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WFZER R OMEEE (3230) @ The general transcription factors TFIIE and TFIIH play essential
roles in transcription initiation by RNA polymerase II. The possibility is shown that
the phosphorylation modification of tumor suppressor protein pb3 at serin 46 and threonine
55 influence the interaction of two factors. It is shown that p53 received DNA damage
by ultraviolet and anti—-cancer drug stabilized in the cell, the interaction with TFIIH
is given to priority more than interactive with TFIIE by the post—translational
modification of pb3.
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