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Versican, one of extracellular matrices deposited in keloids lesion, excessively
accumulated in collagen sponge seeded with keloids-derived mesenchymal cells (KL
cells) at 1month after implanted in the subcutaneous space in nude mouse. Using
this model, Il-1b directly injected into collagen-sponge inhibited the excessive
deposition of versican. These findings suggest that this model is useful for developing
therapeutic modality for refractory disease keloids.
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Table 1. Microarray analysis of upregulated ECM
genes in KL cells

Gene Protein mRNA KL cells /mRNA Fb'
COL10AT Collagen =1 (X} 10.4
COL2A1 Collagen a1 (1) 103
ACAN Aggrecan 6.2
COL9AT Collagen =2 (IX) 3.9
COL11AT Collagen a1 (XI) 3.6
LUM Lumican 3.4
COL8BAT Collagen =1 (VIIl) 28
VCAN Versican 2.5
THBST Thrombospondin 1 2.4
COLI7AT Collagen a1 (XVII) 2.2
COL9A3 Collagen «3 (IX) 2.1

Abbreviations: ECM, extracellular matrix; Fb, fibroblast; KL, keloid lesion.
'Determined by microarray analysis performed in the current study.
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