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Effect of dihydroartemisinin on the adhesion, migration, invasion, and epithelial-mesenchymal

transition of human hepatocellular carcinoma cells and its mechanism ZHU Yanju, ZHOU Jian, FENG
Mingming ,» GUO Shengli (Biliary Tract Ward of General Surgery, Nanyang Central Hospital, Nanyang 473000, China)

[ABSTRACT] Objective To investigate the effect of dihydroartemisinin on the adhesion, migration, invasion, and epithe-
lial-mesenchymal transition (EMT) of human hepatocellular carcinoma HCCLM3 cells and to elucidate its mechanism.  Methods
Human hepatocellular carcinoma HCCLMS3 cells were divided into groups A—D: group A (control group, group B (12.5 pmol/L
dihydroartemisinin) , group C (25.0 pmol/L dihydroartemisinin) , group D (50.0 pmol/L dihydroartemisinin, group E [25.0 pmol/
L dihydroartemisinin+50.0 pmol/L AG490, a Janus kinase 2 (JAK2) /signal transducer and activator of transcription 3 (STAT3)
pathway inhibitor], and group F (25.0 pmol/L dihydroartemisinin+ 0.5 pmol/L colivelin, a JAK2/STAT3 pathway activator).
Cell viability, adhesion, migration, invasion, and the levels of related proteins were analyzed using CCK-8 assay, cell adhesion as-
say, Transwell assay, and Western blotting.  Results  Significant differences were observed among groups A—F in cell viability,
adhesion, migration, invasion, and the expression levels of proteins related to the JAK2/STAT3 pathway and EMT (F=22.119—
783.032,P<C0.05). Groups B, C, and D showed reduced cell viability, adhesion, migration, invasion, and expression of N-cadhe-
rin, vimentin, fibronectin and p-JAK2/JAK2, p-STAT3/STATS3 ratio compared with group A (z1sp=2.451—43.655, P <C0.05).
In contrast, the expression level of E-cadherin in groups B, C, and D was higher than that in group A (z1.sp=30.671—85.442,P <<
0.05). Compared with group C, the changes in these indicators were more pronounced in group E (z1sp=10.199 —37.947, P <<
0.05), whereas group F showed the opposite trend (z1.sp=15.882—61.518, P <C0.05).  Conclusion Dihydroartemisinin signifi-
cantly inhibits the adhesion, migration, invasion, and EMT of HCCLM3 cells, likely through suppression of the signal transduc-
tion of the JAK2/STAT3 pathway.

[KEY WORDS] Liver neoplasms; Artemisinin; Janus kinase 2; STAT3 transcription factor; Cell adhesion; Cell movement;

Neoplasm invasiveness; Epithelial-mesenchymal transition
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