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Following correspondence with the authors, several issues
were identified in the original article [1]. After careful review
and confirmation by both the authors and the Editorial Office,
the following corrections have been made. The scientific
conclusions of the original article remain unchanged.

1. Some references were replaced with more appropriate
citations. Minor textual and formatting corrections were
also performed throughout the manuscript.

Original sentence (Introduction):

“However, existing studies provide insights into its potential
involvement in cancer biology through its functions in cell
cycle regulation and the epithelial-to-mesenchymal transition
(EMT) [10, 12, 13].”

Revised sentence:

“Although the role of PRDM6 in OC remains poorly char-
acterized, previous studies in different cancer models have
highlighted the importance of EMT-related pathways and cell
cycle regulation in tumor progression [10, 12, 13].”

Original sentence (Discussion):

Chronic inflammation is a known contributor to neoplastic
progression through mechanisms that promote cellular pro-
liferation and resistance to apoptosis. These inflammatory
processes may also drive DNA methylation changes in benign
ovarian tissues [39]. In addition to inflammatory signaling,
hormonal regulation plays a pivotal role in shaping the epi-
genetic profile of ovarian tissue. Hormonal cycles influence
gene expression via methylation modifications, and disrup-
tions in hormonal homeostasis may increase susceptibility to
neoplastic transformation, even in benign neoplasms [39]. For
instance, in benign mucinous cystadenomas, the complexity
of methylation regulation is compounded by histopathological
heterogeneity and microenvironmental influences such as lo-
calized inflammation [40].

Revised sentence:

Chronic inflammation is a known contributor to neoplastic
progression through mechanisms that promote cellular pro-

liferation and resistance to apoptosis. These inflammatory
processes may also drive DNA methylation changes in benign
ovarian tissues [38]. In addition to inflammatory signaling,
hormonal regulation plays a pivotal role in shaping the epi-
genetic profile of ovarian tissue. Hormonal cycles influence
gene expression via methylation modifications, and disrup-
tions in hormonal homeostasis may increase susceptibility to
neoplastic transformation, even in benign neoplasms [34]. For
instance, in benign mucinous cystadenomas, the complexity
of methylation regulation is compounded by histopathological
heterogeneity and microenvironmental influences such as lo-
calized inflammation [39, 40].

Original sentence (Discussion):

PRDM6 has been shown to regulate transcriptional pro-
grams associated with cell fate, and its methylation-induced
silencing could disrupt standard control over the Wnt/B-catenin
pathway, which is known to sustain stemness and promote
chemoresistance in cancers, including breast tumors [47—49].

Revised sentence:

PRDM6 has been implicated in transcriptional regulation
associated with cell fate determination, while dysregulation of
Wnt/B-catenin signaling has been widely associated with tu-
mor progression, stemness, and therapy resistance in multiple
cancer types [47-49].

Original sentence (Discussion):

Furthermore, the loss of PRDM6 function through methy-
lation may derepress EMT-promoting transcription factors,
such as snail family transcriptional repressor 1 (SNAI1) and
twist family BHLH transcription factor 1 (TWIST1), thereby
facilitating cellular plasticity and invasiveness [29]. These
molecular events could represent adaptive tumor strategies to
overcome therapeutic pressures, supported by compensatory
activation of Wnt and EMT pathways in BRCA-mutant malig-
nancies [29, 52].

Revised sentence:
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Furthermore, the loss of PRDM6 function through methy-
lation may derepress EMT-promoting transcription factors,
such as snail family transcriptional repressor 1 (SNAII) and
twist family BHLH transcription factor 1 (TWIST1), thereby
facilitating cellular plasticity and invasiveness [12]. These
molecular events could represent adaptive tumor strategies to
overcome therapeutic pressures, supported by compensatory
activation of Wnt and EMT pathways in BRCA-mutant malig-
nancies [12, 52].

The revised references are listed below:
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2. Corrections in Section 3.2 (Patient Demographics)

This revision was made to clarify that the BRCA-related

methylation analyses were performed using the evaluable co-
hort consisting of 375 ovarian cancer patients rather than the
total cohort of 387 patients.

Original sentence:

“Among OC patients, 23.8% (n = 92) were found to carry a
BRCA mutation (either BRCA1 or BRCA2), while 76.2% (n
= 295) were BRCA mutation-negative.”

Revised sentence:

“Among OC patients with available PRDM6 methylation
data, 24.3% (n = 91) were BRCA mutation-positive, whereas
75.7% (n = 284) were BRCA mutation-negative.”

3. Corrections in Section 3.3 (PRDM6 methylation anal-
ysis)

Similarly, the PRDM6 methylation frequency was incor-
rectly reported as 52.0% based on the total cohort of 387
patients. Using the correct evaluable methylation cohort of 375

patients, the updated frequency is 53.90% (202/375).
Original sentence:

The methylation frequency of the PRDM6 gene was: 52.0%
in OC patients (n = 375, the total number of OC patients was
387; however, 12 individuals were excluded from the study due
to unavailable expression data), 60.0% in the individuals with
benign ovarian disease group (n = 50), and 37.0% in healthy
controls (n = 100) (Fig. 1).

Revised text:

“The methylation frequency of the PRDM6 gene was:
53.90% in OC patients (n = 375, the total number of OC
patients was 387; however, 12 individuals were excluded
from the study due to unavailable expression data), 60.0% in
the individuals with benign ovarian disease group (n = 50),
and 37.0% in healthy controls (n = 100) (Fig.1).”

The authors sincerely apologize for these errors and any
inconvenience caused to readers. The corrections have been
made to improve the accuracy of citations and clarify the study
cohort used for specific analyses.
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