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Abstract : Vitamin E Succinate (VES) is the derivate of vitamin E. VES can effectively inhibit
many kinds of tumors without toxic effects on normal cells and tissues. There are many aspects
about the mechanism of VES-induced apoptosis of cancer cells: Mitochondria pathway, Fas
pathway TGF-pathway,MAPK pathway and PKC pathway. These discoveries may contribute to
develop a new kind of antineoplastic drug that shares the same target molecule with VES.
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B %14~ H.O 4> F il A Ee 2k &4 .
1.2 %4 KERMBENRMEER

B 1995 4E ¥ IR VES 6615 5 A 9% 40 a4
oAk, BiJ5 B9 K B BF 55 IESE VES X i 51 IR 98 40
Jate. g An et . 2L 98 40 g (MCF-7, MDA-
MB-231, MDA-MB-435)., [ Ifii 7 40 M (Raiji,
Ramos) . T & PN JE 40 g (RL-95-2) . A 1 & 8% 9
(Tea-8113)™ 45 A 24 % 1 i 81 40 a1y 2E < 75 40 il
fER .
1.3 VESESMEARATHERSSR

20014F Neuzil % %8 7 VESHEH T XKE
5 40 M (BEAS-2B) . il iR ¥ 40 s (A549) B & R
1fit 375 40 il (HL-60, Jurkat ,Raji,J774%) . FL % 98 40
(MCF-7) . LA K %5 3% 40 s (DKO-1,DKS-5%)12h,
W BE S 50mg /L, 45 T i 0 40 i 1) 0 T2 R 5 % BR 41 A
258 8 VES 50mg/L 433 4E T 1E# A4
JE 1t BE A 4 O A 4 D L B2 K R 4 40 M I R bk
R a0 B B - B 40 7 LA L B A O L4
Jfa L JFF 40 12h, 40 0 f%) O T R 5 o B4 L 38 G B
FX5 VES HA LT b 40 o8 - 1E A
{HR % IE % 40 M 8 A B S8 i R 5 VE A . B R X VES
A 6% 6 B 5 5 P R0 40 M O o A LR R R R T 2
H¥HFINN, X5 VES & 5 i fb2¥ i A %, VES
S — 55 BR M K50  pKa K95, 64, T fi 938 40 fd i) i 2
B, BRME 2 A F T VES 2% 45 i 98 40 I8 5 T 1F %
440 i 1A iR 2 M, VES 1R R E50
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b7 A AR ORI R, LA
ASUAE 40 A7 3 T EL A 40 i 0 s b B AL, O
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RPN A B 22 (] f) 2R R 44 3 3% 1 #% # L (MPTP) JF
TS 60 JBE 3 2 3 A A 5 M v A7 AR, 0 A
] BZ H i Cyte., #8 1= 1% 5 B F (apoptosis inducing
factor, ATF) LA B oAty o8 v PR % il 22 40 L Joa o , 4
it o B B R, e A BRI T B R AR B
i AR A A T Sh 4l M T A R C A&k
1 28 32 B R 0 o 42 24 I AR K 1] & R 2R 1 %
K S5O 94 T 8 440 R AU T B B

FE AL T EROBLAR PN B L PN 5 ) B % A% B | B Bel-2

B — ol 0 40 M R O R o Bel-228 |1 AT
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TRk , Bax 2% 35 14 I, 40 i 98 T3 0, f 22 0 4 B A
1% , Bel-2/Bax AT b 3 2 98 77 40 M 08 - i S B A
R VESfEAJG » B % 40 i Raji /9 Bel-28E A&
ik T B, T Bax 28 [ A9 Rk BB B 1o,

Bid (BH3 interacting domain death agonist) f&
Bel-258 R i) — B, TE VR ¥ SRR 8 B 1k h R B %
YE Rl AEBDFSEE VES #5% SGC-7901 40 i 4 -+ &
B - Bid ¥ 1k , A 65 12 6 2R A B e AL eI, 02 2 41
Ji e C B, 40 M T3 i, 37" 7E VES 531
SGC-790141 i A 1=+ , Bid & #EE B/,
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5 Ak 4 K A F B (transforming growth factor
beta , TGF-R) j& —F 2 JIk 2 41 ffd X - , % fi 88 19 1
F= 2 07 Y 76 Mg & A B TGF-B ] 40k 4 9 5
L 99 741 4 B £ 39 4 434k , 6 o 9 2k 2 30 T 4
R RE 1 i A A= AR L 5T 40 A R R I 7 A R
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VES il AR5 i 98 40 M 3G v B 5 TGF-8 A K.
Yu W %0858 53 VES X A 2L IR 5% 40 e & MDA-
MB- 4358 F W T-HF R, B IK KXY TGF-B 7E VES
755 1 b B8 4 O A U8 T AR bl R AT Rk A A
Al Wu KU % #8 VES &b 3 /9 8 85 40 il & SGC-
7901, 15 A6 1 B B B TGF-B 3 15 #0 B & &% 3%
/8 VES fBi% 536 1L 19 TGF-B i #03E mi B 7] BB %
SWER TGF-B B .
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g i BR & i (fatty acid synthase, FAS) ¥ F
Apo-1,CD95 . Fas J& H iR Bl 5 Mt -2k 2 —,
R —F A MU {5 5% k.Y Fas SHECAL &
B AT & A 3E Ak RO, AR Rl i T 8 B FADD
(FAS associated death domain protein) ¥ 1% 13 40 ity
B T{E 5 # Fas HE 5 H BB A% caspase-8 i 2
o, WOEF R K A R RE B BRI R, 5%
41 f g8 T, B R B 5 A 8 R 40 i R LA Gl i
FAS/FASL R4t FAS A 5 i I 1= 9 I i o
HMBE T M T, 987 Fas EEHR AR B RAM
M- EEMYLH Z —. Turley™ % Al i Fas/
Fasl [ 527 VES i M A ZL 9% 40 i R
MDA-MB-435 i T- /& Fi 89 #F 58, B RIESE T VES
Rl 1% $5 155 b 930 40 % T Mr43,000FAS ik, Fas
MPLRLL K Fasl i [ LFERZH BRAEW R 1E VES i
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SR bR 40 B A PR T Yu W ABFSE VES X3
i 9 440 00 0 T2 AR, K BE VES REHS Fas A
&4l 2 MDA-MB-435 MCF-7%75 4 Fas /&%
4l & , VES Fl 52 G+ PEbi Fas JiIATE1E S Fas A
RN AR A UA Tk AR LA P R AR . Yo WA
A& VES 7 T 51 5L 5% 40 i 49 98 1= 0] BBl i Fas
M SR,
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A 225 R30S 1Y 2 H 34 B (mitogen-activated
protein kinasps, MAPKs) J& 4l i 9 i) — 25 & & 22/
I SRR R Ik 10 2 WO AR 5 R 3 A R WF 5T B R AR
Z— B TE ) MAPKs 7] A BRIk Z R i e+, 16
KA REES RS EN BN, EZ /%2
{5 S5 E v BA REAER .C-Jun &K i
¥4 B (c-Jun N-terminal kinase, JNK) 1 ERK1/2
(extracellular signal-regulated kinase) & MAPKs &
WM B BIESE S VES BRIl <.

JNK 3 2 ¥ 95 Bel-2) B B2 1k Bz Bax B 40 i 3¢
B RORK B 3T B & 4 4E A L Kline" B 5T 48 ) VES
%1k TGF-B.Fas J5 7] fE# 28 o & INK {55 &
5] &g M T VES i 5 00 40 i 98 - H, INK
15 Bel-2 () B L 1 Bax [ 40 Jfd 3% % 208014 A9 i
B, T 7= AR 7 5 08 T2 2800 . JNK i Bel- 2% B2 4L i
R ARG AR A T 35 4 , T ELAE Bax MAAH 3K % ZoRL A
B RS b & FE B EAE L INK B30 51 A2 Bim B R
6, BERR L1 Bim {2 F Bax M9 5 & A4 S8 B AL
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