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Abstract: Objective To investigate the correlation on the expression of long non-coding RNA (IncRNA) Urothelial carcino-
ma-associated 1 (UCA1) and breast cancer anti-estrogen resistance 4 (BCAR4) gene in breast cancer tissues for the effect of
adjuvant chemotherapy. Methods The clinical data of 30 patients with locally advanced breast cancer who received neoadju-
vant chemotherapy in 215 Hospital of Nuclear Industry and the Central Hospital of Shangluo City of Shaanxi Province from
December 2016 to December 2018 were retrospectively analyzed. According to the effect of chemotherapy.they were divided
into effective group (20 cases) and ineffective group (10 cases). Real-time reverse transcription-polymerase chain reaction
(RT-PCR) was used to detect the expression of long non-coding RNA (IncRNA) UCA1 and BCAR4 in tissues. The serum
carbohydrate antigen (CA) 153 level was detected by electrochemiluminescence technique. The correlation between the chan-
ges of the above indexes and the efficacy of adjuvant chemotherapy for breast cancer was compared and analyzed. Results In
the effective group and the ineffective group,the expressions of UCA1 and BCAR4 were 0. 37£0. 15,0. 91£0. 26 and 0. 41
+0.17,0. 9640. 29, respectively, and their abnormal rates were 23. 3% ,66. 6% and 20. 0% ,70. 0% , respectively. The ser-
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um levels of CA153 in the effective group and the ineffective group was 22. 7415. 9 and 57. 2+23. 2 ng/ml,and its abnor-
mal rate was 13. 3% and 46. 6 % , respectively. The expressions and abnormal rates of UCA1,BCAR4 and CA153 in the ef-
fective group were significantly lower than those in the ineffective group,and the differences were statistically significant (¢
=23.73~31.67, % =15.39~17. 39,all P<<0.01). The overall effective rate of adjuvant chemotherapy for breast cancer pa-
tients was 66. 6%. In the effective group of adjuvant chemotherapy for breast cancer, the expression of UCAl and BCAR4
was positively correlated (+=0. 839, P<C0. 01). The two markers were positively correlated with serum CA153 level (r=
0.817~0.832, P<C0.01). There was no significant correlation between UCA1 expression and age of breast cancer patients
(y*=1. 148, P>>0. 05) , but significant correlation with histological grade and lymph node metastasis (y*=7. 500~8. 103 ,all
P<C0. 05). The expression of BCAR4 was not correlated with age and histological grade of breast cancer (y* =1.200~
1. 975.all P>0.05),but was correlated with lymph node metastasis of breast cancer (3* =6. 531, P<C0. 05). Conclusion

UCA1 and BCAR4 were related to the drug resistance mechanism of adjuvant chemotherapy in breast cancer. Downregula-

tion of UCA1 and BCAR4 expression can promote the effect of adjuvant chemotherapy and effectively alleviate the progress

of cancer.
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