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Abstract: Objective To investigate the value of SMG-1 mRNA and SOX4 mRNA in monitoring breast cancer. Methods

The clinical data of 45 patients with invasive ductal carcinoma (IDC group) and 32 patients with atypical ductal hyperplasia
(ADH group) were retrospectively analyzed between May 2008 and May 2015 in the First People’s Hospital of Xianyang
City,and 30 cases of normal breast tissue adjacent to cancer were as control group. The expression of SMG-1 mRNA and
SOX4 mRNA were detected by RT-PCR,and compared and analyzed the relationship with breast cancer. Results The posi-
tive rate and expression level of tissue SOX4 gene in control group, ADH group and IDC group were 20.0%,53.1%,77. 7%
and 0. 21£0.07,0.57+£0.13,0. 89 £ 0. 18, respectively. And those of tissue SMG-1 gene in three groups were 83.3%,
60.0% ,26.6% and 0. 9240. 21,0. 6240. 12,0. 2520. 09, respectively. Compared with those in the control group,the posi-
tive rate and expression of SOX4 mRNA were significantly increased and which of SMG-1 mRNA were significantly de-
creased in ADH and IDC groups. In addition, these similar presenses of SOX4 mRNA and SMG-1 mRNA had been described
in the IDC group compared with in the ADH group ( Fegpression = 326. 33~ 353. 974 ubnormateare = 4. 51~ 24. 24, P<T0. 001 or
0. 05). The positive rate and the expression level of serum CA153 in the control group, ADH group and IDC group were
3.3%,25.0% ,44.4% and 13.2411. 3,50. 3£36. 2,132. 0£77. 9 pg/ml, respectively,and those of serum CEA in the third
group were 3.3%,12.5%,20.0% and 2.3+1.6,19.3+7.6,47. 34+31. 9 ng/ml, respectively. The serumal levels of CA153
and CEA were observed to be significantly higher in the IDC group than those in the control and ADH groups (P<<0.01).
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In 45 cases of the patiens with breast cancer,the expression of SMG-1 mRNA and SOX4 mRNA was found to be negatively

correlated (= —0. 832, P<C0.01). Furthermore. here,showed these negative correlations between SMG-1 mRNA expres-

sion and serum levels of CA153 and CEA (r=—0.767,—0. 623, P<<0. 01,respectively) ,and these positive correlations be-
tween SOX4 mRNA expression and them (r=0.779,0. 605, P<Z0. 01, respectively). The expression of SOX4 in the breast

cancer tissues was significantly correlated with the size of tumor and lymph node metastasis (y* =5.37~5.47,all P<<

0. 05). The expression of SMG-1 was correlated with tumor size, TNM stage,lymph node metastasis,and histological grade
for the breast cancer (y* =4.60~6. 03,all P<(0.05). Conclusion Detecting SMG-1 mRNA and SOX4 mRNA expression in

breast cancer tissues can be applied to discovery the early breast cancer and improve the positive detection rate of breast

cancer.

Keywords: breast cancer;invasive ductal carcinoma;atypical ductal hyperplasia; SMG-1mRNA ; SOX4mRNA; CA153;CEA
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