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Involvement of JAK — STAT Signaling in CTGF Promoted Lung Fibroblast — myofibroblast Transdifferentiation. ~Huang Xiaoyan, Lian
Jiangfang, Jin Lihua et al. Key Laboratory of Organ Transplantation, Li Huili Hospital, Zhejiang 315041, China

Abstract Objective To investigate the effect of JAK — STAT signal transduction pathway in the transdifferentiation process of re-
combinant human CTGF - stimulated human embryonic lung fibroblasts( HFL - I) . Methods The HFL — I were cultured in vitro and were
divided into three equal groups: control group, CTGF group, CTGF and JAK — STAT inhibitor AG490 group. The expression levels of total
— STAT3, phosphor - STAT3 and o — SMA in each group were detected by western blot, while RT — PCR was used to test the expression
of STAT3 mRNA in each group. Results The levels of p — STAT3 and a — SMA were significantly increased in CTGF group compared
with control group(P <0.05). And JAK — STAT inhibitor AG490 (50pumol/L) largely down — regulated & — SMA and p — STAT3 expres-
sion in response to CTGF(P <0.05 or P <0.01). Conclusion JAK — STAT is a upstream mediator in the lung fibroblast — myofibroblast
process stimulated by CTGF,and JAK — STAT inhibitor AG490 can significantly abrogated the effect of CTGF.
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