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===Foreword===

This book had its genesis in some reading and research thet | did, a couple of years ago, relaing to the
causes of the disease, AIDS. Mogt people think that AIDS is caused by avirus, the HIV virus. There are,
however, a subgtantid number of dissdent scientists, who question whether the HIV virusis the true cause of
AIDS. Some even question whether the virus, itsdf, has been isolated. An excdlent book, dedling with this
controversy is*Re-Thinking AIDS*, by Robert Root-Bernstein, ISBN 0-02-926905-9, The Free Press, 1993.
Now, | never did decide whether the so-cdlled "HIV virus' causes AIDS, or not. There are excellent arguments
on both sdes. Some, like Professor Duesherg, argue that the virus exigts, but is harmless. He points out that
AIDS, supposedly, does not develop until many years after exposure to the virus. That requires the hypothesis
that there is something like a"lenticular” (delayed reaction) virus a work. But no such "lenticular virus' has been
found to cause any other disease, in humans. According to Duesberg and othersin his camp, the HIV virusisjust
a pussycat; infection might bring on some mild flu-like symptoms, but there should be no long term effects. The
tests for the AIDS virus don't redlly test for the presence of the virus at al. Rather, they test whether a person has
developed antibodies againg the virus. But with other viruses, the development of antibodies generally means that
the individua has developed successful defenses againg the disease. Why, Duesberg argues, should the AIDS
virus be different? Robert Galo, the government scientist who claims to have discovered the HIV virus, obvioudy
takes adifferent point of view. He asserts that the virus and nothing but the virus is the cause of AIDS. So, indeed,
does every scientist and researcher employed by the government or any private organization receiving research
money from the government. Dissenting views are not permitted and, indeed, Duesberg has been unable to obtain
funds for his own research, and learned scientific journds have refused to publish his papers, lest they incur theire
of the "hedth establishment”. While | never did decide whether AIDS is caused by avirus or by something else, |
began to seg, rather dearly, that there is a"hedth establishment”, composed of officiasin such agencies asthe
Public Hedlth Service, the Centers for Disease Control, the Nationa Ingtitutes of Hedlth, etc., and researchers and
scientists in the private center who depend upon government funds for research grants. It dso became very
evident to me that the hedth establishment is very powerful; and that it enforces conventiona and rigid dogmaand
brooks no dissent.

Moreover, it soon became apparent that the health establishment regularly " cooks the books'; that
datistics and other data are regularly folded, stapled and mutilated to "prove” that the officid dogmaistrue. The
CDC, for example, has changed the definition of AIDS three times. Moreover, there is atrend to the changes.
Each time the definition was changed, it included more and more women (under the latest definition, any woman
with cervica cancer who tests positive under the officia HIV testsis considered to have AIDS). Furthermore,
each change in the definition broadened the number of people considered to have AIDS <o that, while using the
origind definition, the AIDS epidemic appeared to be winding down, the new definitions made it appear thet the
epidemic was exploding.

| recalled that Matilda Krim, a private AIDS researcher who receives government funds, had appeared
on televison some 7 or 8 years ago, to sate that there were 2,000,000 HIV infected people in the U.S,, and that,
supposedly, we'd soon see 2,000,000 cases of AIDS (it didn't happen).

| asked mysdlf, why were these people cooking the books? The answer came through, loud and clear:
MONEY . The government folks wanted to expand and enlarge their agencies and promote their careers; and the
folks outside government wanted more and more money for their private research projects. Up to that time, I'd
pretty much accepted the establishment view of smoking, i.e,, that it's bad for you and may lead to lung cancer.
But when | saw what the health establishment was doing in thefidd of AIDS, | began ask mysdf some questions.



Could it be that the government figures on smoking, like those on AIDS, were cooked to produce a desired
result? | began atwo year research project, which resulted in this book.

Asaresult of that project, | learned many things. Most important, I'm afraid, | learned that government
gatistics on smoking, like those on AIDS, cannot be trusted. Important figures, like the 400,000 "smoking related
deaths every year", are made up out of whole cloth. Studies which gppear to refute the "dangers' of smoking, e.g.,
anima studies or some of the second hand smoke studies, are either ignored or subjected to manipulation and
digtortion to make them fit the officid line.

| wrote this book to refute the wild, irresponsble and untruthful anti-smoking propaganda which obscures
the truth. | do not expect it will ever make any money, nor do | want it to make any money. Copies of the book
were sent to numerous publishers, but even the subsidy publishers, who print and promote books for money, were
unwilling to take it. All of which provesthat in this country, "If you want afree press, you'd better own apress’.
Numerous people assisted me in the project. My wife, Kristine, while a non-smoker, never-the-less encouraged
me in the effort and | dedicate this book to her. Peter Petrakis, aformer Washington, D.C., health writer now
living in Washington State, provided much of the early materid, including the Mark Twain quotes and the autopsy
studies. | drew ideas from writings posted on the Internet at.smokers newsgroup by such persons as Joe
Dawson, Robert Wagner, and Ed Dambik. Jennifer Krajevich did the cover design.

A disclaimer should not be necessary, but | furnish one, anyway. | an not an employee of any tobacco
company. | own no tobacco stocks. | have never worked for any tobacco company as alawyer or in other
capacity. Neither am | atobacco grower, nor do | participate in any business of any kind in which | profit from
the growing, sde, or distribution of any tobacco product.



==Chapter 1. The Hysteria==

| am a64 year old mae and | have been smoking cigars and pipes since | was 18. Recently, however,
like other smokers, | have found myself hounded, bullied and repressed by a government-sponsored campaign
againg smoking and smokers. In fact, I've been thrown out of some of the best restaurants in the country, because
of my smoking habitsl What particularly gdls meis the prejudice againgt cigar and pipe smokerd

The origina Surgeon Generd's Report, released in 1964, showed no ill effects from pipe smoking, or
moderate cigar smoking. Indeed, studies relied upon by the SG actudly showed that pipe smokerslived longer
than non-smokers. The only exception was pipe smokers who quit smoking. They died somewhat sooner than the
non-smokers or the active pipe smokers. The SG speculated that the pipe smokers who quit might have done so
because they wereill.

In this book, | will show that the case againgt smoking based on bogus dtatistics and downright lies. 1 will
show that the case for alink between smoking and disease has not been proven and that, indeed, the internationa
datistics suggest that thereés no link at al. Furthermore, | will show that the government estimates of
"smoking-related deeths' are smply fraudulent and that the recent EPA report, purporting to show arisk to
non-smokers from second hand smoke was predicated on manufactured "evidence' which some of the EPA's
own scientigts found appdling.

First, however, it may be hepful to recite alittle history. From Winston's Cumulative Encyclopedia,
published in 1911: "Smoking is generdly supposed to have been introduced into England by Sir Walter Rdeigh,
but Camden says the practice was introduced by Drake and his companions on their return from Virginiain 1585.
It was strongly opposed by both priests and rulers. Pope Urban VII and Innocent 1X issued bulls
excommunicating such as used snuff in church, and in Turkey smoking was made a capitd offense. In the canton
of Bern the prohibition of the use of tobacco was put among the ten commandments, immediately after that
forbidding adultery. The Counterblast or denunciation written by James| of England is a matter of history. All
prohibitions, however, regd or priestly, were of no avail, and tobacco is now the most extensively used luxury on
the face of the earth.”

Extensvely used, perhaps, but never non-controversid. On his 70th birthday in 1905, Mark Twain sad:

| have achieved my seventy yearsin the usud way: by sticking drictly to a

scheme of life which would kill anybody ese. It sounds like an exaggerdtion, but thet is

redlly the common rule for ataining old age. When we examine the program of any of

these garrulous old people we dways find that the habits which have preserved them

would have decayed us...| will offer here a sound maxim...that we can't reach old age

by another man'sroad...

| have made it arule never to smoke more than one cigar a atime. | have no

other regtriction as regards smoking. | do not know just when | began to smoke. | only

know that it was in my father's lifetime and that | was discregt. He passed from thislife

early in 1847, when | was a shade past el even; ever since then | have smoked publicly.

As an example to others, and not that | care for moderation mysdlf, it has dways been

my practice never to smoke when adeep and never to refrain when awake. It isagood

practice. | mean, for me, but some of you know quite well that it wouldn't answer for

everybody that's trying to get to be seventy...Today it isdl of Sxty yearsthat | began to

gmoke the limit.

S0, evenin the "Golden Age' of smoking, there were those who thought it asin, or worse,



including Mark Twain's father. In recent years, however, there has never been such an assault on
Smokers as the one being waged, at the present time, by the United States Government. A special
agency has been sat up, within the Surgeon Genera's office, to issue or perhaps manufacture satistics
showing the dangers of smoking. It is caled the Council on Smoking and Hedlth but | have aso seen it
referred to by anti-smoking activigs as the "Council on Smoking or Hedlth".

In Congress, Representative Henry Waxman called the executives of the Tobacco companies
to appear before his Sub-committee. He bullied them, shouted them down when they tried to speak,
and demanded "yes' or "no" answersto loaded questions that could not be answered "yes' or "no". It
reminded me of the tactics used by Senator Joe M cCarthy, when he was persecuting aleged
"communigs’. Waxman even had his own "Roy Cohn', whispering conspiratoridly in his ear!

In Maryland, Cdifornia, and Washington State, statewide bans have been enacted on smoking.
New Y ork City has enacted a ban. No matter that almost everywhere that such bans have been
enacted, there have been drastic reductionsin the businesses of bars, restaurants, bowling alleys, etc.,
that cater to smokers! Nothing will assuage the zedl of the tobacco prohibitionists except an eventua
ban on all tobacco use.

But isdl thisjudtified? The Europeans don't seem to think so. In Itady, they gill have ash-trays
on eevators. In England, people still keep cigars and cigarettesin their homes, and politely offer them
to their guests. A prominent British medical researcher, a non-smoker, who spent his life attempting to
develop aunified theory of cancer, has written proliferoudy, questioning the aleged association of
smoking with disease. I'll have more about thet |ater.

Beginning in 1981, on annud trips to Martinique and Guadd oupe, idands in the Caribbean
which are departments of France, my wife and | personally witnessed the relaxed European attitude
towards smoking. At the hotels where we stayed, everybody smoked! Some smoked cigarettes, while
other smoked pipes or cigars. Every day, at breskfast, lunch and dinner, | puffed away on my cigars
and pipes, and nobody complained until the last day of onetrip. On
that day, a group of Americans sat down next to us at breakfast, and, sure enough, ayoung American
girl began complaining, loudly, about my smoking.

One day, during our trip, we took aday cruise on a glass bottomed boat. There were a bunch
of French people on board. We were up on the second deck, and | was smoking my usud cigar, when
my wife decided to go downgtairs and get a Coke. No sooner had she left than | spotted ayoung
French girl waking towards me, rather aggressively. She was dressed in short shorts and a brief halter
top (I'm old, but not blind). When she got about three feet away, she suddenly stopped. | thought
"Oh-Oht, shel's going to demand that | throw away my cigar. But | waswrong! She smply held out a
cigarette. | gather she wanted meto light it from my cigar, but | figured my wife might not appreciate
such an intimate gesture, so | fished a pack of matches out of my pockets and handed them to her.



==Chapter 2. The Burden of Proof==

| am lawyer and, in particular, atrid lawyer. In the law, there is something called the burden of
proof. The anti-smoking crowd inssts that smokers prove to them that smoking is not harmful. That'sa
trap. Nobody can prove anegative, i.e., that something is not so.

Recently, a client wanted to know whether a particular document was filed with a government
agency. | told him my records did not show that it wasfiled and that | presumed that it wasn't. That
didnt stisfy him. He demanded a"'yes' or "no": wasit filed or wasn't it? | explained to him that | could
send aresearcher to the agency, and if the researcher found a copy of the document in the agency's
files, that would prove, positively, that it had been filed. If, however, the researcher found nothing, it
would prove nothing. There would dways be the possibility that the document was midaid or that the
researcher overlooked it.

Tobacco companies know alot about "burden of proof”. That's why tobacco executives don't
deny therés arisk in smoking. In fact they even boast thet theré's arisk. One of their own employees
testified to the Waxman panel that he wouldn't want his daughter to smoke. Y ou see, the tobacco
companies have frequently been sued by people suffering from lung cancer who clam that they got the
disease from smoking cigarettes. The conventiona wisdom says that smoking does, in fact, cause lung
cancer, but the conventiond wisdom is often wrong and, in thisinstance thereis plenty of evidence that
it iswrong. The tobacco companies, however, don't need to buck the conventiona wisdom in order to
defend lawsuits. The tobacco companies have found it easer to defend lawsuits by saying to the plaintiff
"Didn't you read the warnings on the cigarette packages? Didn't you listen to dl the warnings from
prominent physicians and public officias? Y ou went ahead and assumed the risk!".

Back in 1890, the conventiona wisdom said that masturbation caused blindness. Suppose
some doctor dared to chalenge the conventional wisdom, and advised a patient thet the practice is
harmless. The patient takes the advice, goes ahead and masturbates and goes blind. He sues the doctor
and I'm hired to represent the doctor in court. Believe me, if I'm agood lawyer, I'm not going to
chdllenge the conventiona wisdom and say the blindness had nothing to do with the plaintiff taking my
client'sadvicel A much better defenseisto cross examine the plaintiff: "Haven't you read books written
by prominent authorities about the dangers of Onanism? Haven't you heard the preacher warn abot it,
in church? Haven't you heard the lectures by prominent temperance authorities about this dangerous
vice? Y ou proceeded at your own risk!"

Where smoking is concerned, it's obvious that if everybody who smoked developed lung
cancer, we could say, conclusivdly, that smoking "causes' lung cancer. But we dl know that not
everybody who smokes devel ops lung cancer, and we also al know of many people who don't smoke
aday inther lives, but none-the-less develop lung cancer a an early age and die from the disease. Hal
Roach, the producer of the "Little Rascas' movies, was a heavy, 3 or 4 pack-per-day cigarette smoker
for his entire life, but died recently, a the age of 101, gpparently from ssimple old age* . A former
governor of Virginiadied recently of lung cancer; he wasin his 50's and had never smoked. Just the
other day, CNN showed a picture of a Lebanese gentleman, who clams to be 134 years old. He was
vigoroudy puffing on acigarette, burned down amogt al the way to hislips. Hisformulafor along life:
smoking and drinking every day, dong with the consumption of fresh vegetables. The world's oldest
woman, a 125 year old resident of France, smoked until she was 123.

In my own family, my aunt died recently in Florida, a the age of 78, from lung cancer. Shed



been a smoker in her youth, but gave it up aout 25 years ago. A family friend, dso afemde, died in
New Y ork at about the same time as my aunt died. The family friend wasin her late 70's or early 80's,
and had never smoked aday in her life. Thus, these little old ladies became Satidtics. Or did they?
Actudly, it may surprise the reader to learn that death certificates never contain any information
concerning the life-styles of the decedents. Therefore, while the Public Hedlth Service keeps certain
records showing the cause of death from various diseases, nobody, but nobody keeps any records to
show whether the decedents were or were not smokers!

Thereis an Internet News Group devoted to smoking (at.smokers). Recently, a participant
cdled the Office of Smoking or Hedth, in an effort to find out how the government arrives &t its
estimate of 450,000 annua smoking related desths. After repeated cdls to different individuas within
the government, it turned out that nobody really knew how the figures are compiled. Some bureaucrat
sad he thought the calculations might come from a book, " Foundations of Modern Epidemiology”, by
David Lilienfdd. They don't. I'll discussthis and other interesting satistica manipulations, later.

Before leaving this subject, however, arecent (04/19/95) letter to the editor of the San Jose,
Ca, *Mercury News* sheds some light on the methods used by the anti-smoking lobby to generate
fase reports of "smoking related” degths. The author of the letter, Mary Ellen Haley, reported that a
loved one died of adenocarcinoma. Only 17 days eapsed from the deceased's first visit to the doctor to
the day of his degth. The letter writer was provided with the information for the death certificate, which
she took to the attending physician for completion.

On the desth certificate there was a line for the doctor to insert the immediate cause of degth,
and then three lines for "due to". The doctor inserted "cigarette smoking" under "dueto”. The letter
writer questioned the doctor: was he sure the tumor was caused by cigarette smoking? The doctor said
he wasn't sure about that, but there were guiddines issued by the American Cancer Society, and that
when a person dies of certain conditions and has smoked, the doctor isingtructed to list the "dueto” as
"smoking". In thisinstance, Ms. Haley persuaded the doctor to omit the usual "due to cigarette
smoking", but obvioudy, thiswas arare occurrence. The willingness of the medica profession to blindly
observe "guiddines’, issued by the Cancer Society generates a continuous stream of degth certificates,
vaidating the officid line that cigarette smoking causes everything from heart disease to uterine cancer;
yet, thereis no shred of scientific evidence to vdidate any of the certificates; they are based on nothing
more than officia ingructions to put down smoking as the cause of deeth!



==Chapter 3: TheWorld Scene==

As| indicated in the last chapter, neither | nor anybody ese can prove a negative. Therefore,
I'm not going to try to prove that smoking does not cause hangnails, or heart disease or anything else.
The burden of proof rests on those who assert that there is, in fact, a smoking/disease connection. The
connection most often aleged is the connection to lung cancer. | will concentrate on that connection, in
the following pages.

The *Oxford Atlas of the World*, ISBN 0-19-520955-9, published in 1992, gives figures for
cigarette consumption in different countries during the time period 1986-1988. The figures are in annud
consumption of cigarettes per capita. | have taken them from a graph and have attempted to interpolate
between dividers, however, the interpolation errors should be negligible. Here are the figures.

Country: Consumption:
Hungary 2515
Japan 2510
USA 2020
South Africa 1950
UK 1700
France 1690
USSR 1650
Brazil 1200
Philippines 1150
Venezuda 950
Zaire 150
India 100

To draw any conclusions concerning the influence of smoking upon lung cancer in these
countries, we need figures on lung cancer deeth rates (LCDR's). Fortunately, the World Bank puts out
abook which gives gatigtics for anumber of countries which give disease datistics in aform known as
"45Q15". The"45Q15" number represents the percentage risk of someone who is 15 years old dying
from a particular disease by the time he or sheis 60. Figures are not available for dl countries; such
important ones as the former USSR and India either don't report at dl or don't break down deaths from
cancer into different types of cancer. Never-the-less, we do have LCDR's for some of the countries for
which we have smoking consumption figures. All of the following Satigtics are in 45Q15 format, which
means they are risk figures in percentages.

In the United States, the male LCDR is 1.4%, the femde risk is 0.7%. Hungary, with the
highest rate of cigarette consumption of any country, hasamae LCDR of 2.4; femade 0.5%. Hungary
shares the highest rates with its neighbor, Czechodovakia, where the mde rate is 2.4% and the female
rate is 0.3%. Primafacie, these figures indicate that a high smoking rate is associated with ahigh
LCDR. Or do they?

Let'slook at Japan. Aswe have seen, Japan is practically tied with Hungary for the highest rate
of cigarette consumption in the world. It turns out, however, that the male LCDR in Japan is 0.5%.



That's gpproximately one-fifth the rate in Hungary; approximately one-third the U.S. rate. The LCDR
for femaesin Japan is dso astonishingly low, 0.2%.

Furthermore, dthough they have the highest smoking rate of any mgor nation, the Japanese are
remarkably hedlthy! At birth, a Japanese mae has awhopping life expectancy of 75 years (as opposed
to 72 inthe U.SA.). Japanese girls, at birth, have alife expectancy of 80 years. Those are the highest
life expectancies in the entire world.

Another heavy smoking nation is China. The authors of the World Bank book tell us so, and a
recent PBS specid concentrated on the "darming” rate of smoking in China. In fact, in China, the
government grows tobacco and receives much of its revenue from cigarette sdes. In China, however,
the LCDR is about the same as in Japan: 0.56% for men; 0.39% for women, in 1988, the last year for
which we have World Bank information.

Interestingly, some nations in the tropical and sub-tropica belts have very low LCDR's,
notwithstanding evidence suggesting that smoking is widespread in these countries. In Mauritius, an
idand in the Indian Ocean where tobacco is an important crop, the LCDR for maesis only 0.4; for
femdesitis0.1. In Barbados, the mae LCDR is 0.5; the femde rate is zero. In the Seychelles, an
idand paradise in the Indian Ocean, the male LCDR is 0.4; the femae LCDR is 1.0, making that nation
the only one in the entire world, where the female rate exceeds the male rate.

At least one researcher has suggested that the low LCDR's in the tropical and sub-tropical
countries are atributable to the exposure of the resdents to sunshine, which raises vitamin D levels.
That theory, however, fals to explain the very low LCDR'sin China and Japan which are not tropica
or sub-tropica countries.

One possible explanation may relate to the diagnosis of lung cancer. Si Lanka (formerly)
Ceylon) hasthe lowest male LCDR of any country in the world (0.1%), and afemde rate of zero. So,
if you're worried about lung cancer, you should catch the next plane to Sri Lanka. Before you do,
however, you should be avare there is a disease category cdled "Senile and ill defined”. The mae
deeth rate from "ill defined” illnessin Si Lankais 3.4%; the femae rate is 2.2%. These figures are many
times greater than those for another country (for example, the maeratein the U.S. is 0.3%; in Hungary,
it is zero). Clearly, the doctorsin Sri Lanka are not doing a very good job of diagnosing causes of
degth. By comparison, in Hungary (which has the largest number of doctors per capita of any country in
the world), every desth is accounted for, positively. There are no degths attributed to "ill defined”
Causes.

Diagnosis, done, however, cannot be the whole answer. Japan has an excellent medica
system, and cases of lung cancer are surely and accurately diagnosed. The degth rate from "ill defined”
illnesses in Japan is only 0.1% for maes; zero per cent for femaes. In China, dso, thereisarigorous
effort to pin-point causes of degth; the rates of death for males and femdes from "ill defined” causes are
lessthan 0.1%. Y e, as we have seen, the LCDR's in Chinaand Japan are very low, despite very high
rates of smoking. Moreover, the LCDR figures cannot be dismissed as resulting from poor diagnoss,
sncethe low rate of "ill defined” illness in each country proves that a vigorous effort is being made to
accurately pin point exact causes of death.

Possibly, genetic factors are a work. Hungary and Czechodovakia, each with high LCDR's,
are contiguous countries, inhabited largely by fair skinned, blue eyed people. Japan and China, which
have very low LCDR's, are separated only by the narrow Sea of Japan, and populated by people with
relatively smilar racid characteristics. Few figures are available on LCDR's in the developing nationsin



the tropical and sub-tropical zones, but the available figures suggest that lung cancer ratesare smdl in
these countries, which are largely inhabited by Blacks 2. Can it be that certain races of the world are
geneticaly more susceptible to lung cancer than others?

| don't know. | can, however, say with certainty that smoking doesn't cause lung cancer in
Japan and China If it did, the LCDR's in these countries, which are populated by heavy smokers,
could not possibly be so low!

Addendum (2002):

When | wrote this Chapter in 1996, the only information | was able to get on smoking and
disease came from a book published by the World Bank. The World Bank used a very peculiar
method of computing lung cancer degth rates (L CDRS), based on a percentage likelihood that
somebody would die by a certain age, from the disease. Also, the Bank didn’t have figures for many
countries.

With the continued development of the Internet, figures have become available which alow for
acomparison of LCDRs, smoking rates, and life expectancies in may countries. A Dutchman, Kees van
der Griendt, has compiled date for 87 countries, using datafrom the World Hedlth Organization and
the CIA Fact Book. The complete study is at hisweb Ste:

http://www.kidon.com/smoke/index.html

It turns out that a high rate of smokers prevaence trandates, in many cases, to long life
expectancy and low rates of lung cancer. For maes, in 1994, the country with the highest life
expectancy (76.6 years) was lceland, where 31% of the men smoked. The next runner-up was Japan,
where 59% of the men smoked, and life expectancy was 76.5 years. Other countries with high rates of
male smoking and long life expectancies included Isradl (45%, 75.9 years); Greece (46%, 75.2 years);
Cuba (49.3%, 74.7 years) and Spain (48%, 74.5 years).

Clearly, these figures rebut the hysterical daims of anti-smoking organizations. Figures bandied
about in this country, and never challenged, estimate that smoking costs the smoker at least seven years
of life expectancy. Figures circulated in Europe and cited on Mr. Van der Griendt’ sweb page, clam as
much as 20 to 25 years of loss of life expectancy. But the officid vitd gatistics from countries with high
rates of smoking fall to vaidate these clams. To the contrary, it turns out that some of the countries with
the highest rates of smoking have the longest life expectancies. Thisisimportant, not only from the
standpoint of lung cancer, but dso from the standpoint of heart diseese. If, asis frequently clamed,
smoking leads to heart attacks, the effects should be clearly show up in the form of greetly reduced life
gpansin countries where alot of people smoke. They don't.



==Chapter 4: The U.S.: A Smoking Laboratory==

Many people believe that the current concern over smoking and hedlth began with the
publication of the first Surgeon Generad's Report, in 1964. Not so!' As early as 1952, the American
Cancer Society, frustrated by the inability of medica scienceto find acure for cancer (or even find the
root causes of the disease), began pointing an accusing finger at smoking. In that year, the ACS began
adudy of agroup of volunteers alegedly to find out whether smoking was related to lung cancer but
actudly, to prove that it was. They had the support of the Surgeon Generd at that time, Dr. Leroy E.
Burney, who, in an article in the Journa of the American Medica Association, opined that cigarette
smoking causes lung cancer and that cigarette smoking is 7 times worse than cigar smoking and 3 times
worse than pipe smoking. In the following pages, | will be discussng the rdationship (if any) between
smoking and lung cancer. Before doing so, however, it needs to be pointed out that, despite the clams
of the anti-smoking movement, thereis no "pandemic” of lung cancer in the United States. In the United
States, there are about 2,140,000 deaths from al causes, each year. Of these deaths, less than
120,000 are from lung cancer 3. Thus, despite what you may have read or heard, lung cancer isnot a
common illness

According to the Surgeon Generd's Report, released in 1964, cigarette consumption in the
United States was 50 cigarettes per capita per annum in 1900; 138 in 1910; 1965 in 1930; 1828 1940
and 3322 in 1950. In 1961, according to the Report, cigarette consumption reached a "peak” at 3986.
In that year, according to the Report, 68% of al maesin the United States over the age of 18 were
smokers*. Theinteresting word in the "Report” is the word "peak”. By 1964, when the Report was
issued, the ACS campaign againgt smoking was aready taking hold, and consumption was aready
declining. By the time period 1986-88, according to the figures published in the * Oxford Atlas of the
World*, which I've previoudy cited, it was down to 2020 cigarettes per capita per year, or just dightly
over half the peak rate achieved in 1961. A Surgeon Generd's Report, issued in 1980, reported that in
1965, 51.1% of adult men smoked and 33.3% of women. According to the same source, the figuresin
1979 were 36.9% for men; 28.2% for womerr. According to the CDC (Centers for Disease Control),
26.5% of al Americans were smokersin 1992. Of these, 22.1% were regular smokers, while 4.4%
were occasional smokers.

There are gpproximately 180 million Americans over the age of 18. Assuming thet the average
smoker smokes a pack a day (20 cigarettes), we can calculate annua per capita cigarette consumption
by taking 26% of 180 million to get the number of smokers (which equas 51 million), multiplying by
365 daysto get the annual consumption of al 51 million smokers and dividing by 180 million to get the
per capitaannua consumption. This gives aresult of 2069 cigarettes per annum per capita, which is
very close to the number supplied in the * Atlas* ©. The United States, therefore, has been turned into a
giant laboratory for the evaluation of a cigarette/lung cancer link. If, in fact, cigarettes do, in fact,
"cause" lung cancer, we should see a decrease in the LCDR's over the time period between 1961 and
the present, corresponding to the approximately 50% decline in cigarette consumption, and the
comparable decline in smoking. The problem is, we don't!

The Statistica Abstract of the United States, published by the Commerce Department, 1993
Edition, gives gatigtics for cancer degth rates in men and women during the time period from 1970 to
1990. Unlike the international statistics, reported in the previous chapter, the figuresin the Statistical
Abstract are not percentages. Rather, they represent the number of deaths per 100,000 of population.



Where the figures refer to a particular age group, they refer to the number of deaths per 100,000

population in that particular age group. Thus, the figures are automaticaly "age adjusted” /.

It turns out that in every important age grouping, LCDR's have increased, steadily, between
1970 and 1990, notwithstanding the decline in smoking! Here are the figures from the Statidtica

Abdtract:
For Men For Women:

Age 1970 1980 1990 Age 1970 1980 1990
Group Group

35-44 17.0 12.6 9.1 35-44 6.5 6.8 54
45-54 72.1 79.8 63.0 45-54 22.2 34.8 353
55-64 202.3 223.8 232.6 55-64 38.9 74.5 107.6
65-74 340.7 422.0 447.3 65-74 45.6 106.1 181.7
75-84 354.2 511.5 594.4 75-84 56.5 98.0 194.5

85 + 215.3 386.3 538.0 85 + 56.5 96.3 142.8

Particularly interesting are the figures for women. They show dramatic increases in LCDR's, in
the key age groups where lung cancer is most prevaent, notwithstanding a steady declinein smoking
rates. The most obvious interpretation to be given to these figuresis smply that the decline in smoking
has not produced any decrease in LCDR's and that, in fact, in most age categories, the LCDR's have
gone up. The anti-smoking people have an answer to everything, however, and, to combet the obvious
implications of the Satidtics, they have developed a new theory: the "incubation period" theory.
According to that theory, lung cancer is caused by smoking, and there is an "incubetion period”,
varioudy given as 20 years, thirty years, or some other number, during which cancer developsin the
lungs of smokers. According to this theory, the dramétic increase in LCDR'sin women smply confirms
that smoking causes lung cancer, because women began to smoke more recently than men, and the
effects are just garting to show up in the figures.

There are anumber of problems with the "incubation period” theory. Thefirst is smply that,
contrary to the assumptions advanced by the proponents of the theory, women are not newcomers to
smoking, in America. A Galup pall, taken in 1944, revedled that 36% of the women in the U.S. over
the age of 17, smoked" &. In 1959, the Department of Agriculture estimated that 47% of the overall
population of the U.S,, over the age of 14, smoked, and that men smoked an average of 24 cigarettes
per day while women smoked 19" °. | have found no reliable statistics for female smoking earlier than
1944" 1°, but would remind the reader that in films, books, etc., the female "flapper" of the 1920's was
usualy depicted with a cigarette in her mouth, often in along white holder. Anyway, various surveys,
taken between 1955 and 1985 and cited in * International Smoking Statistics® show female smoking
rates as low as 27% and has high as 37%, with the latest surveys (1985) at 25% or 28% (according to
which survey you believe). The notion that women were shy abstainers from tobacco use until recent



years Smply is not supportable.

A second, even more serious problem for the "incubation period” theory isthat the datistics for
LCDR'sin women just don't add up when compared with the overall cancer degth rate in women, i.e.,
the rate of death from cancers of dl kinds, combined. According to the Statistical Abstract, thet overal
cancer death rate, age adjusted, has remained practically constant over the years. In 1970, it was
108.8; in 1990, it was 112.7. But how is this possble, given the dramatic rise in LCDR's in women?

To answer that gpparent paradox, we must remember that we're talking death rates, not rates
of incidence of disease. The degath rate in femaes from heart disease has declined sgnificantly in recent
years. Here are the rates, by age groups, for ischemic heart disease (the magjor killer in that category):

Age Group 1970 1980 1990
45-54 84.0 52.2 33.6
55-64 299.1 164.5 1354
65-74 978.0 430.1 415.2
75-84 2866.3 1842.7 1287.6

85+ 6951.5 5280.6 4257.8

Furthermore, medical science has made considerable progressin curing some of the kinds of
cancer which afflict women. Thanks to pap smears and mammography, cancers of the genital organs
and breast can now be detected early and often successfully trested. Thus, more women are living to
the ripe old age where lung cancer usudly strikes. Progress has dso been made in prolonging the lives
of lung cancer victims through chemotherapy, which may well account for the dight reduction in lung
cancer rates in younger women (and men). The anti-smoking crowd, however, refuses to even consider
these factors. They are committed to the belief that if smoking were just prohibited, disease, of dl sorts,
would be practicdly diminated. When the gatidtics fall to show that the drastic decline in smoking has
brought about a corresponding decline in LCDR's, the anti-smokers smply postulate longer, and longer
"incubation” rates for lung cancer (forgetting, by the way, that on that theory, there dso hasto be an
"incubation period” for the disease in the thousands of non-smokers who develop lung cancer?!).



==Chapter 5. Some Studiesthat Went Wrong!==

In February, 1991, a paper was published in the Journal, Cancer, entitled "Comparative
Epidemiology of Cancer Between the United States and Japan”. The authors, Erngt L. Wynder, M.D.,
et a, garted out with the assumption that smoking causes lung cancer. In fact, Dr. Wynder has been
crusading against smoking since the 1950's and the authors report was paid for by the anti-smoking
National Cancer Inditute. Aswe will see, the authors took some liberties with the figures presented in
their report, o asto try to make the data fit their preconception that smoking causes lung cancer, but
eventualy had to admit that the data did not support that assumption. The highlight of the Wynder
Report is agraph, which purports to show per capita cigarette consumption in the United States and
Japan for the time period 1920 to 1985. The graph relies upon data, plotted at five year intervals. It
purports to show a sharp dip in consumption during World War 11, to less than 1/3 the pre-war rate.
Also, amazingly, it purports to show that for the entire time period between 1920 and 1985, per capita
cigarette consumption in Japan was dways lessthan in the U.S.

Aswe will shortly see, the authors of the Wynder Report presented data which they themselves
acknowledged to be in contradiction with their own graph. Before discussing that matter, however, it
will be hdpful to congder abasic problem in epidemiology, i.e., the difficulty of comparing data for two
differing populations.

Suppose we postul ate that people who et jellybeans are prone to develop more carbuncles
than people who don't. To test the theory, we decide to study jellybean consumption in two different
countries. country A and country B. Both countries have populations of 1,000,000 divided equally
between men and women. Jdllybean consumption in both countriesis 1,000,000 beans per day,
yidding a per capita consumption figure of one jellybean per person per day. Thereis, however, a
difference. In Country A, only men et jelybeans, whilein Country B, both men and women est
jdlybeans. Obvioudy, in Country A, the jdlybean consumption for men is 2 per day, while in Country
B itisone In Country A, the daly jellybean consumption for women is zero, while in country B it is
one. Any comparison of the two countries must take thisinto account. Dr. Wynder and his colleagues
presented data on relative smoking rates for men and women in Japan and the United States. The rates,
expressed in terms of the percentage of each sex who smoke, are asfollows:

Year: 1955 1965 1976 1980 1985

U.S. Males 52.6 52.1 41.6 37.9 33.2
U.S. Females 24.5 34.2 32.5 29.8 27.9
Japanese M ales 814 82.3 75.1 70.2 64.6
Japanese Females 12.8 17.7 154 144 13.7

Likewise, the authors presented statistics for 1970, 1980, and 1986, showing that Japanese
males smoke more cigarettes per day than U.S. maes, while Japanese femaes smoke fewer cigarettes
per day than their counterpartsin the U.S. Clearly, the total consumption figures given in the graph,
accompanying the report, need to be adjusted to take into account the differing rates of smoking among




males and femdes in Jgpan and the US. Otherwise, the authors are comparing apples and oranges. No
adjustment was made but, if one had been made, so as to compare only Japanese males with US
males, the graph would most assuredly have shown much higher per capita consumption in Japan than
inthe U.S. Thisis so because, in Japan, where few women smoke, the large number of non-smoking
women "waters down" or dilutes the per capita consumption figures for the population, teaken asa
whole.

Other data presented in the report compared the lung cancer death rates in Japan and the U.S.
For some reason, the authors eected to give figures only for white U.S. maes and femaes, excluding
African Americans and American Indians (probably, theincluson of that data would have interfered
with some pre-conceived notions). Whatever the case, the male lung cancer degth rates, age adjusted,
for 100,000 of population were presented as follows:

Year: 1955 1965 1975 1985
u.s 90 130 160 165
Japan 15 35 45 50

At the time of the release of the report, there were interviews on TV with Japanese doctors, who
sought to explain the high rate of smoking in Japan and the low rate of lung cancer by declaring that in
Japan, cigarettes were hard to get, during World War 11. The graph, prepared by Dr. Wynder and his
colleagues, seems to support that claim, showing asit does a big dip in cigarette consumption during the
War.

The graph is, however, tricky. The datais plotted at five year intervas, and 1945, the last year
of thewar, is one of the years used. Smple interpolation was used to indicate the data between 1940
and 1945, and between 1945 and 1950; in other words, the authors drew two straight lines, one
between 1940 and 1945, and another between 1945 and 1950.

Actudly, datais available for annua cigarette consumption in Japan for every year from 1920
t0 1990, based upon saes. Those figures come from a book, * International Smoking Statistics®,
published by the Oxford University Pressin 1993. The figures show that in Japan, asin the U.S,, there
was a switch from machine made cigarettes to hand rolled cigarettes during World War 1. Taking that
into account (which the Wynder authors gpparently did not), the Jgpanese consumed 71,158 million
cigarettes (of both kinds) in the last year before the War, 1941. Consumption continued unabated until
1944, when 64,280 million cigarettes were consumed. 1n 1945, consumption dropped to 31,021
million cigarettes. It then rose steedily until 1950, when 75,138 million cigarettes were consumed. So
therewas adip, but it lasted only 5 years, and was not nearly as pronounced or as lengthy as the
Wynder chart would make it seem.

The bottom line, however, was the concession of Dr. Wynder that the data did not support
smoking as a cause of lung cancer in Jgpan. That concession did not come without afew confusing
gyrations. In discussing cancer of the larynx, the authors say that " The age adjusted mortdity rates for
larynged cancer during 1955 are higher in U.S. Whites than in the Japanese. These differences can be
partialy explained by the higher levels of cigarette consumption and acohol consumption inthe U.S.".
The authors discuss cancer of the esophagus, saying that "In spite of the higher tobacco and a cohol




consumption in the U.S,, Japanese maes have higher esophaged cancer mortality rates, which suggests
that other risk factors are of importance”. Thus, in their discussions of these two types of cancer, the
authors assart that smoking and alcohol use are greater in the U.S. than in Jgpan, using that "fact” in one
ingance to judtify their preconceived belief as to the cause of larynged cancer, and dismissing the "fact”
asirrdlevant when it comes to the other cancer (esophagus), where the figures just don't bear out the
preconception.

When it comes to lung cancer, however, the authors state that during 1955 to 1985, lung
cancer deeth rates are "higher in US White men than in Japanese men which is discrepant with the
higher prevdence of cigarette smoking among Japanese mdes for the same period of time'. Exactly!
According to the authors own figures, the lung cancer rate among Japanese maes is less than one third
the rate among US White mades, and as early as 1955, 81.4% of Japanese men were smokers
(compared to 52.6% in the U.S.). That is, indeed, a big discrepancy. The Wynder authors must have
had to write that word "discrepant” through gritted teeth, but at least they had the honesty to do it.

On January 13, 1995, the *Wall Street Journa* reported another study, this one involving
animas and funded, in part, by the U.S. National Ingtitutes of Health. According to the report, the study
was inspired when aresearcher in Buffdo, John Pauly, was studying some tissue from a smoker and
lung cancer victim and found atiny particle of cellulose acetate, the materiad used to make cigarette
filters. He gpparently decided that pieces of cigarette filters, imbedded in the lungs, are the cause of lung
cancer and decided to do an experiment with mice. He implanted pieces of filters, coated with
cigarette tar, in the lungs of six mice and found that they remained intact in the lungs for Sx months. This
finding was haded as a great break-through, demonstrating that pieces of cigarette filters may lodgein
the lungs and cause cancer. What thisignores, however, isasmple fact: no cancers were found in the
mice! What the study redlly proves, therefore, is merdly that implanting pieces of cigarette filters,
drenched with tar, in the lungs of mice does the mice no gpparent harm!

Before leaving this subject, i.e., sudies which don't bear out the smoking/lung cancer
connection, it's worth mentioning a couple of sudies that involve Native Americans. Some of the
heaviest smokers (and drinkers) in America are to be found among the Native Americans. In fact, a
1992 study by the CDC showed that 39.5% of American Indians smoked, as opposed to 25.6% of the
generd population. Knowing this, I have been looking for some statistics on lung cancer among Native
Americans.

Turns out there have been at least two such studies. The first was conducted by JM. Samet, et
d, of the University of New Mexico School of Medicine and published a * Am J Public Hedlth* Sept.,
1988, 79(9) 1182-86. The study dedt with both Hispanics and Native Americans. The authors
concluded that in the study \ period (1958-82), "[in whites] age adjusted mortality rates from lung
cancer and from chronic obstructive pulmonary disease increased progressively in males and femaes.
Mortality rates for both diseases increased in Hispanics during the study period, but the most recent
rates for Hispanics were well below those for Other Whites....in Native Americans, rates for both
diseases were low throughout the study period, and did not show consistent temporal trends.”

The second study was conducted by M.C. Mahoney, et d., of the New York State
Department of Hedlth, using data from Native Americans in upstate New Y ork, during the time period
1980-86. It is published in the *Int J Epidemiology*, June, 1989, 18 (2) 403-412. The authors came
to the same conclusion as Samet, et a. They stated that the principa causes of degeth among the Native
Americans were TB, diabetes, pneumonia and cirrhoss. However, "fewer than expected maignant



deaths occurred among both Native maes and femaes[and]... A deficit of deaths was observed for
colon and lung cancer degths among Native maes and for colon and breast cancer degths among
Native Females...".

In short, Native Americans smoke more than the genera population but suffer from less cancer
and, in particular, less lung cancer.



==Chapter 6: The Propaganda Machine==

Beginning in the early 1950's, the American Cancer Society started to wage war against
smoking. Later, the government took up the cudgel and, today, there is a government agency, the
Office of Smoking and Hed th, dedicated to samping out smoking. Unfortunately, the government
propaganda s often predicated upon assertions which are smply untrue. In many instances, these are
examples of the "Lal_onde effect”.

Marc Lalonde was formerly the Canadian Minister of National Hedlth and Welfare. He argued
that hedth messages should be vigoroudy disseminated, and should be "loud, clear and unequivoca™
even if unsupported by scientific evidence. If a particular study showed that smoking might be related to
apaticular disease, it made no difference to Lalonde whether the study was serioudy flawed, or not.
Hefdt that rdleasing the sudy was dways judtified, if it would convince people to sop smoking, since
everybody knew that smoking was bad for people.

The Lalonde effect is by no means new. As early as 1955, J. Neyman wrote an article in
*Science Magazine®, entitled "Statidtics - servant of dl sciences'. In the article, he commented upon a
datigtical study of smoking and cancer and concluded that the study was possibly flawed.
None-the-less, he felt obliged to remark, in afootnote, that "A referee warns me that in spite
of the fictitiousness of the figuresin Table 1 and in spite of the emphasis on the methodologica
character of my remarks, the “tobacco people’ may pick up the argument and useiit for publicity
purposes’ 2,

Every year, the government releases figures on the number of "smoking related degths' in the
United States. The most recent figure is 470,000, athough Congressman Waxman recently said
500,000. Most people assume that there is some scientific basis to that figure. Not so! The government
"scientigts’ amply take aflat percentage of the number of people who die from a particular disease, and
assume that to be the number whose death was caused by smoking. There are no autopsies, no studies
on actua human beings.

Dr. Bernard M. Wagner, the editor of Modern Pathology, recently wrote, "Are there 450,000
smoking-related desths per year in America? Maybe...but no human beings are ever sudied to find
out". Wagner went on to say the biggest obstacle to knowing what is actudly going on is the low
autopsy rate in this country, about 10%.

Perhaps the best (or maybe the worst) example of the Lalonde effect is the recent report of the
Environmenta Protection Agency on the "dangers' of second-hand smoke (ETS).

In an article published in the Winter 93-94 issue of Bostonia, a magazine published by Boston
University, the EPA Report was vigoroudly attacked by Dr. John C. Luik, anon-smoker, and a senior
associate of the Niagara Ingtitute, Ontario, Canada. As Luik showed, the EPA study was based on
some 30 studies from severd different countries. These studies dedlt, essentidly, with the effect of
smoking by a smoking husband or wife on a non-smoking spouse. Of the thirty studies, 24 showed no
datisticaly sgnificant connection between ETS (environmenta tobacco smoke) and lung cancer.
However, while the EPA saw fit to discuss and refer to dl 30 studies, it made a gatistical anays's of
only 11 U.S. sudies. EPA conceded that ten of these studies aso showed no statisticaly significant
increase in lung cancer risk. One study aone showed such arisk, but to show such arisk, the EPA was
obliged to reduce the gatistical "confidence factor" which it normaly usesin such andyses from 95% to
90%!



The EPA then went on to merge dl of the deven sudies together (agatidicdly invdid
procedure since the studies were not al structured the same way), and to reandyze the results, using
the newly reduced "confidence factor". By folding, mutilating and stapling the data, the EPA decided
that the spouses of smokers had arisk of developing 119 lung cancers, as opposed to arisk of 100
such cancers in the spouses of non-smokers. Without the reduction in the " confidence factor”, no
gatigticaly significant risk could have been shown. None-the-less, the EPA branded ETS a
"carcinogen’”.

Writing in * Toxologica Pathology*, Alvan Feingtein, a Y de University epidemiologist quotes
another prominent epidemiologist as saying this about the EPA report: "Yes, it's rotten science, but it's
inaworthy cause. It will help usto get rid of cigarettes and become a smoke-free society”. The
"Lalonde Effect” isdive and wdll!

Meanwhile, the propaganda machine continues to spew out al kinds of spurious information
and distortions. On July 13, 1994, an obituary in the *Washington Post* reported the degth, at age 60,
of Richard Joshua Reynalds, 111, an heir to the founder of the R. J. Reynolds Tobacco Company. The
headline, and an accompanying photograph showed the deceased holding a lighted cigarette, implying
that Reynolds died from emphysema, caused by smoking. Reading the body of the obituary, however, it
turned out that he had quit smoking eight years before his death; that there was afamily history of
emphysema and the deceased's own father had died from the disease at the age of 58; and that his
doctor was unable to sate the "immediate cause” of his death!

Recently, aso, the Post Office released a postage stamp, honoring a deceased jazz musician.
The likeness of the musician is on the slamp, and is based on a photograph, taken while he was dive.
The origina photograph showed the musician with a cigarette dangling from his lips. But the cigarette
has been arbrushed out in the postage stamp!

Recently, on Maryland Public TV, an officid of the Maryland Cancer Society made the
Statement that the smoking/lung cancer connection had been established in "laboratory experiments’. Of
course, it has not, but nobody chalenged him.

Similarly, in arecent CNN televison program about smoking, alady was presented who had
lost her larynx to cancer and had to use an atificia voice box. In the course of the program, it came out
that the lady was a life long non-smoker. The moderator, however, proceeded to explain that the
cancer had been caused by second hand smoke!

Whenever anybody challenges the view that "tobacco kills', they are immediately confronted
with the argument that they are tools of the giant tobacco companies. Supposedly, these companies
gpend millions to spread lies and disnformation concerning smoking.

The truth is that the anti-smoking lobby has successfully demonized the tobacco companiesto
such an extent that few public officid's would dare accept contributions from tobacco companies, lest
they be charged a dection time with accepting "tobacco money™. The truth is, moreover, that thereisa
lot of money to be made in the anti-smoking movement, and lots of people are benefitting, financidly,
from that movement.

In 1994, the Labor Commissioner for the State of Maryland proposed a state-wide smoking
ban. It was far reaching indeed, and, inits origina form, would have prohibited people from smoking,
even in their own hotel rooms, on the theory that the maid might come in to clean up, sniff some
second-hand smoke and suffer lasting injury.

At the time the ban was originally proposed, a stream of U.S. government officials poured into



Maryland, conducting seminars and public meetings to whip up support for the ban. These officids,
from such agencies as the Office on Smoking or [sic] Hedth, EPA, FDA, etc., make agood living,
"educating” the public in the dangers of tobacco. Furthermore, the months leading up to the ban were
filled with televison spots, featuring animated skeletons, demondtrating the "dangers' of smoking. These
gpots were paid for with taxpayer monies. A Smilar televison gpot campaign runsin Caifornia, dso
paid for with taxpayer dollars.

At the time the Maryland ban was first proposed, William Donald Schaefer was Governor. In
November, 1994, an dection was held for a new governor, and the smoking ban became a campaign
issue. The Maryland "hospitdity industry”, conssting of owners of restaurants, bars, convention
promoters, etc., was terrified that the ban would drive business out of the state to such nearby
jurisdictions as the Didtrict of Columbia, Virginia, Delaware, West Virginia and Pennsylvania Ellen
Saurbrey, the Republican, promised to do away with the ban. Her Democratic opponent, Parris
Glendening, promised to provide exemptions for small businesses, taverns, restaurants, etc.

Glendening won the election by awhisker-thin margin, amidst charges of voter fraud. Upon
assuming the governor's office, he forgot al about his campaign promises, and set about to impose what
amounted to an dl-encompassing ban. At ameseting of anti-smoking forces in the Sate capitd, the
governor appeared with Victor Crawford, a self-styled former [obbyist for the tobacco industry, who
now hasthroat cancer and attributes it to his former smoking habit. At the same rally, the Governor
declared that 3,000 Marylanders die every year from second-hand smoke (afigure whichisa
fabrication, pure and smple: remember, even in its highly flawed report on second hand smoke, the
EPA clamed no more than 3,000 degths, annudly, in the entire nation). The governor went on to claim
that Maryland has the highest rate of cancer in the nation. On the basis of deeth certificate records,
that's technically true; however, the Governor neglected to mention that Maryland has many large
cancer treatment centers, eg., NIH, Bethesda Nava Hospital, and John Hopkins University Hospita,
and that when people die from cancer in these indtitutions, their deeth certificates are issued in
Maryland, even though the deceased may have come here from lowal

Ultimately, the dtate legidature passed |legidation, exempting some bars and restaurants from the
ban, and the governor compromised, declaring, however, that he would come back later and remove
the exemptions. Meanwhile, however, Victor Crawford had afield day with the press. He was featured
in editorids and in a"60 Minutes' televison interview with Ledie Stahl. In the interview, Crawford
asserted that he had served the tobacco companies by "turning out the troops' for pro-smoking rdlies;
(b) presented fa se laboratory reports; and (¢) presenting false information on poll results, affecting
smoking.

The Tobacco Inditute has denied that Crawford did any significant amount of work for them.
Moreover, in the 22 years that I've lived in Maryland, | never heard about any pro-smoking ralies, or
any polls dedling with smoking, or any "laboratory reports’. So, | searched the archives of the
Bdtimore Sun. There were five references to Crawford: three dedling with his present clamsthat he
lied on behdf of the tobacco companies, one dedling with a property dispute, and another, which
identified him as a prominent crimind lawyer, who had been involved in 33 capital cases. There were
no references to any pro-smoking ralies, or polls dedling with smoking, or lab studies dedling favorably
with samoking. So, if Crawford organized rdlies, they must have been kept very quiet and, if he
distributed information about polls or lab Sudies, that information must have been kept very quiet.

Crawford, of course, isaconfessed liar. In fact, on "60 Minutes', he bragged about the lies he



supposedly told. The question | have is whether a confessed liar can be believed, when he says that
he's now telling the truth. Is it possible that he was paid for his gppearances with the Governor?

Crawford's name surfaced again in the September 23, 1995 edition of the * Washington Post*.
There, astory appeared about a progtitute who said she had sex with a Montgomery County judge and
that her own attorney offered her $10,000, if she would leave Maryland after the investigation began.
The attorney? None other than Victor Crawford. Crawford denied the alegation of course, but his
denid shows that he till has tobacco on his mind. In a telephone interview from Denver, Crawford
sad, "Somebody's got their facts awfully screwed up if they think I'm involved with this...Ten thousand
dollars? Somebody has redlly been smoking some funny cigarettes on thisone...".

The story goes on to say that Crawford gained nationd attention this summer when he was
profiled by the CBS News program, "60 minutes' for abandoning his life as an Annapolis lobbyist for
the tobacco industry. Apparently, the * Post* forgot that, in their March 4 Edition, Crawford admitted
that heredly never had a"life" as atobacco lobbyist in Anngpalis or any place e, In aninterview, he
disclosed that he lives in the posh Washington, D.C., suburb of North Chevy Chase (some 60 miles
from Annapalis), and that his career as atobacco lobbyist consisted soldly of working on contract for
the Tobacco Indtitute for 6 yearsin the late 1980's. In the same interview, he claimed that he received
"about $20,000" for his services, at arate of "up to"
$200.00 per hour. That meant that, if he can be believed, he devoted approximately 17 hours per year
to tobacco |obbying.

Many anti-smoking "experts’ are paid, and paid very well. There are grants available from the
cancer societies and from governments, for anti-smoking research and "education”, and many people
benefit from these grants. In California, Proposition 99, passed in 1988, has turned out to be a mother
lode for the anti-smoking lobby. Under its provisons, there is o much to dole out that practicaly
anyone with a harebrained scheme can profit, so long astheir ideas can be viewed in some way as
furthering the anti-smoking cause. Thus, camping trips are funded and the hikers clothed with tee-shirts
bearing anti-smoking massages. One group built arace car with anti-smoking dogans on it and now
tour the racing circuit at smokers expense. Swvimming pools are built for schools on the condition that
smoking be banned throughout the property, including in teachers cars on the parking lot.

If Crawford isthe "Poster Boy" for the anti-smoking movement, Stanton Glantz is the
movement's high priest. Glantz isa professor at UCSF, in Cdifornia. In addition to his sdary, Glantz
gets generous government research grants as well as speaking fees from numerous groups such asthe
American Heart Association. Glantz recently came up with afigure of 53,000 deeths per annum in the
U.S. from second hand smoke. In truth, Glantz did not support his estimate with any scientific dete; he
didn't have to. His adoring audiences will believe anything he says, and he gets paid to say it, solong as
he tells the audiences what they want to hear.

Before leaving this subject of propaganda, mention should be made of the oft-repeated canard
that smoking imposes costs upon society, which must be paid by non-smokers. The State of Florida,
among others, is suing the tobacco companies for the medical costis which it clamsto have incurred as
aresult of the smoking habits of its resdents.

Now, | do not happen to think that smoking causes any disease. Assuming, however, soldy
arguendo, that smokers do, in fact, die prematurely from smoking-related diseases, thereisa
considerable saving to society because these dead smokers do not collect their full socia security
and/or pension benefits. Moreover, smokers pay cigarette and tobacco taxes, both to the states and the



federal government, which non-smokers do not pay.

In 1991, Willard G. Manning, et a., published alandmark study on the costs to society of
acohol and tobacco **. Manning and his colleagues were no friends of tobacco. They assumed that
smoking causes premature degath, extra sick leave, and fires. Never-the-less, when al of the costs
attributed to smoking by Manning are added up and offset againgt the benefits, it is clear that smokers
pay more to society than they take from society. In the following table, a minus Sign denotes a cost to
society, while a pogtive Sgn denotes a saving or benefit. All of the figures are expressed in cents per
pack of cigarettes smoked:

Additiona medica expenses from smoking -26
Sick leave costs -01
Group life insurance -05

Fires caused by smoking -02

Lost tax revenues due to premature death -09
Reduced use of retirement pensions +24
Reduced use of nursaing homes +03
Federd cigarette tax +24
State and local taxes ™ +26
Net Benefit to Society +34

Thisis, perhgps, a convenient place to mention another benefit to society which formerly
accrued from smoking, but no longer exists, because of the ban on smoking in commercid airplanes. In
these aircraft, devices known as "packs' are used to filter the air in the passenger cabins. When
smoking was alowed, the airlines used up to Six packsto filter theair in first class, afewer number in
economy class. Packs, however, cost the airlines money, because they decrease fud economy. The
smoking ban enabled the airlines to reduce the number of packs they used, and they did so,
enthusagticaly, since, without the odor of smoke, passengers could not tell whether the air was being
efficiently filtered, or not. Asaresult, the air in commercid airlinersislikely to be filthy, and laden with
viruses, bacteria, and other unpleasant things. It's no coincidence, therefore, that stories have sarted
cropping up in the newspapers about stewardesses who transmitted tuberculoss to passengers and
other crew members *°. The odor of tobacco smoke formerly served the same function as the odor that
gas companies add to natural gas. It warned of insufficient ventilation.



==Chapter 7: The Surgeon General's Reports==

At this point, the reader will likely ask, "But what about the Surgeon Generd's Reports? Don't
they prove that smoking causes lung cancer?* Actudly, they dontt.

It's not easy to get copies of these Reports. When | started my research, | combed the local
libraries without success, and called mgjor libraries al over the country. Nobody had any copies. One
reason the Reports may be so difficult to obtain is that they contain materiad which might be
embarrassing to the anti-smoking lobby, e.g., the data on pipe and cigar smoking. Ultimatdly, | found a
smal company in Alexandria, VA, which was able to supply copies of the reports from 1964 through
1982, on microfilm. During that time frame, there were atotal of 15 Reports, issued sporadically
between 1964 and 1982. The largest , most massive Report was issued in 1979, and dedlt with
programs to "educate” (force) people not to smoke. The last Report that | have was entitled the
"Changing Cigarette’, and dedlt with such things asfilters, tar content, etc. The basic "science’,
purporting to show that smoking causes lung cancer was et forth in the first Report, in 1964, and for
that reason | will concentrate here on an analysis of the 1964 Report.

The 1964 Report was issued by a committee of ten "scientists', picked from alist of 150
scientists and physicians, heavily weighted towards government agencies and large organizations active
in public relations, with alow representation from the scientific community. There were no datisticians
on the pand, dthough Statistica expertise was essentid to a proper analyss of the epidemiol ogical
sudies, which formed alarge part of the "evidence" which was sudied. In 1965, a prominent
datistician, K.A. Brownleg, of the University of Chicago, wrote a scathing review of the Report,
pointing to many discrepanciesin the statistica data. | will refer to that later 7.

Prior to the writing of the Report, numerous experiments had been conducted, attempting to
induce lung cancer in laboratory animas by painting their lungs and trachea with cigarette tars, forcing
the animasto inhae vast quantities of tobacco smoke, etc. All of these experiments failed, miserably!
Consequently, at page 165 of its Report, the Committee was obliged to concede that *Broncho genic
carcinoma has not been produced by the application of tobacco extracts, smoke, or condensates to the
lung o r the tracheobronchia tree of experimenta animals with the possible exception of dogs'.

The phrase "possible exception of dogs' related to a single experiment, of which the Committee
wrote that "thiswork has not yet been confirmed”. To this day, it remains unconfirmed and it remains
true, to this day, that despite hundreds of experiments ¢, nobody has been able to induce asingle
cancer in lab animas by exposing them to ordinary tobacco products or smoke.

Other researchers attempted to induce lung cancer in lab animds by using nasty combinations
of indudtrid strength carcinogens. They used mixtures of ozonized gasoline and mouse-adapted
influence viruses, polycyclic aromatic hydrocarbons, directly gpplied to the lungs of rats, mixtures of
benzo(a)pyrene and iron oxide dust; radioactive cerium; and beryllium oxide. Even with these noxious
brews, the results were not entirely successful. For one thing, some of the experimenters reported
"distant metastases’, i.e., tumors occurring in sites far from the lungs (which makes me wonder whether
the "trestments' had smply weskened the animas immune systems to the point a which cancers were
springing up spontaneoudy throughout their bodies). Moreover, not dl the animals got sick. For
example, two out of ten rhesus monkeys injected with beryllium oxide developed cancers but 8 did not.

The anima experiments having failed, the Committee was left with retrospective studies and
prospective studies. Retrospective studies are studies in which cancer patients are interviewed about



their smoking habits and compared with another group of controls from the generd population, whose
smoking habits are likewise identified. In prospective studies, a population is sampled, their smoking
habits are ascertained, and they are then followed for a number of years, to determine who develops
the disease.

The Committee had a number of retrospective studies available, but wisely decided not to rely
much upon them, because of well known problems with such studies. Instead, it choseto rely upon
seven prospective sudies, asfollows:

(2) British doctors, a questionnaire having been sent to dl members of the medica professonin
the U.K. by Dall and Hill, in 1956.

(2) White American men in 9 dtates, enrolled by American Cancer Association volunteers, each
of whom enlisted 10 white maes between 50 and 60 years of age. Hammond and Horn, 1958.

(3) Policy holders of U.S. Government Life Insurance policies. Dorn, 1958.

(4) Men, 35-64 in nine occupations in Cdifornia which were suspected of having a high
occupationd risk of lung cancer. Dunn, Linden and Bredow, 1960.

(5) Cdiforniamembers of the American Legion and their wives. Dunn, Buell, and Bresow,
1961.

(6) Canadian War Veterans. Best, Josie and Walker, 1961.

(7) American men in ten states, enrolled by volunteers from the American Cancer society, each
of whom was asked to enroll about ten families containing at least one person over 45. Hammond,
1963 *°.

Now, right off the bat, there were severd sources of biasimmediately apparent in the manner in
which the surveys were conducted. It was obvious to everyone, including the participants and their
doctors why these studies were being conducted, i.e., to prove that smoking causes lung cancer. Thus,
an dement of detection bias wasintroduced. I'll return to that point shortly.

There was dso the matter of the sdlection of the survey participants. Not dl the holders of U.S.
Government Life Insurance policies participated; not al the British doctors participated, etc. Taking the
five sudies for which it had data on the non- response rate, the Committee concluded that the average
non-response rate was about 32%. Then, a page 116 of its Report, the Committee made the following
curious observation. Citing a paper by Berkson %, the Committee said, "The desth rate in the complete
population (3.000) was 42% higher than the respondent degth rate. The non-smoker desth rate was
over 38 times as high among non-respondents as among respondents (60.1221/1.553), whereas among
smokersit was only 1.8 times as high. [Berkson's] calculations referred to an early year of the sudy, in
which the differentid entry of ill persons among smokers and non-smokers are likely to be most
marked. Further, as we interpret hiswriting, the example was intend ed as a warning agains the type of
subtle bias that can arise whenever a study has a high proportion of non respondents, rather than a
clam that this numerica estimate of the bias actudly gpplied to these Sudies'.

Thus, the Committee was confronted with what should have been ared flag: afinding thet the
death rate amongst non responding non-smokers was 38 times as great as the rate amongst responding
non-smokers, whereas the death rate among non-responding smokers was only 1.8 times as greet as
the death rate among corresponding respondents. It is apparent, even to alayman, that such amajor
discrepancy could greetly skew the results of the surveys. Y et, the Committee brushed the point aside,
saying, in substance, that it didn't think that Berkson meant what he wrote!

There were troublesome discrepancies. The Committee found that the most potent carcinogen



present in tobacco smoke is benz (a) pyrene (p. 27). According to the Committee, cigar smoke has 4
times as much benz (a) pyrene as cigarette smoke, and pipe smoke ten times as much as cigarette
smoke (p. 58). Y et, the Committee found pipe and cigar smoke to be pretty much innocent of causing
lung cancer, and even concluded that pipe smokers live longer than non-smokers (unless they quit - the
Committee concluding that those pipe smokers who quit had done so because they were dready ill).

Some would argue, of course, that cigar and pipe smokersinhae less than cigarette smokers
(athough, in my case, | inhde both pipes and cigars). If, however, inhdation isafactor in the
development of disease, it should show up in rlative inhdation rates for cigarette smokers. A study
was, in fact, conducted by Hill and Dall, which sought to classfy cigarette smokers asinhding vs.
non-inhaing. At page 188 of the Report, there is areference to a " negative association” between
inhaing and lung cancer, based on the "early” Hill and Dole studies.

In 1959, in fact, R.A. Fischer andyzed some of the Hill and Doll data and concluded that
inhders have alower rate of lung cancer than non-inhaers 2*. Fischer's findings were incorporated into
Table 8 of the 1982 Surgeon Generd's Report, but the Report did not deal with this apparent paradox.

The Committee did, to some extent, recognize the effect of socio-economic status on the
various prospective sudieswhich it analyzed. Table 26 at page 109 of the Report showed incidents of
morbidity, derived from al seven prospective studies, for 25 different causes of death. In dl but two
categories (cancer of the rectum and intestines), smokers showed an increased risk of death, as
opposed to non-smokers. Indeed, it was claimed that smokers have increased risks of dying from such
diverse causes as accidents and suicide, cirrhosis of the liver and bladder cancer, as opposed to non
smokers. This troubled Brownlee, because he failed to see the "specificity” of smoking to the disease
which the Committee claimed to be "caused” by smoking, i.e., lung cancer. After dl, common sense
would seem to show no connection between smoking and progtate cancer, or smoking and cirrhos's of
the liver. Perhaps, what the studies were redly studying was socid class. Cigarette smokers tend to
come from lower socio-economic strata than cigar or pipe smokers, or non smokers. Perhapsit is
socio-economic status that accounted for the paradoxica finding that pipe smokers lived longer than
non smokers and that cigar smokers lived the same.

Studies published in recent years (and therefore not available to the 1964 Committee) bear out
the relationship between socio-economic status (SES), smoking and morbidity. A 1990 study %
showed the following rel ationships between smoking and levels of education:

Per centage who Smoke (U.S))

Years of Education Males Females
lessthan 13 41 36
13-15 30 24
16 25 15
>16 18 17




A 1973 Study % correlated morbidity with educationd levels, asfollows:

Ratio of Observed to Expected Deaths, U.S., ages 21-65

Years of Education Males Females
16+ 0.70 0.78
13-15 0.85 0.82
12 0.91 0.87
9-11 1.03 0.91
8 1.07 1.08
57 1.13 1.18
lessthan 5 1.17 1.60

Wheat these studies show is that low class people tend to smoke more than higher class people,
and that low class people tend to die sooner than high class people: considerably sooner. There may be
many reasons for the higher death ratesin people with lower SES. They tend to work in hazardous
occupations, exposed to hazardous fumes and chemicals. They eat a different diet, tend to become
obese, tend to receive lessmedica care and lower quaity care. Moreover, they tend to suffer more
from menta depression 2%, So the Committeg's concern that the study results might be biased by SES
turns out to have been wdll founded. Subsequent studies confirm that, smoking aside, it isrisky to
belong to the lower socio-economic Strata.

While the Committee did, in fact, acknowledge the possibility of bias dueto SES, it gppearsto
have overlooked entirely another important source of bias. That is detection bias. Remember,
everybody enrolled in the studies knew what was being studied, and their doctors knew thet, also.
Thus, everybody was waiting with baited breath for the smokers to develop lung cancer. | will discuss
the role of detection biasin more detail in the next chapter. It should be noted, however, that the
methodology followed in the SG's studies was cal culated to exaggerate the possibility of detection bias,
because the researchers were concentrating heavily upon the hypothesis that smoking causes lung
cance.

In the British Doctor's study, for example, al deaths in which lung cancer was a contributing
cause were classified as deaths from lung cancer, even though the direct cause of desth may have been
something else (Report, page 101). It isinteresting, in that regard, that the British Doctor's study was
the one which purported to show the highest risk for lung cancer, from smoking %,

There was, however, another indication of trouble, which has been heretofore overlooked. This
troublesome indicator is best illustrated by a more detailed discussion of one of the 6 cancer society
studies discussed in the 1964 Surgeon Generd's Report.

During the time period from October 1959 through February 1960, the American Cancer
Society enrolled men in asmoker survey, described in the Report asthe "Men in 25 States’ study.



Female volunteers were each asked to pick ten families among their acquaintances, each with at least
one person over the age of 45, and study them to find out whether they would die during the survey
period and, specificaly, whether they would die from lung cancer.

There were 448,000 usesble replies, representing 448,000 men between the ages of 35 and
89. We don't know how many replies were regjected as unusable because each volunteer was free to
use her own criteria. We aso don't know how many smokers were studied as opposed to
non-smokers because the results, published in the 1964 Surgeon Genera's Report, don't furnish that
information. We do know that during the approximately 22 months that the survey lasted, there were
11,612 desths. Asthe Surgeon Genera acknowledged, this trandates to a degth rate for both smokers
and non-smokers, considerably below the overall deeth rate for white males, meaning that the
participants in the survey were consderably hedthier than the average person. At leadt, that's what the
Surgeon Generd thought that it meant. | have other idess.

The observed mortality ratios for different types of smokers, as opposed to non-smokers, were
asfollows

+ Cigarettes only 1.83

+ Cigarettesand other | 1.54

+ Cigarsonly 0.97

+ Fipesonly 0.86

Thus, once again, as with Dall's studly, it gppears that cigar and pipe smokers actudly lived
longer than non-smokers - something that modern anti smokers would vigoroudy dispute.

The SG's Report does not list the number of lung cancer deaths which were recorded by the
Cancer Society volunteers. Instead, the results are lumped in with five other studies (some or dl of
which aso seem to have been organized by the cancer societies ), and Dall's study of British doctors.
Lumping al of the studies together, there were 26,223 smoker deaths and 11,168 non-smoker deaths.
Of these, 1,833 deaths from cancer of the lung occurred in smokers while only 123 occurred in
non-smokers, yielding amortaity ratio of 10.8 for desth from lung cancer among smokers as opposed
to non-smokers.

Table 15 of the Report shows that for al of the various studies, the age-adjusted death rates
for the study subjects were much lower than the age adjusted death rate of 22.9 per 1000 man years
for U.S. white maes, in 1960. In the case of the 25 States study, the degath rate for the non smokers
was 12.8, for smokers of less than a pack aday, 18..5, and for smokers of 1 pack or more, 19.2.
These results were smilar to the 5 other cancer society studies, but the Men in 25 States results bear a
footnote saying that "These results may be too low by about 1.7%, since the person-years used in the
computation included some contribution by men who had not been full traced”.

Table 2 at page 85 of the Report gives the mortdity ratios for current smokers for various
gudies, including Men in 25 States. We are assured by the Surgeon Generd that the figures were age
adjusted. Thus, we might expect that dl figures given in th e Report would be age adjusted and
represent current smokers. It turns out, however, that thisis not the case.



Table 19 at page 102 shows the number of degths from each of 25 different causes (ranging
from lung cancer down to cancer of the intestines). The figures given in Table 19 represent the sums of
al of the deaths recorded in dl of the seven sudies. It b ears afootnote, reading: " Current cigarettes
only for four sudies: dl cigarettes (current and ex-) for the two Cdiforniastudies and Men in 25
Sates'. Thet little word "ex" has tremendous sgnificance. It means that for purposes of caculating the
lung cancer degth rate, the Cancer Society dropped the practice of classifying only current smokers as
"smokers' and chose, instead, to treat anybody who had ever smoked a cigarette as a "smoker".

In 1961, 68% of the men in America smoked. Therefore, by the time a man reached the age
where lung cancer becomes a problem (essentidly 50+), the likelihood that he would have smoked, at
sometimein hislife, surely approached or even exceeded 90%. It should not have been a surprise,
therefore, nor did it prove anything, that 90% of the lung cancer deaths were in "smokers' since, if a
smoker was defined as anybody who had ever smoked, 90% of the population susceptible to lung
cancer was comprised of "smokers'.

Lumping the seven studies together was dso a datistica mistake. Each had different
methodologies. Different age groups were studied and different populations (British doctors, U.S.
Veterans, etc.). To redly sort out what was going on, we need to see the numbers for each individua
study but, at this late date, we probably never will.

The fact that there were so few deaths during the study period, compared to the degths that
would be observed in a cross section of ordinary white males, worried the Surgeon Generd. | gather
that the footnote, suggesting that the figures from Men In 25 States might be a bit low, was part of an
effort to explain the discrepancy but, if S0, it was a migplaced effort snce dl of the figures from the
other 5 cancer society studies were in the same ball park. Still, the Committee found it necessary to
Speculate, a some length, concerning the discrepancy, suggesting, among other things, that people who
were aready sick might not have been chosen as study participants, by the volunteers.

Onething that did not occur to the Committee or, if it did, was not mentioned, is that the
reported data, itsdlf, may have been wrong or incomplete. This seemsto me to be the most logical
possibility. According to the Surgeon Generd, the ladies who conducted the study were free to weed
out any responses which, for any reason, they felt to be ingppropriate. Also, according to the Surgeon
Generd, the ladies were expected to get a death certificate when a degth was reported. | have afedling
that the reason there were so few deeths, particularly among non-smokers, was smply that the ladies
didn't report dl the deaths. Getting a degth certificate would have been aslot of trouble and, if
somebody died from some cause which seemed totaly unrdated to smoking, the ladies might well have
concluded that it wasn't redlly relevant, and wasn't worth reporting.

In any event, in al of the cancer society studies, the overdl degth rates, for smokers and non
smokers dike, but especidly for non smokers, were much, much lower than the degth rates for the
generd population. This should have been ared flag: it should have at least raised questions concerning
the quality and/or completeness of the data. But to the Surgeon Generd's Committee, bent on proving
that smoking causes lung cancer, it suggested only that the study subjects were, for some reason,
exceptiondly hedthy.

In 1991, Dall did aforty year followup of the doctors in his sudy, which is available on line at:

http://Amww.bmj.com/cgi/content/full/309/6959/901



There, we aretold that most of the doctors who were smokers of cigarettes only (as opposed
to cigars and pipes) at the time the study began had given up smoking by the time of the followup, so
that only 6% continued to smoke. Indeed, most gave it up within afew short years after the study
began. This, however, did not deter Doll, who continued to try to estimate the number of pack years
smoked by the quitters, and to try to develop correations to lung cancer. To do this, he had to go by
the recallections of those interviewed by mail at infrequent follow-ups, as to how long they had smoked
and when they gaveit up. This seemsto me to be a fdlacious approach, snce it introduces the very
element of recall bias that the prospective studies were supposed to avoid. The same approach aso
required Doll to make numerous adjustments to take into account the effects of quitting - adjustments
which, wittingly or not, alowed his biases to get in the way of objective andysis.

Perhaps, however, the most damaging ement of the Doll study is an admission that he made
when the study was finaly terminated, in 2001. Writing in the December, 2001, issue of the British
Medicd Journd, Doll explained that the study was "devised by Sir Ausgtin Bradford Hill to achieve
maximum publicity for the critica link between smoking and lung cancer”. In short it was never intended
as a serious scientific study to test the hypothesis that smoking may cause lung cancer. From the
beginning, it was just propaganda - well intended, perhaps, but propaganda none-the-less.



==Chapter 8: Smoking Myths and the Role of Detection Bias==

A common myth about smoking assert that the lungs of smokers become brown or even black
from years of accumulation of tars and goo. Not true, according to Wray Kephart. Mr. Kephart
presently works as an engineer but he previoudy worked in a hospitd, performing autopses, most of
which were paid for by insurance companies, seeking to determine whether the deceased committed
suicide, or died from "natura causes'. Kephart tells me that he's done gpproximately 1560 autopses,
and he's seen some strange things, such as the lungs of auto painters, which were "effectively sealed
with catdyzed lacquers'.

Kephart inggts, however, that it is normaly impossible to tdl, from autopsy, whether the
deceased was or was not a smoker. Upon resection, the lungs are dways clear, unless the deceased
lived in alarge city where there was sgnificant indugtria pollution. In that event, carbon deposits may
be found, but these are unrdated to smoking. So the "brown lungs' myth is exactly thet: a myth.

Recently, | posed a question to Ed Uthman, M.D., apathologist practicing in Ddlas, TX. The
guestion was whether a surgeon, at autopsy, could determine from an examination of the deceased's
lungs, whether the deceased was or was not a smoker. Here is Dr. Uthman's response: | don't think
one can tdl if the deceased were a tobacco smoker or not by the appearance of the lungs. The absence
of any black pigment suggests that the person was either anonsmoker or avery light smoker. Heavy
black pigmentation suggests that the person was ether a heavy smoker, or lived in a city with heavy
particulate air pollution, or was a cod miner, or Some combination of the three. The black pigment in
question is dementd carbon, which most investigators believe to be inert in its effects on the lungs
(athough in the extremely heavy dosesthat cod miners used to get, it may have had apartia rolein
coa-workers lung disease).

When | point these things out to anti-smokers, they frequently say, "But I've seen photographs
of smoker's lungs that were shown to me in grade school, and they looked smply horrible” I've seen
these photographs aso, but they are phonies. A popular Internet web Site features Sde by side
photographs of two lungs. Oneislabeled "Smoker's lung - dead a 50". The other islabeled
"Non-smokerss lungs, dive a 70". The problem is smply that the photograph of the smoker'slungisa
photograph of alung ravaged by lung cancer; it is not a photograph of the lung of some smoker who
died from some other disease. Therefore, even if the cancerous lung is from somebody who smoked,
and the "hedthy" lung is from somebody who did not, the photographs prove nothing except that
cancerous lungs look different from non-cancerous lungs.

Of course, both photographs are photographs of dead peopl€'s lungs, because it's not possible
to take a photograph of the lung of aliving person. Also, rather obvioudy, the photographs show the
outside surface of the lungs. The outside surfaces of lungs are not exposed to ether air or smoke;
therefore, it would be impossible for smoke to stain those surfaces.

Another myth, propagated by the anti-smoking crowd, is the notion that lung cancer was arare
diseasein this country until some time in the 1930's, when it began to raiseits ugly head as the result of
smoking. Not long ago, George Will told a story on TV about a physician in the early part of the
century who ran across a case of lung cancer and declared it to be such arare disease that he
assembled the medical students to witness the autopsy, beieving it to be arare opportunity.

The story may be true, but it proves nothing, because, in the early part of this century, the
diagnosis of lung cancer was complicated by the "consumption factor”. "Consumption” was a name



gpplied to any disease characterized by emaciation, wasting away and coughing. It doubtless included
the disease which we now know as "tuberculosis', but it also included other diseases, as well.

Funk and Wagndls Encyclopedia, published in 1912, has an entry for "consumption”. It says,
"Seer Pthigs'. Under "Pthiss’ we are told that "drictly speaking, the name includes a group of
affections, but it is generdly used to indicate pulmonary consumption, i.e., amore or less advancing
process of lung destruction, associated with progressive emaciation and other characteristics and
symptoms. Thisisadisease of grave importance, from its frequency and fatal tendency. It has been
edimated that consumption is responsible for one-seventh of the mortaity of Europe. "

"Tho pthiss was early recognized as a definite disease, and its clinical course fairly well sudied,
much obscurity has rested over its causation. Medica opinion was divided until 1882, when Koch
announced the fact that he had discovered an organism, which he believed to be present in al cases of
consumption proper. This organism, the bacillus tuberculos's, is a minute rod-like structure, capable of
cultivation outside the human body, and easy of demondiration in the expectorants of consumptive
patients...”.

"Any condition that weakens the condtitution favors the development of pthisis. Thus,
manutrition, syphilis, overcrowding, lack of fresh air, and defective hygiene, are dl factorsin the
causation of pthiss. More especidly isthistrue of occupations whose performance necessitates the
inhaation of dust particles, e.g., sone masonry, knife grinding, metal polishing, wood carving, €c...."

"The early symptoms vary much. There may be nothing but a gradud loss of strength, it may be
of flesh; there may be dight discharge of blood from the throat or chest; there may be amore or less
persstent tickling cough; there may be bresthlessness, with or without pain; or there may be little except
atendency to take cold eadlly...."

Clearly, the state of medica knowledge about "pthiss’ was confused. The articleimpliesthat dl
cases of the disease were caused by the tuberculosis germ, discovered by the great Dr. Koch. But
many of the symptoms described are gpplicable to lung cancer and, in 1912, most people were treated
by family physicians who made house calls, and probably diagnosed most disease from the symptoms,
rather than from any sort of laboratory andyss.

The Higtoricd Statistics of the United States, published by the Government Printing Office, give
cancer gatistics from 1900 to 1970, but these statistics do not differentiate between different types of
cancer. The following table, derived from the Historicd Statistics, shows the number of desths per
100,000 of the population, for tuberculoss, influenza and pneumonia, and malignant neoplasms
(cancer), for the years from 1900 to 1970:

YEAR Tuberculoss Cancer flu pneumonia
1970 2.6 162.8 30.9
1960 6.1 149.2 37.3
1950 22.5 139.8 31.3
1940 45.9 120.3 70.3
1930 711 97.4 102.5




1920 1131 834 207.3
1910 153.8 76.2 155.9
1900 194.4 64.0 202.2

The government gatistics contain no item for "consumption” or for "pthiss’. However, aswe
have seen, "consumption” was still arecognized disease as late as 1912 (and probably later). No doult,
those early desth certificates which listed the cause of death as™consumption” have been classified as
"tuberculogs’, inthe later years. Note the nice, linear and inverse relationship between cancer deaths
and deaths from "tuberculosis’ ("consumption™) over the time period covered by the chart. Thereisno
doubt that some of the early deaths reported from " consumption” were redly lung cancer. I've dso
thrown in the figures for influenza, because, in the early years, some termind lung cancers may have
been diagnosed as pneumonia, and aso because it's Smply interesting to note the devastating impact of
influenza and pneumoniain the early years.

It is generdly assume that today, doctors can easly recognize lung cancer when they seeit. But
can they? In 1959, in England, Heasman and Lipworth * surveyed reports from 75 hospitals of the
Nationd Hedth Service. Attending physicians diagnosed 338 cases of cancer of the lung, while
pathologists discovered 417 cases, by post mortem autopsy. The attending physicians and the
pathologists agreed, however, in only 227 instances. If the pathologists were correct, 111 (33%) of the
diagnoses of the attending physicians were false positive, while 190 genuine cases of lung cancer (46%)
were missed.

A smilar result was obtained by Feingtein, in a study conducted at the Y de University School
of Medicine, and published in September, 1986, in the Archives of Interna Medicine °. Researchers at
Y ae obtained records on 3,286 adults who had died between 1971 and 1982. 153 of these patients
were found, upon autopsy, to have died of lung cancer. The researchers then went back and obtained
the degath certificates for these 153 patients and attempted to obtain information about their smoking
habits. For 13 patients, adequate smoking information was not available, so they were thrown out of the
survey. The researchers reported, however, that out of these 13 patients, seven had been correctly
diagnosed as having lung cancer during life, but 6 had not.

Working with the remaining 140 cases, it turned out that there were 37 "surprise" cases of lung
cancer, i.e., cases which had not been correctly diagnosed during life. 57% of these cases involved
non-smokers; 30% involved moderate smokers; but only 16% involved heavy smokers. The
researchers concluded that there was a detection bias, that doctors were very ready to diagnose lung
cancer in asmoker; very reluctant to make the diagnosis in a non-smoker.

Before leaving this sudy, it isimportant to point out that, by reason of the methodology used,
working from autopsies backwards to death certificates, the study could only expose false negatives,
iI.e., cases of lung cancer which had not been discovered during life. It isapity that the researchers
could not have conducted another study, working from degth certificates forward to autopsies. That
would have yielded a number for fdse postives, i.e,, the number of cases diagnosed as having lung
cancer which, upon autopsy, turned out not to be lung cancer.

At the beginning of thisbook, | said | would describe the work of a British medica researcher,
who questioned the hypothesis that smoking causes disease. The researcher wasthe late Philip R. J.



Burch, a professor of Medica Physics at the University of Leeds. He was a non-smoker, whose
principd life work was an attempt to develop a unified theory of cancer.

In 1976, Doll and Peto issued a paper in which they reported that daily cigarette consumption
by the British doctors who had been studied in connection with the 1964 SG's report had declined from
9.1in 1951 t0 3.6in 1971. Dall and Peto claimed that, as a result there was a 38% reduction in lung
cancer death rates amongst the doctors. In a paper #/, however, Burch
showed that Doll and Peto had compared the lung cancer degth rates among the doctors with the lung
cancer death rates for the entire British male population. Burch re-plotted the datato compare the
doctors with themselves and showed that, on that basis, the risk for lung cancer amongst the doctors
had actudly increased by 31%.

Burch may have been on to something here, even beyond what he, himsdlf, saw. His chart
shows that during the time period 1955 to 1971, the risk of lung cancer anongst dl men in England and
Waes more than doubled, while the risk amongst the doctors increased only 31%. Remember our
earlier discussion of socio-economic status? The doctors, of course, were, asagroup, ina
socio-economic class far higher than most other men. They worked indoors at a sedentary occupation,
ate different food, and were not as susceptible to depression. Could these factors account for the
difference between the doctors and ordinary men?

In the same paper, Burch plotted cigarette consumption for women and men in England and
Wales againgt lung cancer death rates, during the period 1890 to 1971. He showed that the largest
increases in LCDR's in both sexes came during the time periods 1916- 1920 and 1931-35, when a a
time when cigarette consumption among women in England and Waes was very smal. From this Burch
concluded that the risein lung cancer was due to improved diagnosis, not smoking. In England and
Waes, there was, in fact, a 30 year gap between the time when males began smoking and females. So
it isnot surprising that the anti-smoking crowd in Britain made the argument that recent (in 1966)
increasesin lung cancer among women resulted from a 30 year incubation period”. Burch effectively
refuted that argument by plotting lung cancer rates for males in 1906 through 1926, againgt female rates
for 1936 to 1966, and showing that while, if the incubation theory was correct, the two curves should
have been synchronous, they werein fact completely dissmilar.

Burch dso wrote, extensvely, about the problem of "detection bias'. Primary lung cancer can
be smulated by pulmonary metastases from carcinoma of the pancress, kidney, scomach, breast and
thyroid, and by maignant melanoma. He suggested that many cases diagnosed as " primary lung cancer™
arenot, in fact, "primary lung cancer", but Smply metastasized tumors, originating in some other site 2%,



==Chapter 9: Smoking Animals==

Remember the smoking beagles? Movietone News, the old newsred company, featured a
piece on these cute little dogs, shot some time in the 1950's or 60's. It's sometimes re-run on late night
TV, even today.

Actudly, the experiment was rather crud (dthough not nearly so much so aslater ones). The
beagles were strapped sde-by-sde to along bench, in arather unnatura upright postion. They were
fitted with face masks, which forced them to inhade and exhde smoke from lighted cigarettes. A
mechanica devicelit anew cigarette and dropped it into the air line, as soon as an old one was used
up. Although the Surgeon Generd later claimed that the smoking machines did not force animasto
inhae and exhade deeply, the newsred footage sure madeit look asiif the dogs were inhading and
exhding very deeply.

It was, perhaps, the smoking Beagles that were referred to in the 1964 SG's Report, when the
Committee made the observation that with the "possible exception of dogs’, the anima experiments had
al faled to induce lung cancers. Whatever the case, in the 1971 Report, the Surgeon Generd
conceded that the experiments with dogs, using smoking machines, had failed. However, dso in the
1971 Report, the SG described a new experiment, conducted by a government physician, Oscar
Auerbach, and others, in which the Beagles were forced to smoke in what the SG described asa"more
naturd” manner.

Specificaly, Auerbach claimed to have dit the throats of 78 Beagles and inserted
tracheotomies. He claimed that he had been able to train the dogs to smoke cigarettes through those
tracheotomies. A table was presented, showing the number of dogs that managed to survive for 875
days, smoking ether regular cigarettes or filter tips or no cigarettes at dl. Amongst the 8 controls who
did not smoke, there were no deaths. Among the smokers, however, there were 24 deaths from
various causes, varioudy listed as "aspiration of food", lung fibrogs, etc. Although Auerbach did not
clam that any of the dogs died from lung cancer, he did in fact claim that 2 of the animas, who smoked
non-filter cigarettes, had developed early invasive squamous cell carcinomain the bronchi.

Auerbach's experiment was again described and the table again presented in the 1977 SG's
Report (which was just areprint of portions of earlier reports). In the 1982 Report, however, the SG
described Auerbach's experiment again but this time the SG remarked that Auerbach's "observation has
not been repeated so far”.

When a stientist says that an observation has not been repeated, it is a polite way of saying that
theinitid experiment may have been fraudulent. It would be nice to know why Auerbach's experiment
was not replicated. Were others unable to train Beagles to smoke through tracheotomies, or were
others able to do so, but no harm was done to the dogs? We do not know and the SG does not tell us.

At page 185 of the 1982 Report, there isa generd discussion of the difficulties experienced in
trying to induce cancer in laboratory animds by forcing them to inhale smoke. We are told that there's
too much carbon monoxide in cigarette smoke to alow for continuous exposure, so that inhding
machines must be used. But, we are told, "laboratory animas are not willing to inhale aerosols very
deeply and are especidly reluctant to inhae tobacco smoke. Rhesus monkeys and baboons have been
trained to smoke cigarettes. This gpproach does not yield neoplasms [cancers] because of insufficient
exposure time and because of the tendency of the animals to puff rather than to inha€’. Maybe so, but
the old newsred pictures of the smoking Beagles surdly seemed to show them inhaling, deeply!



Also, a pages 185 and 186 of the 1982 Report, there is a description of somefailed
experiments with Golden hamdters, explaining why tobacco smoke had failed to induce lung tumors.
Never-the-less, interleaved into dl of these discussons of failures, there is adescription of an
experiment which, alegedly, succeeded. At page 185, we are told that in 1980 experimenters at the
Oak Ridge Nationd Laboratories, usng anewly developed "advanced inhalation device' were able to
induce tumors of the "respiratory tract” in rats. The Report states that *...seven of the 80 smoke
exposed rats had tumors.." and that one of 30 "sham exposed rats' had tumors %°,

Apparently, the "advanced inhalation device" referred to by the SG is the "Maddox-ora
smoking maching’. It isreferred to in an article by A.P. Wehner, et d., which appeared in 1981 in
*Toxicology and Applied Pharmacology* at pages 1-17. There, the authors describe an experiment in
which 80 femae rat were forced to consume 8 cigarettes per day, seven days per week, for 2 years.
One of the rats developed a carcinoma of the lung.

Before getting too excited about these experiments, however, we need to congder this: the
largest known rats weigh no more than an average of one pound. Forcing aone pound rat to smoke 8
cigarettes per day isthe equivaent of forcing a 160 pound human to smoke 1280 cigarettes per day
(64 packs). Such experiments are not redistic and in no way replicate exposure to ordinary tobacco
smoke. Given the enormous concentrations of smoke used by the experimenters, it iswonder that any
of the animas even survived the orded; yet, they did, and only asmall percentage devel oped tumors.

Strangely, despite exhaugtive research in medica databases, | have been unable to find any
additiona rat experiments (or experiments with any other animals) conducted in the years since 1980,
which replicate the above reported experiments. A 1989 article in * Toxicology and Applied
Pharmacology* *°, describes an experiment in which rats of both sexes were forced to inhde
cigarette smoke in high concentrations for 22 weeks. The rats were then killed, and investigations made
to determine the effect of the smoke on the level of "DNA adducts’. The experimenters concluded that
"inhaled cigarette smoke induces lung DNA adducts which may play an important role in cigarette
smoke-induced lung carcinogenesis' (emphasis mine). But the experimenters sopped short of claiming
that the smoke actudly induced any tumors.

A report of asmilar experiment with rats forced to smoke for 8 weeks gppearsin 1985 in the
Journal, * Cancer Research* *!. Here again, however, the researchers did not claim that the smoke did
the animas any direct harm. They claimed, instead, that the smoke reduced the level of production of
cytotoxin, a substance thought to be toxic to certain types of tumor cdlls. My question isSmply this.
why haven't the 1980-81 rat experiments been repeated? Was there something wrong with them? Did
the researchers conclude that because of the extremely high concentrations of smoke given to the
animals, and the large number of animals that were unharmed, the experiments failed to prove their
point? Or was there some other reason? I'm afraid | don't have the answers.

In recent years, new smoking machines have been devised that subject rats to second hand
smoke. In an aticlein the May 28, 1994 issue of * The Los Angeles Times*, writer Sheryl Stolberg
describes experiments that have been going on for three years, exposing rats to continuous
concentrations of smoke as high as 4,000 micrograms per cubic meter, concentrations many timesthe
concentrations encountered in the red world, evenin times of brief exposure, e.g., bars. Bottom line: no
ggnificant harm to the animals has been shown, athough one researcher at UC (Davis) clams a 6%
reduction in birth weight for the offpring of the exposed animals.

In earlier versons of this book, | 1eft the subject of the animd inhalation experiments with



unanswered questions. It appeared that there had been two experiments - never repeated - one of
which induced asingle carcinomain arat, and other of which supposedly induced "tumors' in avery
small percentage of rats. In 1998, however, an event took place which enables me to resolve the
unanswered questions. In that year, the State of Minnesota brought a lawsuit againgt tobacco
companiesto recover damages to the State, dlegedly caused by smoking. The case was settled before
any judgment could be rendered, but not before afew trid sessions were held.

At these sessons, testimony was taken from experts for both the plaintiff (the State) and the
Defendants (the tobacco companies). Experts for both sides agreed that, despite many, many anima
inhalation experiments over a period of many years, dl of the experiments had falled, i.e., nobody has
ever been able to demondtrate, through anima experiments, that inhaing tobacco smoke - no matter in
what quantities or concentrations - causes lung cancer. These failures are powerful evidence, indeed. If,
as adleged, smoking causes lung cancer, training or forcing animals to smoke should produce lung
cancers. It doesn't.

Before leaving this subject, | ran into a couple of strange, weird studies while doing the research
on smoking animas. A 1993 study in Norway * reminds me of an old joke about atemperance lady
who comes to a school to do ademonstration. She has aworm, a glass of water and a glass of booze.
She drops the worm into the water and it swims about unharmed,; then she drops the worm into the
glass of booze and it ingtantly shrivels up and dies. She asks the class, "Can anyone tells me what this
means?'. Little Johnny holds up his hand and shouts "It means that booze is mighty good for you if you
have wormdl™.

Anyway, in the Norwegian study, investigators induced pneumonitis (lung inflammation) in rats
by exposing the animasto radiation. The animas were then exposed to tobacco smoke, and it was
shown that the smoke actualy suppressed the inflammeation in the lungs. In short, smoking is good for
you if you have pneumonitis (I guess)

The other weird sudy haslittle to do with smoking; | Smply report it becauseit's interesting.
Recently, health food stores have begun sdlling green tea, because of its dleged hedth benefits. In fact,
some have suggested that the drinking of green tea accounts for the low rate of lung cancer in Japan
and China. A study published in 1990 in * Environmental Research* **, however, daims exactly the
opposite. According to that study, femaesin Hong Kong had a 2.7 times grester risk of developing
lung cancer if they drank green teathan if they did not drink green tea. This just proves that you can
prove anything with gatistics, which is another way of saying you can't prove anything with satistics.



==Chapter 10: Isthere No Risk?==

So far, | have argued that the case that smoking causes lung cancer has not been proven. The
reader may ask, "Well, if smoking doesn't cause lung cancer, just what does?’. Recent studies suggest
that the answer liesin the genes of those individuals who develop the disease. One must be cautiousin
assessing the genetic evidence, because molecular biologists, many of whom are employed by the
rabidly anti tobacco government establishment, are not above the use of techno-babble in support of
the establishment position on smoking. In their book on gene therapy, * Altered Fates*, authors Jeff
Lyon and Peter Gorner quote scientist Philp Leder as saying thet nicotineis a"mutagen par excdlence'.
A mutagen, according to them, is another way of saying "carcinogen”. There are, however, absolutely
no studies showing that nicotine is a carcinogen. If it were, the FDA could scarcely have approved the
sde of the nicotine patches, used by smokers who choose to quit smoking.

Recently, the press gave much attention to a study by researchers at John Hopkins University
School of Medicine, dedling with head and neck cancers and the P53 gene. The P53 geneiscalled the
Guardian Angd gene becauseit is believed to protect againgt cdlls becoming cancerous. According to a
report in the March 16, 1995, edition of the *\Washington Post*, the researchers studied tissue samples
from 129 people with head and neck cancers. The samples were divided into smokers,
smoker/drinkers, and total abstainers. About 58% of the tumors from the smoker/drinkers had P53
gene mutations, as opposed to 33% of the smokers who did not drink, and 17% from the abstainers.
What the press reports ignored, however, is that everybody who participated in the study had cancer.
83% of the abgtainers had perfect PS3 genes; yet they till had becomeill. The red lesson of this study,
if thereisone, isthat the P53 gene won't keep a person from getting cancer; at least it won't do so if the
person is otherwise geneticaly predisposed to the disease.

A more informative study is described in the August 1, 1990 edition of the Wall Street Journdl.
That study was conducted by researchers a Louisana State University Medica Center in New
Orleans and Albert Eingtein College in New Y ork. The researchers studied 300 families in Southern
Louisiana, who had a history of lung cancer, and compared them with 300 controls. The researchers
concluded lung cancer is an inherited disease. Based upon retrogpective studies (which | do not
necessarily accept as accurate) * the researchers concluded that if a person had two copies of the lung
cancer gene, his chances of getting lung cancer by the age of 50 would be 14% if he did not smoke,
increasing to 27% if he were a heavy smoker. In the more likely case of an individua having only one
copy of the gene, the researchers concluded that a non-smoker would have practicaly no risk of getting
lung cancer by age 50, but for a heavy smoker the risk increased to 5% by age 50, 16% by age 60,
and 25% by age 75.

In the same WSJ article, there is an interesting quote from Nell E. Caporaso, aresearcher at
the government-owned Nationa Cancer Indtitute in Bethesda, MD. According to Mr. Caporaso, one
out of eight smokerswill be stricken with lung cancer (which is another way of saying that seven out of
eight will not). Consdering the fact that one out of every five Americans dies from some form of cancer,
and that lung cancer isthe most common form of cancer in persons between the ages of 45 and 74, and
the second commonest form in persons over that age, Mr. Caporaso's estimate of the risk seems very
modest and wholly at variance with the position taken by most government scientists, who shriek
hystericdly that smoking "causes' lung cancer.

The fact remains that inheritance sesemsto play amgor role in cancer. Pancrestic cancer isvery



rare, but former Presdent Immy Carter has seen it in at least four members of hisfamily: histwo
ggers, hisbrother and hisfather. His mother died from breast cancer which metastasized to her
pancress. Diabetesisthe scourge of my family. Three of my four grandparents died from

the disease. All were obese and al consumed a diet, which was rich in starches and sugars. As ayoung
man, | was obese and ate alot of starches and sugars. | chose to go on alife-long diet, in which |
refrain from eating starches and sugars. Smply avoiding starches and sugars is enough to control my
weight (I weighed 240 Ibs when | first went on the diet at the age of 38; now, | weigh 162 |bs). |
consder thisa sengible precaution. If | had ahistory of cancer in my family, especidly lung cancer, |
might choose not to smoke. However, | have no such history, so | puff away.

My wife, who is naturdly thin, has no family history of diabetes and regularly consumes huge
quantities of starches and sugars. | would never presume to ask her to stop. | certainly would not favor
legidation to ban the eating of starches and sugars. Of course, the anti-tobacco crowd seesthings
differently; they are not content with their persona decision not to smoke; they want to impose their
decision on everyone ese, through widespread smoking bans. Curioudy, however, asreveded in the
postings on the Internet, many of the anti-smokers are avid devotees of marijuana smoking, which they
consider to be hedthy. On amore consstent note, many seek legidation to outlaw or restrict the sale of
fatty mesets, or red mests or vitamins or whatever. They consder themsdves"liberds'. Ther hero isthe
dour chief of the FDA, David Kesder.

Quite frankly, I do not know whether there isarisk to smoking, or not. | do know that "risk" is
not the same as causation. Philosophers, from Plato to Supreme Court Justice Louis Brande's, have
been fascinated with the word "cause”, and have written many learned treatises on the subject. My
great-grandfather was working on a bridge construction sitein 1927, when a careless driver jostled
him. My great-grandfather became startled, lost his baance, and fell through a hole in the bridge. Not
being able to swim, he drowned in the river below. Was the cause of desth (a) drowning; or (b) the
actions of the cardess driver; or (C) the loss of balance; or (d) the existence of the holein the bridge
flooring; or (€) not being able to swim? Just about every human activity involves risk. Waking across
the street runs the risk of getting hit by a car. Bungee jumping involves the risk that the bungee cord
may break or become detached from the supporting structure. If, however, a pedestrian is hit by a car,
it isfar-fetched to say that the cause of death was walking across the street. If a bungee cord breaks
and someoneis killed, the newspapers will not say that the deceased died from bungee jumping.
Rather, they will report that " Smith died when the bungee cord broke, and he descended 100 feet to
the ground below”.

Anti-smokers are fond of repeating the mantra: "cigarettes are the only product which, when
used for their intended purpose, cause death”. Nonsense! Firearms are specifically manufactured to
cause degth in animals and humans. Automohiles, used carefully and driven properly, can sill cause
death if atie rod breaks at 60 mph. | don't know whether starches and sugars can cause degthin a
person genetically susceptible to diabetes, but from personal observation, | fed thereisarisk and,
because of the history of diabetesin my family, | choose not to take the risk. Before leaving this subject
of rik, avery interesting study was recently reported, which confirmsthat if thereisarisk, it has been
grossly exaggerated by the anti-smoking movement. On May 23, 1995, the Associated Press reported
on astudy made by Dr. Gary Strauss. Strauss analyzed 685 lung cancer patients seen at Brigham and
Women's hospital in Boston between 1988 and 1994. He found that 59% of the patients were
non-smokers at the time their cancers were diagnosed. Of these, 8% of the entire sample had never



smoked; 51% had smoked at one time but had given it up. Of the 51% who had quit, nearly one fourth
had been off cigarettes for more than 20 years. On average, the former smokers had been off cigarettes
for gx years. As| have previoudy pointed out, lung cancer is not dways diagnosed in non-smokers,
because doctors aren't looking for it. Currently, according to the CDC, 25% of the population are
smokers. In the sudy years (1988-1994), the percentage was as high as 30%. Thus, purely on the
basis of demography, we would expect between 25 and 30% of the sufferers from lung cancer, or for
that matter, hangnails or acne, to be current smokers. 41% of the cases studied by Strauss were current
smokers. Given the role of detection bias (doctors more likely to diagnose lung cancer in smokers than
non-smokers), the 41% figure suggests that the lung cancer risk for current smokers may be little or no
greater than for non-smokers. In the article, Dr. David Burns of the University of Cdifornia, seemsto
support the view that giving up smoking is not the "cure’ for lung cancer. He is quoted as saying, "These
folks have done what we told them to do, yet they are ill at substantiadly increased risk. What can we
do for them? We owe these people an answer." Burns suggested that it may be possible to device a
genetic test to spot lung cancer. | would go further and suggest a genetic test to spot the likelihood that
somebody will get lung cancer. Whether, in such an individud, giving up smoking would do any good, |
don't know, but such individuas probably would choose not to smoke, just as | choose not to eat
garches and sugars. The same article aso reports that deaths from lung cancer have increased by 51%
between 1980 and 1994, despite adrop in the percentage of adults who smoke from 42% in 1965, to
25%in 1993. Isnt it about time to stop blindly adhering to the notion that lung cancer will disappear if
people smply give up smoking?

Actudly, Dr. Burnsis not the only medica doctor who has begun to question that smplistic
notion. Julian Whitaker, MD, is a practitioner of "dternative medicine", awriter of amonthly newdetter
on health and exercise, and no friend of smoking. However, in the October, 1995, issue of his
newdetter, "Health and Healing", Doctor Whitaker writes: "Since 1950, the incidence of dl cancersin
peaple between the ages of 50 and 60 years has increased by 44%, with even higher increasesin some
of the more deadly forms of cancer. Breast and colon cancer went up 60%, prostate up 100% and
testicular cancer for men between the ages of 28 and 35 went up 300%. Lung cancer has gone up
262%, an increase that is obvioudy not related to cigarette smoking, because over the same period the
number of people smoking cigarettes dropped from 50% to 25%..."

Doctor Whitaker expresses no opinion as to the reasons for the startling increases in cancer in
recent years. |, however, have an opinion. Medicine, over the past 40 years, has grown more and more
socidized. As late as 1950, people were largely responsible for paying their own medica bills, and
doctors hesitated to order expensive tests and trestments for those who couldn't pay the hills.

Today, dmost al medica procedures are paid for by insurance or by federa funds, through
Medicaid and Medicare. Physicians, therefore, have a strong incentive to order every possible test and
treatment, because they know that they will be paid for doing so. As aresult, there are no more
undiagnosed cases of cancer. Every caseis dways diagnosed. Thiswill, in my opinion, show up in
future years, in the form of gatistics which show aleveding off of the number of cancer cases. Only time
will prove whether I'm right or wrong.



==Chapter 11: IsNicotine Addictive?==

Much of the rhetoric of the anti-smoking movement seeks to demonize tobacco smokers as
"nicotine addicts’. In the past, of course, the term "addict” has been generdly gpplied only to
mind-adtering drugs, e.g., heroin and cocaine. Even dcohol, which is mind-dtering, is not generdly
referred to as "additive’. So, the argument is one of semantics. If nicotineis addictive, so are chocolate
candies, pies and cakes, etc. Indeed, if "addition™ is defined as dependence upon some chemicd,
everyoneisaddicted, to air! 1 am not going to engage in a philosophical debate over the definition of
"addiction”. Thereisaquestion in my mind, however, asto whether nicotine is redly the active
ingredient in tobacco smoke..

Nicotineisachemicd, C,oH,4,N,, which isfound in the tobacco plant. Anti-smokers are quick
to point out that pure nicotine is a poison, used as a pesticide. And it's true that pure nicotine (a
colorless, odorous liquid), is poisonous. According to the mens that to kill a 180 Ib man, hed have to
drink about 80 mg of the stuff. Many other common substances, however, dso have minimum letha
doses. According to the same source, ingesting agram of caffeineisfatal.

In fact, many substances which are beneficid in smal quantities are toxic in large quantities. My
mother suffered a stroke some years ago. Her life was saved, and she recovered, by taking ablood Il,
50 he doubled it. My mother began hemorrhaging, and dmost died from loss of blood. The blood
thinner, which islife saving in smdl quantities, proved toxic in large quantities. Of course, most of the
nicotine in tobacco islogt in the process of smoking. Only alittle finds its way into the smoker's
bloodstream. That smdl quantity may account for some of the beneficia effects of smoking, eg.,
improved menta concentration. Strangely, fine Havana cigars, when they were available, contained only
2% nicotine. If, in fact, nicotine is the reason why people smoke, it seems strange that people would
pay enormous amounts of money for Havana cigars, which contain o little nicotine,

| question, however, whether nicotineis the active ingredient in tobacco. If it were, nicotine
patches should satisfy a smoker's craving for tobacco; they don't! In prisons, where, as a part of the
punishment, smoking is sometimes forbidden, the inmates take to smoking corn slk, paper, string, €tc.,
none of which contain any nicotine,

When | was a young man, there was a chain of tobacco stores which sold chegp cigars. They
were made amost entirely from brown paper, with only one outside wrapper made from tobacco. |
doubt they contained any significant amount of nicotine. Y &, they were a satisfying smoke.

Recently, anti-smoking forces have suggested taking the nicotine out of cigarettes, to
discourage smoking. This assumes, of course, that smokers smoke to get nicotine. In their book, "Life
Extension”, hedth writers Durk Pearson and Sandy Shaw, take a different approach. Believing that
smokeis bad for hedlth but that nicotineis not, Pearson and Shaw suggest that cigarettes be spiked
with extra nicotine, so that smokers will consume fewer cigarettes. It is not universally accepted,
however, that nicotine is the active ingredient in tobacco smoke. The authors of the widely respected
"Merck Manud" say only that it is"probably” the active ingredient. If, in fact, the anti-smokers finaly
succeed in getting the tobacco companies to remove the nicotine from cigarettes, we will findly find out
the truth. My own bet is that a cigarette without nicotine will probably be dmost as satisfying as one
with nicotine. The active ingredient in smoke is smoke.

Recent studies, reported by the Nationa Institute on Drug Addiction (NIDA), seem to bear out
my hunch. These studies suggest that tobacco contains a monoamine oxidase inhibitor (MAOQI).



MAOQI's are anti-depressants, which work by increasing serotonin levelsin the brain. They are used in
medicine to treat Parkinson's disease, which may explain why a number of sudies have shown that
smokers have afar lower rate of Parkinson's than non-smokers. In any event, the MAOI in tobacco
smoke may play as greet arole in smoking as nicotine.



==Chapter 12: Smoking and Heart Attacks==

For many years, anti-smoking activists have ingsted that smoking "causes' heart attacks. In
truth, there is no scientific evidence to support such aclam.

As early asthe 1950's government scientists began conducting studies in Framingham, MA, to
asessthe "risk factors' which lead to heart attacks and stroke. Early on, they identified three such risk
factors. Smoking, high blood pressure and cholesterol. As the years have gone by, however, other
researchers have identified dtill other risk factors. Taking estrogen pills has been identified asarisk
factor in women *°. Mde pattern baldness has been identified as arisk factor in men *’. Vitamin and
minerd deficiencies have been blamed for heart atacks, aswell as eating fatty foods and drinking too
much acohol.

There are other obvious risk factors: 100% of dl heart attack victims breathed air during the
time prior to their heart attack. 90% drove automobiles. 95% paid income taxes.

| am, of course, citing these "other obvious risk factors' in jest, to illustrate the aosurdity of "risk
factor" andysis. If everything isarisk factor, then nothing is arisk factor, because thereisno
conceivable way of determining whether (a) a particular heart attack or stroke was caused by one of
therisk factors and (b) if it was caused by arisk factor, which one.

Risk factor studies are, by their very nature, biased by the opinions of the people who conduct
such studies. That's because the researchers must select the factors that they consider risky, before the
study ever begins.

Congder this: It isaknown fact that exercise sometimes causes heart attacks. | say "known
fact" advisedly, because there are many newspaper accounts of athletes and others, dying from heart
attacks brought on by exercise. A few years ago, my Congressman, Goodloe Byron, dropped dead of
a heart attack while jogging on the CO Cand. He'd been warned by his doctor that he had a weak
heart and should not over-exercise, but he disregarded the doctor's advice. Also, afew years ago,
Nelson Rockefeller suffered afata heart attack while exercising in bed in the company of two nubile
young women.

Y et, nobody has ever conducted a study to determine how many heart attacks are caused by
exercise. Why not? The answer, of course, liesin the conventiona wisdom that "exerciseis good for
you". Researchers don't conduct studies to link exercise with disease because everybody knows that
exercise doesn't cause disease, S0 theré's no point in conducting such a study.

On August 18, 1995, the Wl Street Journd reported on an epidemiologica study in England
by anti-smoking activist Richard Peto, which claimed that in people aged 30 to 49, smokers have a
heart attack risk 2.4 timesthat of non smokers. For that study to be meaningful, however, Peto would
have had to dso study a multitude of other risk factors. Smokers tend to be from the lower
socio-economic strata of society, and people with low SES tend to be fat and work at hard manua
labor (the "exercise factor”, again). They may consume too much acohol and eet diets deficient in the
vitamins and minerals which some experts clam are protective againgt heart disease.

Peto salected smoking as the risk factor to be studied because he believed smoking causes
heart attacks. But he might just as well have sdected SES, obesity, acohol consumption, cholesteral,
estrogen consumption, diet, baldness, ear creases, etc. Even if hed studied al of these risk factors, he
might till miss the right one, because the red cause of heart attacks may be something that nobody's
even remotely considered. After dl, we now know that most ssomach ulcers are caused by bacteria



and can be treated with antibiotics, yet, until just afew years ago, every responsible physician in the
world would have dismissed such anotion astotal nonsense.

Just recently, researchers have suggested that the true cause of heart attacks may be surplus
ironinvictim's diets. Thisiron, they suggest, oxidizes cholesterol and deposits harmful plague deposits
on the atery walls. *

In earlier chapters, | discussed the flaws in the 1950's and 60's studies that attempted to link
smoking to cancer and other diseases. Not the least of these flaws was the self-selection of the
participants and the failure to establish adequate controls. Take, for example, Doll's famous (or
infamous) study of British doctors. In 1951, Doll wrote to 59,600 physicians in the United Kingdom,
asking them to fill out questionnaires and become part of his study group, but only 40,701 of the
physicians responded *°. Thus, the participants sdected themsalves. Furthermore, dl of the participants
were from the same highly sdect, dite profession, i.e., medicine. There was no control group,
representing the population at large.

In the mid 1970's, some researchers decided to do a study on the effects of smoking cessation
aswell as other "hedthy behaviors'. They sought to avoid the flaws that had plagued other
epidemiologica studies and, to that end, they sought to study groups that were not self selected, but
rather were sdlected, at least in part, on arandom basis. The study group was cdled the "Multiple Risk
Factor Intervention Trid (MRFIT) Research Group'.

12,866 high risk men, aged 35 to 57 years, were randomly assigned to one of two groups. One
group was treated to a gpecia intervention program, conssting of drug-care treatment for hypertension,
counseling to Stop cigarette smoking, and dietary advice for lowering blood cholesteral (I will cdl this
the "specid intervention” or"S group™). The other group, which | will cal the "control group”, was left
to smoke, est, and have high blood pressure, without intervention.

The MRFIT Research Group rendered itsfirst report in 1982, reflecting an average follow-up
time of 7 years. To the disappointment of the researchers, there was no satistically significant difference
between the mortality in the SI group, from that in the control group - despite the fact that, as a result of
the nagging, the participantsin the S group sgnificantly "improved" their hedth habits, i.e., sopped
smoking, and lowered their blood pressure and cholesterol levels.®

In 1990, the MRHT group produced another report, reflecting 10.5 years of research, usng
the same two groups. Thistime, the results gppeared to show a datisticaly significant reduction in
coronary heart disease (CHD) in the intervention group, but this was attributed not to smoking
cessation, but rather to reduction in hypertension . It turned out that there were more deaths from
ischemic heart disease in the Sl group than in the control group (96 vs. 86 deaths). Moreover, there
were more deeths from cancer of the respiratory and intrathoracic organsin the S group than in the
control group (66 vs. 55) *.

It isamusing to read the explanations of the hedlth establishment for the discrepancies reflected
inthe MRFIT study. One group of writerstried to explain the higher incidence of lung cancer in the SI
group by pointing out that dl of the deeths from primary lung cancer reflected in the 10.5 yeer trid
involved smokers or ex-smokers; there were no primary lung cancer desths among "never-smokers' *3
. These writers apparently forgot that the participants in both groups were selected because they were
adjudged to be a "high risk", i.e., smokers and ex smokers. We could hardly expect to find any lung
cancer deeths involving "never smokers' in agroup thet didn't have any "never smokers'!

The MRFIT study is not the only study to use intervention to try to reduce coronary heart



disease (CHD) and cancer, by nagging people to improve their health habits. The World Hedlth
Organization conducted a massive study. It involved 63,733 men aged 49 to 59 in 44 factoriesin
Britain, Belgium, Itdy, Poland and Spain. The authors estimated that, as aresult of smoking cessation
and other improved health measures, they managed to reduce the risk of heart attack by 14% in the
group as awhole and 24% in a high risk sub-group. Unfortunately, there was no equivaent reduction in
the number of heart attacks “*.

In 1982, Rose, Hamilton, Colvell and Shipley reported on a 10 year follow up study of middie
aged smokers, thought to be at high risk for cardiorespiratory disease. The smokers were divided into
two groups: a control group who were dlowed to continue to smoke and an intervention group (a"Sl"
group) who were encouraged to give up smoking. The intervention was very successful. In fact, in the
Sl group of 714 men, the naggers succeeded in reducing the rate of cigarette consumption by half.

Asin other sudies, however, the results were negative. In fact, 17.2% of the 714 menin the
intervention group died during the study period, as compared to 17.5% of the 731 men in the control
group - an inggnificant difference. There was dso no significant difference in lung cancer. There were
25 casesin the control group and 22 in the intervention group. Interestingly, however, therewas a
datidicdly sgnificantly grester rate of "dl other cancers' in the intervention group than in the control
group *°.

So nagging people to quit smoking - even successful nagging doesn't reduce the rate of ether
cancer or heart attack.

Perhaps the final word on smoking and heart attacks came in 1998, when the results of a
massive study, financed by the World Health Organization, were rdleased. The Monica Study, which
assessed 21 countries over ten years, found the incidence of heart disease dropping across Europe,
Augtrdia, and North America. But scientists could find no statistical correlation between the reduction
and changes in obesity, smoking, blood pressure or cholesterol levels. They didn't ook at antibiotic use
but maybe they should have, because a least one recent sudy showed that a course of treatment with
antibiotics appears to protect againgt heart attacks, suggesting that, like sscomach ulcers, they may be
caused by bacteria.



==Chapter 13: Smoking and Emphysema==

On July 13, 1994, an obituary in the Washington Post reported the death, at age 60, of Richard
Joshua Reynalds, 111, an heir to the founder of the R.J. Reynolds tobacco company. The headline and
an accompanying photograph showed the deceased smoking a cigarette and implied that Reynolds died
from emphysema, caused by smoking. Reading the obituary in detail, however, it turned out that he had
quit smoking eight years prior to his degth; and that there was afamily history of emphysema, the
deceased's own father having died from the disease at the age of 58. Furthermore, the obituary
disclosed that the deceased's own doctor was unable to state the "immediate cause” of his degth.

Medica opinion concerning emphysema has had an interesting history. My 1973 edition of
"Diagnosis and Treatment” (a standard medicd textbook), states that emphysemais a disease which
involves destruction of the aveolar (lung) tissue but that the cause is unknown, athough "many doctors'
think it is caused by "cigarette smoking". In 1973, Chromic Pulmonary Obstructive Disease (COPD)
had not yet been invented. COPD, while now discussed at length in modern medical textbooks, did not
exist in 1973.

Some time subsequent to 1973, a genetic cause of emphysema was discovered. In an articlein
the latest on-line edition of Grolier's Encyclopedia, Howard Buechner, M.D., explains that a Sgnificant
number of the people with the disease lack a gene that controls the liver's production of aprotein caled
apha-1 antitrypsin (AAT). This protein controls or degrades an enzyme called neutrophil elastase,
produced by the white blood cells. When the enzyme is left unchecked, it destroys aveolar tissue.

Evidently, the Reynolds, father and son, had genetic cases of emphysema, which may or may
not have killed the younger Reynolds, even thought he had not smoked for eight years prior to his
degth. But this raises the question: if there any proof that there is any cause of emphysema other than
genetics?

The politicaly correct medical establishment dances around that question with dl of the skill of
alawyer. Inthe Merck Manual, 14th Edition (1982), we are introduced to a new disease, Chronic
Ongtructive Pulmonary Disease, or COPD, and, at page 629, we are shown a diagram, showing that
the disease is combination of emphysema and bronchitis, and that some patients may have one disease
and some the other, but many will have both. Cigarette smoking is said to "presumably” play arolein
COPD. At page 630, we told about AAT deficiency, but thisis described as a"rare condition”; it is not
clear whether the authors mean that AAT isa'rare condition” that causes emphysema, or that
emphysemaisrardy caused by AAT deficiency. The languageis, | think, deliberate vague.

By 1992, it becomes till more politicaly imperative to blame smoking for COPD and
emphysema. In the 16th Edition of the Manud (1992), it isexplained that, yes, emphysemais caused
by destruction of lung tissue, caused by an unchecked enzyme. We are told, however, that smoking
lowers the body's defenses to the enzyme. No evidence or authority is cited for that proposition.

Thus, we are left with confusing conclusions. We have a new disease, COPD, the exact cause
of which is unknown (indeed, the definition of the disease is vague; it seemsto be a case of "this patient
has something wrong with his lungs, but we don't know exactly what"). Cigarette smoking is thought to
play arole; yet the 16th Edition makesit clear that many cigarette smokers never develop the disease,
and the authors do not know why. | submit that the reason is very smple: smoking does not cause
emphysema.



==Chapter 14: Summation==

In this book, | have shown that the case for a smoking/lung cancer connection is by no means
proven. Certainly, thereis no case whatever for a connection between ETS (second hand smoke) and
any disease, nor isthere are any case for a connection between cigar and pipe smoking and lung
cancer. The case for a connection between cigarette smoking and lung cancer rests on the dim reed of
ascience called epidemiology. But dl epidemiologica studies, predicated as they are on satigtics, are
subject to so many co-factors and confounding factors as to be subject to innumerable different
interpretations.

Once an assumption is made that, say, eating jellybeans causes carbuncles, it isall too easy to
gather and/or manipulate data to support the theory. It is all too easy for researchersto ignore or
explain away data which points the other way. We have seen examples of thisin the preceding
chapters.

In recent years, Americans have embarked upon an increasingly puritanica view of the world.
The War on Drugs has dramaticaly changed the way Americans view the use of marijuana and cocaine
(and has dso resulted in the U.S. having the largest prison population, per capita, of any mgor nation).
Last year, Surgeon Generd Joceyn Elders was fired, essentidly for daring to mention the word
"masturbation” a a televised conference.

The last time the country went on a binge of Puritanism, the result was Prohibition. The
enthusiasm for Prohibition was so overwhelming that when the Congress proposed the 18th
Amendment to ban booze, the Amendment was ratified by every state except Connecticut and Rhode
Idand, and the total votes in the various State Senates were 84.6% for the amendment, while the total
votesin the lower houses were 78.5% for the Amendment.

We are moving in the direction of aNationa Prohibition of smoking. If it passes, we will see
bootlegging, smoking speakeasies, smoke police, raids on establishments and maybe even homes
where tobacco is believed to be stored or used. We will see the ultimate corruption of public officids
and law enforcement officers, bribed to alow illega smoking establishments to continue in business.

Thisisadippery dope! Once therole of government has been firmly established in regulating
the persona smoking behavior of its citizens, the next easy step isto begin regulating other forms of
persona behavior, deemed offensive to the mgority. Soon, books, movies, videos, etc., deemed
offensve, will be banned, aswell. Already, government regulations are coming into effect which will
require employersto limit the use of automobiles by their employees, and to require citizensin certain
parts of the county to purchase specia types of gasoline which cost more than regular gas and yield less
mileage.

Government regulation tends to put people out of business and out of work. It isno coincidence
that Prohibition of Alcohol was followed by a market crash in 1929, followed by the horrible
depression of the 1930's. Prohibition destroyed the Cdiforniawine and grape industry; it closed
thousands of restaurants and drinking establishments. Of course, it made Al Capone awedthy man and
much admired by the American public, but that can by no means be counted a benefit!

The anti-amoking movement in this country and in the world & large is usng unreasoning fear as
awegpon to achieve its objectives. An entire generation of Americans has been brain washed to
believe that if somebody lights up a cigarette in aroom, everybody in that room will shortly come down
with ahogt of fatd alments.



In their book, "Generations' “°, authors William Strauss and Neil Howe put forth a theory of
American thought, based upon arepesating 80 year cycle. The authors contend that we are presently in
aphase of the cycle which corresponds to the generationd congtdllations which brought prohibition in
1919. The authors argue that the baby boomers, a generation of idedlists, are now about to seize
power. Unlike their elders, the Silents, who vaued tolerance and compromises, the boomers are grim
mordists, who have no hesitation to impose their vaues on others. On that theory, Newt Gingrich and
Hillary Clinton have more in common than they have in differences; their values may differ, but they
share the common view that vaues are good, and must be imposed, as Hillary did, when she banned
smoking in the White House,

If Howe and Strauss are right, we are entering anew era of Puritanism which, they claim, will
end only after the Puritans clash amongst themselves or with foreign enemies, resulting in acriss - which
they say will occur sometime after the year 2004. Further, if the authors are right, facts will mean littlein
this coming Puritanical age. The factswill Smply be created to justify bans on smoking, drinking, and
other pleasurable things, and to justify the loss of many other persond freedoms. In short, if the authors
areright, | amin the postion of King Canute, trying to hold back an inevitable force. Never-the-less, |
cherish the hope that some people, a least, will till vaue the facts which I've tried to present.

It istoo much to hope that this book will be read by non-smokers. They will have no interest in
thistome. My hope is smply that smokers will read these pages, and arm themselves with facts to
refute the propaganda.

A medica doctor recently asked me "why do you ingst on smoking?'. | replied, "Because |
enjoy it". I'm afraid hejust didn't "get it".



==Addendum==
Smoking and Life Expectancy

When | wrote Chapter 3 in 1996, the Internet was in its infancy and it was very difficult to
get reliable information on smoking prevalence in different countries, and to relate those figures to
life expectancy. Inthe intervening years, however, more information has been forthcoming.

A friend of mine, Kees vander Griendt, has compiled figures from 87 countries, which are
available at his web site, http://Awww.kidon.com/smoke/index.html. Far be it for me to duplicate
all of his work here. Suffice to say that some of the countries with the highest rates of smoking
have the lowest rates of lung cancer. Consider the following table, compiled by Kees from figures
furnished by the WHO and the CIA:

Top 15 Male Life Expectancies

LE (years) Smokers prevalence (%)

1. Iceland 76.6 (1994) 31.0 (1994)
2. Japan 76.5 (1994) 59.0 (1994)
3. Costa Rica 75.9 (1994) 35.0 (1988)
4. Israel 75.9 (1994) 45.0 (1990)
5. Sweden 75.5 (1994) 22.0 (1994)
6. Greece 75.2 (1994) 46.0 (1994)
7. Switzerland 74.8 (1994) 36.0 (1992)

8. Netherlands 74.7 (1994) 36.0 (1994)
9. Canada 74.7 (1994) 31.0 (1991)
10. Cuba 74.7 (1994) 49.3 (1990)
11. Australia 74.5 (1994) 29.0 (1993)
12. Spain 74.5 (1994) 48.0 (1993)
13. Malta 74.5 (1994) 40.0 (1992)
14. Italy 74.4 (1994) 38.0 (1994)
15. France 74.3 (1994) 40.0 (1993)
USA 72.6 (1994) 28.1 (1991)

If, as the anti smokers postulate, smoking is a deadly addiction , trimming years off the
life of the smoker, how do they explain such examples as Japan, Israel, Greece, Cuba, Spain, Italy
and France? How can it be that people in these countries smoke far more than people in the
United States, yet manage to live substantially longer?



==Notes==

! Roach's smoking habits were described in an article entitied " 100 Years of Hal Roach”, which
appeared in * The Washington Post* on January 24, 1992. His death was reported in the December
13, 1992, edition of the * Post*. No date or cause of death was given.

% The Seychelles, which | mentioned earlier, are inhabited 99% by Blacks, and have an extremely low
rate of mae lung cancer. Oddly, however, African Americans, living inthe U.S,, are said to have a
50% greater LCDR than Caucasians, despite the fact that African Americans smoke less than their
Caucasian counterparts. See, Progress against cancer, by John Carpi, American Hedlth, v13, issue 8
(Oct., 1994).

% The American Cancer Society estimates that in 1993, there were 153,000 deaths from "lung cancer™.
See World Almanac and Book of Facts, 1994 Edition. Thisfigure is comparable with the figure in the
Statigtical Abstract of the United States, for deaths from lung cancer, including deaths from cancer of
other "intrathoracic organs', e.g., the esophagus and the throat. | believe, therefore, that the Cancer
Society estimates, like the figures given in the Statistical Abstract, tend to exaggerate the number of lung
cancer deaths, because they include cancers of "other intrathoracic organs’.

“ Report, p. 14.
° Report, p. 23.

® It is not close to the consumption figures given in Internationa Smoking Statistics (1SS), a book
published under the auspices of the Wolfson Indtitute of Preventive Medicine, which | will useasa
source, later on. According to ISS, annua per capita consumption of cigarettesin the U.S. has changed
relaively little between 1961, when it was 10.9 per adult per day, and 1985, when it was, dlegedly,
8.8 per day, adecline of only 19.2% (ISS, at p. 453). There is something wrong with the ISS cigarette
numbers. The same publication shows that annual consumption of dl tobacco productsin the U.S. has
declined from a peak of 13.8 grams per day in 1963 to 8.4 gramsin 1985 ISS, p. 453).

That's adecline of dmost 40%. Since the overwhelming bulk of tobacco goes into cigarettes and,
according to the same source, the percentage going into cigarettes changed very little between 1965
and 1985, thereis no way that a 40% drop in tobacco consumption could trandate into adrop in
cigarette consumption of only 20%. | suspect, but cannot prove, that the 1SS figures do not properly
exclude cigarettes made for export. They do not, for example, take into account the large number of
cigarettes made for the U.S. domestic market, which are smuggled into Canada to evade high Canadian
taxes.

" To make any sense, cancer rates must dway's be age adjusted, to take into account the aging of the
population. If a population contains a large percentage of old people, it islikely to have a high incidence
of cancer, because cancer is adisease of old age. Conversdly, if apopulation contains a



high percentage of young people, it will have alow incidence of cancer because young people generdly
don't develop the disease. Over time, the percentage of young or old people in a country may change.
Age adjustment corrects for these changes so that statistics for any particular year may be compared
with those for another year, without the distortions which would otherwise result from changesin the
aging of the population.

& International Smoking Statistics, Oxford University Press, ISBN 0 19 2624857 (1993), at pps. 457
and 471.

9 From "Facts on File", for 04/29/59.

19 In International Smoking Statistics, which I've previoudy cited, there is mention of a Fortune
magazine poll, taken in 1935, which showed that 26% of the women in the U.S. from age 20 through
age 39 smoked, and 9% of those over that age. The authors, however, sate that the "age range and
product are uncertain”. Page 472.

1 Source: Statistical Abstract of the U.S,, 1993.

12 Cited in Brownlee, "A Review of 'Smoking and Hedth"', 60 Journd of the American Stat. Ass,,
722 (1965).

13 Recent medica advancesin the fidld of emphysema leave little doubt that Reynolds case was
genetic. In an aticle in *Grolier's Encyclopedia®, Howard Buechner, M.D., explains that a sgnificant
number of people with the disease lack a gene that controls the liver's production of a protein caled
apha-1 antitrypsin (AAT). This protein degrades or controls an enzyme called neutrophil elastase,
produced by the white blood cedlls. When the enzyme is left unchecked, it destroys dveolar (lung)
tissue.

4 *The costs of Poor Hedlth Habits*, A RAND study, Cambridge, MA..; Harvard University Press,
1991.

> Average state and loca taxes. Source: * Cigarette Taxes to Fund Hedth Care Reform,*
Congressional Research Service Report No. 94-214E.

16 "Hyer Complaints of lliness are Subject of Studies on Plane Cabin Air Qudity", by Carl Quintanilla,
*The Wdl Street Journa*, July 29, 1993.

" Brownlee. K.A. (1965), A Review of "Smoking and Hedth", J. Amer. Statist. Ass. 60, 722-739.
'8 Conddering each anima to be one experiment.

19 Source: 1964 Report, p. 83, and the references cited therein.



0 Berkson, J. The statistical study of association between smoking and lung cancer. Proc. Staff
Meeting, Mayo Clin 30: 319-48, 1955.

%! Fischer R.A.: Smoking, The Cancer Controversy, Some Attempts to Assess the Evidence, Edinburg;
Oliver and Boyd, 1959.

2 Winkelby et d., "Socid class disparitiesin risk factors for disease: Eight year prevaence patterns by
level of education” Preventive Medicine: 19:1 (1990).

222 K itigawa & Hauser, "'Differentid mortality in the United States: A studly in socioeconomic
epidemiology”, Harvard University Press (1973).

3 A Canadian study showed that people with a high SES had a 1.9% chance of suffering amajor
psychological depression; people in amedium SES had a 4.5% chance, and people in the lowest SES
had a 12.4% chance. Murphy, et d, "Depression and anxiety in relation to socia status’, Archives of
Generd Psychiatry (1991).

"The origind case-control studies by Wynder and Graham and by Doll and Hill are till usedina
famous epidemiologic exercise....where they serve as examples of what can go wrong: biased
ascertainment of exposure, salection of cases and controls from different source populations, poor
ascertainment of caseness, etc..." From page 427 of Invited Commentary: How Much
Retropsychology?, by J.P. Vandenbroucke, Department of Clinica Epidemiology, Leiden University
Hospital, American Journal of Epidemiology, Vol 133, Number 5, March 1, 1991, (pages 426-7).
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%8 See description of Burch's papersin Eysenck, H.J., * Smoking, persondlity and Stress*, ISBN
0-387-97493-9, at page 34 (1991)

%9 The experimenters used a mixture of 10% cigarette smoke and 90% air. Evidently, "sham exposed"
refersto 100% air.

% Toxicol App. Pharmacol (99) ().
31 Cancer Res. 45 (11 Part 1).

%2 * European Respiratory Journal* 6 (8). 1993 (1173-1180).



3 Charlotte Roneus, however, a contributor to the at.smokers Internet group, reminds me that Edgar
Cayce, the famous psychic heder, recommended smoking four to six al-tobacco cigarettes per day as
aremedy for asthma. Charlotte tells me that she has asthma, and finds that smoking cigarettes soothes
the lungs and relieves the atacks. So, it's possible that the Norwegian experiments do, in fact, tell us
that cigarette smoke can relieve lung irritation. While anti-smokers may find this difficult to believe,
smokers, from experience, will not. Of course, when someoneisill with acold or flu, smoking becomes
unpleasant. But that is not because of smoke irritation. Rather, it's because the body becomes akaoid
when there is afever, and the nicotine in smoke is an dkaoid.

% Environ Res 52 (1). 1990 22-23.

% Retrospective studies are studies in which the relatives of deceased persons are questioned about the
deceased's smoking habits. In such studies, there is a tendency, if the deceased died from lung cancer,
for the survivors to exaggerate his smoking habits. This tendency flows from what psychologists would
cal "suggestion”. Knowing that smoking is supposed to cause lung cancer, people tend to put two and
two together and get five. "Oh yes, now that you mention that he died of lung cancer, | seem to recall
that Harry was a heavy smoker; | can amost seethe cigarettein hislips'.

% *Studies Conflict on Estrogen Tie to Heart Attack*, by Jerry E. Bishop, The Wall Street Journd,
October 24, 1985.

37 *Badnessin Maes and Heart Disease may be Connected*, by Glenn Ruffenach, The Wall Street
Journal, February 24, 1993.

% "Base Metd: Heart-Attack Study Adds to the Cautions about Iron in the Digt", * The Wall Street
Journal*, September 8, 1992.

¥ Dall R, Hill A. B. Lung cancer and other causes of death in rlaion to smoking, Br Med J
1956;ii:1071-81.

“O Multiplerisk factor intervention trial, JAMA, 248, 1465-77 (1982).

“L Writing in the journa Circulation, in 1990, M. O. Kjelsberg commented that " Two factors appear to
have contributed to this more favorable mortaity trend for the Sl [Specid Intervention] Group: (1) a
change in the diuretic protocol for SI men about 5 years after randomization, which involved
replacement of [one blood pressure lowering drug with another]; and (2) afavorable effect of
intervention on nonfata cardiovascular events during the trid years. In addition, dday until the full
impact of beneficid effects on mortaity end points from smoking cessation and cholesterol lowering
could have contributed. Circulation 82 (5) 1616-1628, emphasis supplied. Free trandation: the drugs
they were giving the people in the intervention group were ether killing them or not saving them. They
fixed the problem. There was no evidence that smoking cessation had any effect.

“2 Mortdlity rates after 10-15 years for participantsin the Multiple Risk Factors Intervention Trid,



JAMA, 263, 1795-1801 (1990).
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