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Abstract Objective To explore the level of miR — 126 in the breast cancer tissues and the concentration of CA125 in the plasma
of breast cancer patients. And analyze the relevance between the levels of miR — 126, CA125 and clinicopathological features of breast
cancer patients. Methods Real — time fluorescence quantitative PCR was applied to measure the level of miR — 126 in 26 tumor tissues
and 36 adjacent tissues. The concentration of CA125 was detected by Chemiluminescence immunoassay in the plasma of 26 breast cancer
patients and 39 controls. Results Compared with adjacent tissues, the level of miR — 126 in tumor tissues was not obviously increased
(P>0.05). Compared with the controls, the concentration of CA125 was obviously increased in the plasma of breast cancer patients
(P <0.05). The level of CA125 was obviously related to lymph node metastasis (P <0.05) , but not associated with the age, tumor size
and clinical stages (P >0.05). Furthermore, our results showed that the level of CA125 in the plasma exhibited statistical differences a-
mong various lymph node metastasis subtypes (P <0.05). Conclusion The level of CA125 is correlated with the lymph node metasta-
sis, suggesting that it can be a marker for predicting lymph node metastasis of breast cancer patients.
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