Table S1. Examples of oncolytic HSVs in recent or current clinical trials. As of 8/3/2022. The table was compiled by a search in the
ClinicalTrials.gov -database with the search term “HSV-1” and choosing the most recent clinical trial available for each vector.

oHSV Example of a clinical study with the oHSV
Name Transgene Deletion Parental Reference | Target Combinatorial Phase | Status Trial identifier
strain
T-VEC GM-CSF v134.5 (ICP34.5), Us12 | JS1 (clinical [1] Melanoma (stage | Checkpoint I Recruiting | NCT04330430
/Imlygic (ICP47) isolate) III and IV) inhibitor (PD-1)
MO032 IL-12 v134.5 (ICP34.5) F [2] Glioblastoma, Checkpoint ya Not yet NCT05084430
astrocytoma, inhibitor (PD-1) recruiting
gliosarcoma
G207 LacZ v134.5 (UL39 (ICP6) F [3] Pediatric brain Radiation I Not yet NCT04482933
disabled) tumors recruiting
HSV1716 None v134.5 17+ [4] Mesothelioma No I/ Completed | NCT01721018
HF10 None UL56, LAT and y34.5 | HF [5] Melanoma Checkpoint I Completed | NCT03153085
/C-REV (ICP34.5) inhibitor (CTLA4)
(Loss of expression of
U143, Ur49.5, U155,
UL56)
C134 Human v134.5 (ICP34.5) F [6] Brain cancer No I Recruiting | NCT03657576
cytomegalovirus
(HCMV) gene
IRS1
ONCR-177 IL12, FLT3LG, Tissue-specific KOS [71 Melanoma Checkpoint I Recruiting | NCT04348916
CCL4, and miRNA mediated inhibitor (PD-1)
antagonists to attenuation of ULS,
PD-1 and UL54 (ICP27), ICP4,
CTLA-4 and the y134.5
(ICP34.5) genes
OrienX010 GM-CSF v134.5, Us12 (ICP47), | CL1 (clinical [8] Melanoma Checkpoint I Recruiting | NCT04206358
UL39 (ICP6) isolate) inhibitor (PD-1)
RP1 GALV-GP R-, [9] Melanoma Checkpoint I Recruiting | NCT03767348
GM-CSF inhibitor (PDL-1)
RP2 GALV-GP R-, RHO018 [9] Cancer Checkpoint I Recruiting | NCT04336241
GM-CSF, anti- 2/11(1;5;4).457()ICP34.5), Usl2 (clinical inhibitor (PDL-1)
CTLA4 isolate)
RP3 GALV-GP R-, [9] Advanced solid Checkpoint I Recruiting | NCT04735978
anti- tumor inhibitor (PD-1)




CTLA4, CD40L,
4-1BBL
rQNestin v34.5 with a v134.5 (ICP34.5), F [10] Brain cancer Chemotherapy, I Recruiting | NCT03152318
tumor-specific UL39 (ICP6) biopsy
promoter
VG161 IL-12, IL-15, IL- v134.5 (ICP35.4) 17+ [11] Liver cancer No 1I Not yet NCT05223816
15RA and a PD- recruiting
L1 blocker
NV1020 Fragment of One copy of v134.5 F [12] Colorectal No I/Il | Completed | NCT00149396
HSV-2 DNA (ICP34.5), a4 (ICP4), cancer
(including gD, and a0 (ICP0), UL56,
gG, gl, g, (Ur24 disabled), Ui23
portion of gE), (TK)
pad-TK
G47A LacZ v134.5 (ICP34.5), F [13] Glioblastoma No I Completed | UMIN000015995
disabled UL39 (ICP6),
Us12 (ICP47)
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