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CCID formation

Investigate and control of new lymph node metastasis mechanism CCID formation in
pancreatic cancer
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Circular chemorepellent-induced defects (CCID) formation S100P

Time-lapse microscopic imaging revealed that spheroids from pancreatic
cancer cells caused circular defects in lymphatic endothelial monolayers. The addition of
supernatant from the cultured cancer cells enhanced CCID formation. Microarray analysis revealed
that the expression of S100P was significantly increased when Lymphatic endothelial cells (LECs)
were treated with the supernatant of cultured cancer cells. S100P expression in LECs increased after

the addition of IL-6. IL-6 treatment increased migration in LECs and CCID formation. The
extracellular S100P increased migration in LECs and CCID formation. The antagonist of S100P
significantly suppressed the migration of LECs and CCID formation in LECs. The present findings
demonstrated that CCIDs in pancreatic cancer are partly regulated by S100P, suggesting that S100P is
a promising target to inhibit lymph node metastasis.
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