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(EE) BE WA 6-Z % B xt AL s it 25 28 bk SW620/5— 8% % v (5-Fu) {7 SR M B9 B o, HF 453 Hoxd 2L R 4
74 B F-1a(SDF-10)/CXC # Ak [ F % 4k 7(CXCR7) = HLH] . ik KA KA B R AEIFZE F 3 5-Fu REHZ (5,10,
20.40.60.80 wg/ml) th 7 ¥k K we | 4 2 A 45 B9 25 40 Ak SW620/5—Fu, B JE ¥ B0 = B 4 6-% JE B 4 5-Fu 4 6-% W+
5-Fu 2, B R B AN EER T AT K, 6-F HE A m ANZIRE A 40 wmol/L B 6-FF B ,5-Fu 2 A NE K K 60 pg/mL
ty 5-Fu,6-2 Wit +5-Fu 41 B B A N2 7 40 wmol/L 8 6-Z H B An 60 pg/mL 89 5-Fu, 3557 48 h 5, B B B M5 TR E 44
A0 TY A 78 Al s MITT 33 30 5 - 201 4 B 8 78 0 o) 2 o 2 A O i 5 3 X4l R A I & 4 4 Bl 81 == 32 ; RT—qPCR A - 411 40
SDF-1a . CXCR7 P-4 & & (P-gp) B 48}k 298 -2 (Bel-2) & Bel-2 #% X 2 # (Bax) mRNA % 3 ;Western blot 4 7 4- 41 44 g
SDF-1at CXCR7 P-gp .Bel-2 Bax & kA KF, BR G A 5-Fu MM EEIELE K ARBRZAN, B LEF6-2%H
A F0 6-F B +5-Fu 45 A2 20 e A R D an e e N R B B S (B B B R R, 5 R A4l 5-Fu AR 6- % B A 6%
Wi B +5-Fu 4140 i ¥ FE AT 4 3 408 1% Bax mRNA K& B & 3k AT 7475 (P<0.05) ; Tif 25 48 £ SDF-1o CXCR7 P—gp Bel-2
mRNA B & 8 R EATFH B (P0.05), G5k 6-Z 1 B 884 305 A% W8 it 25 40 itk SW620/5-Fu iy 3678 , (7 ¥ H0R o= 3 i Ak
IT RN, EALF] T 48 5 #0%] SDF-10/CXCR7 15 5 38 ¥ 87% , T P—gp A7 Bel-2 &3k, Ff Bax £HEH %,
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Effects of 6—shogaol on chemosensitivity of human colon cancer drug-—
resistant cell line SW620/5-Fu and the SDF-1a/CXCR?7 signaling pathway

SUN Xi, CHU Weijian*, ZHENG Yi, LU Miaojiong, WEI Yi, YIN Xin, HUANG Dong
Department of Proctology, Hangzhou Hospital of Traditional Chinese Medicine Affiliated to Zhejiang Chinese Medical University,
Hangzhou, Zhejiang 310007, China

[Abstract] Objective To observe the effects of 6—shogaol on the chemosensitivity of the human colon cancer drug-resistant
cell line SW620/5—fluorouracil (5-Fu) and to explore its regulatory mechanism on the stromal cell-derived factor-lae (SDF-1a)/CXC
chemokine receptor 7 (CXCR7) pathway. Methods A screening strategy was employed using a gradient of 5-Fu concentrations starting
at a low dose and gradually increasing (5, 10, 20, 40, 60, 80 pg/ml) to establish the human colon cancer drug-resistant cell line
SW620/5-Fu. The cells were then divided into blank group, 6-shogaol group, 5-Fu group, and 6-shogaol+5—Fu group. The blank

group received an equal volume of sterile normal saline. The 6—shogaol group was treated with 6-shogaol at a final concentration of
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40 pmol/L. The 5-Fu group was treated with 5-Fu at a final concentration of 60 pg/mL. The 6-shogaol+5-Fu group was treated with
both 40 pmol/l. 6-shogaol and 60 wgmlL 5-Fu. After 48 hours of culture, morphological changes of the cells in each group were
observed under an inverted microscope. The cell proliferation inhibition rate and drug sensitivity were measured by MTT assay.
Apoptosis rate was determined by flow cytometry. The mRNA expression levels of SDF-1a, CXCR7, P—glycoprotein (P-gp), B—cell
lymphoma-2 (Bel-2), and Bel-2-associated X protein (Bax) were determined by RT-qPCR. The protein expression levels of SDF-la,
CXCR7, P-gp, Bel-2, and Bax were examined by Western blot. Results In the blank group and the 5-Fu group, cells grew as a
monolayer adherent culture, appearing spindle— or triangular-shaped with an epithelial-like morphology. In the 6-shogaol group and
the 6-shogaol+5-Fu group, adherent cells were significantly reduced, cells shrank and became round, and cell debris increased,
though they still exhibited an epithelial-like appearance. Compared with the blank group and the 5-Fu group, the cell proliferation
inhibition rate, apoptosis rates, as well as the mRNA and protein expression levels of Bax significantly increased in the 6-shogaol
group and the 6-shogaol+5-Fu group (P<0.05). Meanwhile, the drug resistance index, the mRNA and protein expression levels of SDF-
la, CXCR7, P-gp, and Bel-2 significantly decreased (P<005). Conclusion 6-Shogaol can inhibit the proliferation, promote apoptosis,
and enhance chemosensitivity of the human colon cancer drug-resistant cell line SW620/5-Fu. The mechanism may be associated
with inhibition of the SDF-1a/CXCR7 signaling pathway, downregulation of P—gp and Bel-2 expression, and upregulation of Bax
expression.

(Keywords] colon cancer; 6-shogaol; chemosensitivity; stromal cell-derived factor-1a; CXC chemokine receptor 7

S5 TR NG DR L J5 B DL T Ak T e 2
— R R R RERIERIESS 3 0, JAEAHOCHE TSR
55 2 00, e NIRRT R H 25 E U, AT RS
Wi BB W F 2RI T B, (B2 25Tt 2 3™
S T ARSTROR  HE S BT R, Bk, an
AR08 e Ak it 245, 41 v ok g 200 A i) Ak 7 St
WA T AR R BRI RS . 5 FUIR W5 BE (5—fluo-
rouracil, 5—Fu)Jj& H A7 RIG YT 45 M fe i 094k
IT 2, (R AT R B K 22 4 25 1 9 FE X 5—-Fu
LTI PER, —J7 T, 22N 25 R A 1 (mul-
tidrug resistance gene 1, MDR1)4fi5 ) P-WH4E 1 (P-
glycoprotein, P—gp)BEGE 5 41 i A 14470 fit I8 24 1 2%
H 20 LA AR AT 4 L P ) 24 0 vk 5 B0 e 4 i
A 2GRS 5 — 7 T, U TR N B4 Ak
o -2(B—cell lymphoma-2, Bel-2) f 7 263524l
PR 0 AL T AR T 24 1 1 7 A A | eI f
ARG 18 B AR i 24 i A rh R R R PR AR
JHCHp 3 5 A0 A A R F — Lo (stromal — cell—derived
factor—la, SDF-1a) Al 5 HZ & CXC #1k
T2 (CXC chemokine receptor, CXCR)4: 455
g 2 R 4 AT BFSEUESE SDF-10/CXCR7 55
10 AT AL R P-gp MR, FE— 2R RS B
YHMIXT S—Fu 7= A 2598
6— 22475 B3 42 DA A= 22 v 2 BB g — o I 1A 256
WETEYIIT, AT Z 2R Y, AR ST AR

B IR,6-Z M B AT — & bt g e, AT e £
I IeE A (R R LR R RN e g 45 )
Hh R R T 25 TR RN, SR HAEZE it
2 A b ) B E PP B A DGR Sl B AT ik
— RS, BOAS D930 3o e N 285 f i ok 247 2
Hatk SW620/5-Fu , W57 62 I i %ot HoAb 7 Uk vk
FRIREI , IR 6-32 4N SDF-10/CXCR7 18 #
PR

1 ##l

1.1 ZHBEsRIR

NG5 B 968 40 T AR SW620 (25 [ ATCC 4t J%
#5 . YB-ATCC-4193),
1.2 FEHYSIRF

64 (VU ZAEZ MR IRA W 5
190526 ) ; MTT i 5| & (35 [¥ Biovision 2w, #t5 .
K299-1000) ; %t A SDF-1a,CXCR7 .P—gp Bel-2,
Bel-2 #H5% X & (Bel-2-associated X protein, Bax)
T BB RSBt A SDF-1a .CXCR7 . P—gp . Bel-
2 Bax Z 3 (35 ABGENT A, 415:190122
191123 190431 191202 ,191017.1910225 1910413,
190130,190817.191104) ; A Annexin V-FITC/PI X
Pl @ [ 5 YR (i ) B AT RS =] 41t
5 :40302ES20]; Trizol 10 & (_FHEH M A PR
415 BJ-S963719); CCK-8 il & ( [~ K EY)
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FARABRAF] M5 .C0037) ; Wik LR85 & (7 2l i
ME e A MR A A BR A |, #1645 R323-01) 5 2R
4 B 8 (A6 mUHE 22 35 AR W B AR BR A ] 4t
*5:26131-100) ; BAR 1 AL (HRP) (1% [ Merck
KGaA 23], 415 :9003-99-0) ; ECL fb2# K Gk &
(At FSeERHA R A, S . WBKIS0100) .
1.3 FEME

BC 190 % CO, 5554 (FH:SALVIS 2\ ] ) ; STP
FDE AU G 7K 4 (328 Thermo Fisher 28 H] ) ;
HCB-900V Al TAE G (WP EE B /RAEYET
AN AT BN F]) s ECHO revolve FL TR B 627 B 1%
BE (351 ECHO 23 7)) ; Spark % Z Dy RERFAR X (Bt
TECAN A %] );FACSCanto I B 4L (£ H
BD A 7]);Sigma 4-16S %l =53 5.0 AL (35 E Sigma
/87 ) ;CFX96 Touch i PCR A (111 4 A= iy B2 247
A BN F]) s BFEP-300 Y 3k A (BT HE A% &
B W B A RN A ) 5 GDST-1302 HU%E IR mif%
ARG (AR RHCA R A )
2 Fik
2.1  ANGEBAETZ54RBakk SW620/5-Fu HIMIEE

B SW620 Hi 35 T8 10% M54~ ML3E 1Y DMEM £
FEE, T 37 C.5% CO, 5 FIGRER: S, M4
B EEIE 70%~80%HKT , 2% BEAEWFSY , >R R ke
U I35 A0 156 1 24 W ek P 6 B e SRS, A A 4 B
FEAMAE 5—Fu T 2GR, BARS S MIRH & 5-Fu
XF SW620 #4775 FACHE , 78 40 ML RE S it 37 - I Fa
EERKE B S-Fu f0H ek B (57 vk e B B
JE4'5.10,20,40.,60 .80 pg/mlL), YAIETELESZ
RIEFET TP REREAE 40~60 wg/mL 1K) 5-Fu 44 F
PREFRRE WG RE AR K A AR — S H 145 3 5 TG I
R BT A L AR AR AR R it 2 R A, 2
B YA 2 AR S K IR IR e, ek
£ 60 wg/mL 1Y 5-Fu fER4ERFAR AL, 1T 1t 2548
FRIRR RS 5 B SR SR S0, Akt i R S 2 W i
SO T BE S0, S0 AR A A T IC 2 AR T B R
1~2 £, T2k EE B iE i MTT 460 5-Fu
1) 1Cso TELHEATHRAE , I AT 245 48 HU [T 25 16 B =Tif 24
4 L BE (SW620/5-Fu ) ICs/ 75 A 21 1 (SW620)1Cs)
PEUT T 2R R

22 6-EGEMERIKE G

S E JE SR S 6 220 Y 1Y) 3 B AL B VR
¥, SR CCK-8 3246 U AN [ ¥ 6 — 22 I B X
SW620/5-Fu 21 ML 1% J1 152, 5 X804 K Y
SW620/5-Fu 0T 96 fLARH, WhiBE 5 43 31 45 T
0.10.20.40 .80 .160 wmol/L 6-ZEJMAbFH | 4 AR
K98 24 hJEMA CCK-8 ik#, & 2 h, T 450 nm
WA CREAE . LA O wmol/L Ayt FE 31458
AN e Ah B 200 A XA 2R, 40 e e s
ST 6-Z M TARMREE
23 SAE5TFMm

g S ) 19 N 45 P g T 245 4 ik SW620/5-
Fu BEALS R 4 4 .25 AL 6-F M dl . 5-Fu 41 &
6-ZFMM+5-Fu 41, 25 AU S ARRUC I A= B K
62 M BRI AL JE R 40 pmol/L 1) 625 1 ;
5-Fu HAINAZHRE N 60 pe/mL 1Y5-Fu; 6-Z245 B+
5-Fu ZHRIFFIIAZAKEE R 40 wmol/L Y 6-Z /T
160 pg/ml (Y 5-Fu, #HIIEARERE IR 5644 4k
LGSR 48 h S HF TSR SR SLIR A
24 YHRAREEFENER

HAMPAEREFE 48 h 5, FRIERFRLIFH
PBS sk 2 Wk, THEI B OGS 0 U T SR A RS
ML
2.5 MTT & iE & H 4 patEsa ) &l %=

YRS S i 25 b BRIR] 2.3, A AE AR By 5%
SN ARER ISR 48 h i, BALINA 20 wL WREE N
5 mg/mL 1) MTT ¥, 3535 4 h 5 5L,
A 150 pL DMSO, TR FPR% 10 min, RHZ
I REHE bR AL AE490 nm K A0 A6 45 LK O FE AR
2 G B A 2= (25 VWO BB - P 25 L B
{H)/25 A4 WG JE % 100.00% , E3 21 B 6 A~ FLIY
FEER TS 3T
2.6 MM NS HMEET R

YRS 2H S 2R 270 3R] 1.2.3, £ AR EG57
48 h Ji, RS EDTA Ay s il 7 1k 40 i, Uie £
IR, B0 BT . PBS ik 2 IR A
500 L 2565 iR B, KN Annexin V-
FITC 5 WL 1 PI 5 pL, EiREOEHFE 15 min, KA
Dt 2 A LA SRS I A I T O, ] CellQuest 1
PHHEF AT
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2.7 MTT A& &AMz e st

YR AT S 4 2GR BER] 2.3, 45 2H A 2 AH R
SRR 48 b J5 , T AT P A AR A I R A
R 5%10* /L, 3% 200 pLALEERN 2 96 FLAR , 4
HIEE 3 MNEAL, 1555 24 hRFEEALNEET L X8
X FEL AN Z AL, 2 I A S AR E5-Fu (12.5
25.0.50.0,100.0,200.0,400.0 .800.0.1 600.0 pg/mL)
HIRE TR, FEFL 200 plL, 4REE5 55 48 h, HAY MTT
KDL BRIA] 2.5, 745 AR BE A5 10T 4 M g 4
il K 5-Fu XA ALY 1Cs0, 4% 2.1 ATt
NPT
2.8 RT-qPCR #& iUl & A4 A1 SDF-1a,CXCR7 P~
gpBcl-2 Bax mRNA Fik7kFE

HAMMIAERT 37 48 h 5, SR SR I
PBS #k 2 U, HTrizol 1537 & 70 I LA 4 B RNA,
et FH 335 7 SRR B0 B e DNA, SRS EFTRT—qPCR J
N, RT-qPCR AR R EARF R 20 pL, Jz b Z51F
KFAEPE 95 °C 15 min, 281 95 °C 10 s, 1B k/ZEA
60 °C 32 s,3L3t 40 PMEFR, L) GAPDH fE R NS4
R 2o Pt RS BRI A X SRk, RT-
qPCR 51yt H i B AE M RHECA FR A w33t
B LR 1,

%1 RT-qPCR 3|43

Table 1 RT-gqPCR primer sequences
FEH 19T 5)(5'—3") S B /bp
SDF-1a  IE [ ; TTACGTACGCATGACAC 286
JI] ; CATTCAGGCAGTCGACA
CXCR7  IE[i;ACATCGTCAGTACGAACTAA 292
JZ I ; CGTAATGTAGCACCATCA
P-gp 1E ] : TGGAGGAGATGAGGATGTTG 240
JZ I ; ATGTTGCCATAGGCTGACTT
Bcl-2  IF[[;CGTCACGTGTACGAACTACGTA 316
JZ [ ; CATCAGTACGTACGAATGCAC
Bax 1E[A] ; TGTCGATAGCATAGACC 281
J21] ; TTCAGTACAGTAGTAAC
GAPDH  IE[]; TCGTACAATGTCAGTCAC 294

JZ 1 : TTCGTACGAATCGTCAGTC

2.9 Western blot # il & 4 A8 SDF-1a,CXCR7,
P-gp.Bcl-2 Bax BERIAKF

KAAMMAERFE 48 h 5, FE R R IR
PBS #hik 2 ¥, A RIPA 2L Z41#% 30 min, 2

BOFWE B AWK, & LAEFLN20 wl & AR,
FH10% SDS-PAGE #E i 47 HL UK , % B FH AR
A4 IR E A 1 h, BES 25 A SDF-1a CXCR7
P—gp . Bcl-2 Bax XGAPDH —#T, T 4 CH&MF T
H i, Horh SDF-1a,CXCR7 Bel-2 il Bax —3Hif
BN 1:1 000, P—gp — BT A FE L 41N 1:500,
GAPDH —HUHG BEHL A 1:5 000, TBST PEHE 3 ¥k
J&i AR HRP ARICH 9t , TEENE 1 h, H
o B 1:5 000 5 R TBST PEAE
3, BEME B RR R S ELRE U B-
actin NS THHEA A HARE A BIAX Rk
2.10 GEITESH

K] SPSS 23.0 Bkt et w o b, R
GraphPad Prism 8.0 #{4FZ: &, THEGORILL “xts”
No FFAIERSG By 2255 % , Z 4 8] LR ]
one-way ANOVA ZHBIF PR LUK ] SNK—-q 55 45
FERFE , R Welch 1 (97 22434 , 4L18] 7
W HAR ] Games—Howell ¥ o RS IEADAE,
FHAESEHGE . LA P<0.05 NERA G5 L,

3 #R

3.1 ANGERAEm 2 ARtk SW620/5-Fu IS E

SW620 4H L[ 1Cs, fH K (14.25+1.34) pwg/mlL, i
SW620/5-Fu 4L i 1Cs fH 4 (96.98+2.24) wg/ml.,
SW620/5—Fu 4 g i i 24 6% B SW620 4y 6.8
&, VLB NS5 B R T 25 40 AR SW620/5-Fu #4) 2 il
Ui, HEWE 1,

SW620: 1C5,(14.25 + 1.34) pg/mL
100 SW620/5-Fu: 1C:0(96.98 + 2.24) pg/mL

Rl YN — w620
&y -, - = SW620/5-Fu
.

80

MBENI%

1 2 20 40 80 160 320

5-FZERJ§/(III)Q/FO|—)
B 1 A& sWe20 5 A& 254 Btk SW620/
5-Fu X 5-Fu B3 8- KRz B £&
Fig.1 Dose-response curves of human colon cancer cells
SW620 and human colon cancer drug-resistant cell line

SW620/5-Fu to 5-Fu
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32 AREKE 6-Z1GE 3T A 4 R 5 it 25 48 R ik
SW620/5-Fu #AAfiE S HIS0

50 pmol/L [£%5,20,40.80,160 wmol/L (1) 6-
F N1 T U 20 AR TE 134T B (P<0.05,P<0.01), H
BEE 6220k BE T+, 40 MG ) T B 3 ]
o ZRE RN RIHR I 620 B 4H TS 1 i il
R 3 B A AR KOIRZS  7E 40 pumol/L 2544 F B AT 5]
R HEA G2 A U ARG 51 T B, Rk
R A ek B A MR, BOE A R S S Y T
VEWRIE , PRILE 2,

150

£ 100+ .

HRRRRRTEER/ %
o
S
1

0 10 20 40 80 160
6-EIBENRE/ (pmol/L)

B2 AERE 6-ZWEMIT AL R 254 Ak
SW620/5-Fu ZAREE 71 HRSE (x5 ,n=6)

Fig.2 Effects of different concentrations of 6—shogaol on
on the cell viability of the human colon cancer drug-
resistant cell line SW620/5-Fu (xxs, n=6)

H.5 0 wmol/L 4 HAE, #P<0.05,#%P<0.01,

33 BAMBREEFIE
25 AL 5-Fu 44 52 1 B ke | BRI BE A
KOARIZ S =ML  6- 20 41 6-Z20a M +5-Fu

Y AMMATE S b R R (ELING RE 20 B S oL, A4 /)N
ARG R 22 ML R A SSURG &2, TEDLIEL 3,
3.4 HAMRRIEEINEIES

5523 (U4 FU#R, S-Fu 240 B 5e A ) R A 22 57
TGt B L (P>0.05) 5 525 LI 5-Fu 4L LA,
6—LE M2 e 6— 205y +5—Fu 4 41 i 184 5 41 i) =%
BIFHE (P<0.05) ;5 6-Z M2 b A, 6- 2 +5—
Fu 240 L 5 56 25 5 T e 124 L (P>0.05) .
W2,

FR2 FHHAMAIEEHDE L (345 ,n=6)

Table 2 Comparison of cell proliferation inhibition rates

among groups (x+s, n=60)

415 20 M1 BT 161 %
{EE 0
5-Fu 2 18.62+4.35
62 88.98+13.16%

6L +5-Fu 41
¥ 5 HAML, *P<0.05; 5 5-Fu 41AH1L,*P<0.05,

85.52+12.37+*

3.5 BAMWMBEBATES

a5 A U, 5-Fu AN IR T3
T2 N R TR E R TG # 5 L (P>0.05); 5
25 LY 5-Fu 24 AL, 6- M T 4 K 6- 22 M+
5—Fu ZHA0AE P T2 RSO TR R R TRy
TR (P<0.05) ; 5 6-ZIiHr 2 i, 6- /M +5-Fu
AR BT R LR T R 2R A TSR
THER X (P>0.05), LK 4.3 3,

5-Fudi

6~ 6~ +5-Fu 4

B3 RAMAEFEFREREB(x200)
Fig.3 Representative morphological images of cells in each group (x200)

5-Fuffl

10°4Q1 Q2
032 £17.36

6-ZIHEA

105401 Q2

b-E 5 A+5-FUl

. o3
159

3 3 37

-100 0 10 10 105

Annexin V-FITC

Q3

33624 29.6

3

-103 o 10 10‘ 105

Annexin V-FITC

0% 0 10
Annexin V-FITC

4 105

B4 JEAHEFH RHNSETEILR

Fig.4 Comparison of early, late, and total apoptosis rates of cells among groups

0% o 107 10 10°
Annexin V-FITC
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®3 HAMMEEH . GEHAMBBATEILR (vs,%,n=6)
Table 3 Comparison of early, late, and total apoptosis

rates of cells among groups (xts, %, n=06)

il REETR BETR . BT
{EE 16.42+3.87 14.14£2.96  30.56+5.22
5-Fu 4 29.61x5.82 735£1.86  36.96%6.21

6-F A H 50.7248.96%  10.31x2.44**  61.03+10.18%*

6Nl +5-Fu 41
0 528 M, *P<0.05; 5 5-Fu ZHAA L, "P<0.05,

50.08+8.97**  12.16+3.21*  62.24+11.36**

3.6 EHEMAAYBEES
s AL HLES , 5-Fu 4L 2595 5025 7 0%
AR X (P>0.05) ; 525 AR 5-Fu 41 b4, 6-2%
WY K 6— 207 I +5—Fu 21 41 i T 2446 B4 B AR
(P<0.05) ;5 6-Z Ml 4 4, 6-Z2 5 +5-Fu 41
YRR 248 5025 I G122 B L (P>0.05) , TEDL
4,
®4 BEMBETZIIBELE (3+s,n=6)
Table 4 Comparison of drug vesistance index of cells

among groups (xxs, n=0)

4157 i 2554
E{EE 7.89+1.24
5—Fu 41 7.95+1.31

6-ZIRZH 2.02+0.35%

6-ZEM T +5-Fu 42 1.96+0.31%"

0. 524, #P<0.05; 5 5-Fu 440, P<0.05,

37 HHAMA SDF-1a, CXCR7,P-gp.Bel -2, Bax
mRNA FRiLKE5

s AL R, 5-Fu 41408 SDF-1a ,CXCR7,
P-gp .Bel-2 & Bax mRNA FiA/KFE2 7 IL5
22 L (P>0.05) ; 5725 FLALRT 5-Fu 41 HLER, 6- 20
Wyl f 6-ZE M +5-Fu 4140l SDF-1a,CXCR7 P~
gp.Bel-2 mRNA FikKFHIFEAL (P<0.05) ,Bax mR-

NA FkKFEB T (P<0.05) 3 5 6-Z2 My 4 1L i,
62 B +5-Fu 4l SDF-1a ,CXCR7 .P-gp Bel-
2 Jt Bax mRNA FRikKF-22 7058158 L (P>
0.05), HW#%KS,
3.8 HHEYM SDF -1a,CXCR7,P-gp,Bcl -2, Bax
BEARIEKTESH

5o A g, 5-Fu 418 SDF-1a ,CXCR7,
P—gp Bel-2 } Bax 3 H R E KV 2 7 TG+
B (P>0.05); 525 AT 5-Fu 4 LR, 6- 224 )
H K 6-Z2 4 W +5-Fu A4 SDF-1a ,CXCR7 .P-
ap Bel-2 2& 4 £ KK B (P<0.05 ) , Bax 45 1
IR TR (P<0.05) 3 5 620 By 4 UL, 6-
FIR Y +5-Fu 240l SDF-1a . CXCR7 P-gp .Bcl-2

M Bax fE AR K2R TG T L (P>0.05)
TEULE 5 %6,
4 g

S e Ay T 257 S e R TR T RCR, L,
ING3F AR I e A LR -7 326 A 0 1) 308 e SR e
HAEZE O by 2459 32008 i 75 5 R 20 e
PR AT At e B i A BT MR VR IR TR 4R
I A G A S B K AT I SR T 2 S O
TSR, BE AR A i 241 0 77 A2 6- 2203 A Ay
A 25 TR E B R LAY, I S (R 1 B 4 i
W IR T 75 S 200 L UL T 410 ) g 240 A 1
(R AR5 Z R 2T 1R, R R, 6-
FEAR T BELE AN [RIRE B 1 40 ) 45 1 i 400 . SW480
(1) DNA & BRI 225334 ffi SWA480 4 fitd 1) 1 57 ]
WHE R AE GY/M 3, UE I S A b o (S A 701,
AR BN, 525 A S-Fu A EL , 6- 220
20 Je 6-Z2Ja I +5-Fu 2 40 B I B B S /b 240 B e
FHAZZ AN T 0 R SR NP TR T i 2 R

RS KA SDF-1a,CXCR7 P-gp,Bcl-2,Bax mRNA FikKFLLEL (s ,n=6)
Table 5 Comparison of mRNA expression levels of SDF-1a,, CXCR7, P—gp, Bel-2, and Bax

of cells among groups (xxs, n=0)

415 SDF-1a CXCR7 P-gp Bel-2 Bax
ZFHA 1.86+0.33 2.15+0.41 1.83+0.31 1.96+0.32 0.26+0.04
5-Fu 41 1.91+0.36 2.12+0.38 1.80+0.29 2.02+0.35 0.25+0.04

6-Z2 AL 0.84+0.15% 0.960.17* 0.72+0.13% 0.92+0.16%* 1.33£0.21%
6-Z4A I +5-Fu 41 0.81+0.14%* 1.0120.18** 0.7420.14%* 0.88+0.15% 1.3620.23%

. 524, *P<0.05; 5 5-Fu 440, 7P<0.05 .,
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Fig.5 Protein band images of cells in each group
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T 24U 7 T, HH 22245 25 2 ) MDR1 4B 1 P-gp
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B A9 T SDF—10/CXCR7 38 6 A0S e S ml
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K P-gp ) mRNA FlEE H R XK B T2 H
HAM 5-Fu 21, $E75 6220 1y n] GE i 41 ] SDF-
1o/CXCR7 38 [ Ak, I T B AT 24 #H SC 2R 1 P-gp
2RIk

R 25 SNHEDLI A1, IebJ8 48 LT I8 T 15 5 (4 i

Z IR AR 7 24508 B E 2 SR P BSR4 P
T B Bel-2 13k 2R 3A 23 10 il ek s 200 M iy il 1, 2
HEm 25 PR 7= AR P T3 Bax 1915 F A BRI
S T A B T SR AL T RUREERY, T 6220
Al RSN S R A AR TR ARG
ZER IR, 6- 2R I AL FL I, N2 R R T 2 40 ik
SW620/5-Fu HHTT-A1 5653 Bel-2 1) mRNA K&
A RIRKCF AL, AR J T3 F Baxy mRNA
FAEFRINCEEIT S, FEMZGE 50T, 6-Z MMl
5 6- LR +5-Fu 7 LR T4 FRIE T
22 5 G2 B 2 A5 R T BB S5 SW620/5-Fu 4
JHIRE LI BORSAE (1) S—Fu Tiif 25 R AU BYIFHOC . A5
FWT AR AT 245 ) 1 35 DB 1L 174 it 24 ek 924 240 e
W AN 255 5 255 S IR TR SC I IR EE L &
AR O X AR T 2 0 1 A e T R
Rif, BRI TN 24 R A A e DA g — 2 348 5 LA U
TR, ABEFEH 6222 4 Wy S ph b B B[ A) T 4
Bel-2 Ak, IF [ Bax YRN8 /8 H7E it 25
240 JifL v AT R ok R PR T AR DG A R IA R
PEFZEYRON . 6-ZIRMIRS 5-Fu 42591k
FEor IR PR E— SR A, T RE S e T it 24
KRBT 5-Fu 1B &iﬁﬂ@%ﬁ&

g5 LTk 6 - 2247 T W A 2ok 7 i) SDF 1o/
CXCR7 3 #1457 ?%?/%ﬁ(ﬁ,?ﬁ] P—gp il Bel-2 32
ik, LR Bax AFEIE , SR L5 WA i 25 40 i ik
SW620/5-Fu HYIGFH et H T s Ay Fuad .

(B ZA GEANAFAE— 2 SRy BRAE < 25— B
ALAEAR SN AT T HIE , 18 B = sh A R I
IRFEA B — 20 34 58 — AR R RET
SDF—1a/CXCR7 3 % , A %t HoAh i} 26 41 56 553 5%
Z R A EAE A T IR AR T 5 26 =, 6- 220 ik
TR 2 I B TR s TS A Rt — 25T

R 6 HHAMA SDF-1a,CXCR7,P-gp.Bcl-2, Bax BEFRIEKFELLER (x5 ,n=3)
Table 6 Comparison of protein expression levels of SDF-1a, CXCR7, P-gp, Bel-2, and Bax of

cells among groups (vxs, n=3)

25 SDF-1la CXCR7 P-gp Bel-2 Bax
Z5 14l 0.86+0.16 0.77+0.14 0.92+0.16 0.85+0.15 0.16+0.02
5-Fu £ 0.78=0.15 0.8620.15 1.02+0.16 0.7620.16 0.110.02
62 2H 0.540.09* 0.43+0.07+ 0.55+0.09% 0.53+0.09% 0.330.05%
6-ZEJ+5-Fu 41 0.48+0.08* 0.4020.06* 0.50+0.10% 0.49+0.08* 0.39+0.06%

. 5 P4, *P<0.05; 5 5-Fu HAH L, *P<0.05,
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