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WFZERC R OMEEE (330) : Constitutive activation of Stat3 has been found in many human
malignancies including skin cancer. Here we examined whether inhibition of Stat3
signaling affected the progression of UVB-induced cancer in Stat3—constitutive active
mice (Kb5.Stat3C). We wused a small compound Stat3—-inhibitor, named STA-21
(ochronomycinone). Pretreatment of topical STA-21 application delayed the appearance of
UVB—induced cancer. Furthermore, STA-21 markedly inhibited the growth of cancer at the
progressive stage, whereas vehicle—treated control mice developed invasive cancer. These
results indicated that Stat3 inhibition decreased the UVB—induced carcinogenic process,
and therefore, could be a novel therapy for actinic keratosis and SCC.
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