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M ZE: B K EBV EERE N [ (latent membrane protein 1, LMP1 ) kP i 2305 J5 X MR SR FE A 5~ AHC
U= S LM (TNF-related apoptosis-inducing ligand, TRAIL) JHT= 1 S fE R 115 246 SHOM . F3% U
B4 1) pGLO-LMPL _E i LMP1 {I£3%35 1) TRAIL HEHU M & AR 40 ig CNE-1 vh LMPL {3835 ; 813 MTT Lh{4
2 AR WL LMPL 33 3K 5% CNE-1 401 TRATL g%tk i 520 5 i A0 IR | Western blot S {4 15 1 437
T LA LMPL 3 323K 5 X PE T2 AR SR IA (A0 P9 AN T (5 5l R B0S SRR I L AU . 865R SET%
G ehRIC G M 4 ARG &% B CNE-1 F1 CNE-1-LMP1 27 &) 41 i[5 2E (4 SE T 5% 14 4 (death receptor 4,DR4) , 3ET-
ZAK 5(death receptor, DRS) Fik 22 7 ToGe T2 L (P >0.05) , Western blot 24 % i 78 TRAIL(100 ng/ml) 43 54 i
2.4.6.12 h Ji5,CNE-1 Zfi}fiH caspase-8 p43/p41,pl8 JLH( HE Il caspase-3 pl7,pl0 WA KA E5 T CNE-
1-LMP1 20, 177 Bel-2 AH BAE FBE T3 2 8 1 A #E T2 3K (truncated form of Bid, tBid) Fl caspase-9 p35 V. HL{v & [
FEIRTCW] B, L R R TG I S DX o JC-1 2o A B e (A 1 25 SR i 7R TRATL T-TS , 2o (A J e o
TR CE , A0 R e X, 8518 LMPL b Feak ] TRALL X 508 98 40 i i) I3 1o 75 R AR 40
HIAME AR S A5 S 7R LMPL 3o 100 A0 S M5 550 BTG 175 5 o MR s A 42 2E TRAIL 547
X IR :LMP1 AP TRAIL; BT HIGHT
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In vitro study of LMPI-induced TRAIL resistance in
nasopharyngeal carcinoma cells

LI Jing-kun, YIN Dan-hui, WANG Shuang, LI Ping, YANG Xin-ming, LI Shi-sheng
(Department of Otolaryngology-Head and Neck Surgery, the Second Xiangya Hospital, Ceniral South University, Changsha 410011, China)

Abstract: Objective To observe the effect of latent membrane protein 1 ( LMP1) over-expression on TNF-related
apoptosis-inducing ligand ( TRAIL) -induced apoptosis and TRAIL-activated apoptotic pathway. Methods TLMPI expression in
CNE-1 which was TRAIL-resistant LMP1 low expressive nasopharyngeal carcinoma (NPC) cell was up-regulated by liposome
mediated pGL6-LMP1. The TRAIL sensitivities of CNE-1-LMP1 and CNE-1 were measured by MTT and flow cytometry. The
expression of death receptor (DR) , activation of apoptotic pathway and mitochondrial transmembrane potential were detected
by flow cytometry, Western blot and JC-1 assessment, respectively. Results  Flow cytometry showed no significant
differences in expressions of DR4 and DR5 between CNE-1 and CNE-1-LMP1 cell lines (all P >0.05). Moreover, after
TRAIL (100 ng/ml) administration for 2, 4, 6, 12 hours, the expressions of caspase-8 p43/p41, tathmin/oncoprotein 18p18
and caspase-3 pl7, pl0 in CNE-1 were higher than those in CNE-1-LMP1. However, there were no significant differences in
expressions of tBid and caspase-9 p35 between this two cell lines. JC-1 assessment showed that TRAIL administration could not
affect the mitochondrial transmembrane potential and there was no significant difference in mitochondrial transmembrane potential
between CNE-1 and CNE-1-LMPI1. Conclusion LMP1 over-expression can inhibit apoptosis and extracellular apoptotic pathway,
which indicates LMP1 may induce TRAIL-resistance in NPC cell through inhibiting extracellular apoptotic pathway.
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IR EAEAROFR A E R, HATA R Tk E
B 2 — A R PR AL R AR S i A T 75 AR
( TNF-related apop-tosis-inducing ligand, TRAIL) #J
KIN o TRAIL R 5k 75 S 0 1k e 20 M 0 7
X T 2 2 A i TG ) . M R LT A S e F
R

TRAIL (¥ {7 S 2hl i 24N T3 1L %,
A B Ky ] LLS2 i i g 20 i o G A 8RR
TRAIL F%55@ 11 5 DR4 DR-5 45 5 3 M 1T-{5 5.
P38 o P 255 S P A IR A5 5 - D4R T
{5518 % ( cell-extrinsic apoptosis pathway ) , X FRZHL
RO 3 18 2 18 ) caspase-8 143 35 B
BEEAL R caspase-3, SEANMIE T ; @40 N
FAT{E 518 % ( cell-intrinsic apoptosis pathway ) , X Fk
LR A 18, RIS AL A caspase-8 )3 S {2 i T
L Bid, 5 | L 2R A B 5 R A7 R AR SRR, AR 8
caspase-9 1EILAMF , B Bl caspase-3 ST

FEATTRIT 30 B A0 90 235 5 T 75 AN [) s MR s 4 A v
EBV ik F 1 (latent membrane proteinl ,LMP1)
FEIRA TRAIL HU: 5 7R ¢, $& 7% LMP1 /] fig
il TRAIL (R Lo AR o PR, £ s oh
FATLL LMP1 IR 23K 9 TRATL Sset: S i 240 i bk
CNE-1 F5exs 4, # 8 H LMP1 £ 223K 1) 41 g
PR, WL 5E b A S TR 40 i b LMPT J2 75 BE 1 il
TRAIL Ay T2 AE T, LSO TRAIL 17215538
PRI

1 #MR57F=%

L1 K

TRAIL 4 H 3€ [E Calbiochem 2\ &) ;1640 & Xt
(HHR EHR) MR TR A £E Gibeo A 7];
R it £ B AR (& EDTA) TG AR A 75 2= 47
NG MLVE W B BT U 25 A= ) TR AR R 2
A ZHIEEEAK ( DMSO ) | Jige i 20 1t 3 Ak i (& ED-
TA) PO R MR | Annexin V-FITC 20 I 746 1)
iR A AL Trizol (5 RNA li#iR#]) .2 x Tap PCRMas-
terMix {0 & . Western J¢ 1P 4 Jifl 224 i v | o br 77 46
PP P AR IR S AEA I B i = KA R
A PR 7] 3 pGLO-LMPL S R HU Pk FokE il b 15 7 L ik
DL A AR AT BRZA W 3 LMPL St A 22 v B 470 14 1
H 2£[E Santa cruz /\ 7 ; BeyoRT c¢DNA 2 — % 5 )
100 & (RNase H-) 1y F & [ Invitrogen A= g £ AR A
FRZS w5 B-actin KB T A F 50 BEPUAK | caspase-3

caspase-8 ,caspase-9 KA 2 vi EHUIA I 5 3 [
Santa cruz 3 F 3 Bid , tBid % 22 s REHUIARIE B Ik 5t
A EMH ARG RA A . B S bR iC i
B At 2 SR B AR A BRA

1.2 ik
1.2.1  fmpeszdc ASWF 5T B8 FH 0 5 00 g 20 B ik

CNE-1 A A< PR A4 Fif 99 5 30 7 % o i) LMP1 G 3%
KA TRAIL fUSPEAN bR SR 40 i bk R 90 )
Bigt T 5 10% i 40 3 1Y 1640 85 5%, & F
37°C,5% CO, 55 MNEEFE, Rk, &3 ~4d
A X FCE R DL A BE 3R 70% Ze A7 AL AR IR
1.2.2  JiAsb L dhiR & an i bk 3

1.2.2.1  Fokifefb  pGLO-LMPL SR Hi Bk B
B HYILE AR ARG R A, BrEtssz s
DHSa HiliE 200 pl BT 1.5 ml &.08 5
A pGL6-LMP1 1 pGL6 kL 100 ng, iR 4] f5
VKIB30 min,42°CHAK DT 90 s, ¥4 20 min, HF45 N
LB i 35E 800 wl,37C £ KR FIFE 3 45 min, B 7
WA T & 20N 5 8 R M BUR TR, 37°CF ik
20 min J5{E'E SR 10 h, WA 7 BEIE M.
1.2.2.2 kiR BRECH IS O, A 3 ml &
REBEYUER LB #3537 CRE SR, I H
WCHE AN B DO . 45 BR Tk P B il B0 & i A3 4
BUmRL . I He BE g, - 20°C L7

1.2.2.3 40kt FaE bk ik B CNE-1
2N B VR B PP T 24 LA, TR R AN R B
1 x10° A/FL, 40 M0 A B A 3 90% ~95% .
50 wl B9 1640 43 53| F6 B 0. 8 wg ki Al 2 pl Lipo-
fectamine2000, & 5] J5 E IR W F 5 min, % Lipo-
fectamine2000 Fi BRI A B 5 B (14 JSOokL IR A
WLAAFN 100 l, S IRIEE 20 min,H 100 wl 1)
RABOMA 24 FLIRFLH, 37°CHFH 48 h 5 ImA S
G418 (M 800 wg/ml) (15 F2 WA T €. 3 Jl
JE DU PR TR UG PR TR K SR . LU
pGLO6 ( Mock ) J5T KL ki Y xif e,

1.2.2.4 4RI PEFEEAME (MTT 3%) BN 2K
AR 40, ) A 40 i L 5000 A4 4 if/fL
(100 pl/fL) A 96 fLtk , FEfLi% 3 M5 fL. & T
BRI SR . B % I 00 40 M I BE S 4% 1 0,20 .40
60 .80 .100/ml ffj TRAIL 43 50 ASE T 24 h, 50A
100 ng/ml ) TRAIL 4} 54552 2 4 6.12.18 24 h,
FALIIA 20 pl MTT (5 mg/ml) 5 4 h, B£L
A 150 wl DMSO, & 4% JK LK 345 3% 10 min,
490 nm Kb A% LA TR G (E . A 2 A I AE T R
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Ui, 45 LMPL 75 5 B R AR & A= TRATL R0 A 52 5

53 9

(% ) = SEIR ARG R/ X BRI G RE x 100%
1.2.2.5  piaCdiaR OB K n4iie, ik
MBI LL 2 x 10° A/FLIA 6 FLAL, B T8 540
et o ARk 70 40 B 0 BE FS 4 BR0.20 .40 .60 .80
100/ml f#) TRAIL 43 5 im0 A 8% & 24 h, 8 A
100 ng/mlff) TRAIL 43 5l 35 3% 2.4 .6 .12, 18 .24 h
Jo - ZH 40 g, 500 ~ 1000 r/min 250> 5 min, 3
ZBE SR, 3 ml PBS ¥ 3 UK, B0 PBS, A VKT
Y1 70% (1) CBEAC[EE 24 h L 1o BT LFEE
W ,3 ml PBSH LS min, % 40 Jifg 4 B 4 10° 4~/ ml,
400 Hag w2 g 1 ¥, 500 ~ 1 000 r/min & 0>
5 min, 3% PBS,

O DR4 [ DRS A4 A 5 pl DR4
DRS —4i oK 95 1 h,3 ml PBS 3 3 W, .0 %
PBS,JIA S wl XF Y FITC #5659 —Hi ok ko'
A 1 h, PBS JEUE/G HEZ0M, i S LA

QTR A 195 pl Annexin V-FITC 4%
BWREREEMN, MAS pl Annexin V-FITC,
B, i (20 ~ 25%C) #EOLBE F 10 min,
1 000 r/minE.0>5 min, F FiE, 1A 190 wl Annexin
V-FITC 255 R E 2 A . A 10 pl Ak iy iE
PO iR S VR OGS o BERD R TR =N
AR , Annexin V-FITC S &g (45251 , Al Y BE
LLEmt. WA MEA o B R Niedleti 1, 5K ¥
TR P A Ry 488 nm, 73 A FAF O Cellquest F
mcafit LT for machitash V1.01
1.2.2.6  ZAMISRLAR IR AL R I (JC-1 Je k)
STECER IR AT L 2 x 10° A/FLAnA 6 LR, &
TRIFRAAH IR 24 ho TR0 BE IS, FoBR 55 R
I i 1% 557 W 5 7 B8 100 ng/mll (1% TRAIL 43531 1
T 2.4.6.12 h J5UERAHYH,500 ~1 000 r/min
B0 S h, FEER IR, 3 ml PBS ¥k 3 K, B0 A
PBS, Jiil PBS, JA% 4k 0 10° A4~/ml, fin A&k
JEH S pe/ml 1y JC-1,37C A 54 8¢ IR B 10 min,
FH PBS Pk 1 IR EWF 2 1) 2R YRS, 1 PBS B
AUCIE, EUCA BRI . O 1488 nm, )i
Hf ) R (FSC) A 1) B4 ' (SSC) 31 ), e i
FOLIIE FLI (&%) M FL2 (Z1) B2t , 00 40
AR AR 10 000 4t W CellQuest i
BRIBCFN I8l  HA SR O TG R T 3 R Rn 2
LR BE AT B0 L]
1.2.2.7 RT-PCR  (DTrizol #4RHUE RNA  BOW %L
ARHA R 2, LLoKY PBS 3 2 U, N Trizol , 3¢
YRATIRS] o 4 2UR WO 2 1.5 ml 2RO, A

0.2 ARG (200 pwl/ml Trizol) , /MR B 4% 51,
FEIRTHCE S min, 4°C,12 000 r/min &.[>15 min,
¥ EERRELE T, AR RN, k7%
AL, B IR UL VE 10 ming 4°C, 12 000 r/min B .0
15 min, 3F B3, A 75% LB 1ml P& T0KE,4°C,
12 000 r/min &0 5 min, 2T 2R LK KRAT O
Fit o Kf B RNA YL T 50 pl DEPC b B K H,
- 80CIRAFA . BT pl #i B 100 %55 & 52511
JEIGIE T i B8 R 4 B2, 30 W 5 i s DK UL ¢
RNA [)5e 84k,

Q5% SR N« $2 HE BeyoRT cDNA 35 —4 4 i
SO B RNA BEEL 1 p AT pl O
godT,70°C ¢ 10 min, K% 1 min, 2R 5 il A MgCl,
4 ul.10 x RNA PCR ZZ i 2 pl. RNA B4 31 71
0.5 wl . ANTP 2 wl.AMV %% 5/ 1 wl.JE RNA
KEKLARFI20 wl, FHRAWT PCR AL F 42°C )
N 60 min, SR J5 99°C 5 min {5 5% il , 5 Il
cDNA, W71 - 20°CORA7 4 H o

@2F € & PCR: LMP1 5|4y, Left primer: 5'-
GGACAGGCATTGTACCTTGG-3", Right primer; 5'-
GTCCTTGCGGAAGTCAATGT-3', 7= ¥ K B 527 bp;
N2 B-actin 5|4, Left primer; 5'-GTACCTGAAC-
CCGTGTTGCT-3’, Right 5'-GTCCTTGCG-
GAAGTCAATGT-3', ;=¥ K ¥ 486 bp, LI E5|H1HY
2 100 pM R RS . #5738 = K /AF) 2 x PCR
MasterMix it 7 &5 156 B 5, ¥ ¢ 1R 51 PCR I i BT
Wi A FA W . 4 2 x PCR Master Mix & T7Ki& F.
ST 20 pl AR R AT ALK K 6.4 ul | cDNA
2ul B AW 1.6 pl (2 x PCR Master Mix
10 wl, Bt 8 wl PCR P=#Hi 3k, K Quantity One
BEI AR 0 B B G0 5 AT 2P i R oA 52
WA 3 U RO K A
1.2.2.8 Western blot ZfE4uimiREE A, WEE
FIHR BRI 50 e MR, 10% ANEESE SDS-BR
PE R e L VK R AT 0 1,60 V HH IS HL IR R e #82 h
% PVDF i, AR TR E M 1 he ¥ —FHiH]
5% i e Wk W B Al Uk BE (121 000 ~
1:5000) . EF—HPEREF 2 h, EERTIE
Yoo ARG S ALY B ISR — MR 1: 1000,
T PP T 2 h, =il T &k, ECL &
o, RO R . EERAAHX A ERHES
55 B-actin BYIKEELL,

1.3 Stk
F SPSS 17.0 et B kAT 404 o TR BEOR L

primer ;
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o [ - G A TR AR A 3 F24 %

% xs F5 RIS AN S ER T (ANOVA) 2.2 CNE-1 1 CNE-1-LMP1 % TRAIL [ttt

TN o T KL IR 24 Sk U A6 565, 38 38 M ARG 36 7K OF- FRATURALL Py T 0 S 0 485 SR 2 0 S W 98 40 Y XoF
a=0.05,P <0.05 HxEFHAGIH¥E L, TRAIL () HUEMER BB S LMPL 3k 7KFAESC, R TR

ik 7 LMPL & 235 4 g bk CNE-1-LMP1 J Hi7s
2 R SR HRZH L CNE-1-pGLO #7528 .

2.2.1 CNE-1.CNE-1- pGL6 .= CNE-1-LMP1 ¢ R
2.1 LMPI 25600 52095 CNE-1 4 fifk CNE-1- Rk & TRAIL ¢4 4K CNE-1 CNE-1-pGL6  fF
LMP1 #4# i 2) 52K B TRAIL ¥k B £2 = 1M T B (%) 8 #5%¢ CNE-1-
FATLL pGLO-LMP1 J5i 7 AR 4 #0556 T 45 19 ¢ LMP1 B & , H*4 TRAIL ¥ &£/ 40 .60 80,100 ng/ml
B YA Y CNE-1 4 i, 9306 BAlE N g4 B, CNE-1, CNE-1-pGL6 17 7if % B i Ik F CNE-1-
MIRE IR 1% 85% LA F A e, HA MRS R4 LMPI(P <0.01) (81 4), TRAIL b3 5 & 0 9 41 g
(BI1) . PR AN T G418 kA, MRS IEA S BB TR T /. 24 TRAIL
FH800 we/mlff) G418 $54L 0k 3 B, I3k faE £ Wiy 40 .60.80.100 ng/mlff, CNE-1,CNE-1-pGL6
ik LMP1 J$51 Je 25 R0 R 519 CNE-1 400 A0 T8 5.5 F CNE-1-LMPI (& 5) .
ko BEHT, 4T RT-PCR 4545 7% LMP1 mRNA [ 32
BB L 200% DL (P <0.05) (E 2), Western blot 100

gL g R LMP1 2 (A B SR IR X 150% L E 2 80
(P<0.05) (F 3), # LMPI J&[H B % ik 1Y g eof ESaa)
CNE-14i itk 52 XA CNE-1-LMP1 | % e 2s {4 i i 4} g 40t ——CNE-1-LMP1
HEAH M E Lk CNE-1-pGL6 @ 20}

0

0 20 40 60 80 100

TRAIL (ng/ml)
4 RI[A ¥ B TRAIL T % CNE-1, CNE-1-pGL6 , CNE-1-
LMP1 g4 K 2

100

OCNE—1
g0 . [MCNE-1-paLs
B 1 FObRidsE F A pCLe-LMPL % 4s CNE-1 %5 Yusg 9 BICNE-1-LMP1
R ooa A B BMEb. YOLRMEE  (x 20) 2 60}
P
(e}
Marker CNE-1 00 el B g 0
3 2
1000 bp L 20l
500 bp giﬂ;;in% 08 o Lot m - . - .
£ 0.4 0 20 40 60 80 100
100 bp g L. M TRAIL (ng/ml)
o

CNE-1  CNE-1-pGL6 CNE-1-LMP1
5 ANE M E TRAIL + fil CNE-1, CNE-1-pGL6 , CNE-1-

B2 RT-PCR |52 pCL6-LMPI #53: CNE-1 [ YuieR LMPL fJ#T-% (P <0.01)

2.2.2 CNE-1,CNE-1- pGL6. = CNE-1-LMP1 x{

TRAIL 7R B AF A B A8 69 S8 MTT A6 A [F] ik

B TRAIL (100 ng/ml) 43 BI/EFH 0.2.4 .8.12.16,

|——| ﬂ 24 h J5 & W 95 4 il CNE-1, CNE-1-pGL6 , CNE-1-

' ' LMP1 £715% 38, 45 BL & BN M A7 176 2% 6 TRAIL {F

ik [R] A SE 17T 52 R B . DAAETG 2 A b, DA

B3 Western blot Kl pGL6-LMPI 53 CNE-1 [y fesieR TRATL 2 7y it Ak A/ BT, & A I 1] £ CNE-1
<222 -
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A, 45 LMPL i S SR AN & A4 TRAIL HEHLAG A SM S 56 3

100 Pt 100
2 8ol 0O CNE-1 "
5 ~ 80 I |mCNE-1-pGL6 L
T 60f o § CNE-1-LMP1
= ——CNE-1 o
2 40} ~~CNE-1-pGL6 © 60
2 ——CNE-1-LMP1 )
a °

20 F % 40 | -

0 - - : : : ‘ < "
0 4 8 12 16 20 24 o0 |k .
Time (hour)
6 A[W TRAIL T i 5} ] CNE-1, CNE-1-pGL6 , CNE-1- Oh 2h 4h 6h 12h 18h 24h
Time

LMP1 {2k

DR4

B P>0.05 g
g sor 5
5 E
€ 40 o
3 2
5 0r g
2 o
[0} L o
g 20 E
= c
= 10} s
c [0}
S =
S oU

Oh 2h 4h 6h 12h
Time

120

100

80

60

40

20

B 7 K[a TRAIL F i At [f] CNE-1, CNE-1-pGL6 , CNE-1-
LMP1 (1%

r DR5
P>0.05
OCNE-1
BCNE-1-LMP1
Oh 2h 4h 6h 12h
Time

8 TRAIL 43 BI{E AR E] J§ CNE-1 ,CNE-1-LMP1 40y DR4 .DR5 {335

CNE-1-pGL6 17 & 2% ¥ it F CNE-1-LMP1 (* P <
0.05,""P<0.01) (Kl 6), TRAIL(100 ng/ml) 433
fEHI0.2.4.8.12.16 24 h J5 , Ji =20 i ARG I & 91
A0 TR BE TRAILL AR I [A] 5 28 4 22 T
25/ IE] 55 CNE-1 ,CNE-1-pGL6 21 -2 1 &
BT CNE-1-LMP1( " P<0.05,""P<0.01) (K 7).
2.3 LMPI i IA X TRAIL Ff 5 PRS0 T2 %2 14 (1)
AU

AN AR ZE A A B CNE-1 A CNE-1-LMP1
DR4 \DR5 pZea Gl 22 5% . TRAIL(100 ng/ml) 4y
AWERT0.2.4.6.12 h J5 , Ji 2NZH A A 9 CNE-1
1 CNE-1-LMP1 vf DR4 \DR5 [ 3215 JCH B ok 2%, H.
W Z B =R G EE (P >0.05) , WA 8,
2.4 LMP1 3 3R 41 i 18 T30 % 1) 52 i)

Western blot 4553 i 7k TRAIL (100 ng/ml) 43 5]
YEFH0.2.4.6 .12 h J5,CNE-1 A caspase-8 p43/p4l,
pl18 WV EA(FI caspase-3 pl7,pl0 WV EAA 2 [ 3215
B 4F CNE-1-LMP1 ([ 9) .,

I=VA
ALl

2.5 LMPL b R0 2 P 08 T 055 Ja B 14 52

Western blot 25 % I /x TRAIL T i 5, tBid Fl
caspase-9 p35 WAV 85 R IATCHH i oic AR, HL 4
R A C B I X5 (&1 10 11) o 455 78 TRAIL
TG, LR A TC B ek, HWAS i ik ]
W R X (P >0.05), WK 12,

CNE-1 CNE-1-LMP1

Time O0h2h4h6h12h Oh2h 4h6h12h

p55/53
p43/41

p18
p32

caspase-8

caspase-3

p17
p10

B-actin | = —— e | | = ——— ]

B9 Western blot #ill TRAIL )5 CNE-1,CNE-1-LMP1
ANMISNA T 15 5 38 B A5 A5 W) caspase-8 Fil caspase-3 St i1
/]
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5524 %

CNE-1 CNE-1-LMP1

Time O0h 2h 4h 6h 12h Oh 2h 4h 6h 12h

Bidl-—--—- —— ——l

Bd[=— = ——= —— — =]

P-actin e e wee e s - o - o - |

10  Western blot #;jl] TRAIL T-#iJ5 CNE-1 ,CNE-1-LMP1
YR PN PR T {5 T B AR Y Bid 43S AL

CNE-1 CNE-1-LMP1
Time  oh 2h4h 6h12h O0h2h 4h 6h12h
caspase—9 [« = wm v | [w= == o= = - | P47
—————————— p35
B-actin|——— — — | e |

11 Western blot £l TRAIL T-%i/5 CNE-1 ,CNE-1-LMP1
AN IR T 5 B AR ) caspase-9 S} TS AL 4

O CNE-1

10 P>0.05
" B CNE-1-LMP1
I
[&]
(0]
=
[0
c
T
(@]
.
O 1 1 1 1
Oh 2h 4h 5h 12h
Time

12  Western blot £l TRAIL T-#iJ5 CNE-1 ,CNE-1-LMP1
g 2 A P g 2

3 i

R S 8 T v ) T B i 2 — B PR O
FER T AR S T2 IR o TRAIL RE4E 51 H
75 S IR 200 R A R T TR X X L A T
W SB IR T  DR1 I T8 8 32 0 B 8 B 5 T 10
T, TEE SN2 BTG BT, TRAIL E285EA T
I PR RS IE 5E , ELGT iR 242 i 98 400 sl sk SR i
AR TRAIL 72 g 8 T35 G973 07 T B L 8
(I3, L30T S 4 22 9F 5 2 W1, A7 A I 38 400 L
TRAIL 75 S 19 20 M U =/ FI S UK B % 4= TRAIL
HEHT, (H BRI AR R A BF 5 & B 5 6 4k
ST 254 RNA £ B il 770 a8 8 11 5 & B 4 il 70 A0
TRAIL 5643 i T LA BEL 1k i 988 40 /0 % 7F TRAIL 31§
Fi o Pk, FHRE A KR 4R TRAIL HKHH 1

Sl AR, (4 L [ 97 e T o g S o
IR,

LMP1 7 85 Wi 5 21 23 323k 3 1w, HL 55 5 0
BTG AT (0 LMP1 Xof 55 058 38 40 it 06 1~
(PR M FH AN AFAE 4L, 1996 4, Fries 251" 7E fif
FEAN AR TP ULEE E] LMPL 0] L1355 — AP T3
A20 Tl p53 AT, P LMPL B —J
BN KR . (A 1996 4F, Floettmann %'
AT T HIR T AR S AW A, Al ] % BRI AR 2 7E B
4B H, LMP1 |9 K 1 3% 3k A £ 40 i fH iy T G2/M
W, A e L P A A . TR L
B2 A B0 A0 R R ELIE S LMPL 55 45505 3
NF-kB 432 bk 24 B2 7K fiff 6 ( caspase3 ) [ 33K, {2
VEAHMEIE T LMP1 IR Rk il 4 e g T R M o
W AR ST WA 5 SR B, LMPL 35 33K (14 5 1A
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