Sundhedsudvalget
SUU alm. del - Bilag 6

Offentligt
Sundhedsudvalget Odense 1 oktober 2005
Folketinget
Christiansborg
1240 Kegbenhavn K

Det fremgér af dagspressen, at Sundhedsudvalget som del af orienteringen om regulering af rygning
pa arbejdspladser, restauranter mv. i denne méned tager pa studietur til Irland.

P4 initiativ af Indenrigs- og Sundhedsministeriet er der gennemfert en reckke debatmeder landet
over om holdninger til en skarpet regulering for at blandt andet at mindske den danske dedelighed
af passiv rygning.

Pé vegne af Den Medicinske Forskningsenhed, Ringkebing Amt, medvirkede jeg i planlegningen
og gennemfarelsen af en konference

Smoke Free Workplaces — improving the health and well-being of people

som European Network for Smoking Prevention med stotte fra Den Europziske Kommission
atholdt i Berlin 10-11 maj 1999.

Jeg sender bilagt mit kapitel i det hafte, som blev publiceret i forbindelse med konferencen. Hele
publikationen findes tilgengelig pd ENSP hjemmeside, bade pa engelsk og pa en reekke andre
europziske sprog. Saledes er mit kapitel senere blevet trykt i et spansk-—sproget tidsskrift for
sundhedsfremme.

(ﬁfg hilsen

Edler von Eyben \Q"M/

Spemallaegc i intern meditin og onkologi
Med dr (Sve 1983) og dr med (DK 2005)
Center for Tobak Kontrol Forskning
Birkevej 17

5230 Odense M

tlf nr 66145866




DEUTSCHE

+ UIDER THE PATRONAGE OF. MR Davin BYRNE MEMBER oF THE EUROPEAN
COMMISSION ' | _

THE CONFERENCE 1S SUPPORTED BY THE' EUROPEAN Commss;on “EUROPE
AGAINST CANCER AND'BY THE GERMAN MlNISTRY oF HEALTH'

n Krebs |




European Status Report

Working document for -the-European conference
“Smoke Free Workplaces:
Improving the health and well-being of people at work”

Berlin, Germany — 10/11 May 2001

The final version of the report will be ready by September 15" 2001 and will be available in
10 EU-languages and Romanian from the ENSP-website (www.ensp.org)




SMOKE FREE WORKPLACES

Improving the health and well-being of people
at work

Coordination: Inge van den Borne and Tamara Raaijmakers
Dutch Center for Workplace Health Promotion

Authors: '
Chapter 1: Finn Edler von Eyben

: Medical Research Unit of Ringkoebing County, Denmark
Chapter 2: Annie J. Sasco'?, Pascal Mélihan-Cheinin®, Delphine d'Harcourt’

! International Agency for Research on Cancer, Lyon, France
2 Institut National de la Santé et de la Recherche Médicale, Lyon, France
3 Ligue Nationale coritre le Cancer, Paris, France
Chapter 3: Juan Carlos Melero- .
EDEX Commu_nithéé_dﬁrce’s Center, Bilbao, Spain-

Chapter 4: Tamara Raaijmakéré and Inge van den Borne
Dutch Center for Workplace Health Promotion, Woerden The
Netherlands '

Summary: Patti White .

Health Education Authority, Londen, England

Projectleader: Sibylle Fleitmann .
ENSP, Brussels, Belgium

This report was prepared
in the framework of the ENSP project
“Smoke Free:Workplaces:
Improving the health and wefl-being of people at work”

The project raceived financial su'pport from the European Commission.




CONTENTS Page
Acknowledgements : L 1
Executive Summary o _ - 3

Chapter 1 Health risks from active and passive smoking 7

1.1 Introduction

1.2  Effects of active smoking

1.3  Nicotine addiction

1.4  Environméntal tobacco smoke

15  Immediate éffects of environmental tobacco smoke
1.6  Long-term'effects of environmental tobacco smoke
1.7  Conclusions

Chapter 2 Legislation and legal practice on smoking at the
Workplace and in public places in Europe 31
2.1 Introduction:
2.2  Methodology
2.3 Legislation
2.4  Legal practice
25 Conclusion

Chapter 3 Smoking prevention policies in European countries and
companies 83
3.1 Introduction
3.2  Prior considerations for a comprehensive
smoking prevention policy _
3.3  Elements of a successful smoking prevention
policy at the workplace
3.4 Examples of smoking prevention policies
3.5 Conclusions




Annex 3.1

Chapter 4 Cost-benefits of workplace smoking policies 111

Bibliography

4.1
4.2

4.3

4.4

4.5

4.6
47

Introduction - - )

Reasons 'fo'r"i'mplemen:ting a workplace smoking
policy - employers

Reasons for implementing a workplace smoking
policy - society

Studies on costs and benefits of workplace
smoking policies

Costs of yvdrk'pla'c‘:e smoking policies
ObstacléS_fOr-_irﬁple__menting smoking restrictions
Conclusions

Annex 4.1 -

135




Executive Summary

Since 1986, 14' authorative reports from respected medical and environmental
institutions and government agenmes in. Europe, North America and Australia have
established that passive smokmg constttutes a pubhc health hazard. Some Institutions,
such as the USA National Institute on Occupat:ona! Safety and Health (NlOSH) have
classified tobacco smoke as a recognlzed occupational carcinogen.

Environmental tobacco smoke (ETS_) éontains many chemicals, mbre than forty. of which
cause cancer in animals and- h_umahs_. ETS also contains chemicals that cause irritation
to the eyes and upper respiratory tract. The 'side-stream smoke’, which is given off by a
burning cigarette, contains higher cohbéntr?tions of these chemicals than does the
mainstream smoke’ which is inhaled-djrectly by the smoker.

Children are the most vulnerable-"'victirr'is' of :passive smoking. Exposure to ETS
increases their risk of sudden inf_la_'_i:l"_t'-:déath"'-syrjdrome (SIDS), upper respiratory tract
infections, bronchial asthma, and middle éa‘r.’infections.

For adults, passive smoking increases: the risk of lung cancer and coronary heart
disease and cerebrovascular disease (stroke) in non-smokers.

The implications of long term exposUré to ETS in the workplace have been increasingly
recognised in Europe as in much of the rest of the world. All 15 Member States of the
EU currently have some legislation on smoking in public places but few regulations
specifically refer to workplaces. Regulations also refer to smoking restrictions in healith
premises, publi_c buitdings and public transport; of course, all of these places are also

workplaces.

At the European level, two Dir_ectiv_es deai_directly, but very narrowly with workplace
smoking. For éxample, a Direétivé of 1983 (83/477) stated that smoking should be
banned in areas where the workers are exposed to asbestos dust. A Directive of 1989
(89/654) dealt with air in enclosed workplaces. In particular, it ruled that appropriate
measures should be taken for the._proteciion of non-smokers, for example in places

where workers are allowed to rest.




Eight out of the 15 EU Member States have had litigation to protect non-smokers’ rights:
Denmark, France,  Germany, lreland, Italy, the Netherlands, Sweden and the United
Kingdom. These cases often use existing legislation that obliges employers to provide a
safe working environment to argue that forcing employees to work in smokey
atmospheres constitutes a wo;kpla"_ce 'h'éalth_ ha_zérd.

No-smoking policies have be.'e_n' éﬁ&:céssfully implemented in workplaces of different
sorts and sizes in many countries in Europe, North America and elsewhere. More than
20 years' experience with framing and‘implementing such policies has clearly highlighted
the key principles for a successful policy. They include:

Focus on the nuisance of the smake, not the smoker.

Focus on individuals"--r__ig'hts to-a safe environment

[o}

Get the commitment and shpport of management
Provide opportunities - for employees’ participation in planning and

[o)

o

implementing the policy

Provide training to rijﬁa*hg_g__ers: to communicate and enforce the policy
Educate all staff about the-hazards of workplace ETS

o . Ensure the restrictions ‘and énforcement are equitable across all levels of

o

the organisation _

o Allow plenty of time-to go through the process of announcing, planning
and implementing the policy

o Offer smoking cessation support to employees and their families before
and after the policy change

o Continue to monitor the policy

Workplace smoking policies are a health benefit to smokers and non-smokers alike.
Studies have shown that workplacé'smoking policies decrease workday cigarette
consumption among smokers. Sm’okéré emplojed. in smoke free workplaces are also
more likely to quit smoking than those -working in places.without a policy.

Absence from work is higher among smokers than non-smokers. Smokers miss work not
only because of major diseases, such as.heart or respiratory disease, but also because
they are more liable to coughs, colds and ‘flu,




A worker on sick leave costs employers the equivalent of double his salary. The costs of
absenteeism include sick pay as well as loss of efficiency and production through
understaffing or use of inexperienced temporary staff,

Other costs of workplace smoking-to_efnployers include extra payments for insurance,
decorating and equipment that may bé harmed:by ETS. A workplace smoking policy can
also give the company an improved image and decrease conflicts between smgking and

non-smoking employees.

Planning and implementing a workplace smoking policy can in itself entail costs such as
the expense of building and venfiiéting smoking rooms, buying in csssation
programmes, and so on. However analyses of the long term benefits of such policies
show that they are very sound ecojno"rhib investments and save money in the lorig run as
well as provide other less tangible béneﬁté_sueh as improving employee morale and

enhancing the company image.




1. Health risks from active and passive smoking

Finn Edler von Eyben, Medical Research Unit of Ringkoebing County (Denmark)

1.1 Introduction

Smoking in workplaces causes illness and death, is a nuisance for non-smokers, leads
to lost productivity and causes extra costs. Smoke free workplaces can save money,
time and life. These facts are the background for tobacco control at workplaces.
Tobacco smoke is the source for passive smoking. Epidefniological studies have
shown that smoking q;;lﬁses illness thét disable and kill. Other studies showed that
passive smoking increases the risk of tdba_pco%auséd illness. The National Institute for.
Occupational Safety and Health in the USA; the US General Surgeon, the National
Research Council in the USA, the California Environmental Protection Agency and the
American College of Occupational and En\'l'ifpn.ment_ﬂ Medicine reviewed the literature
and concluded that passive smoking lnworkplaces is @ health risk.™® In 1999, the
French Comité National Contre le Tabagisme made a review of the health effects of
passive smoking.® ' R

So there is a scientific base for action to reduce environmental tobacco smoke.
Countries, however, vary in acting to protect non-smokers from being exposed to
passive smoking against their will. The tobacco industry has opposed laws banning
passive smoking because it fears that these laws reduce the social acceptability of
smoking.

This chapter reviews and updates the health aspects from smoking using examples
from Europe and workplaces. The review addressed the health risks from smoking in
both men and women, the impact on median life expectancy, the gains from smoking
cessation, the social pattern of smoking in V\_(e_ste'rh_ societies and the social differences
in smoking caused iliness. Furthermore, -thé chapter describes measurements of
Environmental Tobacco Smoke I(ETS; see '1.4). immediate and long-term effécts of
passive smoking and detailed consequences o'f'passive smoking in workplaces.




1.2 Effects of active smoking
1.21 Tobacco-caused illness

Smoking is the main cause of luhg-c:’anc;eri;.chronicob__structive pulmonary disease, and
peripheral arteriosclerosis, and one of the most.important causes of cardiovascular
and cerebrovascular disease. Hospitals cure only few of these cases. Smoking also
leads to other chronic diseases and raises the risk for illness over that of a non-
smoker, especially at a young age. A current-smoker aged 35 to 64 years has a higher

risk of illness than a non-smoker (Table'1).” =

Table 1. Risk of illness caused by tob_a.CGO. o

Diagn.osis Relative riék__at:%'35 -64 years of age Risk attributed to current
P + smoking (%)

Current smblsing'- Previous smoking Men Women
Lip/mouth/pharynx cancer 2.9 - '-2_..0 50 48
Esophagus cancer 34 _ 20 54 52
Larynx cancer . 54 o 25 67 66
Lung cancer 15 - 50 83 83
Pancreas cancer 1.6 1.0 17 17
Kidney cancer 1.5 1.0 15 15
Urinary bladder cancer 25 1.5 41 29

Chronic obstructive

* pulmonary disease,

bronchitis/lemphysema 8.7 ' : 4.0 . - 79
Other heart diseases 6 . 12 21
Cerebrovascular disease 2.4 1.3 37
Hypertension 16 12 21
Atherosclerosis 4.1 1.0 52
Pneumonia 18- . o 1.3 27
Bronchial asthma. 1.8 13 27

Source: Kjanstad: Liability of tobacco industry, Norway 2000.7

78
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Current smoking increases the risk of getting lip, mouth and pharynx cancer with 2.9.
Some 50% of the risk of lip, mouth and pharynx cancer in men is ascribed to smoking.
About 30% of all deaths before the age of 70 in Western Europe is caused by
smoking.® Smokers have a 11 Umes hlgher risk -of gettmg lung cancer than non-
smokers and smoking causes 83%: of all cases of lung cancer in men. Before 1920,
lung cancer was a rare disease whereas now it: 1s the cause of most cancer deaths in
men in Western countries. Three European studies from 1940-1955 pointed out that |
smoking causes lung cancer.*"! Many other studies have confirmed this link. in
Denmark, the rise in use of cigarettes from. 1950 to 1980 was followed by a rise in the
number of lung cancers fifteen years. Ia_'t'er.‘2 The link between consumption of
cigarettes and number of lung cancers explains why more Danes had lung cancer in
the period 1950 - 2000 despite lower cutrgntr':srhoking rates. In the USA, changes in

fung cancer incidence followed regional changes in number of smokers.™

Table 2. Smokingprevalence in women (1 980) and !ungcancer incidence in women
(1995). _ .

Smoking prevalence--in-198’0-'(%) Lung cancer incidence in 1995*

Austria 14 o 14
Belgium 28 14
Denmark 44 41
Finland 18 10
France 24 .8
Germany 21 _ 13
Greece 25 11
Ireland 32 26
ltaly 17 ' _ 12
The Netherlands 34 : : 19
Norway 25 ' ' 18
Portugal 12

Spain 17

Sweden 23 17
United Kingdom 37 3

Source: Joossens and Sasco: Smoking and women. ENSP conference report, 1998."

* |.ung cancer incidence is an age-adjusted incidence per 100,000 women per year.'
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Women's smoking is also closely linked to’ lung cancer. Compaﬁhg alt Western
European countries, in 1980 the number of smokers among women in a country was
followed in 1995 by the number of lung cancers in women in the country (Table 2).'**

The prevalence of smoking in women correlated with the incidences of lung cancer.

" The Spearman rank corrglét:ibr\_"; c_qefﬁci_ent for the link between smoking prevalence

and lung cancer incidenéé:-i'iin_ women _e':wa_"s"0.378 (p =+0.001). So the difference in the
prevalence of smoking between the countries caused 61% of the difference in number
of lung cancer in women. Danish women smoked more than women in other Westem
European countries in 1980 aljd::had lung cancer more often in 1995. Countries with

fow smoking prevalence among Women had few cases of female lung cancer.

Smoking also increases the _ﬁék"for chronic obstructive puimonary disease and
bronchitis (with or without emphyée_ma) 8.7 times for smokers and causes 79% of all
cases. The death rate from: bh}oniéi___"dbéﬁuctive pulmonary disease and bronchial
asthma is higher in Denmark - both for. men and women - than in other Western
European countries.’ In recent years, clinicians found disability due to poor ung"
function both in old patients and in 'mi?idlé_-.:aged women. Some 5% of adult Danes are
disabled due to chronic obstructive -p'tjlmo;\ary disease.

Smoking is also the main céu'se_ of poor circulation of blood to arms and legs,

peripheral arteriosclerosis. This disease leads more often to disability than to death of

the patients.

Smoking is one of several major risk factors for cardiovascular and cerebrovascular
disease. The information on risk factors is based on studies that followed groups of
individuals over years. The Seven Countries Study studied more than 12,500 men
aged 40 - 59 years in the _lafe 1940s for risk factors for heart disease in Finland,
Greece, Haly, the-Neiherla’hds,_Yugoslavia_._-the USA and Japan.” In a follow-up,
smoking and other ﬂsk""'facfors_' :_S"uch-' as high blood pressure and high cholesterol,
increased the risk of "Iatel; 6ardiovéscular diéease (coronary heart disease). Other life
style risk factors are dietary habits with a high consumption of saturated fat and lack of
physical activity. Half the patients with cardiovascular disease had an acute myocardial
infarction (heart attack). The impact of smoking on cardiovascular disease depends on
18,19

how much the smoker has smoked and on whether the smoker inhaled the smoke.
Overall, 30% of all cases of acute myocardial infarction are caused by smoking. The
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group under 40 years of age had the highest risk of acute myocardial infarction from
smoking.?*? For this age group, smoking caused more than 50% of the cases. Heavy
smokers may have the first acute myocardial infarction as young as 25 years of age.

Smoking also increases the risk of suicide.®? It also increases the risk of non-fatal
diseases, such as goiter,”* and osteoporosis.”” Smoking increases the risk of peptic
ulcers to 3 times that of non-smbké'rs_?_’; S_é_v_gral_ df'thgsé diseases cause serious

disability.
1.2.2 Gender differences in tobacco-ca_u’sed'illness

Smoking impairs the health of both men and women_._'Early in the 20th century, more
men than women smoked and men had.lung Can_cer:_énd cardiovascular disease more
often than women. A recent Danish theéié"h’owéver, showed that smoking causes a
higher risk of lung cancer and acute myoda_rdiél iﬁfar;:tion in women than in men.?

1.2.3 Tobacco-caused decrease in mg_c’_li:ih‘ Iif_e_‘-e;__(pectancy

The tobacco-caused diseases have a Iargé:impact"én' the life expectancy in Westem
societies. The four leading causes of death are cardiovascular disease, cancer,
cerebrovascular disease and chronic obstmdNe-pulMonéw disease. 85% - 95% of
patients with lung cancer die from lung cancer.- Worldwide, smoking causes 3 million
deaths pér year. This number will increase to-.'1_0 million per year within the next 30
years. _

A study of nearly 35,000 British male phySicians showed the link between smoking,
iliness and death.® Smokers lived eight years less than hon—smoke_rs and the
difference was largest for heavy . s'mokers The same-differences were found in a
Danish populataon followed for 30 years.” ks Thus the ﬁndlng is repeated in different
countnes and different groups in somety -

Danes smoke more than Swedes, and’ Denmark has a higher death rate from tobacco-
caused diseases (2,4/1000 persons) than Norway and Sweden (0,9/1000 persons).
Smoking in the past effects the death rate, so smoking prevalence is only in part
related to the death rate the same year. in EU countries in 1'995, the proportion of men
from 35 - 69 years of age who died of smoking-caused illness linked only weakly to the

consumption of cigarettes per person per year (Table 3).%*%
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Table 3. Consumption of cigare'tt_e_s in Western European countries in 1995 and
fraction of deaths of smoking-caused disease in men 35 - 69 years.

Country Cigarettes per person per.year Fraction of smoking-caused deaths (%)
Austria 2073 | 28
Belgium - 2428 40
Denmark 1919 31
Finland 1351 _ _ 21
France 2058 : - 33
Germany 1702 _ 31
Greece 4313 S 31
Ireland 2238 ' 30
ltaly 1813 o 36
The Netherands 2088 o 36
Norway 725 S 20
Portugat 2079 S 21
Spain 2364 . 34
Sweden 1202 16
Switzerland 2932 31
United Kingdom 1733 .30

Source: Reference books.?#%%

In Austria, 26% of the deaths in men 35 - 69 years of age was due to smoking. The
weak relation, howe_ver-;' does not preclude gaining years of life expectancy from lower
cigarette consumption. " On'the c:jht'rary. follow-up studies of countries showed that
changes in cigarette c'onstim’_pt_i_pn_ over the years had an impact on smoking-caused
deaths in middle-aged .men. “In the period 1970 - 1995 in the Western European
countries, the change in number of cigarettes smoked per person per year closely
related to the change of smoking-related deaths in men from 35 - 69 years of age

(Table 4),252333%

.12 -




Table 4. Change in consumption of cigarettes in Western European countries 1970 -
1885 and in deaths of smoking-caused illness of men aged 35 - 69 years

Country Change in con_su'mpti_on of Change in number of smoking-
cigarettes. pgi' pg__ré'oh‘ -g‘éjr year(%) caused deaths (%)

Austria 88.8 66.1
Belgium 78.3 ' 77
Denmark 101.7 _ 100
Finland 68.8: S 46.7
France 112.8 B 110.3
Germany 72.2 - 90.3
Greece 162.3 o 160
lreland 101.4 o 76.2
Italy 100.3 101.4
The Netherlands 100.7 . 86.8
Norway 93.6 : 108.3
Portugal 162.5 T \' 195
Spain 108.2 o 175
Sweden 68.7 ' ' 81.8
Switzerland 82.3 _ 85.7
United Kingdom 59.0 431

Source: The table shows the status in 1995 as percentage of the status in 1970.852%

Consumption of cigarettes per persqn:"a_ yéar'decreaéed 1 1.2% in Austria from 1970 to
1995, and the number of deaths in?men-agé'd ‘35 - 69 years decreased 33.9%. The rate
of smoking-caused deaths in a counti'y rose as the use of cigarettes increased. There
were fewer tobacco-caused deaths in middle aged individuals as the use of cigarette’s
in countries declined.® The Spearman rank _con"elation coefficient was high, 0.79 (p <
0.0005). So the change in consumptioh' of cigarettes in a country caused 62% of the
change seen in tobacco-caused deaths for younQ adult men.

During the period 1970 - 1990, the median life expectancy In Denmark increased less
than in other OECD countries. Median life expectancy in Denmark remained short in
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the 1990s. This period also showed that smoking played an increasing role for the
short median life expectancy of the Danes. Sweden had the lowest proportion of
smokers in-the EU and a longer median life expectancy (Table 5).

Table 5. Median life expeétan_cy in men an_d’worhen in Sweden and in the EU

Median life expectancy (years)

Men _ Women

Sweden EU - .Sweden EU
1979 72.6 70.6 783 773
1983 74.6 729 806 796
1096 76.7 74.4 810 810

Source: Public reviews of the SWedish':stéte.’”

Tobacco-caused mortality for womeh aged 55 - 84 years increased from 2% in 1955 to
30% in 1995, whereas the s_tandé_,rdi_z_é_'c_i;death rate for all other causes decreased.™®
Because of that, the total. d'ééth rate increased after 1976 in Denmark. This
development differed from that of'the EU overall.”® In 1996, the death rate of Danish
women was 48% higher than the average in the EU.

The difference between Denmark and the other countries in the European Union
reflects the Danish life style where maﬁy adults, especially women, smoke. Lung
cancer and chronic obstdee "pulm_onar-y disease caused one quarter to a third of the
extra deaths in Denmar"k'_"in'_the_ age group 35 - 70 years compared with those of the
other Scandinavian countries.¥ '

The development of the tobacco epidémic differs by gender. Men began to smoke
cigarettes early in the 20"_‘ ce‘nt_ury,. whereas smoking became a fashion in women in
Western Europe late_r_ihan’ in men. Similarly, the number of men who smoked started
to decline around 1950, many=__)}q§fé-- béfqre: the number of smoking women declined.
Therefore, while the number - of fﬁbacco-éahséd deaths in men decreases in a few
Western countries, women have ever more smoking-caused deaths. So the two
genders differ in the impact from smoking on median life expectancy.
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In the USA in recent decades, the death rate for lung cancer increased while the death

rate for all other cancers decreased.® The overall death rate of cancer in the USA
remained unchanged. Lung cancer is the leading cause of cancer death of men and
women in the USA, and the leading cause of cancer death in men in most Western
countries. In these countries the incideq_ce_ of lung cancer in women increases and may
surpass breast cancer as the most i_r_n_:portant cause .of_:cant;er deaths in women within
the next twenty years. The lung ce.lr.;{'éer"'z'became a' major cause of death in .the
twentieth century. Prior to that, lung cancer was a rare disease.

Half the active smokers die of smoke-caused ‘diseases and a quarter die at 35 - 69
years of age. So tobacco-caused illness has a high-impact on median life expectandy

for men in Western countries and an increasing impact for women.
1.24 Galns from smoking cessation

Former smokers have a lower risk of iliness 't_hénéu'rrent smokers (Table 1).” Quitting
smoking reduces the health risks of smoking compared with that of continued smoking.
From the first day, smoking cessation decreases the cardiovascular risk and it
normalizes in two years. Smoking cessation also reduces the risk of lung cancer.
Cohort studies showed that former smokers had a lower risk of lung cancer than active
smokers. In the study of British male physicians, the former smokers lived longer than
the current smokers and those who stopped smoking before they were 40 years of age
gained most. Smokers who quit smoking normally have side effects, such as
withdrawal symptoms and weight gain. Physical activity and a low fat diet may reduce
the weight gain and add to the gains in health. The main gain from smoking cessation
is the increase in median life expectancy. This gain is caused by the cessation itself

and is not impaired by other changes in life style.

In Finland, the decrease in use of cigarettes was followed by a declining number of
patients with lung cancer, cardiovascular disease, and cerebrovascular disease.®

The Ministry of Health in Denmark estimated that a 50% decrease in smoking in
Denmark would prolong the median life expectancy in the country by three years.®

Other countries have made similar estimates.
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1.25 Smoking in different countries

From the 1950s, as smokér_s in Western countries became increasingly aware of the
health risks, fewer men have smoked, mainly because moderate smokers gave up
smoking. In contrast, n__mré male smokers began to smoke heavily (20 or more
cigarettes a day), and more wdmen. began to smoke. Therefore, total cigarette
consumption in a country niay rise though fewer men are smoking.

In Denmark, the number of smokers among Danish men fell from 80% in 1950to 35%
in 1995 whereas the consum_ptioh-'.of_:'cig_arettes rose from 2 x 10° cigarettes a year to 8
x 10° cigarettes a year.'>% _

Western European countries differ in trends in cigarette consumption in recent
decades (see table 3).° Consumpﬁén increased 50% in Portugal and Greece whereas
it fell with one third in the UK and Finland. ®5

~ In Catalonia in 1982, adult men smoked more than women: 58% versus 20%.*! The
difference between gender i in the youngest age group  however, differed less: 59% of
men smoked and 48% of women ‘I 1987 the proportion of smokers among young
Spanish men and women was: grossly smlar and young women smoked heavily more
often than older women. _

in ltaly, smoking decreased in éddlt rhen'-from 72% to 46% in the period 1949 - 1983.4
Meanwhile, smoking rose from 9,7% to 17,7% in adult women. In this period, the
number of heavy smokers and the total consumption of cigarettes rose and so did the
number of lung cancers.®

During the 1979 - 1991 period, more French women smoked.* The use of cigarettes
and other tabacco products finally fell in France after the Evin tobacco law in 1991.4¢
Laws limiting marketing and sponsoring of tobacco products, and restricting smoking in
public places and workplaces :may influence ths consumption of cigarettes more than
information to the publié on'the health hazérds from smoking.

1.2.6 Soclal class and use of tobacco
Social classes differ in the use of 'tqbacc_:o. 'Smoking began as a fashion for upper-ciass

men. Later, other groups in society'took'up smoking, while it became less trendy for
upper-class men. This pattem is similar in most Western countries.
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Initially in 1858, Norwegian men with high and medium income smoked more often
than those with low-income. Women smoked less often and consumed less than men.’
38% of high-income women, 30% of medium-income women and 15% of low-income
women smoked. After 1975, the social patten changed. Norwegian men with low-
income smoked more often than other male socia_l'-' groups. In recent decades,
Norwegian men with higher education smoked less often whereas more men with low
educational attainments smoked. Overall, the number of smokers decreased in recent

years.” Denmark had a similar development.*4°

Since the 1970s, Great Britain also had‘-th_gse. social changes. While tobacco use
halved among high-income families, thos_¢:='w'i't:h‘-lbw4income smoke as often as they did
thirty years ago. Today, unskilled workers smoke more than skilled workers and they
are more likely to be heavy smokers than other social groups. They also differ in
smoking habits in other ways. The low-income group uses hand-rolled cigarettes more
than the high-income groups. Hand-rolled cigarettes increase the risk of health
hazards from smoking. Unskilled workers. also have a higher burden of other risk
factors in life style: they are twice as Iikely to eat higthat diets and have little physical
activity in their leisure-time compared to skilled workers.

In the late part of the 20" century, Southern Europ‘e had a pattem of smokers in social
groups corresponding to that seen earlier in Northemn Europe. In France, between
1979 — 1991 the number of smokers fell in most male socio-economic groups, whereas
it rose in female workers.® In Spain.in 1987, women with a university education and
women with a high income smoked more often than other women. This is like the

smoking pattern in Norway in 1956.

in most Southern European countries, women repeat the changes in smoking habits
among women in Northem Europe: an increase in proportion of smokers to the level
found in men, and an uptake of smoking by women with few educational qualifications

and in lower social class.
1.2.7 Social gradient in tobacco-caused iliness and death

The social groups that smoke most are the social groups with the highest numbers of

tobacco-caused illness and death. In Finland, professions vary in the number of lung
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cancers. Physicians had an incidence of lung cancer that is 0,2 times the national
average whereas the number of lung cancers for employees in hotels and restaurants
was twice the national average. in Sweden, workers had more iliness than public

employees (Table 6).

Table 6. Risk for worker's'"'in félétiontd that of public employees in Sweden.

Relative risk

Male workers Female workers
Lung cancer | 1.66 1.59
Cardiovascular disease i.56 1.81
Suicide 2.50 1.87
Totaf burden of diseases and
accidents -1.45 1.34

Source: Public reviews of the S}Médish state.’™

Male workers had a risk of "Idhg: cancer that was 66% higher than that of public
employees. Tobacqo-cause__d diseases such as lung cancer, cardiovascular disease

and suicide caused most of the difference.

The median life expectancy of the social groups differed mainly due fo the diversity in
cardiovascular diéeéée. Social class 1 is the highest social class and social class V the
lowest. In Denmark, persons-in social class l_have the longest life and those in sogial
class V the shortest® The population ln the USA showed the same difference. 2 For
all social classes in Denmar_k, smokers had coronary heart disease more often than
non-smokers (Table 7).% The extra number of patients with cardiovascular diseases
from smoking rose from social class | to social class V. Many studies linked chronic
obstructive pulmonary disease to low socie-economic status.

In recent years, the social gradient for tobacco-caused illness and death increased in

Waestern countries.
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Table 7. Total number of coronary heart disease in the Copenhagen male study

Social class Total number of coronary heart diseases
Non-smokers Smokers

Il 34 ; 12.8

I 4.9 147

v 14.2 o 17.2

vV 184 . - - 26.9

Al o 9.2 16.0

Source: Hein et al.* | = highest social class, V = lowest social class.

128 Tobacco-caused illness in workpla s

Some of the differences between social groups might be due to interactions of tobacco
smoke with exposure to other compounds at the workplace. Exposure to asbestos
increases the risk of lung cancer from smoking and smoking increases the risk from
exposure to asbestos.® Asbestos workers have a five-fold increased risk of lung
cancer compared with the non-exposed wo'rkers but asbetos workers who smoke have
a fifty-fold increased risk. Thus Smoking and exposure to asbestos act together in
causing lung cancer by multiplying the risk of the two factors. Smoking also increases
the health risks from. exposure to other ‘compounds, such as ethanol, silica and

radiation.*

Smoking in workplaces may cause absence due to sick leave, extra medical costs and
insurance costs.”” The working environment may accelerate the impact from smoking

on health in many ways.
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1.3 Nicotine addiction.

Nicotine addiction is the greatest factor that contributes to the fact that a smoker

continues to smoke. The definition of addiction has changed during the last part of the

20" century. Today _ac__i_dic_t_ig_n' is.defined ___a_'s presence of three or more of the following

findings: o : o

« tolerance

» abstinence

« intake of the agent in larger amount or for a longer period than intended

« persisting ambition and ﬁbfff_t{lﬁlle_d_._éttempts to reduce or control use of the agent

+ large amoun.t of time_uséd:for-a'éti\)iiies-to obtain the agent

. important sOcial;-..workif:jg fime or spare time activities are reduced or prohibited due
to the use of the agent '

« use of the agent continues despite knowledge of a continuous or recurrent physical

or psychological problem likely caused by or enhanced by the agent.

Smoking fulfils most criter_ia.-i__'Addi'g_:'t_i_c_in"___t_o smoking is due to nicotine. Smokers who fail
to quit smoking tend to blame tﬁéfhéélves for lack of will power instead of blaming
nicotine for their addiction"..-:’_rﬁo_se"wh'c':i are very addicted to nicotine are those who
have the smallest chance of stopping. Nicotine addiction changes the smokers social
behavior and attitude towards the health risks from smoking. Nicotine addiction is
increasingly important for the social pattern of smoking and for the tobacco epidemic.

When smokers try to quit smoking, they get withdrawal symptoms. This also may occur
when waking up in the morning. One of the first things many smokers do after waking
up is smoking. Most smoké_rs have tried to quit smoking in vain. Most current smokers
who try to stop fail, -and- moét former érﬁ_o’kérs tried to quit smoking several times
before they succeed. Most current smokers know the health risks from smoking but
are not able to quit smoking despite this -kndwledge. Some even continue to smoke
after they have had lung cancer. Nicotine replacement therapy doubles the quit rate
over that of smoking cessation w’itho_ut medical help. Bupropion also doubles the quit
rate by acting on the centers in the brain for nicotine addiction. Recently, the tenth
revision of the International Classification of Disease took up nicotine addiction as a

diagnosis.
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In a survey of the Norwegian workers, 68% of the smokers had previously tried to stop

smoking. 3% planned to stop smoking within 'one week, 10% within one month, 21%
within six months, and 16% later on, so overall 50% of the smokers intended to stop
smoking. About 60% of the smokers considered it difficult to stop smoking. Of the
smokers, 38% would take part in a smoklng cessatlon course if offered by their
employer. Some 47% thought that the. labour umon should help in securing smoke free

workplaces. ®

14 Exposure to environmental tobacco.smoke
1.41 Whatis Environmental tobacce_,__smqké;‘,': :

Sharing a space with someone who is-"s;ﬁi:gkirjg -:ekposes non-smokers to smoke.
Ambient tobacco smoke is called environméntal- _'toba"cc':o smoke (ETS), passive smoke
or second-hand smoke. The act of breathing: e_'ﬁvironmental tobacco smoke is called
involuntary or passive smoking. .'

A-burning cigarette produces two types of smoke mamstream smoke the smoke that
_ nd sudestream smoke - the smoke that

smokers inhale and exhale from clgarettes
goes directly into the environment as tobacco bumns. Environmental tobacco smoke

consists of exhaled mainstream and sidestream smoke. Sidestream smoke comprises
more than 75% of the overall smoke, and has higher levels of many noxious

constituents than mainstream smoke (Table 8).

Environmental tobacco smoke contains mény chemicals that irritate the eye and upper
respiratory tract. The iritating constituents. mclude partvculates acrolein, formaldehyde,
ammonia, carbon monoxide, hydrogen cyamde oxides of mtrogen and sulphur oxide,
Environmental tobacco smoke also contains more than forty chemicals that cause
cancer in animals and man. These compounds include:. '

e organic chemicals like aromati_é pquéYgli.c hydrocarbons, aromatic amines,

nitrosamines, hydrazines, benzene and vfnyl chloride
« inorganic compounds like arsenic, cadmium, chromium

« radio-nucleotides like polonium-210.




Finland, Germany and the US National Toxicology Program have listed environmental

tobacco smoke as a workplace carcinogen.

Table 8. Constituents of fresh, undiluted mainstream smoke from nonfilter cigarettes
and ratio for the constituents of diluted sidestream smoke.

Gas phase
Carbon monoxide

Carbon dioxide
Forﬁwaldehyde
Acetane
Ammonia

Hydrogen cyanide

N-Nitrosodimethylamine
N-Nitrosodiethylamine

Acrolein
Hydrazine

Benzene

Particulate phase
Particulate matter

Nicotine
2-Toluidine
Phenol

Aniline
Benzo{a]pyrene
4-Aminobiphenyl

N-Nitrosodiethanolamine

Cadmium
Nickel
Polonium-210

Mainstream smoke

10-23 mg
20 - 40:mg
70 -100 pg

- 100- 250 pg
50 - 130 ug
* 400 - 500 pg

10 - 40 pg
ND -25ng
60 - 100 pg
32ng

12 - 48 pg

10 - 40 mg
1-25mg
160 ng
60-140 pg
360 ng
20-40ng
4.6 ng
20-70ng
100 ng
20-80ng
0.04 - 0.1 pC

30

Sidestream smoke/Mainstream
smoke

25-47
8- 11
56-8.3
2-5
40-170
0.1-025
20 - 100
<40
8-15

3

5-10

1.3-1.9
26-33
19

1.6-3.0

25-3.58
31

1.2

7.2
13-30
10-40

Source: Committee on Passive Smoking of the National Research Council, USA,

1986.




1.4.2 Procedures

Many procedures are used in measuring environmental tobacco smoke and its impact
on exposed non-smokers. The procedures measure the exposure in fhe environment
or the compounds absorbed by non-srjlb]'('eis'; ;' _

Indirect procedures measure the exposure in the environment by the concentration of
one or more of the compounds of ETS. They may measure the concentrations in
specific rooms by sampﬁng air over hours and days. This gives a time-weighted
average level, f.e. in enclosed womplacés_.-Mds;t reports deal with nicotine levels and
the concentration of respirable suspendédparﬁcUlaté matter. Exposure may also be
calculated from the number of smoked bigarettés, the size of the room and the air
renewal in the room.*®

Direct procedures measure the compoundé absorbed in the exposed persons. The
compounds may be measured as the part of-ih__é compounds that the exposed person

absorbs. Most studies measured the -short-te_ﬁh_"e)'q_io\_s_ure. Another direct method is to

measure biomarkers of tobacco smoke, 'e_i't" rcompounds of the smoke or metabolites
of the compounds, in exposed persons.® C&iﬁine is a main metabolite of nicotine and
widely used as a biomarker. Cotinine is metabolized in the body of the exposed person
with a half-life-time of 17 hours. So the cotinine levéls show how much non-smokers
were exposed to nicotine for two days before the sampling.

An unexposed non-smoker has a low cotinine level. Exposure for 8-hours to a nicotine
concentration in the air of 20 pg/m® nicotihe leads to- absorption of 112 ug nicotine
through the lungs. This comresponds to the nicotine content of a tenth of a cigarette.

This dose of nicotine raises the blood cotinine level 1 pg/L.

When non-smokers are heavily _expo_s,éd_to‘ETS_,__they havé.high levels of a lung cancer
carcinogen: found only in tobacco sr'h_oké___- (4-(methyinitroso-amino)-1-(3-pyridyl)-1-
butanone) and other carcinogens.%® ,
Comparing the measurements in-current smokers and non-smokers exposed to ETS,
measurements of nicotine and cotinihe-'in non-smokers underestimate the risk of
illness compared with the information regarding"the risk of epidemiologic studies.
Passive smoking gives higher levels of toxic compounds in relation to the level of
nicotine than mainstream smoke (Table 8). Therefore, measurements of nicotine in the
air or cotinine in the exposed underestimate the risk from passive smoking.
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14.3 Exposure

From workplaces, bars and restaurants have the highest nicotine levels. Nicotine Jevels

are lowest in offices (Table 9).

Table 9. Measurements of environmental tobacco smoke

Area

Nightclubs

Services

Industry workplaces
Offices

Workplaces with a

ban on smoking
Workplaces with
restrictions on smoking
Workplaces with
smoking allowed

Homes with two non-
smoking parents
Homes with a smoking
father _
Homes with a smoking

mother

Homes with two smaking

parents

Nicotine in the air

(ng/m®)
37.1.(28 - 50)
30 -

27

0.6

0-0.39
1.3-5.9

8.6-10

0.15
25
5.5

12.14

Reference

2 8 2

72

Cotinine in the
exposed (ng/l)
3.4(1.7-5.0)

0.29

2.20

4.1

Reference

T

61

Nightclubs had an average nicotine level of 37 pg/m®.% Non-smoking musicians who

worked in nightclubs had a mean cotinine concentration of 3,4 pg/L (range 1.7 - 5.0)

and non-smokers working in bars had a mean level of 7,9 ng/L.%
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The nicotine levels in a room reflect the number of cigarettes smoked in the room.
Rooms désignated for smokers had nicotine levels as high as 77 pg/m®, even if the
room had good ventilation.

A large series of US offices had a mean of 4.3 ug/m®, and 4.3 pg/m® in homes. %7
Recently in Finland, mean nicotine concentration was 2.7--_gglm3 in industry workplaces,
3.0 pg/m? in services, and 0.6 pg/m‘.‘-_-__i_n offices.®

Non-smokers wh_o were exposed to smoké___bo_th at home and at work had a mean
cotinine level of 0.926 pg/L, and those who Wére exposed to smoke at the work but not
at home had a cotinine level of 0.318 ug/L..** The mean cotinine level was 0.651 pg/L in
those exposéd to smoke at home but not at work, and 0.132 pg/L for those not
exposed to smoke at home or at work. an—_érﬁ'okers who lived with a smoker and
those who worked with smokers have simila.'r'-'med_i'an-levels of cotinine in saliva, 1 ng/L
versus 0.8 pg/L.”™ ' N _ N

In a recent study, 88% of all Am'erican:_.-a_du'lt noh-smokers had measurable serum
cotinine Ieve_ls.69 In the EU, 79% of Europ_eané-ov_er 15 years of age are exposed to
ETS."' The levels of nicotine in the wo_rkp_lac_es corresponded with the cotinine levels

in the exposed.
1.4.4 Restrictions to environmental tobacco smoke

Restrictions of smoking at workplaces lowers the exposure to ETS. The levels were
median 0.10 - 10.0 pg/m? in offices where they allowed smoking, <0.05 to 5.85 ug/m®
in offices where they restricted smoking, and <0.05 to 0.39 pg/m® in offices where they
banned smoking (see table 8).”™ ' _

The smoking section of a USA mféterié hada f0ur-'day mean nicotine level of 47.9
pg/m?; it was 3.4 pg/m?in the non-’srﬁoki_ng section of the cafeteria, 2 to 8 m away from
the smoking section and 0.5 pg/m® more than 9 m away from the smoking section.”
Restrictions on smoking in workplaces in Finland_- by law in 1995 leéd fo less exposufe

to ETS for the smokers and the non-smokers.

German surveys showed that smoking was a cause of conflict between smokers and
non-smokers in a third of the workplaces.™ This is because 80% of the non-smokers
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preferred a ban of smoking in workplaces whereas only 35% of the smokers had the
same opinion.

The Norwegian Council on Smoking and Health made a survey of Norwegian working
persons.® Norway banned smoking in workplaces by law in 1988. After the ban, the
Norwegians found that smokmg in the workplace was of little nuisance. One sixth of
non-smokers avoids smoky__roo_ms. Even many smokers prefer smoke free rooms
when they are not smoking. In the Netherlands, 35% of non-smoking employees feit
annoyed or very annoyed to inhale ETS.” Some 78% thought that a smoky workplace
" was harmful to their heaith. The US Occupational Safety and Health Administration
" proposed as a norm for clean indoor air that it should be a nuisance for less than 20%

" of the exposed.

1.5 Immediate effects of gnvironmental tobacco smoke

Most non-smokers feel uncomfortable when they are exposed to smoke They may
have irritation of eyes, headache dlzzmess tiredness, sore throat, nausea, coughing,
or shortness of breath. Whereas smokers get used to the smoke, non-smokers remain
uncomfortable being exposed. to smoke. Even short-term exposure to ETS reduces the
function of the body of the exposed. Passive smoking may impair lung function of non-
smokers with 8%, even at low levels of exposure.” In a Swiss study, exposure to
smoke gave non-smokers acute symptoms of the lungs.™ Control of bronchial asthma

is more complex, and the illness is worse, in adult patients who are exposed to ETS at

home or at work.®

Exposure to smoke reduces the oxygen uptake and exercise capacity. 8 Patients with
“coronary heart dlsease may. exercise 8% shorter and at a 10% lower intensity when
they breathe ETS than when they breathe clean air.’** Passive smoking may give rise
to cardiac arrhythmias in patients with heart disease. In the vulnerable, the smoke may

provoke acute myocardial infarction.

ETS also causes adverse responses in the neuroendocrine and immune systems and
a series of biochemical abnommalities. Passive smoking raises the blood levels of
carboxyhemoglobin and carbon monoxide, changes thought to contribute to the
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development of coronary heart disease.* Short-term exposure makes the platelets
80% more sensitive to prostacyclin and increases the clotting of the platelets.® ETS
also raises the level of fibrinogen in the blood.® These changes increase the risk of a
blood clot in the arteries of the heart and the brain and by that the risk for acute

myocardial infarction and stroke.

1.6 Long-term effects of environmental tobacco smoke

1.6.1 - Long-term effects in children

For a pregnant woman, exposure to ETS retards the growth of the foetus and
increases the risk of birth complicationé‘&.“”*’.0 For children, ETS increases the risk of
sudden infant death syndrome, bronchitis and pneumonia, bronchial asthma and
exacerbations of the asthma, middle ear infections and glue ear, the most common
cause of deafness in children.% The risk.for the child is higher when the mother
smokes than when the father smokes.® Th_'i__a difference corresponds with the nicotine
and cotinine findings. Children with bmnéhié_l.-_asthma have a reduced severity of the
iliness as the parents reduce their smoking.* Exposure to passive smoking impairs the

development of the child.
1.6.2 Long-term effects in adults

For adults, ETS causes chronic iliness and death in the pattern well known from active
smoking. Passive smoking in the workpléce increased the risk of lung cancer by 39%.%
Wells only reviewed studies that reported the risk of passive smokiﬁg in never-
smokers, excluded former smokers, and followed the reported groups for at least ten
years.®'® Another recent review included a Swedish, a German and a multicenter
European study.’"'® Passive smoldng-ra_iiées'thé risk of lung cancer with the extent of
the exposure.'™ The risk of lung cancer from _p_:ass'ive smoking at the workplace lrises
with the number of years of exposure and wi_th"th\e stre'ngt'h'of the exposure.'® The risk
decreased as the exposure was stopped and the risk lowered with increasing time
since last exposure. The findings correspond with the risk of lung cancer from ETS at

home 105-108
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Long-term'exposure to passive smoking reduced lung function, increasingly with the
extent of the exposure.™'®

The risk of corona'ry heart-diséase from passive smoking related both to exposure at
home and at the workplace.' Both exposures at home and at workplaces increased
the risk. Passive smoking in_créasé‘d the....r_iék by 25% for a non-smoker compared with
that of the unexposed."*""® Steenland analysed eight studies and reviewed the risk of
heart disease from passive smoking at the workplace.'”” Passive smoking in
workplaces increased the risk with 21%. This implies a rate of death of coronary heart
disease at 65 years of age of 0.004, and a death rate at 70 years of age of 0.007.
Another review of the link between ETS and heart attacks evaluated 19 studies and
6,600 cases.”! Passive smoking réiée"d the risk of heart attack by 32% and the risk of
death of heart attack by.14%.""" A study of a large number of nurses showed that
occasional exposure to ETS -.af--home and at work ihcreased the risk by 58% and
regular exposure raised the risk "by_ 91%."" So the impact from passive smoking may
be higher for women than for men. Non-smokers with increasing serum cotinine
concentrations had _a' higher_ris;k_ 'pf coronary heart disease.'? '

Passive smoking causes-_qé;ebm\iaséular disease (s.tr_oke).'23 It causes atherosclerosis
in carotid arteries, the large blﬁ&_d vessels to the brain, and infarctions in the brain not
causing symptoms. ' |

Passive smoking also produces more arteriosclerosis in the arteries.'?*

Exposure to smoke lowers the level of high-density lipoprotein cholesterol - the good
cholesterol - in non-smokers. '™ Smoke also increases the ratio of serum cholesterol to
high-density lipoprotein cholesterol, aggregation of platelets, and damage of
endothelial cells in the arteries.'® Even young persons have these changes in lipid
profile.'”'#* These changes raise the risk of cardiovascular and cerebrovascular
~ disease and peripheral-arteriosclerosis.

Exposed to environmental tobacco smoke at home or at work, aduit non-smokers have
a 40% - 60% higher risk of developing bronchial asthma'® and a reduced lung

function, 19813122 They _als_'_o"ha'v_e'a-:highef.;_risk-of pneumonia.'®
1.6.3 Risk assessment of long-term effects

The risk of iliness from passive smoking on health is 1/50 to 1/10 that of the risk from
active smoking. Active smoking causes one third of the deaths in men aged 35 - 69
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years so the number of premature deaths from passive smoking is large.
Environmental tobacco 'smoke, whether at home or at the workplace, is the third
leading cause of poor health and premature death that can be prevented, next to that
of active smoking and abuse of alcohol. '

Most exposed non-smokers have an increase of saliva cotinine level to 0.4 pg/L. This
level implies a lifetime risk of 1/1000 for death of lung cancer and a risk of 1/100 for
death of heart disease." A lifetime risk' of 1[1\006 'é't- the workplace is a norm for
society to take action to reduce the risk. Persons get a smaller risk of iliness when they
are less exposed to nicotine and have fower cotinine levels,

Passive smoking at workplaces causes-.30;QQO:3e '60.000 deaths per year in the USA
and 90.000 - 180.000 cases of cardiovaséu"l'ar._ events that did not end the life of the
patients."*'* Likewise, passive smoking-'.causé‘s 500 deaths per year in Norway. 1%
Based on these estimates and as the EU is L_Iargér than the USA, the exposure to ETS
may be estimated to cause 50.000 - 10'0'.000 deathé_a year in the EU and 200.000 -
400.000 cases of heart attacks that does not cause death.

1.7 Conclusions

Western European countries differ in the pféya'lénc_é of smoking. in the consumption of
cigarettes, in the change in use of tobacéo"_ and in the pattemn of tobacco-caused
disease. All countries may learn from the experience of smoking in other countries.
Finland and the UK had a fall in consumption of cigarettes and a fall in incidence of
lung cancer and cardiovascular disease. In contrast, Denmark had the highest number
of female smokers of the Western countries and the highest number of smoking-
caused diseases and deaths in women. quay. smoking contributes to the social
inequality in health. Unfortunately, other Wegtém countﬁés_ are beginning to see the
disease pattern for chronic obstructive .pulmoha'ry'diéea'ié' that Denmark had in the
seventies and eighties.

Denmark has been called the smokers paradise because Denmark has fewer
restrictions on smoking than other Nordic countries. Denmark allows smoking in most
public places. The smokers paradise may be the non-smokers hell.

Continuing smoking of adult smokers is not solely.the free choice of a mature individual
knowing the health risks of smoking. Most smokers continue to smoke because they
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years so the number of premature deaths from passive smoking is large.
Environmental tobacco smoke, whether at home or at the workplace, is the third
leading cause of poor health and premature death that can be prevented, next to that
of active smoking and abuse of alcohol.™

Most exposed non-smokers have an increase of saliva cotinine leve! to 0.4 pg/L. This
level impiies a lifetime risk of 1/1'0(5'0"._'&')_? dea_ith oflung c_éncer and a risk of 1/100 for
death of heart disease.™ A lifetime risk of 1/1_000 at the workplace is a norm for
society to take action to reduce the ﬁsk. Persons get a smaller risk of iliness when they
are less exposed to nicotine and have lower cotinine levels.

Passive smoking at workplaces causes 30.000 — 60.000 deaths per year in the USA
and 90.000 — 180.000 cases of cardiovésc'u:lar_e'vents that did not end the life of the
patients.'% | ikewise, passive smoking causes 500 deaths per year in Norway. 37138
Based on these eétimates and as the EU is Iarger than the USA, the exposure to ETS
may be estimated to cause 50.000 ~ 1 00'.0.00' deaths_a year in the EU and 200.000 —
400.000 cases of heart attacks that does not da_uée death.

1.7 Conclusions

Western European countries differ 'in the pi'eva(e_n‘ce of smoking, in the consumption of
cigarettes, in the change in use of tobacco and in the pattern of tobacco-caused
disease. All countries may learn from the experience of smoking in other countries.
Finland and the UK had a fall in consumption of cigarettes and a fall in incidence of
lung cancer and cardiovascular disease. In contrast, Denmark had the highest number
of female smokers of the Western countries and the highest number of smoking-
caused diseases and deaths in women. Today, smoking contributes to the social
inequality in health. Unfortunately, other Westem countriés_ are beginniﬁg to see the
disease pattern for chronic obstructive .lemonaryﬁdiseasé' t_hét_ Denmark had in the
seventies and eighties. |

Denmark has been called the smokers paradise because Denmark has fewer
restrictions on smoking than other Nordic countries. Denmark allows smoking in most
public places. The smokers paradise may be't_h_e non-smokers hell.

Continuing smoking of adult smokers is not solely the free choice of a mature individual
khowing the health risks of smoking. Most smokers continue to smoke because they
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are addicted to nicotine. More than half the smokers have tried to stop smoking. This
large group may gain from more professional support for smoking cessation.

Halif of the smokers die of tobacco-caused diseases. Due to the low cure rate for the
most common tobacco-caused diseases, the best option is to prevent them from

occurring. Quitting smoking reduces the health risk from smoking.

ETS is one of the most wides}jréad and 'harmful indoor air pollutants. Passive smoking
causes the death of thousands of Europeans each year. Avoidance of passive
smoking reduces the risk. Most non_-smokers wish not to be exposed to tobacco smoke
against their will. So a comfortable_, cooperative and productive work environment
respects the right for self—defennir_lation of the non-smokers with regard to involuntary
exposure to ETS. A ban on sr:n'oking"'in"won(places is an effective means to reduce
exposure to ETS in workplace’s.' M’ost__non-smoking employees and many smokers

favour a ban.
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Links from smoking
to passive smoking
and to tobacco-
caused disease and
death

Smokers

l

tal tobacco
smoke

Environmen-

Non-smokers

Illness/death

Measurements

Number of smoked cigarettes
per hour/day at site of
exposure

Nicotine concentration
in air at exposure

Cotinine concentration
in saliva, serum, and
urine in non-smokers

Relative risk of acute
myocardial infarction, lung
cancer, and chronic
bronchitis
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Links from smoking
to passive smoking
and to tobacco-
caused disease and
death

Society

Smokers in workplaces

l

Environmen-~
tal tobacco .
smoke '

|

Non-smokers

in'workpla-
ces
v l
Illness/death

Interventions
to break the
links

Education, mass media
campaigns and legislation

Smoking cessation coun-
seling at workplaces

Restrictions of smoking in
workplaces

Support for non-smokers
right to breath smokefree
air as social norm

Litigation for nonsmo-
kers with illness from
environmental tobacco
smoke




Workers with daily exposure
to tobacco smoke at work
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Wu 1985
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Risk of tobacco-
caused disease
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