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Abstract; Primary biliary cholangitis (PBC) ,formerly known as primary biliary cirrhosis,is a chronic pro-
gressive autoimmune disease involving the intrahepatic bile duct system. PBC occurs mainly in women,and its
incidence and prevalence have been on the rise globally in the past few decades. Patients with PBC often have
no clinical symptoms in the early stage,and eventually die as the disease progresses to liver fibrosis,cirrhosis
and hepatocellular carcinoma. With the innovation of technology and the improvement of detection level, the
research on PBC has made rapid development. This paper reviews the recent progress in the study of epidemi-
ology,serum markers and genetics of PBC.
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Role of microRNA in triple negative breast cancer metastasis”
WANG Shugi' \WANG Dongsheng'*"
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Abstract: Triple negative breast cancer is a kind of breast cancer with negative expression of estrogen re-
ceptor, progesterone receptor and human epidermal growth factor receptor, which is a type of breast cancer
with unique molecular characteristics and biological behaviors. Because of its late diagnosis,early recurrence,
strong invasiveness and high metastasis,the mortality rate of triple negative breast patients is high. With the
development of molecular biology.a large amount of microRNA has been found to play a role in tumorigenesis
and development. As metastatic process is considered the major cause of cancer-related death, this article re-
views key microRNA with potential clinical value in triple-negative breast cancer metastasis, which are in-
volved in the major regulatory mechanisms of invasive progression, especially epithelial-mesenchymal transi-
tion,in order to provide evidence for early detection of metastasis of triple negative breast cancer and improve
the prognosis of patients.
Key words: triple negative breast cancer; microRNA;  tumor metastasis;  epithelial-mesenchymal

transition
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