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Abstract: New diseases in forest ecosystems have been reported at an increasing rate over 

the last century. Some reasons for this include the increased disturbance by humans to 

forest ecosystems, changed climatic conditions and intensified international trade. 

Although many of the contributing factors to the changed disease scenarios are 

anthropogenic, there has been a reluctance to control them by legislation, other forms of 

government authority or through public involvement. Some of the primary obstacles relate 

to problems in communicating biological understanding of concepts to the political sphere 

of society. Relevant response to new disease scenarios is very often associated with a 

proper understanding of intraspecific variation in the challenging pathogen. Other factors 

could be technical, based on a lack of understanding of possible countermeasures. There 

are also philosophical reasons, such as the view that forests are part of the natural 

ecosystems and should not be managed for natural disturbances such as disease outbreaks. 

Finally, some of the reasons are economic or political, such as a belief in free trade or 

reluctance to acknowledge supranational intervention control. Our possibilities to act in 

response to new disease threats are critically dependent on the timing of efforts. A common 

recognition of the nature of the problem and adapting vocabulary that describe relevant 

biological entities would help to facilitate timely and adequate responses in society to 

emerging diseases in forests. 
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1. Introduction 

New diseases in forest ecosystems have been reported at an increasing rate over the last century [1]. 

Some of the reasons for this are the increased disturbance by humans to forest ecosystems, as well as 

increased planting of forest monocultures and planting of exotic species [2]. Intensified international 

trade of plant material has facilitated the introduction of species to new areas [3]. Historically, the log 

export trade has been one of the recognized pathways for the spread of forest pathogens. For example, 

the Dutch elm disease pathogen, Ophiostoma ulmi, was thought to be introduced into North America 

on diseased elm logs from Europe [4]. Increasingly however, the nursery trade, particularly in 

ornamental plants, is thought to be responsible for the movement of pathogens [5,6]. Phytophthora 

ramorum, causing sudden oak death, has decimated the tanoak population in California, and it is 

thought to have been introduced through the import of ornamental plants from Europe, and spread 

through trade with nursery plants within the U.S. [7].  

Climatic conditions, such as temperature and precipitation, can strongly influence the activity of 

forest pathogens and the severity of disease (e.g., [8,9]). The anticipated future changes in climate may 

affect the distribution of current forest pathogens by altering the balance between host, pathogen and 

environment [10,11]. Changing climatic conditions may also increase the introductions of new 

diseases by removing abiotic constraints that have previously limited the geographical distribution of 

pathogenic fungi [12]. The forestry sector provides society with products such as construction material, 

paper, bioenergy and recreation. Economic impacts of forest disease can include loss in value of 

forestry products, the cost of removing dead and dying amenity trees and the cost of control operations 

to limit or reduce disease. The fungus Heterobasidion annosum s. l. causing root rot, for example, has 

been estimated to cause annual losses to the European forestry sector of €790 million [13] and 

introduced pathogens are estimated to cost USD2.1 billion in the U.S. alone [14]. Forest diseases can 

also affect urban amenity trees, heritage trees and other trees of significant cultural value. As such, 

they can have severe ecological and social impacts on society, converting forest diseases into a threat 

to the ‘public good’ [15]. Due to fungal diseases the populations of both ash (Fraxinus excelsior) and 

elm (all three species; Ulmus glabra, U. minor and U. laevis) have decreased drastically in Sweden and 

since 2010 have been listed as ‘vulnerable’ on the Swedish red list [16]. Not only the tree species 

themselves, but also a range of other organisms associated with ash and elm, such as different lichens, 

fungi, insects and plants are also then threatened (e.g., [17]). Pathogens infecting tree species with 

important ecological roles may potentially alter the balance within whole ecosystems, leading to 

further ecological damage such as affecting carbon and nitrogen cycles [18,19]. Taken as a whole, 

emerging diseases may also influence the global carbon cycle by modifying carbon sequestration 

processes [20] and carbon sinks [21]. 

The society has not been able to respond in a constructive way to stop these new and invasive 

challenges [15]. Part of the problem is the lack of a common understanding of the nature of the threat, 
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and part is the lack of proper tools to approach these challenges (Table 1). Introduced species do not 

share a common co-evolution with their host populations thus new diseases impose complex or new 

patterns of interaction with host trees that may not carry the appropriate resistance to the disease. In 

order to identify and respond to new disease outbreaks, we propose a number of concepts which need 

to be made accessible to a wider community, such as the intrinsic complexity of the invasive and 

emerging pathogens, the importance of pathways for pathogen introduction and how introduced and 

emerging diseases require re-defining basic terms such as ‘species’ concept. We evaluate the typical 

responses normally adopted by society to emerging disease such as quarantine, eradication or 

mitigation measures. Furthermore, we identify a number of unresolved issues related to societal 

responses to these new challenges. 

2. Understanding Biological Concepts in Forest Pathology  

2.1. Complexity of Invasive and Emerging Pathogens  

Responses to future disease outbreaks require a comprehensive theoretical framework in which to 

formulate our predictions. Being able to identify species more likely to become invasive or turn into 

emerging diseases would greatly facilitate prevention tasks [22]. Understanding the reasons for the 

success of an invasive species is often possible in retrospect, however problems arise when we try to 

predict which species will have a higher likelihood of establishment and spread in the future [23,24]. 

Several traits can discriminate between invasive and non-invasive species [25], and this applies to 

some emergent pathogens that share common features such as a broad host range [24]. Unfortunately, 

trying to predict which species will become invasive based on climate matching and geographical 

range is often unsatisfactory. In addition, the small proportion of cases in which a species becomes 

invasive poses a fundamental problem when making predictions [23]. 

The complexity of the process leading to an emergent disease or to an invasion also represents a 

difficulty when trying to formulate theories. As an example, the process of invasion can be understood 

in three steps: (1) introduction into a new habitat; (2) initial colonization of and successful 

establishment in the habitat; (3) followed by subsequent dispersal and secondary spread into additional 

habitats. Host jumps have been identified as a major driver for new pathogens to cause damage [24] 

and, in the case of plant pathogens, they are frequently initiated by humans [26,27]. Anthropogenic 

activities can also facilitate introduction and colonization for example, due to increased niche 

opportunities after disturbing native communities [28]. While arrival into a new habitat is typically the 

direct or indirect result of human activities, final establishment may result from more complex 

relationships, and the characteristics needed in one of the steps above may be different from the 

characteristics needed for another [29,30].  
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Table 1. A summary of the main concepts preventing more societal engagement in the prevention of emerging diseases in Europe. 

CONCEPTS ISSUES EXPLANATIONS  REPRESENTATIVE EXAMPLES  

Understanding biological concepts in 

forest pathology 

   

(1) Complexity of invasive and 

emerging pathogens 
It is difficult to predict what pathogens 

will become invasive and cause 

epidemics 
 
 
 
 
 
 
 
 
The invasive capacity of pathogens 

sometimes relies on other external 

factors 

 Pathogens and hosts co-evolved under 

specific environmental conditions and 

are in equilibrium—changes in this 

equilibrium (such as when a pathogen 

introduced to a new host or 

environment) result in changes in 

disease levels that are difficult 

to predict  
 Pathogens can have ‘novel weapons’ 

allowing them to become invasive  
 The activity of vectors that can carry 

pathogens to new locations may affect 

the epidemic 
 

e.g., Susceptibility of Pinus contorta to 

sweet fern rust [39] 
e.g., The epidemic of Phytophthora 

ramorum on Japanese larch in the  

UK [65] 
 
 
 
e.g., Efficient dispersal, high 

reproduction capacity [36]  
 
e.g., A beetle vectors Neonectria spp. 

causing Beech bark disease [34]  

(2) Pathways of pathogen dispersal It is important to understand the role  
of anthropogenic activities in the global 

dispersal of pathogens  
 

 Long-distance dispersal is primarily 

mediated by humans  
 Dispersal methods include:  

1) Vegetative imports e.g., seeds,  

2) Wood and wood packaging, and  

3) Nurseries/live plants 
 

e.g., Trade in live plants, seeds or 

movement of wood [3,5]  

(3) Species concepts for pathogen 

dispersal 
It is critical to define accessible 

terminology for the broader society to 

be able to describe and communicate 

species concepts 
 
 
New species can also be created 

 Differences between species are not 

always morphologically visible  
 Differences within species are 

important—the introduction of new 

mating types or genotypes may change 

the behavior of a pathogen 
 Species can sometimes hybridize to 

create new pathogens 

e.g., Difference between two species 

causing Dutch elm disease [4] 
 
 
 
 
e.g., The emergence of Phytophthora 

alni causing alder decline [64] 
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Table 1. Cont. 

CONCEPTS ISSUES EXPLANATIONS  REPRESENTATIVE EXAMPLES  

Responses in society    
(1) Quarantine and monitoring—

preventing introduction 
Not enough measures have been taken 

to limit pathogen dispersal 
 

 

 
Detection of forest pathogens in trade 

material can be difficult 

 Accurate knowledge about the 

distribution of pathogens is needed 

 Faster response is needed from the 

government to legislate against 

pathogens 

 Some organisms that may cause 

disease in the future are undescribed 

or not yet pathogens and are therefore 

unregulated 

 Some pathogens have a latency period 

prior to causing disease and are 

thereby difficult to detect 
 

e.g., The distribution of Fusarium 

circinatum needs to be clarified in 

Europe [66] 
 

 
e.g., It took seven years for the cause of 

sudden oak death to be identified [67] 
 
e.g., Molecular state of the art detection 

methods can improve identification 
 

(2) Control and management—

preventing establishment and further 

spread 

Managing pathogens once they are 

established in an area can be difficult 
 

 

 

 The timing and size of control efforts 

is critical to success 

 Developing an inclusive approach, 

incorporating many elements of 

society is important  
 

e.g., The control of Dutch elm disease 

in Gotland and Malmö, Sweden [68] 
E.g., The management of Phytophthora 

cinnamomi in Australia [69] 

Reluctance in society Legislating for stricter phytosanitary 

measures is complicated by the drive 

for global trade  
There may be philosophical objections 

to managing disease in forests  
 
It is difficult to quantify the true cost of 

forest diseases 

 Identifying risk activities and 

confronting those responsible with the 

full cost of their actions. 

 When dealing with introduced 

pathogens forests can no longer be 

viewed as natural systems with disease 

as a natural component 

 Cost can include both direct loss of 

trees or timber and indirect losses such 

as the effect on the surrounding 

environment, society or carbon cycle 

 

 

 

 

 

 

 
e.g., The broader cost of Dutch elm 

disease to society in Sweden [70]  
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Once established in a new region, the transmission potential of the pathogen within the host 

population will determine the size of the outbreak. In theory, there is a non-linear association between 

transmission and size of epidemics: small changes in the transmission potential may result in large 

differences in the dynamics of the epidemic [24]. Changes in the transmission potential can be due to a 

wide variety of reasons such as changes in host ecology and environment, changes in host distribution, 

changes in host phenotype, changes in host genetics and changes in pathogen genetics [24]. Again, 

when trying to predict emergence or invasion, all these different theoretical causes may result in a 

broad range of possible outcomes. An efficient dispersal, such as spores spread via wind or water, 

seems to be a common feature amongst some invasive species. The fact that the entire population of 

trees of widespread genera such as Castanea, Ulmus, and Fraxinus quickly became infected over large 

areas in the last century reveals the importance of the pathogens’ spread capacity for  

invasiveness (e.g., [31,32]). Besides the dispersal capacity of a pathogen, vectors can play a crucial 

role on the emergence of infectious diseases [33]. For example, the causal agents of beach bark disease, 

Neonectria spp., have a low capacity to spread and cause damage on their own, but became invasive 

due to vectoring by the native beech scale insect, Cryptococcus fagisuga [34]. Similarly, in the case of 

the Dutch elm disease, the level of damage is strictly dependent on the activity of the bark beetle 

vectors, although in this case the fungus is highly pathogenic. By carrying Ophiostoma novo-ulmi to 

new elm trees causing disease and tree mortality, the bark beetles also create a suitable substrate for 

further breeding creating a positive feed-back loop increasing the speed of the epidemic.  

Invaders with large impacts may exhibit small but critical differences to native species previously 

occupying the invaded niches, providing them with a higher competitive ability to exploit local 

resources [35,36]. The emergence of ‘novel weapons’ is a useful concept in order to explain how a 

pathogen can become invasive [37]. Mirroring what has been observed for invasive plants, fungal 

pathogens with ‘novel weapons’ may allocate resources normally used for defense or competition into 

reproduction therefore increasing their spread [36]. Plant and forest pathology disciplines assume that 

pathogens co-evolved with their hosts under specific environmental conditions leading to equilibrium 

between host, pathogen and environment [38]. When a pathogen with ‘novel weapons’ is interacting 

with a host lacking an appropriate defense system, the resulting level of disease will be more severe 

than expected from a native pathosystem. For example, Pinus contorta provenances originating from 

regions outside the natural distribution of sweet fern rust (Cronartium comptoniae) were much more 

susceptible to the disease than provenances originating from within the region when tested in a 

common garden experiment [39]. Moreover, pathogens invading a new environment may experience a 

lower competitive pressure from the microbial community compared with that experienced within their 

native range and this allows the introduced pathogens to more readily reach their pathogenic 

potential [37].  

When trying to predict the probability of an ecosystem to be invaded, we might encounter a similar 

sort of complexity as when trying to predict which pathogens will become invasive. General concepts 

such as lower diversity, host continuity, or unfavorable climatic conditions, normally associated with a 

higher vulnerability may or may not relate to a higher invasiveness. Theoretical models suggest that a 

pathogen entering into a new community is less likely when the latter has a higher species 

diversity [28]. High infection rates are often observed when tree species are planted in dense 

monocultures whether in their native environment or as exotics [2,37]. In contrast, when invaders are 
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better competitors or use different resources to native species the effect of diversity becomes 

weaker [35]. Unfortunately, a higher diversity does not always protect against pathogen invasion and 

could potentially increase the odds of having an invasion promoter i.e., a species that could facilitate 

the expansion of the invader [35]. An invasion promoter, for example, is essential for macrocyclic rust 

species such as Cronartium ribicola, the causal agent of white pine blister rust, where the presence of 

the alternate host is a prerequisite for the survival of the pathogen (see also [40]). In order to address 

the complexity of managing emerging diseases, general management recommendations need to be 

backed up by a thorough understanding of the underlying mechanisms in each pathosystem [41]. 

Understanding past and present drivers for emergence may not necessarily increase our potential to 

anticipate future disease outbreaks when new factors may arise and be more influential. Future drivers 

of emerging plant diseases are hypothesized to be introductions of new pathogens, climate change, and 

intensification of management [27]. At present, introductions have been the result of human activities, 

while in future, it is hypothesized that climate change may act as a major driver for emerging 

diseases [12,27]. Moreover, there is a discrepancy between the scale of understanding climate 

processes (landscape, county) and the scale in which plant pathology operates (forest, field). In this 

sense, monitoring epidemiologically relevant variables may strengthen our capacity to make 

predictions [42]. 

2.2. Pathways of Pathogen Dispersal  

The relatively low frequency of long distance spore/insect spread minimizes the risk of 

intercontinental infections occurring naturally. This is partly because of the low probability of 

spore/insect survival and partly due to the low probability of exposure of susceptible plants to such 

long distance spread. Instead, most new diseases are associated with infected plants or plant material 

that have been transported across borders for planting or packaging [5]. For example, the most 

common pathway for plant pathogens introduced into Great Britain between 1970–2004 was 

vegetative imports such as seedlings, tubers and scions [43]. Seeds can also vector pathogens; the 

outbreak of pine pitch canker (caused by Fusarium circinatum) in South Africa is thought to be the 

result of importing contaminated seed from Mexico [44].  

Nurseries are not only a frequent source of vegetative imports but could also be an ideal site for the 

creation of new species of pathogens. New species of pathogens can develop as the result of 

hybridization between closely related ancestors [45]. It is very likely that nurseries provide a venue for 

allowing pathogens from different hosts to meet in a common place. Should hybridization occur 

between species resulting in novel pathogenicity patterns, tree nurseries provide a multitude of new 

potential host species. Nurseries also offer a venue for pathogens from different hosts to meet in a 

common place. This can facilitate host jumps leading to the development of new diseases. In addition, 

by being centers of trade for plant material, nurseries provide dissemination routes for any diseased 

plants [46,47]. Since symptoms of new diseases are normally not well described and latent or cryptic 

disease phases may go undetected for prolonged periods, plants may be disseminated without any 

disease problems being recognized. 

Commercial tree species that are planted worldwide, such as Eucalyptus spp. or Pinus radiata, have 

not only suffered from extensive damage due to introduced species, but have also been responsible for 
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the movement of several exotic pathogens into native hosts [48,49]. Fusarium circinatum, a typical 

pathogen of Pinus radiata has been observed on native Pinus pinaster plantations in Spain [50]. The 

canker pathogen Neofusicoccum eucalyptorum was regarded to be specialized in Eucalyptus, until it 

jumped onto three native tree species after introduction in Uruguay [51]. Host-jumps from native 

species into commercial species have also been observed [26], for example guava rust caused by 

Puccinia psidii jumped from native Myrtaceae in South America onto introduced Eucalyptus and now 

threatens eucalypts in Australia [52]. Another example comes from boreal forests in Sweden, where 

the introduced Pinus contorta became infected by the local canker fungus Gremmeniella abietina [53]. 

Such host jumps may also threaten the new hosts at their native origin, should the pathogen 

unintentionally be carried back there. International legislation has put very little emphasis on 

minimizing this type of risk. 

Wood and wood packaging can also be a common pathway. Heterobasidion irregulare was 

introduced with wood into the Italian Peninsula during World War II [54] and Ceratocystis platani, 

causal agent of canker stain of plane (Platanus orientalis), was introduced into Europe on packaging 

material in the 1940s [55]. The importance of this pathway has been recognized through international 

regulations governing the treatment of wood packaging material to reduce pest and pathogen 

movement (as the International Standard for Phytosanitary Measures No.15 [56]). There is an 

increased recognition of the need for handling problems in a generic manner through pathway analysis 

where the means of spread with the highest risk are recognized and threats can be handled efficiently 

without the need for identification on a case by case basis [5]. However, regulations based on pathway 

analysis may be regarded as being too generic, thus not meeting the requirement of minimal impact for 

trade within the International Plant Protection Convention (IPPC) of 1951 [57]. 

2.3. Species Concepts for Fungal Pathogens 

Responses in the society to threats posed by pathogens are dependent on a proper awareness of the 

types of problems that we encounter. Yet there are several obstacles to the perception of emerging 

diseases. Organisms are generally assumed to be relatively homogenous and genetically stable and the 

complication of intraspecific variation is not fully recognized [37,58]. Improvements in molecular 

techniques have increased our knowledge of the complex breeding systems and taxonomy of 

pathogens. Cryptic species with minimal or no morphological differentiation have been identified in a 

multitude of fungal taxa [37,59,60]. They can be associated with different host ranges and 

pathogenicity patterns. To handle these issues in a legislative context represents a major challenge. 

Without proper naming of the threats, it is also hard to define the countermeasures that need to be 

taken. One example of how these issues have been treated by taxonomists is provided by the root rot 

pathogen Heterobasidion spp. Studying mating incompatibility and host range, the Heterobasidion 

annosum species complex was found to include several taxa with varying host preference and 

pathogenicity during late 1970s and 1980s. The species present in Australasia was not the pathogenic 

H. annosum and highlighted the need, from a plant quarantine perspective, to quickly differentiate the 

saprotrophic Australasian species from its pathogenic relative. Thus, the southern hemisphere species 

was renamed as H. araucariae and H. annosum was declared a quarantine threat in Australasia [61].  
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Another problem arises from our lack of appropriate common language to describe intraspecific 

variation in fungal populations. A fundamental problem lies in the way we build concepts, i.e., we 

frequently categorize observations based on visual similarity. However, pathogens evolve from 

common ancestors into populations with pathogenic traits that affect the dominant local tree species. 

Such traits may not have an obvious external phenotype, and are therefore hard to recognize without 

knowledge of the evolutionary history or performing pathogenicity tests. In terms of legislation there 

are few examples where subspecific naming has been used to identify particular severe tree pathogens. 

One example is provided by Dutch elm disease (DED) that was epidemic in Europe after the First 

World War [4]. The pathogen and vectors were exported to North America in the thirties and there the 

causal fungal partner of the disease complex (Ophiostoma ulmi) was altered or even replaced with a 

closely related fungal species that remained unrecognized. This new species was later reintroduced 

into Europe and it became obvious that the newly introduced American variant was much more 

aggressive. It was later described as a new species, Ophiostoma novo-ulmi. Today this new species is 

spread all over Europe. Had the biological distinction between the two species of Ophiostoma been 

recognized and named prior to the unfortunate re-entry into Europe, we would potentially have had the 

appropriate concepts and words available that could have helped to ban the import of infested plant 

material and saved elms from facing eradication. 

As well as recognizing species differences, variation in genotypes may also be important. 

Introduction of another genotype may significantly increase the risk in an area if the new genotype is 

another mating type, which then enables sexual reproduction [29,62]. The ability to reproduce sexually 

allows pathogens to adapt to changing environmental conditions [62]. So, even though the species is 

already present in a location it may be important to limit further introductions. Introduction of closely 

related pathogens may also give rise to interspecific hybridization potentially causing new diseases. 

The alder phytophthora, Phytophthora alni, which was first discovered in U.K. in the early 1990s, is 

thought to be a hybrid between two other Phytophthora species [63], which are individually much less 

aggressive on alder [64]. In this case, the species dynamics was not understood until sufficient research 

resources was allocated to the disease; this only happened after substantial damage had already been 

caused to alders throughout most of Europe. 

3. Responses in Society 

3.1. Quarantine and Monitoring-Preventing Introduction 

Society has taken measures to limit dispersal through the most common pathways like trade to meet 

the perceived problems with introduced diseases. These measures may include sanitary actions such as 

heat treatment of any pathogens in imported wood products, or a sender-end inspection of potentially 

diseased plant materials. However, quarantine measures are not always effective and there are large 

problems in performing perfect control at borders. As an example, despite the international regulations 

governing the treatment of wood packaging material as the International Standard for Phytosanitary 

Measures No. 15 [56], not all countries have adopted these guidelines and this standard is not 

necessarily effective for all species of pathogens [71].  



Forests 2011, 2                            

 

 

495 

Within the EU, trade of plant material is allowed between member states and only a sanitary 

passport is needed as regulated in the Council Directive 2000/29 EC [72]. The member states not only 

issue sanitary passports to their products, but also to products imported from outside the EU which are 

then distributed further internally. Two independent organizations recommend to the European 

Commission which organisms may be listed as harmful: the European and Mediterranean Plant 

Protection Organization (EPPO) and the European Food Safety Authority (EFSA) [57]. Efficacy of 

quarantine policies within a region will only be as good as the weakest of the quarantine controls of its 

borders [15]. In addition, quarantine measures rely on the accuracy of existing knowledge of the global 

distribution of pathogens. A review of the records on the distribution of the quarantine organism 

Fusarium circinatum revealed several cases where observations needed confirmation, while other 

observations were not included [66]. The authors highlighted observations of the pathogen in nursery 

stocks in Northern Spain [73] which were not included in the official documentation, and of a record in 

Italy which needed further confirmation. It was not until the disease was officially reported almost 

10 years later in both places [50,74] that the EU officially limited plant movement from the infected 

regions (2007/433/EC) [75]. 

Current risk assessment and regulation of new pathogens in international plant health protocols is 

based on lists of identified organisms recognized as a potential threat [5]. The process of adding 

species to the list is often too slow since once a species is recognized as a threat it is usually already a 

problem. Ash decline, for example, was allowed to spread from Poland and Lithuania through northern 

Europe for at least 10 years [32] before the causal pathogen was identified in 2006 [76], and its sexual 

stage in 2009 [77,78]. Phytophthora ramorum was identified as the causal agent of sudden oak death 

disease seven years after the first outbreaks were observed on tanoaks (Lithocarpus densiflorus) in 

California, U.S. [67]. This means that unknown harmful organisms are not on the list and thereby are 

unregulated. In addition, as mentioned earlier, pathogens frequently do not cause disease on their 

original host or within their native range, so may not be recognized as threats until they are already 

introduced to a new host or into a new area. A pest risk analysis based solely on identified species is 

also associated with other problems related to the complex nature of pathogen speciation 

mentioned earlier. 

Import of regulated plant material into Europe is allowed if examined and found to be free of 

regulated fungi and other pests and pathogens [72]. There might, however, be problems in identifying 

a diseased plant. Following infection there usually is a latency period where the plant remains free of 

symptoms and this latency period can occur for a relatively long time period. Symptoms might also be 

restricted to belowground parts of plants that are difficult to examine in an efficient manner. Molecular 

analysis applied on routinely collected samples may enable identification of otherwise undetected 

pathogens, however this process may be costly and time consuming, and the problem of relying on 

lists of already identified threats still persists. Other detection methods can include a global network of 

sentinel plantings which can provide early warnings for the transfer of unknown pathogens between 

countries. Currently, several initiatives from the EU, New Zealand, CABI and the U.S. are  

on-going [79]. Monitoring within countries is also important for the early detection of new 

pests/pathogens. High throughput sequencing tools (e.g., 454 pyrosquencing, Solexa, SOLiD) can 

provide an efficient tool for screening high numbers of samples [80], which can complement current 

monitoring schemes based on symptoms (defoliation, chlorosis). 
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3.2. Control and Management—Preventing Establishment and Further Spread 

When a new pathogen has been introduced, actions are frequently taken in order to limit further 

spread and prevent establishment. Preventing establishment is, however, extremely difficult as can be 

exemplified by the introduction of the pine wood nematode, Bursaphelenchus xylophilus, in 

Europe [81]. The pine wood nematode originates from North America and has been found to kill pines 

and larch of susceptible species outside its native range. When the pine wood nematode was first 

discovered in Portugal in 1999 [82], the EU adopted large scale control measures in order to prevent its 

establishment and further spread [83]. Trees showing symptoms in the infested area as well as within a 

buffer zone of 20 km were felled and removed. It has, however, been found subsequently in various 

areas of Portugal and a 20 km demarcation zone was established along the Spanish border, in order to 

stop further spread into Europe. Despite this, the pine wood nematode has been discovered and 

eradicated in Spain in 2008 and 2010 [84].  

Even when a pathogen is already established in an area, further countermeasures may still be worth 

taking. Control strategies need integrated efforts at different spatial and temporal scales: tree, 

landscape (or forest stand) and at a regional or international scale [85]. A good example of taking a 

broad, inclusive approach to controlling forest disease can be found in the management of Dutch elm 

disease on the isolated island of Gotland in Sweden. Since there is little possibility of natural 

reintroduction of the pathogen from the mainland, the governing body of the county has worked with 

local interest groups to preserve the elm population. A critical part of the control strategy is to involve 

the public by disseminating information about the disease and its control [68], as seen in other schemes 

elsewhere e.g., Phytophthora ramorum in the U.S. [85] or P. cinnamomi in Australia [69]. The 

removal of infected elms seems to successfully decrease the advance of the disease in Gotland 

(R. Vasaitis pers. com. 2010). This can be compared to a similar strategy of removing infected hosts 

made in the city of Malmö on mainland Sweden, where the eradication may have failed because the 

control program did not incorporate a sufficiently large geographical area. Time is also a crucial factor 

that needs to be considered since this will determine both the size of the potential damage and the size 

of the actual damage. In particular cases large scale control operations can be implemented. In Sweden 

for example, large numbers of trees were removed after the devastating storm in 2005, to reduce 

potential Ips typographus outbreaks [86]. This was possible as a result of collaborative efforts across 

all levels of the forest sector including private forest owners, companies and local administrators. At 

later stages of an epidemic, control can be difficult as well as costly and a strategy towards protecting 

remaining uninfected areas is normally adopted e.g., [87]. 

4. Reluctance in Society 

Although many of the contributing factors to new diseases are anthropogenic there has been a 

reluctance to control them by legislation or other governmental control. In the European Union these 

issues are discussed in the standing committee of plant health and final decisions are taken by the 

European Commission [72]. The potential for individual countries to have stricter phytosanitary 

regulations is also limited by the pressures of free trade from both within and outside the EU [57]. The 

reluctance of the society to control trade contrasts with the need to pay for the management of a 
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pathogen when it is already established; sometimes the beneficiaries of such payments are the ones 

who took higher environmental risks initially. In other words, specific trade pathways may allow the 

introduction of new pathogens but the cost of the resultant disease is paid for by forest owners or by 

the society at large. Confronting those responsible for the problem with the full cost of their action 

may act as an effective incentive to reduce new introductions [15].  

The reluctance to establish stronger barriers for new disease introductions could also be explained 

by the ideological view that forests are part of the natural ecosystem and forestry is perceived as 

utilizing a self-regulated resource in which humans should not interfere. Pests and pathogens are 

commonly regarded as natural disturbances and as part of the natural ecosystem and thus not 

something that should be managed [88]. In contrast, in agricultural ecosystems which are seen as 

artificial, pests and diseases are regarded both as something that has been caused by the management 

practices used and as something that should be controlled. Most forests are actually not as natural as 

we may perceive but are influenced and affected by different anthropogenic activities. In Fennoscandia, 

pristine forests without any traces of earlier land-use are extremely rare [89] and more than 80% of 

Swedish forests are used and viewed as productive forests [90]. Furthermore, the introduction of forest 

pathogens from other continents is usually human-mediated and the resulting pathosystem is not in 

coevolutionary balance as previously discussed. This can result in dramatic effects on forest 

ecosystems both in economic and ecological terms. 

One of the critical barriers to managing forest diseases relates to the perceived cost. The positive 

effects of control measures against introduction have to be balanced with any costs in relation to 

restrictions to free world trade and the cost of not acting. Counter measures in forest ecosystems 

rapidly involve large areas, making them expensive and timely to implement. The uncertainty of 

predicting the potential damage is partly due to the lack of tools for quantifying direct impact on 

environmental services as well as other indirect effects. Estimated annual costs due to Dutch elm 

disease in Sweden range from €9 million to €232 million depending on the assumptions made [70]. In 

addition, the pathogen Cryphonectria parasitica causing Chestnut blight has not only produced direct 

losses in timber value in the local industry (easily quantifiable), but also reduced the presence of a 

culturally important tree in rural areas [91]. Quantification of the costs of invasion is possible but has 

rarely been undertaken (e.g., [14,92]). Control measures in order to protect threatened amenity trees 

such as elm, ash or alder can seldom be justified from an economic point of view, but must be 

preserved because of the societal and ecological values of such tree species. Including global issues 

such as effects on the carbon cycle in the cost-benefit equation may also elicit a greater response from 

society [93].  

5. Improvement in Communicating Biology Is Needed 

Biological knowledge is not always used as the basis for managing forest disease problems. An 

interesting obstacle to information flow relates to problems in communicating biological understanding 

to the political sphere of society (Table 2). Relevant response to new disease scenarios is very often 

associated with a proper understanding of the complex nature of new pathosystems such as cryptic 

species and intraspecific variation in the challenging pathogen or the host. Without a common 

language describing biological entities it is hard to communicate that a certain type of organism is 
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particularly dangerous. This might be the result of fundamental difficulties associated with the way we 

build concepts. As humans, we have a tendency to recognize categories based on color, shape or other 

macro characters while some of the traits important for pathogenicity have evolved without obvious 

morphological differences. This may not always be the case for pathogens. A similar sort of problem 

may favor the adoption of more visual solutions, such as increasing species diversity as opposed to 

more invisible alternatives such as maintaining intraspecific genetic diversity within hosts. Solutions 

have to be based on scientific evidence rather than relying on general formulae, thus improving 

communication does not necessarily have to imply excessive simplification of the problems.  

Table 2. Factors that may help to improve societal understanding and appreciation of the 

importance of managing forest pathogens and diseases. 

ACTIONS EXAMPLES  

(1) Improving communication of biological 

concepts to non-biologists 

 Finding ways of clearly communicating disease 

concepts (e.g., co-evolution, latency, dispersal 

ecology) 

 Finding ways of clearly communicating species 

concepts for pathogens (e.g., cryptic species, 

hybridization, clonality) 

 

(2) Improving collaboration with other 

fields or spheres of society 

 Collaborating with social scientists or other 

disciplines to gain a more global perspective 

 Involving the broader society as part of the solution  

 

(3) Identifying common areas of interest 

with the broader society 

 Take a step further from explaining disease 

development by focusing on explaining the effects of 

forest disease and its management  

 Quantifying disease impact in economic terms 

 Invasive species as a threat for the ‘public good’ 

 

The lack of understanding between scientists and society may also be due to an inability to identify 

areas of common interest (Table 2). While scientists may be focused on understanding processes, 

politicians and managers may want more information on the effects of certain alternatives. 

Communicating the importance of emerging diseases in quantifiable economic terms may result in 

more supportive responses from the society; unfortunately, such an approach has rarely been adopted. 

Moreover, predictions of detrimental effects often come from different disciplines or from particular 

fields lacking a global perspective. Here, building a common view of the relevant aspects of forest 

diseases between biologists and social scientists might help in developing effective approaches to 

forest protection. Involving the society as part of the solution may be a better approach than focusing 

on its share of the problem.  

The potential to act in response to new disease threats is critically dependent on the timing of efforts. 

As outlined above, common recognition of the nature of the problem and adapting vocabulary that 

describe relevant biological entities would help to facilitate adequate responses in society to emerging 

diseases in forests. 



Forests 2011, 2                            

 

 

499 

Acknowledgements 

This research was funded through Future Forests, a multi-disciplinary research programme 

supported by the Foundation for Strategic Environmental Research (MISTRA), the Swedish Forestry 

Industry, the Swedish University of Agricultural Sciences (SLU), Umeå University, and the Forestry 

Research Institute of Sweden. Jonàs Oliva was funded by the post-doctoral grant 2008 BP A 00013 

from the Agency for Administration of University and Research Grants (AGAUR) of the Autonomous 

Government of Catalonia. Anna Hopkins was funded by an Institutional Grant (IG2010-2009) from the 

Swedish Foundation for International Cooperation in Research and Higher Education (STINT) and by 

the EU project Increasing Sustainability of European Forests: Modeling for Security Against Invasive 

Pests and Pathogens under Climate Change (ISEFOR, EU FP7).  

References and Notes 

1. Orwig, D.A. Ecosystem to regional impacts of introduced pests and pathogens: historical context, 

questions and issues. J. Biogeogr. 2002, 29, 1471-1474. 

2. Chou, C.K.S. Perspectives of disease threat in large-scale Pinus radiata monoculture—the New 

Zealand experience. Eur. J. For. Pathol. 1991, 21, 71-81. 

3. Levine, J.M.; D’Antonio, C.M. Forecasting biological invasions with increasing international 

trade. Conserv. Biol. 2003, 17, 322-326. 

4. Brasier, C.M.; Kirk, S.A. Rapid emergence of hybrids between the two subspecies of Ophiostoma 

novo-ulmi with a high level of pathogenic fitness. Plant Pathol. 2010, 59, 186-199. 

5. Brasier, C.M. The biosecurity threat to the UK and global environment from international trade in 

plants. Plant Pathol. 2008, 57, 792-808. 

6. Dehnen-Schmutz, K.; Holdenrieder, O.; Jeger, M.J.; Pautasso, M. Structural change in the 

international horticultural industry: Some implications for plant health. Sci. Hortic. 2010, 125,  

1-15. 

7. Koch, F.H.; Smith, W.D. Mapping sudden oak death risk nationally using host, climate, and 

pathways data. Proceedings of the Sudden Oak Death Third Science Symposium, Santa Rosa, CA, 

USA, 5–9 March 2007; pp. 279-287. 

8. Woods, A.; Coates, K.D.; Hamann, A. Is an unprecedented dothistroma needle blight epidemic 

related to climate change? BioScience 2005, 55, 761-769. 

9. Thomsen, I.M. Precipitation and temperature as factors in Gremmeniella abietina epidemics. For. 

Pathol. 2009, 39, 56-72. 

10. Dukes, J.S.; Pontius, J.; Orwig, D.; Garnas, J.R.; Rodgers, V.L.; Brazee, N.; Cooke, B.; 

Theoharides, K.A.; Stange, E.E.; Harrington, R.; Ehrenfeld, J.; Gurevitch, J.; Lerdau, M.; Stinson, 

K.; Wick, R.; Ayres, M. Responses of insect pests, pathogens, and invasive plant species to 

climate change in the forests of northeastern North America: What can we predict? Can. J. For. 

Res. 2009, 39, 231-248. 

11. Grulke, N.E. The nexus of host and pathogen phenology: understanding the disease triangle with 

climate change. New Phytol. 2010, 189, 9-11. 



Forests 2011, 2                            

 

 

500 

12. Pautasso, M.; Dehnen-Schmutz, K.; Holdenrieder, O.; Pietravalle, S.; Salama, N.; Jeger, M.J.; 

Lange, E.; Hehl-Lange, S. Plant health and global change—some implications for landscape 

management. Biol. Rev. 2010, 85, 729-755. 

13. Woodward, S.; Stenlid, J.; Karjalainen, R.; Hüttermann, A. Heterobasidion annosum: biology, 

ecology, impact and control. CAB International: Wallingford, UK, 1998. 

14. Pimentel, D.; Lach, L.; Zuniga, R.; Morrison, D. Environmental and economic costs of 

nonindigenous species in the United States. BioScience 2000, 50, 53-65. 

15. Perrings, C.; Williamson, M.; Barbier, E.B.; Delfino, D.; Dalmazzone, S. Biological invasion risks 

and the public good: an economic perspective. Conserv. Ecol. 2002, 6, 1. Available online: 

http://www.consecol.org/vol6/iss1/art1 (accessed on 30 November 2010) 

16. Pihlgren, A.; Hallingback, T.; Aronsson, M.; Dahlberg, A.; Edqvist, M.; Johansson, G.; Krikorev, 

M.; Thor, G. The new Swedish Red List 2010. Svensk Botanisk Tidskrift 2010, 104, 210-226. 

17. Thor, G.; Johansson, P.; Jonsson, M.T. Lichen diversity and red-listed lichen species relationships 

with tree species and diameter in wooded meadows. Biodivers. Conserv. 2010, 19, 2307-2328. 

18. Lovett, G.; Arthur, M.; Weathers, K.; Griffin, J. Long-term changes in forest carbon and nitrogen 

cycling caused by an introduced pest/pathogen complex. Ecosystems 2010, 13, 1188-1200. 

19. Ruess, R.W.; McFarland, J.M.; Trummer, L.M.; Rohrs-Richey, J.K. Disease-mediated declines in 

N-fixation inputs by Alnus tenuifolia to early-successional floodplains in interior and  

South-Central Alaska. Ecosystems 2009, 12, 489-502. 

20. Peltzer, D.A.; Allen, R.B.; Lovett, G.M.; Whitehead, D.; Wardle, D.A. Effects of biological 

invasions on forest carbon sequestration. Glob. Change Biol. 16, 732-746. 

21. Kurz, W.A.; Stinson, G.; Rampley, G.J.; Dymond, C.C.; Neilson, E.T. Risk of natural 

disturbances makes future contribution of Canada’s forests to the global carbon cycle highly 

uncertain. Proc. Natl. Acad. Sci. 2008, 105, 1551-1555. 

22. Enserink, M. Biological invaders sweep in. Science 1999, 285, 1834-1836. 

23. Williamson, M. Explaining and predicting the success of invading species at different stages of 

invasion. Biol. Invasions 2006, 8, 1561-1568. 

24. Woolhouse, M.E.J.; Haydon, D.T.; Antia, R. Emerging pathogens: the epidemiology and 

evolution of species jumps. Trends Ecol. Evol. 2005, 20, 238-244. 

25. Prinzing, A.; Durka, W.; Klotz, S.; Brandl, R. Which species become aliens? Evol. Ecol. Res. 

2002, 4, 385-405. 

26. Slippers, B.; Stenlid, J.; Wingfield, M.J. Emerging pathogens: fungal host jumps following 

anthropogenic introduction. Trends Ecol. Evol. 2005, 20, 420-421. 

27. Anderson, P.K.; Cunningham, A.A.; Patel, N.G.; Morales, F.J.; Epstein, P.R.; Daszak, P. 

Emerging infectious diseases of plants: pathogen pollution, climate change and agrotechnology 

drivers. Trends Ecol. Evol. 2004, 19, 535-544. 

28. Shea, K.; Chesson, P. Community ecology theory as a framework for biological invasions. Trends 

Ecol. Evol. 2002, 17, 170-176. 

29. Sakai, A.K.; Allendorf, F.W.; Holt, J.S.; Lodge, D.M.; Molofsky, J.; With, K.A.; Baughman, S.; 

Cabin, R.J.; Cohen, J.E.; Ellstrand, N.C.; McCauley, D.E.; O’Neil, P.; Parker, I.M.; Thompson, 

J.N.; Weller, S.G. The population biology of invasive species. Annu. Rev. Ecol. Syst. 2001, 32, 

305-332. 



Forests 2011, 2                            

 

 

501 

30. Diez, J.M.; Sullivan, J.J.; Hulme, P.E.; Edwards, G.; Duncan, R.P. Darwin’s naturalization 

conundrum: dissecting taxonomic patterns of species invasions. Ecol. Lett. 2008, 11, 674-681. 

31. Gibbs, J.N. Intercontinental epidemiology of Dutch elm disease. Annu. Rev. Phytopathol. 1978, 

16, 287-307. 

32. Bakys, R.; Vasaitis, R.; Barklund, P.; Ihrmark, K.; Stenlid, J. Investigations concerning the role of 

Chalara fraxinea in declining Fraxinus excelsior. Plant Pathol. 2009, 58, 284-292. 

33. Gratz, N.G. Emerging and resurging vector-borne diseases. Annu. Rev. Entomol. 1999, 44, 51-75. 

34. Houston, D.R. Major new tree disease epidemics: beech bark disease. Annu. Rev. Phytopathol. 

1994, 32, 75-87. 

35. Levine, J.M.; D'Antonio, C.M. Elton revisited: a review of evidence linking diversity and 

invasibility. Oikos 1999, 87, 15-26. 

36. Mitchell, C.E.; Power, A.G. Release of invasive plants from fungal and viral pathogens. Nature 

2003, 421, 625-627. 

37. Desprez-Loustau, M.-L.; Robin, C.; Buée, M.; Courtecuisse, R.; Garbaye, J.; Suffert, F.; Sache, I.; 

Rizzo, D.M. The fungal dimension of biological invasions. Trends Ecol. Evol. 2007, 22, 472-480. 

38. Gilbert, G.S. Evolutionary ecology of plant diseases in natural ecosystems. Annu. Rev. 

Phytopathol. 2002, 40, 13-43. 

39. Hunt, R.S.; Sickle, G.A.V. Variation in susceptibility to sweet fern rust among Pinus contorta and 

P. banksiana. Can. J. For. Res. 1984, 14, 672-675. 

40. Cobb, R.C.; Meentemeyer, R.K.; Rizzo, D.M. Apparent competition in canopy trees determined 

by pathogen transmission rather than susceptibility. Ecology 2010, 91, 327-333. 

41. Koricheva, J.; Vehvilainen, H.; Riihimaki, J.; Ruohomaki, K.; Kaitaniemi, P.; Ranta, H. 

Diversification of tree stands as a means to manage pests and diseases in boreal forests: myth or 

reality? Can. J. For. Res. 2006, 36, 324-336. 

42. Chakraborty, S.; Tiedemann, A.V.; Teng, P.S. Climate change: potential impact on plant diseases. 

Environ. Pollut. 2000, 108, 317-326. 

43. Jones, D.R.; Baker, R.H.A. Introductions of non-native plant pathogens into Great Britain,  

1970–2004. Plant Pathol. 2007, 56, 891-910. 

44. Wikler, K.; Gordon, T. An initial assessment of genetic relationships among populations of 

Fusarium circinatum in different parts of the world. Can. J. Bot. 2000, 78, 709-717. 

45. Olson, Å.; Stenlid, J. Pathogenic fungal species hybrids infecting plants. Microbes Infect. 2002, 4, 

1353-1359. 

46. Jung, T.; Blaschke, M. Phytophthora root and collar rot of alders in Bavaria: distribution, modes 

of spread and possible management strategies. Plant Pathol. 2004, 53, 197-208. 

47. Dehnen-Schmutz, K.; Holdenrieder, O.; Jeger, M.J.; Pautasso, M. Structural change in the 

international horticultural industry: Some implications for plant health. Sci. Hortic. 125, 1-15. 

48. Wingfield, M.J.; Slippers, B.; Hurley, B.P.; Coutinho, T.A.; Wingfield, B.D.; Roux, J. Eucalypt 

pests and diseases: Growing threats to plantation productivity. South. For. 2008, 70, 139-144. 

49. Wingfield, M.J.; Hammerbacher, A.; Ganley, R.J.; Steenkamp, E.T.; Gordon, T.R.;  

Wingfield, B.D.; Coutinho, T.A. Pitch canker caused by Fusarium circinatum—a growing threat 

to pine plantations and forests worldwide. Australas. Plant Pathol. 2008, 37, 319-334. 



Forests 2011, 2                            

 

 

502 

50. Landeras, E.; García, P.; Fernández, Y.; Braña, M.; Fernández-Alonso, O.; Méndez-Lodos, S.; 

Pérez-Sierra, A.; León, M.; Abad-Campos, P.; Berbegal, M.; Beltrán, R.; García-Jiménez, J.; 

Armengol, J. Outbreak of pitch canker caused by Fusarium circinatum on Pinus spp. in Northern 

Spain. Plant Dis. 2005, 89, 1015-1015. 

51. Pérez, C.A.; Wingfield, M.J.; Slippers, B.; Altier, N.A.; Blanchette, R.A. Neofusicoccum 

eucalyptorum, a Eucalyptus pathogen, on native Myrtaceae in Uruguay. Plant Pathol. 2009, 58, 

964-970. 

52. Glen, M.; Alfenas, A.C.; Zauza, E.A.V.; Wingfield, M.J.; Mohammed, C. Puccinia psidii: a threat 

to the Australian environment and economy: a review. Australas. Plant Pathol. 2007, 36, 1-16. 

53. Karlman, M. Risks associated with the introduction of Pinus contorta in northern Sweden with 

respect to pathogens. For. Ecol. Manage. 2001, 141, 97-105. 

54. Gonthier, P.; Warner, R.; Nicolotti, G.; Mazzaglia, A.; Garbelotto, M.M. Pathogen introduction as 

a collateral effect of military activity. Mycol. Res. 2004, 108, 468-470. 

55. Panconesi, A. Canker stain of plane trees: A serious danger to urban plantings in Europe. J. Plant 

Pathol. 1999, 81, 3-15. 

56. FAO. International Standards for Phytosanitary Measures ISPM No. 15 Guidelines for regulating 

wood packaging material in international trade (2002) with modifications to Annex I (2006). FAO: 

Rome, Italy, 2006; p. 11. 

57. MacLeod, A.; Pautasso, M.; Jeger, M.; Haines-Young, R. Evolution of the international regulation 

of plant pests and challenges for future plant health. Food Secur. 2010, 2, 49-70. 

58. Taylor, J.W.; Jacobson, D.J.; Kroken, S.; Kasuga, T.; Geiser, D.M.; Hibbett, D.S.; Fisher, M.C. 

Phylogenetic species recognition and species concepts in fungi. Fungal Genet. Biol. 2000, 31,  

21-32. 

59. Pringle, A.; Baker, D.M.; Platt, J.L.; Wares, J.P.; Latge, J.P.; Taylor, J.W. Cryptic speciation in 

the cosmopolitan and clonal human pathogenic fungus Aspergillus fumigatus. Evolution 2005, 59, 

1886-1899. 

60. O’Donnell, K.; Ward, T.J.; Geiser, D.M.; Corby Kistler, H.; Aoki, T. Genealogical concordance 

between the mating type locus and seven other nuclear genes supports formal recognition of nine 

phylogenetically distinct species within the Fusarium graminearum clade. Fungal Genet. Biol. 

2004, 41, 600-623. 

61. Buchanan, P.K. A new species of Heterobasidion (Polyporaceae) from Australasia. Mycotaxon 

1988, 32, 325-337. 

62. McDonald, B.A.; Linde, C. Pathogen population genetics, evolutionary potential, and durable 

resistance. Annu. Rev. Phytopathol. 2002, 40, 349-379. 

63. Ioos, R.; Andrieux, A.; Marcais, B.; Frey, P. Genetic characterization of the natural hybrid species 

Phytophthora alni as inferred from nuclear and mitochondrial DNA analyses. Fungal Genet. Biol. 

2006, 43, 511-529. 

64. Brasier, C.M.; Kirk, S.A.; Delcan, J.; Cooke, D.E.L.; Jung, T.; Man In’t Veld, W.A. Phytophthora 

alni sp nov and its variants: designation of emerging heteroploid hybrid pathogens spreading on 

Alnus trees. Mycol. Res. 2004, 108, 1172-1184. 

65. Brasier, C.; Webber, J. Plant pathology: Sudden larch death. Nature 2010, 466, 824-825. 



Forests 2011, 2                            

 

 

503 

66. Ridley, G.S.; Dick, M.A. Pine pitch canker disease: the name of the causal fungus and its 

distribution. Australas. Plant Pathol. 2000, 29, 263-266. 

67. Rizzo, D.M.; Garbelotto, M.; Davidson, J.M.; Slaughter, G.W.; Koike, S.T. Phytophthora 

ramorum as the cause of extensive mortality of Quercus spp. and Lithocarpus densiflorus in 

California. Plant Dis. 2002, 86, 205-214. 

68. Östbrant, I.-L. Almsjuka på Gotland: Vi behöver din hjälp för att rädda de gotländska almarna! 

Available online: http://www.lansstyrelsen.se/gotland (accessed on 16 March 2011).  

69. Cahill, D.; Rookes, J.; Wilson, B.; Gibson, L.; McDougall, K. Turner review No. 17. 

Phytophthora cinnamomi and Australia’s biodiversity: impacts, predictions and progress towards 

control. Aust. J. Bot. 2008, 56, 279-310. 

70. Gren, I.-M.; Isacs, L.; Carlsson, M. Costs of Alien Invasive Species in Sweden. AMBIO. 2009, 38, 

135-140. 

71. Ramsfield, T.D.; Ball, R.D.; Gardner, J.F.; Dick, M.A. Temperature and time combinations 

required to cause mortality of a range of fungi colonizing wood. Can. J. Plant Pathol. 2010, 32, 

368-375. 

72. Anon Council directive of 8 May 2000 on protective measures against the introduction into the 

Community of organisms harmful to plants or plant products and against their spread within the 

Community (2000/29/EC). Official J. Eur. Communities 2000, L 169, 1-112. 

73. Dwinell, L.; Adams, D.; Guerra-Santos, J.; Aquirre, J. In Pitch canker disease of Pinus radiata, 

Proc. 7th International Congress of Plant Pathology. Paper 3.7.30 in Offered Papers Abstracts—

Volume 3 Edinburgh, Scotland, 6-16 August 1998. 

74. Carlucci, A.; Colatruglio, L.; Frisullo, S. First report of pitch canker caused by Fusarium 

circinatum on Pinus halepensis and P. pinea in Apulia (Southern Italy). Plant Dis. 2007, 91, 

1683-1683. 

75. Anon Commission decision of 18 June 2007 on provisional emergency measures to prevent the 

introduction into and the spread within the Community of Gibberella circinata Nirenberg & 

O’Donnell (2007/433/EC). Official J. Eur. Union  2007, L161/66. 

76. Kowalski, T. Chalara fraxinea sp. nov. associated with dieback of ash (Fraxinus excelsior) in 

Poland. For. Pathol. 2006, 36, 264-270. 

77. Kowalski, T.; Holdenrieder, O. The teleomorph of Chalara fraxinea, the causal agent of ash 

dieback. For. Pathol. 2009, 39, 304-308. 

78. Queloz, V.; Grünig, C.R.; Berndt, R.; Kowalski, T.; Sieber, T.N.; Holdenrieder, O. Cryptic 

speciation in Hymenoscyphus albidus. For. Pathol. 2010, doi: 10.1111/j.1439-0329.2010.00645.x. 

79. Britton, K.O.; White, P.; Kramer, A.; Hudler, G. A new approach to stopping the spread of 

invasive insects and pathogens: early detection and rapid response via a global network of sentinel 

plantings. NZ J For. Sci. 2010, 40, 109-114. 

80. O’Brien, H.E.; Parrent, J.L.; Jackson, J.A.; Moncalvo, J.-M.; Vilgalys, R. Fungal Community 

Analysis by Large-Scale Sequencing of Environmental Samples. Appl. Environ. Microbiol. 2005, 

71, 5544-5550. 

81. Okland, B.; Skarpaas, O.; Schroeder, M.; Magnusson, C.; Lindelow, A.; Thunes, K. Is eradication 

of the pinewood nematode (Bursaphelenchus xylophilus) likely? An evaluation of current 

contingency plans. Risk Anal. 2010, 30, 1424-1439. 



Forests 2011, 2                            

 

 

504 

82. Mota, M.M.; Braasch, H.; Bravo, M.A.; Penas, A.C.; Burgermeister, W.; Metge, K.; Sousa, E. 

First report of Bursaphelenchus xylophilus in Portugal and in Europe. Nematology 1999, 1,  

727-734. 

83. Rodrigues, J.M. National eradication programme for the pinewood nematode. In Pine Wilt 

Disease: A Worldwide Threat to Forest Ecosystems; Mota, M.M., Vieira, P., Eds.; Springer: 

Dordrecht, The Netherlands, 2008; pp. 5-14. 

84. EPPO. First record of Bursaphelenchus xylophilus in Galicia (Spain). EPPO Reporting Service 

2010, 11, 1-3. 

85. Rizzo, D.M.; Garbelotto, M.; Hansen, E.M. Phytophthora ramorum: integrative research and 

management of an emerging pathogen in California and Oregon forests. Annu. Rev. Phytopathol. 

2005, 43, 309-335. 

86. National Board of Forestry. Stormen 2005—en skoglig analys (In Swedish); National Board of 

Forestry, Meddelande 1: Stockholm, Sweden, 2006; p. 199. 

87. Tomback, D.F.; Achuff, P. Blister rust and western forest biodiversity: ecology, values and 

outlook for white pines. For. Pathol. 2010, 40, 186-225. 

88. Ostry, M.E.; Laflamme, G. Fungi and diseases—natural components of healthy forests. Botany 

2009, 87, 22-25. 

89. Josefsson, T. Pristine forest landscapes as ecological references, human land use and ecosystem 

change in boreal Fennoscandia; Doctoral Disseration; Swedish University of Agricultural 

Sciences: Umeå, Sweden, 2009. 

90. Nilsson, P.; Cory, N. Skogsdata 2010 : Aktuella uppgifter om de svenska skogarna från 

Riksskogstaxeringen -Tema: Contortatall i Sverige (In Swedish); SLU, Institutionen för Skoglig 

Resurshushållning: Umeå, Sweden, 2010; p. 300. 

91. Anagnostakis, S.L. Chestnut blight: the classical problem of an introduced pathogen. Mycologia 

1987, 79, 23-37. 

92. Turner, J.A.; Buongiorno, J.; Zhu, S.; Prestemon, J.P.; Li, R.; Bulman, L.S. Modelling the impact 

of the exotic forest pest Nectria on the New Zealand forest sector and its major trading partners. 

NZJ For. Sci. 2007, 37, 383-411. 

93. Slaney, G.L.; Lantz, V.A.; MacLean, D.A. The economics of carbon sequestration through pest 

management: application to forested landbases in New Brunswick and Saskatchewan, Canada. 

For. Policy. Econ. 2009, 11, 525-534. 

 

© 2011 by the authors; licensee MDPI, Basel, Switzerland. This article is an open access article 

distributed under the terms and conditions of the Creative Commons Attribution license 

(http://creativecommons.org/licenses/by/3.0/). 


