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Research progress on the role of fibroblasts in the
pathogenesis of keloids*
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Abstract: Fibroblasts, as the primary connective tissue cells, play a crucial role in the formation and
development of keloids through the excessive production of the extracellular matrix (ECM), inhibition of ECM
degradation, transformation into myofibroblasts, and complex interactions with inflammatory factors and immune
cells. This review summarizes the role of fibroblasts in key processes of the pathogenesis of keloids, providing novel
insights and strategies for the treatment of keloids.
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T (fibroblast growth factor, FGF) [F]£E 2 5 IR )2 1%
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A0 MLAZ I 52 e FMT 1Y i B, 9100 Kindlin-2 /2
2 ECM fifi B 14 G 3L X, Hom 3 i 5 A e | 1y
FMT. FMT AU SR 7R 2 2L i 4e e 7, i HL
T AR A P R 4 ECM, IR 92 S 1 R 2
2.6 FERERERF

AT 4 0 RS AR ARE B I ) S 4 L, 2
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YA, LU0 J5 L BT 2 A0 AR Sk s R ) R S 4R
Pr&, f5m AL P 0 00 B, Bk 1k R R 4
J R, SR 4T P M2 I 4 i A 43k AT RS 0L
SN

2.8 RHAFEREZEASH W

‘B B EE I (Periostin ) & — Ff B i £F 2 41 fitg 43 2
(1 B A0 35 Jo 2 1 3 2o fE 0 R B ECM & 1S 5 9
JRYZ PR &P, Periostin & i £T 4E 41 g v TGF-B, 1]
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mesenchymal transition, EMT) . Jii £F 4 4l Jifd 9% T\ /2
EMT 1945 5%, i 8 8 1 3 2 38 3k F [A) 5 40 i v, o8
HaCat 41 Jitl AV IR 2 55 i 2T 4 40 i 3L 15 3% 0, e
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