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(5 ZE] a4: 57 A\ 25 AR U R AR 283 T BB B R R & L K 2( caudal-related homeobox 2, CDX2 )FE[A 3
KRS EL ISR ROSE R . F ok A EE AR A CDX2-shRNA 1A SNEE e A 25 111 958 40 . SW480  HT29 , i e 12 37
FE T30 CDX2 B ek 4 Mk A B0 B AN IR RE 5 K B T30 CDX2 6 PR 335 19 45 8 9 40 i( SW480-KD \HT29-KD ), 4%
%) R A1 I SW4A80-CON HT29-CON )1 BF 1 %of HB 41 il SW480-NC . HT29-NC )42 7h | 45 UM $ A2 s P , 2 ~7 R B4 1 0 o
TG R IR A B R PR AR BRI BT 1 D SR £ 8 3 SR M0 550 d JE AR FERR ER, 43 33 AR KO DA R B T IR IF 36 %
FAlEIL . 48 R UMY ERAR RLAS B R ITF L AR Y H-E e CURfIA N 25 10 i T 6 A% . 45 40 T4 4.( SW480-KD , HT29-
KD )#R B 8 1 AR T4 7 25 1 % BB 28 A B BB 2H] SW480-KD:( 15.02 £2.00 ) s ( 18.00 £2.48 ) .(18.03 £2.05 ) g; F
=3.761,P <0.05;HT29-KD:( 15.39 +2.16 ) »s (17.96 +2.48 ) (18.30 =1.87 ) g;F =3.721,P <0.05 ], SW480-KD ZH if %%
B H I .2 F SW480-CON £ F11 SW480-NC #1[ ( 57. 83 +£22.56 )us (29.50 +16.90 ).( 28.20 + 15.40 )43 F =4. 197,
P <0.05 ]; HT29-KD ZH AP #9850 H W B £ T HT29-CON ZH 1 HT29-NC 41[ ( 56.83 £29.16 ) vs ( 26.40 +12.76 ).( 21. 00 =
11.50 )1~ F =4.467,P <0.05) ], £& 4 Mg S vk i BUIFRE B2 A5 80 AT 11 o 1A o A 5 266 D) o 14 BRABLRE R s 40 CDX2 S
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Effect of shRNA interfering expression of CDX2 gene on hepatic metastasis of
colorectal cancer in nude mice
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[ Abstract ] Objective: To establish a liver metastasis model of human colorectal cancer in nude mice,and to investigate
the effect of interfering CDX2 gene on the metastasis of colorectal cancer in vivo. Methods: Lentiviral vector particles were
used to infect human colorectal cancer HT29 and SW480 cells; CDX2 gene interfering cell lines ( SW480-KD ,HT29-KD )
and negative shRNA were screened and established; cell lines with CDX2 gene interfering ( SW480-KD , HT29-KD ), cell
lines with negative shRNA ( SW480-NC, HT29-NC ) and blank control cells ( SW480-CON, HT29-CON ) were injected
into the spleen of nude mice, respectively; the ingestion, movement and mental status of the mice were observed everyday
and the weight of nude mice were measured every days. The nude mice were sacrificed on D50 to observe the liver metas-
tasis by visual and microscopic observation. Results:The liver metastasis model of human colorectal cancer in nude mice
was successfully constructed and confirmed by H-E staining. The weight of rats in knockdown group ( SW480-KD, HT29-
KD ) was significantly lower than that of the blank control group ( SW480-CON, HT29-CON ) and negative control group
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I, %. shRNA T4 COX2 M08 RS KA T4 B 80 s 647 -

( SW480-NC, HT29-NC ) SW480:[ 15.02 +2.00 | g vs [ 18.00 £2.48 ] g, [ 18.03 £2.05 | g, F =3.761, P <0.05;
HT29: [ 15.39 +2.16 ] g s [17.96 +2.48 | g, [18.30 +1.87 ] g, F=3.721, P <0.05). The number of liver meta-
static tumors in SW480-KD group was significantly more than that of the SW480-CON group and SW480-NC group
([57.83+£22.56 Jws[29.50 +16.90 ], [ 28.20 +15.40 ], F =4.197, P <0.05 ). The number of liver metastatic
tumors in HT29-KD group was significantly more than that of the HT29-CON group and HT29-NC group ([ 56. 83 =
29.16 Jws[26.40 £12.76 ] , [ 21.00 £11.50 ], F =4.467,P <0.05 ). Conclusion: The liver metastasis model in

nude mice established by the spleen injection was an ideal model to study the geng function in vivo; the CDX2 gene inter-

fering could promote the metastasis of CRC SW480 cells and HT29 cells in nude mice.
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GFP,95% LA |- Y 20 i v 24 3 ih s (. 5l 8 1 (1A
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( SW480 F11 HT29 4Hffl )CDX2 &35 AR F25 14 %)
AR A BH X BRZH] (0.27 £0.03 ) ws (0.99 +
0.16).(0.94 +0.15),F =29.76,P <0.01;(0.27 +
0.07)ws(1.16 £0.20).(1.09 £0.13 ), F =35. 67,

P <0.01 ], T#HCR 70% VI I

1 1BmEEEL SW480 71 HT29 4HfE( 2 FE %, x200 )
Fig. 1 Microscopic findings of SW480 and HT29 cells transfected by lentivirus( Fluorescein vital staining, x200 )

A,B and E, F:Negative control group;C, D and G, H:Knockdown group;

A, Cand E, G:Observed under common microscope; B,D and F,H:Observed under fluorescence microscope

A B

2 3 (M =107 1 2 3 (Mx 10%)
v T
Bacml“““—d& hﬁ% 43

2 Western blotting 53T CDX2 3&i%x 7K F
Fig. 2 Western blotting analysis of CDX2
protein expression levels
A:SW480; B:HT29;1: Blank control group;2 :Knockdown
group;3 : Negative control group;

“P <0.05 vs blank control group and negative control group
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Fig. 3 The growth state of nude mice in each liver metastasis model group

* P <0.05 vs blank control group and negative control group
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Fig. 4 Histological changes of liver metastasis of

colon cancer in different treatment

groups| H-E staining, x200 )
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