Supplementary Materials:

Table S1. The sequences of the primers used in the study.

Gene Primer sequence 5’-3 Product Size (Bp)
Forward GTAACCCGTTGAACCCCATT

18sTRNA Reverse CCATCCAATCGGTAGTAGCG 131

MUC-1 Forward GTGCCCCCTAGCAGTACCG 123
Reverse GACGTGCCCCTACAAGTTGG

E-cadherin Forward ATTTTTCCCTCGACACCCGAT 109
Reverse TCCCAGGCGTAGACCAAGA

Aquaporin 1 Forward CAACTTCAGCAACCACTGGATTT 207
Reverse GACCCCTTCTATTTGGGCTTCA

[CAM-1 Forward AGCTTCGTGTCCTGTATGGC 70
Reverse TTTTCTGGCCACGTCCAGTT

-6 Forward TGAACTCCTTCTCCACAAGCG 151
Reverse TCTGAAGAGGTGAGTGGCTGTC

IL-8 Forward ATGACTTCCAAGCTGGCCGTGGCT 292
Reverse TCTCAGCCCTCTTCAAAAACTTCTC

- g1 Forward AGCCATGGCAGAAGTACCTG 116
Reverse CCTGGAAGGAGCACTTCATCT
Forward AGTCTCTGCCGCCCTTCT

MCP-1(CCL2) | peverse GTGACTGGGGCATTGATTG 73

TNF-a Forward CCCCAGGGACCTCTCTCTAA 109
Reverse CTCAGCTTGAGGGTTTGCTAC

Cxcl-9 Forward AGTGCAAGGAACCCCAGTAG 112
Reverse AGGGCTTGGGGCAAATTGTT

Cxcl-10 Forward: CCACGTGTTGAGATCATTGCT 152
Reverse: TGCATCGATTTTGCTCCCCT

Cxcl-11 Forward: GAGTGTGAAGGGCATGGCTA -
Reverse: ACATGGGGAAGCCTTGAACA

[FN-oc Forward: CCTGATGAATGCGGACTCCA 265
Reverse: TAGCAGGGGTGAGAGTCTTTG

IFN-B Forward: CGCCGCATTGACCATCTA. 112
Reverse: GACATTAGCCAGGAGGTTCTC.

KIM-1 Forward: CTG CAG GGA GCA ATA AGG AG 213
Reverse: ACC CAA AAG AGC AAG AAGCA

NGAL Forward: GGGAAGTGGTATGTGGTAGG 03
Reverse: AGGGAAGACGATGTGGTTT

1118 Forward: GATAGCCAGCCTAGAGGTATGG 121
Reverse: CCTTGATGTTATCAGGAGGATTCA




10- PT cells — PBMCs
—o— Extracellular HEV RNA —o— Extracellular HEV RNA

=E" 1044 -= Intracelluar HEV RNA £ -a- Intracelluar HEV RNA
§ § 103
< 103 S roa I
o 4
S LOQ4 = [V p2 TE— T RN e sacasaany e e ]
[} 2 ]
L 10 3 I

101d— T ; . : T 10° T T T T J

0 2 4 6 8 10 0 2 4 6 8 10

D t infecti
Days post infection ays post infection

Figure S1. Infection of the CD10*/CD13* PT epithelial cells and PBMCs with UV-inactivated HEV
inoculum. Infection of polarized CD10*/CD13*PT cells (A) and/or PBMCs (B) with UV-inactivated
HEV-1 inoculum. Intracellular (dotted line) and extracellular (solid line) HEV RNA was quantified
by qPCR. LOQ: limit of quantification. Depicted are the mean values of three independent
experiments + SEM.
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Figure S2. Effect of UV inactivated HEV-1 on the coculture of PBMCs with the PT epithelial cells
CD10+/CD13* PT cells were challenged with UV-inactivated HEV-1 for 7 days and then PBMCs from
the same donors were added for an additional 3 days. Total cellular RNA was extracted from the PT
cells and the mRNA expression level of proinflammatory markers (IL-8, IL-6, MCP-1, TNF-a, and IL-
1B) (A), chemokines (Cxcl-9, Cxcl-10, and Cxcl-11) (B), and kidney injury transcripts (KIM-1, NGAL,
and IL-18) (C) were assessed. The relative gene expression was determined by comparing the
expression levels of these transcripts with mock cells (PT +PBMCs). Black columns represent

unchallenged cells, and grey columns represent UV inactivated HEV challenged cells.
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