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Fig.1 EDS1 PAD4 and SAGI101 are all involved in disease resistance in the early stage against O. Heveae in Arabidopsis
A Quantitative assessment of host cell entry rates; B: Quantitative analysis of hyphal growth of 0. heveae. (Student’s t-test P <0.01)
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Fig.2 Joint involvement of EDS1 PAD4 and SAG101 in disease resistance at the late stage against O. Heveae in Arabidopsis
A Symptoms of WT Col-0 and mutants edsl pad4 and saglO1 at 10 days post-inoculation (dpi) : B: Light microscopy images
of WT Col-© and mutants eds] pad4 and saglO1 leaves stained with Coomassie Brilliant Blue; C: Average number of callose depos—
its per microscopic field of 0. 1 mm® on Col-) and mutant leaves. Bar 100 pm. (Student’s t+est P <0.01)
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Fig.3 Involvement of EDS1 PAD4 and SAG101 in the defense responses triggered by O. Heveae in Arabidopsts
Az The cell death analysis of Col-0 and mutant leaves; B: The H,0, production analysis of Col-0 and mutant leaves; C: Average
number of callose deposits per microscope field of 0. 1 mm* on Col-0 and mutant leaves; D: The PRI gene expression of Col-) and mu—

tant leaves inoculated by O. heveae. (Student’s t-test P <0.01)
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Involvement of 3 Genes in the Disease Resistance
of Arabidopsis against Oidium heveae

Li Liang MEI Shuangshuang RONG Wei

(Institute of Tropical Agriculture and Forestry Hainan University Haikou Hainan 570228 China)

Abstract: The powdery mildew disease of rubber trees is caused by Oidium heveae an obligate biotrophic patho—
gen on Hevea brasiliensis. It has been reported that 0. heveae HN1106 triggers the hypersensitive response in a
manner that depends on the EDS1 and PAD4 in the model plant Arabidopsis thaliana. Previous study has shown
that EDS1 PAD4 and SAG101 can form a single complex to mediate disease resistance. However it is unknown
whether SAG101 is required for O. heveae triggered disease resistance in Arabidopsis. The wide type (WT) Col-
0 and the mutants saglO1 edsl and pad4 of Arabidopsis were inoculated with O. heveae HN1106 to analyze the
early and late disease resistance triggered by O. heveae in Arabidopsis. The results showed that the disease resist—
ance at the early stage and late stage and defense responses triggered by O. heveae in the mutants saglO1 edsl
and pad4 were significantly lower than those in the WT Col-0 and the susceptibility of the mutants to O. heveae
is in the order of edsl > pad4 >saglO1. This indicates that edsl pad4 and saglO1 all contribute to the disease
resistance against 0. heveae and that pad4 has a complementary function with saglO1 in the resistance.
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