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on the lungs is greatest and causes airway closure.9 The timing
of individual crackles is determined by the changes in trans-
pulmonary pressure and in lung volumes during inspiration.10
The quantity of crackles correlates well with the radiological
appearances and physiological disturbance in these diseases.
In granulomatous diseases affecting the lungs, such as sar-
coidosis, crackles are much less common, and there is little
correlation with the number of granulomas present in airways.9

Patients with chronic airways obstruction often have early
inspiratory crackles which are easily heard at the mouth.
These are usually fewer and of lower pitch than late inspiratory
crackles of fibrosing lung disease.'1 They are conducted to the
lower zones and the mouth, suggesting that they are caused
by changes in the larger proximal airways of the lower lobes
by either excess secretions or degenerative changes in the
walls of the bronchi.

Interpreting recordings of lung sounds still lacks the pre-
cision reached with phonocardiography, but the future lies
with non-invasive investigations, and further studies should
refine the technique.
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Endocrine basis for sexual
dysfunction in men

Impotence is so often due to psychological factors that its
endocrine causes may easily be overlooked; yet these may be
specific and treatable. The latest addition (reflecting current
research fashions) is hyperprolactinaemia. Franks et all
recently described 29 men with raised prolactin concentrations
and pituitary tumours, mainly of the "prolactinoma" variety.
All but six patients had impaired sexual function. When treat-
ment was given to reduce prolactin concentrations circulating
testosterone returned towards normal and sexual function
returned.
These interesting findings pose two questions. Firstly,

should we routinely screen men with impotence for raised
prolactin concentrations? We need information from endo-
crine studies of men attending sexual problem clinics before
an answer can be given. The incidence of hyperprolactinaemia
is lower in men than in women, and it seems likely to be a rare
cause of sexual dysfunction. Furthermore, the condition seems
unlikely to be found as an isolated abnormality with no clinical
indications. Franks et all found that nearly all their impotent
men had clinical evidence of hypogonadism and lowered
testosterone concentrations. Thorner and Besser,2 on the other
hand, reported a more varied association between abnormali-
ties in prolactin concentrations and other endocrine disturb-
ances. While undoubtedly prolactin concentrations should be
measured in men with hypogonadism or with low testosterone

concentrations, there is less justification for adding it to the
list of routine investigations in impotence.
The second question concerns the explanation for the asso-

ciation between raised prolactin concentrations and impotence.
In most respects, prolactin remains an enigmatic hormone.
Hyperprolactinaemia is most usually treated with dopa-
minergic agents such as bromocriptine, which have other
central and peripheral effects in addition to inhibiting the
production of prolactin. Thus the sexual consequences of
lowering prolactin concentrations may be due to reducing a
direct prolactin effect, to raising testosterone concentrations,
or to some dopaminergic effect on the brain.
What is the likelihood that the lowered testosterone con-

centrations found with hyperprolactinaemia are responsible
for the impotence ? Some testosterone is assumed to be
necessary for normal sexual response; but how much remains
uncertain, and this assumption has until recently lacked
properly controlled studies to support it. Such studies of
androgen replacement in hypogonadal men are now being
done, and early results are confirming the clinical impression.3

Nevertheless, the relative importance of low testosterone
concentrations as a cause of impotence remains obscure.
Endocrine studies of impotent men have found both normal'
and low concentrations.5 Ismail et a16 found lower testosterone
concentrations in men with impotence of gradual onset and
low sexual interest than in impotent men with normal sexual
interest. This distinction was not found by Racey et al.7 The
results of giving exogenous androgens for the treatment of
impotence have been equally inconclusive. Two studies of
uncertain validity claimed positive effects,8 9 while Cooper
et al'0 found only a small transient effect. In all these studies
the androgens used were weak. Nevertheless, the complex
determinants of sexual behaviour should encourage clinicians
to investigate combinations of hormonal and psychological
methods of treatment, as has been done successfully by
Carney et all' with sexually unresponsive women. The con-
tinuation of unresolved psychological factors could easily
obscure a positive hormonal effect.

Thirty years ago Heller and Myers12 claimed successes from
the treatment with androgens of impotence in older men with
low testosterone and raised gonadotrophin concentrations-
the so-called "male climacteric syndrome." This claim
received scant scientific attention until recently, when several
studies found a common though not invariable decline in
testicular function with advancing years.13 14 Though there is
an association between impotence and advancing age,15 6 it
remains to be seen whether this is a consequence of lowered
testosterone concentrations and whether the impotence can be
corrected with exogenous testosterone.
More commonly, however, men presenting with impotence

and low testosterone concentrations have normal or low
gonadotrophin concentrations-as in the hyperprolactinaemic
men. This suggests a central rather than testicular basis.
Mortimer et all7 found that treating men with hypogonadism
of hypothalamic origin with luteinising-hormone-releasing
hormone (LH-RH) improved sexual function before there was
any discernible effect on plasma testosterone concentrations.
By contrast, some patients with Kallman's syndrome (which
is thought to be due to a deficiency of LH-RH) respond
sexually to exogenous androgens.3 Other studies of the effec-
tiveness of LH-RH in treating impotence, though largely
negative in their results, have failed to control for the pre-
treatment hormonal state,18 19 and the treatment may prove
effective in some cases.

Research into male sexual dysfunction has suffered from a
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tendency to regard impotent men as homogeneous from the
endocrine, physiological, and psychological points of view.
Our future research needs to pay more attention to their
hormonal state and to the physiological nature of the dys-
function-failure of erection, ejaculation, or orgasm-and to
the level of sexual interest or appetite.
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Renal complications of
connective tissue disease
Kidney damage contributes greatly to the illness and death
associated with connective tissue diseases. Its frequency is
difficult to assess, however, because estimates depend on the
sensitivity of the criteria used for diagnosis, the specialty of the
investigators, and the care taken to separate the effects of the
disease from those of treatment. This was just one of the
problems discussed at a recent meeting of rheumatologists and
nephrologists dealing with renal complications in connective
tissue disease, the proceedings of which will be published
shortly as a supplement to the European Journal of Rheuma-
tology.

Estimates of deaths from renal complications in patients
with rheumatoid disease varied from 4"() to 2200 and evidence
of renal disease was reported in up to 70%0. The types of
kidney damage included the amyloid deposition found in
rheumatoid disease; the vasculitis that occurs in scleroderma
and polyarteritis; the tubulointerstitial disease of Sj6gren's
syndrome; and the immune complex deposition in glomeruli,
seen most commonly in systemic lupus erythematosus. What
causes immune complex glomerulonephritis? The size of the
complexes, the IgG subclass and affinity of the antibody, and
the capacity of the complexes to fix complement were some of
the important factors discussed; and the meeting gave
particular attention to the ability of the reticuloendothelial
system to clear immune complexes.

Renal amyloidosis secondary to rheumatoid disease usually
progresses to kidney failure, though some spontaneous
remissions do occur. The amyloid appears to be derived from
serum protein amyloid A (AA), a soluble protein with a
molecular weight of 12 500. The concentration of this protein

is raised in chronic inflammatory diseases, including the
connective tissue diseases. In the tissues of normal people
serum protein amyloid A is degraded to small peptides, but in
peripheral monocytes from patients with secondary amyloidosis
serum protein amyloid A is only partially degraded-to the
insoluble fibrillar protein amyloid A, which is the major
component of amyloid. Long-term chlorambucil treatment of
patients with juvenile rheumatoid arthritis may prevent
death from renal amyloidosis, and the condition may even
bring some benefit-renal transplantation in patients with
secondary amyloidosis appears to be more often successful
than in those with other forms of kidney disease.

Should treatment with gold and penicillamine be stopped
once proteinuria appears ? Although some rheumatologists
took a more lenient view, nephrologists at the meeting argued
that it should. In particular, patients who continue on
penicillamine treatment despite proteinuria may develop a
Goodpasture-like syndrome with crescentic glomerulonephritis
and lung haemorrhages even though antibody to glomerular
basement membrane is absent.
The nephrotoxicity of analgesics and other non-steroidal

anti-inflammatory drugs is a controversial subject. Whereas
phenacetin-induced kidney damage is an established phenom-
enon, there is no incontrovertible evidence that non-steroidal
anti-inflammatory drugs can damage the kidney. When
sensitive indices of tubular damage, such as tubular cell
excretion, N-acetyl glucosaminidase excretion, and low-
molecular-weight proteinuria, are used most if not all of these
drugs can be shown to damage renal tubules. But how relevant
is this to chronic renal damage after prolonged use? Only
time can tell. Now that many new anti-inflammatory drugs
are being introduced, rheumatologists should remember that
the dangers of phenacetin were not recognised for some 50
years. Patients on long-term treatment with non-steroidal
anti-inflammatory drugs should perhaps have regular checks
on kidney function by serial creatinine measurements so that
nephropathy is not overlooked. Meanwhile those with
rheumatoid and other connective tissue diseases should not be
denied the undoubted benefits of these highly effective drugs.

Nursing reform: shadow or
substance?
Doctors needed eight years and an independent inquiry to
achieve reform of the General Medical Council. Nurses,
midwives, and health visitors have just reached the Parliamen-
tary stage in reforming their educational and registration
procedures, eight years after the Briggs Committee1 started
work "to review the role of the nurse and midwife in the
hospital and the community and the education and training
required for that role. . . ." The Briggs Report was compre-
hensive, with 75 recommendations that included setting up a
central body responsible for professional standards ofeducation
and discipline in nursing and midwifery; education boards for
England, Scotland, and Wales; an 18-month basic nursing
practice course; and a call for nurses in training to be students
rather than pairs of hands.

Since the Committee on Nursing reported nurses have been
urging the Government to act. Barbara Castle promised action
in 1974. The Briggs Co-ordinating Committee, chaired by
Mr Roland Moyle, Minister of State, was eventually set up
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