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Impact of bile duct ligation on hepatocytic apoptosis and inflammation in
mice
DONG Yu—fang,et al
(Department of Clinical Laboratory, the First Affiliated Hospital , Chongqing Medical University)

[ Abstract JObjective:To investigate the effect of bile duct ligation—induced biliary cholestasis on liver of mice. Methods:Mice were
subjected to bile duct ligation to establish the cholestasis model. Serum hepatic biochemical indicators were detected with automatic
biochemistry analyzer; hepatocytic apoptosis was evaluated by TUNEL; real-time PCR and immunchistochemisty were employed to detect
the expression of inflammation—related genes. Results:An obstructive cholestasis mouse model was successfully established. Increased
serum biochemical indicator indicated impaired liver function in bile duct-ligated mice. Hepatocytic cells apoptosis and inflammatory cell
infiltiration increased significantly after obstructive cholestasis. Conclusion:Cholestasis induced by bile duct ligation promoted the
hepatocytic apoptosis and inflammatory cell infiltration in liver.
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Association of single nucleotide polymorphism in mdr1C3435T with
susceptibility to ovarian cancer
MA Li—fang,et ol
(Department of Gynecology , Chongging Canner Research Institute )

[ Abstract JObjective:To investigate the association of single nucleotide polymorphism in mdr1C3435T with susceptibility to ovarian
cancer. Methods: mdr1C3435T gene was determined by PCR— RFLP method in 135 ovarian cancer patients(cases group ) and 146 healthy
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women ( control group ). Results : The frequency of C/C genotype
in cases group (30.37% ) was significantly lower than that in
controls (47.95% ) ,and the frequencies of T/C(44.44% )and T/T
(25.19% ) respectively in cases group were significantly higher
than those in controls (T/C38.35%, T/T13.7% ). The frequency of
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