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Research progress in glutamate dehydrogenase as potential
circulating biomarkers of drug-induced liver injury

LI Yun', XIANG Huai-rong', CHENG Xuan', HE Bei', PENG Wen-xing"?
(1. Department of Pharmacy, the Second Xiangya Hospital, 2. Institute of Clinical Pharmacy,
Central South University, Changsha 410011, China)

Abstract: Drug-induced liver injury (DILI) is a common adverse drug reaction, which can cause
serious adverse prognosis such as acute liver failure or death. Early and accurate diagnosis of DILI is
of great significance. The sensitivity and specificity of traditional biomarkers for diagnosis of DILI are
insufficient, making it necessary to find new biomarkers of liver injury with a higher sensitivity and speci-
ficity. Glutamate dehydrogenase (GLDH) is a new biomarker for the diagnosis of DILI. Current studies
indicate that GLDH is more specific, sensitive and stable than traditional biomarkers for liver injury.
GLDH shows smaller inter-individual and intra-individual differences than miR-122, and manifests a better
specificity and sensitivity to liver injury than high mobility group protein B1, osteopontin and cytokeratin
18. In addition, the detection method of GLDH is simpler. Therefore, GLDH has good prospects of clinical
application. This article summarizes the drewbacks of traditional biomarkers, and the latest research
findings of GLDH as a potential biomarker of DILI in order to shed light on the potential of GLDH as a
biomarker of DILI.
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