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Fig. 1 Western blotting analysis of VEGF
expression in HNE2, HNE2-LMP1 cell line and
HEN2-LMP1 cell line transient transfected with

STAT3 dominant negative plasmid STAT3pR
1: HNE2; 2: HNE2-LMPL; 3: HNE2-LMPI + STAT3(.
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Fig.2 Western blotting analysis of VEGF expression in time

and dose dependent fashion in tet-on-LMP1-HNE2 cell line

(a) dose dependent fashion induced 24 h. 7: Dox 0 mg/L; 2: Dox

0.006 mg/L; 3: Dox 0. 06 mg/L; 4: Dox (. 6 mg/L: 5: Dox 6 mg/L.

(b) time dependent fashion induced by Dox 0.6 mg/L. 7+ 0 h; 2: 6 h;
3: 12 h; 4: 24 h; 5: 36 h; 6: 48 h.
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Fig. 3 LMPI1 can activate VEGF luciferase reporter gene
via STAT3 hinding site
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Fig. 4 FElectrophoresis mobhility shift assay
results show that LMP1 can enhance STAT3
binding ahility in VEGY -848 promoter region

1: FP: 2: HNE2; 3: HNE2-LMP1: 4: HNE2-
LMPL + STAT3 Ab.
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Regulation of Human VEGF by Expression Latent Membrane Protein 1
Encoded by EB Virus Via STAT3 in Nasopharyngeal Carcinoma Cell Line

TAN Yun-Nian. TAO Yong-Guang. LI Li-Li, LIU Su-Fang, TANG Min, GU Huan-Hua, CAO Ya™
( Cancer Research Institute, Xiangya Scheol of Medicine, Ceniral South University, Changsha 410078, China)

Abstract In order to identify whether EB virus latent membrane protein 1 (LMP1 > can regulate vascular epithelial
growth factor { VEGF) expression via STAT3 in nasopharyngeal carcinoma cell line, Western blotting was used to
detect VEGF expression in HNE2, HNE2-IMP1 and HNE2-LMP1 transient transfected with STAT3 dominant
negative plasmid STAT3R. VEGF is up-regulated by LMP1 and STAT3 dominant negative STAT3R can down-
regulate VEGF expression. In tet-on-HNE2-LMP1 cell line, in which LMP1 can be tightly regulated, VEGF is
expressed in dose and time dependent fashion. After cotransfected LMP1 with VEGF wild promoter luciferase
reporter and 848 mutated luciferase reporter respectively, luciferase assay results indicated that LMP1 can up-
regulate wild promoter luciferase activity and not that of 848 mutated luciferase reporter. Electrophoretic mobility
shift assay results in HNE2 and HNE2-LMP1 cell line indicated that LMP1 enhances STAT3 binding ability in
VEGF promoter. In conclusion. latent membrane protein 1 encoded by EB virus can enhance VEGF transeription
and expression in nasopharyngeal carcinoma cell line via activating STAT3 binding ability in VEGF 848 promoter

binding site.

Key words Epstein-Barr virus, latent membrane protein 1 (LMP1), STAT3, vascular epithelial growth factor
( VEGF), nasopharyngeal carcinoma
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