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Abstract : Acute-on-chronic liver failure (ACLF) refers to a range of clinical syndromes characterized by

significant acute liver impairment and multi-organ failure induced by a variety of acute triggers underlying
longstanding liver disease. Because of its severity.quick progression,and high fatality rate,it is causing grow-
ing worry. According to recent research,the pathophysiology of ACLF is mostly caused by direct injury and
immunological injury. Among the immunological damage, damage-related molecular patterns (DAMPs)-in-
duced intrahepatic infiltration and immune cell hyperfunction are major factors in the development of ACLF.
DAMPs can be used as biological target molecules for early diagnosis and treatment of ACLF, such as high
mobility group protein 1, heat shock protein, etc. This review reviews the recent progress in studies on the
prognostic relationship between DAMPs and ACLF. The references were mainly identified through PubMed
and CNKI searches,including relevant studies published before June 2023, and summarizes the literature re-
ports on DAMPs as a prognostic marker for ACLF.
prognosis
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Advances in laboratory diagnosis of bloodstream infections”
ZHENG Yagiong' .LIU Yan® ,LIU Lei' \HE Yingyu® ,LIU Wanbing'"

1. Department of Transfusion Medicine ,General Hospital of Central Theater Command of the PLA,
Wuhan , Hubei 430070,China ;2. The First School of Clinical Medicine ,Southern Medical
University ,Guangzhou ,Guangdong 510515,China

Abstract ;: Bloodstream infection is a serious disease caused by the invasion of pathogenic microorganisms
into the blood circulation system,which can cause systemic inflammatory reactions, coagulation dysfunction,
shock,and even death. The early diagnosis of bloodstream bacterial infections is particularly important for
timely control of infection and improving patient survival. Therefore, rapid diagnostic techniques for blood-
stream infection are urgently needed in clinical practice. This article provides a review of the research progress
on diagnostic methods for bloodstream infections.
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