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PHORBOL~-13-ACETATE(TPA) CAN BE INHIBITED BY
PAMITOYL-L-CARNITINE CHLORIDE(PMC)
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Abstract Using quick blot and run—off transcription assay, It was domonstrated that in
quicscent NTH 3T3 cclls, after 12—~o~tetradecanoyl phorbol—13—acetate(TPA) treatment,
the expression level of c—fos, c—-myc, c—myb increased, but the TPA induced expression of
c—fos, c-myc, c—myb can bec inhibited by the protein kinase ¢ inhibitor,
pamitoyl~L—carnitinc chloride(PMC). These results indicated that the gene induction of
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TPA was mediated by PK—C. The authors supposed that detection of induced expression

of primary responsc gene such as c—fas etc. combined with the analysis of the role played
by PK—C in thesc biological reactions may be used as a detection method for TPA type tu-

mor promotor.
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