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Pathogen profile

Phytophthora infestans enters the genomics era

PAUL R. J. BIRCH* AND STEPHEN C. WHISSON

Unit of Mycology, Bacteriology and Nematology, Division of Pathology, Scottish Crop Research Institute, Invergowrie, Dundee DD2 5DA, UK

SUMMARY

Phytophthora infestans, cause of late-blight, is the most devastating
disease of potato world-wide. Recent years have seen a dramatic
intensification in molecular biological studies of P. infestans,
including the development of novel tools for transformation and
gene silencing and the resources for genetical, transcriptional
and physical mapping of the genome. This review will focus on
the increasing efforts to use these resources to discover the
genetic bases of pathogenicity, avirulence and host-specificity.

Taxonomy: Phytophthora infestans (Mont.) de Bary—
Kingdom Chromista, Phylum Oomycota, Order Peronosporales,
Family Peronosporaceae, Genus Phytophthora, of which it is the
type species.

Host range: Infects a wide range of solanaceous species.
Economically important hosts are potato, tomato, eggplant and
some other South American hosts (tree tomato and pear melon)
on which it causes late blight.

Disease symptoms: Infected foliage is initially yellow, becomes
water soaked and eventually blackens. Leaf symptoms comprise
purple-black or brown-black lesions at the leaf tip, later spread-
ing across the leaf to the stem. Whitish masses of sporangia
develop on the underside of the leaf. Tubers become infected later
in the season and, in the early stages, consist of slightly brown
or purple blotches on the skin. In damp soils the tuber decays
rapidly before harvest. Tuber infection is quickly followed by
secondary fungal or bacterial infection known as ‘wet rot'.

Useful web sites: http://www.ncgr.org/pgc/; http://
www.oardc.ohio-state.edu/phytophthoral.

INTRODUCTION

In the mid-1840s, a devastating potato disease swept continental
Europe, the British Isles and Ireland. It is estimated that Ireland,
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as a direct consequence of late blight, lost more than a quarter of
its 8 million inhabitants to starvation and emigration, making this
one of the most significant crop diseases in history. In the latter
part of that decade, 20 years before the germ theory of Pasteur
was widely accepted, a controversial debate raged through
Europe and the USA as to whether the disease was caused by a
fungus, excessive dampness, genetic deterioration in the cultiv-
ated potato, or by a ‘poisonous miasma borne on the air’, the
offered sources of which included pollution, volcanic exhalations
or ‘some aerial taint originating in outer space’ (reviewed in Bourke,
1991). However, it was not until 1876 that a micro-organism
named Phytophthora (meaning ‘plant destroyer’) infestans was
conclusively demonstrated to be responsible for potato late blight
(de Bary, 1876). Today, although chemicals targeted against
P. infestans provide some level of disease control, worldwide
losses due to late blight and control measures are estimated to
exceed $5 billion annually. P. infestans is thus regarded as a
threat to global food security (Duncan, 1999).

P. infestans is a specialized pathogen, primarily causing dis-
ease on the foliage and fruits of a range of Solanaceous species
(Erwin and Ribeiro, 1996). Infections may be initiated asexually
when sporangia (Fig. 1) land on the surface of a leaf and, under
damp conditions and temperatures below 12 °C, release motile
zoospores that rapidly encyst and produce a germ tube. The tip of
the germ tube develops into an appressorium and this produces
an infection peg that penetrates the plant cell. Occasionally,
intracellular haustorial feeding structures are formed. After
3 days, hyphae spread saprophytically throughout the growing
lesion before emerging from stomata. Sporangiophores develop
on the underside of the leaf and these release sporangia to prop-
agate aerial spread of the pathogen (Fig. 1).

P. infestans is an heterothallic oomycete with two mating
types, A1 and A2, which evolved in the Toluca valley, central Mex-
ico. Until the 1980s the A2 mating type was confined to Mexico,
previous spread of the pathogen being attributed to a single A1
isolate of the pathogen (Goodwin et al., 1994). Since the 1980s
the old A1 population has been gradually replaced by a new A1/
A2 population. This has led to increased virulence and genetic
variation worldwide, suggested to be the result of sexual repro-
duction (Fry etal, 1993). The A1 and A2 mating types are
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(A)

believed to represent compatibility types that differ in hormone
production and response (Judelson, 1997). The development of
male and female gametangia (antheridia and oogonia) is stimu-
lated by the hormones within a mating zone, where normal veget-
ative growth and asexual sporulation are inhibited. The haploid
A1 and A2 nuclei fuse to form a diploid nucleus within a structure
called the oospore. The oospore develops a thick wall, allowing
survival for many years in soil. Germination of the oospore
releases progeny of either A1 or A2 mating type that are able to
infect newly planted tubers, or stems and leaves that come into
contact with the soil (Drenth et al., 1995).

The oomycetes comprise a large number of economically important
and highly destructive plant pathogens, including the downy
mildews and over 60 species of the genus Phytophthora. Because
of their filamentous growth, taxonomists have historically grouped
them with fungi, such as the ascomycetes and basidiomycetes.
However, contemporary studies of metabolism (Pfyffer et al., 1990)
and rRNA sequence (Cooke et al., 2000; Forster et al., 1990) have
shown that the oomycetes are taxonomically distinct from the
fungi and are more closely associated to diatoms and brown
algae. Until recently, P. infestans has thus been relatively poorly
studied in comparison to fungi. Nevertheless, the last 10 years
has seen an increasing effort to understand the genetics of
P. infestans and to develop the molecular tools for investigating
gene function (Judelson, 1997). This review will serve as an

Fig. 1 Natural infection by P. infestans of a plot
containing susceptible potato cultivar Bintje (A and B).
Early symptoms of infection can be seen in the centre
of the plot (A), followed by massive devastation of the
plant foliage 10 days later (B). Aerial hyphae growing
from the underside of a susceptible leaf (C) develop
sporangiophores which produce sporangia (D) in the
later stages of infection.

up-date of the advances in P. infestans molecular biology and will
focus specifically on genomic studies that are helping to unravel
the mysteries of pathogenicity and host-specificity.

THE P. INFESTANS-POTATO GENE-FOR-GENE
INTERACTION

Genetic resistance to P. infestans in both wild and cultivated
potato species may be of two forms, either race specific or race
nonspecific (field or partial resistance) (reviewed in Wastie,
1991). Race specific resistance is characterized by interactions
between the products of dominant resistance (R) gene alleles in
the host and corresponding avirulence (Avr) gene alleles in the
pathogen, the so-called gene-for-gene hypothesis (Flor, 1971).
The result is a form of localized programmed cell death called
the hypersensitive response (HR) that prevents a further spread
of the pathogen. Race nonspecific resistance is poorly under-
stood, although recent evidence implies a central role for the HR
in all forms of resistance to oomycetes (Kamoun et al., 1999g;
Vleeshouwers et al., 2000).

At least 11 single R genes for resistance to P. infestans (termed
R1-R11) have been introgressed into the cultivated potato from
Solanum demissum (Wastie, 1991). A number of these genes have
been mapped, including R7 and R3 (El-Kharbotly et al., 1994;
Leonards-Schippers et al., 1992), R2 (Li et al., 1998), R6 and R7
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(El-Kharbotly et al., 1996). However, none of them has yet been
isolated. Genetic studies on P. infestans have been carried out to
reveal the genetic basis of avirulence (Al-Kherb et al,, 1995; Spielman
etal, 1989, 1990). These studies have revealed that specificity
towards R genes in potato is conditioned by single dominant Avr
genes for most interactions. Nevertheless, an investigation of
different isolates of the pathogen has revealed contradictory
results, in that Avr2 and Avr4 were dominant in some isolates
(Al-Kherb et al., 1995) and recessive in others (Speilman et al,,
1989). The differences between these strains may be explained
either by independent loci determining avirulence in each, or by
the occurrence of epistatic inhibitor loci. Evidence for the latter
was presented by Al-Kherb et al., 1995 in the case of Avr10.

To facilitate the positional cloning of avirulence genes from
P. infestans a genetic linkage map has been constructed using
183 AFLP and 7 RFLP markers (van der Lee et al., 1997). The map
contains 10 major linkage groups and represents 1200 cM.
Recently, using bulked segregant analysis, the positions of six
dominant Avr loci have been placed on the map (van der Lee
et al, 2001). Avr4 was positioned on linkage group (LG) A2-a,
Avr2 on LG VI, Avr? on LG IV and Avr3, Avr10 and Avr11 were
shown to be tightly linked on LG VIII. The clustering of avirulence
loci, whilst not observed in the true fungi, has been demon-
strated in another oomycete, P. sojae (Whisson et al., 1995).

The genome size of P. infestans is 250 Mb, unusually large for
an oomycete (Tooley and Therrien, 1987). A DNA library with
large insert sizes and several-fold genome redundancy may thus
prove essential for positional cloning. Recently, a Bacterial Artifi-
cial Chromosome (BAC) library was constructed from an F; indi-
vidual of the mapping population analysed by van der Lee et al.
(1997, 2001) possessing all six Avr alleles and the AFLP markers
linked to them (Whisson et al., 2001). The library comprises clones
representing 10 genome equivalents, with an average insert size
of 98 kb. A three-dimensional pooling strategy was developed for
screening the BAC library with AFLP markers and was used to
construct a contig of 11 BAC clones spanning the Avr?7 locus
(Whisson et al., 2001). Work is under way to generate contigs
across all of the Avr loci, and to seek the genes responsible for
the avirulent phenotype.

THE P. INFESTANS-PLANT INTERACTION
TRANSCRIPTOME

A number of developmental processes are required for P.
infestans to successfully invade its plant host, including the forma-
tion of zoospores, their encystment, the production of a germ
tube, and the development of appressoria, hyphae, haustoria
and, finally, sporangiophores. Successful infection and the devel-
opment of disease symptoms are often termed a compatible
interaction. If the plant, through mounting a series of defences,
is able to interrupt or inhibit any of these processes, colonization
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of the pathogen, and its further spread to other plants, will be
prevented. This is often called an incompatible interaction. The
perception of P. infestans by its host, and the ability of the patho-
gen to avoid or overcome the host's defences, implies a com-
plex, dynamic communication network between the interacting
organisms. The induction of biochemical response pathways, or
the development of cell types specific to the interaction, requires
the up- or down-regulation of countless genes. We have recently
coined the term ‘interaction transcriptome’ to mean the sum of
the transcripts, from both host and pathogen, that are produced
during their association (Birch and Kamoun, 2000). A key initial
step in understanding the mechanisms and processes involved in
the P. infestans—plant interaction involves determining the inter-
action transcriptome.

The development of low-cost, high throughput DNA sequenc-
ing has allowed plant pathology to enter the ‘genomics era’. In
particular, projects involving large scale sequencing of cDNAs
(Expressed Sequence Tags or ESTs) are on-going for a wide variety
of crop plants. Recently, EST information has also emerged from
P. infestans (Kamoun et al,, 1999b) and P. sojae (Qutob et al,
2000). Approximately 2000—3000 ESTs from each species are cur-
rently housed in the Phytophthora Genome Initiative (PGI) data-
base (Waugh et al,, 2000; http://www.ncgr.org/pgi/index.html).
The PGl was set up by researchers from around the world to coord-
inate genome-scale studies of P. infestans and P. sojae. Last
year, the US Department of Agriculture funded a project to
sequence a further 41 000 P. sojae and 14 000 P. infestans ESTs
(http://www.ncgr.org/pgc).

ESTs generated from cDNA libraries constructed from Phytophthora-
infected plant tissue could be of either pathogen or host
origin. Plant and Phytophthora EST populations can nevertheless
be easily distinguished using bioinformatic analyses. Qutob et al.
(2000) showed that plant and Phytophthora ESTs have a mark-
edly different GC content, and thus most ESTs can be easily
distinguished on this basis. Percentage GC content was assessed
for sequences from cDNA libraries derived solely from either P. sojae
or soybean. Both sets of sequences produced distinct, slightly
overlapping, normal distribution curves, with the pathogen ESTs
averaging 58% GC content and the soybean ESTs 46% GC con-
tent (Qutob et al,, 2000). Similar analysis of sequences from a
cDNA library constructed after infection of soybean with P. sojae
revealed ESTs to be clustered around two peaks corresponding to
46% and 58% GC content. Two-thirds of the ESTs from this
library fell into the latter category and were thus predicted to be
from the pathogen. Many showed a strong identity to P. sojae
ESTs from non-interaction cDNA libraries. Additional cDNAs were
confirmed to originate from the pathogen by Southern hybridiza-
tion. A similar difference in GC content has been shown between
potato and P. infestans ESTs (S. Kamoun; personal communica-
tion). Thus, in silico analyses can prove powerful in distinguishing
candidate plant and pathogen genes in the Phytophthora—plant
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interaction transcriptome, although it remains to be seen whether
clear differences in GC content between host and pathogen cDNAs
will be observed in other pathosystems.

Many proteins that play a role in pathogenicity, or elicit a defence
response in the plant, are likely to be surface components of the
pathogen. Torto et al. (2001) have been exploiting the increasing
EST data to search for genes encoding potential extracellular
proteins in P. infestans. They have developed an algorithm called
PexFinper V1.0 (where Pex represents Phytophthora extracellular
protein) to rapidly identify putative secreted or membrane-
associated proteins encoded by the ESTs, with the expectation
that candidate genes with an essential survival or virulence role
would be targeted for downstream functional analyses. To date,
analysis of more than 2000 ESTs has revealed 145 independent
Pex genes, of which 85 show no similarity to sequences in inter-
national databases. High throughput functional analyses, using
virus and Agrobacterium vectors, is currently under way to deter-
mine whether they are involved in virulence or avirulence, both
in interactions with the host, potato, and in non-host interactions
(see below) with a variety of Nicotiana spp.

Many of the genes with a key role in either host defence or
pathogenicity will be up-regulated during the P. infestans—plant
association. A number of methods exist for isolating such differ-
entially expressed genes. Pieterse et al. (1991, 1993, 1994a,b)
isolated a number of in plantainduced (jpi) genes by differential
screening of a P. infestans genomic DNA library with cDNA derived
from mRNA prepared after infection of potato leaves with P. infestans
and from mRNA prepared after growth of P. infestans on a basic
medium in culture. Amongst the up-regulated P. infestans sequences
were the jpiOand ipiB genes, each of which is a member of a clus-
ter of related sequences (Pieterse et al., 1994a,b). The ipiO gene
has since been shown to be expressed in invading hyphae during
the early stages of infection (van West et al., 1998).

Using standard subtractive hybridization techniques, Gornhaldt
et al. (2000) isolated a family of mucin-like genes, termed car
genes, that are up-regulated in germinating cysts shortly before
the onset of infection. The car genes were shown to be clustered
in the genome. The authors postulated that the cargene products
may serve to provide a mucous cover to protect the germinating
cysts from desiccation, physical damage and plant defences.

More recently, a PCR-based method for isolating differentially
expressed genes, suppression subtractive hybridization (SSH),
has been used to study potato—P. infestans interactions. This
technique can be readily combined with large-scale sequencing
approaches and allows the detection of low-abundance differen-
tially expressed transcripts. This is a major advantage in analysing
plant-micro-organism associations, where often only small
amounts of biological material are available. SSH has been used
to isolate potato genes that are up-regulated in the incompatible
(Avrova et al., 1999; Birch et al., 1999) and compatible (Dellagi
et al., 2000) interactions with P. infestans. Moreover, SSH-derived

cDNA populations enriched for sequences expressed specifically
at early (15 h post-inoculation) and late (72 h post-inoculation)
stages of infection have been generated and used as probes to
screen the P. infestans BAC library constructed by Whisson et al.
(2001). Each probe hybridized to a number of BACs, but neither
hybridized to the same clones. Quantitative RT-PCR has been
used to demonstrate that these BACs contain sequences that are
up-regulated specifically at the early or late stages of infection
(Avrova, Whisson, de Luca & Birch, unpublished results) and are
thus candidates for a role in pathogenicity.

THE MOLECULAR BASIS OF NON-HOST
RESISTANCE

Most plant pathogens exhibit specialization and can only infect
a limited number of plant species. P. infestans is no exception,
primarily infecting the leaves of a variety of Solanaceae. This
implies that the majority of non-host plants possess a series of
either pre-formed or inducible mechanisms to successfully pre-
vent infection by this pathogen. It has recently been suggested
that non-host resistance to P. infestans, and indeed to oomycetes
in general, involves the HR, presumably activated by the percep-
tion of elicitors generated by the pathogen (Kamoun et al., 1999a;
Vleeshouwers et al., 2000). As with race-specific resistance of potato
to P. infestans, non-host resistance may thus involve a gene-for-
gene interaction. This is exemplified by the well-characterized
interactions between Phytophthora spp. and tobacco.

Most Phytophthora spp. studied secrete elicitins, 10 kDa holo-
proteins that elicit an HR-like response and systemic acquired
resistance (SAR) specifically in Nicotiana spp. within the Solanaceae
family (Kamoun et al., 1993; Ricci et al., 1989). Most isolates of
P. nicotiana which are highly virulent to tobacco, causing the
disease black shank, do not secrete these proteins (Kamoun et al.,
1993; Ricci et al., 1989). Elicitins are thus believed to act as
avirulence factors in tobacco—Phytophthora interactions.

Similar to many other Phytophthora spp. that have been stud-
ied, P. infestans contains a family of elicitin-like genes (Kamoun
et al., 1997a, 1999b). The gene inf1, encoding the major elicitin
secreted by P. infestans, is highly expressed in mycelium grown
in various culture media, but is not expressed in sporangia,
zoospores, cysts or germinating cysts. During infection, the gene
is down-regulated in the early, biotrophic stages of the inter-
action, but is highly expressed in the later stages of infection, when
profuse sporulation and necrosis occur (Kamoun et al., 1997b). A
gene-silencing strategy has been adopted to inhibit INF1 produc-
tion. INF1-deficient strains are still pathogenic on potato, but
also induce disease lesions when inoculated on Nicotiana
benthamiana. In contrast, wild-type P. infestans elicits a typical,
localized necrosis on this non-host plant, indicating that INF1
functions as an avirulence factor in the P. infestans—N. bentha-
miana interaction (Kamoun et al., 1998a).
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TOOLS FOR THE STUDY OF GENE FUNCTION
IN P. INFESTANS

For any aspect of gene function to be assessed in P. infestans,
it is essential that a DNA-mediated transformation system is
available. The first reported transformation of P. infestans was by
Judelson et al. (1991), albeit at low efficiency, using protoplasts.
Nevertheless, it has been used successfully for anti-sense inhibition
of a transgene (Judelson et al., 1993) and for co-transformation
using intermolecular ligation (Judelson, 1993). It has also been
used to develop an in planta reporter system (e.g. Kamoun et al.,
1998b) and for heterologous expression in P. infestans of a gene
from another Phytophthora spp. (Panabiéres et al., 1998). How-
ever, the transformation procedure used in these reports required
the digestion of the cell wall using Novozym 234, an enzyme mix-
ture that is no longer produced. Therefore, different methods for
transformation must be adopted. One such method, utilizing
microprojectile bombardment to transform P. infestans, has recently
been reported (Cvitanich and Judelson, 2001) and overcomes the
requirement for protoplast formation with Novozym.

For map-based cloning of genes and studies of genome struc-
ture and organization, two BAC libraries have been constructed
from P. infestans. Randall and Judelson (1999) reported the
generation of a library comprising fourfold genome coverage and
an average insert size of 75 kb, and Whisson et al. (2001) have
generated a BAC library comprising 10-fold genome coverage and
an average insert size of 98 kb. Randall and Judelson (1999) reported
the transformation of entire BAC clones into P. infestans, making
it possible to determine the presence of a gene, such as an aviru-
lence gene, within large regions of the genome.

P. infestans is diploid, making it difficult to perform gene knock-
outs, as is often done in the fungi that have a haploid stage in their
life cycle. The occurrence of post-transcriptional gene silencing in
P. infestans (van West et al., 1999) is therefore a promising devel-
opment in the area of P. infestans functional genomics. However,
at this time gene silencing in P. infestans is not yet routine and its
molecular basis is poorly understood. The utility of gene silencing
as a functional tool in P. infestans has been shown by the devel-
opment of transgenic strains silenced for transcription of the
elicitin-encoding inf1 gene (see above) (Kamoun et al,, 1998a).

Functional analysis of cloned P. infestans genes may also be
performed without transformation or silencing in P. infestans.
Evidence that the cloned Piypt gene from P. infestans was
involved in vesicle transport and secretion was provided by func-
tional complementation of a Saccharomyces cerevisiae mutation
in the equivalent gene (Chen and Roxby, 1996). This approach
could be extended to other genes in P. infestans that are highly
conserved in yeast, and for which yeast mutants exist.

The construction of a binary Potato Virus X (PVX)-Agrobacterium
vector (Takken et al., 2000) for expression of pathogen genes in
planta will allow investigation of the functions of P. infestans
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genes products which interact directly with host components.
High throughput analysis of such genes, which might encode
potential non-host elicitors or avirulence genes, is currently under
way (Torto et al,, 2001).

CONCLUSIONS AND FUTURE PROSPECTS

A wealth of EST information is being generated from P. infestans
and from the host plants with which it interacts, and new bio-
informatic tools are being developed to interpret this explosion of
data. BAC libraries are facilitating not only map-based cloning of
genes involved in development and avirulence, but also funda-
mental studies of genome structure and organization in this pathogen,
and plans are afoot to integrate transcriptional, physical and
genetic maps. Proteomic studies of P. infestans have recently been
initiated to identify developmental stage-specific and extracellular
proteins (van West et al., 2001) and these studies will complement
on-going, targeted gene discovery using techniques such as
SSH. Novel methods for DNA-mediated transformation and gene
silencing in P. infestans have been developed, although these
are not yet sufficiently high throughput to analyse the functions
of hundreds of candidate virulence and avirulence genes that are
being identified. Nevertheless, a role for some of these genes may
be determined by direct expression in host or non-host plants
using virus and Agrobacterium vectors. P. infestans, along with its
oomycete relatives P, sojae, a soybean pathogen, and Peronospora
parasitica, pathogen of the model plant Arabidopsis thaliana, are
starting to embrace the genomics era. Comparative genomics
between these developing model oomycetes, all very different
in their life styles and modes of infection, will inform us about
the requirements for survival and pathogenicity in this hugely
important and poorly understood group of organisms.

ACKNOWLEDGEMENTS

We are grateful for the financial support of the Scottish Executive
Environment and Rural Affairs Department (SEERAD).

REFERENCES

Al-Kherb, S.M., Fininsa, C., Shattock, R.C. and Shaw, D.S. (1995)
The inheritance of virulence of Phytophthora infestans to potato. Plant
Pathol. 44, 552-562.

Avrova, A.O., Stewart, H.E., De Jong, W., Heilbronn, J., Lyon, G.D.
and Birch, P.R.J. (1999) A cysteine protease gene is expressed early in
resistant potato interactions with Phytophthora infestans. Mol. Plant-
Microbe Interact. 12, 1114-1119.

de Bary, A. (1876) Researches into the nature of the potato fungus,
Phytophthora infestans. J. R. Agric. Soc. Engl. Series, 2(12), 239-269.

Birch, P.R.J.,, Avrova, A.O., Lyon, G.D., Duncan, J.M. and Toth, R.L.
(1999) Isolation of potato genes that are induced during an early stage
of the hypersensitive response to Phytophthora infestans. Mol. Plant-
Microbe Interact. 12, 356—361.

© 2001 BLACKWELL SCIENCE LTD MOLECULAR PLANT PATHOLOGY (2001) 2(5), 257-263



262 P.R. J. BIRCH AND S. C. WHISSON

Birch, P.R.J. and Kamoun, S. (2000) Studying interaction transcriptomes:
analyses of gene expression during plant-microbe interactions. Trends in
Plant Science. Supplement: Life Science Research in the 21st Century: a
Trends Guide. pp. 77-82.

Bourke, A. (1991) Potato blight in Europe in 1845: The scientific controversy.
In: Phytophthora (Lucas, J.A., Shattock, R.C., Shaw, D.S. and Cooke, L.R.,
eds). Cambridge, UK: Cambridge University Press, pp. 12-24.

Chen, Y. and Roxby, R. (1996) Characterization of a Phytophthora infestans
gene involved in vesicle transport. Gene, 181, 89-94.

Cooke, D.E.L., Drenth, A., Duncan, J.M., Wagels, G. and Brasier, C.M.
(2000) A molecular phylogeny of Phytophthora and related oomycetes.
Fungal Genet. Biol. 30, 17-32.

Cvitanich, C. and Judelson, H.S. (2001) Transformation of the oomycete
Phytophthora infestans using microprojectile bombardment. Fungal Genet.
Newslet. 48(Suppl.), 129.

Dellagi, A., Heilbronn. J., Avrova, A.O., Montesano, M., Palva, E.T.,
Stewart, H.E., Toth, I.K., Cooke, D.E.L., Lyon, G.D. and Birch, P.R.).
(2000) A potato gene encoding a WRKY-like transcription factor is
induced in interactions with Erwinia carotovora subsp. atroseptica and
Phytophthora infestans and is co-regulated with class | endochitinase
expression. Mol. Plant-Microbe Interact. 13, 1092-1101.

Drenth, A., Janssen, E.M. and Govers, F. (1995) Formation and survival
of oospores of Phytopthora infestans under natural conditions. Plant
Pathol. 44, 86—94.

Duncan, J.M. (1999) Phytophthora—an abiding threat to our crops.
Microbiol. Today, 26, 114-116.

El-Kharbotly, A., Leonards-Schippers, C., Huigen, D.J., Jacobsen, E.,
Pereira, A., Stiekema, W.)., Salamini, F. and Gebhardt, C. (1994)
Segregation analysis and RFLP mapping of the R1 and R3 alleles con-
ferring race-specific resistance to Phytophthora infestans in progeny of
dihaploid potato parents. Mol. Gen. Genet. 242, 749—-754.

El-Kharbotly, A., Palomino Sanchez, C., Salamini, F., Jacobsen, E. and
Gebhardt, C. (1996) R6 and R7 alleles of potato conferring race-specific
resistance to Phytophthora infestans (Mont.) de Bary identified genetic
loci clustering with the R3 locus on chromosome XI. Theor. Appl. Genet,
92, 830—-884.

Erwin, D.C. and Ribeiro, 0.K. (1996) Phytophthora Diseases worldwide.
St Paul, MN: American Phytopathological Society.

Flor, H.H. (1971) Current status of the gene-for-gene concept. Annu. Rev.
Phytopathol. 9, 275-296.

Forster, H., Coffey, M.D., Elwood, H. and Sogin, M.L. (1990) Sequence
analysis of the small subunit ribosomal RNAs of three zoosporic fungi
and implications for fungal evolution. Mycologia, 82, 306—312.

Fry, W.E., Goodwin, S.B., Dyer, A.T., Matuszak, J.M., Drenth, A.,
Tooley, P.W., Sujkowski, L.S., Koh, Y.J., Cohen, B.A., Spielman, L.J.,
Deahl, K.L., Inglis, D.A. and Sandlan, K.P. (1993) Historical and recent
migrations of Phytophthora infestans: chronology, pathways and implications.
Plant Dis. 77, 653-661.

Goodwin, S.B., Cohen, B.A. and Fry, W.E. (1994) Panglobal distribution
of a single clonal lineage of the Irish potato famine fungus. Proc. Nat/
Acad. Sci. USA 91, 11591-11595.

Gornhaldt, B., Rouhara, I. and Schmelzer, E. (2000) Cyst germination
proteins of the potato pathogen Phytophthora infestans share homology
with human mucins. Mol. Plant-Microbe Interact. 13, 32—42.

Judelson, H.S. (1993) Efficient cotransformation mediated by intermolecular
ligation occurring in vivo in the oomycete Phytophthora infestans. Mol.
Gen. Genet. 239, 241-250.

Judelson, H.S. (1997) The genetics and biology of Phytophthora infestans:
modern approaches to a historical challenge. Fungal Genet. Biol. 22, 65—
76.

Judelson, H.S., Dudler, R., Pieterse, C.M.J. and Unkles, S.E. (1993)
Expression and antisense inhibition of transgenes in Phytophthora
infestans is modulated by choice of promoter and position effects. Gene,
133, 63-69.

Judelson, H.S., Tyler, B.M. and Michelmore, R.W. (1991) Transformation
of the oomycete pathogen, Phytophthora infestans. Mol. Plant-Microbe
Interact. 4, 602—-607.

Kamoun, S., Hraber, P., Sobral, B., Nuss, D. and Govers, F. (1999b)
Initial assessment of gene diversity for the oomycete pathogen Phyto-
phthora infestans based on expressed sequences. Fungal Genet. Biol. 28,
94-106.

Kamoun, S., Huitema, E. and Vleeshouwers, V.G.A.A. (1999a) Resistance
to oomycetes: a general role for the hypersensitive response? Trends
Plant Sci. 4, 196—200.

Kamoun, S., Lindqvist, H. and Govers, F. (1997a) A novel class of elicitin-
like genes from Phytophthora infestans. Mol. Plant-Microbe Interact. 10,
1028-1030.

Kamoun, S., van West, P., de Jong, A.J., de Groot, K.E., Viee-
shouwers, V.G.A.A. and Govers, F. (1997b) A gene encoding a protein
elicitor of Phytophthora infestans is down-regulated during infection of
potato. Mol. Plant-Microbe Interact. 10, 13-20.

Kamoun, S., van West, P. and Govers, F. (1998b) Quantitation of late
blight resistance of potato using transgenic Phytophthora infestans
expressing beta glucuronidase. Eur. J. Plant Pathol. 104, 521-525.

Kamoun, S., van West, P., Vleeshouwers, V.G.A.A., de Groot, K.E. and
Govers, F. (1998a) Resistance of Nicotiana benthamiana is mediated by
recognition of the elicitor protein INF1. Plant Cell, 10, 1413-1425.

Kamoun, S., Young, M., Glascock, C.B. and Tyler, B.M. (1993) Extracellular
protein elicitors from Phytohpthora: host-specificity and induction of
resistance to bacterial and fungal phytopathogens. Mol. Plant-Microbe
Interact. 6, 15-22.

van der Lee, T, De Witte, I, Drenth, A., Alfonso, C. and Govers, F. (1997)
AFLP linkage map of the Oomycete Phytophthora infestans. Fungal
Genet. Biol. 21,278-291.

van der Lee, T., Robold, A., Testa, A., van't Klooster, J.W. and Govers, F.
(2001) Mapping of avirulence genes in Phytophthora infestans with AFLP
markers selected by bulked segregant analysis. Genetics, 157, 949-956.

Leonards-Schippers, C., Gieffers, W., Salamini, F. and Gebhardt, C.
(1992) The R1 gene conferring race-specific resistance to Phytophthora
infestans in potato is located on chromosome V. Mol. Gen. Genet. 233,
278-283.

Li, X., Eck, H.J., Rouppe van der Voort, J.N.A.M., Huigen, D.J., Stam, P.
and Jacobsen, E. (1998) Autotetraploids and genetic mapping using
common AFLP markers: the R2 allele conferring resistance to Phytophthora
infestans mapped on potato chromosome 4. Theor. Appl. Genet. 96,
1121-1128.

Panabiéres, F., Birch, P.R.J., Unkles, S.E., Ponchet, M., Lacourt, I.,
Venard, P, Keller, H., Allasia, V., Ricci, P. and Duncan, J.M. (1998)
Heterologous expression of a basic elicitin from Phytophthora cryptogea
in Phytophthora infestans increases its ability to cause leaf necrosis in
tobacco. Microbiology, 144, 3343 —-3349.

Pfyffer, G., Borashi-Gaia, E., Weber, B., Hoesch, L., Orpin, C.G. and
Rast, D. (1990) A further report on the occurrence of acylic sugar alco-
hols in fungi. Mycol. Res. 92, 219-222.

MOLECULAR PLANT PATHOLOGY (2001) 2(5), 257-263 © 2001 BLACKWELL SCIENCE LTD



Pieterse, C.M.J., Derken, A.-M.C.E., Folders, J. and Govers, F. (1994b)
Expression of the Phytophthora infestans ipiB and ipiO genes in planta
and in vitro. Mol. Gen. Genet. 244, 269-277.

Pieterse, C.M.J.,, Risseeuw, E.P. and Davidse, L.C. (1991) An in planta
induced gene of phytophthora infestans codes for ubiquitin. Plant Mol.
Biol. 17, 799-811.

Pieterse, C.M.J., van West, P., Verbakel, H.M., Brasse, P.W.H.M.,
van den Berg-Velthuis, G.C.M. and Govers, F. (1994a) Structure and
genomic organisation of the jpiB and ipiO gene clusters of Phytophthora
infestans. Gene, 138, 67-77.

Pieterse, C.M.J., Verbakel, H.M., Spaans, J.H., Davidse, L.C. and
Govers, F. (1993) Increased expression of the calmodulin gene of the
late blight fungus Phytophthora infestans during pathogenesis on potato.
Mol. Plant-Microbe Interact. 6, 164—172.

Qutob, D., Hraber, P.T., Sobral, B.W. and Gijzen, M. (2000) Comparative
analysis of expressed sequences in Phytophthora sojae. Plant Physiol.
123, 243-254.

Randall, T.A. and Judelson, H.S. (1999) Construction of a bacterial artificial
chromosome library of Phytophthora infestans and transformation of
clones into P. infestans. Fungal Genet. Biol. 28, 160—170.

Ricci, P., Bonnet, P.,, Huet, J.C., Sallantin, M., Beauvais-Cante, F.,
Bruneteau, M., Billard, V., Michel, G. and Pernollet, J.C. (1989) Structure
and activity of proteins from pathogenic fungi Phytophthora eliciting necrosis
and acquired resistance in tobacco. Eur J. Biochem. 183, 555—563.

Spielman, L.J., McMaster, B.J. and Fry, W.E. (1989) Dominance and
recessiveness at loci for virulence against potato and tomato in Phyto-
phthora infestans. Theor. Appl. Genet. 77, 832—838.

Spielman, L.J., Sweigard, J.A., Shattock, R.C. and Fry, W.E. (1990) The
genetics of Phytophthora infestans: segregation of allozyme markers in
F, and backcross progeny and the inheritance of virulence against potato
resistance genes R2 and R4 in F, progeny. Exp. Mycol. 14, 57-69.

Takken, F.L.W., Luderer, R., Gabriels, S.H.E.J)., Westerink, N., Lu, R.,
de Witt, PJ.G.M. and Joosten, M.H.A.J. (2000) A functional cloning
strategy, based on a binary PVX-expression vector, to isolate HR-inducing
cDNAs of plant pathogens. Plant J. 24, 275-283.

P. infestans enters the genomics era 263

Tooley, P.W. and Therrien, C.D. (1987) Cytophotometric determination of
the nuclear DNA content of 23 Mexican and 18 non-Mexican isolates of
Phytophthora infestans. Exp. Mycol. 11, 19-26.

Torto, T., Styer, A. and Kamoun, S. (2001) EST data mining: novel extra-
cellular proteins from the oomycete plant pathogen Phytophthora
infestans. Fungal Genet. Newsl. 48(Suppl.), 111.

Vleeshouwers, V.G.A.A., van Dooijeweert, W., Govers, F., Kamoun, S.
and Colon, L.T. (2000) The hypersensitive response is associated with
host and non-host resistance to Phytophthora infestans. Planta, 210,
853-864.

Wastie, R.L. (1991) Breeding for resistance. In: Advances in Plant Pathol-
ogy, Vol. 7: Phytophthora Infestans, the Cause of Late Blight of Potato
(D.S. Ingram and P.H. Williams, eds). Academic Press, London, UK,
pp. 193-223.

Waugh. M., Hraber, P, Weller, J., Wy, Y., Chen, G., Inman, J., Kiphart, D.
and Sobral, B. (2000) The Phytophthora Genome Initiative database:
informatics and analysis for distributed pathogenomic research. Nucl.
Acids Res. 28, 87-90.

van West, P, de Jong, A.J, Judelson, H.S., Emons, M. and Govers, F.
(1998) The ipiO gene of Phytophthora infestans is highly expressed in
invading hyphae during infection. Fungal Genet. Biol. 23, 126-138.

van West, P,, Li, S., Shepherd, S. and Gow, N.A.R. (2001) Identification
of stage-specific proteins in Phytophthora spp. Fungal Genet. Newsl.
48(Suppl.), 70.

van West, P., Kamoun, S., van't Klooster, J.W. and Govers, F. (1999)
Internuclear gene silencing in Phytophthora infestans. Mol. Cell, 3,
339-348.

Whisson, S.C., Drenth, A., Maclean, D.J. and Irwin, J.A. (1995)
Phytophthora sojae avirulence genes, RAPD, and RFLP markers used to
construct a detailed genetic linkage map. Mol. Plant-Microbe Interact. 8,
988-995.

Whisson, S.C., van der Lee, T., Bryan, G.J., Waugh, R., Govers, F. and
Birch, P.R.J. (2001) Physical mapping across an avirulence locus of
Phytophthora infestans using a high representation, large insert bacterial
artificial chromosome library. Mol. Genet. Genomics, in press.

© 2001 BLACKWELL SCIENCE LTD MOLECULAR PLANT PATHOLOGY (2001) 2(5), 257-263



