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support a role for therapeutic doses of
heparin in halting neurological deterio-
ration after stroke. However, low dose,
prophylactic heparin is often recom-
mended to prevent venous throm-
boembolism.17

Our results were consistent with pre-
vious results showing that specialised
stroke units improve outcome com-
pared with general medical wards.1-5 We
found more favourable outcomes in
neurological and stroke units than in
general medical and geriatric units. This
was accompanied by a small, statisti-
cally significant increase in length of
stay in stroke units. Nevertheless, care
in stroke units can still be improved. A
Norwegian study in 2000 found that
patients were more likely to be inde-
pendent if they received extended serv-
ice from a stroke unit (including early
supported discharge, further rehabilita-
tion and follow-up from a mobile team
in close cooperation with the primary
healthcare team) rather than standard
service.18

Clearly, management of acute stroke
in Australia does not always follow rec-
ommended practice, but identifying
areas for improvement is only the first
step. Clinicians and administrators
must realise that evidence-based strate-
gies exist for improving care after
stroke.19 Systematic assistance with
practice improvement is needed.
Improving the outcome of first stroke
and reducing the incidence of second
events with optimal secondary preven-
tion would have clear benefits for the
health of the nation.

*Stroke in Hospitals: an Australian 
Review of Treatment (START) 
investigators
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Hospital, Perth, WA).
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Correction
Re: “Experimental human infection with the dog hookworm, Ancylostoma caninum”,
the Research article by Juergen K Landmann and Paul Prociv in the 20 January issue of
the Journal (Med J Aust 2003; 178: 69-71), in which the labels for the second oral
infection and cutaneous infection in the Figure in Box 2 were accidentally reversed.
The corrected Figure is reproduced here.

2: Peripheral blood eosinophil levels after exposure to infective larvae 
of Ancylostoma caninum

* The three separate experiments were run consecutively over a period of one year.
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