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The inhibitor of protein kinase R (PKR) suppresses tumor proliferation and

angiogenesis in hepatocellular carcinoma in vitro and in vivo models
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We tested the effect of protein kinase R éPKR) inhibitor C16 on
proliferation of HCC Huh7 cells in vitro and tumor progression and angiogenesis of tumor bearing
mouse of Huh7 in vivo.

C16 suppressed proliferation of Huh7 cells in a dose-dependent manner in vitro evaluated with the
MTT assay. Mouse models with xenograft transplantation showed that the inhibitor suppressed the
growth of HCC cells in vivo. Moreover, C16 decreased angiogenesis in HCC tissue in the xenograft
model. Consistent with these results in mice, transcript levels of vascular endothelial growth
factor-A and factor-B, platelet-derived growth factor-A and factor-B, fibroblast growth factor-2,
epidermal growth factor, and hepatocyte growth factor, which are angiogenesis-related growth
factors, were significantly decreased by C16 in vitro.

In conclusion, the PKR inhibitor C16 blocked tumor cell growth and angiogenesis via a decrease in
mRNA levels of several growth factors. C16 may be useful in the treatment of HCC.

PKR



B X C—19, F—19—1, 2z—19 (@)

1. AFZEBAE 4 FI DY 5

FEAmRasE O BERIZE N 4.4 T, HFRF 75 5 A E i, EMEEEOETERK & L TR
4L E BV A HERF LTV D, IR B ERF S, RO A 2 R L CRIET D Z &N
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