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Table 1. Genetic modification of oncolytic viruses.
Virus Classification Oncolytic Virus Genetic Modification Manufacturer

T-VEC
(talimogene )
laherparepvec, Imlygic®)

ICP34.5 deletion, ICP47 deletion,
GMCSF insertion

Amgen Inc., Thousand
Oaks, USA

HF10
(canerpaturev—C-REV)

Natural deletion and insertion led to loss
of expression of UL43, Ul49.5, UL55,
UL56, and LAT

Takara Bio Inc., Kusatsu,
Shiga, Japan

, . HSV1716 ’ . Virttu Biologics,
:_][:fl?‘:svs}mi; lex Virus-1 (Seprehvir@) HEEASdeletion Glasgow, UK.
irus
G207 ICP34.5 deletion, ICP6 deletion, and LacZ  Medigene, Planegg,
insertion Germany
Ca7A ICP34.5 deletion, ICP6 deletion, Daiichi Sankyo Company,
ICP47 deletion, and LacZ insertion Tokyo, Japan
; . : Aettis, Inc.,
M032 ICP34.5 deletion and IL12 insertion Pennsylvania, USA
34.5 ion, 2 i i
OrienX010 ICP34.5 and ICP47 deletion, and Orien Gene Biotechnology,

GM-CSF insertion

Zhejiang, China

Eissa IR et al Cancers, 2018
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