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Figure S1: Recombinant HEV P domains used in this study 

 

 
 
 
Figure S1: A) Schematic primary structure of ORF2, its individual domains (S/M/P), and the 

different expression constructs for the recombinant GT 3 P domains used in this study. Red and 

blue arrows indicate the described start codons for the glycosylated and non-glycosylated ORF2 

in the presence and absence of a signal peptide, respectively. Numbers indicate amino acid 

positions within the GT 3 ORF2. SP, signal peptide (dark grey box); DST, double strep tag 

(light grey box); CS, proteolytic cleavage site for removal of affinity tag and fluorophore. 

Possible N-linked glycosylation sites are indicated. B) SDS-PAGE analysis followed by 

Coomassie staining reveals a slower migration of the glycosylated P domain (lanes 2 and 4) 

compared to the non-glycosylated P domain (lanes 1 and 3), likely caused by the attached 

glycan at position 562. Lanes 1-4 correspond to constructs 1) - 4) in panel A. Source data are 

provided within the Source Data file. 

  



Figure S2: FACS plots showing the gating strategy for the sorting of single HEV-specific 
memory B cells 
 

 
 
Figure S2: Representative FACS plots showing the gating strategy for sorting single pORF2 P-

domain-specific memory B cells. (A) patient p60 and (B) patient p61. The red gate highlights 

the sorted cells. 

  



Figure S3: Neutralization of HEV by single chain variable fragments (scFvs) 

 

 
 
Figure S3: (A) 85 scFv expressed from patients 60 (p60) and 61 (p61) ranked according to their 

neutralizing capacity at a concentration of 10 µg/ml, with samples colored green showing at 

least 50% neutralization. Values are normalized to the control in the absence of scFv (n= 2 

biological replicates) (B) The best neutralizers from (A) were further tested in serial dilution at 

concentrations of 5, 0.5, 0.05, and 0.005 µg/ml against naked HEV (dots) and at concentrations 

of 10, 5, 0.5, and 0.05 µg/ml against pseudo-enveloped HEV (boxes) to calculate the IC50 using 

GraphPad Prism 9. Samples are ranked for the IC50 against naked HEV. Neutralization of 

pseudo-enveloped HEV was not observed for all tested scFvs. Source data are provided within 

the Source Data file. 

 

  



Figure S4: Kinetic binding analysis of bnAbs with pORF2 P-domain 

 

 
 
Figure S4: SPR analysis of nAbs p60.1, p60.12, p60.15, and p61.15 at 25, 12.5, 6.25, 3.125, 

and 1.5625 nM to the immobilized non-glycosylated (A) or glycosylated (B) HEV GT 3 P 

domain. The colored lines represent a 1:1 kinetic model fit. The kinetic binding parameters are 

shown in Table S2. 

 
  



Figure S5: Broad nAb reactivity with GT 3 strain 83-2 

 

 
 

Figure S5: Percent of focus forming units per well of HepG2/C3A cells infected with HEV 

pUC83-2-27 neutralized with the indicated antibodies at a concentration of 10 µg/ml. The 

values are normalized to the control, to which no antibody was added. A human anti-HEV 

positive serum was used as positive control (pos) (n= 2 biological replicates). Source data are 

provided within the Source Data file. 

 

 

  



Figure S6: Immunofluorescence analysis using human α-pORF2 IgGs 

 

 
 

Figure S6: Immunofluorescence images depict HepG2 cells transfected with the viral genome 

(Kernow C1 p6 G1634R) or a subgenomic replicon lacking ORF-2 as control (subgenomic 

replicon). Four days after transfection, cells were washed and fixed using 3% PFA and 

permeabilized with Triton X-100 prior to staining with 0.25 µg/ml of the indicated primary 

antibodies. As control, a rabbit polyclonal anti-P domain antibody was used. Bound nAbs were 

detected using fluorescently labelled anti-human or anti-rabbit secondary antibodies. Images 

were taken at 20x magnification, and nuclei stained with DAPI. The experiments were repeated 

three times with similar results. 

  



Figure S7: Glycan-sensitive antibodies bind to a conserved epitope at the tip of the P 

domain dimer 

 

 
 

Figure S7: A) Superposition of the crystal structure of the P domain in complex with bnAb 

p60.1 to the crystal structure of HEV virus-like particles (PDB 3HAG). The VLP is shown as 

surface representation in grey, while p60.1 is shown as a green-coloured cartoon. B) Amino 

acid conservation of different HEV genotypes used in this study (Table S4) mapped onto the P 

domain crystal structure. Sidechain oxygen and nitrogen atoms of N562 are colored in red and 

blue, respectively, and a blue arrow indicates the position of N3. Amino acid sequence 

alignments were performed using Clustal Omega (EBI), and the conservation was mapped 

using the ConSurfDB server (https://consurfdb.tau.ac.il/). C) Cartoon view of the complex 

crystal structure of the rat HEV P domain (grey) and bnAb p60.12 (cyan). Sidechain oxygen 

and nitrogen atoms of N562 are colored in red and blue, respectively, to indicate the position of 

N3. 

 

  



Figure S8: Electron density maps for HEV bnAbs in complex with P domain 

 

 

 

Figure S8: 2Fo-Fc electron density maps contoured at 1.5 σ are superimposed on the 

corresponding refined atomic models shown as cartoon. For clarity, one P domain dimer is 

shown in each case. A GT 3 strain P domain was crystallized in complex with (A) p60.1, (B) 

p60.12, (D) p60.15, and (E) p61.15. (C) A rat HEV P domain was crystallized in complex with 

p60.12. 

  



Figure S9: Glycan-sensitive Abs are induced during acute HEV infection 

 

 
 

Figure S9:  Sera from three patients, who underwent an acute HEV infection (p378, p380, and 

p381) were depleted in parallel with either glycosylated (orange), non-glycosylated (grey) or 

no (control, blue) GT3 P domain and subsequently subjected to a direct ELISA against the non-

glycosylated P domain. The signal difference between the two differentially depleted serum 

samples is likely caused by steric interference of the glycan chain attached to N562 with 

antibodies recognizing a juxtaposed epitope. The chart shows the mean of four independent 

biological replicates, error bars indicate the standard deviation. Source data are provided within 

the Source Data file. 

 

 

  



Figure S10: nAb p60.1 prevents fecal-oral HEV infection in human liver-chimeric mice 

 

 
 

Figure S10: (A) Viral titers in the serum (copies/ml) of three donor mice (grey symbols), two 

antibody-treated mice (red symbols), and three control antibody-treated mice (empty symbols) 

were monitored over 62 days. At specific time points, blood was taken retrobulbar, viral RNA 

was isolated and measured by quantitative RT-PCR. LOD = 1000 copies/ml, light grey box = 

co-housing phase. Source data are provided within the Source Data file. (B) Visualization of 

HEV GT1 ORF3 protein (pORF3) in the liver of infected mice. Representative 

immunofluorescent staining of pORF3 (green) in liver sections from donor mice, control 

antibody-treated mice, and p60.1-treated mice. Human hepatocytes are stained with anti-Krt18 

antibodies (red), and nuclei are visualized with DAPI (blue). Scale bars represent 20 µm. 

 

 
 
  



Figure S11: Amino acid alignment of P domain sequences showing conservation and 
residues involved in interaction with bnAbs p60.1 and p60.12 
 

 
 
Figure S11: Amino acid alignment of the P domain sequences used in this study and the 

Hecolin® sequence. The secondary structure elements of the P domain are shown below the 

alignment. Residues involved in interaction with bnAb p60.1 (A) are colored in green, residues 

interacting with p60.12 (B) in cyan. Dots represent conserved amino acid residues. Amino acids 

numbered according to HEV genotype 3 (UniProt accession number C4B4T9)  

 

 

 

 

 

 

 



Table S1: Sequence information of HEV pORF2 P-domain-specific antibodies 

 

 
Grey: Abs isolated from patient 60; Orange: Abs isolated from patient 61 

  



Table S2: Kinetic interaction analysis between nAbs and glycosylated and non-

glycosylated GT 3 P domains 

 

 

bnAb non-glycosylated GT 3 P domain 

 ka (M x s-1) kd (s-1) KD (M) 

p60.1 6.87x105 3.3x10-5 4.8x10-11 

p60.12 8.17x104 7.43x10-5 9.09x10-10 

p60.15 3.12x105 5.18x10-5 1.66x10-10 

p61.15 3.14x105 2.56x10-5 8.16x10-11 

 glycosylated GT 3 P domain 

p60.1 n.d. n.d. n.d. 

p60.12 n.d. n.d. n.d. 

p60.15 5.13x105 1.63x10-4 3.18x10-10 

p61.15 2.41x105 1.21x10-4 5.03x10-10 

n.d.: not determined 

 

  



Table S3: Characteristics of patient samples used for ELISA and isolate neutralization in 

HLCs 

 

Patient Sex Age 
range 

HEV RNA 
in plasma 

[105 IU/ml] 

WANTAI 
Ag ELISA 

serum 
[OD450-630nm] 

WANTAI 
IgG ELISA 

serum 
[OD450-630nm] 

Samples used in this 
study 

1 f 60-69 6 3.61 3.36 serum 
2 f 30-39 1 3.76 2.89 serum 
3 f  40-49 9 4.03 2.62 serum and stool 
4 f 30-39 8 3.74 1.72 serum 
5 m 50-59 200 3.69 1.93 serum and stool 
6 m 70-79 6 2.53 3.58 serum 
7 m 50-59 10 3.73 3.67 serum 
8 m 50-59 3 3.97 2.19 serum 
9 f 30-39 0.9 3.64 0.43 serum and stool 
10 f 80-89 8 3.72 n.t. serum 
11 m 60-69 2 >ULOQ 3.29 serum 
12 f 40-49 20 3.80 3.04 serum 
13 m 40-49 30 3.23 0.01 

(negative) 
serum and stool 

14 f 20-29 70 3.83 0.01 
(negative) 

serum and stool 

60 m 40-49 n.d. n.d. 3.90 peripheral blood 
mononuclear cells 

61 m 70-79 n.d. n.d. >ULOQ peripheral blood 
mononuclear cells 

378 f 40-49 n.d. n.d. 3.67 serum 
380 f 50-59 n.d. n.d. 3.83 serum 
381 m 60-69 n.d. n.d. 3.90 serum 

 
 

IU=international unit; OD= optical density; >ULOQ= above upper limit of quantification 

  



Table S4: Kinetic interaction analysis between nAbs and non-glycosylated P domains of 

different strains 

 

 

  HEV GT 1 P domain 

bnAb ka (M x s-1) kd (s-1) KD (M) 
p60.1 1.08x106 2.56x10-5 2.38x10-11 
p60.12 9.87x104 3.25x10-4 3.29x10-9 
p60.15 1.78x106 6.79x10-5 3.81x10-11 
p61.15 4.0x105 6.04x10-4 1.51x10-9 
  HEV GT 2 P domain 

p60.1 6.36x105 8.16x10-5 1.28x10-10 
p60.12 5.83x104 2.96x10-5 5.09x10-10 
p60.15 1.32x106 2.3x10-4 1.74x10-10 
p61.15 6.53x105 5.85x10-4 8.96x10-10 
  HEV GT 4 P domain 

p60.1 1.35x106 5.14x10-5 3.82x10-11 
p60.12 6.96x104 6.09x10-4 8.75x10-9 
p60.15 8.83x105 1.04x10-4 1.18x10-10 
p61.15 9.25x105 1.42x10-4 1.54x10-10 
  rat HEV P domain 

p60.1 9.24x104 4.56x10-1 4.93x10-6 
p60.12 4.4x104 2.46x10-1 5.59x10-6 
p60.15 n.d. n.d. n.d. 
p61.15 n.d. n.d. n.d. 

n.d.: not determined  



Table S5: Diffraction data collection and refinement statistics  

 scFv p60.1 + 
HEV GT3 P 

domain 

Fab p60.12 + 
HEV GT3 P 

domain 

scFv p60.15 + 
HEV GT3 P 

domain 

scFv p61.15 + 
HEV GT3 P 

domain 

Fab p60.12 + rat-
HEV P domain 

Data collection       
Space group C 2 2 21 P 21 C 2 2 21 P 21 21 2 P 43 21 2 
Resolution (Å) 43.48 -1.98 

(2.05-1.98) a 
47.24 -2.07 

(2.15 -2.07) a 
48.64 - 2.41 

(2.49 - 2.41) a 
47.85 -1.91 

(1.98 -1.91) a 
48.7 -3.89 

(4.031 -3.89) a 
Cell dimensions      

a, b, c (Å) 75.81 159.26 
205.67 

88.43 94.48 91.25  56.19 122.95 
158.67 

108.59 178.77 
49.66 

112.86 112.86 
184.44 

α, β, γ (°) 90.0 90.0 90.0 90.0 90.21 90.0 90.0 90.0 90.0 90.0 90.0 90.0 90.0 90.0 90.0 
PDB code 8PMW 8PNO 8PMY 8PMZ 8PMX 

Complexes in AU 2 2 1 1 1 
Rmeas 0.13 (1.345) 0.129 (1.653) 0.293 (2.45) 0.176 (1.50) 0.322 (4.798) 
< I/𝞼 (I) > 12.43 (1.98)  5.3 (0.56) 7.43 (1.01) 11.23 (1.73) 7.68 (0.68) 
CC1/2 0.998 (0.77) 0.991 (0.193) 0.993 (0.482) 0.997 (0.906) 0.998 (0.401) 
Completeness (%) 99.47 (94.93) 84.7 (38.81) 99.61 (99.34) 97.1 (90.4) 99.18 (93.03) 
Redundancy 13.23 (21.4) 3.27 (3.8) 13.12 (19.16) 13.52 (25.2) 25.91 (42.45) 
      
Refinement      
No. reflections 86310 (8192) 77316 (3527) 21738 (2116) 72647 (5777) 11444 
Rwork / Rfree 0.191 / 0.211 0.214 / 0.244 0.1993 / 0.238 0.2065 / 0.2395 0.2806 / 0.3537 
No. atoms      

Protein 1069 1461 2888 5804 5572 
  ligands 26 0 3 38 0 
  solvent 308 184 107 321 0 

      



B-factor      
Protein 45.92 49.31 58.05 36.31 188.35 
  ligands 60.38  87.37 51.79  
  solvent 46.30 35.24 60.94 33.55  

R.m.s deviations      
Bond lenGThs (Å) 0.011 0.011 0.011 0.011 0.010 

Bond angles (°)  1.57  1.61  1.63  1.60  1.45 
Ramachandran plot§      

Favored (%) 96.58 96.04 96.48 97.18 84.09 
Allowed (%)  3.23  3.75  3.52  2.82  15.08 
Outliers (%) 0.19 0.21 0.00 0.00 0.83 

Rotamer outliers (%) 0.67  1.72 1.28 0.00  10.02 
Clashscore 0.93  2.63  2.1  1.47  10.74 

A single crystal was used to collect each of the individual diffraction data sets 
a Values in parentheses are for highest-resolution shell. 
§ Ramachandran statistics were calculated with MolProbity 



Table S6: Accession numbers of virus strains and isolates used in this study 
 

Synthetic gene Origin UniprotKB/ Genbank 

HEV ORF2_GT1 isolate/human/Pakistan/Sar55 P33426 

HEV ORF2_GT2 isolate/human/Mexico Q03500 

HEV ORF2_GT3 isolate/human/Japan C4B4T9 

HEV ORF2_GT4 isolate/human/China Q9IVZ8 

HEV ORF2_rat R68/DEU/2009 E0XL23 

G3-HEV 83-2-27 Shiota et al., 2013, J Virol  AB740232 

Kernow_C1_p6 wt Isolate/human/United Kingdom JQ679013 

 

  



 
Table S7: HEV antigen detection by different ELISAs 
 

Patient 1, female, aged 60-69: 

timepoint HEV RNA 
(IU/ml) 

non-glycosylated 
pORF2 (p60.1, S/CO) all pORF2 (p60.15, S/CO) WANTAI HEV Ag (S/CO) 

pre-treatment 600000 28,62 30,60 16,45 
treatment (TW16) n. d. 0,75 36,76 19,05 

12 months FU n. d. 0,34 7,69 19,97 
 

Patient 2, male, aged 20-29: 

timepoint HEV RNA 
(IU/ml) 

non-glycosylated 
pORF2 (p60.1, S/CO) all pORF2 (p60.15, S/CO) WANTAI HEV Ag (S/CO) 

pre-treatment 3000000 34,77 29,06 13,60 
treatment (TW4) n. d. 0,88 15,26 13,93 

12 months FU n. d. 0,32 0,57 0,20 
 

Red: HEV detection positive; Green: HEV detection negative; n.d.: not detected; Source data are provided within the Source Data 
file. 
 

 
  



Table S8: List of oligonucleotides used for cloning 
 
 

P domain 
construct Forward primer Reverse primer 
GT 3 P 
domain_mNeon 

CGCTGAAAACCTGTATTTTCAGGGCCCCGCCCCAAGCCGGCCC GGGTTTAAACTCAGGGCCCTCACGATTCTCGCGTTTTACCC 

GT 3 P 
domain_mRuby 

GAGCTGTACAAGGACGATGACGATAAGCCCGCCCCAAGCCGGCCC GGGTTTAAACTCAGGGCCCTCACGATTCTCGCGTTTTACCC 

GT 3 P domain 
non-
glycosylated TTTTCAGGGCGACGATGACGATAAGCCCGCCCCAAGCCGGCCC 

GGGTTTAAACTCAGGGCCCTCACGATTCTCGCGTTTTACCC 

GT 3 P domain 
glycosylated TTTTCAGGGCGACGATGACGATAAGCCCGCCCCAAGCCGGCCC 

GGGTTTAAACTCAGGGCCCTCACGATTCTCGCGTTTTACCC 

GT 1 P domain 
non-
glycosylated TTTTCAGGGCGACGATGACGATAAGCCAGCCCCATCGCGTCCT 

GGGTTTAAACTCAGGGCCCTCATAACTCCCGAGTTTTACCCAC 

GT 2 P domain 
non-
glycosylated 

TTTTCAGGGCGACGATGACGATAAGCCAGCCCCCAGCAGGCCA GGGTTTAAACTCAGGGCCCTCAGAGCTCGCGGGTTTTACC 

GT 4 P domain 
non-
glycosylated 

TTTTCAGGGCGACGATGACGATAAGCCCGCCCCCAGTCGCCCG GGGTTTAAACTCAGGGCCCTCAGTATTCACGTGTCTTGCCCA 

rat HEV P 
domain non-
glycosylated 

TTTTCAGGGCGACGATGACGATAAGCCCGCACCTGCCCGACCT  GGGTTTAAACTCAGGGCCCTCATACGCTATCGGCTGCGGC 

   
IgG 
construct Forward primer Reverse primer 
p60.1-HC GCTGGTCGCTTCCTGCCTGGGCGAAGTTCAGCTGCAGCAGA CCGATGGGCCCTTCGTACTGGCCGAACTAACAGTGACCAACG 

p60.1-KC GCTGGTCGCTTCCTGCCTGGGCATTCAGATGACACAAAGCCCT CGGATGGGGCGGCCACGGTGCGCTTCAAATCGACTTTTGTTCCCG 

p60.4-HC GCTGGTCGCTTCCTGCCTGGGCCAGGTACAGCTGGTACAAAGC CCGATGGGCCCTTCGTACTGGCACTCGATACCGTTACTGTAGTTC 

p60.4-KC GCTGGTCGCTTCCTGCCTGGGCGATATACAAATGACACAGAGCCCG CGGATGGGGCGGCCACGGTGCGTTTTATCTCCACCTTAGTACCTCCT 



p60.5-HC GCTGGTCGCTTCCTGCCTGGGCGAAGTTCAACTCGTGGAAAGTG CCGATGGGCCCTTCGTACTGGCACTACTCACCGTCACTGTAGT 

p60.5-KC GCTGGTCGCTTCCTGCCTGGGCGATATTGTGATGACTCAGAGCCC CGGATGGGGCGGCCACGGTGCGTTTAATTTCGAGCTTGGTGCC 

p60.6-HC GCTGGTCGCTTCCTGCCTGGGCGAGGTTCAACTGCTGGAAAGT CCGATGGGCCCTTCGTACTGGCGCTGGATACCGTTACCAAAGT 

p60.6-LC GCTGGTCGCTTCCTGCCTGGGCCAGTCCGCATTGACTCAAC ATGGGGCGGCCTTCGGCTGGCCCAGGACTGTGAGTTTGGTGC 

p60.10-HC GCTGGTCGCTTCCTGCCTGGGCCAGGTGCAACTCCAGCAA CCGATGGGCCCTTCGTACTGGCCGACGATACAGTTACCAAAGTG 

p60.10-LC GCTGGTCGCTTCCTGCCTGGGCCAAAGTGCTTTGACGCAACC ATGGGGCGGCCTTCGGCTGGCCCAGGACTGTCACCTTCGT 

p60.12-HC GCTGGTCGCTTCCTGCCTGGGCCAGGTACAGTTGGTTCAAAGTG CCGATGGGCCCTTCGTACTGGCGCTGCTGACCGTCACCAA 

p60.12-LC GCTGGTCGCTTCCTGCCTGGGCCAGAGTGCTCTCACTCAACC ATGGGGCGGCCTTCGGCTGGCCGAGAACAGTGAGCTTGGTGC  

p60.13-HC GCTGGTCGCTTCCTGCCTGGGCGAAGTGCAGCTCGTTGAGT  CCGATGGGCCCTTCGTACTGGCCGAGGAGACTGTTACGAGAG  

p60.13-LC GCTGGTCGCTTCCTGCCTGGGCCAATCCGTTTTGACTCAACCC  ATGGGGCGGCCTTCGGCTGGCCGAGAACAGTGAGCTTAGTTCCA  

p60.15-HC GCTGGTCGCTTCCTGCCTGGGCGAAGTCCAACTCGTGCAATC  CCGATGGGCCCTTCGTACTGGCCGAGCTAACAGTAACCAATGTTC  

p60.15-KC GCTGGTCGCTTCCTGCCTGGGCGCGATACAATTGACACAGAGTC CGGATGGGGCGGCCACGGTGCGTTTGATATCGACCTTTGTTCCAGG  

p60.17-HC GCTGGTCGCTTCCTGCCTGGGCCAAGTCCAACTCGTTCAGTCC CCGATGGGCCCTTCGTACTGGCCGAACTAACCGTTACGAGCG  

p60.17-LC GCTGGTCGCTTCCTGCCTGGGCCAGTCGGCACTCACTCAA  ATGGGGCGGCCTTCGGCTGGCCCAAGACGGTCAATTTCGTTCC  

p60.26-HC GCTGGTCGCTTCCTGCCTGGGCCAAGTGCAATTGGTGCAATCG CCGATGGGCCCTTCGTACTGGCGCTCGACACGGTTACGGT  

p60.26-LC GCTGGTCGCTTCCTGCCTGGGCTCCTATGAACTGACTCAACCAC ATGGGGCGGCCTTCGGCTGGCCCAGAACTGTCAGCTTGGTGC  

p60.34-HC GCTGGTCGCTTCCTGCCTGGGCCAAGTGCAATTGGTGCAGT CCGATGGGCCCTTCGTACTGGCGCTGCTTACCGTTACCAGC  

p60.34-LC GCTGGTCGCTTCCTGCCTGGGCCAGCTGGTTCTCACGCAA ATGGGGCGGCCTTCGGCTGGCCCAAGACGGTCAGTTTTGTGC  

p60.35-HC GCTGGTCGCTTCCTGCCTGGGCCAAGTACATTTGGTGCAGTCG CCGATGGGCCCTTCGTACTGGCGGAGGATATGGTCACGAGGG  

p60.35-LC GCTGGTCGCTTCCTGCCTGGGCAATTTTATGTTGACACAGCCTCATA ATGGGGCGGCCTTCGGCTGGCCCAGTACCGTGAGTTTTGTGC  

p60.36-HC GCTGGTCGCTTCCTGCCTGGGCCAGGTGCAGTTGGTTCAAAG  CCGATGGGCCCTTCGTACTGGCCGAGCTCACGGTTACCAA  

p60.36-LC GCTGGTCGCTTCCTGCCTGGGCAGCTATGAATTGACTCAACCACC ATGGGGCGGCCTTCGGCTGGCCCAGGACCGTCAGCTTGGT  

p60.45-HC GCTGGTCGCTTCCTGCCTGGGCCAAGTACAGCTCGTGCAGT  CCGATGGGCCCTTCGTACTGGCGCTGCTTACCGTAACCAATG  

p60.45-LC GCTGGTCGCTTCCTGCCTGGGCAGCTACGTTCTGACACAACC ATGGGGCGGCCTTCGGCTGGCCCAGTGCTGTCAGTTTAGTGCC  

p61.15-HC GCTGGTCGCTTCCTGCCTGGGCCAAGTGCAACTCGTGCAAT CCGATGGGCCCTTCGTACTGGCACTACTCACGGTAACGAGAGT 

p61.15-KC GCTGGTCGCTTCCTGCCTGGGCGAAATAGTTCTCACACAGTCCCC CGGATGGGGCGGCCACGGTGCGTTTTATTTCGAGCCTTGTTCCTTG 

8G12-HC GCTGGTCGCTTCCTGCCTGGGCGGACAGCTGCAGCAGAGT  CCGATGGGCCCTTCGTACTGGCACTCGATACTGTAACCAACGTG 

8G12-KC GCTGGTCGCTTCCTGCCTGGGCGACATACAAATGACTCAGAGTCCT  CGGATGGGGCGGCCACGGTGCGCTTGATTTCCAATTTTGTACCGCT 

 



Source Data for Fig. S1: HEV antigen detection by different ELISAs 
 

 


