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[ Abstract]
R, ) in hypertrophic scar at the gene level.

To explore the role of tumor necrosis factor alpha (TNF-«) and its receptor ( TNF-«
Methods The expression of TNF-aa mRNA and TNF-o R, in hyper-

trophic scars was tested by semiquantitative reverse polymerase chain reation (RT-PCR) method and was compared

Objective

with that in the normal scars. Results The expression ratios of TNF-ao mRNA and TNF-a R, in hypertrophic scars
were (1.28 £0.55) and (1.02 +£0.13), respectively, which were significantly lower than those in the normal ones.
Conclusion The results suggested that TNF-a might play an important role in the process of wound healing and that
the formation of hypertrophic scar might be due to the lack of TNF-a or the down-regulation of TNF-a R,. Therefore,

it was reasonable to increase the level of TNF-au or up-regulate the amount of TNF-a R, by using gene therapy in the

early stage of hyphertrophic scar development.
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