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Abstract; [ Objective] To investigate the relationship between the expression of histone lysine
demethylase SA (KDMS5A) and clinicopathological features in ovarian serous cystadenocarcinoma.
[Methods ] The gene expression microarray data of ovarian serous cystadenocarcinoma were ob-
tained from the clinical database of R2 platform. The relationship between KDMSA expression and
clinical parameters was analyzed from the perspective of bioinformatics. [Results] The results of
bioinformatic analysis indicated that the expression of KDM5A was closely related to the age,
pathological grade,metastasis and relapse of ovarian serous cystadenocarcinoma. [Conclusion ]
The expression of KDMSA is closely related to the clinicopathological features of ovarian serous
cystadenocarcinoma,and it can be used as a clinical reference index for the evaluation and prog-
nosis of ovarian epithelial carcinoma.
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Figure 1 KDMSA expression in patients in different age
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Figure 2 KDMS5A expression in ovarian serous cystadenocarcinoma

in different clinical stage
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Figure 3 KDMSA expression in ovarian serous cystadenocarcinoma

with different pathological grade
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Figure 4 The expression of KDMSA in ovarian serous
cystadenocarcinoma with metastasis
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Figure 5 KDMSA expression related to drug resistance in ovarian
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Figure 6 Relationship between KDMS5A expression and overall survival in
patients with ovarian serous cystadenocarcinoma
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