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Abstract
DNA double strand breaks (DSBs) activate ATM and ATR dependent checkpoints that prevent the
onset of mitosis. However, how cells react to DSBs occurring when they are already in mitosis is
poorly understood. The Xenopus egg extract has been utilized to study cell cycle progression and
DNA damage checkpoints. Recently this system has been successfully used to uncover an ATM and
ATR dependent checkpoint affecting centrosome driven spindle assembly. These studies have led
to the identification of XCEP63 as major target of this pathway. XCEP63 is a coiled-coil rich protein
localized at centrosome essential for proper spindle assembly. ATM and ATR directly
phosphorylate XCEP63 on serine 560 inducing its delocalization from centrosome, which in turn
delays spindle assembly. This pathway might contribute to regulate DNA repair or mitotic cell
survival in the presence of chromosome breakage.

Introduction
DSBs are dangerous DNA lesions as they can lead to mas-
sive loss of genetic information and to chromosomal rear-
rangements. In order to preserve genomic stability,
eukaryotic cells have evolved systems to sense DSBs and
promote responses to ensure that large pieces of the
genome are not "lost". These signaling pathways can
modulate cell cycle progression to support the repair of
DSBs. Cell cycle arrest as a consequence of DNA damage
signaling is known as 'checkpoint response'. The study of
this response has gained important insights via the exploi-
tation of in vitro systems. Amongst these the Xenopus laevis
egg extract has facilitated the study of the biochemical
mechanisms behind cellular responses to DSBs during the
cell cycle. Xenopus egg cytoplasm undergoes rapid and
spontaneous oscillation of Cyclin dependent kinase
(Cdk) activity driving the extract into consecutive rounds
of cell cycle [1]. For these properties egg extract constitutes

a powerful tool for the in vitro study of both DNA replica-
tion and mitosis [2-4]. Recently, the Xenopus egg extract
has been utilized to study cell cycle checkpoints in
response to DNA damage and replication stress. These
studies have taken advantage of the possibility to use DNA
structures that mimic damaged DNA in order to examine
subsequent progression into S and M phase. DNA con-
taining double strand breaks (DSBs) can be used to acti-
vate ATM [5]. ATR instead can be activated by DNA
structures made of poly-deoxy-T annealed to poly-deoxy-
A oligonucleotides, which can anneal in a staggered fash-
ion producing DNA gaps [6]. Here we have highlighted
recent observations made with the Xenopus system regard-
ing the response to DSBs arising during mitosis.

Responding to DSBs in mitosis
The presence of DSBs activates an ATM and ATR depend-
ent checkpoint that prevents the onset of mitosis [7].
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However, cells can adapt to the presence of unrepaired
chromosomal breakages overcoming the G2/M check-
point and subsequently entering mitosis [8]. This adapta-
tion pathway was believed to operate only in unicellular
eukaryotes. However, this phenomenon has been demon-
strated in higher pluricellular organisms [9]. Furthermore,
checkpoint proficient cells with defects in DSB repair
enter mitosis with a high number of unrepaired DSBs fol-
lowing treatment with ionizing radiation [10]. This is
probably due to the low sensitivity of the G2/M check-
point [11]. How cells react to DSBs in mitosis is poorly
understood. Attempts to create selective, laser-made chro-
mosome breaks in mitotic mammalian cells have shown
that unless the breakage occurs directly in the kinetochore
region of the mitotic chromosome, there is no ATM and/
or ATR dependent DNA damage checkpoint response that
would inhibit mitosis progression [12]. These studies led
to the conclusion that mitosis progression can only be
affected by kinetochore damage activating the spindle
assembly checkpoint (SAC). However, Chk1 dependent
slow down of mitotic progression has been observed in
Drosophila cells following induction of DSBs away from
the centromere region [13]. Moreover ATM and ATR acti-
vation of the SAC independently of the kinetochore status
has been shown in yeast cells [14]. These studies suggest
that ATM and ATR dependent pathways impact on mitosis
progression. An additional link to these findings comes
from the recent survey of ATM and ATR targets amongst
which essential components of the SAC were found [15].
Mitotic fate in the presence of DNA damage could be
more complex and stochastic that previously believed.
Many of the studies analyzing the effects on mitosis of
spindle poisoning or DNA damage inducing drugs have
been performed using microscopy-based techniques
monitoring the behavior of few cells or applying popula-
tion-based approaches. Recently, using automated time-
lapse light microscopy Taylor and colleagues established
single-cell based assays analyzing over 10.000 cells at the
time. This study led to the discovery that mitotic cells chal-
lenged with different drugs display complex behavior
going from arrest, to endoreduplication of the genome,
and cell death [16]. Surprisingly, in addition to the
marked difference amongst different cell lines individual
cells of any given line seems to display a variety of differ-
ent fates that escape detection using indirect methods
such as flow-cytometry and western blotting techniques
[16]. This unexpected heterogeneous response of mitotic
cells demands a revision of previous studies to better
understand the effects of cellular stress in mitosis. A major
problem in the detection of mitotic progression defects in
the presence of chromosomal breakage is intrinsic to the
short duration of this cell cycle stage. Induction of chro-
mosomal breakage in cells synchronized in mitosis with
microtubule depolymerising agents is usually the
approach used to study the effects of DNA damage in

mitosis. However, the results obtained with this protocol
might be influenced by the procedures used to synchro-
nize cells in mitosis. An alternative approach to study the
effects of DNA damage in mitosis is to exploit synchro-
nized cell free systems. Extracts obtained from meiotic
eggs of Xenopus laevis are naturally arrested in mitosis by
the Cytostatic Factor (CSF) [17]. CSF arrested mitotic egg
extracts are capable of assembling spindle structures fol-
lowing the addition of sperm nuclei. The addition of
sperm nuclei promotes the formation of aster/centrosome
structures that nucleate spindle microtubules [18]. In this
system the possibility of activating the ATM and ATR
dependent DNA damage response to study the effects of
this signalling pathway on spindle assembly could be
exploited. The DNA damage response to DSBs can be eas-
ily activated in egg extract by addition of linear DNA frag-
ments or induction of chromosomal breakage [19,20].
Using this system it was shown that activation of the ATM
and ATR dependent DNA damage response abolishes
spindle assembly in mitotic extract [21]. Importantly,
spindle defects were fully reversible by ATM and ATR
inhibitors. This ruled out that physical damage to the
kinetochore was responsible for the observed spindle
defects.

To determine the mechanism leading to inhibition of
spindle assembly Cdk1/Cyclin B and Plx1 activities were
monitored. Cdk1/Cyclin B and Plk1 are both targets of the
checkpoint inhibiting mitosis entry [22] and are essential
for spindle assembly [18]. However, chromosomal break-
age did not affect Cdk1/Cyclin B and Plx1 activities in
extracts that were already in mitosis although ATM and
ATR were fully activated [21]. It is possible that down-
stream signalling events in the ATM and ATR dependent
pathway normally leading to G2/M arrest are inhibited in
cells that are already in mitosis. This is consistent with the
fact that some of the DNA damage signalling pathways
functioning in S and G2 phase are attenuated in mitosis
[23,24]. It is likely that the activities of Cdk1/CyclinB and
Plx1, which depend on a robust Cdc25 dependent ampli-
fication loop, are refractory to the DNA damage signalling
once at their peak in mitosis. The mechanisms underlying
the resistance of mitotic kinases to ATM and ATR in
mitotic extracts remains to be established. However, it
should be mentioned that this might reflect a physiologi-
cal mechanism that would prevent premature inactivation
of essential kinases required to maintain the mitotic status
and therefore suppress mitosis exit in the presence of
damaged chromosomes. To uncover the major spindle
assembly pathway affected by ATM and ATR formation of
anastral spindles was monitored. These spindles can be
induced by chromatin-coated beads [25]. The chromatin
beads promoting anastral spindle assembly consist of lin-
ear DNA molecules and for this reason are capable of
inducing the DNA damage response in egg extract. In this
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case, differently from sperm nuclei induced spindles, the
DNA damage response does not impair anastral spindle
formation [21]. Sperms carry an intact centriole, which
give rise to a functional aster/centrosome structure. The
presence of a centriole/centrosome acts as a dominant
center of microtubule organizations. The fact that the
DNA damage response only affects the formation of spin-
dle triggered by sperm nuclei suggested that the target of
ATM and ATR was linked to the aster/centrosome depend-
ent spindle assembly pathway. To identify ATM and ATR

targets involved in this process a screening based on a
cDNA expression library was developed [26]. Pools of
Xenopus cDNAs translated and 35S-labelled in reticulo-
cyte lysates were mixed with extracts in the presence of an
active DNA damage response. Slower migrating forms of
35S-labelled proteins resulting from direct phosphoryla-
tion by active ATM and ATR or by other DSB activated
kinases were then isolated. Fewer ATM and ATR targets
than expected were isolated and among these only the
Xenopus ortholog of CEP63 [27] (XCEP63) was a centro-

Proposed model: ATM and ATR mediated XCEP63 phosphorylation promotes its removal from centrosome delaying spindle assemblyFigure 1
Proposed model: ATM and ATR mediated XCEP63 phosphorylation promotes its removal from centrosome 
delaying spindle assembly. Depending on the number of DNA breaks this can lead to mitotic progression delay or mitotic 
cell death.
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somal protein. As ATM and ATR only affect centrosome
driven spindle assembly in egg extract XCEP63 was cho-
sen as candidate target to explain the effects of ATM and
ATR on spindle assembly. XCEP63 is a coiled-coil rich
protein with an SMC (Structural Maintenance of Chromo-
some) domain. Little was known about XCEP63 except
the fact that is localized at centrosomes. ATM and ATR
directly phosphorylate XCEP63 on serine 560. It is still
unclear how nuclear proteins such as ATM and ATR phos-
phorylate a centrosomal target. However, a variety of non-
nuclear proteins have been shown to be directly phospho-
rylated by ATM and ATR [15]. The phosphorylation of
XCEP63 on serine 560 has a profound effect on the local-
ization of the protein as it induces its delocalization from
the centrosome. The molecular mechanism behind this
event is not yet known. It is possible that the phosphoryla-
tion of serine 560 decreases the affinity of the protein for
a centrosomal partner. Alternatively, as many centro-
somal proteins are actively transported by motor proteins
the phosphorylation of serine 560 might affect its active
transport towards the centrosome.

XCEP63 is essential for proper spindle assembly. Deple-
tion of XCEP63 inhibits spindle formation. In the absence
of XCEP63 DNA associated microtubule aggregates can be
observed suggesting that XCEP63 coordinates centrosome
dependent microtubule assembly into spindle structures
[21].

Phosphorylation of XCEP63 on serine 560 could lead to
functional inactivation of XECP63. Consistent with this
hypothesis replacement of endogenous XCEP63 with
recombinant XCEP63 that could not be phosphorylated
by ATM and ATR restored spindle formation in the pres-
ence of chromosomal breakage. These results strongly
establish XCEP63 as major ATM and ATR target in the
checkpoint that inactivates spindle assembly following
chromosomal breakage. These findings were in part sup-
ported by observations made in chicken DT40 cells in
which CEP63 gene was inactivated. Chicken CEP63 is also
phosphorylated in an ATM and ATR dependent manner
although serine 560 is not conserved. This indicates that
the control of CEP63's function in the presence of DNA
damage is conserved in other vertebrates even in the
absence of a conserved phosphorylation site. CEP63's
function, like many other centrosome proteins, is not
known at biochemical level. Assays to reveal its role in the
centrosome and spindle assembly will need to be devel-
oped to understand how CEP63 controls this process. Pre-
liminary evidence showing interaction of human CEP63
with DISC1 points at a role for this protein in spindle pole
formation [28].

Conclusion
Regulation of spindle assembly through a centrosomal
protein reflects the central role of the centrosome in
mitotic events in the presence of DNA damage. Consistent
with these findings, pathways leading to centrosome inac-
tivation following DNA damage have been shown to
operate in other organisms [29,30]. Inhibition of spindle
assembly following chromosomal breakage may be cru-
cial when other mechanisms preventing mitosis entry
have failed. Chromosomal breakage may induce mitotic
progression delay and prevent chromosome segregation
through indirect activation of the SAC, following ATM
and ATR dependent inhibition of spindle assembly (Fig-
ure 1). This mechanism may allow repair of chromosome
breakage, facilitated by chromatin remodelling and de-
condensation at the breakage site without inducing down-
regulation of mitotic kinases such Cdk1 or Plk1, and
therefore mitosis exit. When DNA damage is un-repaira-
ble ATM and ATR dependent spindle inactivation could
instead lead to mitotic catastrophe preventing survival of
cells with extensively damaged chromosomes (Figure 1).
Cancer cells might evade this checkpoint by altering the
structure and the function of centrosomes. Interestingly,
the expression of human CEP63 is altered in aggressive
bladder tumors [31]. Defects in the centrosome structure
and function as the ones found in solid tumors might
allow escape from this DNA damage checkpoint and
ensure survival of mitotic cells even in the presence of
chromosomal breakage at the expense of genome stabil-
ity.

Competing interests
The authors declare that they have no competing interests.

Authors' contributions
ES and VC co-wrote and edited the manuscript. Both
authors read and approved the final manuscript.

Acknowledgements
We thank members of the Clare Hall Laboratories and of the Genome Sta-
bility Unit for helpful discussions. The Genome Stability Unit is funded by 
Cancer Research UK, the Lister Institute for Preventive Medicine, the 
EMBO Yip program and the European Research Council (ERC) start up 
grant for young investigators awarded to VC.

References
1. Murray AW: Cell cycle extracts.  Methods Cell Biol 1991,

36:581-605.
2. Gautier J, Minshull J, Lohka M, Glotzer M, Hunt T, Maller JL: Cyclin

is a component of maturation-promoting factor from Xeno-
pus.  Cell 1990, 60:487-494.

3. Blow JJ, Dilworth SM, Dingwall C, Mills AD, Laskey RA: Chromo-
some replication in cell-free systems from Xenopus eggs.
Philos Trans R Soc Lond B Biol Sci 1987, 317:483-494.

4. Blow JJ, Laskey RA: Initiation of DNA replication in nuclei and
purified DNA by a cell-free extract of Xenopus eggs.  Cell
1986, 47:577-587.

5. Costanzo V, Robertson K, Ying CY, Kim E, Avvedimento E, Gottes-
man M, Grieco D, Gautier J: Reconstitution of an ATM-depend-
Page 4 of 5
(page number not for citation purposes)

http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=1839804
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=1967981
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=1967981
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=1967981
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=2894683
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=2894683
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=3779837
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=3779837
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=11030344


Cell Division 2009, 4:15 http://www.celldiv.com/content/4/1/15
Publish with BioMed Central   and  every 
scientist can read your work free of charge

"BioMed Central will be the most significant development for 
disseminating the results of biomedical research in our lifetime."

Sir Paul Nurse, Cancer Research UK

Your research papers will be:

available free of charge to the entire biomedical community

peer reviewed and published immediately upon acceptance

cited in PubMed and archived on PubMed Central 

yours — you keep the copyright

Submit your manuscript here:
http://www.biomedcentral.com/info/publishing_adv.asp

BioMedcentral

ent checkpoint that inhibits chromosomal DNA replication
following DNA damage.  Mol Cell 2000, 6:649-659.

6. Guo Z, Kumagai A, Wang SX, Dunphy WG: Requirement for Atr
in phosphorylation of Chk1 and cell cycle regulation in
response to DNA replication blocks and UV-damaged DNA
in Xenopus egg extracts.  Genes Dev 2000, 14:2745-2756.

7. Sancar A, Lindsey-Boltz LA, Unsal-Kacmaz K, Linn S: Molecular
mechanisms of mammalian DNA repair and the DNA dam-
age checkpoints.  Annu Rev Biochem 2004, 73:39-85.

8. Lee SE, Pellicioli A, Demeter J, Vaze MP, Gasch AP, Malkova A, Brown
PO, Botstein D, Stearns T, Foiani M, Haber JE: Arrest, adaptation,
and recovery following a chromosome double-strand break
in Saccharomyces cerevisiae.  Cold Spring Harb Symp Quant Biol
2000, 65:303-314.

9. Yoo HY, Kumagai A, Shevchenko A, Shevchenko A, Dunphy WG:
Adaptation of a DNA replication checkpoint response
depends upon inactivation of Claspin by the Polo-like kinase.
Cell 2004, 117:575-588.

10. Krempler A, Deckbar D, Jeggo PA, Lobrich M: An imperfect G2M
checkpoint contributes to chromosome instability following
irradiation of S and G2 phase cells.  Cell Cycle 2007, 6:1682-1686.

11. Lobrich M, Jeggo PA: The impact of a negligent G2/M check-
point on genomic instability and cancer induction.  Nat Rev
Cancer 2007, 7:861-869.

12. Morrison C, Rieder CL: Chromosome damage and progression
into and through mitosis in vertebrates.  DNA Repair (Amst)
2004, 3:1133-1139.

13. Royou A, Macias H, Sullivan W: The Drosophila Grp/Chk1 DNA
damage checkpoint controls entry into anaphase.  Curr Biol
2005, 15:334-339.

14. Kim EM, Burke DJ: DNA damage activates the SAC in an ATM/
ATR-dependent manner, independently of the kinetochore.
PLoS Genet 2008, 4:e1000015.

15. Matsuoka S, Ballif BA, Smogorzewska A, McDonald ER 3rd, Hurov KE,
Luo J, Bakalarski CE, Zhao Z, Solimini N, Lerenthal Y, Shiloh Y, Gygi
SP, Elledge SJ: ATM and ATR substrate analysis reveals exten-
sive protein networks responsive to DNA damage.  Science
2007, 316:1160-1166.

16. Gascoigne KE, Taylor SS: Cancer cells display profound intra-
and interline variation following prolonged exposure to
antimitotic drugs.  Cancer Cell 2008, 14:111-122.

17. Maller JL, Schwab MS, Gross SD, Taieb FE, Roberts BT, Tunquist BJ:
The mechanism of CSF arrest in vertebrate oocytes.  Mol Cell
Endocrinol 2002, 187:173-178.

18. Desai A, Murray A, Mitchison TJ, Walczak CE: The use of Xenopus
egg extracts to study mitotic spindle assembly and function
in vitro.  Methods Cell Biol 1999, 61:385-412.

19. Stucki M, Jackson SP: gammaH2AX and MDC1: anchoring the
DNA-damage-response machinery to broken chromo-
somes.  DNA Repair (Amst) 2006, 5:534-543.

20. Costanzo V, Paull T, Gottesman M, Gautier J: Mre11 assembles lin-
ear DNA fragments into DNA damage signaling complexes.
PLoS Biol 2004, 2:E110.

21. Smith E, Dejsuphong D, Balestrini A, Hampel M, Lenz C, Takeda S,
Vindigni A, Costanzo V: An ATM- and ATR-dependent check-
point inactivates spindle assembly by targeting CEP63.  Nat
Cell Biol 2009, 11:278-285.

22. Beamish H, Williams R, Chen P, Lavin MF: Defect in multiple cell
cycle checkpoints in ataxia-telangiectasia postirradiation.  J
Biol Chem 1996, 271:20486-20493.

23. Mailand N, Bekker-Jensen S, Bartek J, Lukas J: Destruction of
Claspin by SCFbetaTrCP restrains Chk1 activation and facil-
itates recovery from genotoxic stress.  Mol Cell 2006,
23:307-318.

24. Peschiaroli A, Dorrello NV, Guardavaccaro D, Venere M, Halazonetis
T, Sherman NE, Pagano M: SCFbetaTrCP-mediated degrada-
tion of Claspin regulates recovery from the DNA replication
checkpoint response.  Mol Cell 2006, 23:319-329.

25. Heald R, Tournebize R, Blank T, Sandaltzopoulos R, Becker P, Hyman
A, Karsenti E: Self-organization of microtubules into bipolar
spindles around artificial chromosomes in Xenopus egg
extracts.  Nature 1996, 382:420-425.

26. Lustig KD, Stukenberg PT, McGarry TJ, King RW, Cryns VL, Mead PE,
Zon LI, Yuan J, Kirschner MW: Small pool expression screening:
identification of genes involved in cell cycle control, apopto-
sis, and early development.  Methods Enzymol 1997, 283:83-99.

27. Andersen JS, Wilkinson CJ, Mayor T, Mortensen P, Nigg EA, Mann M:
Proteomic characterization of the human centrosome by
protein correlation profiling.  Nature 2003, 426:570-574.

28. Morris JA, Kandpal G, Ma L, Austin CP: DISC1 (Disrupted-In-
Schizophrenia 1) is a centrosome-associated protein that
interacts with MAP1A, MIPT3, ATF4/5 and NUDEL: regula-
tion and loss of interaction with mutation.  Hum Mol Genet
2003, 12:1591-1608.

29. Takada S, Kelkar A, Theurkauf WE: Drosophila checkpoint kinase
2 couples centrosome function and spindle assembly to
genomic integrity.  Cell 2003, 113:87-99.

30. Loffler H, Lukas J, Bartek J, Kramer A: Structure meets function-
Centrosomes, genome maintenance and the DNA damage
response.  Exp Cell Res 2006, 312:2633-40.

31. Buim ME, Soares FA, Sarkis AS, Nagai MA: The transcripts of
SFRP1, CEP63 and EIF4G2 genes are frequently downregu-
lated in transitional cell carcinomas of the bladder.  Oncology
2005, 69:445-454.
Page 5 of 5
(page number not for citation purposes)

http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=11030344
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=11030344
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=11069891
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=11069891
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=11069891
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=15189136
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=15189136
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=15189136
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=12760044
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=12760044
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=12760044
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=15163406
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=15163406
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=17637566
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=17637566
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=17637566
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=17943134
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=17943134
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=15279802
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=15279802
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=15723794
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=15723794
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=18454191
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=18454191
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=17525332
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=17525332
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=18656424
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=18656424
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=18656424
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=11988325
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=11988325
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=9891325
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=9891325
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=9891325
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=16531125
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=16531125
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=16531125
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=15138496
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=15138496
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=19182792
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=19182792
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=8702789
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=8702789
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=16885021
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=16885021
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=16885021
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=16885022
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=16885022
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=16885022
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=8684481
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=8684481
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=8684481
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=9251013
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=9251013
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=9251013
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=14654843
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=14654843
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=14654843
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=12812986
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=12812986
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=12812986
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=12679037
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=12679037
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=12679037
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=16854412
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=16854412
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=16854412
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=16410684
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=16410684
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&dopt=Abstract&list_uids=16410684
http://www.biomedcentral.com/
http://www.biomedcentral.com/info/publishing_adv.asp
http://www.biomedcentral.com/

	Abstract
	Introduction
	Responding to DSBs in mitosis
	Conclusion
	Competing interests
	Authors' contributions
	Acknowledgements
	References

