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Abstract Objective To explore the role of ¢ — Jun N — terminal kinase (JNK) signal pathway on interleukin — 18 (IL - 1B) in-
duced activation of human embryonic lung fibroblasts (FB). Methods The human embryonic lung fibroblasts were cultured in vitro and
treated with IL — Bor JNK inhibitor SP600125. The expression of phosphorylated JNK (p — JNK) and o — smooth muscle actin (o — SMA)
were examined by Western blot, and the plasminogen activator inhibitor of endothelial cell type (PAI — 1), fibrinogen (FN), nerve
growth factor (NGF) and o — SMA mRNA were detected by RT - PCR. In addition, the concentrations of NGF and interleukin -6 (1L -
6) levels in the culture supernatant were measured by enzyme — linked immunosorbent assay ( ELISA). Results We found that under the
treatment of IL — 13, the JNK signal pathway in human lung fibroblast was activated. The expression of p — JNK increased significantly
compared with the control group (P <0.05). mRNA expressions of PAl -1, FN,NGF, o — SMA, and the concentrations of NGF and
IL - 6 in the culture supernatant were all increased in the IL — 13 treated groups (P <0.05). However, the SP600125 reversed the effect
of IL — 1B on the expression of p — JNK, a —=SMA, FN, NGF, and IL - 6 mentioned above. Conclusion These findings provided evi-
dence that JNK signal pathway may play an important role in the IL — 18 induced human lung fibroblast activation and extracellular matrix
synthesis.
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