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Establishment of in vitro human gastric signet-ring carcinogenesis model.

Ariyama, Hiroshi

3,400,000
CRISPR-Cas9 system E-
MMP3
CXCR4 AMD3100
CXCR4-CXCL12 MMP3
CXCR4-CXCL12
in vitro MMP3

CXCR4

We succeeded in culture of gastric stem cell from surgical specimen in vivo.

Gastric stem cell differentiated into pit cells, mucous neck cells, chief cells and G cells, but
not parietal cells. We detected signet-ring cells after knock out of E-cadherin by using CRISPR-Cas9
system in organoid cells. These cells showed higher mobility than normal organoid cells. MMP3 is
associated with this cell mobility. We also detected CXCR4 in the nucleus in normal organoid cells,
but CXCR4 was translocated from the nucleus to cellular membrane after E-cadherin knock out.
Apoptosis was induced by AMD3100, which is the inhibitor of CXCR4-CXCL12 axis. MMP3 and CXCR4 could
be therapeutic targets of signet-ring cell carcinoma.
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Loss of E-cadherin Expression is the Morphological Determinant of Human Gastric Signet Ring Cell Carcinoma
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