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AL ESCE B Apolipoprotein-B mRNA-editing complex 3B could be a new potential
therapeutic target in endometriosis
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Objective: We investigated key regulatory molecules involved in the pathogenesis of
endometriosis, focusing on RNA-level mechanisms. Specifically, this study examined the
role of Apolipoprotein-B mRNA-editing enzyme catalytic subunit 3B (APOBEC3B) in
relation to hypoxia-inducible factor 1a (HIF-1a), Kirsten rat sarcoma virus (KRAS), and
phosphatidylinositol-4,5-bisphosphate 3-kinase catalytic subunit alpha (PIK3CA).
Additionally, we explored the effects of APOBEC3B knockdown in the human
endometriotic cell line 12Z, emphasizing its potential as a therapeutic target for
endometriosis.

Methods: The expressions of APOBEC3B, HIF-1a, KRAS, and PIK3CA were analyzed
in endometriotic lesions and compared with a control group using reverse transcription
polymerase chain reaction (RT-PCR). Additionally, functional assays using the
immortalized human endometriotic cell line (12Z) were performed to assess apoptosis,
cell proliferation, invasion, migration, and apoptosis pathway-related factors after
APOBEC3B knockdown.

Results: APOBEC3B, HIF-1a, KRAS, and PIK3CA expressions were significantly
elevated in endometriosis patients compared to the control group (p<0.001, p<0.001,
p=0.029, p=0.001, respectively). APOBEC3B knockdown led to an increase in apoptosis
by 28.03% and 22.27% compared to the mock and control siRNA groups, respectively.
Additionally, APOBEC3B knockdown reduced PIK3CA expression and elevated Caspase
8 expression, indicating its involvement in the regulation of apoptosis. Furthermore,
APOBEC3B knockdown significantly suppressed cell proliferation, invasion, and
migration in comparison to both mock and control siRNA groups. (Cell proliferation:
mock p<0.001, control siRNA p=0.049; Cell invasion: mock p<0.001, control siRNA
p=0.029; Cell migration: mock p=0.004, control siRNA p=0.014).

Conclusions: APOBEC3B is upregulated in endometriosis, and APOBEC3B
knockdown could be a new potential therapeutic target for endometriosis.
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