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Correlation analysis between KDM2A and KDMSA protein levels with high-risk HPV infection in cervical
cancer patients

LIU Chunjun, LIANG Juhua, QU Shuping (Gynecology, Yantai Yeda Hospital, Yantai , Shandong 264006,
China)

Objective To investigate the protein levels of histone lysine demethylase 2A (KDM2A) and histone lysine
demethylase 5A (KDM5A ) in cervical cancer patients, and to analyze their correlation with high-risk human
papillomavirus (HR-HPV) infection. Methods A total of 78 cervical cancer patients admitted from January 2021 to
January 2024 were selected as the cervical cancer group. During the same period, 72 patients with cervical intraepithelial
neoplasia (CIN) were selected as the CIN group, and 76 healthy individuals were selected as the control group. The
general information of the examinee was collected. Enzyme linked immunosorbent assay (ELISA) was applied to detect
serum levels of KDM2A and KDM5A in three groups. The serum levels of KDM2A and KDM5A were compared among
different grades of the CIN group. The HR-HPV infection status of patients with different grades and stages of cervical
cancer in the CIN group was compared. The relationship between serum levels of KDM2A and KDM5A and clinical
pathological characteristics of cervical cancer patients was analyzed. Results The serum levels of KDM2A and KDM5A
in the cervical cancer group were higher than those in the CIN group and control group (P <C0. 05). There were
differences in serum KDM2A and KDM5A levels among different grades in the CIN group (P <C0. 05). The total infection
rates of HR-HPV in FIGO stage I-1I and FIGO stage I1I cervical cancer patients were higher than those in CIN stage I and
CIN stage II, the total infection rate of HR-HPV in FIGO stage III cervical cancer patients was higher than that in CIN
stage III (P <C 0. 05). The serum levels of KDM2A and KDM5A were correlated with HPV viral load, tumor
differentiation degree,and FIGO staging in cervical cancer patients (P <C0. 05).  Conclusion The serum levels of
KDM2A and KDM5A are elevated in cervical cancer patients, which are associated with HR-HPV infection.
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Table 1 Serum KDM2A and KDMS5A levels in three groups
of tested patients

BHEA CIN 4] At R4l

Iy SRy ) p
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‘ 68(87.18%)  61(84.72%)  68(89.47%)

KDM2A(ng/mL) 8.49+1,35"  5.48+1.11°  1.36%0.25 944,558 <0.01
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Table 2 Comparison of HR-HPV infection status [n (%) ]
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Table 3 Relationship between serum KDM2A and KDMS5A levels

and clinical pathology of cervical cancer patients (;i‘s)
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12 21 6.35+1.05 5.87+1.02

24 37 8.58+1.23%  8.1941.26°
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