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Study of gene expression variation of rat kidney ugtla6 related to propofol metabo-

lism in anhepatic phase

GU Jian-teng' , TAO Guo-cai' , LU Kai-zhi' , WU Zhou® (' Department of Anesthesiology, Southwest Hospital , ? Department of
Pathophysiology, College of High Altitude Military Medicine, Third Military Medical University, Chongging 400038, China)

Abstract; Objective To investigate the gene expression variation of rat kidney uridine diphosphate glu-
curonatetransferase ugt1a6 related to propofol metabolism in anhepatic phase and to primarily explain the rea-
sons of extrahepatic metabolism characteristic of propofol. Methods A total of 15 male SD rats were distribu-
ted randomly to 3 groups (n =5 in each group) : control group (group A) , devascularization of the hepatic por-
tal for 30 min (group B) and 60 min ( group C). Kidney tissues of rats were taken and ugtla6 mRNA were de-
tected by RT-PCR. Results Gene expression levels of kidney ugtla6 of groups B and C were significantly
higher than group A (P <0.05). The gene expression levels between B and C were of no significant difference.
Conclusion Gene expression levels of kidney ugtlab of rats increased in anhepatic phase as compared with
the phase of hepatic portal dissociation, which is one of the possible reasons that extrahepatic metabolism of
propofol is increased in anhepatic phase.
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Fig 1 Expression of rat kidney ugfla6 mRNA in anhepatic phase
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