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Molecular changes of NF-kB pathway in simvastatin-induced apoptosis of K562 cells of nude mice in vivo
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(E] a4 4R TARR KN RN K562 21 NF-«B 25 8 # th 2 T % b, Lk ¥ 2 f% 9T & B 1R # NF-«B £
SHlBSE K62 WMATRE, Tk RAEREME AN G fE MRk K562 A, 8 M T 18 X BALB/c-nu/nu # /M &l
KT MESHBEER, Blo 38,846 R, WEAKBEEHEER K2 m.BALEN 254 0.2 ¢/L #hF &
7T 0.25 ml(0. 05 mg) 7 0.4 ml(0. 08 mg)., # M HE 4 ,% 4 6 K., %A TUNEL ¥4 0 K562 41 i # 41— 8 & 14, RT-
PCR # Il K562 41 # F NF-«B & 5 # # IKK-B.IkB-« . NF-xBl mRNA § 2 5 %%, &R : T RANEHEFRMT R %H 5B
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W pH 2 7. 20, i IEBRTE VI ZE 0. 2 mg/ml. BEESFEEEA.

WE W i (MTT) , — B IF B (DMSO) . PI il RNase Il [ 3
M Sigma 2 Fl; ¥ 3% E FBG2F M3 W B Gibeo 2 .
TUNEL i 4 } 3% [® Roche 24 7 77§, TRIzol %% it
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S S0 A A AR A BRA B A AL PCR ) R b 5t K At
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1.2 @A K562 1M LI 100 ml/L KIG /N4 I i .
100 1 U/L H .80 J7 U/L 4% £ 1Y RPMI 1640 15 F# W
F 37°C 5% CO, B h R 5%
1.3 CML sh#h AR ey # sk HOW B4 K 89 K562 40 1
PBS k% 2 WL E 5X10° /L, T R AR T & F 4
0.4 ml, FEEF K562 gifeg 5 HAE RS LAY A LK 5 2
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AR HAT I 18 RN B TR A . Ff B2 F B AH 1 )i 984
ALK F 0.2 e’ ZE A 45 18 HAR R O 13 HL bk 5 FD
33 LA 6 H N IRA I B i A A B ER UK 0. 2 ml; e ARl
TTARFA AL (T 4D H 4T 0. 2 g/ L #E AT 0. 25 ml(0. 05
mg) , A (T2 2D S 0.2 g/L BIFELAMIT 0. 4 ml0. 08
mg) . YR H S, E L 6 v, TR E AR B R 4 SR R AR
A1 B L 5 S5 BT g 2L 2R B
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37°CHEE 30 min, ik, MIEY AP,25°C 5 % 2 10 min,
PP B BB TR, [R5 7 B T FE R PR ) TR
1.5 RT- PCR # 0l IKK-B,IkB-a.NF-kBl mRNA #5 £ % &
B Sl bR G SRR o IO A A A iR 4 2R AT Uk
S)H 4 I8 Bioflux 23 B B9 Biozol B RNA #2 B 7 Ui B 45,
fMA 1 ml TRIzol $2BUE RNA ,Smart spec plus 5 4M3 6%
U s RNA 7 5t A L cDNA i SRR R 40 pl, B
RNA 2 pg ,42°C 7K# 50 min, 285 #£47 PCR ¥4, IKK-B,
IcB-o . NF-«B1 51#¥) B A7 8¢t & B RS FH Lk 1,

%1 YHERIMEIM PCR =YK E
I N2 DR (fzfj
IKK*B F 5-TGC CTC TGC GCT TAG ATA CC-3’ 150
R 3'- GAC CTA GTC CCG TCA GAA AC-5'
NF-«Bl F 5-TGA AGT GAT CCA GGC AGC CT-3' 150
R 3'-CAC CTC TGT AGG AAG GCG TT-5'
1kB-a F 5-GGT CCC TTG TAG GAT CCA GT-3' 132
R 3'-TCT ACC CCT CTG AAG TCG TG-5'
GAPDH F 5'-GGC CTC CAA GGA GTA AGA CC-3' 147

R 3-AGG GGT CTA CAT GGC AAC TG-5'
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PCR RIAAZR J9: BAKEL 25 ul, cDNA MR 3 pl, B F
05?%“[1%% 1 pl, 2Xmaster mix 12.5 pl, H ddH, O #h 2 2 25
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A: TKK-8 mRNA[M:Marker; 1,3.5 2% 821 . T1 410 T2 41/ TKK-R(150 bp) 52,46 /= XT HE4L . T1 4R T2 41 GAPDH(147 bp) 15 B; IxkB-
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NF-«B 5 i 3 4R 2 — S S NF-«B #E 0155 0
LR X B A S A 45 0 R S B U B 2 A E I Y AN B
M ¥ (TNF-o IL-1), T A X L5 S AR e 51 & IKK & 5 Y1
B L IKK B A YA IKK-o M1 IKK-3 P14 3% , & 1168
BRI L 1B 1 IeB-p . TKK Z &Y — B st i 1e 32
136 2 AMRIEHE LR kB-o, 2R )5 kB« TFIRES G2
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AR o M LS 5 I A I AZ LB NF-«B 2 & 9N
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F it 245 4 390 ik 10 0 T 40 I 8 2 0 AR AR A — B A
FARAMTT A REKH NF-«B 55 @855 K562 40l & 4.
16 K562 4l NF-«B {5 5 i ¥ b, M {T Wl e & 5B &
IKK-8 mRNA MR A T W, 6 X LeB-o B R 10 AE 055
IkB-o R . IeB-o mRNA s A BB %k FiE, [,
IcB-o mRNA (1335 T I8 4 H 4F NF-«B1 3 7% 5 4E H
855, NF-«cB1 mRNA H B R A9 238 T,

NF-«B 2 40 i 15 5 % 38 5 P i) 38 B2 07, b 2 01 95 ot
SiEE A B 36 5 Ak T SORR PR A — S BEAR ARG IR T R L [ R
Lu ZE00 B 0F 90 25 W, K562 40 a3 1 Al B 25 3 % C-
PKCy (— 7 Ber-Abl /197 i i) 2k & #5 5 X5 470 I 988 25 4 4
TR A2, P 455 R ATE R T NF-«Bl mRNA y3RIA T
P4 . NF-«B1 1R 7T fig & 3= (Al 7T 75 5 K562 40 Ml i 1 — 4~
A R A, TRD A = AR A 7T T R R 8 VR A NF-«B 5 538 %
M — FR 5043 F Rk FIRAEFET NF-«BL RE TR,
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