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Abbreviations
BSA
[Ca™];
CaM
CaN
EDTA
EGTA
FAD
HR

JA
MAP kinase
MelJA
4MU
4MUP
NADK
NO
NOS
PAGE
PR
RACE
ROS
RT-PCR
SA

SDS

bovine serum albumin
concentration of cytosolic free Ca**
calmodulin

calcineurin

ethylenediamine-N,N,N',N'-tetraacetic acid

ethylene glycol-bis(B-aminoethy! ether)-N,N,N', N'-tetraacetic acid

flavin adenine dinucleotide
hypersensitive reaction

jasmonic acid

mitogen-activated protein kinase
methyl jasmonate

4-methyl umbelliferone

4-methyl umbelliferyl phosphate
NAD" kinase

nitric oxide

nitric oxide synthase
polyacrylamide gel electrophoresis
pathogenesis-related

rapid amplification of cDNA ends
reactive oxygen species

reverse transcriptase-polymerase chain reaction
salicylic acid

sodium dodecyl sulfate
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TLC thin-layer chromatography

™V tobacco mosaic virus
UTR untranslated region
WIPK wound-induced protein kinase



