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[ Abstract] Objective: To explore the potential antitumor mchanism of Paeoniflorin ( PF) induced human non-small cell lung
cancer (A549) cells by combination with basic experiments and bioinformation methods. Methods : The effects of PF on the viability,
migration and apoptosis of NSCLC cell line A549 were detected by CCK-8 assay, colony-formation assay,wound healing assay and flow
cytometry respectively. The related targets of PF were collected from SwissTargetPrediction, PharmMapper and ChEMBL databases. The
NSCLC targets were collected from GeneCards,DisGeNET and OMIM databases. STRING and DAVID databases were used to conduct
protein-protein analysis and enrichment analysis of common targets. SYBYL software was used to simulated the interaction of PF with the
proteins corresponding to the top 10 targets,and Western blot was used to detect the expression of p-AKT, p-EGFR,and RhoA protein
treated by PF on A549 cells. Results:The CCK-8 and colony-formation experiment showed that PF could inhibit cell growth effectively.
The migration rates of A549 cells treated with 50 pmol/L and 100 pwmol/L PF at 24 h was 22.89% and 13.78% ,respectively, which
was lower than that of the 0 wmol/L group (55.85% ,P <0.05). The apoptosis rate of A549 cells treated with PF at 24 h was higher
than that of the control group (P <0.05). The results of gene target prediction and verification showed 32 core targets of PF and
NSCLC were identified by topological analysis. KEGG enrichment analysis revealed 7 pathways including PI3K-AKT, MAPK, Ras,
Rapl , estrogen, FoxO and VEGF signaling pathways. SYBYL showed that RhoA , AKT and EGFR were the top 3 proteins with the high-

est binding scores to PF. Compared with the control group,the expression of core proteins including p-AKT,p-EGFR and RhoA was de-
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creased after PF intervention,which were statistically significant (P <0.05). Conclusion:PF could inhibit the proliferation, migration

and promote apoptosis of NSCLC A549 cells by regulating the EGFR/RhoA pathway.
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1 AKTI RAC-o 2 R/ 75 R R F 6npz  7.8036
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AKT .p-EGFR/EGFR 1 RhoA fy 411 i/ ] #4523
FIX IR, 2R A it B (P <0.05), WK 9,
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B 1) Y67 YT AR R — o AR s RIE
FHARAIE B [ VA 7 97 8 00 S8 8 P sl 2 o o oI i
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