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Abstract ;: Gastric cancer is the second leading cause of cancer-related death worldwide. Its occurrence and

development are closely related to the tumor microenvironment in which gastric cancer cells are located.

Tumor-associated macrophage(TAM) is an important part of tumor microenvironment, which regulates the

progression of tumor. TAM promotes the growth, metastasis and invasion of gastric cancer by synthesizing

and releasing related substances such as cytokines,chemokines and proteases to interact with various cells in

the microenvironment.
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Research progress on early biomarkers for acute kidney injury after cardiac surgery”
WU Xiaoyun s ZANG Wangfu®
Department of Cardiac Surgery,Shanghai Tenth People’s Hospital affiliated to Tongji
University ,Shanghai 200072,China

Abstract; Acute kidney injury (AKI) is a common and serious complication after cardiac surgery and other

surgical procedures,with high morbidity and mortality rates. At present,it's recognized that the best treat-
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