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effect both studies were investigating a cohort of survivors.
The importance of age was confirmed in the Californian work
in that the relation of alcohol use to mortality was clearest
among those aged under 50 and was relatively weak among
those over 60, though details were not given.
The matter of social class is at least of equal importance.

Again, the Californian study identified that the light drinkers
were of higher educational level than other subjects; they may
therefore have had better jobs and a generally better life style.
Since at least for diagnosed alcoholics social class has major
effects on both total and cause-specific mortality,9 10 this vari-
able must be controlled. Finally, there remains the vexed issue
of the special characteristics of abstainers. Only 60/ of men in
England and Wales describe themselves as non-drinkers,6 and
they differ from the rest of the population with respect to mari-
tal state, social class, occupational category, and where they live
as well as age. In the United States the abstainer is an equally
complex figure, but if the stereotype of the white, Protestant,
ambitious, and upwardly striving teetotaller retains any
validity it may well apply to those unusual Californian men
who do not drink alcohol.

Until these uncertainties are resolved the reason for the dif-
ferential mortality between abstainers and light drinkers
cannot confidently be ascribed to the alcohol alone. There are
certainly no grounds for exhorting non-drinkers to start tip-
pling for the benefit of their health.
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Hair-raising notions and
lotions
Attempts to provoke the pale, smooth, bald patches of alopecia
areata into regrowth by making them red and angry have a
natural appeal. In their turn Willan, Bateman, and Hebra all
insisted that the skin had to be roused into activity and to do so
used various alcoholic and ethereal fluids, some containing
phenol or cantharidin, rubbed into the scalp with a stiff brush.
Dermatologists persisted with these and other ways of irritating
the skin but with waning enthusiasm, and in 1967 Percival1 was
able to sum up the general feeling with his sensible but negative

point that "counter-irritants do not interfere with regrowth,
and the patients' natural despair at a policy of inactivity is
relieved by their use." The disease continued to run its own
eccentric course without being influenced by the activity of the
physicians.2 But now, strange as it may seem, modern know-
ledge about the immunology of alopecia areata has reawakened
the desire to redden and anger the patches.

Alopecia areata looks most at home in the autoimmune
group of disorders, but it has not yet earned full membership.
Reports abound of its association with other autoimmune
diseases,3 but away from the clinical context things are still less
than clear cut. Antibodies to follicle antigens have not been
convincingly identified, and even the deposits of IgM in the
intercellular spaces of the external root sheaths of affected hair
follicles4 have not always been found.5 In addition, circulating
concentrations of IgM have been reported as raised,4 and as
lowered,6 and there may7 or may not8 be an association with a
specific HLA type. Some workers have recorded an increased
prevalence of organ-specific autoantibodies in alopecia areata,
particularly those directed against thyroid and parietal-cell
antigens9; but this finding has not been universal.'0
Of all the immunological features, the lymphocytes, looming

large in alopecia areata, have most invited "stimulation."
Small numbers of circulating T lymphocytes," 12 an increased
proportion of T cells with receptors for IgG, and increased
antibody-dependent and cell-mediated cytotoxicity have now
been reported."3'4 Lymphocytes make up the bulk of the
spectacular infiltrate to be seen in the early stages of the
condition, hanging like swarms of bees around the hair bulbs;
and their presence in the skin prompted Rosenberg'5 to apply
the strong contact sensitiser dinitrochlorobenzene, hoping to
stimulate lymphocyte accumulation in the scalp and hence
perhaps to eliminate the stimulus producing their aggregation.
Skin so treated becomes suitably red and angry, as befits an
allergic contact dermatitis. Other workers have since confirmed
that a prolonged episode of contact dermatitis induced by
dinitrochlorobenzene can often cause regrowth,'6 though
advancing different theories why this should be. Their reports
have usually included striking photographs of patients with
alopecia totalis, whose chance of spontaneous regrowth of hair
must have been small, with their hair growing mainly on the
treated half of the scalp. Worries about percutaneous absorp-
tion of dinitrochlorobenzene'7 and its possible mutagenicity
have led to the use of other powerful allergens, such as
primula,'8 with much the same effect.

Photographs of half-head regrowth, however, once graced
descriptions of the merits of more old-fashioned remedies,'9
and before any elaborate theories can be based on the specific
effectiveness of an allergic type of contact dermatitis we have
to know that simple irritant dermatitis of a similar intensity
does not work just as well. Unfortunately, direct comparisons
between dinitrochlorobenzene and dithranol, long used in
alopecia areata, have been hard to interpret. If the two
substances are applied to different areas of the same scalp an
unusual contact allergy to dithranol may be induced.20
Dinitrochlorobenzene seems to be more effective than the
irritant substance croton oil,2' but encouraging regrowth has
also been produced by dithranol, applied by itself and acting
only as an irritant.22
Has the wheel turned full circle? Probably not, but there

are now reports of those who cannot make dinitrochloro-
benzene achieve any worthwhile regrowth,23 of hair falling out
again during the course of treatment,24 and of tolerance
developing to dinitrochlorobenzene.25 The gaze of some may
already be shifting to the early reports of other possible
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winners, such as the vasodilator minoxidil used topically26 and,
of course, the ubiquitous treatment with ultraviolet A and
psoralens.27 Hope springs eternal in the human scalp.
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Regular Revziew

Human cancers and human viruses

A P WATERSON

Many animal tumours are known to be transmissible by viruses,
or, as Peyton Rous1 put it 70 years ago, "by an agent separable
from the tumor cells." They are a mixed bag: The Rous
sarcoma in fowls, the mammary carcinoma and Gross leukae-
mia in mice, the alimentary papilloma and its associated carci-
noma in cows, and leukaemias in several species. There are
even some human viruses-for example, some adenoviruses-
which cause tumours in other species. The viruses causing
animal tumours are either double-stranded deoxyribonucleic
acid (DNA) viruses or members of a group of ribonucleic
acid (RNA) viruses termed retroviruses, because their RNA
can be transcribed, so to speak, "backwards" into DNA. In
either case the viral DNA is then integrated with the host-cell
DNA2 and is replicated in step with it. Malignant transforma-
tion is closely correlated with this integration ofthe viral DNA.
The phenomenon of viral oncogenesis in animals is so well

established that it would be surprising if there were no
counterpart in human disease. In fact, in addition to the benign
tumours which are caused by viruses, such as the common
wart, evidence is growing of malignancies that are attributable
to DNA viruses similar to those of animals, and recently a type
of human leukaemia has been reported to yield a retrovirus

similar to the leukaemia viruses ofother vertebrates, the human
T-cell leukaemia virus. This has been isolated from patients
with mycosis fungoides3 and Sezary syndrome,4 both of which
are dermatological variants of human T-cell leukaemia.
No one is suggesting, however, that human cancer in general

is induced by viruses; we must avoid what Klein5 has termed
"the ever-present occupational risk of the cancer researcher:
generalisation." Nevertheless, evidence linking some DNA
viruses with human cancers cannot easily be ignored. Hepatitis
B virus has been shown to be a cause of primary hepatocellular
carcinoma and Epstein-Barr virus a cause of Burkitt's lym-
phoma and nasopharyngeal carcinoma; cytomegalovirus
may be implicated in Kaposi's sarcoma; and human papilloma-
viruses may cause some skin cancers. Even the close association
of a virus with a particular neoplasm does not necessarily
mean, however, that it has caused that neoplasm, and several
requirements should be fulfilled.6 Thus, firstly, the virus (its
antigens or its nucleic acid) should be found in the tumour
cells. Integration of viral with cellular DNA may precede
transformation by some time, but the finding of viral DNA
integrated with the cellular DNA is at least highly compro-
mising evidence for the role of the virus. Antibodies to viral

 on 24 M
ay 2023 by guest. P

rotected by copyright.
http://w

w
w

.bm
j.com

/
B

r M
ed J (C

lin R
es E

d): first published as 10.1136/bm
j.284.6314.445 on 13 F

ebruary 1982. D
ow

nloaded from
 

http://www.bmj.com/

