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Abstract: Objective To investigate the effect of asperuloside (ASP) on the malignant progression and
chemotherapy resistance of hepatocellular carcinoma (HCC) cells by regulating the supersonic hedgehog
(SHH) /glioma-associated oncogene homolog 1 (GLI1) signaling pathway. Methods The expression of SHH
and GLI1 protein in human hepatocellular carcinoma cell line (SMMC-7721) /adriamycin (ADM) and SMMC-
7721 cell line were detected by Western blot (WB). The HCC drug-resistant cell line SMMC-7721/ADM were
divided into Control group, ADM group,L.-ASP group (1 mmol/L ASP),M-ASP group (2 mmol/L ASP),H-
ASP group (3 mmol/L. ASP),ASP+PM group (1 pmol/Il. SHH/GLII signaling pathway activator PM). Ex-
cept for Control group,5 pg/mL ADM was added to each group. The effect of ASP on the proliferation of
SMMC-7721/ADM cells was detected by cell counting kit-8 (CCKS8) assay and plate cloning assay. The effect
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of ASP on the invasion and migration of SMMC-7721/ADM cells were detected by Transwell assay. The effect
of ASP on the apoptosis of SMMC-7721/ADM cells was detected by flow cytometry. The expression of SHH,
GLI1, proliferating cell nuclear antigen (PCNA) , matrix metalloproteinase-9 (MMP-9) and B cell lymphoma-2
associated X protein (Bax) in SMMC-7721/ADM cells were detected by WB. Animal experiments verified the
effect of ASP on the growth of HCC xenografts and the expression of SHH/GLII signaling pathway proteins.
Results The expression of SHH and GLI1 in SMMC-7721/ADM cells were higher than those in SMMC-7721
cells (P<C0.05). L-ASP group, M-ASP group and H-ASP group decreased the proliferation, migration and in-
vasion of SMMC-7721/ADM cells in a dose-dependent manner, decreased the expression of SHH,GLI1,PCNA
and MMP-9,and promoted cell apoptosis and Bax expression (P<C0.05). SHH/GLII signaling pathway acti-
vator PM could reverse the inhibitory effect of H-ASP treatment on malignant progression and chemotherapy
resistance of SMMC-7721/ADM cells (P <C0. 05). ASP could inhibit the growth of HCC transplanted tumor
and the expression of SHH and GLI1 (P <C0. 05). Conclusion
HCC cells and enhance the sensitivity of chemotherapy,which may be achieved by inhibiting the SHH/GLI1

ASP can inhibit the malignant progression of

signaling pathway.
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