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A prerequisite for dealing rationally with the threat posed by
any drug must be a well informed view on the nature of the
beast. The question is whether crack, the beast in question, is
a toy poodle, a tiger, or some beast in between. The Home
Affairs Committee, which reported last week on crack, is
confident that it is a tiger (p 345).1 Crack has been represented
as a killer drug, as something uniquely evil, whereas cocaine,
the parent substance, has in some circles been portrayed as a
source of harmless fun -the "champagne of drugs."
But crack is nothing more than cocaine that has been

separated from its hydrochloride salt.2 The term free base is
also used, referring to the freeing of the cocaine base from its
salt. Occasionally crack is described as pure cocaine, but this
is true only in so far as it is not encumbered by the hydro-
chloride: crack will be only as pure as the black market source
and the contaminants of the extraction process allow. Crack is
extracted from the hydrochloride by the backroom chemist
with a nicrowave oven, some cocaine, some ammonia
or bicarbonate of soda, and a schoolroom knowledge of
chemistry.
One of the disturbingly clever features of crack is that it is

such an efficient way of getting high on cocaine. Whereas
cocaine hydrochloride merely bursts when heated, free base
cocaine or crack melts and then vaporises when heated by a
direct flame. It can therefore be smoked in a cigarette or
a freebase pipe (either a special glass water pipe or one
improvised by pushing the case of a disposable ball point pen
through the side of a plastic bottle). As cigarette smokers and
heroin chasers have discovered, the lungs are extremely
efficient and the inhaled cocaine free base is rapidly absorbed
and has an effect on the brain within half a minute-the type
of instant hit that was previously associated only with intra-
venous use of cocaine. Peak plasma concentrations are
recorded almost immediately, and the effect has largely
passed in half an hour or even sooner. In contrast, the
effect after snorting cocaine (like snuff) is of more gradual
onset with peak plasma concentrations occurring after 30
minutes.`

Crack is not a new drug but a new delivery system. But
before we dismiss this as insignificant we must remember that
the invention of the hypodermic syringe in the middle of the
last century merely offered a new delivery system for opiates;
similarly, the strange idea of rolling tobacco in paper and
smoking it was a new delivery system that had enormous
public health consequences. Crack may be just a new
technology, but it makes the equivalent of intravenous

cocaine available to the drug taker who has shunned injecting;
drug users who appear to have been controlling their cocaine
snorting may then become compulsive free basers or crack
smokers.6
Crack is said by the press to be instantly addictive, and it

certainly has the pharmacokinetic characteristics that indicate
a high dependence liability. Cocaine is the most powerful of
reinforcers, meaning that primates continue to inject them-
selves with cocaine to the exclusion of all else until they
collapse exhausted or dead.7 Nevertheless, a survey of 308
adolescents recruited on the streets of Miami in 1986 showed
that nine out of 10 had used crack at least once in the previous
three months but only a third were using it daily, with another
third using it no more than once or twice a week.'

In addition to addiction a transient cocaine psychosis may
occur, related to the high peak of plasma and brain concentra-
tions.9 At lower concentrations users may show paranoia.
Violence may result,10 although some reports have confused
violence induced directly by drugs with the gang warfare and
killings that have occurred in some United States cities over
disputed territory and the ownership of the crack market.
Cocaine overdose causes medullary stimulation with hyper-
tension and tachycardia and subsequently tonic and clonic
seizures and ventricular arrhythmias, leading eventually to
respiratory and cardiac failure." Hypertension may rarely
result in a cerebrovascular accident.
At first glance it might be thought that using crack is at least

safe in terms of transmitting HIV. But crack users seem to be
former cocaine snorters or new recruits rather than former
cocaine injectors, and the association between crack and
increased sexual activity and sex for drugs transactions may
contribute to the more rapid spread of HIV. 2

As yet crack use in Britain is mainly restricted to specific
areas-hence the concern that sensational media coverage of
a crisis in the making may become a self fulfilling prophecy. In
south London despite increased attendances at a community
drug team by new patients who have used cocaine as one of
their drugs in the preceding month (from 13% in 1987 to 26%
in the first half of 1989) there are still almost no primary
cocaine or crack users presenting to the service. Virtually all
the cocaine and crack users are already using heroin. The
Home Office recently reported that there had been 27 seizures
of crack by the police so far in 1988 compared with six in 1987
and 13 in 198813-evidence of a change but still well below the
717 seizures of cocaine and 2057 of heroin in 1987.'4
The possibility of treating crack addicts with some sub-
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stitute treatment programme comparable to methadone main-
tenance for opiate addicts does not seem promising as there is
no obvious candidate drug for the substitute. The American
use of methylphenidate seems wrong for Britain, where there
is a more extensive histoiy of intravenous abuse of this
drug. One of the more promising approaches to treatment is
using tricyclic antidepressants such as desipramine, which
may correct disturbances in dopaminergic pathways and
alter receptor supersensitivity resulting from regular cocaine
use." 116 Such drugs may thus help to correct the depression or
anhedonia which colour the let down from cocaine and which
if uncorrected may invite further cocaine use. Alternatively, a
drug might be given which would produce cocaine blockade
(just as naltrexone does with heroin), but no such drug has
yet been reliably identified. There have now been reports
that bromocriptine may reduce postwithdrawal craving for
cocaine, but these first reports need to be investigated
further. 7 General treatment approaches used in rehabilitating
those addicted to other drugs should be relevant. The use of a
structured approach for preventing relapse should help in
identifying alternative coping strategies."S Systemic exposure

to stimuli that promote craving may also be useful-as it has
been with other addicts. 19-21 Most important of all may be the
non-specific and low key help based on the wide availability of
a friendly and knowledgeable person who may inform,
support, and cajole. Treatment for those addicted to cocaine
and crack must depend on strengthening existing services
rather than on creating a new crack specialty.

So is crack the tiger or the toy poodle? In the light of the
scientific evidence it would be wrong to portray the use of
crack as innocent fun. And yet to give crack the image of a
mythological monster and portray it sensationally as some-
thing uniquely diabolical will only add to its allure. The hype
is dangerous as well as the drug.
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Diagnosing rubella

May be difficult in patients without symptoms

One of the government's aims in introducing the mumps,
measles, and rubella vaccine for all children in October 1988 is
to eliminate rubella.' But this will not happen for years, and
some pregnant women will still be exposed to rubella.
Primary infection with rubella in the first four months of
pregnancy carries a major risk of fetal damage,2 and correct
diagnosis is thus vital. The infection is usually clinically
apparent but may be subclinical; fetal damage is likely
whether or not the infection is apparent. This means that all
patients with rubelliform illnesses and exposures to rubella in
early pregnancy must be investigated.

Clinical diagnosis is unreliable because other viral in-
fections, particularly those with parvovirus B 19, may present
as a rubelliform illness.4 Viral culture is unhelpful, and
serological investigation is the only valid method of diagnosis.
The characteristic serological pattern of primary rubella is
that the patient develops maximum concentrations of anti-
body within 10 to 14 days after the onset of illness. The
antibodies include high concentrations of specific IgM that
persist for at least a month5: if the samples of serum are taken
more than a few days after the onset of the illness (as is usually
the case) and rubella antibody is present then the detection of
specific IgM is taken to indicate recent infection. There are

reliable and sensitive assays for detecting specific IgG and
IgM,6 and usually it is straightforward to confirm or refute a
diagnosis of recent primary rubella. Unfortunately, however,
there are several pitfalls.

All assays for specific IgM occasionally give false positive
results. Low concentrations may occur in infectious mono-
nucleosis,7 in infection with parvovirus B 198 and cytomegalo-
virus (M Supran, personal communication), and if rheuma-
toid factor is present. Nevertheless, most false positive results
cannot be explained. Experience has shown that if a positive
result in one assay is not confirmed in a different assay of
similar sensitivity then the result is likely to be non-specific
and hence negative.
A further problem is to distinguish primary rubella from

reinfection. Reinfection is diagnosed when an antibody
response is shown in someone who has previously had natural
rubella or successful immunisation. If the patient is in
early pregnancy and has not had symptoms the distinction
is crucial. There have been only a few proved cases of
asymptomatic reinfection with transmission to the fetus and
consequent damage,9 '0 although further cases await reporting.
As rubella is endemic in children, however, probably only a
few of the asymptomatic reinfections that occur in pregnancy
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