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(FE] B8 BT EIE R A0 LI -1 (AEG-1) %) 7 %G I 54 (5 32988 (UM) 2L W) 2447 R B 52
FiE REFRFERER LN MUM-2B fl MUM-2C 4 il 2, AR 3% AEG-1 3% B % 5% 3+ 1 45 %0 RNA T3
(RNAIL) ¥ 5 7 %) B RNAQ [P XT B scramble 5 41 #E 1712 0 B 20 AR B il 2 AR 2E L35 . 78 2 BRAUBE &R, &
AEG-1-RNAi 18 J B 2% Yk 1 40 I 18 S 18 06 B SR YL 21, 25 1 1% 6 B 280 A JER % %) 400 6 A A B 2 o) I 2, o A
Yl L VE N IE % X IR 20 . R Real-time PCR Western blot 435l % 4% 20 41 i Hh AEG-1 ¥ 5K F F 4R A & 3k
K5 2R A MTT 3% \Annexin V-APC 35 il j 1= 221050 1 40 i Transwell 358 50 46 I 48 75 % /v F AEG-1 YL X A

UM 4l RAY AT R, R Rfl 4 RNAL 12905 8 8 40m E 1790 2 3 éﬂiiéﬁ}ﬁﬂ%i’éﬁiﬁliﬁ
WIR MUM-2B, MUM-2C 40 Jft 2,2 %k 40 i R vh B9 1E 5 % B8C2H L BA M % B8 28 18 9 25 R 2 401 1) 4n i
AEG-1 mRNAMX RFH SR EZ R AR FE XL (F=130.02,P<0.01; F=144.17,P<0.01 ), f£
MUM-2B fifd & H F1 MUM-2C 40 il 25 A, 4% 21 %5 BF 2 6 IR 41 AEG-1 mRNA A XS 3% 3k & 43 0 T RE 29 77. 1% F
79.8% , 2R ¥AE G E T (3 P<0.01) 5 IE % X BE 415 B X BE AL A0 B of AEG-1 mRNA A5t 33k &5t g,
ZR BTG F L (¥ P>0.05) , Western blot 3465 25 1 7R , AEG-1 8 [ F 5K V76 2 B4 & i 45
I, ZFWAE G #E X (F=146.17,P<0.01;F=156.79,P<0.01 ) , H: rfr 18 55 57 JE& e 21 55 0 1 % B 4 2
AR R BB R T, 22 5 A ge it B (8 P<0.01) o MTT BEAa il k30,2 MR RIS 2 ~5 K, 18
975 1 JK e 2 40 B A A5 B BH M T IR B B T R, 25 SRR S B L (1= 5,78 .30. 68 ,23. 99 .29. 40,1 P<
0.01;:=7.88.7.09 .5.56.6.60,] P<0.01); Annexin V-APC B4 0 % B, 2 4% 40 i 28 v 18 o 5 R e 4 1 %
WIS TR M X IR, 22 R A G it 5 7 L (1=54.34,P<0.01;0=11.68,P<0.01) ; 4 fu f= 2% 3 K B0, 7E 2
PR A0 22 P18 0 2 e 4 1R 2B A B0 AR T B PE X IR A, 22 R G2 8 L (1=16.04,P<0.01;¢=13.98,
P<0.01) ;40 Jiid Transwell 5% % B, 76 2 #5401 5 o 18 7 25 B 4 241 5% B A 4003 TR B IG F B PE X IR A, 25 e 3
Gl L (1=12.04,P<0.01;:=22.43,P<0.01), £5i¢ BWEHN T AEG-1 JUBKJE , @2 9P H UM 40 i
AEG-1 By s /KR H 238K T e A8 UM 40 it /9 25 92445 Dk, — s AR I 09 40 A i 6 2 40 2 40 i 9
T I R AIK 40 P 42 58 R G RS 1 iR D o
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[ Abstract] Objective To investigate the effects of lentivirus-mediated knockdown of astrocyte elevated gene-1
(AEG-1) on the biological behavior of uveal melanoma(UM). Methods MUM-2B and MUM-2C cell lines with

different invasiveness and metastasis potential were cultured. Based on AEG-1 sequence that designed the effective
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(RNA interference) RNAi target sequence and the RNAi negative control scramble sequence,and then performed the
preparation of the lentiviral vector and viral packaging. In these two kinds of cell lines, the cells infected by AEG-1-
RNAI lentivirus were used as lentiviral infection group,the cells of the RNAi negative control of the blank lentivirus
infected cells were used as negative control group,and the cells without any processing were used as normal control
group. Real-time PCR and Western blot were used to detect the change of AEG-1 transcription and protein expression
levels in these two kinds of cell lines” groups,as well as by MTT method, Annexin V-APC method , cell invasion assay,
and Transwell cell migration assay that to investigate the effect of lentivirus transfection induced knockdown of AEG-1
on the biological behavior of human UM cell lines. Results The successful preparation of RNAi lentivirus vector
and its viral package were transfected to MUM-2B,MUM-2C cell lines of logarithmic growth phase,respectively. The
relative expressions of AEG-1 mRNA in normal control groups,negative control groups and lentiviral infection groups
were statistically significant ( F'=130.02,P<0.01;F=144.17,P<0.01). The relative expression of AEG-1 mRNA in
lentiviral infection groups were lower than that in the negative control groups,and the AEG-1 gene knockout rates were
77.1% and 79. 8% , respectively, the differences were statistically significant ( both at P<0.01). There were no
significant differences in the relative expression of AEG-1 mRNA between normal control groups and negative control
groups (all at P>0.05). Western blot showed that no significant changes were found in the AEG-1 proteins expression
levels between normal control groups and negative control groups in the two kinds of cell lines ( F=146.17,P<0.01;
F=156.79,P<0.01). The expression levels of AEG-1 protein in the lentiviral infection groups were significantly
lower than that in negative control groups (all at P<0.01). The proliferation of both cells lines in lentiviral infection
groups were significantly lower than that in negative control groups from the second day to the fifth day,the differences
were statistically significant (¢=5.78,30.68,23.99,29.40,all at P<0.01;¢=7.88,7.09,5.56,6.60,all at P<
0.01). In both cell lines, the apoptosis rate of lentiviral infection groups were significantly higher than those in the
negative control groups,the differences were statistically significant (¢=54.34,P<0.01;¢=11.68,P<0.01). In both
cell lines,the multiple of invasions in lentiviral infection groups were significantly lower than those in negative control
groups,and the differences were statistically significant (£=16.04,P<0.01;¢=13.98,P<0.01) ;In both cell lines,
the multiple of transfer in lentiviral infection groups were significantly lower than those in negative control groups,and
the differences were statistically significant (¢=12.04,P<0.01;:=22.43,P<0.01). Conclusions Lentivirus
transfection inducing knockdown of AEG-1 inhibits the transcription and protein expression level of AEG-1 in the
melanoma cells, which changes the biological behaviors of UM, like slowing down cell proliferation, promoting
apoptosis,and reducing the abilities of cells” invasion and metastasis.

[Key words] Uveal melanoma; Astrocyte elevated gene-1; Lentiviral vector; Cell proliferation; Apoptosis;
Invasion; Metastasis
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% 5B A5 R R (uveal melanoma, UM) J2 Ji A 1.1.1 4 FKE HAARRZRERERYA UM
UL AR PN i e M P iR, LS 25 B BB AR TR, 2 Y il 2 MUM-2B F1 MUM-2C 35 =57 F1) 3 M 2 e 35
A BRI 4.7% "7 UM [ KRR £ Pl [P db K 2% 7% 1A #% B5 2% BE ( Northwestern University,
B354 %‘%@t?ﬁi’é[ﬁjfﬁﬁﬁﬂﬁgﬁﬁﬂ , 3 AF ok K& B0 5 9EE 3k Feinberg School of Medicine, Chicago, Illinois, USA )

IR B i o 40 M 1% 4k 2 IR -1 (astrocyte elevated gene-1 Richard E. B Seftor Z{ 7 214

AEG-1) 5 2 FiOW vk Bl R 19 2 R R TR WM . 112 T30 KA E bt A MTDH(AEG-1) £

- 749 -

AR 58 A W A BE 5K GIE 55, AEG-1 7E UM &2t 5 3R 5K
PR BT UG 22, FE TR & A0 H AT AR 8 AEG-1
Xt UM A 52w AL o A BF 5% 3 1 18 5 % B g L UM
20 F LSS A0 A 1 3 A U T D R AR R R RS
PRVT AEG-1 Xf UM A= W) 2= 47 S 19 52 ) Je AR
B .

1 #REFE
1.1 #E

SEREDUIAR (ab45338,1:500) (L[ Abcam 23 H]) 5 BT
N GAPDH H7% [ B 44 ( SC-32233,1 :4000) |, #7141
IgG (sc-2004,1:5000) .41 B TgG (sc-2005,1 :5 000)
(2 [# Santa Cruz 2\ &) ; M-MLV 3% #% 5 B . ANTPs |
RNase J51 7] (3615 Promega 24 1) s 42 1L (L85
FHEARER A RAE ) 5 B 2340 0. 5% &5 & 5K IR
( B A YR A RS ) s GIEMSA B A% ( H
A Sigma 24 H) ) Trizol RNA 2 Bl # & (€
Invitrogen 7y &) ) ; # 723X 7 & ( 32 [E eBioscience 2y
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A ) s MTT 250 & (Jbnt 5 = B AE W R A R 5T AE 2
Al ) ;42 22 & | Transwell i 7] & ( 3¢ [E Corning 2%
Al o BIE A 25 B OOBE (L O AU A R A
Al ) s Ui 2 A A (36 [ Millipore 23 ] ) 5 2¢Ot W 3UBE
[ HARBARE S () A BRAF ] 48 M3 3240 ( H A
SANYO A #]) .

1.2 ik

1.2.1 UM 4iffs 24555 ¥ MUM-2B #1 MUM-2C 48
Jl 2 43900 & F37 C AR TR 5340 5% CO, ML R JiE 85 5%
A, SRR AR 10% IG 4 T R =R 1%
TR R APLH RPMI/1640 35 721 T 55 5% , UG 4L
AR 4 R A T S

1.2.2 RNA THEWREHMAE S S MpE A =
WSTR[ 5] /9 5 ik it AEG-1 1945 80 RNA T4t (RNA
interference , RNAi ) # 15 JF 51| AAGTCAAATACCAAGCAAA
A 4% DNA 514 57 -CCGGCCAAGTCAAATACCAAGC
AAACTCGAGTTTGCTTGGTATTTGACTTGGTTTTT-3
BB W EE DNA Jf 48 PCR LR Y3, 5 GV 1244
FHARR Y] GVI15 Ak (J0F i ¥ : Hu6-MCS-CMV-
EGFP) | (¥l U1 037 a5 A 3% 5% 1k 5 57 , PCR 25 FH P A
P AT I o DU SE BT Y AEG-1 955 35 SR A il 48
It-5 95 B 4 B BB 28 /K (Helper 1.0 Helper 2.0) £3
e MELYLT 203T 4 M, ok 7 WK vk 4 alifk . DL b
WA AT S i A A RNAG B %) BE 9 Scramble J¥ %)
TTCTCCGAACGTGTCACGT f4 75 118 %% 75 i il 4% ( I
T 7 LI DR A 2 B R A B Rl | 52 )

1.2.3 18R 5 B RCR AN  MUM-2B fil MUM-
2C 4 M R R A8 B R, B0 k276 em,
1300 v/min#5.0> 3 min, W 5 7R A7 G J5 AT 108
IR o WO % B0AE K 3 1 4 i A R AR 1 R AT T AR,
il 5 B A 3% 10" ~ 5% 10* A~/ ml A £ A 8 9 IF il b
H AEG-1-RNAi 1835 85 73 S Jg UL 2k 4 it 324 0 12 0
BRI 2H , T 28 112 00 75 2 AR SRR P S B P X BR 2, oK
T A 40 R OE H G R A, SRR R 3 A POtk i
i 0 B 24 M 4 £7, 9 Y 3 [ ( green fluorescent protein
GFP) Lk i AL , W 5 ¢ 06 A8 3k 80% LA I 1 4 Jifd i 17
1.2.4  SCAf & PCR LA 40 b AEG-1 mRNA 3%
Ik A3 2 BR AN M AR 1S e T R e 2 L B MR IR 2
FIE % % B4 20 L 29 S x 10° A, B .0 2F 4 8.4 cm,
2 000 r/minE 0>5 min, 3 . UL Trizol i 7 & 32 BL
RNA, fil A RNase-free 7K ¥ fi#% , Nanodrop 2000,/2000C
G366 BETH 43 A i BT AR 1) RNA Wk B2 e, DA
M-MLV {5 €6 & RNA Jin A PCR /N B0 )5 iR

T B vk, T A S 5 ) RN B A AR ok, e Sk AR S
cDNA, MAGIHIFH (% 1), #7 N AR R, 5N it
.95 C A5 30 s, 95 C A8 PES s, 60 °C 1B & FE fif
30 s, 3L 45 DMEIN . TE B UL A B B OO BE (A)
1B, iV A 28, L) 27249 34T AEG-1 mRNA M%) 5E
BT, UL GAPDH Jp N2 8,

®1 IMEEPCR ANERSHNSERESIMFT!

514 Gk 2] P3G BER/N (bp)

F:5’-AAGCAGTGCAAAACAGTTCACG-3’
AEG-1 121
R:5’-GCACCTTATCACGTTTACGCT-3’

F.:5’-TGACTTCAACAGCGACACCCA-3’
GAPDH 111
R:5’-CACCCTGTTGCTGTAGCCAAA-3’

1 AEG : BTV I 5T 240 M 3 e 3 TR

1.2.5  Western blot 3460 5 20 40 Jfd f 40 g b AEG-1
RIS PBS YRV 2 BRI R 12 0% 1 S gL 4 L 9T 1k
Xof BEZH R IE 0 B A 2 ok, R, BN EP b
A (200 W, HL 4 K, B IKS5 s, [A] @2 s) ,2 000 r/min
E505 min, BRI, L BCA 00 & 8 R 2 . SDS-
PN O Y 5 T FL UK o3 B L B A LR B B PVDF R |
FHEF AR (7 5% B IE 4= 95 TBST i ) % i d 4] PVDF
L b HIEP RO RS it X MTDH (AEG-1) £ 5 BB {4
FE BT AN GAPDH B s fEHi K, IR FHEF2h,
TBST PEfE 4 Y, 5578 min, &5 P WO BEAH B — 9T,
FURMFF 1.5 h, ] TBST P 4 Ik, 4 K8 min, H4iR
B W ST AL -5 4 1) PVDF 58 1 36 D' J5 R 15 X
TR B X SFERIEOE 1 ~2 min, B E R BT
X% By gt B 5 Ak B 3 4 TotalLab 45 3] AEG-1
TEAS A P AR ik i, Pl GAPDH AR A S B

1.2.6  MTT A G s AEG-1 KPR XF 4 Jf 3 A= 1 5%
Wi R 2 R A R v A G R B 1 X T X
Az K A0 P e A 1 R A A A R Bl S gk
96 fLAR , i AR 5 AL 40 L 292 0004~ , FEZH T4 4 IR, K
S d, Gt 528 2 KIT iR, B3R &k Fid hojm 20 pl
5 mg/mlfy MTT FfLH ,4 h)F W LB 5%, i A 100 ul
DMSO % fift I BBURE , %35 2 ~ S5 min, F A0 7€ %
1490 nm ik YOG (A) fH, B Ay, , THEE 2 R 40 5
A AN RCES 1 R B A A8 R, 2 i A0 g A it 4k
1.2.7 Annexin V-APC 3£ &% U AEG-1 3 K Xt 41
MLP TR SE MR WO 2 Bk AN AR b i B Rk g 2H AR
PR IR ZH X B A A, 2 S TS ml A
FHBE 3 NE L, 1300 r/min B.05 min, F . Bk
VAN M DOVE J5 1 2.0 U0VE , N 10 pl Annexin V-APC ¢
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@, EEHEE 10 ~ 15 min, #6582 5 X B AL b, 9B 4T
AGE I, W 25 2H R T A0 MR
1.2.8 {228/ i 00 A0 I w08 AEG-1 3 PR Xof 240 Jifd 422
B3 PANiEA R CE Wl Fa N S E RN i
924 FLAR, 1 F /N3 4 DI AS00 wl J6 i 35 B 75 3
37 °C ¥ FRFA T E 2 hifi Matrigel £ 5 2 B KAk B /N E
AR RS, BN 500 pl 4B, T E
FA 750 wl B 2 %% 30% Y iG 4 IfE B R L, B OR
24 h FHWK AR 2 R 85 R L AR 7 25 B/ 2= R
12U, I 0. 5% &5 &b 58 /K ¥ W 22 65T SR T g 4
5 min, B3] PR 3 R TR TE & /N EAIIR L 200 £
BeR b5 4l rhoa] gy W R BT 4 R R B (matrix
metalloproteinases, MMPs) 5 Matrigel %t Jiii |2 [ i ) 26
A T 2R Ttk 1R T S S 114 42 2% 4 T 4, 2 PR 51 8 =
HRZBAEE . 1= 05 =12 7 R e 4 1= 22 20 M K/
I A o 2 45 22 4 L
1.2.9  Transwell 12580 16 I B0k AEG-1 [N Xt 40 /i 5%
B REJIRRZ M B Transwell 18050 &, 0 U ifs £ H 1Y
ANEECE TR 24 LA, B 100wl TG I v B R
B TE3T CREFRAEPACE 1 hy £ BEPEFREE, MA
100 ] 2010 B, %A 600 wl Bk 43 ¥ 30% 14 i
A= ML B AR AR o B 9720 hs B0/ = K 48 25 bR
Bk AR TR N E N AR R AR
FERE TR S 4% 2 B W EE [ 5 WP ] ZE 30 min
W T /IN 2 Y R T WL, T 1~ 2 G AR, 1~
3 min/5 /N E Bk 3 W, A AT BAUBETE Transwell
/NEEATIIR . 200 BT T A AL b ) R LT B IR Ak
W R A MUK, 45 PR A SRR R A B B s A B =
18 i i SRR e 2L 1 2 R A Y i B AP X R 2L 5 S A0 B
L3 Gt

K JH SPSS 22.0 G it 2# 84 (£ IBM 24w ) it
FrGe it o3 Mo A WF 5% 25 T0URS D 48 A 19 £ 9 B R 28
Kolmogorov-Smirnov #5653 5 1IE A 47, DA v+s IR,
SR Y5 53 2H B DR R T 1 =K P ST T, 2 Bk A
FZ & 4] AEG-1 mRNA FHX} £ 35 & i AEG-1 & 1 4H
Xof 2215 i SR L BCR B TR ZR T7 22 0 i, I L R
R LSD-¢ A5 56 152 95 2 2 Gl 4L R [ 4 ) TR 2 24 Je
AR A U T A R SR R 2 S L AR R ST
FEA K8, P<0.05 Ry 225 A giit i Lo

2 HR

2.1 HiFMEMIES
2 Bk UM 41 jg 2 MUM-2B F1 MUM-2C £ II% B A=
£, B A 2 B e T ] I MUM-2B 40 ig &2 3

e, RANA—, i B3, % 2 RE . MUM-2C 41 jig &
WRIE, MIEAZ EEE (E 1),

B R RN — AT T, 20 M 5 0 B 4 4 A K (%200, 5 R =
100 wm)  B:MUM-2C 4iija 2 B2 B4, (A BURS O, BRI 2, 4% 2 K
B, A [, 2 00l 2 4 A= < (%200, 35 R =100 pm )

2.2 RNAQ P25 75 2 AR 0 ) £ s 5 40 206

A% RNAL BB &5 50150 H & B A T4 AEG-1 AR
FH 0018 5 75 AR AR AT BRI s B Y . PHME VR S H Y
BE DT PR 507 81 Eb X 43 B 2E A7 DS 0 2 SR b
5’ -CCGGCCAAGTCAAATACCAAGCAAACTCGAGTTTG
CTTGGTATTTGACTTGGTTTTT-3" 5 RNAi $ 4 F 41 &
BLH 4% DNA 5| 4 ¥ %1 5 -CCGGCCAAGTCAAAT
ACCAAGCAAATCGAGTTTGCTTGGTATTTGACTTGGTT
TTT-3" — 3, #1712 9 2 19 R vk 4 L gl fk, 5 it
A 12 35 75 I ARG T, R 428 90 Ol ik T 1 R SR
5E+8(TU/ml) .
2.3 1B EEIERY UM 4 H80R 1 PF A

P2 IR A M5 3 d,MUM-2B F1 MUM-2C 4 Jifs
IOF A 6 JHE 2 R 02 o 1 SR Y 4 9 R IR R 1K 4 80%
2 R4 L IE X B R Gk GFP 2 BRI 3R IE 5 )
JHE A O 1 o B 7 Sl D U R TE B 25 5, e 7 R
PR 20 A K (B 2) o
2.4 2 BRI AR ASU AEG-1 mRNA FX ik &

MUM-2B 4l fifg & v, 1F 5 X HRZH | BH 4 o FR 21 i
Y 4] AEG-1 mRNA X R B HEEFH S
AR L (F=130.02,P<0.01) , H o iE 3 x5 BRZH 5 B
PEXTRE 4] AEG-1 mRNA £k & 2 5 L5 it %8 X
(P=0.11) ;5895 7 YL 41 e B X FR 41 AEG-1 mRNA
X RE R TFRA T7.1% , 27 H %1% 2 X (P<
0.01), MUM-2C 4 ffd & v, 1 & xF BT | BH PR X f8 21
FE R 2 4l AEG-1 mRNA FH X} %55 & K 22 57
AL FE L (F=144.17,P<0.01) , H v iE 5 X5 BR2H
S BA XTI AEG-1 mRNA A XF &5k it 4, 252 %
GiiteE R L (P =0.22) ;18 9% 35 8 e 21 L B vk X i 2
AEG-1 mRNA #iXf Rk & F A 79.8% , 256 5t
FEN(P<0.01)(%£2),
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MUM-2B

MUM-2C

2.6 £ Y0 RE A E OL

ST

50 pm

el Sl il 50 pum
oV 'ﬁ w
-
—t

B2 T 20 4 R U RE A A, B R T e AR T Ik 2 80%
B2 T 20 4 B W B A A, BT e UBE T 2 R A AR T ik 2 80%

*2 2#MAMZEHLEE AEG-1 mRNA #3135 B b5 (x2s)

B2 2HEMRFHAFRRBORIEBER (X100, F7R =50 pm)  A:2 B4 M Z Y IE 5 X A% B 3BT
20 g 4 B M BE A A, IR SRk GFP, BV i e T R IR 1960t B 22 BRANML R A B X IR 410 27 W 3l
G2 BR A ML 5% A48 5 2 R 4D % W

AEG-1 mRNA X} AEG-1 mRNA #{ X}

A FEARE i (MUM2B) 3k (MUMA2C)
IE X i 5 1.12+0. 02 0.93+0. 09

[ 4 %of B 2 5 1.010.13 1. 00+0. 06
(2R Y T 0.23£0.01° 0.20+0.01°

F i 130. 015 144. 171

P 1Y 0. 000 0. 000

T S BT B4 He B, * P<0. 01 (B[R 38 05 22 20 #7, LSD-1 46 45 )
AEG : B 5 S5t 400 M 17 1k £ X

2.5 2HRAIBATAA AEG-1 EAMERLLE

£ MUM-2B 4 Jifd 2, 1E 5 6 B2 BF 1 6 i 4
FIME G 15 IR gL 2 AEG-1 25 A X 3R 3k & 4 i R
0.92+0.06.0.89+0. 05 F1 0.23+0. 06, {4k L% H
G E L(F=146.17 ,P<0.01) , H v iF 3 % B 41
Fo A 5 I PE XS B4 (0] AEG-1 25 (AN 3R ik 22 5
Gt # L (P =0.45) ;1% 5 B J8% G 21 ] 5 B P 3o IR
41 AEG-1 35 FIAH X 2 35 & 22 5 A Gt % B L (P<
0.01), 7£ MUM-2C #fififs & , 1 5 X HRZH | BH PR X i 21
PG 75 R Y 4l vh AEG-1 R 1A 4 3R 3k i 4 o
0. 8420. 06 0. 83+0. 07 F10. 17+0. 01 , ik L % FH
Bt L (F=156.76,P<0.01) , 3 iE 4 % R4 5
B X AL M AEG-1 28 1 R KKV, ZR LGB
M (P=0.73) ;1255 8 Y 4 AEG-1 | H M X Rk &=
GBI HR 4 22 5 A Ge it 2% 38 L (P<0.01) (1 3) .

MUM-2B 4f fif} £ 52
B2 ~5 K, 18K 8k
Y 2 A,/ fold {H 53 51 Ky
1.53+0.11.2.38+0.05,
3.48 £ 0.13 Fl 4.48 +
0.12, 5 B x} fE 41 1y
1.90+0.06.3.74+0.09 ,
5.51 + 0.06 FI 7.85 =
0.22 L Bl B T B, 22
SWE G FEE L (=
5.78 . 30.68, 23.99
9.40, ¥ P < 0.01),
MUM-2C 40 g 5 52 56 46
i 2~ 5 K, Mg i R e 4L
Ao/ fold fE 4> 51K 1. 45+
0.10.2.16+0.08 2. 80 +
0.10 F13.11+0. 13,81 &
T BT B4y 1. 85+
0.07 2.58+0. 04 3.20+0. 07 Ml 3.59+0. 02,2 F ¥4 %
e Y (r =7.88.7.09.5.56.6.60, ¥ P <0.01)
(El4),

50 pm

1 2 3
ARG-1 S & 75000
GADPH i e 37 000 @)

AEG-1 2 I Fk
SCooo———
O PO N

=

L -
AEG-1 M R 75000 %
CADPH W S S 57 000 (® 3
=

ool 12 3

3 MUM-2B it MUM-2C i R & A H AEG-1 EAMEXMRILZLE
% A:Western blot % il i 7% MUM-2B 41 il & H 45 40 AEG-1 14
FTRZW 1 EWXTIEA 2. FMEX M4 3.EmERed B
KW AEG-1 HAMXM RIE R ELE  F=146.17,P<0.01. 5B %] IR
H L, P<0. 01 (BA N &K 7 22087, LSD-t #58)  C:Western blot 3=
KU P78 MUM-2C 401 R 1 25 20 AEG-1 TR R B A 1 IE# X
FRZH 2. BAPEXTIRAL 3. A8 RE AL DK 4l AEG-1 HA RS
A F=156.76,P<0.01. 51X AL L, P<0. 0L (A Ky
FE00 0T, LSD- KB )  AEG: B P i T 40 i i 6 3% 5 ; GAPDH ; B iz
B

2.7 BN IE T B

fE MUM-2B 21 Jid & v, 18 5 75 R e 41 0 T2 2R 7 3
3 (11.16+0.28) % , B i & T B X B ZH 19 (6. 18 =
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