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Premetastatic niche enhances liver metastasis
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During tumor progression, inflammatory signaling develops tumor
microenvironment. Similarly, metastatic tumors can prepare a premetastatic niche at their favorable
organs. To establish novel therapeutic strategy against liver metastasis, we investigated the
mechanism(s) by which hepatic premetastatic niche factor enhance cancer metastasis. We also examined

the effect of S100A8 on liver metastasis in mouse models, and found that S100A8 played a role in
liver metastasis.
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