KxXc—19

FEZMREDREEX REARERNE) ARBAREBESE
Rk 2 44 5 A 3 0 HEUE

HEES : 74314
MEiEE - HEFHE(B)
BFZEHARS - 2010~2011
FHEES: 22791720
MRERER (F030) : yOA FIZHIT5 COMP DFIFEZRENZDINT
HZesERE4 (¥EX) : Expression and Pathogenic Role of
Cartilage Oligomeric Matrix Protein (COMP) in Keloids
MERERE
E® 3XFE (SHOUNO FUMIE)
AW EEANBMERS - EFHRAT E5HRL - AiXE
MEEERZS : 30437412

WFFER R OE (Fi30) -

raA Rk, EFEEMREE R0 AIEHRERICH., COMP & 2T —77 2 2k s iash
(WL TWDZ EZFHA LZ, TCF-B1 IZX 0 AEEROMMIZFR L, 7y a A & ERM
fD COMP OFBRENMFIER U THDHZ L E2R LT, TNHDFERENS, COMP Z0HL DR a7
— 7 DR AARE U TII U S HETI L. COMP 0 mRNA Z MR PN I A L C % ¢ mRNA Z 40
S, COMP @ mRNA 23, 27— v OAKREERE T LR A L, AERIZ, ruv RE
BHOAELSFH BRI O—E 2 R THIO TH LM L,

MR OB (3E30) -

We proved that keloid is continuously secreting COMP and Collagen out after the wound
ishealed. Then it was shown that the amounts of COMP secreted from keloid and from normal
cells were almost the same by a simulation of early healing process using TGF— 3 1. Those
results did not suggest that COMP itself increased Collagen production. By a
transfection of COMP mRNA to both keloid cells and normal dermal cells, we found that
COMP mRNA regulates collagen production. This is the first discovery of one of keloid
specific biochemical regulation paths.
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