Coronary artery flow in aortic valve stenosis

27 Baltazar RF, Go EH, Benesh S, Mower M. Case report:
myocardial ischemia: an overlooked substrate in syncope
of aortic stenosis. Am ¥ Med Sci 1992;303:105-8.

28 Dineen E, Brent BN. Aortic valve stenosis: comparison of
patients with to those without chronic congestive heart
failure. Am ¥ Cardiol 1986;57:419-22.

29 Villari B, Campbell SE, Hess OM, Mall G, Weber KT,
Krayenbuehl HP. Effect of aortic valve stenosis (pressure
overload) and regurgitation (volume overload) on left ven-

383

tricular systolic and diastolic dysfunction. Am ¥ Cardiol
1992;69:927-34.

30 Isaaz K, Bruntz JF, Ethevenot G, Courtalon T, Aliot E.
Noninvasive assessment of coronary flow dynamics before
and after coronary angioplasty using transesophageal
Doppler. Am ¥ Cardiol 1993;72:1238-42.

31 Taams MA, Gussenhoven EJ, Cornel JH, ez al. Detection of
left coronary stenosis by transesophageal echocardiogra-
phy. Eur Heart ¥ 1988;9:1162-6.

SHORT CASES IN CARDIOLOGY

Department of
Pulmonology,
University Hospital,
Strasbourg, France
A Chaouat

R Kessler

E Weitzenblum

Correspondence to:

Dr A Chaouat, Service de
Pneumologie, Hopital de
Hautepierre, Avenue
Moliére, 67098 Strasbourg
Cedex, France.

Accepted for publication
6 November 1995

Pulmonary oedema and pleural effusion in two
patients with primary pulmonary hypertension
treated with calcium channel blockers

Ari Chaouat, Romain Kessler, Emmanuel Weitzenblum

(A) Chest x ray on admission, showing pulmonary oedema and bilateral pleural effusion.
(B) Chest x ray after nifedipine treatment was stopped.

A 63 year old man who had had primary pul-
monary hypertension (PPH) for 2 years was
admitted in our department with right heart
failure. This patient fulfilled all the diagnostic
criteria for PPH.! Before treatment with cal-
cium channel blockers was started his haemo-
dynamic acute response to vasodilators was
determined. Nifedipine (60 mg/day) was
started. On admission to our department, this
patient had severe dyspnoea at rest and was
cyanosed. He showed marked signs of right
heart failure, associated with signs of pul-
monary oedema and pleural effusion which
were confirmed by the chest radiography (fig
1A). Despite oxygen therapy and an intra-
venous infusion of frusemide, his haemody-
namic and respiratory condition did not
improve. A few hours later we decided to stop
nifedipine. Subsequently, we saw a rapid
decrease of dyspnoea, pulmonary oedema,
and pleural effusion (fig 1B). This patient
died 6 months later from a recurrence of right
heart failure. Necropsy showed micro-throm-
bolic pulmonary arteriopathy. A 64 year old
woman with PPH who was treated in our
department with nifedipine (120 mg/day) has
had the same medical history.

Because the clinical improvement occurred
only after the wash-out time of nifedipine,? we
concluded that nifedipine was the cause of
this life-threatening state. The mechanism of
these adverse effects seems to be either a neg-
ative cardiac inotropic effect or a modification
of capillary blood flow, like that described in
peripheral oedema caused by the dihydropy-
ridines’ or a combination of both mecha-
nisms. A modification of capillary blood flow
may increase pulmonary capillary hydrostatic
pressure and may cause fluid to cross from
blood to tissue.
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