





























































































































Gelberg et al.

TABLE 2—Number of Case and Control Subjects, Odds Ratios (ORs), and 95%
Confidence Intervals (Cls) for Lifetime Fluoride Exposure Varlables
for Males (Parents’ Data Set)

No. Subjects
Case Control OR 95% ClI P
Tablets, mg .08
0 73 67 1.00 £KE
1-250 2 2 1.00 0.14,7.10
251-550 1 3 0.33 0.03, 3.21
551-3500 2 6 0.20 0.02,1.71
Mouth rinses, mg 99
0 73 72 1.00 ved
1-7 2 2 0.90 0.05, 17.89
8-50 2 2 0.81 0.09, 7.52
51-1005 1 2 0.46 0.04,5.81
Toothpaste, mg .01
0-433 12 27 1.00 e
434-862 23 15 0.23 0.08, 0.70
863-1425 19 21 0.41 0.14,1.18
1426-2235 24 15 0.25 0.09, 0.70
Dental treatments, mg .04
0 60 56 1.00 ¢s
15 14 11 1.00 0.39, 2.55
30-60 1 5 0.20 0.02, 1.80
75-390 3 6 0.50 0.12, 2.07
Water, mg 62
0 27 34 1.00 S
1-1850 20 11 2.81 0.97, 8.09
1851-3385 15 12 1.67 0.58, 4.77
3386-6100 16 21 0.93 0.31,2.83
Total fluoride, mg .02
0-1235 17 19 1.00
1236-2161 17 23 1.14 0.46, 2.84
21624101 17 19 0.78 0.27,2.22
4102-8433 27 17 0.41 0.14,1.22
Note. Odds ratios were estimated from conditional logistic models.

were the subject being deceased (42% of
the case subjects), inability to locate the
subject or parent (8% of the case subjects,
42% of the control subjects), and refusal
by the subject or parent to participate in
the study. Approximately 6% of the case
subjects, control subjects, and control
parents refused, and 12% of the case
parents refused. Eleven case subjects and
their matched control subjects were too
young for interviews.

Fluoride Exposure Index

To analyze the relationship between
fluoride exposure and osteosarcoma, the
lifetime exposure to each source of fluo-
ride was determined, and these were
summed into a total lifetime fluoride
exposure index. These sources included
fluoride drops, tablets, and vitamins,
fluoridated mouth rinses and toothpastes,
dental fluoride treatments, and fluoride
from drinking water and breast milk. It
was not possible to measure fluoride from
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food, which ranges from 6% to 32% of
total Auoride intake.2

For more than 96% of the addresses
identified, the respondent indicated
knowledge of whether the water supply
was public or private. These data were
validated by geocoding all addresses and
matching them to census data. There was
96% agreement between the water source
according to the 1990 census and the
water source reported by interview.

The subjects or parents indicated
knowledge of the fluoridation status of
their water for only 40% of the addresses.
Therefore, instead of relying on the
interview information, all of the addresses
were further investigated to determine
fluoridation status. Natural fluoride levels
are relatively low in New York State, so
the water was considered not fluoridated
for all addresses with private wells in New
York. Because fluoridation often follows
town boundaries, addresses identified to
be within city limits were then compared

with a fluoridation census.”’” Telephone
calls were made to appropriate agencies
to determine the fluoridation status of
addresses that could not be classified with
the aforementioned method.

The average amount of fluoride
ingested by age for each fluoride source
was determined from the literature. For
example, the dose recommended by the
American Dental Association for fluoride
drops, tablets, and vitamins was 0.25 mg
per day for an infant newborn to 2 years
old, 0.50 mg for a 2- to 3-year-old, and 1.0
mg for a child 3 to 13 years of age for the
time period of this study.2*-30

Population-based estimates of tap
water intake were used to determine the
amount of water ingested by age and sex
categories. The estimates were derived
from the 1977 and 1978 US Department
of Agriculture Nationwide Food Con-
sumption Survey, and the mean estimates
for the northeast geographic region (all
seasons) were used.?! The fluoride level in
water was assumed to be 1.0 mg/liter for
fluoridated areas and 0 mg/liter for
nonfluoridated regions.

Cumulative lifetime exposure for
each fluoride source was estimated in
milligrams by multiplying the amount
ingested per exposure by the number of
times per day exposed by the total number
of days exposed. The lifetime exposures
for each fluoride source were then
summed to create a total lifetime fluoride
exposure index.

Apart from dental fluoride treat-
ments, for which there was a large amount
of missing data (approximately 23% of the
parents and 8% of the subjects), fewer
than 5% of the parents’ responses and
fewer than 2% of the subjects’ responses
were missing. The percentage of missing
responses did not differ between case and
control subjects. A standard set of rules
was established to impute values for
missing data.

To measure intensity of exposure,
each lifetime fluoride exposure variable
was divided by the age at diagnosis or
reference age to get an average annual
exposure. Although matched pairs would
still have the same within-pair association
because of the matching by age, the
relationship among pairs would change
with this measure,

Analysis

Because recall could be different
between the subjects and parents, sepa-
rate data sets were created for each of
these data sources, maintaining the match-
ing. Sixty-four matched pairs were in-
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and 150 mg per liter, respectively; water obtained on May 27 had a fluoride concentration of 58 mg
per liter. Water obtained from system 2 on May 27 had a fluoride concentration of 1.1 mg per liter.

Major electrical and mechanical defects of waier system 1 were identified. The control system was
unreliable and did not activate the water pump consistently. The fluoride pump performed four times
faster than expected and, because of improper electrical wiring, could be activated independently of
the water pump. Because of these defects, the fluoride concentration of a full holding tank could be
increased from O to 150 mg per liter in 26 hours. Finally, under certain operating conditions, the
fluoride concentrate (18,000 mg per liter} could be siphoned into the well if the hose was kept
connected fo the drop pipe (Figure 2) and iis free end was placed in the fluoride vat. After the
outbreak, fests demonstrated that siphonage could have led to the elevated fuoride concentration by
emptying a full fluoride vat in several minutes.

Dose Estimates

Amaong 62 case patients able to remember how much water they had consumed from water system 1
from May 21 to 23, reporis ranged from 2 fo 140 mi per kilogram of body weight (median, 27).
Assuming that the fluoride concentration of ail water collected from May 21 to 23 was 150 mg per
liter, the fiuoride doses ranged from 0.3 to 21.0 mg per kilogram; 21 persons received an estimated
dose of less than 2.0 mg per kilogram, and 10 recajved doses below 1.0 mg per kilogram. The man
whao died received an estimated dose of 17.9 mg per kilogram. The estimated fluoride dose strongly
comelated with the urinary (r = 0.78, P<0.001) and serum (r=0.71, P<0.001) flucride concentrations
obtained on May 27 or 28 and with the duration of iliness (r = 0.58, P<0.001 3

DISCUSSION

These results indicate that excess fluoride entered a community water system in a rural Alaska
village, causing 1 death and almost 300 nonfatal cases of fluoride intoxication. The symptoms can be
explained by well-described mechanisms15. Fluoride and hydrogen fons combine in the stormach ta
form hydrofiuoric acid, which causes nausea, vomiting, diarrhea, and abdominal pain. Fluoride has a
direct toxic effect on infracellular metabolism that includes the inhibition of glycolyfic enzymes and
cholinesterases. Profound hyperkalemia may result. Finally, fluoride forms 2 complex with calcium in
extracelfular fiuid that causes hypocalcemia; the fate of the complex is not known. Our findings
suggest that serum magnesium concenfrations may alsc be reduced: the mechanism for this
reduction is unknown. Death from fluoride poisoning is believed to occur from cardiac dysrhythmias
due to hyperkalemia or hypocalcemiais-1a.

Although the inferval between water consumption and the onset of symptoms was consistent with
that in other reports,7.12.20 the median duration of symptoms — 24 hours — was longer than the
previously reported range of less than 1 hour to 5.5 hourse, 19,12, The prolonged elevation of serum
and urinary fluoride concentrations was also unexpected, more than two weeks after the outbreak,
the median serum fluoride conceniration among the case patients who were retested was two io
three times normal. The half-iife of fluoride in serum has been estimated to be 2.4 10 4.3 hours 21
and afier the ingestion of a low dose, the serum fluoride concentration usually returns to normal
within 24 hours22. The proionged elevation of serum and urinary flucride concentrations may have
been due to the continued ingestion of water with a high fluoride concentration. This explanation is
unlikely, since water system 1 was shut off immediately after the outbreak was recognized, most
residents discarded all water obtained from the system, and fluoridation of water system 2 was
discontinued. Renal disease and exercise are associated with decreased fluoride excretion, thus
lengthening the time that serum flucride concentrations remain elevatedis. However, only one
persen reported having renal disease, none used nephrotoxic drugs, and there is no reason to
suspect that the case patients differed substantially from the control subjecis with respect fo other
factors.

The lowest estimated dose of fiuoride that caused symptoms was 0.3 mg per kilogram; 16 percent of
the case patients received an estimated dose of less than 1.0 mg per kilogram. The lowest level at
which an effect was observed — a level of less than 1 mg of fluoride per kilogram — is similar to that
reported in soma studies, 19.23 but lower than that identified in ane reportz4. Disordered mineral
homeostasis and ceflular damage, including abnormalities in serum magnesium, phosphorus, and
lactate dehydrogenase concentrations, persisted for at least 15 days. These effects suggest that
both follow-up of individual patients and studies of the long-term effects of acute fluoride poisoning
may be indicated.

The correlations of the estimated dose of fluoride with the duration of symptoms and with urinary and
serum fluoride concentrations imply that our dose estimates are valid. We made several
assumptions, however, and the findings must therefore be cautiously interpreted. We refied on
interviews conducted with residents four fo five days after the outbreak and did not include water
consumed in food in our estimate of the fluoride dose. Although the fluoride concentration in the
water system was probably not constant, we assumed that the outbreak was caused by water with a
fluoride concentration of 150 mg per liter. Finally, most case patients vomited within minutes after
ingesting water with a high flucride concentration, and the dose estimates did not account for the
fluoride lost in this way.

http://www.nejm.org/doi/full/10.1056/NEIM1994011333002032HITS=10&hits=10&tdate. .
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performed to determine the carcinogenicity of fluoride this should not have been addressed.
There appear to be at least four different publications from the U.S., Canada, and New
Zealand that have reported similar or lower tooth decay rates in nonfluoridated areas as
compared to fluoridated areas (4,5,6,7). Therefore, the entire question of the efficacy of
fluoridation based on extensive and muitiple studies has been called into question. Our jobis
to set safe levels for fluoride in drinking water based on the scientific evidence.

The problem with this meeting was the inability of independent reviewers to get to see the

slides prior to the meeting. We must perform our own scientific review of the slides and write
our conclusions for use in the development of the revised fluoride regulation.

(1) Roa, G.N., and Knappa, J.J. 1987. Contaminant and nutrient concéntrations of natural
ingredient rat and mouse diet used in chemical foxicology studies. Fundam. Appl. Toxicol.
8, 320-338.

(2) Zipkin, L., McClure, F.J., Leone, H.C., and Lee, W.A. 1958. Fluoride deposition in human
bones after prolonged ingestion of fluoride in drinking water. Public Heaith Rep. 73,
732-740.

(3) Graham, J.R., Burk, O., and Morin, P. 1987. A current restatement and continuing
reappraisal concerning demographic variables in American time-trend studies an water
fluoridation and human cancer. Proc Pennsylvania Academy of Sci. 61:138-146.

(4) Colquhoun, J. 1987. Comm. Health Studies. 11:85.
(5) Gray, a. 1987. J. Canadian Dental Assoc. 53:763.
(6) Hildebolt, C.F. et al. 1989. Amer J, Physiol. Anthropol. 78:79-92.

(7) Diesendorf, M. 1986. Nature. 321:125.

NOTE: Due to his criticisms of the tumor downgradings, Dr. Marcus was fired by the EPA.
The US Secretary of Labor, Robert Reich, later ruled that EPA fired Marcus out of "retaliation”
for Marcus' stance on fluoride, and ordered EPA to reinstate Marcus with full back pay and
compensation. To learn more about EPA's firing of Marcus, see:

e Reich Orders EPA to Reinstate Scientist - National Whistleblower Center February 10,
1994

e Scientist Who Spoke Out on Fluoride Ordered Reinstated to Job - The Associated
Press February 11, 1994

e EPA Ordered to Reinstate Whistleblower - The Associated Press December 18, 1992

http://www.fluoridealert.org/health/cancer/ntp/marcus-memo.html 11/17/2011
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truth is in the eyes of the beholder.

""There's something rotten in Denmark"
Mitchell, Thompson and Borman's publication4 is a classic, textbook case history of the pathology of (i.e., what is wrong with)
epidemiological surveys which have concluded that fluoridation is safe. Such studies, are invalid for the following reasons.

1. Researchers assumed that there is only one dose-response to fluoride and that dose-response is linear. They do not know that there
are two distinctly different dose-responses which occur within two different concentration ranges of fluoride. The dose-response
which they completely overlooked is the paradoxical, non-linear dose-response. This occurs only with low-level fluoridation, just as
it also occurs only with low- level radiation, 13,14 where it is described as supra-linear, quadratic and non-linear. (I shall shortly
discuss low-level radiation and what it has in common with low-level fluoridation.) The reasons why paradoxical effects occur at
low levels of fluoride and other chemicals,5 and why supra-linear dose-responses occur at low levels of radiation are beyond the
scope of this report, but have been explained elsewhere.5,6,13,14,15

2. Researchers did not selectively study minority populations, such as infants, that are most susceptible to fluoride toxicity. But it is
not enough to study infants. One must select infants who are malnourished and whose mothers received little or no prenatal care.
Otherwise, as I discussed in detail in my report on deaths association with fluoridation in Chile, "the relatively well-nourished
majority overwhelms ... the undernourished minority which is most susceptible to fluoride toxicity." 1

The importance of selecting a minority population of infants that are malnourished and disadvantaged in other ways is clearly
revealed by the shockingly high variation of infant deaths in different sections of Philadelphia. This variation is directly related to
poor nutrition, inadequate prenatal care and other factors.16 No one knows how many poor, malnourished children in Philadelphia,
which is fluoridated, are being killed or otherwise harmed by fluoridation?

Spittle recognized the importance of working with a malnourished minority,17 which I had pointed out in my Chile report. Both
Brown138 and the same Mitchell,19 who criticized my Chile report, did not recognize (1) the above-mentioned inadequacies in the
report of Mitchell ef al, and (2) the importance of focusing research a malnourished minority.

The 1994 report by the New Zealand Public Health Commission,20 which endorsed fluoridation, accepted without question the
erroneous conclusion of the report by Mitchell ez /4 and Brown18 and Mitchell's19 unjustified criticism of my report on
fluoridation in Chile. The New Zealand report referred to my article in its text, but did not cite it in its bibliography. The results of
Mitchell ef al which, despite their inadequacies, show that fluoridation is harmful as very low levels, are all the more significant
because the infants they researched were not specifically selected as a malnourished population. Despite that limitation, their results
support my report of increased deaths associated with fluoridation in Chile.

This New Zealand Public Health Commission report has as little scientific validity as a British report on the effectiveness of
fluoridation drafied by a special Committee on Research into Fluoridation. This is Report No. 122 published by the British
Department of Public Health and Social Security in London. I challenge Brown18 and Mitchell, 19 who criticized my report on
fluoridation in Chile, to publish a criticism of my analysis21 (See Appendix C) of that British report. This British report has to be
seen to be believed. This and many other reports that support fluoridation reveal incompetence, bias, and arrogance, and are
examples of pseudoscience. One does not know whether to accuse the authors of misconduct in science or conclude that they just
don't know any better.

Those who do research in Plato's cave do not realize that: (1) All they see are only shadows on the wall. (2) They "can fool some of
the people all of the time, and all of the people some of the time, but" they "cannot fool all of the people all of the time." (3) "No
man was ever so much deceived by another as by himself. (Greville) and (4) "The learned fool writes his nonsense in better
language than the unlearned, but still 'tis nonsense." (Benjamin Franklin)

Low-level fluoridation and low-level radiation are both harmful
"New scientific truth does not triumph by convincing its opponents and making them see the light, but rather because its opponents
eventually die, and a generation grows up that is familiar with it." Max Planck, the father of quantum physics

The history of progress is the history of controversy. The antifluoridation movement has made both history and progress. The report
you are now reading contributes to both. Its objective is to provide new information about the nature of the sand upon which the
house of fluoridation has been built. It points out the importance of paradoxical effects which have not received adequate attention
with respect to fluoridation. These effects occur at low levels of fluoride and radiation. We call fluoridation low-level fluoridation
because that term associates it with the well-known low-level radiation. Both are harmful and similar in other ways.

For low-level radiation, we now know that "linearity underestimates the true cancer risk per rad when one derives values from
studies based on higher doses of radiation than the" low "doses at which we wish to apply those values." 13 We now know that
linearity also underestimates the risk of low-level fluoridation. This is why we criticize those who have disregarded paradoxical
effects associated with low-level fluoridation.
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ionizing radiation and chromosome injury as causes of human cancer. Gofinan has received many awards and honors, including a
citation from the American College of Cardiology. He has written six books.

Fluoridation is iatrogenic and pathological science
Fluoridation is iatrogenic science because it creates more serious problems than the problem it was originally designed to resolve,
but did not. Fluoridation also conforms to what Irving Langmuir, the 1932 Nobel laureate in chemistry, called the dynamics of
"pathological science — the science of things that aren't so. The basic progression is that sloppy work by sloppy scientists gets
picked up by even worse scientists, who do worse and worse work... But the kicker is that this kind of bad science may not
completely die for a very long time, but just take on more and more peculiar forms." 22

One of these forms was pointed out by Sutton in his cogent article Are Most Fluoridation Promoters Neurotics?23 Sutton quoted
Kurt Thoma, Professor of Oral Pathology at Harvard University: "The neurotic depends on opinions other than his own and is
swayed by remarks of others without analyzing the facts. He feels that his opinions must be enforced, and even if proven in error he
will not 'give in' because this hurts his ego ideal."

This is why the pathology of fluoridation is so easily diagnosed. Its distinctive syndrome consists of hype, brouhaha, hullabaloo,
echolalia, pleonasm, tautology, propaganda, weasel words, propaganda, recycled nonsense, double speak,24 the invention of reality,
25 denial, the graying of reality and the manufacture of consent,26 Fluoridation is part of "the new age mythology"27 in which, as
Werner Erhard proclaimed, "Reality is make-believe." Wishful thinking is presented as scientifically established fact to achieve self-
serving ends. An egregious example of the pathology of fluoridation is Report No 122, compiled by a special Committee on
Research into Fluoridation and published by the British Department of Public Health and Social Security in London. See Appendix
C for my analysis21 of this British report, which erroneiously concludes that fluoridation is effective in preventing tooth decay.

The denial syndrome
Unfortunately, those who question fluoridation are ignored as if they did not exist, or are attacked and derogated by foxes who are
guarding the fluoridation chicken coop. A recent example of this is the hit- and-run attempt to discredit John Yiamouyiannis. This is
discussed in the section "Truth will come to light. Murder cannot be hid."

A clinical psychologist whom I consulted about fluoridation referred me to the psychiatric definition of denial which includes
"refusal to admit ... reality... Known also as negation, denial is a primitive defense ... consisting of an attempt to disavow the
existence of unpleasant reality.28

Denial is not isolated and sporadic, but may be pandemic in science, medicine, academia, and elsewhere. It occurs in the
controversial fluoridation of drinking water which, contrary to what authorities claim, does not prevent dental caries and is not
safe.1,23 In quantum physics, physicists have for decades refused to acknowledge an inconsistency in Einstein's special theory of
relativity.29 They also have been slow to recognize Bohm's alternative.30 Quantum theory is itself paradoxical because it "demands
conflicting or mutually incompatible descriptions — an example of this is the description of an electron as both 2 wave and a
particle.” A well-known scientist wrote an unfavorable review of one of Velikovsky's books without (she admitted) having read it.
Other well-known scientists who edited prestigious scientific journals rejected papers, which Velikovsky submitted for publication,
without (they admitted) having read them.31

Hendershot, editor of the Journal of the American Dental Association, provided another example of denial. I wrote Hendershot to
ask if he would be interested in seeing my report on harmful effects of fluoridation in Chile.1 When he did not reply, I sent him
copies of my report on three separate occasions, one month after another. He rejected my report three times without ever having
even seen it. To publicize his censorship, my report, which then appeared in the Jowrnal of Arts, Science and Humanities, included a
photograph of three envelopes, each of which contained a copy of my manuscript and was addressed to Hendershot. These letters
were certified so that the recipient had to sign a receipt of delivery. All three envelopes were stamped REFUSED - RETURN TO
SENDER.

Misconduct in science
Misconduct and denial are two sides of the same coin because denial is a form of misconduct and misconduct often involves denial.
Fluoridation is an example par excellence of denial and misconduct in science but it is in good company, whatever that means. The
1992 report on Responsible Science. Ensuring the Integrity of the Research Project, Volume (by the National Academy of
Sciences, the National Academy of Engineering and the Institute of Medicine)32 received a "cool response” and "can be credited
with adding silt to muddy waters".33

Some areas of higher education are also hotbeds of misconduct by academic robber barons in administration, research, and
teaching.34,35,36 The May/June, 1994, Special Issue of The Journal of Higher Education was devoted to "Perspectives on Research
Misconduct".35 In some colleges and universities, plagiarism, falsification of data, and other kinds of individual and institutional
misconduct appear to be pandemic.30 Much of this pollution of the ethical environment of research and graduate education is
covered up by structured silence.36 Structured silence denies misconduct by ignoring it. Unanswered questions are ignored, as if
they did not exist. Denial preserves the illusion that all is well, and perpetuates false public images of academia and science.
Brown18 and Mitchell19 used structured silence when they selectively criticized my data but not Briner and Carmona's data,
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mental patients fo treat psychoses and other mental problems.

In 1916, an article in the journal Radium declared that "Radium had absolutely no toxic effects, it being accepted as harmoniously
by the human system as is sunlight by the plant." Radium therapy was listed in the New and Non-official Remedies of the American
Medical Association until 1932.42 In 1936, Percy Brown, M.D., who died from overexposure to X-rays, published his book
American Martyrs to Science through the Roentgen Rays.43 This book presented the biographies of professionals who died from the
effects of X-rays.

In the 1950s, articles in medical journals recommended Thorotrast treatment for children. In 1953, a Denver company was
marketing a contraceptive jelly containing radium.42 In the 1940s, 1950s and 1960s, hundreds if not thousands of military personnel
and civilians were given radium treatments to prevent and cure colds, hearing loss and other ear ailments, and adenoid problems.
The victims attributed head and neck cancers, miscarriages, and thyroid and other problems to the radium treatment.44

Fluoridation déja vu
For half a century, promoters of low-level fluoridation and low-level radiation have denied repeated and continuous warnings about
the dangers they both pose.

In 1957, Schubert and Lapp pointed out that "One of the strangest aspects of the attitude toward radiation poisoning is that as late as
1924 — nearly twenty-five years after the discovery of radium — no one seemed to understand that when radioactive substances
were taken into the body they emitted radiations just as damaging as those produced by an X-ray machine. This seems
incomprehensible in view of the fact that it was well known by then that all kinds of radiation — whether X-rays, alpha rays, beta
rays, or gamma rays — damage tissues." 42

Actually, many people not only understood but warned about the dangers of radiation. Schubert and Lapp themselves comment on
numerous reports of injury and death, caused by radiation, which continuously appeared in newspapers and in medical and scientific
journals. But the so-called experts ignored these reports while people died, in some cases agonizing deaths.

In the case of fluoridation, the so-called experts also have also ignored repeated warnings about the toxicity of fluoridation while
people have been harmed and in some cases killed. For information about the political, economic and social syndrome of low-level
fluoridation pathology, read Joel Griffiths' Fluoride: Commie Plot or Capitalist Ploy.2

Sartor Resartus
[ shall now respond to criticism of my report on fluoridation in Chilel by Brown18 and Mitchell.19

I did not select the three communities in Chile which I researched. They were the ones selected by the National Health Service of
Chile, The demographic data I used are taken from official government reports. In my report, I also analyzed Briner and Carmona's
data and took issue with their conclusions. Briner and Carmona were high-ranking officials in the National Health Service of Chile.
Brown and Mitchell criticized my conclusion that fluoridation is harmful because the three communities are not comparable in
certain respects. But they did not criticize Briner and Carmona's conclusion (based on data from the same communities) that
fluoridation is safe. Brown and Mitchell's selective criticism is a form of structured silence, as I have already pointed out,

Brown and Mitchell also ignored Briner and Carmona's erroneous claim that fluoridation had no effect on the death rates of
individuals with congenital malformations. In fact, Briner and Carmona's data revealed that fluoridated Curico had 244% more such
deaths than non-fluoridated San Fernando, and 288% more such deaths than the entire country of Chile taken as a whole.

Finally, neither Brown nor Mitchell commented on any of the other serious errors and inadequacies in Briner and Carmona's
publication, about which my report presented detailed information. Their silence about the deficiencies in Briner and Carmona's
work raises questions about their objectivity.

Briner and Carmona were the two highest ranking officials in the National Health Service of Chile, Section of Odontology, when
they presented their report in 1965 at the Fifth International Odontological Congress of Chile. The Commission of Dental Health of
that Congress endorsed the safety of fluoridation in Chile on the basis of their report.

The Journal of Arts, Science and Humanities and Anthony University exist
Brown18 and Mitchell19 attempted to cast doubt about the validity of my Chile report by pointing out that it was published in an
obscure journal. They thus obscured the real issue which is why responsible scientists and other professional researchers have been
blackballed and denied the opportunity to publish their criticism of fluoridation in professional dental and medical journals in the
United States.

Despite the fact that my report on fluoridation in Chile was published in an obscure journal, that report was directly responsible for
terminating fluoridation in Chile. As soon as it was printed, I sent copies to every dental and medical officer in the Pan-American
Health Organization and the National Health Service of Chile. I also sent copies to professors in the faculties of medicine, dentistry
and pharmacy in the University of Chile. Shortly thereafter, fluoridation was discontinued in Chile. However, the fight may not be
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should those responsible for the harmful effects of low- level fluoridation be considered "candidates for Nuremburg-type trials for
crimes against humanity."?

Acknowledgement
I salute John Yiamouyiannis and others for what they has been doing to inform people about the dangers of low-level fluoridation,
just as I salute John Gofman and others who have been informing people about the dangers of low-level radiation. Many of these
people, however, pay a high price for what they do because they have publicly questioned the integrity of the scientific
establishment.

Gofman has recounted some of that happened to him.47Robert O, Becker, who refused to keep silent about electropollution - the
dangers of manipulating our electomagnetic environment - has told the sad story of what happened to him. His account is in the last
chapter in his book The Body Electric, that he co-authored with Gart Selden.49 Becker explained as follows why he revealed the
retribution he experienced.

"T've taken the trouble to recount my experience in detail for two reasons. Obviously, I want to tell people about it because it makes
me furious. More important, I want the general public to know that science isn't run the way they read about it in the newspapers and
magazines. I want lay people to understand that they cannot automatically accept scientists' pronouncements at face value, for too
often they're self-serving and misleading. T want our citizens, nonscientists as well as investigators, to work to change the way
research is administered. The way it's currently funded and evaluated, we're learning more and more about less and less, and science
is becoming our enemy instead of our friend."49

Both sides of the coin are important
"The importance of scientists' writing their own personal accounts of their dicoveries is now recognized. "For the historian of
science, few documents are as valuable as the description of a discovery by the scientists involved in the action. Unfortunately few
scientists take the time to record for posterity the course of events which led to the discoveries which were the fruit of their
labor." (Lechevalier)50

"T have often thought how much more interesting science would be if those who created it told how it really happened, rather than
reported it logically and impersonally, as they often do in scientific papers." (Beadle)50

"Over the years, the story of streptomycin's discovery has been terribly garbled. I think ... it would be a great service if ... Dr,
Schatz told his own accurate and interesting account of his finding. Streptomycin turned out to be a milestone in the history of drugs
to treat tuberculosis and other infections. Dr. Schatz's role has been largely ignored. The record about this discovery should be set
straight." (Doris Jones Ralson, a fellow graduate student of Schatz when he did the streptomycin research)50

Our survival as a species is now threatened
I agree that personal accounts of discoveries by the scientists who made those discoveries are important. That is why T wrote The
True Story of the Discovery of Streptomycin., which my friend and colleague Doris Jones Ralston suggested I do.50 However, it
may be even more important for whistleblowers to publish detailed accounts of how the scientific establishment has attempted to
silence and punish them.

We are now at a critical time in history because our survival as a species is threatened as a result of our global devastation of nature.
Science is the main force that has been used for the manipulation, exploitation, and devastation of nature. It is therefore important
for the history of science, for the welfare of life on this planet, and for our survival as a species that those who have been pilloried
for questioning the integrity of science and exposing misconduct by scientists tell, in their own words, the stories of what happened
to them.

Fluoridation, is a major environmental pollutant,2 which along with many other chemicals is now a major part of the threat to our
survival. Those scientists and other professionals who have opposed fluoridation have a unique oportunity to make a major
contribution to history, to science, and to the survival of our species by telling the stories of how they were persecuted for their
continued determination to inform their fellow men and women about the dangers of fluoridation.

Epilogue
"Until about a hundred years ago, rational men lived like spies in an enemy country. They never walked abroad unless disguised in
irony or allegory. To have revealed their true selves would have been fatal.

"Today their status is more that of guerillas. They snipe from cover, ambush stragglers, harass retreating rear guards, cut
communications, and now and then execute swift forays against detached units of the eneny. But they dare not yet risk an open
engagement with the main force; they would be massacred. Their life is dangerous but exciting and is warmed by a sense of
camaraderie not often known among the dull conscripts of orthodoxy.

"This" report "is intended as a sort of handbook for ... recruits in the ... cause of common sense. It indicates where the main armies
of ignorance are now encamped and tells in a secret code what garrisons are undermanned or mutinous. It tries to show the use of
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Appendix A:

Who is Albert Schatz. the author of this report?

FIGURE 1,
Figure 1. Mean SIDS mortality rates (1980-1984) and median fluoridation in reticulated water supplies for
New Zealand health districts.
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Also in 1964, Schatz and Martin published the first review on The Importance of Paradoxical Effects of Fluoride with Respect to
Fluoridation and the Toxicology of Fluoridation.5

Thirty years later, in 1994, Milton Wainwright (in the Department of Molecular Biology and Biotechnology, at the University of
Sheffield, England) published a review of our two reports which he called Strange bumps in the data - mycological implications of
the paradoxical concentration effect.52 In his review, Wainwright commented as follows, "Schatz himself experienced difficulty in
publishing his work on paradoxical effects in 'front-ranking' journals. His work on the subject, including two reviews, which are
well written and thought-provoking by any standards, were eventually accepted for publication in Compost Science 6 and the
Pakistan Dental ReviewS5 and so have probably been read by only a few microbiologists.

" hope this article has highlighted the fact that unusual bumps in data are not always the result of an experimenter having a bad day.
Perhaps under the umbrella of Schatz's ‘paradoxical effect, this potentially important phenomenon will gain respectability and
receive the attention it deserves."52

It is interesting that Wainwright was the first to publish information on () the importance of my work on paradoxical effectsx and
(b) my role in the discovery of streptomycin. 53

Unfortunately, the FDA, the EPA, other agencies, and individuals concerned with toxicology and other areas in which paradoxical
effects undoubtedly occur, have yet to pay attention to this important phenomena which may literally influence not only health but
also determine whether people live or die.

Aside from paradoxical effects, there is another reason to doubt the claim that low-level fluoridation is safe. When radiation and
medication are administered, the dose is quantitatively adjusted daily for each individual. But fluoridation disregards "the
uniqueness of each individual and the degree of variability of response among individuals.12 Individuals differ in how much water
they consume daily. Furthermore, the fluoride content of drinking water varies from day to day. It is not invariably one part per
million, which it is supposed to be. Therefore, the risk assessment of fluoridation is based on an average daily intake of fluoride
from a source whose fluoride content varies daily. Consequently, no one knows how much fluoride each individual ingests daily
from drinking water, and from other background sources. This is "playing with fire" because fluoride is a highly toxic substance. For
these reasons, independently of paradoxical effects, it is not surprising that low-level fluoridation is harmful to some people. It
would be surprising if there were no harmful effects.

"The fluoridation bottom line floats to the top when realizing governments and responsible scientific documentation on fluorides
and fluoridation confirm that after 50 years of forced fluoridation, no government has felt it necessary or morally obligated to study
the effect of fluoridation on human fertility and fluoride damage to the foetus, and the subsequent birth of babies.

"No drug except fluoride is allowed such evil medical exception from government, pharmaceutical and poison laws, and that evil is
compounded when the same responsible people force fluoridation against the wish of the people.

"As it cannot be judged democratic, one may consider it the enemy of freedom, honesty, science, and morality, all based on their
[the promoters' of fluoridation] fear of the dreadful truth about fluoridation and fluoride chemicals. ..

"Hidden on page 91 of the U.S. Department of Health and Human Services [in the section Review of Fluoride, Benefits and Risks,
1991] the authors make this recommendation: 'Conduct studies on the reproductive toxicity of fluoride using various dose levels
including minimally toxic maternal dose.'

"Question - Why not?"54

Appendix C: The failure of fluoridation in England?!
The title of this Appendix is the title of an article which I published in 1972.2! It is reproduced on pages 17,18,19, and 20 of this

report because (a) it is not otherwise readily available and (b) as I have already said, "It has to be seen to be believed." My 1972
publication shows that fluoridation does not prevent dental caries.

The information in the following two paragraphs was inadvertently left out of the original manuscript of the 1972 article when it
was submitted for publication.

"There is a flaw in this British study which the authors were unaware of, The flaw invalidates epidemiological surveys that show
less decay in fluoridated children than in non-fluoridated children of the same age. The flaw involves the difference in the age of the
children versus the post-eruption age of their teeth; that is, the age of the teeth after they appear above the gum line. Although the
two groups of children are the same age, the teeth of the children in the two groups are not the same age because fluoride delays

tooth eruption.

"The teeth of fluoridated children, which erupt later, are younger than the teeth of non-fluoridated children, which erupt earlier.
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taken from a governmental document which purports to support fluoridation. [Note: total fluorosis
(mild, moderate and severe) is expected to be 22% of our 300, or 66 of our children per year]

Point in fact: Fluoride also causes crippling skeletal fluorosis. This is not debatable. Just as the EPA
ignores fluorosis as a "health effect", the EPA ignores all of the precursor signs of crippling skeletal
fluorosis as a "health effect" (such as arthritic pain, rigidity of the spine, and the mal shaping of bones)
and recognizes skeletal fluorosis as a "health effect" only at the onset of actual crippling. This means
that a person can be experiencing the preliminary signs of crippling skeletal fluorosis, including real
arthritic pain and malformation of the skeleton, but the EPA says it's not a "health effect”" because
you're not crippled yet? How ever absurd this seems to the reader, this is the rational that the EPA has
used to raise the MCL from 1.0 mg/L to 4.0 mg/L, allowing the so called "optimum" level of 1.0 mg/L
to neatly fit into it's standards.

Why? It would seem that there must be some reason that would cause the U.S. EPA to go against its
own scientists and encourage states and municipalities to fluoridate their water supplies in the face of

the information given above.

For your consideration, a letter from the EPA, signed by Rebecca Hanmer, Deputy Assistant
Administrator for Water, which states:

"Water treatment chemicals, including fluosilicic acid have been evaluated for their potential for contributing to the
contamination of drinking water. The Water Treatment Chemicals Codex, published by the National Academy of
Sciences, prescribes the purity requirements for fluosilicic acid and other fluoridation chemicals.

In regard to the use of fluosilicic acid as a source of fluoride for fluoridation, this Agency regards such use as an
ideal environmental solution to along-standing problem. By recovering by-product fluosilicic acid from fertilizer
manufacturing, water and air pollution are minimized, and water utilities have a low-cost source of fluoride

available to them."

As the letter states, one motivation for the EPA allowing the disposal of "fluosilicic acid and other
fluoridation chemicals" into our water supplies is because it is "an ideal environmental solution to a
long-standing problem". Note that "other fluoridation chemicals" would include sodium fluoride which
is recommended by the Massachusetts Department of Public Health for the Town of Wilmington.
Sodium fluoride is a hazardous waste. produced by the aluminum industry, and hydrofluorosilic acid is
a hazardous waste produced by the fertilizer industry.

Sodium fluoride is a very toxic and very reactive chemical. It's toxicity is very well documented. As a
by product of industry, it is a hazardous waste, which if properly disposed of would need to be taken to
a class 1 landfill at the cost of approximately $7000 per truckload. How convenient for industry, that
the EPA was so willing to make these adjustments to the MCL to facilitate the disposal of their
hazardous wastes into the drinking water supplies.

It is true that nearly all of the water in any municipal water system never gets consumed. Most goes
down the drains of America, washes the cars, waters the lawns, laundry, and so on. What little
percentage is consumed, goes through the body and only 50% of the fluoride is absorbed. So what's the
problem. The fluoride that is absorbed goes to the teeth and bones. It can cause fluorosis of the teeth
and crippling skeletal fluorosis as described above. There are many other mechanisms that have only
recently come to light which also go to the issue of whether fluoride is safe.
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