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Influence of excessive PTEN expression to fibroblast cycle and collagen secretion induced by LPS”
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Abstract: Objective To explore the influence of excessive PTEN expression to fibroblast cycle and collagen secretion induced
by LPS. Methods Normal skin fibroblast in the patient with hyperplastic scar were cultured in vitro. When the primary culture was
close to 80% fusion,the digestive passage was performed, cultured to the third generation. LPS(0. 5 pg/mL) was adopted to stimu-
late the third generation of normal skin fibroblasts. Defective adenovirus carrying PTEN gene was transfected to the third passage
fibroblasts after LPS stimulation. Flow cytometer was adopted to detect the cell cycle. ELISA method was adopted to detect the se-
creted collagen amont. Results Excessive PTEN expression could inhibit the increase of G2M cell cycle induced by LPS. LPS stim-
ulation could increase the secretion of collagen in skin fibroblasts, yet excessive PTEN expression could inhibit the secretion of col-
lagen induced by LPS. Conclusion LPS could increase the amont of fibroblasts on G2M cell cycle and secretion of collagen,yet ex-
cessive PTEN expression can inhibit the effect.
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