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Relationship between expression of TRPVI1 and epidermal

barrier function in hypertrophic scar
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Abstract: Objective To study the relationship between the expression of transient receptor potential V type 1 (TRPVI )
and barrier function in hypertrophic scar. Methods The clinical data and tissue samples from 18 patients with hypertroph-
ic scar were collected. The levels of transepidermal water loss (TEWL) in hypertrophic scar and adjacent normal skin were
measured by evaporimetry Dermalab. The expressions of TRPV1 protein in hypertrophic scar and adjacent normal skin were
respectively detected by immunohistochemistry and Western-blot methods. The relationship between TRPV1 protein expres-
sion and epidermal barrier function was analyzed by linear correlation analysis. Results The level of TEWL in hypertroph-
ic scar was significantly higher than that in adjacent normal skin[ (13.42 £4.68)g - m™ - h™' vs(6.13 +3.25)g - m ™’

-h™",P <0.01]. Net loss of TEWL in hypertrophic scar was (7.25 +2.45)g + m~> - h™'. The expression of TRPVI in
hypertrophic scar was obviously higher than that in normal skin[ (1.42 £0.18)vs(0.48 £0.22) ,P <0.01 ]. The expres-
sion of TRPV1 protein was mainly in the epidermis of hypertrophic scar and normal skin. The expression of TRPV1 protein
was positively correlated with net loss of TEWL in hypertrophic scar(r =0.85,P <0.05). Conclusion The expression of
TRPV1 is associated with epidermal barrier dysfunction in hypertrophic scar. It can be used as a new biological therapeutic
target for intervening scar.
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