An estrogen receptor-dependent pathway is involved in fludioxonil-induced cancer growth and metastasis linked with
epithelial mesenchymal transition in cellular and xenografted ovarian cancer models
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Figure 10. H&E staining and immunohistopathological images of PCNA, E-cadherin and cathepsin D proteins in
isolated tumors. Tumor tissues were excised from each treatment group (0.1% DMSO, E2, and Fludioxonil) of
mice bearing tumors formed by BG-1 cells after sacrifice and embedded in paraffin. Paraffin blocks were cut in
into 5-um-thick sections. Each section was stained with H&E and incubated with primary antibodies specific for
PCNA, E-cadherin or cathepsin D. 100X or 200X magnification.
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