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and Toll-like receptor 5 (TLR5) in Caco-2 cells. Results

Compared with the control group, the Caco-2

cells co-cultured with Candida albicans alone had significant increases in the expression of 1L.-6, 11.-8, IL-
18, HBD-2, and HBD-3 (P<C0. 05) and significantly upregulated mRNA expression of TLR1, TLR2Z,
TLR4, and TLR5 (P<C0. 05). Compared with the Caco-2 cells co-cultured with Candida albicans alone,
the Caco-2 cells pretreated with BAEB had significant reductions in the expression of 1L-6, 1L-8, IL-18,
HBD-2, and HBD-3 (P <C0. 05) and significantly downregulated mRNA expression of TLR1, TLR2,
TLR4, and TLR5 (P<C0.05), and high-dose BAEB had the most significant effect. Conclusion The anti-Can-
dida albicans mechanism of BAEB may be related to the downregulated expression of cytokines, HBD, and TLRs.
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fensin; Toll-like receptor
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Effect of Berberine on Liver Fibrosis in Mice
OU Yi-tao, YANG Gui-zhi, LAN Tian, LI Wei-dong
(Guangdong Pharmaceutical University , Guangdong Guangzhou 510006, China)

[ Abstract JObjective To investigate the mechanism of action of berberine in the prevention and treatment
of liver fibrosis. Methods C57BL/6 mice were randomly divided into normal group, liver fibrosis group,
and berberine group, and intraperitoneal injection of carbon tetrachloride was performed to establish an an-
imal model of liver fibrosis. Berberine was used for treatment. After 6 weeks, the activities of alanine ami-
notransferase (ALT) and aspartate transaminase (AST) were measured, liver pathological changes were
observed, and the level of hydroxyproline was measured. Western blot and real-time PCR were used to
measure the levels of alpha-smooth muscle actin (¢~-SMA), collagen type [ al (Collal). and tissue inhib-
itor of metalloproteinase-1 (TIMP-1). Results Compared with the liver fibrosis group, the berberine in-
tervention group had significantly alleviated liver injury and fibrosis, reduced collagen synthesis and depo-
sition, alleviated inflammatory response, reduced activities of ALT and AST, and reduced synthesis of
a-SMA, Collal, and TIMP-1. Conclusion Berberine can inhibit inflammatory response and collagen dep-
osition and thus reduce liver fibrosis in mice.

[ Key words |Berberine; Liver fibrosis; Liver function; Smooth muscle actin; Collagen type [ ; Tissue in-

hibitor of metalloproteinase



