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Fig. 1 Expression analysis of PPARY 2, SCD1 and VEGF
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Tab.1 Relationship between SCD1,PPARY2, VEGF protein expression and clinicopathology
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Protein expression relationship and clinical significance of lipid metabolism-related
genes of PPARYZ,SCDI1 and VEGF in hepatocellular-carcinoma

Su Gaigai, Liu Hongli,Sun Yongjian,Peng Zhan,Li Yiming, Xi Shoumin,Shen Guomin
(College of Medicine, Henan University of Science and Technology, Luoyang 471023, China)

Abstract : Some studies have found that abnormal lipid metabolism is often observed in tumor tissue, but it is unclear a-
bout the role of abnormal lipid metabolism in tumorigenesis and development. To explore the role of abnormal lipid metabolism
in tumorigenesis and development, we determined the expression of stearoyl-CoA desaturase 1 (SCD1), peroxisome prolifera-
tor activated receptory2 (PPARY2), and vascular endothelial growth factor (VEGF) by immunohistochemistry in 45 cases of
hepatocellular carcinoma tissues. Combined with the ishak score and pathological examination, we investigated the relationship
between the expression of PPARY2, SCD1 and VEGF in hepatocellular carcinoma, and their relationship to tumorigenesis and
clinical significance. In this study, we found that PPARY2, SCD1 and VEGF were highly expressed in hepatocellular carcinoma
tissues, and their rate of high expression was 40.00%, 46.70% and 75.50% respectively. Correlation analysis revealed a corre-
lation between SCD1 and VEGF (r=0.482,»p=.0.001), but there was no correlation between PPARY2 and SCD1 (r=0.221,
p»=0.164) and PPARY2 and VEGF (r=0.219, p=0.169). This study suggests that lipid metabolism-related gene SCD1 is as-
sociated with angiogenesis, but SCD1 was not regulated by PPARY2 in hepatocellular carcinoma. SCD1 may be a potential tar-
get for inhibiting angiogenesis and tumor development.

Keywords: hepatocellular carcinoma; peroxisome proliferator activated receptor ¥2 (PPARY2); vascular endothelial
growth factor (VEGF) ;stearoyl-CoAdesaturase 1 (SCD1)
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