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Plant-microbe interactions

Pathogen Endophyte Symbiont

Magnaporthe oryzae - rice

Epichloe festucae - ryegrass
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leaves through stomata, and produce
effector molecules only at higher density
of bacterial population, leading to the
death of plant cells.
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Preformed defenses
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Plant immunity
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Systemic defenses

Infected area Noninfected area

Cell survival
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Programmed cell death
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Defensin accumulation is
controlled by a
combination of JA and
cthylene.




Abiotic stress

Abiotic stress

Acclimation ]

Resistance
¢ Stress avoidance
¢ Stress tolerance




Water deficit
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Detrimental effects Acclimation
e membrane solidification * membrane stabilization
 reductions in enzymatic reaction * compatible solutes
rates

* dehydration (freezing)
* mechanical stress (freezing)
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