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Demethylation Effect of Emodin on Tumor Suppressor Gene in Pancreatic Cancer Xenograf. Xue Li, Tang Jian,Chu Yongquan et al. De-
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Abstract Objective To study the demethylation effect of emodin on tumor suppressor gene pl6,RASSF1A , ppENKpromoter CpG
Island in pancreatic cancer xenografthrough the establishment of pancreatic cancer cell line Pancl subcutaneous xenograft model. Methods
After pancreatic cancer xenograft in nude mice model beening established, All the mice were randomly divided into 4 groups and treated
intraperitoneally (IP) with saline and various concentrations (30,50,70mg/kg) of emodin. To observe the effect of emodin on tumor
growth. MSP was used to detect methylation status changes of tumor suppressor gene pl6 ,RASSF1 A, ppENK gene. While mRNA and pro-
tein production of the three tumor suppressor genes were evaluated by RT — PCR and Western blotting. Results The emodin can inhibit
the growth of the tumor xenografts in nude mice. With the increase of emodin concentration, the growth inhibition rate of pancreatic cancer
xenografts in nude mice gradually increased,50mg/kg and 70mg/kg concentrations were compared with control group (P <0.05). MSP
confirmed that the methylated status of the promoter regions of p16,RASSF1A ,ppENK has decreased, at the same time, the unmethylated
status has enhanced. The RT — PCR and Western blotting results confirmed enhanced expression or re — expression of mRNA and proteinin
pancreatic cancer xenograf. ( compared with control group, P <0.05). Conclusion Emodin can exert different degrees of demethylation
effect on tumor suppressor gene pl6,RASSF1 A, ppENK gene in pancreatic cancer xenografts, making the none expressed tumor suppressor
gene to re — express. Emodin inhibites pancreatic cancer cells growth, which may be related to its demethylation of tumor suppressor
genes.
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