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Abstract : Objective
in keloid fibroblasts(KFB) and its mechanism. Methods
and their influence on the expression of KFB TGF-8;, mRNA was detected by the RT-PCR method. The Western blot technology

was used to detect the expression of Smad2/3,Smad4 and Smad7 protein in the in vitro cultured KFB under MMC action. Results

To study the effect of mitomycin CCMMC) on transforming growth factor(TGF)-8/Smad signal passage

The different concentrations of MMC were acted on in vitro cultured KFB

The RT-PCR results showed that TGF-8; mRNA related expression quantity in the MMC intervention group was significantly low-
5 pg/L MMC(P<C0. 05). With the MMC

concentration increase, the related expression quantity of TGF-8; mRNA in the MMC intervention group showed the gradually de-

er than that in the normal control group,showing statistical differences starting from 12.

creasing trend. The Western blot detection displayed that 12.5 pg/L MMC started to show the enhancing effect on Smad7 protein
expression in KFB(P<C0. 05),50 pg/LL MMC started the weakening effect on the expression of Smad2/3 protein(P<C0. 05) , but
had no effect on the Smad4 protein expression. Conclusion MMC has obviously decreasing effect on expression of TGF-8; mRNA.
The different concentrations of MMC can obviously increase the expression of Smad7 protein, decrease the expression of Smad2/3
protein in KFB and has no effect on the expression on Smad4 protein.
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