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TFII-1 is a novel factor in translesion DNA synthesis (TLS) field and
functions to recruit other TLS proteins such as DNA replication factor PCNA and DNA polymerase zeta
on DNA damaged site. TLS is the strange cellular system to inhibit DNA replication arrest and to
promote DNA synthesis even so DNA synthesis is error prone, when the damaged DNA occurs in the
endogenous genome during the S-phase. TLS pathway also contributes to acquire the resistance for
anticancer drug, thus it is attractive target to develop novel drug. Remarkably, recent study
implies TFII-1 possibly contributes to Williams-Beuren syndrome, a genetic disorder. To understand
molecular mechanism of diseases and the anticancer drug resistance, we have determined structures of

TFII-1-PCNA and TFII1-1-Pol zeta complexes at each 2.3-3.8 and 4.4 angstrom. however our structures
didn"t involve in any densities of TFII-1, thus it may be required for continuous approach.
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