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Restoring Blood Volume

SIR, I am honoured that my work about
chlorpromazine, blood volume expansion,
and skin temperature measurement in treat-
ment of shock has been quoted in your
leading article (2 May, p. 251).1 However, I
regret that you do not seem to have grasped
the main advantage of the regimen. You
suggest that if a patient has received chlor-
promazine his skin temperature is an uncertain
guide to hypovolaemia. This appears as the
opposite of a recommendation.
The point, however, is simple. If a

patient in shock has got cold feet in a warm
room and does not respond to transfusion
by getting warm feet, overloading may occur
when the external jugular vein is observed
to distend and infusion is continued. Small
doses of chlorpromazine are given, followed
by further plasma expansion with
Rheomacrodex and the distension of the
jugular vein observed. If the blood pressure
drops during vasodilatation further infusion
will restore the blood pressure, and when
the skin temperature of the toes rises the
infusion is stopped. The patient is now in a
haemodynamic situation where he can carry
his body heat to the surface. During vasodila-
tation there is a more direct relation between
changes in blood volume and changes in
blood pressure.
The measurement of skin temperature is

therefore a guide as to whether- the blood
volume is sufficient to achieve a reasonable
blood pressure and a good peripheral
circulation from vasodilatation.
The motto is: Open up-and fill up. Stop

when the feet get warm.-I am, etc.,

BJ0RN IBSEN.
Kommunehospitalet,

Copenhagen, Denmark.
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Infantile Gastroenteritis

SIR,-One aspect of infantile gastroenteri-
tis due to pathogenic strains of E. coli which
escaped comment both in your leading article
and in the paper by Dr. A. G. Ironside and
others (4 July, pp. 2 and 20) is the problem
which arises when a parent works as a food-
handler. In this situation the discharge home
of a baby still excreting the organism can
create a serious public health hazard. E. coli
enteritis is not notifiable. The older children
and adults who become infected from eating
contaminated food are unlikely to be ill.
Consequently the means by which the
infection has been disseminated and brought
home to babies may well escape detection.
Clearly in this situation it is desirable that
either the child be retained in hospital until
no longer excreting pathogens, or the parent
be temporarily suspended from working as a
food-handler. Hospital staff should routinely
either ascertain themselves whether any
member of the household works as a food-
handler or inform the district medical
officer of health before discharging an
excreter. This does not always occur at
present.

It seems probable that termination of the
"carrier" state currently depends upon com-
petitive growth of non-pathogenic strains in
the gut. The measures taken to prevent

pathogens from the child reaching others
may also prevent competitive strains from
reaching the child. As standards of hygiene
and barrier nursing improve the duration of
the carrier state may tend to increase. If these
speculations are well founded one might
expect this to be an increasing problem whose
ultimate solution may depend upon "seeding"
the patient with suitable non-pathokens. It
would therefore be of considerable interest to
learn whether anyone has had the opportunity
to observe the effect of yoghourt upon the
duration of the carrier state, or to compare
the duration of excretion of pathogens in
children discharged home with its duration
among those retained in hospital under
barrier-nursing conditions.-I am, etc.,

J. S. ROBERTSON
Public Health Department,

Barton-on-Humber, Lincs.

Dentistry, Herpes Zoster, and Varicella

Sm,-Herpes zoster is uncommon in
children, and is usually mild unless
associated with neoplasms or leukaemia. I
would therefore like to report the following
case.
The patient was an 8-year-old boy,

who six days before had an extraction of a
left upper milk molar. Two days after the
extraction his left cheek became swollen and
painful, and the following day small blistern
appeared on his upper lip. Over the next
two days the pain became very severe, and
the blisters increased in size and spread to

involve the whole of the left cheek. On the
day of admissiion to hospital he had also de-
veloped a generalized rash. There was no
known contact with infectious disease, and
in the past he had been healthy and had
not had varicella, although prenatally his
mother had varicella in mid-pregnancy.
On examination he was toxic with a fever

of 102°F. (39°C.). He had typical herpes
zoster involving the region of distribution of
the left maxillary and ophthalmic divisions of
the trigeminal nerve, with marked swelling
of the face and oedema of the eyelids, bul
without ocular involvement. In additior
there was a generalized rash over the trunrI

and limbs typical of varicella (Figure). Both
the zoster rash and the varicella became more
marked over the next two days, and there-
after slowly improved. A rising titre to the
varicella complement fixation test occurred
during the illness. All vesicles on the face
healed after three weeks, but now, nine
months after the acute episode, there is still
a very unsightly keloidal scar involving the
left cheek and upper lip.
Herpes zoster following dental extraction

has previously been described in adults,'
and is thought to be precipitated by trauma
to the dental nerves. It is generally
accepted that herpes zoster usually occurs in
individuals who have some immunity to
varicella, but the onset of varicella in this
boy shortly after the onset of zoster sug-
gests any previous immunity to varicella
must hay- been slight. The role of the
maternal varicella during pregnancy is
uncertain. Zoster has been described in
infancy following maternal varicella or
zoster, but zoster over the age of 2 is
usually characterized by previous varicelia
in the child.2

It seems likely in this boy that the herpes
zoster was related to dental extraction.
Therefore, I feel that dental surgery is
contraindicated in any child who may be
incubating varicella.-I am, etc.,

RICHARD J. WEST.
Queen Mary's Hospital for Children,

Garshalton, Surrey.
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Case of Ergot Poisoning
SIR,-The dangers and complications of

ergotamine tartrate overdose are rightly
stressed by Dr. S. T. Yao, and his col-
leagues (11 July, p. 86). It might be of in-
terest to point out that death can occur as a
complication.' Furthermore, peritoneal
dialysis is effective treatment.-I am, etc.,

EGRYN M. JONES.
Royal Alexandra Hospital,

Rhyl.
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Disseminated Intravascular Coagulation
SIR,-I should like to report a case in which

disseminated intravascular coagulation re-
sulted in fatal haemorrhage, and was probably
due to infection with Clostridium welchii
causing enteritis necroticans.
A 45-year old man was admitted having

suddenly collapsed while getting dressed. He had
a long history of indigestion and alcoholism and
had woken that morning with epigastric pain. On
examination, he was conscious but shocked,
deeply cyanosed and dyspnoeic, and complained
of severe upper abdominal pain. Scattered
petechiae were present over the arms and trunk
and his conjunctivae were suffused. Bowel sounds
were present and no masses were palpable, but
rectal examination revealed the presence of fresh
blood. Oxygen failed to relieve the cyanosis, and
his blood was found to be incoagulable. The
platelet count was less than 10,000/cu. mm.,
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fibrinogen was absent, and a test for fibrin
degradation products was positive. Direct
spectroscopy of the blood revealed large amounts
of oxyhaemoglobin and some methaemoglobin.
Schumm's test revealed moderate amounts of
methaemalbumin.

Shortly after admission he passed large
amounts of fresh blood (approximately 1 litre in
all) per rectum, and despite treatment with
plasma and intravenous heparin, the patient
died. Post-mortem examination showed com-
plete absence of clotting of the blood through-
out the body with the exception of the jejunum.
The aorta showed haemolytic staining of the
intima. The jejunum was bluish in colour and
oedematous. There was ulceration of the mucosa
and the submucosal blood vessels were grossly
dilated and filled with thrombus. Histology
showed a poor inflammatory response with large
numbers of Gram-positive cocci and Gram-
positive bacilli. The remainder of the gastro-
intestinal tract was normal, and there was no
evidence of pancreatitis. The liver was pale with
a mottled appearance on its cut surface, and
histology showed areas of focal necrosis with
vast numbers of Gram-positive rods, thought to
be Cl. welchii. Both adrenal glands were normal
and no abnormality, apart from congestion, was
found in the spleen or kidneys.

Bxcause of delay between death and post-
mortem examination, the diagnosis of
clostridial septicaemia rests on histological
and haematological features, as culture of the
affected intestine would have been too late
after death to provide any useful evidence.
Enteritis necroticans, caused by infection
with Cl. welchii type F,1 is a condition in
which acute regional gangrene of the small
intestine occurs, and particularly affects the
jejunum. It is highly likely that this man
developed enteritis necroticans from con-
taminated food and this led to disseminated
intravascular coagulation and haemorrhage.

I should like to thank Dr. M. G. Lewis and
Dr. B. E. Gilliver, Westminster Hospital, for
pathological and haematological studies
respectively.
-I am, etc.,

A. J. RICHARDS.
Westminster Hospital,
London S.W. 1.
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Compression Bandaging for Oedema
SIR,-Your leading article entitled "When

should digitalis be stopped?" (20 June, p.
680) raises the importance of the control of
oedema of the legs which occurs in about 8%
of patients with cardiac failure. Swollen
legs are a menace because they are heavy,
clumsy, weak, easily fatigued, and cause
falls by tripping.
The control of oedema by diuretics is not

always simple and raises its own side-
effects, but it can be considerably assisted
by the application of a compression bandage
to the legs, which while it is comfortable
and is limiting the swelling is kept on
unchanged for 4 to 13 weeks.

Such a dressing requires two readily avail-
able materials; first, an elasticized stockin-
ette whose gentle compression will not tire
as it reduces the swelling, and, second, a
moist non-stretch bandage that ensures
fixation and arrests further distension. The
stockinette extends from 2 in. (5 cm.) below
the tubercle of the tibia to the waist of the
foot, and over it the medicated bandage is
wound from the knee to the root of the toes.

These are covered by a snug crepe or
adhesive strapping 3-4 in. wide (7-5-10 cm.),
overlapping each turn by half the width.
Some skill in bandaging is needed, but given
care and interest it is easily acquired.
By these compression applications, breath-

less patients with failing hearts and elephant

legs have been kept ambulant and able to
go to toilet almost until their death. Their
comfort is enhanced, they are better com-
panions, and their nursing requirements are
reduced.-I am, etc.,

HAROLD DODD.
London W. 1.

Serum Lipids, Typing, Fibrinolysis, and Smoking

SIR,-Recent papers on fibrinolysis (14
February, p. 428, and 16 May, p. 421) and
your leading articles on smoking (25 April,
p. 190 and 9 May, p. 313) prompted us to
point to a relation between the two and to
a common relation with coronary heart
disease.

Typing the serum lipoprotein patterns of
90 male volunteers, aged 17-75, according to
the methods of Stone and Thorp' and
Thorp,2 we found that four subjects had a
Fredrickson type I abnormality (two of
whom were borderline type V), four others
a type IV, and two a type V, corresponding
respectively with chylomicronaemia (Burger-
Grutz disease), pre-,3-lipoproteinaemia (a
carbohydrate-induced hyperlipaemia), and a
combination of both chylomicronaemia and
pre-,8-lipoproteinaemia (carbohydrate plus
fat-induced hyperlipaemia).3

Fredrickson's types I and V being rare
diseases, it seemed almost impossible that
the cases found were true cases, and ques-
tions arose about the nature of the
"chylomicrons" measured. If these were not
true chylomicrons there would be no type I
disorder and type V would thus be the

error 0-004). Light smoking has no effect in
comparison with non-smoking. The smoking
effect is distinct in the group with L
particles below 10 mg./100 ml., but not in
the group with a larger L fraction (Table).
This might point to an inhibition of normal
fibrinolysis by smoking, whereas a high L
fraction might *have its main cause in a
defect in the fibrinolysis system. PhysiLal
activity also plays a role. The L fraction
was lower in the active subjects of the
group than in the inactive subjects. The
same was true for their serum cholesterol,
triglyceride, phospholipid, total lipid, ,8- and
pre-18-lipoproteins, and free fatty acid levels;
their fibrinolysis times were shorter.6
Type I and V hyperlipaemia being a

rare, and a long fibrinolysis time a
frequently encountered risk factor for a
"coronary," the (simple) procedure of Stone
and Thorp' may be very useful for a quick
detection of insufficient fibrinolysis. Scoring
must of course be adapted; arbitrarily it can
be said that levels up to 5 mg./100 ml.
might be a desirable normal, 10 mg./100
ml. and over a too high level, anid
fibrinolysis times (euglobulin clot lysis)
should preferably be (much) less than 140

TABLE.-Fibrinolysis Times,in Minutes Related to the Large Particle Fraction and Smoking
(means and ranges). Averages of Duplicate Measurements in each of Two Fasting and

Serum Samples taken with an Interval of Two Weeks.

Non-smokers and Medium and Heavy
Large Particle Fraction Light Smokers* Smokers**

Number Number
Minutes of Minutes of

Subjects Subjects

I.<-5 0 mg./100 ml. 91 13 164 15
(43-163) (44-303)

II. 5*5-9 5 mg./100 ml. 128 20 160 14
(50-215) (75-361)

III. .100 mg./100 ml. 182 10 180 18
(116-240) (108-304)

*UP to 10 cigarettes, 4 cigars, or 5 pipes a day. *More than 10 cigarettes, 4 cigars, or 5 pipes a day.

common type IV. According to Stone and
Thorp' no true chylomicrons are present in
normal fasting blood, and the large particles
(L) scattering the light in the nephelometer
are probably debris of blood platelets, fibrin
threads, etc. Merskey et al.4 found the
amount of fibrin split products to be about
0.8 mg./100 ml., which is a relatively large
part of the L fraction we measured. It
suggested a positive relation with a long
fibrinolysis time, which indeed could be
demonstrated (bilateral tail error, Kendall's
test about 10 3). It is not known what other
substances can be present in the L fraction
except for debris of fibrin(ogen), platelets,
and cells. With a defective fibrinolysis-
more frequently found in survivors of a
coronary infarction than in a healthy
group5-there might be a larger scala of
(partial) fibrin breakdown products than in
case of slow but normal lysis.

Fibrinolysis is definitely inhibited by me-
dium and heavy smoking (bilateral tail error,
Kendall's test 10-2), and this is reflected in
the L fraction (Wilcoxon's test, bilateral tail

minutes. However, better criteria should be
established.
We are grateful to Mr. A. P. B. M. Veh-

meyer of the Mathematical Centre in Amster-
dam for statistical help, to Dr. B. H. Rypkema
of I.C.I., Rotterdam, for consultation, and to the
Dutch Sugar Foundation for financial support.
-We are, etc.,

L. M. DALDERUP.
J. A. ZWARTZ.

G. H. M. KELLER.
F. SCHOUTEN.

W. B. VAN HAARD.
The Netherlands Institute

of Nutrition,
Wageningen, Holland.
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