Novel Curcumin Analogues Disrupt NF-(B1/MYC Crosstalk to Inhibit Ovarian Cancer
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Introduction. Ovarian cancer progression is strongly driven by NF-(B1/MYC (Murwanti et al, 2025).B1 and MYC, key regulators of proliferation, angiogenesis, and metastasis. Curcumin shows anticancer activity but had poor bioavailability, prompting the development of novel analogues B-143 and B-155 with improved pharmacological potential to suppress NF-(
Aims. This study evaluates B-143 and B-155 as NF-(B1/MYC inhibitors in ovarian cancer through integrated computational and experimental validation of their therapeutic potential.
Methods. The effects of B-143 and B-155 on NF-(B1 and MYC were predicted through network pharmacology and molecular docking. Experimental validation was performed in SKOV3 cells by qRT-PCR and Western blot.
Results. Network pharmacology highlighted MYC and NF-(B1 as hub genes, with transcriptomic data showing higher expression in metastatic ovarian tissues (NF-(B1/MYC inhibitors in ovarian cancer.B1 mRNA (~0.12–0.16 vs control) and MTA1 protein expression (curcumin = 0.23; B143 = 0.65; B155 = 1.61, all p < 0.001) highlighting B-155 and B-143 as promising dual NF-(B1 most strongly (–5.99 kJ/mol) engaging key residues critical for transcriptional regulation. At IC₅₀ both analogues reduced NF-(B1 p = 6.56×10⁻⁶; MYC p = 4.95×10⁻³). Docking revealed B-155 bound NF-(
Discussion. Our integrated in silico and in vitro analyses demonstrate that B-155 and B-143 act as inhibitors of the NF-(B1/MYC/MTA1 crosstalk highlights the potential of these curcumin analogues as multi-target scaffolds to block inflammatory, proliferative, and metastatic pathways in ovarian cancer.B1 expression, reduced MYC transcriptional activity, and concomitant downregulation of MTA1 (Murwanti et al, 2025). This coordinated disruption of NF-(B1 translated into suppressed NF-(B1/MYC signalling axis, where their strong binding to NF-(
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