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Study on mechanism of Dahuanglingxian Capsule for intervening gallstone formation by regulating ABCB11 and ABCC2"
TANG Qianli' \LV Zhen* ,\WANG Bing® .WANG Yu' ,WANG Shu' ,SHU Qing feng' .GE Bin',XIE Sizhen®
(1. Youjiang Medical University for Nationalities/Key Laboratory of Western Guangxi High Incidence
Disease, Baise ,Guangxi 533000,China;2. Department of General Surgery . Traditional
Chinese Medicine Hospital of Zhuji,Zhuji,Zhejiang 311800,China;3. Department o f General Surgery ,
The First Af filiated Hospital of Guangxi University of Chinese Medicine » Nanning »Guangxi 530023 China)
[Abstract] Objective To explore the mechanism of Dahuanglinxian Capsule for intervening gallstone formation by regulating
the expression levels of ABCB11 and ABCC2 mRNA and protein. Methods Forty male C57BL/6 mice were divided into the normal
group(group N), model group (group M), ursodeoxycholic acid group (group U) and Dahuanglinxian Capsule treatment group
(group D), 10 cases in each group. The group N was fed with normal diet, while the group M, U and D were fed with lithogenic fod-
der for 8 weeks. Meanwhile the group U and D were given the medication intervention,once daily,for continuous 8 weeks of gavage.
After successful modeling, mRNA and protein expression levels of ABCB11 and ABCC2 were detected by RT-PCR and immunohis-
tochemistry. Results Compared with the other three groups,the expressions of ABCB11 and ABCC2 mRNA gene and protein in M
group were significantly reduced (P<C0. 01) ; while, there was no statistical difference in the expressions of ABCB11 and ABCC2
mRNA and protein between the group D and N(P>>0. 05). Conclusion Dahuanglinxian Capsule can prevent the gallstone formation
by regulating the expression of ABCB11 and ABCC2 mRNA and protein.
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