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severe breast enlargement. She refused surgery. In March 1979 she attended
the endocrine-infertility clinic.
The breasts were huge, tense, nodular, warm to palpation, and tender.

The patient had begun to log her breast size regularly for four months before
this visit. She agreed to accept experimental treatment with danazol, continue
self-measurement, and submit to repeated blood sampling.
Serum oestradiol, luteinising hormone (LH), and prolactin concentrations

were measured by double antibody radioimmunoassay. The intra-assay
variation for oestradiol was 9 0%, for LH 4 9°', and for prolactin 7 9%.
The circumference of each breast, measured from the lateral chest wall
horizontally through the nipple to the medial chest wall, was recorded.
Serum LH and prolactin values were consistently normal. Critical events
are shown in the figure. Despite initial apparent success in reducing breast
size with Danazol a second course of treatment was required to maintain a
consistent effect.

Comment

How D-penicillamine induces breast enlargement is ill understood.
An effect on sex hormone binding globulin might increase the amount
of circulating free oestrogen.' Had D-penicillamine interfered with
oestrogen binding the effects should have been apparent in other
oestrogen-dependent tissues. The patient did not show changes in
menstrual function while receiving D-penicillamine, nor during the
time of maximal breast growth. It is more likely that D-penicillamine
produced a local effect on the breast.

Postmenopausal breast atrophy is partly a result of a relative
decrease of oestrogen in the target tissue.3 Danazol would appear to
act by interfering with oestrogen receptors.4 Such blocking in the
breast would mimic the postmenopausal condition and has been
successfully applied to the treatment of gynecomastia.5
The diminution in breast size (figure) during the first course of

danazol occurred simultaneously with the reduction in circulating
oestradiol concentrations. The rapid increase in breast size after
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cessation of treatment indicates that the reduction in breast size was
r-ot simply a coincidental spontaneous remission. The second decrease
in breast size with treatment once again accompanied a reduction in
oestradiol values.
Our study did not determine whether the breast shrinkage produced

by danazol was produced by a reduction in circulating oestradiol
concentrations or by a local effect. Irrespective of the fundamental
mechanism, this is the first case of successful non-surgical management
of gigantism of the breasts induced by D-penicillamine treatment.
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Treatment of spontaneous priapism
by embolisation of internal
pudendal artery

There is no established standard and effective treatment for spon-
taneous priapism. Two cases of post-traumatic priapism successfully
treated by embolisation of the internal pudendal artery with an auto-
logous clot have been reported.1 2
We report a case of spontaneous priapism successfully treated by

embolisation of the internal pudendal artery using gel foam.

Case report

A 26-year-old unmarried man was admitted as an emergency on 24
August 1977, two days after the onset of priapism. He had had one episode of
painful erection five days before, but this had subsided spontaneously after a
few hours.
No response was obtained with chlorpromazine 50 mg thrice daily,

and the next day heparin and ancrod were started and a left corporosaphenous
shunt performed under general anesthesia. No appreciable effect was noticed
from these measures, and 24 hours later a right corporosaphenous shunt was
carried out.
No improvement was observed over the next three days. Amyl nitrate was

tried with no effect, and attempted aspiration and irrigation of the corpora
cavernosa under general anaesthesia failed. With the aspiration needle still
in place corporocavernosography was performed. This showed free drainage
by the right corporosaphenous shunt, the left one being occluded.
The priapism persisted despite the effective venous drainage by the right

corporosaphenous shunt. On the eighth day after admission percutaneous
catheterisation of the right femoral artery was performed and a pelvic
arteriogram obtained. The internal pudendal arteries were larger than
normal with distinct staining of the base of the corpora cavernosa. Early
venous filling was not seen in either corpus cavernosum. The right internal
pudendal artery was embolised with a single shower of gelatin foam emboli.
An autologous clot could not be used as the patient was fully anticoagulated.
An angiogram obtained after embolisation showed emboli within the

pudendal artery with slowing of the circulation. Turgidity decreased, and 24
hours later the penis had returned to normal flaccidity. The penis remained
flaccid without any evidence of induration, and he was discharged on 19
September, 27 days after admission. By May 1979 he had recovered full
potency and was attaining normal intercourse and ejaculation.

Comment

The erectile tissue draws its arterial supply almost exclusively
from the internal pudendal artery. Normal erection is a primary
haemodynamic activity with arteriolar dilatation leading to filling
and turgidity of the corpora cavernosa. Restriction of the venous
outflow is less important. The return to flaccidity is initiated by
arteriolar constriction and shunting into arteriovenous anastomoses.3
In priapism the arterial inflow exceeds venous outflow. Prolonged
erection with stasis in the corpora cavernosa leads to a rise in the
viscosity of the blood in the corpora, impeding venous outflow.
Oedema of the trabeculae reduces the vascular lumen and further
impedes outflow. Eventually arteriolar occlusion occurs and later
trabecular fibrosis develops, irreversibly disrupting the arteriolar
mechanism and making adequate erection impossible.3
Our patient was treated rather late, after various ineffective treat-

ments had been tried. We believe that medical methods of treatment
are valueless,4 and surgical treatments have complications.1 It is
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the excessive arterial inflow that is important in the pathophysiology
of priapism, especially in idiopathic cases. The best treatment is to
reduce the arterial supply.5
The advantage of arterial embolisation in the control of priapism

is that it avoids general anaesthesia and the complications of an
operation while, by only temporarily occluding the blood flow,
permitting early detumescence with the prospect of normal potency
being regained. Priapism should be regarded as a radiological emer-
gency as the sooner embolisation is performed the greater the chance
of success.
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Trimethoprim in enteric fever

Co-trimoxazole (trimethoprim-sulphamethoxazole) is of proved
efficacy against enteric fever.' Side effects, principally rash, occur in
about 8% of patients2 and are usually due to the sulphonamide
component, which is less active than trimethoprim against Salmonella
typhi and S paratyphi.3 Increasing numbers of S typhi strains are
resistant to chloramphenicol and also frequently to sulphonamides.
This provided a stimulus for studying the efficacy of trimethoprim
given alone to patients with enteric fever.

Trimethoprim on its own is now recommended for urinary tract
infection. The BM34 recently commented that it might also be useful
against typhoid fever. We have treated eight patients suffering from
enteric fever with trimethoprim alone.

Patients, methods, and results

Seven patients with typhoid fever and one with enteric fever caused by
S paratyphi A were treated with trimethoprim. The diagnosis was confirmed
by culture of the infecting organism from blood. As all of the patients were
ill an injectable form of trimethoprim (not commercially available but kindly
supplied by Wellcome Laboratories) was used for the first few days of
illness, after which treatment was changed to the oral formulation.* Two
patients were given 300 mg trimethoprim 12-hourly, five 200 mg 12-hourly,
and one, a 5-year-old, 100 mg 12-hourly. Treatment was continued for 14
days and patients remained in hospital for a further 14 days, during which
stool and urine specimens were collected for culture at 48-hour intervals.
Patients were reviewed in the clinic four weeks after discharge.

Seven patients were cured by a single course of trimethoprim (table). One
patient, a 14-year-old boy from whom S typhi resistant to chloramphenicol
and ampicillin had been cultured from blood and stool, relapsed 13 days
after stopping treaunent. His symptoms settled and fever disappeared within

Age, sex, and outcome of treatment with minimum inhibitory concentration of
trimethoprim for the eight strains isolated

Trimethoprim
Age minimum

(years) Sex Organism inhibitory Outcome
concentration

(mg/i)
14 M S typhi 0-2 Relapse-retreated
5 M S typhi 0.1 Cured
17 F S typhi 0-1 Cured
22 M S typhi 0 05 Cured
48 M S paratyphi A 0-2 Cured
20 M S typhi 0 1 Cured
13 M S typhi 0 1 Cured
23 M S typhi 0-1 Cured

two days after starting trimethoprim 200 mg 12-hourly. After a 14-day course
of trimethoprim six consecutive stools were negative for S typhi, but he had
a clinical and microbiological relapse 13 days later. In view of the resistancc
pattern of the infecting strain he was successfully retreated with a further 12
days of trimethoprim at 300 mg 12-hourly.

Six of the eight patients had six consecutive negative stool cultures after
treatment. No side effects or intolerance to either intravenous or orally
administered trimethoprim were noted. The table gives the minimum
inhibitory concentrations of trimethoprim for the infecting organisms.

Comment

In all eight patients trimethoprim was well tolerated and effective.
Trimethoprim is highly diffusible and is thus well suited to treating
enteric fever, which is an intracellular infection. This factor may also
be responsible for the encouraging results from tests on stools after
treatment, which, as in studies with co-trimoxazole,5 were mostly
negative. Relapse after treatment occurs in about 15% of patients with
enteric fever regardless of the antibiotic, and it is interesting to note
the cure achieved with a second course of trimethoprim in one of our
patients.
Our results suggest the need for an extended study of trimethoprim

alone in enteric fever, and this is in progress.

We thank Dr L Bernstein, of Wellcome Research Laboratories, for
providing trimethoprim for intravenous injection.
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WILD CLARY iS most blasphemously called Christ's Eye, because it
cures diseases of the eye. I could wish for my soul, blasphemy,
ignorance, and tyranny, were ceased among physicians, that they
may be happy, and I joyful.

It is like the other Clary, but lesser, with many stalks about a foot
and a half high. The stalks are square, and somewhat hairy; the
flowers of a bluish colour; He that knows the common Clary cannot
be ignorant of this. It grows commonly in this nation in barren places;
you may find it plentifully, if you look in the fields near Gray's Inn,
and near Chelsea. They flower from the beginning of June to the
latter end of August.

It is something hotter and drier than the garden Clary is, yet
nevertheless under the dominion of the Moon, as well as that; the
seeds of it being beat to powder, and drank with wine, is an admirable
help to provoke lust. A decoction of the leaves being drank, warms
the stomach, and it is a wonder if it should not, the stomach being
under Cancer, the house of the Moon. Also it helps digestion, scatters
congealed blood in any part of the body. The distilled water hereof
cleanses the eyes of redness, waterishness and heat: It is a gallant
remedy for dimness of sight, to take one of the seeds of it, and put
into the eyes, and there let it remain till it drops out of itself, (the pain
will be nothing to speak on,) it will cleanse the eyes of all filthy and
putrified matter; and in often repeating it, will take off a film which
covers the sight: a handsomer, safer, and easier remedy by a great
deal, than to tear it off with a needle. (Nicholas Culpeper (1616-54)
The Complete Herbal, 1850.)
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