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INTRODUCTION
Plant diseases are one of the most important causes of crop 
yield reduction worldwide posing a big challenge to human food 
production and demand. Food security and biodiversity are 
affected by climate change and unprecedented fluctuations in 
temperatures [1]. Both biotic and abiotic factors play an important 
part in regulating plant–pathogen interactions and it was known 

that the epidemic diseases are more likely to increase when 
environmental conditions are detrimental for plants [2,3]. The rise 
of ambient temperature optimizes plant growth and development 
and compromise plant immune responses resulting in increased 
susceptibility against pathogens [4-6]. Suppression of plant 
defense responses at higher temperature mediates the activation 
of genes between growth and defense [7]. In-depth knowledge on 
how specific environmental factors affect the interaction between 
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plants and pathogens can further identify effective disease control 
strategies to increase crop yield and develop highly resistant crops 
under increasingly unpredictable climatic conditions.

The success of plant development, survival and reproduction is 
influenced by plant’s response and adaptation to their immediate 
environment. Plants utilize energy and resources to enhance its 
biotic and abiotic defenses and maintain growth and development. 
Moreover, plant immunity against harmful pathogens undergoes 
a systematic activation of defense signaling cascades upon direct 
recognition of pathogen. The specialized signaling processes 
found in plants regulate immune responses upon perception of 
incoming pathogen attack. Plant pathogens are equipped with 
the ability to compromise plant immune signaling and have the 
capacity to evolve. With this, plant immune signaling activates 
a higher level of resilience to protect itself against pathogens. 
Unnecessary immune induction costs plant fitness which can 

cause damage to both plants and pathogens [8]. Plant immune 
signaling network also possess the ability to quantitatively tune 
its output according to the reliability of pathogen attack cues 
in order for plants to use correct molecular cues in detecting 
pathogens from non- pathogens [9].

Plant defense is composed of various immune mechanisms 
called, PAMP Triggered Immunity (PTI) and Effector Triggered 
Immunity (ETI) [10,11]. Pathogen Associated Molecular Patterns 
(PAMPs) are perceived by Receptor Like Kinases (RLK) on the cell 
membrane to activate PTI. Pattern Recognition Receptors (PRRs) 
trigger innate immune responses in plants. One such PRR is the 
flagellin receptor FLS2 in Arabidopsis. Flagellin and elongation 
factor Tu in bacteria are PRRs perceived by Leucine-rich Repeat 
RLK (LRR-RLK), Flagellin Sensitive 2 (FLS2) and Ef-Tu Receptor 
(EFR) in Arabidopsis, respectively [12] (Figure 1). 

Figure 1: Model of temperature regulation of plant innate immune responses.
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a) Bacteria secrete various amounts of virulence effectors to 
promote Effector-triggered Susceptibility (ETS) which activates 
Effector-triggered Immunity (ETI) signaling at low ambient 
temperature. Pathogens produce increased amount of PAMPs 
which lead to activation of PTI signaling at elevated temperatures. 

b) Pathogen induces SA biosynthesis at elevated temperature by 
blocking ICS1 enzyme and increased translocation of bacterial 
effector proteins to promote virulence. SA signaling induced by 
the SA synthetic analogue, BTH, is also affected wherein PR1/
ICS1 are suppressed at elevated temperature. BTH-mediated 
resistance against pathogen is conferred at elevated temperature 
in NPR1-dependent manner. 

c) UBC13 has a role in plant response to low-temperature 
stress. UBC13 induces the expression of several cold- responsive 
genes promoting hypersensitivity to low-temperature stress. 
Furthermore, UBC13 regulates programmed Hypersensitive 
Response (HR) in response to low temperature and pathogen.

Perception of PAMPs initiate downstream signaling of immune 
response networks which lead to transcriptional reprogramming 
of defense genes, enhanced callose deposition in the cell wall 
and increased Reactive Oxygen Species (ROS) [12,13]. Adapted 
pathogens are able to repress PTI through production of 

virulence effectors into the plant cell which disrupt PTI signaling 
and maximize cellular proliferation [10]. The PTI‐compromised 
state is known as Effector‐triggered Susceptibility (ETS).

Plants evolved another way to detect pathogen attack by directly 
or indirectly recognizing some pathogen effectors by cognate 
resistance (R) proteins [11,14]. Bacteria deliver effector proteins 
into plant cells via Type III Secretion System (T3SS) to promote 
pathogen survival and reproduction. Effectors target plant cell 
components to suppress immune responses and physiology. 
Effectors of the Gram‐negative bacterial pathogen Pst, AvrRpt2 
and AvrRpm1, are recognized by R proteins RPS2 (Resistance 
to P. syringae 2) and RPM1 (Resistance to Pseudomonas syringae 
pv. maculicola 1), respectively [15-17]. To eliminate pathogenic 
bacteria, plants developed intracellular Nucleotide-binding 
domain Leucine-rich Repeat (NLR) proteins to recognize 
effectors and lead to activation of ETI. ETI is associated with 
robust immune responses which includes local programmed cell 
death in plant cells at the infection site known as Hypersensitive 
Response (HR), production of salicylic acid, and induction of 
Systemic Acquired Resistance (SAR) [18-21]. In addition, RNA 
silencing recognizes aberrant RNAs derived from viruses and 
it operates to defend plants against viruses through systematic 
degradation of RNA products [22,23] (Figure 2).

Figure 2: Temperature, clock and light modulate plant innate immunity.
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Plant immunity is divided into 3 defense mechanisms namely, PTI, 
ETI and RNA silencing which are triggered by PAMPs, effectors, 
and aberrant RNAs from viruses, respectively. Temperature, clock 
and light are abiotic factors which play an important role in plant 
immunity.

a) Expression of defense genes including R genes is regulated by 
temperature. Oftentimes, elevated temperatures suppress ETI 
and enhance activities of RNA silencing component machineries. 
The expression of ZED1 and some ZRKs are induced at ambient 
high temperature. ZRKs act cooperatively to inhibit the salicylic 
acid-dependent defense response pathway by suppressing SNC1 
transcription in the absence of pathogens. The SNC1 auto-
immunity is suppressed by PIF4 at elevated temperature. The SIZ1 
sumoylation (SUMO) of COP1 activates the intrinsic Ubiquitin 
(Ub) E3 ligase activity of COP1 resulting to degradation of COP1 
substrates such as HY5 and SIZ1.

b) Photosynthesis and photoreceptor signaling are components 
of light which affect defense signaling. Light quality and 
quantity are integrated into immune responses through 
different photoreceptors. Phytochromes absorb the red and far-
red region of the spectrum while crypto chromes absorb blue 
light. Photoreceptors and specific interacting proteins directly 
modulate protein stability of R proteins.

c) Circadian clock regulates expression of defense response 
genes in PTI and ETI. Pathogen elicitors provide the input to 
the circadian clock via an unknown intermediate. Therefore, 
circadian clock modulates the expression of various defense-
related Circadian-Controlled Genes (CCGs) via putative binding 
of clock components such as CCA1/LHY to the promoter region 
of CCGs. ELF3 and ZTL-4 are clock components which regulate 
plant immunity. Circadian clock also activates both stomata-
dependent and independent defense pathways to restrict pathogen 
growth in Arabidopsis. CCA1 and LHY act through GRP7 as 
a direct downstream target to regulate stomatal aperture and 
activate defense in a stomata-dependent pathway. Furthermore, 
PTI induced by PAMP receptor flg22 to regulate clock activity, 
thus, clock-defense crosstalk involves flg22-mediated signaling. 
CCA1/LHY represses the expression of TOC1.

d) PIF4 serves as a negative regulator of plant immunity and its 
activation affects the balance between growth and defense.

In this paper, we describe the molecular mechanisms to explain 
how environmental factors and temperature fluctuations affect 
plant immune responses. Research have shown that temperature 
influences plant resistance against disease and in this paper, we 
describe the molecular mechanisms on how temperature-initiated 
signals affect plant immune signaling pathways. Defense responses 
are influenced by abiotic factors namely, temperature, circadian 
rhythm and light which means that different environmental signals 
communicate with defense responses to stabilize growth and 
immunity. At present, the ambiguous junction between abiotic 
and biotic responses remains as a big scientific controversy. Here, 
we outline the recent discoveries on the molecular mechanisms 

related to the interlocking relationships between temperature, 
light and immune responses in plants.

LITERATURE REVIEW

Plant immunity and temperature 

Climatic and weather conditions carry critical roles in establishing 
results of plant-pathogen interactions. It is known that the 
increase of epidemic diseases occur when environmental factors 
are optimum for the pathogens to survive and multiply. Breeding 
efforts to increase crop yield reduce the genetic diversity which 
increases susceptibility to diseases and caused negative impact on 
the resilience of plant immunity under conflicting environmental 
conditions.

Temperature is one of the environmental factors which influence 
the interaction between plants and pathogens. It was found that 
the decrease in temperature inhibits interaction between plants 
and pathogen and disrupts increase in plant growth. Previous 
studies reported that temperature dependent autoimmunity 
caused by allelic discrepancies in hybrids of Arabidopsis thaliana 
accessions revealed that plants maintain ‘poise’ between immune 
response and robustness in natural populations [5]. The 
Arabidopsis chilling sensitive 3 (chs3-1) mutant showed deficient 
growth and chlorosis when grown at 16°C or when shifted from 
22 to 4°C. chs3-1 plants also showed constitutively induced 
defense responses at 16°C, which were increased at 22°C [24]. 
It was found that tomato spotted wilt virus resistance in pepper 
conferred by the TSW gene is less stable at continuous 32°C 
temperature and continuous high temperatures for nine days 
resulted to systemic spread and necrotic symptoms in plants that 
are resistant at lower temperature (22°C). Continuous increase in 
temperature destabilize plant resistance in young plants, however, 
older infiltrated plants develop less systemic symptoms [25]. In 
addition, increased temperature activates local viral amplification 
and cell-to-cell movement of Melon Necrotic Spot Virus (MNSV) 
but suppress expression of systemic symptoms. The effect of 15, 
20, and 25°C on the local and systemic accumulation of MNSV 
revealed that the systemic symptoms decreases as temperature 
rises from 20 to 25°C and increases as temperature falls from 25 
to 20°C [26]. These findings showed distinctive links between 
temperature responses and defense responses.

Studies showed that Indole-3-Butyric Acid Response 5 (IBR5) 
encodes a putative dual- specificity protein phosphatase. IBR5 
mutation restricts the accumulation of Chilling Sensitive 3 (CHS3) 
protein at chilling temperatures. The chs3 defense phenotypes 
were interdependently suppressed by mutations in Heat Shock 
Protein 90 (HSP90) and IBR5. IBR5 induce holdase activity and 
physically associates with Suppressor of the G2 allele of skp1 
(SGT1b), CHS3 and HSP90 to create a complex which conserves 
CHS3 [27]. Research findings showed that mutants capable of 
activating defense responses and increase accumulation of SA 
such as (Sensitive to Low Humidity 1 (SLH1)) slh1, (Constitutive 
Expressor of PR Genes 1 (CPR1)) cpr1‐1 and cpr5‐2 mutants 
showed increased resistance to freezing.
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the replication of CMV compared with higher temperatures [32]. 
Leptosphaeria maculans causes blackleg disease which is considered 
as one of the major threats to canola farming in western canada. 
Results showed that three QR cultivars have severe lower blackleg 
relative to westar suggesting that the QR traits are helpful for 
blackleg regulation in western canada, especially under high 
temperature growth conditions when plants are young [33]. 
Furthermore, resistance conferred by the Mi-1 gene from Solanum 
peruvianum was effective and widely used for managing root-
knot nematode (Meloidogyne spp.) yield loss in tomato (Solanum 
lycopersicum). However, the resistance was suppressed at soil 
temperatures above 28°C. Most of the LA2157 plants inoculated 
with the TRV-Mi construct, Mi-9-meditated heat-stable root-knot 
nematode resistance was compromised at 32°C, indicating that 
the heat-stable resistance is regulated by a homolog of Mi-1 [34]. 
Moreover, the pepper cultivar cv. Sy-2 (Capsicum chinense) showed 
growth defects at temperatures below 24°C. The accumulation of 
high level of salicylic acid in cv. Sy-2 grown at 20°C suggested that 
the immune response is induced in the absence of pathogens. 
Defense response was also induced in cv. Sy-2 below 24°C and 
cv. Sy-2 also revealed enhanced resistance to X. campestris pv. 
vesicatoria [35].

The family of 21 genes found in Arabidopsis genome encodes the 
Toll Interleukin Receptor (TIR); Nucleotide Binding site (NB)-
type (TN) proteins. Studies showed that a mutation in the TN 
gene Chilling Sensitive 1 (CHS1) activates defense responses at 
low temperatures. It was found that CHS1 interacted with the 
NB and LRR domains of SOC3 which is a TIR-NB-leucine-rich 
repeat (TNL) protein. However, mutated chs1 interacted with the 
TIR, NB and LRR domains of SOC3 both in vitro and in vivo [36]. 
Changes in Hsp70 gene expression were observed and protein 
level in three Solanum spp. genotypes in response to high and low 
temperatures upon inoculation of powdery mildew. Exposure to 
high temperature increased Hsp70 content in all three genotypes 
of Solanum spp. [37-122].

The changes in temperature are associated with alterations in 
different abiotic factors such as humidity and light. Arabidopsis 
mutants or incompatible hybrids of natural accessions that have 
constitutively induced immunity in the absence of pathogens 
displayed severe growth defects. However, auto-activated 
resistance phenotypes are actively regulated by both humidity 
and temperature. Therefore, changes in weather and climatic 
conditions affect the trade-off between immunity and growth in 
plants (Table 1).

It was reported that Phyto chrome Interacting Factor 4 (PIF4) 
positively enhances growth and development but negatively 
regulates plant immunity. Regulation of PIF4 function 
influences temperature sensitivity of defense and disruption of 
PIF4-mediated growth resulted in temperature-resilient disease 
resistance in plants [28]. Moreover, Arabidopsis mutant zed1-D 
showed high temperature dependent growth retardation. A 
dominant mutation in hopz-eti-deficient 1 (ZED1) is responsible 
for a high temperature-dependent autoimmunity and growth 
suppression in zed1-D. The autoimmune phenotype in zed1-D 
is dependent on the Hopz-Activated Resistance 1 (ZAR1). 
ZED1 and other ZED1-related Kinases (ZRKs) are activated by 
high temperature and function cooperatively to suppress the 
immune response by regulating the transcription of Suppressor 
of NPR1-1 Constitutive 1 (SNC1) in the absence of pathogens 
[29]. Furthermore, increased temperature significantly enhances 
susceptibility of Arabidopsis to Pseudomonas syringae pv. Tomato 
DC3000 (Pst) independently of the (Phytochrome B (PHYB)) 
phyB/PIF thermosensing pathway [9].

Studies showed that increased ambient temperature inhibits plant 
immunity as well as auto- immunity. SIZ1 is a SUMO E3 ligase 
which is an ortholog of the mammalian PIAS (Protein Inhibitor 
of Activated STAT) and yeast SIZ (SAP/Miz) proteins. The 
Arabidopsis sumoylation mutant siz1 showed SNC1-dependent 
auto-immunity at 22°C and 28°C, which was dependent on 
Enhanced Disease Susceptibility 1 (EDS1) at both temperatures. 
It was found also that SIZ1 inhibit the SNC1-dependent resistance 
response in both ambient and high temperatures. In addition, 
SIZ1 enhances the dark and high temperature growth response via 
Constitutive Photomorphogenic 1 (COP1) and upstream of gene 
regulation by Brassinazole-resistant 1 (BRZ1) and PIF4. COP1 E3 
ligase activity modulates increase of PIF4 protein level however 
COP1 activity is regulated by SIZ1-dependent sumoylation. 
Previous reports revealed that COP1 is important to regulate the 
high temperature signal and SIZ1 enhances both dark signal and 
high temperature. With this, SIZ1 plays role in both immunity 
and growth at elevated ambient temperature wherein it has a 
positive role in plant growth; however, it functions as a negative 
regulator of the SNC1-dependent immune response [30].

Increase in temperature results to down-regulation of immunity 
and sensitivity of plants to biotrophic pathogens [31]. N. tabacum 
plants showed severe symptoms at early stage after infiltration of 
Cucumber Mosaic Virus (CMV) at 28°C associated with higher 
viral replication level. On the other hand, 18°C effectively delayed 

Table 1:  Examples of immune responses that are affected by temperature related to defense responses in autoimmune plants.

Mutant/hybrid Gene Temperature effects References

chs3-1 Chilling Sensitive 3 (CHS3)
dwarfism (16°C) 

[24]
normal size (22oC)

bon1 Bonzai1 (BON1) copine- like protein dwarfism (22°C)
[6],[48]

normal size (28°C)
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ability of Pst to cause disease susceptibility in Arabidopsis has 
made it a suitable model for plant-pathogen interaction studies 
[40]. Results showed that increased temperature has a negative 
effect on the expression of both COR-related and T3SS-related 
genes in vitro [39]. Plants activate ETI signaling at relatively low 
temperatures (10~23°C), whereas they change to PTI signaling at 
moderately elevated temperatures (23~32°C). The Arabidopsis 
(Actin-related Protein 6 (ARP6)) arp6 and (Histone H2A Protein 
9 (H2A9)) hta 9 hta11 mutants, phenocopying plants grown at 
elevated temperatures, showed increased PTI and reduced ETI 
responses. Pathogens multiply vigorously at elevated temperatures 
accompanied with increased PAMP accumulation. However, the 
secretion of bacterial effectors was enhanced at low temperatures. 
Therefore, changes in temperature have distinctive effect to 
specific plant defense mechanisms and respond to biological 
functions of pathogens [41].

Almost similar temperature changes can cause different effects 
in resistance against different pathogens in Table 2 which 
suggests that minimal common basis for temperature-mediated 
modulation of immune responses. Current studies displayed 
several effects of temperature and are beginning to unravel 
the molecular mechanism underlying temperature-mediated 
modulation of defense responses.

The expression of virulence genes in most pathogens is a highly 
regulated phenomenon affected by variety of parameters namely; 
iron levels, osmolarity, growth phase, ion concentration, pH and 
population density. Temperature regulates virulence genes which 
serve as an ‘on-off’ switch in a manner unique from the more 
general heat-shock response [38]. Pathogens living inside and 
outside of the host’s body react to changes in environment by 
synthesizing gene products that are needed for pathogen survival 
and growth. The transcription of specific virulence genes in the 
pathogens are usually induced at higher temperatures (37-41°C) 
[39]. Coronatine is a chlorosis-inducing phytotoxin produced 
by Pst. In vitro studies showed that the cma operon involved in 
COR synthesis in P. syringae pv. glycinea PG4180 was expressed 
in a temperature-dependent manner, with highest rates at 18°C 
and lowest activity at 28°C. Expression of cma::egfp in PG4180 
was dependent on temperature in minimal medium and also 
inside the plant tissue [22]. Therefore, temperature affects disease 
resistance through genetic regulation and activation of defense 
components.

PTI, ETI, RNA silencing and temperature

The immune signaling pathway found in Arabidopsis is influenced 
by different environmental factors such as temperature. The 

bap1, mkp1, srfr1 cpr1/cpr30

Bon Association Protein 1 (BAP1) dwarfism (22°C) 

[50]

Mitogen-activated Protein Kinase 
Phosphatase 1 (MKP1) normal size (28°C)

Mitogen-activated Protein Kinase 
Phosphatase 1 (MKP1)

Constitutive Expressor of PR genes 1 
(CPR1/CPR30)

zed1‐D HOPZ‐ETI‐Deficient 1 (ZED1)
dwarfism (24-28°C)

[29]
normal size (18-22°C)

snc1
Suppressor of NPR1-1 Constitutive 1 

(SNC1) dwarfism (22°C)
[76]

normal size (28°C)

bon1,bon3
Bonzai 1 (BON1) Bonzai 3 (BON3) 

LCDs dead (22°C)
[122]

normal size (28°C)

mekk1
Mapk/Erk Kinase Kinase 1 (MEKK1) dwarfism (22°C)

[70]
normal size (28°C)

ssi4 Suppressor of npr1-5 based Salicylic 
Acid Insensitivity (SSI4)

Relative humidity (RH): dwarfism 
(60% RH) [113], [12]

normal size (95% RH)

mkk1, mkk2, mekk1, mpk4
MEKK1 (Mapk/Erk Kinase Kinase 1) 

/SUMM2 dwarfism (22°C) 
[52]

normal size (28°C)

chs2 Disease resistance protein RPP4
dwarfism (16-18°C) 

[56]
normal size (22°C)

Ler/Kas-2 Ler/Kond
RPP1-like TIR-NB-LRR locus Ler 

Strubbelig- Receptor Family 3 (SRF3) 
Kas-2 or Kond

dwarfism (14°C)
[5]

normal size (22°C)

Uk-1/Uk-3 RPP1-like TIR-NB-LRR locus Uk-1 
SSI4 Uk-3

dwarfism (16°C)
[71]

normal size (23°C)
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Temperature regulation of plant immune responses to biotrophic 
and hemibiotrophic pathogens can be a general phenomenon 
and it can be mediated by various defense signaling components 
or a combination of multiple factors. Temperatures ranging from 
16-32°C regulate the activation of several plant defense genes. 
It was found that the tobacco N (Necrosis) gene fails to activate 
resistance against Tobacco Mosaic Virus (TMV) at 30°C but 
conferred resistance at 23°C [42]. It was associated by the loss 
of HR above 27°C [41,43]. Elevated temperatures often inhibit 
ETI and increase RNA-silencing mediated resistance. Nuclear 
accumulation of TIR-NB-LRR proteins was decreased at elevated 
temperatures by Abscisic Acid (ABA). Elevated temperatures 
enhance expression of RNA components in RNA silencing 
machineries and expression of defense genes including R genes 
can be modulated by temperature [44]. Studies on elevated 
temperature suppression of ETI have been identified for the 
TNL-type of immune receptors Toll Interleukin-1 Receptor (TIR), 
NB-LRR-type, including the tobacco immune receptor N against 
TMV, but also resistance mediated by the Arabidopsis immune 
receptor RPS4 is suppressed at high temperature [45-47].

A recent study showed that Ubiquitin-conjugating Enzyme 13 
(UBC13) is one of the key regulators of plants in response to 
low temperature and pathogens. The absence of UBC13 failed to 
activate the expression of several cold-related genes and resulted in 
hypersensitivity to low-temperature stress suggesting that UBC13 
plays an important role in plant response to low-temperature 
stress. Moreover, UBC13 modulate programmed HR in response 
to low temperature and pathogen. Furthermore, ubc13 mutant 
showed low temperature- induced and salicylic acid-dependent 
lesion mimic phenotypes [29]. Furthermore, Hsp70 is the major 
target of HopI1 which is a virulence effector of Pst and HopI1 is 
dispensable for Pst pathogenicity, unless excess Hsp70 is present 
at high temperature [48]. BON1 is a negative modulator of a 
haplotype-specific R gene, SNC1. Plant growth homeostasis was 
found to regulate SNC1 function through BON1, thus playing 
an important role in the crossroad between the plant responses 
to temperature and pathogens. The bon1-1 loss-of-function 
mutation activates SNC1 which then activates the defense 
responses and compromise cell growth [49].

R genes which are involved in recognition of pathogen effectors 
are the primary cause of temperature-sensitive component in 
immune responses. This is further supported by snc1 intragenic 

suppressors which recovered temperature sensitivity in defense 
responses. Moreover, SNC1 reduced its nuclear accumulation 
at elevated temperature, which suppresses defense response [46]. 
The activation of HR by SNC1 requires nuclear localization of 
SNC1, however was suppressed when plants were placed at 28°C 
[46,50-52]. The transcript and protein levels of SNC1 are tightly 
controlled to prevent defense signaling in uninfected plants [53]. 
Studies revealed that SNC1 is indirectly negatively regulated 
by BONZAI 1 (BON1) protein in the plasma membrane [54]. 
The SNC1 protein levels are regulated by the immune adaptor 
Suppressor of RPS4-RLD 1 (SRFR1), the F-box protein CPR1 
and several protein folding chaperones [53,55-58]. Study revealed 
that snc1-1 which is a gain-of-function mutation in SNC1, 
enhanced immune responses at 22°C and was compromised at 
28°C [59,60]. Moreover, the second point mutation of snc1-4 
activates the defense response at both 22°C and 28°C [43]. The 
snc1-4 protein accumulation at 22°C and 28°C suggests that the 
increased expression of SNC1 in the nucleus is necessary for its 
function. A point mutation was introduced into a tobacco R 
gene, N, also promotes defense responses at elevated temperatures 
and an N-mediated temperature-dependent defense response is 
matched with the N protein localization same with the activity of 
SNC1 protein. This suggests that R genes are considered necessary 
temperature-sensitive components of immune responses.

Studies showed that the mutations in bon1, snc1-1, srfr1-4 and 
cpr1-2 can be attributed to SNC1- dependent autoimmunity and 
was also dependent to both EDS1 and Phytoalexin Deficient 
4 (PAD4) [61]. SIZ1 suppress plant defense at 22°C. SIZ1 also 
was activated by COP1 to regulate growth and temperature in 
plants and it affects PIF4 and Brassinazole-resistant 1 (BZR1) 
gene expression at high temperature. SNC1 independent 
autoimmunity is activated in siz1 mutant at high temperature, 
however, the dependent auto-immunity of SNC1 in the gain-of-
function mutant snc1-1 is suppressed at elevated temperature 
[30,48]. The fast accumulation of SNC1 resulted to auto-
immunity of snc1-1 mutant and the formation of curly leaves and 
stunted growth at 22°C [56].

PIF4 transcription is important for thermomorphogenesis and 
showed that suppression of auto- immunity in snc1-1 mutant 
depends on PIF4 at 28°C. Both increase in transcript and 
protein levels of PIF4 in the dark/light cycle are controlled by 
high ambient temperature [29,62]. COP1 is important in dark-

Table 2:  Examples of immune responses that are affected by temperature related to plant defense responses against pathogens.

Pathogens R-gene / defense mechanism Temperature effects References

Pseudomonas syringae RPS4 Defense suppressed at 28°C [49] [54]

Root knot nematode Mi-9 Stable at 28°C  [34]

Powdery mildew RPW8 Defense suppressed at 30°C [58] 

Tobacco mosaic virus N Defense suppressed at 28°C [42] 

Root knot nematode Mi-1 Defense suppressed at 30°C  [57]

Rice blast fungus Pib Induced by high temperatures [103] 

Wheat rust fungus Yr6 Induced by high temperatures [23] 

Cladosporium fulvum Cf-4, Cf-9 Defense suppressed at 33°C  [64]
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induced growth response and at high ambient temperature in a 
normal diurnal dark/light cycle and it regulates PIF4 translation 
and transcription for degradation in the nucleus [63,64].

Cladosporium fulvum is a famous fungal pathogen which interacts 
with the host tomato. It is a common gene-for-gene system and 
also various resistance (Cf) genes of tomato and specific matching 
fungal avirulence (Avr) genes have already been described. 
Research findings showed that the seedlings of tomato expressing 
both a Cf and the matching Avr gene died faster as a result of 
systemic necrosis at normal temperatures and were revived at 
33°C. The Cf/Avr mediated activation of defense-related genes 
is reversibly suppressed at 33°C. The level of perception of the 
fungal a virulence factors affects the temperature sensitivity of 
Cf-mediated defense responses [65].

The stability of the TIR-NB protein is modulated by temperature. 
The chs1 mutant displayed a chilling-sensitive phenotype and 
defense-associated phenotypes such as accumulation of salicylic 
acid and hydrogen peroxide, increased cell death and PR gene 
expressions. The phenotypes characterized by the mutation 
in chs1 causes the activation of immune response under cold 
stress. CHS1 encodes a TIR-NB- type protein and the chilling 
sensitivity of chs1 was fully rescued by pad4 and eds1, but not 
by ndr1 (Non- Race-Specific Disease Resistance 1 (NDR1)). Low 
temperatures independently of the 26S proteasome pathway 
positively modulate the stability of CHS1 protein [66]. Aside 
from modulating the nucleo-cytoplasmic ratio of R or R-like 
proteins, increased temperature down regulate the CHS1/chs1 
protein concentration, and this down regulation was responsible 
for temperature-dependent defense responses mediated by chs1. 
Moreover, the gain-of-function mutations in R proteins such as 
Recognition of Peronospora parasitica 4 (RPP4) and CHS3 activate 
immune responses and exhibit sensitive phenotypes at 16°C 
and were suppressed at 22°C [67-69]. Rp1 is a complex locus of 
maize and carries set of genes controlling race-specific resistance 
to rust fungus called Puccinia sorghi. The phenotype of Rp1-D21 
is extremely dependent on temperature wherein the expression 
of the HR lesion phenotype is noticeable at lower temperatures. 
However, when plants were placed above 30°C, the HR phenotype 
expressed by Rp1- D21 was suppressed [70].

Temperature regulates R-mediated plant immune responses 
[5,44,71]. It was shown that high ambient temperatures reduce 
activation of anti-pathogen defense pathways and responses 
triggered by specific R genes [5,49]. Relative higher temperatures 
(23-32°C) enhanced PTI signaling pathway, yet when the ambient 
temperature is below 16°C, PTI responses are compromised and 
the R gene-mediated ETI signaling is activated [41]. Similar 
research showed that incompatible F1 hybrid plants undergo 
necrosis and defense responses mediated by R-like genes are 
activated at low temperatures [72,73]. At normal temperatures, it 
was found that RPP4 and rpp4 protein accumulation was found 
in cytoplasm and nucleus, however, the nuclear accumulation 
of the mutated rpp4 was reduced at low temperatures. It was 
also found that HSP90 regulates RPP4-mediated temperature- 

dependent cell death or HR and defense responses in Arabidopsis 
[74]. These studies explained the temperature modulation of R- 
or R-like-mediated defense responses.

Recent findings showed that high temperature promotes the 
translocation of effector proteins inside plant cells and causes 
the absence of Isochorismate 1 (ICS1)-mediated salicylic acid 
biosynthesis [9]. In Arabidopsis, an elevated temperature inhibits 
HR but has less influence on ETI-associated Pst virulence 
suppression, therefore separating these two ETI responses [75]. 
The activation of R genes encoding the TIR type of NB-LRR 
proteins is said to be responsible for the fundamental immune 
responses in plants. Thereby, high temperature-mediated 
inhibition is a well-known shared feature of R-mediated defense, 
specifically the R genes which encode TIR-NB-LRR proteins. 
The induction of PAD4, EDS1 and SA are decreased at higher 
temperatures [48,76].

Short-interfering RNAs or known as siRNAs are molecular 
markers of Posttranscriptional Gene Silencing (PTGS) and are 
potential tools which interfere with gene expression and prevent 
virus infection in different organisms. Studies showed that 
cassava geminivirus-induced RNA silencing was enhanced when 
temperature was increased from 25°C to 30°C and showed less 
symptomatic newly grown leaves, regardless of the virus. It was 
identified that temperature influences gene silencing for single-
stranded DNA gemini viruses. There are possibilities that various 
mechanisms aside from gene silencing also regulate geminivirus 
accumulation at higher temperatures [77]. The Dark Green 
Islands (DGIs) appeared earlier in CMV-inoculated plants grown 
at elevated temperature compared with those at low temperature 
and the accumulation of virus small interfering RNAs in plants 
were significantly up-regulated under elevated temperatures at 
early stage of post treatment [32]. It was found that both virus 
and transgene triggered RNA silencing are compromised at low 
temperatures. Therefore, plants become less resistant to viruses, 
and RNA silencing-based phenotypes of transgenic plants are 
lost in low temperatures. Furthermore, the levels of virus- and 
transgene-derived small (21-26 nucleotides) interfering (si) RNAs 
are significantly diminished at low temperature. Contrastingly, 
the amount of siRNAs gradually increased and RNA silencing 
was enhanced with increasing temperature [78].

Biosynthetic signaling pathways and temperature

Salicylic acid is one of the major plant defense related hormone 
signaling and temperature essential for resistance against bio 
trophic and hemi-bio trophic pathogens [23]. In Arabidopsis, 
pathogen-accumulation of SA biosynthesis occurs through 
isochorismate pathway which includes ICS1 [79]. After the 
accumulation of SA, Nonexpresser of PR Genes (NPR1) increases 
in the nucleus then interacts with TGA and WRKY Transcription 
Factors (TFs) in order to regulate transcriptional reprogramming 
[80]. Pathogenesis-related 1 (PR1) is widely used as marker for SA 
signaling [81]. SA-mediated defense has been well studied as a 
crop protecting mechanism and one example is the SA synthetic 
analogue, Benzothiadiazole (BTH). It is commonly used in crop 
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production since it provides resistance resulting in increased yield 
in various crops, including maize and wheat [82,83]. Moreover, 
the over- expression of NPR1 was found to increase disease 
resistance in rice [84]. It was shown also that basal defense against 
Pst and induction of SA during ETI was suppressed at elevated 
temperature [49,85]. SA also plays a vital role in PTI which has 
been found to be induced at elevated temperature [41,86].

A recent study showed that EDS1, PAD4, SA and Jasmonic Acid 
(JA) are regulated by temperature and are involved in temperature 
modulation but are not determinants of temperature sensitivity in 
the immune responses. Thereby, the inhibition of plant defense 
response at high temperature is mediated by other defense 
signaling factors or a combination of several other reasons 
[49]. A research was also conducted to investigate the effects of 
temperature on the interaction between N. tabacum and CMV. 
Results revealed that higher temperatures (>24°C) activated 
gene expression of JA pathway, however, lower temperatures ( 
≤ 24°C) promote SA dependent responses [32]. JA is essential 
for this increase in plant defense because mutants in the and 
in the JA pathway cancelled the gene induction. Furthermore, 
SA, with an opposite activity to JA, has an accumulation rhythm 
waxing in midnight, which likely increases resistance against 
bio trophic pathogens in the morning. Besides JA and SA, a 
numerous metabolites showed diurnal rhythms in different parts 
of tobacco plants [87]. Elevated temperature induces movement 
of pathogen effector proteins inside plant cells and causes loss 
of ICS1-mediated SA biosynthesis. Results showed that a major 
temperature-sensitive node of SA signaling, impacting ~60% of 
BTH-activated genes, including ICS1 and PR1 [9]. 

Recent studies showed that Arabidopsis Calmodulin Binding 
Transcription Activator (CAMTA) factors compromised the 
expression of genes involved in SA-mediated immunity and 
SA biosynthesis in plants grown at 22°C. This suppression was 
overcome in plants infected by pathogens in plants exposed to 
4°C for more than a week. CAMTA3-mediated repression of 
SA pathway genes in control plants grown at normal conditions 
involves the action of the N-terminal Repression Module (NRM) 
that acts independently of Calmodulin (CaM) binding to the IQ 
and CaM Binding (CaMB) domains [88].

Two int mutants revealed to have a role in ABA biosynthesis 
in high temperature-mediated inhibition of disease resistance 
conferred by SNC1 [88,89]. The int173 and int70 mutants are 
respectively defective in ABA2 (ABA deficient 2) and ABA3 genes 
that participate in ABA biosynthesis, and consequently have 
reduced accumulation of ABA. Reduced ABA level resulted to 
SNC1-mediated resistance at 28°C. In addition, ABA deficiency 
enhances resistance conferred by resistance to Pseudomonas syringae 
4 (RPS4) at 28°C, suggesting that ABA has a role in defense 
responses at high temperatures. Moreover, elevated temperature 
and ABA significantly minimized nuclear localization of some 
TIR-NB-LRR R proteins like SNC1, RPS4, and N [59,89].

Leaf hyponasty, early flowering and rapid extension of plant axes 
are some of the few plant responses to high temperature. The list of 

phenotypes coincides with plant responses to effects of vegetation 
shade and involves the hormone called auxin. Research found 
that the basic Helix-Loop-Helix (bHLH) transcriptional regulator 
PIF4 mediates the high temperature-induced architectural 
adaptations of plants.

PIF4 function is involved in Gibberellin (GA) and light signaling 
pathways through interactions with DELLA proteins and 
phytochromes, respectively [90].

Thermogenesis refers to a process wherein minimal increase in 
ambient temperature can affect plant growth and development 
[91]. In Arabidopsis, it includes stem elongation and leaf 
elevation as well as responses to enhance leaf cooling. Thermo 
morphogenesis requires enhanced auxin biosynthesis, regulated 
by the bHLH transcription factor PIF4 and enhanced stability 
of the auxin co-receptor Transport Inhibitor Response 1 (TIR1), 
involving HSP90 [90-94]. High-temperature-mediated hypocotyl 
elongation involves localized changes in auxin metabolism 
mediated by the Indole-3 Acetic Acid (IAA)- amido synthetase 
called Gretchen Hagen 3 (GH3).17 [95]. These interactions of 
biosynthetic and immune signaling pathways with temperature 
revealed a complex interaction between plant growth, biotic and 
biotic responses in plants.

Circadian rhythm, light and plant immunity

Biological processes of various organisms are constantly changing 
daily and continuously affected by different environmental factors 
resulting to a unique biological rhythm. The internal biological 
rhythm within a period of time is commonly known as circadian 
rhythm [96]. Circadian rhythms occur even in the absence of 
external cues for a specific amount of time and period, known as 
the free running time [97]. The circadian rhythms are maintained 
by well-structured molecular machinery called the circadian clock. 
The circadian clock temporally coordinates biological processes 
with diurnal environmental changes, therefore enhancing 
overall organism development. It is well studied that a different 
organisms such as fungi, algae, cyanobacteria, plants, flies, birds 
and mammals, have their own specific circadian clock [98]. 
Plants are dependent on this internal clock machinery to adjust 
themselves with the surroundings.

The various roles of light and temperature in the modulation 
of plant immunity have been studied in many ways, however, 
the role of the clock in defense signaling remains elusive [96]. 
Results from scientific studies proved the fact that circadian clock 
plays an indispensable role in modulation plant immune system 
[99,100]. The clock mutants of Drosophila displayed enhanced 
susceptibility to pathogen invasion and a lower survival rate [101]. 
This reciprocal nature of immune system-clock interaction is also 
visible currently in plants [102]. Several studies were based on 
the two core clock components of the model system Arabidopsis, 
namely, Circadian Clock Associated 1 (CCA1) and Late elongated 
Hypocotyl (LHY). The involvements of these genes were studied 
in plant defense signaling [102,103]. The involvement of circadian 
rhythm in the evolution of organisms’ adaptation towards 
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unexpected modification in the environment was explained in 
various clock-related research studies. Results showed that cca1 
mutation compromised plant resistance to the downy mildew 
and CCA1 overexpression showed enhanced resistance against 
pathogen when infected at dusk than at dawn, showing a role of 
CCA1 in defense regulation at dawn [103]. Circadian regulation 
was also identified in the interaction between Arabidopsis and 
Pst strain wherein wild-type plants display greatest susceptibility 
at the midnight and greatest resistance at the morning. Elevated 
temperature affects down-regulation of immune response genes 
resulting to plant susceptibility against pathogens [104].

Chloroplast and light function affect plant defense responses 
and activation of immune responses to various pathogens is 
oftentimes dependent on light [107-109]. Far-red elongated 
Hypocotyl 3 (FHY3) and Far-red Impaired Response 1 (FAR1) 
are involved in regulating plant immunity. fhy3 far1 double 
null mutant displayed high levels of reactive oxygen species and 
Salicylic Acid (SA) and increased resistance to Pst infection. 
FAR1 and FHY3 regulate plant immunity by incorporating 
both chlorophyll biosynthesis and SA signaling pathway [109]. 
Moreover, genetic studies confirmed that light dependency 
of plant immunity is mediated by both photosynthesis and 
photoreceptor signaling [108]. A recent study showed that light is 
responsible for the flg22-induced accumulation of SA suggesting 
that light is indispensable for immune responses in plants [110]. 
It was found also that phyB red-light photoreceptor is a negative 
regulator of the PIF4 growth-promoting transcription factor, and 
was found to function as a thermo sensor in plants [111,112]. 
At high temperatures, heat inactivation of phyB results in de-
repression of PIF4- regulated genes, allowing plants to grow. 
Study also suggests that PIF4 mediates defense suppression at 
high temperature [51]. 

DISCUSSION
Moreover, silencing five individual photosystem II components 
in N. benthamiana increased susceptibility to turnip mosaic virus 
and affected photosynthesis. Similarly, resistance to bacterial 
pathogen Pst conferred by RPS2 and RPM1 is dependent 
on the red and far-red light receptors PHY (Phytochrome) 
A and PHYB [113]. Resistance to the blast fungus in rice is 
dependent on PHYA, PHYB, and PHYC. Likewise, blue light 
photoreceptor CRY1 (Crypto chrome 1) was known to play a 
vital role in RPS2-mediated resistance under continuous light 
[114]. Diurnal change of plant immunity against Pst and CCA1 
expression were suppressed in AtCBFs knockdown line-amiR-1. 
The diurnal changes of endogenous melatonin may regulate 
corresponding changes of AtCBF/DREB1s expression and 
their underlying diurnal cycle of plant immunity and AtCCA1 
[115]. A recent discovery showed the molecular basis underlying 
the implication of photoreceptor- mediated lings signaling on 
resistance to Arabidopsis-turnip crinkle virus TCV conferred by 
the R gene HRT (HR to TCV) [116-118]. Results revealed that 
chloroplasts are not only the major source of energy in the light 

but it is also host in biosynthetic pathways for the production 
of secondary metabolites and stress hormones and other signals 
which regulate gene expression and plant resistance to pathogens 
[119]. In addition, blue light photoreceptors such as Phototropin 
1 (PHOT1), PHOT2 CRY1 and CRY2 are found important 
for HRT-mediated resistance to TCV. CRY2 and PHOT2 are 
important for stability of HRT under normal light conditions. 
RPS2 interacts with PHOT2, although a mutation in PHOT2 
does not compromise RPS2- mediated resistance [116-118]. 
Furthermore, phytochromes and cyrptochromes are necessary 
for the activation of SAR and expression of SA-regulated genes 
[113,114,120]. The opening and closing of stomatal apertures 
and activation of defense genes are both modulated by circadian 
rhythms. Several PTI-related genes are activated in the morning 
and both PT1 and ETI were found to interact with evening 
elements which further explains the interplay between circadian 
clock and PTI [103,108,121]. Circadian rhythm is an important 
factor affecting physiological, biochemical and developmental 
processes in plants. It is evident that circadian clock rhythm and 
light signaling influences to plant innate immunity [122].

CONCLUSION
Biotic and abiotic stresses in plants are challenging factors affecting 
limited crop production and supply to solve global demand for 
food. This paper reveals the link between immunity, temperature, 
light and circadian clock responses in plants. Further genetic and 
molecular investigations related to biotic and abiotic regulation 
of plant immunity in different plant species will unravel the 
integration of various responses in plants. With this, we will be 
able to provide knowledge and predictions in the development 
of plant-pathogen interactions as well as the evolution of 
plant adaptation in changing environments. Moreover, deeper 
knowledge of how specific environmental factors affecting the 
interaction between plants and pathogens can further identify 
novel strategies for the development of highly resistant crops 
under increasingly unpredictable climatic conditions. This is 
also valuable for the advancement of transgenic crop production 
that can survive in various related stresses which is one of the 
solutions to global food security problems in the future.

REFERENCES

with unprecedented seasonal heat. Science. 2009;323(5911):240-244.

2. Colhoun J. Effects of environmental factors on plant disease. Annu 
Rev Phytopathol. 1973;11(1):343-364.

3. Atkinson NJ, Urwin PE. The interaction of plant biotic and abiotic 
stresses: from genes to the field. J Exp Bot. 2012;63(10):3523-3543.

4. Quint M, Delker C, Franklin KA, Wigge PA, Halliday KJ, Van Zanten 
M. Molecular and genetic control of plant thermomorphogenesis. 
Nature Plants. 2016;2(1):15190.

5. Alcazar R, Parker JE. The impact of temperature on balancing 
immune responsiveness and growth in arabidopsis. Trends Plant Sci. 
2011;16(12):666-675.

J Plant Biochem Physiol, Vol. 9 Iss. 7 No: 1000260

1.  Battisti DS, Naylor R L. Historical warnings of future food insecurity

https://doi.org/10.1126/science.1164363
https://doi.org/10.1093/jxb/ers100
https://doi.org/10.1038/nplants.2015.190
https://doi.org/10.1016/j.tplants.2011.09.001


Page 11 of 14

11

Kim MG, et al. OPEN ACCESS Freely available online

6. Hua J, Grisafi P, Cheng SH, Fink GR. Plant growth homeostasis is 
controlled by the Arabidopsis BON1 and BAP1 genes. Genes Dev. 
2001;15(17):2263-72.

7. Huot B, Yao J, Montgomery BL, He SY. Growth–defense tradeoffs 
in plants: a balancing act to optimize fitness. Molecular plant. 
2014;7(8):1267-1287.

8. Vos IA, Pieterse CM, Wees SCMV. Costs and benefits of hormone‐
regulated plant defences. Annu Rev Phytopathol. 2013;62(1):43-55.

9. Huot B, Castroverde CD, Velásquez AC, Hubbard E, Pulman JA, 
Yao J, Childs KL, Tsuda K, Montgomery BL, He SY. Dual impact 
of elevated temperature on plant defence and bacterial virulence in 
Arabidopsis. Nat commun. 2017;8(1):1-2.

10. Jones JDG, Dangl JL. The plant immune system. Nature. 
2006;444(1):323-329.

11. Dodds PN, Rathjen JP. Plant immunity: towards an integrated view 
of plant-pathogen interactions. Nat Rev Genet. 2010;11(1):539-548.

12. Zipfel C, Robatzek S, Navarro L, Oakeley EJ, Jones JD, Felix G, 
et al. Bacterial disease resistance in Arabidopsis through flagellin 
perception. 2004; 428(6984):764-767.

13. Newman MA, Sundelin T, Nielsen JT, Erbs G. MAMP (microbe-
associated molecular pattern) triggered immunity in plants. Front. 
Plant Sci. (2013);4(1):139.

14. Jones JDG, Vance RE, Dangl JL. Intracellular innate immune 
surveillance devices in plants and animals. 2016;354(6316): aaf6395.

15. Bent AF, Kunkel BN, Dahlbeck D, Brown KL, Schmidt R, Giraudat 
J, et al. RPS2 of arabidopsis thaliana: a leucine-rich repeat class of plant 
disease resistance genes. Science. 1994;265(5180):1856-1860.

16. Mindrinos M, Katagiri F, Yu GL, Ausubel FM. The A. thaliana disease 
resistance gene RPS2 encodes a protein containing a nucleotide-
binding site and leucine-rich repeats. Cell. 1994;78(1):1089-1099.

17. Grant MR, Godiard L, Straube E, Ashfield T, Lewald J, Sattler A, et 
al. Structure of the Arabidopsis RPM1 gene enabling dual specificity 
disease resistance. Science. 1995;269(5225):843-846.

18. Smirnova A, Li H, Weingart H, Aufhammer S, Burse A, Finis K, et al. 
Thermoregulated expression of virulence factors in plant-associated 
bacteria. Arch Microbiol. 2001;176(6):393-399.

19. Mur LAJ, Kenton P, Lloyd A J, Ougham H, Prats E. The hypersensitive 
response; the centenary is upon us but how much do we know? J Exp 
Bot. 2007;59(3):501-520.

20. Coll N, Epple P, Dangl JL. Programmed cell death in the plant 
immune system. Cell Death Differ. 2011; 18(8):1247-1256.

21. Xin XF, He SY. Pseudomonas syringae pv. tomato DC3000: a model 
pathogen for probing disease susceptibility and hormone signaling in 
plants. Annu Rev Phytopathol. 2013;51(1):473-498.

22. Weingart H, Stubner S, Schenk A, Ullrich MS. Impact of 
temperature on in planta expression of genes involved in synthesis of 
the Pseudomonas syringae phytotoxin coronatine. Mol Plant Microbe 
Interact.2004;17(10):1095-102.

23. Fu ZQ, Dong X. Systemic acquired resistance: turning local infection 
into global defense. Annu Rev Plant Biol. 2013;64;839-863.

24. Yang H, Shi Y, Liu J, Guo L, Zhang X, Yang S. A mutant CHS3 
protein with TIR‐NB‐LRR‐LIM domains modulates growth, cell 
death and freezing tolerance in a temperature‐ dependent manner in 
Arabidopsis. Plant J. 2010;63(2):283-296.

25. Moury B, Selassie KG, Marchoux G, Daubèze AM, Palloix A. High 
temperature effects on hypersensitive resistance to tomato spotted 
wilt tospovirus (TSWV) in pepper (Capsicum chinense Jacq.). Eur. J. 
Plant Pathol. 1998;104(5):489-498.

26. Kido K, Tanaka C, Mochizuki T, Kubota K, Ohki T, Ohnishi J, et 
al. High temperatures activate local viral multiplication and cell-to-
cell movement of Melon necrotic spot virus but restrict expression of 
systemic symptoms. Phytopathology. 2008;98(2):181-186.

27. Liu J, Yang H, Bao F, Ao K, Zhang X, Zhang Y, et al. IBR5 Modulates 
Temperature-Dependent, R Protein CHS3-Mediated Defense 
Responses in Arabidopsis. PLoS Genet. 2015;11(10):e1005584. 

28. Gangappa SN, Berriri S, Kumar SV. PIF4 coordinates thermosensory 
growth and immunity in Arabidopsis. Curr Biol. 2017;27(2):243-249.

29. Wang Z, Cui D, Liu J, Zhao J, Liu C, Xin W, et al. Arabidopsis 
ZED1‐related kinases mediate the temperature‐sensitive intersection 
of immune response and growth homeostasis. New Phytol. 2017 
;215(2):711-724.

30. Hammoudi V, Fokkens L, Beerens B, Vlachakis G, Chatterjee S, 
Arroyo-Mateos, et al. The Arabidopsis SUMO E3 ligase SIZ1 mediates 
the temperature dependent trade-off between plant immunity and 
growth. PLoS genetics. 2018;14(1):e1007157.

31. Wrzaczek JK, Kangasjärvi J. The role of reactive oxygen species in 
the integration of temperature and light signals. J Exp Bot. 2018; 69, 
3347-3358.

32. Zhao F, Li Y, Chen L, Zhu L, Ren H, Lin H, et al. Temperature 
dependent defence of Nicotiana tabacum against Cucumber mosaic 
virus and recovery occurs with the formation of dark green islands. 
Journal of Plant Biology. 2016;59(1):293-301.

33. Hubbard M, Peng G. Quantitative resistance against an isolate of 
Leptosphaeria maculans (blackleg) in selected Canadian canola cultivars 
remains effective under increased temperatures. Plant Pathology. 
2018;67(6):1329-1338.

34. Jablonska B, Ammiraju JS, Bhattarai KK, Mantelin S, de Ilarduya 
OM, Roberts PA, et al. The Mi-9 gene from Solanum arcanum 
conferring heat-stable resistance to root-knot nematodes is a homolog 
of Mi-1. Plant physiology. 2007;143(2):1044-1054.

35. Koeda S, Hosokawa M, Kang BC, Tanaka C, Choi D, Sano S, 
et al. Defense response of a pepper cultivar cv. Sy-2 is induced at 
temperatures below 24oC. J Plant Res. 2012;125(1):137-145.

36. Zhang Y, Wang Y, Liu J, Ding Y, Wang S, Zhang X, et al. Temperature‐
dependent autoimmunity mediated by chs1 requires its neighboring 
TNL gene SOC3. 2017;213(3):1330-1345.

37. Kubienova L, Sedlarova M, Wuenschova AV, Piterkova J, Luhova 
L, Mieslerova B, et al. Effect of Extreme Temperatures on Powdery 
Mildew Development and Hsp70 Induction in Tomato and Wild 
Solanum spp. 2013;49(1):S41-S54.

38. Konkel ME, Tilly K. Temperature-regulated expression of bacterial 
virulence genes. Microbes Infect. 2000;2(2):157-166.

J Plant Biochem Physiol, Vol. 9 Iss. 7 No: 1000260

https://doi.org/10.1101/gad.918101
https://doi.org/10.1093/mp/ssu049
https://doi.org/10.1111/ppa.12105
https://doi.org/10.1038/s41467-017-01674-2
https://doi.org/10.1038/nature05286
https://doi.org/10.1038/nrg2812
https://doi.org/10.1038/nature02485
https://doi.org/10.3389/fpls.2013.00139
https://doi.org/10.1126/science.aaf6395
https://doi.org/10.1126/science.8091210
https://doi.org/10.1016/0092-8674(94)90282-8
https://dx.doi.org/10.4161%2Fpsb.18884
https://doi.org/10.1007/s002030100344
https://doi.org/10.1093/jxb/erm239
https://doi.org/10.1038/cdd.2011.37
https://doi.org/10.1146/annurev-phyto-082712-102321
https://doi.org/10.1094/MPMI.2004.17.10.1095
https://doi.org/10.1146/annurev-arplant-042811-105606
https://doi.org/10.1111/j.1365-313X.2010.04241.x
https://doi.org/10.1023/A:1008618022144
https://doi.org/10.1094/PHYTO-98-2-0181
https://doi.org/10.1371/journal.pgen.1005584
https://doi.org/10.1016/j.cub.2016.11.012
https://doi.org/10.1111/nph.14585
https://doi.org/10.1371/journal.pgen.1007157
https://doi.org/10.1093/jxb/ery074
https://doi.org/10.1007/s12374-016-0035-2
https://doi.org/10.1111/ppa.12832
https://doi.org/10.1104/pp.106.089615
https://doi.org/10.1007/s10265-011-0414-1
https://doi.org/10.1111/nph.14216
https://doi.org/10.17221/45/2013-PPS
https://doi.org/10.1016/s1286-4579(00)00272-0


Page 12 of 14

12

Kim MG, et al. OPEN ACCESS Freely available online

39. Smirnova A, Li H, Weingart H, Aufhammer S, Burse A, Finis K, et al. 
Thermoregulated expression of virulence factors in plant-associated 
bacteria. Arch Microbiol. 2001;176(6):393-399.

40. Xin XF, He SY. Pseudomonas syringae pv. tomato DC3000: a model 
pathogen for probing disease susceptibility and hormone signaling in 
plants. Annu Rev Phytopathol. . 2013;51(1):473-498.

41. Cheng C, Gao X, Feng B, Sheen J, Shan L, He P. Differential 
temperature operation of plant immune responses. Nat Commun. 
2013;4(1):2530.

42. Whitham S, McCormick S, Baker B. The N gene of tobacco confers 
resistance to tobacco mosaic virus in transgenic tomato. Proc Natl 
Acad Sci. 1996; 93(16):8776-8781.

43. Zhu Y, Qian W, Hua J. Temperature modulates plant defense responses 
through NB- LRR proteins. Plos Pathog. 2010;6(4):e1000844.

44. Hua J. Modulation of plant immunity by light, circadian rhythm, and 
temperature. Current opinion in plant biology. 2013;16(4):406-413.

45. Erickson FL, Holzberg S, Urrea AC, Handley V, Axtell M, Corr C, et 
al. The helicase domain of the TMV replicase proteins induces the 
N‐mediated defence response in tobacco. Plant J. 1999;18(1):67-75.

46. Heidrich K, Tsuda K, Blanvillain-Baufumé S, Wirthmueller L, 
Bautor J, Parker JE. Arabidopsis TNL-WRKY domain receptor RRS1 
contributes to temperature-conditioned RPS4 auto-immunity. Front. 
Plant Sci. 2013;4(1):403.

47. Jelenska J, Hal JAV, Greenberg JT. Pseudomonas syringae hijacks plant 
stress chaperone machinery for virulence. Proc Natl Acad Sci. 2010; 
107(29): 13177-13182.

48. Yang S, Hua J. A haplotype-specific Resistance gene regulated by 
BONZAI1 mediates temperature-dependent growth control in 
Arabidopsis. Plant Cell. 2004; 16(4):1060-1071.

49. Wang Y, Bao Z, Zhu Y, Hua J. Analysis of temperature modulation 
of plant defense against biotrophic microbes. Mol Plant Microbe 
Interact. 2009;22(5):498-506.

50. Gou M, Hua J. Complex regulation of an R gene SNC1 revealed by 
autoimmune mutants. Plant signaling & behavior. 2012;7(2):213-216.

51. Mang HG, Qian W, Zhu Y, Qian J, Kang HG, Klessig DF, et al. 
Abscisic acid deficiency antagonizes high-temperature inhibition 
of disease resistance through enhancing nuclear accumulation of 
resistance proteins SNC1 and RPS4 in Arabidopsis. Plant Cell. 
(2012);24(3):1271-1284.

52. Gou M, Shi Z, Zhu Y, Bao Z, Wang G, Hua J. The F‐box protein 
CPR1/CPR30 negatively regulates R protein SNC1 accumulation. 
The Plant Journal. 2012;69(3):411-420.

53. Li Y, Yang S, Yang H, Hua J. The TIR-NB-LRR gene SNC1 is regulated 
at the transcript level by multiple factors. Mol Plant Microbe Interact. 
2007;20(1):1449-1456.

54. Kim SH, Gao F, Bhattacharjee S, Adiasor JA, Nam JC, Gassmann W. 
The Arabidopsis resistance-like gene SNC1 is activated by mutations 
in SRFR1 and contributes to resistance to the bacterial effector 
AvrRps4. 2010;6(11):e1001172.

55. Li Y, Li S, Bi D, Cheng YT, Li X, Zhang Y. SRFR1 negatively 
regulates plant NB-LRR resistance protein accumulation to prevent 
autoimmunity. PLoS Pathog. 2010;6(9):e1001111.

56. Cheng Y T, Li Y, Huang S, Huang Y, Dong X, Zhang Y, et al. Stability 
of plant immune-receptor resistance proteins is controlled by SKP1-
CULLIN1-F-box (SCF)-mediated protein degradation. Proc Natl 
Acad Sci. 2011;108(35):14694-14699.

57. Huang S, Monaghan J, Zhong X, Lin L, Sun T, Dong OX, et al. 
HSP 90s are required for NLR immune receptor accumulation in 
Arabidopsis. The Plant Journal. 2014;79(3):427-439.

58. Zhang Y, Goritschnig S, Dong X, Li X. A gain-of-function mutation 
in a plant disease resistance gene leads to constitutive activation of 
downstream signal transduction pathways in suppressor of npr1-1, 
constitutive 1. Plant Cell. 2003;15(11):2636-2646.

59. Zhu Y, Qian, W, Hua, J. Temperature modulates plant defense 
responses through NB- LRR proteins. 2010;6(1):e1000844.

60. Zhang Y, Goritschnig S, Dong X, Li X. A gain-of-function mutation 
in a plant disease resistance gene leads to constitutive activation of 
downstream signal transduction pathways in suppressor of npr1-1, 
constitutive 1. Plant Cell. 2003;15(11):2636-2646.

61. Quint M, Delker C, Franklin KA, Wigge PA, Halliday KJ, Van Zanten 
M. Molecular and genetic control of plant thermomorphogenesis. 
Nature Plants. 2016;2(1):15190.

62. Hoecker U. The activities of the E3 ubiquitin ligase COP1/SPA, a 
key repressor in light signaling. Current opinion in plant biology. 
2017;37:63-69.

63. Park YJ, Lee HJ, Ha JH, Kim JY, Park CM. COP 1 conveys warm 
temperature information to hypocotyl thermomorphogenesis. New 
Phytol. 2017;215(1):269-280.

64. Jong CFD, Takken FLW, Cai X, Wit PJGMD, Joosten MHAJ. 
Attenuation of Cf-mediated defense responses at elevated 
temperatures correlates with a decrease in elicitor- binding sites. Mol 
Plant Microbe Interact. 2002;15(10):1040-1049.

65. Wang Y, Zhang Y, Wang Z, Zhang X, Yang S. A missense mutation in 
CHS 1, a TIR‐NB protein, induces chilling sensitivity in Arabidopsis. 
Plant J. 2013;75(4):553-565.

66. Huang X, Li J, Bao F, Zhang X, Yang S. A gain-of-function mutation 
in the Arabidopsis disease resistance gene RPP4 confers sensitivity to 
low temperature. Plant physiology. 2010;154(2):796-809.

67. Yang H, Shi Y, Liu J, Guo L, Zhang X, Yang S. A mutant CHS3 
protein with TIR‐NB‐LRR‐LIM domains modulates growth, cell 
death and freezing tolerance in a temperature‐ dependent manner in 
Arabidopsis. Plant J. 2010;63(2):283-296.

68. Bi D, Johnson K, Huang Y, Zhu Z, Li X, Zhang Y. Mutations in an 
atypical TIR-NB-LRR-LIM resistance protein confer autoimmunity. 
Front. Plant Sci. 2011;2(1):71.

69. Negeri A, Wang GF, Benavente L, Kibiti CM, Chaikam V, Johal G, 
et al. Characterization of temperature and light effects on the defense 
response phenotypes associated with the maize Rp1-D21 autoactive 
resistance gene. BMC Plant Biol. 2013;13(1):106.

70. Garrett KA, Dendy SP, Frank EE, Rouse MN, Travers SE. Climate 
change effects on plant disease: genomes to ecosystems. Annu Rev 
Phytopathol. 2006;44:489-509.

71. Bomblies K, Lempe J, Epple P, Warthmann N, Lanz C, Dangl J L, et 
al. Autoimmune response as a mechanism for a Dobzhansky-Muller-
type incompatibility syndrome in plants. PLoS Biol. 2007;5(9): e236.

J Plant Biochem Physiol, Vol. 9 Iss. 7 No: 1000260

https://doi.org/10.1007/s002030100344
https://doi.org/10.1146/annurev-phyto-082712-102321
https://doi.org/10.1038/ncomms3530
https://doi.org/10.1073/pnas.93.16.8776
https://doi.org/10.1371/journal.ppat.1000844
https://doi.org/10.1016/j.pbi.2013.06.017
https://doi.org/10.1046/j.1365-313x.1999.00426.x
https://doi.org/10.3389/fpls.2013.00403
https://doi.org/10.1073/pnas.0910943107
https://doi.org/10.1105/tpc.020479
https://doi.org/10.1094/MPMI-22-5-0498
https://doi.org/10.4161/psb.18884
https://doi.org/10.1105/tpc.112.096198
https://doi.org/10.1111/j.1365-313X.2011.04799.x
https://doi.org/10.1094/MPMI-20-11-1449
https://doi.org/10.1371/journal.ppat.1001172
https://doi.org/10.1371/journal.ppat.1001111
https://doi.org/10.1073/pnas.1105685108
https://doi.org/10.1111/tpj.12573
https://doi.org/10.1105/tpc.015842
https://doi.org/10.1105/tpc.015842
https://doi.org/10.1038/nplants.2015.190
https://doi.org/10.1016/j.pbi.2017.03.015
https://doi.org/10.1111/nph.14581
https://doi.org/10.1094/MPMI.2002.15.10.1040
https://doi.org/10.1111/tpj.12232
https://doi.org/10.1104/pp.110.157610
https://doi.org/10.1111/j.1365-313X.2010.04241.x
https://doi.org/10.3389/fpls.2011.00071
https://doi.org/10.1186/1471-2229-13-106
https://doi.org/10.1146/annurev.phyto.44.070505.143420.
https://doi.org/10.1371/journal.pbio.0050236


Page 13 of 14

13

Kim MG, et al. OPEN ACCESS Freely available online

72. Alcazar R, García AV, Kronholm I, de Meaux J, Koornneef M, Parker 
JE, et al. Natural variation at strubbelig receptor kinase 3 drives 
immune-triggered incompatibilities between Arabidopsis thaliana 
accessions. Nat Genet. 2010;42(12):1135-1139.

73. Bao F, Huang X, Zhu C, Zhang X, Li X, Yang S. Arabidopsis hsp90 
protein modulates rpp4 mediated temperature‐dependent cell death 
and defense responses. New Phytologist. 2014;202(4):1320-1334.

74. Menna A, Nguyen D, Guttman DS, Desveaux D. Elevated 
temperature differentially influences effector-triggered immunity 
outputs in Arabidopsis. Front. Plant Sci. 2015;6(1):995.

75. Scott IM, Clarke SM, Wood JE, Mur LAJ. Salicylate accumulation 
inhibits growth at chilling temperature in Arabidopsis. Plant Physiol. 
2004;135(1),1040-1049.

76. Yang S, Hua J. A haplotype-specific Resistance gene regulated by 
BONZAI1 mediates temperature-dependent growth control in 
Arabidopsis. Plant Cell. 2004; 16(4):1060-1071.

77. Chellappan P, Vanitharani R, Ogbe F, Fauquet CM. Effect of 
Temperature on Geminivirus-Induced RNA Silencing in Plants. 
Plant Physiology. 2005; 138(4): 1828-1841.

78. Szittya G, Silhavy D, Molnár A, Havelda Z, Lovas Á, Lakatos L, et al. 
Low temperature inhibits RNA silencing‐mediated defence by the 
control of siRNA generation. EMBO J. 2003;22(3):633-640.

79. Wildermuth MC, Dewdney J, Wu G, Ausubel FM. Isochorismate 
synthase is required to synthesize salicylic acid for plant defence. 
Nature.2001; 414(6863):562-565.

80. Mukhtar KMP, Emerine DK, Mukhtar MS. Tell me more: roles of 
NPRs in plant immunity. Trends Plant Sci. 2013;18(7):402-411.

81. Loon LCV, Rep M, Pieterse CMJ. Significance of inducible 
defense-related proteins in infected plants. Annu Rev Phytopathol. 
2006;44(1):135-162.

82. Morris SW, Vernooij B, Titatarn S, Starrett M, Thomas S, Wiltse CC, 
et al. Induced Resistance Responses in Maize. Mol. Plant Microbe 
Interact. 1998;11(7):643-658.

83. Gorlach J, Volrath S, Beiter GK, Hengy G, Beckhove U, Kogel KH, 
et al. Benzothiadiazole, a novel class of inducers of systemic acquired 
resistance, activates gene expression and disease resistance in wheat. 
Plant Cell. 1996;8(4):629- 643.

84. Chern M S, Fitzgerald H A, Yadav R C, Canlas P E, Dong X, Ronald 
PC. Evidence for a disease‐resistance pathway in rice similar to the 
NPR1‐mediated signaling pathway in Arabidopsis. Plant J. 2001; 
27(2):101-113.

85. Malamy J, Hennig J, Klessig DF. Temperature-dependent induction 
of salicylic acid and its conjugates during the resistance response to 
tobacco mosaic virus infection. Plant Cell. 1992;4(3):359-366.

86. Tsuda K, Sato M, Glazebrook J, Cohen JD, Katagiri F. Interplay 
between MAMP‐triggered and SA‐mediated defense responses. 
Plant J. 2008;53(5):763-775.

87. Kim SG, Yon F, Gaquerel E, Gulati J, Baldwin IT. Tissue specific 
diurnal rhythms of metabolites and their regulation during herbivore 
attack in a native tobacco, Nicotiana attenuata. PLoS One. 2011;6(10): 
e26214.

88. Kim YS, An C, Park S, Gilmour SJ, Wang L, Renna L, et al. CAMTA-
mediated regulation of salicylic acid immunity pathway genes in 
Arabidopsis exposed to low temperature and pathogen infection. 
Plant Cell. 2017; 29(10):2465-2477.

89. Zhu Y, Mang HG, Sun Q, Qian J, Hipps A, Hua J. Gene discovery 
using mutagen- induced polymorphisms and deep sequencing: 
application to plant disease resistance. Genetics. 2012;192(1):139-
146.

90. Koini MA, Alvey L, Allen T, Tilley CA, Harberd NP, Whitelam 
GC, et al. High temperature-mediated adaptations in plant 
architecture require the bHLH transcription factor PIF4. Curr Bio. 
2009;19(5):408-413.

91. Quint M, Delker C, Franklin KA, Wigge PA, Halliday KJ, Van Zanten 
M. Molecular and genetic control of plant thermomorphogenesis. 
Nature Plants. (2016);2(1):15190.

92. Stavang JA, Bartolomé JG, Gómez MD, Yoshida S, Asami T, Olsen 
JE, et al. Hormonal regulation of temperature ‐ induced growth in 
Arabidopsis. Plant J. 2009;60(4):589-601.

93. Sun J, Qi L, Li Y, Chu J, Li C. PIF4–mediated activation of YUCCA8 
expression integrates temperature into the auxin pathway in regulating 
Arabidopsis hypocotyl growth. PLoS Genet. 2012;8(3):e1002594.

94. Wang W, Tang W, Ma T, Niu D, Jin J B, Wang H, et al . A pair 
of light signaling factors FHY3 and FAR1 regulates plant immunity 
by modulating chlorophyll biosynthesis. J Integr Plant Biol .2016; 
58(1):91-103.

95. Zheng Z, Guo Y, Novák O, Chen W, Ljung K, Noel JP, et al. 
Local auxin metabolism regulates environment-induced hypocotyl 
elongation. Nature Plants. 2016;2(4):16025.

96. McClun g CR. Circadian rhythms in plants. Annu. Rev. 
Plant Biol. 2001;52(1):139-162.

97. Jones MA. Entrainment of the Arabidopsis circadian clock. Journal 
of Plant Biology.2009; 52(1): 202-209.

98. Pedersen DB, Cassone VM, Earnest DJ, Golden SS, Hardin PE, 
Thomas TL, et al. Circadian rhythms from multiple oscillators: 
lessons from diverse organisms. Nat Rev Genet. 2005;6(1):544-556.

99. Hua J. Modulation of plant immunity by light, circadian rhythm, and 
temperature. Current opinion in plant biology. 2013;16(4):406-413.

100. Scheiermann C, Kunisaki Y, Frenette PS. Circadian control of 
the immune system. Nat Rev Immunol.(2013);13(3):190-198.

101. Kuo TH, Pike DH, Beizaeipour Z, Williams JA. Sleep 
triggered by an immune response in Drosophila is regulated by the 
circadian clock and requires the NFkappaB Relish. BMC Neurosci. 
2010;11(1):17.

102. Zhang C, Xie Q, Anderson RG, Ng G, Seitz NC, Peterson T, 
et al. Crosstalk between the circadian clock and innate immunity in 
Arabidopsis. PLoS pathogens. 2013;9(6):e1003370.

103. Wang W, Barnaby JY, Tada Y , Li H, Tör M, Caldelari D, et al. 
Timing of plant immune responses by a   central circadian regulator. 
Nature. 2011;470(7332):110-114.

J Plant Biochem Physiol, Vol. 9 Iss. 7 No: 1000260

https://doi.org/10.1038/ng.704
https://doi.org/10.1111/nph.12760
https://doi.org/10.1093/emboj/cdg74
https://doi.org/10.1038/35107108
https://doi.org/10.1016/j.tplants.2013.04.004
https://doi.org/10.1146/annurev.phyto.44.070505.143425
https://doi.org/10.1094/MPMI.1998.11.7.643
https://doi.org/10.1105/tpc.8.4.629
https://doi.org/10.1046/j.1365-313x.2001.01070.x
https://doi.org/10.1105/tpc.4.3.359
https://doi.org/10.1016/j.cub.2009.01.046
https://doi.org/10.1111/jipb.12369
https://doi.org/10.1146/annurev.arplant.52.1.139
https://doi.org/10.1038/nrg1633
https://doi.org/10.1038/nature09766


Page 14 of 14

14

Kim MG, et al. OPEN ACCESS Freely available online

104. Bhardwaj V, Meier S, Petersen LN, Ingle RA, Roden LC. 
Defence responses of Arabidopsis thaliana to infection by Pseudomonas 
syringae are regulated by the circadian clock. Plos one.2011; 
6(10):e26968.

105. Wrzaczek JK, Kangasjärvi J. The role of reactive oxygen 
species in the integration of temperature and light signals. J Exp Bot. 
2018;69(1):3347-3358.

106. Karpinski S, Gabrys H, Mateo A, Karpinska B, Mullineaux 
PM. Light perception in plant disease defence signalling. Curr Opin 
Plant Biol. (2003);6(4):390-396.

107. Roberts MR, Paul ND. Seduced by the Dark Side: Integrating 
Molecular and Ecological Perspectives on the Influence of Light 
on Plant Defence Against Pests and Pathogens. New Phytol. 
2006;170(4):677-699.

108. Roden LC, Ingle RA. Lights, Rhythms, Infection: The Role of 
light and the circadian clock in determining the outcome of plant–
pathogen interactions. Plant Cell. 2009;21(9):2546-2552. 

109. Wang R, Zhang Y, Kieffer M, Yu H, Kepinski S, Estelle 
M. HSP90 regulates temperature-dependent seedling growth in 
Arabidopsis by stabilizing the auxin co-receptor F-box protein TIR1. 
Nat Commun. 2016;5(7):10269.

110. Sano S, Aoyama M, Nakai K, Shimotani K, Yamasaki K, Sato 
MH, et al. Light-dependent Expression of flg22-Induced Defense 
Genes in Arabidopsis. Front. Plant Sci. 2014;5(1):531. 

111. Jung JH, Domijan M, Klose C, Biswas S, Ezer D, Gao M, 
et al. Phytochromes function as thermosensors in Arabidopsis. 
2016;354(6314): 886-889.

112. Legris M, Klose C, Burgie ES, Rojas CCR, Neme M, 
Hiltbrunner A, et al. Phytochrome B integrates light and temperature 
signals in Arabidopsis. Science. 2016;354(6314):897-900.

113. Genoud T, Buchala A J, Chua NH, Métraux JP. Phytochrome 
signalling modulates the SA‐perceptive pathway in Arabidopsis. Plant 
J. 2002;31(1):87-95.

114. Wu L, Yang HQ. CRYPTOCHROME 1 is implicated in 
promoting R protein- mediated plant resistance to Pseudomonas 
syringae in Arabidopsis. Mol Plant. 2010;3(3):539-548.

115. Shi H, Wei Y, He C. Melatonin-induced CBF/DREB1s 
are essential for diurnal change of disease resistance and CCA1 
expression in Arabidopsis. Plant Physiol Biochem. 2016;100(1):150-
155.

116. Shekara ACC, Gupte M, Navarre D, Raina S, Raina R, Klessig 
D, et al. Light‐dependent hypersensitive response and resistance 
signaling against Turnip Crinkle Virus in Arabidopsis.the plant 
journal .2006; 45(3):320-334.

117. Jeong RD, Shekara ACC, Barman SR, Navarre D, Klessig 
DF, Kachroo A, et al. Cryptochrome 2 and phototropin 2 regulate 
resistance protein- mediated viral defense by negatively regulating an 
E3 ubiquitin ligase. Proc Natl Acad Sci. 2010;107(30):13538-13543.

118. Jeong RD, Kachroo A, Kachroo P. Blue light photoreceptors 
are required for the stability and function of a resistance protein 
mediating viral defense in Arabidopsis. Plant Signal Behav. 
2010;5(11):1504-1509.

119. Delprato ML, Krapp AR, Carrillo N. Green Light to Plant 
Responses to Pathogens: The Role of Chloroplast Light‐Dependent 
Signaling in Biotic Stress. Photochem Photobiol. 2015;91(5):1004-
1011.

120. Griebel T, Zeier J. Light regulation and daytime dependency 
of inducible plant defenses in Arabidopsis: phytochrome signaling 
controls systemic acquired resistance rather than local defense. Plant 
physiology. 2008;147(2):790-801.

121. Goodspeed D, Chehab EW, Venditti AM, Braam J, Covington 
MF. Arabidopsis synchronizes jasmonate-mediated defense with 
insect circadian behavior. PNAS. 2012;109(12):4674-4677.

122. Li Y, Pennington BO, Hua J. Multiple R-like genes are 
negatively regulated by BON1 and BON3 in Arabidopsis. 2009;22(7): 
840-848.

J Plant Biochem Physiol, Vol. 9 Iss. 7 No: 1000260

https://doi.org/10.1093/jxb/ery074
https://doi.org/10.1105/tpc.109.069922
https://doi.org/10.1038/ncomms10269
https://doi.org/10.1126/science.aaf5656
https://doi.org/10.1046/j.1365-313x.2002.01338.x
https://doi.org/10.1093/mp/ssp107
https://doi.org/10.1016/j.plaphy.2016.01.018
https://doi.org/10.1073/pnas.1004529107
https://doi.org/10.1111/php.12466
https://doi.org/10.1104/pp.108.119503
https://doi.org/10.1073/pnas.1116368109



