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1 Introduction
As one of the most important staple food sources, wheat (Triticum spp.) is a key
component of global food security, with allohexaploid bread wheat (Triticum
aestivum L., AABBDD) dominating wheat production as the most widely
grown cereal species. However, wheat cultivation is limited by many stresses,
including fungal diseases. Septoria nodorum blotch (SNB), caused by the
fungal pathogen Parastagonospora nodorum, is notably a problem in wheatgrowing areas with high rainfall such as North-Western, Central and Eastern
Europe, Canada, the United States, South America and western Australia. For a
general review of the disease we refer to Ruud and Lillemo (2018) for details.
In this chapter, we aim to provide an in-depth overview of recent findings
with a focus on the genetics of adult plant SNB resistance in wheat and its
implications for resistance breeding.
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2 Pathogen
Parastagonospora nodorum (syn. Phaeosphaeria nodorum (E. Müll.), syn.
Leptosphaeria nodorum (E. Müll.), syn. Stagonospora nodorum (Berk.), syn.
Septoria nodorum (Berk.)) is a typical necrotrophic fungal pathogen. It belongs
to the Dothideomycetes class of the Ascomycota (Quaedvlieg et al. 2013). P.
nodorum is mainly known as a pathogen of wheat, but can occasionally also
infect barley (Hordeum vulgare) with less damage, reviewed by Cunfer (2000),
as well as wild grasses (Williams and Jones 1973). The disease caused by P.
nodorum is most commonly called Septoria nodorum blotch (SNB), but is also
known as Stagonospora nodorum blotch. When P. nodorum infects glumes, the
resulting disease is called wheat glume blotch (Oliver et al. 2016).

2.1 Symptoms
Symptoms of P. nodorum infection on wheat leaves start as oval brown necrotic
lesions that are typically surrounded by chlorosis. As they develop, these lesions
turn into irregular dark brown areas of necrotic tissue (Fig. 1a). In the field, the
symptoms can easily be confused with those caused by two other important
wheat leaf blotch fungal diseases: tan spot (TS) (caused by Pyrenophora triticirepentis) and Septoria tritici blotch (STB) (caused by Zymoseptoria tritici) (Ficke
et al. 2018a). Coinfection of these three diseases is common in field conditions
(Blixt et al. 2010; Justesen et al. submitted). However, as both STB and TS are
well-known as leaf diseases which seldom cause symptoms on wheat heads,

Figure 1 Symptoms of Septoria nodorum blotch in wheat. (a) Symptoms on leaves,
photographed by Morten Lillemo. (b) Symptoms on head, photographed by Andrea
Ficke.
Published by Burleigh Dodds Science Publishing Limited, 2021.
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glume infection is an important indicator of SNB infection. Figure 1b shows the
SNB symptoms on wheat heads, which start from brown to dark brown spots
on the glumes.

2.2 Infection cycle and epidemics
P. nodorum is a heterothallic fungus which requires two mating-type idiomorphs
in the population for sexual reproduction (Bennett et al. 2003). Wind-spread
ascospores released from wheat debris serve as the major primary source of
inoculum early in the season (Bathgate and Loughman 2001). As shown in Fig.
2, P. nodorum is also seed-transmitted (Sommerhalder et al. 2006). Infected
seeds can also be a source of primary inoculum when seed treatments are
poorly applied. After the establishment of the initial infection, the pathogen
starts producing massive pycnidiospores which can be spread through rain
splash to neighboring plants. The pathogen is polycyclic and can complete
multiple cycles in one growing season, producing a considerable amount of
pycnidiospores as secondary inoculum (Eyal et al. 1987; Sommerhalder et al.
2011). Epidemics of P. nodorum used to be common in all wheat-growing
areas with suitable climatic condition for disease development across all six

Figure 2 Infection cycle of P. nodorum. Drawing by Ling Su, adapted from Sommerhalder
et al. (2011).
Published by Burleigh Dodds Science Publishing Limited, 2021.
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wheat-growing continents (Ficke et al. 2018a; Leath et al. 1993). The pathogen
shares the same center of origin as its wheat host in the Fertile Crescent and
probably spread during wheat germplasm exchange (McDonald et al. 2012;
Ghaderi et al. 2020). As mentioned previously, P. nodorum and Z. tritici often
cause coinfection on the host in the same field, because the asexual spores of
both pathogens are spread by rain splash and prefer to grow in similar warm
and humid conditions (Bearchell et al. 2005). P. nodorum was the dominating
leaf blotch pathogen in Europe until the 1980s (Bearchell et al. 2005). Since
then, it has in most of Europe been replaced by Z. tritici, and STB management
is now responsible for large proportions of the fungicide applications in wheat
(Bearchell et al. 2005; Shaw et al. 2008; Torriani et al. 2015). The reduction
of P. nodorum epidemics in the UK has been correlated with the decrease in
sulfur pollution (Shaw et al. 2008). However, the same sulfur theory could not
explain the dominance of P. nodorum in western Australia (Oliver et al. 2012), or
Norway, which is one of the remaining P. nodorum hot spots in Europe.

2.3 Population genetics studies of P. nodorum
P. nodorum undergoes frequent sexual reproduction, and high frequency of
recombination results in pathogen populations with high genetic diversity
(McDonald and Linde 2002). Studies on P. nodorum population structure have
been carried out based on different molecular markers or sequence variations
of selected genes (McDonald et al. 2012; Murphy et al. 2000; Stukenbrock
et al. 2006). McDonald et al. (1994) investigated the genetic variability of two
P. nodorum populations in the United States with eight restriction fragment
length polymorphism (RFLP) markers and high level of genetic diversity was
found even among isolates collected from the same lesion. A similar study
investigated genetic variations of P. nodorum collections from Europe and the
United States, while only small genetic differentiations were observed between
populations (Keller et al. 1997). A western Australian P. nodorum population
genetic study was undertaken using the same RFLP markers described
above, and no evidence of population subdivision was observed due to high
genetic variability within the population (Murphy et al. 2000). Similar results
of a highly diverse pathogen population with no signs of population structure
were recently also shown for the Norwegian P. nodorum population (Lin et al.
2020b); see Section 5 of this chapter. Stukenbrock et al. (2006) used 12 simple
sequence repeat (SSR) markers to characterize the population structure of P.
nodorum at a global scale, based on nine populations from five continents.
As expected, high genetic diversity was observed within each population,
but only moderate differentiation was detected between genetically divided
populations (Stukenbrock et al. 2006). McDonald et al. (2013) compared the
genetic diversity of three P. nodorum necrotrophic effector (NE) genes (SnToxA,
Published by Burleigh Dodds Science Publishing Limited, 2021.
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SnTox1 and SnTox3) and found significant differences in allele frequencies of
the three genes among populations. However, P. nodorum populations with
high SnTox gene sequence diversities were not correlated with high diversity
at neutral loci, suggesting that the SnTox genes were under selection by local
host cultivars (McDonald et al. 2013). A high frequency of the SnToxA, SnTox1
and SnTox3 genes and higher genetic diversity at neutral SSR loci of isolates
collected in Iran compared to other geographic origins provided further
evidence to the hypothesis that P. nodorum originated as a pathogen on wheat
in the Fertile Crescent (Ghaderi et al. 2020). A recent study of 197 P. nodorum
isolates originating from the United States found evidence of two populations
that corresponded to the Upper Midwest and South-Eastern United States
(Richards et al. 2019). Interestingly, isolates belonging to the South-Eastern
populations lacked the SnToxA effector gene, which fitted well with the absence
of the ToxA-sensitivity gene, Tsn1, in the widely grown winter wheat cultivars in
the region. Overall, this suggests that effector genes in pathogen populations
are under selection pressure for fitness on host genotypes.

3 Agricultural importance and management of Septoria
nodorum blotch (SNB)
In modern agroecosystems, where high density of crops are grown, favorable
environments are provided for multi-infections where different strains of
the same pathogen can infect the same host, especially for pathogens with
large population sizes combined with high genetic diversity (McDonald
and Stukenbrock 2016; van Baalen and Sabelis 1995). It also promotes the
development of virulence due to competition between strains from the
same pathogen species and/or among pathogen species under coinfection
conditions (McDonald and Stukenbrock 2016; van Baalen and Sabelis 1995).
Under favorable climate conditions, P. nodorum can cause severe grain
shriveling and reduce yield up to 30% (Bhathal et al. 2003) by destroying the
photosynthetic capacity of the leaves and glumes.
Ascospores originating from wheat debris serve as the primary inoculum
of SNB (Bathgate and Loughman 2001). Reduced tillage, which is advocated to
reduce soil erosion, can promote SNB as it leaves higher amounts of infected
wheat straw on the soil surface, which can then serve as primary inoculum (Ficke
et al. 2018a). In addition, the pycnidiospores are spread by rain-splash. The
high density of plants within the wheat fields makes it easier for pycnidiospores
to spread to neighboring plants.
Disease management of SNB includes cultivar resistance, fungicide
treatment and stubble management. Both seed treatment and fungicide
application in the field are widely used chemical control methods for SNB
management (Solomon et al. 2006). However, Blixt et al. (2009) reported that
Published by Burleigh Dodds Science Publishing Limited, 2021.
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the majority of tested Swedish P. nodorum isolates showed reduced sensitivity
to strobilurins, which was caused by amino acid substitutions in the cytochrome
b gene. Pereira et al. (2017) reported variations in sensitivities to sterol
demethylation inhibitors (DMIs) within a global P. nodorum collection, and
the reduced sensitivity was due to non-synonymous mutations in the CYP51
gene. Neither study included P. nodorum isolates collected in recent years
(2011–present) for fungicide resistance testing. Therefore, higher frequency
of fungicide insensitive isolates would be expected in the natural P. nodorum
population due to the high selection pressure. However, field resistance to
azoles or DMIs has not been reported so far.
As mentioned previously, reduced tillage increases the amount of crop
residues that can serve as inoculum for residue-borne leaf blotch diseases
(Ficke et al. 2018a; Shaner 1995). SNB disease severity in the field has shown
significant correlations with the amount of residues, as can be expected (Mehra
et al. 2015). Residue management (e.g. burial of residues and crop rotation) can
effectively reduce the disease severity by decreasing the amount of primary
inoculum when healthy seeds are used (Mehra et al. 2015).

4 Methods used in genetic studies of Septoria nodorum
blotch (SNB)
Due to the large genome size of hexaploid bread wheat (approx. 16 Gb),
genetic studies of wheat were among the most complicated of all cultivated
plants (International Wheat Genome Sequencing 2014). Previous studies show
that the inheritance of SNB resistance is quantitative (Bostwick et al. 1993;
Wicki et al. 1999). However, neither the genetic location nor the molecular
basis of SNB resistance genes was clear before the usage of molecular
markers in the mapping of quantitative trait loci (QTL) (Czembor et al. 2003;
Friesen and Faris 2010). Thanks to the rapid development of high-throughput
genotyping technologies, genotyping by single nucleotide polymorphism
(SNP) chips are nowadays widely used in wheat (Allen et al. 2017; Wang et al.
2014a), and have largely replaced the use of SSR or DArT (diversity arrays
technology) markers which were the most commonly used marker types for
wheat genetic studies less than a decade ago (Akbari et al. 2006; Langridge
et al. 2001), resulting in an increasing numbers of published QTL mapping
studies. In addition to QTL mapping using biparental populations, genome
wide association studies (GWAS) serve as an alternative approach to genetic
mapping of SNB resistance (Adhikari et al. 2011; Gurung et al. 2014; Jighly
et al. 2016; Liu et al. 2015; Ruud et al. 2019). GWAS has two main advantages.
First, the association mapping (AM) panel saves the cost and time to construct
mapping populations (Bernardo 2016; Gupta et al. 2014). Second, the
genetic diversity and map resolution are higher in an AM panel compared to
Published by Burleigh Dodds Science Publishing Limited, 2021.
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biparental populations, since multiple historical recombination and multiple
alleles per locus are available in diverse germplasm collections (Bernardo
2016; Gupta et al. 2014). However, genetic subpopulation structure in AM
panels may result in false positive associations (Breseghello and Sorrells 2006;
Gupta et al. 2014). In addition, GWAS analysis has its limitation for detecting
QTL associated with rare alleles or rare variants; therefore, it can only be used
for detecting QTL controlled by alleles with relatively high allele frequency in
the panel (Bernardo 2016; Breseghello and Sorrells 2006; Gupta et al. 2014).
Recently, multiparent advanced generation intercross (MAGIC) populations
have also been used for SNB resistance studies (Cockram et al. 2015; Downie
et al. 2018; Lin et al. 2020a; Lin et al. 2021). The design of MAGIC populations
involves intercrossing of multiple parental lines (2n), followed by several
rounds of selfing to achieve a RIL population, which allows for increased allelic
diversity and genetic recombination relative to comparatively sized biparental
populations, while reducing the risk of false positive associations caused by
the population structure commonly present in AM panels (Cavanagh et al.
2008; Mackay et al. 2014).

4.1 Genetics of SNB resistance and the inverse gene-for-gene
model
Resistance to SNB is truly quantitative in the sense that no cultivar has been
identified with complete resistance (Aguilar et al. 2005). In addition, due to the
complexity of the pathogen population, seedling resistance to single isolates
does not guarantee adult plant resistance in the field. Moreover, the fact that leaf
blotch and glume blotch might be controlled by different genetic mechanisms
(Aguilar et al. 2005; Wicki et al. 1999) adds further to the difficulties of SNB
resistance breeding.
Most known SNB resistance mechanisms are due to lack of sensitivity
genes (Snn) in wheat genotypes to corresponding P. nodorum necrotrophic
effectors (inverse gene-for-gene model) (reviewed by Ruud and Lillemo 2018).
The gene-for-gene model is well known for interactions between biotrophic
pathogens, such as those causing powdery mildew and rust diseases, and
their host plants. As biotrophic pathogens require living host tissues, when
the host plant contains the resistance (R) gene able to recognize the product
of a pathogen’s avirulence (Avr) gene, a hypersensitive reaction (HR) will be
induced resulting in programmed cell death (PCD), thus limiting the infection
of the biotrophic pathogens (Fig. 3a). On the contrary, necrotrophic pathogens,
such as P. nodorum, utilize nutrients from dead or dying host tissues and interact
with host plants via an inverse gene-for gene model (Friesen et al. 2007). Via
the production of NEs, which interact with host susceptibility genes (Snn),
necrotrophic pathogens can trigger PCD to accelerate their infection (Fig. 3b).
Published by Burleigh Dodds Science Publishing Limited, 2021.
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Figure 3 Different plant–pathogen interaction mechanisms. (a) Gene-for-gene model,
adapted from Flor (1971). (b) Inverse gene-for-gene model, adapted from Friesen et al.
(2007). R: resistant gene, r: absence of resistant gene; Avr: avirulence gene, avr: absence
of avirulence gene; NE: necrotrophic effector, ne: absence of necrotrophic effector; S:
susceptibility gene, s: absence of susceptibility gene.

Up to now, nine NE-Snn interactions have been described; however, only
three P. nodorum NE coding genes (SnToxA, SnTox1 and SnTox3) and two host
NE sensitivity genes (Tsn1 and Snn1) have been cloned (reviewed by Peters
Haugrud et al. (2019); Ruud and Lillemo (2018)).
ToxA was characterized as a 13-kDa polypeptide host selective toxin (now
referred to as NE) produced by the wheat tan spot pathogen, Pyrenophora
tritici-repentis, and which interacts with the sensitivity gene Tsn1 on the long
arm of wheat chromosome 5B (Faris et al. 1996; Tomas et al. 1990). Later, Liu
et al. (2006) reported that P. nodorum also contains a ToxA coding gene, the
product of which targets the same wheat Tsn1 locus as tan spot. Through gene
diversity analysis, it was shown that the ToxA coding gene SnToxA in P. triticirepentis likely originated from P. nodorum through a recent horizontal gene
transfer event (Friesen et al. 2006). The cloned ToxA sensitivity gene, Tsn1, has a
typical R gene structure containing nucleotide binding site (NBS) and a leucinerich repeat (LRR) domain, as well as a serine/threonine protein kinase (S/TPK)
domain (Faris et al. 2010). However, the Tsn1 protein does not directly interact
with ToxA, suggesting that Tsn1 may mediate the signaling pathway of effectortriggered immunity (ETI) but is not the ToxA receptor (Faris et al. 2010). Recently,
it was shown that another wheat and barley pathogen, Bipolaris sorokiniana,
the cause of spot blotch, also possesses a ToxA gene that likely originated from
P. nodorum, pointing to a selective advantage of carrying the virulence factor
ToxA (Friesen et al. 2018; McDonald et al. 2018).
Tox1-Snn1 was the first reported NE-Snn interaction in the wheat–P.
nodorum pathosystem, where Tox1 was characterized as a NE produced in P.
nodorum culture filtrates interacting with the wheat sensitivity locus Snn1 on
chromosome 1B (Liu et al. 2004a). However, the cloning of SnTox1 was not
Published by Burleigh Dodds Science Publishing Limited, 2021.
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Figure 4 Projection of published field resistance QTL for SNB leaf blotch (green), glume
blotch (dark red) onto the wheat reference genome assembly (RefSeq v1.0; IWGSC 2018).
B: biparental population, G: GWAS panel, M: MAGIC population. If sequence of only
single marker was available for the QTL, QTL were marked with a superscript asterisk.

achieved until eight years after the discovery of the Tox1-Snn1 interaction (Liu
et al. 2012). SnTox1 encodes a cysteine-rich protein with 117 amino acids which
is light dependent and critical for fungal penetration (Liu et al. 2012). Further
research on Tox1 showed that it serves as a dual function protein, which can
bind the host chitinases to protect fungal infection as well as behaving like
Published by Burleigh Dodds Science Publishing Limited, 2021.
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Figure 4 (Continued).

a virulent NE (Liu et al. 2016). In the same year, Shi et al. (2016) cloned the
Tox1 wheat sensitivity gene Snn1, which encodes a wall-associated kinase
(WAK). WAK proteins are pattern recognition receptors (PRRs) which can
interact directly with pathogen-associated molecular patterns (PAMPs), such
as oligogalacturonides (OGs), which trigger PCD and are involved in plant
defense mechanisms against biotrophic pathogens (Brutus et al. 2010). In

Published by Burleigh Dodds Science Publishing Limited, 2021.

Septoria nodorum blotch resistance breeding

11

contrast to ToxA-Tsn1, which interacts in the ETI pathway, the cloning of Snn1
revealed that P. nodorum could also hijack the PAMP-triggered immunity (PTI)
pathway against biotrophic pathogens and lead to disease (Shi et al. 2016).
Tox3 was characterized after the discovery of ToxA, Tox1 and Tox2 by
Friesen et al. (2008) as a novel P. nodorum NE, interacting with the wheat
sensitivity locus designated as Snn3 on the short arm of chromosome 5B. The
Tox3 protein is around 26 kDa in size and the coding gene, which was cloned
by Liu et al. (2009), showed little homology to the previously cloned P. nodorum
NE gene SnToxA. In addition, sensitivity to Tox3 was also shown in the diploid
wheat progenitor species Aegilops tauschii and the sensitivity locus was
mapped to the short arm of chromosome 5D and is probably homoeologous
to the Snn3 locus on chromosome 5B (Zhang et al. 2011). Accordingly, the Snn3
loci present in bread wheat and Ae. tauschii are now denoted as Snn3-B1 and
Snn3-D1, respectively. Though the remaining six NE–Snn interactions have been
characterized and the sensitivity loci were mapped to wheat chromosomes
(Fig. 4) (Abeysekara et al. 2012; Abeysekara et al. 2009; Friesen et al. 2012;
Friesen et al. 2007; Gao et al. 2015; Shi et al. 2015), further studies are required
to fine-map and elucidate the molecular mechanisms of these sensitivity
loci.

4.2 Relationship between NE–Snn interactions and field
SNB severity
All the described NE–Snn interactions were firstly characterized by seedling
inoculations and infiltrations in greenhouse conditions, but there is evidence
that some NE-Snn interactions also contribute to field SNB susceptibilities
(Ruud and Lillemo 2018). Friesen et al. (2009) studied adult plant resistance
in the field by spray inoculating a mapping population segregating for Tsn1,
Snn2 and Snn3-B1 with an isolate producing both ToxA and Tox2. They found
the Tsn1 and Snn2 loci to explain 18% and 15% of the phenotypic variation,
respectively. In another study, a mapping population segregating for Snn1
and Snn3 was inoculated in the field with an isolate producing all three
known NEs, showing that the Snn1 locus could explain 19% of the phenotypic
variation for adult plant disease severity (Phan et al. 2016). Furthermore, a
field study conducted with natural P. nodorum inoculum showed that Snn3-B1
was the major determinant of SNB susceptibility in the ‘SHA3/CBRD × Naxos’
population, explaining up to 24% of the phenotypic variation (Ruud et al.
2017). It is still unclear whether there are more NE-Snn interactions influencing
the adult plant susceptibilities. A recent study by Lin et al. (2020a) reported
that one robust adult plant susceptibility QTL co-located with a seedling
sensitivity QTL to an unknown NE, which will be discussed in detail in the case
study.

Published by Burleigh Dodds Science Publishing Limited, 2021.
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4.3 Overview of reported QTL for adult plant leaf blotch
resistance
Since Aguilar et al. (2005) published the QTL study for both adult plant leaf
blotch and glume blotch resistance, more than 60 QTL have been characterized
for adult plant leaf blotch resistance on 15 different wheat chromosomes
(1A, 1B, 2A, 2B, 2D, 3A, 3B, 4A, 4B, 5A, 5B, 6A, 7A, 7B and 7D) (Fig. 4). As
shown in Fig. 4, some of the adult plant leaf blotch resistance/susceptibility
QTL colocate with the wheat NE sensitivity loci, such as Tsn1, Snn1, Snn2 and
Snn3 (Francki et al. 2018; Friesen et al. 2009; Lin et al. 2020a; Lu and Lillemo
2014; Phan et al. 2016; Ruud et al. 2017). By basic local alignment search
tool (BLAST) analysis of the marker sequences of published QTL against the
reference genome (International Wheat Genome Sequencing et al. 2018),
more adult plant leaf blotch resistance QTL, which were detected using
different mapping populations and different genetic markers, were projected
into the similar physical map region and could potentially be the same QTL
(Fig. 4). For example, overlapping QTL interval was found for the QTL reported
by Friesen et al. (2009) and Lin et al. (2021) on the long arm of chromosome 5A
(Fig. 4). However, most of the adult plant leaf blotch resistance QTL have not
been fine-mapped and the molecular mechanisms behind these QTL are still
unclear.

4.4 Relationship between seedling and adult plant resistance
Previous studies showed that SNB seedling resistance and adult plant resistance
were not highly correlated (Francki 2013; Ruud and Lillemo 2018; Shankar et al.
2008b; Uphaus et al. 2007), which could partly be due to the fact that many of
these studies used different isolates in the greenhouse experiments and the
field testing (Ruud and Lillemo 2018; Ruud et al. 2017). It has also been shown
that the correlations between seedling and adult plant leaf blotch resistance
can be relatively high when the same isolate is used for both seedling tests in
the greenhouse and adult plant tests in the field (Jönsson 1985). However, in
general, the correlations between SNB resistance at these two growth stages
are low. Since the natural P. nodorum populations are genetically diverse,
it is difficult to identify representative isolates for greenhouse assays. In
addition, even though Shankar et al. (2008b) used the same isolate mixture for
inoculation in the greenhouse and in the field in the year 2003, they found only
a weak correlation between seedling and flag leaf disease scores (r = 0.31), and
a non-significant relationship between seedling and glume blotch severity (r =
0.09). However, results of field testing might still be influenced by the natural P.
nodorum population even though specific isolate or isolates mixture are used
as inoculum.

Published by Burleigh Dodds Science Publishing Limited, 2021.
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4.5 The genetics of glume blotch resistance
The first QTL mapping study for SNB glume blotch resistance was done by
Schnurbusch et al. (2003) using a Swiss biparental winter wheat mapping
population ‘Arina × Forno’, where two significant QTL were detected on
chromosomes 3B and 4B, respectively. Up to date, 17 SNB glume blotch QTL
have been characterized on chromosomes 2A, 2B, 2D, 3B, 4A, 4B and 5D
(Fig. 4) (Czembor et al. 2019; Francki et al. 2018; Jighly et al. 2016; Lin et al.
2020a; Schnurbusch et al. 2003; Shankar et al. 2008a; Tommasini et al. 2007;
Uphaus et al. 2007). Although leaf blotch and glume blotch are symptoms
caused by the same pathogen on the same host, previous studies showed
that the genetic mechanisms controlling resistance to SNB leaf blotch and
glume blotch are different (Aguilar et al. 2005; Fried and Meister 1987; Wicki
et al. 1999). Aguilar et al. (2005) carried out the first study to investigate leaf
blotch and glume blotch resistance by assessing the disease on the same
mapping population in the same field. They identified one common QTL for
both leaf blotch and glume blotch on chromosome 2B; however, that QTL was
associated to confounding morphological traits such as heading date and
ear length (Aguilar et al. 2005). Therefore, they concluded that the resistance
of leaf blotch and glume blotch were controlled by genetically independent
mechanisms. A recent study showed that one glume blotch resistance QTL
on chromosome 2A colocated with a leaf blotch resistance QTL, which was
detected in the same study using a MAGIC population tested in the field (Lin
et al. 2020a). However, the haplotype analysis revealed that the haplotype
effects for the leaf and glume blotch QTL were different, which was congruent
with previous studies that different mechanisms controlled the resistance to
leaf and glume blotch (Lin et al. 2020a). In addition, to our knowledge, no
glume blotch resistance QTL has been characterized at the sequence level nor
being applied in resistance breeding by MAS.

5 Case study: Septoria nodorum blotch (SNB) resistance
in wheat in Norway
5.1 Status of SNB knowledge in Norwegian wheat
SNB is the dominating leaf blotch disease on wheat in Norway, and there is a
need to improve resistance in current cultivars. As reviewed by Ruud and Lillemo
(2018), the first genetic studies of SNB resistance in Norwegian germplasm
started in 2010. Based on the ‘SHA3/CBRD × Naxos’ population, SNB-resistant
QTL were detected on wheat chromosomes 1B, 3A, 3B, 5B, 7A and 7B (Lu and
Lillemo 2014). Ruud et al. (2017) used the same population for both greenhouse
and field testing, and confirmed that the QTL on the short arm of chromosome

Published by Burleigh Dodds Science Publishing Limited, 2021.
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5B detected in the previous study (Lu and Lillemo 2014) was the Tox3 sensitivity
locus Snn3-B1, which showed a major effect on wheat susceptibility at both
seedling and adult plant stages. In addition, through NE infiltrations, Ruud et al.
(2018) found that large proportions of lines in the Norwegian spring wheat
collection were sensitive to ToxA and Tox3. Interestingly, SnToxA and SnTox3
frequencies in their Norwegian P. nodorum isolate collections were also quite
high, with SnToxA and SnTox3 frequencies of 69% and 76%, respectively (Ruud
et al. 2018). A recent study by Ruud et al. (2019) identified many adult plant
resistant QTL by GWAS using a collection of 121 Nordic spring wheat cultivars
and breeding lines. Among those, one QTL on chromosome 2D was robust in
most of the tested years and significant correlations were found between field
disease severity and sensitivity to ToxA (Ruud et al. 2019). However, although
ToxA sensitivity is common in Norwegian spring wheat cultivars and showed
positive correlation with SNB severity in the field (Ruud et al. 2018), the Tsn1
locus was not significantly detected by this association study (Ruud et al.
2019).
With this as a background, we set out to do a more in-depth study of the
pathogen population in Norwegian wheat fields and conduct genetic mapping
of more germplasm using two winter wheat MAGIC populations and an
expanded GWAS panel of both spring and winter wheat lines.

5.2 Background and main objectives of recent SNB studies
in Norway
Cultivar resistance is usually considered as an effective and environmentally
friendly disease management method. However, the durability of cultivar
resistance is always being challenged due to the long time frame required for
resistance breeding and the fast evolution of virulent pathogens. The pathogen
population can adapt to new sources of host resistance quickly once a new
cultivar is released to the market. Therefore, knowledge of the pathogen
population is vital to optimize resistance breeding strategies and to help exploit
the limited resistance resources in an effective way. In addition, apart from
improving the usage of cultivar resistance, knowledge of the local pathogen
population would also be beneficial to improve other disease management
approaches such as chemical application and agronomic control methods. For
example, a pathogen population that undergoes regular sexual reproduction
and has a high mutation rate, high gene flow and a large population size is
considered to have high evolutionary potential (McDonald and Linde 2002).
Typically, the risk of breaking qualitative cultivar resistance is high for such
populations. Additionally, fungicide resistance alleles may also spread quickly
when pathogen populations are under high selection pressure. Moreover,
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as such diverse populations evolve rapidly, they will also adapt quickly to
changing environments. Therefore, disease management should be adjusted
accordingly. For instance, stacking different qualitative resistance genes or
using quantitative resistance to breed resistant cultivar can make it more difficult
for a highly adaptive pathogen population to overcome the host resistance.
In order to gain knowledge of the local Norwegian P. nodorum pathogen
population, we collected and genotyped single spore isolates from spring and
winter wheat fields across three seasons in the main wheat-growing regions in
Norway. Different methods were used to analyze potential subdivision of the
pathogen population due to sampling location, time or the cultivars the isolates
were collected from. Since coinfection of P. nodorum and Z. tritici was more
common on winter wheat but less on spring wheat (Justesen et al., submitted),
we hypothesized to find differences between pathogen populations on different
wheat types due to different competition pressure. Moreover, we analyzed the
allele frequencies of SnTox genes and investigated whether local adaptation
was evident due to these virulence factors.
Cultivar resistance is still insufficient and currently no cultivar shows
complete resistance to SNB. One of the main objectives of our genetic studies
has been to identify loci associated with SNB resistance in breeder-relevant
germplasm in order to improve resistance breeding. Up to now, nine NE–Snn
interactions have been characterized, with only a few of them showing important
role in SNB susceptibility in the field as reviewed in section 4.2. However, since
the P. nodorum populations are characterized by high genetic diversity, we
hypothesized that additional NE-Snn interactions might be present, but not
discovered yet. Three genetic studies of SNB resistance will be described here:
(1) using one winter wheat MAGIC population (NIAB Elite) from the UK (Lin et al.
2020a), (2) a winter wheat MAGIC population (BMWpop) from Germany (Lin
et al. 2021) and (3) a GWAS of field resistance using two Norwegian association
mapping panels: one winter wheat panel and one spring wheat panel (Lin et al. in
prep.).
The main objectives were to:
•• investigate the genetic structure of the Norwegian P. nodorum pathogen
population;
•• evaluate NE–Snn interaction-related QTL at both seedling and adult plant
stages using a MAGIC population of UK origin;
•• assess the genetics of SNB disease severity of another MAGIC population
of German origin and compare the QTL detected from the two MAGIC
populations; and
•• discover robust SNB resistance QTL in the field using two association
mapping panels.
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5.3 Main results and discussions of case study
5.3.1 Case study 1: Investigating the genetic structure of
Norwegian P. nodorum populations
In the pathogen population study (Lin et al. 2020b), wheat leaf samples were
collected from three major Norwegian wheat-growing areas including five
counties, from 2015 to 2017. A total of 165 single spore isolates of P. nodorum
were isolated from the leaf samples and recorded with information on sampling
location, year and source cultivar. We genotyped the isolate collection
together with nine foreign isolates using 20 SSR markers, three known SnTox
genes (SnToxA, SnTox1 and SnTox3) and two mating-type idiomorphs (Lin
et al. 2020b). We used different methods to analyze whether the pathogen
population could be subdivided by location, time or the cultivars the isolates
were collected from. McDonald and Linde (2002) hypothesized that pathogen
populations with combined sexual and asexual reproduction, high gene flow,
high mutation rate and large population size have relatively high evolutionary
potential. The P. nodorum population in Norway was found to perfectly fit this
model. Both mating types (MAT1-1 and MAT1-2) were present in all tested
locations and the ratio between the two mating types did not significantly (p
< 0.05) deviate from 1:1 in any location, although the nationwide mating type
ratio showed a slight deviation from 1:1 (p < 0.05). Overall, the Norwegian P.
nodorum population exhibited the signature of sexual reproduction. Results
from principal component analysis (PCA), STRUCTURE and ‘snapclust’ analyses
revealed that there was no genetic population structure in the collected P.
nodorum isolates. The analysis of molecular variance (AMOVA) confirmed
that the genetic variations were larger within location, year, cultivar or wheat
type rather than between these classifications, and no population subdivisions
could be observed by location, year, cultivar or wheat types. Interestingly,
we did not even find any substantial genetic differentiation between the
Norwegian P. nodorum population and the nine foreign isolates included in
the PCA analysis. This finding was supported by the observation that genetic
distances estimated between individual Norwegian isolates were as large as,
or sometimes even larger than, those between Norwegian isolates and foreign
isolates. Consistent with previous P. nodorum population genetic studies (Keller
et al. 1997; McDonald et al. 2012; Murphy et al. 2000; Stukenbrock et al. 2006),
high genetic variability was found in the Norwegian P. nodorum population.
Even though we found two isolates with the same SSR multilocus genotype,
no clonal isolates were found in a single sampling location. This finding is
also an indicator of large effective population size. As the mutation rate for
a pathogen is usually fixed and generally low (McDonald and Linde 2002),
large population size also means that a large number of mutants exist in the
population.
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Pathogens with high evolutionary potential usually have specific
characteristics, such as a high potential of adaptation, high risk of breaking
down qualitative host resistance, substantial advantage in competition with
other pathogens and a high risk of developing fungicide resistance (McDonald
and Linde 2002). The management control for P. nodorum should take all these
characteristics into account. The results of the pathogen population study (Lin
et al. 2020b) showed that Norwegian P. nodorum isolates have significantly
higher frequency of the virulence gene, SnToxA (67.9 %), compared to a
previously reported European population study (12%) (McDonald et al. 2013).
We hypothesized that this large difference in SnToxA allele frequency was due
to the local adaptation to the high frequency of the ToxA sensitivity allele Tsn1
in Norwegian spring wheat cultivars; in Norway more spring wheat is grown
than winter wheat, and ToxA sensitivity is common in Norwegian spring wheat
cultivars (Ruud et al. 2018). Our 165 P. nodorum isolates were collected from
13 cultivars which covered 95% of the wheat market share from 2015 to 2017.
Among these cultivars, only four are sensitive to ToxA and three of those are
spring wheat cultivars. The only ToxA-sensitive winter wheat cultivar was the
relatively old cultivar ‘Magnifik’ which had only 6–7% of the market share,
while the widely cultivated recent spring wheat cultivars ‘Mirakel’, ‘Krabat’
and ‘Demonstrant’ are all sensitive to ToxA (Ruud et al. 2018), implying a high
frequency of ToxA-sensitive alleles at Tsn1 in current Norwegian spring wheat
cultivars. The main results from the GWAS (Lin et al. in prep.) also supported
this, showing that Tsn1 was significantly detected in the field using the full set
of the Norwegian spring wheat association panel. As mentioned in Section 4.1,
ToxA is not only a virulence factor for P. nodorum, but also for the tan spot (D.
tritici-repentis) and spot blotch (B. sorokiniana) pathogens. Removing the Tsn1
susceptibility allele from current wheat cultivars may, therefore, be beneficial
for multiple diseases.
However, eliminating a single susceptibility gene will not manage the
disease completely. As discussed earlier, qualitative resistance is easy to break
by a pathogen with high evolutionary potential. P. nodorum isolates likely carry
more than one NE gene, and could regulate the expression level of effector
genes based on the host sensitivity (Peters Haugrud et al. 2019). For example,
Tsn1 was not significantly associated with SNB in the winter wheat panel (Lin
et al. in prep.), as most winter wheat lines did not carry this susceptibility
gene. However, two other NE sensitivity loci, Snn1 and Snn3, which were not
significant in the Norwegian spring wheat association panel, were significantly
associated with SNB resistance/susceptibility in the winter wheat panel.
One could also hypothesize that high genetic diversity and frequent sexual
recombination leads to more complicated effector profiles in the natural P.
nodorum population. Therefore, stacking more resistance QTL is needed to
decrease the SNB disease severity (Lin et al. in prep.).
Published by Burleigh Dodds Science Publishing Limited, 2021.

18

Septoria nodorum blotch resistance breeding

As mentioned in Section 2.2, Z. tritici is the dominant pathogen in the leaf
blotch disease complex in many other European countries, while P. nodorum is
still the major leaf blotch pathogen in Norway (Ficke et al. 2018b; Justesen et al.,
submitted). One possible explanation could be that, since more spring wheat is
grown in Norway, the limited growing season of spring wheat is too short for the
longer latent period in Z. tritici development, which limits the expansion of its
population size. In the meantime, P. nodorum could successfully maintain large
natural populations on spring wheat due to its shorter latent period (Cunfer
1999) and rapid adaptation, which makes it more competitive in comparison to
Z. tritici on the same host.
Resistances to different groups of fungicides have been reported in
P. nodorum populations by different studies, as described in Section 3. As
Norwegian P. nodorum has a large effective population size and has been
treated with fungicides for decades, we would expect a large amount of
fungicide-resistant mutations to exist in the population. When being consistently
exposed to the same fungicide, the mutant allele may spread quickly in the
population due to rapid sexual recombination and massive production of
asexual pycnidiospores. Therefore, the large population size, frequent sexual
reproduction and high genetic variability in Norwegian P. nodorum indicated a
potentially high risk of fungicide resistance.
Thus, integrated pest management (IPM) is recommended to control SNB.
Firstly, wheat debris should be removed before the next growing season in
order to reduce the primary inoculum source, and consequently the pathogen
population size. Alternatively, a two-year crop rotation appears to effectively
reduce the risk of leaf blotch epidemics even under conducive environmental
conditions (Pedersen and Hughes 1992). Secondly, cultivars insensitive to known
effectors and possessing other resistance mechanisms should be preferred.
Thirdly, use of healthy or fungicide-treated seeds should be recommended to
decrease the spread of disease. Lastly, combining or rotating fungicides with
different modes of action may effectively decrease the selection pressure of
fungicide-resistant mutants in the pathogen population.

5.3.2 Case study 2: QTL mapping using NIAB MAGIC population
The NIAB Elite MAGIC population consists of more than 1000 RILs and was
genotyped using an Illumina iSelect 90K SNP array (Mackay et al. 2014; Wang
et al. 2014a). A subset of around 500 RILs were tested in Norway for four years
using infected straw as inoculum and in the UK for two years of SNB resistance
testing, inoculated by spore suspension. We also conducted seedling infiltration
and inoculation assays using three P. nodorum isolates in order to compare QTL
identified in the field with those identified under controlled conditions at the
seedling stage (Lin et al. 2020a). The population segregates for sensitivity to
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Figure 5 Haplotype analysis for BMWpop leaf blotch QTL QSnb.nmbu-2A.1/2018.
(a) Haplotype analysis of mean disease severity in field season 2016. (b–c) Haplotype
analysis of corrected disease severity in field season 2017 and 2018, respectively, and the
mean disease ratings for the eight founders are indicated. Haplotypes labeled with same
letter represented no significant differences between haplotype disease severities as
detected by Kruskalmc test (p < 0.05). (d) Genotype of each haplotype based on five SNP
markers. SNP marker names are listed in order as below: wsnp_CAP8_c2677_1394934,
AX-95661975, RAC875_c38018_278, AX-94508462 and BS00090569_51 (Lin et al. 2021).

all three well-characterized NEs (SnToxA, SnTox1 and SnTox3), and showed a
broad genetic variation for both seedling and adult plant resistance. However,
the correlation in resistance between seedling and adult plant resistance was
low.
As described above, disease severities of both adult plant leaf blotch
and glume blotch were scored in field trials in Norway, while only leaf blotch
was scored in the UK. By extracting residuals of disease scores from a linear
regression using plant height and days to heading as covariates, we tried to
reduce the influences caused by these confounding traits in order to detect
true SNB resistance QTL (Lin et al. 2020a). When assessing the disease
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severities of the MAGIC founders, rankings of disease severities were different
for leaf blotch and glume blotch. Notably, the most susceptible founder Xi19
for leaf blotch showed moderate resistance to glume blotch, suggesting that
the resistance mechanisms to leaf blotch and glume blotch might be different.
Eight QTL on chromosomes 2A, 2D, 3A, 4A, 6A and 7D were identified for leaf
blotch, while three QTL on chromosomes 2A, 5D and 6A were identified for
glume blotch, and most of the QTL were different. Interestingly, we identified
an overlapping QTL, QSnb.niab-2A.3, on chromosome 2A for both leaf blotch
and glume blotch. Therefore, we considered that they represented a common
QTL associated with both leaf blotch and glume blotch. Results of haplotype
analysis showed that haplotype effects were significant for leaf blotch in many
years and one year for glume blotch. However, the susceptible haplotype for
leaf blotch showed the opposite effect for glume blotch, implying that leaf
blotch and glume blotch resistance might indeed be controlled by different
mechanisms and that the QTL identified might represent two closely located
but independent genes or gene clusters, which is in agreement with the results
from other studies (Aguilar et al. 2005; Francki 2013; Shankar et al. 2008b).
Nevertheless, when comparing published QTL with QTL identified in our study,
we found colocation of the glume blotch QTL with an NE sensitivity locus.
QSnb.niab-6A.2 detected for glume blotch in 2016 might colocate with the
Tox6 sensitivity locus Snn6 (Gao et al. 2015) indicating that NE–Snn interactions
might potentially also play a role in glume blotch susceptibility. NE–Snn
interactions were deeply investigated for leaf blotch at the seedling stage with
only a few cases where seedling resistance QTL showed an effect on adult plant
leaf resistance. However, whether NE–Snn interactions play a role in glume
blotch resistance is still unknown. More research on glume blotch is needed to
clarify the genetic mechanism of glume blotch resistance and whether NE–Snn
interactions are involved in glume susceptibility.

5.3.3 Case study 3: QTL mapping using BMWpop MAGIC
population
We validated the most robust QTL, QSnb.niab-2A.3, identified using the NIAB
MAGIC population on an independent multi-founder population with different
genetic background, the BMWpop MAGIC (Lin et al. 2021). The BMWpop
consists of 394 F6:8 RILs and was genotyped using the 20K Infinium iSelect array
(Stadlmeier et al. 2018). Field testing of SNB resistance using BMWpop was
conducted in Norway from 2016 to 2018 using the same methodology as for
the NIAB MAGIC population (Lin et al. 2020a).
The QTL (QSnb.nmbu-2A.1) was significantly detected in two years out of
a three-year study, and the haplotype effect of the QTL (Fig. 5, (Lin et al. 2021))
was significantly associated with field SNB susceptibility across all years tested,
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indicating the robustness of the QTL and the potential value of applying it in
MAS. In addition, another robust adult plant resistance QTL, QSnb.nmbu-5A
.1, which was only found in this BMWpop MAGIC population, showed additive
effect to QSnb.nmbu-2A.1. Therefore, it was concluded that using MAS to
combine resistance alleles at these two loci could be a promising strategy
for improving SNB resistance in wheat breeding. Moreover, the multi-locus
haplotypes determined in the study provided markers for efficient tracking of
these beneficial alleles in future wheat genetics and breeding activities (Lin
et al. 2021).

5.3.4 Case study 4: QTL detected using GWAS
The GWAS was conducted using a winter wheat panel consisting of 103 lines
and a spring wheat panel of 296 lines. Both panels consisted of cultivars,
breeding lines and frequently used crossing parents representing the relevant
genetic diversity for Norwegian wheat breeding, and were genotyped using
the 35K Axiom array (Allen et al. 2017). The winter wheat panel was tested for
SNB resistance in field trials from 2016 to 2019, while the spring wheat panel
was tested from 2016 to 2018 (Lin et al. in prep.). The most consistent QTL
across years were detected on chromosomes 2A and 5A using the winter wheat
association panel, while on chromosomes 1A, 2B and 5B using the spring
wheat panel. Interestingly, the significant QTL on 5B detected by the spring
wheat panel is likely the ToxA sensitivity gene Tsn1, which was not significantly
detected when the subset of this panel was used for analysis (Ruud et al. 2019).
In addition, one robust QTL on the short arm of chromosome 2A detected
by the winter wheat panel was of interest for further haplotype analysis, as it
explained a relatively large proportion of the phenotypic variation (R2 = 14%).
By combining historical data, the haplotype effect was shown to be significant
in seven out of nine tested years (Fig. 6). The resistant allele on chromosome
2A was carried by many lines with German origin while most Norwegian and
Swedish lines carried the susceptible allele. Moreover, we found that the
resistant haplotype was rare in the Norwegian spring wheat panel and that all
lines with the resistant haplotype originated from CIMMYT. It was, therefore,
concluded that integrating this resistant allele into local germplasm may
improve the SNB resistance in Norwegian wheat (Lin et al., in prep.).

5.3.5 Can sensitivity to NEs explain differences in host SNB
resistance in the field?
Since the discovery of the first NE–Snn interaction in the wheat P. nodorum
pathogen system by Liu et al. (2004b), many studies have focused on these
interactions and more NEs have been characterized (described in Section 4.1).
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However, debates as to how much of the host resistance/susceptibility can be
explained by NE–Snn interactions are still ongoing (Francki 2013; Ruud and
Lillemo 2018). We also found interesting results from our own studies. In the
GWAS (Lin et al., in prep.), we identified SNB field QTL to colocate with numerous
NE sensitivity loci, such as Tsn1, Snn1, Snn2 and Snn3-B1, even though some of
them were not consistently detected across multiple years. However, our results
highlighted the potential usefulness of screening NE sensitivities in breeding
lines to reduce field SNB susceptibility. For the QTL mapping using the NIAB
Elite MAGIC population, except for QTL QSnb.niab-2A.3 and QSnb.niab-3A,
which were detected by both crude CF infiltration and in the field, no other
QTL were detected as significant in both greenhouse (i.e. culture filtrate, NE
infiltration and seedling P. nodorum resistance) and field conditions (Lin et al.
2020a). Furthermore, the disease severities of seedling testing and field testing
were not highly correlated. One possible explanation could be that the isolates
selected in our greenhouse testing were not representative for the Norwegian P.
nodorum population. Probably some uncharacterized NEs played an important
role in the field but were not expressed or possessed by the selected isolates
in our greenhouse study. Since naturally infected straw was used as inoculum
for field experiments in Norway, multiple infections by different isolates were
expected in the field. From the pathogen population study (Lin et al. 2020b)
we knew that all of the three well-characterized NE genes (SnToxA, SnTox1 and
SnTox3) were common in the Norwegian P. nodorum population. NIAB Elite
MAGIC segregates for all related sensitivity loci Tsn1, Snn1 and Snn3-B1, but
these QTL were not detected in the field in any of the tested years neither in
Norway nor in the UK, while only the Snn2 locus was identified in one year from
the UK trial as a ʻweak QTLʼ (Lin et al. 2020a). Similar results were shown for
the BMWpop, which segregated for both Snn1 and Snn3-B1; however, neither
of these QTL were identified in the field using the BMWpop (Lin et al. 2021).
Therefore, collectively our observations supported the hypothesis proposed
by Peters Haugrud et al. (2019) that P. nodorum isolates may not simultaneously
express all of the NE genes they harbor. Instead, depending on the host genetic
background, the pathogen exploits a ‘cost-effective’ way to choose which NE
to express when the host possesses many sensitivity loci (Peters Haugrud
et al. 2019). Epistatic effects caused by host Snn genes may result in this
phenomenon as well; however, more gene expression analyses on host Snn
genes are required to disentangle this issue. As resistance/susceptibility to SNB
is a quantitative trait, plant defense mechanisms other than NE–Snn interactions
are also likely to be involved in the P. nodorum–wheat interaction in the field.
For example, some resistant wheat cultivars minimize fungal penetration by
producing lignified papillae (Bird and Ride 1981). Recently, Zhang et al. (2019)
reported the genetic introgression of novel resistance genes to both tan spot
and SNB from the diploid wheat species Aegilops speltoides to bread wheat
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by chromosome engineering, which provided new resistance resources and
opportunities to investigate SNB resistance mechanisms other than the NE–Snn
interactions. Other general resistance mechanisms are still unexplored.

5.3.6 Field inoculation methods
From an SNB resistance breeding point of view, our results illustrated the
importance of field testing using natural pathogen populations as inoculum
instead of arbitrarily selecting isolates for resistance screening. Spraying
spore suspensions for SNB field inoculation is a standard method used by
many studies (Fried and Meister 1987; Laubscher et al. 1966; Uphaus et al.
2007; Wicki et al. 1999), and it has its own specific advantages. For instance,
the same isolates could be used in both greenhouse and field studies.
Therefore, higher correlations between field and controlled environments
would be expected compared to using natural inoculum. In addition, as
inoculum is applied directly to either wheat leaves or heads, this method
could reduce the influence of confounding traits such as plant height and days
to heading, which was observed in the UK trial of the NIAB Elite MAGIC (Lin
et al. 2020a). However, as discussed in Section 5.3.1, the high genetic diversity
of the P. nodorum natural population made it difficult to select representative
isolates. Such diversity is expected when the natural population has been
long established and commonly undergoes sexual reproduction, and the
resulting large effective population size increased the difficulty of choosing
representative isolates for screening. Moreover, large proportions of field
resistance could not be explained by known NE–Snn interactions alone.
Therefore, NE screening under controlled greenhouse conditions and field
testing with natural P. nodorum populations should be combined in order to
breed for better resistance.

5.3.7 Influences of plant height and days to heading on SNB
disease severity in the field
Under natural conditions, SNB develops from the lower leaves to the upper
leaves. Thus, tall and late lines may avoid heavy infection due to morphological
and phenological avoidance. Therefore, as previously discussed, confounding
traits such as plant height and days to heading would interfere with the
detection of the true SNB QTL. Correcting the effects caused by such traits were
achieved in this study by extracting the residuals of disease scores from a linear
regression using plant height and days to heading as covariates. Additionally,
we compared QTL detected by the corrected disease data and uncorrected
disease data for the NIAB Elite MAGIC population to further investigate the
influences caused by these traits (Lin et al. 2020a). In general, all ʻstrong QTLʼ
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identified by uncorrected leaf blotch data were detected by corrected data,
indicating that the methodology used was robust. In addition, less QTL were
identified by the uncorrected dataset and common significant QTL detected
by both datasets became less significant using uncorrected data, highlighting
the influence of the confounding traits on the reliable detection of true SNB
QTL. In addition, QTL analysis of uncorrected glume blotch data showed that
only two ʻstrong QTLʼ were detected and both were common with plant height
QTL on chromosomes 4B and 4D. ʻWeak QTLʼ detected by uncorrected glume
blotch data were all detected using corrected glume blotch data. And similar
to the analysis of leaf blotch, those true SNB QTL detected using uncorrected
glume blotch phenotypes were less significant than the ones detected using
the corrected glume blotch phenotypes (Lin et al. 2020a).

5.4 Case study conclusions
•• The Norwegian P. nodorum population has high evolutionary potential,
high genetic diversity and no detectable population subdivision.
•• Due to its ability of rapid local adaptation and risk of evolving fungicide
resistance, the principles of integrated disease management should be
used in order to control SNB in Norway. The overall disease pressure
should be reduced by the joint efforts of good agronomic practice (stubble
management, crop rotation), choice of resistant cultivars and application
of fungicides when needed.
•• ToxA is the major virulence factor in the Norwegian P. nodorum population,
probably due to the local adaptation to Norwegian spring wheat cultivars.
Eliminating the ToxA sensitivity allele Tsn1 in Norwegian spring wheat
cultivars may reduce future SNB infection.
•• Three robust QTL were detected: two by QTL mapping in MAGIC (on
the long arm of chromosome 2A and on 5A) and one by GWAS (on the
short arm of 2A). All effects were confirmed by haplotype analysis and the
corresponding markers can be used in MAS.
•• Correlations between SNB seedling resistance and adult plant resistance
are generally low and not all seedling-stage NE–Snn interactions detected
in the greenhouse are of field relevance.
•• In order to improve SNB resistance, field testing should be carried
out using natural P. nodorum populations as inoculum and cannot be
completely replaced by greenhouse assays.
•• Resistance to SNB leaf blotch and glume blotch are controlled by different
mechanisms.
•• SNB resistance is quantitative and most of the SNB resistance-associated
QTL each explain a low proportion of the phenotypic variations (<10%)
under field conditions. However, stacking of resistant alleles in MAGIC
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RILs and the GWAS panels showed significant effect on reducing disease
severity.

6 Future trends
6.1 Applying CRISPR/Cas9 technology to improve SNB resistance
Classic plant breeding is mainly based on crossing and selection, which
requires genetic recombination and allelic variability. However, sometimes
allelic diversity is limited in domesticated crops or it is only some specific traits,
such as disease resistance, that is the intended breeding target. In order to
introduce beneficial traits from wild relatives to domesticated crops, it often
takes 10–15 years to break the linkage drag with undesired traits (Steuernagel
et al. 2016). While mutation breeding is a fast way to create genetic variation,
mutations caused by either physical or chemical mutagens are usually
unpredictable. Genome editing can precisely edit the plant genome and
create predictable mutations in elite cultivars, thereby saving the time for
backcrossing and overcoming linkage drag. Simultaneously, it also accelerates
the selection process by decreasing the effect of random mutations (Li et al.
2012). Genome editing based on the recent CRISPR (clustered, regularly
interspaced, short palindromic repeats)/Cas9 system (Zhang et al. 2014) has
already been applied to multiple crops. CRISPR/Cas9 can also target multiple
homoeologues simultaneously in polyploid crops, such as hexaploid bread
wheat and tetraploid potato (Andersson et al. 2017; Feng et al. 2016; Liang
et al. 2017; Wang et al. 2014b; Zong et al. 2017). In addition, CRISPR/Cas9
has been successfully used for editing susceptibility genes to key pathogens,
with the knock-out mutants all showing enhanced resistance (Berg et al. 2017;
Peng et al. 2017; Wang et al. 2014b). As discussed in Section 4.1 (this chapter),
two NE sensitivity loci, Tsn1 and Snn1, have been characterized at the gene
level, and no yield penalty associated with NE insensitivity has been found
so far (Oliver et al. 2014). Eliminating such NE sensitivity alleles by CRISPR/
Cas9 from elite cultivars would reduce susceptibility to SNB, and at the same
time keep all other desired traits. However, applying this technology requires
sequence knowledge of the candidate gene, and is in many countries also
subject to the same regulations as genetically modified organisms (Turnbull
et al. 2021). At the moment, the other seven known Snn loci remain uncloned,
therefore eliminating susceptibility at these loci currently still relies on MAS or
NE screening assays.

6.2 Marker-assisted selection (MAS)
MAS has been widely used in wheat breeding for selecting major agronomic
and quality traits, as well as resistances to different diseases (Bernardo 2008;
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Dreisigacker et al. 2016; Miedaner and Korzun 2012; Toth et al. 2019). In
comparison to traditional phenotypic selection, which usually requires selection
in many generations, selections based on molecular markers can fix the allele
of the desired trait in the early generations with high accuracy in the absence
of phenotypic data (Dreisigacker et al. 2016; Toth et al. 2019). It is practical
especially for breeding disease resistance traits, as MAS can be applied for
stacking multiple resistance genes even when some of the diseases have not
been present in the field environment (Toth et al. 2019). The selection accuracy
of MAS also largely depends on the markers being used. Functional markers
which locate within the target genes are diagnostic; however, such markers
are not always available. Alternatively, markers linked to the target gene/QTL
that to a large degree co-segregate with the desired allele can also be used
in MAS. But the selection accuracy depends on the genetic distance between
the marker and the gene/QTL, and sometimes may result in false positives
in a different population. Therefore, linked markers should be validated in
populations with different genetic background before being applied in MAS.
As described in the previous sections, MAS can be used to eliminate the NE
sensitivity loci in the breeding germplasm. For example, Zhang et al. (2009)
developed SSR markers linked to Tsn1 and Snn2 which could be used for MAS.
In recent years, mapping populations for SNB resistance are genotyped by SNP
chips (Cockram et al. 2015; Francki et al. 2020; Lin et al. 2020a; Lin et al. 2021).
Significant SNP markers can be simply converted into KASP genotyping system
for selection (Cockram et al. 2015; Downie et al. 2018). Moreover, as Tsn1 and
Snn1 genes have been cloned, diagnostic markers can be easily developed
based on the gene sequence. Nevertheless, the resistance/susceptibility to
SNB is a quantitative trait. There will be limitation to how much of the genetic
variation can be captured in MAS even if diagnostic markers would become
available for all the important sensitivity loci.

6.3 Genomic selection (GS)
Genomic prediction/selection uses large amounts of genetic markers cov
ering all chromosomes and prior phenotypic and genotypic data of a training
population to estimate the breeding values or predict the phenotypic
performance of genotypes with unknown phenotypes (Meuwissen et al. 2001).
Unlike conventional MAS which selects breeding germplasm using a relatively
small number of genetic markers linked to previously detected major QTL/
genes, GS includes genetic information of the whole genome which might give
a more accurate prediction of an individual’s breeding value (Bernardo and Yu
2007). As reviewed by Bernardo (2016), with the increase in marker density, size
of the training population and heritability of the trait, the accuracy of genomic
prediction will also increase. In addition, compared to treating all markers with
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equal random effects as is normally used in GS, fixing marker effects of major
genes can also improve the prediction accuracy (Bernardo 2014). Genomic
selection may well represent an efficient solution toward SNB resistance
breeding as the SNB resistance is a complicated quantitative trait and only few
diagnostic markers are available for MAS. Indeed, in our GWAS study only a
small part (≤ 17%) of the genetic variation for the trait was explained by the
QTL detected (Lin et al. in prep.). Besides, many markers were detected, which
would make MAS unfeasible. Genomic selection using genome-wide markers
will likely capture much more of the genetic variances. Juliana et al. (2017)
conducted the first genomic prediction study on wheat leaf blotch resistances
including SNB. However, the study was based on seedling SNB resistance
which might not highly correlate with field resistance, as discussed previously
in this chapter. Odilbekov et al. (2019) conducted a genomic prediction study
on another wheat leaf blotch disease – STB – using a Nordic winter wheat panel,
and found that by setting significant markers from GWAS as fixed effects, the
prediction accuracy improved from 0.47 to 0.62. With the prior knowledge of
the significant markers obtained from our GWAS study, genomic prediction
based on field SNB resistance will probably be more relevant for breeders to
use in practice.

7 Conclusion
Wheat resistance to P. nodorum is quantitatively inherited and is usually a result
of complicated interactions. Interactions between NEs produced by P. nodorum
and wheat sensitivity loci have been well characterized since Liu et al. (2004a).
In addition to that, additive and epistatic effects were found between different
NE–Snn interactions (Peters Haugrud et al. 2019; Phan et al. 2016; Shi et al.
2016). Moreover, due to the coevolutionary nature of the host and pathogens,
P. nodorum populations may also shift virulence factors, for example, which
NE to produce, by adapting to the NE sensitivities of the host cultivars (Lin
et al. 2020b; Phan et al. 2019; Richards et al. 2019). Though leaf blotch and
glume blotch are just different symptoms caused by the same pathogen on
the same host, resistance to leaf blotch and glume are likely controlled by
different genetic mechanisms (Aguilar et al. 2005; Francki 2013; Lin et al.
2020a; Shankar et al. 2008b), which makes it more difficult to breed for SNB
resistance. It has been proved that some of the NE sensitivity loci play important
roles in field susceptibility (Friesen et al. 2009; Phan et al. 2016; Ruud et al.
2017), for which either MAS or NE infiltration can be applied on germplasm
screening to eliminate the sensitivity alleles. Despite the fact that many NE
sensitivity loci have been characterized, functional markers are in most cases
not available. Thanks to the rapid development of wheat genome studies,
such as the Chinese spring reference genome (International Wheat Genome
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Sequencing et al. 2018) and the recently published pan-genome of 15 diverse
cultivars representing the global wheat diversity (Walkowiak et al. 2020), it is
expected that the new bioinformatic tools will assist the cloning of more and
more wheat resistance/susceptibility genes in the upcoming years. Thus, gene
editing technology might also be applied to knock out the susceptibility genes
in elite cultivars to reduce their SNB severity. Nevertheless, most of the NE–Snn
interactions were based on seedling testing with selected isolates, which were
quite different from the field conditions where plants were usually exposed
to the highly diverse natural pathogen population. Therefore, MAS based on
Snn genes might still not be able to significantly reduce the field susceptibility.
Genomic selection might provide higher selection accuracy than MAS for SNB
adult plant resistance, as it is suitable for predicting quantitative traits and
taking genotype-by-environment interactions into account.

8 Where to look for further information
Below are some selected papers which are recommended for further reading.
Friesen and Faris (2012) provide detailed descriptions of the methodologies
for investigating the NE-Snn interactions. The short review by Oliver et al.
(2016) studied the most common necrotrophic wheat diseases in Australia and
wheat resistance mechanisms against those diseases. Francki (2013) reviewed
the SNB resistance from a breeding point of view and proposed strategies for
improving the SNB resistance in breeding programs. The study by Ruud and
Lillemo (2018) generally reviewed SNB and provided details of published SNBrelated QTL. Insights into breeding strategies based on the current knowledge
of resistance mechanisms are also provided by Downie et al. (2020). A recent
published research article by Peters Haugrud et al. (2019) investigated the
interactions of the wheat–P. nodorum pathosystem, which illustrated the
complicated nature of SNB resistance.

9 Acknowledgements
The case study in this chapter was conducted as part of the ERA-NET project
‘EfectaWheat’ with funding for both authors received from the Research
Council of Norway (grant NFR 251894). We are grateful for the collaboration
with consortium partners at NIAB, UK (James Cockram, Beatrice Corsi, Rowena
Downie), Bavarian State Research Center for Agriculture, Germany (Lorenz
Hartl, Volker Mohler, Melanie Stadlmeier), Aarhus University, Denmark (Lise
Nistrup Jørgensen, Annemarie Fejer Justesen), Curtin University, Australia
(Richard Oliver, Kar-Chun Tan) as well as the national collaborators at NIBIO
(Andrea Ficke) and Graminor (Jon Arne Dieseth, Muath Alsheikh).

Published by Burleigh Dodds Science Publishing Limited, 2021.

30

Septoria nodorum blotch resistance breeding

10 References
Abeysekara, N. S., Faris, J. D., Chao, S., McClean, P. E. and Friesen, T. L. (2012). Wholegenome QTL analysis of Stagonospora nodorum blotch resistance and validation
of the SnTox4-Snn4 interaction in hexaploid wheat. Phytopathology 102(1):94–104
doi:10.1094/PHYTO-02-11-0040.
Abeysekara, N. S., Friesen, T. L., Keller, B. and Faris, J. D. (2009). Identification and
characterization of a novel host-toxin interaction in the wheat-Stagonospora nodorum
pathosystem. Theor. Appl. Genet. 120(1):117–126 doi:10.1007/s00122-009-1163-6.
Adhikari, T. B., Jackson, E. W., Gurung, S., Hansen, J. M. and Bonman, J. M. (2011).
Association mapping of quantitative resistance to Phaeosphaeria nodorum in spring
wheat landraces from the USDA National Small Grains Collection. Phytopathology
101(11):1301–1310 doi:10.1094/PHYTO-03-11-0076.
Aguilar, V., Stamp, P., Winzeler, M., Winzeler, H., Schachermayr, G., Keller, B., Zanetti, S. and
Messmer, M. M. (2005). Inheritance of field resistance to Stagonospora nodorum
leaf and glume blotch and correlations with other morphological traits in hexaploid
wheat (Triticum aestivum L.). Theor. Appl. Genet. 111(2):325–336 doi:10.1007/
s00122-005-2025-5.
Akbari, M., Wenzl, P., Caig, V., Carling, J., Xia, L., Yang, S., Uszynski, G., Mohler, V.,
Lehmensiek, A., Kuchel, H., Hayden, M. J., Howes, N., Sharp, P., Vaughan, P.,
Rathmell, B., Huttner, E. and Kilian, A. (2006). Diversity arrays technology (DArT)
for high-throughput profiling of the hexaploid wheat genome. Theor. Appl. Genet.
113(8):1409–1420 doi:10.1007/s00122-006-0365-4.
Allen, A. M., Winfield, M. O., Burridge, A. J., Downie, R. C., Benbow, H. R., Barker, G. L.,
Wilkinson, P. A., Coghill, J., Waterfall, C., Davassi, A., Scopes, G., Pirani, A., Webster,
T., Brew, F., Bloor, C., Griffiths, S., Bentley, A. R., Alda, M., Jack, P., Phillips, A. L.
and Edwards, K. J. (2017). Characterization of a Wheat Breeders’ Array suitable
for high-throughput SNP genotyping of global accessions of hexaploid bread
wheat (Triticum aestivum). Plant Biotechnol. J. 15(3):390–401 doi:10.1111/pbi
.12635.
Andersson, M., Turesson, H., Nicolia, A., Falt, A. S., Samuelsson, M. and Hofvander, P.
(2017). Efficient targeted multiallelic mutagenesis in tetraploid potato (Solanum
tuberosum) by transient CRISPR-Cas9 expression in protoplasts. Plant Cell Rep.
36(1):117–128 doi:10.1007/s00299-016-2062-3.
Bathgate, J. A. and Loughman, R. (2001). Ascospores are a source of inoculum of
Phaeosphaeria nodorum, P. avenaria f. sp. avenaria and Mycosphaerella graminicola
in Western Australia. Austral. Plant Pathol. 30(4):317–322 doi:10.1071/AP01043.
Bearchell, S. J., Fraaije, B. A., Shaw, M. W. and Fitt, B. D. (2005). Wheat archive links longterm fungal pathogen population dynamics to air pollution. Proc. Natl. Acad. Sci. U.S
A. 102(15):5438–5442 doi:10.1073/pnas.0501596102.
Bennett, R. S., Yun, S. H., Lee, T. Y., Turgeon, B. G., Arseniuk, E., Cunfer, B. M. and Bergstrom,
G. C. (2003). Identity and conservation of mating type genes in geographically
diverse isolates of Phaeosphaeria nodorum. Fungal Genet. Biol. 40(1):25–37
doi:10.1016/s1087-1845(03)00062-8.
Berg, J. A., Appiano, M., Bijsterbosch, G., Visser, R. G. F., Schouten, H. J. and Bai, Y. (2017).
Functional characterization of cucumber (Cucumis sativus L.) Clade V MLO genes.
BMC Plant Biol. 17(1):80 doi:10.1186/s12870-017-1029-z.

Published by Burleigh Dodds Science Publishing Limited, 2021.

Septoria nodorum blotch resistance breeding

31

Bernardo, R. (2008). Molecular markers and selection for complex traits in plants: learning
from the last 20 years. Crop Sci. 48(5):1649–1664 doi:10.2135/cropsci2008.03.0131.
Bernardo, R. (2014). Genomewide selection when major genes are known. Crop Sci.
54(1):68–75 doi:10.2135/cropsci2013.05.0315.
Bernardo, R. (2016). Bandwagons I, too, have known. Theor. Appl. Genet. 129(12):2323–
2332 doi:10.1007/s00122-016-2772-5.
Bernardo, R. and Yu, J. M. (2007). Prospects for genome-wide selection for quantitative
traits in maize. Crop Sci. 47(3):1082–1090 doi:10.2135/cropsci2006.11.0690.
Bhathal, J. S., Loughman, R. and Speijers, J. (2003). Yield reduction in wheat in relation to
leaf disease from yellow (tan) spot and Septoria nodorum blotch. Eur. J. Plant Pathol.
109(5):435–443 doi:10.1023/A:1024277420773.
Bird, P. M. and Ride, J. P. (1981). The resistance of wheat to Septoria-nodorum - fungal
development in relation to. Physiol. Plant Pathol. 19(3):289–299 doi:10.1016/
S0048-4059(81)80063-X.
Blixt, E., Djurle, A., Yuen, J. and Olson, Å (2009). Fungicide sensitivity in Swedish
isolates of Phaeosphaeria nodorum. Plant Pathol. 58(4):655–664 doi:10.1111/
j.1365-3059.2009.02041.x.
Blixt, E., Olson, Å., Lindahl, B., Djurle, A. and Yuen, J. (2010). Spatiotemporal variation
in the fungal community associated with wheat leaves showing symptoms similar
to Stagonospora nodorum blotch. Eur. J. Plant Pathol. 126(3):373–386 doi:10.1007/
s10658-009-9542-z.
Bostwick, D. E., Ohm, H. W. and Shaner, G. (1993). Inheritance of Septoria-glume blotch
resistance in wheat. Crop Sci. 33(3):439–443 doi:10.2135/cropsci1993.0011183X0
03300030005x.
Breseghello, F. and Sorrells, M. E. (2006). Association analysis as a strategy for
improvement of quantitative traits in plants. Crop Sci. 46(3):1323–1330 doi:10.2135/
cropsci2005.09-0305.
Brutus, A., Sicilia, F., Macone, A., Cervone, F. and De Lorenzo, G. (2010). A domain swap
approach reveals a role of the plant wall-associated kinase 1 (WAK1) as a receptor
of oligogalacturonides. Proc. Natl. Acad. Sci. U.S.A. 107(20):9452–9457 doi:10.1073/
pnas.1000675107.
Cavanagh, C., Morell, M., Mackay, I. and Powell, W. (2008). From mutations to MAGIC:
resources for gene discovery, validation and delivery in crop plants. Curr. Opin. Plant
Biol. 11(2):215–221 doi:10.1016/j.pbi.2008.01.002.
Cockram, J., Scuderi, A., Barber, T., Furuki, E., Gardner, K. A., Gosman, N., Kowalczyk, R.,
Phan, H. P., Rose, G. A., Tan, K. C., Oliver, R. P. and Mackay, I. J. (2015). Fine-mapping
the wheat Snn1 locus conferring sensitivity to the Parastagonospora nodorum
necrotrophic effector SnTox1 using an eight founder multiparent advanced
generation inter-cross population. G3 (Bethesda) 5(11):2257–2266 doi:10.1534/
g3.115.021584.
Cunfer, B. M. (1999). Stagonospora and septoria pathogens of cereals: the infection process.
In van Ginkel, M., McNab, A. and Krupinsky, J. (Eds) Septoria and Stagonospora
Diseases of Cereals: A Compilation of Global Research. CIMMYT, Mexico, pp 41–45.
Cunfer, B. M. (2000). Stagonospora and Septoria diseases of barley, oat and rye. Can. J.
Plant Pathol. 22(4):332–348 doi:10.1080/07060660009500452.
Czembor, P. C., Arseniuk, E., Czaplicki, A., Song, Q., Cregan, P. B. and Ueng, P. P. (2003).
QTL mapping of partial resistance in winter wheat to Stagonospora nodorum blotch.
Genome 46(4):546–554 doi:10.1139/g03-036.
Published by Burleigh Dodds Science Publishing Limited, 2021.

32

Septoria nodorum blotch resistance breeding

Czembor, P. C., Arseniuk, E., Radecka-Janusik, M., Piechota, U. and Słowacki, P. (2019).
Quantitative trait loci analysis of adult plant resistance to Parastagonospora
nodorum blotch in winter wheat cv. Liwilla (Triticum aestivum L.). Eur. J. Plant Pathol.
155(3):1001–1016 doi:10.1007/s10658-019-01829-5.
Downie, R. C., Bouvet, L., Furuki, E., Gosman, N., Gardner, K. A., Mackay, I. J., Campos
Mantello, C., Mellers, G., Phan, H. T. T., Rose, G. A., Tan, K. C., Oliver, R. P. and Cockram,
J. (2018). Assessing European wheat sensitivities to Parastagonospora nodorum
necrotrophic effectors and fine-mapping the Snn3-B1 locus conferring sensitivity to
the effector SnTox3. Front. Plant Sci. 9:881 doi:10.3389/fpls.2018.00881.
Downie, R. C., Lin, M., Corsi, B., Ficke, A., Lillemo, M., Oliver, R. P., Phan, H., Tan,
K. C. and Cockram J. (2020). Septoria nodorum blotch of wheat: disease
management and resistance breeding in the face of shifting disease dynamics
and a changing environment. (Early View) Phytopathology 27. doi:10.1094/
PHYTO-07-20-0280-RVW.
Dreisigacker, S., Sukumaran, S., Guzmán, C., He, X., Lan, C., Bonnett, D. and Crossa, J.
(2016). Molecular marker-based selection tools in spring bread wheat improvement:
CIMMYT experience and prospects. In: Rajpal V. RS, Raina S. (ed) Molecular Breeding
for Sustainable Crop Improvement. Sustainable Development and Biodiversity
11:421–474 Switzerland. doi:10.1007/978-3-319-27090-6.
Eyal, Z., Scharen, A. L., Prescott, J. M. and Ginkel, M. V. (1987). The Septoria Diseases of
Wheat : Concepts and Methods of Disease Management. CIMMYT, Mexico.
Faris, J. D., Anderson, J. A., Francl, L. J. and Jordahl, J. G. (1996). Chromosomal location
of a gene conditioning insensitivity in wheat to a necrosis-inducing culture filtrate
from Pyrenophora tritici-repentis. Phytopathology 86(5):459–463 doi:10.1094/
Phyto-86-459.
Faris, J. D., Zhang, Z., Lu, H., Lu, S., Reddy, L., Cloutier, S., Fellers, J. P., Meinhardt, S. W.,
Rasmussen, J. B., Xu, S. S., Oliver, R. P., Simons, K. J. and Friesen, T. L. (2010). A
unique wheat disease resistance-like gene governs effector-triggered susceptibility
to necrotrophic pathogens. Proc. Natl Acad. Sci. U.S.A. 107(30):13544–13549
doi:10.1073/pnas.1004090107.
Feng, C., Yuan, J., Wang, R., Liu, Y., Birchler, J. A. and Han, F. (2016). Efficient targeted
genome modification in maize using CRISPR/Cas9 system. J. Genet. Genomics
43(1):37–43 doi:10.1016/j.jgg.2015.10.002.
Ficke, A., Cowger, C., Bergstrom, G. and Brodal, G. (2018a). Understanding yield loss
and pathogen biology to improve disease management: Septoria nodorum
Blotch - A case study in wheat. Plant Dis. 102(4):696–707 doi:10.1094/PDIS-09-17
-1375-FE.
Ficke, A., Dieseth, J. A., Kim, M. O. and Lillemo, M. (2018b). Bladsjukdommer i norsk
hvete. Forekomst, betydning of tiltak. In: Jord- og Plantekultur 2018/NIBIO BOK.
Norwegian Institute of Bioeconomy Research:108–112.
Flor, H. H. (1971). Current status of the gene-for-gene concept. Annu. Rev. Phytopathol.
9(1):275–296 doi:10.1146/annurev.py.09.090171.001423.
Francki, M. G. (2013). Improving Stagonospora nodorum resistance in wheat: a review.
Crop Sci. 53(2):355–365 doi:10.2135/cropsci2012.06.0347.
Francki, M. G., Walker, E., Li, D. A. and Forrest, K. (2018). High-density SNP mapping
reveals closely linked QTL for resistance to Stagonospora nodorum blotch (SNB)
in flag leaf and glume of hexaploid wheat. Genome 61(2):145–149 doi:10.1139/
gen-2017-0203.
Published by Burleigh Dodds Science Publishing Limited, 2021.

Septoria nodorum blotch resistance breeding

33

Francki, M. G., Walker, E., McMullan, C. J. and Morris, W. G. (2020). Multi-location
evaluation of global wheat lines reveal multiple QTL for adult plant resistance to
Septoria nodorum Blotch (SNB) detected in specific environments and in response
to different isolates. Front. Plant Sci. 11:771 doi:10.3389/fpls.2020.00771.
Fried, P. M. and Meister, E. (1987). Inheritance of leaf and head resistance of winter
wheat to septoria nodorum in a diallel cross. Phytopathology 77(10):1371–1375
doi:10.1094/Phyto-77-1371.
Friesen, T. L., Chu, C., Xu, S. S. and Faris, J. D. (2012). SnTox5-Snn5: a novel Stagonospora
nodorum effector-wheat gene interaction and its relationship with the SnToxATsn1 and SnTox3-Snn3-B1 interactions. Mol. Plant Pathol. 13(9):1101–1109
doi:10.1111/j.1364-3703.2012.00819.x.
Friesen, T. L., Chu, C. G., Liu, Z. H., Xu, S. S., Halley, S. and Faris, J. D. (2009). Hostselective toxins produced by Stagonospora nodorum confer disease susceptibility
in adult wheat plants under field conditions. Theor. Appl. Genet. 118(8):1489–1497
doi:10.1007/s00122-009-0997-2.
Friesen, T. L. and Faris, J. D. (2010). Characterization of the wheat-Stagonospora
nodorum disease system: what is the molecular basis of this quantitative
necrotrophic disease interaction? Can. J. Plant Pathol. 32(1):20–28 doi:10.1080/
07060661003620896.
Friesen, T. L. and Faris, J. D. (2012). Characterization of plant-fungal interactions involving
necrotrophic effector-producing plant pathogens. In: Bolton, M. D. and Thomma, B.
P. H. J. (Eds) Plant Fungal Pathogens: Methods and Protocols. Humana Press, Totowa,
NJ, pp 191–207.
Friesen, T. L., Holmes, D. J., Bowden, R. L. and Faris, J. D. (2018). ToxA is present in the
U.S. Bipolaris sorokiniana population and is a significant virulence factor on wheat
harboring Tsn1. Plant Dis. 102(12):2446–2452 doi:10.1094/PDIS-03-18-0521-RE.
Friesen, T. L., Meinhardt, S. W. and Faris, J. D. (2007). The Stagonospora nodorumwheat pathosystem involves multiple proteinaceous host-selective toxins and
corresponding host sensitivity genes that interact in an inverse gene-for-gene
manner. Plant J. 51(4):681–692 doi:10.1111/j.1365-313X.2007.03166.x.
Friesen, T. L., Stukenbrock, E. H., Liu, Z., Meinhardt, S., Ling, H., Faris, J. D., Rasmussen,
J. B., Solomon, P. S., McDonald, B. A. and Oliver, R. P. (2006). Emergence of a new
disease as a result of interspecific virulence gene transfer. Nat. Genet. 38(8):953–956
doi:10.1038/ng1839.
Friesen, T. L., Zhang, Z., Solomon, P. S., Oliver, R. P. and Faris, J. D. (2008). Characterization
of the interaction of a novel Stagonospora nodorum host-selective toxin
with a wheat susceptibility gene. Plant Physiol. 146(2):682–693 doi:10.1104/
pp.107.108761.
Gao, Y., Faris, J. D., Liu, Z., Kim, Y. M., Syme, R. A., Oliver, R. P., Xu, S. S. and Friesen, T.
L. (2015). Identification and characterization of the SnTox6-Snn6 interaction in
the Parastagonospora nodorum-wheat pathosystem. Mol. Plant Microbe Interact.
28(5):615–625 doi:10.1094/MPMI-12-14-0396-R.
Ghaderi, F., Sharifnabi, B., Javan‐Nikkhah, M., Brunner, P. C. and McDonald, B. A. (2020).
SnToxA ,SnTox1, and SnTox3 originated in Parastagonospora nodorum in the Fertile
Crescent. Plant Pathol. 69(8):1482–1491 doi:10.1111/ppa.13233.
Gupta, P. K., Kulwal, P. L. and Jaiswal, V. (2014). Association mapping in crop
plants: opportunities and challenges. Adv. Genet. 85:109–147 doi:10.1016/
B978-0-12-800271-1.00002-0.
Published by Burleigh Dodds Science Publishing Limited, 2021.

34

Septoria nodorum blotch resistance breeding

Gurung, S., Mamidi, S., Bonman, J. M., Xiong, M., Brown-Guedira, G. and Adhikari, T.
B. (2014). Genome-wide association study reveals novel quantitative trait loci
associated with resistance to multiple leaf spot diseases of spring wheat. PLoS ONE
9(9):e108179 doi:10.1371/journal.pone.0108179.
International Wheat Genome Sequencing Consortium (IWGSC) (2014). A chromosomebased draft sequence of the hexaploid bread wheat (Triticum aestivum) genome.
Science 345(6194):1251788 doi:10.1126/science.1251788.
International Wheat Genome Sequencing Consortium (IWGSC), IWGSC RefSeq principal
investigators: Appels, R., Eversole, K., Feuillet, C., Keller, B., Rogers, J., Stein, N.,
IWGSC whole-genome assembly principal investigators: Pozniak, C. J., Stein, N.,
Choulet, F., Distelfeld, A., Eversole, K., Poland, J., Rogers, J., Ronen, G., Sharpe, A. G.,
Whole-genome sequencing and assembly: Pozniak, C., Ronen, G., Stein, N., Barad,
O., Baruch, K., Choulet, F., Keeble-Gagnère, G., Mascher, M., Sharpe, A. G., Ben-Zvi,
G., Josselin, A. A., Hi-C data-based scaffolding: Stein, N., Mascher, M., Himmelbach,
A., Whole-genome assembly quality control and analyses: Choulet, F., KeebleGagnère, G., Mascher, M., Rogers, J., Balfourier, F., Gutierrez-Gonzalez, J., Hayden,
M., Josselin, A. A., Koh, C., Muehlbauer, G., Pasam, R. K., Paux, E., Pozniak, C. J.,
Rigault, P., Sharpe, A. G., Tibbits, J., Tiwari, V., Pseudomolecule assembly: Choulet, F.,
Keeble-Gagnère, G., Mascher, M., Josselin, A. A., Rogers, J., RefSeq genome
structure and gene analyses: Spannagl, M., Choulet, F., Lang, D., Gundlach, H.,
Haberer, G., Keeble-Gagnère, G., Mayer, K. F. X., Ormanbekova, D., Paux, E., Prade,
V., Šimková, H., Wicker, T., Automated annotation: Choulet, F., Spannagl, M.,
Swarbreck, D., Rimbert, H., Felder, M., Guilhot, N., Gundlach, H., Haberer, G.,
Kaithakottil, G., Keilwagen, J., Lang, D., Leroy, P., Lux, T., Mayer, K. F. X., Twardziok, S.,
Venturini, L., Manual gene curation: Appels, R., Rimbert, H., Choulet, F., Juhász, A.,
Keeble-Gagnère, G., Subgenome comparative analyses: Choulet, F., Spannagl, M.,
Lang, D., Abrouk, M., Haberer, G., Keeble-Gagnère, G., Mayer, K. F. X., Wicker, T.,
Transposable elements: Choulet, F., Wicker, T., Gundlach, H., Lang, D., Spannagl, M.,
Phylogenomic analyses: Lang, D., Spannagl, M., Appels, R., Fischer, I., Transcriptome
analyses and RNA-seq data: Uauy, C., Borrill, P., Ramirez-Gonzalez, R. H., Appels, R.,
Arnaud, D., Chalabi, S., Chalhoub, B., Choulet, F., Cory, A., Datla, R., Davey, M. W.,
Hayden, M., Jacobs, J., Lang, D., Robinson, S. J., Spannagl, M., Steuernagel, B.,
Tibbits, J., Tiwari, V., van Ex, F., Wulff, B. B. H., Whole-genome methylome: Pozniak, C.
J., Robinson, S. J., Sharpe, A. G., Cory, A., Histone mark analyses: Benhamed, M.,
Paux, E., Bendahmane, A., Concia, L., Latrasse, D., BAC chromosome MTP IWGSC–
Bayer Whole-Genome Profiling (WGP) tags: Rogers, J., Jacobs, J., Alaux, M., Appels,
R., Bartoš, J., Bellec, A., Berges, H., Doležel, J., Feuillet, C., Frenkel, Z., Gill, B., Korol,
A., Letellier, T., Olsen, O. A., Šimková, H., Singh, K., Valárik, M., van der Vossen, E.,
Vautrin, S., Weining, S., Chromosome LTC mapping and physical mapping quality
control: Korol, A., Frenkel, Z., Fahima, T., Glikson, V., Raats, D., Rogers, J., RH mapping:
Tiwari, V., Gill, B., Paux, E., Poland, J., Optical mapping: Doležel, J., Číhalíková, J.,
Šimková, H., Toegelová, H., Vrána, J., Recombination analyses: Sourdille, P., Darrier,
B., Gene family analyses: Appels, R., Spannagl, M., Lang, D., Fischer, I., Ormanbekova,
D., Prade, V., CBF gene family: Barabaschi, D., Cattivelli, L., Dehydrin gene family:
Hernandez, P., Galvez, S., Budak, H., NLR gene family: Steuernagel, B., Jones, J. D. G.,
Witek, K., Wulff, B. B. H., Yu, G., PPR gene family: Small, I., Melonek, J., Zhou, R.,
Prolamin gene family: Juhász, A., Belova, T., Appels, R., Olsen, O. A., WAK gene
family: Kanyuka, K., King, R., Stem solidness (SSt1) QTL team: Nilsen, K., Walkowiak,
Published by Burleigh Dodds Science Publishing Limited, 2021.

Septoria nodorum blotch resistance breeding

35

S., Pozniak, C. J., Cuthbert, R., Datla, R., Knox, R., Wiebe, K., Xiang, D., Flowering locus
C (FLC) gene team: Rohde, A., Golds, T., Genome size analysis: Doležel, J., Čížková,
J., Tibbits, J., MicroRNA and tRNA annotation: Budak, H., Akpinar, B. A., Biyiklioglu,
S., Genetic maps and mapping: Muehlbauer, G., Poland, J., Gao, L., GutierrezGonzalez, J., N’Daiye, A., BAC libraries and chromosome sorting: Doležel, J.,
Šimková, H., Číhalíková, J., Kubaláková, M., Šafář, J., Vrána, J., BAC pooling, BAC
library repository, and access: Berges, H., Bellec, A., Vautrin, S., IWGSC sequence
and data repository and access: Alaux, M., Alfama, F., Adam-Blondon, A. F., Flores, R.,
Guerche, C., Letellier, T., Loaec, M., Quesneville, H., Physical maps and BAC-based
sequences: 1A BAC sequencing and assembly: Pozniak, C. J., Sharpe, A. G.,
Walkowiak, S., Budak, H., Condie, J., Ens, J., Koh, C., Maclachlan, R., Tan, Y., Wicker,
T., 1B BAC sequencing and assembly: Choulet, F., Paux, E., Alberti, A., Aury, J. M.,
Balfourier, F., Barbe, V., Couloux, A., Cruaud, C., Labadie, K., Mangenot, S., Wincker,
P., 1D, 4D, and 6D physical mapping: Gill, B., Kaur, G., Luo, M., Sehgal, S., 2AL physical
mapping: Singh, K., Chhuneja, P., Gupta, O. P., Jindal, S., Kaur, P., Malik, P., Sharma, P.,
Yadav, B., 2AS physical mapping: Singh, N. K., Khurana, J., Chaudhary, C., Khurana,
P., Kumar, V., Mahato, A., Mathur, S., Sevanthi, A., Sharma, N., Tomar, R. S., 2B, 2D, 4B,
5BL, and 5DL IWGSC–Bayer Whole-Genome Profiling (WGP) physical maps: Rogers,
J., Jacobs, J., Alaux, M., Bellec, A., Berges, H., Doležel, J., Feuillet, C., Frenkel, Z., Gill,
B., Korol, A., van der Vossen, E., Vautrin, S., 3AL physical mapping: Gill, B., Kaur, G.,
Luo, M., Sehgal, S., 3DS physical mapping and BAC sequencing and assembly:
Bartoš, J., Holušová, K., Plíhal, O., 3DL BAC sequencing and assembly: Clark, M. D.,
Heavens, D., Kettleborough, G., Wright, J., 4A physical mapping, BAC sequencing,
assembly, and annotation: Valárik, M., Abrouk, M., Balcárková, B., Holušová, K., Hu,
Y., Luo, M., 5BS BAC sequencing and assembly: Salina, E., Ravin, N., Skryabin, K.,
Beletsky, A., Kadnikov, V., Mardanov, A., Nesterov, M., Rakitin, A., Sergeeva, E., 6B
BAC sequencing and assembly: Handa, H., Kanamori, H., Katagiri, S., Kobayashi, F.,
Nasuda, S., Tanaka, T., Wu, J., 7A physical mapping and BAC sequencing: Appels, R.,
Hayden, M., Keeble-Gagnère, G., Rigault, P., Tibbits, J., 7B physical mapping, BAC
sequencing, and assembly: Olsen, O. A., Belova, T., Cattonaro, F., Jiumeng, M.,
Kugler, K., Mayer, K. F. X., Pfeifer, M., Sandve, S., Xun, X., Zhan, B., 7DS BAC sequencing
and assembly: Šimková, H., Abrouk, M., Batley, J., Bayer, P. E., Edwards, D., Hayashi,
S., Toegelová, H., Tulpová, Z., Visendi, P., 7DL physical mapping and BAC sequencing:
Weining, S., Cui, L., Du, X., Feng, K., Nie, X., Tong, W., Wang, L., Figures: Borrill, P.,
Gundlach, H., Galvez, S., Kaithakottil, G., Lang, D., Lux, T., Mascher, M., Ormanbekova,
D., Prade, V., Ramirez-Gonzalez, R. H., Spannagl, M., Stein, N., Uauy, C., Venturini, L.,
Manuscript writing team: Stein, N., Appels, R., Eversole, K., Rogers, J., Borrill, P.,
Cattivelli, L., Choulet, F., Hernandez, P., Kanyuka, K., Lang, D., Mascher, M., Nilsen, K.,
Paux, E., Pozniak, C. J., Ramirez-Gonzalez, R. H., Šimková, H., Small, I., Spannagl, M.,
Swarbreck, D. and Uauy, C. (2018) Shifting the limits in wheat research and breeding
using a fully annotated reference genome. Science 361(6403):eaar7191
doi:10.1126/science.aar7191.
Jighly, A., Alagu, M., Makdis, F., Singh, M., Singh, S., Emebiri, L. C. and Ogbonnaya, F.
C. (2016). Genomic regions conferring resistance to multiple fungal pathogens in
synthetic hexaploid wheat. Mol. Breed. 36(9) doi:10.1007/s11032-016-0541-4.
Jönsson, J. (1985). Evaluation of leaf resistance to Septoria nodorum in winter wheat at
seedling and adult plant stage. Agri Hortique Genet. 43:52–68.

Published by Burleigh Dodds Science Publishing Limited, 2021.

36

Septoria nodorum blotch resistance breeding

Juliana, P., Singh, R. P., Singh, P. K., Crossa, J., Rutkoski, J. E., Poland, J. A., Bergstrom, G.
C. and Sorrells, M. E. (2017). Comparison of models and whole-genome profiling
approaches for genomic-enabled prediction of Septoria tritici Blotch, Stagonospora
nodorum blotch, and tan spot resistance in wheat. Plant Genome 10(2):1–16
doi:10.3835/plantgenome2016.08.0082.
Justesen, A. F, Corsi, B., Ficke, A., Hartl, L., Holdgate, S., Jørgensen, L. N., Lillemo, M.,
Lin, M., Mackay, I. J., Mohler, V., Stadlmeier, M., Tan, K. C., Turner, J., Oliver, R. P. and
Cockram, J. (submitted). Hidden in plain sight: a molecular field survey of three
wheat leaf blotch fungal diseases in north-western Europe shows co-infection is
widespread. Submitted to Eur. J. Plant Pathol.
Keller, S. M., McDermott, J. M., Pettway, R. E., Wolfe, M. S. and McDonald, B. A. (1997). Gene
flow and sexual reproduction in the wheat glume blotch pathogen Phaeosphaeria
nodorum (anamorph Stagonospora nodorum). Phytopathology 87(3):353–358
doi:10.1094/PHYTO.1997.87.3.353.
Langridge, P., Lagudah, E. S., Holton, T. A., Appels, R., Sharp, P. J. and Chalmers, K. J.
(2001). Trends in genetic and genome analyses in wheat: a review. Aust. J. Agric. Res.
52(12):1043–1077 doi:10.1071/AR01082.
Laubscher, F. X., Wechmar, B. and Schalkwyk, D. (1966). Heritable resistance of wheat
varieties to glume blotch (Septoria nodorum Berk.). J. Phytopathol. 56(3):260–264
doi:10.1111/j.1439-0434.1966.tb02262.x.
Leath, S., Scharen, A. L., Dietzholmes, M. E. and Lund, R. E. (1993). Factors associated with
global occurrences of Septoria-nodorum blotch and Septoria-tritici blotch of wheat.
Plant Dis. 77(12):1266–1270 doi:10.1094/PD-77-1266.
Li, T., Liu, B., Spalding, M. H., Weeks, D. P. and Yang, B. (2012). High-efficiency TALENbased gene editing produces disease-resistant rice. Nat. Biotechnol. 30(5):390–392
doi:10.1038/nbt.2199.
Liang, Z., Chen, K., Li, T., Zhang, Y., Wang, Y., Zhao, Q., Liu, J., Zhang, H., Liu, C., Ran,
Y. and Gao, C. (2017). Efficient DNA-free genome editing of bread wheat using
CRISPR/Cas9 ribonucleoprotein complexes. Nat. Commun. 8:14261 doi:10.1038/
ncomms14261.
Lin, M., Corsi, B., Ficke, A., Tan, K. C., Cockram, J. and Lillemo, M. (2020a). Genetic
mapping using a wheat multi-founder population reveals a locus on chromosome
2A controlling resistance to both leaf and glume blotch caused by the necrotrophic
fungal pathogen Parastagonospora nodorum. Theor. Appl. Genet. 133(3):785–808
doi:10.1007/s00122-019-03507-w.
Lin, M., Ficke, A., Cockram, J. and Lillemo, M. (2020b). Genetic structure of the Norwegian
Parastagonospora nodorum population. Front. Microbiol. 11:1280 doi:10.3389/
fmicb.2020.01280.
Lin, M., Stadlmeier, M., Mohler, V., Tan, K. C., Ficke, A., Cockram, J. and Lillemo, M. (2021).
Identification and cross-validation of genetic loci conferring resistance to Septoria
nodorum blotch using a German multi-founder winter wheat population. Theor.
Appl. Genet. 134(1):125–142 doi:10.1007/s00122-020-03686-x.
Liu, Z., El-Basyoni, I., Kariyawasam, G., Zhang, G., Fritz, A., Hansen, J., Marais, F.,
Friskop, A., Chao, S., Akhunov, E. and Baenziger, P. S. (2015). Evaluation and
association mapping of resistance to tan spot and Stagonospora nodorum blotch
in adapted winter wheat germplasm. Plant Dis. 99(10):1333–1341 doi:10.1094/
PDIS-11-14-1131-RE.

Published by Burleigh Dodds Science Publishing Limited, 2021.

Septoria nodorum blotch resistance breeding

37

Liu, Z., Faris, J. D., Oliver, R. P., Tan, K. C., Solomon, P. S., McDonald, M. C., McDonald, B.
A., Nunez, A., Lu, S., Rasmussen, J. B. and Friesen, T. L. (2009). SnTox3 acts in effector
triggered susceptibility to induce disease on wheat carrying the Snn3 gene. PLoS
Pathog. 5(9):e1000581 doi:10.1371/journal.ppat.1000581.
Liu, Z., Friesen, T. L., Ling, H., Meinhardt, S. W., Oliver, R. P., Rasmussen, J. B. and Faris,
J. D. (2006). The Tsn1–ToxA interaction in the wheat–Stagonospora nodorum
pathosystem parallels that of the wheat–tan spot system. Genome 49(10):1265–1273
doi:10.1139/g06-088.
Liu, Z., Zhang, Z., Faris, J. D., Oliver, R. P., Syme, R., McDonald, M. C., McDonald, B. A.,
Solomon, P. S., Lu, S., Shelver, W. L., Xu, S. and Friesen, T. L. (2012). The cysteine
rich necrotrophic effector SnTox1 produced by Stagonospora nodorum triggers
susceptibility of wheat lines harboring Snn1. PLoS Pathog. 8(1):e1002467
doi:10.1371/journal.ppat.1002467.
Liu, Z. H., Faris, J. D., Meinhardt, S. W., Ali, S., Rasmussen, J. B. and Friesen, T. L. (2004).
Genetic and physical mapping of a gene conditioning sensitivity in wheat to a partially
purified host-selective toxin produced by stagonospora nodorum. Phytopathology
94(10):1056–1060 doi:10.1094/PHYTO.2004.94.10.1056.
Liu, Z. H., Gao, Y., Kim, Y. M., Faris, J. D., Shelver, W. L., de Wit, P. J., Xu, S. S. and Friesen,
T. L. (2016). SnTox1, a Parastagonospora nodorum necrotrophic effector, is a dualfunction protein that facilitates infection while protecting from wheat-produced
chitinases. New Phytol. 211(3):1052–1064 doi:10.1111/nph.13959.
Lu, Q. and Lillemo, M. (2014). Molecular mapping of adult plant resistance to
Parastagonospora nodorum leaf blotch in bread wheat lines ‘Shanghai-3/Catbird’
and ‘Naxos’. Theor. Appl. Genet. 127(12):2635–2644 doi:10.1007/s00122-014
-2404-x.
Mackay, I. J., Bansept-Basler, P., Barber, T., Bentley, A. R., Cockram, J., Gosman, N.,
Greenland, A. J., Horsnell, R., Howells, R., O’Sullivan, D. M., Rose, G. A. and Howell, P.
J. (2014). An eight-parent multiparent advanced generation inter-cross population
for winter-sown wheat: creation, properties, and validation. G3 (Bethesda) 4(9):1603–
1610 doi:10.1534/g3.114.012963.
McDonald, B. A. and Linde, C. (2002). Pathogen population genetics, evolutionary
potential, and durable resistance. Annu. Rev. Phytopathol. 40:349–379 doi:10.1146/
annurev.phyto.40.120501.101443.
McDonald, B. A., Miles, J., Nelson, L. R. and Pettway, R. E. (1994). Genetic-variability in
nuclear-DNA in-field populations of stagonospora-nodorum. Phytopathology
84(3):250–255 doi:10.1094/Phyto-84-250.
McDonald, B. A. and Stukenbrock, E. H. (2016). Rapid emergence of pathogens in agroecosystems: global threats to agricultural sustainability and food security. Philos.
Trans. R. Soc. Lond. B 371(1709) doi:10.1098/rstb.2016.0026:28080995.
McDonald, M. C., Ahren, D., Simpfendorfer, S., Milgate, A. and Solomon, P. S. (2018). The
discovery of the virulence gene ToxA in the wheat and barley pathogen Bipolaris
sorokiniana. Mol. Plant Pathol. 19(2):432–439 doi:10.1111/mpp.12535.
McDonald, M. C., Oliver, R. P., Friesen, T. L., Brunner, P. C. and McDonald, B. A. (2013).
Global diversity and distribution of three necrotrophic effectors in Phaeosphaeria
nodorum and related species. New Phytol. 199(1):241–251 doi:10.1111/nph
.12257.
McDonald, M. C., Razavi, M., Friesen, T. L., Brunner, P. C. and McDonald, B. A. (2012).
Phylogenetic and population genetic analyses of Phaeosphaeria nodorum and its
Published by Burleigh Dodds Science Publishing Limited, 2021.

38

Septoria nodorum blotch resistance breeding

close relatives indicate cryptic species and an origin in the Fertile Crescent. Fungal
Genet. Biol. 49(11):882–895 doi:10.1016/j.fgb.2012.08.001.
Mehra, L. K., Cowger, C., Weisz, R. and Ojiambo, P. S. (2015). Quantifying the effects of
wheat residue on severity of Stagonospora nodorum blotch and yield in winter
wheat. Phytopathology 105(11):1417–1426 doi:10.1094/PHYTO-03-15-0080-R.
Meuwissen, T. H. E., Hayes, B. J. and Goddard, M. E. (2001). Prediction of total genetic
value using genome-wide dense marker maps. Genetics 157(4):1819–1829.
Miedaner, T. and Korzun, V. (2012). Marker-assisted selection for disease resistance
in wheat and barley breeding. Phytopathology 102(6):560–566 doi:10.1094/
PHYTO-05-11-0157.
Murphy, N. E., Loughman, R., Appels, R., Lagudah, E. S. and Jones, M. G. K. (2000). Genetic
variability in a collection of Stagonospora nodorum isolates from Western Australia.
Aust. J. Agric. Res. 51(6):679–684 doi:10.1071/AR99107.
Odilbekov, F., Armoniené, R., Koc, A., Svensson, J. and Chawade, A. (2019). GWASassisted genomic prediction to predict resistance to Septoria tritici Blotch in
Nordic winter wheat at seedling stage. Front. Genet. 10:1224 doi:10.3389/
fgene.2019.01224.
Oliver, R., Lichtenzveig, J., Tan, K. -C., Waters, O., Rybak, K., Lawrence, J., Friesen, T. and
Burgess, P. (2014). Absence of detectable yield penalty associated with insensitivity
to Pleosporales necrotrophic effectors in wheat grown in the West Australian wheat
belt. Plant Pathol. 63(5):1027–1032 doi:10.1111/ppa.12191.
Oliver, R. P., Friesen, T. L., Faris, J. D. and Solomon, P. S. (2012). Stagonospora nodorum:
from pathology to genomics and host resistance. Annu. Rev. Phytopathol. 50:23–43
doi:10.1146/annurev-phyto-081211-173019
Oliver, R. P., Tan, K.-C. and Moffat, C. S. (2016). Necrotrophic Pathogens of Wheat.
Encyclopedia of Food Grains (2nd edn.). Academic Press, Elsevier, Oxford,
Amsterdam.
Pedersen, E. A. and Hughes, G. R. (1992). The effect of crop rotation on development of
the septoria disease complex on spring wheat in Saskatchewan. Can. J. Plant Pathol.
14:152–158.
Peng, A. H., Chen, S., Lei, T., Xu, L., He, Y., Wu, L., Yao, L. and Zou, X. (2017). Engineering
canker-resistant plants through CRISPR/Cas9-targeted editing of the susceptibility
gene CsLOB1 promoter in citrus. Plant Biotechnol. J. 15(12):1509–1519 doi:10.1111/
pbi.12733.
Pereira, D. A., McDonald, B. A. and Brunner, P. C. (2017). Mutations in the CYP51 gene
reduce DMI sensitivity in Parastagonospora nodorum populations in Europe and
China. Pest Manag. Sci. 73(7):1503–1510 doi:10.1002/ps.4486.
Peters Haugrud, A. R., Zhang, Z., Richards, J. K., Friesen, T. L. and Faris, J. D. (2019). Genetics
of variable disease expression conferred by inverse gene-for-gene interactions in
the wheat-Parastagonospora nodorum pathosystem. Plant Physiol. 180(1):420–434
doi:10.1104/pp.19.00149.
Phan, H. T., Rybak, K., Furuki, E., Breen, S., Solomon, P. S., Oliver, R. P. and Tan, K. C. (2016).
Differential effector gene expression underpins epistasis in a plant fungal disease.
Plant J. 87(4):343–354 doi:10.1111/tpj.13203.
Phan, H. T. T., Jones, D. A. B., Rybak, K., Dodhia, K. N., Lopez-Ruiz, F. J., Valade, R., Gout,
L., Lebrun, M. H., Brunner, P. C., Oliver, R. P. and Tan, K. C. (2019). Low amplitude
boom-and-bust cycles define the Septoria nodorum blotch interaction. Front. Plant
Sci. 10:1785 doi:10.3389/fpls.2019.01785.
Published by Burleigh Dodds Science Publishing Limited, 2021.

Septoria nodorum blotch resistance breeding

39

Quaedvlieg, W., Verkley, G. J., Shin, H. D., Barreto, R. W., Alfenas, A. C., Swart, W. J.,
Groenewald, J. Z. and Crous, P. W. (2013). Sizing up Septoria. Stud. Mycol. 75(1):307–
390 doi:10.3114/sim0017.
Richards, J. K., Stukenbrock, E. H., Carpenter, J., Liu, Z., Cowger, C., Faris, J. D. and Friesen,
T. L. (2019). Local adaptation drives the diversification of effectors in the fungal
wheat pathogen Parastagonospora nodorum in the United States. PLOS Genet.
15(10):e1008223 doi:10.1371/journal.pgen.1008223.
Ruud, A. K., Dieseth, J. A., Ficke, A., Furuki, E., Phan, H. T. T., Oliver, R. P., Tan, K. C. and
Lillemo, M. (2019). Genome-wide association mapping of resistance to septoria
nodorum leaf blotch in a Nordic spring wheat collection. Plant Genome 12(3):1–15
doi:10.3835/plantgenome2018.12.0105.
Ruud, A. K., Dieseth, J. A. and Lillemo, M. (2018). Effects of three Parastagonospora
nodorum necrotrophic effectors on spring wheat under Norwegian field conditions.
Crop Sci. 58(1):159–168 doi:10.2135/cropsci2017.05.0281.
Ruud, A. K. and Lillemo, M. (2018). Diseases affecting wheat: septoria nodorum blotch. In:
Burleigh Dodds Series in Agricultural Science. Burleigh Dodds Science Publishing
Limited, Cambridge, UK:109–144 doi:10.19103/AS.2018.0039.06.
Ruud, A. K., Windju, S., Belova, T., Friesen, T. L. and Lillemo, M. (2017). Mapping of SnTox3Snn3 as a major determinant of field susceptibility to Septoria nodorum leaf blotch
in the SHA3/CBRD x Naxos population. Theor. Appl. Genet. 130(7):1361–1374
doi:10.1007/s00122-017-2893-5.
Schnurbusch, T., Paillard, S., Fossati, D., Messmer, M., Schachermayr, G., Winzeler, M. and
Keller, B. (2003). Detection of QTLs for Stagonospora glume blotch resistance in Swiss
winter wheat. Theor. Appl. Genet. 107(7):1226–1234 doi:10.1007/s00122-003-1372-3.
Shaner, G. (1995). Epidemiology of leaf blotch of soft red winter wheat caused by
septoria tritici and stagonospora nodorum. Plant Dis. 79(9):928–938 doi:10.1094/
PD-79-0928.
Shankar, M., Walker, E., Golzar, H., Loughman, R., Wilson, R. E. and Francki, M. G. (2008).
Quantitative trait loci for seedling and adult plant resistance to Stagonospora
nodorum in wheat. Phytopathology 98(8):886–893 doi:10.1094/PHYTO-98-8-0886.
Shaw, M. W., Bearchell, S. J., Fitt, B. D. L. and Fraaije, B. A. (2008). Long-term relationships
between environment and abundance in wheat of Phaeosphaeria nodorum
and Mycosphaerella graminicola. New Phytol. 177(1):229–238 doi:10.1111/
j.1469-8137.2007.02236.x.
Shi, G., Zhang, Z., Friesen, T. L., Raats, D., Fahima, T., Brueggeman, R. S., Lu, S., Trick, H.
N., Liu, Z., Chao, W., Frenkel, Z., Xu, S. S., Rasmussen, J. B. and Faris, J. D. (2016). The
hijacking of a receptor kinase-driven pathway by a wheat fungal pathogen leads to
disease. Sci. Adv. 2(10):e1600822 doi:10.1126/sciadv.1600822.
Shi, G. J., Friesen, T. L., Saini, J., Xu, S. S., Rasmussen, J. B. and Faris, J. D. (2015). The wheat
Snn7 gene confers susceptibility on recognition of the Parastagonospora nodorum
necrotrophic effector SnTox7. Plant Genome 8(2):eplantgenome2015.02.0007
doi:10.3835/plantgenome2015.02.0007.
Solomon, P. S., Lowe, R. G., Tan, K. C., Waters, O. D. and Oliver, R. P. (2006). Stagonospora
nodorum: cause of Stagonospora nodorum blotch of wheat. Mol. Plant Pathol.
7(3):147–156 doi:10.1111/j.1364-3703.2006.00326.x.
Sommerhalder, R. J., McDonald, B. A., Mascher, F. and Zhan, J. (2011). Effect of hosts on
competition among clones and evidence of differential selection between pathogenic

Published by Burleigh Dodds Science Publishing Limited, 2021.

40

Septoria nodorum blotch resistance breeding

and saprophytic phases in experimental populations of the wheat pathogen
Phaeosphaeria nodorum. BMC Evol. Biol. 11:188 doi:10.1186/1471-2148-11-188.
Sommerhalder, R. J., McDonald, B. A. and Zhan, J. (2006). The frequencies and spatial
distribution of mating types in Stagonospora nodorum are consistent with recurring
sexual reproduction. Phytopathology 96(3):234–239 doi:10.1094/PHYTO-96-0234.
Stadlmeier, M., Hartl, L. and Mohler, V. (2018) Usefulness of a multiparent advanced
generation intercross population with a greatly reduced mating design for genetic
studies in winter wheat. Front Plant Sci. 9:1825. https ://doi.org/10.3389/fpls.2018
.01825.
Steuernagel, B., Periyannan, S. K., Hernández-Pinzón, I., Witek, K., Rouse, M. N., Yu, G.,
Hatta, A., Ayliffe, M., Bariana, H., Jones, J. D., Lagudah, E. S. and Wulff, B. B. (2016).
Rapid cloning of disease-resistance genes in plants using mutagenesis and
sequence capture. Nat. Biotechnol. 34(6):652–655 doi:10.1038/nbt.3543.
Stukenbrock, E. H., Banke, S. and McDonald, B. A. (2006). Global migration patterns in
the fungal wheat pathogen Phaeosphaeria nodorum. Mol. Ecol. 15(10):2895–2904
doi:10.1111/j.1365-294X.2006.02986.x.
Tomas, A., Feng, G. H., Reeck, G. R., Bockus, W. W. and Leach, J. E. (1990). Purification of
a cultivar-specific toxin from pyrenophora-tritici-repentis, causal agent of tan spot of
wheat. Mol. Plant Microbe. 3:221–224. doi:10.1094/Mpmi-3-221.
Tommasini, L., Schnurbusch, T., Fossati, D., Mascher, F. and Keller, B. (2007). Association
mapping of Stagonospora nodorum blotch resistance in modern European winter
wheat varieties. Theor. Appl. Genet. 115(5):697–708 doi:10.1007/s00122-007-0601-6.
Torriani, S. F., Melichar, J. P., Mills, C., Pain, N., Sierotzki, H. and Courbot, M. (2015).
Zymoseptoria tritici: a major threat to wheat production, integrated approaches to
control. Fungal Genet. Biol. 79:8–12 doi:10.1016/j.fgb.2015.04.010.
Toth, J., Pandurangan, S., Burt, A., Mitchell Fetch, J. and Kumar, S. (2019) Marker-assisted
breeding of hexaploid spring wheat in the Canadian prairies. Can. J. Plant Sci.
99(2):111–127 doi:10.1139/cjps-2018-0183.
Turnbull, C., Lillemo, M. and Hvoslef-Eide, T. A. K. (2021) Global regulation of genetically
modified crops amid the gene edited crop boom – a review. Front. Plant Sci.
12:630396. doi: 10.3389/fpls.2021.630396.
Uphaus, J., Walker, E., Shankar, M., Golzar, H., Loughman, R., Francki, M. and Ohm, H.
(2007). Quantitative trait loci identified for resistance to Stagonospora glume
blotch in wheat in the USA and Australia. Crop Sci. 47(5):1813–1822 doi:10.2135/
cropsci2006.11.0732.
van Baalen, M. and Sabelis, M. W. (1995). The dynamics of multiple infection and the
evolution of virulence. Am. Nat. 146(6):881–910 doi:10.1086/285830.
Walkowiak, S., Gao, L., Monat, C., Haberer, G., Kassa, M. T., Brinton, J., Ramirez-Gonzalez,
R. H., Kolodziej, M. C., Delorean, E., Thambugala, D., Klymiuk, V., Byrns, B., Gundlach,
H., Bandi, V., Siri, J. N., Nilsen, K., Aquino, C., Himmelbach, A., Copetti, D., Ban, T.,
Venturini, L., Bevan, M., Clavijo, B., Koo, D. H., Ens, J., Wiebe, K., N’Diaye, A., Fritz, A.
K., Gutwin, C., Fiebig, A., Fosker, C., Fu, B. X., Accinelli, G. G., Gardner, K. A., Fradgley,
N., Gutierrez-Gonzalez, J., Halstead-Nussloch, G., Hatakeyama, M., Koh, C. S., Deek,
J., Costamagna, A. C., Fobert, P., Heavens, D., Kanamori, H., Kawaura, K., Kobayashi,
F., Krasileva, K., Kuo, T., McKenzie, N., Murata, K., Nabeka, Y., Paape, T., Padmarasu,
S., Percival-Alwyn, L., Kagale, S., Scholz, U., Sese, J., Juliana, P., Singh, R., ShimizuInatsugi, R., Swarbreck, D., Cockram, J., Budak, H., Tameshige, T., Tanaka, T., Tsuji,
H., Wright, J., Wu, J., Steuernagel, B., Small, I., Cloutier, S., Keeble-Gagnère, G.,
Published by Burleigh Dodds Science Publishing Limited, 2021.

Septoria nodorum blotch resistance breeding

41

Muehlbauer, G., Tibbets, J., Nasuda, S., Melonek, J., Hucl, P. J., Sharpe, A. G., Clark,
M., Legg, E., Bharti, A., Langridge, P., Hall, A., Uauy, C., Mascher, M., Krattinger, S.
G., Handa, H., Shimizu, K. K., Distelfeld, A., Chalmers, K., Keller, B., Mayer, K. F. X.,
Poland, J., Stein, N., McCartney, C. A., Spannagl, M., Wicker, T. and Pozniak, C. J.
(2020). Multiple wheat genomes reveal global variation in modern breeding. Nature
588(7837):277–283 doi:10.1038/s41586-020-2961-x.
Wang, S., Wong, D., Forrest, K., Allen, A., Chao, S., Huang, B. E., Maccaferri, M., Salvi,
S., Milner, S. G., Cattivelli, L., Mastrangelo, A. M., Whan, A., Stephen, S., Barker, G.,
Wieseke, R., Plieske, J., International Wheat Genome Sequencing Consortium,
Lillemo, M., Mather, D., Appels, R., Dolferus, R., Brown-Guedira, G., Korol, A.,
Akhunova, A. R., Feuillet, C., Salse, J., Morgante, M., Pozniak, C., Luo, M. C., Dvorak,
J., Morell, M., Dubcovsky, J., Ganal, M., Tuberosa, R., Lawley, C., Mikoulitch, I.,
Cavanagh, C., Edwards, K. J., Hayden, M. and Akhunov, E. (2014a). Characterization
of polyploid wheat genomic diversity using a high-density 90,000 single nucleotide
polymorphism array. Plant Biotechnol. J. 12(6):787–796 doi:10.1111/pbi.12183.
Wang, Y., Cheng, X., Shan, Q., Zhang, Y., Liu, J., Gao, C. and Qiu, J. L. (2014b). Simultaneous
editing of three homoeoalleles in hexaploid bread wheat confers heritable resistance
to powdery mildew. Nat. Biotechnol. 32(9):947–951 doi:10.1038/nbt.2969.
Wicki, W., Winzeler, M., Schmid, J. E., Stamp, P. and Messmer, M. (1999). Inheritance of
resistance to leaf and glume blotch caused by Septoria nodorum Berk. in winter
wheat. Theor. Appl. Genet. 99(7–8):1265–1272 doi:10.1007/s001220051332.
Williams, J. R. and Jones, D. G. (1973) Infection of grasses by Septoria nodorum and S.
tritici. Trans. Br. Mycol. Soc. 60:355–358.
Zhang, F., Wen, Y. and Guo, X. (2014). CRISPR/Cas9 for genome editing: progress,
implications and challenges. Hum. Mol. Genet. 23(R1):R40–R46 doi:10.1093/hmg/
ddu125.
Zhang, W., Zhu, X., Zhang, M., Shi, G., Liu, Z. and Cai, X. (2019). Chromosome engineeringmediated introgression and molecular mapping of novel Aegilops speltoidesderived resistance genes for tan spot and Septoria nodorum blotch diseases in
wheat. Theor. Appl. Genet. 132(9):2605–2614 doi:10.1007/s00122-019-03374-5.
Zhang, Z., Friesen, T. L., Xu, S. S., Shi, G., Liu, Z., Rasmussen, J. B. and Faris, J. D. (2011). Two
putatively homoeologous wheat genes mediate recognition of SnTox3 to confer
effector-triggered susceptibility to Stagonospora nodorum. Plant J. 65(1):27–38
doi:10.1111/j.1365-313X.2010.04407.x.
Zhang, Z. C., Friesen, T. L., Simons, K. J., Xu, S. S. and Faris, J. D. (2009). Development,
identification, and validation of markers for marker-assisted selection against the
Stagonospora nodorum toxin sensitivity genes Tsn1 and Snn2 in wheat. Mol. Breed.
23(1):35–49 doi:10.1007/s11032-008-9211-5.
Zong, Y., Wang, Y., Li, C., Zhang, R., Chen, K., Ran, Y., Qiu, J. L., Wang, D. and Gao, C.
(2017). Precise base editing in rice, wheat and maize with a Cas9-cytidine deaminase
fusion. Nat. Biotechnol. 35(5):438–440 doi:10.1038/nbt.3811.

Published by Burleigh Dodds Science Publishing Limited, 2021.

