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Abstract : Objective To investigate the clinical value of FAM19A4 methylation detection in the evaluation
of high-risk human papillomavirus (HR-HPV) positive patients with cervical cancer or precancerous lesions.
Methods Eighty patients with cervical cancer (cervical cancer group) and 90 patients with cervical precancer-
ous lesions (precancerous lesions group) treated in this hospital from January to December 2020 were succes-
sively enrolled in the study, meanwhile 80 people who underwent the healthy physical examination were en-
rolled as the control group. The exfoliated cervical cells were collected. The HPV screening and genotyping
were carried out by adopting the hybridization capture method. Tagman probe-based quantitative PCR was
used to detect the methylation of FAM19A4 gene of the cervical exfoliated cells in the 3 groups of HR HPV
positive patients,among which the differences were statistically analyzed. Results The positive rate of HR-
HPYV in cervical cancer group, precancerous lesion group and control group was 92. 50% (74/80),55. 56 %
(50/90)and 7.50% (6/80), respectively, and the difference was statistically significant (P <C0. 05). The de-
tection rates of FAM19A4 methylation of HR-HPV positive people in cervical cancer group(97. 30 % ) was sig-
nificantly higher than those in precancerous lesions group(72. 00%) and control group(16. 67 %) , the differ-
ence was statistically significant (P <C0. 05) , the detection rates of FAM19A4 methylation of HR-HPV posi-
tive people in precancerous lesions group was significantly higher than those in control group (P<<0. 05). The
detection rates of FAM19A4 methylation in cervical cancer group was higher in HPV16/18 group than that in
non-HPV 16/18 group (100%. 00 ws. 92.00%, P<C0. 05),the detection rates of FAM19A4 methylation in
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precancerous lesion group with HPV16/18 were also higher than that in non-HPV16/18 group (75.00% ws.
68.18% ., P>0.05). Conclusion FAMI19A4 methylation might be a specific molecular marker of cervical cell
carcinogenesis. The detection of FAM19A4 methylation combined with high-risk HPV test can provide refer-

ence for early screening of cervical cancer.
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