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Expression and clinical significance of DJ-1 and TET1 in cervical cancer”
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[Abstract] Objective To explore the expression of parkinson protein 7 (PARK7/DJ-1) and ten eleven
translocation 1 (TET1) in cervical cancer tissues and their relationship with the occurrence and development
of cervical cancer. Methods Forty patients with cervical disease diagnosed and treated from January to Sep-
tember 2018 were selected and divided into the cervical cancer group [ ,the cervical intraepithelial neoplasia
level [l group (the CIN [l group) and the uterine fibroids group according to the examination results,immu-
nohistochemistry was used to detect the expression of DJ-1 in cervical tissue. In addition, 10 patients with cer-
vical cancer who were surgically removed from June to August 2020 were selected as the cervical cancer group
Il ,and their adjacent tissues were used as the adjacent control group, Western blot was used to detect the ex-
pression of DJ-1 and TET1. Human normal cervical epithelial cell HcerEpic and cervical cancer cell SiHa and
Hel.a were cultured, and the expression levels of DJ-1 and TET1 were also detected by Western blot.
Results DJ-1 mainly expressed in the cytoplasm,and part of the nucleus also expressed, which was brown.
The positive expression rate of DJ-1 in uterine fibroids group (20%),the CIN [l group (60%) and the cervi-
cal cancer group | (80%) gradually increased, the difference was statistically significant (P <C0. 05). Com-
pared with the adjacent control group,the expression level of DJ-1 in the cervical cancer group Il was higher,
while the expression level of TET1 was lower, the difference was statistically significant (P <Z0. 05). Com-

pared with human normal cervical epithelial cell HcerEpic,cervical cancer cell SiHa and Hel.a had higher DJ-1
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expression levels,and lower TETI1 expression levels, the difference was statistically significant (P<C0. 05).

Conclusion D]J-1 and TET1 abnormally expressed in cervical cancer, which may be closely related to the oc-

currence and development of cervical cancer.
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1.2.3 Western blot
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