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lines of the late Board of Control should be appointed without
delay.5 But, above all, there must be immediate attention
given to the improvement of the staffing structure of nurses,
doctors, and ancillary workers, and every inducement given
by whatever means to improve recruitment. Cinderella can
be transformed, but to turn a kitchen slut into a princess costs
a lot of money. The money can and must be found if a once
splendid service is itself to be rehabilitated.

Transverse Myelitis and Heroin
Addiction

Acute inflammation of the spinal cord is fortunately an
uncommon illness. When clinical evidence of damage is
restricted to a few segments, it is traditionally designated
transverse myelitis to distinguish it-when the level progres-
sively rises-from ascending myelitis.
The clinical picture is distinctive. Severe local spinal pain

often heralds the development of neurological symptoms and
signs. Paralysis, which is usually flaccid, then appears in
the lower limbs and ascends to the trunk. Sensory loss of
varying severity is in clear-cut segments, often separated from
unaffected dermatomes by a girdle of hypersensitivity. Acute
retention of urine may be among the presenting symptoms,
and subsequently defective control of bladder and bowel
usually appears. In the acute phase tendon and plantar
reflexes may be completely lost, but frank evidence of
bilateral upper motor neurone lesions later becomes clear.
It is imperative to exclude compression of the spinal cord,
and there should be no delay in submitting the patient to
myelography. During the acute phase the cord may be
demonstrably swollen, and the cerebrospinal fluid contains
an excess of cells and protein. At necropsy the affected
segments of the cord show areas of demyelination, sometimes
with severe destruction of tissue. In the early stages marked
inflammatory reactions with lymphocytic cuffing of vessels
may be apparent. In cases of longer duration, scarring and
cavitation with neuroglial sclerosis is the dominant feature.

There are many possible causes of this catastrophic syn-
drome. It may complicate smallpox, measles, or chicken-pox
and may be provoked by prophylactic vaccination. In a
young adult multiple sclerosis may be suspected, and exami-
nation may give evidence of previous symptomless exacerba-
tions such as pale optic discs or nystagmus. Though
syphilitic myelitis is now rarely seen in the United Kingdom,
acute vascular or ischaemic lesions of the spinal cord from
degenerative arterial disease are not uncommon among the
elderly. Toxic reactions to drugs have been well documen-
ted. In the past arsenicals, sulphonamides, and even contrast
media have caused the condition. A recent report suggests
that heroin addiction must also be considered.

Septic cerebral artery emb4li, status epilepticus, meningitis,
and injection neuropathies are neurological complications
seen in addicts who administer heroin to themselves in
unsterile conditions. R. W. Richter and R. N. Rosenberg
have now described four patients who developed acute trans-
verse myelitis. Three of them had not taken drugs for-everal

months, and myelitis developed abruptly, soon after resort-
ing to further intravenous heroin. In one patient, who died
five weeks after resuming heroin, extensive necrosis of the
spinal cord in the lower thoracic region was found at
necropsy. It is well known that the " pusher " dilutes his
drugs and that the addict has no means of knowing the
strength of his injection except by the " kick " he receives.
Thus it cannot be established whether the neurological
damage is attributable to direct toxicity of heroin or to an
adulterant. The fact that acute transverse myelitis developed
after a period of abstinence might indicate a neurotoxic
hypersensitivity reaction. It would seem that yet another
miserable complication must be added to the list of physical
hazards associated with heroin addiction.
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Management of Primary and
Secondary Hyperaldosteronism

Primary aldosteronism is an important cause of hypertension,1
though the frequency of this association may have been over-
6mphasized.2- Patients with ischaemic renal disease' and
accelerated and malignant hypertension4 may also have raised
aldosterone secretion rates. And secondary hyperaldo-
steronism may contribute to the clinical picture of the oedema
found in cirrhosis of the liver and renal disease and lead to the
partial failure of, diuretic treatment in some patients with
congestive cardiac failure.
Thus a potent aldosterone antagonist might be an effective

therapeutic agent. Of the various drugs introduced for this
purpose only spironolactone fulfils the criteria of being a true
potent aldosterone antagonist5 useful clinically. Another
agent, triamterene, which was once considered to oppose the
action of aldosterone directly,6 is now known to act on the
distal tubular mechanism of the kidneys independent of any
aldosterone antagonisms
Though spironolactone has been advocated from time to

time for the management of hypertensive patients, a recent
paper7 is critical of the results of such treatment. Twenty
patients with primary aldosteronism responded to spirono-
lactone with reversion of the blood pressure to normal, but
the frequency of such side-effects as gynaecomastia, decreased
libido and impotence in the male, and menstrual irregularity
and mammary discomfort in the female eventually led to
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