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Decline of the Necropsy
Those who qualified in medicine before the 1939 war will
recall without difficulty-and perhaps with mixed feelings-
the dominant role of the post-mortem room in the teaching
and practice of medicine at that time. Undergraduates
attended these activities during their first year as clinical
students with a certain amount of glee and a sense of fulfil-
ment. Was not this what they had been waiting for? After
two or three years spent in the study of the normal they were
at last observing disease. And often it was disease in all the
splendour of its natural course unspoilt by interference
with effectual treatment.
These pre-war post-mortem rooms were presided over

by skilled pathologists (the term morbid anatomist was not
then widely used), adept at speedy, clean dissection beauti-
fully displaying the naked-eye pathological changes associated
with the patient's death. Regularly the "chief" under whose
care the patient had perished would attend the necropsy
accompanied by his assistants and students, and a lively
discussion would ensue on the relationship of symptoms,
signs, and treatment to the pathological findings. Sometimes
the expected findings were not observed-or the observed
findings were not expected. But these things were not cause
for rancour, and the discussion would cortinue until mistakes
had been aired and explained and lessons had been learned.

Possibly time has lent some enchantment to that view.
Certain it is that pathology has always been held in greater
respect in the northern parts of the kingdom and was slow
to make an impact in London-in spite of John Hunter.
Indeed, before the Health Service many non-teaching hospitals
had neither specialist staff nor facilities for proper necropsies
to be carried out. There can be no doubt that the post-mortem
service of the teaching hospitals, by turning the spotlight of
open inquiry on to the clinicians' failures, contributed sub-
stantially to the higher quality of the medicine practised in
them than elsewhere. Not for nothing were physicians
heard to say that a hospital is as good as its pathology service.

It is sad to have to record that since the war and the intro-
duction of the Health Service the proper use of post-mortem
examinations for educational purposes has declined. Even
in some teaching hospitals it seems to have become the
exception rather than the rule for the consultant who has
been in charge of the case to attend the last rites in the post-
mortem room. Often the pathologist has to be content with
a brief visit from a junior member of the "firm" concerned,
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or interest in the cause of death may be reduced to a telephoned
inquiry about what should be put on the death certificate.
Where regulations exist concerning student attendance
they are regrettably seen to be broken sometimes, but in
any case the procedure loses half its impact in the absence
of the senior clinicians and pathologists.
Away from the teaching centres an even worse waste of the

potential value of the necropsy service may occur. A harassed
pathologist assisted only by an unskilled porter acting as
mortuary attendant is apt to be faced with a queue of corpses.
He may have to hurry through his work to get to his surgical
specimens or his cytology smears or the coroner's court.
In these circumstances he cannot spend enough time on
each examination. Often enough, too, specialists in morbid
anatomy are faced with an impossible task in the number
of necropsies their department is called on to perform.
Then it is customary to ask the other laboratory consultants
-haematologists, microbiologists, and chemical pathologis,s
-to play a part in the service, a practice comparable to
expecting a physician to help out a surgeon with a long
operating list or a psychiatrist to take over half the barium
meals awaiting the radiologist. The time when one man
can be a full specialist in more than one branch of medical
laboratory practice is long past, and staffing arrangements
must now take account of that.
But in considering the decline of the necropsy as a force

in medical education perhaps the pathologist should consider
if he may not himself be, at least in part, to blame. Morbid
anatomy was the first branch of pathology to emerge and
reach maturity and it may seem to the modern clinician that
he now has little to learn from visits to the post-mortem
room. The techniques employed there are much the same
as when he-or even his father-was a student, and ind&ed
the skills displayed in the art of dissection may actually have
deteriorated. Is it surprising ifthe glamour ofmodern advances
in such progressive subjects as biochemistry, virology, and
immunology tempts the clinician to give less heed to the well-
worn paths of morphological pathology ? If this attitude
does exist it is nevertheless mistaken. Histopathology has
made so many important advances-for instance, in the
elucidation of such complex problems as hepatitis and
nephritis and in tumour classification-that a pathologist is
always in a position to stimulate worthwhile discussion.
He should in addition have the skill and facilities to illuminate
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the demonstration with rapid frozen sections and projected
slides. In appropriate cases it is worthwhile too for the other
laboratory consultants to attend and take part in what is
really the best form of clinicopathological conference-
spontaneous discussion by clinicians and pathologists in
the context of the story of the case as it unfolds in the post-
mortem room.

Paradoxically the coroner system is in part responsible
for the deterioration in standards of the post-mortem services.
Designed originally as an insurance against unnatural deaths
going uninvestigated, it has had grafted on to it the investi-
gation of countless thousands of perfectly natural deaths
occurring without any suspicion of foul play. Most of the
necropsies arising from this work fall to the lot of already
overworked hospital pathologists, who are thereby condemned
to neglect more important hosDital duties to carry out large
numbers of these hack operations. It has been widely recog-
nized that some reform is long overdue, and as far back as
1965 an interdepartmental committee (the Broderick com-
mittee) was set up to inquire into death certification and the
working of the coroner system. The report of this committee
has been expected almost monthly for some two years now,
and meanwhile the existence of the committee is being used
as an excuse to make no change in existing arrangements.
Where, it is natural to ask, does the Royal College of

Pathologists stand in this unsatisfactory state of affairs?
Improvement of standards and the testing of proficiency
by appropriate examinations were matters foremost in the
minds of those active in the founding of the college in 1962.
Candidates at the final membership examination in morbid
anatomy and histopathology are given a searching test of
their knowledge of post-mortem work and are usually (but
not always) required to carry out a necropsy under highly
critical eyes. The fruits of this system are improving standards
of technique and demonstration. But it will be tragic if
consultant morbid anatomists are prevented by defects in
organization from bringing back to the post-mortem room
its vital role in undergraduate, postgraduate, and continuing
medical education.

The Arthropathy of
Haemochromatosis
Since the whole body is perfused with fluid supersaturated
in bone mineral' it is amazing that apatite crystals normally
form only in bones and teeth. What stops the rest of the
body from becoming "furred up"?

It has been suggested that an inhibitory substance, pyro-
phosphate, acts as a "water softener," for it retards both the
growth and the dissolution of apatite crystals in vitro.2
Diphosphonates, chemically related to pyrophosphate and
more resistant to hydrolysis,3 have been shown to inhibit
vitamin-D-induced calcification in rats4 and in the same
species also to inhibit osteoporosis due to immobilization.5
Similar research may in the end provide a solution to the
problems of the abnormal calcification of soft tissue. Sub-
cutaneous calcification in dermatomyositis and scleroderma,
calcification ofthe arterial walls in diabetes, and the widespread
calcification in renal failure all await elucidation.

Pyrophosphate may also function as a substrate for the
enzyme alkaline phosphatase,6 and this would explain the
raised levels of urinary pyrophosphate and the bony dis-

solution seen in hypophosphatasia.6 It might also explain the
increased deposition of pyrophosphate in the tissues described
recently in a case of hypophosphatasia.7

In patients with pyrophosphate arthropathy the levels of
serum alkaline phosphatase have been normal,8 as have levels
of serum and urinary pyrophosphate.9 But in these patients'
synovial fluid the concentration of pyrophosphate is higher
and the concentration of alkaline phosphatase is lower than
in controls.9 This suggests there might be a local disturbance
of pyrophosphate metabolism within the joints. The sequence
of crystal formation in this disease is not clearly understood.
The crystals may be formed in cartilage and only later
discharged into the surrounding synovial fluid.

Calcification in cartilage has been described in association
with gout,10 rheumatoid arthritis,1' joint trauma,"2 osteo-
arthritis,'3 and senescence.'3 In addition cases have occurred
in metabolic diseases such as ochronosis,l4 hyperpara-
thyroidism,15 diabetes,'6 and haemochromatosis.'7 Whether
these deposits are a part of the primary disorder has not been
established.

I. W. Dymock and colleagues'8 recently reviewed 63 cases
of haemochromatosis, 35 of which had radiological or clinical
evidence of arthropathy and 16 had chondrocalcinosis. There
was no relationship between the onset of haemochromatosis
and the onset of arthropathy. But age of onset of haemochro-
matosis did seem to be the determining factor in the develop-
ment of arthropathy, there being an increase in the incidence
of arthropathy in those patients developing haemochromatosis
after their 50th birthday. Treatment by venesection did not
influence the arthropathy. Clinically the first change was a
progressive stiffness in the second and third metacarpo-
phalangeal joints with bony enlargement and increasing
limitation of movement sometimes resembling rheumatoid
arthritis. However, ulnar deviation was not observed, and the
radiological appearance differed from that of rheumatoid
arthritis in that there was radiological juxta-articular sclerosis
rather than osteoporosis, and marginal erosions were uncom-
mon.

In some patients a more generalized pattern was seen. The
large joints were affected, with arthritis at the hips and knees
and chronic radiological change indistinguishable from osteo-
arthritis. Cartilage became calcified in knees, hips, symphysis
pubis, tendo Achillis, and plantar fascia. In the spine
calcification occurred in the lateral margins of the inter-
vertebral discs rather than the lateral ligaments of the spine.
In addition to the chronic progressive joint disease 12 patients
experienced acute inflammatory attacks, usually of the knees,
lasting a few days to a few weeks and clearing with phenyl-
butazone or indomethacin and joint aspiration.
The aetiology of the arthropathy of haemochromatosis is

unknown, but deposits of haemosiderin have been found in
the synovium and articular cartilage of patients with haemo-
chromatosis. If pyrophosphate activity is inhibited by metal
ions such as Fe,+ + as suggested by D. J. McCarty and
colleagues,19 that might explain the precipitation of .pyro-
phosphate in this disease.
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