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No immunostaining for the a-subunit of inhibin was observed in ovarian endometriosis
and the normal endometrium. Positive immunostaining for the fA-subunit of inhibin,
activin A, activin receptors type IA, type IB, type ITA, type IIB, Smad2, Smad3 and Smad4
was observed in ovarian endometriosis and the normal endometrium.

These results suggest that activin A, but not inhibins, might be produced by ovarian
endometriosis and the normal endometrium, and that the activin signal transduction
system might exist in both ovarian endometriosis and the normal endometrium.
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Fig. 1. Immunohistochemical localization
of inhibin subunits and activin A in ovarian
endometriosis and the normal
endometrium. Tissues stained brown are
positive for immunoreactivity. The nuclei
are stained blue. The left and middle
panels are ovarian endometriosis (A, D and
G) and the normal endometrium in the
proliferative phase (B, E and H),
respectively. Representative sections
showing immunostaining for the a-subunit
(A and B), BA-subunit (D and E) and
activin A (G and H). No immunostaining
specific for the a-subunit (A) was observed
in ovarian endometriosis and the normal
endometrium (B). Immunostaining for the
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BA-subunit (D and E) and activin A (G and
H) was evident in the cytoplasm of cells
from ovarian endometriosis and the normal
endometrium. Positive immunostaining for
the a-subunit was observed in the luteal
cells of the human corpus luteum (C). No
immunostaining was observed in ovarian
endometriotic tissues treated with a
secondary antimouse IgG only (F) or a
secondary antimouse IgM only (I).

Fig. 2. Immunohistochemical localization
of activin receptors type IA, type IB, type
ITA and type IIB in ovarian endometriosis
and the normal endometrium. The left
panels are ovarian endometriosis (A, C, E
and G) and the right panels are the normal
endometrium (B, D, F and H).
Representative sections showing
immunostaining for activin receptors, type
IA (A and B), type IB (C and D), type IIA (E
and F) and type IIB (G and H).
Immunostaining for activin receptor type
IA, type IB, type IIA and type IIB was
evident in the cytoplasm and the cell
surface of ovarian endometriosis and the
normal endometrium.

Fig. 3. Immunohistochemical localization
of Smad 2, Smad 3, and Smad 4 in ovarian
endometriosis and the normal
endometrium. The left panels are ovarian
endometriosis (A, C and E) and the right
panels are the normal endometrium (B, D
and F). Representative sections showing
immunostaining for Smad 2 (A and B),
Smad 3 (C and D) Smad 4 (E and F).
Immunostaining for Smad 2, Smad 3 and
Smad 4 was evident in the cytoplasm and
nucleus of cells from ovarian endometriosis
and the normal endometrium.
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