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Potential Risks of Incretin-Based Therapy in Type 2 Diabetes Mellitus
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[ Abstract] Objective: To analyzed potential risks of incretin-based therapy in type 2 diabetes
mellitus. Methods: we collected and analyzed related publications.Results and Conclusions: Drugs
based-on incretins are widely used since being launched, for their efficacy in glucose control and weigh
loss are as good as other hypoglycemic agents, and their prevalence of hypoglycemia are low. However,
epidemiology, animal research and clinical studies show that incretin-based therapies potentially increase

risks of pancreatic lesions and tumor. So we should pay more attention to the safety of the incretins.
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Appropriate evaluation relies on high quality clinical trails.
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Diagnose and Treatment of Multiple Myeloma with Extramedullary Plasmacytoma
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[ Abstract] Objective: To review the research progress of multiple myeloma with extramedullary

plasmacytoma in diagnose and treatment. Methods:We collected articles related to multiple myeloma

.29.

receptor expression in the human thyroid gland[J]. J Clin
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