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any aetiology. One in every 20 patients admitted to hospital
with febrile non-renal conditions has proteinuria.2 The
mechanism is incompletely understood. However, the state of
hydration, plasma volume, adrenaline release from stress, renal
blood flow changes, or parenchymal inflammation by the
infecting agent are all possible factors. A family history of
nephropathy or deafness is at least as important as symptoms
suggestive of renal or hypertensive disease. Examination
should include growth and stature, blood pressure, and tests
of vision and fundoscopy and hearing, as well as a search for
oedema, purpura, and microscopic haematuria.

Ifthe results of that investigation prove negative the parents
may be reassured that renal disease is unlikely but that
the child should be re-examined periodically to establish
whether the proteinuria is transient, intermittent, or constant
and to ensure that haematuria is excluded. When there is both
haematuria and proteinuria the combination is often indicative
of glomerular lesion,3 and a biopsy should probably be carried
out to settle both the diagnosis and prognosis.
Once persistence of the proteinuria is established, further

investigations should proceed after paediatric referral. An
attempt should be made to establish any postural element.
Accurate quantitation is difficult in the preschool child. One
good method is to compare the protein content of 12-hour
collections by night and day. Orthostatic proteinuria is,
however, unlikely in this age group, being much more a feature
of adolescents, though pathological proteinuria may have a
postural component. More detailed investigations ought to
include 24-hour urine collection for measurement. In both
orthostatic and persistent isolated proteinuria the range
is 1-1-5 g protein per 24 hours. Measurement of the blood
urea and creatinine and the glomerular filtration rate is
essential, but further investigation is unlikely to contribute
much. Urinary protein electrophoresis and immunochemical
clearances for selectivity may help to separate normal,
glomerular, or tubular leaks, but variation and overlap exist.
Normal proteinuria is unselective and reflects the plasma
proteins,4 possibly indicating failure of tubular reabsorption.
Additional low molecular weight globulins probably come
from the kidney, urinary tract, or seminal glands.

Epidemiological studies have mostly been on school-
children.' 6 One recent survey from Galveston, Texas,6
showed a steady rise in the prevalence of asymptomatic
proteinuria from age 6 to 12, and found it more frequent in
girls-perhaps in consequence of the later onset of adolescence
in boys. Certainly the curves closely follow those for rate of
growth and puberty changes. Children with proteinuria as a
group are taller, which again may be an association with growth
rate or puberty. A study7 of over 2000 infants and preschool
children found no persistent or postural proteinuria and
transient proteinuria in roughly 2% boys and 6% girls.
This research group believed that recurrent transient protein-
uria is not a normal finding: indeed, 91% of children later
found to have urinary tract disease had proteinuria, and they
suggest that it always merits investigation, in particular to
exclude obstructive uropathy. The increasing recognition of
the value of a routine preschool screening examination at age 4,
as practised in Sweden, may help to evaluate this approach
epidemiologically.

Considerable doubt still exists about the value of proteinuria
screening as a routine, even in adolescent girls. The yield
from investigation and biopsy is low. Histological abncrmalities
generally amount to minor segmental or focal changes in a few
cases: the vast majority have normal biopsy findings. Almost
always, too, neither management nor prognosis is affected

by the results of biopsy. Follow-up studies suggest that pro-
teinuria persists for at least three years in half of asymptomatic
cases.5 Long-term studies are in progress to evaluate the natural
history of both isolated proteinuria and chronic renal disease.
Meanwhile, though all the evidence suggests that proteinuria
is benign, a suspicion remains that it may be a signal of
early renal disease.
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Mental disorder and mental
handicap
The distinction between mental illness and mental retardation
has long been recognised in law. The statute De praerogativa
regis in 1325 provided for the protection of lands of idiots
(natural fools) and the rendering oftheir lands on their death to
their right heirs. In contradistinction, the same statute provided
that the lands of lunatics might be restored to them on their
recovery. This legal distinction was then important only for
the well-to-do and would have been limited in practice to the
more severely affected.
The Elizabethan Poor Law provided a workhouse structure

into which some ofboth the mentally ill and handicapped were
fitted, but it was not until the middle of the last century that
charitable asylums for idiots began to be provided. On the
other hand the Lunatic Asylum Act (1853) emphasised that
the concept of lunatic included every person of unsound mind
and every idiot. The separate Idiots Act (1886) did something
to lessen the legal overlap, but the Lunacy Act (1890) again
included idiot in the definition of lunacy. It was not until the
Mental Deficiency Act (1913) that vigorous efforts began to be
made to find separate provision for the mentally handicapped.
This measure, which was in part motivated on eugenic grounds,
began to take effect only after the first world war, when there
was a dramatic increase in the number of the mentally handi-
capped in hospital.

In our own time social services have become available for
both groups, but the question of formal detention or other
encroachment on civil liberty is arousing concern. The
National Society for Mentally Handicapped Children, which
expresses the views of a large number of their parents, believes
it desirable so far as is practicable to separate legislation on
mental illness and mental handicap so as to avoid public
confusion.' Many members of the public do have difficulties
in distinguishing the two concepts, and parents of mentally
handicapped children have been embarrassed and saddened
when others reacted to their handicapped child as though he
were mentally ill..

Until the 1959 Mental Health Act (which replaced both the
Lunacy Act and the Mental Deficiency Act) all the mentally
handicapped in hospital were committed there by legal process
and were subject to detention. In 1973 there were 11 501
admissions in England to hospitals and units for the mentally
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handicapped,2 and of these 552 (4.8%) were not classed as
informal. The recent departmental report on better services
for the mentally ill3 stated categorically that mental illness is
quite distinct from mental handicap and added that mental
handicap is a lifelong condition which cannot be cured. Neither
of these statements is literally true. There is an area of overlap
within which it is difficult to be sure whether the individual is
more mentally ill or more mentally handicapped, as for
example in infantile autism.4 Of 174 171 admissions to mental
illness hospitals and units in 1973 in England, 1018 were
classed under the head of mental handicap. Furthermore, the
mentally handicapped are more prone to mental illness than
the normally intelligent, though the extent of the problem is
difficult to define.5-7
The Working Party of the National Society for Mentally

Handicapped Children quoted with approval the statement in
the DHSS Consultative Document8 that the factors which
warrant the detention of some mentally handicapped people in
hospital are more usually due to added psychiatric or behaviour
disorder than to intellectual retardation and diminished social
competence. This argument is, indeed, acceptable: there seems
no good reason to retain the category of mental handicap or
intellectual deficit as such within the Mental Health Act. In
practice the more severely mentally handicapped usually
accept informal arrangements made for them. As for mildly
handicapped minor offenders, there seems no good reason to
impose on them a long period of detention in hospital when
they could be dealt with more appropriately on probation or
otherwise by normal process of the law at the discretion of the
court.
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Partly treated pyogenic
meningitis
Patients with febrile illnesses of undetermined origin often
receive speculative antimicrobial treatment. If the patient later
develops symptoms and signs of meningitis two special
problems arise. In what way does early antibiotic treatment
affect the laboratory investigation in pyogenic meningitis?
And if no bacteriological diagnosis can be made, how should
such patients be treated ?

Several studies1-4 have shown that if treatment is given
before blood and cerebrospinal fluid have been taken for
examination the bacteriological diagnosis is more difficult.
Dalton and Allison' studied 310 patients, half of whom had
received antibiotics before admission-mainly penicillin or
penicillin with another drug. In the treated group the number
of positive CSF cultures was reduced by 30°/,, of positive
CSF Gram stains by 20%, and of positive blood cultures by
nearly two-thirds. Other series have shown broadly similar

findings. True, even in untreated patients negative bacterio-
logical findings are not uncommon; but another possible
difficulty has to be faced in those who have been partially
treated. Can the CSF findings be so modified that viral or
some other form ofmeningitis might mistakenly be diagnosed ?
In fact, this fear is rarely justified. A recent study from
Manchester by Mandal5 including 23 partially treated patients
confirmed that treatment before admission had made bacterio-
logical diagnosis more difficult but found that otherwise it
made little difference to the general characteristics ofthe CSF.

Converse et a12 have suggested that when there are more than
1200 cells/cu mm, more than 80 mg/cu mm protein, and less
than 2-5 mmol/l of glucose, the picture should be regarded as
typical of a pyogenic bacterial infection. Nevertheless, they
rightly warn of a small minority of patients with greatly altered
CSF findings (two of their 38 patients and one of Mandal's
could be placed in this category). In these cases treatment has
so modified the CSF as to suggest a diagnosis of viral meningi-
tis; though the low glucose characteristic of pyogenic infection
is often retained even when the cell count is low and mainly
lymphocytic. The differential diagnosis in these patients then
lies chiefly between modified pyogenic meningitis and
tuberculous meningitis.

Another group of patients with pyogenic meningitis and
low CSF cell counts are those desperately ill with septicaemia;
in such cases the CSF reaction may be deficient or only
beginning to appear. The severity of their illness makes them
easy to distinguish, and early treatment is imperative.
Methods other than conventional Gram stain and culture

may help to close the diagnostic gap. Counter-current immuno-
electrophoresis sometimes shows up antigen when other tests
are negative, but in many specimens the results will remain
negative in both tests, especially when group B meningococci
(for which satisfactory test antisera are not available) are
prevalent.6 The limulus test seems unlikely to be generally
applicable, but other methods such as the CSF lactate concen-
tration are worth consideration.8
When the history and CSF findings suggest pyogenic

meningitis but the patient does not show the purpuric rash of
meningococcal disease and the CSF Gram stain shows no
organisms, treatment has to be based on probabilities. In
school-age children and young adults Neisseria meningitidis is
much the most likely cause, with Streptococcus pneumoniae as
another possibility. The appropriate provisional treatment is
therefore benzyl penicillin in high dose by intravenous or
intramuscular injection. For children older than neonates but
below school age Haemophilus influenzae and N meningitidis are
the dominant pathogens. Str pneumoniae is less likely at this
age than the other two organisms except in association with
trauma ofthe central nervous system or a congenital defect. The
choice here lies between intravenous chloramphenicol and high
dose intravenous ampicillin. The decision between them will
depend on several factors, and especially on the future prev-
alence and distribution of strains of H influenzae resistant to
ampicillin.9
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