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Drugs, HIV, and prisons

Time to rethink current policy

The prevalence of injecting drug use rose dramatically in
Europe in the 1980s; in the United Kingdom alone there are
an estimated 75000-150000 injectors.' Responding to this
increase and to the concomitant risk of infection with HIV,
treatment agencies have adopted more flexible approaches to
try to attract users to treatment and maintain contact with
them.25 Gradually a broad based community approach is
evolving that includes doctors, pharmacists, the police, social
workers, and probation officers. In this widening net of
services the prisons remain a gaping hole.6

Altogether 10% of men and 25% of women in English
prisons have used opiates or stimulants regularly before
imprisonment,78 and the proportion is probably higher
among remand prisoners. Scottish figures suggest that 27-
35% of prisoners have injected drugs,9 and in most European
countries about 30% of inmates are estimated to have a history
of drug use.
The challenges for the judicial system are to divert more

drug users from the criminal justice system to the treatment
system and to provide proper treatment for those who are
imprisoned. In Britain these prisoners are not only unlikely to
be offered treatment but their risks of contracting HIV
infection may actually be increased. The main risk is sharing
injecting equipment owing to the lack of sterile injecting
equipment.'0-'3 In two studies of those who injected in prison
three quarters shared injecting equipment.'2 3 Most made
some attempt to clean dirty equipment before use but used
poorly effective cleaning methods. 1" The prevalence of inject-
ing behaviour in prison is critical to whether imprisonment is
an independent risk factor for acquiring HIV infection. The
small Scottish study found that two thirds of injectors had
injected in prison (p 1506). 12 In two samples of English
prisoners one found no evidence of injecting in prison,' while
the other reported that 27% of injectors carried on injecting in
prison. II

Although estimates of the prevalence of drug injecting in
prison vary widely, instituting basic precautionary measures
is still possible. Imagining that any prison would provide
injecting equipment is difficult, but a prison could-and
those in San Francisco and Melbourne do6-provide supplies
of bleach and instructions on how to clean equipment. Just as
important is preventing prisoners from starting to inject their
drugs. Prisons are atypical environments, in which prisoners
may be under pressure to engage in novel drug taking or
sexual behaviour. In such circumstances someone who is
dependent on opiates but has always smoked drugs may start

injecting to relieve the symptoms ofwithdrawal. The risk may
be particularly high in the first week of imprisonment and
could be reduced by providing opiate detoxification.

Providing condoms would help reduce the risk of sexual
transmission of HIV, but the British system refuses to do so
on the grounds that it might encourage homosexual acts.
Prohibited or not, some sexual activity will occur, especially
in the multiply occupied cells of British prisons, where 10% of
subjects in one study sample reported having engaged in
sexual activity while incarcerated. By contrast Power et al's
study of Scottish prisons reports extremely low levels of
sexual activity (p 1507). 14 Irrespective of the level of sexual
activity the practice of safer sex should be seen to be endorsed
by providing condoms. Sixteen prison systems in Europe
make condoms available and have reported no problems with
this policy.6

Until recently drug users in most British prisons have had
little incentive to seek treatment. Instead, the response to
those who disclosed a history of drug use was often isolation,
strip searches, and cell searches. Recent guidelines from the
prison medical service now recommend that a detoxification
programme with oral methadone should be routinely offered
to all new prisoners with opiate addiction unless specifically
contraindicated. 15 The services provided to women in
Holloway prison, London, could serve as a model, not
only for detoxification but also for follow up support and
rehabilitation. Detoxification with methadone was introduced
in Holloway in 1987; it is now the norm and drug users know
it to be, with the result that most prisoners disclose their drug
use. A confidential service for sexually transmitted diseases
exists, and there is a general diligence about health care.
Outside agencies such as Narcotics Anonymous, Positively
Women (a suipport group for women with HIV infection), and
drug rehabilitation groups have access to the prison to help
women develop plans for after their release. Staughton prison
in Scotlancl plans topilot a similar drug reduction programme.
The prison service needs to consider a range of treatment

options. The guidelines on detoxification are a start, but
prison medical officers need also to liaise with local specialists
and ensure that they and prison officers receive training
in managing drug use. In particular, prisons should stop
segregating prisoners who have HIV infection.'6 Segregation
implies that those who are not segregated are not infected and
may therefore actually facilitate high risk behaviour. It is also
inhumane. A report from the Prison Reform Trust held
Bristol prison to be a model of care for those with HIV
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infection: confidential counselling showed that 24 prisoners
were HIV positive compared with an original estimate of
two.'6 The official figure for the number of HIV positive
inmates in English prisons is 58.17 At any time, however, there
is a total of 45 000 prisoners; if 10% were estimated to be drug
users8 and 5-10% of these were estimated to be HIV positive'3
this would mean that there were 225 to 450 seropositive drug
users in prison. This estimation does not include homosexual
inmates.
HIV and AIDS have highlighted the lack of adequate

medical care in the prison system, and a radical overhaul of
prison medical services has been recommended.' '" But even
with good medical care, prisons were never meant to be
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terminal care wards for young drug injectors. The rising
numbers of deaths from AIDS in European prisons should
now force a radical rethinking of the role of the judicial system
in managing drug users.
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Alzheimer's disease and the h amyloid gene

A mutation in this gene may accountfor some cases

Evidence is mounting to implicate the (i amyloid precursor
protein and its gene in the pathogenesis of Alzheimer's
disease.' 2 This has come from the intensive molecular genetic
and biochemical research of the past decade. A key finding
was the identification of a peptide derivative of the i amyloid
precursor protein, called P/A4, in the vascular amyloid
deposits and senile plaques pathognomonic of the disease.34
The suspicion that the gene for the Pi amyloid precursor
protein might be of central importance was heightened by the
finding of linkage of familial Alzheimer's disease to chromo-
some 215 6 where the gene is located7 8; this also fitted in with
the frequent occurrence of premature Alzheimer's disease in
people with trisomy 21 (Down's syndrome).

All this evidence pointed to an abnormality or duplication
of the gene for the 13 amyloid precursor protein being a cause
of at least some Alzheimer's disease. Further research,
however, clouded the picture. Duplication of the gene was
soon excluded, while linkage studies seemed to eliminate the
1i amyloid precursor protein gene from being a candidate gene
for the disease.9 '° Additionally, partial sequencing of the gene
in three patients with sporadic Alzheimer's disease showed no
differences from controls. "

Other research has been directed at the expression of
transcripts of the gene, in case differences at the messenger
RNA level might possibly account for the deposition of /A4.
The topic is complex, as there are five variants of the
messenger RNA for the [1 amyloid precursor protein. Notably,
some forms contain a region encoding a protease inhibitor; as
13/A4 is thought to derive from the [i amyloid precursor
protein by proteolysis, a reduced proportion of these forms
might promote production of 3I/A4. Variations in the quanti-
ties, ratios, or location of the different messenger RNAs for I
amyloid precursor protein have been reported in patients with
Alzheimer's disease.'2 '3 So far, however, the findings have
been inconclusive and sometimes inconsistent, and it remains

uncertain whether any such changes contribute to the for-
mation of P/A4.

Studies have also looked in detail at the metabolism of the j
amyloid precursor protein, as a post-translational abnormality
of some kind might occur even if the encoding gene and its
expression were normal. The data suggest that some aspect(s)
of such processing may indeed be altered in Alzheimer's
disease.'4 For example, it is probable that ,B/A4 does not result
from normal cleavage of the I amyloid precursor protein,'5
and the search is on for mechanisms that may promote its
aberrant breakdown.

In contrast with the recent focus on the protein itself a new
report promises to shift attention back to the gene. A
nucleotide base substitution close to the region encoding P/A4
has been identified in the gene in two unrelated families each
with multiple patients with presenile Alzheimer's disease.'6
The mutation results in a change in amino acids from valine to
isoleucine. As it was not present in unaffected family members
or in 100 normal subjects the mutation is likely to play a part
in the cause of the disease in these cases, especially given the
previous evidence implicating the encoded protein. Further-
more, a different mutation in the same ,B amyloid precursor
protein gene occurs in a rare familial amyloid angiopathy,'7
providing a precedent for the association of a mutation of the
gene with a cerebral amyloidosis.

Discovery of a fi amyloid precursor protein gene mutation
in patients with presenile Alzheimer's disease is the most
important aetiological clue to emerge from the molecular
genetic studies of the past few years.'6 Inevitably, however,
many questions remain unanswered. What about the apparent
exclusion of the 13 amyloid precursor protein gene from being
linked to the disease?9'0 Most probably, the data indicate
genetic heterogeneity-that is, that Alzheimer's disease has
more than one genetic locus.'8 In support of this possibility,
Goate et al did not find the mutation in several other affected
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