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A rise in incidence of scabies has been attributed to
many causes. R. Friedman2 considered that the epidemic in
the early 1940s was caused by war conditions, but though
these may have accelerated the increase they were not the
primary cause, as the incidence of the disease began to go
up from 1933.3 Increased promiscuity has been suggested
as a cause of the latest epidemic, but that certainly did not
account for the outbreak starting in the 1930s. Various
authors have suggested that some form of personal immunity
might be involved. Mellanbyl believed that the symptoms
and many of the lesions, such as vesicles and papules, were
due to sensitization to the acarus, and until this occurred
the infestation was symptomless. Patients with second
attacks itched at once and had a lower population of acari
because these were partly removed by early scratching. P. R.
Danby, R. E. Church, and I. B. Sneddon4 noted that 45%
of their patients with scabies in Sheffield were aged 10-19,
a group who had not acquired sensitivity from the previous
epidemic. Similarly, A. B. Shrank and S. L. Alexander' in
a recent study at St. John's Hospital, London, found that the
largest number of cases and the greatest increase was among
persons aged 16 to 29. They also pointed out that it would
take about 16 years for the non-sensitized patients to reach
this age group, which coincides approximately with the period
since the end of the last outbreak. An alternative explanation
advanced by F. F. Hellier6 is that during the period of low
incidence in the 1950s a generation of students was trained
who hardly saw any scabies, so that when cases began to
appear again they were not diagnosed at once but continued
as sources of infection to the rest of the community. As
doctors become more alert to scabies they will react more
quickly and the epidemic will decrease and thus a form of
" group immunity" will develop. A further aggravating
factor in recent years has been the widespread use of local
corticosteroids, which merely suppress the symptoms of skin
disease before a proper diagnosis has been made.

Every case of scabies can be cured by proper treatment
with benzyl benzoate, though D. Erskine' has suggested that
scabies may nowadays be resistant to this. Failure to cure
a patient often means that the lotion has not been applied to
every inch of the body below the chin but only to the spots.
The other common cause of relapse is failure to treat all the
contacts, and these include the boy friend, granny in bed
upstairs, and the lodger in the back room. During the war
it was only when scabies clinics were instituted, with lay
workers to seek out contacts, that the epidemic was brought
under control. These were supported by the Scabies Order,
which gave powers to enforce treatment and was a useful
threat, though very rarely invoked. Danby and colleagues4
and others have suggested that scabies should be made a
notifiable disease, but for this to lead to successful treatment
some power of enforcement would be necessary, and it is
unlikely that powers such as the Scabies Order would be
acceptable in this country in peacetime. Nevertheless local
authorities have a part to play in providing efficient scabies
clinics with adequate lay workers and in educating the general
public.
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Problem of Cholestasis
Twenty years ago obstructive jaundice was regarded as a
surgical condition. It was then realized that infectious
hepatitis could sometimes mimic surgical jaundice' and that
methyl testosterone produced a similar clinical picture.2
Since then the number of causes of what has come to be
known as intrahepatic cholestasis has grown.3 4 Though they
represent only a small proportion of patients with obstructive
jaundice, the diagnosis should be considered whenever pain-
less jaundice arises insidiously and is accompanied by pruritus.

Pathological changes in the liver are remarkably constant
Bile pigment accumulates in liver cells, Kupffer cells, and
canaliculi and is maximal in the centrizonal areas. Liver cells
show a characteristic " feathery " degeneration, and there is
sometimes sparse cellular infiltration in the portal zones.
Changes in the microvilli are seen on electron microscopy, as
well as'abnormalities in the Golgi apparatus, mitochondria,
and endoplasmic reticulin, which may be due to the effect of
the retained bile.
The precise nature of intrahepatic cholestasis is at present

unknown, but the variety of factors which may cause it sug-
gests that there is more than one mechanism. Recently
Professor Sheila Sherlock, in her Lilly lecture to the American
College of Physicians,5 has made a valuable attempt at an
anatomical classification. Since the syndrome is associated
with increased amounts of conjugated bilirubin in the serum,
the fault must lie distal to the intracellular bodies responsible
for conjugation. Certain hepatocellular conditions, however,
may be accompanied by cholestasis. These include virus
hepatitis, acute alcoholic hepatitis, and postnecrotic cirrhosis.
Here the fault is presumably within the liver cell, and they
differ from other forms of cholestasis in that the jaundice
can often be relieved by treatment with corticosteroids. By
contrast the jaundice which is associated with methyl testo-
sterone, anabolic steroids, oral contraceptives,' and preg-
nancy7 does not respond to corticosteroids, and the anatomical
lesion appears to be primarily in the canaliculi. It is possible
that intrahepatic cholestasis associated with Hodgkin's disease
may have a similar explanation.

Certain types of cholestasis are characterized by a cellular
reaction in the portal tracts, and this suggests that cholangioles
(canals of Hering), formed by union of the bile canaliculi, are
involved. The best-known example of this is chlorpromazine
jaundice, but other drugs can produce the same effect, and
the syndrome of idiopathic recurrent cholestasis' may belong
in this group. The larger interlobular and septal bile ducts
are affected in primary biliary cirrhosis, a condition which
may be the result of an immunological reaction to biliary
tissue.10 Finally the largest bile ducts within the liver may
be the site of a sclerosing cholangitis, either secondary to
extrahepatic biliary disease or rarely as a primary condition
which is probably part of a general systemic illness.11

Useful as such a classification is as a preliminary to our
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understanding of cholestasis, many problems remain.
Anatomical lesions may in fact represent the secondary results
of the disordered secretion of bile. For example, there are
other forms of cholestasis, associated with haemolytic
syndromes, severe sepsis, and major operations, which could
be due to changes in the composition of the bile itself.

Magnesium Deficiency
The metabolic role of magnesium has been studied for many
years, but our knowledge remains remarkably incomplete.
The fourth most abundant cation, it is an important intra-
cellular component and has a concentration of about 15
mEq/l. The plasma concentration is 1.5 to 2.0 mEq/l.
The main reservoirs of the 2,000 mEq of the metal in the
body are bone and muscle. The principal sites of the ion
are the mitochondria and cell nuclei, and magnesium is known
to be essential to the activity of many enzymes,' particularly
those concerned with phosphorylation and energy transfer.
In addition, magnesium has a curare-like action at the neuro-
muscular junction.2

Dietary deficiency is rare, since magnesium is present in
most foods. Of the daily intake of 17-34 mEq 35-40% is
absorbed, a similar amount is excreted in the urine, and the
remainder is excreted in the faeces. Renal conservation of the
ion is extremely efficient.3 However, renal excretion appears
to be linked with that of calcium, and possibly the two
elements share a common reabsorptive path in the renal
tubule and gut.' Parathyroid hormone also influences
magnesium excretion. Therefore a combination of factors
is required for the development of magnesium deficiency in
man-deficient intake, failure of absorption, and excessive
losses from the renal or alimentary tract-which in turn may
be affected by hormonal disturbances, especially of para-
thormone and aldosterone.
Thus magnesium deficiency has been recorded in malnutri-

tion with gastroenteritis in children, idiopathic steatorrhoea,

ulcerative colitis, Crohn's disease, intestinal resection, ileo-
stomy dysfunction, fistulae, ureteric transplantation, renal
tubular acidosis, diabetic acidosis, prolonged diuresis, chronic
alcoholism, acute pancreatitis, hyperparathyroidism, and
primary aldosteronism.718 In many cases the deficiency
developed as a relatively late postoperative phenomenon,
following prolonged infusions of magnesium-free fluids.
The symptoms of magnesium deficiency are not specific,

and the clinical picture is usually complicated by symptoms
of concurrent imbalance of other electrolytes. Perhaps most
important in diagnosis is an awareness of those conditions in
which the deficiency is likely to arise. Secondly, a readily
available, reliable method for estimating magnesium is
required. Hitherto lack of such a method has been a
stumbling-block, and indeed accounts in part for our
ignorance of magnesium metabolism. Atomic absorption
spectrophotometry'7 should help remedy this situation.
Obviously, hypomagnesaemia is suggestive of deficiency, but
intracellular deficiency may exist without hypomagnesaemia.
Finding a low urinary excretion' or abnormally high reten-
tion after administration of magnesium may assist diagnosis.1
The clinical features are mental disturbances such as depres-
sion, confusion, agitation, and hallucinations; weakness; and
neuromuscular irritability, as shown by tremor, athetoid
movements, and convulsive seizures, which may prove
fatal. 101219-21 Tetany has been described in normocalcae-
mic hypomagnesaemia,22 but I. MacIntyre4 claims that the
painful muscular cramps typical of hypocalcaemic tetany do
not occur, Trousseau's sign being negative, though a positive
Chvostek's sign may be elicited. Hyperactive changes in the
E.E.G."2 and low voltages in the E.C.G.10 have also been
noted.

Treatment9 23 depends on the severity of the case. Mag-
nesium sulphate or chloride 20-80 mEq in saline daily may
be given intravenously, and in the less acute stages oral
supplements such as magnesium hydroxide suspension, 20 ml.
daily in divided doses, are suitable. Large doses are cathartic.
A close watch on plasma magnesium levels during therapy is
vital in patients with renal impairment.
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Amputation and Substitutes for
Limbs

Amputation should no longer be regarded as an ablative and
mutilating procedure but recognized as a means of getting a
patient to resume his customary activities as completely and
as soon as possible. When time allows, a patient who is
going to need an amputation should be prepared mentally
and physically for the life he will lead after he has lost his
limb. In cases of injury the process of mental adjustment
may be much more difficult because of the suddenness of
events and because of the sometimes dominant influence of
culpability. If an artificial limb is to be accepted as a natural
appendage it should be as unobtrusive as possible and match
as closely as possible the natural movements of the part it
replaces. Engineers may in some cases be able to outdo the
mechanical efficiency of nature, but at the cost of producing a
limb of unacceptable appearance, especially for a woman. A
recent symposium at the Royal College of Surgeons of
England' showed clearly and in detail how the interests and
responsibilities of operating surgeons, limb-makers, limb.
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