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Abstract : Deregulation of apoptosis (programmed cell death) plays key roles in the tumorigenesis
and chemotherapy resistance of human colon cancer. To understand the key pathways and to find
the essential modulating molecule of apoptosis will contribute to prevention,diagnosis and treat-
ment of colon cancer. This review outlines the recent advances of colon cancer-related apoptotic
molecules and corresponding interventional agents. We hope that it may provide useful clues and
direction for preclinical or clinical intervention of colon cancer-related apoptosis.
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7 FH A RE S AIE 9 STk, %ot 75 S 245 g s 40 i O T S e
& (A5 5 i % .p53 .APC \RAS AIF \ TRAIL 1 mi-
croRNA 7EZ5 78 K A= R SRR YT T A FH AT 8
L5453 BT, A G 2F 38 161 45 1 9 8 97 AH DG ST K

1 p33

S 1 pS3 REMEAE A5 Fh R AR 1F T 15 S 40 i
JEV BT BEL A 20 e S AR MR T p53 HEIRIAE N R4
1 9 5 A% B B 325 3R 80% , Herh il B 45 W (proxi-
mal colon) 7 35% , L3457 (distal colorectal) ff 45%,
X b 52 7 5 45 gy a1 R NS TSI ST AN BURA B D) %
F 2 BLA AT A PR 1 4 247 T B R RS A A
IEH p53 WM R A HURACE . Bl R p53 T
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Ui I N A A AN T2, A0 ATF3 2% p53
BRI 2 — RENS 5 FIET- 321K DRS %Kik, 4b
JRF A ATF3 BE#S 15 AT 32 &k DRS L, #F 1
B p53 KA LS Ry HT29 AP T, siRNA #1461
ATF3 A RENS B E ML HCT116 45 17 J 40 i B8 4
R R HR L pS3 I ) B IO 0
p53. MDM2 2h p53 17 & 1k 5 fiff O 58 2 1 g, 400 1)
MDM?2 i P 7] LARR E i Y p53 AE7E . MDM2 4f 5%
PRI 65 MI-43 1 MI-219 4k B 45 iz 98 20 B E 98 1K
2 p53 WLEE 1 4N p21 Puma 1 Noxa 3% ik 1M /5 5 45
% 96 200 i ] 309 B AR 72507 Nutlin-3 #1 RITA J&
T3 AR BE A B0 pS3 A A 1 L F T S 1 0
I IR I B A (0400 1 25 1 e A R A K R 5
= IR AR p53 DIie . pS3 KN 5278 5 7 AR Y 58
A p53 AN AR AR S AR T, (A R A A
PERREE T, — 7 AT IE & & T 5 A R
pS3 WM, PRIMA-IMET H 24t A I )
Il PRI , TR 97 10 8 96 . PRIMA-IMET o4 iiE
AL HE 15 T K b B 3R p53 o8 R A SW480 A
HCT116 A T, 6 5 22 40 60 9 45 iz 93 20 it
BB AR AE KT, 53 Ah—J5 1 Al DL A AR A
By R p5S3 AR ZAR p53 ThRE ., F5T 2 W R i 2k
& rAd-p53 K 5 A GBS B W S-Fu B S0
SW480 4 /1N AL A R AE K] ', pS3 FERK E
TR RGBT PR A A Z —, PRI Y
SRR p53 R 3Rk 2 A Ks 25 £ ik I A 45 i 9
BT IR

2 APC

Adenomatous polyposis coli (APC)FE K F5¢21-
22 gk b Oy —HEE RN . APC 2 5K
Wnt/B-catenin 15 538 f% XF F 1718 I fz 240 f 2k ¢ fe e
FOREE T APC B H =2 g 1% 5 B B-
catenin %5 &V A5 B2 | B-catenin /N RE B [ i 1M 7 A
KPR, A APC 455 1 B-catenin BEAS FE A 4N
A% 00 96 BE ) e-mye . 40 B JE I AR 1 Cyelin Al
Madl ¥esedik , X AIRESE APC BN 529 5 450 I8
R RMIENZ —, APC =7 3B I REB R 5
KA 45 1 B 88 R 2 A (familial adenomatous poly-
posis, FAP) 5 X FE45 i 4140 APC 3 R 28 48
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ik 80%1Y, 1R Fibersol-2 fig 1 & 14 i 41 Jig iy
S0 H 1 5E ROS KPi55: APC Rk Bk SW480 4 il
FT, Sh¥SC5 ik 7R Fibersol-2 RE 2 & /> APC
BER 2 /N B 1 N 22 e PE B A B | 2R W] Fibersol-
2R APC 7S FHE A TE g w1, R R
P& Neosartorya pseufofischeri 15 ¥ X % & Gliotoxin
AEIE L] APC 28748 J5 /& 1% PE Y Wnt/B-catenin 3 [
755 HCT116 .SW620 1 HT-29 45 7 9 4f it g8 7=,
KK (brewers’ rice) K24 WBR e 1 T U8 Wnuil
% # 1 B-catenin cyclin D1 1 c-myc 755 HT29 4
P TR A KA WBR 32 BE 53 0 75 S K R
SilpimA K™, Cristofaro 55 MHRE T & 4ME A
AL APC (wild type APC)BEWE A 50K 2 HT29 25
[ e A0 Y Wn 5538 3 APC 5[5 v R I8 RE WS 175
T HT29 P4 1 20 H J] ST BHL ¥ A e 2, 2 W1 APC 1Y
WZ5 7T MEMA T 47 R 5¢ Plantago ovata
husk 28 117 18 240 B8 & B 5 00 77 W0 g 3 % = IR A1 B
#% Caco-2 HCT116 .LoVo .HT-29 F1 SW480 4l g
TR K AHI S, Schumacher 2808 2B T 288
[l (Flavon ) &b ¥ APC 5875 (%) 45 I 3 /)N FRORE 5 % Pep
(phosphoglycoprotein ) & [ I & 1fi 412 1k i g 14 4 K
MZ APC R RGBT 00, AT LA ] T 45
o e e fe KRR A, T LA I R FH 24 B it s v )
Wro S ABFA B APC He A 3047 52 7218 5 B A RO
AT F5 T AL T

3 RAS

NELE I 0 75% % 1 RAS JER 587817
1E H-RAS K-RAS il N-RAS =/ 52 7, K-RAS 7
45 By g v B 9 A8 FRGK 30%~50%"Y, RAE Y K-RAS
fiE 0% 15 22 M 3% MAPK MEK AKT ERK %5 41 fits 3%
A i, AR A0 A A R K AR AR
WL WAETEG ; 2278 K-RAS 0 REVE & S8 5E I, fiE
HE TR AE 0 HE SR NGRS | [ B 2 R A X S
IF P b EE R R Z —1", RAS T ilf MEK
1 55 Bevacizumab F1 Oxaliplatin B¢ & 0 H H TR
ST )R TR — &R 7 45 i 259 . o3 4 —Fh MEK
4 57 Selumetinib 5 # Fb 55 #4 i #0101l 5] Irinotecan
B A3 N TG IT RAS 7245 e C e if A T I IR

G 2 BFSEIE K K-RAS 5875 25 1 i 0 28 B A
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K32 1A EGFR 57 375 3 40 ML ] T AN BURK . Pani-
tumumab 1 Bevacizumab B¢ 4 FOLFOX4 J7 £ fiE
o1 2 S KOEH RAS 25 7 90 f8 2 v A A A7 RN
K-RAS 75 25 i Fe 3 i AL AE A Y Gaur 55 24
il Dovotinib 5 Oxaliplatin ¥% & f# 1] 68 4% FH Wy
MAPK Fl Akt i #% , it %15 % RAS-RAF 5845 74 41 ifg
fk HCT-116 HT-29 .SW-480 .CaCO, Fil LS174T 4 ity
P, W BB AR R S 06 s R AR 25 e A VR AT 3K
ECN I C e B IR = Ra ey S 0 o e 1 I G P u e 9
U0 ER Raf 90 ] RAS {5 %5 i B% fig A #2545
HCT116 \HT29 Fil Colo205 7£ PN 1 45 i 9 40 B 06 -
AR AMH . MEK #1157 U0126 BE W 3 1 5% RAF
FEHUUERISE S 00 = Fh 45 i A0 B g T, SR 207 1
ARG 25 I i A0 LR iR B3R ™ RAS 58728
XoF 45 i i TROART 3755 ok T 240 T 900 1 R A R A o
SRR LA OGN B 45 g 12 W A PR AR TR T Y
— MR

4 AIF

I8 12175 5 A F (apoptosis inducing factor, AIF) {3/
TLRARNHMEZ 8], 18 LR A AR JEAR A A
Py e v A % AT AR TR TS R BT b
AR A IEE 300 325 1 A 7R AT A 0 100G T ik A
M3, AR ALF GBS 5 L2 Y Cyclophilin A 4%
A0 HE A M A% 5 5 DNA D)%), pS3 RAS(H 15
HT29 45 i Jid 40 O X AL T 25 90375 = 2 M o 1 FLA
BT AH Sulindac AT LA S X Bl p53 22727 HT29
YA AIF KA AL T2 ) AIF 25 T Doxycycline 75
838 A HT29 ,Colo205 .DLD-1 . HCT15 . LS174T F1
SW480 =5 45 iz Jig A Mg 98 1= 2l , Curcumin |
Chlorophllin 1 Chlorophyll i/ 5 HCT116 # T° ,
Flavone ,Econazole ,Denbinobin 1 Meclizine /% T [
Colo205 4IEIHT-34 5 AIF BARA XK, AIF 25
55 19 40 B 0 T 52 B R 52 4R 1 HSP70(heat shock
protein 70) J¥E . L FME T A RKAER HSP70 24K
ZHIE N IE 5 HSP70 % ATF 3075 1T, GEAT A0 5
Staurosporine FlI Cisplatin 55 ) SW480 il HT29
ML T, Eco(50mg/kg) Dk Denbinobin(50mg/kg )i/ S
(¥ Colo205 £ It A2 e 98 470 1 S 9 W AIE S 1 ATF £E {4
WAL T T AT 2505 S 0 I T AR X
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M NIE R0 A8 25 i s 4L 20 ATF ik, AT &
TESRE AR HAUPAEAE ALF FE R 248 | R, AT 44 8 75
9 8 T30 % A2 BH LA B2 AR 7 28 %7 4 1 2 RiE 1 7 7
IO B 25 W i R R R RIR T R 9 A S O
I

5 TRAIL

i g6 AL X 7 A G U T 5 = 4 O TRAIL J2:
AT 1 22 e v R A 3 A0 L B SR B -, TRAIL
5HT- 521K 4/5(death receptor 4/5)4%5 & REWS i 5 1k
5 I A L T, X T A A I e O
VAR PO, SR I PRV 5 K B 448 B 7 45 1 e 240
Xt TRAIL i T B9 40 08 T BAT Ptk #2903k 41]
TRAIL i 5 41 B I 152 KL n] B8 -5 25 M 98 /1 4% U A
o MRS A AT TRATL 75 5 8 T2 A U
S HESh TRAIL 7RI 77 45 e vh 9 I o Bt R W i
IRALYIY 259, W Cisplatin Byturate ,Camptothecin
CPT-11 Etoposide ,Doxorubicin ,Interferon-y Sulindac ,
PS-341 ,MG132 , Resveratrol , Tunicamycine F1 Nitro-
prusside 5 TRAIL BX45 % FH 8 9% 3% Bt 24 VE 45 1 98
AP T2, BB B R W Niacin (4842 K B3)HE
5 TRAIL Bk 45 il i 40 M A e 1 % 5 00 24 1
HCT116 4981, Shogaol (224 ) fE AT 2
Yk DRS 3K F1F 38 Survivin %8 8 [ 335 % S 904k
HCT116 Caco-2 Fl SW620 4 7', 1 T TRAIL
JB T NIRPEE A BEA ARG A 5 7 A Sl s 7E
IR T 45 W i b B SR R A . H T
TRAIL & FI % 5 B fi , ~F 5 IR, I e TRAIL 8
PP AR PN A I T 2 52 0 G I R 1o ] R R 2

o

6 microRNA

microRNA(miRNA/miR) M AEGfh M 4% /N RNA
miR £ 238 1515 5 H A8 mRNA Bk SC S % 5
FHHEPEEE, BEEN miR 25 THEER L R E
T RN A 2E B, miR AR IE 5 oA 2816 5 45 W e 1Y
WA 2 DA 2 Nie 55 27 18 5 15 5 45 15 5 I
AH LG, miR365 7E Ik PR 25 1 9 58 5 41 41(61/97 ) FiA 4
K597 40 MLk HT29 LoVo, SW480 Hil SW620 ik
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B A AR S A miRNA365 BE 345 79 HT29
5% LoVo 4 i J&] 199 BH ¥ A1 34 8 5-Fu i S 4l - |
6 HT29 R R A A K i A 2P miR365 Kik
KR A AE 0 5 TE AR OG5 R e TR G
He %5 238 5 1E 5 45 1 41 2040 B A EE , miR218 7
Caco2, HT29 SW620 HCT116 #1 LoVo 41 fifd H % ik
B BEAIS . 4 BT 46 X 45 I 96 Fns 55 21 21 miR218 %
KRB, 45 A5 I FEAS B miR218 BH i BEAIC , 41
ME N 2R 8 miR218 AE4% 55 HCT116 A1 HT29 #H
ML T AR v BT BURE J1 R B miR218 19E
T BE 4 52 B AT g 5 BMI-1 4] p53 F1 CDK4 ik
SEPBY ) Yang 52 H 1B miR-342-5p 1 miR-608 = 3%
KRS S SW480 A1 SW620 A= K 41 il F1
o, e N R AR AE K EHBCNIE, E
i 18 AT 5 S 25 M Jes 20 L B A T ) miRNA
AN 30 AR FRBRT DA 258 R A I AL 2N
miRNA 2%k FEAK , 78 [F] — 41 i P9 358 ] s 3 2 A4 ]
LR 98 20 M 254 5 AR T ) miRNA  miRNA 7762
5 NI R o R e I e e e F = B T
1 IR AT PE B A9 miRNA 5 AR 2085 2 4k 30 45 1 0
(A= ) LR YT

7T INEERE

gE LT A OGS i R R AL 25 P AL
W A I O R T3 0 2 BH I AR R A A 4 i
TE N OB M B9 0 255 FRAE . pS3 APC \RAS AIF,
TRAIL F1 microRNA 7E & 11 85 5L H K F iy 7428 5 3
AREA TR 2B IR A Y L3R AR T
B, HR BN 2 e R ek oy R A A S RS A G R
S EE A I R A PRI B Wi o b, IR TE sh i Al
AN RIS b HEAT B E K i A ) b4k B 45
RN
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