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CONCLUSIONS
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Figure 4. ZMYND8 co-localized with DNA Figure 5. ZMYND8 is

elevated after estrogen inhibition.
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Figure 3. ZMYNDS8 is enriched in the bones. Immunofluorescent staining of ZMYNDS8 (green), Keratin 8 (red), Pan

Keratin (magenta), DAPI (blue) A- ZMYNDS is more highly expressed in bone metastasis than primary breast tumor.
B- ZMYNDS8 is more highly expressed in coculture of MCF7 and FOB than monoculture of MCF7.

injected with 500,000 MCF7 cells in the intra-iliac artery of the right leg at Day 0, and tumor growth was monitored by IVIS for
up to 35 days. A- Representative pictures of bioluminescence of tumor growth at Day 0 and Day 35 of control and s hRNA
knockdown MCEF7 cells in vivo. C- Growth curve of control and shRNA knockdown tumor cells in mice. D- At Day 35, mice in
ZMYNDS8 knockdown groups had significantly less tumor burden than mice in the control group.
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