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Summary 

The mite Varroa destructor has been associated with the collapse of millions of Apis mellifera honey bee colonies world-wide. During the past 

decade, a large body of research has revealed various interactions between varroa, the honey bee and various viral pathogens. One pathogen 

in particular, deformed wing virus (DWV), has emerged as the key pathogen involved in colony collapse. As varroa has permanently changed 

the viral landscape in which honey bees exist, we present a large body of data on the effects of DWV during the initial phase of varroa 

infestation in the UK during 1998. This provides baseline data for further comparative studies. We carried out DWV transmission studies, and 

observed the effects of DWV on bee longevity. As the ELISA technique used in these studies had a detection limit of ~107 viral particles per bee, 

only high viral (overt) titres were detected. During the initial phase of varroa establishment, DWV was detected in 0.6% of non-infested 

sealed brood, but in 89% of sealed brood invaded by varroa. Once DWV was introduced into the bee’s haemolymph via mite feeding on either 

pupae or adults, an overt virus infection was rapidly produced in 3-4 days. In sealed brood the presence of varroa was fatal for 21% of the 

brood, caused wing deformity in some emerging adults and significantly reduced longevity as an adult. However, adult bees that became 

infected after they had emerged, did not develop wing deformity nor show any reduced longevity, but acted as reservoirs of DWV infection. 

  

El papel de los virus de las alas deformadas en el colapso inicial 

de las colonias de abejas infestadas por varroa en el Reino Unido 

Resumen  

El ácaro Varroa destructor se ha asociado con el colapso de millones de colonias de abejas Apis mellifera en todo el mundo. Durante la última 

década, un amplio volumen de investigaciones ha puesto de manifiesto diversas interacciones entre varroa, la abeja de la miel y diversos 

patógenos virales. Un patógeno en particular, el virus de las alas deformadas (DWV), se ha convertido en el agente patógeno clave implicado 

en el colapso de colonias. Como varroa ha cambiado para siempre el paisaje viral en el que existen las abejas, se presenta aquí una gran 

cantidad de datos sobre los efectos del DWV durante la fase inicial de la infestación de varroa en el Reino Unido durante 1998. Esto 

proporciona datos de referencia para futuros estudios comparativos. Hemos llevado a cabo estudios de transmisión del DWV, y observamos 

los efectos del DWV en la longevidad de la abeja. Como la técnica de ELISA usada en estos estudios tenía un límite de detección de ~ 107 

partículas virales por abeja, solamente se detectaron concentraciones virales altas (manifestadas). Durante la fase inicial del establecimiento 

de varroa, el DWV se detectó en el 0,6% de la cría operculada no infestada, y en el 89% de la cría operculada invadida por varroa. Una vez 

que el DWV se introdujo en la hemolinfa de la abeja a través de la alimentación del ácaro tanto en pupas como en adultos, la infección 

manifestada por el virus se produjo rápidamente en 3-4 días. En la cría operculada la presencia de varroa fue fatal para el 21% de la cría, 

causó deformidades del ala en algunos adultos emergentes y redujo significativamente la longevidad en los adultos. Sin embargo, las abejas 

adultas que se infectaron después de haber salido, no desarrollaron deformidad del ala ni mostraron ninguna reducción de la longevidad, pero 

pueden actuar como reservorios de la infección DWV. 
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Introduction 
 

In all temperate regions where the ectoparasitic mite Varroa destructor 

has become established, it has been closely associated with widespread 

losses of both managed and feral honey bee (A. mellifera) colonies 

(De Miranda and Genersch, 2010; Neumann and Carreck, 2010) and 

still remains the number one pest faced by beekeepers. Because of 

the ability of the mite to transmit viruses, a previously obscure virus, 

deformed wing virus (DWV) has become the most prevalent honey 

bee virus after the appearance of varroa in all countries where the 

mite has become established, thus changing the viral landscape 

(Carreck et al., 1999; Martin et al., 2012; Schroeder and Martin, 2012). 

By their very nature, viral pathogens continue to evolve as various 

selection pressures change (De Miranda and Genersch, 2010; Genersch 

and Aubert, 2010). This may explain why there was an initial strong 

correlation between the survival of varroa infested colonies and the 

presence of a small group of viral pathogens such as slow bee paralysis 

virus (SBPV) and DWV (Martin et al., 1998; Nordström, 2003; Carreck 

et al., 2005; Carreck et al., 2010). Recent studies have, however, shown 

that colonies continue to collapse with high DWV titres despite mite 

control measures which have ensured very low mite loads, both in the 

UK (Highfield et al., 2009) and the USA (Cox-Foster et al., 2007). 

Furthermore, DWV may now respond differently to varroa control 

treatments (Locke et al., 2012; Martin et al., 2010). These differences 

could be due to the continual evolution of the cloud of DWV variants 

that has been accelerated by the initial spread of the varroa mite 

(Martin et al., 2012; Schroeder and Martin, 2012). 

Varroa was first found in the UK in 1992 (Bew, 1993), and in this 

paper we present previously unpublished key baseline data collected 

in 1998 during the early phase of infestation in the UK, representing 

an early stage in the evolution between DWV, varroa and the honey 

bee host. This will allow comparisons of the death rates, transmission 

rates and effects of DWV on bee longevity found in this study with 

data generated from new epidemiological studies. 

 

 

Materials and methods 

DWV was detected in individual bees and mites using an indirect  

enzyme linked immunosorbent assay (ELISA) (Allen et al., 1986; 

Nordström, 2000), except that after homogenization, the bees were 

diluted 1/40 to reduce any cross-reactivity with bee protein. Due to 

the occasional carryover of DWV during extraction, the raw data was 

adjusted by halving any low value (<60 times mean plate background) 

when it was preceded by a high reading (>100 times mean plate 

background). It is not possible to accurately quantify the amount of 

DWV in a sample due to its instability during the purification procedure, 

so we compared the relative amounts of DWV in an individual bee or 

mite by performing a dilution series of, 1/40 to 1/100,000 for a bee, 

and 1/1 to 1/1,000 for a mite. Since the dilution end point for DWV is 

10-5 and the detection limit is around 107, an estimate of 1011 particles 

(≈1µg) of DWV in an overtly infected bee was made. This is consistent 

with the number of particles found in bee larvae killed by sacbrood 

virus (Bailey and Ball, 1991) and those found in overtly infected honey 

bees calculated using DWV standards (Highfield et al., 2009; Martin  

et al., 2012). Therefore, the detection limit of the ELISA can be  

considered to separate a covert (undetectable) and overt (detectable) 

infection and therefore may be very useful in large scale epidemiological 

studies such as this were hundreds or thousands of samples need to 

be analysed (De Miranda et al., 2013), although it will miss carriers 

with lower infection titres i.e. those between 105 and 107. 

To investigate transmission efficiency between January and October 

1998, naturally infested worker sealed brood cells with their associated 

varroa mites were collected from 14 colonies monthly and analysed 

for DWV. The development stage of the sealed brood and mites were 

recorded. In addition, adult bees which had mites attached in the 

feeding position between the third and fourth abdominal tergites 

(Bowen-Walker et al., 1997) were collected between September and 

December and both analysed for DWV.  

To estimate brood mortality, naturally infested combs containing 

brood of a uniform age were removed in July 1998 from five bee 

colonies immediately after the brood cells had been sealed and placed 

into an incubator maintained at 35°C and 60-70% RH, thus preventing 

worker honey bees from removing any dead brood. After 10 days, the 

combs were removed from the incubator and 200-300 cells from each 

comb where randomly chosen and opened. The number of live or dead 

bee pupae and the degree of mite infestation were recorded. A high 

proportion of dead pupae were then analysed individually for the 

presence of DWV along with up to a maximum of 30 live pupae from 

each group.  

The effect of DWV on honey bee longevity was studied in two 

varroa free queen-right honey bee colonies held in separate outdoor 

bee proof flight enclosures (4 x 3 x 8 m) that were supplied with pollen, 

water and syrup and erected on a concrete floor. To investigate  

seasonal differences, the experiments were carried out in summer  

(1 June 1998 to 20 July 1998) autumn (17 August 1998 to 4 October 

1998) and winter (21 October 1998 to 13 April 1999) using two new 

varroa free queen-right colonies each time. Into each of these colonies, 

two groups of newly emerged marked bees and their mites were  

introduced. These were obtained by the coordinated confinement of 

the queen to a single comb, in five naturally infested colonies, since 

the time of emergence of a large number of adult bees could then be 

predicted. These bees were individually collected upon emergence 

and marked with different coloured paint according to whether or not 

their cells had been infested by varroa. The two groups of adult bees 

(infested or un-infested as pupae), were divided equally and introduced 

into the two caged colonies. Due to the large adult bee sample size 

required for the winter experiment, it was not possible to check  



whether each individual bee was infested or not, so bees emerging 

from severely infested colonies were used and it was assumed that 

the majority of the introduced bees were from infested cells. Therefore, 

no survivorship data for adults infected with overt DWV was collected 

during the winter. As all bees that emerged from non-infested cells 

were assumed to be DWV free (Table 1), so any bees from the non-

infested group later found to have overt DWV titres were assumed to 

have been fed on by a phoretic mite that were introduced into the 

varroa-free experimental colonies attached to the group of infested 

bees. All dead bees were collected daily (or weekly during the winter) 

from the concrete floor of the cage, sorted into groups of marked 

infested, and marked un-infested bees. Samples from each group 

were tested individually for DWV. Comparison of survivorship curves 

were performed used the Log-rank (Mantel-Cox) test in GraphPad 

Prism. We lost one of the autumn caged colonies due to vandalism so 

only one dataset exists for that season. All our experimental colonies 

that were either naturally or artificially infested with varroa subsequently 
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collapsed if no mite control measures were taken (Carreck et al., 2010; 

Martin et al., 2010).  

 

 

Results 

The incidence of overt (detectable) DWV infections in un-infested 

sealed worker brood in the 14 colonies studied was very low, with only 

six positive cases (0.6%) from the 987 cells analysed. It is possible 

that some, if not all, of these six cases were false positives due to the 

practical difficulty of detecting the presence of the mite within a cell 

with complete accuracy.  

An experiment to study the transmission efficiency of DWV between 

varroa and its host was conducted using 373 mite-honey bee pupa 

pairs (Fig. 1A) and 43 mite-adult honey bee pairs (Fig. 1B). Both figures 

show a continual cluster of points along the y-axis, indicating that the 

amount of DWV detected in the mites was highly variable. In the 

Fig. 1. Relationship between overt DWV (A) in 373 sealed larvae or pupae and (B) 43 adult bees and their associated mites. The different 

ages of sealed brood are indicated by a circle (spinning larva), triangle (stretched larva) and diamonds (pupa in A and adults in B). The higher 

the optical density up to the saturation value of 4, the greater the quantity of DWV, values less than 0.5 represent no detectable DWV.  

Table 1. Association of sealed worker brood mortality in five colonies naturally infested by Varroa destructor.  

Hive # 
  

%  infestation 
of sealed brood 

Uninfested 
[DWV+/n sampled] 

Infested 
[DWV+/n sampled] 

Alive 
n = 437 

Dead 
n = 13 

Alive 
n = 617 

Dead 
n = 164 

22 40 194 [1/30] 3 [1/2] 86 [10/30] 46  [23/24] 

6 45 140 [0/30] 4 [2/4] 103 [17/31]         7  [6/6] 

2 58 37 [1/5]     5     45 [9/9]       13  [7/8] 

3 86 46 [0/23]     0 238 [28/30] 44  [30/30] 

16 90 20 [0/15]     1 145 [30/30] 54  [21/22] 

Averages 64% [2%] [50%]    [72%]       [97%] 
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sealed brood, between 10-20% of mites carrying DWV either did not 

transmit it to their host, or the virus failed to become established as 

an overt infection. The upper estimate assumes that all mites were 

carrying DWV whilst the lower estimate considers only those mites 

carrying large amounts of DWV (optical density >2). In the case of 

the adult workers, no mites were carrying large amounts of DWV, so 

if all mites are considered, 33% did not transmit the virus to the host 

or it failed to become an overt infection within the host. 

No DWV was detected in eight of the nine sealed brood aged 

between 0-30 h after the cells were sealed (spinning larva stage) 

despite five of the associated mites having large amounts (optical 

density around 2) of virus present (Fig. 1A). However, during the next 

30 to 85 h (stretched larva stage) there was a sudden increase from 

no virus being detectable to >107 particles per bee being present in 

the sealed brood. Thereafter, the amounts of detectable virus remained 

at the upper limit (optical density >3) of detection (Fig. 1A). In the 

case of the adult bees, DWV was again detectable at the upper limit 

of detection, but only small amounts were detectable in the associated 

mites (Fig. 1B).  

Brood mortality was measured in 781 infested and 450 un-infested 

sealed brood cells from five honey bee colonies. DWV was the only 

virus found (SBPV and APV were absent) and it was detected in the 

94% of dead brood and 41% of live sealed brood tested (n = 96 and 

233 respectively) (Table 1). DWV was detected in only six (6%) of the 

109 un-infested brood but 82% of the 220 infested brood tested  

positive for DWV (Table 1). Therefore, the majority (79%) of the 

sealed brood infected with DWV were still alive after 10 days, indicating 

that varroa infestation was fatal to the brood in 21% of infested cells 

(Table 1), although high titres of DWV were associated with 97% of 

the dead infested sealed-brood (Table 1).  

Over the course of the three seasonal longevity trials, 862 un-infested 

and 2911 infested newly-emerged adult bees were individually marked. 

Of these, 2735 (72%) were recovered and 1199 (44%) were analysed 

for DWV. Survival curves of dead marked bees in which only DWV was 

detected were constructed for each experiment, and the results  

compared against published data (Free and Spencer-Booth, 1959; 

Fukuda and Sakagami, 1966) for bees emerging in mite free colonies 

at a similar time of the year (Fig. 2). The curves show that bees  

infected with DWV during their pupal development had their longevity 

significantly reduced relative to either control bees or bees infected 

with DWV after emergence in the summer (Χ2 = 51.4, df = 1, p <0.001), 

autumn (X2 = 31.4, df = 1, p <0.001) and winter (Χ2 = 16.8, df = 1,  

p <0.001). The decrease in longevity appeared to be proportional to 

the normal lifespan of bees at that time of year (Fig. 2). Bees with 

wing deformity all died within 48 hours of emergence. Bees emerging 

from un-infested cells that then subsequently acquired DWV from the 

mites had a longevity not significantly different than non-infected 

control bees in the summer (Χ2 = 5.2, df = 1, p = 0.08) and autumn 

(Χ2 = 1.2, df = 2, p = 0.5) (Fig. 2).  

Fig. 2. Survivorship curves of bees from the two replicate experiments 

conducted in (a) summer, (b) one experiment in autumn, (c) winter 

that were infected with overt DWV as pupae (solid black line), or as 

adults (black dashed line) since these individuals were un-infested at 

emergence and so assumed to be DWV free (Table 1), so could only 

have become infected with DWV from being fed on by phoretic mites 

that were introduced into the caged colonies along with the newly 

emerged infested bees. No marked non-infested adults were introduced 

into the winter experiment (see methods). Survivorship data for healthy 

bees (grey solid lines) from mite free colonies derived from Free and 

Spencer-Booth (1959) (A) and Fukuda and Sakagami (1966) (B). 
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Despite these different pathologies, the relative amount of DWV in 

dead or living adult worker bees had almost identical dilution curves 

(Fig. 3A). Furthermore, DWV levels were similar whether the honey 

bee became infected during the pupal or adult stage (Fig. 3B). Mites 

entering brood cells contained very low amounts of DWV relative to 

mites emerging from sealed brood cells that contained an overtly DWV 

infected pupae (Fig. 3B), which is supported by the data from the 

transmission studies (Fig. 1). 

 

 

Discussion 

During this study which represents the early stages of varroa and 

DWV establishment in the honey bee community, the transmission of 

overt DWV infections between adult bees to brood appeared to be 

negligible, since we detected only a very small proportion (0.6%) of 

un-infested brood that were overtly infected with DWV, whereas 89% 

of sealed brood infested with varroa tested positive for DWV. In  

contrast, Nordström (2000) found that DWV may be transmitted by 

nurse bees to larvae in severely mite-infested colonies. Mites are very 

effective vectors of DWV (Bowen-Walker et al., 1999; Chen et al., 2006) 

since 89% (this study) and 71%-76% (Nordström, 2003) of varroa 

infested sealed brood had overt DWV infections. Varroa mites start 

feeding on the developing bee brood within six hours of the cell being 

sealed, and feeding episodes occur regularly thereafter (Donzé and 

Guerin, 1994). Therefore, varroa can potentially infect the brood with 

DWV within hours of the cell being sealed. Thirty hours later, DWV 

becomes detectable in the developing bee and reaches the saturation 

point of the ELISA method i.e. >1011 particles per bee, after just 85 h, 

indicating a rapid multiplication of the pathogen within the host. This 

high viral titre causes fatality in around 21% of infested developing 

brood, since 97% of dead brood had high DWV titres, which helps 

explain the spotty brood patterns typically associated with heavy varroa 

infestations. Akrantanakul and Burgett (1975) found that varroa killed 

between 6-35% of the infested sealed brood, which is similar to the 

21% of dead infested sealed-brood found in this study (Table 1). Of 

the brood that emerges, up to 66% of individuals can have wing  

deformity in severely infected colonies (Nordström, 1999), which died 

within 48 h (this study; Yang and Cox-Foster, 2007). The development 

of crippled wings in the honey bee depends not only on DWV  

transmission by varroa, but also on viral replication within the mite 

(Gisder et al., 2009). Although DWV replication within the mites is not 

consistence with our finding that DWV titres are significantly higher in 

mites leaving sealed brood cells relative to phoretic mites invading 

Fig. 3. Dilution curves indicating the mean relative amounts of DWV in (A) 11 living (solid line) and 16 dead bees (dashed line), along with 

the dilution curves for (B) ten Varroa mites that just invaded brood cells (grey dashed line), ten mites emerging from infected brood cells 

(grey line), and adult honey bees that became infected with DWV during pupal (n = 12, dashed line) or the adult stage (n = 10, black line). 
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cells (Fig. 3). As crippled wings normally occur in only a small proportion 

of infested honey bees, DWV replication within mites may be a rare 

event, and serial feeding on non-infected bees can reduce DWV titre 

(Brenda Ball unpublished data), this may help explain our findings. 

The remaining infested pupae that emerge successfully and appear 

normal suffer a reduced longevity (Fig. 2) as was also found by Yang 

and Cox-Foster (2007) and could explain the results of earlier studies 

(e.g. De Jong and De Jong, 1983; Schneider and Drescher, 1987; 

Kovac and Crailsheim, 1988) that attributed the reduced honey bee 

survival directly to the varroa mite. The mechanism by which DWV 

effects longevity is currently unknown, but virus replication often shuts 

down the normal protein production of an infected cell. This may 

explain the reduced protein content of haemolymph observed in infested 

bees (Glinski and Jarosz, 1984; Schatton-Gadelmayer and Engels, 1988), 

and this could affect longevity. However, longevity of adult honey bees 

is unaffected when bees are infected during the adult stage (Fig. 2; 

Martin et al., 2003). This is despite DWV titres reaching similar levels 

in bees infected as pupae or adults (Fig. 3). Therefore, DWV may be 

affecting the developmental pathway from larvae to adult, hence 

reducing lifespan only if infection occurs at the pupal stage. Further 

studies into tissue tropisms and bee-viral interactions are needed to 

confirm this idea. Although, this phenomenon explains why queens 

from mite infested colonies on the verge of collapse, which tested 

positive for DWV (unpublished data) were still alive and laying eggs. 

Mites rarely, if ever, invade queen cells and survive to feed on the 

developing queen pupae, all queens must therefore have become 

infected as adults, thus any DWV will not affect their longevity. Although 

adults infected with DWV after emergence may not suffer reduced 

longevity, they become key DWV reservoirs that allow the pathogen to 

persist within the honey bee population, even after the mites have 

been removed (Locke et al., 2012; Martin et al., 2010). 

It has been suggested that the feeding activities of varroa may 

activate covert DWV infections alre25.2 ady present in the honey bees 

(Yang and Cox-Foster, 2005), rather than actively transmit the pathogen. 

Although it is almost impossible to prove a negative, using the most 

sensitive molecular methods such as q-PCR, DWV was not detected in 

large numbers of honey bee colonies in areas never exposed to varroa 

(Martin et al., 2012), but more importantly, the commonly observed 

time lag of two to three years between the arrival of varroa and start 

of colony collapse has now been explained by time needed for virulent 

clouds of DWV strains to evolve to the new mite-honey bee transmission 

route (Martin et al., 2012). Such a time lag would not exist if mite 

feeding activated an already present covert DWV infection.     

The variable effects of DWV on the bees’ longevity due to time of 

infection and season helps to explain why colonies infected with DVW 

do not suddenly collapse (Martin, 2001; Sumpter and Martin, 2004). 

DWV is now known to consist of a naturally large cloud of variants 

which has been significantly reduced by the new varroa-bee  

transmission route (Martin et al., 2012). The evolution of this cloud of  

variants that affects factors such as virulence, growth and transmission 

rate, will be the focus of many new studies. Since varroa continues to 

be the most serious world-wide pest of honey bees, the data provided 

by this study during the initial phase will be useful in seeing whether 

such changes are occurring.  

 

 

Acknowledgements 

We thank Jill Freeman and Judith Wilson (Rothamsted Research) for 

assistance with the ELISA and the two reviewers who their valuable 

comments. This research was initially funded by the UK Department 

of Environment, Food and Rural Affairs (Defra). Rothamsted Research 

receives grant aided support from the Biotechnology and Biological 

Sciences Research Council of the UK. The research materials supporting 

this publication can be accessed by contacting the corresponding author.  

 

 

References 

AKRANTANAKUL, P; BURGETT, M (1975) Varroa jacobsoni: A prospective 

pest of honey bees in many parts of the world. Bee World 56:  

 119-121. 

ALLEN, M F; BALL, B V; WHITE, R F; ANTONIW, J F (1986) The detection 

of acute paralysis virus in Varroa jacobsoni by the use of a simple 

indirect ELISA. Journal of Apicultural Research 25: 100-105. 

BAILEY, L; BALL, B V (1991) Honey bee pathology. Academic Press; 

London, UK. 

BEW, M (1993) UK beekeeping in the age of varroa. In A Matheson 

(Ed.) Living with varroa. International Bee Research Association; 

Cardiff, UK. pp 49-56. 

BOWEN-WALKER, P L; MARTIN, S J; GUNN, A (1997) Preferential 

distribution of the parasitic mite, Varroa jacobsoni Oud. on over-

wintering honey bee (Apis mellifera L.) workers and changes in 

the level of parasitism. Parasitology 114: 151-157. 

BOWEN-WALKER, P L; MARTIN, S J; GUNN, A (1999) The transmission 

of deformed wing virus between honey bees (Apis mellifera L.) by 

the ectoparasite mite Varroa jacobsoni Oud. Journal of Invertebrate 

Pathology 73: 101-106. 

CARRECK, N L; BALL, B V; ALLEN, M F (1999) Temporal and geographical 

variation in the virus infections of bees infested by Varroa jacobsoni. 

In Proceedings of XXXVIth International Apicultural Congress, 

Vancouver, Canada; 12th-18th September 1999. Apimondia;  

 Romania. 229. 

CARRECK, N L; BALL, B V; WILSON, J K; ALLEN, M F (2005) The  

 epidemiology of slow paralysis virus in honey bee colonies infested 

by Varroa destructor in the UK. In Proceedings of XXXIXth  

 International Apicultural Congress, Dublin, Ireland, 21st-26th 

August 2005. 32-3. 



Varroa-DWV-honey bee interactions  257 

CARRECK, N L; BALL, B V; MARTIN, S J (2010) Honey bee colony 

collapse and change in viral prevalence associated with Varroa 

destructor. Journal of Apicultural Research 49: 93-94.  

 http://dx.doi.org/10.3896/IBRA.1.49.1.13 

CHEN, Y; PETTIS, J S; COLLINS, A M; FELDLAUFER, M F (2006)  

 Prevalence and transmission of honey bee viruses. Applied  

 Environmental Microbiology 72: 606-611.  

 http://dx.doi.org/10.1128/AEM.72.1.606-611.2006 

COX-FOSTER, D L; CONLAN, S; HOLMES, E; PALACIOS, G; EVANS, J D; 

MORAN, N A; QUAN, P L; BRIESE, T; HORNIG, M; GEISER, D M; 

MARTINSON, V; VANENGELSDORP, D; KALKSTEIN, A L; DRYSDALE, 

A; HUI, J; SHAI, J; CUI, L; HUTCHISON, S K; SIMONS, J F; EGHOLM, 

M; PETTIS, J S; LIPKIN, W I (2007) A metagenomic survey of 

microbes in honey bee colony collapse disorder. Science 318:  

 283-287. http://dx.doi.org/10.1126/science.1146498 

DE JONG, D; DE JONG, P H (1983) Longevity of Africanized honey bees 

infested by Varroa jacobsoni. Journal of Economical  Entomology, 

76: 766-768. 

DE MIRANDA, J R; BAILEY, L; BALL, B V; BLANCHARD, P; BUDGE, G; 

CHEJANOVSKY, N; CHEN, Y-P; GAUTHIER, L; GENERSCH, E; DE 

GRAAF, D; RIBIÈRE, M; RYABOV, E; DE SMET, L VAN DER STEEN, 

J J M (2013) Standard methods for virus research in Apis mellifera. 

In V Dietemann; J D Ellis; P Neumann (Eds) The COLOSS BEEBOOK, 

Volume II: standard methods for Apis mellifera pest and pathogen 

research. Journal of Apicultural Research 52(4):  

 http://dx.doi.org/10.3896/IBRA.1.52.4.22 

DE MIRANDA, J R; GENERSCH, E (2010) Deformed wing virus. Journal 

of Invertebrate Pathology 103: S48-61.  

 http://dx.doi.org/10.1016/j.jip.2009.06.012 

DONZÉ, G; GUERIN, P M (1994) Behavioural attributes and parental 

care of Varroa mites parasitizing honey bee brood. Behavioural 

Ecological Sociobiology 34: 305-319. 

FUKUDA, H; SAKAGAMI, K (1966) Seasonal change of the honey bee 

worker longevity in Sapporo, north Japan, with notes on some factors 

affecting the life-span. Japanese Journal of Ecology 16: 206-212. 

FREE, J B; SPENCER-BOOTH, Y (1959) The longevity of worker honey 

bees (Apis mellifera). Proceedings of the Royal Society of London 

A34: 141-150. 

GENERSCH, E; AUBERT, M (2010) Emerging and re-emerging viruses 

of the honey bee (Apis mellifera L.). Veterinary Research 41: 

http://dx.doi.org/10.1051/vetres/2010027 

GISDER, S; AUMEIER, P; GENERSCH, E (2009) Deformed wing virus: 

replication and viral load in mites (Varroa destructor). Journal of 

General Virology 90: 463-467.  

 http://dx.doi.org/10.1099/vir.0.005579-0  

GLINSKI, Z; JAROSZ, J (1984) Alterations in haemolymph proteins of 

drone honey bee larvae parasitized by Varroa jacobsoni. Apidologie 

15: 329-338. 

 

HIGHFIELD, A C; EL NAGAR, A; MACKINDER, L C M; NOËL, L M-L J; 

HALL, M J;  MARTIN, S J; SCHROEDER, D C (2009) Deformed 

wing virus implicated in overwintering honey bee colony losses. 

Applied and Environmental  Microbiology 75(22): 7212-7220. 

http://dx.doi.org/10.1128/AEM.02227-09 

KOVAC, H; CRAILSHEIM, K (1988) Lifespan of Apis mellifera carnica 

infested by Varroa jacobsoni in relation to season and extent of 

infestation. Journal of Apicultural Research 27: 230-238. 

LOCKE, B; FORSGREN, E; FRIES, I; DE MIRANDA, J R (2012) Acaricide 

treatment affects viral dynamics in Varroa destructor-infested 

honey bee colonies via both host physiology and mite control. 

Applied Environmental Microbiology 78: 227-235. 

MARTIN, S J (2001) The role of Varroa and viral pathogens in the 

collapse of honey bee colonies: a modelling approach. Journal of 

Applied Ecology 38: 1082-1093.  

 http://dx.doi.org/10.1046/j.1365-2664.2001.00662.x 

MARTIN, S J; HOGARTH, A; VAN BREDA, J; PERRETT, J (1998) A 

scientific note on Varroa jacobsoni and the collapse of Apis mellifera 

colonies in the United Kingdom. Apidologie 29: 369-370. 

MARTIN, S J; BALL, B V; CARRECK, N L (2003) The role of deformed 

wing virus in the mortality of varroa infested honey bee colonies. 

In Proceedings of the XXXVIIIth International Apicultural Congress, 

Ljubljana, Slovenia. 584-585. 

MARTIN, S J; BALL, B V; CARRECK, N L (2010) Prevalence and  

 persistence of deformed wing virus (DWV) in untreated or acaricide

-treated Varroa destructor infested honey bee (Apis mellifera L.) 

colonies. Journal of Apicultural Research 49(1): 72-79.  

 http://dx.doi.org/10.3896/IBRA.1.49.1.10 

MARTIN, S J; HIGHFIELD, A C; BRETTELL, L; VILLALOBOS, E M; 

BUDGE, G E; POWELL, M; NIKAIDO, S; SCHROEDER, D C (2012) 

Global honey bee viral landscape altered by a parasitic mite.  

 Science 336: 1304-1306. http://dx.doi.org/10.1126/science.1220941  

NEUMANN, P; CARRECK, N L (2010) Honey bee colony losses. Journal 

of Apicultural Research 49(1): 1-6.  

 http://dx.doi.org/10.3896/IBRA.1.49.1.01 

NORDSTRÖM, S (2000) Virus infections and varroa mite infestations in 

honey bee colonies. PhD thesis, Swedish University of Agricultural 

Sciences. ISBN 91-576-5729-7. 

NORDSTRÖM, S (2003) Distribution of deformed wing virus within 

honey bee (Apis mellifera) brood cells infested with the ectoparasitic 

mite Varroa destructor. Experimental and Applied Acarology 29: 

293-302. http://dx.doi.org/10.1023/A:1025853731214 

NORDSTRÖM, S; FRIES, I; AARHUS, A; HANSEN, H; KORPELA, S (1999) 

Virus infections in Nordic honey bee colonies with no, low or severe 

Varroa jacobsoni infestations. Apidologie 30: 475-484. 

SCHATTON-GADELMAYER, K; ENGELS, W (1988) [Haemolymph proteins 

and body weight of newly emerged worker bees according to 

different degrees of parasitization by brood mites.] Entomologia 

Generalis 14: 93-101. [In German]. 

http://dx.doi.org/10.1016/S0956-5663(02)00252-X


258 Martin, Ball, Carreck 

SCHNEIDER, P; DRESCHER, W (1987) [The influence of Varroa jacobsoni 

Oud. on weight, development of weight and hypopharyngeal 

glands, and longevity of Apis mellifera L]. Apidologie 18: 101-110. 

[In German]. 

SCHROEDER, D C; MARTIN, S J (2012) Deformed wing virus: The 

main suspect in unexplained honey bee deaths worldwide. Virulence 

3: 589-591. http://dx.doi.org/10.4161/viru.22219  

SUMPTER, D; MARTIN, S J (2004) The dynamics of virus epidemics in 

varroa-infested honey bee colonies. Journal of Animal Ecology 73: 

51-63. http://dx.doi.org/10.1111/j.1365-2656.2004.00776.x 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

YANG, X; COX-FOSTER, D (2005) Impact of an ectoparasite on the 

immunity and pathology of an invertebrate: evidence for host 

immunosuppression and viral amplification. Proceedings of National 

Academy of Sciences, USA 102: 7470-7475.  

 http://dx.doi.org/10.1073/pnas.0501860102 

YANG, X; COX-FOSTER, D (2007) Effects of parasitization by Varroa 

destructor on survivorship and physiological traits of Apis mellifera 

in correlation with viral incidence and microbial challenge.  

 Parasitology 134: 405-412.  

 http://dx.doi.org/10.1017/S0031182006000710 


