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Supplementary Figure S1 Original uncropped SDS-PAGE gel for Figure 1c. Coomassie Blue-stained 
SDS-PAGE gel showing purified ZV2, ZV2-IGF2, and ZV2-EndoTag proteins. Lane M: protein 
molecular weight marker; lane 1: ZV2 (~14.9 kDa); lane 2: ZV2-IGF2 (~23.2 kDa); lane 3: ZV2-
EndoTag (~30.1 kDa). The red box indicates the cropped area used in the main manuscript Figure 1c. 
 

 
Supplementary Figure S2 Original uncropped Western blot for Figure 1d. Western blot analysis of 
purified ZV2, ZV2-IGF2, and ZV2-EndoTag using an anti-6×His antibody. Lane M: protein molecular 
weight marker; lane 1: ZV2; lane 2: ZV2-IGF2; lane 3: ZV2-EndoTag. The red box indicates the cropped 
area used in the main manuscript Figure 1d. 
 
 
 
 
 
 
 



 

Supplementary Figure S3 Original uncropped Western blot for Figure 3a (ZV2-IGF2). Full-length 
membranes for VEGFR2 (top) and β-actin (bottom). HUVEC cells were treated with increasing 
concentrations of ZV2-IGF2 (0.1, 0.5, 1 μM) or left untreated. Lanes: M, marker; 1, control; 2, ZV2; 3, 
ZV2-IGF2 (0.1 μM); 4, ZV2-IGF2 (0.5 μM); 5, ZV2-IGF2 (1 μM). Red box indicates the cropped region 
used in Figure 3a. 

 
Supplementary Figure S4 | Original uncropped Western blot for Figure 3a (ZV2-EndoTag). Full-length 
membranes for VEGFR2 (top) and β-actin (bottom). HUVEC cells were treated with increasing 
concentrations of ZV2-EndoTag (0.1, 0.5, 1 μM) or left untreated. Lanes: M, marker; 1, control; 2, ZV2; 
3, ZV2-EndoTag (0.1 μM); 4, ZV2-EndoTag (0.5 μM); 5, ZV2-EndoTag (1 μM). Red box indicates the 
cropped region used in Figure 3a. 



Supplementary Figure S5 | Original uncropped Western blot for Figure 3c. Comparison of VEGFR2 
degradation by ZV2-IGF2 (1 μM) and ZV2-EndoTag (1 μM). Full-length membranes for VEGFR2 and 
β-actin. Lanes: M, marker; 1, control; 2, ZV2; 3, ZV2-IGF2; 4, ZV2-EndoTag. Red box indicates the 
cropped area used in Figure 3a. 

Supplementary Figure S6 | Original uncropped Western blots for Figure 4a. Full-length membranes for 
p-AKT, p-MEK, and GAPDH. HUVEC cells were treated with ZV2, ZV2-IGF2, or ZV2-EndoTag (1
μM each). Lanes: 1, control; 2, ZV2; 3, ZV2-IGF2; 4, ZV2-EndoTag. Red boxes indicate the cropped
regions used in Figure 4a.


