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Cell strains from a subset (Ddb") of individuals carrying XP complementation group E (XPE) lack a damage-
specific DNA binding (DDB) activity. Because DDB was reported to recognize many types of DNA lesions and is
inducible by treatment with DNA- damaging agents in a pb3-dependent manner, DDB was originally expected to
play a role in damage recognition prior to nucleotide excision repair. However, recent studies have reported that
DDB is not required for nucleotide excision repair in vitro. Thus, its function is still remaining uncertain. Here,
we reinvestigated the classification of three Ddb™ XPE cells and found that they belong to other complementation
groups of XP and UVsS. We analyzed the putative p53 responsive element in the intron 4 of the DDB2 gene,
and found that it has a week binding activity to p53 as determined by a gel-shift assay, and that it stimulates
transcription of a reporter gene containing the element when co-expressed with wild type p53.
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XP24KO Normal NDe¢ + +¢ ND¢ uvss

XP43TO Normal Abnormal + NDe¢ ND* XPV

XP82TO Near normal Normal - —hi A730Gk XPE

XP89TO Significantly reduced ND¢ + +h None XPF

GMO02415B Near normal Normal - — G818Ak XPE

“NER (nucleotide-excision-repair) determined by UDS (unscheduled DNA synthesis) levels.

YPRR determined by PRR and RDS (recovery of replicative DNA synthesis) assays.

UV sensitivity measured by a colony-forming assay with/without caffeine.

‘DDB (damage-specific DNA binding) activity assayed by an electrophoretic mobility shift assay.

‘Not determined.

fUV sensitivity was observed in the presence of caffeine.
#Kataoka and Fujiwara, 1991.

"Keeney et al, 1992.

‘Itoh et al, 1999.

JChu and Chang, 1988.

¥Nichols et al, 1996.
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