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24 Relationship between postureClearance Na clearance and bandaging
(aso/omax.) pressure
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FIG. 1.-Three experiments in which the external
bandage pressure was varied over a subcutaneous

injection of 24Na, in the dorsum of the foot.
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FIG. 2.-Schematic drawing of Hydrostatic Stocking
(After Wood, J. E.).
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FIG. 3.-Effect of Hydrostatic Stocking. Vertical
axis clearlance of 24Na expressed as clearance con-
stant K. Horizontal axis denotes posture. The
application of the hydrostatic bandage has prevented
the usual slowing of clearance which occurs when a
limb is lowered. (Chant, A. D. B., Brit.7.Surg.,

1968, 55, 860).

bandage pressure needed to obtain maxi-
mum clearance is much higher than in the
horizontal position. It would appear (at any
rate from these results) that for maximum
clearance or venous flow to occur bandage
pressure must approximately equal the in-
travascular hydrostatic pressure. In any
posture this pressure is graded infinitely
from toe to right atrium. For conventional
bandage pressure to be equally well graded

is impossible, for the old teaching "tight
turns at the bottom and loose at the top" is
not only impracticable but also only rele-
vant to the posture in which it was applied.
This problem may be overcome by use of
the hydrostatic stocking described by Wood'
(Fig. 2). Using this, the hydrostatic pressure
in bandage and vessels is kept equal and
the clearance therefore maximum in all
postures. The effect of such a bandage on
the clearance of "4Na is shown in Figure 3.
This contrasts with the usual slowing in the
clearance of 24Na when the limb is
lowered.2

Finally, it would be interesting to know
the exact time course of the events which
your authors described. It may well be that
the increase in bandage pressure drives
tissue fluid into the circulation; this,
together with a diminution in the volume of
blood in the limb consequent on compress-
ing the veins, could account for the increase
in flow which was observed, rather than the
reflex they hypothesize.-I am, etc.,

A. D. B. CHANT.
Royal United Hospital,

Bath.
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Phage Treatment of Severe Burns
SIR,-On reading Dr. G. Shera's refer-

ence to the use of phage in the treatment of
infected burns (28 February, p. 568), I
recalled our attempt 18 years ago to use
locally applied staphylococcal phages for
prophylaxis against infection of burns.
During the trial, swabs from burns were

found to contain an increasing proportion of
staphylococci which were recorded as non-
typable or which showed diminished sensi-
tivity to a phage included in the prophy-
lactic application. Phage-resistant secon-
dary growth of Staph. aureus, associated
with acquired lysogenicity, appeared readily
in cultures of staphylococci of groups I and
III grown with phages to which they were
initially sensitive.' Even if phage might have
some value in treatment of infections by
sensitive bacteria, it seemed likely that the
emergence of resistance to phage, as to
some antibiotics, was likely to deprive us
very quickly of this potential therapeuitic
agent.-I am, etc.,

E. J. L. LOWBURY.

Medical Research Council,
Industrial Injuries and Burns Research Unit,
Birmingham Accident Hospital,
Birmingham 15.
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Aldosterone and Antinatriuresis
SIR,-In a review of renal control of so-

dium reabsorption, Professor H. E. de
Wardener (13 September, 1969, p. 611)
marshalled evidence which suggested that
the source of a postulated hormone pro-
moting sodium excretion is not the kidney
or adrenal. It is perhaps relevant to review
some evidence which may go some way to
resolve some difficulties about the nature of
salt-handling by the kidney.

Experimentally, after unilateral adrena-
lectomyl the homolateral kidney excreted
salt and water more rapidly than the con-
tralateral kidney, and this was exaggerated
during 0.9%NaCl diuresis. The glomerular
filtration rate and effective renal plasma
flow were not altered. A hormone following
its proper course through the general cir-
culation could not produce unilateral effects.
We proposed,' therefore, before the crys-
tallization of aldosterone, that an intimate
adreno-renal relationship existed whereby
an adrenal hormone effected adjustments of
salt reabsorption by local diffusion directly
into the kidney via renal capsular vessels, as
had been demonstrated for adrenaline.2
Eggleton and others' agreed that the diuresis
was due to diminished proximal tubular reab-
sorption. Previous explanations of the salt-
losing phenomenon were denervation,' and
increased glomerular filtration rate.5
Why then postulate a natriuretic hormone

when the removal or inhibition of a hor-
mone promoting salt reabsorption would
better fit the facts? Natriuresis following a
saline load can be adequately explained by
the expansion of the extracellular volume
diluting the aldosterone plasma concentra-
tion in addition to an increase of intrarenal
hydrostatic pressure6 and a decreased frac-
tional proximal reabsorption.7

Natriuresis from both kidneys in a uni-
laterally adrenalectomized dog subjected
to saline loading can be explained by a bi-
lateral increase in hydrostatic pressure and
dilution of aldosterone plasma level. The
further relative increase in natriuresis from
the adrenalectomized kidney may be
explained by the removal of a salt-retaining
hormone normally gaining direct access from
from an adjacent adrenal gland. The above
factors are probably those which render it
difficult or impossible to demonstrate aldo-
sterone antinatriuresis in the normal dog.-
I am, etc.,

W. J. DEMPSTER.

Department of Surgery,
Royal Postgraduate Medical Shcool,
London W.6
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Propranolol in Hypertension
SIR,-We feel that the trial of Drs. F. J.

Zacharias and K. J. Cowen on the effect of
propranolol in hypertension (21 February,
p. 471) requires some comment. Although
under the heading "Method" it is
mentioned that the patients were almost all
receiving diuretics, in the Summary, Tables,
and Results of the paper the term
"placebo" group is used which conveys the
impression that when the patients were not
on propranolol they were receiving no other
treatment. The Tables would have been
more correctly labelled "propranolol plus
diuretic" under the heading "Drug," and
"diuretic alone" under the heading
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