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= VA= B OH Abundance of mitochondrial superoxide dismutase is a
negative predictive biomarker for endometriosis—
associated ovarian cancers.
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Abundance of mitochondrial superoxide dismutase is a negative
~CRE predictive biomarker for endometriosi§—associated\ ovarian
cancers. (2 Fa Y R T RA—1—FF L FF 4 ALY —FPEREIT
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Background: Endometrioid ovarian carcinoma and clear cell ovarian carcinoma are

3

=14

=il

both classified as endometriosis—associated ovarian cancers (EAOCs). Despite
the high rates of recurrence and mortality of EAOC, only a few prognostic
biomarkers have been reported. Mitochondrial superoxide dismutase (SOD2) plays
an important role in maintaining mitochondrial function through oxidative stress
tolerance and contributes to chemotherapeutic resistance.

Methods: To clarify the clinical significance of SOD2 in EAOC, SOD2 expression
was semi—quantitatively investigated by immunohistochemical analysis in 61
primary EAOC cases, and the correlations between SOD2 expression and
clinicopathological data and survival were analyzed.

Results: Forty-six (75%) cases expressed high levels of SOD2. High SO0D2
expression was associated with a poor prognosis on both univariate and
multivariate analyses after adjusting for variables such as age, International
Federation of Gynecology and Obstetrics (FIGO) stage, blood markers,
histological type, and completion of treatment. There were 14 fatalities from)
15 recurrences among 46 cases with high SOD2 expression. In contrast, only one
recurrence and no fatalities were seen among 15 cases with low SOD2 expression.
Conclusion: Increased SOD2 expression is a predictive biomarker for worse
prognosis in EAOC. The therapeutic efficacy of the current standard therapeutic
protocol for EAOC is limited; thus, mitochondrial SOD2 should be a therapeutic
target for SOD2-abundant EAOC.
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