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Treatment efficacy of DC-CIK with different loading combined with 5-FU on
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[Abstract] Objective: To investigate the therapeutic effect of dendritic cell-induced killer cells (DC-CIK) combined with 5-fluoroura-
cil (5-FU) and loaded with CD133 " HT-29 cell lysate or RNA on mice bearing colon cancer HT-29 cell transplanted tumor, and to ex-
plore the underlying mechanism. Methods: Colon cancer xenograft model was established in BALB /c nude mice by using human co-
lon cancer HT-29 cells at logarithmic growth phase; Antigen-free DC-CIK, 5-FU+DC-CIK, R+DC-CIK (loaded with total RNA of
CD133" cells), L+DC-CIK (loaded with CD133 " cell lysate), 5-FU and normal saline were respectively injected into transplanted mice,
and the treatment efficacies on the growth of transplanted tumor in each group after three treatment cycles were observed, and the tumor
growth curve was drawn. The nude mice were sacrificed by cervical dislocation and the tumor volume and body weight were mea-
sured. qPCR was used to detect the expression of AKT mRNA in transplanted tumor tissue, and WB was used to detect the expression
of phosphorylated AKT protein. Results: After treatment, the body mass of nude mice in R+DC-CIK group, L+DC-CIK group and
5-FU+DC-CIK group increased steadily, while the body mass of nude mice in DC-CIK group and 5-FU group decreased gradually; the
tumor growth speed of nude mice in R+DC-CIK group, 5-FU+DC-CIK group and L+DC-CIK group was significantly slower than that
of the control group (P<0.05). Compared with 5-FU and DC-CIK alone, the combined treatment with loaded lysate/RNA had more sig-
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nificant effect on mRNA and protein expressions of AKT (P<0.05). Conclusion: The effect of DC-CIK with different loading or its com-

bination with 5-FU is better than that of chemotherapy alone. One of the mechanisms is related to the down-regulation of AKT level.
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PRl I TAERCGEL R 2 wiEditih S5 F R 2 5
FHURTE N 105 000 4590 (FE45 i AE Wil IR
A#]),0.45 um PVDF i (Immobilon-P £ R A 7)),
CDI33 MAERBUA LRI AFD .

3~4 JH i B HEYE BALB/c #1 F 3L 18 R, I 5 4
RN, R R 16~19 g, ST A KA T -
11400700106716, 78] 5% T~ I i 17 25 DU Hp o B2 B 1) o
Lo %, SPF b 3R A4
12 sk

HT-29 41l ffd £ % HT-29 41 ffl £k 5% 7% T DMEM
(& 1% FHEER10% B4 mE) b, i E T
37 °C5% 1 CO,¥5 7R Fa o 2440 g &b X #0438
i FH 0.25% JRBEIHAL , 28 B AR 57 .
1.3 HT-29 Fémfasit

WS o B0 K T R HT-29 4 i, 0K T5174 ) PBSS
VRS T B 11084 A 25 2T 300 wl (19 PBS ¥
H, 1100 ul (1) CD133 BEERPLAAR RN 100 pl 1) Fe 244 ,
4 °CH# E 30 min, FE I\ 1~2 ml ] PBS, 300xg &5 0>
10 min, P340 1 VK, B 500 pl () PBS 2 41 i %
FH . 3 ml ¥ PBS 2 LS B4 g 43 i b , S8 AR R T
Je BN B, AR SCER AR &5 I AH M, st 3R AT
FEE . HPBS3 mlPeik 3, ek RS NG
BIN 5 ml ) PBS, 37 RIHE T 40 f5 Wi 48 CD133 4 il
1.4 HT-29 F 20 i 4 m o 2 R i 0 ) &

¥ bR CD133 4l 8 5 R A7, I VR R 4 I,
@ )5 ,4 °C 12 000xg B0 10 min, & EiETR, ARG

are



+ 1320 -

P E R AE TR T A &, 2019, 26(12)

{811 0.22 pm FR 8 B B B B, BCA R 8 2 IR
JE , B 17 T-80 °CUKH %% H o
1.5 HT-29 Fm i RNA 2B

W4 38 CD133" 41 ig , 4 i 1 204 2> F 1x107
AN, & #E Qiagen Rneasy mini kit 38771 & 140 B 421 .
W £ BE LS SR 1 HT-29 T 41 ffd =2 RNA, {87 A Nano-
drop2000 43 o B v I 42 B ¥ HT-29 T 40 A A
RNA KR, B T-80 °CUKH -
1.6 2% &% DC-CIK

I3 B 4 BE N (1) 1 2 P 50 mil, Wig B H: v i I B 4
J, R A A A I 4 FH 5 T N s 2 i i N 1640 35
F% 3 (4 10% /N4 1fL 3% - RhAGM-CSF 1 000 U/ml.
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Fig.1 The curve of tumor mass in nude mice of each group

during immunotherapy
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Fig.2 The curve of tumor volume in nude mice of each group

during immunotherapy

Express of AKT mRNA

"P<0.05 vs NS group
M: marker; 1: DC-CIK group; 2: 5-FU+DC-CIK group;
3: R+DC-CIK group; 4: L+DC-CIK group;
5: 5-FU group; 6: NS group
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Fig.3 Effect of immunotherapy on AKT mRNA expression in

subcutaneous HT-29 cell xenograft tumor model in nude mice
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Fig.4 Effect of DC-CIK with different loading on AKT pro-

tein expression in tissues of colon cancer transplanted tumors
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