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Abstract: Objective To investigate the relationship of LncRNA-P21, microRNA-17-3p (miR-17-3p)
expression with clinicopathological features and prognosis in triple-negative breast cancer. Methods From January
2016 to May 2017, 106 patients with triple-negative breast cancer who underwent surgical resection of cancer tissues
and adjacent tissues (at least 5 cm away from cancer tissues) were selected. Real-time quantitative polymerase chain
reaction was used to detect the expression of LncRNA-P21 and miR-17-3p in tissue samples. Clinicopathological
data of patients were collected, and the relationship between LncRNA-P21, miR-17-3p expression and
clinicopathological features of patients was analyzed. After 5 years of follow-up, Kaplan-Meier method was used to
draw the survival curves of triple-negative breast cancer under different expressions of LncRNA-P21 and miR-17-3p.
Cox regression analysis was used to analyze the factors affecting the prognosis of triple negative breast cancer
patients. Results The expression of LncRNA-P21 in cancer tissue was lower than that in adjacent tissues (P <
0.05); The expression of miR-17-3p in cancer tissue was higher than that in adjacent tissues (P < 0.05). The
expression of LncRNA-P21 in triple-negative breast cancer tissue with TNM III, axillary lymph node metastasis, and
Ki-67 = 30% was lower than that in TNM I-II, no axillary lymph node metastasis, and Ki-67 < 30% (P < 0.05), and
the expression of miR-17-3p was higher than that in TNM I-1II, no axillary lymph node metastasis, and Ki-67
negative (P < 0.05). There was no significant difference in the expression of LncRNA-P21 and miR-17-3p in
different age, tumor diameter, degree of differentiation, and menopausal status (P > 0.05). The expression of
LncRNA-P21 was negatively correlated with the expression of miR-17-3p in triple negative breast cancer (r =
-0.570, P < 0.05). The disease-free survival (DFS) and total survival (OS) survival rates in the low expression group
of LncRNA-P21 were lower than those in the high expression group of LncRNA-P21 (P < 0.05). The survival rate of
DFS and OS in the high expression group of miR-17-3p was lower than that in the low expression group of miR-17-3p
(P < 0.05). Univariable Cox regression analysis results showed that differentiation degree, TNM stage, axillary
lymph node metastasis, LncRNA-P21, and miR-17-3p were the prognostic factors of triple negative breast cancer
patients (P < 0.05). Multi-factor Cox regression analysis results showed that axillary lymph node metastasis and
miR-17-3p were risk factors for poor prognosis of triple negative breast cancer patients (P < 0.05), and LncRNA-P21
was a protective factor (P < 0.05). Conclusion The expression of LncRNA-P21 is down-regulated and miR-17-3p
is up-regulated in triple negative breast cancer tissues, which is related to the positive expression of Ki-67, TNM
stage 11, axillary lymph node metastasis, and poor prognosis of breast cancer.

Keywords: triple negative breast neoplasms; LncRNA-P21; microRNA-17-3p; pathology; prognosis
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