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depressants and antipsychotic drugs, especially those with
strong anticholinergic properties such as amitryptiline, have
an additive effect with alcohol, which can provoke extra-
pyramidal symptoms in patients on long-term treatment.3
Barbiturates, beta-blockers, and antihistamines have all
been shown to impair psychomotor performance, even in
small doses, in conjunction with alcohol. The risks of hypo-
glycaemia with the sulphonylureas and of bleeding with
warfarin should both be well khown. Poisoning with relatively
small doses of drugs like barbiturates, opiates, diazepam,
chlormethiazole, paracetamol, and Distalgesic (dextro-
propoxyphene and paracetamol) seems to be more serious, and
sometimes unexpectedly fatal, when combined with alcohol.
The evidence is largely anecdotal and the explanation is not
known, though central nervous system interactions are
probably important.

In contrast, drugs which are metabolised by the liver are
likely to have a diminished effect in the chronic alcoholic (in
the absence of cirrhosis) because of enzyme induction. This is
true for phenytoin, meprobamate, diazepam, barbiturates,
warfarin, and tolbutamide,4 the therapeutic actions of which
may be reduced by as much as half. Enzyme induction may
also explain the very large amounts of sedatives that sometimes
have to be given to patients with alcohol-withdrawal
symptoms.
Drugs may themselves affect the behaviour of alcohol by

altering gastric absorption, by changing its volume of dis-
tribution (in the case of diuretics, for example), and by
inhibiting its metabolism. Chlorpromazine and chloral
hydrate inhibit alcohol dehydrogenase and disulfiram
(Antabuse) interferes with aldehyde dehydrogenase, though
the belief that accumulation of acetaldehyde is responsible for
the "Antabuse reaction" is probably too simple.5 Chlor-
propamide and metronidazole produce flushing and an
"Antabuse reaction" in some people, but this is almost
certainly genetically determined, at least in the case of chlor-
propamide.6 Flushing is probably mediated through central
receptors in the brain, and drugs such as naloxone may be
effective in treating acute alcoholic intoxication.7 Greater
knowledge of such drug-receptor interactions may help to
identify individual susceptibility to the effects of both drugs
and alcohol.
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The editor regrets...
Last year the BMJ rejected over 4000 articles submitted for
publication, so making some of their authors angry, or frustra-
ted, or simply miserable. Some of these articles were accounts
of good medical science, were well written, and because of
their lack of general interest were turned down in our weekly
competitive editorial hanging committee (so-called by analogy
with the committee that selects paintings for the Royal
Academy's summer exhibition). Most of the rejects, however,
were non-starters.
Many of the rejected case reports were rarities that had

been recorded already-sometimes in standard textbooks.
Oddities are of wide interest only the first time round. Clinical
research appeals to general readers when it is reasonably
conclusive, but many of the papers sent to us were far too pre-
liminary. The acid test is whether the findings will affect clini-
cal practice, and that means that ideas should have been tested
on patients, probably in controlled trials. Nor do we usually
accept refutations of hypotheses originally published in
another journal-though we do accept an obligation when we
carried the first paper. Next, since our readers are mostly
generalists, we give priority to papers on common disorders-
coronary disease, breast cancer, stillbirth, rheumatoid arthritis
-and look more sceptically at work (even of high quality) on
clinical rarities. Every editor has his ideal paper (as every
motorist dreams of an ideal car). For us the paper would report
new findings in a common disease that either improved prog-
nosis or simplified management: and the new approach would
have been properly evaluated in a formal controlled trial.

Finally, what about presentation? Clearly a well-written,
cleanly typed paper makes a good impression on both editors
and referees, but we try to assess the quality of the work as
well. Sometimes-as Dr Alex Paton explains at p 529-we
decide to rewrite a paper heavily because its ideas are impor-
tant and attractive but not expressed appropriately for the
average non-specialist reader. Most often, however, we cannot
find the time to provide such a service, so we hope intending
authors will find this example helpful.

Correction

Cerebral atrophy or hydrocephalus?

We regret that the list of references was omitted from the leading
article on this subject (9 February, p 348). They are as follows:
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