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Fig. S1. Knockdown of JAM-A inhibits malignant potentials of cervical adenocarcinoma cells. (A) Knockdown
(KD) of JAM-A expression was achieved by JAM-A-specific sSiRNAs compared to scrambled-siRNA (scr) in
HCA1 cells. Western blotting. (B-D) JAM-A-siRNAs significantly reduced the proliferation ability of HCA1 cells
in a WST-8 assay (B) and a colony formation assay (C) and immunostaining with anti-Ki-67 (proliferation
marker) antibody (D). (E) Immunostaining with anti-cleaved caspase 3 (apoptosis marker) antibody.



