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for AGE (RAGE) are involved in AGE-induced pathogenesis. It has found that AGE/RAGE was closely as-
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Advanced glycation end-products (AGE) are biomarkers of hyperglycemia, the receptors

sociated with the development of nonalcoholic fatty liver diseases (NAFLD). AGE can increase the accumu-
lation of hepatic triglycerides and promote the occurrence of simple fatty liver (SFL). AGE/RAGE induces
hepatic inflammation and accelerates the development of SLF to nonalcoholic steatohepatitis ( NASH) , and

induces hepatic cirrhosis by promoting the synthesis of reactive oxygen species, activating hepatic stellate
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