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reduction in perfusion pressure and arterial
blood flow and vena caval obstruction by a
reduction in venous return and cardiac out-
put.-I am, etc.,

J. W. DOWNING
Department of Anaesthetics,
University of Natal,
Durban
1 Eckstein, K. L., and Marx, G. F., Anesthesiology,

1974, 40, 92.

SIR,r-Strain-gauge plethysmographymeasures
arterial inflow on the basis of the increase of
limb circumference during venous occlusion.
It is argualble whether a limb with previously
distended veins due to uterine compression
of the inferior vena cava is susceptible to
arterial blood flow measurements by this
technique, as is implied by Dr. G. B.
Drummond and his colleagues in their paper
(15 June, p. 587). Further venous distension
after inflation of the cuff will be limited by
the elasticity of the vein walls and by tissue
pressure, which may well lead to a faulty
low reading.
Reduced cardiac output leads to reflex

va-oconstriction via the sympathetic nervous
system and an increase in circulating
catecholamines. The authors' failure to
demonstrate reduced upper limb blood flow
in the supine position suggests an unaltered
cardiac output.

I suggest that the study reported oonfirms
increased venous distension in the legs when
a pregnant woman is supine but does not
prove reduced arterial inflow into the legs
or reduced cardiac output. The conclusions
regarding a left lateral tilt for the patient
during caesarean section appear logical and
clear for two reasons-better uterine venous
drainage to protect the baby and less venous
stasis in the patient's legs to reduce the
inftraoperative onset of deep vein thrombosis.
-I am, etc.,

ADOLF SINGER
Department of Surgery,
Mount Sinai School of Medicine,
Elmhurst, New York

Medicine in Belgium

SIR,-I read with interest the article by Drs.
P. A. Emerson and M. S. Lewis on clinical
medicine and research in Belgium (1 June,
p. 488). Nevertheless, I am Eorry it omitted
to mention the Wetenschappelijke Vereniging
der Vlaamse Huisartsen (W.V.V.H.; Scienti-
fic Association of Flemish General Practi-
tioners) among the Belgian medical
organizations. This was founded in 1963 to
promote, mainly by postgraduate education,
scientific medical knowledge in general prac-
tice. An identical association though of later
origin, the Societe Scientifique de Medicine
Generale (S.S.M.G.), exists in the Walloon
part of Belgium. These scientific associations
are separate from the Chamrbre Syndicale
(which protects the material interests of
doctors) and may be compared with the
British Royal College of General Practi-
tioners. We are now preparing the pro-
grammes for in-service training mentioned
by Drs. Emerson and Lewis, and we are
organizing an international congress for
general practitioners in Antwerp in May
1975, in which we have asked the Royal
College of General Practitioners to co-
operate-4 am, etc.,

R. DE SMET
President, Wetenschappelijke Vereniging der

Vlaamse Huisartsen
Brasschaat, Belgium

Non-comatose "Diabetic Coma"

SIR,-Dr. M. McB. Page and his colleagues
(29 June, p. 687) review the treatment of 38
patients with "diabetic coma," of whom 10
were fully conscious and 20 drowsy. The
practice of describing conscious patients as
having diabetic coma is common, though
many authors refer to "coma" rather than
coma to indicate that they do not mean
what they say. This curious misuse of
words has long mystified me, especially as
there exists the widely accepted term
"diabetic ketoacidosis." Admittedly there are
a few patients gravely ill from diabetes who
are not ketotic-those with the hyperosmolar
state-so even "diabetic ketoacidosis" is
strictly inaccurate if it refers to all patients
needing urgent treatment for diabetes.
Perhaps "grave metabolic disturbance from
diabetes" would be a satisfactory blanket
tern. Anything would be better than de-
scribing fully conEcious patients as comatose.

I do not take this view just for pedantic
reasons. I suggest that the constant improper
reference to diabetic coma leads to serious
mistakes. It seems that many doctors have
gained the impression that if a patient is not
comatose the situation cannot be all that bad.
Only recently a middle-aged woman was
admitted to my hospital moribund with
peripheral circulatory failure and a blood
glucose level of 1,250 mg/100 ml; she died a
few hours later. Her experienced and
knowledgeable general practitioner had seen
her the previous day, when she was breath-
ing rapidly and had vomited but was fully
conscious. And by far the commonest reason
why a diabetic on insulin is in fact comatose
is hypoglycaemina. If he is brought to hospital
he may be sent to the ward with the label
"diatbetic in coma." The house physician
may then receive an urgent summons to see
the new case of "diabetic coma." He-raw
and inexperienced but aware of having heard
repeated references to "diabetic coma"
may ask himself the absurd question, "Is it
a hyper or a hypo?" If he then catheterizes
the patient and finds the urine loaded with
sugar he may make the grotesque error of
giving insulin. I have known this happen-
with fatal results.-I amn, etc.,

JOHN W. TODD
Farnham, Surrey

Gut Motility Changes Causing Drug
Malabsorption

SIR,-We were interested in the study of
Dr. A. S. Evered and Jacqueline M.
McMullen (29 June, p. 728) showing that
-both metoclopromide and phenobarbitone
impair the transfer of xylose across everted
sacs of rat small intestine. However, while
in no way wishing to argue with their results,
we feel that the importance of intestinal
motility should not be underestimated.
Many drugs are now known to cause

malabEorption of xylose, glucose, fat, folic
acid, and vitamin B12,1 but relatively little is
known about the effects of one drug on
the absorption of another. Reported
interactions include the effects of pro-
pantheline and metoclopramide on the
absorption of paracetamol2 and digoxin3 and
the delayed absorption of antioonvulsants,
phenylbutazone, and griseofulvin caused by
amphetamines,'4 desipramine,5 and pheno-
barbitonel respectively. With the exception

of phenobarbitone, all these drugs aot on the
autonomic nervous system and could there-
fore affect absorption by altering gastro-
intestinal motility.
For many drugs the rate-limiting step in

ab:orption is the dissolution of the tablet
rather than the transfer of the drug across
the small-bowel mucosa. Manninen et al.,3
for example, suggested that the changes in
digoxin absorption produced by metoclo-
pramide and propantheline could be due to
an alteration in the time available for dis-
.olution and showed that propantheline had
no effect on the absorption of digoxin given
in liquid form. Even when mucosal function
is known to be impaired it may not be safe
to assume that impaired drug absorption is
due to this. Absorption of digoxin is im-
paired in patients with various malabsorption
syndromes,7 8 but this effect is asEociated
with decreased transit times and appears to
be more marked when digoxin is given in
tablet form than in Eolution.
We have recently shown' that in 15 sub-

jects a short course of phenobarbitone sig-
nificantly reduced xylose absorption, which
could be explained by the mucosal effect
reported by Dr. Evered and Miss McMullen,
though Riegelnian et al.6 have suggested that
phenobarbitone may also affect gut motility.

Malabsorption of xylose may be due to
impaired mucosal function, but care is
obviously needed when using xylose absorp-
tion studies to explain changes produced by
one drug on the absorption of another.
Mucosal damage may impair drug absorp-
tion in some instances, but such evidence as
there is suggests that, at least for drugs
with a slow dissolution rate, gastrointestinal
motility changes are more important.-We
are, etc.,

M. J. KENDALL
L. BEELEY

Department of Clinical Pharmacology,
Queen Elizabeth Hospital,
Birmingham
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Venoarterial Difference in ai-Antitrypsin
Levels

SIR,-Like Dr. J. Lieberman (13 July, p. 93)
we have attempted to confirm the finding of
Wooloock et al. of a venoarterial difference
for ail-antitrypsin in patients with chronic
obstructive lung disease. We used both im-
munodiffusion and biochemical methods
(trypsin inhibitory capacity). We were also
unable to find significant differences between
venous and arterial levels in 10 such patients.
Wooloock et al. postulated that their find-

ings were possibly due to binding of al-
antitrypsin to a protease during passage of
blood through the lungs, with alteration of
the antigenic properties of al-antitrypsin.
We tested this latter suggestion by adding
increasing amounts of trypsin to serum and
then carrying out immunodiffusion assays on
the serum samples. We found the apparent
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