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Different expression and significance of WWP1

and p53 in keloid and normal skin
Wang Hui Sang Pengfei Wang Min et al
( Dept of Plastic Surgery The First Affiliated Hopital of Anhui Medical University Hefei 230022)

Abstract Objective The purpose of the study was to detect the expression of E3 ubiquitin ligase WWP1 and p53
in human normal skin and keloid tissues and its correlation with the occurrence of keloid. Methods 10 cases of
keloid tissues and 10 cases of normal skin were recruited. The expressions of WWP1 and p53 in the keloid group
and the controls were measured using immunohistochemical methods. And the mRNA expression of WWP1 and p53
in the two groups were detected by RT-PCR methods. We also measured integrated optical density ( 10D) of the
proteins by Image-Pro Plus analysis system and calculated the relative quantity of mRNA refering to B-actin then
made a comparative analysis of the two groups for the expressions of WWP1 p53. Results The immunohistochem—
ical results showed that the expression of p53 protein in keloid was significantly lower compared with the controls
and WWP1 protein deposition was significantly higher than that of normal skin. The mRNA expression of p53 and
WWP1 was detected by RT-PCR and confirmed the same results. All the difference was statistically significant ( P
<0.05) . Conclusion E3 ubiquitin ligase WWP1 and anti oncogene p53 is related to the formation of keloid
which provides a new direction of the mechanism and new targets for the treatment of keloid.
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