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Fig. 1 Analysis of the phospho JNK induced by LMP1 at
different time with Western blotting
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2.2 LMPI1 CTAR2 #i& INK R ETiHEF AP1

{EUESE LMP1 e84 20540 INK [12EaE -, Ok
T LMPL 3546 INK [ H AR S5 40 Dy e B,
] 2R T ED B RS I HNEo> LM P1 K 3L 5828 14 41 fify
Z HNE> LMP1ACTAR 1 . HNEr LMP1ACTAR2 1
Ftl INK 223K 5 i 15 9L, BL Dox %5 <3 ) Tet-orr
LMPI-HNE, APHPEXHE, HNE, A BIPEATHE, 45 3
A hL: HNEy LMPACTAR2 4 /8 & 1 3L INK 21k
ACEHIE R, 1 CTAR 1 62 (1940 iy R LR IR 1L 1)
INK 7K PR WikZs. #2785 LMP1 CTAR2 &%k JNK
BT Re (K 2).

1 2 3 4 5
o~ - -
00 O T
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Fig. 3 Mutational analysis of LMP1 functional regions with
respect to AP1 activation
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Fig. 4 Expression of phospho JNK in the HNE; LMP1 cells

after transfection with TRADD DN or TRAF DN plasmids
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Fig. 5 Analysis of AP1 activity after transfection with
TRADD- DN and TRAF DN plasmids
I: HNExLMPI1: 2: TRADD (122~ 314): 3: TRADD (122~
293); 4: TRAF-DN: 5: HNE,.
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EB Virus encoded Latent Membrane Protein 1 Activates The JNK
Signalling Pathway via a Mechanism Involving TRADD and TRAF
in Nasopharyngeal Carcinoma Cell’

HU Zhi, ZENG Liang, TAO Yong Guang, TANG Fa Qing, WANG Hai, LUO Fer Jun, YI Wei, CAO Ya

( Cancer Research Institute, Xiangya School of Medicine, Central South University, Changsha 410078, China)

Abstract In order to illustrate the mechanism of APl signalling pathway mediated by latent membrane
protein 1 (LMPI1) encoded by EB virus, the expression of phospho-JNK in Tet-or LMPI-HNE; cell line (L7)

was determined at different time by Western blotting, JNK activation increased with the induction of LMP1 in

a time dependant manner was abserved. The expression of phospho-JNK and AP1 activity were analyzed by

Western blotting and reporter gene in nasopharyngeal carcinoma cell lines w hich stably expressing LMP1 and the

three kinds of its mutants containing different mutation in carboxyterminal activating region. T he result showed
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that no difference existed between HNEy LMP1 and HNE> LMP1ACTARI, but significant difference between
HNE>LMPIACTAR2 and HNE>-LMP1, HNE> LMP1ACTAR1, 2. The phospho JNK expression and AP1
activity of HNE> LMP1 cell lines were individually transfected by dominant negative TRAF (TRAF-DN) and
dominant negative TRADD (TRADD-DN). The results showed that the transfection of TRAF-DN or TRADD-
DN made JNK expression and APl activity decreased significantly. The results suggested that the functional
domain CTAR2 of LMP1 encoded by EB virus can mediate JNK signalling pathway through cooperation with
TRAF/TRADD complex.

Key words nasopharyngeal carcinoma, EpsteinrBarr virus ( EB virus), latent membrane protein 1, ¢ Jun N-

terminal kinase, activator protein |
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