
oocyte development have been found to correlate with a poor
outcome.2"122
Once again an explanation is lacking, although the associ-

ation may be secondary to the polycystic ovary syndrome,
which is present in 23% of all women and in some 80% of
patients with recurrent miscarriage (diagnosed with ultra-
sonography).2' Alternatively, it may be explained by the
effect of luteinising hormone on the production of ovarian
steroids or on the maturation of oocytes.24 Whichever it is,
knowing that a raised concentration of serum luteinising
hormone increases the risk of miscarriage provides us with
a predictive test for women before pregnancy. An abnormal
result may identify a subgroup of patients with a potentially
remediable cause for their pregnancy losses: hypersecretion
of luteinising hormone, which may be suppressed by
gonadotrophic releasing agonists,25 26 ovarian diathermy,27
and somatostatin.

Clinicians must remember that women who have miscarried
recurrently from one cause are not protected from a further
miscarriage from another cause. Most importantly, when
assessing the efficacy of treatment for patients with recurrent
miscarriage we must remember that even without treatment
about 60% of these women will be successful in their next
pregnancy.
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Oral lichen planus

Not rare-and not easily treated

The false idea that lichen planus is rare goes back to 1869,
when Erasmus Wilson presented the condition to the medical
world'-just a few years before he presented Cleopatra's
needle to London. The notion has stuck for two main reasons.
Firstly, many people with lichen planus, particularly when it
is confined to the mouth, have no idea that there is anything
wrong with them. Secondly, some doctors find it hard to
recognise lichen planus-in one study of primary care
physicians fewer than one in five could do so.'
The truth emerges only when large populations are

examined by experts. Even so, some dermatologists were
astonished to read that lichen planus had been found in 14% of
20 749 Americans aged under 75, thought to be representative
of the general population.' Admittedly only one in 100 of
these people had lichen planus badly enough to need medical
attention, but the numbers seemed unexpectedly large.
The prevalence of oral lichen planus is now known for

several countries and runs at about 1% or 2%.4 In the cases
found in such studies there are seldom lesions on the skin as
well as in the mouth. These patients may show the classical
lacework of fine white lines and papules inside their cheeks,
but their symptoms are few and they need no treatment.

In contrast are the patients who attend dental clinics with
pain and burning arising from atrophic areas, erosions, and

ulcers. For them the future seems bleak, and their symptoms
are likely to persist: in one series of 611 patients only 17% of
cases cleared completely over a mean observation period of
seven and a half years.' These patients have an increased risk
of developing oral squamous cell carcinoma6 and perhaps
psychiatric disturbances.7 What can be done to help them?

Firstly, bear in mind the possibility of a lichenoid drug
reaction: stopping non-steroidal anti-inflammatory agents
may be particularly helpful.' Next, consider lichenoid
reactions to dental materials, especially if the lesions lie near
to old amalgam fillings. Ifpatch testing shows mercury allergy
changing to another type of filling may be worth while.9'"
Rough fillings should be smoothed and oral hygiene
improved,'2 but giving up smoking makes little difference."
Beyond this the treatments most in vogue now are cortico-

steroids, retinoids, and cyclosporin, used topically rather
than systemically if possible. Triamcinolone can be injected
into lesions, applied in Orabase (which sticks for a short while
to the mucosa), or bonded to the molars in slow release
preparations.'4 Mouths affected by lichen planus carry no
greater risk of excessive absorption of topical corticosteroids
than normal ones.'9 Isotretinoin is effective used as a gel, but
the condition tends to relapse quickly when treatment is
stopped.'6 Most recently, in a double blind trial a topical
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cyclosporin rinse (swish and spit) proved helpful without
causing systemic side effects and offered the prospect of
longer remissions. 7 Finally, in recalcitrant cases treatment
with oral psoralens and ultraviolet A (PUVA) may be
considered, though it may confer that most absurd of all status
symbols, a genuine tan inside the mouth." Erasmus Wilson
would have been glad to hear of these developments, but sorry
that the cause of his disease is still not known.

J A SAVIN
Consultant Dermatologist,
Royal Infirmary,
Edinburgh EH3 9YW
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Infantile colitis

Allergy to food is the main non-infective cause and is easily treatable

Infancy is one of the two periods of childhood in which colitis
may present, the second being in late childhood and early
adolescence.' The obvious symptom in affected infants is
chronic bloody diarrhoea in the first few weeks or months of
life. Our ability to diagnose the cause of infantile colitis has
recently improved considerably with the arrival of small
calibre fibreoptic colonoscopes. These allow the infant's colon
to be visualised and multiple histological specimens to be
obtained.
The most common cause is infection-at least 2500 cases

were reported nationally in 1989 (J Cowden, Communicable
Disease Surveillance Centre, personal communication). In
Britain the pathogens seen most often are Campylobacter
jejuni,' Salmonella spp, Shigella spp, enterotoxigenic Escheri-
chia coli, which produces a Shiga-like toxin, verotoxin,' and
Clostridium difficile. The course of colonic infections in
infancy may be more severe and prolonged than in adults
because the immune system is still developing, and certain
organisms that do not usually cause a colitis may do so in small
babies. For example, Yersinia enterocolitica,4 Cyptosporidium,9
Aeromonas hydrophilia," and Clostridium difficile may be
associated with colitis even without antecedent treatment
with antibiotics.7
When no infectious agent is detectable the colitis may have

a more serious prognosis. Classic inflammatory bowel disease
may present at any age, and Crohn's disease is more common
than ulcerative colitis in children in Britain.' It now seems
that the peak in incidence of colitis in infancy is not due to
classic inflammatory bowel disease but is attributable to colitis
due to food allergy. "' " In one study of non-infectious colitis in
infancy all eight patients had an allergic colitis"'; in another
two of five children under 1 year of age were similarly
afflicted, the three others having indeterminate colitides-
inflammation with no diagnostic features.'" The less common
causes include colitis with coeliac disease' " and two newly
described conditions, autoimmune enteropathy with colitis'4
and a familial necrotising enterocolitis (J A Walker-Smith,
personal communication).`

Allergic colitis is a disorder related to atopy which occurs in
association with the ingestion of specific dietary antigens,
usually in cows' milk or soya based formula feeds, or, if the
infant is breast fed, with antigens ingested by the mother
which have passed into her milk. Although it first presents in
early infancy, symptoms may recur when new antigens are
encountered on weaning: wheat, soya, beef, pork, fish, and
goats' milk have all been implicated.'6
The macroscopic features seen at colonoscopy in infants

with colitis are often distinctive. Allergic colitis has a charac-
teristic patchy appearance with areas ofinflammation (without
ulceration) separated by intervening normal mucosa. Crohn's
disease and familial necrotising enterocolitis may also appear
patchy, but usually there is ulceration-aphthous ulcers and
snail track ulcers in Crohn's disease and deep "punched out"
ulcers in familial necrotising enterocolitis.s' Inflammation is
diffuse in ulcerative colitis and autoimmune colitis (usually
affecting the colon with similar severity throughout'4). These
clear cut findings and the ability provided by colonoscopy for
multiple biopsies throughout the colon have made precise
diagnosis possible in most infants with colitis. Nevertheless,
while the histological features of classic inflammatory bowel
disease are well known,'7 those of allergic colitis are not. The
key feature is the infiltrate of the lamina propria, which
consists largely of eosinophils (which clump together and
invade the epithelium) and plasma cells."'

In infancy-as in later life-the non-infective infantile
colitides run a chronic fluctuating course which may result in
both mortality and severe morbidity if not controlled. The
treatment of classic inflammatory bowel disease, autoimmune
disease, and familial necrotising enterocolitis is-as in older
children and adults-with anti-inflammatory and immuno-
suppressive drugs and surgery.

In colitis due to food allergy, removal of offending foods
from the diet (usually from two to five foods in an individual
patient) will result in the relief of symptoms, and biopsies will
show a fall in the numbers of eosinophils and plasma cells
bearing IgE. "' Treatment need be only temporary as patients
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