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Regulation of tissue plasminogen activator expression by EGF in epidermal Kker-

atinocytes of mouse
LIAN Xiao-hua, YANG Tian (Depattment of Cell Biobgy Third Military Medical University, Chongqing 400038 China)

Abstract: Objective To explore the effect of EGF on the expression of tissue plasminogen activator(tPA) in cultured mouse epidermal kera-
tinocytes(KC). Methods 1In situ hybrdization immunohistochemical methods and image analysis were employed to study the effects of EGF on the
tPA expression in cultured mouse epidemal KC qualitatively and quantitatively. Resuts When the mouse epidermal KC were incubated with EGF
for 12 24, 48, 72 h, the expression of tPA mRNA/ potein was significantly increased compared with the control (P<Z0.01), and that of mRNA
reached the peak in 24 h and of tPA potein in 48 h after EGF treatment. The expression of tPA mRNA/ pwotein was significantly decreased (P<<
0.00D) with the treatment of EGF combined with calcium at 0.5 1.0, 1.5mmol/ L concentrations or alone. Conclusion In mouse epidemal ker-
atinocytes the expressions of tPA mRNA and pwotein were enhanced by EGF in a time-dependent manner, but this process can be interfered by
calcium.
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