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Letters to the Editor

Gastro-duodenal injury associated with intake of
100-325 mg aspirin daily

Sir,
Oren et al. drew attention to the ulcerogenic and haemor-
rhagic side effects of aspirin in doses ranging from 100 to
325 mg/day.1 In our experience, life-threatening gastric
complications can occur even with maintenance doses of
75 mg/day. An example.'is an 82 year old woman with a
history of gastroenterostomy for duodenal ulcer, at the
age of 55, followed by truncal vagotomy at the age of 65,
for anastomotic ulcer giving rise to haematemesis. At the
age of 81 her haemoglobin level was 14.9 g/dl. She was
taking aspirin 75 mg day for ischaemic heart disease and
she had no dyspepsia. Ten months later, she was admitted
with haematemesis and a haemoglobin of9.9 g/dl. In view
of continuing bleeding, she was referred to Miss M.T.
Morrell, F.R.C.S., who performed a gastrostomy which
revealed multiple gastric erosions, the largest of which
were underrun. Aspirin was discontinued and she had no
recurrence of bleeding. The lesson from this case is that
the modest doses of aspirin currently recommended for
ischaemic heart disease2 and for transient ischaemic
attacks3 also carry the risk of life-threatening gas-
tropathy, even in patients with hypochlorhydria.

O.M.P. Jolobe
N.S. Price

Department of Medicine for the Elderly,
Tameside General Hospital,

Fountain Street,
Ashton-under-Lyne,

Lancashire OL6 9RW, UK.
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Bone density measurement in osteogenesis
imperfecta may well be important

Sir,
We read with interest the article by Colin Paterson and
Patricia Mole.'
The authors have shown that, in a sample of61 patients

with osteogenesis imperfecta (OI), 70% of patients with
type I or type IV OI had bone mineral content (BMC) or
bone mineral density (BMD) values at the non-dominant
forearm, measured by single photon absorptiometry
(SPA), within 2 s.d. of the mean for age- and sex-matched
normal volunteers. The authors therefore advise caution
in using bone density studies to 'exclude' OI.

We wish to make three points in relation to this study.
Firstly SPA is no longer the preferred method of bone
densitometry. Although there is some correlation
between it and measurements at other sites, it is not
sufficient to predict fractures at the hip and spine.2 Direct
measurements at these sites by dual energy X-ray absorp-
tiometry (DXA) are needed.

Secondly, in interpreting results of any investigations,
one needs to differentiate clearly between statistical
significance and clinical significance of the values. In the
case ofbone density studies it can be especially misleading
to label somebody normal just because the result lies
within the 2 s.d. band. The difficulties in defining 'nor-
mality' for a continuous variable like bone density, which
has a varying fracture risk at all levels with no cut-off, are
shown by the observation that for every reduction in the
BMD by 1 s.d., the risk of fracture at that site increases
2-3 fold.3 Most of the patients described in this paper
have Z-scores worse than - 1. They as individuals
therefore do carry an increased risk of fractures because
of this low bone density, quite apart from the risk
secondary to their abnormal collagen structure. While we
do agree with the general principle that bone den-
sitometry studies should not be used for diagnostic
purposes in OI, it may, however, indicate whether to
investigate further an undiagnosed young person sustain-
ing a low-trauma fracture. Our own data support this
contention.
We have previously reported a prospective study of 18

patients from eight known families with 01 in Cornwall.4
We identified 3(6) families (affected family members) with
Sillence type 1 OI, 1(1) with type III OI and 4(11) with
type IV OI. The affected members were eight men (age
9-79) and 10 women (age 4-66, six postmenopausal). All
patients underwent BMD measurements byDXA of their
lumbar spine (Li-L4). The mean Z value spine in this
group was - 2.45 (range - 4.0 to - 0.6). Ifwe accept that
anybody with bone density within ± 2 s.d. of the mean to
be 'normal', then eight out of 18 patients (44.4%) could be
termed as having 'normal' bone density (Figure 1).
However, no patients had a Z-score above - 0.5, only
one of our patients had Z-score between - 0.5 and - 1,
seven patients had Z-scores between - 1.5 and - 2, and
10 patients had Z-scores worse than - 2.
The third point that we wish to make is in relation to the

process of mineralization of collagen matrix. Histomor-
phometric and electron microscopic studies on the OI
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Figure 1 Patients with osteogenesis imperfecta. Bone
mineral density in the lumbar spine measured by dual-
energy X-ray absorptiometry. (Classification according
to Sillence). * = Type I; + = type III; x = type IV.
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