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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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