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Fig.S1: SyYVCV BC1 has multiple conserved SUMOylation sites.
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Fig.S2: SyYVCV BC1 can interact with NbSUMO1.
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Fig.S3: SyYVCV BCl induces various developmental defects in transgenic plants.
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Fig.S4: SyYVCV BC1 undergoes SUMOylation in planta.
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Fig.S5: SyYVCV BC1 weakly interacts with other plant SUMO proteins.
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Fig.S6: SUMOylation of BC1 is required for symptom development.
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Fig.S7: SUMOQylation is required for the stability of BC1 in planta.
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Fig.S8: SIM sites in SyYVCV BC1 and phylogeny of its potential partner SUMO proteins.
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Fig.S9: Expression analysis and purification of plant SUMO proteins.
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Fig.S10: Sequence of SIM mutants.
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Fig.S11: SIM sites in BC1 C-terminal end interact with NbSUMOL.
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Fig.S12: SIM sites in SyYVCV BC1 regulate its stability.
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Fig.S13: SIM and SUMOylation motifs of BC1 are necessary for its pathogenicity determinant function.
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Fig.S14: SUMOylation motif in BC1 is important for its subcellular localization.
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Fig.S15: SyYVCV BC1 induces global SUMOylation.
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Fig.S16: SIM and SUMOylation motifs of BC1 is essential for host defense suppression.



A)

e g ] g g e g g e e R e e e e e

b b B B B B B e e i R e B e e e e e

slele elele alelolole elelel et o e ETEEE ol ol ol

B)

Ageratum leaf curl virus

Chilll leaf curl virus

Chilli leaf curl virus pakistan

Cottan leaf curl Gezira virus

Cottan leaf curl Multan virus

Cattan leaf curl wirus

Cottan leaf curl virus

Cowpea severe leaf

Kenaf leaf curl virus pakistan

Ludwigia leaf curl distortion virus
Malvastrum leaf curl virus Guangdong
Okra leaf curl virus

Olra leaf curl virus

Papaya leaf curl virus NBRI

Pepper leaf curl virus

Potato apical leaf curl virus

Sida |eaf curl virus

Tobacco leaf curl virus SZ202

Tomato leaf curl China virus

Tomata leaf curl virus

Tomata leaf curl virus

Tomata |eaf curl virus

Tomato leaf curl virus Jeddah

Tomata yellow leaf curl China virus SCES
Tomata yellow leaf curl China virus Y10
Tomata yellow leaf curl China virus_Y278

b b b b b b e b b e e e e e e e e

HHHI

"
)

¥

=

K

T Synedrelia yellow vein clearing virus
I Aoeratum yellow vein China virus
T A0eratum yellow vein virus
ST Alternanthera yellow vein virus
Andrographis yellow vein virus
ST Ehendi yellow vein mosaic virus
ST Corchorus yellow vein mosaic virus
IS Croton yellow vein mosaic virus
I Digera arvensis yellow vein virus
I Eclipta yellow vein virus
T Emilia yellow vein virus
I Eupatorium yellow vein virus
T Honeysuckle yellow vein mosaic virus
T <adam yellow mosaic virus
T Lcucas zeylanica yellow vein virus
T indernia anagallis yellow vein virus
Lindernia anagallis yellow vein virus
Walvastrum yellow vein virus
T = adish leaf curl virus
IS Sicgesbeckia yellow vein Guangyi virus
S Spinach yellow vein virus
I ' =rnonia yellow veln Fujian virus

(ea] [ep! (e3) [eal (5] 22 [ep (g3 [ep [ea] (3] (a3 (e3) [ea] 3] (2

[ea] (o] [e3| (ea]

Fig.S17: Conservation of SUMOylation sites among viruses producing similar symptoms..
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Fig.S18: Uncropped images of blots in main figures 1-7 and replicates of western blots.
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Fig.S19: Uncropped images of blots in Supplemental Figure 1-16.



