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The court’s finding against the EPA was based, for the most part, on the EPA’s doing meta-

analysis on only some of the studies it compiled, rather than on all of them, which the court

likened to “cherry-picking,” and on the EPA’s extraordinary move of switching from a

conventionally used 95% “statistical significance” confidence level for its preliminary

reports, to a rarely used 90% level for its final report.

The switch was necessary, in the biased eyes of the study’s authors, because the final

report’s RR came out as “statistically insignificant” under conventional computation. The

90% confidence level produces a tighter “confidence interval”, so on that unusual basis, the

EPA result could be called “statistically significant.”

The EPA appealed, and won in 2002, on the issue that the court which had ruled against

it did not technically have proper jurisdiction for the case. The finding of the appeals court

was based only on the jurisdictional issue and not on the substance of the original judge’s

finding.

Despite the EPA report’s especially abominable methodology, and its reputation as a

slapstick blunder and a grotesque farce amongst knowledgeable persons, the public are

largely unaware of these things, and tend to be impressed by big agencies such as the US

Environmental Protection Agency.

Thus, and despite all, the 1992 EPA finding, which was RR 1.19 within 90% CI 1.04-1.35, has

been, ever since its first publication in December of 1992, and still remains a favorite

amongst the tobacco control crowd, for its usefulness in inspiring fear and hatred of

smokers across the world.

Other attempts at meta-analysis, including most famously Hackshaw’s in 1997, have

avoided the most comical pratfalls of the EPA, while coming up with similar results of

marginal “statistical significance.”

In plain, there is no reason to believe, and there is no rational evidence to support the idea,

that ETS presents a risk of any ailment whatsoever. If we feared the common air, with all

of its constituents, including cooking, heating, automobile, industrial, and myriad other

sources of smoke, we would have to ban breathing itself. Fear of ETS is madness.

Recall the studies in the previous section of this paper. Simple ventilation, such as kitchen

exhaust fans, or opening windows, is according to common sense, and by all evidence,

perfectly sufficient for keeping household air fresh under normal conditions. All of lifestyle
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epidemiology must be viewed with skepticism, but compare if you wish, the “scientists’”

own results regarding cooking fumes, to the ETS results you’ll see on tables below. If

secondhand smoke kills, cooking breakfast must equate to a thermonuclear attack.

There is, in the real world as opposed to the dream world of statistically maddened

fanatics, no such thing as a 1.19 relative risk, or anything like it. The ETS studies shown

below reported on lung cancer patient groups ranging in size from a handful to a few

hundred. Whether taken individually or collectively, and despite the very clear bias in the

presentation of most of these studies, they suggest nothing. Lifestyle epidemiology does

not have the power to suggest decimal risks. It does not have the power to suggest whole

number risks with any remote accuracy.

Specific criticisms, widely voiced, of ETS lung cancer studies and meta-analyses have

included the following:

1. Nothing was measured. As with our Doctor Who study the data comes from subjects’

responses to interviews or on questionnaires. Two examples of original study

questionnaires are included amongst appendices to this paper. Lung cancer patients are

typically geriatric. Expecting precise memory of other persons’ smoking in specific and

varied periods dating back to childhood is essentially ridiculous. Likewise, there is

generally no context, e.g. the size of a house one might have lived in decades previously,

or whether it was well or poorly ventilated. Even when roughly accurate the subjects’

memories cannot provide any  precise or scientifically valuable index of exposure.

2. Smoker misclassification: smokers may deny smoking, particularly when diagnosed with

lung cancer, therefore will be classified as never smokers. Even a small number of smokers,

given the real risk of active smoking relative to lung cancer, if classified as never smokers,

would throw off results enormously. Some studies try to adjust for this possibility. There

is no sound basis for estimating how so to adjust. Most study authors simply ignore the

question.

3. Publication bias has been previously described. It presents another question, pertinent

to meta-analyses, which is usually simply ignored. Occasional attempts to adjust for this

question – just as it is with smoker misclassification – have no sound basis. One cannot

adjust for phantoms. They may well be there, but the exact shape of them, one cannot

know.

4. Also specifically regarding meta-analyses, the ETS studies are by no means uniform, in
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terms of classifying by age or place of exposure, or extent of exposure, or in presentation

of data. They may show cell counts. They may not. Their results may be adjusted or may

not be adjusted. If adjusted, the fashion of adjustment may be for one set of factors, or

another altogether different set of factors, and this may be clearly delineated, or virtually

not at all delineated. Some studies are quite detailed and may run to dozens or hundreds

of pages. Others are no more than a paragraph or two. Most were published, but others are

only available as poorly copied manuscripts, prepared by students of statistics. Meta-

analysts are faced with trying to fit infinitely shaped results into one slot; they do so by

whittling edges. Meta-analyses are attempts to build houses with mulch. They may serve

the purposes of propagandists but cannot stand up to a single breath of scrutiny.  

These criticisms, especially number 1, are enough in themselves to destroy any credibility

for ETS studies, never mind, of a decimal accuracy of ETS studies. For further perspective

we can do well to look at some results regarding active smoking, for ever smokers, from

studies of recent years. Here we have a relatively clear case of a statistical association. Take

a look at how accurate the active smoking studies are, all approaching the very same

question, in essentially the same way.

What  is an ever smoker’s relative risk of lung cancer? You have to look at a whole lot of

research to get even a general idea of what the whole number risk may be, and with these

active smoking studies you have to consider region, as well, and as we have described. We

provide six examples below, three from the West, and three from the East.

Table design for study results is the same in this section as for the previous section of this

essay and the same scheme of abbreviation is used. Citations for these six studies are:

Wang, YC: “p53 Codon 72 Polymorphism in Taiwanese Lung Cancer Patients: Association

with Lung Cancer Susceptibility and Prognosis”: 1999: Clinical Cancer Research; 5; 129-134

Chan-Yeung, M: “Risk Factors Associated with Lung Cancer in Hong Kong”: 2003: Lung

Cancer; 40; 131-140

Franco-Marina, F: “Role of Active and Passive Smoking on Lung Cancer Etiology in Mexico

City”: 2006: Salud Publica de Mexico; 28; 3 (supplement)

Rylander, R: “Lung Cancer Risks in Relation To Vegetable and Fruit Consumption and

Smoking”: 2006: International Journal of Lung Cancer; 118; 739-743
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Khurana, V: “Statins Reduce the Risk of Lung Cancer in Humans: A Large Case-control

Study of US Veterans”: 2007: Chest; 131; 1282-1288

Yun, B: “Sequence Variations in DNA Gene XPC Is Associated with Lung Cancer Risk in

a Chinese Population: A Case-control Study”: 2007: BMC Cancer; 7; 81; 31 pages

Principal

Author

Year Location Sex Relative

Risk

Confidence Interval Comments

Wang, Y-C 1999 Taiwan M&F 1.54 0.89-2.66 T 1.

Chan-Yeung 2003 Hong Kong M&F 3.78 1.11-12.92 T 2.

Franco-Marina 2006 Mexico M&F 4.00 2.90-5.50 T 2.

Rylander 2006 Sweden M&F 7.17 6.34-8.48 T 1 cell counts:
(487/49/532/384)

Khurana 2007 United States M&F 2.13 1.98-2.30 T 1.

Yun 2007 China M&F 2.08 1.72-2.50 T 4 cell counts:
(670/297/513/472)

So this is the clearest case in the statistical canon of a link with lung cancer, and what,

would you say, is the RR for ever smokers? Two maybe? Would you say seven? Something

roughly in between? Or would you call it 1.19 or 2.19 or 3.19 or 4.19 or 5.19 or 6.19 or 7.19?

Or do the confidence intervals suggest the answer is really something less than one or

closer to thirteen? Would you then call it, say 0.19, or 13.19? Does lifestyle epidemiology

really have decimal accuracy? The cultists say so. Do you agree with them?

The cultists say so when it pleases them to say so. In 1992 the EPA decreed, based on its

1.19 RR finding with the jiggered confidence interval, that ETS merited classification as a

Class A Carcinogen, or “known cause” of lung cancer, the highest risk classification in the

EPA’s armament. Also in the early nineteen-nineties the EPA had declined to classify

electromagnetic radiation as a known (Class A) or even as a suspected (Class B) cause of

cancer. Its rationale for that decision? That studies’ RR results did not consistently exceed

the whole number 3.

In biostatistics dealing with common lifestyle factors, consistent results over many studies

are necessary for providing any inference, and relative risks below five are always very iffy.

Those below two are absolutely meaningless; positive decimals mean nothing. The

“authorities” ignore this when it suits them. They tell the public to ignore it when they wish

to sway the public as it suits them. But they know it. The most prominent among them

have said they know it. For example:
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Professor James Enstrom, epidemiologist with the University of California at Los Angeles,

regarding infinitesimal risks such as those claimed for ETS: “You’re talking about ratios so

close to 1.0 that it’s really beyond the realm of epidemiology.”

Professor Julian Peto of the International Agency for Research on Cancer: “Small

associations below 2.0 may be beyond the limits of reliable epidemiological inference.”

The US National Cancer Institute: “In epidemiological research, relative risks of less than

2 are considered small and are usually difficult to interpret. Such increases may be due to

chance, statistical bias, or effects of confounding factors that are sometimes not evident.”

The World Health Organization: “Relative risks of 2.0 may readily reflect some uperceived

bias or confounding factor, those over 5.0 are unlikely to do so.”

Doctor Sir Richard Doll of Oxford stated that “when relative risk lies between 1 and 2 ...

problems of interpretation may become acute, and it may be extremely difficult to

disentangle the various contributions of biased information, confounding of two or more

factors, and cause and effect.”

New England Journal of Medicine editor Doctor Marcia Angell: “As a general rule of thumb,

we are looking for a relative risk of 3 or more before accepting a paper for publication.”

Doctor Robert Temple, Director of Drug Evaluation, US Food and Drug Administration:

“My basic rule is if the relative risk isn’t 3 or 4, forget it.”

Looking at RR results for active smoking and lung cancer, as with examples above, and

looking at biostatistics generally, makes the vast imprecision of lifestyle epidemiology

obvious to any thinking person. Epidemiologists make themselves patently ridiculous

when they pretend that ETS presents any credible risk for any medical condition

whatsoever.

As mentioned, in pooling study results for compendia such as the 1992 EPA report and

Hackshaw’s 1997 publication, the compilers will assess studies’ background data when

such is available, and will “whittle”or alter some original RR results on various bases, in

an attempt to provide a level of consistency for the stew they are creating. Some other

study results, presented in original reports without background data, get put into the stew

just as they are, into whatever category they come closest to fitting, and in whatever state

of adjustment (or lack of adjustment) they may have had originally, regardless of whether
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this has any consistency with the general concoction being presented.

For presentation here, study results are placed, as best they fit, onto tables representing five

general categories: ETS exposure in childhood at home, beyond the childhood years at

home, in the workplace, in social settings such as bars and restaurants, and (a smaller

collection) in travel settings such as cars, planes, and trains. As with previous study result

tables above, wherever practicable, results are reported according as data was originally

published, with indication provided as to where the pertinent data appeared within

original publications.

The original studies are inconsistent with each other in multifarious ways and one cannot

generalize an overall exposed / not exposed category. As appropriate, and as with previous

tables here, one or two results from each study, on each table for which they pertain, are

provided. Dual results are categorized typically as representing lowest and highest results

pertaining (a simple minimum and maximum), or by lower and higher exposure level

findings, or by longer and shorter duration of exposure, or otherwise as discussed in

Comments for individual entries.

Where necessary for clarity, or where results have been corrected or revised since their

original publication, secondary sources consulted for results tabulated are referenced in

Comments section. Confidence intervals are reported as they were published. The great

majority are at the 95% level with a minority at a 90% level.

As we have discussed, it was long held as established that smoking was not related to the

adenocarcinoma histological type of lung cancer. More recent contention that smoking has

some effect on adenocarcinoma risk would seem to be nothing more than an artifact of

generally increasing diagnostic bias regarding lung cancer. Adenocarcinoma is the most

common type of lung cancer amongst never smokers. It accounts for an estimated 70% of

all lung cancer amongst never smokers.

As the famous British doctor and medical writer James LeFanu has noted: “Passive

smoking cannot conceivably cause lung cancer.” He ridicules the notion “that it allegedly

causes a type of cancer in non-smokers, adenocarcinoma, known not to be related to

smoking.”

“ETS kills” propagandists have tried to explain this away with the argument that smokers

breathe smoke only shallowly into the lungs while people breathe generally deeply into

the lungs, therefore ETS is breathed in to the deeper portions of the lung where
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adenocarcinoma characteristically is located, therefore ETS causes adenocarcinoma.

This ignores, of course, that unless non-smokers spend most of their time sitting in

smokers’ laps, it is the smokers themselves who are most exposed to ETS, so if ETS

“causes” adenocarcinoma it should always have been “causing” it in smokers. The

propagandists’ argument, in other words, assumes that smokers only smoke, and do not

breathe. It assumes that smokers are only smokers and not human beings. Naturally, the

cultists would think that, wouldn’t they? They always do.

There have been two reactions to this adenocarcinoma stumbling block amongst lifestyle

epidemiologists. Some of the earlier researchers eliminated some or all adenocarcinoma

patients from their studies. Others have sought to reinforce the usual argument, essentially

that people breathe while smokers don’t, by limiting their choice of study subjects

exclusively to never-smokers with adenocarcinoma.

ETS lifestyle epidemiology is a farce on any basis, but in reflection of this particular issue,

following on our five general exposure tables below, we recapitulate the adenocarcinoma-

only results collectively on a sixth chart.

Five among the studies presented require some explanation in advance.

***********************************************

Hirayama 1981-1984:

Takeshi Hirayama (1927-1995) began his large long-term study of Japanese smoking in 1965

and published numerous reports on his work into the 1990s. He presented his current

findings on active smoking as a lecturer at the World Health Organization’s 1975 World

Conference on Smoking and Health, and picked up the gauntlet Conference Chairman Sir

George Godber threw, by subsequently creating the very first passive smoking figures.

Hirayama's final ETS reports came in 1984 but publication of his preliminary ETS findings

in 1981 initiated the kinds of mainstream press headlines Sir George had sought. The 1981

advance publication stated generally, "The relative risk of developing lung cancer by

passive smoking was about 1.8 compared with about 3.8 in direct smokers." For "direct" or

active smokers Hirayama's research ultimately resulted in relative risk reports of 3.76 for

males and 2.03 for females (as reported, without confidence intervals, on Table 4.2 within

Chapter 4 of US EPA 1992).
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The final 1984 ETS results were, for males, 2.25 (1.19-4.22), and for females, 1.45 (1.04-2.02).

The staggering implausibility of ETS figures which rival or exceed actual smoking risks

researched by Hirayama for the same study population was blindly ignored by the press

in general. It still is ignored generally.

Hirayama’s 1981 publication was, as one would expect, greeted by tobacco abolitionists as

if it were the finding of the Holy Grail, and so of course, they retain a great affection for it.

Hirayama’s remains the ETS study most often cited by tobacco control activists. As such,

the study has generally been given absolution for not being a study of never smokers

exposed to ETS, and has been included in subsequent compendia.

For that reason we include results from Hirayama’s research on our tables, but give notice

which previous compilers have neglected, that this is not a study of never smoking lung

cancer cases. Hirayama accepted subjects who were long term smokers for ETS analysis.

His criterion was only that they did not smoke daily.

Trichopoulos 1981-1983-1984

Patients with the adenocarcinoma types of lung cancer were excluded from this study on

the basis that, since the authors considered active smoking unrelated to those types, they

likewise reasoned that ETS could not be so related. 

The situation with the Trichopoulos study is similar as with that of the Hirayama study

cited above. Its preliminary results were published shortly after Hirayama’s in 1981 and

were greeted by abolitionists as a sort of second coming of fondest hopes.

The adoration of the Trichopoulos study by tobacco control activists also has held fast over

the years, so this study has been given similar absolution as does Hirayama’s, for not being

a study of never smokers.

As with the Hirayama study, we include the Trichopoulos study on our tables, because

previous compilers have done so in reflection of the affection for this study amongst

smoker pogrom enthusiasts, but we give notice generally neglected by others, that this is

not a study of never smokers.

Trichopoulos studied what he called non-smokers, these being defined as persons who had

not smoked within twenty years of lung cancer diagnosis. This definition would have

included habitual long-term smokers.
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According to age charts in the longer 1981 version of this report the average age of cases

was sixty-two, the vast majority of all patients were beyond fifty, and more than a quarter

are categorized in the highest bracket of seventy and beyond. With smoking initiation in

the teen years being common, "non-smokers" as defined would in some cases likely have

had substantial smoking habits lasting up to about four decades.

Apart from that there is much about the Trichopoulos study that confuses. The original

publications do not provide any clear indication of precise relative risk. As variously

published, its data does not in some respects correspond logically, or make any clear sense.

Reference to outside sources is necessary to clarify.

Trichopoulos published originally in 1981 with an addendum appearing in 1983. Data was

corrected in 1984 via "personal communication from Trichopoulos" (see US Surgeon

General’s Report of 1986 pg. 78 and US EPA report of 1992 pg. 5-43).

The 1983 report is brief, and includes more patients, but is similar in its reports, and in its

obscurity, to the 1981 original. No confidence intervals are provided relative to ETS.

Textual reports are muddled. Statistical significance is indicated for trends in exposure

ranges listing relative risks of anywhere from 1.3 up to 3.4 in the two published reports (an

unexplained spousal ex-smoker category also enters in this) but statistical significance or

insignificance is never designated textually or otherwise for any individual ETS-related

figure.

An overall RR of 2.4 from ETS is also given in the 1981 report, but this apparently applies

to all smoking categories (including "current"), rather than to the “non-smoker” class

specifically, while again statistical significance is not remarked upon. Furthering confusion,

Trichopoulos reports a very similar relative risk based on his study's data (2.9 within CI

1.3-6.8) for active smoking, independently of his ETS results. 

In short, "smokers" and "non-smokers" are nearly indistinguished in the early publications

while all else is hazily defined at best, and as this story progresses from 1984, things

actually get more confused.

Based on the 1984 personally communicated corrections, US EPA 1992 (Table 5-11)

computes low to high exposure RR range for ETS among "non-smokers" as being between

1.95 (CI  1.13-3.36) and 2.55 (CI  1.31-4.93), while SGR 1986 (Table 9) had reported the 1984

corrected range as between 1.9 (CI  0.9-3.7) and 2.5 (CI  1.7-3.8). British biostatistician Peter

N. Lee has computed an overall RR of 2.08 with a 95% confidence interval of 1.20-3.59
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which we tabulate here.

Trichopoulos's 1984 data corrections are specifically cited in both the EPA and SG reports

but are nowhere specifically described. Through comparison of the 1981-1992 published

sources one can clearly deduce that parts of the 1983 report were misprinted (but never

retracted in the Lancet) yet this still does not make the secondary report disparities

comprehensible.

Various interpretations of Trichopoulos's evidently verbally reported but unpublished

corrections may have been made by various parties at EPA and the Surgeon General's

Department of Public Health. Nothing is clear about the Trichopoulos reports.

Since publication of this famous study Dimitrios Trichopoulos has advanced from the

University of Athens to Harvard. He became the Director of the Department of Hygiene

and Epidemiology at the Harvard School of Public Health in 1989 and still holds that post

as of 2012.

Humble 1987:

Charles G. Humble reported ETS findings pertaining both to males and to females in his

1987 publication. He mentioned only generally in his original report that four of his total

28 never smoker cases had been found out as smokers subsequently to their original

interviews but Humble published results for all 28 despite this. The situation was clarified

years later.

In section A.4.14.3 Comments of the EPA’s December 1992 ETS report  we read in reference

to Humble’s study: “The ETS subjects (never-smokers) include 20 (4) female (male) [i.e. 20

female and 4 male] cases ... (the article reports 8 male cases, the number used in much of

the analysis, but 4 of those 8 were found to be smokers, personal communication from

Humble).”

Therefore, fully half of the males reported on in Humble’s original report were smokers

misrepresented as never smokers. We follow the example of subsequent compilers in

reporting Humble’s results only for females.

Schoenberg 1989:

Janet Schoenberg’s 1989 study had a focus on radon exposure and has been cited in
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subsequent literature on radon with regard to lung cancer. Schoenberg also did an analysis

of ETS with regard to lung cancer in an addendum to her main report. This ETS data has

been overlooked by subsequent compilers. A copy (nearly complete) of this study is

included amongst appendices to this paper.

Schoenberg’s study was performed in the US state of New Jersey, under the auspices of the

state’s Department of Health, and with funding from the US National Cancer Institute. The

ETS data is specific to never-smoking lung cancer cases and includes textual reports

reflecting childhood and adulthood exposure as well as cell counts and RR computations

specific to exposure of never smoking women to smoking by their husbands.

We provide Schoenberg’s results on our tables based on her textual reports, and specifically

for spouse-related exposure as Schoenberg delineated them, according to whether the

husband smoked cigars or a pipe (RR 0.52 within CI 0.22-1.30) or cigarettes (RR 1.20 within

CI 0.75-1.80). Table B2 cell counts (73/43/303/196) can also be computed to an overall result

for any form of smoking by the husband of 1.10 within CI 0.72-1.67.

With results reported for 116 never-smoking lung cancer cases the 1989 Schoenberg ETS

study represented one of the larger such studies of the time. Had it been known of by the

1992 EPA authors, the spouse-related data would have qualified for their meta-analysis,

and would have had a marginal effect in depressing the EPA’s final result.

Wang, S. 1996:

On page 6 of 7 in Sheng-yong Wang’s study there is discussion of never smokers and

nonsmokers in which an ETS-related relative risk of 2.5 (CI 1.3-5.1) is mentioned. Previous

compilers have evidently taken this to represent a unique computation specific to never

smokers. We therefore follow precedent in including the finding on our table. However,

the finding does not actually appear to be specific to never smokers. Rather, it seems more

likely and simply to be an application to nonsmokers of Wang’s Table Two ETS result

(shown there as 2.54, P < 0.05) for all study subjects including smokers.

***********************************************

Review of the corpus of ETS studies leaves one in awe of the power of propaganda. The

tobacco control establishment has created enormous damage to society out of pure dross.

The ETS studies are perfectly consistent in suggesting absolutely nothing. They are rife

with reverse dose responses (more exposure creates less risk), with “statistical

insignificance”, and with plain defiance of common sense.
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In the previous section of this paper, we saw some of the very worst of lifestyle

epidemiology, and there is much more of the worst to come on tables below. The

debasement of the reputation of science by lifestyle epidemiologists has produced scathing

criticism from distinguished critics, and even a few mea culpae from within the debased

profession itself, such as:

Doctor Charles Hennekens, Professor of Epidemiology, Harvard School of Public Health:

"Epidemiology is a crude and inexact science ... We tend to overstate findings, either

because we want attention or more grant money."

Doctor Dimitrios Trichopoulos, Director of the Department of Epidemiology, Harvard

School of Public Health: "We are fast becoming a nuisance to society … People don't take

us seriously anymore, and when they do take us seriously, we may unintentionally do

more harm than good."

Epidemiologic icon Sir Richard Doll, on BBC radio, admitted, "The effects of other people

smoking in my presence is so small it doesn't worry me."

Doctor Gio Gori has never saluted the flag of fanaticism. He summed up the pseudo-

scientific research promoting what he calls “the ETS fraud” most aptly, in noting, “The

emperor is stark naked.”  

The most comprehensive and up-to-date accounting of never smoker studies relating to

lung cancer is that researched for the tobacco industry by British biostatistician Peter N.

Lee. Lee’s document “Epidemiological Evidence on Environmental Tobacco Smoke and

Lung Cancer” (which, when referenced on tables below, shall be called the “P.N. Lee

compendium”) includes publishing citations for nearly all studies included on our tables,

and also accounts for other studies, which may mention ETS in relation to lung cancer, but

which do not report on never smokers, or are otherwise specifically deficient, or simply

redundant of other publications. The most recent edition of this document (published in

December of 2011) may be accessed at: 

http://www.pnlee.co.uk/documents/refs/lee2011S.pdf

Publication citations for five additional never smoker ETS/lung cancer studies, which have

not appeared in previous compilations, but which appear on our tables below, are as

follows:

Schoenberg, J: “A Case-Control Study of Radon and Lung Cancer Among New Jersey
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Women”: August, 1989, publication of the New Jersey State Department of Health, Division

of Epidemiology and Disease Control, Division of Occupational and Environmental Health.

Neuberger, J: “Risk Factors for Lung Cancer in Iowa Women: Implications for Prevention”:

2006: Cancer Detection and Prevention; 30(2); 158-167

Pandey, A: “Lifetime Environmental Exposure to Tobacco Smoke and Primary Lung

Cancer of Non-smoking Women in [a] Developing Country”: 2008: Epidemiology; 19; 6; p

S359

Wang, X: “The roles of smoking and cooking emissions in lung cancer risk among Chinese

women in Hong Kong”: 2009: Annals of Oncology; 20: 746–751

Kiyohara, C.: “Methylenetetrahydrofolate reductase polymorphisms and interaction with

smoking and alcohol consumption in lung cancer risk: a case-control study in a Japanese

population”: 2011: BMC Cancer; 11:459; 10 pages 

Tables of study results are preceded by an itemization of studies included, 94 in all, listed

by size according to the number of never smoker lung cancer patients studied.

   Principal Author    Year Total

Males

Total

Females
        Study Type Total Number of Never-

smoking Lung Cancer

Patients Studied

94) Butler 1988 None 8 Cohort 8

93) Hole 1989 3 6 Cohort 9

92) Brownson (87) 1987 None 19 Case / Control 19

91) Humble 1987 None 20 Case / Control 20

90) deWaard 1995 None 23 Case / Control 23

89) Nishino 2001 None 24 Cohort 24

88) Inoue 1988 None 28 Case / Control 28

87) Wu 1985 None 29 Case / Control 29

86) Gallegos-Arreola* 2008 19 13 Case/Control 32

85) Svensson 1989 None 34 Case / Control 34

84) Speizer 1999 None 35 Cohort 35

83) Correa 1983 8 28 Case / Control 36

82) Liu, Q. 1993 None 38 Case / Control 38
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81) Auvinen* 1996-98 41 3 Case / Control 44

80) Lee, P. 1986 15 32 Case / Control 47

79) Rylander 2006 18 31 Case / Control 49

78) Buffler 1984 11 41 Case / Control 52

77) Geng 1988 None 54 Case / Control 54

76) Liu, Z. 1991 None 54 Case / Control 54

75) Rachtan 2002 None 54 Case / Control 54

74) Neuberger 2006 None 56 Case/Control 56

73) Rapiti 1999 17 41 Case / Control 58

72) Vineis* 2005 17 42 Cohort 59

71) Lam, W. 1985 None 60 Case / Control 60

70) Layard 1994 21 39 Case / Control 60

69) Pershagen 1987 None 67 Case/Control 67

68) Shen 1998 None 70 Case / Control 70

67) Boffetta (99) 1999 4 66 Case / Control 70

66) Johnson 2001 None 71 Case / Control 71

65) Du 1993-96 None 75 Case / Control 75

64) Trichopoulos 1981-84 None 77 Case / Control 77  (current non-smokers)

63) Kabat (84) 1984 25 53 Case / Control 78

62) Jee 1999 None 79 Cohort 79

61) Hosseini 2010 26 55 Case / Control 81

60) Wang, S. 1996 None 82 Case / Control 82 (all smoking categories)

59) Chan 1982 None 84 Case / Control 84

58) Zatloukal 2003 None 84 Case / Control 84

57) Koo 1984-87 None 88 Case / Control 88

56) Choi 1989 13 75 Case / Control 88

55) Shimizu 1988 None 90 Case / Control 90

54) Kalandidi 1990 None 90 Case / Control 90

53) Franco-Marina 2006-09 22 72 Case / Control 94

52) Zheng 1997 25 69 Case / Control 94

51) Chuang* 2011 12 86 Cohort 98
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50) Dalager 1986 29 70 Case/Control 99

49) Wen 2006 None 106 Cohort 106

48) Kurahashi 2008 None 109 Cohort 109

47) Kabat (95) 1995 41 69 Case / Control 110

46) Akiba 1986 19 94 Case / Control 113

45) Schoenberg 1989 None 116 Case/Control 116

44) Sobue 1990 None 120 Case / Control 120

43) Malats 2000 17 105 Case / Control 122

42) Kreuzer 2000-04 23 100 Case / Control 123

41) Tse 2009 132 None Case / Control 132

40) Garfinkel (85) 1985 None 134 Case / Control 134

39) Hill (B) 2007 111 123 Cohort 134

38) Wang, T. 1996 None 135 Case / Control 135

37) Asomaning 2008 56 82 Case / Control 138

36) Jiang 2010 47 98 Case / Control 145

35) Hill (A) 2007 84 63 Cohort 147

34) Garfinkel (81) 1981 None 153 Cohort 153

33) Kiyohara* 2011 95 58 Case/Control 153

32) Zhang 2007 None 155 Cohort 155

31) Brenner 2010 46 110 Case/Control 156

30) Fang 2006 None 157 Case/Control 157

29) Zaridze 1998 None 189 Case / Control 189

28) Janerich 1990 45 146 Case / Control 191

27) Gorlova 2006 63 130 Case / Control 193

26) Lam, T. 1987 None 199 Case / Control 199

25) Seow 2002 None 176 Case / Control 176

24) Yu 2006 None 200 Case / Control 200

23) Stockwell 1992 None 210 Case / Control 210

22) Olivio-Marston* 2009 71 146 Case/Control 217

21) Ohno 2002 None 224 Case / Control 224

20) Liang 2009 None 226 Case/Control 226



132

19) Sun 1996 None 230 Case / Control 230

18) Wang, L. 2000 33 200 Case / Control 233

17) Gao 1987 None 246 Case / Control 246

16) Enstrom 2003 79 177 Cohort 256

15) Schwartz 1996 72 185 Case / Control 257

14) Hirayama 1981-84 64 200 Cohort 264 (never smoked daily)

13) Lee, C. 2000 None 268 Case / Control 268

12) Pandey 2008 None 268 Case / Control 268

11) Wang, X. 2009 None 279 Case / Control 279

10) Yang* 2008 151 134 Case / Control 285

9) McGhee 2005 145 179 Case / Control 324

8) Cardenas 1994-97 116 246 Cohort 362

7) Wu-Williams 1990 None 417 Case / Control 417

6) Brownson (92) 1992 None 431 Case / Control 431

5) Lagarde 2001 191 242 Case / Control 433

4) Lo 2010 123 339 Case / Control 462

3) Zhong 1999 None 504 Case / Control 504

2) Boffetta (98) 1998 141 509 Case / Control 650

1) Fontham 1994 None 653 Case / Control 653

* Specific male/female numerical breakdown for never-smokers was not provided in original study.
Male/female breakdown is here represented as an approximation based on percentages reported for
study’s total patient population which included both smokers and never smokers.

ETS EXPOSURE AT HOME (SPECIFIC TO CHILDHOOD)

Principal

Author

Year Location Sex Base

Relative

Risk(s)

Confidence Interval(s) Comments

Correa 1983 United States M&F NR NR [P 2 of 3].

Garfinkel (85) 1985 United States F 0.91 0.58-1.42* Comments extended
below.

Garfinkel (85) Comments: RR shown is from Page 4 of 7. All of the confidence intervals shown in Lawrence
Garfinkel’s 1985 study are miscalculated and invalid (see retraction letter by A. Judson Wells and S. Jane Henley,
Journal of the National Cancer Institute 1997; 89; 821-822). * Corrected CI shown here is from the P.N. Lee
compendium. 
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Wu 1985 United States F 0.60 0.20-1.70 [P 2 of 5]. In Wu’s
study, reports for
n e v e r - s m o k i n g
subjects relate only to
the adenocarcinoma
type of lung cancer
rather than to all lung
cancer.

Akiba 1986 Japan M&F NR NR [P 3 of 4].

Dalager 1986 United States M&F NR NR [P 2 of 4]. Dalager
does not provide
ca tego ry -spec i f i c
figures while reporting
no significant risk from
exposure at home in
chi ldhood and/or
adulthood.

Gao 1987 China F 1.10 0.70-1.70 [P 2 of 6].

Koo 1984-
1987

Hong Kong F 2.07 0.51-95.17 [1987 T 2]. Comments
extended below.

Koo (87) Comments: Note that 2.07 is the RR report for childhood exposure only. This same study (as tabulated on
adulthood chart below) also records an RR for ETS exposure throughout childhood and adulthood as 0.64 (CI  0.57-
5.85). Don’t just look at the ludicrous contradiction of the base RR figures though. Also note the two vast “confidence”
intervals. Start with the blue CI within these comments, suggesting something like half the risk as for a non-exposed

person (0.57 vs. 1.00), or is it about six times the risk (5.85), then keep going, look up to the charted blue CI, see the
risk newly further below the norm (0.51) or, wait a minute now, is it (95.17) nearly a hundred times the norm? (This

would translate to at least a 200% chance, in other words a cosmic certainty, of contracting lung cancer from ETS.)
Bear in mind the mantral contention that the lung cancer risk from ETS exposure is fractionally above 1.00. You will
see many comically wide confidence intervals in ETS studies to follow. Error in computation or typography is
inferentially indicated in this case, but no correction apparently ever was made by the authors or publishers, which
reflects the plain shoddiness evident in much so-called “peer reviewed” and “authoritative” lifestyle epidemiology. In
a general context, and we dare say at a minimum, common sense tells us a CI range that so much as halves or
doubles its base RR is enough by itself utterly to extinguish all credibility. A coin flip would be as accurate. In fact most
items on these charts cannot even pass the heads or tails test, but as you move along here, keep an eye out for extra-
wide confidence intervals. They are among the more prominent holes that shine the light through rotten apple
statistics.

Pershagen 1987 Sweden F 1.00 0.40-2.30 [T 5].

Geng 1988 China F NR NR [P 2 of 4].

Schoenberg 1989 United States F NR NR [Text throughout, T
B 2 ,  T  B 6 ] .
Schoenberg does not
provide category-
specific figures while
reporting no significant
risk for never smokers
from exposure at
home in childhood
and/or adulthood.

Svensson 1989 Sweden F
F

3.30
0.90

0.50-18.80 (mother)

0.40-2.30 (father)

[T 7]. Did you notice
the confidence interval
accompanying the
motherly figure? We
told you to watch for
that didn’t we?
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Janerich 1990 United States M&F
M&F

1.09

2.07

0.68-1.73 (low duration)
1.16-3.68 (high duration)

[T 2].

Sobue 1990 Japan F
F

1.71

0.60

0.95-3.10 (mother)

0.40-0.91 (father)

[P 4 of 12, T 2].

Brownson (92) 1992 United States F
F

0.50
0.80

0.20-0.80 (minimum)

0.50-1.40 (maximum)

[T 1].

Stockwell 1992 United States F
F

1.60
1.20

0.60-4.30 (mother)

0.60-2.30 (father)

[T 2].

Fontham 1994 United States F
F

0.99
0.88

0.73-1.35 (low duration)
0.67-1.16 (high duration)

[T 5].

Kabat (95) 1995 United States M
F

0.90
1.55

0.43-1.89
0.95-2.79

[T 2].

Sun 1996 China F 2.29 1.56-3.37 The Sun study has
only been published
as a single-paragraph
abstract. Comments
extended below.

Sun Comments: The Xei-wi Sun study has only been published as a single-paragraph abstract and presents a
conflicting hodge-podge of results with minimal descriptive detail. For these charts we have tabulated best-appropriate
results by category from the confusing and conflicting array of results mentioned in the brief and poorly presented
original publication. Some of the results displayed in the report explicitly relate only to subgroups with compounded
category exposures, these results omitting single-category exposure respondents, while other results rearrange
category focus, in some cases explicitly omitting compounded exposures: in short, Sun tends for the most part to
display small portions of his data picture while neglecting the wider view. Charted childhood result is presented here
by virtue of general pertinence to the childhood category, although it is not clear whether this may be an overall
computation, or alternatively may refer to subgroup computation contingent on specific inclusion or exclusion of
exposures in categories other than childhood. The short piece is simply unclear on this and other points, while relating
both significant and insignificant results, interpretable as pertaining to various or multiple exposure categories, and
conflicting in import. For example, with specific regard to household exposure, evidently related to whole lifetime and
specifically absent workplace exposure, Sun textually reports no significant risk, and for the specific workplace
computation, which excludes household exposure, Sun also reports insignificant findings. On the other hand some
explicitly combined-category analyses relating to home and workplace exposure, and others which seemingly may
refer somehow or other to home and/or workplace, with specific inclusions or exclusions left undefined, are reported
as producing significant results. Sun furthermore reports conflicting dose response results in text, while only displaying
one (negative) dose response with numbers, this being relative to spousal exposure. Textually, Sun suggests that
“long-term” ETS exposure may increase lung cancer risk, while complaining that previous studies produced
“inconsistent data,” a description well-befitting his own perplexingly bouncing reports.  

Wang, T. 1996 China F 0.91 0.55-1.49 [T 1]. Figures shown
are from unadjusted
analyses. Adjusted
f igures  are  not
specified although
Wang states his
conclusion that lung
cancer is not related
to ETS exposure from
any reported exposure
in childhood and/or
adulthood as based
on the confirmation of
his adjusted analyses.



135

Boffetta (98) 1998 Europe M&F
M&F

0.78

0.81

0.64-0.96 (test 1)

0.66-0.99 (test 2)

[Figure 1]. Comments
extended below.

Boffetta (98) Comments: Paolo Boffetta’s 1998 study was based on reports from numerous European centers.
Methods of apportioning cases and controls were inconsistent between centers. Boffetta provides two tests for this
result, the first a general reconciliation of data, the second reflecting specific standards of case/control matching.

Zaridze 1998 Russia F 0.92 0.64-1.32 [T 3]. Responses were
collected regarding
both parents but only
results referent to
father’s smoking,
shown here, are
reported.

Boffetta (99) 1999 Europe M&F
M&F

1.00

0.30

0.40-2.40 (low duration)
0.10-0.90 (high duration)

[T 2]. This study was
of patients with the
adenocarcinoma form

of lung cancer only. 

Rapiti 1999 India M&F
M&F

1.30

12.00

0.50-3.50 (minimum)

4.20-34.00 (maximum)

[T 2]. Are you still
w a t c h i n g  t h e
“confidence” intervals?
Is it half? Is it

3,400%? Don’t forget
to laugh.

Speizer 1999 United States F NR NR [PP 4, 6  of 8]. Speizer
does not provide
ca tego r y -spec i f i c
figures while reporting
no significant risk
based  on  da ta
collected for childhood
a n d  a d u l t h o o d
exposures.

Zhong 1999 China F
F

0.90
0.90

0.50-1.80 (low duration)
0.50-1.90 (high duration)

[T 3].

Lee, C. 2000 Taiwan F
F

0.90

1.70

0.30-3.10 (mother)

1.10-2.60 (father)

[T 3].

Wang, L. 2000 China M&F 1.52 1.10-2.20 [T 2].

Johnson 2001 Canada F 0.54 0.10-2.70 [T 2].

Ohno 2002 Japan F NR NR [P 3 of 12, T 5].
Comments extended
below.

Ohno Comments: Yoshiyuki Ohno provides two tests of each result on a stratified list of specific early life exposures
ranging from young childhood through adolescence, none of which are generally applicable, and results for all but

one of which are statistically insignificant. The single statistically significant result of RR 0.65 within CI 0.47-0.91

applies with amusing specificity to smoking by the father during the child’s high school years. 

Rachtan 2002 Poland F 2.53 1.45-4.41 [T 3].
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Zatloukal 2003 Czechoslovakia F
F

1.35

2.10

0.75-2.45 (minimum)

1.02-4.33 (maximum)

[T 3]. The 1.35 RR
r e l a t e s  t o
adenocarcinoma and

the 2.10 to the other
three major types
(squamous, large, and
small cell.) Zatloukal
does not provide
result for lung cancer
generically but this is
computed in P.N. Lee

compendium as 1.61

within CI 1.01-2.57.

Kreuzer 2000-
2001-
2002-
2004

Germany M
F

0.97
0.90

0.40-2.30
0.50-1.40

Kreuzer published
data between 2000
and 2002 which
overlapped with the
Boffetta 1998 data.
Kreuzer’s unique data,
reflected here, was
first published in Table

2.6 of the 2004
monog r aphs  o n
c a r c i n o g e n e s i s
(Volume 83) of the
International Agency
for Research on
Cancer.

Vineis 2005 Europe M&F
M&F

1.08

3.63

0.45-2.59 (low exposure)
1.19-11.11 (high exposure)

[T 4].

Neuberger 2006 United States F NR NR [Sections 2,3 and 4 of
text, T 1.] Comments
extended below.  

Neuberger Comments: John Neuberger reports both statistically significant and statistically insignificant childhood
at home and adulthood home and/or workplace exposure RR figures below nullity for larger case group and textually
reports no risk for never-smokers specifically but does not provide separate calculations exclusive to never-smokers.

Wen 2006 China F 0.21 0.03-1.61 [T 4].

Yu 2006 Hong Kong F NR NR [PP 1 through 4 of 7].
Yu does not provide
ca tego ry -spec i f i c
figures while reporting
no significant risk from
lifetime exposure in
chi ldhood and/or
adulthood at home
and/or at work.

Zhang 2007 Japan F NR NR [Text throughout, T1].
Comments extended
below.

Zhang Comments: Yawei Zhang, who queried patients regarding their whole lifetimes, reports that: “The percentage
reporting ever exposure to passive smoking at home and/or work was lower in lung cancer patients than in the cohort”
without providing specific calculation or category-specific data. The RR is calculable by cell count division from Table
One data [127/28/57207/9025] as 0.72 within CI 0.47-1.08 relating to ever exposure at home and/or at work.
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Asomaning 2008 United States M&F 1.03 0.70-1.54 [Computed from T 2
c e l l  c o u n t s ] .
Comments extended
below.

Asomaning Comments: Kofi Asomaning’s study divides categorical ETS results for never, lighter and heavier
smokers in an unorthodox and convoluted manner. It does not report conventionally categorized exposed/unexposed
RR results for any smoking category but those for never smokers are here calculated from cell counts which are
provided in study Table Two. “First exposure” in young life is defined by Asomaning as coming before age 25 with
cell counts inclusive of all 138 never-smoking case subjects of 89/49/297/169 computed to results shown in row above
representing home exposure for this approximate “childhood” category. Study Table Three reports results for more
exposures versus fewer exposures relevant to never smokers, throughout life and at any combination of home, work,
and/or social settings, as between 0.87 (CI 0.22-3.38) and 1.29 (0.82-2.02). 

Kurahashi 2008 Japan F 0.93 0.52-1.66 [P 3 of 5].

Pandey 2008 Nepal F 1.80 1.20-2.90 Published only as a
brief abstract.

Liang 2009 China F 0.78 0.49-1.25 [T2.]

Olivio-
Marston

2009 United States M&F 1.47

2.25

1.00-2.15 (minimum)

1.04-4.90 (maximum)

[T 2.] Study reported
on two distinct patient
groups.

Brenner 2010 Canada M&F 1.00 0.60-1.80 [T 2.]

Chuang 2011 Europe M&F 0.97 0.64-1.50 [T 2.]

ETS EXPOSURE AT HOME (EXTENDING BEYOND CHILDHOOD)

Principal

Author

Year Location Sex Base

Relative

Risk(s)

Confidence Interval(s) Comments

Garfinkel (81) 1981 United States F
F

1.27
1.10

0.85-1.89 (low exposure)
0.77-1.61 (high exposure)

[T 4]. Males included
in study but ETS
reports only given for
females.

Chan 1982 Hong Kong F NR NR [P 1 of 4, T 3].

Correa 1983 United States M
F

2.00
2.07

NS
NS

[T 1]. Patients with
alveolar type lung
cancer  were excluded
from the Correa study
on the basis that,
since the authors
considered active
smoking unrelated to
that adenocarcinoma
sub-type, they likewise
reasoned that ETS
could not be so
related.
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Buffler 1984 United States M
F

0.52
0.78

0.15-1.74
0.34-1.81

[T 7].

Hirayama
(Basis: never
smoked
daily.)

1981-

1984 
Japan M

F
2.25

1.45

1.19-4.22

1.04-2.02

[ T 1 ,  T 6 ] .  S e e
comments preceding
these tables.

Kabat (84) 1984 United States M&F 1.00 0.50-2.01 [T 3 cell counts
(22/56/22/56).]

Trichopoulos
(Basis:
current non-
smokers.)

1981-
1983-
1984

Greece F 2.08* 1.20-3.59* * Results as computed
for the P.N. Lee
compendium. See
a l s o  c omm en t s
preced ing  these
tables.

Garfinkel (85) 1985 United States F 1.31 0.87-1.98* Comments extended
below.

Garfinkel (85) Comments: RR shown is from Table 5. All of the confidence intervals shown in Lawrence Garfinkel’s
1985 study are miscalculated and invalid (see retraction letter by A. Judson Wells and S. Jane Henley, Journal of the
National Cancer Institute 1997; 89; 821-822). * CI shown here is from Table 5 corrections accompanying the 1997
retraction letter. 

Lam, W. 1985 Hong Kong F 2.01* 1.09-3.72* Comments extended
below.

Lam, W. Comments: This is an unpublished study of which only excerpts are generally available to this day. US EPA
reported on it based on an incomplete draft they requested and received in the early 1990s. Since then the EPA
analysis has been cited by researchers, so we report on this study here based on comparison of EPA’s descriptions
with available excerpts from the original. Wah Kit Lam’s hand-typed doctoral thesis takes a specific focus on the
prevalence of adenocarcinoma amongst female non-smokers with lung cancer and it is in this regard that subsequent
researchers have cited his observations. His researches encompassed males and females but only female subjects
were studied relative to ETS and ETS was one of three factors studied alongside cooking smoke and incense
exposure common to Hong Kong households. Lam notes inconsistency in his ETS data and states in particular that
his data was sparse regarding lung cancer other than of the adenocarcinoma types, given the marked predominance
of those types amongst his female patients, “and did not therefore afford meaningful statistical analysis.” Based on
data regarding a subset of patients, textual suggestion of a possible relationship specifically between husband’s
smoking and peripherally located adenocarcinoma in women is made, with some data and general analysis provided,
but no odds ratio is computed in the original. * Relevant RR and CI for adenocarcinoma only, pertaining to spousal
exposure, are shown here as computed on page A-100 of US EPA 1992.

Wu 1985 United States F 1.20 0.50-3.30 [P 2 of 5]. In this
study, reports for
n e v e r - s m o k i n g
subjects relate only to
the adenocarcinoma
type of lung cancer
rather than to all lung
cancer.

Akiba 1986 Japan M
F

1.80
1.50

0.50-5.60
1.00-2.50

[T 2].
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Dalager 1986 United States M&F NR NR [P 2 of 4]. Dalager
does not provide
ca tego r y -spec i f i c
figures while reporting
no significant risk from
exposure at home in
chi ldhood and/or
adulthood.

Lee, P. 1986 United Kingdom M&F
M&F

0.98
0.86

NS (low exposure)

NS (high exposure)

[P 4 of 10, T 4].

Brownson (87) 1987 United States F 1.68 0.39-6.90* Comments extended
below.

Brownson 1987 Comments: This study was of patients with the adenocarcinoma form of lung cancer only. It
included both male and female subjects but does not include RR report for male never-smokers. RR is from study
Table 4. The originally reported CI of 0.39-2.97 has been noted in subsequent literature as being at variance with
background data. * Corrected CI is from P.N. Lee compendium.

Gao 1987 China F 0.90 0.60-1.40 [P 2 of 6].

Humble 1987 United States F
F

1.80
1.20

0.60-5.60 (low exposure) 
0.30-5.20 (high exposure)

[T 4]. Note discussion
of this study, in
narrative section,
p reced ing these
charts.

Koo 1984-
1987

Hong Kong F
F

1.68
0.64

0.62-5.45 (low duration)
0.57-5.85 (high duration)

[1987 T 2]. The RR of
1.68 is for subjects
exposed only in
adulthood. The 0.64
figure is for subjects
exposed in both
c h i l d h o o d  a n d
adulthood.

Lam, T. 1987 Hong Kong F 1.65 1.16-2.35 [T 4].

Pershagen 1987 Sweden F 1.20 0.70-2.10 [P 4 of 8].

Butler 1988 United States F 2.02 0.48-8.56 [P 12 of 22]. Males
included in some
category reports but
ETS at home report is
only given for females.

Geng 1988 China F 2.16 1.08-4.29* Comments extended
below.

Geng Comments: Guan-Yi Geng’s 1988 study has been cited in subsequent literature, so we include it here,
although it is plagued with errors. Geng’s raw data appears coherent if sketchy and unrefined, and the spousal
exposure RR of 2.16 (from study Table 5) corresponds with sparse data provided, but attempts at closer analysis
shown on Table 6 are clearly incompatible with the raw numbers of patients and controls, i.e mathematically
impossible, and not subject to correction given the paucity of base data. Another overall RR for spousal exposure of
1.86 is given on Table 7 but this is not explained or explainable with reference to background data. The confidence
interval accompanying the Table 5 RR is also erroneously computed. (See “Simple Methods for Checking for Possible
Errors in Reported Odds Ratios, Relative Risks and Confidence Intervals”, Peter N. Lee, Statistics in Medicine 1999;

18; 1973-1989). *  Corrected CI is from the 1999 article. 

Inoue 1988 Japan F 2.25 0.77-8.85* Comments extended

below. 
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Inoue 1988 Comments: RR is from study page 2 of 3. The originally reported confidence interval of 0.91-7.10 has
been noted in subsequent literature as seemingly at variance with background data. * Corrected CI is from the P.N.
Lee compendium.

Shimizu 1988 Japan F
F

0.80

4.00

NS (minimum)

S (maximum)

[T 1]. Comments
extended below.

Shimizu Comments: Figures shown are low and high among an unusual array provided, some indicated as
statistically significant, others as not. The low figure is for cohabiting with husband’s smoking mother in adulthood
and the high figure is for cohabiting with one’s own smoking mother in adulthood. Maybe one of the old ladies rolls
her own out of hemlock. Incidentally, some subsequent publications have taken the figures shown here as
representative of childhood exposure, but the figures clearly relate to women cohabiting with parents and/or in-laws
in adulthood (extended households are common in the Orient.) Hiroyuki Shimizu’s study is of only 90 patients, and
is unconventionally presented, providing limited textual description, and no confidence intervals. P.N. Lee computes
the Shimizu data to an overall RR of 1.08 within CI 0.64-1.82.

Choi 1989 Korea M
F

2.70
1.60

NS
NS

[T4].

Hole 1989 Scotland M&F 2.41 0.45-12.83 [T 7].

Schoenberg 1989 United States F
F

0.52
1.20

0.22-1.30 (minimum)

0.75-1.80 (maximum)

[T B6]. Schoenberg
states no significant
r i s k  f r o m  a n y
exposure at home in
chi ldhood and/or
a d u l t h o o d  a n d
prov ides  resu l t s
shown here specific to
exposure from the
husband. The smaller
RR figure pertains to
never-smoking women
whose husbands
smoked cigars or
pipes and the larger
for those whose
husbands smoked
cigarettes.

Svensson 1989 Sweden F NR NR [T 7]. Svensson does
not provide category-
specific figures while
reporting no significant
risk from adulthood
exposure at home
and/or at work.

Janerich 1990 United States M&F
M&F

0.16
1.80

0.04-0.62 (minimum)

0.83-3.90 (maximum)

[T 3, T 2].

Kalandidi 1990 Greece F 1.92 1.02-3.59 [P 4 of 7].

Sobue 1990 Japan F
F

0.94
1.45

0.62-1.40 (minimum)

0.94-2.23 (maximum)

[T 1].

Wu-Williams 1990 China F 0.70 0.60-0.90 [PP 2, 3 of 6. T 3].
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Liu, Z. 1991 China F 0.77 0.30-1.96 [P 1 of 6]. Males also
included in some
category reports but
ETS report only given
for females.

Brownson (92) 1992 United States F
F

0.70
1.30

0.50-1.00 (minimum)

1.00-1.80 (maximum)

[T 2]. Comments
extended below.

Brownson Comments: Results above are for lung cancer generically. Ross Brownson’s Table Three also provides
specific RR reports by lung cancer type. The cancer types associated with active cigarette smoking are squamous
and small cell lung cancer. For non-smoking women living with smokers, Table Three provides RR reports as low as
0.2 within CI 0.1-1.1 (at highest level of ETS exposure) for squamous cancer, and 0.5 within CI 0.0-4.8 (at lowest level
of ETS exposure) for small cell cancer. Note that the 0.0 end of the CI spectrum provided in these reports would
suggest a cosmic certainty of freedom from disease thanks to ETS exposure while the 4.8 extreme exceeds many
reported risks from decades of active smoking. If any of this makes sense to Brownson, he is alone, or at least as
we hope, he soon shall be. 

Stockwell 1992 United States F 1.60 0.80-3.00 [T 2].

Liu, Q. 1993 China F
F

0.70

2.90

0.23-2.20 (low exposure)
1.20-7.30 (high exposure)

[T 3]. Males also
included in some
category reports but
ETS report only given
for females.

Fontham 1994 United States F 1.23 0.96-1.57 [T 6].

Layard 1994 United States M
F

1.47
0.58

0.55-3.94
0.30-1.13

[T 4].

deWaard 1995 Netherlands F
F

2.70
2.40

0.80-9.10 (low exposure)
0.70-8.30 (high exposure)

[T 2]. Regular ETS
exposure, at home
and/or elsewhere, was
the criterion used for
this result.

Kabat (95) 1995 United States M
F

1.13
0.95

0.53-2.45
0.53-1.67

[T 2].

Du 1993-
1995-
1996

China F NR NR [1996 P 26 of 29].
Comments extended
below.

Du Comments: Ying-xiu Du reports not on a single study but on his wide series of researches into various aspects
of lung cancer aetiology in the 1980s. These studies included both sexes but Du analyzes ETS only regarding women
and reports uniformly insignificant results both generally in text and in various RR figures given with either CI or P
value indications of statistical insignificance. Du discusses ETS at some length in his several reports. He concludes
that a lack of association between ETS and lung cancer is not surprising, particularly in light of the questionable
association between active smoking and adenocarcinoma, the form of lung cancer predominant amongst never
smokers. Du summarizes his team’s ETS researches in stating: “A lack of correlation was obtained, regardless of
whether smoking spousal status, the number of cigarettes smoked per day, or smoking duration (in years), was
considered.”

Schwartz 1996 United States M&F 1.10 0.80-1.60 [T 2].

Sun 1996 China F
F

1.16
0.86

0.80-1.69 (low duration)
0.45-1.65 (high duration)

The Sun study has
only been published
as a single-paragraph
abstract. Comments
extended below.
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Sun Comments: The Xi-wei Sun study has only been published as a single-paragraph abstract and presents a
conflicting hodge-podge of results with minimal descriptive detail. Charted results, the best category-specific match,
are for living with a smoking spouse, at top the overall figure, with a long-term exposure figure (i.e. more than 35
years) below it. This computation may or may not specifically include or exclude other sources of exposure: this is
simply not made clear. Sun specifically reports no significant risk for either household exposure absent workplace
exposure, generally and evidently pertaining to whole lifetime, or for workplace exposure absent home exposure, but

additionally reports a risk of 1.83 within CI 1.20-2.80 as pertinent to adulthood exposure, this being unspecific as to
ETS source and also unclear as to whether computed to include or exclude particular locational or age-specific
exposures. Results as presented on these charts make the best sense possible of Sun’s sparse and multiply
conflicting report, conforming as well with his closing statement that “the risk seems to be higher when exposure
occurs in childhood and adolescence than in adulthood.” Refer also to comments following the Sun 1996 entry on
our childhood chart (above) for more background on this peculiarly presented study. 

Wang, S.
(Basis
evidently
included
smokers)

1996 China F 2.50 1.30-5.10 P 6 of 7. See
comments preceding
these tables.

Wang, T. 1996 China F 1.41
1.08

0.68-1.94 (low duration)
0.37-3.14 (high duration)

[T 2]. Figures shown
are from unadjusted
analyses. Adjusted
f igures  are  not
specified although
Wang states his
conclusion that lung
cancer is not related
to ETS exposure from
any reported exposure
in childhood and/or
adulthood as based
on the confirmation of
his adjusted analyses.

Cardenas 1994-
1997

United States M
F

1.10
1.20

0.60-1.80
0.80-1.60

[1997 T 3].

Zheng 1997 China M&F 1.04 0.59-1.85 [T 1].

Auvinen 1996-
1998

Finland M&F 0.69 0.28-1.74 [T 3, revised]. The
Auvinen study was
originally published in
1996 wi th  data
r e p u b l i s h e d  i n
corrected form in
1998.

Boffetta (98) 1998 Europe M&F
M&F

1.16
1.15

0.93-1.44 (test 1)
0.89-1.37 (test 2)

[Figure 1]. Comments
extended below.

Boffetta (98) Comments: Paolo Boffetta’s 1998 study was based on reports from numerous European centers.
Methods of apportioning cases and controls were inconsistent between centers. Boffetta provides two tests for this
result, the first a general reconciliation of data, the second reflecting specific standards of case/control matching.

Shen 1998 China F
F

0.65
0.70

0.19-2.12 (low exposure)
0.27-1.76 (high exposure)

[T 3, P 3 of 3]. This
study was of patients
w i t h  t h e
adenocarcinoma form
of lung cancer only.

Zaridze 1998 Russia F
F

1.66
1.35

1.09-2.52 (low exposure)
0.84-2.18 (high exposure)

[T 3].
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Boffetta (99) 1999 Europe M&F 1.00 0.50-1.80 [T 3]. This study was
of patients with the
adenocarcinoma form
of lung cancer only. 

Jee 1999 Korea F
F

1.30
1.90

0.60-2.70 (low duration)
1.00-3.50 (high duration)

[T 1].

Rapiti 1999 India M&F
M&F

0.10

5.10

0.01-1.20 (minimum)

1.50-17.00 (maximum)

[T 3]. Ha, ha.

Speizer 1999 United States F 1.50 0.30-6.30 [PP 4 ,  6   o f
8].Speizer’s criterion
fo r  th i s  resu l t ,
adulthood exposure at
home and/or at work
was considered to
pertain primarily to
home exposure.

Zhong 1999 China F
F

1.20
1.00

0.80-1.70 (low duration)
0.70-1.60 (high duration)

[T 2]. RR of  1.20 is
for home exposure in
adulthood only. RR of
1.00 is for home
exposure in both
c h i l d h o o d  a n d
adulthood.

Lee, C. 2000 Taiwan F
F

1.20

3.30

0.70-2.20 (minimum)

1.70-6.20 (maximum)

[T 3].

Malats 2000 Europe & Brazil M&F 1.50 0.80-2.60 [T 4]. This study
considered subjects’
gene types. Overall
figure included here is
related to home
exposure specifically
and encompasses all
study subjects.

Wang, L. 2000 China M&F
M&F

0.81
0.86

0.50-1.30 (low duration)
0.50-1.50 (high duration)

[T 2].

Johnson 2001 Canada F 1.21 0.50-2.80 [T 3].

Lagarde 2001 Sweden M&F 1.15 0.93-1.43 [Computed from T 6
c e l l  c o u n t s ] .
Comments extended
below.

Lagarde 2001: Frédéric Lagarde’s study has a primary focus on radon gas exposure in the home and does not give
a distinct ETS risk estimate but does provide cell counts [178/254/611/997] relevant to ETS exposure at home in
adulthood. Resulting relative risk with confidence interval are charted above. 

Nishino 2001 Japan F
F

0.39
1.90

0.11-1.40 (minimum)

0.81-4.40 (maximum)

[T 3, T2]. Comments
extended below.
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Nishino Comments: Yoshikazu Nishino considered the dreaded ETS effect on cancer of  the lung and also on
cancers of numerous other parts of the body. Forty-eight RR reports are given on three charts. The highest RR
charted is 2.60 (CI  0.97-6.80) for cancer of the rectum. The study specifically defines rectal cancer, incidentally, as
being unrelated to active smoking. If non-smokers are sitting down on live cigarettes we implore them to stop. In fact
every one of the forty-eight RR reports is statistically insignificant, with the exceptions, of three reports for breast
cancer. The three “confident” and “significant” results suggest that ETS exposure cuts a woman’s risk of breast cancer
in half. 

Ohno 2002 Japan F
F

0.76
1.00

0.52-1.11 (test 1)
0.67-1.49 (test 2)

[T 6]. Comments
extended below.

Ohno Comments: Yoshiyuki Ohno presents relative risks based on comparison of his lung cancer patient population
with not one but two “control” or comparison populations unafflicted with lung cancer, one control group derived from
the general population, the other comprised of hospital patients only. The risk estimates rarely coincide between the
two analyses. In this instance, marriage to a smoker produced a base relative risk estimate of 0.76 based on analysis
comparing to the general population but 1.00 when the hospital population was compared, while the lower end of the
confidence interval alters from 0.52 to 0.67 and the higher end from 1.11 to 1.49.

Seow 2002 Singapore F 1.30 0.90-1.80 [P 2 of 7]. Sparse
description of ETS
exposure was here
assumed to relate
primarily to spousal
smoking.

Enstrom 2003 United States M
F

0.63
0.94

0.33-1.22
0.66-1.33

[T 7, T 8].

Zatloukal 2003 Czechoslovakia F
F

0.36
0.66

0.11-1.22 (minimum)

0.22-1.96 (maximum)

[T 3]. Regular ETS
exposure, at home
and/or elsewhere, was
the criterion used for
these results. The
0.36 RR relates to
adenocarcinoma and
the 0.66 to the other
three major types
(squamous, large, and
small cell.) Zatloukal
does not provide
result for lung cancer
generically but this is
computed in P.N. Lee
compendium as 0.48
within CI 0.21-1.09. 

Kreuzer 2000-
2001-
2002-
2004

Germany M
F

0.40
0.80

0.10-3.00
0.50-1.30

[T 2.2 IARC 2004].

McGhee 2005 Hong Kong M&F 1.39 1.03-1.88 [T (on P 2 of 2)].

Vineis 2005 Europe M&F NR NR [T3]. Vineis does not
provide category-
specific figures for
never-smokers while
textually reporting no
significant risk for
never smokers from
exposure at home
and/or at work. 

Fang 2006 China F 1.77 1.07-2.92 From study abstract.
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Gorlova 2006 United States M&F 1.64 0.94-2.88 [T 3].

Neuberger 2006 United States F NR NR [Sections 2,3 and 4 of
text, T 1.] Comments
extended below. 

Neuberger Comments: John Neuberger reports both statistically significant and statistically insignificant childhood
at home and adulthood home and/or workplace exposure RR figures below nullity for larger case group and textually
reports no risk for never-smokers specifically but does not provide separate calculations exclusive to never-smokers.

Rylander 2006 Sweden M&F 1.37 0.72-2.61 [P 2 of 5].

Wen 2006 China F 0.89 0.42-1.92 [T4].

Yu 2006 Hong Kong F NR NR [PP 1 through 4 of 7].
Yu does not provide
ca tego ry -spec i f i c
figures while reporting
no significant risk from
lifetime exposure in
chi ldhood and/or
adulthood at home
and/or at work.

Hill (A) 2007 New Zealand M
F

0.97
1.00

0.53-1.77
0.49-2.01

[P 1 of 11, T 3].
Comments extended
below.

Hill (B) 2007 New Zealand M
F

1.45
1.16

0.75-2.81
0.70-1.92

[P 1 of 11, T 3].
Comments extended
below.

Hill (A) and (B) Comments: Sarah E. Hill’s 2007 paper reports on two separate cohort studies, the first (A) dating
to the 1980s, the second (B) to the 1990s. Standardized RR results are provided separately for males and for females
for both cohorts, with alternative adjusted RR results provided for some computations, but not for others. The
consistently computed standardized results are shown here. The selectively computed adjusted RR results all lie

within the same range and are likewise shown as statistically insignificant, null results. 

Zhang 2007 Japan F NR NR [Text throughout, T1].
Comments extended
below.

Zhang Comments: Yawei Zhang reports that: “The percentage reporting ever exposure to passive smoking at home
and/or work was lower in lung cancer patients than in the cohort” without providing specific calculation or category-
specific data. The RR is calculable via cell counts in Table One data [127/28/57207/9025] as 0.72 within CI 0.47-1.08
relating to ever exposure at home and/or at work.

Asomaning 2008 United States M&F 0.93 0.39-2.19 [Computed from T 2
c e l l  c o u n t s ] .
Comments extended
below.

Asomaning Comments: Kofi Asomaning’s study divides categorical ETS results for never, lighter and heavier
smokers in an unorthodox and convoluted manner. It does not report conventionally categorized exposed/unexposed
RR results for any smoking category but those for never smokers are here calculated from cell counts which are
provided in study Table Two. Cell counts specific to adulthood home exposure can only be extracted from figures as
presented on Table Two for Asomaning’s subgroup of subjects whose “first exposure” to ETS occurred after age
twenty-five, with cell counts 25/9/96/32 computed to results shown in row above. Cell counts representing entire case
group of 138 never smokers of 114/24/393/73 can be computed as RR 0.88 within CI 0.53-1.46 representing lifetime
home exposure (i.e. in childhood and/or adulthood.)

Gallegos-
Arreola

2008 Mexico M&F 8.00 1.83-34.92 [T 1 cell counts
(30/2/90/48).]
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Kurahashi 2008 Japan F 1.02
1.61

0.51-2.04 (minimum)

0.83-3.11 (maximum)

[T2, T3].

Pandey 2008 Nepal F 2.20 1.40-3.70 Published only as a
brief abstract.

Yang 2008 United States M&F 1.20 0.80-1.90 [T3]. Comments
extended below.

Yang Comments: The focus of Ping Yang’s study was on gene types and medical history relating to both smokers
and never-smokers. RR and CI shown reflect the entire group of 285 never-smokers irrespective of gene type (18%
of  total 1,585 respondents.) The author’s sparse description of ETS analysis – “ETS exposure was modeled as a
dichotomized covariate (yes vs. no)” – is here assumed to refer primarily to spousal smoking.

Franco-
Marina

2006-
2009

Mexico M&F 1.80 1.10-3.00 [IARC 2009.] Original
2006 publication does
not give f igures
pertinent to never
smokers. Figures
shown here are those
relevant to never
smokers as reported
i n  I n t e r n a t i ona l
Agency for Research
on Cancer 2009
handbook on page 16.

Liang 2009 China F 1.05 0.69-1.60 [T 2.]

Tse 2009 Hong Kong M
M

0.93
0.77

0.57-1.51 (low exposure)
0.32-1.81 (high exposure)

[T3].

Wang, X. 2009 Hong Kong F NR NR [PP 1,5, T2].

Wang, X. Comments: This study had a focus on active smoking and on cooking fumes. Xiao-rong Wang reports that:
“We also made an attempt at evaluating the effect of ETS among women who were lifelong nonsmokers and found
no evident elevated risk.” RR calculations relevant to ETS on Table Two, variously adjusted or not adjusted and
unspecifically pertaining to exposure at home and/or at work, are uniformly null ranging from 0.95 within CI 0.54-1.68

to 1.16 within CI 0.66-2.0. 

Brenner 2010 Canada M&F 1.00 0.50-2.00 [T 2.]

Hosseini 2010 Iran M
F

1.50
1.50

0.60-3.60
0.80-3.00

[T 2.] Results based
on lifetime exposure
pertaining mainly to
the home.

Jiang 2010 China M&F 2.46 1.53-3.94 [T 3.]

Lo 2010 Taiwan M&F 2.20 1.64-2.95 [T1 cel l  counts
(366/96/293/169). ]
Results based on
l i fetime exposure
considered to pertain
mainly to home in
adulthood.

Kiyohara 2011 Japan M&F 1.00 0.65-1.55 [T1 cel l  counts
(99/54/135/74).]
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ETS EXPOSURE IN THE WORKPLACE

Principal

Author

Year Location Sex Base

Relative

Risk(s)

Confidence Interval(s) Comments

Kabat (84) 1984 United States M&F 1.11 0.59-2.09 [T3  ce l l  counts
(44/34/42/36).]

Garfinkel (85) 1985 United States F
F

0.88
0.93

0.46-1.67 (minimum)*
0.55-1.55 (maximum)*

Comments extended
below.

Garfinkel (85) Comments: RR shown is from Table 7. All of the confidence intervals shown in Lawrence Garfinkel’s
1985 study are miscalculated and invalid (see retraction letter by A. Judson Wells and S. Jane Henley, Journal of the
National Cancer Institute 1997; 89; 821-822). * Confidence intervals shown here are from Table 7 corrections
accompanying the 1997 retraction letter. 

Wu 1985 United States F 1.30 0.50-3.30 [P 2 of 5]. In this
study, reports for
n e v e r - s m o k i n g
subjects relate only to
the adenocarcinoma
type of lung cancer.

Lee, P. 1986 United Kingdom M&F NR NR [P 4 of 10, T 4]. Lee
provides six variables
f o r  w o r k p l a c e
exposure with detailed
response data, results
for which are uniformly
s t a t i s t i c a l l y
insignificant and not
generally applicable,
wh i l e  bo t h  t he
m i n i m u m  a n d
maximum (0.19 and
3.24) are related only
to male and not to
female response data.

Koo 1984-
1987

Hong Kong F 0.91 NS [1984 P 1 of 8, T 2].

Geng 1988 China F NR NR [P 2 of 4].

Shimizu 1988 Japan F 1.20 NS [PP 1, 3 of 9, T 1].

Svensson 1989 Sweden F NR NR [T 7]. Svensson does
not provide category-
specific figures while
reporting no significant
risk from adulthood
exposure at home
and/or at work.

Janerich 1990 United States M&F 0.91 0.61-1.35* Comments extended
below.
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Janerich Comments: Charted RR of 0.91 for workplace exposure is from Page 3 of 5 in Dwight Janerich’s original
report. The original confidence interval given with it (0.80-1.04) is reportedly at variance with source data and has
been corrected in subsequent literature (see “Lung Cancer from Passive Smoking at Work”, A. Judson Wells,
American Journal of Public Health 1998; 88; 1025-1029). * Corrected CI shown here is from the 1998 article.

Kalandidi 1990 Greece F 1.08 0.24-4.87 [P 5 of 7].

Wu-Williams 1990 China F 1.20* 0.90-1.60 Comments extended
below.

Wu-Williams Comments: Workplace RR of 1.1 (shown on Table 3 and Page 3 of study) was subsequently corrected
by Anna Wu-Williams. The originally reported CI is correct. (See “Lung Cancer from Passive Smoking at Work”, A.
Judson Wells, American Journal of Public Health 1998; 88; 1025-1029). *  RR shown here is from the 1998 article.

Brownson (92) 1992 United States F 0.98* 0.74-1.31* Comments extended
below.

Brownson Comments: Ross Brownson discusses workplace data selectively in text but overall RR and CI for never-
smokers are not presented. These have been calculated from the original Brownson data for subsequent literature
(see “Lung Cancer from Passive Smoking at Work”, A. Judson Wells, American Journal of Public Health 1998; 88;
1025-1029). *  RR and CI shown here are from the 1998 article.

Stockwell 1992 United States F NR NR [P 4 of 5].

Fontham 1994 United States F 1.39 1.11-1.74 [T 6].

Kabat (95) 1995 United States M
F

1.02
1.15

0.50-2.09
0.62-2.13

[T 2].

Schwartz 1996 United States M&F 1.50 1.00-2.20 [T 2].

Sun 1996 China F 1.38 0.94-2.04 The Sun study has
only been published
as a single-paragraph
abstract. Refer also to
home exposure tables
( c h i l d h o o d  a n d
adulthood) above for
more detail on this
peculiarly presented
study. 

Wang, T. 1996 China F 0.89 0.45-1.77 [T 1]. Figures shown
are from unadjusted
analyses. Adjusted
f igures are  not
specified although
Wang states his
conclusion that lung
cancer is not related
to ETS exposure from
any reported exposure
in childhood and/or
adulthood as based
on the confirmation of
his adjusted analyses.

Cardenas 1994-
1997

United States M&F
M&F

0.80
1.20

0.50-1.40 (low exposure)
0.80-2.00 (high exposure)

[1994 T 33].

Boffetta (98) 1998 Europe M&F
M&F

1.17
1.10

0.94-1.45 (test 1)
0.89-1.37 (test 2)

[Figure 1]. Comments
extended below.
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Boffetta (98) Comments: Paolo Boffetta’s 1998 study was based on reports from numerous European centers.
Methods of apportioning cases and controls were inconsistent between centers. Boffetta provides two tests for this
result, the first a general reconciliation of data, the second reflecting specific standards of case/control matching.

Zaridze 1998 Russia F 0.88 0.55-1.41 [T 3].

Boffetta (99) 1999 Europe M&F 1.50 0.80-3.00 [T 4]. This study was
of patients with the
adenocarcinoma form
of lung cancer only. 

Rapiti 1999 India M&F 1.10 0.30-4.10 [P 4 of 7].

Speizer 1999 United States F NR NR [PP 4, 6  of 8]. Speizer
does not provide
ca tego r y -spec i f i c
figures while reporting
no significant risk from
c h i l d h o o d  o r
adulthood exposure at
home and/or work.

Zhong 1999 China F 1.90 0.90-3.70 [T 2]. The 1.90 RR is
for  exposure in
workplace only. An
RR for exposure at
work, and at home in
adulthood, and at
home in childhood as
well, is reported as
1.60 within CI 0.90-
2.70.

Lee, C. 2000 Taiwan F 1.20 0.50-2.40 [T 3].

Malats 2000 Europe & Brazil M&F NR NR [T 4]. Malats does not
provide a category-
specific figure while
reporting statistically
insignificant risk (for
all never smoker study
subjects) from ever
exposure via spouse
or in the workplace.

Wang, L. 2000 China M&F 1.56 0.70-3.30 [P 2 of 7]. Comments
extended below.
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Wang, L. Comments: Note that the Longde Wang study appears on three charts here. It produced statistically
insignificant results for home exposure to ETS in childhood, at home in adulthood, and in the workplace. In fact a look
at the study’s Table Two reveals a vast array of thirty-five ETS RR reports encompassing compounded variables but
only two RR figures of marginal and eccentric statistical significance (the risk from lower ETS exposure shown as
significant while that from higher exposure is not, risk to both sexes individually shown as insignificant but to both
sexes combined as significant.) However, if crowning absurdity interests you, don’t miss Table One of this study.
Table One reports larger and statistically significant deviations from nullity in lung cancer risk results for “lifestyle

factors” other than ETS exposure. Results include an RR for lung cancer of 0.25 for male subjects who own black and

white TV sets as opposed to an RR of 3.64 for men who own color sets. Ladies with color TV sets are somewhat safer

with an RR of 1.97 but nearly as bad off if they own a refrigerator (RR 3.29.) The imperiled refrigerator owners can

offset their risk by owning “large animals” (RR 0.44 for owning one such beast, or even better, 0.43 for owning two
or more.)  Yes: large animals: we are told only that these may or may not be cattle. Wang does explain that appliance
and beast ownership were conceived as indicators of relative affluence amongst rural residents which turned out to
be self-refuting regarding lung cancer. Of course, based on such “confident” and “significant” results, epidemiological
believers are free to conclude that watching black and white TV in a crowded barn may render sure immunity against
lung cancer, while installing a color set in one’s living room, or God forbid heading out to the refrigerator for a snack
during commercial breaks, may clearly spell doom. This audaciousness underscores what good statisticians have

always known: in reflection of debased methodology and sheer chance RR differences in studies such as this ranging
from small fractions to compounding multiples of “normal” risk are fully to be expected between any two groups.
Statistical association is quirky, unreliable, and must never be treated in itself as suggesting “causation.” Nevertheless
Wang and his co-authors, while making no suggestions regarding TV sets, animals, or refrigerators, do state that their
overwhelmingly statistically insignificant results conform with the possibility of a fractional increase in lung cancer risk
from ETS exposure. Propagated claims of “risk” from ETS are thoroughly ridiculous. There is nothing scientific about
them. They are irresponsible and vicious scare-mongering

Johnson 2001 Canada F 1.27 0.40-4.00 [T 3, P 2 of 5].

Ohno 2002 Japan F
F

0.80
1.38

0.56-1.15 (test 1)
0.92-2.05 (test 2)

[T 7]. Comments
extended below.

Ohno Comments: Yoshiyuki Ohno presents results based on comparison of his lung cancer patient population with
not one but two “control” or comparison populations unafflicted with lung cancer, one control group derived from the
general population, the other comprised of hospital patients only. The risk estimates rarely coincide between the two
analyses. In this instance, workplace ETS exposure produced a base relative risk estimate of 0.80 based on analysis
comparing to the general population and 1.38 when the hospital population was compared, while the lower end of
the confidence interval alters from 0.56 to 0.92 and the higher end from 1.15 to 2.05.

Kreuzer 2000-
2001-
2002-
2004

Germany M
F

0.50
1.40

0.20-1.30
0.80-2.20

[T 2.5 IARC 2004].

Vineis 2005 Europe M&F NR NR [T 3]. Vineis does not
provide category-
specific figures for
never-smokers while
reporting no significant
risk for never smokers
from exposure at
home and/or at work.

Gorlova 2006 United States M
F

3.84

11.66

1.04-14.17

1.26-107.60

[T 5]. Comments
extended below.

Gorlova Comments: Are you still spotting wide confidence intervals? And still laughing? There does not appear to
be technical error in these calculations. The error is in judgement. Such calculations should never be contemplated,
let alone, published. Note these “statistically significant” workplace (only) figures and also note that for persons
exposed both at home and at work Olga Gorlova reports RR figures for males of 2.56 within CI 0.69-9.47 and for
females of 1.88 within CI 0-87-4.07. A non-smoking working girl with a cigar-chomping boss may face an absolute
cosmic certainty of lung cancer – but if her husband smokes too – well then of course her risk is more than iffy. If you
believe in that sort of thing.  
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Neuberger 2006 United States F NR NR [Sections 2,3 and 4 of
text, T 1.] Comments
extended below.

Neuberger 2006 Comments: John Neuberger reports both statistically significant and statistically insignificant
childhood at home and adulthood home and/or workplace exposure RR figures below nullity for larger case group and
textually reports no risk for never-smokers specifically but does not provide separate calculations exclusive to never-
smokers.

Rylander 2006 Sweden M&F 2.26 0.93-5.48 [P 2 of 5].

Wen 2006 China F 2.23 0.95-5.27 [T 4]. Comments
extended below. 

Wen Comments: Wanqing Wen’s 2.23 RR is for subjects exposed exclusively at work. Exposure in childhood and
via the spouse and at work is lower in the land of Wen at 2.17 within CI 0.94-5.03. Exposure only in adulthood but
both at home and work is lower still at 1.24 within CI 0.44-3.51. Exposure both in childhood  and at the workplace but
not via the spouse is healthiest of all at 0.77 within CI 0.17-3.43. Color TV sets or large animals might just explain this

mess (see L. Wang above) but Wen makes no attempt to do so.  

Yu 2006 Hong Kong F NR NR [PP 1 through 4 of 7].
Yu does not provide
ca tego ry - s pec i f i c
figures while reporting
no significant risk from
lifetime exposure in
chi ldhood and/or
adulthood at home
and/or at work.

Zhang 2007 Japan F NR NR [Text throughout, T1].
Comments extended
below.

Zhang Comments: Yawei Zhang reports that: “The percentage reporting ever exposure to passive smoking at home
and/or work was lower in lung cancer patients than in the cohort” without providing specific calculation or category-
specific data. The RR is calculable by cell count division from Table One data [127/28/57207/9025] as 0.72 within CI
0.47-1.08 relating to ever exposure at home and/or at work.

Asomaning 2008 United States M&F 1.21 0.82-1.78 [Computed from T 2
c e l l  c o u n t s ] .
Comments extended
below.

Asomaning Comments: Kofi Asomaning’s study divides categorical ETS results for never, lighter and heavier
smokers in an unorthodox and convoluted manner. It does not report conventionally categorized exposed/unexposed
RR results for any smoking category but those for never smokers are here calculated from cell counts which are
provided in study Table Two. Cell counts 85/53/266/200 compute as odds ratio and confidence interval shown in row
above and relate to exposure in the workplace relative to all 138 never-smoking case subjects.

Kurahashi 2008 Japan F 1.32 0.85-2.04 [T3].

Tse 2009 Hong Kong M
M

2.08
1.41

0.49-8.84 (low exposure)
0.84-2.36 (high exposure)

[T4].

Wang, X. 2009 Hong Kong F NR NR [PP 1,5, T2].

Wang, X. Comments: This study had a focus on active smoking and on cooking fumes. Xiao-rong Wang reports that:
“We also made an attempt at evaluating the effect of ETS among women who were lifelong nonsmokers and found
no evident elevated risk.” RR calculations relevant to ETS on Table Two, variously adjusted or not adjusted and
unspecifically pertaining to exposure at home and/or at work, are uniformly null ranging from 0.95 within CI 0.54-1.68
to 1.16 within CI 0.66-2.0.
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Brenner 2010 Canada M&F
M&F

1.30
1.20

0.8-2.20 (low duration)
0.7-2.00 (high duration)

[T 2.]

ETS EXPOSURE IN SOCIAL SETTINGS (e.g. RESTAURANTS & BARS)

Principal

Author

Year Location Sex Base

Relative

Risk(s)

Confidence Interval(s) Comments

Garfinkel (85) 1985 United States F
F

1.42
1.77

0.75-2.70 (minimum)*
0.86-3.64 (maximum)*

Comments extended
below.

Garfinkel (85) Comments: Relative risks are from Table 7. All of the confidence intervals shown in Lawrence
Garfinkel’s 1985 study are miscalculated and invalid (see retraction letter by A. Judson Wells and S. Jane Henley,
Journal of the National Cancer Institute 1997; 89; 821-822). * Confidence intervals shown here are from Table 7
corrections accompanying the 1997 retraction letter.

Lee, P. 1986 United Kingdom M&F
M&F

1.06
0.59

NS (low exposure)

NS (high exposure)

[P 4 of 10, T 4].

Janerich 1990 United States M&F 0.59 0.43-0.81 [P 3 of 5].

Stockwell 1992 United States F NR NR [P 4 of 5].

Fontham 1994 United States F 1.50 1.19-1.89 [T 6].

Kabat (95) 1995 United States M
F

1.39
1.22

0.67-2.86
0.69-2.15

[T 2].

Cardenas 1994-
1997

United States M&F
M&F

0.70
1.10

0.50-1.10 (low exposure)
0.60-2.00 (high exposure)

[1994 T 33].

Boffetta (98) 1998 Europe M&F
M&F

0.24
2.32

NS (minimum)

NS (maximum)

[P 5 of 11].

Ohno 2002 Japan F
F

1.22

2.55

0.62-2.38 (minimum)

1.16-5.58 (maximum)

[T 8].

Asomaning 2008 United States M&F 0.97 0.64-1.48 [Computed from T 2
c e l l  c o u n t s ] .
Comments extended
below.

Comments: Kofi Asomaning’s study divides categorical ETS results for never, lighter and heavier smokers in an
unorthodox and convoluted manner. It does not report conventionally categorized exposed/unexposed RR results for
any smoking category but those for never smokers are here calculated from cell counts which are provided in study
Table Two. Cell counts (99/39/337/129) compute as RR and confidence interval shown in row above and relate to
exposure in social settings relative to all 138 never-smoking case subjects.
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ETS EXPOSURE IN TRAVEL SETTINGS (e.g. CARS, PLANES, TRAINS)

Principal

Author

Year Location Sex Base

Relative

Risk(s)

Confidence Interval(s) Comments

Lee, P. 1986 United Kingdom M&F 0.64 NS [P 4 of 10, T 4].

Kabat (95) 1995 United States M
F

0.27

5.17

0.01-13.99 (minimum)

1.46-18.24 (maximum)

[T 2].

Boffetta (98) 1998 Europe M&F 1.14 0.88-1.48 [P 5 of 11].

Rapiti 1999 India M&F 5.20 1.90-14.00 [P 4 of 7].

Ohno 2002 Japan F
F

0.53
1.25

0.25-1.15 (minimum)

0.74-2.13 (maximum)

[T 8].

ADENOCARCINOMA-SPECIFIC RESULTS / ALL CATEGORIES

Principal

Author

Year Location Sex Base

Relative

Risk(s)

Confidence Interval(s) Comments

Lam, W. 1985 Hong Kong F 2.01 1.09-3.72 Home/Adulthood

Wu 1985 United States F 0.60 0.20-1.70 Home/Childhood

Wu 1985 United States F 1.20 0.50-3.30 Home/Adulthood

Wu 1985 United States F 1.30 0.50-3.30 Workplace

Brownson (87) 1987 United States F 1.68 0.39-2.97 Home/Adulthood

Shen 1998 China F
F

0.65
0.70

0.19-2.12 (low exposure)
0.27-1.76 (high exposure)

Home/Adulthood

Boffetta (99) 1999 Europe M&F
M&F

1.00

0.30

0.40-2.40 (low duration)

0.10-0.90 (high duration)

Home/Childhood

Boffetta (99) 1999 Europe M&F 1.00 0.50-1.80 Home/Adulthood

Boffetta (99) 1999 Europe M&F 1.50 0.80-3.00 Workplace

Zatloukal 2003 Czechoslovakia F 1.35 0.75-2.45 Home/Childhood

Zatloukal 2003 Czechoslovakia F 0.36 0.11-1.22 Home/Adulthood
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Epilogue: The Provenance of Lifestyle Epidemiology

Sir Francis Galton, born 16 February 1822 in Birmingham, England, was a pioneer in

producing statistical studies via questionnaire responses. He founded the statistical

principle of standard deviation and is considered the principal founder of the general field

of research now called biostatistics or lifestyle epidemiology.

Galton was born to a privileged family. He was a clever but neurotic boy, prone to physical

and nervous breakdowns. Such infirmity repeatedly interrupted his collegiate career at

Cambridge, ruining his chances of the honors degree he coveted. He did receive his

ordinary degree in mathematics but ultimately abandoned medical training begun at

King’s College.

In adulthood he became a scientific dabbler, an early developer of techniques in fingerprint

classification, and most infamously, the creator of the pseudo-science for which he coined

the name (deriving from the Greek for “well-born”) of “eugenics” in 1883.

Eugenics employed tortured statistics and biased analogies to the end of “proving” which

sorts of humans were desirable and which were undesirable. Galton was a cousin of

Charles Darwin, and his theories of eugenics have been described as “social Darwinism”,

in that they aimed at eliminating unfit persons to enhance evolution and what was called

the human “germ-plasm”. 

Galton and an ever-growing contingent of eugenicists across the world defined their own

sort as “well-bred”: the worthy ones, the elite, the supermen, who got to decide what other

sorts of persons should not exist. Naturally, the world’s many racists and social snobs were

greatly attracted to eugenics. It was, essentially, a sham science based on nothing more than

narcissism.

Eugenics has become a dirty word since the World

War Two era and worlwide knowledge of the Nazis’

Holocaust of Jews and other perceivedly  “unfit”

persons. The use of the term eugenics gradually

became extinct across the globe in the decades

following the war. Eugenics also emphasised “racial

purification” through behavior modification and Germany instituted an

anti-smoking campaign during the Nazi era, strikingly similar if not quite so dictatorial, as

that existing in much of the world today. Modern health dictators have picked up where

Adolf Hitler left off.
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Previous to the war, appallingly, the name of eugenics was considered a proud one.

Practice in eugenics was considered highly progressive, principles of eugenics were taught

in universities and medical schools across much of the world, and advocates of eugenics

held great sway in influencing public policy.

Under the leadership of Adolf Hitler, Germany became the world leader in promoting

eugenics, but prior to that, the United States was considered the most “progressive” nation

in the world in implementing eugenics-based policies. 

Although eugenics included a racist philosophy, particularly extolling what Americans

called Nordics and the Nazis called Aryans (i.e. light-skinned and light-haired persons

deriving from Northern Europe), practitioners of eugenics sought to eliminate from their

populations what they considered defective and inferior genetic types of any race.

Therefore, in the US in the early twentieth century, while racial segregation and

miscegenation laws of the South were maintained with the pseudo-scientific endorsement

of eugenics, and exclusionary immigration policies were implemented(which closed the US

door to many Jews seeking to escape the Nazis), policies of coerced sterilization aimed at

perceived defectives of any race or background also advanced throughout the nation,

particularly in California. American eugenicists became both impressed by and then jealous

of Germany.

For example, as Hitler’s anti-semitic, “euthanasia”, and sterilization policies advanced,

Joseph Dejarnette, eugenics advocate and superintendent of Virginia's Western State

Hospital, complained in a 1934 letter to the the Richmond Times-Dispatch: "The Germans are

beating us at our own game.” Virginia, a slave state of the old Confederacy, remained a

segregation state until the mid-twentieth century and had passed a eugenics-based

sterilization law in 1924.

Policies inspired by the debased moral outlook of the eugenicists also outlived the Nazi

era, particularly in their original home base, the United States. For example, the infamous

Tuskegee Experiment was begun by the US Public Health Service (PHS), the bailiwick of

the Surgeon General, in 1932. PHS workers wished to study the progress of syphillis in

males.

Hundreds of poor rural black men, from areas surrounding Tuskegee, Alabama, were

recruited for the study under the pretense of their receiving free medical examinations and

care. Many of the men had syphillis. They were not told the nature of their illness. When

the curative power of penicillin for syphillis was established in the nineteen-forties, the
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Tuskegee study subjects still were not told of what they suffered, and were not given

penicillin. Instead, their disease was allowed to progress and they were allowed to die of

it.

The Tuskegee experiment was not ended until 1972. It had begun under the administration

of Surgeon General Hugh S. Cumming (an ardent supporter of eugenics who had been a

member of the Advisory Council of the American Eugenics Society) and continued under

six of his successors to that office. Decades later, as details of the experiment leaked out,

victims or their families received settlements typically of tens of thousands of dollars each.

As it was under the Nazis, amongst eugenics admirers in the US, persons of any race could

be deemed “unfit” and therefore suitable for misuse and abuse. For example, in the

nineteen-forties and ‘fifties, researchers at the Massachusetts Institute of Technology

enrolled retarded children housed at the Walter E. Fernald State School in Waltham,

Massachusetts, in what was called the “Fernald Science Club.”

Science club members attended no classes but had fun meetings at which they got snack

treats and also were treated with free trips to Boston Red Sox baseball games. Meanwhile,

without informed consent of the children or their guardians, and regularly for years on

end, for the purposes of studying digestion, the “science club” members were fed

radioactive cereal and injected with radioactive materials.

The state of Massachusetts, the Massachusetts Institute of Technology, and the Quaker Oats

company were sued for damages decades later as details of the eugenics-inspired

experiment came to public light. Victims and their families received varying amounts in

settlements.

Racial segregation was phased out in the US in the nineteen-sixties but vestiges of it

remained long after. Despite a 1967 ruling of the US Supreme Court that states’ anti-

miscegenation laws (banning marriage or intimacy between whites and non-whites) then

existing – there were still sixteen such state laws at the time – were unconstitutional, the

more racist states were slow to remove these laws from their state registers. Alabama was

the last to do so. That was in the year 2000. Racism is no longer en vogue. Hate is though.

The creator of eugenics, Francis Galton, died in 1911, but his pseudo-scientific legacy

survived him, having its British seat at the University College of London where he had

endowed a Galton Chair of Eugenics. The University removed the Galton Chair of Eugenics

in 1994 and removed Galton’s name from its laboratory devoted to genetics in 2000 in

reflection of public distaste for memories of eugenics. Under influence from admirers of
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Francis Galton, however, the University re-instated the Chair in 2009, now calling it the

Galton Chair of Genetics. Professor Nicholas Wood holds the chair as of 2012.

Galton had two protégés who became the first two men to hold the Galton Chair of

Eugenics at University College London. Karl Pearson held the chair from its creation in

1904 until 1933. Pearson was an Englishman, named Carl rather than Karl at birth, but

studied in Germany, and changed the spelling of his name reportedly out of combined

admiration for German racial pride and for Karl Marx. Pearson was offered a knighthood

in 1935 but turned it down in reflection of his distaste for Britain’s capitalist system.

Sir Ronald Aylmer Fisher, Galton’s other protégé, succeeded Pearson. Fisher is commonly

considered the single most important developer of biostatistical techniques from the time

of Francis Galton, and to have established practice in the field fundamentally as it exists

today, for better or worse. He has frequently been called the “father” of modern statistical

practice.

Statistical practice can be either better or worse. We have discussed some of both in this

essay. There is no doubt that the originators of biostatistical practice, Galton, Pearson, and

Fisher, had technical ability or even brilliance. Did they apply it wisely? Would you think

them great philosophers?

Galton’s biographer Martin Brookes (Extreme Measures: The Dark Visions and Bright Ideas of

Francis Galton), an evolutionary biologist who worked in recent times at the Galton

Laboratory at University College in London, describes the creator of eugenics thus:

When mountaineers are asked why they risk their lives to scale a precipitous

peak they often reply, “Because it’s there”. Galton seemed to apply a similar

philosophy towards counting and measuring. Many of his studies were

measuring for measuring’s sake, the product of an obsessive drive he possessed

from childhood. Galton’s obsession unwittingly turned him into one of the

Victorian era’s chief exponents of the scientific folly. Experiments in tea-making,

for instance, were a particular favourite. Galton could not just accept what came

out of the pot. Instead, he had to devise complex mathematical equations to

work out the best way of making a good brew, based on such crucial

considerations as the temperature of the water and the time taken for stewing.

Slicing a cake was also seen as a mathematical challenge, and his solution,

“Cutting a round cake on scientific principles”, was no doubt eagerly devoured

by readers of a 1905 issue of Nature.
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Galton was a talented inventor. Many of his scientific measurements were

obtained using apparatus of his own design. But here again, things sometimes

took a peculiar turn. Fearful, for example, that his mind was in perennial danger

of overheating, he added a hinged lid to a top hat to provide the necessary

ventilation. The lid was raised and lowered by means of a rubber bulb that

dangled stylishly from the brim. Other wayward inventions included a pair of

spectacles designed for underwater reading, and a bicycle “speedometer” that

consisted of nothing more than a sandglass which the rider was supposed to

hold while counting the revolutions of the wheel. It never caught on.

Galton possessed a potent mix of wisdom and whimsy. But other aspects of his

character were less appealing. An immense snob, perennially occupied with

distinctions of race, class, and social status, he was routinely dismissive of those

he considered beneath him – women, black people, and the poor. He could be

charming and tolerant to family and friends, but heartless and cruel to others.

His cheerful, witty exterior concealed an exceptionally private man haunted by

mental illness. His diaries – each less than two inches square – chronicled an

outline of his life in minuscule, barely legible, handwriting. His most intimate

thoughts were recorded in code and then destroyed.

Galton held it amongst his scientific opinions that Jews were “specialized for a parasitical

existence” and across the world such views were widely respected by scientific and

governmental “authorities” of Galton’s day. Galton’s protégés certainly held and promoted

similar “scientific” opinion. 

Karl Pearson held it as unimpeachable fact, based on his eugenical knowledge, that

superior persons of superior races must be strongly influenced to fecundity, including all

possible influence of government policy and law, and that inferior races are better

eliminated than merely subjugated, with war being a noble and highly desirable pursuit

for proud races. From the 1905 printed edition of his lecture entitled “National Life from

the Standpoint of Science”:

... [N]o community of men can trust blindly to heredity to preserve their racial

characters. Every nation is an agglomeration of good and bad elements, and

each new generation is born from a relatively small portion of the whole. The

greatness of a nation depends on the dominant fertility of its fitter stocks, and

fluctuates with the extent of this dominance. Love of ease, a mistaken sense of

duty, insidious new social habits, may tamper with the preponderating fertility
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of the fitter and more capable racial constituents before we have realized their

effects. Some only of these things can be touched by the legislator; in the

aggregate they are subject alone to social feeling and to an enlightened national

pride. Is it possible to arouse a consciousness in the folk that the parentage of

the next generation is not a personal but a national problem? – that a nation

which has ceased to insure that its better elements have a dominant fertility has

destroyed itself far more effectually than its foes could ever hope to destroy it

in the battlefield?

... What I have said about bad stock seems to me to hold for the lower races of

man. How many centuries, how many thousands of years, have the Kaffir or the

negro held large districts in Africa undisturbed by the white man? Yet their

intertribal struggles have not yet produced a civilization in the least comparable

with the Aryan’s. Educate and nurture them as you will, I do not believe that

you will succeed in modifying the stock. History shows me one way, and one

way only, in which a high state of civilization has been produced, namely, the

struggle of race with race, and the survival of the physically and mentally fitter

race.

... Let us suppose we could prevent the white man, if we liked, from going to

lands of which the agricultural and mineral resources are not worked to the full;

then I should say a thousand times better for him that he should not go than

that he should settle down and live alongside the inferior race. The only healthy

alternative is that he should go and completely drive out the inferior race. That

is practically what the white man has done in North America. 

... But I venture to say that no man calmly judging will wish either that the

whites had never gone to America, or would desire that whites and Red Indians

were to-day living alongside each other as negro and white in the Southern

States, as Kaffir and European in South Africa, still less that they had mixed

their blood as Spaniard and Indian in South America.

... I venture to assert, then, that the struggle for existence between white and red

man, painful and even terrible as it was in its details, has given us a good far

outbalancing its immediate evil. In place of the red man, contributing practically

nothing to the work and thought of the world, we have a great nation, mistress

of many arts, and able, with its youthful imagination and fresh, untrammelled

impulses, to contribute much to the common stock of civilized man.
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... You will see that my view – and I think it may be called the scientific view of

a nation – is that of an organized whole, kept up to a high pitch of internal

efficiency by insuring that its numbers are substantially recruited from the

better stocks, and kept up to a high pitch of external efficiency by contest,

chiefly by way of war with inferior races, and with equal races by the struggle

for trade-routes and for the sources of raw material and of food supply.

Ronald Aylmer Fisher, also an ardent racist who insisted that "scientific knowledge

provides a firm basis for believing that the groups of mankind differ in their innate capacity

for intellectual and emotional development", spoke of the needs to suppress societal

inferiors and to increase fecundity of a superior elite toward creating a race of supermen

(i.e. of persons as similar as possible to Ronald Aylmer Fisher.) From his 1914 Eugenics

Review article “Some Hopes of a Eugenicist”:

From the moment that we grasp, firmly and completely, Darwin’s theory of

evolution, we begin to realise that we have obtained not merely a description

of the past, or an explanation of the present, but a veritable key of the future ...

At the present time in this country the evidence appears to be conclusive that

we are breeding more from the worse than from the better stocks ...

... We do not dub ourselves knights of a new order. But necessarily, inevitably,

it might be unconsciously, we are the agents of a new phase of evolution.

Eugenicists will, on the whole, marry better than other people – higher ability,

richer health, greater beauty. They will, on the whole, have more children than

other people. Their biological type, characterised by their solicitude for human

betterment, their scientific insight, above all their intense appreciation of human

excellence, has a strong tendency to improve and to survive [as] a new natural

nobility of worth and birth.

The progenitors of biostatistics were philosophically and morally blind. Today’s “lifestyle

epidemiology” is nothing more or less than the modern incarnation of eugenics, in its

techniques, and in its basic intention: the same old end of creating miserable social division,

of pitting an elite against inferiors defined by the elite. Francis Galton expressed a hope that

eugenics would become “a new religion”, and so it has, as a debased cult belief.

The “statistics madness” Vincent-Riccardo DiPierri describes was evident from the very

beginning, in Francis Galton, the mad creator of eugenics. The name of eugenics has been

buried, but the methods of eugenics, and its spirit of hate, persist in the debased practices
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of today’s “health” establishment.

So it goes on as before: the crazed statistics and propaganda, the disturbed narcissistic

psychology and its viciousness toward others, the contempt for social cohesion in

preference for a righteous war of the worthy against the inferior and threatening others,

the haughtiness, the self-superiority, the insistence of infallibility based on anti-science.

How can the “authorities” be so foolish, so hateful, and blind? Because too many amongst

the public have been so foolish as to permit this. The situation can be changed. But it never

will be changed until force is brought to bear against empowered and very hateful fanatics.
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