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any sign of end-organ damage and that treatment of “hypertension” was making her severely symptomatic
(several
episodes of syncope) led to the belief that she had pseudohypertension.
I do not have a ready explanation
for this
phenomenon.
However, I think the problem may be in the
quality of the Korotkoff sound, which was so soft in this
patient that the observer would think that it had disappeared
while in reality it might have been continuing as an almost
inaudible sound. However, many persons from many different clinics and hospitals obtained consistently high blood
pressure readings in this patient. It cannot, therefore, be
dismissed as a common, casual recording error. Closer
review of the past studies [5-71 performed to compare
simultaneous direct and indirect blood pressure measurements shows that such discrepancies
were found more
commonly than traditionally
believed, even in young pa‘tients. In a group of eight patients with a mean age of 48
years who were receiving treatment for hypertension, Little
et al [6] observed a discrepancy of 30 mm Hg in mean
arterial pressure between direct and indirect measurements.
I propose that if a patient has no evidence of end-organ
damage despite severe hypertension
for a long period, it
would be worthwhile to measure direct intra-arterial
pressure in these patients. Although the procedure is moderately invasive [8], the risk of using potentially hazardous drugs
for many years definitely outweighs the small risk involved
in intra-arterial cannulation.

and headache, and was reported to have at least six syncopal episodes.
At the time of my first encounter with the patient, she
was taking captopril(lO0
mg three times a day), long-acting
propranolol (80 mg a day), and Dyazide (one tablet a day).
Her blood pressure readings during three clinic visits, one
month apart, were in the range of 160 to 200/l 10 to 125
mm Hg. Readings in the left arm were usually 10 to I5 mm
Hg higher than in the right arm. She was five-feet, fourinches tall and weighed 126 pounds. There was no bruit
over the neck. Blood pressure in the thigh was 180/120 mm
Hg. Auscultation of the heart showed normal heart sounds
without any gallop. Examination of the fundus showed normal retinas. There was no arteriolar thickening, kinking,
exudate, or hemorrhage.
The electrocardiogram
was normal without any sign of left ventricular hypertrophy. Levels
of serum urea nitrogen, creatinine, and electrolytes were
normal, and result of routine urinalysis was also normal.
The patient did not have any sign of premature atherosclerosis of her arteries, and Osler’s sign was negative. Radiography of her arms did not show any calcification
of the
brachial arteries.
She was admitted to the medical intensive care unit, and
a 19-gauge intra-arterial
catheter was placed in the left
radial artery and connected through a Cobe transducer to a
Hewlett-Packard
monitor, calibrated against a mercury manometer. A surprising finding was a blood pressure reading
of only 130170 mm Hg on the monitor. The blood pressure
reading in the left arm by sphygmomanometer
at this time
was 170/105 mm Hg. The patient was monitored for 24
hours while administration
of all hypertensive
drugs was
discontinued. The intra-arterial
readings continued to be in
the normal range of 120 to 130/60 to 70 mm Hg. Sphygmomanometric readings during this period were 160 to 190/
100 to 115 mm Hg. The patient’s antihypertensive
drugs
were discontinued. Subsequent follow-up visits in the clinic
over the next six months showed that indirect blood pressure readings remained elevated as before. However, she
was feeling much better overall. She did not have any more
syncopal episodes, headaches, or malaise, and she was
finally able to obtain full-time employment.
Although pseudohypertension
is common in elderly persons [2,3], it has not been reported in younger persons.
The patient described herein did not have stiffening of the
wall of the radial artery (negative Osler maneuver). Unlike
the patient described by Taguchi and Suwangool [I], she
did not have MGnckeberg’s arteriosclerosis.
As far as could
be told, there was no mechanical
problem with the intraarterial reading. The monitor was calibrated, and another
patient’s pressure recorded on the same monitor gave a
normal reading. Also, the fact that the patient did not have
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CORRESPONDENCE
FAILURE OF WARFARIN IN TREATMENT
CALCINOSIS
UNIVERSALIS

OF

in dermatomyositis
and scleroderma
with low-dose warfarin. The authors emphasized that patients receiving 1 mg
per day of warfarin had decreased extra-skeletal uptake on
technetium 99m-diphosphonate
whole-body nuclear scanning and decreased gamma-carboxyglutamic
acid urinary
concentration.
They claimed that such a treatment could be

To the Editor:
We read with interest the report of Berger et al (Am J Med
1987; 83: 72-78) on the treament of calcinosis universalis
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ography (two patients) of a selected involved area. No
relapse of dermatomyositis
or scleroderma
nor adverse
drug reaction was observed during the assay. Worsening of
calcinosis (increase in the size of previous lesions and/or
occurrence of new lesions) was ascertained clinically and
radiographically
(Figure 1) in five patients. In the remaining
patient, calcinosis
lesions were stable clinically with a
follow-up of 28 months.
In our patients, warfarin was clearly ineffective in treatment of extensive soft-tissue calcinosis. Thus, we do not
agree with Berger et al’s conclusion. In fact, no change in
clinical assessment of calcinosis or on plane radiographs
was observed in the patients treated by these authors,
despite decreased extra-skeletal
nuclear tracer uptake and
decreased gamma-carboxylation
of glutamic acid. These
combined facts strongly suggest that low-dose warfarin is
of poor therapeutic value in calcinosis universalis.
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F[gure 1. Computed tomographic
scans obtained at the
same pelvic level in one patient with dermatomyositis,
before (top) and 73 months after treatment (boffom) with
warfarin.
The calcifications
in soft tissues are more
numerous and larger (arrows) after treatment.
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The Reply:
Rather than conflicting with our results, Lassoued et al have
provided further confirmation
that patients with extensive
calcinosis (4-F in our grading system included widespread
extensive calcific deposits with tumoral areas) do not show
response to low-dose warfarin. In our double-blind
study,
the non-responding
patient in the warfarin group had the
most extensive calcinosis. The best response, assessed by
bone scanning, was in a patient with no clinical evidence of
calcinosis. Bone scanning techniques,
discussed in our
article, are more sensitive in detecting early calcinosis than
the plane radiography and presumably computed tomography that were used by Lassoued et al.
We reiterate that the difference between the response to
warfarin in mild versus severe disease has a theoretic
basis. Excess gamma-carboxyglutamic
acid in previously
damaged soft tissue may provide a nidus for calcification
that is inhibitable by warfarin. However, once appreciable
ectopic calcification
has occurred, accretion of mineral
front in the existing lesion may be independent of gammacarboxyglutamic
acid. We stress that the use of low-dose
warfarin had no adverse effects in our patients, and until
further controlled studies with larger numbers of patients
are done, this therapy would seem reasonable in patients
with mild disease.

of beneficial effect on the progression of calcinosis, especially in patients with mild disease and perhaps in more
severe cases.
We report herein our results in treatment of extensive
calcinosis with a similar low-dose warfarin regimen in six
patients (three males and three females), aged nine to 36
(mean, 22), with dermatomyositis
(five patients) or scleroderma (one patient). All patients had extensive calcinosis,
graded 4-t according to Berger et al’s classification.
On
entry to this open study, mean duration of calcinosis was 10
years (range, two to 25 years). The primary connective
disease was clinically and biologically
in remission in four
cases, whereas an asymptomatic
increase in creatine
phosphokinase
level was observed in the other two (X 4
and X 6, respectively). All the six patients were treated with
1 mg warfarin per day for a mean period of 14.6 months
(range, seven to 28 months). Warfarin was associated with
low-dose prednisone (0.15 mg or less a day per kg body
weight) in four patients and with higher doses in the two
patients who had increased creatine phosphokinase
(0.5
and 1 mg/kg per day, respectively). Colchicine (1 mg a day)
and penicillin V (1 million units a day) were associated with
warfarin and prednisone
in four and two patients, respectively.
Response
to treatment
was evaluated
every three
months clinically in all cases, and by pre- and post-treatment computed tomography (three patients) or plane radi-
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