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Fig.1 Phenotypic characterization of oncolytic HSV in esophageal cancer cells Eca-109 in vitro(200x)
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Fig.2 Comparing of the effects of fusogenic oncolytic HSV
on killing Eca-109 tumor cells in vitro
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Studies on the Therapy of Esophageal Cancer with An Oncolytic Virus

Incorporating Fusogenic Membrane Glycoproteins

Jiang Yuequan, Zhang Zhi*, Xie Chenming
(Department of Thoracic Surgery, Chongqing Cancer Institute, Chongging 400030, China)

Abstract This study aims to determine the anti-esophageal cancer effect of oncolytic herpesvirus express-
ing fusogenic membrane glycoprotein. We constructed Synco-1 and Synco-2 by inserting the gene of gibbon ape
leukemia virus envelope fusogenic membrane glycoprotein (GALV.fus) into an oncolytic herpes simplex virus with
an enforced ligation procedure. We also constructed Baco-1 without GALV fus gene. The ability of these oncolytic
viruses to kill esophageal cancer cells Eca-109 in vitro and in vivo was assessed. Subsequent in vitro and in vivo
studies showed that expression of GALV.fus in the context of an oncolytic virus significantly enhances the antitu-
mor effect of the virus. /n vitro, the syncytial plaques after Synco-1 and Synco-2 infection were founded. Synco-1
and Synco-2 killed Eca-109 tumor cells more effectively than Baco-1 both in vitro and in vivo. In vitro, the percent-
ages of cells that survived after infection of Synco-1 and Synco-2 were 28% and 25%. In vivo, 70% of the animals
were tumor free at the 4th week after Synco-1 and Synco-2 administration, respectively. These results suggest that
expression of fusogenic membrane glycoprotein by these fusogenic oncolytic herpesviruses can enhance the antitu-
mor effects. Synco-1 and Synco-2 may provide a novel therapy against esophageal cancer.

Key words oncolytic virus; esophageal cancer; HSV-1; fusogenic membrane glycoprotein
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