
patients infected with HIV as lost causes and advocated the
consideration of antiviral treatment in asymptomatic indi-
viduals and prophylaxis against AIDS related infections.'4
Such policies require early identification of HIV infection,
and obstetricians and gynaecologists must take note that their
contact with women infected with HIV will increase.
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Meniere's disease

Medical treatment should help 80% ofthose affected

Meniere's disease is a syndrome of hearing impairment,
tinnitus, and episodic vertigo. Its association with dilatation
of the membranous labyrinth was first recognised by Hallpike
and Cairns in 1938.' This expansion of the endolymphatic
compartment, referred to as endolymphatic hydrops, is
usually unilateral, although some people estimate that bilateral
hydrops occurs in 20-50% of cases,2-5 depending in part on the
criteria used to accept lesions in the other ear.6
Endolymphatic hydrops encompasses more than Meni-

ere's disease. It may be asymptomatic; it may affect only the
cochlea-impairing hearing; it may be confined to the vesti-
bular labyrinth; and it is sometimes secondary to injuries or
diseases of the otic capsule. To the otologist Meniere's
disease is endolymphatic hydrops that is idiopathic and
symptomatic.78 The diagnosis is usually inferred from the
history, and it is supported by the audiometric finding of a
fluctuating low tone sensorineural hearing impairment.
Although not essential to establish a diagnosis, the hydrops
may be confirmed by electrocochleography, which shows
typical abnormalities attributed to mechanical distortion of
the basilar membrane.9

Unfortunately, few patients are identified with this degree
of rigour before they are offered medical treatment. The
disorder is overdiagnosed by doctors who apply lax criteria to
many patients who have vertigo and tinnitus because of other
reasons. By the time patients are referred for otological
scrutiny they have invariably been treated. This poses an
inescapable epidemiological difficulty. The patients whose
untreated disease could be studied are not available to the
otologists with the facilities to apply sufficiently rigid criteria
for accurate diagnosis, so too little is known about the
uncontaminated natural history. The added problems
inherent in analysing the response to treatment of any chronic
disorder with a benign course given to spontaneous unpredict-
able remissions, especially when those responses are mainly
subjective, explain why no medical treatment has lent itself to
the rigours of a fully satisfactory clinical trial.

Medical treatment should be considered for all patients
initially, and four fifths of patients should become sufficiently
free from attacks of vertigo to escape surgery. The options

available exploit different ideas about the cause of the
underlying disorder. The advocacy oflow salt diets, combined
with chlorothiazide diuretics (and potassium replacement), is
based on an electrolyte derangement theory of hydropic
aetiology; and, anecdotally, this treatment does seem to help.
A conventional first line of medical treatment is a vasodilator,
usually betahistine 8-16 mg three times a day. This is based on
the theory that ischaemia of the stria vascularis, a site of
production of endolymph in the cochlea, is the first link in
another chain of cause. Vasodilator drugs, reputed to increase
cochlear blood flow,'° are therefore prescribed to break it.
Patients with peptic ulceration, who should not take betahis-
tine, may be given nicotinic acid in a dose sufficient to cause
blushing (usually about 100 mg four times a day). If after
about a month there is no respite in the frequency or severity
of vertigo a diet with as low a salt content as possible may be
advised, combined with chlorothiazide and potassium replace-
ment given daily, or every other day. Treatment with
betahistine may be continued, or, better, it can be stopped
while the electrolyte controlling regimen is assessed on its
own, to be reintroduced if control is not satisfactory.

Vestibular sedatives, such as prochlorperazine and
cinnarizine are useful remedies for the symptoms. They may
be taken regularly by mouth (prochlorperazine 10 mg three
times a day, or cinnarizine 15 mg three times a day) during
periods when attacks are frequent to lessen their severity.
They may also be used for short periods between trials of
vasodilators and electrolyte modification. Theoretically the
antihistaminic action of cinnarizine should reduce the efficacy
of betahistine, but in fact the combination does not cause
problems. During acute attacks, when patients may be unable
to take drugs by mouth because of nausea and vomiting,
vestibular sedatives may be given by injection or as supposi-
tories.

Operative measures are considered when two or three
different regimens of medical treatment tried for a few
months have failed to control the vertigo. No more than a fifth
of patients are likely to need surgery. Efforts to standardise
the reporting of results emerged from the American Academy
of Ophthalmology and Otolaryngology in 1972," modified in
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1985,1 but there is still controversy about the efficacy of some
measures. In extreme cases, when there is very little or no
useful hearing in a single affected ear, destruction of the
inner ear-labyrinthectomy-has long been recognised as
effective'3-'5 and may almost be guaranteed to prevent further
vertigo. When hearing must be preserved several so called
conservative procedures are available. For most otologists
decompression of the endolymphatic sac is the first option.
The sac is accessible deeply behind the ear, through the
mastoid, where it lies between the posterior fossa dura and the
temporal bone, anteromedial to the sigmoid sinus. Whether
the sac is simply exposed (and thereby decompressed), or
drained into the mastoid air cell system, or its lumen shunted
into the subarachnoid cerebrospinal fluid space probably
makes little difference to the results: about four fifths of
patients may expect considerable or total relief from attacks of
vertigo.3 5 6 A tiny percentage may have further damage to
hearing. In the early stages of Meniere's disease, when the
hearing level fluctuates, the hearing may be improved,
although there are statistical snares in this justification for
early surgical intervention. How this operation works is
uncertain (even whether it works has been questioned7).
Some tests ofcochlear function in association with dehydration
or with fluid loading may possibly predict the outcome.9

Hearing may also be preserved, while the unruly labyrinth
is disconnected from the brain, by cutting the vestibular
nerve- through the middle cranial fossa or through the
posterior fossa.18 19 The risk to the patient is greater than from
simple surgery of the saccus, but relief from vertigo is more
certain.'6 Other procedures that some otologists use include
drainage of the saccule through the stapes footplate,20 and
shunting ofthe cochlear duct (containing endolymph) into the
perilymph space of the scala tympani,2' but both these
operations carry a high risk of hearing loss.

Bilateral disease presents a different challenge as patients
may become continuously unsteady from vestibular deficit
rather than intermittently vertiginous, and hearing loss often
becomes the most disturbing component of the disability.
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Bleeding tonsils

Beware the "bleeding quinsy"

Spontaneous tonsillar haemorrhage is an uncommon but
serious complication of tonsillitis. Several recent reports have
described patients who lost large amounts of blood from
peripheral vessels.'5 Less common, but more catastrophic, is
the bleeding that may occur after erosion of the great vessels
of the carotid sheath.6

In a large group of patients considered to be at risk of
spontaneous tonsillar haemorrhage Griffies et al described
bleeding in eight out of 754 with tonsillitis.' Bleeding stopped
spontaneously in three and was controlled by local measures
in the rest, although blood loss ranged from 250 ml to 700 ml.
Other patients have required emergency tonsillectomy:
McCormick and Hassett described a 2 year old child with
tonsillitis who lost 550 ml (over half his circulating blood
volume),2 and Skinner and Chui described two similar cases.3
John et al also removed a tonsil for persistent bleeding; their
patient subsequently developed measles.4 Infectious mono-
nucleosis is another cause of tonsillar haemorrhage. ' 5

All these cases arose from peripheral tonsillar vessels.
Stevens has recently reminded us of the fact that spontaneous
tonsillar haemorrhage may also arise from the great vessels of
the carotid sheath.6 The internal carotid artery is most often
affected, though the external carotid artery and internal

jugular vein are also at risk. The characteristic presentation is
a sudden severe haemorrhage from the nose or mouth (or even
the ear).7 If the patient survives the initial bleed recurrent
massive haemorrhage occurs and may be associated with
formation of a false aneurysm. The possibility of a true
aneurysm of the carotid artery presenting as a quinsy must
also be borne in mind.8
Any patient with spontaneous tonsillar haemorrhage whose

bleeding is severe enough to warrant surgical intervention or
who has a suspected peritonsillar or parapharyngeal abscess or
neurological signs (Horner's syndrome or paralysis of cranial
nerves IX, X, XI, or XII) should undergo carotid arterio-
graphy.' If the bleeding is from a peripheral tonsillar vessel
tonsillectomy is the treatment of choice. Ifthe internal carotid
artery is implicated it needs to be ligated. If, however, cross
circulation through the circle of Willis cannot be shown on
angiography gradual clamping of the carotid artery or carotid
ligation plus extracranial-intracranial bypass may be safer.
Back bleeding from the circle of Willis is a potential problem
that could be overcome by the transluminal insertion of steel
coils,9 although implanting coils into a potentially infected
vessel may carry its own risks.
Haemorrhage caused by erosion of the internal carotid
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