
were commonly biased by the fact that blood pressure
fell more in the group treated with the angiotensin
converting enzyme inhibitor than in that treated with
the other antihypertensive&agent.'" "

Bjorck et al recently showed in diabetic patients that
enalapril lowered proteinuria whereas metoprolol did
not.4 Extrapolating these results in diabetic patients to
patients with non-diabetic renal disease is, however,
difficult. Owing to the afferent renal vasodilatation
present in diabetic patients,'4 changes in blood pres-
sure could more easily result in changes in intra-
glomerular capillary pressure, and thus in urinary
protein excretion, than in non-diabetic patients.
As enalapril lowers proteinuria more effectively than

atenolol it may be argued that the antiproteinuric effect
is related to the specific renal haemodynamic effects
of the angiotensin converting enzyme inhibitor.
Animal studies have shown that inhibition of the
converting enzyme results in a lowering of intra-
glomerular capillary pressure.'5 The fall in filtration
fraction observed during angiotensin converting
enzyme inhibition in humans can be used as an indirect
measure for a fall in efferent arteriolar resistance and
thus in intraglomerular capillary pressure.'6 Indeed
those above mentioned comparative studies that also
included renal haemodynamic data showed that the
filtration fraction fell during treatment with the angio-
tensin converting enzyme inhibitor but not during the
other antihypertensive treatment. '7 In that respect it
is noteworthy that in this study atenolol, which is
known to interfere in the renin-angiotensin system, did
exert small but significant renal haemodynamic effects
that showed a similar trend to those occurring with
enalapril. During atenolol treatment the filtration
fraction fell, although to a lesser extent than during
enalapril treatment. This suggests that an antihyper-
tensive drug may lower proteinuria only when it also
lowers the filtration fraction.
Changes in dietary protein intake may also result in

changes in proteinuria.'8 Excretion of urea (which
reflects dietary protein intake) did not decrease during
the 16 week follow up and, moreover, never differed
between the two groups. The difference in the anti-
proteinuric effect between both groups therefore can-
not be due to differences in protein intake.
No clinical side effects were observed in our patients.

Although pretreatment blood pressure was in the
normotensive range in some of the patients, there
were no complaints of hypotension with the doses
used. Serum potassium concentration increased in the
patients receiving enalapril; its increase could be
managed adequately with dietary potassium restriction
and did not prompt withdrawal of the angiotensin
converting enzyme inhibitor.
The followv up was too short to permit any conclusion

about the possible effects of these treatments in
preventing progressive decline in renal function. The
more pronounced fall in proteinuria and in filtration
fraction during enalapril treatment may, however,
suggest that enalapril could afford more renal protec-
tion in the long term. Firstly, the degree of proteinuria
is a prognostic variable for progressive deterioration of
renal function.'9 Secondly, with filtration fraction as an
indirect measure of intraglomerular capillary pressure
a greater fall in this variable could also argue for a
better prognosis for renal function.

We conclude that enalapril lowers urinary protein
leakage more than atenolol in patients with non-
diabetic renal disease. This suggests that the anti-
proteinuric effect during angiotensin converting
enzyme inhibition is related more to the specific renal
effects than to the antihypertensive effect itself.
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Correction

Review of neonatal screening programme for
phenylketonuria
An authors' error occurred in table I of this paper by Isabel Smith
et al (10 August, p 333). The difference in number of infants
tested for phenylketonuria and number of live births for Scotland
for 1985 should read 622; the estimates of infants tested exceeded
live births owing to inclusion of repeat tests.
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