Supplementary Figure S1. Heat‑killed F. nucleatum does not promote malignant phenotypes of cervical cancer cells. (A,B) CCK‑8 proliferation assay in SiHa (A) and HeLa (B) cells. (C,D) Transwell migration (upper) and Matrigel invasion (lower) assays for SiHa (C) and HeLa (D). Scale bar: 100 μm. (E,F) Wound healing assay for SiHa (E) and HeLa (F). Images at 0 and 24 h and closure rate. Scale bar: 100 μm. Data are mean ± SD; ns, not significant.
Supplementary Figure S2. qPCR detection of F. nucleatum DNA in tumor tissues. Fn‑Abx group showed abundant F. nucleatum DNA, while PBS and PBS‑Abx groups showed no detectable signal (n = 6 per group). Data are mean ± SD; ns, not significant, **P < 0.01.
Supplementary Figure S3. Glycyrrhizin (GA) suppresses F. nucleatum-induced IκBα and p65 phosphorylation. SiHa (A) and HeLa (B) cells shows that GA pretreatment markedly reduced F. nucleatum‑induced phosphorylation of IκBα and p65, whereas GA alone did not affect baseline NF‑κB activity. Data are mean ± SD. ns, not significant, *P < 0.05, **P < 0.01, ****P < 0.0001.
[bookmark: _GoBack]Supplementary Figure S4. NF‑κB inhibitor BAY 11‑7082 abrogates F. nucleatum-induced malignant phenotypes in cervical cancer cells. Proliferation (A,B), Transwell migration/invasion (C,D), and wound healing (E,F) assays in SiHa and HeLa cells. BAY 11‑7082 alone modestly reduced baseline values. F. nucleatum infection increased these phenotypes, and co‑treatment with BAY 11‑7082 fully reversed the increase to levels comparable to BAY alone. Data are mean ± SD; ns, not significant, *P < 0.05, **P < 0.01, ***P < 0.001,****P < 0.0001.
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