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Effects of propofol on differentially expressed genes in HepG2 cells

ZHAO Jing-yu, LI Ping, GUO Hui, LTU Su, JIN Heng, YUE Qi, HAO Jian-hua (Department of anesthesiology, The
First Affiliated Hospital of General Hospital of the Chinese People's Liberation Army, Beijing 100037, China)
Abstract: Objective To screen differential gene expression in HepG2 cells treated with new or old type
propofol in order to assess the effects and differences in cell metabolism. Methods High quality mRNA and
cDNA had been prepared and microarray screening had been conducted. Microarray gene expression profiling
technique was applied to analyze the differentially expressed genes in HepG2 cells treated with new and old
type propofol respectively. Results It was found that 88 genes were up-regulated and 34 genes were down-
regulated in HepG2 cell line treated with old type propofol, while 59 genes were up-regulated and 14 genes
were down-regulated in cell line treated with new type propofol. Conclusions cDNA microarray technology
was successfully used to screen the differentially expressed genes in HepG2 cell line treated with new and old
type propofol, which indicated the effect of new type propofol on the metabolism may be lower than the old
type, and it showed us the clues for studying the relative molecular biology mechanism between propofol and
metabolic diseases.
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Vi GenBank E Yk 3e] Cy5/Cy3
1 NM_182804.1 #H A5 &K G B48% 1k (Apo B48 recepter ) 3.180
2 NM_000384.1 # A& EB (Apo B) 2.841
3 NM_182804.1  AFEFJFE GB48% 4k ( Homo sapiens apolipoprotein B48 receptor ) 2.693
4 NM_020474.2 N-Z#EF SUHE - T1 ( GalNAC-T1) 2.458
5 NM_000209.1 ANFEMEBERHTFHF1 (Homo sapiens insulin promoter factor 1) 2.045
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3 NM_183075.1 4 16, &, % P450 ( Cytochrome P450 ) 0.450
4 NM_153486.2 SLERBLABD (lactic dehydrogenase D) 0.450
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