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BTV AL Y 3 Ry T K KRR S5 46 1 1) SORY s e
PR R B A T S R Rl R R R
1.3 JiEfmE

7E PTTA ETT AR5, ML) G 5 B I ) 380 3l
R I V< N S N AR (| R L = Wi -2
(ROS) \PR R ZK B 245 L BA 52 38 38 0
S0, PTIfR S48 T 40 M BE 1 ¥ PRRs U i
WAL SF 19 PAMPs, PRRs il % J& 5 1A ¥ i & 1
(Receptor Kinases, RKs) . fthifi] 5 2 A& H H H
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Broad Spectrum Resistance in Main Crops: Recent Advances and Future Directions

Zhu Xiaobo' Li Weitao' He Min'

Wang Jing'

Yu Zhenliang® Chen Xuewei'”

1. State Key Laboratory of Crop Gene Exploration and Utilization in Southwest China (In preparation)/

Rice Research Institution s Sichuan Agricultural University  Chengdu 611130

2. Department of Life Sciences, National Natural Science Foundation of China s Beijing 100085

Breeding crop varieties with broad spectrum resistance (BSR) to pathogens is commonly known

as the most economical and effective approach to control crop diseases. Thus, it is required to explore

resistance resources, to identify BSR genes, and to elucidate their underlying resistance mechanisms. Over

the past two decades, many progresses have been obtained on BSR studies, including several important

BSR genes having been cloned, and their molecular mechanisms having been revealed. In this review, we

summarized the advances of crop BSR studies, raised some key scientific issues to be resolved, and put

forward the current opportunities and challenges in this field. In addition, we also made some perspectives

on study of crop BSR for the future.
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