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Connective tissue growth factor promotes transdifferentiation of fibroblasts from hu-

man hypertrophic scar in vitro

LI Zhe, LI Shi-rong, LIU Jian-yi, DAl Xia, CHEN Kang, TAO Ling ({ Department of Plastic Surgery, Southwest Hospital , Third
Military Medical University, Chongqging 400038, China)

Abstract; Objective To investigate the role of connective tissue growth factor ( CTGF) in transdifferenti-
ation of fibroblasts from human hypertrophic scar ( HSF). Methods The fibroblasts from hypertrophic scar
were passaged and then divided into 4 groups according to stimulation factors; stimulated with 10% FBS-DMEM
( negative control) , with 2.5 ng/ml thCTGF, with 10 ng/ml thCTGF, transfected with CTGF ASODN. The ex-
pression of a-smooth muscle actin( a-SMA) was measured by Western blotting. Results
SMA in fibroblasts increased markedly after 2.5 ng/ml or 10 ng/ml rhCTGF treatment (P <0.01), while de-
creased markedly after CTGF ASODN transfection ( P <0.05). Conclusion CTGF can promote the transdif-

ferentiation of fibroblasts of human hypertrophic scar towards myofibroblasts in vitro. Inhibition of CTGF expres-
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sion may be a more effective therapy of scar contracture.
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