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l.l p m e Thermotolerant signaling induced by plant NLR TIR domains

Héloise Demont', Céline Rembliere', Laurent Deslandes’, Maud Bernoux'
INTRODUCTION

e Plant immunity is impacted by environmental stresses'?.
e Immune responses induced by nucleotide-binding Leucine-rich repeat domain (NLR) proteins are often dampened under elevated temperatures®%->.
e This is alarming in the context of climate change but the mechanisms involved are poorly understood.

1-Laboratoire des Interactions Plantes-Microbes-Environnement(LIPME), INRAE, CNRS, Université de Toulouse, F-31326 Castanet-Tolosan, France.
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effector  Activation and signaling model for TIR-containing NLRs under temperature stress
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LRR

Leucine rich repeat

RESULTS Isolated TIR-mediated immune signaling is not affected by an elevation of temperature in contrast to full-length NLRs

Growth medium + dexamethasone

What is the impact of temperature on NLR-mediated immunity?

APPROACH Permissive tecl,nperature Elevatedten:perature o Cell death phenotype of 10 days-old transgenic
e When isolated from NLRs, TIR domains 21°C 30°C Arabidopsis seedlings expressing TIR domains isolated
can induce immune signaling = _ from Arabidopsis RPS4 and flax L6 NLRs, or full-length

autoactive L6MHV, 7 days after transfer on dex-
containing medium.

autonomously®.
wild-type

e To investigate the impact of
temperature on NLR immune receptors
function and/or downstream signaling,
we used a dexamethasone-inducible
system to control and compare the
activation of isolated TIR domains and
full-length NLRs-mediated signaling, at
different temperatures in transgenic
Arabidopsis plants.
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EDS1 and the SA immune pathway are maintained under elevated temperature when induced by isolated TIR but not by full-length NLR
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CONCLUSION NLRs may detect changes in their environment to accordingly modulate their signaling
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Naturally occuring truncated NLR
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PERSPECTIVES What about naturally occuring TIR-containing truncated NLRs? (? N S Fhiaddinas el
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