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Community-acquired Acinetobacter pneumonia

Sir,
Achar and colleagues report a case of community-
acquired Acinetobacter calcoaceticus var. anitratus (now
known as Acinetobacter baumannii) pneumonia from the
Middle East.' They summarize cases from the literature
but do not include our series of 11 blood culture-positive
cases from Darwin, Northern Territory, Australia, with
an accompanying review of 34 previously reported cases.2

In our ongoing study ofadult bacteraemic community-
acquired pneumonia at Royal Darwin Hospital since
1986, A. baumannii accounts for 16 of 148 cases (11%). A.
baumannii is the third commonest cause of death (nine
deaths, case fatility rate 56%), behind Burkholderia
(formerly Pseudomonas) pseudomallei (16 deaths) and
Streptococcus pneumoniae (12 deaths). Our cases of A.
baumannii are characterized by male predominance (14/
16), presence ofunderlying risk factors such as alcoholism
or chronic lung disease (16/16), wet season occurrence
(14/16), fulminant presentation with unilateral chest
X-ray consolidation (15/16) and death within 24 hours in
fatal cases (6/9). All our community-acquired isolates
have been gentamicin sensitive and cefotaxime/ceftri-
axone resistant. Pleural effusions are unusual.

Because B. pseudomallei and A. baumannii account for
48% of adult mortality from community-acquired pneu-
monia in our region of tropical Australia, our protocol
for empirical therapy of severe pneumonia is to add
gentamicin to ceftriaxone in patients with underlying risk
factors. IfB. pseudomalleiis isolated or strongly suspected
(for example, in diabetics), ceftazidime is substituted.3 If
A. baumannii is isolated, piperacillin is added to the
gentamicin and ceftriaxone ceased, or imipenem mono-
therapy is substituted.2 Despite a high level of suspicion,
intensive-care facilities and appropriate antibiotics, mor-
tality from these two organisms remains high. This is
consistent with studies from Thailand demonstrating that
ceftazidime therapy, while halving mortality from sep-
ticaemic melioidosis, does not substantially decrease
mortality in the first 48 hours.4
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Watermelon stomach in the CREST syndrome

Sir,
El Omar and colleagues' describe the interesting associa-
tion between severe bleeding from gastric telangiectasis
and the CREST syndrome, and the authors conclude that
this association is surprisingly rare with only four
previous reports. They also comment that gastric vascular
abnormalities can be very extensive giving rise to the
watermelon stomach. I have recently dealt with such a
problem in a patient with the CREST syndrome and this
case illustrates several important points in the manage-
ment of such patients.
A 46 year old female with CREST syndrome was

referred for assessment of chronic iron deficiency. Two
years previously gastritis and oesophagitis had been
treated with omeprazole, but because of continued
bleeding, with negative investigations including angiog-
raphy, a laparotomy and on-table enteroscopy had been
performed. Small bowel telangiectasias were found and
the most severely affected segment of ileum was excised.
At the time it was known that some small bowel vascular
lesions had been left in situ. This procedure was initially
successful but after 18 months iron deficiency anaemia
resistant to oral iron was again apparent; at this stage she
was receiving approximately 3 units of blood every 3
weeks.
At upper gastrointestinal endoscopy red streaks

radiating out from the pylorus were seen, characteristic of
watermelon stomach. Histological examination ofendos-
copic biopsies confirmed the diagnosis. Selective visceral
angiography showed subtle abnormalities with hypervas-
cularity of the antrum but the small bowel vasculature
appeared normal. A technetium-99 labelled red cell scan
suggested that the blood loss was from the gastro-
duodenal region rather than the distal small bowel. Her
bleeding has been controlled by endoscopic treatment
with heater probing and injection ofalcohol subsequently
because of a technical problem with the heater probe.
Following ablation of the endoscopically visible lesions
she has remained stable for 13 months, she has required
no blood transfusions and there is no further evidence of
bleeding.

This report illustrates one further case of symp-
tomatically bleeding gastric telangiectasias with the
CREST syndrome in addition to those described by El
Omar et al. and is unusual amongst these in demon-
strating the extensive lesion called watermelon stomach.

It shows that such patients may have multifocal
gastrointestinal vascular lesions and recurrence of
anaemia following surgery may occur. Careful assess-
ment using endoscopy, biopsy, angiography and radio-
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isotopic methods may be needed to determine which is the
major lesion requiring treatment.

Complete remission of gastrointestinal bleeding has
followed partial gastrectomy for watermelon stomach
and gastric telangiectasias2 but, given the propensity for
multifocal lesions in CREST syndrome and the potential
problems such patients can have with diarrhoea, attempts
should be made to preserve as much intact bowel as
possible. The authors state that endoscopic therapies are
only effective in small lesions. Our experience shows that
extensive vascular lesions can be safely dealt with by
endoscopic means and this has been confirmed by
others.23 Heater probe,4 bipolar cautery,5 laser3 and
sclerosant injection6 have been used successfully.
Gostout et al.2 achieved success in 87% of 45 patients

with watermelon stomach with no serious complications,
although 33% were left with asymptomatic antrum
dysmotility.

It is surprising that gastric vascular abnormalities are a
relatively uncommon reported cause of gastrointestinal
bleeding in CREST patients given that a significant
proportion (65%) of patients with the watermelon
stomach exhibit 'autoimmune' or connective tissue
disease type phenomena.2 Prednisolone may be effective
in the presence of hypergastrinaemia and achlorhydria.'
Our patient rather unusually in this population2 had
normal acid output and gastrin so corticosteroids were
not given. Progesterone/oestrogen combinations have
also been reported to be effective in bleeding gastric
telangiectasias5 but were avoided in this case because of
previous hormone-induced migraine. A high index of
suspicion is often needed to make the diagnosis of
watermelon stomach at endoscopy, angiography is often
unhelpful and histological changes may be missed at
biopsy. As the authors state the endoscopic appearance
can be mistaken for gastritis.9

Gastric vascular abnormalities should be considered by
gastroenterologists and rheumatologists in the differen-
tial diagnosis of anaemia in CREST patients, wider
recognition of these entities and associations is likely to
result in more cases becoming evident. Endoscopic
therapy may be all that is required.
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Cardioprotective therapeutics - drugs used in
hypertension, hyperlipidaemia,
thromboembolization, arrhythmias,
postmenopausal state and as anti-oxidants

Sir,
In addition to the cardioprotective agents cited by
Kendall et al. in patients with cardiac failure of ischaemic
origin,' spironolactone deserves special mention because
of its potential role in those patients who, as a conse-
quence of suboptimal dosing resulting from drug-related
hypotension, might not derive full benefit from angioten-
sin converting enzyme (ACE) inhibitors.2 If ongoing
human studies3 were to validate the utility of prophylaxis
against myocardial fibrosis documented in animal
studies,4 spironolactone could be a useful adjunct to ACE
inhibitors and loop diuretics, partly because the use of
triple therapy for blockading tubular reabsorption of
sodium at multiple sites5 could also reduce diuretic
requirements.2 Diuretic-related hyper-reninaemia6 might
thereby be ameliorated, with consequent reduction in the
magnitude of hyper-reninaemia as a risk factor for
myocardial infarction.7
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