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Fig. 1 LMPI1 induces telomerase activity of primary
nasopharyngeal epithelial cells
(a) the morphology of primary nasopharyngeal epithelial cells; (b) the
morphology of transfected nasopharyngeal epithelial cells by LMPI:
(¢} the PCR product of transfected cells was stained by 1% AgNO;.
I': nomrtransfected cells; 2: transfected cells; 3: 293 cells as positive

control; 4: 293 cells treated with Rnase A as n(-'.gali\«'e control,
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Fig. 2 Telomerase activity of Tet omr LMP1 HNE2 cells was
increased by LMP1

Different doses of doxyeveline were added to the culture medium of Tet- o

LMP1 HNE2 cells. After 24 h the cells were harvested for Western blotting

and PCR- ELISA assay. (a) Western blotting for the LMP1 protein levels:

(b) PCR-ELISA assay for telomerase activity. [: 0 mg/ L doxycycline; 2:

0.6x 107 mg/ L doxyeyclines 3: 0. 06 mg/ L. doxycycline.
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Fig.3 Both of NFkB activity and telomerase activity
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Fig.4 LMP1 induces telomerase activity through NFxB
(a) IMPI increases NFkB mransactivity in Tetond MP1 HNF2 cells. 1 :
0 ne/L doyeveline; 2: 0.6% 107 me/L daweycline; 3: 0.06 me/L
doveyeline. (b ) telaverase activiy was inhibited by antisense
oligodeoxmuclentides of p65: (¢} telomerase activity was inhibited by
damain negative mutant (INM) of [xBa thar inhibited. W : telomerase ;

[ :NFkB.
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Epstein- Barr Virus Latent Membrane Protein 1 Induces Telomerase Activity of
Nasopharyngeal Epithelial Cells Through NFxB’

YANG Jing, DENG Xt Yun, TANG Min, WU Shang-Hui, GU HuamrHua, YI Wei, CAO Ya”

( Cancer Research Institute, Xiangya Medical College, Central South University, Changsha 410078, China)

Abstract To confirm whether Epsteir Barr virus latent membrane protein 1 (LMP1) induced telomerase
activity of nasopharyngeal epithelial cells through nuclear factor-kappa B ( NFKB), NFkKB activity analysis was
performed with pNFKB-lue reporter plasmid and telomerase activity was tested by PCR-ELISA in primary
nasopharyngeal epithelial cells and Tet-onr LMP1 HNE2 cells and other cellular model. The results showed that
LMPI could induce telomerase activity and the C terminus of LMP1 could promote both of NFKB transactivity
and telomerase activity. In addition, phosphorothioate olrgonucleotides of antisense NFkB p65 and dominant
negative mutant of IkBa could inhibit telomerase activity that was induced by LMP1. It was implicated that

LMPI could regulate telomerase activity via NFKB in nasopharyngeal epithelial cells.

Key words  Epstein-Barr virus, latent membrane protein 1, nuclear factor-kappa B ( NFKB), telomerase,

immortalization
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