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Type of edema  Case(died) Primary disease
Dynamic 36(14) CAOD 14( 5)
Valvular 14( 4)
Acute 5( 2)
Chronic 9( 2) *2( 1)
Congenital 8( 5)
Permeability 15(11) Valvular 12(10) *8( 6)
Congeital 3C 1
Combination 8C 7 CAOD 4C 4)
Valvular 3( 3)
Congenital 1C 0)
TOTAL 59(32)

* : Mitral stenosis with pulmonary hypertension and/or tricuspid regurgitation.

CAOD: Coronary arterial obstructive disease.
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Lung edema following open heart surgery. The incidence and geneses

Kumon K MD#*, Tanaka K MD*, Naito Y MD** Fujita T MD*¥,

ICU* and Cardiovascular Surgery**,

The etiology of lung edema (LE) following
open heart surgery was studied on 59 patients
who developed LE during the period from 19
79 to 1983. The incidence decreased from 6.8
9 in 1979 to 1.4 and 1.3% respectively in
recent two years, 2.8% in total. These LE
were divided into three from the geneses,
where dynamic (DE), permeability (PE) and
combination edema (CE). The proportion was
61% in DE with a mortality of 38.9%, 25.4
9% in PE with 73.3% and 13.6% in CE with

National Cardiovascular Center

87.5% . The majority of basic disease was
ischemic heart disease (IHD) in DE and acq-
uired valvular disease with pulmonary hype-
rtension (AVD-PH) in PE. As to the reason
for the difference, it was speculated that the
sclerotic pulmonary capillary wall (PCW) of
AVD-PH might diminishe fluid filtration at
PCW to protect the development of DE in
LOS, while PCW of IHC were relatively
normal. However, sepsis and DIC, developed
under prolonged LOS in patients with AVD-
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PH, increased pulmonary permeability to ca- ments of therapy for DIC were thought to
use PE. Large doses of intravenous nitrogly- play some important roles in the recent im-
cerin (NTG) was suspected to accelerate LE. provement of the incidence.

Both a decrease in dose of NTG and develop-

Key Words : Heart surgery, Lung edema, Pulmonary hypertension,

Nitroglycerin, DIC
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