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Expression and clinical significance of MALAT-1 and HIF-1q in triple negative breast cancer”
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(Department of Medical Oncology of Breast and Bone Soft Tissue Tumor ,
A f filiated Tumor Hospital of Guangxi Medical University , Nanning ,Guangxi 530021, China)

[ Abstract] Objective To investigate the expression and clinical significance of metastasis-associated
lung adenocarcinoma transcript 1 (MALAT-1) and hypoxia inducible factor-la ( HIF-1q) in triple negative
breast cancer (TNBC). Methods Immunohistochemical SP method was used to detect the expression of HIF-
la in 33 cases of TNBC tumor tissues and their corresponding paracancer tissues. HIF-o, MALAT-1 mRNA
levels were measured by quantitative real-time PCR (RT-PCR). The correlation between HIF-1a, MALAT-1
levels and the clinical features of TNBC were analyzed. Results The expression of HIF-1¢, MALAT-1 mRNA
in breast tumor tissues was significantly higher than that in paracancer tissues in TNBC (2. 62 £0. 23 ws.
2.02740.08;129. 79£15. 34 wvs. 43.46+£5. 14; P<C0.05). The positive expression rate of HIF-1¢ in TNBC in-
creased significantly compared with those in paracancer tissues(69. 7% wvs. 45.4% ,P<C0.05). The positive ex-
pression rate of HIF-1a, MALAT-1 mRNA in TNBC patients correlated with histological grading,infiltration
depth,lymph node metastasis,and clinical staging (P<C0. 01). Conclusion Detection of the expression level of
MALAT-1 and HIF-1o mRNA may have some predictive significance for the invasion, metastasis and prolifer-
ation of TNBC.

[Key words] breast neoplasms;reverse transcriptase polymerase chain reaction; metastasis-as-associated

lung adenocarcinoma transcript-1;hypoxia inducible factor-1«
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