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 Commentary Commentary

In a recent paper, we reported the iso-
lation and surprising effects of two 

new bacterial pathogens for Caenorhab-
ditis and related nematodes. These two 
pathogens belong to the genus Leuco-
bacter and were discovered co-infecting 
a wild isolate of Caenorhabditis that had 
been collected in Cape Verde. The inter-
actions of these bacteria with C. elegans 
revealed both unusual mechanisms of 
pathogenic attack, and an unexpected 
defense mechanism on the part of the 
worm. One pathogen, known as Verde1, 
is able to trap swimming nematodes by 
sticking their tails together, resulting 
in the formation of “worm-star” aggre-
gates, within which worms are killed 
and degraded. Trapped larval worms, 
but not adults, can sometimes escape 
by undergoing whole-body autotomy 
into half-worms. The other patho-
gen, Verde2, kills worms by a different 
mechanism associated with rectal infec-
tion. Many C. elegans mutants with 
alterations in surface glycosylation are 
resistant to Verde2 infection, but hyper-
sensitive to Verde1, being rapidly killed 
without worm-star formation. Con-
versely, surface infection of wild-type 
worms with Verde1 is mildly protective 
against Verde2. Thus, there are trade-
offs in susceptibility to the two bacteria. 
The Leucobacter pathogens reveal novel 
nematode biology and provide power-
ful tools for exploring nematode surface 
properties and bacterial susceptibility.

Introduction

Most of our knowledge of C. elegans 
comes from studies performed under 
laboratory conditions, usually by grow-
ing worms on the surface of agar plates in 
benign conditions. However, an increas-
ing amount of research has explored the 
natural environment and natural enemies 
of the worm, with particular reference to 
microbial pathogens. The Leucobacter 
pathogens were discovered as a part of 
a long-term program aimed at the bet-
ter understanding of the ecology, distri-
bution, and diversity of Caenorhabditis 
species.1 Isolation of wild C. elegans and 
related nematodes has been greatly aided 
by the realization that rotting fruit pro-
vides excellent material for isolating 
microbivorous nematodes. Sampling of 
such material has yielded both the first 
nematode microsporidians2 and the first 
nematode viruses.3 On a collecting trip to 
Cape Verde, Marie-Anne Félix examined 
decaying banana trunks and other rotting 
vegetable matter for nematode popula-
tions, and obtained several samples both 
of Caenorhabditis briggsae and another 
hermaphroditic species,4 Caenorhabditis 
n. sp. 11. Cape Verde is probably too 
warm to support C. elegans populations, 
so its absence was not surprising. One of 
the Caenorhabditis n. sp. 11 samples was 
noticeably infected with a dense coating 
of bacteria on the surface of the worms, 
and the worms also exhibited a swollen 
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tail or Dar (Deformed Anal Region) phe-
notype. This phenotype was reminiscent 
of the defensive Dar response that occurs 
as a consequence of the infection of C. 
elegans by a coryneform pathogen known 
as Microbacterium nematophilum.5,6 M. 
nematophilum has been isolated as a 
laboratory contaminant of C. elegans on 
several independent occasions in differ-
ent research institutions,7 because the 
tail swelling is very noticeable. However, 
M. nematophilum has never been iso-
lated from the wild and its real ecological 
niche is unknown. Indeed, the bacteria 
responsible for the tail swelling both in 
the Cape Verde isolate and in a Dar iso-
late of C. elegans from Kakegawa, Japan, 
proved to belong to a different coryne-
form genus, Leucobacter. Nevertheless, 
the isolation of these diseased wild iso-
lates demonstrates that the Dar response 
occurs naturally and can be elicited by a 
variety of pathogens.

Double Infection

Surprisingly, the bacteria causing the 
tail swelling in the Cape Verde isolate 
were distinct from the bacteria densely 
coating the worms, although both belong 
to genus Leucobacter. Our further charac-
terization of these two strains (in prepara-
tion) indicates that they represent distinct 
species: the bacteria causing the dense 
surface coating define a subspecies of a 
previously described bacterium,8 L. celer, 
while the Dar-inducing bacteria define a 
new species. For convenience we refer to 
them as Verde1 and Verde2, respectively.

Wild-type C. elegans growing on 
a bacterial lawn containing Verde1 
acquired a coating of adherent bacteria, 
like the original strain of Caenorhabditis 
n. sp. 11. This resulted in slower growth 
and impaired movement, but the ani-
mals were able to grow and reproduce 
indefinitely in the presence of the sur-
face infection, and never exhibited swol-
len tails. However, Verde1 did elicit a 
defense response in the epidermis, which 
was revealed by the induction of the anti-
microbial peptide NLP-29. This peptide 
is expressed at higher levels in response 
to infection by the fungus Drechmeria 

coniospora, as well as surface damage or 
hyperosmotic conditions.9 Substantial 
upregulation of the nlp-29 gene in the 
epidermis of C. elegans was seen within a 
few hours of exposure to bacterial lawns 
containing Verde1.

A Novel Worm-Trapping 
Mechanism

An entirely different response was 
seen when nematodes were exposed to 
Verde1 bacteria while swimming in liq-
uid. Under these conditions, Verde1 
caused worms to stick to each other by 
their tail spikes, leading to the formation 
of aggregates containing dozens or hun-
dreds of worms, all radiating outward 
from their entangled tail regions. We 
call these aggregates “worm-stars.” Star 
formation was rapid (beginning within 
a few minutes of exposure to bacteria), 
efficient (requiring only a few hundred 
bacteria per worm), largely irreversible, 
and ultimately lethal to the worms. If the 
worm-stars were picked from liquid onto 
an agar surface, most worms remained 
trapped in the stars and died within 
24–48 h. Dying worms exhibited loss of 
cuticular integrity in posterior regions, 
as revealed by dye penetration. The con-
tinuing attempts of worms to escape from 
the worm-stars led to increased entangle-
ment and probably contributed to dam-
age and bacterial invasion in their tail 
regions. Verde1 bacterial counts within 
worm-stars were found to increase over 
time, indicating that the worms were 
being converted into bacterial biomass. 
The formation of worm-stars therefore 
represents a new pathogenesis mecha-
nism: Verde1 bacteria are able to immo-
bilize groups of worms, kill them, and 
use them as a source of nutrients.

This trap-and-degrade strategy is rem-
iniscent of the trapping mechanisms used 
by various soil fungi, which form special-
ized hyphae that can immobilize nema-
todes by adhesion or noose formation, 
followed by hyphal invasion, and death 
of the trapped worms.10-12 The Verde1 
trapping strategy represents an ingenious 
variation on this mechanism, and is also 
an impressive example of asymmetric 

warfare, in that a small number of bac-
teria are able to immobilize and then kill 
the vastly larger host worms, simply by 
tying their tails together.

Escape by Autotomy

Worms that managed to escape from 
stars within the first hour after star for-
mation survived with little damage. A 
remarkable additional escape mechanism 
was observed when stars were allowed to 
form from populations of late larval (L4) 
worms and left on an agar surface. Over 
the next 24 h, 5–10% of the worms in 
the L4 worm-stars underwent a form of 
autotomy, splitting their bodies into a 
trapped posterior portion and an anterior 
“half-worm” that was able to crawl away. 
Scission was seen to occur at any point 
from just behind the pharynx (30% of 
worm length) to the pre-anal region 
(90% of worm length). The half-worms 
could remain viable for several days, as 
indicated by continued movement and 
pharyngeal pumping, even though their 
intestinal tracts were truncated. As an 
escape strategy, whole-body autotomy 
works for C. elegans because it is self-fer-
tile, and the gonads in most half-worms 
had developed far enough to allow the 
generation of a few self-progeny.

Autotomy has not previously been 
reported for any nematode species, 
although comparable escape strategies 
occur in other animal groups,13 for exam-
ple, in the well-known tail-shedding 
exhibited by lizards in response to preda-
tors. The basic nematode body plan, 
which depends on a hydrostatic skeleton 
and a high internal pressure, might seem 
to preclude autotomy, but evidently it 
occurs. Substantial tissue remodeling 
must be required in order to complete the 
formation of a viable half-worm: ectopic 
fusion of intestinal cells is needed to form 
a blind gut ending, as well as fusion of 
epidermal cells and cuticle to create an 
intact but truncated posterior. It is possi-
ble that a special developmental program 
needs to be invoked in order to achieve 
autotomy, but how this might be triggered 
is not obvious. Half-worms were never 
seen to arise from adult worm-stars, only 
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from stars formed from L4 larvae, which 
leads us to speculate that the necessary 
tissue remodeling occurs during the last 
larval molt, when other kinds of reorga-
nization such as final vulval morphogen-
esis are normally occurring. It remains to 
be determined whether other hermaph-
roditic nematodes, or even male/female 
nematode species, can undergo similar 
autotomy, if they become trapped by 
Verde1 or other hazards.

Host Range

As is usual with any newly discovered 
pathogen, the preferred host for Verde1 
is unknown. We explored its host-range 
by exposing various other rhabditid 
nematodes to Verde1 in the same liquid 
swimming conditions that resulted in 
star formation for C. elegans. All tested 
species of Caenorhabditis formed worm-
stars, though with varying efficiency; so 
we also did some representatives of related 
genera such as Oscheius. Nematodes that 
are unable to swim vigorously in liquid 
did not form worm-stars, perhaps because 
they rarely make contact with each other. 
Some species, such as the extensively 
studied Pristionchus pacificus,14 formed 
loosely adherent tangles or stars, which 
were unstable over time and did not result 
in worm death. However, P. pacificus 
could be permanently trapped and killed 
by incorporation into mixed-species stars 
with C. elegans (Fig.  1). The ability of 
Verde1 to create mixed-species stars there-
fore effectively expands its host-range. 
The formation of mixed-species stars also 
suggests that the surface properties that 
allow adhesion by Verde1 are conserved 
between different rhabditids.

Locomotion and Pathogenesis

Verde1 was tolerated by C. elegans 
when the worms are growing on the sur-
face of an agar plate, and worm-stars were 
never seen to form under these condi-
tions, which are physically different from 
growth in bulk liquid. C. elegans grows 
well in liquid suspension, as long as bac-
terial food is present, but the behavior 

of worms under these conditions has 
been relatively little investigated, partly 
because it is so much easier to examine 
worms when they are crawling on a two-
dimensional surface, rather than swim-
ming in liquid. In fact, Sydney Brenner’s 
original choice of nematodes as ideal lab 
organisms for investigating animal devel-
opment and neurobiology was influenced 
by his avoidance of simple animals that 
f ly (like Drosophila) or swim (like roti-
fers or water-f leas).15 It is not known how 
frequently C. elegans goes swimming in 
its natural habitats, but liquid swimming 
conditions must often be encountered, 
for example, after rainfall or f looding. 
We simulated such a scenario by allowing 
fragments of banana stem or mushroom 
to decay in the presence of water and 
Verde1, and found that worm-stars could 
form readily in the resulting suspensions.

Comparable star-like aggregates 
of nematodes have occasionally been 
reported by nematologists, both for the 
human parasite Wuchereria bancrofti16 
(described as “Medusa heads”) and for 
free-living soil nematodes17,18 (described 
as “rosettes”). No convincing explanation 
has previously been given for these assem-
blages, and it seems possible that at least 
some of them may have resulted from an 
undetected bacterial attack. Nematode 
populations are not always examined 
under free-swimming conditions, so it 

may be that worm-star formation occurs 
in nature more frequently than the rarity 
of these publications suggest.

One lesson that arises from our obser-
vation of worm-stars is that more atten-
tion could be paid to how C. elegans 
develops and behaves under liquid growth 
conditions, and in three-dimensional soil 
culture. Another lesson is that host move-
ment can have a strong influence on the 
response to pathogens. For nematodes, 
host mobility should therefore be regarded 
as another important variable like tem-
perature or nutrient conditions, which 
can determine whether an infection is 
benign or virulent in its consequences.

Complementary Pathogenesis

The second Leucobacter strain, 
Verde2, was also found to have lethal 
effects on C. elegans and related species, 
but of a different kind. When worms 
were grown on bacterial lawns containing 
Verde2 and incubated at 25 °C, most died 
within 24–48 h. Dying adult worms were 
seen to be distended with large internal 
vacuoles filling the pseudocoelom. How 
the Verde2 bacteria caused the forma-
tion of these vacuoles is not known, and 
comparable vacuolation has not been seen 
in worms exposed to M. nematophilum, 
even in immunocompromised hosts.6 At 

Figure 1. This shows a worm-star formed from 31 C. elegans that had been tagged with a pharyn-
geal GFP transgene, plus one P. pacificus.



e27939-4	 Worm	 Volume 3 

lower temperatures, exposure to Verde2 
elicited a strong Dar (swollen tail) pheno-
type, but did not always cause lethality. In 
both circumstances, Verde2 bacteria were 
seen to adhere preferentially to the rectal/
anal region, but not elsewhere, as with M. 
nematophilum. Verde2 is therefore similar 
to M. nematophilum in its pathogenicity, 
but more virulent. Numerous C. elegans 
mutants have been isolated on the basis of 
resistance to M. nematophilum (“Bus,” or 
bacterially un-swollen mutants), many of 
which have altered cuticle properties and 
abnormal glycosylation.19-22 Most of these 
Bus mutants were found to be fully resis-
tant to Verde2, even at 25 °C, extending 
the similarity between the Verde2 and M. 
nematophilum infections. Presumably, the 
cuticle alterations prevented initial adhe-
sion by either Verde2 or M. nematophilum 
bacteria, thereby conferring resistance.

Exposure of these Verde2-resistant 
mutants to Verde1 revealed a conspicuous 
trade-off in susceptibility. As described 
above, Verde1 is not lethal to wild-type 
worms when they are growing on a sur-
face. However, almost all the Verde2-
resistant Bus mutants were rapidly killed 
by Verde1 when growing on a surface, 
with an apparent loss of integrity over the 
whole surface of the worm. After 24  h 
exposure, most worms were dead, with a 
collapsed appearance. Verde1 can there-
fore kill C. elegans both by worm-star 

formation and by direct surface attack 
if the cuticle is abnormal. Possibly, some 
other nematode species naturally have 
surface properties that confer the same 
kind of resistance to Verde2 and hyper-
sensitivity to Verde1. A further interac-
tion between the two pathogens was 
seen in that pre-exposure of wild-type C. 
elegans to Verde1 was partly protective 
against the lethal effects of subsequent 
exposure to Verde2. This effect may 
explain why the original Caenorhabditis 
n. sp. 11 isolate was able to tolerate a dou-
ble infection of both Verde1 and Verde2, 
although Verde2 alone is lethal to it.

Tail-Spike Function

A notable feature of the worm-star 
mode of attack is that it depends on rapid 
attachment of the Verde1 bacteria to the 
tail-spikes of worms, followed by the 
entanglement and knotting together of 
their tails. Fluorescently labeled Verde1 
bacteria in worm-stars could be seen 
to adhere preferentially to tail-spikes 
(Fig.  2), even though more prolonged 
exposure resulted in general surface 
attachment. Possessing a tail-spike is 
therefore disadvantageous, when worms 
are swimming in the presence of Verde1. 
It is not obvious what compensatory 
advantage might come to worms from 

the possession of a tail-spike, and there 
is considerable variation between nema-
tode species in this part of the anatomy. 
One possibility that might be considered 
is that tail-spikes could assist in nicta-
tion, the distinctive pattern of nematode 
behavior in which worms stand on their 
tails and wave their heads in the air, 
thereby increasing their chances of dis-
persal.23,24 The correlation between nic-
tating species and those with a tail-spike 
is not perfect, but this does not disprove 
the hypothesis, since some nictating spe-
cies may have lost their tail spikes as a 
result of selective pressure by Verde1 or 
equivalent pathogens. The preferential 
attachment of Verde1 to tail-spikes also 
suggests that this part of the nematode 
surface must have different biochemical 
characteristics from the rest of the cuticle.

A Possible Rodent Parallel

The formation of worm-stars is an 
unexpected phenomenon in studies of C. 
elegans, but we can point to an intriguing 
precedent in mammalian cryptozoology. 
There is a strange tradition in European 
folklore, dating back many centuries, of 
finding “Rattenkönig” or “rat kings,” 
which are collections of rat corpses tied 
together by their tails. Examples can 
still be found in German and Estonian 
museums.25 It has usually been assumed 
that the rat kings have formed only by 
accident or human intervention, but our 
discovery of worm-star formation as a 
pathogenic mechanism leads us to won-
der whether something similar might 
sometimes happen to rats.

Concluding Remarks

Irrespective of such speculation, the 
biological effects of Verde1 and Verde2, 
demonstrate how much remains to be 
discovered about the interactions of 
C. elegans with pathogens, as well as 
the existence and activation of latent 
defenses such as autotomy. Moreover, 
the 100% lethality exerted by each of 
these pathogens under appropriate condi-
tions (Verde2 on wild-type worms at 25 
°C, and Verde1 on Bus mutant worms) 

Figure  2. This shows a worm-star formed from Verde1 bacteria that had been fluorescently 
labeled with the dye SYTO13; green fluorescence from adherent bacteria is only visible in the 
region of the entangled tail-spikes.



www.landesbioscience.com	 Worm	 e27939-5

makes them powerful experimental tools, 
allowing efficient selection of resistance 
mutants and enabling new modifier 
screens. Lastly, identification of the bac-
terial virulence factors underlying these 
unexpected modes of pathogenesis may 
lead to the development of novel biologi-
cal control agents that would be effective 
against parasitic nematodes.

Disclosure of Potential Conflicts of Interest

No potential conflicts of interest were 
disclosed.

Acknowledgments

We thank Samantha Hughes for com-
ments on the manuscript. Funding was 
provided by the UK Medical Research 
Council (grant MR/J001309/1).

References
1.	 Barrière A, Félix MA. Isolation of C. elegans 

and related nematodes. WormBook 2006; 1-9; 
PMID:18050443

2.	 Troemel ER, Félix MA, Whiteman NK, Barrière 
A, Ausubel FM. Microsporidia are natural intra-
cellular parasites of the nematode Caenorhabditis 
elegans. PLoS Biol 2008; 6:2736-52; http://
d x .do i .o r g /10 .1371/ jou r n a l .pb io .0 0 6 03 0 9 ; 
PMID:19071962

3.	 Félix MA, Ashe A, Piffaretti J, Wu G, Nuez I, 
Bélicard T, Jiang Y, Zhao G, Franz CJ, Goldstein 
LD, et  al. Natural and experimental infection of 
Caenorhabditis nematodes by novel viruses related 
to nodaviruses. PLoS Biol 2011; 9:e1000586; 
http://dx.doi.org/10.1371/journal.pbio.1000586; 
PMID:21283608

4.	 Kiontke KC, Félix MA, Ailion M, Rockman MV, 
Braendle C, Pénigault JB, Fitch DH. A phylog-
eny and molecular barcodes for Caenorhabditis, 
with numerous new species from rotting fruits. 
BMC Evol Biol 2011; 11:339-57; http://dx.doi.
org/10.1186/1471-2148-11-339; PMID:22103856

5.	 Hodgkin J, Kuwabara PE, Corneliussen B. A 
novel bacterial pathogen, Microbacterium nema-
tophilum, induces morphological change in the 
nematode C. elegans. Curr Biol 2000; 10:1615-
8; PMID:11137017; http://dx.doi.org/10.1016/
S0960-9822(00)00867-8

6.	 Nicholas HR, Hodgkin J. The ERK MAP kinase 
cascade mediates tail swelling and a protective 
response to rectal infection in C. elegans. Curr 
Biol 2004; 14:1256-61; PMID:15268855; http://
dx.doi.org/10.1016/j.cub.2004.07.022

7.	 Akimkina T, Yook K, Curnock S, Hodgkin J. 
Genome characterization, analysis of virulence 
and transformation of Microbacterium nema-
tophilum, a coryneform pathogen of the nematode 
Caenorhabditis elegans. FEMS Microbiol Lett 
2006; 264:145-51; PMID:17010162; http://dx.doi.
org/10.1111/j.1574-6968.2006.00469.x

8.	 Shin NR, Kim MS, Jung MJ, Roh SW, Nam YD, 
Park EJ, Bae JW. Leucobacter celer sp. nov., iso-
lated from Korean fermented seafood. Int J Syst 
Evol Microbiol 2011; 61:2353-7; http://dx.doi.
org/10.1099/ijs.0.026211-0; PMID:21037031

9.	 Pujol N, Cypowyj S, Ziegler K, Millet A, Astrain 
A, Goncharov A, Jin Y, Chisholm AD, Ewbank 
JJ. Distinct innate immune responses to infection 
and wounding in the C. elegans epidermis. Curr 
Biol 2008; 18:481-9; http://dx.doi.org/10.1016/j.
cub.2008.02.079; PMID:18394898

10.	 Barron GL. (1977). The nematode-destroying 
fungi. In Topics in Mycobiology No. 1 (Guelph, 
ON, Canada: Canadian Biological Publications 
Ltd.)

11.	 Yang Y, Yang E, An Z, Liu X. Evolution of nem-
atode-trapping cells of predatory fungi of the 
Orbiliaceae based on evidence from rRNA-encoding 
DNA and multiprotein sequences. Proc Natl Acad 
Sci U S A 2007; 104:8379-84; PMID:17494736; 
http://dx.doi.org/10.1073/pnas.0702770104

12.	 Hsueh YP, Mahanti P, Schroeder FC, Sternberg 
PW. Nematode-trapping fungi eavesdrop on 
nematode pheromones. Curr Biol 2013; 23:83-
6; http://dx.doi.org/10.1016/j.cub.2012.11.035; 
PMID:23246407

13.	 Fleming PA, Muller D, Bateman PW. Leave it all 
behind: a taxonomic perspective of autotomy in 
invertebrates. Biol Rev Camb Philos Soc 2007; 
82:481-510; PMID:17624964; http://dx.doi.
org/10.1111/j.1469-185X.2007.00020.x

14.	 Sommer RJ. Pristionchus pacificus. WormBook 
2006; 1-8; PMID:18050490

15.	 Brenner S. The genetics of Caenorhabditis elegans. 
Genetics 1974; 77:71-94; PMID:4366476

16.	 Yoeli M. Observations of agglutination and 
thigmotaxis of microfilariae in bancroftian 
filariasis. Trans R Soc Trop Med Hyg 1957; 
51:132-6; PMID:13422573; http://dx.doi.
org/10.1016/0035-9203(57)90057-3

17.	 Pye AE, Burman M. Rosette forma-
tion by Heterorhabditis bacteriophora. 
Nematologica 1981; 27:117-9; http://dx.doi.
org/10.1163/187529281X00133

18.	 Stock SP, Caicedo AM, Calatayud PA. Rhabditis 
(Oscheius) colombiana n. sp. (Nematoda: 
Rhabditidae), a necromenic associate of the subter-
ranean burrower bug Cyrtomenus bergi (Hemiptera: 
Cydnidae) from the Cauca Valley, Columbia. 
Nematology 2005; 7:363-73; http://dx.doi.
org/10.1163/156854105774355590

19.	 Gravato-Nobre MJ, Nicholas HR, Nijland R, 
O’Rourke D, Whittington DE, Yook KJ, Hodgkin 
J. Multiple genes affect sensitivity of Caenorhabditis 
elegans to the bacterial pathogen Microbacterium 
nematophilum. Genetics 2005; 171:1033-45; 
PMID:16079230; http://dx.doi.org/10.1534/
genetics.105.045716

20.	 Gravato-Nobre MJ, Stroud D, O’Rourke D, Darby 
C, Hodgkin J. Glycosylation genes expressed 
in seam cells determine complex surface prop-
erties and bacterial adhesion to the cuticle of 
Caenorhabditis elegans. Genetics 2011; 187:141-
55; http://dx.doi.org/10.1534/genetics.110.122002; 
PMID:20980242

21.	 Palaima E, Leymarie N, Stroud D, Mizanur RM, 
Hodgkin J, Gravato-Nobre MJ, Costello CE, 
Cipollo JF. The Caenorhabditis elegans bus-2 
mutant reveals a new class of O-glycans affecting 
bacterial resistance. J Biol Chem 2010; 285:17662-
72; http://dx.doi.org/10.1074/jbc.M109.065433; 
PMID:20385555

22.	 Höflich J, Berninsone P, Göbel C, Gravato-Nobre 
MJ, Libby BJ, Darby C, Politz SM, Hodgkin J, 
Hirschberg CB, Baumeister R. Loss of srf-3-en-
coded nucleotide sugar transporter activity in 
Caenorhabditis elegans alters surface antigenic-
ity and prevents bacterial adherence. J Biol Chem 
2004; 279:30440-8; PMID:15123614; http://
dx.doi.org/10.1074/jbc.M402429200

23.	 Campbell JF, Gaugler R. Nictation behaviour and its 
ecological implications in the host search strategies 
of entomopathogenic nematodes (Heterorhabditidae 
and Steinernematidae). Behaviour 1993; 126:155-
69; http://dx.doi.org/10.1163/156853993X00092

24.	 Lee H, Choi MK, Lee D, Kim HS, Hwang H, Kim 
H, Park S, Paik YK, Lee J. Nictation, a dispersal 
behavior of the nematode Caenorhabditis elegans, 
is regulated by IL2 neurons. Nat Neurosci 2012; 
15:107-12; http://dx.doi.org/10.1038/nn.2975; 
PMID:22081161

25.	 Miljutin A. Rat kings in Estonia. Proc Estonian 
Acad Sci Biol Ecol 2007; 56:77-81


