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The migration of lung fibroblasts plays a pivotal role in wound repair and

fibrotic processes in the lung. Although the receptor for advanced glycation end products (RAGE) has
been implicated in the pathogenesis of lung diseases, its role in lung fibroblast migration is
unclear. The current study examined the effect of three different RAGE ligands, namely, HMGB1,
S100A12, and CML, on human lung fibroblast (HFL-1) migration. HMGB1 augmented, whereas S100A12
inhibited. CML did not affect HFL-1 migration. The effect of HMGB1 was not through RAGE. However,
the effect of S100A12 was mediated by RAGE. Moreover, S100A12 mediated HFL-1 migration through p38
mitogen-activated protein kinase (MAPK). In conclusion, S100A12 inhibits lung fibroblast migration
via RAGE-p38 MAPK signaling. This pathway could represent a therapeutic target for pulmonary
conditions characterized by abnormal tissue repair and remodeling.
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BB, S100A12 12 & D WEAEMIHNE RAGE IKTF  anurace topgmi - - + + - -
BTHDZENRHFLMNTR ST, isotype 10pgiml - . - .+ 4

@ WIZ, S100A12 (= L 2 Ml zh RO RER A B =
AL DENT Z 4T > 72, £9°.S100A12 H HIZ X 5 chemoattractant & L COEMZ#HIL 7=,
Boyden chamber @ FJEIZ S100A12 O A% N 2 EAREZ AT L7c & 2 A, HFL-1 Ml DiEE 1
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S100A12 inhibits fibroblast migration via the receptor for advanced glycation end products and 2019
p38 MAPK signaling.
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