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Fig.5 Effects of Luteolin on related N-cadherin in LX-2 cells stimulated by TGF- Bl
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Fig.6 Luteolin improves liver injury in mice
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Study on the mechanism of luteolin effect on the inhibition of hepatic
stellate cell activation and CCl,-induced liver fibrosis in mice

Diao Ying, Wang Zhongjuan, Li Min

(Institutes of Biology and Medical Sciences, Soochow University, Suzhou 215123, China)

Abstract: [Objective]ln order to investigate the effect and mechanism of luteolin on liver fibrosis in vitro and in vivo.
[ Methods](1)CCK-8 and scratch experiment was used to detect the actvity of L.X-2 cells under normal conditions and TGF-B1
activation; (2) qQRT-PCR and western blot detected the effects of luteolin on Collagen [ , a-SMA, Smad2 and p-Smad2 expres-
sion; (3) CCl,-induced liver fibrosis in mice. Masson staining was used to observe the changes of fibrous collagen expression in
mice before and after administration. (4)Label-free protein quantification was used to analyze differential expression of proteins.
[Results](1) The vitro experiments showed that luteolin inhibited LX-2 proliferation,and significantly inhibited the expression
of Collagen | » a-SMA, Smad2, p-Smad2. (2) Animal experiments showed that luteolin could effectively improve CCl,-induced
liver injury and liver function damage. (3) GO analysis indicated down-regulated differential proteins mainly involved in mito-
chondrial electron transfer, oxidative phosphorylation regulation, KEGG pathway analysis showed that the differential proteins
were mainly involved in Metabolic, ECM-receptor interaction, PI3K-Akt and other signaling pathways. [ ConclusionThe result
shows that luteolin can inhibits fibrosis of human hepatic stellate cells by inhibiting the TGF- /smad2 signaling pathway.

Keywords: luteolin; Liver fibrosis; TGF-81/Smad2; mass spectrum
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Cellular Components

UCS.\_L:_QE Jusuwaseq

| Xo[dwod ureyd Adojed1dsad [R1Apuoyo0) 1w

UOTIRZIURBSIO UOLO[0YS0ILD JO uolle|ndod aAa1yisod
ssoo0ad orogRIOW (VY

souogoydaow [9SSOA pooTq

souogordue

501A00pud JO UOTIR[NSOT

501400pUd POIRIPAW-I071da00d JO UOTIR[NFOI

uoTie[AJ0oydsoyd 9ATIRPIXO

jJodsued) UOI)09[d pOTdNOd STSOYIUAS

LV
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