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Injuries to the urethra

Trauma to the urethra poses problems connected not only
with the site and character of the lesion but also with the
immediate and remote effects of the injury. Broadly speaking,
urethral injuries mainly arise from either ill-judged or difficult
instrumentation or from external violence, and their clinical
importance depends on the degree of tissue damage and
displacement. Relatively minor trauma may -often be of little
consequence (apart from sometimes leading to eventual
stricture), but the immediate sequelae of more extensive
laceration or rupture merit special concern, in both the short
and long term. Most such cases stem from external trauma
and present with the classical features of bleeding from the
external meatus, inability to pass urine, and urinary extra-
vasation or retention. Many are complicated by associated
injuries-pelvic fractures, perineal lacerations, and damage to
intra-abdominal tissues and viscera which themselves call
for early attention. It is particularly in this context that the
priorities oftreatment have to be assessed, always remembering
that the urethra is a vital conduit and that every effort must
be made to preserve or restore its continuity at the appropriate
time.
The problems of management have been admirably discus-

sed in separate contributions by Blandyl and Mitchell2 in a
recent issue of Injury. Both authors agree on the application
of basic surgical principles for the diversion of urine and
drainage of extravasation whenever the continuity of the
urethra was thought to be threatened. Such simple measures,
indeed, may be all that can be undertaken initially in cases
complicated by serious coexistent injuries or pelvic fracture
and will allow some respite before deciding on the scope
and quality of subsequent management. Some difference of
opinion, however, was apparent on the place of urethral
instrumentation or catheterisation (including urethrography)
as a preliminary, especially when the injury appeared to be
local. At first sight it might seem appropriate to test the
continuity of the urethra and, if possible, drain the bladder
in this manner; but whereas the two authors agreed on the
risk of introducing infection at the traumatised area, Mitchell
went further in condemning all forms of instrumentation
as likely to tear any remaining strip of urethral mucosa and
thus convert a partial injury into a complete rupture. Much
of his experience has been concerned with pelvic injuries
in which the urethra has been attenuated or dislocated above

the urogenital diaphragm, and in such cases he is content
to rely initially on suprapubic urinary diversion combined
with appropriate orthopaedic management in the hope that
some semblance of urethral continuity can be preserved.

Irrespective of this, most cases of partial rupture affecting
the whole coat of the urethra eventually result in stricture,
and this will clearly be more difficult to treat if healing is
allowed to occur in a dislocated and unsplinted position. When
there is also a pelvic fracture radiological examination may
help in deciding whether serious displacement of the urethra
is likely-in which case, unless demanded on account of
other injuries such as suspected rupture of the bladder,
retropubic exploration and reapproximation are best deferred
until the immediate effects of trauma have subsided.

Ultimately many cases result in stricture, and the choice
oftreatment lies between repeated dilatation and urethroplasty.
Whereas Mitchell claimed considerable success with endo-
scopic dilatation, even where residual tortuosity remains,
Blandy's experience favoured the newer techniques of urethro-
plasty. Possibly for that reason his belief is that "the principles
which underlie urethral surgery are no different from the
principles which should underlie the surgery of all trauma-to
remove haematoma and dead tissue, to restore anatomical
continuity, and to direct urine and faeces away from the
healing tissues. Displacement of the parts, organising haema-
toma, sepsis, and extravasation of urine will all promote
scarring and make subsequent urethroplasty difficult."

Clearly much depends on the quality and extent of the
urethral injury, and, while most surgeons agree on the place
of conservative initial surgical management, the treatment of
any resultant stricture still remains controversial.

1 Blandy, J P, Injury, 1975, 7, 77.
2 Mitchell, J P, Injury, 1975, 7, 84.

Structure and function in
diabetic autonomic
neuropathy

The most important recent advances in our understanding of
autonomic neuropathy have been the methods devised for
simple clinical measurements ofautonomic function. Observa-
tions of beat-to-beat variation in the heart rate' 2 or the rise in
blood pressure during sustained hand grip3 give a measurable
and reproducible assessment of autonomic defects. It is now
simple to detect early abnormalities4 and to follow their pro-
gress, so that further rapid developments may be expected.

Studies of the basic mechanisms causing autonomic neuro-
pathy have developed more slowly. The search is hampered
by the inaccessibility of these nerves either for biopsy or for
electrophysiological testing. The remarkably intermittent
nature of the main clinical syndromes5 makes it even more
difficult to relate them to anatomical and physiological abnor-
malities. For instance, diabetic diarrhoea is not only inter-
mittent but also has a finite course, and it may eventually
resolve. Diabetic vomiting is uncommon, but the bouts almost
always terminate spontaneously. Even postural hypotension5
and gustatory sweating6 vary to a remarkable degree. Cardiac
denervation, severe bladder disturbances, and neurogenic
impotence are, however, permanent and irreversible.
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The difficulty of relating the pathological lesions found in
the autonomic nerves post mortem to these rather rare and
often intermittent clinical syndromes is obvious. In cases of
impotence, for example, various different histological changes
in the nerves of the corpora cavernosa have been found at
necropsy;7 but examination of the vagus, one of the longest
autonomic nerves, has yielded less conclusive abnormalities.
Abnormal vagal function can be shown in life1 2 8 and is
almost always present in diabetic diarrhoea; yet of 12 patients
with diabetic diarrhoea examined at necropsy,9-11 identifiable
vagal lesions were found in only one.11 The important un-
myelinated fibres have not, however, been adequately ex-
amined in such studies. The intrinsic nerve plexuses in the
gut wall are probably normal;12 and the greater splanchnic
nerve, which is a major sympathetic pathway, has also been
reported to be normal in diabetic diarrhoea.11 In a more recent
study, however, Low et al13 have shown demyelination and
other striking abnormalities of this nerve in diabetics with
post-mortem evidence of peripheral neuropathy and presumed
autonomic neuropathy. These findings were compared with
those in alcoholic neuropathy (where autonomic defects are
usually absent), where the greater splanchnic nerves were all
normal.14 Abnormality of the greater splanchnic nerve is of
interest partly because of its possible role in relation to diabetic
diarrhoea, but chiefly because failure to control the splanchnic
vascular bed could play an important part in the development
of postural hypertension.1 5
The central nervous system16 has rarely been examined in

studies of autonomic neuropathy. Abnormalities of the
paravertebral sympathetic chain have been found.10 17 The
most striking of these are giant neurones, which may be seen
in the ganglia and in which all stages of degeneration may be
observed. It is frustrating that all the changes which have been
reported in diabetic autonomic nerves are also found in
patients without clinical autonomic neuropathy and more
rarely in non-diabetics. No doubt technical difficulties and
misinterpretation of microscopical changes account for some
of these anomalies.
The relation of structure and function remains elusive in the

study of autonomic neuropathy, in which biochemical abnor-
malities and microvascular disease are known to be relevant
factors.18 Recent observations on abnormalities of platelet
aggregation1 9 have once again focused attention on the vascular
aspects of neuropathy, which perhaps need to be examined
more closely.
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Oral contraceptives and
breast neoplasia
The relation between contraceptive steroids and tumours
of the breast has been studied extensively in animals, and the
findings in beagle dogs have led to the withdrawal of two
progestogens (chlormadinone acetate and megestrol acetate)
from clinical use in Britain.1 The relevance ofsuch experiments
on animals to human health is, however, extremely uncertain,
and hence epidemiological studies assume great importance.

So far as benign lesions of the breast (fibroadenoma and
chronic cystic disease) are concerned, the epidemiological
findings seem clear-cut: both retrospective2-6 and prospective
studies7 8 have shown consistently that the use of oral con-
traceptives is negatively associated with the appearance of
benign lumps in the breast, and that this effect is most pro-
nounced in long-term users. Taken together with the known
positive association between benign lesions of the breast and
breast cancer,9 10 these results have led some authorities to
suggest that oral contraceptives might be more likely to
protect against malignant disease of the breast than to cause
it. 12

In assessing the results of epidemiological studies in which
the relation between oral contraceptives and breast cancer
has been examined directly it is essential to remember that
most human carcinogens do not produce an overt effect until
at least 10-15 years have elapsed from the time of first exposure.
Hence it may be some years yet before any final conclusions
can be drawn about possible carcinogenic effects of "the pill."
In the meantime, however, it is reassuring that none of the
published retrospective studies4 6 11 12 or prospective studies7 8
have indicated any overall relationship between oral contra-
ceptive use and breast cancer.
To this statement concerning an overall relationship it is

necessary to add a qualification. In the largest of the retro-
spective studies Fasal and Paffenbargerf6 did identify certain
subgroups of women who showed a positive association
between oral contraceptive use and cancer of the breast. This
study began in 1970 in the San Francisco Bay area. Women
aged up to 49 years with newly diagnosed breast cancer (or
with a benign lesion of the breast) were identified at one or
other of 19 hospitals and matched with medical and surgical
control patients for age, race, religion, and hospital. Informa-
tion on oral contraceptive use and other important factors
was obtained from interviews at the patients' homes.
There were 452 patients with cancer, half of whom had at

some time used oral contraceptives; the corresponding figure
for 433 medical controls was 48% and for 439 surgical controls
440%. These differences between the cases and controls were
not statistically significant. Likewise, there were no significant
differences between the cases and controls with respect to
the proportions currently using oral contraceptives, the mean
duration of use, or the time since oral contraceptives had
first been used or last used.

Fasal and Paffenbarger did, however, find a statistically
significant excess of women who had used oral contraceptives
for 2-4 years among the cases (but not of women using the
preparations for shorter or longer periods), and they also
found an apparent increase in the risk of developing breast
cancer among women who had used oral contraceptives for
six years or more and had also previously had a biopsy for
benign breast disease. The meaning of these findings is
difficult to assess, because Fasal and Paffenbarger subdivided
their data in so many ways that some "significant" differences
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