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Endometriosis-continuing conundrum
For many years gynaecologists have suspected that the inci-
dence of endometriosis is increasing,l 2 but facts on prevalence
are still lacking. Many other epidemiological features of
endometriosis are well defined: for example, it is commoner
in the fourth decade of life, in the higher social classes, and in
women who delay their first pregnancy.2 A recent genetic
study3 has shown that 7°0 of -patients' first-degree relatives
were also affected (compared with 1% of a control group),
suggesting multifactorial inheritance.
The pathogenesis of endometriosis is another continuing

topic of-uncertainty. The theory that it results from metaplasia
of peritoneal cells has received support from a recent histo-
logical study.4 Nevertheless, the more popular theory that it
is caused by implantation of endometrial cells is supported
by several observations: retrograde menstruation along the
Fallopian tubes is frequently seen at laparoscopy; endo-
metriosis may occur when the uterine cavity is opened5; and
the condition can even occur after amniocentesis,6 repeated
punctures at a single site being a possible contributory factor.
Why endometrial cells should be able to become implanted in
abnormal sites remains unknown.
The association between endometriosis and infertility has

been the subject of recent speculation. Women with the
disease have patent tubes 7 and ovulation occurs almost
normally, but the infertility may be due to the "luteinised
unruptured follicle" syndrome-where the ovarian follicle
fails to release the ovum despite going through all the other
changes associated with ovulation. Such a syndrome would
be undetectable by hormone assay, but a study based on
laparoscopic examination of luteinised follicles showed that the
stigmata of ovulation were absent in 790, of women with
endometriosis compared with 6 % of other infertile women.8
These results were not, however, confirmed in a later laparo-
scopic study9 of 199 infertile women, when stigmata were
observed as frequently in the 83 patients with endometriosis
as in the rest-and there was often doubt whether stigmata
were present or not. The reason for the infertility associated
with endometriosis remains uncertain. Perhaps a derangement
of tubal function could produce retrograde menstruation as
well as abnormal transport of the ovum-chronic salpingitis
has been found in 3300 of specimens from patients with
endometriosis. 7

In treating endometriosis, the choice-which lies between
radical surgery, conservative surgery, and medical treatment-
has to be tailored to the needs of the individual patient.' 10

Extirpation of the pelvic organs will cure severe disease in a
woman whose family is complete, while at the other extreme
a young asymptomatic patient may be treated by observation
only,2 since the disease may regress, particularly if pregnancy
occurs. The moderately or severely affected patient who wishes
to have children requires medical treatment, conservative
surgery, or a combination of both. Conservative surgery
includes excision or diathermy of endometriotic areas, and in
selected patients good results have been reported from
laparoscopic electrocoagulation": complete relief of pain
occurred in seven out of 11 patients, and pregnancy in six of
the eight infertile patients.

Medical treatment aims at abolishing menstruation using
oral contraceptives, progestogens, or danazol. The results of
treatment with progestogens or oestrogen-progestogen mix-
tures are variable,2 10 but there has been more optimism over
the past 10 years since the introduction of danazol. Its mode
of action is uncertain: the term "pseudomenopause" is
inappropriate, since gonadotrophin concentrations remain
normal (though peaks are absent and ovulation does not
occur).'2 13 Danazol binds to progesterone receptors14 and
inhibits the production of ovarian'5 and adrenal16 steroids
probably at a point beyond where hormones act on the
receptors.'5 Some investigators'3 have reported a decrease in
plasma oestradiol concentrations during treatment, but
others'2 have reported an increase. Clinical trials showed that
danazol was superior to combined oestrogen-progestogen
treatment in mild to moderate endometriosis,'7 but it was
ineffectivel7 or only partly effective'8 in severe disease. Treat-
ment has to be continued for six months; fortunately the
side effects are mild,'9 20 but unfortunately the drug is very
expensive. Combined conservative surgery and treatment with
danazol2l may achieve a remission rate of 90% and a pregnancy
rate of 450 / ,21 22 but the best way of combining the two
remains uncertain.'0 17 The results of studies are difficult to
compare because there is still no universally accepted classi-
fication for endometriosis.
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Fish poisoning
A variety of fishes and other marine creatures have toxic
components that may produce illness. Shellfish are the most
notorious-especially mussels, cockles, oysters, scallops, and
queenies-and outbreaks of toxic food poisoning are not
uncommon in Britain, especially in the summer. 2The toxin
comes from the ingestion by the shellfish of certain species of
planktonic dinoflagellates, which in warm summer conditions
multiply rapidly, giving rise to so-called "red tides." These
dinoflagellates produce a powerful curare-like neurotoxin in
the digestive and respiratory organs of the shellfish. The toxin
is harmless to the host but affects man, animals, and birds. It
is water-soluble and heat-stable, and cooking does not
appreciably destroy its poisonous properties-consumption of
a fish bouillon has been known to produce temporary paralysis.

Clinically, the symptoms usually include a rash and some
gastrointestinal upset; but more serious is the neurotoxic
effect, which can cause loss of feeling in the hands, tingling in
the mouth and tongue, weakness of the limbs, and difficulty
in breathing. No direct antidote is known, so the treatment has
to be symptomatic, together with general resuscitative
measures if needed.

Recently, poisoning from vertebrate fishes has aroused
considerable interest. On page 948 a report of ciguatera fish
poisoning indicates the medical impact of new ethnic groups
in the community. Apparently, any fish can become a source

of this illness in man if it ingests material which is either toxic
or the precursor of a toxin. Though more common in tropical
waters, ciguatera poisoning could occur in some fish which are
now sold in Britain, such as the red snapper.
The clinical features of ciguatoxin poisoning include an

initial tingling of the lips, tongue, and throat; gastrointestinal
symptoms, muscle weakness, and paralysis may follow. Death
occurs in fewer than 10% of cases. Again the treatment is
symptomatic. The message here is that if the traditional fish
in our diet are to be replaced by new species there will be a
risk of unfamiliar types of fish poisoning.

Several fish in common use (members of the families
Scombresocidae and Scombridae) tend to produce a scombro-
toxin type offood poisoning.3 Fresh mackerel, tuna, and bonito
are edible with no ill effects; but if these fish are allowed to
spoil, owing to microbiological action in poor storage conditions,
the histidine in the tissue changes to histamine. This (or
possibly some other, unidentified toxin) produces an allergic
reaction together with nausea and vomiting. Mackerel should
always be cooked and eaten fresh, as spoilage can occur rapidly
and cause scombrotoxic illness. Recently several incidents4 5
have been reported of people developing flushing, headache,
urticarial rash, and vomiting and diarrhoea, starting 30
minutes to two hours after eating smoked mackerel. This is
highly suggestive of the presence of scombroid toxin. Similar
outbreaks have also been associated with canned mackerel,
tuna, and bonito, and, in addition, with canned non-scombroid
fish such as sardines and pilchards. The canned sardines most
frequently responsible have been Moroccan, and the trade has
voluntarily agreed to withdraw certain batches of 41 oz (130 g)
cans. This highlights the need for some checking of the storage
and canning methods in the country of origin of imported
canned foods.6
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Prescription for social work
For every publicly aired difference between doctors and social
workers there are, no doubt, many instances of constructive
co-operation. But the persistent disquiet in the medical
profession-voiced at successive Annual Representative
Meetings1 2-about the effectiveness of social service depart-
ments suggests deficiencies in the contribution that social
workers make to health care in the community. Nevertheless,
doctors, with their scientific background, should be prepared
to base any criticisms on hard evidence rather than publicity-
catching anecdotes. Despite choosing a pejorative title, the
authors of a recently published book, Can Social Work
Survive ?,3 make a convincing attempt to do this. Dr Colin
Brewer, a psychiatrist, and June Lait, a sociology lecturer, have
prepared a substantial body of evidence to support their
catalogue of deficiencies in social work. Furthermore, they are
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