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by M. S. Gatley. His patient was not unduly drowsy, nor
were any convulsive movements seen, and management was
safely and effectively conducted at home.

In 1875 William B. Hunter,6 of Matlock, described a
3-year-old boy who started convulsions on the day after he
developed the rash of chicken-pox. They were attributed to
" incipient cerebral meningitis," and in elegant language the
author describes the application of warm packs to the trunk
and extremities, cold cloths to the head, and a cambric
handkerchief to the face. The child recovered. More
sophisticated forms of therapy are now available, and Ramon
Jenkins,7 of the Moses Cone Hospital in North Carolina, has
recently given a detailed description of a case of varicella
encephalopathy in which, despite decerebrate rigidity with
fixed dilated pupils and hyperventilation of a central type,
intensive therapy was followed by an unexpected and gratify-
ing recovery. On the assumption that cerebral oedema might
be partly responsible for the severity of the symptoms intra-
venous urea was administered and was followed by some
improvement within four hours. Treatment also included
hypothermia, diphenylhydantoin, and dexamethasone. In
19578 we drew attention to reports suggesting that varicella
in patients receiving steroid therapy might take a serious and
possibly fatal form. The problem posed by these reports is
still unsolved and conflicting advice is freely available.
Whether steroids are used or not varicella encephalitis merits
prompt treatment, certainly with anticonvulsant drugs (started
if possible before convulsions occur), and if the patient is in
coma the administration of intravenous urea and hypothermia
should be considered.
The family doctor does 'not usually regard chicken-pox as a

problem calling for an urgent visit, but if the patient has a
headache and is drowsy, or shows signs of bleeding, prompt
attention may be needed. It is to be hoped that parents will
continue to regard chicken-pox as a minor ailment only to be
feared if it coincides with a school examination or a long-
awaited family holiday.

Defibrination Syndrome
If the body's tissue materials escape into the blood they may
cause massive coagulation or fibrinolysis, enough to reduce the
concentration of plasma -fibrinogen suddenly. Reduction of
fibrinogen in this way results in the acute defibrination
syndrome, a failure of the blood to clot associated with severe
shock and haemorrhage.

Usually intravascular coagulation predominates over
fibrinolysis, and fibrinogen is lost by being deposited as fibrin
at the sites of tissue damage and often throughout the vascular
system. Defibrination of this type may sometimes complicate
pregnancy when the patient has suffered amniotic-fluid
embolism or premature separation of the placenta, as in cases
of abruptio placentae, accidental haemorrhage, or placenta
praevia. It may also happen during any major surgical
procedure, especially thoracic operations and those entailing
an extracorporeal circulation, or as a result of incompatible
blood transfusion or the bite of certain venomous snakes. A
secondary increase of fibrinolysis may set in as a protective
response which releases enzymes to dissolve the deposited
fibrin.' These enzymes do not attack fibrinogen unless the

plasma inhibitors which normally protect it are overwhelmed.
They may be when the materials escaping from the tissues
are rich in fibrinolytic activators-for example, in some
patients with disseminated cancer of the prostate. Fibrinolysis
may also increase as a direct result of fibrinolytic enzymes
given therapeutically to dissolve thrombi.

In the blood certain signs are common to the defibrination
syndrome caused by either coagulation or fibrinolysis. In
both there is a reduction of fibrinogen and other clotting
factors, especially factor V and factor VIII. Anticoagulants
which impede the formation of fibrin from any remaining
fibrinogen may also appear, either endogenous heparin,
released in response to intravascular coagulation,' or the
polypeptide fragments produced by fibrinolysis. In cases
due to intravascular coagulation there is a tendency to
thrombocytopenia. A feature distinguishing those with
massive fibrinolysis is a profound fall in the concentration of
plasminogen in the blood owing to its sudden conversion to
the enzyme plasmin.'
When unexplained bleeding develops in association with

any clinical condition in which defibrination is a possibility
prompt diagnosis is essential if treatment is to prevent uncon-
trollable haemorrhage. Though the defects in the clotting
mechanism are likely to be multiple,4 the diagnosis can be
established by showing there is a low concentration of
fibrinogen in the blood. Many biochemical methods take too
long to do this, but rapid screening tests have been
described.5 6 They provide an estimate of fibrinogen from
the action of thrombin on a sample of citrated blood from
the patient. Important changes could be missed by relying
on the simple whole-blood clotting-time alone, although severe
defibrination is unlikely if the blood clots firmly within five
minutes., Immunological or precipitation methods for
measuring total fibrinogen may also give a false sense of
security if the formation of fibrin is blocked by an anticoagu-
lant; thrombin tests take this into account and also allow
preliminary assessment of the extent of fibrinolysis.

Deficiency of fibrinogen is sometimes an incidental finding,
but for a patient who is either shocked or bleeding urgent
replacement of the deficit is essential. If the critical concen-
tration of fibrinogen to ensure haemostasis is taken as 100
mg./100 ml. of plasma, then the average adult needs at
least 3 g. of fibrinogen in the blood as a whole. Each
500 ml. of blood contains less than 1 g. of fibrinogen, and if
losses are continuing it may be impossible to transfuse blood
at a rate sufficient to meet this need unless a supplementary
source of fibrinogen is used. One litre of plasma provides
3 g. and may suffice if it can be transfused within half an
hour either as fresh or fresh frozen plasma, which will also
tend to correct other clotting-factor deficiencies, or in smaller
volumes as double- or triple-strength reconstituted dried
plasma. The replacement therapy must be controlled with
repeated blood tests, and if larger amounts of fibrinogen are
needed, as they often may be, purified concentrates can be
given in small volumes.

Rapid clinical improvement usually follows when an
adequate concentration of fibrinogen in the plasma is
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achieved. Often the stimulus to defibrination is transient and
no further specific treatment is required. This is illustrated
for obstetric patients in a report by Drs. J. Willocks and
J. MacVicar at page 979 of the B.M.7. this week. When
replacement therapy fails to maintain the fibrinogen attention
must be directed to the underlying stimulus. For example,
evacuation of the uterus may bring this to an end. When all
else fails attempts must be made to inhibit either coagulation
or fibrinolysis, though such extreme measures carry their own
dangers. Heparin certainly inhibits coagulation but has
obvious hazards in a patient already bleeding. Epsilon-
aminocaproic acid,7 or other inhibitors of fibrinolysis, may be
very effective when the defibrination is caused by violent lysis.
Unfortunately, it is seldom clear whether the fibrinolysis is or
is not a protective response to intravascular coagulation ; if it
is its inhibition might precipitate widespread thrombosis.'

Medical Evidence
Like most professional men doctors are reluctant to have
their actions and decisions discussed in public by laymen,
but they readily recognize that public interest demands such
discussion in some cases. But it is a matter for debate which
cases ought to be the subject of public inquiry and how
medical evidence ought to be presented for public discussion.
The merits of employing panels of expert witnesses to

give reports to the Court without (at any rate in the first
instance) their being subject to cross-examination continue
to be urged in some quarters. In others as much importance
is claimed for medical assessors who would sit beside the
judge. The report of a Joint Committee on Medical
Evidence, appointed by the B.M.A. in 1960 and published
this week,' does not favour radical changes of this nature,
but prefers to retain the present system with variations
designed to increase efficiency.
From a practical point of view, one of the most important

deterrents from giving evidence is the loss of time at court.
The Joint Committee thinks that this is also one of the
reasons why' some doctors seek to charge higher fees than
they otherwise would. There are several ways in which
waiting time can be reduced -for example, in recent years
the High Court in London has fixed the dates of some trials
and in the Divorce Courts a recent practice direction has
encouraged the use of affidavit evidence. But at Assizes,
partly perhaps because of the enormous numbers of criminal
trials, the position has if anything deteriorated both in the
civil and in the criminal lists.
The Joint Committee recommends certain procedural

changes which would encourage the agreement of medical
reports or facilitate the admission of documentary evidence.
In this way personal attendance at Court might be made
completely unnecessary on many occasions. It was to this
end that in 1953 the Evershed Committee,' headed by the
then Master of the Rolls, recommended compulsory
disclosure by each side in civil litigation of medical reports
obtained for the purpose of litigation. The proposal that the
Rules of Court should be altered to this effect has received
judicial support,4 but the change was not made when the
rules were recently re-written. The Joint Committee also
supports the recommendation of the Medical Protection
Society that the personal attendance of witnesses to produce
documents should not be required unless the opposite party

wishes to cross-examine them. In most cases it ought to be
sufficient for a doctor required only to produce medical case-
notes simply to deliver or send them to an officer of the
Court. An amended form of subpoena duces tecum (a Court
order addressed to the holder of a document requiring its
production in Court) was recommended by the Evershed
Committee to enable this to be done, but the amendment has
not been adopted.
The Joint Committee also supports certain recommenda-

tions of the Byrne Committee,5 which as long ago as 1949
recommended the reading of written depositions (subject to
certain safeguards) as a means of giving evidence on largely
formal matters to criminal courts, and so reducing attend-
ances by doctors, pathologists, and officers of forensic science
laboratories. This procedure has been adopted for the giving
of evidence of analysis of samples for the presence of alcohol
in Road Traffic Act prosecutions,6 but the advice has not
been generally adopted.

So long as people spend such a long time at Court the
question of fees for attendance will remain a live one. It is
no doubt largely owing to the presence of four experienced
solicitors on the Joint Committee that its report contains
an excellent appendix explaining the manner of assessment
of fees for witnesses. The Joint Committee makes a plea for
tolerance for the solicitor who may in some cases (particularly
legal aid cases) be unable to recover the full amount of
witness fees either from his client or from the Legal Aid
Fund. In this way the solicitor, who is personally liable to
pay these fees to the witness, may lose money in addition to
the statutory reduction of his fees in legal aid cases. There
are ways in which doctors and solicitors can help each other
over this question of fees, and the Joint Committee recom-
mends that these should be discussed at joint meetings of
local law societies and local branches of the B.M.A.
The much larger question of the principle of medical

confidence and medical privilege must be considered in any
discussion of medical evidence. That the patient should be
uninhibited in his disclosures to doctors is often put forward
as the reason why doctors should be privileged from disclosing
their patient's confidence to the Court-or rather that the
patient should have the right to withhold such disclosure.
The Joint Committee is not satisfied with the existing situa-
tion in which the Court can in the final resort order doctors
to disclose matters which their ethical code would normally
forbid them to reveal, though it makes no positive proposals
on this subject.

Even if all the recommendations of the Joint Committee
are adopted, the supposed terrors of cross-examination will
remain to be faced by most doctors at some time in their
lives. Nevertheless, fears on this score are usually
exaggerated, particularly if the witness gives some thought to
his behaviour in the witness-box.7 But judging by the fate
of the recommendations of earlier learned committees, none
of the Joint Committec's recommendations will be adopted
without intense pressure from all ranks of both legal and
medical professions.
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