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electric cautery. Ifthe bleeding point is near the mucocutaneous
junction, an injected local anaesthetic may be needed. The
alternative of smearing the area with caustic chemicals is in-
accurate and uncertain and damages more of the surrounding
mucosa than is necessary. In those arteriosclerotic and hyper-
tensive cases where the bleeding point is hidden by a spur
it can be resected in order to disclose the broken blood vessel.
Usually it is more expedient to pack the bleeding area with
half-inch (12 mm) ribbon gauze impregnated with bismuth
and iodoform paste and to rely on the natural processes of
thrombosis to take effect while the bleeding point is controlled
by pressure. An air inflated rubber bag is another method of
applying pressure to a relatively inaccessible bleeding point;
less specialist expertise is needed and the technique is useful in
the casualty department if simple pinching of the nose does
not work.

Occasionally bleeding from a posterior site can be controlled
only by a post-nasal pack, sometimes in combination with
anterior packing. General anaesthesia is necessary and this is
hospital procedure. The pack is inserted through the mouth
and pulled into position by two attached tapes sutured or tied
to a fine rubber catheter passed through each nasal cavity.
The tapes are tied together or otherwise fixed to keep the pack
firmly in place; it can remain for two or three days. Antibiotic
cover may be considered advisable.

If all these methods fail an attempt may have to be made to
ligate the blood vessels supplying the area. If the site of the
bleeding is superior or lateral the anterior and posterior
ethmoidal vessels are the probable feeders. They can be reached
fairly easily through an incision in the inner canthus and
retracting the orbital periosteum laterally. More posterior
bleeding may be due to branches of the internal maxillary
artery, which can be reached by a Caldwell-Luc approach to the
maxillary sinus and partial resection of its posterior wall.
External carotid ligation has also been advised. Fortunately
such cases are most unusual.

I Jash, D. K., Journal of Laryngology and Otology, 1973, 87, 895.

Misdiagnosis in Still's Disease
When George Still' first described a chronic form of joint
disease in children he considered it to be different from
rheumatoid arthritis in the adult-a form of arthritis, in fact,
distinct from rheumatoid disease. Time has not upheld these
differences.
When E. G. L. Bywaters2 gave his Heberden oration on the

subject in 1966 he pointed out that Still had described three
types of chronic joint disease in 19 children. They comprised
a possible Jaccoud's syndrome (one case), rheumatoid arthritis
as in adults (six cases), and 12 cases characterized by glandular
and splenic enlargement. This third group is now known as
"Still's disease" and is generally considered to be rheumatoid
arthritis in young people, in whom fever, splenomegaly, and
lymphadenopathy occur more readily.

Since any inflammatory arthritis of childhood is apt to be
diagnosed Still's disease, Barbara Ansell and Bywaters3 set out
certain diagnostic criteria: onset before the age of 16 years;
inflammation of four or more joints for a minimum period of
three months; and, if fewer than four joints were involved,
synovial biopsy changes compatible with this diagnosis, all
other diseases being excluded. But the same authors4 pointed
out that monarticular arthritis in children is often due to

Still's disease. Of 316 patients with juvenile rheumatoid
arthritis in their series 33 presented in this way. The one joint
affected was usually the knee. The criteria for the classification
of juvenile rheumatoid arthritis and its differential diagnosis
are discussed in detail in a recent bulletin.5
There is no doubt that juvenile rheumatoid arthritis tends

to be diagnosed too readily on too little evidence, and E. M.
Sills,6 of the department of paediatrics at Johns Hopkins
Hospital, has recently pointed out how often this now rela-
tively uncommon disease is diagnosed when in fact the con-
dition is due to some other disorder. He examined 50 con-
secutive children aged 91 months to 15 years referred with a
presumptive diagnosis of juvenile rheumatoid arthritis over a
30-month period in 1970-72. Thirty-three were girls, 17 boys,
and the duration of the illness ranged from 2 to 26 months
at the time of referral. In all but seven cases treatment had
been instituted as for juvenile rheumatoid arthritis, but of
these 50 cases only 29 were shown with certainty to have that
disease. In five cases the diagnosis remained uncertain; the
other 16 patients were found to be suffering from systemic
lupus erythematosus (2 cases), dermatomyositis (1), sclero-
derma (1), regional enteritis (1), infectious disease (3),
leukaemia (4), giant-cell tumour of bone (1), lymphosarcoma
(1), and osteochondrosis (2). Bywaters,2 following up 25 cases
of probable Still's disease for ten years, found in the final
analysis ankylosing spondylitis (1), psoriatic arthritis (1),
dermatomyositis (1), scleroderma (1), systemic lupus erythe-
matosus (2), ulcerative colitis (2), and osteochondritis (1). In
13 cases a complete recovery was made and the diagnosis
remained uncertain. In the same study a ten-year follow-up of
what were regarded as definite cases showed only one mis-
diagnosis, and that was in a child who later developed ankylos-
ing spondylitis. Only three of these 25 "definite" cases made
a complete recovery.
Many other conditions may cause pain in one or more

joints. They include injury, haemarthrosis from various
causes, local infections such as tuberculosis, osteomyelitis, and
pyarthrosis or abscess formation in the region of a joint. Some
general infections among them such as kala azar (leishmaniasis),
may cause fever, splenomegaly, and arthralgia in one or several
joints and even give a positive latex or Rose-Waaler test. In
these days ofMediterranean holidays and package tours for the
entire family this is a point worth remembering. Other forms
of arthritis such as rheumatic fever can also occur in children,
and it is as well to remember that ankylosing spondylitis may
begin in the peripheral joints in childhood.
The possibility of a blood disorder should always be borne

in mind. Of 450 patients with leukaemia reported by M. N.
Silverstein and P. J. Kelly7 40% had polyarthralgia or
monarticular arthritis or both, and Sills5 points out that bone
and joint symptoms may antedate changes in the blood and
bone marrow, so that normal or near normal blood smears and
marrow biopsies do not necessarily exclude this diagnosis in
early cases. Haemophilia and other bleeding disorders,
Henoch-Schdnlein's purpura, sickle-cell disease, and a host of
other disorders may cause articular symptoms, as may several
congenital and constitutional disorders.8

In juvenile rheumatoid arthritis in addition to joint changes
there may be a rash, fever, lymphadenopathy, splenomegaly,
pericarditis, iritis, and nodule formation. Any of these findings
may, taken in conjunction with clinical evidence of acute
arthritis in one or more joints, suggest the correct diagnosis,
but they may also mislead. Joint pain, splenomegaly, and
lymphadenopathy occur, for instance, in many infective and
haematological conditions.
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As there is no specific treatment for juvenile rheumatoid
arthritis, there is no need for heroic treatment if the diagnosis
remains uncertain. The latex and Rose-Waaler tests are
usually negative. Indeed if strongly positive they may suggest
some other disorder, such as bacterial endocarditis or leish-
maniasis. The true diagnosis may not become evident until
several weeks or even months have elapsed since the onset of
symptoms. It is as well, therefore, to investigate thoroughly to
exclude all other causes and to treat symptomatically and
patiently until the diagnosis is self-evident without rushing
into any long-term therapeutic programme. Synovial biopsy
may be helpful.4 Aspiration of the affected joint is often
informative, particularly if it tends to exclude other causes
such as haemorrhage or infection. With parental pressure on
the medical attendant to diagnose and cure the sick child as
rapidly as possible the physician's lot is seldom an easy one in
these cases.

1 Still, G. F., Medico-Chirurgical Transactions, 1897, 80, 47.
2 Bywaters, E. G. L., Annals of the Rheumatic Diseases, 1966, 26, 185.
3 Ansell, B. M., and Bywaters, E. G. L., Bulletin on Rheumatic Diseases,

1959, 9, 189.
4 Bywaters, E. G. L., and Ansell, B. M., Annals of the Rheumatic Diseases,

1965, 24, 116.
5 Brewer, E. J., et al., Bulletin on Rheumatic Diseases, 1973, 23, 712.
6 Sills, E. M., Johns Hopkins Medical_Journal, 1973, 133, 88.
7 Silverstein, M. N., and Kelly, P. J., Rheumatism, 1965, 21, 67.
8 Huskisson, E. C., and Hart, F. D., in Joint Disease: All the Arthropathies.

Bristol, John Wright, 1973.

Australia Antigen in Papular
Acrodermatitis of Childhood
In 1955 F. Gianotti of Milan described' a widespread but not
always recognized syndrome which affected predominantly
toddlers and occasionally smaller babies. Clinically it is
characterized2 3 by a rapidly spreading eruption of dusky-red
papules, 2-10 mm in diameter, on legs, buttocks, hands,
wrists, the extensor surfaces of arms, the face, and occasion-
ally the trunk. The eruption usually clears within three to four
weeks, but occasionally it persists up to eight weeks; it does
not recur. Purpura may be seen in the lesions. There is sur-
prisingly little constitutional upset and itching is mild or
completely absent. Generalized lymphadenopathy, mostly
axillar and inguinal, with diffuse reticulum cell hyperplasia
and hepatomegaly are always present, and these outlast the
rash by several months.
While these features may cause anxiety the normal sedi-

mentation rate and the normal or slightly diminished white
cell count are reassuring. There may be a slight increase of
monocytes, some of which resemble on electronmicroscopy
those seen in infectious mononucleosis,4 but the Paul-Bunnell
test is negative.
The histories and investigations of 45 children seen with

this condition in four London hospitals were reviewed in 1966
by Mary E. Eiloart.5 It occurred throughout the year with an
increased frequency during the early summer, and was found
in siblings. Eiloart suggested that it was a mild self-limiting
disorder comparable to pityriasis rosea but that the diagnosis
was often missed because it does not feature in most textbooks:
its recognition as the "Gianotti-Crosti" syndrome would save
much anxiety to parents and doctors.
Now Giannotti has reviewedf6 relevant publications and his

own extensive experience of this disease, naming it papular
acrodermatitis of childhood (P.A.C.). He stressed that an
acute hepatitis, usually anicteric, is always present and that

children above 6 may occasionally develop transient jaundice
about 20 days after the onset of the skin eruption. In 32 child-
ren liver biopsy had shown histological features indistinguish-
able from those seen in acute viral hepatitis.7 Biochemical and
histological recovery of the liver is usually complete within
six months but may take up to four years.

Using immunodiffusion8 or electro-syneresis9 Gianotti and
his colleagues found that during the skin eruptive phase and
sometimes for several months subsequently all of 39 children
with this disease had hepatitis B antigen (HBAg) in their sera.
HBAg was also found in the sera of three mothers of children
in the eruptive phase, while another three mothers whose
children had had the disease several years earlier were also
found to be HBAg positive. Two children whose brothers had
had P.A.C. six and one years ago were also found to be HBAg
positive.

Gianotti suggests that since HBAg is present in P.A.C. as
well as in serum hepatitis these two conditions may be
linked and P.A.C. may represent the primary infection of
serum hepatitis possibly modified because the infection is
acquired through skin or mucous membranes. Its clinical
presentation may be due to abnormal genetic or immuno-
logical factors, explaining its high incidence in Down's
syndrome.
The possibility that P.A.C. and serum hepatitis may be due

to the same, to associated, or to closely related viruses has
important implications. There are, however, alternative
interpretations of Gianotti's data and observations. The
clinical, biochemical, electronmicroscopic, and immunological
evidence for P.A.C. being a viral disease is convincing. But
even if radioimmunoassay10 (probably the most sensitive
method available today to detect HBAg) should confirm its
universal presence in the sera of children with P.A.C. there
are several arguments against the hypothesis that P.A.C. and
serum hepatitis are different manifestations or stages of the
same disease.
Serum hepatitis has been studied intensively in many

countries during recent years, but there has not been any
report of patients with this disease-or any of their contacts
who were or became HBAg positive-having developed the
characteristic rash and lymphadenopathy of P.A.C. There is
circumstantial but strong evidence that serum hepatitis has
been transmitted by ingestion'1 and by airborne spread'2
without any of the clinical features of P.A.C. being observed.
By contrast there is no published evidence that any patient
with P.A.C. or his HBAg positive relatives have developed or
have transmitted serum hepatitis.

Patients with impaired immunological responses and those
with Down's syndrome are notoriously susceptible to different
viral infections, and a relatively high incidence of HBAg in
Down's syndrome was observed in large institutions (28%)
while fewer than 1% of patients living at home or in small
institutions gave positive reactions ;13 14 none of these patients
showed clinical evidence of P.A.C. If P.A.C. and its mild,
transient hepatitis is due to a virus other than the virus
causing the much more serious serum hepatitis, but sharing
with it HBAg, asymptomatic carriers of HBAg should be
reinvestigated with more specific methods for the detection of
serum hepatitis.

1 Gianotti, F., Giornale Italiano di Dermatologica, 1955, 96, 678.
2 Crosti, A., and Gianotti, F., Dermatologica, 1957, 115, 671.
3 Crosti, A., and Gianotti, F., Acta dermato-venereologica, suppl., 1957, 146.
4 Jean, G., Ranzi, T., and Lambertenghi, G., Haematologica Latina, 1969,

12, 1.
5 Eiloart, Mary E., British Journal of Dermatology, 1966, 78, 488.
6 Gianotti, F., Archives of Disease in Childhood, 1973, 48, 794.
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