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Concentrations of immune complexes in 10 pairs of samples obtained in eight patients

Immune complex concentration (i±ggml equivalent aggregated IgG')

Case Disease Clq Monoclonal rheumatoid Conglutinin
No binding factor binding binding

Arterial Venous Arterial Venous Arterial Venous

1 Active cutaneous vasculitis N 15 N N N 15
2 Jejunoilial bypass and arthritis N 30 N 20 15 60
3 Acute renal failure + cellulitis of right hand:

Samples from right arm 15 30 N N 15 30
Samples from left arm 15 N 15

4 Subacute bacterial endocarditis 100 250 60 250 N N
5 Systemic vasculitis 70 100 50 110 40 40
6 Focal glomerulonephritis and purpura 25 50 20 35 100 110
7 Hypereosinophilia during treatment:

First assay N N 15 N 20 N
Second assay 100 N N N 15 N

8 Acute Wegener's granulomatosis 30 N 20 N 15 N

N = Percentage binding in normal range.

formation, or alteration of circulating immune complexes. Further
work along these lines may lead to a better understanding of the
relation between circulating immune complexes and disease.
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Giant-cell arteritis mimicking
carcinoma of the breast

Vasculitides such as polyarteritis are normally multisystem diseases,
though the breast is rarely affected. Four such cases have been
reported,'-4 but in only two was the breast lesion the dominant
presenting feature.1-3 We describe a patient who presented with a
lump in the breast that mimicked carcinoma but which was found to
be a vasculitis of the giant-cell type.

Case report

A previously healthy 59-year-old woman presented with a two-week
history of malaise and generalised aches and pains. She had a swollen,
painful left ankle and was feverish. Blood and protein in the urine were
attributed to a urinary tract infection. The main problem detected by her
general practitioner was a lump in the right breast. This was hard and fixed
to the deep tissues and to the skin. She was referred to a surgical unit with a
provisional diagnosis of carcinoma of the breast.
On examination the cardiovascular and respiratory systems were normal.

There was slight tenderness in the right hypochondrium, though the liver
was not palpable. The left ankle was swollen and painful. There was a firm,
irregular mass in the right breast at 2 o'clock measuring 4 x 3 cm. The nipple
was retracted, and the patient reported that this was a new feature. There
was a similar lump in the left breast, also fixed to the skin, and one or two
nodes palpable in the right axilla. Bilateral breast carcinoma with spread to

the right axilla was diagnosed. Systemic symptoms were attributed to
metastatic spread of the disease.

Investigations showed normal full blood count and normal urea and
electrolyte concentrations. Erythrocyte sedimentation rate was 98 mm in
the first hour. The midstream specimen of urine was sterile but the presence
of blood and protein was confirmed. Results of skeletal survey were normal,
and a radiograph of the ankle showed soft-tissue swelling with no definite
bony lesion. Liver function values were normal.
Under general anaesthesia the lump in the right breast was sampled for

biopsy, along with two smaller lesions located at operation. The lesion in the
left breast was also sampled and all specimens submitted for frozen-section
examination. Histologically the specimens from both breasts were essentially
similar and showed intense vasculitis affecting mainly medium-sized arteries
but sparing the veins. The lesions varied from an acute pattern, with
fibrinoid necrosis of the wall and a distinct infiltrate of polymorphs affecting
all the coats, to a subacute form, in which chronic inflammatory cells,
including giant cells, predominated (figure). This was diagnosed as a
necrotising giant-cell arteritis, raising the possibility of a systemic collagen
disease. There was no evidence of malignancy.

7S

~4.

Section from breast showing vessel with inflammatory infiltrate and giant
cells. Haematoxylin and eosin x 160 (original magnification).

Titres against antinuclear factor were weakly positive on two occasions
but subsequently remained negative. Results of plasma electrophoresis were
normal, as was a screen for autoantibodies, including DNA-binding antibody.
Hepatitis B antigen was not detected. Renal angiography and biopsy showed
nothing abnormal. Hence further investigations were not helpful in defining
the type of vasculitis. During the investigations it became apparent that the
patient was improving spontaneously (increase in weight, fall in erythrocyte
sedimentation rate, disappearance of systemic symptoms) and no treatment
was given. Within a few months she was perfectly well with no new lesions.
Erythrocyre sedimentation rate was normal, and urine analysis showed no
blood or protein; she remained well 20 months later.

Comment

Arteritis is generally a multiorgan disease but lesions in the breast
have only rarely been reported.1-4 In those reports the breast lesion
was the dominant clinical feature in two of the cases.1-3 The other
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patients reported the development of a tender lump, which, being
part of a systemic disease, was not confused with a carcinoma. One
of the patients, however, was subjected to simple mastectomy.1

Hard, fixed masses in the breast suggest carcinoma. Fixation to the
skin and surrounding tissues with retraction of the nipple of recent
onset are all accepted features of the condition, and our patient had
axillary lymphadenopathy, further substantiating the clinical diagnosis.
In retrospect the generalised symptoms and unusually high erythro-
cyte sedimentation rate in the absence of any definite cause for this-
for example, obvious secondary deposits in bone or bone marrow
disease-might have suggested an underlying disease process, perhaps
of rheumatic nature, but biopsy of the breast lesions would still have
been required.
While the common clinical presentation of a fixed breast mass is

usually due to carcinoma, this case and others reported'-4 emphasise
the importance of thorough investigations for those patients in whom
additional symptoms suggesting a systemic disorder are present. Thus
unnecessary mastectomy will be avoided.

We thank Mr A McL Jenkins for permission to report this case and Helen
Philips for typing the manuscript.
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Hepatitis A in homosexuals

In the United Kingdom hepatitis B is a common cause of acute
jaundice among homosexuals.1 In the last six months we have noticed
an increase in the contribution by hepatitis A to the overall numbers
of outpatients with acute hepatitis or a history of recent hepatitis
attending the department of genitourinary medicine at this hospital.

Methods and results

The development of sensitive radioimmunoassays to detect IgM anti-
hepatitis A antibody2 makes possible an accurate serological diagnosis of
recent infection by hepatitis A virus. Over the two periods July-December
1979 and July-December 1980 we examined records and results of serological
tests for all men who presented to the department with a history of acute
hepatitis within the preceeding three months. Hepatitis B surface antigen
(HBsAg) was detected by a sensitive solid-phase radioimmunoassay.3
Non-B sera (HBsAg negative) were tested for IgM anti-hepatitis A antibody.

Hepatitis B was the most common cause of jaundice (table) in 1979. In

Incidence of hepatitis among patients with jaundice attending over
the period _Jtly-Decemiber

Hepatitis B Non-B hepatitis IglMS anti-HAV positive

1979 4* 2 Not testedt
1980 9* 26 24

*One serum specimen tested elsewhere.
tTest not available in 1979.

contrast, over the same period in 1980 the incidence of non-B hepatitis
exceeded by nearly threefold the incidence of hepatitis B. Of the 26 patients
with non-B hepatitis, 24 had hepatitis A. Half of these patients were
jaundiced when seen in the clinic. The illnesses were spread over the
six-month period and were therefore not associated with a common source.
Three of the 24 patients with hepatitis A had recently travelled abroad

to areas where hepatitis A virus is prevalent. One of these three was a
heterosexual HBsAg carrier who gave no history of a sexually transmitted
illness. Twenty-three patients were homosexual (including one bisexual).
They had a history of sexually transmitted diseases, 14 (61",,) having
suffered from gonorrhoea and 12 (52 ,(') from syphilis. Nine (39 0%,) had
previously acquired gonorrhoea, syphilis, and hepatitis B, and only five
(22 °0) had no history of any of these infections.

Comment

Transmission of hepatitis A is usually considered to be faecal-oral.
Among homosexuals in the United States of America oral-anal
contact predisposed to hepatitis A,4 and such practices may have
facilitated the infections reported here. In our experience other
practices such as inserting a hand or even a fist into the partner's
rectum, although not uncommon in thle United States of America,
are seldom admitted to in the United Kingdom. Gross faccal con-
tamination of the environment must result from this behaviour.
There has been a steady decline in the incidence of infectious

hepatitis, almost certainly hepatitis A, over the past 10 years in the
United Kingdom. The slight increase in hepatitis A in 1980 (N D
Noah, personal communication) is insufficient to account for the
pronounced increase seen in our patients. It is possible that wider
acceptance of the behaviour described above has led to the present
outbreak of hepatitis A among homosexuals and that hepatitis A
should now be added to the growing list of infections associated with
homosexual practices in the United Kingdom.
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Proprietary depigmenting cream
used wrongly for lentigo maligna

Claims that topically applied hydroquinone can reduce melanin
pigmentation have a sound basis,' and creams containing this chemical
have been available over the counter in the USA for more than 10
years and in the United Kingdom for at least two. A recent report
has warned of the danger of the mistaken use of such creams in
superficial malignant melanomas.2 We describe a patient whose use
of such a depigmenting cream delayed the surgical excision of a
lentigo maligna for a year, allowing it to grow to a considerable size.

Case report

A 57-year-old white woman presented with a four-year history of a
pigmented lesion on the left cheek. She had been brought up and spent
much of her adult life in South Africa, and her skin had always burned
easily in the sun. A basal-cell carcinoma had been excised from her face
when she was aged 37. The lesion on her cheek had grown slowly for about
two years and thereafter more quickly. She had tried various proprietary
creams with little success, and for this reason had changed to a cream
containing 2 0. of hydroquinone, available over the counter. She had
persisted with this for about a year as it had undoubtedly caused some
depigmentation, particularly in the centre of the lesion (figure). The lesion
had continued to enlarge, however, eventually reaching 4 5 cm in diameter.
A skin biopsy specimen confirmed the clinical diagnosis of lentigo maligna,
and she was referred to the department of plastic surgery for excision and
grafting.
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