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Progress in molecular markers of thyroid cancer”
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Abstract: In recent years, more and more patients with thyroid nodules have been detected. Most of them
are benign and can be treated conservatively. However,5%—10% of them are malignant and need early surgi-
cal treatment to get a good prognosis. However, there is no obvious difference between the symptoms and
signs of benign and malignant nodules,which is easy to be misdiagnosed. At present,thyroid fine needle aspi-
ration can improve the accuracy of thyroid cancer diagnosis to a certain extent, but there are still some parts
can not be clearly diagnosed,there are certain limitations. In recent years,it has been found that most thyroid
cancer has one or several gene abnormalities,and these gene abnormalities can be used as potential markers in

thyroid diagnosis,prognosis prediction and treatment target, which is of great significance to clinical. In this

paper,the new potential molecular markers of thyroid cancer are reviewed.
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Abstract: Systemic lupus erythematosus (SLE) is an autoimmune disease involving multiple organs,
which occurs in women of childbearing age. Its pathogenesis is related to many factors such as heredity,endo-
crine and infection. Among them, genetic factors have attracted many scholars’ attention in recent years,and
the view that SLE is a polygenic genetic disease has been recognized by scholars. With the development of gene
detection technology,a variety of strong SLE related genes have been identified. In addition, many unknown
genes have been found. In this paper,through the study of different signaling pathway molecules in innate im-

mune response and adaptive immune response,the current research progress of SLE related pathogenic genes
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