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Protective effect and mechanism of pterostilbene on liver injury caused by acute obstructive cholangitis WANG
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jiang University, Shaoxing 312000, China.

[Abstract] Objective To explore the protective effect of pterostilbene on liver injury induced by acute obstructive
cholangitis (AOC) and its possible mechanism. Methods Totally 24 male C57BL/6 mice were randomly divided into
four groups: sham operation group (Sham group), acute obstructive cholangitis group (AOC group) , AOC+low—dose
pterostilbene (10 mg-kg™+d™) group and AOC+ high—dose pterostilbene (20 mg-kg™-d™) group.AOC model was estab—
lished by intraperitoneal injection of LPS after ligation of common bile duct for three days.Six hours later, the levels of
serum alanine aminotransferase (ALT), aspartate aminotransferase (AST), total bilirubin (TBIL), tumor necrosis fac—
tor—-a (TNF- «) and interleukin—18 (IL-1B) were detected.The expression of nuclear factor-kappa B (NF- k B) in
liver tissue was detected by Western blot method, and the liver tissue sections were stained with hematoxylin and eosin
(HE), and the injury of liver tissue was observed under light microscope. Results The levels of ALT, AST, TBIL, IL-
1B and TNF-a were significantly increased in AOC group compared with those in Sham group (¢=23.29,17.59,25.75,
32.28,23.29, P<0.05) , and these parameters were
significantly decreased after dealing with pterostilbene
of different concentration (¢=11.87,8.13,9.51,17.17,
11.87; 13.68, 10.20, 13.94, 24.28, 13.68, P<0.05).
The levels of TBIL and TNF-oa in the AOC+high—

dose pterostilbene group were significantly lower than
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those in the AOC +low—dose pterostilbene group (g=4.42,7.10, P<<0.05) , but there was no significant difference in
ALT, AST and IL-18 (¢=1.81,2.07,1.81, P>0.05).The pathological injury of liver tissue was also significantly alleviat—
ed compared with the AOC group.In addition, pterostilbene could inhibit the expression of p—~NF-kB and NF-kB in liver

tissue induced by AOC.Compared with the AOC+ low—dose pterostilbene group, the AOC+high—dose pterostilbene group

showed a decreasing in the expression of p—NF-kB, while NF-«B did not significantly decrease. Conclusion Pterostil—

bene is effective in the treatment of AOC mice, it can improve the liver tissue injury of AOC mice.The degree of liver

pathological injury and the expression level of TNF—-o are significantly correlated. The mechanism may be related to the

inhibition of the activation of NF- kB pathway in liver tissue.
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