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reported to cause muscle fibre necrosis,2 and magnesium was not
given to our patient during his fast. Likewise vitamin E deficiency is
described as a cause of obscure proximal myopathy3 and the serum
concentration of this vitamin fell just below normal (14 ,umol/l;
normal range 16 3-30 7 sLmol/l) by the end of the fast. The fact that
a clinically evident myopathy did not appear until seven weeks after
the fast was broken might suggest that its appearance was facilitated
by the fluid retention which occurs in the early weeks of refeeding and
might point to electrolyte shifts in the production of the syndrome.
Whatever its cause, clinical myopathy as the sequel to prolonged

fasting appears to be a rare and self-limiting condition. Nevertheless,
in view of its association with near-fatal cardiac arrhythmias in our
patient it seems worth while to make regular measurements of volun-
tary muscle function during therapeutic starvation, to use evidence of
muscle dysfunction as an indication to terminate the fast, and to
monitor cardiac function in these patients with great care during the
early weeks of refeeding.

We thank Dr G S Fell of the department of biochemistry, Glasgow Royal
Infirmary, for measurements of vitamin E levels.
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Hydatidiform mole with coexistent
viable fetus detected by routine
AFP screening

Measurement of maternal serum oc-fetoprotein (AFP) concentrations
may soon become routine between 16 and 20 weeks of pregnancy as a
screening test for fetal neural tube defects.' Concentrations may also
be raised in several other conditions, including threatened, inevitable,
and missed abortion2 and various congenital abnormalities of the
fetal gastrointestinal tract and other sites.3 We report a case in which a
hydatidiform mole coexistent with a viable fetus was detected by
routine maternal AFP screening.

Case report

A 29-year-old primigravid Caucasian patient was found at 16 weeks'
gestation to have a grossly raised maternal serum AFP concentration of
2800 ,Lg/l (90% confidence limits at 16 weeks 20-130 /tg/l). The antenatal
course had been unremarkable but the uterine size was consistent with
18-20 weeks' gestation. Fetal movements were felt and there was no vaginal
bleeding. Ultrasound examination two weeks later showed a single live fetus
(estimated gestation 18-19 weeks) compressed by gross proliferation of half
of the placenta (figure). A number of echo-free zones in the placenta and
multiple cysts of the ovaries were seen. The appearance was consistent with
that of a hydatidiform mole coexistent with a live fetus. The amniotic fluid
AFP concentration was normal at 8-5 mg/l. After discussion with the patient
pregnancy was terminated by giving intra-amniotic prostaglandin F2a. The
placenta was grossly abnormal with the characteristic features of hydatidi-
form mole. The female fetus had no abnormality. The histological appearance
of the placenta was consistent with hydatidiform mole. The postoperative
course was unremarkable and plasma human chorionic gonadotrophin
concentrations have been under 25 IU/1 since six weeks after abortion.

Comment

Raised maternal serum AFP concentrations in hydatidiform mole
are extremely uncommon, since the major source of maternal AFP is

Transverse echogram of pelvis showing abnormal placental proliferation
(PP) encroaching on fetus (F). Normal placenta (P) area is well delineated
from abnormal placental proliferation with cystic areas (C). Both ovaries have
multiple cysts (0).

the fetal liver.4 Nevertheless, evidence of AFP synthesis by abnormal
trophoblastic tissue has been reported.5 The normal amniotic fluid
AFP concentration in the presence of a normal fetus when the maternal
serum AFP concentration was grossly raised was an unexpected
finding in our case. Although the reason for the raised maternal
concentration is unclear there are two likely explanations. Firstly, the
altered permeability of the molar tissue may allow increased diffusion
ofAFP into the maternal circulation. Secondly, abnormal synthesis of
AFP by molar tissue cannot be excluded in this patient.

This case report not only adds yet another abnormality of preg-
nancy, albeit rare, that may be detected by routine AFP screening but
also emphasises the mandatory complementary role of ultrasound. If
ultrasound examination had not been performed, since the amniotic
fluid AFP concentration was normal the gross abnormality would have
been missed.
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Addiction to Distalgesic
(dextropropoxyphene)
Distalgesic is a proprietary preparation containing dextropropoxy-
phene 32-5 mg and paracetamol 325 mg per tablet. It is widely
prescribed for mild to moderately severe pain. Both components are
effective analgesics by mouth. Dextropropoxyphene was introduced
in 1957 as a substitute for codeine. Five other proprietary preparations
containing dextropropoxyphene are now available in the United
Kingdom. Dextropropoxyphene is similar in structure to methadone.
It is a centrally acting drug without antipyretic or anti-inflammatory
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