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our respondents. Secondly, we based our
50-item questionnaire on verbatim attitude
and opinion statements derived from inter-
views with members of the various hospital
staff groups under study.
While we would agree that it is important

to stress the positiveness of attitudes to psy-
chiatry, we consider it equally if not more
important to define the areas of prejudice
that still exist and which at least up to date
defy change. For such prejudice might
seriously hamper the further integration of
psychiatry in the general hospital and yet
go undetected. The fuller analysis of our
findings should help to clarify what atti-
tudes still require change and hence lead to
a more rational teaching programme for all
general hospital staff. Finally, we would
hope our results will encourage research
into methods of teaching by which such
prejudices can be overcome.-We are,
etc.,

G. P. MAGUIRE.
Department of Psychiatry,

University of Edinburgh.
F. McEVETT.

Department of Psychiatry,
Queen Elizabeth II Hospital,
Welwyn Garden City,

Herts.

Renin Activity in Acute Renal Failure

SIR,-Dr. J. J. Brown and others (31
January, p. 253) have recently reported a
significant increase in the renin concentra-
tion of peripheral venous blood in most of
their patients with acute renal failure. The
highest levels were found during the first
two weeks after onset, while lower levels
were detected during the diuretic phase.
We wish to record our experience with

nine patients (five men and four women)
with acute renal failure of diverse aetiology:
surgery on the gastrointestinal or biliary
tract, four; eclampsia, two; and crush in-
jury, heat exhaustion with hypotension, and
acute gouty nephropathy, one case each.
Acute tubular necrosis was proved by
kidney biopsy in four patients. Renin
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activity of peripheral venous blood, mea-
sured by the procedure of Pickens et
al.,' was increased above normal (normal
range with subjects supine: 0-1 to 1 7 ng.
of angiotensin II per hour per one ml. of
serum) on one or more occasions in seven

patients. Renin activity ranged from 2-0 to
8.9 ng./ml. in four of the five patients
studied during the oliguric phase, and from
2.0 to 12.2 ng./ml. in five of the six
patients observed during the diuretic phase.
There was no correlation between the levels
of renin activity and serum sodium, potas-
sium, systolic, diastolic, and mean blood
pressure. Our findings are summarized in
the Table along with results reported by
other investigators.

Although the clinical material summarized
above included a variety of aetiologies, and
the methods of assay employed were dissim-
ilar, it is apparent that during the oliguric
phase increased levels of renin or renin
activity were found in most instances. We,
as others, found no correlation between the
levels of renin activity or renin and of
serum sodium, potassium, urea, or creatin-
ine. As regards blood pressure, Tu2 found a
slight positive correlation with renin
activity, Dr. Brown and colleagues found a
negative correlation, while we and Kokot
and Kuska:1 observed no correlation. These
findings strongly suggest that the stimulus for
the increase in renin secretion in acute renal
failure arises within the kidney itself, rather
than extrarenally.
The possible pathogenetic significance of

increased renin in acute renal failure has
been exhaustively discussed by Dr. Brown
and his colleagues. We believe that their
provocative interpretation has considerable
merit. Recent studies by Hollenberg et al.4
have shown that in acute renal failure pre-
cipitated by nephrotoxic agents as in that
caused by other aetiologies, the outstanding
feature is marked reduction in cortical blood
flow, with decrease in filtration pressure
and filtration rate.5 These observations lend
support to the concept that in the
pathogenesis of acute renal failure activation
of a ,vasomotor intrarenal pathway plays
a primary role. In 1945 Goormaghtigh6
drew attention to the prominence of the
juxtaglomerular apparatus in the crush
syndrome and suggested that excessive
release of renin and production of angioten-
sin might be responsible for the spasm of
the glomerular afferent arteriole leading to
reduction in glomerular filtration rate. To
date evidence in support of or against this
hypothesis is still lacking. If the increase in
the blood levels of renin or renin activity
found in clinical and experimental acute
renal failure is coincidental or simply the
result of the intrarenal disturbance, then the
cortical ischaemia of acute renal failure is
due to other vasoconstrictor substances.
Alternatively, although in acute renal failure
renin is markedly increased, lack of ade-
quate amounts of substrate and/or of con-
verting enzyme prevents the formation of
angiotensin II within the kidney. Another
possibility might be that angiotensin II is
inactivated as soon as it is generated.

Oparil et al.7 have found that direct
infusion of angiotensin I into the lung of
the anaesthetized dog resulted in 540o con-
version to angiotensin II. By contrast,
infusion of angiotensin I into the renal
artery yielded only 7 to 9w(, conversion.
Whether these experimental findings are
applicable to clinical renal failure in man
remains to be seen. None the less, even
assuming that the kidney has a smaller
capacity for converting angiotensin I to
angiotensin II, under the appropriate cir-
cumstances the angiotensin II produced

may well have pathogenetic importance, as
Dr. Brown and his colleagues have
suggested.-We are, etc.,

F. DEL GRECO.
F. KRUMLOVSKY.

Department of Mcdciine and
Clinical Research Center,

Northwestern University Medical
School and Passavant Memorial Hospital,

Chicago, Ill., U.S.A.
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Treatment of Anal Fissure

SIR,-I am currently conducting a four-
year follow-up of lateral subcutaneous inter-
nal sphincterotomy for chronic anal fissure in
98 patients in Colchester, and I am pleased
to say that the findings are in accord with
those of Mr. D. C. Hoffmann and Professor
J. C. Goligher (19 September, p. 673).
There appears to be a slightly higher
incidence of haematoma formation, but
there has been only one case admitting to
minor defects of anal continence. There
have been no cases of recurrent fissure, and
in only one patient was the sphincterotomy
slightly enlarged at a later date when a
prolapsing pile was excised.

I believe that this treatment for chronic
fissure is the most satisfactory, particularly
because anal continence is so well
preserved, and in my series I have per-
formed the operation for chronic fissure in
three cases of ulcerative colitis. These
patients are fully continent, whereas I
would have suspected a degree of incon-
tinence if sphincter stretching or posterior
sphincterotomy had been performed.-I am,
etc.,

DOUGLAS MILLAR.
Lexden,

Colchester.

Osteoporosis and Fluoride
Therapy

SIR,-Your interesting leading article (19
September, p. 660) indicates that there is
only scanty information, particularly in the
British literature, about the long-continued
use of sodium fluoride in the management
of osteoporosis in man. Because of this, the
leading article quite properly advocates a
cautious approach to fluoride therapy. In
the context of possible long-term toxicity
we should like to record our own experience
with fluoride.
We began using sodium fluoride in 1962

and have so far treated 25 patients with
osteoporosis, as well as 20 patients with
Paget's disease. The results during the first
five years were communicated to the Liver-
pool Medical Institution in 1967. Our
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approach to osteoporosis is to attempt to
maintain a positive calcium balance
throughout its management, and sodium
fluoride is given to promote this, when
indicated, in a minority of patients.
The initial dosage of sodium fluoride is

20 mg. t.d.s., or occasionally q.d.s., and
treatment is normally continued for 500
days, until 30 g. have been given. During
this period and after cessation of treatment
progress is monitored biochemically and by
balance studies. Further smaller courses of
treatment are given, as indicated. We have
looked carefully for signs of toxicity, partic-
ularly optic neuritis, and with the above
regimen have found none, except for gastric
irritation. The latter is eliminated in most
patients by taking the drug in capsules and
with meals.-I am, etc.,

W. H. TAYLOR.
Department of Chemicai Pathology,
United Liverpool Hospitals,

Liverpool 3.

Coalworkers' Pneumoconiosis

SIR,-Dr. R. Ryder and colleagues (29
August, p. 481) have made use of their un-
usual opportunities to report on a large
group of miners and ex-miners in whom it
was possible to study the chest radiographic
appearances of pneumoconiosis and ventila-
tory capacity in life and a grading of
emphysema in the lungs at post mortem.
They say, "There is no reason why these
deaths should not provide a true sample of
the experience of men with this disease."
We assume by this they mean that the rela-
tionship between measurements made in life
and death are representative of the general
population of miners and ex-miners with
pneumoconiosis in the South Wales area
they studied. Is this true? It is well
established 2 that spurious relationships and
correlations are generated when factors
which are unrelated in the general popula-
tion affect the risk of entry into medical
records or risk of dying. As an illustration
of the way in which the association of two
characteristics in the living population may
be distorted by differential death rates to
give a different association among those
selected at post mortem, we may use age
and radiological category of pneumoconiosis.
In the Rhondda Valley in 1950 (Cochrane,
personal communication) the average ages
of the men according to radiological cate-
gory were:

category 0 43-8
1 48-9
2 and 3 46.3
A 51-4
B and C 55.8

As would be expected there was a fairly
steady increase of average age with increas-
ing severity of oneumoconiosis. In the series
Dr. Ryder and others report this associa-
tion is lost.
As the death rate is affected bv the FEV

level,3 the amount of emphysema,4 and the
presence of P.M.F.,5 a correlation will be
expected between these variables in a sample
selected at post mortem in this way,
even if no such relationship existed in
life. This important possible source of bias
in, for example, their Fig. 3 relating FEV
and emphysema grading. is not discussed.
There is another difficulty in accepting

Fig. 3 at its face value. The figure does not
differentiate between cases of simple and

complicated pneumoconiosis. Complicated
pneumoconiosis itself, by reducing the size
of the lung, will reduce the FEV. How
much of the relation in Fig. 3 is due to the
effect of progressive massive fibrosis
(P.M.F.) and how much to emphysema?
The Tables show that those with low FEV
contain a higher proportion of cases of
P.M.F. In addition bronchitis, in the
absence of emphysema, is itself related to
FEV. The authors do not discuss these
factors as a possible cause of the association
they show in Fig. 3.
The comparison of emphysema grading in

miners and ex-miners and in a non-mining
group is interesting, particularly the
differences in the age relationships in the
two groups. Is it not possible that bias was
introduced at the time of assessment
because it must have been clear from the
coal dust in the lungs which were the
miners? Also, is it not possible that the
outlining of the spaces by coal pigment
itself increases the ease of detecting "abnor-
mal air spaces"? In comparing the
emphysema counts in those with "p," and
"im" and "n" types of pneumoconiosis, no
mention is made of the possible effects of
age differences in the groups.
We congratulate the authors on their

attempt to meet Fletcher's requirements,6
but we are unhappy about the possible
fallacies in the analysis of their findings.
Perhaps further work on the analysis will
permit the measurement of the magnitude
of the biases we suggest may be present,
and so help to develop methods for dealing
with material of this kind.-We are, etc.,

J. C. GILSON.
P. D. OLDHAM.

M.R.C. Pneumoconiosis Research Unit,
Penarth, Glam.
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STR,-Dr. C. Ogilvie (26 September, p.
769) and Dr. M. C. S. Kennedy (10
October, p. 115) raised several points con-
cerning our recent paper (29 August, p.
481), many of which we hope to deal with
when all the findings arising from our cor-
relation survey have been satisfactorily
assessed; in the current paper we were
primarily concerned with emphysema.
An important point, however, concerning

the 20 category 0 cases may be dealt with
at the present time.
As was recorded in the paper, the majority

of these cases had, in fact, some radiological
evidence of pneumoconiosis. and only four
were considered to be unequivocal category 0
cases. In addition it should be made clear that
where a majority of the readers of the radio-
graphs preferred an alternative diagnosis to
that of pneumoconiosis such as, for instance,
fibrosing alveolitis, they classified the film
as category 0 although a minority of them
might have diagnosed p type simple
pneumoconiosis on the same film. Such dis-
crepancies amongst readers are by no means

rare, particularly when the radiological
changes are atypical as is often the case in
coalworkers' pneumoconiosis-the more so
when additional disease is present. It is
apparent, therefore, that our category 0
cases, possibly excepting the four referred
to above, cannot be regarded as typical
since the great majority of them showed
some radiological evidence of either
pneumoconiosis or other pulmonary disease,
and for this reason we do not believe that
they support Dr. Ogilvie's conclusions
regarding compensation.
We agree with Dr. Rae and others (26

September, p. 769) that to determine
whether there is more emphysema in the
mining community as a whole than in. the
general population would ideally require
samples representative of both communities,
whereas our sample of miners is confined
almost exclusively to cases with
pneumoconiosis. However, emphysema as
defined is essentially a diagnosis based upon
the morbid pathology of whole-lung sections
and we know of no way of obtaining such
representative samples from total popula-
tions.-We are, etc.,

R. RYDER.
J. P. LYONS.

H. CAMPBELL.
Cardiff. J. GOUGH.

SIR,-I agree with Dr. S. Rae and
others (26 September, p. 769) that Dr. R.
Ryder and colleagues' findings (29 August,
p. 481) of emphysema in coalworkers were
"derived from a selected minority." I also
agree with Dr. C. Ogilvie (p. 769) that it is
not justifiable to base what he calls "com-
pensation"-but what in fact are disability
benefits-upon radiological categories. I
very much doubt, however, whether there
will ever be any comprehensive and sophis-
ticated physiological studies which will
differentiate between industrial and non-
industrial dysfunction with a reasonable
degree of accuracy.

All this does not invalidate in any way
Dr. Ryder and colleagues' main findings
based on their comprehensive and well
planned pathological and histological study-
that is, that emphysema was much more
common among their miners compared with
their carefully chosen control group of non-
miners. If nothing else their important paper
makes nonsense of the special provision in
the Industrial Injuries (Amendment) Act of
1967, whereby "If the extent of a claimant's
disablement resulting from pneumoconiosis
would be assessed at not less than 50%, if
his physical condition were otherwise normal,
the effects of emphysema or chronic bronchi-
tis from which he may be suffering are treated
as if they were the effects of pneumo-
coniosis for assessment purposes."

I fully support professor C. R. Lowe's
view' that the whole industrial injuries legis-
lation which is based on antiquated Victorian
compensation concepts needs scrapping, and
that the social security benefits should be
related to family needs rather than to the
cause of the wage earner's disablement.-I
am, etc.,

E. POSNER.
Mass Radio'raphy and Routine Chest

X-ray Centre,
Stoke on Trent.
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