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Anomalies of early relationships with parents and repressive
family attitudes towards sexuality are among the most con-
sistent findings in studies of homosexuality in either sex.
Despite our inadequate knowledge of the development of sexual
orientation it is possible to recognize circumstances specially
apt to result in anomalous sexual development. Children
reared in families which are incomplete, disturbed by distor-
tions in personal relationships, or whose sexual attitudes are
markedly clouded by repression or ignorance appear to be
particularly vulnerable. Specific difficulties in relating to
other people, lack of opportunity for satisfactory social contact
with the opposite sex, or undue exposure to erotically stimu-
lating contact with members of the same sex, such as may
occur in single sex institutions or organizations, may result
in the stirring of homosexual feelings in the adolescent. If
this occurs in an individual factually or emotionally
unprepared for adult sexuality it may form the basis for a
lifelong pattern of sexual function. It is particularly
important to stress that these homosexual feelings do not
inevitably imply homosexuality. However, homosexual con-
tacts are often as effective as heterosexual in the male and
more effective in the female in bringing the individual to
orgasm, so that once physical behaviour is established it
becomes extremely difficult to displace.

Is Quinidine Outdated?
Quinidine, the dextro-isomer of quinine, is one of the natural
alkaloids found in cinchona bark. It has been recognized as
an agent for the treatment of arrhythmias for over 100 years.
While quinidine shares with quinine antimalarial, anti-
pyretic, and oxytocic actions, and both are skeletal muscle
depressants, it was for its cardiac actions that it came to
occupy an almost unique position in therapeutics for almost
half a century.

Quinidine acts on cardiac muscle to depress excitability,
conduction velocity, and contractility. It also lowers peri-
pheral vascular resistance. Quinidine sulphate is the most
commonly used short-acting preparation given by mouth.
Two long-acting preparations, quinidine polygalacturonate
and quinidine bisulphate, have recently been marketed
embedded in a porous insoluble plastic tablet for slow release.
Quinidine bisulphate and the more soluble quinidine glucon-
ate have been used in the past for intravenous injection, but
since syncope can occur this route should not be used.

Before the introduction of direct-current (D.C.) counter-
shock therapy, quinidine was used in large doses to convert
atrial fibrillation to sinus rhythm, and in smaller doses to
prevent recurrences of atrial fibrillation. It was also given
for the prevention and treatment of atrial flutter after
digitalization and for the prevention and treatment of supra-
ventricular tachycardias, ventricular tachycardia, and extra-
systoles. Lesser-known uses of quinidine are in the treatment
of intractable hiccup and as an aid to the diagnosis of the
Wolff-Parkinson-White syndrome by depressing the aberrant
conduction pathway.

Quinidine is a cumulative drug, and large doses give rise
to cinchonism, characterized by tinnitus, headache, nausea,
abdominal pain, skin rashes, disturbed vision, and amaurosis.
The effects of large doses of quinidine on the heart include

extrasystoles, atrioventricular and intraventricular blockd
ventricular tachycardia and fibrillation, and cardiac asystole,
The incidence of death due to the use of quinidine in the
treatment of chronic atrial arrhythmias has been quoted as
being between 3% and 4%. Systemic embolism and toxic
effects on the myocardium and the central nervous system
have been blamed for sudden deaths during quinidine
therapy.1 2 A. Selzer and H. W. Wray,' however, have
pointed out that " quinidine syncope," which in their experi-
ence was a common event, was usually due to paroxysmal
ventricular fibrillation. It may occur after modest doses of
quinidine and in the presence of " relatively low quinidine
blood levels." This suggests that ventricular fibrillation is
commonly due to myocardial sensitivity to quinidine and not
to the toxic effect of high blood levels of the drug as implied
by M. Sokolow and D. B. Perloff.' These findings, subse-
quently confirmed by others, reinforce the importance of a
test dose of quinidine and of never initiating quinidine therapy
without there being adequate monitoring and resuscitative
equipment close at hand. Idiosyncrasy to small doses of
quinidine may also take the form of nausea, vomiting, and
diarrhoea; tinnitus, confusion, headache, and visual disturb-
ances; skin rashes, angioneurotic oedema, cramps; thrombo-
cytopenic purpura (which is rare); asthma, respiratory
depression or arrest, and hypotension.
The introduction of D.C. shock therapy for the correction

of cardiac arrhythmias has relegated quinidine to the status
of a prophylactic antiarrhythmic agent. Until facilities for
D.C. shock therapy become more generally available, how-
ever, quinidine will continue to have its supporters.4 Some
workers have recently advocated the combined use of quini-
dine and propranolol in the management of recurrent or
resistant arrhythmias.' 6 B. Lown7 regards quinidine as an
important drug in the prevention of recurrences of atrial
fibrillation. In his view intolerance to this drug is a relative
contraindication to the use of countershock therapy in atrial
fibrillation. S. Oram and J. P. H. Davies8 have shown quini-
dine to have no effect on the incidence of recurrence of atrial
fibrillation following restoration of sinus rhythm by D.C.
shock. These authors suggested that D.C. shock might even
sensitize the myocardium to the effects of quinidine, render-
ing the patient liable to "late" cardiac arrest. This
suggestion was supported by 0. Brenner and his colleagues.'
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Because of the possible ineffectiveness of quinidine in
preventing recurrences of atrial fibrillation after counter-
shock therapy8 10 and the risk of early and late sensitivity
phenomena which could have fatal consequences many
clinicians in Britain do not use quinidine as a routine anti-
arrhythmic agent. Fortunately alternatives are available for
the prophylaxis and treatment of atrial or ventricular
dysrhythmias occurring after myocardial infarction or after
cardiac (or thoracic) surgery. Here the judicious use of
digitalis, lignocaine,1' 12 diphenylhydantoin," and possibly
bretylium tosylate,'4 together with electroconversion and
electrical pacing where necessary, have proved effective.
Lignocaine must be given parenterally; the efficacy of oral
diphenylhydantoin as an antiarrhythmic agent is disputed,15
and bretylium tosylate produces marked postural hypotension.
For more prolonged use oral procainamide, which has an
action on the cardiovascular system similar to quinidine, has
therefore returned to favour, despite a formidable list of
possible side, toxic, and hypersensitivity effects."6

Beta-adrenergic receptor blocking agents, like propranolol
and H56/28,17 are thought to have an antiarrhythmic effect
by inhibiting catecholamine-induced arrhythmias and by a
direct quinidine-like or local anaesthetic effect on myocardial
cell membrane. Oral propranolol has been shown to be
ineffective in reducing the incidence of arrhythmias after
mnyocardial infarction" or in preventing recurrences of
atrial fibrillation after restoration of sinus rhythm by D.C.
shock.19 20 Parenteral propranolol might be hazardous when
used in the acute stages of a myocardial infarct.21 H56/28
has yet to be fully investigated.
The search, therefore, goes on for an effective, safe, oral

antiarrhythmic agent for long-term use.

Natural Death at the Wheel
As the number of vehicles on the roads increases, so will the
number of accidents precipitated by natural disease. The
exact number can never be known, because a sudden depar-
ture'from normal health might easily be sufficient to interfere
with the driver's capacity enough to cause an accident to a
fast-moving car yet not be detectable clinically if he survives.
Moreover, if the driver is killed, it might not be evident as
a significant lesion post mortem, either because he has
suffered multiple injuries which mask the disease, or because
it may be of such a minor nature that a pathologist could not
be sure, in the absence of a clinical history, that it would be
enough to cause any symptoms. It is sometimes suggested
that the licensing authorities do not do enough to ensure that
drivers of private cars are fit, but how far they could or should
go is open to debate. It is different altogether where public
service vehicles are concerned. The passenger on a bus or
in a taxi, who pays a fare for his journey, is entitled' to know
that the driver is not suffering from some detectable condi-
tion likely to lead to an accident. Bus drivers undergo
periodical medical examination to ensure so far as possible
that they are fit for the task, and the small number of bus
accidents due to the driver's death or illness bears witness
to the effectiveness of the examination. In some cities taxi

drivers are also subjected to recurrent medical inspection, but
in some places this is not done, and it seems that it ought
to be.

In a recent paper on over a thousand road accidents in
California' the authors reported their studies on the deaths.
of drivers dying within 15 minutes of a single vehicle accident,
and have come to the conclusion that 15% of these deaths,
were due to natural disease. This is a surprisingly high total,
but the fact that 86% of the cases were subjected to necropsy
indicates careful investigation. They found too, as others
have, that often if a driver becomes ill and dies without time
to stop, the lack of serious injury gives a clue to the fact that
illness must have been the cause of death. In addition,
witnesses often report observations indicating clearly the
illness of the driver.
As would be expected, coronary artery disease is more often

than not the condition causing sudden illness at the wheel.
The question can be asked whether necropsies are adequate
to detect all those cases in which death or collapse has
occurred to precipitate the accident. Naturally the standard
of post-mortem examination varies, like everything else, but
before the actual examination is reached the question whether
there is to be one or not is of vital -importance. There are
places, both in Britain and abroad, where necropsies are
avoided in cases of sudden death wherever possible unless
the cause is obviously criminal. A guess at the cause of death
has then to be made either by a doctor or by a police officer
as a result of an external examination. This in general is
to be deprecated, and fortunately the practice is dying out.
Certainly in all cases of accident a post-mortem examination
should be made, even though the cause of death may be
thought obvious, because valuable and sometimes surpris-
ing information may come to light, particularly bearing on
matters of civil liability. Nowadays there is no reason why
in Great Britain a specialist pathologist should not always be
obtained to investigate a death with medico-legal implications.
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Ass., 1968, 205, 266.
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Improved Examinations
Medical curricula in all countries have changed considerably
in the last 10 years. But examination techniques have not
kept pace with the impressive advances that have been made
in the behavioural sciences, educational psychology, and
statistics.
New methods of evaluating the student's performance have

been introduced with the intention of improving his motiva-
tion, making the best of his capacity for learning, and recog-
nizing quickly his defects and correcting them. Evaluation
has become an integral part of the educative process. At
the same time, the reliability, the validity, and the accuracy
of the examination procedures have themselves been ques-
tioned. Teachers and examiners have come under scrutiny,
and, though the defects of some of them have long been the
subject of comment by their students and colleagues, it is
now being recognized that their shortcomings may be subject
to correction. In fact, there has been a general recognition
that the teacher himself must learn how to teach, and the
examiner must acquire skills 'which are not found simply by

I Charvat, J., McGuire, C., and Parsons, V., A Review of the Nature
and Uses of Examinatons in Medical Education, Wid Hith Org.
Publ. Hlth Pap., 1968, No. 36.
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