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DEFINITIONS OF DESCRIPTORS AND DESCRIPTOR COMPONENTS SED

(A) the A in parentheses indicates a finding in an experimental animal,
as opposed to a human finding for which the descriptor is unmodified

Causation

'~ NPB_  these three letters stand for "no proof but" and are added when the
the author is expressing an opinion in the admitted absence of real
evidence :

this term, usually modified by the causative agent such as in

ntobacco causation” or "viral causation”, indicates a definite
expression of opinion that the agent causes or at least helps

to cause the disease listed; the term can be further medified

by the words "contributing” or "major™ in parentheses

Noncausation this is the opposite expression of opinicn, i.e., the agent
. named plays no significant role in the etiology of the disease
c i icity : . . .
<N%§%§§%§%%%§%§%itv these two words form a similar pair, both referring
'_,________Ji______. to the expressed opinion or conclusions of the author

Dose response the direct relationship between the dose administered

Etiology

| Smokin m

" Concession

and the effect obtained, which may be either positive or
negative '

this is a much more general term than "causation", and should te
used only when the etiology of a disease is discussed in general

this term, often found in conjunction with smoking duration,
refers to the number of packs per day

this can be distinguished from a statement of negative
opinion in that the author is admitting to a deficiency in

a previously expressed positive opinion, i.e., more cr less
achering to the positive view of causation or carcincgenicity
but admitting that more work is needed, or that the animal
findings are not directly applicable to man, etc.
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PROTEIN DAJMACGLE BY TOBACCO SMOKE IN VITRO AND ITS INKIBITION BY FILTERS OF

PROCESSED WOCL (Ziweissschadigung durch Tabakrauch in vitro urnd ihre Hemmung durch
Filter aus reduzierier Wolle)

TITLz:

AUTHOR(S): Reske, G.

 SOURCE: Arzneimittelforschung 13(10): 913-916, October 1963

AFFILIATION: University of Franldfurt, Institute for Physical Biochennstry and Colloid Chemlistry,
Frapkfurt a. M., Germany

ANNOTATION:  Photometric studies showed that tobacco smoke inhibits the thermal aggregation of g-lacto-
globulin in a buffered aqueous solution. The degree'of the effect depends on the conditions used. Although
cellulose acetate filters are ineffective, the protein damage induced by tobacco smoke is reduced by about

50% if the smoke is filtered tixrough a material rich in suifhydryl groups (e.g., wool treated with reducing
-agents),

PV PN

ABSTRACT: The findings of Lange on irreversible inactivation of some SH-enzymes by tobacco smoke con-
densate, and the effect of the latter on the air oxidation of cysteine, reported by Tonge, led the present
author to investigate the effect of tobacco smoke on the SH-mediated thermal denaturation of g-lactoglobulir
This seemed of particular interest since "The carcinogenic hydrocarbons demonstrated so far in tobacco ta
cannot be considered as the sole cause [of its carcinogenicity] since they are present in such small amount
The degree of protein damage was estimated from the rate of aggregation of the remaming protein, evaluat
photometrically. The smoke from a non-filter cigarette which was completely consumed in 1, 4, 8, and 15
puffs produced protein damage of 100, 10-11.5, 33-40, and 51-52%, respectively. In axiother experiment,
the protei.n damage due to the smoke from either an unfiltered cigarette or one with a cellulose acetate filte
which had been consumed in 12 puffs ranged from 50-60%, compared to 25-30% using a cigarette with an SH-
filter (reduced wool). Refrigeration or freezing of the system had no effect.

ABSTRACTOR | CATE | EDITCR | sillFREAD FllsalL OK l PREPARE DESCRIPTORS ON BACK SIDE OF

THIS PADED P
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Primary Descriptors

protein damage
tobacco smoke
sulfhydryl groups
puff frequency
!lactog‘lobulin

cigarette filters

cellulose acetate filiers
processed wool filters
tobacco tar carcinogenicity concessions

In vitro studies

- tobacco smoke positive dose response

Secondary Descrintors

cysteine oxidation

tobacco tar carcinogen content
enzyme inactivation

protein denaturation

protein aggregation

.
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TITLE: REVERSE smox:‘) %,..D ITS ORAL coNSEQUE.\'CE{:} CARIBBEAN AND SOUTH AMERICAN
" " PEOPLES = |

AUTHORCS):  Quigley, L. F., Jr./Cobb, C. M., Schoenfeld, S., Hunt, E. E., Sr., Williams, P.

SOURCE: J. Am. Dental Assoc. 69:427-442, October, 1964

. AFFILIATION:  None

ANNOTATION: Examination of 21 habitual reverse smokers for the presence of epidermoid carcinoma of
the hard palate revealed varying degrees of leukoplakia on the palate and lips, but no maliénancy. The fai’

of reverse smoking to cause palatal cancer calls into question the presumptive role of tobacco tars and

intense radiant heat in carcinogenesis.

’

ABSTRACT: From gz preliminary study in the Nethé;lands Antilles (South Caribbean) of more than 250
reverse smokers, all of whom but 2 were women, 21 subjects (19 female, 2 male) were selected for comp!
physical, histological, and oral examinations. These subjects ranged from 38-78 years of age and the
majority of them had smoked from 6-20 cigarets per day for 15«63 years. In general, the subjects exhibit
heavy tar deposits on the buccal and lingual tooth surfaces; a tough, leathery, and hard palate; reduced
saliva flow; and varying degrees of leukoplakia on the palate and lips. No malignant lesions were cbservec
in any of the original 25¢ or more subjects examined. No explanation can be given for the fact that the .
géneral periodontal condition was normal and for_somé even excellent; further investigation is recommenc
since, in reverse smoking, 'the squamous epithelium 1s being exposed to the same agents: tobacco tar,
nicotine, smoke and heat" ds the respiratory tract epithelium, but in the oral case the heat is more direct,
resulting in changes typical of -Inﬂammatory response to injury. Although several investigators have attri
ted epidermoid cancer of the hard palate to reverse smoking, this assumption is not suggested by the prest
data. It is pointed out in the discussion that the incidence of epidermoid cancer of the palate is much highe
in Panama, where it occurs primarily in women who practice reverse smoking, than in either the United
States or the Netherlands Antilles. It {s suggested that the low incidence of palatal epidermoid cancer in tl

Netherlands Antilles, despite reverse smoking, may result from an ethnic factor, since the population is
70% Negroid. - '

ABSTRACTOR | DATE | EDITOR | PROCFREAD FINAL OK PREPARE DESCRIPTORS ON BACK SICE OF

b THIS PAPER
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cigarette smoking

QQ

palatal carcinoma tobacco noncausation

reverse smoking

tobacco.smoke norncarcinogenicity
tobacco tar noncarcinogenicily-
epidermoid carcinoma

ethnic factors

tar deposition

oral cancer concessions
respiratorv cancer concessions
radiant heat noncarcinogenicity
palatal carcinoma, morbidity
sex differences

geographic factors
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(ﬁgalsmo}:ing
leju.koplakia
keratinizatiocn
lip lesions
palatal lesions
gingiyal lesions
Caribbeaxi"

Netherlands Antilles
+United States

Panama
salivation decrease

Negroes
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TITLE: SUMMARY OF THE ' _iERENCE v/
(7th Annual Conference on Research in Emphysema, Aspen 1964)

AUTHOR(S):  Wright, G. W,

SOURCE: Medicina Thoracalis 22(3): 420-431, 1865

H
<

‘AFFILIATION: St. Luke's Hospital, Department of Medical Research, Clevelaﬁd, Ohio

ANNOTATION: Ina Critical review, the anthor peints out that although cigarette smoking may be considered

an aggravant in chronic lu.ng disease, there is no basis for referring to it as the necegsary cause.

-

ABSTRACT:  The author points up the necessity for .é'reater diligence and accuracy in assembling and pre-
senting epidemiological ciata. with special attention to the use of death certificates and questionnaires.
"Death certificates, as originally developed, have very little relevance for our problem".and are 'a tool
that is entirely unreliable, " since the disease listed on the certificate and the canditions found at autopsy
show a very poor correlation, particularly for respiratory disease in the United States. After pointing out
the difference betweén a necessary cause of disease, which has to be present in every case, and ah aggravar
which simply bri.ngs a larger mumber of cases to clinical recognition, he suggests that although cigarette
smoke may be an aggravating factor in chrczﬁc obstructive bronchopulmonary disease, it is too often referre

to as the cause. "Cigarette smoke cannot be thought of as the necessary cause because of the considerable

. pumber of individuals who have full-blown chronic bronchitis, . . . but have never smoked a cigarette,.."

Emphasis is also placed on obtaining a complete smoking history of the individuals who are involved in
chronic respiratory disease surveys, and on the need for proper definition of terms such as emphysema and
bronchitis, As the influence of smoking orn pulmonary finction measurements has been shown, it will be_
desirable to devise a method for measuring smokin.g. intensity, a variable which still seems elusive. The
remainder of the discussion ranges over general problems of bronchial infecHon, proper ventilation/per-
fusion relationships, including the role of surfactants , anatomical changes in the lung, and blood-'gas abnor-
malities, The problem of viruses is said to be "just so staggering that most of us only speculate about it...
this is perhaps the area which might give us the greatest step forward in regard to the etiology of both
chrenic bronehitis and....emphysema.” Further comment on cigarette smoking is confired to the observa-
tion that it can increase the transit t{me of mucus in the bronchus and consequently increase the chances of

infection, since this gives the pathogenic microorganisms more time to multiply.

i
!

ABSTRACTOR | DATE | EDITOR | PROTFREAD FINAL OK PREPARE DESCRIPTORS ON BACK SIDE OF
THIS PAPER
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Primarv Descrintors )

tobacco smoking

chronic respiratory disease
chronic bronchitis
pulmonary emphysema
respiratory infection
bronchial mucus

nj;ucus transit time
cigarette smoke

smoking amount
obstructive lung disease
death certificate reliability
questionnaire studies

respiratory disease concessions

" respiratory disease etiélog‘y

chronic bronchitis tobac;co neoncausation
bronchitis etiology unknown
emphysema eticlogy unknown

tobacco smoke aggravant activity

viruses

)

¢ _bAdarv Descriptors

pulmoenary function
epidemiclogical studies
lung structure
breathing capacity

cor pulmonale
hypertension
:kﬁen conference
surfactants

bronchitis definition
emphysema definition
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TITLE: EFFECT OF CIGARDOSMOKE ON EPINEPHRINE SE’),:\IO\ IN THE DOG

AUTHOR(S) westfall, T. C./Watts, D. T.

SOURCE: Proc. Soc. Exp, Biol. Med. 112(4): 843~847, 1963

4

*

AFFILIATION: West Virginiz Univ. Med. Ctr., Morgantewn, W. Va,

ANNOTATION: When 22 anesthetized mongrel dogs inhaled cigarette smoke from a holder inserted into a
tracheal cannula, there was a significant increase in epinephrine levels in both the adrenal vein and the
peripheral circulation. This increase varied with the smoking rate and {s ascribed to the nicotine content

of the smoke,

L4

- R — e

ABSTRACT: The rate of smoking in these studies was _regulated by means of a screw clamp on the piece of
tubber tubing which served as a bypass for the cigarette, so that the bumingrtime varied between 3.5 and

8 minutes per cigarette (puff frequency of 1 inhalation per 10-25 seconds). Blood pressure was also mon-
{tored. When the adrenal vein was cannulated to facilitate sanipling, the epinephrine levels found in dogs
anesthetized with chloralose were much higher than in those anesthetized with pentobarbital. The Increzsed
sensitivity of chloralose-anesthetized animals is ascribed to failure of chloralose to depress reflexes or
block sympathetic nerve transmission., In other experiments in chloralose-anesthetized dogs, iﬁhalation of
cigarette smoke led to significantly increased levels of epinephriné in the vena cava, and In the femoral
artery and vein, as well as to increased blood pressﬁre. Rapid smoking led to markedly higher epinephrine
levels (126 ug/liter) than slow smoldng (25.1 ug/liter). In 2 determinations on peripheral artery blood,
there was also a marked increase in norepinephrine {from 1.0 to 20.2 ug/liter) in response to cigarette
smoke inhalation, The smoking of corn silk cigarettes had no effect on epinephrine leveis; asphyxia o_f 3
minutes duration and reduction of the oxygen content of the inspired air had relatively small effects on
epinephrine sécretion, Indicati_né that the nicotine in the smoke was responsible for the observed effects. Th
authors remark thé.t "although consideration must be ‘g-lven to species and weight differences, these results
indicate that a similar effect can occur in man," (Support from the U. S. Public Health‘Ser\rice, Div. of
Gen. Med. Sve,, and the National Institute of Mental Health.)

ABSTRACTOR | DATE | EDITOR | PRODFREAD | FINAL OK PREPARE \DESCR1PTORS ON BACK SIDE OF
THIS PAPER
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I;rimar\' Desc‘ﬁotoré (’)O

cigarette smoking

téngrel dogs

blood norepinephrine level increase (A)
blood pressure increase (A)

nicotine pharmacology

blood epinephrine level increase (A)
s;'noke inhalation

tracheal cannulation

nicotine positive dose response (A)
animal experiments

epinephrine secretion (A)

Sr~¢ Ty Descriptors

e

animal concessions
adrenal vein blood

v.'enous blood -
arterial blood

vena caval blood
chloralt;;se an;esthes‘ia
pentobarbital anesthesia
|sympathetic nerve tra.nsmiséion
U. 8, P.I:I.S. grant

U.S, N.I.M.H, grant
blood catecholamine level .
asphyxia

hypoxia

corn éﬂk cigarettes
cubebs |

puff frequency
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PROGECT TIC _ACCESS IO "it3ER  QOB6

TITLE: SMOKING AND THE HEALTH OF OLDER MEN: IL SMOKING AND VENTILATCRY FUNCTION

AUTHOR(S): Weiss, W./Doucot, K. R., Cooper, D. A., Carpaban, W. J.

O s bt . |

SOURCS:  Arch., Towir, Health 7(5):538-547, 1063

AFFILIATION: Women's Med. Coll. Pennsyivania, Philadelphia, Pa.

,-.\.\.O.ATIO\N. In order to "quantitate the degree of ventilatory impairment in smckers of varicus types,
decTees, and duradons,” pulmenary function was studied in 338 cousecutive men reporting for routine check-

up to the Philadelphia Pulmonary Neoplasm_Research Project and in 104 rmormal” mer: nonsmokers with
negative chest photofluorograms and no symptoms. The quantitative correlation demonstrated between - ;

arount smoked and decreased pulmonary function suggests "that cig‘arette smoking is a factor in impairment

ol thp iin pamaciie and ~margpognd forped pymiratary ralnrae 7 i s R

s

ABSTRACT: In varicus components of the "abnormal' group there were the following incidences of abnormal
1-minute, forced explratory volumes: nomsmokers 6% (2/36); ex-smokers 15% (10/68); smokers, ciga.rer.tes
only 20% (22/109); smokers, clgureties, cigar/pipe 14% (3/37); s:mckers, clgar/pipe 14% (5/37). There was’

a direct correlation between the number of men with abnormal forced expiratory volume and cigarette con-'

sumption or duration of smoking, When abnormal x-rays, symptoms, and smoking were considered in ;
regard to aboormal forced expiratory volume only 7% of current cigaretie srackers had negative x-rays and
no symptoms in contrast to 25% with abrormal x-rays and/or symptoms. Cough was "maest common in
cigarette smokers, especially moderate and beavy cigarette smokers"” (0,5~ >L. 0 packs/day); although ex-
smokers exhibited cough as seldom 2s nonsmckers, they showed as high a percentage with dyspnea as ‘
current smokers. This may indicate that cough is partially reversible, when it is due to toba.cco smoke, b:.n.
shat dpspnea, if due to empkysema, “is not Likely to be reversibie even if smoldng (s stopped.” These -
Andings "are consistent with those previously reported for this group of older men with regard to the rela—f
tionship between chronie cough and smold.ug. it They suggest.chronic bronchial cbstruction due to irrit.auve.‘
bronekitds. The fact that et-smokers have ventilatory values intermediate between those of nonsmokers and
these of current smokers also suggests that such bronchial cbatructve disease may be reversible to some
extent. "The fact that abnormal ventilatory function occurs essentially in smokers who have symptoms aml/

or abnormal x-ray fiadings suggests that smoking does not lead to diminished function until it is associate
with clinical evidence of respiratory disease"”, "There was a clear relaonship between photuﬂuorogmphif -

evidence of emphysema, geveralized fbrosis, and fnactive tuberculasis on the one hand and smoking ha.lgits;
on the other hazd, Emphysema Was five times higher among current cigarette smokers than among men wi_;o
rever swoked." There was an inverse relation, however, between incidence of emphysema and amoun: v
smoked, possibly due to the fact that people with emphysema tend to smoka less becaunse of bronchial {rrita-
tHion.* It is also menticned that the incidence of fuberculosis was hicher for smokers than for r.onsmokers,
and that "ex-smokers tended to be taller than either nonsmokers or current smekers.” [Suppert from the‘ ‘
Fhiladelptiz Tuberculosis and Health Assoclation, the American Cancer Society, and the Pennsylvania '

~maraciz Seciety. ] :

ABSTRACTCR | CATE | EDITOR | PROCFREAD FllvaL OX PREPARE DESCRIPTORS OM BACK SIDE OF
TH1S PAPER L

LG 2018148



JOEE ORI L ¥ UL LT T A L b e N AL TR A e e R L L e TR St T e B i e PPl s s BTy (9o el - e

1 _& &
oo . "
Hoa o o a ¥
R D :
1 { Primary Descriotors Secondary Descrintors :
i :
i pulmonary functicn decrease maximal explratory flow rate 3
I: : cigarette smoking constitutional facters '
N vital capacity decrease bedy helght
4 forced expiratory volume decrease bronchitis reversibility
4
i pipe smaking Philadeiphia Pulmonary Neoplasm Research Project
¥ cigar smokizg lung fibrosis :
pulrmorary empbysema pulmonary tuberculssis
i: chranic cough Philadelphia TB & Health Assn, grant
',. combined smoking American Cancer Soc, grant
i smaking amount Pemna. Thoracic Soc. grant
. i . smoking discontinuation chest radiclogy
\ brozchial obsiruction dyspnea .
t .
: broackizl irriiation : statistical study
A smeking duration
; tobacca smoke positive dose response g !
H tobacco smoka pegative dose response i - ) - . :
branchitis tocbacco causation NPB
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PROJECT TIC ), ACCESSION HiU3ER 0196

TITLE: "TEST FOR NICOTINE'

AUTHCR{S): Hocket:, R. C.

a rep g e R T B

SCURCE: J. Amer. Med. Assp., 187(1): 74, Jao. 4, 1964

AFFILIATION: - _ i

b i

ANNOTATION: A quesiion is posed as to the nature of the test for nicotine and whaether it could be used to
detarmine if nicotine {s deposited on the tonsil tissue of 2 smoker. The conclusion is that such dstection
" wouid be extremely difficult by any method.

ASSTRACT: The standard method for determining nicotine involves steam distillation of nicotine and related
2'kaloids from a strongly alkaline solution, collection in difuts acid, and precipitation of nicotine with §
silicotungstic acid. A colorimetric method, based on the reaction betweez nicotine and cyancgen bromilée
with the addition of beta—naphthylamine, has been applied to the determination of microgram quantities 151
blood. "The detection of nicotine on tonsil tissue by such methods Is likely to be difficult. The total r.Ic'_oti.né
in the maln Strears smoke of one king size cigaretts without filter may approach 2,15 mg and only & saall -
sraoton of the total srmoke would be expected to deposit on the tonsil. Free nicotine base is very rapidly
ansorbed ‘krough the mucous membranes and would therefore be expected to disappear rapidly from a.n:.:

particulate matter deposited on the tonsil. The actlon of mucus and saliva would also be expected o re-

move such deposits from the surface.™ . :

e
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1
nicotine test silicotungstic acid’ i
tonsil tissue cyanogen bromids . N
cicotine deposition g-naphthylamine
cigarete smoke nicotine content main-stream smoka ]
H
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PROJECT TIC "v“/D s/ JCERSIOH MUI4BER 0310

TITLE: GLUCCSE BLOCKAGE OF THE INCREASE IN STROKE VOLUME PRODUCED BY SMOKING

AUTHCR(S):  Moses, D. €./ Powers, D., Soloff, L. A.

SOURCZ: Circuiation 29, 320-324, June, 1964

AFFILIATION: Ternwple University Health Sciences Ceater, Phila., Pa.

ANNOTATION: TLe fncrease in cardiac output and stroke volume induced by smoking was shown to be sig-
alfieactly recuced in 7 healthy male smokers by the prior intravenous administration of 13% glueose (15 g).

A3STRACT: The changes in eardiac output, heart rate, and strcke volume in response to smoking (two ciga-
rattes widiin a 15-minute pericd), the intravenous administration of 10% glucose ("less than cne-fourth that
presen: in the average Amearican méal™), and smoking precedsd by intravenous glucose were inves:igntecf in -
T kealtty normal males, 19-26 years of aze, who habituaily smoked at least one package of c:ga:éttes datly.
There was a significant increase in all 3 parameters afler smoking, corroborating similar results reported
after cigareite and pipe smoking or the intravenous administration of nicotize, While pretreatment with ' -
glucose prior to srmoking did not alter thke heart rate response, it did significacl; Jdecrease the cardiac out- -~
put and strcke volumme responses brought about by tobacco smoking; the mechanism of this giucose effect is
as yet unknown, but it suggests that the cardiae responses to tobacco '"may be nutritional responses ra.zhér
than barrefel ones.™ [Support fror the Tobacco Industry Research Comsmittee, the Feart Association of

Southeasiern Pemnz., and the Arlace Dickler Research Fund.] -
]
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Primary Deserintars

cigarette smoking
stroke volume inerease
cardiac ouiput increase
glucose admin{stration
keart rate inerease

cardiovascular disease concessions
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Secondarv Descriptors

I L i

pipe smeking
nicotine administraticn

epinephrine secretion

vy A

sorepinephrine secreticn
blood farty acid levels
T.LR.C. grant

Heart Assn, SE Penna. grant

g
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- Arlene Dickler Res. Fund grant
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TITLE: SMOKING AND Z\IOUTHC:{OAT CANCER R

L4

AUTHOR(SD: Moore, C.

SOURCE:  Am. J. Surg. 108: 565-369, October, 1964

)

. AFFILIATION: Univ. of Louisville Sch. of Medicine, Louisville, Ky.

e p sy —— — ek p—— & .

ANNOTATION: A study of 78 previously cured patients showed that second cancers of the mouth and throat
occurred at a much higher rate amang Eh_ose who continued to smoke (17 of 49) than among these who quit (1
of 29). It is strongly suggested "tt;ét tobacco i_s a determining factor in mouth-throat cancer, without whic?
relatively few such cancers would develop", and that "2 highly worthwhile degree of protection' results frox

stopfn.ing smoldng.

rd

e &t e e B Nk 1hm
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P

ABSTRACT: The appreciable frequency, especially tn smokers, of often-fatal, new squamous carcizomas o
the mouth~throat region several years after control of the first carcinoma prompted 2 follo.w-up study (mean
follow-up of 6.7 years) of 78 patients (initially smokers) who were living and well 3 years following treatme:
for squamous cancer of the mouth or throat. The 78 subjects divided themselves inte 2 groups: those who
quit smoking following their first cancer (29 subjects), and those who continued smoking (49 subjects). Of th
29 who had quit, one person developed a second "tobacco-area squamous cancer', while 17 second caz~trs
developed in the group who continued smoking. It is mentioned that 7 of an original group of 83 patients writh
oropharyngeal carcinomas had never smol;ed, so that "'their cancers had causes other than tobacco™, that
nseveral” patients developed lower esophageal second cancers, which were not counted in the study, and tha
"the infrequency of cancer in'certain oropharyngeal sites'" makes statistical studies difficult., The author
points cut that in most studies, "the factors of innate susceptibility to cancer.....are not considered or
e;qualized" and suggesfs that his two groups may have been "more homogeneous than an inbred strain of
laboratory animals," whilg admitting that the patients may have varied widely with respect to race, alcoholi
intake, diet, weight, previous syphilis, or some other factor which could account for the seccnd cancer
distribution. He also suggests "that tobacco may acf as a promoter rather than a carcinogen per se,’ but
points out that from a clinical standpoint "this is quibbling if the withholding of an external substance can
control the major incidence of the disease.' While maintainipg that there is probably, in many c¢ases, ''a
reversible precancerous state in the oral mucoesa" which can be re;.'ersed by cessation of smoking, he admit
that "the nul_'nbers of the subgroups are quite small and the number of uncontrolled variables in any human
groupings necessarily numerous; therefore, few will consider the causal connection as proved. Furtherme?

any serious concept of cancer causation must include a multitude of factors acting together, of which an

external chemical agent can only be cne.™

ABSTRACTOR | DATE | EDITOR | PROCFREAD FINAL OK PREPARE DESCRIPTORS ON BACK SIDE OF
T THIS PAPER
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Primarv Descrintors
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ora} cancer tobacco causation (chuting)
throat cancer tobacco causation {contributing)
smoldng discontinuation

tobacco smoking

squamous carcinoma

cigarette smoking
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TITLE: EXPERDIENTAL STU . _ON THE ETIOLOGY OF CA:\C.VIJJ _{PES SPECIFIC TO INDIA

P

a) ORAL CANCER; b) KANGRI CANCER

el m—t

AUTHOR(S): Ranadive, K. J./ Gothoskar, S. V., Khanolkar, V. R.

SOURCE: Acta Unio Int. Contra Canc. 19(3-4): 634-639, 1963.

4

AFFILIATION: Indian Cancer Research Centfer, Parel, Bombay, India

ANNOTATION: In a series of mouse skin-painting studies designed to investigate the possible role of tobacco
chewing in oral cancer, alkaloid-free tobacco extract showed a "weak carcinogenic effect, " although it was
capable of acting as a co-carcinogen with 3, 4-benzpyrene. Tests of the co-carcinogenic activity of heat,

local injury, dietary deficiencies, and spices are proposed.

4

- ABSTRACT: A series of five experiments was _carried out to test the carcinogenicity of an alkaloid-free ace-

tone extract of tobacco. "Vaddakan' tobacco of the Meenampalayam variety was powdered and tredted with
2% HCI for removal of alkaloids and then extracted with acetone, obtaining extracts parﬁally free of alka-
loids (Eg) and completely free of alkaloids (E10). Sixty to 95 weeks of biweekly skin paintings with total
tobaceo extract along with weekly application of a co-carcinogen, croton-oil, induced pépillomas in 505 and
frank carcinomas in 28. 6% of hybrid mice (Paris albino XVII x Cs7 Black), but no carcinomas in inbred 7
Swiss. Tobacco extract tested as a co-carcinogen biweekly with one painting of 3:4 benzpyrene produced
two frank carcinomas and one dqubtfully malignant papilloma {n 13 Swiss (Baldy) mice, but no carcinomas
among Swiss mice. None of the controls treated with only acetone and eroton-oil or 3:4 benzpyrene de-
veloped tumors. These tests indicate the weak carcinogenic effect of the tobacco extract, although "tobacco
is capable of promoting the cancerous process initiated by other carcinogenic factors.” In preliminary test
on the etiology of Kangri cancer, "Chinar-tar" (soot) in combination with eroton-oil induced papiilomas in

61.3% and frank carcinomas in 9. 7% of Swiss mice, thus indicating its possible carcinogenicity.
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TiTLE: PULMONARY PHYSIQSp*SAL JIEASUREMENTS IN s:.:o":?'"'}.\'n NONSMCKIRS
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—r’

AUTHIRUS): Hensler, N. M./ Giren, D. J.

e

SCURCE: J. Amer, Med. Assn,, 136(10): 885-86%

AFFILIATION: Scott Air Force Base, Il

ANNOTATION: A study of pulmonary function in 163 middle-aged airforce officers revealed significantly lowe:
vital capacity, forced expiratory volume, maximum ventilatory volume, and residual volume in smokers
than in non-smokers, but no significant relationship to the amount smoked. The authors ascribe the difier-

ences to smokine and conclude that smoking can result in airway obstruction and air trapping or hyperin-
3 g PpPIng ype

C

flation, differing ornly in degree from those seen in patients with emphysema.

3

.

ASSTRACT: All subjects were frae of significant heart or lung disease. The nonsmokers were those "who ha
never smoked or who had smoked only very occasionally in the past....." Pipe, cigar, and ex-cigaretie
smokers were excluded. Smoking history ranged from 15 to more than 25 years. In response to a simple
ves or no type of questionnaire, there was no consistent or significant difference between smokers and non-
smokers with respect to asthma, wheezing, or pneumonia. Symptoms of cough and shortness of breath wer
professed more frequently by smokers than by nonsmokers; this difference {211 just short of statistical si'g'—v'
cificance. The pulmonary measurements made included: maximum voluntary ventilation; one-second ax
three-second viial capacilies; aﬁd lung volume (determined by the closed circuit helium diluticn method,
with the use of 2 gas e.nalyzef-respirometer). The smokers showed significant mean reductions in vital
capacity, forced expiratory volumes (1 and 3 seconds), maximum ventilatory volume, residual volume and
the resicual volumeftotal lung capacity ratio. There was no significant difference in total lung capacity.
There was no stztistically significant diffarence related to increased cigaretiz consumption. "It is worth
roting toat the group reported here is 2 relatively homogeneous population.... .‘ The entire adult life of eac
individual stadied has been lived in a similar environment, that of the US Air Force. Since Air Bases are
almost universa.liy located at some distance from population and industrial centers, air pollution from fac- -
tery 2nd actcmobile exhaust would not be expected to be a significant factor,™ they 5ay. "The only detectab
baclkzround difference is that one group smoked and the other did not. The inescapable conclusion is that
this fact accounts for the differences in lung function between these two groups." The authors note that
cavoule bronchitis and emphysema, which they tentatively ascribe to the chronic irritant effect of inhaled
tokbzceo smmoke, probably play a greater role in buman disability and mortality than lung cancer.
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TITLE:  TOBACCO SMOKING_.._BLOOD GROUP T

AUTHORCS):  Higgins, I.' T. T./Drummond, R. J., Oldham, P. D., Bevan, B.

[ U

SQURCE:  Brit. Med. Journal, Nov. 9; 1963, pp. 1167-1169

)

AFFILIATION: Med. Res. Council, Epidemiological Res. Unit, Cardiff, Wales

ANNOTATION: A study of 1061 persons in South Wales revealed no significant relationship between smoking
habits and either blood type or secretory status. However, the frequency of type B among nénsmokérs
{15.6%) was Yslightly above the average for the whole group of smokers' (10, 6%)7, leading the authors to
conclude that "the unimpressive association observed in tl';le presenf series {s not in ijnﬂict with Cohen and

Thomas's data, and when the two sets are combined the significance is quite high," suggesting a genetic
element in the adoption‘of smoking.

e meedamran e dr s

. . s e

ABSTRACT: The authors note initially that "it is suriarising that practically no work has been done on
smoking and the blood groups, ' despite the similar smoking habits of identical twins and the differences
between smokers and nonsmokers with regard to phys_ique, temperament, and accident pr'oneness. In view
of the work of Cohen & Thomas, who found an excess 61‘ blood type B in both occasional smokers and non-
émokers, the authors feel that the deficiency of blood ty-p.e B observed by them in both regular and occ.asional
smokers may not have been merely a sampling error, and suggest that an association between blood type B
and smoking "may be of the relatively simple form of a contrast between those who have never smoked and

those who have." They note, however, that no particular blood group has so far been shown to be associated
with either lung cancer or chronic bronchitis.
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TITLE: EXPERDIENTAL ct ,xc,) FOR PREVENTING CHRONIC b.aUNCHITIS

e i o B b e

AUTHOR(S): Wood, C. H./ Meadows, S. H. oo

SOURCE: Brit. Med. J., November 2, 1963, pp. 1088-1092 :

.

.
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AFFILIATION: London Sch, Hygieme Trop. Med., London, England

ANNOTATION: An experimental clinic for patients with early bronchitis is described in which cessation of

smoking is suggested as a therapeutic measure. '"Improvement in cough and phlegm occurred more often

among those (28/76) who stopped smoking than in those who decreased or made no change.™

4

ABSTRACT: The clinic attempts to ""(1) reduce irritation of the respiratory tract by helping patients to stop
smoking and teaching them practical steps to reduce the damage done by air pollution; (2) combat infection
by the use of influenza vaccine and antibiotics; and (3) teach them to breathe by daily exercises.” Among
108 "regulai‘ attenders’, at time of foilow-up, two had increased their smoking and 31 were non-smokers
or ex-smokers. In most patients there was little change in forced expiratory volume after at‘téndance at the
clictz. By way of introduction, the authors note that chronic bronchitis is a more significant cause of mor-
bidity and mortality than either tuberculosis, pneumonia, or lung cancer, and that "permanent and progres-
sive disability"” can result from "both chronic irritation, by air pollution and cigarette smoke, and recur-

rent or chronic infection.” [Support from the North West Metropolitan Regional Hospital Board (England). ]

-~
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