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The epistatic relationship bet
ween BRCA2 and the other RAD51
mediators in homologous recom
bination.

FancJ/Bripl helicase protects
against genomic losses and gai
ns in vertebrate cells.

Bloom DNA helicase facilitates

homologous recombination betw
een diverged homologous sequen
ces.

ATP-induced shrinkage of DNA w
ith MukB protein and the MukBE
F complex of Escherichia coli.

Cooperative roles of vertebrat
e Fbhl and Blm DNA helicases i
n avoidance of crossovers duri
ng recombination initiated by
replication fork collapse.

Cells deficient in the FANC/BR
CA pathway are hypersensitive

to plasma levels of formaldehy
de.

RAD51 up-regulation bypasses B
RCA1 function and is a common
feature of BRCAl-deficient bre
ast tumors.

Generation of medaka gene knoc
kout models by target-selected
mutagenesis.

Role for RAD18 in homologous r
ecombination in DT40 cells.

Critical roles for polymerase
zeta in cellular tolerance to
nitric oxide—induced DNA damag
e.

Comparison of MukB homodimer v
ersus MukBEF complex molecular
architectures by electron mic
roscopy reveals a higher—order
multimerization

Differential and collaborative
actions of Radbl paralog prot
eins in cellular response to D
NA damage.

Similar effects of Brca2 trunc
ation and Radbl paralog defici
ency on immunoglobulin V gene
diversification in DT40 cells
support an early role for Radb
1 paralogs in homologous recom
bination.

Multiple repair pathways media
te tolerance to chemotherapeut
ic cross—linking agents in ver
tebrate cells.

Sequential binding of SeqA pro
tein to nascent DNA segments a
t replication forks in synchro
nized cultures of Escherichia
coli.

Functional relationships of FA
NCC to homologous recombinatio
n, translesion synthesis, and
BLM.

Extensive chromosomal breaks a
re induced by tamoxifen and es
trogen in DNA repair-deficient
cells.

DNA cross—link repair protein
SNMIA interacts with PIASI in
nuclear focus formation
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nding by the SeqA protein.
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Reverse genetic studies of the
DNA damage response in the ch
icken B lymphocyte line DT40.
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