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GLUT1%} A\ 2587 & 20 RS- 3 R 0 i 24 14 B9
VS E R R ENHIFR

ERAE B Mg
(75 5 2R R, Rie Rl 5 5 266520)

BWE  ZARIER T A4E4HE &G I(GLUT)X AL % 40 i05- BURkE72 (5-Fu) @t 25 4 64 8 45
VER B EAE] . FIAE1THIS-Full sy SR M B4 60 4 W Ja L8 B 5 448, 1345)5-Fudbyy ot
D B A LR LR R R S 4L AR, BT 5 A EPCR(RT-qPCR)i% F=Western blotik 46 4 1 /&
4R e 5 4148 F GLUT LA B Ao i @ 69 KA /K- SRR S-Fudl L3 38 18] Wiy )40k 5 - 22 5. 5-Fud
PHHT-294m I (HT-29/5-Fu). k41 3& FxHT-29/5-Fus it B 2L 3 AHT-2948 e, MTT % 4 5-Fus 24 4m
3G 58 44 37 46| V8 B, RT-qPCR % A= Western blotik - HT-29/5-Fum it & £ 3 AHT-2948 2+ GLUT1 3%
Fo B B 09 A KF . S HT-29/5-Futm s 4 B BB 4L (NC). AU 8 #2480 (pRS-scrambled).
GLUTI1-F#/f #48 (pRS-GLUT1), RT-qPCR % #= Western blotik 44| &40 GLUT1 2k B A= & & 49 & 14
MTT R 4m 038 78 4 ) T AK, TR 2 B ARAS N 4@ e JB) 2R e 4 i, 78 = 5 0L, RT-qPCR % = Western blot
£ MMRP1. ABCB1. GST-n. Bcl-247Bax mRNAFe& & 69 &34, iZ F R 7 (1) 5-Futks7 it 25 45
& 4042 GLUT 1AL B A2 5% & & 3R KT ¥ 45-Futl s B 45 M & 4B 80 A 3 (P<0.05); (2) 32 7724 h2k
48 hBF5-Fu(5~100 pg/mL)*t F AHT-29 4 /e &9 47 4] F A HT-29/5-Fu e & H & (P<0.05); (3) HT-29/5-Fu4m
e # GLUT1A B Ao 2% @ 69 2K -F A F RHT-294010 2 % 7+ 2 (P<0.05); (4) GLUT1-T 4R 4248 4m
A GLUT1 mRNAA= € & 3k K-P 8 E 7 3 B 2R A T U R #2822 4K (P<0.05); (5) GLUT1-F
PSR AL 4048 hém IR EAB 3 4 E 3 R 4 An R ST BB T #2408 5 A% (P<0.05); (6) GLUT1-F#/R
A1 20.Go/G A 4m L HAF) 45 IE A BB 4 e T U BB R A2 40 2 -t &), T SHEALm R pk 4] 2 2 8,V (P<0.05);
(7) GLUT 1 F /7 A 28 4 it B) T FARE 7 3t B 48 A A St BB #2488 2 91 55 (P<0.05); (8) GLUT1-F
WIR AL 4a . FMRP 1. GST-n. ABCB 147Bcl-2 mRNAF= & &) & A4 E & 5t B8 40 A Fo U R T 4
40 2 F 41K(P<0.05), Bax mRNAFe & & /K-F 4B & *f B8 48 Fo T S R #4240 B & F 5 (P<0.05). %
EEERR, GLUTLA B 2K 7T 38 An it 25 45 1 95 40 Jt S-Fub 8, X 5T 485 2R 7 aa i B 0. 4Tt
AL T I HIE R m R i AR X & B AR VA BGR T Bel2/Bax A Tl A X .
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Regulatory Effects and Mechanism of GLUT1 on 5-Fu Resistance
in Human Colon Cancer Cells
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Abstract  This study was to investigate the regulatory effect and mechanism of GLUT1 (glucose transport-

er 1) on 5-Fu (5-fluorouracil) resistance in human colon cancer cells. In this study, the gene and protein expression
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of GLUTI in colon cancer tissues and adjacent tissues in 17 patients with 5-Fu chemo-sensitive colon cancer and
13 patients with 5-Fu chemo-resistant colon cancer was detected by RT-qPCR (real-time fluorescence quantitative
polymerase chain reaction) and Western blot. 5-Fu-resistant HT-29 cells (HT-29/5-Fu) were induced by increasing
5-Fu concentration intermittently. HT-29/5-Fu cells and their parents HT-29 cells were cultured in vitro. The inhibi-
tory effect of 5-Fu on the proliferation of HT-29/5-Fu cells and HT-29 cells was detected by MTT assay. The gene
and protein expression of GLUT1 in HT-29/5-Fu cells and HT-29 cells was detected by RT-qPCR and Western blot.
The HT-29/5-Fu cells were divided into normal control group (NC), nonsense control group (pRS-scrambled) and
GLUT!1 interfering group (pRS-GLUTT1). The gene and protein expression of GLUT1 was detected by RT-qPCR
and Western blot. The cell cycle and apoptosis were detected by flow cytometry. The gene and protein expression of
MRP1, ABCB1, GST-x, Bcl-2 and Bax in HT-29/5-Fu cells and HT-29 cells was detected by RT-qPCR and Western
blot. This study showed as below: (1) The gene and protein expression of GLUT1 in 5-Fu-resistant colon cancer tis-
sues was significantly increased than that in 5-Fu-sensitive colon cancer tissues (P<0.05); (2) The inhibitory rate of
5-Fu (5-100 pg/mL) on HT-29 cells was significantly increased than that of HT-29/5-Fu (P<0.05); (3) The gene and
protein expression of GLUT1 in HT-29/5-Fu cells was significantly increased than that in HT-29 cells (£<0.05); (4)
The mRNA and protein expression of GLUT1 in pRS-GLUT1 group was significantly decreased than that in NC
group and pRS-scrambled group (P<0.05); (5) The absorbance in pRS-GLUT1 group was significantly decreased
than that in NC group and pRS-scrambled group (P<0.05); (6) The proportion of cells in G¢/G; phase in pRS-
GLUT]1 group was significantly increased, and the proportion of cells in S phase in pRS-GLUT1 group was signifi-
cantly decreased than that in NC group and pRS-scrambled group (P<0.05); (7) The apoptosis rate in pRS-GLUT1
group was significantly increased than that in NC group and pRS-scrambled group (P<0.05); (8) The mRNA and
protein expression of MRP 1, GST-n, ABCB 1 and Bcl-2 in pRS-GLUT1 group was significantly decreased than
that in NC group and pRS-scrambled Group (P<0.05), and the mRNA and protein level of Bax in pRS-GLUT1
group was significantly higher than that in NC group and pRS-scrambled group (P<0.05). This study proved that
GLUT]1 gene silencing can increase the sensitivity of resistant colon cancer cells to 5-Fu, which may be related to
regulating cell cycle, promoting apoptosis, inhibiting the expression of drug resistance related proteins, and regulat-
ing Bcl2/Bax apoptosis pathway in colon cancer cells.

Keywords GLUT]1; gene silencing; colon cancer; HT-29 cells; resistance

2 179 (colorectal cancer, CRC) & —Fi i WL THAL
TE A R, A T L B A ) = R M R
—o N R G B AR IR E o F A BB AR T
ks, H RikaEm e s Ao il 56307, HAbT-Zat
i A MRE T R R BB 57, 2 BUEEEIZN CR T
g AN . 5 L PRI R I 32 A S A5 e
fEifn. JEY5. MEHMEL. REIRMSE. 4 EEmN
BT FEREZERNFARIGBIT S BEHAIT . S8 E,
HIC AT J LY HE 7 DA S-98UPR 5 € (5-fluorouracil,
5-Fu) AERIREAH BT, T m RIS, KA
FHIRAAF I R, dilim B ot — Bt a7
Ja X 2R AR 22, 4 L e A AR 2 2 241
S FEULST R EEE R 2 B PRk, e
% 2t 25 DA K e A W U AT =2 B Rk fr

FARUL IR ) 8L 7] 76 4R 45 12 85 1 1 (glucose transporter 1,
GLUT1)72& — F{i2 it ] 25 4 % 1z 30 0ty 3L 30 40 240 i 1)
HEE R, (R0 R iR A RE = A FE P GLUTL R
FEE CBEVE Y. Glutl &% &) f 5% 12 B 1 i L)
R, 492N R IR, B2 857K PE I B8 i alZ fig
SERIIR. 24 FLAT R Y X R AN XA R, A
Ft i 7~, GLUTIHE H 5 SR 40 i 20 2 R0k F i
I H 5 JmiE (10 K AR Fn it e B U0 A oG, i — Pt 54k
FMLEE, & PImiRNA-10an] fE I8 it _FHGLUT{E it
FEAR IR A 2E 11 i Stk 40 B AE . 59 A 9L SR,
GLUTIFE NI BR Be 30 45 B W 40 i 1) 36 58 5 434k,
PRt H T, % & A H TGF-B/PIBKAKT-mTOR/E
SIEEES HAh, GLUTAE T 25 N 45 W i 40 i &
IRHEIN, FEERIE K55 T 245 N &5 1 i s 40 i ok B 25
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U IEA R, (2, GLUT I/ESS B 40 Hoxt
S5-Fulli 25 V5 4 F L AL i AN B A . R, A e
LA 5 &5 i JeE 5-Fuifif 25 41 LR, M EEGLUT13RIE 1Y
AR X 485 P e 5- PR W WE T 24 PR R SR, IR TT
FCRTRE AR FA LA .

1 MRI55E%

1.1 SEIe#RY

1.1.1 a4k WEBE20194E01  —20204E 12 5 78
T 5 TR R R BT B W A RLE B 12 30191 45 Wi R
H WA LR A (F R LR AS), L4545 i AL 2R
FIEHHRZ0.5 g, HLFEARIRAG G S B R H A=
EROKERE, SRJE B T80 °Crh {17, A4l BEER
0 HI33~68%, T IR N(49.2549.51) % ; Bk
17151(56.67%), 2 PE13151(43.33%); AT 3 ¥ N1
W, BT BEBIEAEZ S ERE AR, JEH LK
g7 K AT e a7 5L, BE IS G
mFOLFOX677 (B FI4H130 mg/m?, i ik iiE2 h;
P A2 45400 mg/m’, F K4 E2 hy 5-Fu 400 mg/m?,
PR, 5-Fu 2 400 mg/m?, FFE17346 h), FR2JH HE
S R 2IRATT G PEAS I PRI 2, AT BUR AR IT IS
BB IR 5 2 EM I HoN AN LR kK. AHEE
A 17115-Fulb J7 BUR 45 I i & 11341 5-Fu by i
Zidh e B, BEER . HWASIRK TR E R
BTGt 27 L (P>0.05). BF 50T 3RS Befe 7
22T RS AL UE(20220531), FF35 B A F &
112 @iek A4 afabkHT-299% B  E R}
SR A A AT T B 40 M B O

1.1.3 £Z3XA  RPMI-164055 7= HAI kR I
H 3% [EHyClone 2 #]; fifi 2F Ifil i (fetal bovine serum,
FBS)I H 3 [ GibcoA 7] 5-Fufll MM ¥ (methylthia-
zolyldiphenyl-tetrazolium bromide, MTT)i& 55|18 H 3%
Sigma-aldrich 2> &; GLUT1T- £ Jii $ipRS-GLUTI
FATE SUGE FESE R pRS-scrambled ) H 3% [ Origene
#]; Lipofectamine 20001 TRIzolik 71| 14 B € [H Invi-
trogen”> &]; AnnexinV-FITCHH T A& M 771 &5 04 5 38
[EBDZA #; Trizolik 7. RIPAZMAM . |+ ke 260
R £ (sodium dodecyl sulfate, SDS)FC 5z i 7). 1+ —
St S R A — 5 TH 04 I9E % (sodium dodecyl sulfate-
polyacrylamide gel electrophoresis, SDS-PAGE)Hijk
KA. FIWE LM (polyvinylidene fluoride, PVDF)
B B B = RAEER A7) ; BCAS HE &Ik
FEIE H R BAEY A A BRI A Y B AR G
(¥ 1gG —HiF ECLIR 7 &)W H 2% [ Santa’A 7] ; RNA
S 1% S5 A R 5 RN S B 9% 6 58 & (polymerase chain
reaction, PCR)¥JIW H KIEFAY TREAR A A; An-
nexin V-FITC/PI 77| &5 H 35 [E Everbricht Inc/A 7 ;
P12 241t 245 40 5% 1 (multidrug resistance-associated
protein 1, MRPD)JiA (785 : ab260038). ATP4: &
¥ 121K B1(ATP binding cassette transporter B1,
ABCB)Hifk (525 : ab290440). &Mt ik S-#
1 -n(Glutathione-S-transferase-n, GST-m) ik (155 :
ab233112)F1 GAPDHPLIA (155 : ab8245)14 H FE[H
Abcam’A 7] ; MRP1, ABCBI1. GST-nfl GAPDH]
YOI A3 AR A TR (R et B TR A m 42 4L,
IV AE LR .

1 RT-qPCRI &5 |45
Table 1 Primer sequence of RT-qPCR amplification

BEH Gkl

mRNA Primer sequence

MRPI Forward: 5'-CTG CAC AAC CTG CGC TT CA-3'
Reverse: 5'-GCT CCA GAG CCATCC AGA CT TC-3'

GSTn Forward: 5'-CCC AAG TTC CAG GAC GGA GAC-3'

Reverse: 5'-TCA GCA GCA AGT CCA GAG GF-3’

ABCBI Forward: 5'-CCT AGG AGT ACT CAC TTC AG GA-3'
Reverse: 5'-CCA ATC AGC CTC ACC ACA GA-3'

Bcel-2 Forward: 5'-GGG AGA ACA GGG TAC GAT AA-3’
Reverse: 5'-CCA CCG AAC TCA AAG AA GG-3'

Bax Forward: 5'-TGG CAG CTAACA TGT TTT CTG AC-3'
Reverse: 5'-TCA CCC AAC CAC CCT GGT GTT-3'

GAPDH Forward: 5'-CCA CTC CTC CAC CTT TG-3'

Reverse: 5'-CAC CAC CCT GTT GCT GT-3'
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1.14 £2/%E SW-CJ2DEHEmRFL TS
T B FR M A A T 371 RLCOE IR 7746 . SL
SR & A A 1k B0 MW H € [ Thermo Fisher
Scientific/A 7]; ELX 8007 4> F B il b A% W H 5
Bio-Tek’A @] ; FACSAria TIT# i 240 A4 i [ 36
BD BiosciencesA 7] ; ABI 75008 i 52 i 5% ) /€ &
PCRAX ¥ F 35 [F ABI/A #]; VILBER INFINITY 3026
1t 1 A% o i & 8804 B 7 [ Vilber Lourmat/A #;
Western-blot 3K« HL AL AN R (1 5 4 %8 ENIZE &R
4l F 3£ [F Bio-Rad 2 7]

1.2 SEWAEE

12,1 #MBEALAREF EF AR FGLUTIARE A=
FO QM G R 55 1E 4152950 m,
PBSYH M8t 5 WA LR . SR FH Trizoli 71 FTRIPA
AR BUSRNAMLE H H, R HqRT-PCRAI West-
ern blotyZE A6 M 4H 21 R GLUT 1 22 [K #l &7 H 1 32 15 7K
122 @ g%, BRAER KBEREPEGS
FIH-2941 BB EX H, 37 °C/KIG PR ARV, B0, N
RPMI-1640%% 7% 3£ (5 10% FBS)H £ 40 g 3 7% &
W KR E T37 °C. 5% CO, MM AT FE i
IR R R ARG BER80% i 47, K 0.25%
FE B A O AL 40, T RPMI-16405% 773 (4 10%
FBS) = 2 40 A, #1:3 bl 4% AR 85 3% Ja AT Jig 4L sk
5

12.3 @fhamiothey i SR S-Fudk & 5
25 T 07 S-Fuifif 25 HT-2941 i (HT-29/5-Fu).
B $ A K N 45 P A R AR HT-298% 3% T RPMI-
164055 75 747 10% FBS), K10 pg/mL 5-Fulf 45 %
F A H24 ho 940 ML 46 H B BE T I FHPBSIE 3
R, 482 FHIRPMI-164035 7= 5:(510% FBS, A7 5-Fu)
BIe. Rk SRR A K e AT AR AR AR BE, R4
i AR K A SO BN IR B A 1 S-Fu B 5 5
FRRIEIN10 pg/mL, B HT-2940 g 7] 76 5 40 pg/mL
5-Fu) RPMI-1640%5 77 % (% 10% FBS)H IEH A&,
B A5 BIHT-29/5-Fudl i, 4k %5 )5 45256

1.2.4 MTTi&RZ5-Fuxd # AHT-294m i #=HT-29/5-
Fum it &9 37 4| 4 i) XA KA I HT-29F1HT-
29/5-FuZil i 8 0.2 5% fig g 175 T 44 f K F RPMI-1640
Rr 7R3 (7710% FBS)H B, 1.0x 103N/ FLEFh 2
FEREFITo6FLES TR . M4k 4159724 b5, F
B & AR (0L 51104 204 40+ 100 pug/mL) 5-Fu

IR EERT 7RIS, M MRE BN ER . SfLAI gk
SERE 924 hik48 h, IIAMTTIRF4kE:55 953 h, A
DMSO, ¥ H B i Ak ) & FLAE450 nmi 4 Ab (1)
HEE(DYE, T S5-Fu ik BT HT-29F1HT-29/5-Fu4H
OV ] Be e

1.2.5 HT-294mfie. % #= HT-29/5-Fum i, GLUT1 %k
Fax@EME 53K Trizoli 7R FIRIPA ZLfif
TRARE HT-2940 0 . HT-29/5-Fud 2 ff) 5 RNA I
|, R E AR B4R, K qRT-PCR A Western
blotyZ 46 I 48 g b b GLUT 13 K 2K 13 1 2R 35 K
12.6 @@fdtsg  CEEUZEKIAHT-29/5-Fudll fg 4%
FEFLIX 103N 41 Hi 42 Fh T-oFL B 8 A, B 4B 43
IEFXTHAA(NC) To SOGH I J5URE 4H (pRS-scrambled)
MGLUT1 4L R4 (pRS-GLUT1). %% ZH 40 o 335 5%
£260%~80% il A I I N 0.25% fi B v 74 A6 40 B, 4R
J& I\ RPMI-16407 i 57 75 5 28 1R 40, JE SO HR
JF R4, (pRS-scrambled) F1 GLUT 13 Fi ¥ 2H (pRS-
GLUT1)#% # Lipofectamine 2000%% 4 1: 75 it B3 43 43
%% G4 ng pRS-scrambled fllpRS-GLUT1Jfi ki, 1EH
X HEZH (NC)FE G [A] A AR 1) RPMI-1640%55 77 3% (A&
10% FBS). %6 hj5 % A4 354 ARPMI-1640%5%
FRHE (B 10% FBS) 4k 845 72 MIT Jié J 8 S2 06 o

1.2.7 AEKGLUTIA B *FHT-29/5-Fumfie.+ GLUTI
mRNAF % & )% h IEH XA (NC). & X
Xt B8R 2H (pRS-scrambled) f GLUT 11 # 5 fit
H (pRS-GLUT )% 4L J5 e T~ 6L BT 2t , B AL
1103, ERPMI-1640%5 77 3£ (4 10% FBS)H 4k
ERE 7748 ho RS HAN MY, 537K FH Trizolil 7 F1
RIPAZ fift ¥ $1 HUHT-2941 il . HT-29/5-Fu4H Jid ) &2
RNARIE & M, K HqRT-PCRF1Western blotiZ: 4 |
4i i GLUT1 mRNAFIE (A (IR IEK T

1.2.8 REKGLUTI A - HT-29/5-Fuby ¥ 34 4% 7/ 49
A IEH X RRZH(NC) TG SO 8 5T Rz 2H (pRS-
scrambled) M GLUT1-F# i kL4l (pRS-GLUT1) HT-
29/5-Fuditl i e J 5 Fh T 6 FLEE T2 MR, B FL1x10°
YU, {E 440 ug/mL 5-FulfJRPMI-16408% 77 3£ (&
10% FBS)H 4k 4L 859212, 244148 h, i AMTTik 7
4k 4285973 h, I ADMSO, K FH B AR ORI % FLAE
450 nmPE KA RO G RE(D)YA -

1.2.9 R GLUTI R 2t HT-29/5-Fum it &) £ ¢4
A IEH X RRZH(NC) TG SO 8 5T Rz 2H (pRS-
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scrambled) Al GLUT 1Tt i ki 4 (pRS-GLUT 1) % 4%
JEHEERNT 6fLIGE TR, 4L 1X10°1N 48, £ RPMI-
164035 72 (5 10% FBS)H 4k 2255 7748 ho - 2H 41y
220.25%JRBHARTE 1L, PBSHEER3IK, AL Ak 5
1x10°mL. B mLAAAEES.Cx(1 500 t/minfZ (210 min),
IINTRA B170% LBER 2 41, 4 °Cid%i. FIPBS¥E
BRANE29K )5 BT 1 mL PBSH . BL100 pL 40 i 2k,
IS0 pg PIZL (¥ RNAase), 37 °CilE Y% 530 min,
It A AR 4 B DNA 25 5 S 7] 6 20 i -, 2>
A 40 B S S O

1.2.10 B GLUTI B xf HT-29/5-Fum )8 = #)
R IEH TR (NC) o SO R R4 (pRS-
scrambled) A1 GLUT 1Tt Jifi ki 4 (pRS-GLUT 1) % 4%
JE R T o LR TR, FEAL1X 1074, FERPMI-
164085 7235 (710% FBS)H 4642177748 ho #4140/
220.25% B EFE A0, PBSTRE3IR, B8O 41 il &
1200 pL&5 &2z, MAS pL Annexin V-FITCH!
5 uL PIHRR S, il 8 2 .15 min, JIA300 uL
SEA SRR, R I A AR DU 4 B T4
1.2.11 SUBRGLUTIA A #+HT-29/5-Fum i & MRPI .
ABCBI. GST-r. Bcl-2F2Bax mRNA KA KT #4850k
IEHEXTHEA(NC) TE SURRE 5 Rz 2H (pRS-scrambled)
MIGLUT1T 48 5 ki 41 (pRS-GLUT 1) #% 4 J5 $2 T
6FLEE TR, FEFLIX10 A0 i, ZERPMI-1640%% 77
F(#10% FBS)H 4k 4k 55 7748 ho % 2H 4 f 22 Jii iy
WA, WM. 2 PBSHPEE N Trizoliig 2 HL
SRNA. K4 H 3B bR OOR IRNA ) 26 52 Ak
B, 42 260 nm A1 280 nmAb WG (D) E HL{E VT
FEl 91.8~2.0. 2 BRI i 5 7 43 10E AT RNATY 4% 5%
#3cDNA. LAcDNANHAR, 47 € #qRT-PCRY 3
RT-qPCR%% f: 95 °CHiil 4% 142 min; 95 °CAZ 1415 s,
55 °CiB k45 s, 72°CHERE60 s, R M40 M, 72 °C
FEJES5 min. LLGAPDHAE NN, K2 Nt E
H¥rIERIMRPI. ABCBI. GST-w. Bcl-2K1Bax[{AH
W RIEE

1.2.12 RERGLUTI A A 2 HT-29/5-Fum i, ¥ MRP1
ABCBI1. GST-n. Bcl-242 Bax& & & kK- 898 7%
IEHXTREZA(NC) TE SURRE 5 Rz 2H (pRS-scrambled)
FIGLUTI1T 4 5t K 4 (pRS-GLUT 1) #% 4% J5 4 # T
6FLES IR A, BEFLIx 10341 ffl, /ERPMI-1640%5% 77
F(#10% FBS)H 4k 2157748 ho Wk SH40 L, i
ARIPAZ R 20 i, 1R LS R A 5 e &, Bih.

FFLANIEEL 30 pgtE A EFE, 10% SDS-PAGE#E/iX
HLUK J5 W 2 PVDF I, 35 F1, Y, i1 AMRP1,
ABCBI1. GST-n. Bcl-2. Bax#B-actin—#i(1:2 000)
4 °CiE, HEME, A Z$1(1:2 000) 25 °CFHFE1 h,
Ve, B, %, KH Image-ProPlus & 70 #T 24
%fMRP1. ABCB1. GST-n. Bcl-2. Bax fl GAPDH
RAKHHATRKEMENE. LGAPDHANZS, i+
H b5 2 AMRP1. ABCBI1AIGST-nE 4 () A Xt R &

Ho
1.3 Ziit4E

K SPSS 21,0847 70 4o Wl & 45 R (xts)
Lo, 1A LR FHLSD-t 56 . PAP<0.05% 7~ 22 5
B .

2 &
2.1 S-Fulbyriit 2o FeUkas A4 A GLUT1
mRNAFE B FRIAKFHIELE

AT TSR 19 17451 5-Fudk S UK B A 13461
S-Fufbyr i 24 58 3 &5 e 2H 200 I GLUT1T mRNAFI
| A RIE AP BE 55 1E A ZUR TR (P<0.05),
13451 5-Futb s it 5 i3 5 W dm 4 2 GLUT1 mRNA
FEE A ZRIE K8 1741 S-Futhy7 BUsé s3 4 s
LU E T 5 (P<0.05), {H 2 S-Fufb s fUs 8 2 Al
S-Fufby7 it 24 5 8 55 15 % 4141 GLUT1 mRNA
R AR Z 7 LR L (P>0.05)(K 1),
2.2 5-FuXfFEAHT-2940FE FTHT-29/5-Fuf B ]
H1EARIEEER

Y f 5% 7% 24 hol48 hitf 5-Fu(5~100 pg/mL)%f 5
A HT-29 40 Mg # it %6 &l 2 51 T HT-29/5-Fu(P<0.05),
i, B 5-FusXif i 24 48 O HT-29/5-Fu 40 i) 2 3 2% A%
(El2).
2.3 FEARHT-294AFF1 HT-29/5-Fu il GLUT1
mRNAFE B FRIAKFHIELE

HT-29/5-Fudfl g #GLUT1 mRNAFI & [ £ i&
IKF A 2 ARHT-2941 i &5 25 T 31(P<0.05), U BT 25
YHAIHT-29/5-Furf GLUT1 mRNARIE (A %15 /KF
ZTHE(E3).
2.4 STERGLUTIEEXHT-29/5-FuffifFGLUT1
mRNAFIE B FRIZKFHIF M

1E 6 REZH (NC) A1 G SORE R B R 4H (pRS-
scrambled)4H i tF GLUT1 mRNAFIE (4 £ i5 /KT 2%
BTG L (P>0.05), GLUTI T KL 4 (pRS-
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E3 Colon carcinoma tissue

[ Paracancerous tissue
E3 Colon carcinoma tissue
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©
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24 220
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© & ©
3 K 3
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&0 %Q g\B
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A FEPESE S B: SR AESTR: C BRI,

12 5-Fufby 7 BUBR 55 IE % 414%; 2: S-Fulb) T HIURSE i 4141, 3: S-FUARIT TR 259 55 16 41

A 4: S-FUMIT TR 25 45 g 144 . *P<0.05, 538 5% IE# 414U E; "P<0.05, 5 5-Fulb )7 fus g L.

A: determine results of gene; B: determine results of protein; C: protein electrophoretogram. 1: 5-Fu chemotherapy sensitive normal tissue adjacent to

cancer; 2: 5-Fu chemotherapy sensitive colon cancer tissue; 3: 5-Fu chemotherapy resistant normal tissue adjacent to cancer; 4: 5-Fu chemotherapy re-

sistant colon cancer tissue. *P<0.05 compared with paracancerous tissues; “P<0.05 compared with 5-Fu chemotherapy-sensitive patients.
El 5-FulbfTAMBURLEFREELA P GLUTT mRNAFIE BRYRIAKTFE

Fig.1 mRNA and protein expression level of GLUT1 in 5-Fu chemotherapy-resistant and sensitive colon cancer tissues
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Fig.2 Inhibition of 5-Fu on growth of parental HT-29 cells and HT-29/5-Fu cells
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A: determine results of gene and protein; B: protein electrophoretogram. *P<0.05 compared with parental HT-29 cells. 1: parental HT-29 cell; 2: HT-
29/5-Fu cell.
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Fig.3 mRNA and protein expression level of GLUT1 in parental HT-29 cells and HT-29/5-Fu cells
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Fig.4 Effect of GLUTI gene silencing on mRNA and protein expression of GLUT1 in HT-29/5-Fu cells
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Fig.5 Effect of GLUTI gene silencing on proliferation of HT-29/5-Fu cells
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Fig.6 Effect of GLUTI gene silencing on cell cycle of HT-29/5-Fu cells
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Fig.7 Effect of GLUTI gene silencing on cell apoptosis of HT-29/5-Fu cells
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Fig.8 Effects of GLUTI gene silencing on the mRNA expression of MRPI1, ABCB1, GST-r, Bcl-2 and Bax in HT-29/5-Fu cells
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Fig.9 Effects of GLUTI gene silencing on the protein expression of MRP1, ABCB1, GST-w, Bcl-2 and Bax in HT-29/5-Fu cells
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