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after 24 hours. Blood cultures taken before death
showed pseudomonas septicaemia. Necropsy con-
firmed resolving bilateral pulmonary consolidation,
acute renal tubular necrosis, and pituitary infarction.
Thus we confirm that psittacosis may present as

fulminating pneumonia with acute respiratory
failure and that this may be associated with acute
renal tubular necrosis.' Furthermore, the
peripheral white cell count may be considerably
raised and not normal or low as reported elsewhere.
In addition, we emphasise the difficulty in obtaining
the necessary relevant history, even when
this would appear, in retrospect, to be blatantly
obvious. Finally, we speculate that in the recovery
phase these patients may be susceptible to recur-
rent pseudomonas sepsis and that this should be
sought and treated vigorously.
We thank Dr D Rubenstein for his permission to

report this case.
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SIR,-Dr M van Berkel and colleagues indicate
that psittacosis pneumonia may be severe if not
fatal. We have recently had a man with severe
psittacosis pneumonia under our care who received
therapy with ciprofloxacin, a new quinolone anti-
biotic, and survived severe protracted shock and
assisted ventilation. He is the first reported patient
with psittacosis to receive therapy with cipro-
floxacin.
The 43 year old man was admitted with a seven day

history of increasing dyspnoea and cough productive
of green sputum for which he had received erythro-
mycin 2 g daily for three days before admission. Seven
years previously he had developed congestive cardiac
failure and peripheral neuropathy due to excessive
alcohol ingestion. Three years before admission he
had developed major epileptic fits thought to be due to
alcohol or to skull trauma, for which he received
phenytoin 300 mg daily. He smoked 20 or more
cigarettes daily but denied significant alcohol intake in
the months before admission. A chest radiograph
showed right upper lobe pneumonia and an infiltrate
in the left lower zone.

Bronchoscopy was performed: no endobronchial
abnormality was seen; bronchial lavage and sterile
brush specimens were obtained. Serum sodium was
121 mmol(mEq)/l, creatinine 280 Fmol/l (3-2 mg/
100 ml), and there was proteinuria and haematuria.
Legionnaires' disease was suspected and he was given
intravenous ciprofloxacin 200 mg four times a day and
erythromycin 1 g four times a day.

His condition deteriorated; he had a major fit and
was transferred to the respiratory intensive care unit,
where intermittent positive pressure ventilation was
started. For more than 24 hours he remained cold and
clammy with poor peripheral perfusion. Core tem-
perature was 36-5°C, foot temperature 31 5°C; systolic
blood pressure, monitored continuously from an
indwelling arterial cannula, varied from 65 to 100 mm
Hg; heart rate varied from 80 to 95 beats/min. Right
heart catheterisation was carried out with a balloon
catheter and pressures (mm Hg) were measured when
the patient was being ventilated with 5 mm Hg of
positive end expiratory pressure; pulmonary capillary
wedge pressure varied from 8 to 16 mm Hg with a
mean of 13 mm Hg, pulmonary artery systolic pres-
sure was 28-35 mm Hg with a mean of 31 mm Hg,
pulmonary artery diastolic pressure was 15 to 22 mm
Hg with a mean of 20 mm Hg. Urine output over the
first 24 hours was 460 ml, although dopamine and
dobutamine were given concurrently in dosages of up
to 27 and 40 ,ug/kg/min respectively and 180 mg of
frusemide was given intravenously in divided doses
over the 24 hours.

His condition gradually improved over the next
three days; blood pressure and urine output increased;
ventilation and inotropic support were stopped after

three days. Thereafter he was transferred from the
intensive care unit and made good progress. His
electrocardiogram was normal on admission and
did not change throughout his hospital course.
Chest radiographs showed a little progression of the
shadowing on the left side. Serum sodium returned to
normal after seven days, serum creatinine peaked at
340 [smol/l (3-8 mg/100 ml) and thereafter quickly
fell. On admission bilirubin was 33 tmol/l (1-9
[tg/100 ml) (normal 3-22 ,tmol/l (0-2-1-3 ,ug/100 ml),
alkaline phosphatase 285 IU/l (80-280), aspartate
aminotransferase 2510 IU/I (12-48), alanine amino-
transferase 740 IU/l (3-55), lactate dehydrogenase
1910 IU/l (230-525). The liver function abnormalities
became normal over 10 days. Creatine kinase activity
was raised at 180 IU/l (<150) on the day of admission
but was normal thereafter.
Normal upper respiratory tract flora was cultured

from sputum, nasal, and throat swabs; blood, bron-
chial lavage fluid, and sterile bronchoscopy brushes
yielded no pathogens; bronchial lavage fluid, serum,
and urine were negative for pneumococcal antigen;
legionellas were not seen in the lavage fluid using an
immunofluorescence technique, and specific culture
for legionellas was negative; legionella titres were
negative on admission and two weeks later. Titres to
common respiratory pathogens were negative with the
exception of a complement fixation titre of 1/64 to
Chlamydia psittaci rising to a titre of 1/256 one week
after adnmiission. Psittacosis was diagnosed, and on
questioning about birds the patient stated that he fed
pigeons by hand on his windowsill every day. He was
discharged after three weeks of therapy.

Psittacosis was confirmed by a fourfold rise in
antibody titre. The patient became severely ill
shortly after admission and required ventilation; in
view of the history of alcoholic cardiomyopathy left
ventricular failure was considered as a cause of his
protracted shock. However, hypovolaemia and a
cardiac cause for the shock were excluded by
the cardiac pressure measurements, the lack of
abnormality on serial electrocardiograms, the
normal size of the cardiac silhouette on the chest
radiograph, and the absence of any significant rise
in serum creatine kinase activity. It is, therefore,
very likely that this shock was related to his
infection, and "septic" shock, unresponsive to
inotropic agents, in a ventilated patient carries a
high mortality. ' This suggests that the activity of
the antibiotics against chlamydia in this man was
crucial for his survival. Although erythromycin is
active against Chlamydia psittaci, tetracycline is
usually recommended.23 This patient received
2 g of erythromycin daily for three days before
admission to hospital yet his condition deteriorated
sharply. It is therefore reasonable to propose that
his recovery from severe shock was related either to
increasing the erythromycin dose to 4 g daily or to
the introduction of ciprofloxacin, or possibly to
both measures. Ciprofloxacin has considerable
activity against urogenital chlamydias4 and a similar
activity has been found against Chlamydia psittaci
(Zeiler H-J, 1985. Data on file, Bayer UK). This
suggests that ciprofloxacin may have been instru-
mental in bringing about this man's remarkable
recovery. We suggest that therapy with cipro-
floxacin should be considered in patients with
severe psittacosis.
We thank Bayer UK for the supply of ciprofloxacin.
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Intranasal calcitonin and plasma calcium
concentrations

SIR,-I was rather puzzled by several aspects of
the study by Dr Antonio E Pontiroli and colleagues
( 1 May, p 1390) on intranasal calcitonin
administration. Firstly, their six healthy volun-
teers appear from the figure to have hypercalcaemia
since their mean basal plasma ionised calcium
value is clearly raised (about 2 25 mmol/l
(9 mg/100 ml)). Secondly, according to their
figure, there were apparently significant falls in
plasma concentrations of ionised calcium in
the volunteers who received 500 [tg intranasal
calcitonin but apparently not in those who received
1000 tg intranasal calcitonin. In fact it would be
surprising to see much change in plasma calcium
values unless their volunteers had increased bone
turnover. In normal adults bone turnover is low
and the administration of calcitonin causes little or
no change in plasma calcium values.' It would
therefore have been reassuring to see that a control
injection of saline did not have the same calcium
lowering effect as calcitonin in their study.

Thirdly, one would expect pronounced side
effects with the intravenous administration of
calcitonin. In our experience nausea is regularly
found with the intravenous administration of
one tenth the dose they gave. Side effects are
influenced by the route of administration,2 and
it is therefore surprising that the intranasal route
produced the same severity as the intravenous
route. Although from the figure it appears that 500
[tg and 1000 ,ug intranasal and 500 [tg intravenous
calcitonin all produced identical peak plasma
calcitonin values, one would expect the intra-
venous administration to produce the highest peak
level and hence the greater side effects.

Finally, I am most surprised that the authors
state that the use of calcitonin in the treatment of
Paget's disease of the skeleton is debatable and of
unconfirmed value. Calcitonin is one of the most
effective forms of therapy for this condition,3 and
its use is established beyond question.
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*** Dr Pontiroli replies below.-ED, BM7.

SIR,-We thank Dr Stevenson for the opportunity
to clarify a few additional points about intranasal
calcitonin. Firstly, all subjects had normal plasma
concentrations of ionised calcium, the normal
range in our laboratory being 2 0-2 5 mmol/l (8-10
mg/100 ml). Secondly, intranasal doses of 500 and
1000 ig had superimposable effects, as we stated
in our paper: asterisks and significance levels were
avoided in the study with 1000 versus 500 [tg
because only four subjects were studied. Control
infusions with saline (and with the surfactant
alone) were without effect, and data were omitted
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