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Research advances on gene polymorphism of main enzymes in bilirubin metabolic pathway "
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Abstract : Bilirubin metabolism is a complex process affected by many factors,in which any abnormal link
can cause serum bilirubin increase,and the severe cases may appear bilirubin encephalopathy. At present, more
and more studies consider that the unexplained increases in bilirubin is related to genetic factors, moreover
there are regional and racial differences. This article reviews the research advances of gene polymorphisms of
glucose-6-phosphate dehydrogenase, uridine diphosphate glucuronate transferase 1A1, solute carrier organic
anion transporter 1B1,heme oxygenase 1,and biliverrin reductase A in bilirubin metabolic pathways.
Key words: hyperbilirubinemia;

bilirubin metabolic enzymes; gene polymorphism
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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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