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Fig. 1 LMP1 expression in the subclones of NPC cell lines
SUNE- 1 by Western blot
I: 139B; 2: 610B; 3: 94E; 4: 58F; 5: SUNE-1;
6: CNE-LMPIL.
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Fig.2 Different activities of AP-1 and NF-xB in the
subclones of NPC cell line SUNE-1

1: 139B8; 2: 610B; 3: 94E; 4: S8F. W :AP1; B :NF«B.
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Fig. 3 AP1 DNA binding activities were analyzed by EMSA
in the subclones of NPC cell SUNE 1
I: 139B; 2: 610B: 3: 94E: 4: 58F.

Fig. 4 NF kB DNA binding activities were analyzed by EMSA
in the subclones of NPC cell SUNE 1
I: 139B; 2: &10B; 3: 94E; 4: 58F: 5: SUNE L

1398 6108
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Fig. 5 Assay of phosphorylation of JNK by Western blotting
in the subclones of SUNE 1
I: 139B8; 2: 610B; 3: 94kK; 4: 58F; 5: SUNE-1.
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Fig. 6 Results of tumorigenesis in nude mice and corresponding histological type of tumors

(a) tumors in nude mice 6 weeks after the first intratumoral injection of NPC cells. (b) HE staining of lung tissue of nude

mice subcutaneous injection of the subclones of NPC cell line SUNE-1.

Table 1 Results of nude mice tumogenesis

SUNE-1 subline numher.of number of  average mass

nude mice formed of tumor/ g
6108 6 6 1. 40
6 10B+ MEKK1 5 5 2.17
9-4E 4 4 10. 78
94E+ TAMG67 4 2 1.48
58F 5 5 19. 16
58F+ TAMG7 4 4 11. 80

HO# LA BT o BB 2, o5 0 41 2308 42 461
K, HE 36, SUAMFASREMEBL: 13
9B H1 6- 10B AL fili vh AR IR kL, (H 9-4E Fil 5
8F Al b R4t (1 6).
2.3.2 T AP-1 Al NF-kB [{15 5 % 5 18 xS 41
2 784 ) 5%

(a) MAPK/ 4 4h 15 5 0 1 14 30 W % i
(MEK kinase), MEK #f 1 (MEKK1) ik ki
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Fig.7 Effect of MEKKI1 on the transactivities
of AP1 and NF-xB in 6-10B cell line
1: 6108; 2: 610B+MEKKI1. B :NF«B; B:AP1.

(b) cJun 2Pk PERA K TAM67 X 9-4E
1 5-8F 4 Mg A 5E W CKF TAM 67 ik kL T
AN 94E 1 58F 4 My, L% e %0 oy B N,
TAM67 FAAE AP-1 1 NF-kB 3% M 45 52 51 B & 4
W, HoARAE o-4E A 5-8F AL, 45 R i
SR AL (B 8). K TAMG67 ik JFUkik: 4L rty o
4E F1 5-8F 4n M 4 A R B &5 R kKB, 5-8F +
TAM67 415 58F 4l e /) LW %R, H
58F+ TAM67 4R K AN, 1 4E+ TAM67
BRI 2 9-4E 2 F 55, LA 50% B LR H P

Relative luciferase activity/
10 * counts * min '

1 2 3 4

Fig.8 Effect of expression TAMG67 in the transactivities
of AP1 in 9-4E and 5-8F cells
2: 94E+TAMGT; 3: 58F; 4: 58F+TAMGT.
B: NFxB; B: APL.
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Experimental Study on Transcriptional Regulation of Malignant Progression in

Nasopharyngeal Carcinoma by EB Virus Encoded Latent Membrane Protein 1"

LUO FerJun, HU Zhi, ZENG Liang, TANG FaQing, GU HuamrHua, TANG Min, CAO Ya”

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

Abstract In order to study the effect of activation of transeription factor APl and NF-kB by EB virus encoded

latent membrane protein 1 on invasion and metastasis in nasopharyngeal carcinoma (NPC). NPC cell line

SUNE-1 and its subclones were used. Transcriptional and DNA binding activity were analyzed by reporter gene

assay and electrophoretic mobility shift assay ( EMSA) respectively. Western blot was used to determine the

protein expression; the potential of metastasis of NPC cell lines was determined by nude mice tumorigenesis.

The results showed the positive relationship of AP1 and NF-KB transcriptional activity, DNA binding activity,

LMP1 expression, ¢ Jurr N-terminal kinase (JNK) activity to malignancy in NPC cell lines. Activation of AP1

and NF-kB by LMPI may involved in invasion and metastasis of NPC.

Key words latent membrane proteinl, EB virus, nasopharyngeal carcinoma, transcription factor, metastasis
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