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It is true that most children born in the tropics appear
more loose-jointed than those from what are termed more
bracing climates ; but I believe this applies to European
as well as to other tropical children.

" Child development " is now regarded as a subject
of major importance. It is essential to distinguish
between intrinsic differences and those that depend on
environment. These studies are of very great interest
and I hope that some aspects of causation may be
considered in future articles.

CICELY D. WILLIAMS.

1. Lammers, W., Most Van Spijk, D. v.d. Verslagen en Medede-
lingen betreffende de Volksgezondheid, 1955, 1098.

RELATIVES IN HOSPITAL

HAROLD PALMER
Hill End Hospital,

St. Albans.

SiR,-At this hospital there has been in operation for
four years a hostel which has worked so satisfactorily
and so cheaply that I feel possibly your readers would
like to know something of it.
A heterogeneous group of units occupy this hospital, as

a consequence of which there is one small unit unused
which had accommodation for some 6 patients with an
annexe and small kitchen. We have placed simple
furniture in this unit with no luxuries whatsoever ; hostel
arrangements for relatives are made direct with the
sister of the ward concerned. These relatives buy meal
tickets at the canteen. Records reveal that serving a
hospital population of some 180 general beds and 500
mental beds we have never needed more than these 6
beds. Indeed, commonly only 2 or 3 of them are in use.

Adjacent to this hostel unit is a large garden and the
hospital chaplain has an office within the unit.
The unit literally costs- nothing to administer apart from

the very slight domestic requirements. It is, of course,
entirely informal.

MYASTHENIC CRISIS

D. v.d. MOST VAN SPIJK.
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SiR,&mdash;The treatment of a patient with myasthenia
gravis with d-tubocurarine, as described by Dr. Churchill-
Davidson and Dr. Richardson (June 15), is very interesting.
In 1953 we treated a myasthenic patient with curare.1

This patient, a bricklayer, had not been able to work for
about two years, in spite of neostigmine therapy. After
curare, he could resume his normal work for six months,
using the same dose of neostigmine as before. After that he

gradually deteriorated and needed increasing doses of neostig-
mine and was no longer able to work. This result seemed

encouraging to us. One of us had the pleasure in discussing
this case with Dr. Richardson and it is interesting to see that
he and Dr. Churchill-Davidson have now also promising
results with this treatment.
But since then we have treated 3 more patients in this

way with less success. In the first one there was again an
improvement after curare, and, despite the fact that she took
only half her usual dose of neostigmine, she was objectively
and subjectively much better. The objective improvement,
however, lasted only a fortnight, while the subjective feeling
of recovery lasted about two months. In the second and third
cases there was no improvement at all after curare. One of
these patients was treated after a severe myasthenic crisis,
during which all neostigmine was stopped. Unlike Dr.
Churchill-Davidson and Dr. Richardson we noted a definite
curare sensitivity in this patient, for she needed only about
a tenth of the dose that is necessary to paralyse tetanic
patients. After the curare treatment there was no improve-
ment.

There is a major difference between the technique of
Dr. Churchill-Davidson and Dr. Richardson and our own.
In their patient the curare treatment lasted for eight
days, whereas in our patients the duration was only
twenty-four hours.
As myasthenia is a disease with remission it is difficult,

from so few cases, to conclude that curare treatment is

really valuable, but it seems worth investigating further.
In due time we hope to be able to give full details of

our findings. 
‘
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THE NEWBORN INFANT’S OXYGEN-SUPPLY

SiR,&mdash;The recent articles on cardiopulmonary physio.
logy at birth have been very stimulating ; and I have
enjoyed reading Dr. Mavis Gunther’s paper, Dr. Bonham
Carter’s survey, and your leading article in the issues of
June 22 and 29.

Although, as Dr. Bonham Carter has said, research has
suddenly advanced our knowledge of the initial expansio&ugrave;
of human lung, it has also increased our speculation about
those aspects of neonatal pulmonary physiology and
pathology about which we still know so little, particularly
the pulmonary syndrome of the newborn and hyaline
membrane.

Jaykka’s 1 demonstration of capillary erection in the
lungs is interesting and important, but it is possible to
criticise his experiments : he used dead tissue, the force
applied to the fluid in the capillaries was not dynamic
and pulsatile as in life ; and he was obliged to destroy
the blood corpuscles before successful erection wall
obtained, and then only with a pressure of 80 mm. Hg,
But despite such criticisms his findings suggest that com.
plete alveolar expansion may be assisted by capillary
erection.
The experiments of Dawes and his colleagues: e

undoubtedly demonstrated a very high peripheral vascu.
lar resistance within the unexpanded lung of a newborn
lamb, and Lind’s beautiful angiocardiographic studie,
seem to confirm this in the human by demonstrating
reversed flow through a patent ductus arteriosus in an
asphyxiated infant.
Now Dr. Bonham Carter argues that the increased

cardiac output in these infants is necessary to overcome
the peripheral vascular resistance, distend the capillaries,
and so initiate expansion of the lungs. This I find difficult
to believe, although I accept the fact that filling of the
capillaries during aeration of the lungs will assist in the
rapid " lighting up 

" of the lung fields. Indeed, I regard
the existence of pulmonary hypertension in the asphyxi.
ated neonate as a major threat to his lungs, which maybe
temporarily warded off by reversed flow through the
ductus so long as the lungs remain unexpanded, but
which leads to immediate and excessive pulmonary filling
with capillary engorgement when the peripheral resistance
falls following aeration of the lungs. This, I contend, is
the time when one begins to see Taussig’s sign of over
filled pulmonary vessels-the gross intercostal and
sternal insuction which is such a remarkable feature of the

pulmonary syndrome of the newborn (the "forward’ 
"

form of pulmonary capillary distension to which Dr.
Bonham Carter refers). Under such circumstances pul-
monary cedema may occur, especially in premature
babies, and this may be the precursor of hyaline men)
brane. The latter, together with the increased rigidity
of the overfilled lungs, interferes with respiratory
exchange and leads to ever increasing anoxia which may
prove fatal.

There are difficulties in the way of accepting Dr
Bonham Carter’s explanation of the cause of the pulmon-
ary syndrome, not least of which is the constant patho-
logical finding of pulmonary congestion in these babies
suggesting no lack of capillary erection. You all

emphasise in your leading article that hyaline membrane
is not found in babies exsanguinated from blood-loss.


