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[ E] 8@ iR 5% % T 400 M08 ( membrane microparticles, MMPs ) DC-CIK 5 Pt % & #.47{( Cetuximab,
€225 )% EGFR $ i1 245 i} 245 245 115 o 9 40 H 1oy 08 1) B0 1) % 00 4 L S EEALARD . 7 o < PCR BE 4G I 45 B0 1% 988 SW480 . SW620
HCT116 fRAUMI k-RAS ZRZARIRZS , T ML B 77 4 1% 2 1 B 45 SW480 HCT116 & T 41 g, RT-PCR #6141 M A5 54 Sox-2
1 Oct4, RISMNE LA AR5 DC 5 CIK, #4-45 B T 40 MMPs $12% DC J5 15 CIK 2L 5E . RS WEE S MTT
A3 ASI DC-CIK/ CTL 40t K 8% 3% i €225 Bph LG I Ab BEXT SW480 ,SW620 . HCT116 & H:F 41 i i) 32 155857 ; RT-PCR
Kl DC-CIK/CTL 455 B34 €225 Boph 14 IFVE XS SW480 .SW620 . HCT116 £ I T- AR S KL Fas F1_1 Kz 41 i i) i 5
Ak( epithelial-mesenchymal transition, EMT )AH5¢ E-£5%6 8 H AP 8 H IEF 1 £ 15, YR SZ 560 %2 DC-CIK/CTL ZH i85 3% I
15 . C225 B R I AV I 45 B I A AR 284 T o s . 48 S 1 SW480 .SW620 I HCT116 AN K k-RAS Z875 8 3 5 455 5%
IRAG I 4E B T A ML 40 A 25 245K Sox-2 Fl Oct-4 mRNA, MMPs 2 DC-CIK/CTL 4 K HoAr i F3g 5 €225 )45 H i
AR A EIE UARIVER . €225 5 MMPs 138 DC-CIK/CTL L& BCA 4UAHXT T W5 & Bl fE AL BB 4R &5 Fas 5 E-5S5 5 H 3L
2R s IR A LIRS R LB SR 4L/ . 48 4« SR 45 EL A 8 T 41 MMPs 19 DC-CIK/CTL 40 %+ EGFR #8424 25
S5 EL R AN A RSN S ) N, HS €225 MR, HUR AL S R AT EMT AN S ANMLR T 2%
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Killing effect of DC-CIK/CTL loaded on membrane microparticles of the cancer
stem cell synergisted with cetuximab on colorectal cancer cells and the mecha-
nism of its action
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ment of Pharmacogenomics, School of Pharmacology, 1 b. Department of Oncology, Xijing Hospital, the Fourth Military
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[ Abstract ] Objective: To explore killing effect of DC-CIK/CTL loaded on membrane microparticles ( MMPs ) of the
colorectal cancer stem cells synergisted with cetuximab ( C225 ) on colorectal cancer cells which are resistent to epidermal
growth factor receptor ( EGFR )-targeting drug C225, and their mechanisms. Methods: Mutation satus of k-RAS gene for
colorectal cancer cell SW480, SW620 and HCT116 line cells were identified by PCR. Cancer stem cells of the SW480 and
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HCT116 were enriched with serum free suspension cell culture method. Stem cell markers, Sox-2 and Oct4, were detec-
ted by RT-PCR. Pheripheral blood monocuclear cells were extracted to culture DC and CIK, CIK was co-cultured with DC
loaded with MMP of the colorectal cancer stem cells. Observation of mophology and MTT assay were respectively used to
detect killing effects of DC-CIK/CTL cells, their culture supernatant ( DC-CIK/CTL’ S ) and C225 alone as well as both
combination on the SW480, SW620, HCT116 line cells and their stem cells. Exprissions of apoptosis-related gene Fas,
epithelial-mesenchymal transition ( EMT )-related proteins, E-cadherin and vinmentin, in the SW480, SW620, HCT116
line cells after treatmented by DC-CIK/CTL’ S and (225 alone as well as both combination were detected by RT-PCR.
Effects of DC-CIK/CTL’ S and €225 alone as well as both combination on invasion acts of the colorectal cance cells were
detected by a scratch assay. Results: All of the SW480, SW620 and HCT116 cell lines were identified as K-RAS muta-
tion type. Stem cells of the colorectal carcinoma which obtained from enrichment culture had a high expression of the stem
cell marker Sox-2 and Oct4. The DC-CIK/CTL cells loaded with MMPs, thier secretion supernatant and C225 had a syn-
ergistic effect on inhibition of colorectal cancer cells. the combination group of C225 with DC-CIK/CTL’ S enhanced ex-
pressions of Fas and E-cadherin proteins, comparing with groups of €225 and DC-CIK/CTL’ S alone. Migration rate of the
cells in the combination treatment group was smaller than those in the single treatment groups. Conclusion: The DC-CIK/
CTL loaded with the MMPs of colorectal cancer stem cell could be of specific targeting killing effect in vitro on the colorec-
tal cancer cells which are resistant to EGFR-target drug. It could have a obvious synergistic effect with C225. Their mech-
anisms could be related to reverse of EMT and improvement of apoptosis of the cells.

[ Key words ] colorectal cancer; cancer stem cell; cetuximab ( C225 ); dendritic cell ( DC ); cytokines-induced killer

( CIK ) cell; membrane microparticle ( MMP ); drug resistence
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25 B i 2 TR 1 LT A R, AR iR AR
FAEIE 30 AEHLR T, ol DM SR 6 r b I35
4 it PEZE B cetuximab, €225 ) &I K 45 1.1
AT IV P e 1Y EGFR # i) B s pe i ik 24, 5
EGFR JIAMX R 5745 5 58 4 R 40 i 5 AR C (A 45

1 #RFn7E

itk £ EX A
NZE 795 SW480 .SW620 Il HCT116 4 il bk
W A e E RR 2 B 1 AR A Bl 2E BE AN L E . thGM-

A BT EGFR M 2 I 54 i 4 1 i 410 61 o 40 A
A KGR BT 5| R HUARIS R A40 I E 4, 1
PO TR PE . {H k-RAS FE PR 28 A8 R 5 X €225 Tiif
2, MEAE I R A R AR, R i i
WEIT AT AT FIBE 6T I X — EEA
JE R , DO A CIK 20 i ol ik 2 3t i 3 i
TAEEIRIT o TEHFE ST IR AN i B i ey ek I
240 i 4 T8 470 SR A B A R 5 #) B AR membrane-
based microparticles, MMPs ), MMPs A #% DC 4l ffd P
FABE PR ) i MHC T MHC T #2525 S 45
S CTL TR G 8 55 7 o DR T T 245 45 1 o 38 1 4
il MMPs 7] BEAE N 45 L 2P R B0 DC-CIK, A
T ST — PR S A0 45 B W e S eI T A X
1M DC-CIK 537 138 & Z Fh4i i 5, 43 Bl ol 5 i
AR ) AR 3 B 5T 45 R T A e
MMPs %12k DC-CIK 40 fifs &% H K5 7% 1% \EGFR #E[7]
24 €225 HuphEi B % EGFR ¥ 1) 245 T 25 45 i
SHBEVE T, LA R 6 5 €225 Tiif 245 205 1 1 o 1) A
G E A I 5 AR YT 7 AR LI B0 IR

CSF.,CD3 .5 [ Hi f& | vhIL4 | TNF-o, IL-2, 55 44
EGF FIEE 4] bFGF 4114 [ 2€ [E Peprotech 2\ Al 44
BT A0 MMPs 14 F P8 4 5 A Y R Al .
€225 F 7 [ 8K o A /AR 77 FITC A B9 Rt A
CD3 397 B BT ( FITC-CD3 ), PE #5101 B A
CD56 H3ifEHLAR( PE-CD56 )., FBT A CD4 B 5 [
it ( PE-CD4 ) Al UL A CD8 5 [ Bt {4 ( PE-
CD8 )Wy H A= T A= W R 24 7l 1640 B 5% Jit
DMEM/F12 $%3% 3  B27 /INF L3 W F 22 F Gibeo
A ARES B R SR A 38 B Corning /A R WE Mg
WECMTT )i F] =8 DMEM 85 37 3L 06 [ 5% [H Sigma
/v F). DNA $EHGAF & 5 RNA #2050 & . RNA
J % 5 5R) & RT-PCR 8 0 K6 I 3K 57 & W A
TaKaRa”\ %, GAPDH . Sox2 . Oct4 . K-ras . Fas . E-cad-
herin F1 Vinmentin 519 H A T A TEARA
AR SRS LR 1,
1.2 ZAMmBmIRE T e 3s e

S5 E R AR k-RAS HEDRDIR 25 48 5 . SW480 |
SW620 \HCT116 40 ii 7 & 10% /N4 IfL 3% () DMEM
Bigeiorh BT 37 °C .90% MIXHEIE & 5% CO, ki
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FERE B SR 5, 4 o W 4R 6 AR K I B SW480 .
SW620 \HCT116 4 Jifi, $2 B FE P 21 DNA, PCR 9 3
FEIE DR ) 7 %8 5 SW480 , SW620 , HCT116 41 Jifd k-
RAS B %745 . PCR 38 2644:95 C 5 min; 94 °C

45 555 C 1 min.72 °C 1 min, 335 MER; T 5 72
°C 10 min. PCR =¥ 1% B gt i mf & 1 7 5. G
Zents i, 126 ISR A YR B AR FHI R

x1 S5

Tab.1 Primer sequence

Primer Forward( 5'—3") Reverse( 5'—3") Product length( bp )
k-RAS TGGAGTATTTGATAGTGTATTAACT CCCAAGGTACATTTCAGATAACT 337
Fas CACTCACCAGCAACACCAAG TCCTTTCTCTTCACCCAAACA 109
E-cadherin CCCCATACCAGAACCTCGAAC TTCTTGGGTTGGGTCGTTGTA 169
Vinmentin GAGAACTTTGCCGTTGAAGC CTCAATGTCAAGGGCCATCT 144
Oct-4 AGCCCTCATTTCACCAGGCC TGGGACTCCTCCGGGTTTTG 456
Sox2 ATGTCCCAGCACTACCAGAGC GTGTGGATGGGATTGGTGTTCTC 266
GAPDH GCACCGTCAAGGCTGAGACC TGGTGAAGACGCCAGTGGA 138

S5 H R R T A B R A e 2 IR E B
LB TR SCHR 0 43 B BEFT SW480 \HCT116 45
B R T 20 8% 3, O BRI Y SW480
HCT116 ZHMI7E DMEM/F12 AN 58485 3% 5[ itk
BCEF4E A= K [ F( bFGF )20 ng/ml, & 2 A K P+
( EGF )20 ng/ml 2% B27 . [ i 410 il A F( leuke-
mia inhibitory factor, LIF )20 ng/ml JH1 1% 3%, £ KM
FER AR AMREROE UG L. o3 4 A
3 ~4 U AN ER , FE B RNA, K5 55k ¢DNA J5
RT-PCR 5 | 1 40 §d %% 5% A+ Sox2 Fl Octd 7E
SW480 \HCT116 4l Jz 40 ik b (%35, ¢DNA &
BAFAE - RNA A S SR & 42 °C15 min,95 C
3 min, L cDNA MHEH, PCR ¥ 38 4K45 H B9 LK
PCR " #4 451:95 °C 5 min;94 °C 45 s.58 °C 1 min,
72 °C 1 min, 3 35 MEH; H 5 72 C 10 min, L5
mE 3K,
1.3 DC-CIK 3:3% 7 2a i 64 ) & RS E

B SCHR[ 17-19 17 55 3% DC Al CIK 40 .
WA i AR PR A0 ] Il B A A, TR SRS 3 R
2 AMBOI thGM-CSF #l thiL4 55 5 KAN4s B
T2 RO ARV 1 pe/ml ), B 55 72
h J5 WA DC 412 B

BIF CIK MR 2 2 1 x 10° 4/ml, B A
£ IFN-y( 1 000 U/ml ),CD3 ¥ 5% BEHTAR( 100 ng/
ml ) .thIL-2( 500 U/ml ) B5 SRR AR LG R 255 8 K
i, DC 5 CIK 404% 1: 100 F iR & FLhs 5%, I 1E
{8 Bl AR T WL DC-CIK 4R IE 245 A K &
HEFEIE L. 255 15 RuF o e 4r M A 3 4
WA HE T 2 A 00 240 B AE T ORI AR 4 DC-

CIK 20, 5 2 1 x 10° 4~/ml, 43 5]k [ s
A FITC-CD3 .PE-CD56 .PE-CD4 #il PE-CD8 /4, il
KA ALKE I CD3* .CD3* CD8* .CD3* CD56* K&
CD3*CD4 " 4tk il . SLHEE 3 IR,
1.4 MTT 42 5t & AF 5 F 29 e MMPs #9 DC-CIK/
CTL %g fi.( MMPs-DC-CIK/CTL ). C225 % # % B A
St 4% BB R 4m AL A% 2R

S % MMPs-DC-CIK/CTL SEH 20 | €225 52
K20 \MMPs-DC-CIK/CTL 5 €225 BEA1E FH S2 5 40
Al G HRZHC IR SR s R A 2 )3t 4 2, B
Y 6 A5 Lo Bk B AR K I B0 4 J 25 5 W i
SW480.SW620 \HCT116 #R4HHE( 1 x 107 A~/ml ), Jil
A 96 fLAR( 100 wl/fL ). ¥55% 6 h MikEJ5 , MMPs-
DC-CIK/CTL 55 5 21 - 4% %0 48 1 ( MMPs-DC-CIK/
CTL )FIHE 20 AEC Mo 240 )10+ 1 b 3] L fin 258 12 240
il 100 wl; €225 SEHR4H - €225 A HREE 100 pwg/ml;
MMPs-DC-CIK/CTL 5 €225 BE-A1E S50 40 - 500
2 AR ) 0 g 422 10: 1 ER A 96 fLAR 1, €225
ZRIE 100 wg/ml; 25 AN REAE « IE 5 55 SRR 3240
o, JE853% 48 b JE, 7RI EDG R B AU T IR RN
20 L AR AR B A R R g AL, Horh 3 AN AL I
MR 5 ( MTTT ) 325 6 I 5 1 200 ff o) 582 40 it % 495
R EER B 570nm 206 DO, A
AL AN BRAL B D AR R R
(%) =[1-(5E84 D - FAXEA D E /=
FXTRRZH D 1 x 100% . 55 3 NEFL HE 4L,
T WL B 72 A4 2 v 0 BFS 281 e 248 2% TR 7 DC-
CIK/CTL 2 ¥ i 1] % o
1.5 X|JEFEBAAR fi 2 MMPs 49 DC-CIK/CTL 42
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fadEgx B iF( DC-CIK/CTL’ S ). €225 A # 4 & R 4F
B 25 AW % dm Az 2 T AL R 1 B h

S5 LA T B0CA: K 30 45 s 9 SW480 . SW620 .
HCT116 PRAHMAHEAE AL, BEFLINA 5 x 10° /> HE 4
JH, 24 45 L 40 M 55 B 58 70% ~ 80% I Rl 9 S 56
SEER Gy 4 AL H 1 G IR AR T 5 50% DC-
CIK/CTL’ S, %5 2 HIEFR M €225(100 wg/ml ), 2
3SR E 50% MMPs-DC-CIK/CTL’ S il €225
(100 pg/ml ), 55 4 0 IE R 53R, L5 3R 4N 48
h S5 A0 HEOULEE 6 00 Sl R P S A L RS R % )
=(0 h FIORIJE A 2 — 48 h J 79 0 S I A BB
B)/0 h BIIRIIEAYIE 25 x 100, XF B8 41 40 i i 7 %
4 100% .
1.6 MTT # DC-CIK/CTL’ S.C225 % # % 3 Fl 5
JA SF 4 B % dm B A A RO

W f7 %% DC-CIK/CTL S, #% ELISA 1401 5 46
W TL-2 IFN-y 1 TNF-o 53 7K o 8 X #5030
45 g Je SW480 . SW620 . HCT116 FR41fI( 1 x 10°
A/ml)IMA 96 FLHR( 100 pl/fL ), 5537 6 h WiBE J5
PEATECES . SIS R RR SCE, R4 6 R AL, Ak
B3R 48 h 5 7R EGE WAEE T WS04 i X
A0 A 1) PR SR 5 B, MTT 34630 3 A& L+
AR, LREE 3 K.
1.7 RT-PCR #m| &40 48 P Fas #= E-4547% G |
&G R e RGA

S AR Bk S Al 55 3 AR AL R SW480 .
SW620 HCT116 4 fifl, $2 B &S RNA, 5% 5% 5 eDNA
J&i RT-PCR i Fas F1 E-£5Z58E 1 B8R (2L 7R
BHMMI IR, cDNA S 4A:30 °C 10 min,
42 °C 30 min,99 °C 5 min,5 °C 5 min, PCR ¥ 34
4::95 C 5 min;94 °C 45 s.54°C 1 min.72 °C 1 min,
I35 AMIERS; B 72 °C 10 min, SEEHE 3 R,
1.8 MTT # @ DC-CIK/CTL’ S, C225 & ¥ % Bk &
xt 45 B % It 9% T fm B3 A% 208

Vo35 7% AT 09 45 B W i SW480. SW620.
HCT116 240 i i 98 + 248 B o3 0l 457 T 96 FLAR( 1
x10*/4L ), 3557 4 h JG 75000 . L3 456 1
HE LW E 50% DC-CIK/CTL” S, 56 2 41 & €225
(100 wg/ml ) 5 3 2 & 2 i 50% DC-CIK/CTL’ S
hn€225( 100 wg/ml ), BF£H% 3 A~ FL. FF % B
7 20 M AT AT 28 e R, HedE SR 48 h R MTT %
il 3 SR ALH AR AR, SR E A 3 K,
1.9 %itsam

K SPSS12. 0 B TGe 24400, v Bda
xxs RN, YR BRI R 25081, AN

FEAESRH ¢ K5, LA P <0.05 8% P <0.01 FRER
At E L

2 & R

2.1 % A% SW4A80.SW620 . HCTI16 #k 28 it el k-
RAS R %M SUB R KA 8 T e e

451 e SWA480 . SW620 . HCT116 4 40 fitg 3 [A]
S5 B 1) 3850 HCT116 R4S 13 13 % i
T GG/AC Z4A 5748 1l SW480 il SW620 k4 it
(1) k-RAS 25 12 %85 i GGT 2748 GTT, —fk
I k-RAS ZR7EH,

SW480 Fl HCT116 PRANMIAEAT LG HEFR 4514 F
KNI BE A K FETC I TE B 5 AL, SW480 FlI
HCT116 #RANMEEIFHEFR 3 d FFOAA ek, =

A

Nm’“i\-‘%'"vﬂ.n-f'“ﬂ.\M/\yaJ’LN\

S TTGGC

" sl

GTTOGCOTAGOCAAGAGTGCCTT
140 150 180

"Mttt

Bl1 ZHEMESMEk-RAS MFER
Fig.1 k-RAS gene sequences of the colorectal
carcinoma SW480, SW620 and HCT116 line cells
A: HCT116 line cell; B: SW480 line cell; C: SW620 line cell

GTAGGC AAa GAGT GCCN

55 12 KA PR 75 40 it b 2 B S 40 i il sk A
o RT-PCR F{ARKM Sox2 F1 Oct4 mRNA 3 ik 4%
B 2) 87, A0k i) T i AR 104 Sox2 1
Oct4 1 mRNA FiK7K -5 25 5 T8 38 U BE SW480
HCT116 B4 ( P <0.05 ), #E/R MM BR & & 45
g BT+ A, G I 3 A8 VR 8 SR T R AS 45
i 9eE 20
2.2 i MMPs #5 DC-CIK 3:3& % 2 0L 2 2
R B2 WA TSR, 712k MMPs (1) DC-CIK
YR A 4597 3 d JE3gaaE AR AR R, KRS ~
6 d J 8 FE B R, Ki 95 2 10 d B4R S R R
MRS AEAK . B35 15 d I o HE R 0 20
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RN >97% o TaCHi AR 71 2% MMPs % DC-
CIK Zfi i CD3* .CD3* CD4* ,CD3* CD8* F1 CD3*
CD56 " F M 35 A (97.5 £2.2)% . (23.3 +
5.6)% (66.5£6.9)%F(32.3+£7.7)%

18[
1.61 ® Sox2
141  Ocr-4
< 1.2F
-
2 1.0f
Z osf
£ 0.6}
0.4F "
0.2}
0

SW480 sphere SW480 HCT116 sphere HCTI116

2 Sox2 0 Oct4 ¥E SW480 F1 HCT116 #k
AR & B K mRNA Rk
Fig.2 The expressions of Sox2 and Oct4 mRNAs in the
SW480 and HCT116 line cells and their cell spheres

2.3 MMPs-DC-CIK/CTL #= €225 B&-1E R 2 %42
N AGEE RN L) AR A

R B W R T UL SR RN A0 i X &5 B
S5 20 % 195 4% L, MMPs-DC-CIK/CTL %t 45 H
S 20 M AT f 3 % 1) R 3 M, DC-CIK/CTL DL &5
H e A o O IR A A (3 ), 5 HA-E e fa
gER (K 4), MTT R £ 2) BoR,
MMPs-DC-CIK/CTL.,C225 %} 4% & i 6 40 M A 5~
i BL, €225 X T 245 25 B B 9 40 L SW480 .
SW620 15 %% i ik T HCT116 28 it , iii DC-CIK/
CTL 5 €225 JL:[a)4E I nT i 2 45 & % if 25 25 15
A ML A e J1( P <0.05 ).
2.4 DC-CIK/CTL’S #= C225 B 1E R h 4 A
5 4m L iE A

C225 A5 3 Fh 4IRS e 7 5 % B2 AR
AR, DC-CIK/CTL’ S AbHE )5 () 3 Fh 4 g 12 #% g 1
AN IR 4] R B, T €225 Fil DC-CIK/CTL” S B &4
SEPRJE Y 3 RhAEMLERS ) T R 2 1K 5 ).

'/'ILIL -CIK cell

Cancer cell

3 MMPs-DC-CIK/CTL 34 45 B i & 4R A HY SB[ 5 [ 1E W22 % 400 )
Fig.3 Targeting trend of the MMPs-DC-CIK/CTL to the colorectal cancer cells( x400 )
A: MMPs-DC-CIK/CTL were distributed as cluster around the SW480 line cells;
B: MMPs-DC-CIK/CTL were distributed as cluster around the SW620 line cells;
C: MMPs-DC-CIK/CTL were distributed as cluster around the HCT116 line cells

4 MMPs-DC-CIK/CTL ¥4 45 E 5 4R i
$m) i A R W ER( %400 )
Fig.4 Target Kkilling effect of the MMPs-DC-CIK/CTL

cells on the colorectal cancer cells( x400 )

%2 MMPs-DC-CIK/CTL 4iff1.C225 R &
BEERANEEREARNRGE %)
Tab.2 Cyto-killing rates of MMPs-DC-CIK/CTL,
C225 and combination of both for the

colorectal cancer cells ( % )

c SW620 SW480 HCT116
Tou

P (10:1) (10:1) (10:1)
MMPs-DC-CIK/CTL 35.3£2.8 32.5+12 44.1+2.9
(225 25.2+3.3 26.2+5.7 37.1+5.1

MMPs-DC-CIK/CTL +C25 55.9 £3.3" 55.1+8.5"58.7 +2.4"

" P <0.05 vs DC-CIK/CTL or C225 gorup
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2.5 DC-CIK/CTL’S #= C225 BAE AR & 74 4
NP R s

DC-CIK/CTL’ S il €225 BA1E G X SW480 .
SW620 \HCT116 3 Fh B 40 i 1) R 5% .3 =
F DC-CIK/CTL’ S . €225 HujlfE H4H( # P <0. 05,
#3),

m C225 § C225+MMPs DC-CIK/CTL'S
- MMPs DC-CIK/CTL'S  # Control

(%)

0b 2 L
80F
60F
s0f

Distance migration

HCTI16

SW620

SW480

El6 XRSLIGHN&LEAMBRIEHE
Fig. 6 Cell migration rates in the various treatment

groups detected by scratch test

%3 DC-CIK/CTL’S.C225 Bk A Xt
HEBGEARBMRGEx£5,% )
Tab.3 Cyto-killing rates of DC-CIK/CTL’ S, C225 and the

combination of them for the colorectal cancer cells ( x =5, % )

Group SW620 SW480 HCT116

DC-CIK/CTL’ S 37.1+£5.7 42.5+5.7 43.9+3.2

C225 24.8+£3.1 25.8+6.2 37.1%5.3

DC-CIK/CTL’S +C225 57.1+6.2* 56.2+3.5" 54.2+4.0*

“P <0.05 vs DC-CIK/CTL’ S or C225 gorup

40
35 B C225 group
m DC-CIK/CTL'S group
30
5[
20 I

Gene expression level RQ

SW480  SW620 HCTII6

E-cadheerin gene

SW480

2.6 DC-CIK/CTL’S #= C225 e AR & A4 4
B 9% T 40 B R

DC-CIK/CTL’ S Fil €225 BEAAFE A% SW480
SW620 \HCT116 3 i B 40 M 19 2845 % B 3%
T DC-CIK/CTL’ S il €225 M fE FHAL( P <
0.05,3% 4 ), 4553 5 X% 45 B 1 95 40 0 04 2% 1 3500
(£3)—H,

%4 DC-CIK/CTL’S.C225 RAHEBKE
WEEBETERNRGE(x +5,% )
Tab.4 Cyto-killing rates of DC-CIK/CTL’ S
C225 and combination of them on the colorectal

cancer stem cells ( x +5,% )

Colorectal cancer stem cell

Group

SW620 SW480 HCT116

DC-CIK/CTL’ S 22.9+4.5 27.1+3.3 42.2+3.1

€225 21.4+3.3 25.3+6.4 35.3+5.7

DC-CIK/CTL’S +C225 51.2+6.1" 53.7 +6.7" 57.1+5.4"

SW620

* P <0.05 vs DC-CIK/CTL’ S or C225 gorup

2.7 DC-CIK/CTL’S #= 225 BEAAE AR & 4 B b i
e, Fas #= B-4555% G K B o FGA

DC-CIK/CTL’ S F1 €225 BEAVEFHZH = R 40 it 1)
E-50 8 L R A1 i 3 5 1 2 ARl Ve AL, T
Fas #3510 SW480 F1 HCT116 W54k 4 B 4 15 HI 40
R T 2 D ERAIE AL, B L R Rk AR
FHA AR E A e B 2= 5 B’ 7).

DC-CIK/CTL S+C225 group

B Control group

HCT116

Vimentin gene Fas

SW480  SW6e20  HCTII6

B7 =#MaEE EMT iREWH Fas BR%

Fig. 7 Expressions of EMT markers and Fas in three lines of the colorectal cancer cell after the treatments
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