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Research progress on related mechanisms of propofol against myocardial ischemia-reperfusion injury”
HUANG Kongshen YWANG Baiyun s\WANG Meng ,ZHONG Huanhui”
Department of Anesthesiology A f filiated Nanhua Hospital s Hengyang Medical School ,
University of South China s Hengyang » Hunan 421001 ,China

Abstract: As the incidence rate of cardiovascular disease continues to rise in China,the number of the pa-
tients with complicating heart disease receiving cardiac or non-cardiac surgery is increasing year by year, the
occurrence of myocardial ischemia/reperfusion injury (MIRI) seriously affects the prognosis of the patients
and causes the huge economic burden. Propofol is one of the most widely used intravenous general anesthesia

drugs in clinic. Since its birth,its protective effect on organs or tissues attracts the attention of researchers
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from both at home and abroad. At present, many studies {ind that propofol may alleviate MIRI through related

mechanisms such as antioxidant stress,reducing calcium overload,inhibiting mitochondrial permeability tran-

sition,anti-inflammatory,inhibiting iron death,reducing autophagy of cardiomyocytes,inhibiting mast cell ac-

tivation and affecting the expression of IncRNA and miRNA. This review summarizes the anti-MIRi mechanism of

propofol, especially the research findings in recent years,to provide reference for subsequent relevant studies.

Key words: propofol; myocardiumj;
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Research advances in molecular mechanism, diagnosis and treatment of von Willebrand disease
LUO Jingyuan ,CHEN Shu”
Department of Hematology ,Second Affiliated Hospital of Chongqging Medical
University Chongqing 400010,China
Abstract: von Willebrand disease (VWD) is the most common autosomal inherited bleeding disease caused
by quantitative or qualitative deficiency of von Willebrand factor (VWEF). VWD possesses genetically hetero-
geneous, with complex molecular pathogenic mechanisms and clinical phenotypes,and its diagnosis and treat-
ment face challenges. In recent years,the identification of mutations in VWF gene in the patients with VWD
improves the understanding of the structure and function of VWF protein and enhances the cognition on the
molecular pathogenesis of VWD. The emergence of new type examination methods and new drugs has brought

a breakthrough in the diagnosis and treatment of VWD. This paper aims to review the current status and pro-

gress of research on the molecular genetics and diagnosis and treatment of VWD,
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