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Abstract

The cell cycle is a tightly controlled series of events that ultimately lead to cell division. The literature deciphering
the molecular processes involved in regulating the consecutive cell cycle steps is colossal. By contrast, much less is
known about non-dividing cellular states, even if they concern the vast majority of cells, from prokaryotes to multi-
cellular organisms. Indeed, cells decide to enter the division cycle only if conditions are favourable. Otherwise they
may enter quiescence, a reversible non-dividing cellular state. Recent studies in yeast have shed new light on the
transition between proliferation and quiescence, re-questioning the notion of cell cycle commitment. They also
indicate a predominant role for cellular metabolic status as a major regulator of quiescence establishment and exit.
Additionally, a growing body of evidence indicates that environmental conditions, and notably the availability of
various nutrients, by impinging on specific metabolic routes, directly regulate specific cellular re-organization that
occurs upon proliferation/quiescence transitions.
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Background
The restriction point is defined as a point in G1 phase
of the cell cycle after which cells are committed to cell
division [1]. Indeed, it is commonly accepted that once
cells have passed this point, they proceed through all
the phases of the cell cycle until completion, i.e. until
they reach the restriction point again. But cells may
individually “decide” to engage themselves in another
round of cell division or enter a non-dividing state. This
non-dividing state may be non-reversible (senescence,
apoptosis...) or, alternatively, cells can enter quiescence,
a cellular state defined as a temporary and reversible
absence of proliferation. In all cases, it is thought that
cells integrate a combination of external and internal
signals before committing to the cell division cycle. In
multi-cellular eukaryotes, external signals emanate from
the entire organism. These extremely complex physiolo-
gical conditions are difficult to reproduce in a labora-
tory. By contrast, in single cell eukaryotes like budding
yeast, these external cues can be easily monitored since
entry into-and exit from the cell cycle apparently rely
solely on nutrient availability in the growth medium. As

mammalian cells, yeast cells, once they have passed a
point called Start (originally defined as a point in G1
after which cells are resistant to mating pheromone [2])
are committed to proceed through all the phases of the
cell cycle until G1 [3].
The molecular nature of Start has been extensively

investigated and a fair amount of key proteins, including
cyclins and cyclin-dependent kinases, together with cru-
cial signalling networks have been discovered. However,
in yeast, as in metazoa, how these regulators integrate
external and internal signals to trigger either the re-
entry into the cell cycle or the transition to non-dividing
cellular states remains largely mysterious.
Recently, using budding yeast as a model organism,

transitions from proliferation to quiescence have been
revisited by means of several powerful “omic”
approaches and at the individual cell level [4-7]. These
studies have re-questioned the existence of a quiescence
program, an issue that we have recently discussed else-
where [8]. Importantly, these studies, centered on quies-
cence, shed new light on the notion of Start, cell cycle
commitment and cell cycle progression.
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Discussion
When to start?
In his original “Restriction point” paper [1], Pardee set
out to “provide evidence that cells that have reached
quiescence by a variety of means are indeed in the same
state”. The idea of a unique quiescent state is still under
debate [6,8], yet, Pardee’s study concluded that his
“results are consistent with the existence of a single
switching point, the restriction point in G1, that regu-
lates the re-entry of cell into a new round of the cell
cycle” [1]. Now, more than 35 years after this initial pro-
posal, the notion of a restriction point is widely
accepted. In fact, the restriction point is often viewed as
a sort of fence that cells have to “jump” to enter a new
cell cycle. In yeast, elegant studies have clearly demon-
strated the irreversible nature of Start, this irreversibility
relying on complex transcriptional feedback loops
between cyclins, transcriptional repressors and activators
[9,10]. Start can therefore be envisioned as a molecular
switch. The existence of such a switch was clearly estab-
lished in specific genetic contexts allowing tight control
of cell cycle regulators. However, it is not yet clear
whether in a wild type situation, when external condi-
tions are not favourable, all cells do indeed arrest syn-
chronously just prior to start. In fact, it was proposed
that upon entry into quiescence, mammalians cells do
not necessarily arrest synchronously just at the restric-
tion point, but rather form a cohort of cells arrested as
a continuum throughout G1 [11,12]. The possibility of
such a non-synchronous arrest remains to be analyzed
in close details in yeast. Yet, it becomes more and more
clear that, although very helpful to decipher the highly
complex network of proteins involved in cell cycle regu-
lation, the simplistic “fence model” most probably does
not reflect what happens in a physiological context,
where both internal and external signals need to be inte-
grated for the decision to enter or not a new round of
cell division.
In the textbooks, the decision to enter a new division

cycle is described as an irreversible commitment to an
entire cell division cycle; and supposedly once cells have
passed start, they HAVE to go through all the successive
cell cycle stages back to G1. However, recently we have
shown that wild type yeast cells can enter quiescence in
other cell cycle stages than G1. In other words, cells
may not be committed to cell cycle completion [7]. In
fact, using conditional cell cycle mutants, it was found
that cells arrested in other cell stages than G1 and then
starved, could acquire a property of quiescent cells, i.e.
heat resistance [13]. More recently, we have shown that
a cell cycle mutant arrested in G2/M can assemble
structures that are specific to quiescent cells upon car-
bon source exhaustion. Therefore cells forced to enter
quiescence can do so in other cell cycle phases than G1.

Importantly, we have also shown that between 2 to 20%
of a wild type cell population can “naturally” enter
quiescence in other cell cycle stages than G1 upon car-
bon source exhaustion [7]. Therefore, the decision in
G1 is not “to go through all the cell cycle phases back
to G1 or die”. Cells that have passed the restriction
point are not necessarily committed to continue their
progression until they reach G1 again, but eventually
may arrest elsewhere. In fact, in yeast, the arrest in G1
phase of the cell cycle is neither necessary nor sufficient
for quiescence establishment [7]. This may also be true
for mammalian cells as quiescent cells in other cell
cycle phases than G1 have been reported in human car-
cinomas [14] and in various cell lines [15]. Furthermore,
because the operational definition of quiescence is “a
reversible arrest of proliferation”, if cells can enter
quiescence elsewhere than in G1, this necessarily means
that they are capable of exiting quiescence in other cell
cycle stages and give rise to a progeny. Consequently,
not only the decision to enter a new round of cell divi-
sion may occur at various points all along G1, as sug-
gested by Cooper [11], but this decision may occur in
other cell cycle phases than G1. Importantly, Coudreuse
and Nurse have very recently shown that in S. pombe,
cells can enter mitosis from inappropriate points in the
cell cycle, challenging thus the strict sequential interde-
pendency of the cell cycle phases [16].

Where to stop?
If cells can enter quiescence in various cell cycle stages,
then, why do budding yeast and mammalian cells pre-
ferentially do so in G1? Could it be that quiescence
establishment in G1 provides a selective advantage? In
agreement with this hypothesis, we have shown that in
S. cerevisiae, the ability to give rise to progeny of quies-
cent cells arrested in other phases than G1 is somehow
diminished compared to those arrested in G1 [7]. Alter-
natively, the arrest in G1 could simply be a passive con-
sequence of a metabolic slow down. Indeed, in yeast,
like in mammals, cell growth is not a continuum but
predominantly takes place in G1 [17-19]. Furthermore,
limiting protein synthesis extends the G1 phase dura-
tion, but has little effects on the length other cell cycle
stages [20-24]. Therefore, G1 should be the phase
encompassing the large majority of the cell population
when nutritional conditions are limiting for protein
synthesis. Consequently, in S. cerevisiae, the fact that
quiescence entry mostly occurs in G1 could be the pas-
sive result of a metabolic slow down rather than a cell
cycle controlled event. As most of the cell growth
occurs in G1, a metabolic slow down would predomi-
nantly impinge on G1 progression but not on the
remaining cell cycle phases. In other words, there could
be no need to terminate the cell cycle in G1, but the G1
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arrest could only be a consequence of the fact that
translation should be most highly active in G1. Yet, this
does not exclude the possibility that an arrest in G1
might be more favourable and could have been selected
during evolution. However, it has been reported that
other organisms such as S. pombe [25], C. neoformans
[26], T. pyriformis [27], can enter quiescence in G1 or in
G2 depending on the environmental conditions. This
diversity could reflect different evolutionary strategies to
optimize survival in quiescence.

What to stock?
If the decision to enter the cell cycle mostly relies on
metabolic activity, one could speculate that quiescent
cells may have a specific metabolomic signature. Recent
global analyses of the metabolome of cells that have
entered quiescence by different routes did not reveal
any obvious key molecules or any specific metabolic sig-
nature of quiescence [6]. In fact, there are more similari-
ties between the metabolome of cells growing extremely
slowly because of a limiting amount of a specific nutri-
ent and that of quiescent cells that have been starved
for the same nutrient, rather than between the metabo-
lome of cells rendered quiescent by different routes [6].
As proposed by Broach and co-workers, quiescence may
be an extreme form of slow growth [6]. Therefore one
can finally wonder “what are” quiescent cells specific
features? Transcription profiles studies have shown that
quiescent cells transcriptome is clearly different from
that of G1 arrested cells [28-30]. Furthermore, the pro-
files are very different depending on the way to enter
quiescence, very few genes responding similarly in all
the conditions tested [5,6,31,32]. Thus, transcriptional
response mostly reflects an adaptation to nutrient lim-
itation rather than a common re-programming that
would commit cells to the quiescent state. Even if no
“quiescence program” has been deciphered yet, would it
be possible to find any cellular properties that are
unique to quiescence?
About 50 years ago, Yotsuyanagi observed that mito-

chondria, while tubular in actively proliferating cells, are
entirely reorganized into a cortical vesicular network in
non dividing yeast cells [33]. More recently, we have
shown that upon carbon source exhaustion, budding
yeast cells remodel their actin cytoskeleton and assemble
typical actin structures called Actin Bodies [34]. Simi-
larly, we have shown that the proteasome, while loca-
lized diffusely in the nucleus of dividing cells is
reorganized into cytoplasmic structures, named protea-
some storage granules (PSGs) upon carbon source
exhaustion [35]. The assembly of these specific struc-
tures upon entry into quiescence may be the sign of an
ultra-structural commitment to the quiescent state. In
fact, in yeast, P-bodies, cytoplasmic structures involved

in mRNA degradation, are known to assemble upon
quiescence establishment [36,37]. More global analyses
based on a GFP fusion library have shown that a large
number of diffuse cytoplasmic metabolic enzymes such
as Ade4, the phosphoribosylpyrophosphate amidotrans-
ferase, are restructured into cytoplasmic granules when
proliferation ceases upon nutritional deprivation [38,39].
Similarly, some cytoplasmic chaperones are restructured
into foci in quiescent yeast cells [38,40]. Very interest-
ingly, diffuse cytosolic proteins such as the CTP
synthase Ura7/Ura8 have been shown to assemble into
filaments upon carbon source exhaustion [39]. Further,
in quiescent cells, chromatin compaction is increased
thanks to the activity of the H1 Histone Hho1 [41].
Most of these reorganizations have been observed upon
carbon source exhaustion but do they depend on a
unique signal? Do these reorganizations take place if
entry into quiescence occurs via other routes? In other
words are these reorganizations specific to quiescence
or do they respond to specific nutritional signals that
are concomitant to quiescence entry?
In the case of Actin Bodies and PSG formation, it has

been clearly shown that it does not depend on cell cycle
regulated processes since they can occur at all cell cycle
stages. Furthermore, while these structures do not form
upon exhaustion of other nutrients than carbon, they do
form upon acute transfer into water, a situation that
may be closely related to what may happen in the wild.
While we do not yet know the exact nature of the signal
(s) that triggers Actin Bodies and PSG formation, it is
clear that the disassembly of both structures is caused
by addition of glucose [7]. Other structures are not
dependent on carbon source availability but rather
depend on the concentration of a specific metabolite of
their own metabolic pathway. For example, in the case
or the CTP synthase filaments, it seems that their for-
mation is conditioned by the availability of triphosphate
nucleotides (NTPs), the CTP synthase end products.
Indeed, most NTPs inhibit the enzyme activity and
cause its polymerization into cytoplasmic filaments [39].
Similarly, Ade4 foci formation is regulated by the pre-
sence of adenine in the medium. However, it is interest-
ing to note that by contrast to CTP synthase, Ade4 foci
form when the enzyme is active. This led the authors to
propose the idea that foci formation may enhance sub-
strate channelling and facilitate metabolite flux control
upon nutritional stress [38]. Therefore, specific signals
may trigger specific reorganizations, independently of
quiescence establishment. Moreover, different signals
can lead to the assembly of similar structures. Indeed,
P-bodies formation can be observed both upon carbon
source exhaustion and upon various cellular stresses
[36,37]. In fact, some reorganization may even be pas-
sive. For example, the increase in the association of
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Hho1 with chromatin which causes DNA compaction
upon carbon source exhaustion, is apparently not due to
an active regulatory process, but rather reflects the
reduction of Hho1 displacement by RNA polymerase II
as a result of low expression of most genes in quiescent
cells [41]. In light of these data, we propose that reorga-
nizations occurring in quiescent cells depend on the
cell’s needs and are triggered on a “on demand” basis.
This hypothesis fits with the fact that cell’s gene expres-
sion and metabolic cartographies are drastically different
depending on the nature of the exhausted nutrient [6].
In fact, cells may stock the unutilized proteins, as it is
probably the case with the actin embedded in Actin
Bodies. Why would yeast cells make reserves of unused
proteins instead of degrading them? Degradation would
require the adequate recognition and the active proteo-
lysis of myriad unused proteins that are neither
damaged nor misfolded. Instead, stocks could either be
used to face some sporadic stresses during quiescence
and/or improve fitness upon exit from quiescence and
re-entry into the proliferation cycle.

Conclusions
Quiescence is at the heart of two major processes in
biology: controlling the cell proliferation and facing
chronological aging. Astonishingly little is known about
this cellular state and the research field needs new tools
to reveal the molecular processes that regulate transi-
tions between cell cycle progression and quiescence.
There is a growing number of examples of cellular reor-
ganizations upon entry into quiescence and probably
more to discover. May these structures be used as mar-
kers of quiescence? While their universality is question-
able, just as is the existence of a unique quiescent state,
these structures enable us to work at the individual cell
level and are therefore useful to comprehend how cells
solve the Cornelian dilemma of dividing or not!

Abbreviations
PSG: Proteasome Storage Granules; NTPs: tri-phosphate nucleotides.

Acknowledgements
We thank J.P. Javerzat and D. McCusker for their comments on this
manuscript. Our work is supported by the Université Bordeaux-Segalen, the
Conseil Regional d’Aquitaine, a Young Investigator grant from the Agence
Nationale pour la Recherche (JC08 310804), a grant form Association pour la
Recherche sur le Cancer (ARC; SFI20101201558) and a PEPS grant from the
CNRS.

Author details
1Univ. Bordeaux, IBGC, UMR 5095, F-33000 Bordeaux, France. 2CNRS, IBGC,
UMR 5095, F-33000 Bordeaux, France.

Authors’ contributions
I.S. and B.D.-F wrote the manuscript. All authors have read and approved the
final manuscript

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

Received: 5 December 2011 Accepted: 9 December 2011
Published: 9 December 2011

References
1. Pardee AB: A restriction point for control of normal animal cell

proliferation. Proc Natl Acad Sci USA 1974, 71:1286-1290.
2. Hereford LM, Hartwell LH: Sequential gene function in the initiation of

Saccharomyces cerevisiae DNA synthesis. J Mol Biol 1974, 84:445-461.
3. Hartwell LH, Culotti J, Pringle JR, Reid BJ: Genetic control of the cell

division cycle in yeast. Science 1974, 183:46-51.
4. Davidson GS, Joe RM, Roy S, Meirelles O, Allen CP, Wilson MR, Tapia PH,

Manzanilla EE, Dodson AE, Chakraborty S, et al: The proteomics of
quiescent and nonquiescent cell differentiation in yeast stationary-phase
cultures. Mol Biol Cell 2011, 22:988-998.

5. Gresham D, Boer VM, Caudy A, Ziv N, Brandt NJ, Storey JD, Botstein D:
System-level analysis of genes and functions affecting survival during
nutrient starvation in Saccharomyces cerevisiae. Genetics 2011,
187:299-317.

6. Klosinska MM, Crutchfield CA, Bradley PH, Rabinowitz JD, Broach JR: Yeast
cells can access distinct quiescent states. Genes Dev 2011, 25:336-349.

7. Laporte D, Lebaudy A, Sahin A, Pinson B, Ceschin J, Daignan-Fornier B,
Sagot I: Metabolic status rather than cell cycle signals control quiescence
entry and exit. J Cell Biol 2011, 192:949-957.

8. Daignan-Fornier B, Sagot I: Proliferation/quiescence: the controversial
“aller-retour”. Cell Div 2011, 6:10.

9. Charvin G, Oikonomou C, Siggia ED, Cross FR: Origin of irreversibility of
cell cycle start in budding yeast. PLoS Biol 2010, 8:e1000284.

10. Skotheim JM, Di Talia S, Siggia ED, Cross FR: Positive feedback of G1
cyclins ensures coherent cell cycle entry. Nature 2008, 454:291-296.

11. Cooper S: Reappraisal of serum starvation, the restriction point, G0, and
G1 phase arrest points. Faseb J 2003, 17:333-340.

12. Cooper S: On the proposal of a G0 phase and the restriction point. Faseb
J 1998, 12:367-373.

13. Wei W, Nurse P, Broek D: Yeast cells can enter a quiescent state through
G1, S, G2, or M phase of the cell cycle. Cancer Res 1993, 53:1867-1870.

14. Drewinko B, Yang LY, Barlogie B, Trujillo JM: Cultured human tumour cells
may be arrested in all stages of the cycle during stationary phase:
demonstration of quiescent cells in G1, S and G2 phase. Cell Tissue Kinet
1984, 17:453-463.

15. Baisch H: Different quiescence states of three culture cell lines detected
by acridine orange staining of cellular RNA. Cytometry 1988, 9:325-331.

16. Coudreuse D, Nurse P: Driving the cell cycle with a minimal CDK control
network. Nature 2011, 468:1074-1079.

17. Tzur A, Kafri R, LeBleu VS, Lahav G, Kirschner MW: Cell growth and size
homeostasis in proliferating animal cells. Science 2009, 325:167-171.

18. Goranov AI, Cook M, Ricicova M, Ben-Ari G, Gonzalez C, Hansen C, Tyers M,
Amon A: The rate of cell growth is governed by cell cycle stage. Genes
Dev 2009, 23:1408-1422.

19. Goranov AI, Amon A: Growth and division–not a one-way road. Curr Opin
Cell Biol 2010, 22:795-800.

20. Hartwell LH, Unger MW: Unequal division in Saccharomyces cerevisiae and
its implications for the control of cell division. J Cell Biol 1977, 75:422-435.

21. Johnston GC, Pringle JR, Hartwell LH: Coordination of growth with cell
division in the yeast Saccharomyces cerevisiae. Exp Cell Res 1977,
105:79-98.

22. Popolo L, Vanoni M, Alberghina L: Control of the yeast cell cycle by
protein synthesis. Exp Cell Res 1982, 142:69-78.

23. Slater ML, Sharrow SO, Gart JJ: Cell cycle of Saccharomyces cerevisiae in
populations growing at different rates. Proc Natl Acad Sci USA 1977,
74:3850-3854.

24. Unger MW, Hartwell LH: Control of cell division in Saccharomyces
cerevisiae by methionyl-tRNA. Proc Natl Acad Sci USA 1976, 73:1664-1668.

25. Costello G, Rodgers L, Beach D: Fission yeast enters the stationary phase
G0 state from either mitotic G1 or G2. Curr Genet 1986, 11:119-125.

26. Takeo K, Tanaka R, Miyaji M, Nishimura K: Unbudded G2 as well as G1
arrest in the stationary phase of the basidiomycetous yeast Cryptococcus
neoformans. FEMS Microbiol Lett 1995, 129:231-235.

Daignan-Fornier and Sagot Cell Division 2011, 6:20
http://www.celldiv.com/content/6/1/20

Page 4 of 5

http://www.ncbi.nlm.nih.gov/pubmed/4524638?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/4524638?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/4618856?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/4618856?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/4587263?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/4587263?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/21289090?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/21289090?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/21289090?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/20944018?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/20944018?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/21289062?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/21289062?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/21402786?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/21402786?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/21554667?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/21554667?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/20087409?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/20087409?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/18633409?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/18633409?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/12631573?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/12631573?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/9506481?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/8467507?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/8467507?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/6467330?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/6467330?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/6467330?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/2456898?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/2456898?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/19589995?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/19589995?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/19528319?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/20667436?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/400873?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/400873?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/320023?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/320023?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/6754401?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/6754401?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/333447?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/333447?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/775494?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/775494?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/7607405?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/7607405?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/7607405?dopt=Abstract


27. Cameron IL, Bols NC: Effect of cell population density on G2 arrest in
Tetrahymena. J Cell Biol 1975, 67:518-522.

28. Martinez MJ, Roy S, Archuletta AB, Wentzell PD, Anna-Arriola SS,
Rodriguez AL, Aragon AD, Quinones GA, Allen C, Werner-Washburne M:
Genomic analysis of stationary-phase and exit in Saccharomyces
cerevisiae: gene expression and identification of novel essential genes.
Mol Biol Cell 2004, 15:5295-5305.

29. Gasch AP, Spellman PT, Kao CM, Carmel-Harel O, Eisen MB, Storz G,
Botstein D, Brown PO: Genomic expression programs in the response of
yeast cells to environmental changes. Mol Biol Cell 2000, 11:4241-4257.

30. Radonjic M, Andrau JC, Lijnzaad P, Kemmeren P, Kockelkorn TT, van
Leenen D, van Berkum NL, Holstege FC: Genome-wide analyses reveal
RNA polymerase II located upstream of genes poised for rapid response
upon S. cerevisiae stationary phase exit. Mol Cell 2005, 18:171-183.

31. Saldanha AJ, Brauer MJ, Botstein D: Nutritional homeostasis in batch and
steady-state culture of yeast. Mol Biol Cell 2004, 15:4089-4104.

32. Wu J, Zhang N, Hayes A, Panoutsopoulou K, Oliver SG: Global analysis of
nutrient control of gene expression in Saccharomyces cerevisiae during
growth and starvation. Proc Natl Acad Sci USA 2004, 101:3148-3153.

33. Yotsuyanagi Y: [Study of yeast mitochondria. I. Variations in
mitochondrial ultrastructure during the aerobic growth cycle.]. J
Ultrastruct Res 1962, 7:121-140.

34. Sagot I, Pinson B, Salin B, Daignan-Fornier B: Actin bodies in yeast
quiescent cells: an immediately available actin reserve? Mol Biol Cell
2006, 17:4645-4655.

35. Laporte D, Salin B, Daignan-Fornier B, Sagot I: Reversible cytoplasmic
localization of the proteasome in quiescent yeast cells. J Cell Biol 2008,
181:737-745.

36. Teixeira D, Sheth U, Valencia-Sanchez MA, Brengues M, Parker R: Processing
bodies require RNA for assembly and contain nontranslating mRNAs.
Rna 2005, 11:371-382.

37. Brengues M, Teixeira D, Parker R: Movement of eukaryotic mRNAs
between polysomes and cytoplasmic processing bodies. Science 2005,
310:486-489.

38. Narayanaswamy R, Levy M, Tsechansky M, Stovall GM, O’Connell JD,
Mirrielees J, Ellington AD, Marcotte EM: Widespread reorganization of
metabolic enzymes into reversible assemblies upon nutrient starvation.
Proc Natl Acad Sci USA 2009, 106:10147-10152.

39. Noree C, Sato BK, Broyer RM, Wilhelm JE: Identification of novel filament-
forming proteins in Saccharomyces cerevisiae and Drosophila
melanogaster. J Cell Biol 2010, 190:541-551.

40. Tapia H, Morano KA: Hsp90 nuclear accumulation in quiescence is linked
to chaperone function and spore development in yeast. Mol Biol Cell
2010, 21:63-72.

41. Schafer G, McEvoy CR, Patterton HG: The Saccharomyces cerevisiae linker
histone Hho1p is essential for chromatin compaction in stationary phase
and is displaced by transcription. Proc Natl Acad Sci USA 2008,
105:14838-14843.

doi:10.1186/1747-1028-6-20
Cite this article as: Daignan-Fornier and Sagot: Proliferation/Quiescence:
When to start? Where to stop? What to stock? Cell Division 2011 6:20.

Submit your next manuscript to BioMed Central
and take full advantage of: 

• Convenient online submission

• Thorough peer review

• No space constraints or color figure charges

• Immediate publication on acceptance

• Inclusion in PubMed, CAS, Scopus and Google Scholar

• Research which is freely available for redistribution

Submit your manuscript at 
www.biomedcentral.com/submit

Daignan-Fornier and Sagot Cell Division 2011, 6:20
http://www.celldiv.com/content/6/1/20

Page 5 of 5

http://www.ncbi.nlm.nih.gov/pubmed/811669?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/811669?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15456898?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15456898?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/11102521?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/11102521?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15837421?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15837421?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15837421?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15240820?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15240820?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/14973188?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/14973188?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/14973188?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/14002756?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/14002756?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/16914523?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/16914523?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/18504300?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/18504300?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15703442?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15703442?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/16141371?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/16141371?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/19502427?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/19502427?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/20713603?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/20713603?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/20713603?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/19889838?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/19889838?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/18799740?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/18799740?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/18799740?dopt=Abstract

	Abstract
	Background
	Discussion
	When to start?
	Where to stop?
	What to stock?

	Conclusions
	Acknowledgements
	Author details
	Authors' contributions
	Competing interests
	References

