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WFZER R OMEEE (3£30) : Recent genome-wide analysis has demonstrated that somatic
mutations in ARID1A are the most common molecular genetic changes in ovarian clear cell
adenocarcinoma (CCA). ARID1A mutations which occurred in approximately half of CCA
cases. In this study, we first correlated ARID1A mutation status and ARID1A
immunoreactivity then applied immunohistochemistry to determine if there is any
clinicopathological features associated with the loss of ARID1A expression in a total of 149
CCA cases. We demonstrated that loss of ARID1A expression was associated with
ARID1A inactivating mutations in CCA (p= 0.0073). ARID1A immunoreactivity was
undetectable or very week in 88 (59%) of 149 CCAs. There was no statistically significant
difference of ARID1A negative and positive cases in terms of histopathological features
(structural patterns and nuclear atypia), age, clinical sage, overall survival, and frequency
of lymph node metastasis. However, we observed that loss of ARID1A expression
correlated with lower chance of peritoneal dissemination (p<0.05). In conclusion, this
study provides the first analysis of ARID1A mutations and clinicopathological features and
we demonstrate that mutations in ARID1A resulted in loss of ARID1A protein expression in
ovarian carcinomas and there was no significant difference of ARID1A positive and
negative cases in all the clinical parameters examined except for frequency of peritoneal
dissemination.
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Clinical characteristics ARID1A expression

Positive Negative P
Age (n=89)
=50 18 (31%) 40 (69%) 0.30
<50 13 (42%) 18 (58%)
Stage (n = 121)
L0 38 (42%) 52 (58%) 098
v 13 (42%) 18 (58%)
Peritoneal dissemination (n =79)
Negative 19 (29%) 47(71%) 0.023
Positive 8 (61%) 5 (39%)
Lymph node metastasis (n = 70)
Negative 10 (36%) 38 (64%) 0.86
Positive 5 (23%) 17 (77%)
Nuclear grade (n = 70)
Negative 10 (36%) 38 (64%) 0.86
Positive 5(23%) 17 (77%)
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1. B-catenin (CTNNB1) S33C mutation in
ovarian microcystic stromal tumors.
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Immunohistochemical differentiation of
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