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Expressions of miR-144-3p and SGK3 in breast cancer

tissues and clinical significance
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Abstract: Objective To investigate the expression levels of microRNA (miR)-144-3p and serum and glucocorticoid-
regulated protein kinase 3 (SGK3) in breast cancer tissues and clinical significance. Methods A total of 122 breast
cancer tissue specimens ( breast cancer group) and 120 paracancerous tissue specimens( normal group) from July 2016 to
June 2017 were collected. Real-time fluorescence quantitative polymerase chain reaction( qRT-PCR) was used to detect the
expression levels of miR-144-3p and SGK3 mRNAs, and immunohistochemical method was used to detect the expression
level of SGK3 protein. According to the results of detection, their expressions were divided into miR-144-3p high-expression
group ,miR-144-3p low-expression group,SGK3 protein positive group and SGK3 protein negative group. The associations of
miR-144-3p mRNA and SGK3 protein expressions with clinicopathological parameters of breast cancer patients were
analyzed. Kaplan-Meier method was used to analyze the survival condition for breast cancer patients. Pearson correlation
analysis was used to analyze the correlation of miR-144-3p mRNA with SGK3 protein. Results The expression level of
miR-144-3p mRNA in breast cancer tissues was significantly lower than that in normal group (P < 0. 05), and the
expression level of SGK3 mRNA in breast cancer tissues was significantly higher than that in normal group(P <0.05).

Compared with normal group,the positive expression of SGK3 protein in breast cancer group significantly increased ( P <

0.01). The clinicopathological parameters showed that miR-144-3p mRNA expression level was associated with tumor size,

nuclear grade,lymph node metastasis, TNM staging and Ki67 and P53 proteins expressions (all P <0.05). SGK3 mRNA
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expression level was associated with nuclear grade and Ki67 and P53 proteins expressions (all P <0.05). Kaplan-Meier

curve showed that the progression-free survival time( PFS) and overall survival time( OS) in miR-144-3p high-expression

group were significantly higher than those in miR-144-3p low-expression group(21.23% wvs 19. 68% ,39. 47% vs 17. 48% ,

all P <0.05).PFS and OS in SGK3 protein negative group were significantly higher than those in SGK3 protein positive
group (23.27% vs 9.79% ,41. 64% vs 17.68% ,all P <0.05). Pearson correlation analysis showed that miR-144-3p

mRNA was significantly negatively correlated with SGK3 protein (r = —0.597,P =0.030). Conclusions

miR-144-3p is

low-express in breast cancer tissue ,and SGK3 is high-express with negative correlation between them. The expression levels of

miR-144-3p and SGK3 are correlated with the prognosis of patients,so they can be used as clinical evaluation indexes for

breast cancer patients.
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