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Postanal sinus
Few surgeons now refer to an infected sacrococcygeal pilonidal
sinus as "jeep disease" but the term is a useful reminder that
the condition is mostly seen in young men, is encouraged by
poor hygiene, and is common and disabling: during 1942 and
1943 it cost United States Navy personnel more than 359 000
working days.1 Pilonidal sinus remains a troublesome condition
in peacetime, and, though its treatment tends to be classed as
minor surgery, patients may be in hospital for weeks and off
work for months.2

For many years pilonidal sinus was considered to be a
secondary infection of a postanal pit. Nevertheless, reports of
typical pilonidal sinuses in the web of a barber's hand,3 at the
umbilicus,4 and in the penis5 cast doubt on a congenital origin,
and the next popular theory was that a pilonidal sinus was due
to a puncture wound from the strong hairs of the natal cleft
which grew after puberty. This explanation failed to account2
for the absence of hairs in one-third ofthese sinuses in men and
two-thirds in women-a finding which suggests that sacro-
coccygeal pilonidal sinus might be renamed "postanal sinus."

Fortunately, the precise origin of postanal sinuses does not
have to be settled for them to be satisfactorily treated. Few
surgeons now practise total excision of the sinus and its side
tracks, so producing a large wound which heals very slowly.2
Excision and primary suture is still popular, but only small
quiescent sinuses should be so treated, with painstaking
attention to technique-otherwise infection and breakdown are
a serious threat.6

Happily'a much more conservative approach to treatment has
prevailed over the past 10 years. Goodall7 claimed that with daily
-baths, shaving of the natal cleft, and withdrawal of protruding
hairs some 90% of patients did not require surgery. When
surgery was needed simple incision of the whole length of the
sinus and its lateral tracts and removal ofhairs and debris meant
that there was a much smaller wound left to granulate. Lord and
Millar8 treated nearly all their patients as day cases and mostly
operated under local anaesthesia. They individually excised all
midline pits and lateral tracts and removed every hair from the
sinus. Thereafter the area was kept closely shaved, and a major
element in success was detailed attention to follow-up.9 The
recurrence rate was very low and time off work was measured
in days.
Some 10-20% of patients who have regrettably spent months

over their radical primary course of treatment suffer one or
more recurrences of a sinus. Some of these require only
persistent attention to local shaving and hygiene, but others,
with a well-developed sinus, may need excision with a Z-plasty
to the flaps10 or a rotation flap," because this flattens and
broadens the natal cleft.
Good results in the treatment ofpostanal sinus-as in so many

other conditions-tend to be reported by enthusiasts. This
apparently minor deformity may, however, cause prolonged
disability among patients in their active working years, so that
more surgical enthusiasm is to be welcomed.
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Can children catch
leukaemia?
The possibility that infection plays some part in the genesis
of childhood leukaemia has been raised again by a recent
article.1 A study of close contacts, both related and unrelated,
of children with leukaemia showed a high incidence of an
IgM anti-IgG antibody apparently associated with the primary
disease rather than with the secondary infections that fre-
quently occur in these children. While the finding is in no
way specific, it suggests a response to an agent, possibly a
virus, with widespread asymptomatic infectivity.

For some time oncogenic C-type RNA viruses have been
known to cause leukaemia in animals,2 but they have not been
unequivocally shown to do so in man. Even when they have
been isolated from appropriate leukaemic cells in culture they
have not been clearly differentiated from laboratory con-
taminants. Nevertheless, such viruses may be responsible for
at least some human lymphomas. A candidate virus has been
isolated recently from long-term cultures of human T-cell
neoplasms which may prove, by its unique structure and by
the presence of specific antibodies in patients with such
diseases, to be truly oncogenic3; and the Epstein-Barr virus,
long associated with the endemic African form of Burkitt's
lymphoma, may now reasonably be assumed to be its cause.4

If, however, childhood leukaemias turn out to be caused by
transmissible viruses, two questions would have to be answered.
Firstly, why have epidemiological studies failed to provide
evidence of an infective origin (for this is so, despite tantalising
reports of scattered time-space clusters going back over 40
years5-7) ? Secondly, why is the disease not more common?
The first point could be explained by some characteristics

of C-type viruses which lead to patterns of disease unlike that
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produced by a simple horizontal infection. These viruses can be
transmitted vertically (that is, inherited) after they have been
incorporated into the host genome, and the infections they
cause tend to have very long latent periods. Though leukaemia
is rare in childhood, C-type viruses are probably widely dis-
tributed; so other infrequent host factors would have to come
into play to allow the viruses to escape from being repressed.
Such factors probably include heredity,8 exposure to physical
or chemical agents (such as radiation9 or cytotoxic drugs3), and
temporary alteration ofimmunity as might occur after infection
with a non-oncogenic virus. In lymphoblastic leukaemia, such
a factor might mediate its effect through the loss ofa functional
lymphocyte suppressor cell population, which theoretically
might either fail to control aberrant malignant lympho-
proliferation or alternatively, lead to increased autoimmune
disease.10 Both are frequently observed in New Zealand mice,
which lose such suppressor functions for both B and T cell
activities spontaneously early in life. Interestingly, the first-
degree relatives of children with lymphoblastic leukaemia have
an increased incidence of autoimmune disease.'1
The question posed in the title of this article cannot be

answered. Information is slowly accumulating to indicate that

C-type or similar viruses play at least some part in some
cases of childhood leukaemia, but their role does not appear
simple and may prove similar to an explosive charge which
requires an unusual set of circumstances for detonation.
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Regular Review

Advances in the management of adult acute
myelogenous leukaemia

J A WHITTAKER

For many years now the results of treatment for adults with
acute myelogenous leukaemia have made dismal reading,
particularly when compared with the advances achieved in
the past decade or so in the treatment of childhood acute
lymphoblastic leukaemia. Nevertheless, some recent substantial
improvements in chemotherapy and supportive care, coupled
with impressive preliminary results of bone marrow trans-
plantation, suggest a more encouraging future.

Acute myelogenous leukaemia represents a wide range of
diseases lumped together under a heading of convenience, and
current attempts to separate these diseases using new
classification schemes, chromosomal changes, cell-growth
patterns, cytochemical, and other differences may have
prognostic significance and are aimed eventually at more
individual treatment for the patient with acute myelogenous
leukaemia.
The French-American-British classification of acute

leukaemias' has been widely accepted, though like any
morphological classification system its reproducibility between
independent observers is a major difficulty.2 Acute myelo-
genous leukaemia is divided into myeloblastic leukaemia
without maturation (M1) or with features of maturation (M2),
promyelocytic leukaemia characterised by hypergranular
promyelocytes with abundant Auer rods (M3), and myelo-

monocytic leukaemia (M4). The less frequently seen but more
easily recognisable monocytic leukaemia is M5, and erythro-
leukaemia is M6. Immunological methods are particularly
useful in characterising acute lymphoblastic leukaemia, but
their application to acute myelogenous leukaemia has not yet
proved of practical value, and cytochemical markers give only
very approximate confirmation ofthe French-American-British
classification.3

Induction chemotherapy-The first stage of treatment is to
induce a complete remission-to reduce blood and bone
marrow blast cells to morphologically undetectable levels, to
re-establish normal bone marrow function, to return the
granulocyte and platelet counts to normal, and, most important,
to restore normal health without physical signs or symptoms.
When treatment was given with single-agent chemotherapy

with drugs such as prednisone, vincristine, methotrexate, and
6-mercaptopurine (which had been used with some success in
acute lymphoblastic leukaemia) the results in acute myelo-
genous leukaemia were disappointing (table I). The excellent
results of combination chemotherapy for acute lymphoblastic
leukaemia in childhood soon led to the use of combinations of
two or more agents for the treatment of acute myelogenous
leukaemia. Remission rates of 20-30%, were achieved, but it
was not until the introduction of the pyrimidine analogue
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