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Induction and suppression of rice innate immunity
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Abstract

Therice plant is infected by a number of pathogens which
cause significant losses of yield. Plants possess inducible
innate immunity by which they can perceive danger and
mount defense responses. Recognition of the pathogen is
a crucial step in induction of plant immune responses.
Plants can recognise a wide category of molecules related
either to conserved components of pathogen structures,
pathogen secreted molecules or plant damage-associated
molecules. Recognition of these molecules/elicitors by
receptors initiates a signal transduction cascade which
includes phosphorylation of various intermediate proteins,
influx of calcium ions, production of reactive oxygen
species and synthesis of phytohormones. The signaling
intermediates also activate transcription factors leading to
enhanced expression of genes related to defense
associated functions. As immune responses are energy
intensive processes, they are tightly regulated through
phosphorylation/dephosphorylation events or through
degradation of signalling intermediates. The activation of
plant innate immunity suppresses multiplication and spread
of pathogen within the host tissues. In this review we
discuss about key molecular players involved in rice immune
responses.
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Introduction

Rice (Oryza sativa L.) is a staple food for more than
half of the world’s population. The rice crop is affected
by various bacterial, fungal and viral pathogens. Some
major bacterial diseases of rice crop are bacterial blight
caused by Xanthomonas oryzae pv. oryzae (X00),
bacterial leaf streak caused by Xanthomonas oryzae
pv. oryzicola (Xoc) and sheath brown rot caused by
Pseudomonas fuscovaginae. The common fungal

diseases of rice include sheath blight caused by
Rhizoctonia solani, blast disease caused by
Magnaporthe oryzae (M. oryzae) and brown leaf spots
caused by Bipolaris oryzae (Gnanamanickam 2009).
Tungro disease is the most common viral disease of
rice and is caused by a combination of two viruses
namely the rice tungro baciliform virus (RTBV) and
the rice tungro spherical virus (RTSV). Leaf hopper
pests generally transmit these viruses. Another viral
disease of rice is rice stripe virus disease (RSVD)
caused by rice stripe virus (RSV) which is mainly
spread by the brown plant hopper.

Unlike animals, plants are sedentary in nature
and cannot run away from danger. Also, plants do not
have specialised immune cells to combat pathogens.
Instead, plants have evolved different but very effective
strategies to defend themselves against pathogens.
Plants can perceive presence of potential pathogens
and induce strong immune responses. In the apoplast,
plants can recognise presence of specific signature
sequences of pathogens that could be structural
components of pathogens or pathogen secreted
molecules (Jones and Dangl 2006). These molecules
elicit plant immune responses and are the so-called
pathogen associated molecular patterns (PAMPs) and
the immune responses triggered by PAMPs are called
PAMP-triggered immunity (PTI) (Bigeard et al. 2015).
Plant cell wall forms a formidable barrier for pathogens
and potential pathogens secrete cell wall degrading
enzymes that degrade different components of the
cell wall. Plants perceive the cell wall degradation
products as a mark of an infection and mount immune
responses (Walton 1994). In addition, extracellular
ATP and certain peptides that are released from
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damaged cells also elicit immune responses. These
host derived molecules that elicit/trigger plant immune
responses are called damage associated molecular
patterns (DAMPs) and such immunity is called DAMP-
triggered immunity (DTI) (Wu et al. 2012). Potential
pathogens have evolved molecules that are delivered
directly into the cytoplasm of plant cells to suppress
PTI/DTI and cause infection. In case of Gram-negative
bacteria, this delivery of effectors is mediated by the
bacterial type three secretion system (T3SS). Xoo
secretes two types of effectors into rice cells,
transcription activator like (TAL) effectors that modulate
gene expression of plants and non-TAL effectors [also
called as Xanthomonas outer proteins (Xop)] that
suppress immunity by binding to various signaling
intermediates (Kay and Bonas 2009). Plants also have
evolved functions that can identify presence of
effector molecules in the cytoplasm and this leads to
induction of stronger immune responses to negate
spread of pathogen. This is referred as effector
triggered immunity (ETI) (Spoel and Dong 2012). The
outcome of a plant-pathogen interaction depends on
whether a pathogen possesses the functions required
to suppress immune responses of its host plant. The
ability to suppress innate immunity leads to onset of
disease symptoms. In this review, we discuss the
various steps that are associated with induction and
suppression of innate immunity in rice. These steps
include signal perception, elaboration of signal through
intermediate steps, execution and regulation of
immune responses.

Signal perception in rice immune response

Pathogen recognition is crucial for induction of plant
immune responses. Plants have evolved various
strategies to detect the presence of potential
pathogens. In the extracellular milieu, plants can
recognise the conserved components of pathogen
structures (eg., chitin, flagellin, lipopolysaccharides,
peptidoglycans etc.), pathogen secreted molecules
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(e.g., EfTu, RaxX), and plant-damage associated
molecules namely cell wall degradation products [(eg.
oligogalacturonan (OG)] (Choi and Klessig 2016; Saijo
et al. 2018) (Table 1). PAMPs/DAMPs are recognised
by membrane localised receptor kinases. Most of the
receptors that perceive PAMPs belong to leucine rich
repeat containing receptor-like kinases (LRR-RLKSs)
while the carbohydrate-derived ligands are generally
recognised by Lysine-motif (LysM) containing proteins.
Based on the source of the molecules that are
recognised as ligand, danger perception in rice can be
catagorised in three categories: i) Perception of
bacterial PAMPs, ii) Perception of fungal PAMPs, and
iii) Perception of plant cell wall damage.

Perception of bacterial PAMPs

Plants can perceive presence of various bacteria
specific molecules. Rice Xa21 protein is one of the
first identified receptors that plays a key role in plant
innate immunity (Song et al. 1995). The Xa21 gene is
being used extensively in rice breeding to develop
bacterial blight resistant rice lines. Recently it has been
shown that a sulfated protein RaxX that is secreted
by the bacterial type 1 secretion system is the ligand
that is perceived by Xa21 (Pruitt et al. 2015). It was
also observed that sulfation of tyrosine-41 (Y41) of
RaxX is necessary to trigger immune response in rice.
Xoo strains that encode an alternate allele of raxX
evade recognition by Xa21. Bacterial flagellin is one
of the most well studied PAMPs. In Arabidopsis, a
receptor named Flagellin sensing 2 (AtFLS2) binds to
a 22 amino acid long peptide (flg22) that is derived
from flagellin of Pseudomonas syringae pv. tomato
(Pst DC3000) (Gomez-Gomez and Boller 2000). Inrice,
OsFLS2 can also perceive flg22 derived from Pst
DC3000 or Acidovorax avenae, an important rice
pathogen (Wang et al. 2015). Elongation factor-Tu (EF-
Tu) is a bacterial protein that is released from bacterial
cells, possibly due to cell lysis (Kunze et al. 2004).
Rice can recognise presence of EF-Tu by perception

Table 1. List of PAMPs and their cognate receptors identified in rice plants

Gene family Receptor Ligand Source of ligand Reference

LRR-RLK Xa21 RaxX-sY Bacterial (Pruitt et al. 2015)
FLS2 flg22 (flagellin) Bacterial (Wang et al. 2015)

LysM-RLK CERK1 Lipopolysaccharides Bacterial (Desaki et al. 2018)
CEBiP1 Chitin Fungal (Kouzai et al. 2014)
LYP4/LYP6 Peptidoglycan and chitin Bacterial and fungal (Liu et al. 2012)

RLK = Receptor-like kinases, LRR= Leucine rich repeat containing proteins, flg22 = Flagellin 22, LysM = Lysine-motif, FLS2 = flagellin
sensing 2, CERK1= Chitin elicitor receptor kinase 1, CEBiP1 = Chitin-elicitor binding protein 1, and LYP = Lysin motif-containing proteins
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of a 50-amino acid long peptide of EF-Tu called EFa50
and mount immune responses (Furukawa et al. 2014).

Peptidoglycan and lipopolysaccharides are major
components of the bacterial cell wall. Rice LysM
domain containing proteins OsLYP4 and OsLYP®6 are
known to interact with peptidoglycan (Liu et al. 2012).
Some reports indicate OsCERK1 as a receptor/co-
receptor for perception of lipopolysaccharides and
peptidoglycan in rice (Ao et al. 2014; Desaki et al.
2018). A few Xoo strains have evolved to suppress
this induction of CERK1 mediated immunity by
suppressing its downstream target OsRLCK185 via
T3SS secreted effector XopY (X001488) (Yamaguchi
et al. 2013). Xoo non-TAL effectors XopZ, XopN, and
XopV can also suppress peptidoglycan induced
immune response signaling in rice protoplast cells
(Long et al. 2018). It is reported that Xoo secreted
exopolysaccharides can also help in evasion of
lipopolysaccharide induced immunity (Girija et al.
2016).

Perception of fungal PAMPs

Plants can also perceive structural components of
fungal pathogens as PAMPs and mount immune
responses. Chitin is a polymer of N-acetyl-D-
glucosamine (GIcNAc) and is a major component of
the fungal cell wall. Rice recognises chitin by a GPI-
anchored protein called chitin elicitor binding protein
(OsCEBIP), a receptor like protein (RLP). OsCEBIiP
contains 3 extracellular LysM domains but it lacks an
intracellular domain for downstream signaling activation
(Kaku et al. 2006). Ligand binding leads to
homodimerization of OsCEBIP and its heterodimeri-
zation with OsCERK1 that leads to activation of
immune responses (Shimizu et al. 2010; Hayafune et
al. 2014). M. oryzae has evolved strategy to avoid
chitin perception in rice by secreting a chitinase
MoChia1 that binds to chitin and avoids chitin triggered
immunity (Yang et al. 2019). To counteract this
strategy, rice cells secrete a tetratricopeptide repeat
protein (OsTPR1) in the apoplast that competitively
binds to MoChia1 leading to free chitin that activates
PTI.

Perception of plant cell wall damage

Rice can also perceive the activity of pathogen
secreted cell wall degrading enzymes on the cell wall
and mount immune responses (Jha et al. 2005). Xoo
secretes a battery of cell wall degrading enzymes such
as cellulases, xylanases, and lipase/esterase to
degrade different components of the cell wall and
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treatment of rice tissue with any one of these purified
cell wall degrading enzymes leads to activation of plant
immunity (Rajeshwari et al. 2005; Jha et al. 2007).
Rice cells likely sense the cell wall damage by
perception of cell wall fragments (DAMPs) as heat
inactivation or mutations in active site residues of the
enzyme that lead to loss of biochemical activity result
in loss of the ability of enzyme to induce immunity
(Jha et al. 2007; Aparna et al. 2009). So far, no receptor
for any DAMP is reported in rice but members of wall
associated kinase (WAK) gene family are predicted
to be putative receptors of cell wall damage (Zhang et
al. 2005). Xa4, a major resistance QTL of rice that is
known to enhance resistance against Xoo is reported
to be a WAK gene family member (Hu et al. 2017).
Our recent observation also indicates a wall associated
kinase as a putative receptor for a Xoo lipase/esterase
induced cell wall damage in rice (unpublished data).
Xoo secreted T3SS effectors XopN, XopX, XopQ and
XopZ can suppress cell wall damage induced
immunity indicating evolution of specific functions to
suppress DTI (Sinha et al. 2013).

Signaling intermediates in rice immune responses

Perception of danger by receptors leads to initiation
of signaling events that induce immune responses that
are conveyed into the cell via many signaling
intermediates. These signaling intermediates involve
diverse sets of molecules such as proteins, hormones
or small ions such as calcium (Ca2+) and reactive
oxygen species (ROS). Here we discuss about few
signaling intermediates reported in rice innate
immunity.

Somatic embryogenesis receptor kinase (SERK)

SERK is an LRR-RLK which transduces signals by
forming dimers (homodimers or heterodimers) with
other receptor-like kinases (RLKs), in response to
ligand binding. Dimerization leads to phosphorylation
of kinase domains of the RLKs, which then activates
signalling cascade. Over expression of OSSERK1 in
rice plants leads to enhanced tolerance to M. oryzae
(Hu et al. 2005). Rice OsSERK2 has been shown to
play a critical role in XA21, XA3, and OsFLS2-mediated
immunity by directly binding to these receptors (Chen
et al. 2014).

Mitogen-activated protein kinases (MAP Kinases
or MAPKS)

Upon PAMP/DAMP treatment, the induced signal is
associated with activation of a MAPK cascade. This
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activation is observed as early as two minutes after
treatment and disappears within an hour (Meng and
Zhang 2013). Classically, an activated MAPKKK (MAP
kinase kinase kinase) phosphorylates MAPKK (MAP
kinase kinase) which in turn activates MAPK (MAP
kinase) by phosphorylation (Rasmussen et al. 2012).
The activated MAPK can interact and phosphorylate
a wide variety of signaling molecules (transcription
factors, 14-3-3 proteins, E3 ubiquitin ligases, VQ
proteins, cellular enzymes, etc.) which eventually leads
to the activation of immune responses (Bigeard et al.
2015). There are 74, 8 and 17 genes encoding for
MAPKKKs, MAPKKs and MAPKSs, respectively in rice
(LP et al. 2006; Reyna and Yang 2006; Rao et al.
2010). OsMPK6 plays contrasting roles during Xoo
infection; local resistance is positively affected by
OsMPK®6 but systemic acquired resistance activated
post Xoo infection is negatively regulated by OsMPK6
(Yuan et al. 2007a; Shen et al. 2010). Rice resistance
to Xoo is negatively regulated by OsMAPKKK1 (aka
OseEDR1) (Shen et al. 2011). Phosphorylation of
OsMPK1 and OsMPK5 was observed after treatment
with peptidoglycan isolated from Xoo (Long et al. 2018).

14-3-3 proteins

14-3-3 proteins are adaptor proteins which play diverse
roles in signaling events. For interaction, 14-3-3 proteins
are sensitive to phosphostatus of their client proteins.
Binding of target protein with a 14-3-3 protein can lead
to diverse molecular events (Lozano-Duran and
Robatzek 2015).14-3-3 genes GF14b, GFl4c, GFl4e
and GF14f were induced when rice was exposed to
either Xoo or M. oryzae (Chen et al. 2006). 14-3-3
proteins in rice, GF14b and GF14f interact with BIMK1
(MAP kinase) and induce systemic resistance against
M. oryzae (Cooper et al. 2003).

E3 ubiquitin ligases

Ubiquitination is a multi-step and multi-enzyme
process. Three proteins referred to as E1, E2 and E3
are involved in this process. The E1 protein is an
ubiquitin activating enzyme which uses ATP to activate
ubiquitin. The E1 protein transfers ubiquitin to the E2
protein which is an ubiquitin conjugating enzyme. The
E3 protein is the ubiquitin ligase which is involved in
the transfer of ubiquitin from E2 to the target protein.
The type of ubiquitination dictates the fate of the target
protein. Proteins are marked for degradation by 26S
proteasome, if they are polyubiquitinated with K48
(Lysine at 48" position of the amino acid sequence of
ubiquitin protein) linkages, whereas polyubiquitination
with linkages other than K48 and monoubiquitination
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do not cause degradation but bring out other effects
such as internalization and endocytosis of membrane
receptors, histone modification, etc. (Zhou and Zeng
2017). Suppression of the ubiquitin ligase XB3
compromises Xa21-mediated Xoo resistance in rice
and it is accompanied by a drop in Xa21 protein levels
(Wang et al. 2006). But how XB3 regulates XA21
protein levels and what is the downstream target of
XB3 are areas that need to be further explored.
OsPUB44 positively regulates peptidoglycan and
chitin-induced immune responses and tolerance to Xoo
in rice. XopP, an Xoo secreted effector, suppresses
OsPUB44’s E3 ligase activity and compromises rice
immune responses (Ishikawa et al. 2014).

Calcium influx

PAMP/DAMP treatment induces Ca®* influx within
thirty seconds of treatment and it peaks by six
minutes. Two-pore channel-1 (TPC1, calcium channel)
and glutamate receptor-like channels (GLRs) are
responsible for Ca®* influx. Ca®* influx induces opening
of other membrane channels (such as those for proton,
chloride ion, potassium ion and nitrate ion) which
ultimately leads to membrane depolarisation
(Lecourieux et al. 2006; Szechyfiska-Hebda et al.
2017). Calcium level sensor proteins like calmodulin
(Bellincampi et al. 2014) or Ca®* dependent protein
kinases (CDPKs) perceive changes in cytoplasmic
Ca®* levels and translate it by activating downstream
signaling to induce defense responses. CDPKs play
a key role in translating the pathogen induced signal
to change in the levels of Ca®* concentration which
would transiently lead to activation of plant defense
responses. In rice, CDPK gene family is predicted to
comprise around 29 members.

Reactive oxygen species (ROS) production

ROS burst is observed as early as 2-3 minutes after
PAMP treatment (Spoel and Dong, 2012). The ROS
production in response to PAMP/DAMP treatment is
through activation of a plasma membrane-situated
NADPH oxidase enzyme, respiratory burst oxidase
homolog D (RBOHD). In rice, recent observations
indicate that treatment of rice suspension cells with
chitin or chitin derived oligosaccharides triggers ROS
production (Hayafune et al. 2014; Yang et al. 2019).

Plant hormones

Salicylic acid (SA) and jasmonic acid (JA) are
phytohormones which have been implicated in rice
defense responses triggered by pathogens. Unlike
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Arabidopsis, rice plants exhibit higher basal levels of
salicylic acid. Exogenous applications of JA or SA
have been reported to impart resistance to Xoo infection
in rice (Babu et al. 2003; Yamada et al. 2012). OsJAZS,
a repressor of JA signaling in rice, negatively regulates
JA-mediated resistance to Xoo infection (Yamada et
al. 2012). SA-deficient NahG rice plants show more
susceptibility to oxidative stress caused by M. oryzae
infection (Yang et al. 2004). Overexpression of OsNH1,
a key SA-responsive gene, leads to constitutive
expression of defense-related genes and enhanced
resistance to Xoo (Yuan et al. 2007b; Chen et al. 2014).
In SA accumulation deficient NahG transgenic rice
plants, this OsNH1-mediated resistance to Xoo
infection is compromised indicating involvement of SA
signaling in tolerance against Xoo (Yang 2009).

Transcription factors involved in rice defense

The early signaling events (calcium, ROS, MAPK
mediated signaling) and/or the phytohormone-mediated
signaling bring about transcriptional reprogramming
(TR) (Tsuda and Somssich 2015; Li et al. 2016). The
kind of transcriptional reprogramming that is observed
is highly variable and it varies with the pathogen, type
of elicitor, period of exposure, developmental state of
the plant, etc. Broadly, the reprogramming that takes
place during pathogen attack involves downregulation
of normal cellular activity like photosynthesis and
growth-related processes. Expressions of genes
involved in pathogen defense are upregulated. The
key molecules that execute transcriptional
reprogramming are transcription factors (TFs) and
chromatin modulators. The transcription factors that
are majorly involved in the regulation of plant immunity
belong to WRKY, AP2/ERF, bHLH and MYB gene
families. WRKY transcription factors have the so called
WKRY domain [consisting of four conserved amino
acids: tryptophan (W), lysine (K), glutamate (R), and
tyrosine (Y)] and a zinc finger motif. WRKY transcription
factors bind to DNA at W-box consensus sequences
(TTGACT/C) (Thomas Eulgem 2000; Agarwal et al.
2010). A number of WRKY proteins are regulators of
plant defense responses (Zhao 2012). AtWRKY33 and
OsWRKY45 are marker genes for activation of plant
immunity in Arabidopsis and rice respectively. Over
expression of OsWRKY45-2 leads to enhanced
tolerance to bacterial and fungal infection in rice
(Shimono et al. 2012). Other WRKY proteins,
OsWRKY71 and OsWRKY22 function as positive
regulators of rice immunity (Liu et al. 2007; Abbruscato
et al. 2012). Studies have revealed that protein-protein
interaction between the same or different WRKY
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transcription factors is required for many WRKY
proteins for their function in transcription and chromatin
remodelling (Chi et al. 2013). OsWRKY62 and
OsWRKY76 are reported to form homo- and
heterodimers. The splice variants of these two WRKY
transcription factors have different roles in plant
defense. Over expression of OsWRKY62.1 and
OsWRKY76.1 leads to enhanced tolerance against
Xoo and M. oryzae infection while the shorter variants,
OsWRKY62.2 and OsWRKY76.2, act as repressors
(Liu et al. 2016) of the immunity.

Another class of transcription factor which are
involved in controlling responses to abiotic and biotic
stresses are the AP2/ERF proteins (Sharoni et al.
2011). Overexpression of OSEREB1 and OsAP2/
ERF152 primes rice plants against subsequent Xoo
infection (Jha et al. 2010; Jisha et al. 2015). Several
MYB proteins are also reported as positive regulators
of plant immunity (Lotkowska et al. 2015). In rice, the
OsMYB30, OsMYB55 and OsMYB110 functions are
reported as inducers of immune responses against
bacterial and fungal pathogens likely by activating
synthesis of secondary metabolites that have
antimicrobial activity (Kishi-Kaboshi et al. 2018). In
rice, the NAC transcription factor OsNAC066 positively
regulates tolerance against blast and bacterial blight
while OSNACG60 enhances tolerance against rice blast
disease (Liu et al. 2018).

Regulation of rice immune responses

Immune responses are energy consuming processes;
therefore, they are tightly regulated and the signaling
cascade is quickly shut-off soon after activation (Yang
et al. 2012). This suppression is attained through
dephosphorylation of active site residues,
phosphorylation of alternate sites that inhibit active
site residue phosphorylation or degradation of signaling
intermediates such as receptors, intermediate kinases
or transcription factors (Park et al. 2012). Xa21
physically interacts with XB24, an ATPase that
enhances in vitro autophosphorylation of XA21. Xa21
can also bind to XB15, a protein phosphatase 2C that
can dephosphorylate XA21 (Park et al. 2008; Chen et
al. 2010). Experiments with XB24 and XB15 indicate
that XB24 keeps Xa21 inactive in the resting state by
phosphorylation. After signal perception by Xa21,
structural changes in the intracellular kinase domain
promote autophosphorylation at an alternate site that
leads to dissociation from XB24 and phosphorylation
of downstream signaling intermediate. After some time
of activation, XB15 dephosphorylates Xa21 when the
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immune response is not required (Park et al. 2008;
Chen et al. 2010).

Ubiquitin ligases negatively regulate plant
defense through degradation of the activators of plant
defense responses. For example, OsSPL11 and EBR1
(enhanced blight and blast resistance 1) are E3
ubiquitin ligases of rice, which suppress programmed
cell death (Zeng et al. 2004; You et al. 2016). Calcium
signaling can also regulate rice immune responses.
OsCDPK12 was reported to negatively affect ROS
production and resistance to blast disease in rice
(Asano et al. 2012). Rice CPK18 was reported to
directly phosphorylate and activate rice MPK5 and
this CPK18-MPK5 pathway was found to negatively
regulate rice immunity against blast disease (Xie et
al. 2014). There are many examples of transcription
factors that act as negative regulators of plant
immunity. OSWRKY62, OsWRKY42, OsWRKY13 and
OsWRKY24 negatively regulate defense responses
in rice (Mao et al. 2007; Cheng et al. 2015). A de novo
gene with no known function specific to rice plant,
Defense Related 10 (OsDR10) acts as suppressor of
plant defense against Xoo infection.

Execution of rice immune response

Activation of plant immune responses can check the
entry of pathogens into plant cells. Many pathogens
enter a plant system through natural openings such
as stomata or hydathodes (Gustavo e. Gudesblat
2009). Recognition of PAMP/DAMP leads to closure
of stomata in order to prevent the entry of pathogens.
The plant cell wall is the next physical barrier that a
pathogen encounters. Lignification is one of the
strategies of strengthening of the rice cell wall to
prevent pathogen-mediated cell wall disruption (Jha
et al. 2007; Kishi-Kaboshi et al. 2018). Another
important way of cell wall fortification is by callose
deposition or papillae formation at the site of pathogen
entry. Callose is a 3 (1-3) glucan polymer which along
with antimicrobial molecules forms the papillae.
Treatment of rice tissue with either PAMPs or cell
wall degrading enzymes leads to enhanced callose
deposition (Jha et al. 2010; Liu et al. 2013; Furukawa
et al. 2014).

On the induction of an immune response, plants
release ROS that can play a role in signaling and in
directly inhibiting the pathogen (Waszczak et al. 2018).
Secondary metabolites produced by plants act as
antimicrobial compounds (Scala et al. 2013;
Kushalappa et al. 2016). These molecules include

[Vol. 79, No. (1) Suppl.

terpenoids, alkaloids, vitamins and phenolic
compounds. Protein defense molecules include
defensins, amylase, and proteinase inhibitors which
target different enzymes of pests and pathogens.
Plants also produce lytic enzymes that act upon the
cell wall of pathogens. A number of the PR genes
induced upon PAMP recognition, are hydrolytic
enzymes that attack microbial cell walls. There are
seventeen PR protein families identified in plants (van
Loon et al. 2006). In rice, the expression of several
PR proteins (PR1, PR2, PR3, PR4b, PR5, PR8, PR16
and PR-pha) is enhanced after Xoo infection (Hou et
al. 2012).

Defense response associated programmed cell
death (PCD) is induced in plants, including rice, upon
recognition of elicitors and effectors (van Doorn and
Woltering 2005; Jha et al. 2010; Dickman and Fluhr
2013; Tyler et al. 2013; Wang and Bayles 2013). This
response is believed to prevent further growth and
movement of pathogens within plant tissues. This is
especially the case for biotrophic and hemi-biotrophic
pathogens. However, many necrotrophic pathogens
have evolved strategies to utilise this immune
response to Kill plant cells. Thus, the decision of
triggering an appropriate type of PCD is also a crucial
event in plant defense.

Conclusion

Like other plants, rice possesses a robust immune
response that can ward of most potential pathogens.
Understanding the mechanisms by which these
defense response pathways work will be helpful not
only in terms of providing new knowledge about how
plants interact with their pathogens but can also help
in the development of new strategies for reducing crop
losses. In this review, we discussed some of the
signaling events and intermediates that are involved
in the elaboration and execution of immune responses.
Although, a large number of R-genes and resistant
germplasm are available for many rice diseases, the
same is not the case for several others. This makes it
important to understand the molecular mechanisms
involved in rice immune responses as this might help
in the development of new strategies for controlling
such diseases. This might also be helpful where
resistance sources are currently available but which
may become ineffective due to emergence of newer
races of pathogens.
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