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# PANC-1 = SW-1990, & CCK-8 k4= Transwell #& M| 2\ j0 38 35 #2042 & /1 , & & Ji ¥ it ik (Western blot) fe 0 R b 2 T H 4
B4k X BB (RT-qPCR) i 4 FKN,IL-6 #= STAT3 % & % mRNA ¢ %3k, %8R # # FKN-siRNA 24 h 8 ,PANC-1 % SW-
1990 & %0 20 ML oB % AL (A {5) £ 8l 2 %46, £ 48 h #= 72 h ot ,FKN-siRNA 41 A {59 2 & T x+ B8 40 4= FKN-siRNA [ 4 41 (P<<
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[Abstract] Objective
creatic cancer cell lines PANC-1 and SW-1990 by regulating 1L.-6 /STAT3 signal pathway. Methods
tor to construct and synthesizing FKN-small interfering RNA(siRNA) , then which was transfected into PANC-1 and SW-1990. The
proliferation and invasion ability of cells was determined by CCK-8 assay and Transwell assay. Expression of FKN,IL-6 and STAT3
protein and mRNA was detected by Western blot and RT-qPCR. Results After transfecting FKN-siRNA for 24 h, the absorbance
values(A value) in the PANC-1 and SW-1990 groups had no significant changes,the A value at 48,72 h in the FKN-siRNA group
was significantly higher than that in the control group and FKN-siRNA negative group (P<C0. 05). After transfecting FKN-siR-

To explore the effects of chemokine Fractalkine(FKN) on the proliferation and invasion of human pan-

Adenovirus served as the vec-

NA., the cellular invasive ability in the PANC-1 and SW-1990 FKN-siRNA group was significantly stronger than that in the control
group and FKN-siRNA negative group(P<C0. 05). After transfecting FKN-siRNA in cell lines PANC-1 and SW-1990, compared
with the control group and FKN-siRNA negative group,the FKN protein and mRNA expression in the FKN-siRNA group was sig-
nificantly decreased(P<C0. 05) , while IL-6 and STAT3 protein and mRNA expression was significantly increased (P<C0. 05). Con-
clusion Chemokine FKN might play the inhibiting effect on the biological activity of pancreatic cancer cells by regulating 11.-6/
STATS signal pathway.
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1.1 S2Eettoel

1.1.1 FERH  FKN,STATS.IL-6 R o 4 1L ) i A7
W ZHL PR (32 [ abcam A F]D . N Z GAPDH (b 5t i 42
EHEY D s CCK-8 (3 [H Sigma /A A]) , Transwell /N (3
[E Millipore Carrlgtwahill 2 @] ), Matrigel i (3£ [E B&.D 2
7)) s TRIzol 1 % 5787 & (32 [E Thermo Fisher scientific 2y
A]) s RT-qPCR i 7] & (£ B KAPA Biosystems 2 #]) o

11,2 4Rk IR B 2k i B9 40 M bk PANC-1 &
SW1990( Figdb g Qe AE W H AR A R A VD IET H BER R % A
BEBr AR S A R . B A TAY TRA R A\ &I,
P A B S T IR G DL R O 2R 1 FKN-siRNA,
1.2 Ji

1200 Zff s B AR 4h g bk PANC-1 J& SW1990 i
FI & 102 54 i 3% i) DMEM & B35 952 3%, 8 F 37 °C .5%CO,
MBS SRR B AR . O B0 K4 i 3 AL 1X10° 3580 T 6
AR M A SE &R FRIEE T 37 °C 5% CO, MRFFRM KR,
R 40 A BE SR 3 70 00 LA B A IR S B A0 2% Y FKIN-siR-
NACI0 mmol/L) X 40 i i 47 4% Ue , e gL 3 2 0[] Ji5 4k 2% )5 &
Y SE T

1.2.2  CCK-8 WA Ml 40 Mt 38 7 1% 1 B0 B4 30 40 il %
AL X107 45T 96 LA P (AL 100 pL) 45 B AR & T
37 C.5%CO, WEEFRA P S 12 h, & %A . FKN-siR-
NA 41 J¢ FKN-siRNA (41, F A 3 AN AL, 4 54 24.
48,72 h i mEEALINA 10 pl 1y CCK-8 W » K 15 9% MR Tl A 55
FANIEE 2 h, JHEEAR A E 25 FL7E 450 nm b /9 1% ' BE A
(AfH),

1.2.3 i85 ¥ Transwell /NEE T 24 fLA . 12
ANERBE EMA L 8 WM Matrigel & (&AL 60 L), iCE
FHiFEM 4~5 h, WEX B4 . FKN-siRNA 4] K FKN-siR-
NA B4 A 3 AE AL, I 14 Transwell /NE A
B AL 100 pL(BEFL 1X10%) , 1] 24 # T % Hohn A 600
pL &G4 M3 9 DMEM @& Mg 72 56 & F 37 C.5%46CO; Y
WM IR 24 ho BU Transwell /NE F R AL PR3
FE AR R R S I 1 )2 A AN M L 5 b R 0 L AE A S U
TREHLULEE 5 LS A A TR

1.2. 4 & [ i EP il B (Western blot) £ ] FKN, IL-6 Fl
STAT3 HEHME L RBRAFEREH RS EDIFRA
BCA ko U 25 F1 v &2 i A2 B B Wl #E47 SDS-PAGE L3k,
100 V 18 5 L FE#E B 110 min, ¥ 2 (1 5% 8 8] PVDF B 1, 5%
JBLRE 5 %3 ) 90 min J5 , 431 m A FKNL,IL-6 fl STAT3 —4i
(1:100004 CHERF 5 TBST kiS5 I A BAR 1 04k ¥ i
FRic By —4T (1 = 10 000), E L% K% F 90 min, SuperSignal
West Pico fb2% &SGR Y & 56, ffi ] Image Quant LAS 4000 i
786 % JH Image ] #fEX) FKN,IL-6 .STAT3 F1§ £ GAP-
DH 4 [ %& i # 17 3 #1. LA W £ GAPDH 5 FKN, IL-6 Fl
STATS 43 5 A0 LB I EVE A HE A R ik,

12,5 SEm 500 & & 34 M 5E X R N (RT-gPCR) ¥ £ Il
FKN.IL-6 1 STAT3 mRNA ik 5 TRIzol 2B 40 iy
MRNA JF . % 3 0 cDNA, PCR5I¥ i g4 T A4 1.%8
WA R AT 4. FKN: E#E51# 5'-CTG CCC TGA CTA
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GAA ATG GT-3', F #3514 5'-CAG TCG GTT CCA AAG
TAA GG-3",141 bp;1L-6: E## 5[4 5'-TGC CTT CTT GGG
ACT GAT-3', T84 5-CTG GCT TTG TCT TTC TTG
TTA-3',384 bp; STAT3: L5 % 5'-GAT GCT GGA GGA
GAG AAT CG-3', FiiF 3l ¥ 5'-TGT GTT TGT GCC CAG
AAT GT-3',265 bp; GAPDH: F¥i#5| % 5'-ACC ACA GTC
CAT GCC ATC AC-3', FiE5| 4 5-TCC ACC ACC CTG
TTG CTG TA-3',460 bp, Rt KAPA SYBR FAST qPCR &
PGB RN A 2 0K R &L R A CFX Connet™ 5% ) & 1
PCR {479 % 5 & . FKN.,IL-6 FI STAT3 mRNA By #H % 3¢
B 20T E AR B A R AR R .

L3 Sibseibm R SASS20. 0 AT 8H ge it 43 i, it
FRLL T2s BR CRAEE o 4091, UL P<<0.05 A ZESH
Gt L

2 % ES

2.1 FKN-siRNA %% e 5 00 A5 B9 240 bk PANC-1 J¢ SW-
1990 B4 5 1Y 52 ) G 4 CCK-8 32 46 il 40 Jd i) 38 78 3% P WU -
PANC-1 Jz SW-1990 % % FKN-siRNA 24 h B}, & 4140 s A
8 TG B B A5 4k . 7€ 48 h 1 72 h BF, FKN-siRNA 20 A {fi B &5 /&5
FXTHR L Fl FKN-siRNA B4, 2R B K it 8 L (P<
0.05, WK 1.2,

1 PANC-1 7[5 B g & 28 B W% S B B 28

& 2 SW-1990 AN At = & A BRI B 2%

2.2 FKN-siRNA §& 3L J5 %) A\ B 9 40 i Ak PANC-1 J SW-
1990 221 5%m PANC-1 & SW-1990 #5# FKN-siRNA J5 ,
FKN-siRNA 21 4fi i3 12 5% /1 B 2 3% F %+ B 241 Ffl FKN-siRNA [
PR, 2R A SR L (P<<0.05), WLk 1.

%1 PANC-1E SW-1990 A FHEMBE LR (T +s)

41 i bk X 8 41 FKN-siRNA 41  FKN-siRNA B4
PANC-1 7.8+1.5 24.04+2.5 8.9+2.3
SW1990 9.3+1.8 26.04+1.7 9.2+1.9

2.3 Western blot ] FKN.IL-6 1 STAT3 & 1 i) # ik
PANC-1 f SW-1990 %5 ¢ FKN-siRNA )5, 5 Xt B8 40 #1 FKN-
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SIRNA BH M40 A H %, FKN-siRNA 41 41 it FKN % (4 () 32 ik
B S 3 /> (P<C0. 05), 1L-6 5 STATS & [ 1 3= 35 W1 o 35
(P<<0.05), WK 3.4,

3 PANC-1 #1 FKN,IL-6 & STAT3 EHKKRIL

4 SW-1990 1 FKN,IL-6 % STAT3 EHMRIE

2.4 RT-qPCR &Il FKN,IL-6 fl STAT3 mRNA fi ik
PANC-1 # %t FKN-siRNA J5 & /5% : %1 8 41 411 jif FKN mR-
NA 12235 & FKN-siRNA 4 1. 74 £, FKN-siRNA [ 1 20 44
Mi FKN mRNA J& FKN-siRNA 414 1. 83 {5, FKN-siRNA 41
i FKN mRNA {3350 8 T B (P<<0. 05) ; FKN-siRNA
ZHAN M TL-6 F1 STAT3 mRNA 1 3% 3K 43 5l J2 % BUEA 1Y 2. 03
fEFIL. 794% . FKN-siRNA B4 /9 1. 95 £% F1 1. 81 £%, FKN-
SIRNA ZH 40l TL-6 Fl STAT3 mRNA % 35 B i 7 5 (P<<
0.05), SW-1990 # %t FKN-siRNA J5 & 75 : % B 21 40 s FKN
mRNA (#3235 /& FKN-siRNA 4] 1. 81 5, FKN-siRNA [ #4: 41
il FKN mRNA 9235 /& FKN-siRNA #1fi% 1. 77 £, FKN-
siRNA 4141 s FKN mRNA 35 B & F & (P<C0. 05) ; FKN-
SIRNA 2140 1L-6 F1 STAT3 mRNA 1) 2 % 43 5] J2& %F 18 41 1)
1.76 {0 1. 80 5, FKN-siRNA B ¥4 i 1. 71 £5F01 1. 79 4%,
FKN-siRNA 2140 s 1L-6 F1 STAT3 mRNA [ 25k 8 B F+ &
(P<<0.05) ,
3 i it
BLE 7 FKN & CX3C W K i o — ik 51 . 5 5 Al
A6 - DX BN AE T8 A — b 5 O 2 1, HCH A R A fa AL RO 6
ML E AR . 28 R W] FRN L2 Mg 1y & A & Jig i #2 v
RIEEFEENMEM . —J7 8. FKN 1] LA 5 i 20 5 7 g%
1 25 B A R RN RS L 75 i TR A Y TR 80 DA T A2 3 i g
AT 5 — 5T FKN AT L4k NK 4 fig .CD8 ™ T 4 fig
B CDA™ T I 55 G 93 40 3 1 g 1 Jmy 38, s 2~ 12 28 B B 7% 1)
S R A AR R A S AR . FRIN L IR P & 45 25 ]
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ARSI W 5E R B 8 A XN IR I 9 40 i bk PANC-1 Al
SW1990 % Y« FKN-siRNA J& . 41l §l {2 58 J) W] & 3% 5%, )2 B b
FKN W] fil 76 o AR 8 40 0 Bk ob & 45 58 00 0/ RS 3 bl 48 i 2 5
B, H ik B FKN J& 75 i 76 2 At 7 16 28 55 g o ke 2]
AU EIAE . Jones %D 5E & B K FKN S A BN R
JHF 9t 200 B v SR I R A /0N B P 5 T LA SR T I 9 e g% L AT
T 9 4 4K Tang %5 & BLR R ik FKN 25 H 98 B &
Wi G B4 TR &8 FKN B & . L EWF 500 40k s2 a1k 8
F FKN 724 b R G Mg b e s I il Mgl i 2 B VR R X 5
ARSI 45 A — 5. Ohta %7098 8ok, 8 28 45 4 IR 40 i
FE 9B FKN J5 A DL NK 400, )i & 35 4 e £
HE— U] T FKN EAG 305 o8 & A & R i1 .

EH I R IL-6/STAT3 5 53l [ 75 2 Fh blog il &
Ew EBEMIEM . AUR 45 I B 1Y M A 418
o TL-6 (19 7K S48 FH 5 o HL 5 W08 R/ L I i B L TS R A AE
ARSI IFH 90 %0 L b A EY B R AN M & A STATS Y+
SEG Ak IR T IR 40 A 0 B A R RO B A K AR B
WK AN IR R I T STATS Ay 3Raeiis 2 . 1L-6/STATS
FEEKEAERNRERSHRREZ —, CiFEH IL-6/
STAT3 {55 M M FE BRI 1 A R R i f v il 5 B
S ARHEE AT L AR S B OR - 5 X B 4 fl FKN-siRNA ]
PR AR FKN-siRNA 41 41 s FKN /) & H & mRNA ) %
B L IL-6 . STATS3 (976 11 & mRNA [ 32 35 38 i ; 40 i (5 22
IR IE S FKN-siRNA 21 41 Jif {7 52 J) %% 41 5 FKN-siRNA
Rk 4 o . X AR A0 A6 B PN A6 Ji iR 938 o 30 5 o oge A 2% 24
B IL-6/STAT3 {55 @ B fE BRMIE O K A R b 2 &
B . HBRE BT BoR, mad AG490 mT L i i g
W SATA3 A TG Ak o DA T 946 46K Al J8 200 M A 484 40 42 28 A ok
AMPATS . ARSLE R I, B L F FRKN #3509 F i, 1L
6/STAT3 Fik B It & WL N F FKN 5 STAT3 55
B AR AR — 5 ARG FE — R 1IN FKN 23
it TL-6/STATS {55538 B 6f B it 988 119 38 5 A0 42 28 7= RS2

ABE TR H BT T FKN A 5 i 9 389 5 A1 4= 22 1) 32 i) M
5 IL-6/STAT3 {5 5l s Z A 1 & R L 45 51 % FKN X i g
9o 200 i A 2 v MR R A MR L R B TL-6/STATS (55
S f% T R 10 18 AR AR 8 PR AR R W . X 3 s 2 o LT
L F FKN K IL-6/STATS {55538 H 7T g A B 9 09 1 R I8
I AL BT I B4 AR T R
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