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The Property of Myofibroblasts in Cases of Diffuse Alveolar Damage
(DAD) and Accelerated Pulmonary Fibrosis (APF)

Yoshihiro KOBASHI and Toshiaki MANABE*

Autopsy tissues obtained from 20 cases of adult respiratory distress syndrome
(ARDS) were clinically classified in two groups ; diffuse alveolar damage (DAD)
with obvious etiology (9 cases) and accelerated pulmonary fibrosis (APF) with unknown
etiology (11 cases) and studied immunohistologically for the participation of
myofibroblasts in the development of fibrosis.

In the exudative stage (acute stage) of DAD with hyaline membrane, the pulmonary
interstitial cells were fibroblasts with only vimentin positivity, but in the proliferative
stage (organizing stage), they became myofibroblasts with vimentin and #-smooth
muscle actin immunopositivity but without desmin. Likewise, in the cases of APF,
the pulmona_ry' interstitial cells were myofibroblasts with vimentin and
a-smooth muscle actin immunopositivity but without desmin in most cases. In one
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case, however, in which intraluminal diffuse fibrosis was dominant, the pulmonary
interstitial cells were myofibroblasts with vimentin, and both @-smooth muscle actin
and desmin immunopositivity.

These results suggest that myofibroblasts play an important role in the formation
of the intraluminal fibrosis of both DAD and APF, and the properties of myofibrob-
lasts differ with the stage of intraluminal fibrosis. (Accepted on April 12, 1997) Kewasaki
Igakkaishi 23(1) : 27—34, 1997
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Histological findings in the cases of accelerated
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Fig. 4. Immunohistochemical findings of case 7 in the acute stage of

DAD. (Vimentin, X100}

Pulmonary interstitial cells most likely represent fibroblasts
because only vimentin is positive (arrow), but @-smooth
muscle actin and desmin are negative (not shown in this

photomicrograph) .
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Fig. 5.
of DAD.

A ! Pulmonary interstitial cells are made of spindle cells with
vimentin positivity (arrow) (Vimentin, x100).

B : Pulmonary interstitial cells showing «-smooth muscle
actin-positivity (arrow) (a-smooth muscle actin, *100).
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Fig. 6. Immunohistochemical find-
ings of case 11 with APF.
A I Pulmonary interstitial cells
are vimentin-positive(arrow)

(Vimentin, X 100).

B : Pulmonary interstitial cells
are also positive for @-smooth
muscle actin (arrow) (& -
smooth muscle actin, x100).
C: They are desmin-positive
(arrow), as well (Desmin, X
100).
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