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Expression and correlation of FEN1,GTF2IP23.and KDM4A in breast cancer tissues”
TAN Qiufen ,HU Huijun
The Third People’s Hospital of Huizhou s Huizhou sGuangdong 516002 ,China

Abstract:Objective To explore the expression and relevance of flap endonuclease-1 (Fenl) ,transcription
factor Il I pseudogene 23 (gtf2ip23),lysine specific demethylase 4a (kdm4a) in breast cancer. Methods Se-
lected female surgery in July 2020 to August 2021 and benign breast cancer patients,collected breast cancer
patients surgical resection of breast cancer tissue,adjacent tissue specimens 5 cm from cancer tissue and breast
benign tumor tumor pathological tissue,continuous sections after immunohistochemical marks,immunohisto-
chemical staining. FEN1 expression was detected by RT-qPCR,GTF2IP23 and KDM4A expression was detec-
ted by Western blot,and the correlation of FEN1,GTF2IP23 and KDM4A expression in breast cancer tissues
and the predictive value of combined testing in breast cancer patients were analyzed. Results FENI1,
GTF2IP23,and KDM4A expressions were higher in benign and breast cancer tissues (P <C0.05) and FENI1,
GTF2IP23,and KDM4A in breast cancer than benign breast cancer tissue (P <C0. 05). The expression of
FEN1,GTF2IP23 and KDM4A in breast cancer was closely correlated with age,tumor diameter, pathological
stage,lymph node metastasis,vascular invasion and differentiation (P <C0. 05). A positive expression of FEN1
and GTF2IP23 in breast cancer tissues (=0, 404,P =0, 001) ,FEN1 and KDM4A expression (r =0.553,P =
0.001) and GTF2IP23 and KDM4A expression (r =0. 582, P =0. 001). Compared with the single tests of
FEN1,GTF2IP23,and KDM4A ,the three combined tests had high sensitivity and low specificity in the prog-
nosis prediction of breast cancer patients,with AUC values of 0.691,0. 659,and 0. 708 for FEN1,GTF2IP23,
and KDM4A, respectively (P <{0. 05). Conclusion FENI1, GTF2IP23 and KDM4A are highly expressed in

breast cancer tissues. They are correlated and closely related to the pathological characteristics of breast cancer

*  E&DB . ZMH R H (20200806) .
1EE B A A Y, 2, @) 34T 1 O, 5 B2 DA S 93 05 B 0 A SR F 5T



+ 312 - = A 5 [E F

Ze’B 2023 42 2 F % 44 %% 3 ¥ Int ] Lab Med,February 2023, Vol. 44,No. 3

patients. They can better predict the prognosis of breast cancer patients and provide a theoretical basis for clin-

ical diagnosis and treatment of breast cancer.
Key words: breast cancer;
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