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to the action of these exotoxins. Such a
classification may also provide a practical
basis for the administration of specific anti-
microbial chemotherapy, convalescent
gamma globulin, and future development of
an effective antitoxin. Greater awareness
and better management of toxin mediated
haemolytic uraemic syndrome should ulti-
mately improve its prognosis.
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Do parathyroid and adrenal autoantibodies
coexist?

The aetiology of idiopathic hypopara-
thyroidism remains unknown, although an

autoimmune pathogenesis seems probable
in some cases. Controversy exists over the
prevalence of parathyroid autoantibodies in
idiopathic hypoparathyroidism and in asso-
ciation with other autoimmune diseases.

Blizzard et all found parathyroid specific
antibodies in the sera of 46 of 74 (> 38%) of
patients with idiopathic hypopara-
thyroidism, 25 of 93 (>26%) of patients
with idiopathic Addison's disease, and in
6 of 245 (> 6%) of controls, using an
indirect immunofluorescence technique.
These figures have remained unconfirmed.

Irvine and Scarth2 studied sera from nine
patients with idiopathic hypoparathyroid-
ism and described an antibody to para-
thyroid oxyphil cells in one of these patients.
Doniach and Bottazzo3 subsequently
expressed the opinion that the oxyphil cell
reactivity could be attributed to human
specific mitochondrial antibodies. They fur-
ther reported screening "normal, hyper-
plastic and adenomatous parathyroid
glands with several hundred polyendocrine
sera and hypoparathyroid cases." They
identified only three sera that reacted
specifically with parathyroid chief cells; one
of which was obtained from a patient with
idiopathic hypoparathyroidism.
We wished to obtain parathyroid auto-

antibody positive sera for the purpose of
antigen characterisation. In view of the high
incidence of parathyroid autoantibodies
found in idiopathic Addison's disease, in
Blizzard's series, and the known rarity of
adrenal autoantibodies in the normal popu-
lation (<0-1 %)3 we determined to obtain
adrenal autoantibody positive sera for para-
thyroid autoantibody assessment.

Methods

Twenty six adrenal autoantibody positive
sera were obtained from six British immu-
nology centres. Normal control sera were
obtained from healthy volunteers. We also
obtained sera from two patients with idio-
pathic hypoparathyroidism. All sera were
stored at - 20°C until assay.
A standard indirect immunofluorescence

technique was used to determine the pres-
ence of autoantibodies.4 Parathyroid auto-
antibodies were assessed on unfixed 5pm
cryostat sections of normal human para-
thyroid gland obtained at necropsy. All sera
were applied to these sections, both
undiluted and at a 1/5 (v/v) dilution. Five
sera were additionally assessed on cryostat
sections of a surgically resected parathyroid
adenoma. Adrenal autoantibodies were
confirmed and titrated on cryostat sections
of normal human adrenal gland obtained
at necropsy. Fluorescein isothiocyanate
(FITC) conjugated sheep antihuman immu-
noglobulins G, A, and M (heavy and light
chain) were applied as second antibody, and
fluorescence was assessed using a
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fluorescence microscope. Negative and posi-
tive controls were included in each batch of
sections tested. Negative controls comprised
replacement of test serum by buffer, replace-
ment of test serum by normal human con-
trol serum, and replacement of both the test
serum and FITC conjugate by buffer. A
known autoantibody positive serum is nor-
mally titrated simultaneously with each
batch of sections as a positive control. In the
absence of a known parathyroid auto-
antibody positive serum an antinuclear anti-
body positive serum was substituted for this
control on parathyroid sections. This was
titrated and gave a satisfactory assessment
of the performance of the conjugate.

Results

None of the 26 adrenal autoantibody posi-
tive sera and neither of the sera from the
two patients with idiopathic hypopara-
thyroidism showed specific reaction with
normal human parathyroid tissue. Similarly,
the five adrenal autoantibody positive sera,
which had been additionally assessed on a
human parathyroid adenoma, failed to
show any evidence of the presence of para-
thyroid autoantibodies. The Table shows
the results of titration of the adrenal auto-
antibody positive samples by indirect
immunofluorescence.

Discussion

If26% of patients with idiopathic Addison's
disease had parathyroid autoantibodies we
would have expected to detect several
patients with coexisting parathyroid and
adrenal autoantibodies in our series. We
found none, however, which suggests that
such antibodies are rare. It may be argued
that the differences between our findings and
those of Blizzard' could be based on patient
selection. It is likely, however, that many of
our patients had adrenal disease. This opin-
ion is supported by two factors. First, adre-
nal antibodies are rare in the general popu-
lation (< 0.1 %) and when present are often
associated with the disease. Second, many
adrenal antibody positive patients who are
Table

Titre of adrenal No ofsamples
autoantibodies

1/160 1
1/80 1
1/40 4
1/20 5
1/10 10
1/5 1
Insufficient sample 4
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Book reviews

Methods in Complement for Clinical Immu-
nologists. Ed Keith Whaley. (Pp 330; £40.)
Churchill Livingstone. 1985.

This is a laboratory workbook edited by a
leading expert. Professor Whaley has writ-
ten a substantial proportion himself; other
contributions are predominantly from Glas-
gow. Following an introduction to the com-
plement system, the book outlines in detail
laboratory procedures for complement.
These cover purification of the different
components, their measurement, and immu-
nochemical and related assays with com-
plement components. There are some chap-
ters describing the role of complement in
specific disorders such as renal disease. The
book most closely resembles a laboratory
work book, and this is how it should be
used. Methods are broken down into a series
of simple stages. A novice in complement
immunochemistry should have no difficulty
in undertaking many laboratory techniques
using complement by simply following the
descriptions. Some may find that the book
describes a few methods with which they are
only too familiar in unnecessary detail. Nev-
ertheless, I would recommend it as an essen-
tial practical handbook for laboratory
workers in this field.

DL SCOTT

Brain's Diseases of the Nervous System. 9th
ed. Sir John Walton. (Pp 701; £45.) Oxford
University Press. 1985.

One of the more attractive aspects of specia-
lisation is the close association between
clinicians, radiologists, and pathologists.
Perhaps none more so than in the neuro-
scences wnere me anaomLicaiL, iunctLonaI,

'~ Origin and biochemical complexities of the nervous
system, including muscle, require that the
neuropathologist has a considerable aware-
ness and appreciation of related disciplines.
Any text that helps in the acquisition and
integration of large amounts of multi-
disciplinary knowledge is therefore to be
greatly welcomed. The ninth edition of
Brain's Diseases ofthe Nervous System fulfils
this basic need, because it provides a com-
prehensive account of pathophysiological
principles as they relate to the clinical

rol; (2) sickle cell features and investigation of disease and
ormal sample dysfunction of the nervous system. With its

extensive modifications and many new refer-
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