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Fig.1. Proposed model for the NPR1-mediated signaling pathway as part of the network of pathways controlling
biologically induced systemic disease resistance in Arabidopsis (Modified from: Ref. 12 and Ref. 27). COIl,
CORONATINE INSENSITIVE 1; JA, jasmonic acid; NPR1, NON-EXPRESSOR OF PATHOGENESIS-RELATED
GENES 1; SA, salicylic acid; SABP, SA-binding protein; SNI1, SUPRESSOR OF NPR1 INDUCIBLE 1; AtWHY1,

AtWhyl; /\Redox, changes in redox status.
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ABSTRACT

Lin, Y.-H.', and Chang, P.-F. L."? 2008. The role of Arabidopsis NPR1 protein in plant induced
systemic disease resistance. Plant Pathol. Bull. 17: 101-110 (' Department of Plant Pathology,
National Chung Hsing University, Taichung, Taiwan 402, R. O. C.; > Corresponding Author, E-Mail:
pfchang@nchu.edu.tw, Fax: +886-4-2286-0442)

The Arabidopsis NPR1 protein is the most important regulator for plant systemic induced
responses. It not only promotes the salicylic acid (SA)-mediated systemic acquired resistance (SAR)
but also is involved in crosstalk inhibition of jasmonic acid (JA)-mediated induced systemic
resistance (ISR). After the initiation of SAR, activation of NPR1 and its binding to some TGA
transcription factors under the reducing conditions could subsequently induce the accumulation of
pathogenesis-related proteins. In addition to NPR1 and TGA, other transcription factor such as
WRKY70 protein is also found to be involved in SA-mediated defense and crosstalk between SA- and
JA- signaling pathways.

Key words: salicylic acid, induced systemic resistance (ISR), pathogenesis-related protein (PR

protein), systemic acquired resistance (SAR), transcription factor



