), Overall, persons who smoke have a 70%
greater CHD death rate, a twofold to fourfold greater incidence
of CHDI and a twofold to fourfold greater risk for sudden
death nonsmokers.*? Although women experience lower
CHD rafes than men, cigarette smoking is 2 major determi-
nant of (CHD in women.® Cigarette smoking is associated
with cofonary artery disease and aortic atherosclerosis.” In
additioni to such chronic conditions, cigarette smoking exerts
acute effects, including coronary artery spasm, increased
platelet ;aggregation, and a decreased ventricular fibrillation
threshold.52-54%% The risk for myocardial infarction is propor-
tional td the number of cigarettes smoked.*™

CEREBROVASCULAR DISEASE

Stroke ls the third leading cause of death in the United States."’
The risk for stroke increases with the number of cigarettes
smoked! and declines after cessation of smoking; in 5 years

former smokers have the same risk for stroke as persons who
have never smoked.?*5%%¢ Women who smoke cigarettes ex-
perience an increased risk for subarachnoid hemorrhage; the
concurrent use of cigarettes and oral contraceptives magnifies
this risk.®

CHRONIC OBSTRUCTIVE PULMONARY
DISEASE

Cigarette smoking is the main cause of chronic obstructive
pulmonary disease (COPD), the leading cause of disability in
the United States. In the 1960s, the most widely advanced
hypothesis on the cause of COPD linked progressive decline
in lung function to recurrent respiratory infection and at-
mospheric pollution.5” However, this theory could not explain
the increasing number of people with COPD living in the
Great Plains of the United States where pollution was a min-
imal risk. Epidemiologic investigations have since confirmed
the predominant role of cigarette smoking in causing
COPD.'"% Cigarette smoke inhibits ciliary activity of the
bronchial epithelium and the phagocytic activity of the mac-
rophages in the alveoli.®” This results in the decreased clear-
ance of foreign material and bacteria from the lung, which
leads to increased infection, tissue destruction, and decreased
lung function.

WOMEN AND SMOKING

In 1964, at the time of the first Surgeon General's Report
discussing the smoking epidemic, lung cancer was the leading
cause of death due to cancer in men and the fifth leading
cause of cancer mortality among women.? This difference in
hung cancer mortality rates can be explained by the fact that
until the 1920s, it was socially unacceptable—and in some
states illegal—for women to smoke.*® Men had taken up cig-
arette smoking in large numbers toward the end of the 19th
century—in part because antispitting ordinances to curtail
the spread of tuberculosis had led the tobacco companies to
switch from the promation of chewing tobacco and cigars to
the inhalation of tobacco smoke by means of the cigarette.
Smoking did not take hold among women until the 1920s
when the American Tobacco Company began a mass media
advertising campaign with the slogan, “To keep a slender
figure, reach for a Lucky Strike instead of a sweet.” At that
time women did not smoke as many cigarettes or take as many
puffs per cigarette as men.® The appearance by motion pic-
ture heroines, athletes, and socialites in cigarette advertise-
ments in the 1930s led to an increase in smoking among
women so that by World War II a third of American women
were smoking.

In 1968 cigarette maker Philip Morris began to associate
smoking with the women's liberation movement by launching
jts Virginia Slims brand on a massive scale in the broadcast
and print media with the slogan, “You've come a long way.
baby.” The brand name also underscored the constant pres-
sure on women to be thin. When overt cigarette advertising
was no longer permitted on television in 1971, the company
created the Virginia Slims Tennis Circuit. telecasts of which
circumvent the tobacco advertising ban by featuring players

Ea



45 young as 14 amid dozens of courtside billboards for Virginia
glims.

In 1981, in an article in an advertising journal headlined,
“Women top cigarette target,” the chief executive officer of
g. }. Reynolds described the women’s market as “probably
the largest opportunity” for the tobacco company.®® Cur-
rently, women continue to be a primary target for cigarette
advertisers.

Smoking rates among less educated young women are in-
creasing, as is the amount they smoke.'! In 1990, the mar-
keting plan for a new brand of R. J. Reynolds cigarettes, Da-
kota, identified a specific target; “virile females' ages 18 to
g0 who have no education beyond high school and who aspire
“ta have fun with [their] boyfriends and partying.''®® Other
“fernale’’ brands include Eve (Liggett), Style (Loews), Satin
(Loews), Capri (BAT), More (R. J. Reynolds), and Misty
(American Tobacco). The manufacturers sponsor a host of
activities, including fashion shows, art exhibitions, and family
reunions and offer T-shirts, diaries, and fashion accessories
free of charge or in exchange for proof of purchase.

Such promotional efforts have undermined all efforts to ed-
ucate young women about the adverse effects of cigarette
smoking. The emphasis of public health campaigns on the
dangers of smoking has failed to address the ubiquitous, so-
phisticated, and carefree appeal of tobacco advertising. Cur-
rently, lung cancer has surpassed breast cancer as the leading
cause of cancer deaths among women," a fact that is virtuaily
unreported in women's magazines, of which only a handful
do not accept tobacco advertising. The issue receives scant
coverage an television, probably due to the advertising clout
of the subsidiaries of tobacco conglomerates.

Cigarette smoking results in other problems for women,
especially during pregnancy. There is a confirmed association
between maternal smoking and low-birth-weight infants, and
there is an increased incidence of premature birth, sponta-
neous abortion, stillbirth, and neonatal death.*!

Although there has been a dramatic decline in smoking
among physicians. medical students, and mest other health
professionals during the past several decades, smoking among
nurses has not declined. Jacobson attributes this to anger by
nurses at their subordination within a health service dependent
on women but controlled by men.2

ETHNIC MINORITIES

Black and Hispanic Americans have the highest rates of lung
cancer and cardiovascular disease in the United States.® The
disproportionately high rates of smoking-related diseases
among ethnic minorities can be attributed to the successful
marketing of tobacco products to minority communities.*
Billboards advertising cigarettes appear four to five times more
often in inner city neighborhoods than in middle class sub-
urbs.® Tobacco and alcohol constitute as much as 80% to
90% of the products advertised on billboards in inner city
areas, Cigarette advertising in black and Hispanic magazines
and newspapers represents a major source of revenue for these
publications.*$557 [n more than 40 years of publication, the
leading black-oriented magazine, Ebony, has carried few ar-
ticles on smoking; not surprisingly, cigarette companies are
a leading source of revenue. Major black and Hispanic civic
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organizations, such as the National Association for the Ad-
vancement of Colored People, the Urban League, the United
Negro College Fund, and La Raza, receive funding from to-
bacco companies; an exception is the National Coalition of
Hispanic Health and Human Services Organizations.

The result of such successful marketing targeted to ethnic
minorities is a higher rate of smoking among blacks®® and an
increase in smoking among Hispanic women.*®7° Recent data
from the 1987 National Health Interview Survey reveals that
32.9% of blacks smoke compared with 25% among the white
middle class population.® Little if any change can be expected
in smoking-related mortality among blacks and Hispanics,
given the paucity of mass media efforts to counter tobacco
use and promotion,

“LESS HAZARDOUS” CIGARETTES

In the 1950s, confronted with declining cigarette sales after
the publication of studies linking smoking to lung cancer, to-
bacco companies began producing filter-tipped brands that
were claimed to remove certain componenits of smoke, which
manufacturers have never acknowledged to be harmful.'
Brown & Williamson purchased advertising space in the Med-
icine section of Time to claim that Viceroy cigarettes offered
““double-barrel health protection” and advertisements for
Liggett & Myers’ filter L & Ms claimed they were “‘Just what
the doctor ordered.” Until the 1960s tobacco companies pro-
moted cigarettes at meetings of the AMA and other health
organizations by means of scientific exhibits that sought to
demonstrate the alleged benefits of one brand over another.
Consumer demand soared. Currently, 97% of those whe
smoke buy filtered brands.

In the 1960s, to allay public anxiety about cancer after the
publication of the first Surgeon General's Report on Smoking
and Health, tobacco companies began marketing brands with
purportedly lower levels of “tar” and nicotine. Throughout
the 1970s the ACS, the NCI, and most major health organi-
zations promoted the concept of a safer cigarette in the belief
that most people who smoke cannot stop.'® Persons who switch
to allegedly low-tar cigarettes have been found to employ
compensatory smoking, whereby they inhale more frequently
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and more deeply to maintain a satisfied level of nico-
tine.'*'577% More simply, “low tar” can be translated as “low
poison.”™ Tar is a composite of more than 4000 separate
solid poisons, including at least 43 known carcinogens,”!
Cigarettes with reduced yields of tar, nicotine, and carbon
monoxide are not safer. A recommendation to switch to such
brands is misguided.

Not until 1980 did the NCI drop its research effort to develop
a less hazardous cigarette, choosing instead to concentrate on
efforts to educate heavy smokers to stop.™

SPITTING TOBACCO

Snuff-dipping, the practice of placing a pinch of powderad
flavored tobacco in the cavity between gum and cheek and
sucking on the “quid,"” has increased dramatically among ad-
olescents in the past 20 years. The consumption of chewing
tobacco. the use of which involves a “chaw” that is held in
the inner cheek area. has also increased.”™ Both forms of to-
bacco require continual expectoration. hence the term spitting
tobacco. The manufacturers of these products prefer the term
smokeless tobacco, implying that it is a safe alternative to
smoking. After the publication in 1964 of the Surgeon Gen-
eral’s Report on Smoking and Health, sales of spitting tobacco
began to increase.? Between 1960 and 1970 sales of snuff and
chewing tobacco increased 25% and between 1970 and 1980
sales doubled again. Connolly estimates that there are 16 mil-
lion users of these products in the United States alone, of
whom 3 million are younger than the age of 16,7

Snuff can appreciably accelerate a litany of destructive
changes, including gingival recession, tooth abrasion, and
periodontal bone destruction. Leukoplakia (also called snuff-
dipper's keratosis), a nonspecific white patch involving the
epithelium of the oral mucosa, is most often attributed to the
use of tobacco and is found in 18% to 64% of users.” About
1'in 20 cases of leukoplakia will undergo malignant transfor-
mation into an epidermoid carcinoma. N-nitrosonornicotine,
one of four tobacco-specific nitrosamines that have been iso-
lated from snuff, has been shown to be tumorigenic in ex-
perimental animals.”™ Snuff has been found to contain other
potent carcinogens, including polycyclic aromatic hydrocar-
bons and radiation-emitting polonium.

In India, where there is widespread chewing of betel nut
and tobacco in combination, Jayant and colleagues found a
sixfold higher risk for cancer of the oral cavity relative to the
nonchewer, nonsmoker.”

‘Until recently, snuff dipping in the United States was 2
practice confined largely to black women in the rural South-
east, in whom the chance of contracting oral cancer has been
found for long-term users to be 50 times that of nonusers of
snuff. ™ Similarly, for most of the 20th century, tobacco chew-
ing was largely a custom among rural men. In 1980 Christen
and associates called attention to widespread snuff-dipping
and tobacco-chewing habits among baseball and football play-
ers in colleges, high schools. and elementary schools.™

Such a phenomenon came at the heels of national television
and print media advertising by the United States Tobacco
Company (UST) for its Skoal and Copenhagen snuff praducts
that featured testimonials of well-known professional athletes
and country music performers. A pioneer in the practice of

offering free samples of snuff by mail and at concerts and
sporting events, UST boasted in a tobacco trade journal in
1984 that its advertisements in such publications as The Na-
tional Enquirer, Playboy, Sports Illustrated, and The New York
Times Magazine generated 400,000 written requests for sam-
ples in just 3 months.®® Although television advertising for
spitting-tobacco products was prohibited by the Comprehen-
sive Smokeless Tobacco and Education Act of 1986, the pro-
motion of these products on television has continued virtually
unabated in the form of sponsored sporting events. In 1991,
the Federal Trade Commission acted to limit the violations
of the law by the Pinkerton Tobacco Company, sponsors of
the televised *“Red Man Chew Tractor Pulling Series,” but it
remains to be seen if other companies’ brand names, such as
UST's Skoal, equally visible in televised auto racing and rodeo,
will disappear from the airwaves. (The Justice Department,
which is entrusted with enforcement of the law that since
1971 has prohibited cigarette advertising on television, has
never challenged the ubiquitous presence of tobacco promo-
lion in sports on television; in contrast, the Federal govern-
ment in Australia, following the lead of the states of Victoria
and New South Wales, banned tobacco sponsorship of sports
in 19892.) .

Efforts of Connolly™ and others have led to a ban on spitting
tobacco in New Zealand (1987), Ireland (1988), Hong Kong
(1988), and Australia (1980). In 1991, the European Bureau
for Action on Smoking Prevention successfully campaigned
for a ban on these products in the European Economic
Community,

INVOLUNTARY (PASSIVE) SMOKING

Two thirds of the smoke from a burning cigarette never
reaches the smoker’s lungs, but instead goes directly into the
air."' The 1986 Report of the Surgeon General, dedicated to
a discussion of involuntary or passive smoking. defined en-
vironmental tobacco smoke (ETS)—also called secondhand
smoke—as the combination of sidestream smoke that is emit-
ted into the air from a burning cigarette between puffs and
the fraction of mainstream smoke that is exhaled by one whe
smokes.®

An increasing number of studies has explored the health
risks of the nonsmoker who is exposed to ETS."'#'#2 The
toxic and carcinogenic effects of ETS are similar to those of
tobacco smoke inhaled by active smokers, The National Re-
search Council has estimated that ETS is responsible for as
many as 6000 lung cancer deaths among nonsmokers per
year.%?

At Jeast 14 studies have demonstrated a risk of lung cancer
in nonsmoking wives exposed to the secondhand smoke of
their husbands.? Passive smoking has been found to increase
the risk of leukemia, lymphorita, and cancer of the breast and
uterine cervix, 42 .

The risks of passive smoking extend beyond cancer. It is
estimated that tobacco smoke in the home and workplace
could be responsible for the deaths of 46,000 nonsmokers
annually in the United States.****#®* Most of these (32.000)
are due to heart disease, making passive smoking the thi
leading preventable cause of death after smoking and the
consumption of alcohol. Additionally, children of parents wh?



smoke have an increased incidence of cough, bronchitis, otitis
media, and pneumonia."* Children expaosed to their parents’
cigarette smoke have six times the average number of respi-
ratory infections.®

EFFORTS TO CURTAIL TOBACCO USE

Although there is hardly a child or adult who has not heard
that smoking is dangerous to health, the prevalence of smoking
has declined by only 0.5% per year in the United States during
the past 10 years." By repeatedly citing seemingly improving
prevalence figures and mentioning the 40 million Americans
who have stopped smoking since 1964, health agencies un-
deremphasize the fact that the number of current smokers
has remained virtually constant at more than 55 million.
Women, blue-collar workers, and minority groups in general
are not appreciably reducing their cigarette consumption, and
smoking rates among adoiescents appear to be approaching
the rates found in adolescents in the mid-1970s.5° Although
physicians and other health professionals should be working
to end the tobacco pandemic, comparatively few are taking
concerted action.®!88485 One ghstacle is complacency stem-
ming from the belief by some health professionals and some
of the public that the war on smoking has been won.

The remaining discussion in this chapter concerns the
challenge to health care professionals to reexamine their ap-
proaches, their attitudes, and their vocabulary and to begin
looking at the tobacco problem as much in terms of promoting
a consumerist message of not buying cigarettes as in terms
of promulgating a health behavior of not smoking. Such a
view may lead to a better understanding of why tobacco ad-
vertising has been more successful than health education and
why the tobacco companies could be considered among the
leading health educators,

INITIAL EFFORTS: PUBLIC INFORMATION
AND SMOKING CESSATION

In the late 1Sth century and early 20th century, the crusading
efforts of people such as Lucy Page Gaston led to the enact-
ment of numerous laws prohibiting smoking in public places.
Much of this success was undone by efforts on college cam-
puses to portray smoking as a symbol of women’s emanci-
pation and by medical societies that raised money to send
cartons of cigarettes to the soldiers during World War 1. Al-
though the impact of publicity that surrounded the release of
the Surgeon General's Report in 1964 was demonstrated by
an increased awareness of smoking-related health risks, this
short-term dissemination of information did little to solve the
problem.'® Although programs emerged to help adults in their
efforts to stop smoking, comparatively few resources have
been devoted to primary prevention. The longstanding focus
of tobacco control activities on cessation assumes that the
major determinants of smoking behavior are within the in-
dividual person; the propaganda that promotes the initiation
of tobacco use and helps perpetuate it has been ignored largely
by government health agencies and researchers.
Approximately 300 cessation methods have been reported
in the lterature.® Popular techniques in the 1960s and 1970s
included 5-day plans, group therapy, hypnosis, conditioning-

Efforts to Curtail Tobacco Use 487

based approaches such as rapid smoking and satiation, self-
help manuals, special filters, and over-the-counter phar-
maceutical products containing either nicotine analogs or
aversive chemicals. Approaches that were popularized in the
1980s included acupuncture, nicotine chewing gum, and phy-
sician counseling. In 1992, the introduction of transdermal
nicotine patches through extensive promotional efforts aimed
at pharmacists, physicians, and the lay public has created in-
tense interest in smoking cessation. As with previous phar-
macologic aids, the great expectations for the patch are un-
likely to be fulfilled.

“Quit clinics” have been developed in the past 10 years by
the ACS (FreshStart Program) and the American Lung As-
sociation (Freedom From Smoking) designed to be imple-
mented in small-group sessions to help participants under-
stand why people smoke, to handle withdrawal symptoms,
and to manage stress. Such methods focus on cognitive
and behavioral approaches, mostly neglecting attitudinal
objectives,

In 1982, the NCl initiated its Smoking, Tobacco, and Cancer
Program (STCP) as part of a restructuring of its cancer control
activities. OQut of the STCP, the NCI developed the Community
Intervention Trial for Smoking Cessation (COMMIT), the
largest smoking intervention trial in the world. The project,
which includes 11 pairs of matched communities (one com-
munity in each pair serves as the intervention site and one as
the control site), focuses on interventions primarily among
heavy smokers. Changes in community smoking prevalence
rates are being monitored throughout the trial.

More recently, the NCI (with logistic support from the ACS)
has embarked on a major tobacco control project called the
American Stop Smoking Intervention Study for Cancer Preven-
tion (ASSIST). The project, which provides funds to the health
departments in 17 states, began in 1991 and concludes in
1998. Each of the 17 funded states has assembled a coalition
to disseminate materials through specific channels of inter-
vention, including health care agencies, worksites, schools,
media, and community networks. The ambitious goal of this
$120 million project is to assist the NCI in achieving its goal
of reducing cancer mortality rates by 50% by the end of the
century. Because the tobacco industry will spend more than
$28 billion on advertising and promotion during the years of
ASSIST. critics decry this goal as overly optimistic,

Although 1.5 million Americans stop smoking each year, a
similar number of adolescents begin smoking. At the same
time, tobacco companies have maintained and increased ef-
forts to promote smoking, Their appeals to freedom, wealth,
glamour, manliness, athletic prowess, and sexual attractive-
ness undermine public health efforts.

Smoking cessation programs for the individual person can-
not truly succeed in the absence of both workplace smoking
bans and multimedia counter-advertising strategies that
weaken the influence of the tobacco industry and reinforce
the physician's office-based efforts.

Although cigarette smoking becomes an addiction, it is first
a learned behavior. The “peer pressure” cited by tobacco
companies as the reason for adolescent smoking is as much
a manufactured product as the cigarette. The purpose of ad-
vertising is to sell cigarettes, to promote and reinforce the
social acceptability of smoking, and to encourage complacency
toward the enormous social and health toll taken by smoking-
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caused diseases. Cigarette manufacturers spend more money
annually to promote smoking than is spent to advertise any
other consumer product, including automobiles and food.
More money is spent in 1 day in the United States to advertise
cigarettes—$10 million—than the entire annual budget of
the Office on Smoking and Health.

A CONSUMERIST APPROACH
TO SMOKING CESSATION

Ideally, the validity of the success rate of a smoking cessation
method should rest on the results of a controlled, double-blind
study for which there is a follow-up of at least 6 months’ du-
ration of all participating subjects.®**” Few published outcome
gvaluations meet such criteria. Despite insufficient evidence
to back up advertised claims, expensive commercial aids and
clinics for smoking cessation proliferate. Many methods are
costly. but having to pay a high fee for an alleged smoking
cure may be the most motivating aspect of the method's
success,

The physician’s active involvement in smoking cessation,
akin to his or her role in the prevention of smoking among
adolescents and children, can be extremely crucial. More than
10 years ago, at a time when efforts to discourage smoking
were much less widespread and accepted, Russell and col-
leagues found that 1 or 2 minutes of simple but unequivocal
advice to stop smoking on the part of the physician resulted
in a cessation rate of more than 5% measured at 1 year com-
pared with 0.3% in the control group.®®

Although many people say they have stopped on their own,
such persons may not consciously attribute their success to
the increasing social pressures that reinforced their decision.
Not only heas organized medicine become united in the past
few years on the need for more assertive office-based and
commumity-wide strategies te end smoking, but other forces
in society, including large corporations and governmental
agencies, have implemented smoke-free policies.

OFFICE-BASED STRATEGIES

Many factors may inhibit physician involvement in smoking
cessation, such as time constraints, the lack of reimbursement
by third-party payers for such counseling, and the absence of
peer group reinforcement in a technologically oriented, ter-
tiary care-centered health care system,

There is much the physician can do to become a better
teacher about smoking in lieu of relegating this role to ancillary
personnel, a smoking cessation clinic, or a pamphlet. The
physician can develop an innovative strategy beginning outside
the office or building. A bus bench, billboard, or sign in the
parking lot with a straightforward or humorous health pro-
motion message helps establish a thought-provoking and fa-
vorable image. i

Magazines with cigarette advertisements should not appear
in the physician’s office in the absence of prominent stickers
or rubber-stamped messages calling patients’ attention to the
deceptive, often absurd nature of such ads. Although respon-
sibility for the office-based smoking cessation strategy should
rest with the physician, it is invaluable to include all office
staff as positive reinforcers for patients. Labeling each chart
with a small no-smoking sticker (o indicate the need for such

reinforcement may be helpful, although care must be taken
to avoid stigmatizing the patient as a “smoker.”

The key to successful smoking cessation efforts is a positive
approach, A discussion about the diseases caused by smoking
and the harmful constituents of tobacco smoke is egsential—
the'physician would do well to impart, through graphic posters,
pamphlets, slides, and other audiovisual aids, the gruesome
consequences of smoking—but the benefits of not smoking
must be emphasized as strongly. Educating patients about the
facts of smoking in a single office visit is unlikely to result in
behavioral change.

Through the use of creative analogies related to the patient's
occupation, hobbies, or romantic interest, the physician can
succeed in changing the patient’s attitude toward smoking.
For example, naming a parttal list of the poisons and irritants
in tobacco smoke, such as hydrocyanic acid (cyanide), am-
monia, formaldehyde, and carbon monoxide, may mean little
at first. By noting that cyanide is the substance used in the
gas chamber in executions, that formaldehyde is used to pre-
serve cadavers, and that ammonia is the predominant smell
in urine, the physician is likely to make the patient think
differently about cigarettes.

METAPHORS THAT MOTIVATE

A change in vocabulary on the part of the physician is essential
for making progress in office-based smoking cessation. Instead
of pack-year history, a more relevant term is the inhalation
count. A pack-a-day smoking patient will breathe as many as
1 million doses of cyanide, ammonia, carcinogens, and carbon
monoxide in less than 15 years, not including the inhalation
of other peoples’ smoke. Another way to emphasize the enor-
mous amount smoked is to state the amount smoked in fi-
nancial terms: a pack-a-day cigarette buyer will spend in ex-
cess of $800 a year (calculated at $2.25 a pack)—or in excess
of $10,000 in 10 years if that money were put into a savings
account or bond. ‘

Although patient education and smoking cessation rest on
the knowledge of the deleterious aspects of adverse health
behavior, the cognitive component alone is insufficient. Both
the physictan and the patient must be motivated to succeed.
Three keys to office-based smoking cessation are to person-
alize, individualize, and demythologize.

The physician can learn to personalize approaches to
smoking cessation by carefully screening existing pamphlets
and other zudiovisual aids or by producing one’s own handout.
It 1s essential to scrutinize all such material, as one would
with a new drug or medical device. Personally handing a bro-
chure to the patient while pointing out and underlining certain
passages or illustrations provides an important reinforcing
message. The pamphlets, posters. and signs should be changed
or otherwise updated every few weeks or months.

Individualizing the message to the patient is the cornerstone
of success in patient education. The same cigarette counseling
method cannot be used for a high school student, a construc-
tion worker. and an executive already showing signs or symp-
toms of heart disease. In the case of a high-school student.
the physician should focus not only on such tepics as emphy—
sema and lung cancer, but also should emphasize the cosmetic
unattractiveness of yellow teeth, bad breath, the loss of athletic
ability, and the financial drain that results from buying ciga-



rettes. To the construction worker, the physician might suggest
the likelihood of fewer lost paydays, greater physical strength,
and a greater ability to work if he or she should stop smoking.

In talking with the concerned executive, one should de-
mythologize certain beliefs about smoking, such as that the
ultra-low-tar cigarettes being smoked are safe. To the contrary,
use of so-called low-tar brands may result in compensatory
deeper inhalation of greater concentrations of chemical ad-
ditives and noxious gases that increase the risk for heart attack.

DEBUNKING COMMON MYTHS

An jmportant myth surrounding smoking is that it relieves
stress. This idea can be debunked by pointing out that the
stress that is relieved is that which resulted from being de-
pendent on nicotine—this is the essence of addiction. At the
same time, deep breathing has a relaxing effect, The physician
can suggest that the patient try to postpone for 5 minutes
every time he or she intends to light up, then inhale deeply
for 5 minutes, then reconsider whether the cigarette is
important.

Another myth reinforced in advertisements for Virginia
Slims and other cigarettes aimed at women and girls is that
smoking keeps weight off. One need not gain weight on stop-
ping smoking if one will relearn to enjoy walking and running
as much as one relearns the taste of food. By no means will
-all persons who stop smoking gain weight. Even among those
who do, the average weight gain is less than 5 1b.®®

Perhaps the biggest myth that has been encouraged in the
medical literature is that the patient must be‘ready to quit.”
Although common sense dictates that those who express a
greater interest in smoking cessation will have a greater suc-
cess rate, those patients who da not express an interest in
smoking cessation symbalize the overall challenge to be faced
in curing the pandemic. One of the reasons for the lack of
motivation of patients may be their sense of inevitability of
failure. It is conceivable that by not educating the nonmoti-
vated smoking patient. the physician is reinforcing the notion
that it may be too difficult to stop smoking.

Setting a quit date, the essential element of the smoking

cessation literature, may rationalize the continuation of an
adverse health practice and may strengthen denial. It is helpful
to remind patients that they can stop now. If they do not stop.
this does not mean the physician will not treat them the next
time. but it is important to give encouragement and not rein-
force excuses. It is helpful to give patients a few written re-
minders such as lists of the advantages and disadvantages of
smoking, a set of rewards for not smoking and penalties for
lighting up, the situations and environmental influences that
encourage one to smoke, and the myths of smoking and
smoking cessation. A prescription with a no-smoking symbol
signed by the physician and included with'the other prescrip-
tions is a thoughtful gesture. The physician should not advise
“cutting down,” switching to a low-tar cigarette, or changing
10 a pipe or cigar.

CONSUMER ADVOCACY ROLE

Traditional office-based approaches begin by asking, *Do you
smoke?” “How much do you smoke?" and “When did you
start smoking?" Although this may provide the physician with

Efforts to Curtail Tohacco Use 489

relevant data for charting purposes, this approach is too often
a signat for the patient to become defensive and resistant to
further discussion, especially if the patient had no intention
to stop smoking. There are alternative ways of obtaining in-
formation and at the same time piquing the patient’s interest
in the subject. By using and identifying with the vocabulary
used by the consumer of cigarettes, the physician can adopt
(and be perceived in) the role of consumer advocate as op-
posed to medical finger-wagger. The most important and
nonthreatening questions to ask are. “What brand do you
buy?" and *“How much do you spend on cigarettes?” The pa-
tient is likely to be surprised and intrigued by these questions,
which can be asked at any time in the course of the interview,
because they appear to be nonjudgmental. They serve to sug-
gest that the physician is not a know-it-all and a polemist. A
question about the cost of cigarettes shows concern for the
patient's financial well-being.

Promotions for vartous pharmacologic agents, mail order
gadgets, and clinics in smoking cessation reinforce the notion
that cigarette smoking is primarily a medical problem with a
simple, easy to prescribe for, nonindividualized solution. When
a patient requests a “drug that will help me stop smoking,”
the physician must confront the dilemma of not wanting to
dash the patient's expectation while emphasizing that a drug
or device is. at best, an adjunct and not a means of smoking
cessation,

It is an unfortunate fact that many patients will not stop
smoking until they have gone to a smoking cessation clinic.

APPROACH TO ADOLESCENTS

Children and adolescents who smoke cigarettes pose a special
challenge, because they represent the market most carefully
nurtured by tobacco advertisers, It is essential to avoid em-
phasizing the adult and dangerous nature of smoking, Smoking
should be referred to as the self-decepting and short-sighted
practice that it is. The single most important statement the
physician can make to an adolescent is, ‘“*Come on, you're too
old to smoke. That's for 11- and 12-year-old children who are
trying to look grown up." Another strategy is for the physician
to ask the adolescent who smokes to help think of ideas for
talking to junior high school and primary school students who
are just taking up smoking.

As a general rule in approaching the subject of smoking
cessation with a patient. time and commitment on the part
of the physician will result in greater success. The biggest
obstacle to smoking cessation is complacency on the part of
the physician.

ENDING THE TOBACCO PANDEMIC

In 1877, a physician-based organization, DOC.* was founded
to educate the public, especially young people, about the major
preventable causes of poor health and high medical costs. lts
primary goal is to tap the highest possible level of commitment
from every physician, resident, and medical student in ending
the tobacco pandemic.

* For more information about DOC and its programs, write to DOC,
/0 Department of Family Medicine, Baylor Cotlege of Medicine, 5510
Greenbriar, Houston, TX 77005.
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TABLE 20~23. Thirteen Steps to End the Cigaretie
Pandemic

- Paid mass media counteradvertising

. Dedicated excise tax to purchase counteradvertising

Clean indoor air legislation

Removal of tax exemptions from tobacco advertisers

Advertising and promotion bans :

School-based campaigns to engender ridicule toward tobacco
companies and cigarette advertising

. Lawsuits against tobacco advertisers by relatives of dead and

dying smokers
8. Enforcement of existing financial penalties for violating 1969
Public Health Smoking Act ban on TV cigarette advertising:
ﬁ‘l0.000 per violation; enforcement of criminal conspiracy
WS

9. Divestment of tobacco stocks by universities, hospitals, health
groups, insurance companies, and teacher pension funds

Legislation to reduce adolescent access to tobacco through
bans on vending machines. free samples

11. Worldwide coordination of efforts (o curtail U.S. and U.K.

cigarette exports and promotfon
12. Agricultural changes to end tobacco subsidies and World Bank
support of tobacco growing
13. Smoking cessation programs

3 JP N RCR
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DOC's unique. multilayered approach involves the creation
of strategies for the clinic, the classroom, and the community
(Table 20-23). Although there have been significant strides
made by the NCI and the AMA during the 1980s to encourage
greater involvement of physicians with tobacco control, mast
programs have underused physicians, physicians-in-training,
and other health professionals.

To begin to realize a smoke-free society, physicians and
other health care professionals must expand their vision be-
yond the stream of individual patients passing through their
examining rooms to a concem for proactively and systemat-
ically dealing with the health needs of the larger community.
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