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The role of reactive oxygen species in stomatal movement

WANG Ling-min, SHANG Zhong-lin*
(College of Life Science, Hebei Normal University, Shijiazhuang 050016, China)

Abstract: Water metabolism is an important part of plant metabolism. Stomatal opening and closing modulate
water loss and photosynthesis. Stomatal movement is regulated by many factors. Secondary messengers in
guard cells are important signal transduction components, which respond to extracellular stimuli, modulating
intracellular metabolism, regulatingwater potential and finally triggering stomatal movement. Reactive oxygen
species (ROS) is one of these secondary messengers. There are three kinds of reactive oxygen species in guard
cells: Hy,0,, superoxide and HO-. These ROS can be generated through photosynthetic or respiratory pathway,
or be synthesized by special enzymes. Reactive oxygen species play a key role in stomatal movement, which are
triggered by phytohormone (abscisicacid, salicylicacid), NO, apoplastic calmodulin, extracellular ATP, etc. In
this paper, research progress about the role of ROS in stomatal movement was reviewed.
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