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 E:. HB it CCLI8-PITPNM3 (CC chemokine ligand 18-phosphatidylinositol transfer protein 3, CCL18-
PITPNM3 ) ¢ {452 (A 7E Sk SR 21 i s 1R 22 56 3% h AR T B AL . ik SRIDANE I CCLIS Ab#isk
FEIR 20 ML 95 Tu686 .6-10B 4 it ,siRNA R PITPNM3 [k, i# i1 CCK-8 (cell counting kit-8) - 75 [F 325 i
2 G I AR A1 5 e 0 1 72 A, RIDIR AT S0 | Transwell 1228 /)N 38 52 36 46 W 7K S 1T B 2 28 8 7 1 il 72, qRT-
PCR Western blot £5lll EMT 73 TAREM AR IE NG IL. 5R  (OrhCCLI8 4b HE Sk 3 AR 40 fa fi Tu686 .6-10B 2 Jifs
J5 AR IR A RSN, ZF A Transwell 28 5k 12 1 R52 11 200 Jf W . 3% 2, thCCLI8 Zb 3 siRNA "R i PITPNM3 {1y
Tu686 ,6-10B 2 ifd, T~ 95 25 240 10 17 5 B8 R 4= 2% 8 7 58 3 A4 240 it Ak 38 44 B S 96k 555 ; @rhCCL18 Acb P4 Sk S50 bR 441 ff 5
Tu686 .6-10B il ,mRNA /K- E-cadherin %3k [#1fk , Vimentin . N-cadherin , Fibronectin 23k J} 5 ; 2 11 Fi /K F E-cad-
herin ZE3AFA% , Vimentin 235 TF R o R IRBIRRANIAY PITPNM3 2635 )5 thCCLI8 FEY b H, E-cadherin T §# #1 Vim-
entin N-cadherin Fibronectin | JH3 5 5. 7R Hi 35 A% 40 it (%) B (@ j#a %5 ; @rhCCL18 4h H#L A1 T 8 PITPNM3 Xf Tu686 ,6-
10B 6 ZH 4HHf A A= A7 G H I A0 RS W A8k . 548 CCL18- PITPNM3 it {432 (Al ] {2 1k Sk SR 40 e i
M RIMRZRIERSRE T, il BE 5 EMT F AL,

X @ I SkHBRIRANRE ; CCLI8 ; PITPNM3 ; (R85 8% 5 [ B — [ ik
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The role and molecular mechanism of CCL18-PTPNM3
ligand receptor axis in the invasion and metastasis of
squamous cell carcinoma of the head and neck

QIN Yue-xiang', LIU Yong®, WANG Jun-cheng’, YAO Shan-hu’, HUANG Dong-hai* , ZHANG Xin>, CHEN Zhi-heng'
(1. Health Management Center, the Third Xiangya Hospital, Ceniral South University, Changsha 410013, China; 2. De-
partment of Otorhinolaryngology Head and Neck Surgery, Key Laboratory of Otolaryngology Major Diseases Research of Hu-
nan Province, Xiangya Hospital, Central South University, Changsha 410008, China; 3. Department of Radiology, the
Third Xiangya Hospital, Central South University, Changsha 410013, China)

Abstract:  Objective  To investigate the role of CC chemokine ligand 18 ( CCLI18 )-membrane-associated
phosphatidylinositol transfer protein 3 ( PITPNM3) ligand receptor axis in the invasion and metastasis of squamous cell
carcinoma of the head and neck (SCCHN) and its molecular mechanism. Methods Human recombinant protein CCLI18
(rhCCL18) was used to stimulate SCCHN Tu686 and 6-10B cells. siRNA was used to down-regulate the expression of
PITPNM3, and the growth and proliferation abilites were detected by cholecystokinin octapeptide ( CCK-8), cloning
formation assays and flow cytometry. The scratch healing assays and Transwell invasion chamber assays were performed to

detect changes of migration and invasion abilities in vitro, and the expression of epithelial-mesenchymal transition (EMT)
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molecular markers was detected by quantitative real-time polymerase chain reaction (qRT-PCR) and Western blot. Results

(DIn the Tu686 and 6-10B cells, rhCCL18 stimulation got the cell scratch healing rates increased with significantly
elevated numbers of cells passing through Transwell polycarbonate membrane. After thCCL18 stimulation, the Tu686 and
6-10B cells with down-regulated expression of PITPNM3 by siRNA didn’ t show any clear trends in the migration abilities
and numbers of cells passing through Transwell polycarbonate membrane as the parental ones did. (2)After treatment of
Tu686 and 6-10B cells with thCCL18, the expressions of E-cadherin at both mRNA level and protein level decreased,
while the expressions of Vimentin at both levels and those of N-cadherin and Fibronectin at mRNA level increased. After
thCCL18 treatment, Tu686 and 6-10B cells with down-regulated expression of PITPNM3 by siRNA didn’ t show any clear
trends in the expressions of E-cadherin, Vimentin, N-cadherin and Fibronectin as the parental ones did. (3)The results of
CCK-8, cloning formation and flow cytometry indicated that thCCL18 stimulation and down-regulation of PITPNM3 did not

lead to significant changes in the growth rates and proliferation as well as cell cycles of Tu686 and 6-10B cells. Conclusion

%439

CCL18-PITPNM3 ligand receptor axis can promote the in vitro invasive and metastatic abilities of SCCHN, which may be

related to EMT.

Key words : Squamous cell carcinoma of the head and neck; CC chemokine ligand 18; Embrane-associated phosphati-

dylinositol transfer protein 3; Metastasis; Epithelial-mesenchymal transition

S ZUE IR 41 M9 ( squamous cell carcinoma of the
head and neck , SCCHN ) J& 3k 551 35 &% 55 0 %) 2 14 i
LR R AR OB R A RET
AR BT RS 55 2 2 B RBOR YT E TR IR RS2 e b
IV G o (S 3 N  OR s (R TR KBS
AHAR T B S S S 0R 40 9 R AL TR
M EE RN Z —, 24 R 58 4 B R R OC
R R, EER Sk SR A0 MR R 22 5 R R
SFAILR 5 e A e 1T R T A AL B
A H L RBHIT 5 I R S

RO & — N R AR LR RS, 2R
0 2 5T 20 M 2 5 O b, o b AR oG B A6
(TAMs) ", CC B# 4k [N F R4k 18 (CC chemo-
kine ligand 18 ,CCL18) & i ik ¥ 5 H M2 %I TAMs
I3 WY E S E R 1, 7R N R S MO R v AR
IR R 1 A R S DI AR 5, AT AR Sy
BTG B SRR o BFT R E 7E PR
SEZ PO g b, CCLIS W] T 2 B ) 44X ik Jiv g
MEHTAE ] S | 2 R S 5 T 5 g 1)
SEAEE Y B IS W VLRSS B 4K 1 3 (phosphati-
dylinositol transfer protein 3, PITPNM3 ) & CCL18 f)
Itek % t&, CCLI8-PITPNM3 1] L) % 45 25 F 5
5 Pyk2 G BE A HE CSF-1 Y2655, 589 55 40 g i 185
g TR R 22 B 0 T 4 AT g K B
M2 %1 TAMs 4334 CCLI8 ] 22 MTDH i % I fz -
[F] S50 4 Ak CEMT) 0 g 1 , At i Sk S fobR 200 e 98
LIRS R S kR . {0 CCLIS-PITPNM3
PCAASZ A4Sl S SR 20 s v () 4 T e 1AL
HATERE . P, AR AR ARl |, DSk SR 4

R bR g 7 TR #85¢ CCLI8-PITPNM3 Jig {4
SE ARG E Sk SRR A o AR e e 7% P A T S o 7
HL

1 ##57TE

L1 APRHEH

DMEM/F12 48 i3 5% 3% ( Hyclone , Z£ [H ) , 1640
A5 SR RPMI( Hyclone , 3¢ (/) , JoW R 21
A= 13 ( Gibeo, S8 ) , 0. 25% J il 1 K ( Gibeo, 3
Bt (% R IR A W) (Gibeo, EE) , PIT-
PNM3 [/ T4t RNA (si-PITPNM3) (7= M &8 18 1)
BARGIRA ), A E ), siRNA e Je a0 & () M 8t
HAMEARARA ], P E) , E-cadherin 4 £
FilE—$T (Santa Cruz, £ H ), Vimentin B R Z %
[%&—PrL ( Proteintech , 35 [F ) , PITPNM3 7K £ 75 %
—41(Novus, 3 [H ) , B-actin 4 [ /> L B 38 B — HT
( Proteintech, 3& [€ ) , Cell Counting Kit # ] iz 7| &
(LR BAEYHARARL A, 1 E), TRIzol RNA
4B H (Life Technologies, 38 [H ) , 445 Matrigel &
JEHEHY Transwell /N%E (8 wm #A% , Chemicon /A F] ,
EH)
1.2 SEB6751k
1.2.1 Sigegmie BT S RSk SUBEHR 40 i 98 40
8 (Tu686 ,6-10B \5-8F  FaDu Fl CNE2) K 1 #k A I
Y 26 987 T s 72 200 i ( DOKO) SR A PITPNM3 Y 2
IR0 AR S0 45 2R S 20 ik i 2R KA i AR
SR RN 0 R 65 98 4 A Ak ( Tu686) FlA S
MR PR 8 240 J Ak (6-10B) VS SE B 2 Jfd . Tu686 4
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525 %

ffisk B F 32 [E Emory K2 Grorgia Chen S256 =, 1%
F2H DMEM/F12,1: 1 JR 5 5557 1 ;6-10B 24 Jifd Sk Ui
TR K= B 2 B 0 SR IR %, B 5F 6-10B 4
ffLFH RPMI-1640 55379, WO AR 41 B AR R FH & 10%
TCWE B AR GG 25 175 1% BT (75 85 2% F0 5% 5
F)MAF M 2857, & F 37°C.5% CO, H
95 % 1% £ ) A M s FR A0 Hh R IR . S T
R 240 M ) AR RORES R A HLAL T3 08

1.2.2  si-PITPNM3 # % Tu686 .6-10B 4 jit 42
RS R sIRNA % Je 350 G Ui B 13 i #E 25
BEIEAT , R qRT-PCR P A4 YRR 1 siRNA-
PITPNM3, B F % 504 K 1 ) Tu686 .6-10B £
JRIFRAR , 20 A BE 24 30% ~40% BT LA B if 375 b 3
24 h,Jc | siRNA #9u 2 690, % & 30 min 50
AT RGBT G IR . e 72 h JE 4R B A Pk
4T Western blot &l PITPNM3 & [ B T ERCHE:
1.2.3  thCCLI8 4k 22 3k #7 8 K 4 B0 J& 4 &L
Tu686 .6-10B 4 il 43 5| 2 #h T 6 FL AR v, 75 I BE
24 h, AR 2 R 50% I, DL JG I B O % 55
24 h J5ELEE R 2 ml BrEETC MG IR, DA AEAE
FHHEE 20 ng/ml (1) thCCL18 Ab 34 Sk 551 i R 240 e 3
AH,24 h G EE LI —IK, LR FE 24 h JREE
Jas g, Lk 6 4. O KA A
(Blank ) ; @X} R4 (NC) ; @355 4 ( si-PITPNM3 ) ;
@FEANH + rthCCLI18 4 (Blank + CCL18) ; &)X} R
20 + rhCCL18 (NC + CCLI18) ; @52 ¥ 4 + rhCCL18
(si-PITPNM3 + CCL18) .

1.2.4 CCK-8 i 4435 Tu686 1 6-10B #%-41
A 0. 25% Wi B AL, #2570 T 96 fLAk, &
£L.2 000 ~4tiffl, B AR 3 MEAL, HMEEFR, 6h
i o 2 LU B S A, BRCES  — Bl Sk O b A
B 24 h RGBT EEG A TS RESE . 76 0,24 48 .72,
96 hif ] f3 FEBR R IR, FAL 430 100 pl CCK-
8 KRR A W (TR A WL B 7 1 CCK-8: 15 3R Tl
=1:9), B F 37TCEF#4 % 1 h, 5FF ELx800
MG R AR ( F2 1 450 nm JET P K 630 nm) il
FEMOCEEE A K 2B, SEIE A 3 Ik,
1.2.5 FHAEHRER HABG Tu686 Fil 6-
10B 2040 g i 0. 25% 1Y i 5 A B 1k, 7 T
6 LA, Al B R 300 4~/ fL, B HLEE 97 10 ~ 15 d,
3 KA 10% I0LIE AU B 40 55 7,
PR A HR T AL A 200 o T L B R . SRR DR SR
W, FH 4°C T i PBS 22 vl ik 3 IR, iR 1Y 4%
Z R E 15 min, 700wl 25§ 5 Qe g &

=1 HH

15 min, i /K PEHE BT . RAEEIR, F] Image J 4K
P HEGORE, IR A R e BT R, LR E A
3

1.2.6 X Asbn RIS Tu686 7520 41
JELHT 0. 25% 1B 9 B A , i A M B i A 7% =
BLOET 1 000 r/min B0 5 min, 7 F1E, DL PBS
VA TRCHRR: DR TRAIIE 2 WK, B0 I R, B AL A0
A1 ml 70 % CPBrEE 2 EEAE 18 h K O I E 4f
M40 800 r/min E5.0> 10 min, Y EE 40 fifL, in A PBS
YW, 1 000 r/min B0 5 min, PE¥% 2 ;A
500 wl Binding Buffer,5 wl RNase A F15 wl PI 3¢
TR2), RT 356 15 ming FHLEE I, 10 5% 80k B
488 nmAbLL A5G, SLEEE 3 IR,

1.2.7 XRE&4 %R FLLBS Tu686 H16-10B
AN 0. 25% 1 g 2 11 it 1 A Tl A 200 B A2V
TR AN L 3 x 107 A/ ml, 2R F 6 FLARH #E
BEF%  FrAN M k& BE 90% LA b1, 7 DA i 375 Ak 2R
24 h, BAJE 2 0 BE Rl 5 BT 4R AT 100% , R 10 pl
TCR A BAE Sk HEA T 4R IR, PBS e BT 4 i,
MIEREFRWIESR . 60 h Al 48 h I 7 Rl I DX 4
THEVE AT AR CRIE T U HE T i X 4 — 3
MG H MM A RE ) RS AR E A %,
SRR 3 K

1.2.8 Transwell 1 £ /)= %% VA Matrigel
JEEH /N BT AR AMT R BRES Smin, I F /5 JC 1L
AR, b PR Tu686 F1 6-10B 2521 41 fifd 1]
0.25% AR B AL, 3R T/ 1=, di i
Tu686 A 2 x 10* 4~/ml,6-10B 4 1 x 10* 4~/ml,
FIMA 600 wl 7 10% I 14 55 35 W, 5 FL K 5%
48 h, B Transwell /NE, FHAR 4 B8 4 452 B R ik 1
JEETET b ) 5 S R 20 L, FH T2 1) 4% 22 58 HH I [
15 min,600 wl 254 5 Y YL ( 15 min, /K kT
B (B DR e B T BEPLEI S SRR IR,
i Tmage J BPF 4057 2 matrigel 58 A 40 1%, 5C
FHE3 W

1.2.9  qRT-PCR &  #ZHCA 440 g & RNA,
ND2 000#% iR 5 1 43 A {0 & & RNA Y ¥ B,
0D260/0D280 {E ¥ il RNA A% 26 BF , #2 §& All-in-One
First-Strand ¢cDNA Synthesis kit 7 & A2 W 55
Ji% cDNA, #R#2 All-in-One qPCR Mix {57 &5 7 FE
% qRT-PCR SV IR 7, 58 i qRT-PCR 2 )iz, 1) ]
PAACHERTT A4 H L 1) mRNA AHRT T B-actin
AR, SLREL 3 W TR IIILE 1,
1.2.10 & & ¥ itk (Westernblot)  #EU&A4H
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x1 51YF5)
Gene Primer Sequences (5’ - 37)
E-cadherin
Forward TCCATTTCTTGGTCTACGCC
Reverse CACCTTCAGCCAACCTGTTT
Vimentin
Forward TGGCACGTCTTGACCTTGAA
Reverse GGTCATCGTGATGCTGAGAA
N-cadherin
Forward TGGTGTATGCCGTGAGAAGC
Reverse TTAAGGTTGGCTTCAGGCTCA

Fibronectin

Forward GGCCAGACTCCAATCCAGAG
Reverse CCGAGCATTGTCATTCAAGG
B- actin

Forward CTCTTCCAGCCTTCCTTCCT
Reverse AGCACTGTGTTGGCGTACAG

MM B, BCA R E MM S E W, SEA
VAL B, HEAT 10% + e FEBR IR EH — 2R N I Tt
JeElE (SDS-PAGE) Fi K. # H AL UK 70 B i e i
R 9 LM (PVDF) 5%, 5% JIid Jig 4= 975 &5 141
1.5 h, %3t A PITPNM3 | E-cadherin , Vimentin £ 5,
FEPLIA(1:1 000) T 4°CokFH %, 37°C T iR &
1 ho PE RS, B O A 10 W I A5 aC 19 9
(1:2000) i FHEE 1 ho BEBIS , 224022 KOLHH)
BB o LRI B-actin HT4K (1:2 000)
Rl B-actin FEAF NS, LIHEKE 3 I,
1.3 Siit=airdr

VL] SPSS 20. 0 i AF AT Geitorbre 11 BTk
FIORN x x5, AL HCBCR T ¢ K550 ,3 20 R DA B LR
AR HAINZETT 2215 (ANOVA) o Fra4eit
LSS, P < 0.05 225 A G o

HR

2.1 Stk 40 Mg 0 Ak - PITPNM3 [ 3k

i# 1 qRT-PCR F11 Western Blot 43 AR K& & I,
5 DOK 4 ig#H I, Tu686 .6-10B 4 i 7F mRNA F1&
H 5K Y R B = 7KF- /9 PITPNM3 33k, FaDu
i PITPNM3 (3255 R4 55, CNE2 1 PITPNM3 1y
Feik% DOK ZHHAK, 1 5-8F 3235 7K F4 DOK
TG 22 5o BRI, ASF S 5 L Tu686 ,6-10B
AR R SC R4 (P <0.01, 81 1A B)
2.2 TR RSk SR 20 9 40 i Tu686 F 6-10B 4
Jfir PITPNM3 )35k

K 3 PR S siRNA 5% 4% Tu686 Atk
SR LH AN mRNA, {ii ] qRT-PCR A5l PTPNM3

IZFERNEBL, LB si-PTPNM3 — 1 R iR & (P
<0.001, 8 2A) , Pt e si-PTPNM3 — 1 /E 5200
FFFI siRNA . KA si-PTPNM3 — 1 %53 Tu686 % 6-
10B Zififd, $2 IR (1 iE4T Western blot Al %%
S5 Blank NC 41HH L, BIARANISL 3641
PTPNM3 [k 34 8 FFRAK (& 2B) o

% 25 ° o‘{“\@‘bb\&‘%? R r
Ts, CWV e & <% N
€9
o 315 PITPNM3
=210
Zg .
g i B-actin
e £ O QK O
Q¥ & 2
Qo&éo @/\ °4 Q(?Oe%

B1 SkSwRRAnE A bk & PITPNM3 S H I RIE A
qRT-PCR 3 AGH 25 Fh Sk AR 40 o 40 g ik PITPNM3 )
FIB( T P<0.01); B:Western Blot i A I & Sk B B4R
20 a2 gk PITPNM3 365k

B

15 Tu686 6-10B
N N
1.0 & & o &
& eC; % & %O %

PITPNM3
o
o

PITPNM3|F "~ .—| |-- ~|

Relative expression of >

A6 B-actin |---||---|
T
Q}é\

O S NV 2
SO &
DS

IS
<2<\Q<z<\<2<z<\‘2
S

B2 F kIR A A 41 Tu686 F1 6-10B 4 PIT-
PNM3 [JFik A .qRT-PCR il & PH si-PTPNM3 - 1 F 5L
WERWAE(™ P <0.001); B; Western Blot 5 Jll] 4% 44 si-PT-
PNM3 J5 Tu686 F1 6-10B 21}tk rf PITPNM3 1 5 F 8

2.3 CCLI18-PITPNM3 it {2 {4l xof k 451 % tK: 240 iy
I 20 R %) A KBS 5 B T TG AE RO,

Ffl thCCL18 4bFH Tu686 .6-10B %) 4% 41 4 Jfd , 7
24 48 72 F196 h Bif[i] 55 CCK-8 yA A % B bk 4
MU HZ B AR R e gt it22 5 L (P >0.05,
Kl 3A B), %454~ CCLI8-PITPNM3 [ {4 37 {4
B Sk SR 200 BT 200 B A A A TR RN . Sk
— BRI EE R, R VMR S TR 1 S 3 UL %% rh-
CCL18 4bBHAN PTPNM3 "I J5 40 i A 184 55 10, 4%
WEIRE 15 KA}, Tu686 ,6-10 41 i 1) £5 2H 41 it £
TR RN B Y AR T W 22 5% (P > 0. 05, K] 3C
D). aE IR L B 6 HanfrE G1.G2 1S 1
WIHIR 2257 (P >0.05) ,iX W] Tu686 Al rh-
CCL18 AbFEANL Yy si-PITPNM3 X 41 Jfd J&] 3 34 T 5%
My (& 3E.F), kg5 CCLIS-PITPNM3 fiifk
AT 3k 25 DR 240 e 40 ) A K B L RE 0 TE R
PR
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F25 %

A B
25 Tuéss . Blank o5 6-10B  <Blank
' NC ' ;3 +NC

520 /'A ~si—PITPNM3 s2. 3 ~si-PITPNM3
515 ~+Blank+CCL18 = - - ﬁlgnlgcci%w
l“')1 0 e 24 *si F‘TITPNMS CCL18
a1 S|—PITPNM3+CCL185 . si— -+
Q0.5 oo.

0.

" 0h 24h 48h 72h 96h

0
Oh 24h 48h 72h 96h

(¢} Blank NC si-PITPNM3 D Blank NC si-PITPNM3
ICCL18(-]
2 8
S i
= ©
coLis(+)
Blank+ NC+ . si-PITPNM3
E Blank ccLis NC ccL1g S-PITPNM3 . cci1g
G1:51.40% G1:56.63% G1:60.38% G1:57.00%
G1:57.61% 1G1:56.19% G2:6.95% G2:3.02% G2:4.13% G2:4.31%
G2.4.56% |G2:6.68% S:41.65% S:40.35% $:34.90% S.38.69%
:37.83% :37.13% l l 1 l
l ey r‘ s i, N bin,
E
[ Blank
mNC
M si-PITPNM3
£ Blank+CCL18
N NC+CCL18
O si-PITPNM3+CCL18
3 CCLI8-PITPNM3 P A A2 fA ki xof Sk 251 84K 4 i 988 240 i

ARIEFERE I AR, A B: CCK-8 £l 2/~ CCLIS-
PITPNM3 B4 37 fA b xSk S50 6% bR 40 i 93 200 Jfa 1) A= K TT iR 48
BN (P >0.05) 5 C.D: P4 5T i 55 5 ML 4% CCLI8-PIT-
PNM3 Jii {52 A b xSk S50 808 0 40 6 985 200 £ 49 525 G 5% o ( P
>0.05) ; EF: i35 M40 CCLI8-PITPNM3 Jit {4 % 44
Xt Tu686 41 9 JEL I TG4 FH (P > 0. 05 )
2.4 CCLI8-PITPNM3 P45z A4l m] 4 i 3k st AR
0 e 20 MR AR SRS M A 58

VIR A A LI 25 R R BLRJE 48 h J5, thCCLIS
ACPRIY 3 2H A0 MR A G AR B S TR AL F Y 40 i
4, rhCCL18 &b ¥ F 75 PITPNM3 1 40 iy 4, 4%
Blank NC 21 £ Lt , 12 20 4 Mo R IR A1 75 22 B Wl A1 .
Tu686 4 it 1) 75 41 %K #8535l 2y Blank (NC | si-PIT-
PNM , Blank + CCL18 ,NC + CCLI8 . si-PITPNM3 +
CCL18; (41. 13 +4.93)% . (45.49 =£1.99)% .
(25.41 £2.89)% . (71.64 +6.70)% . (78.98 +
4.65)% .(62.16 +4.21)% , &AM ERHEA S
T2 L (P <0.05) ;6-10B 4fifLf 6 2RI 43 5]
4 Blank . NC . si-PITPNM , Blank + CCL18, NC +
CCL18 . si-PITPNM3 + CCL18: (34.73 +3.16)% .
(36.73 +2.87)% . (19.21 £3.92)% . (58.19 =
2.08)% .(65.28 £1.96)% . (43.27 +5.73)% , 4%
M EFBAGH R (P<0.05,K4A B),

Transwell 1278/NE 525 SRR G LR 45 128
o, %3t 48 h ¥ 32 )5, rhCCL18 4b ¥ 5 Tu686 #il
6-10BZH il 2537 Transwell 56k IR i 5 1) 4 it 45 9 it

W% [HFE PITPNM3 {43234 )5 T DA thCCL18 AbFi
R, T A AN 2N 3 R S Blank 1 NC ZHAH
HER 0 . Tu686 4HAEAY 6 2H %1% Transwell ik
1 i JIs F4) 4 95503 531 28 Blank (NC. | si-PITPNM | Blank
+ CCL18 \NC + CCL18 . si-PITPNM3 + CCL18:108 =
6.99 +4 62 +3 173 +80,158 +7 100 +9, &K 4H[A] 2=
FHEAGEE (P <0.01);6-10B 4014 6 21
Transwell SRR Fg 5 1) 20 0 2003 31 4 Blank (NC.si-
PITPNM ,Blank + CCL18 \NC + CCL18 ,si-PITPNM3 +
CCL18:154 +£7 127 £+6 .58 +4 276 +6.219 +8 139
+7 %Qﬂlﬂ%ﬁ LA G2 (P <0.01, 8 4C,

D), ixiesE B JH] CCLIS-PITPNM3 i {4 32 {4 4l ]
R AP S S Ak DR 2 T 0 B ) AR N RS AR 22

Blank+
CCL18

NC+ si-PITPNM3

NC CCL18 si-PITPNM3  +CCL18

Blank

Tu686

6-10B

]
Tu686

ECCL18(-)
_.  =mCCL18(+)

C1 0

. =CCLig()
w08 =CCL18(+)
206
30.4
502
ELoo

é\/

si-PITPNM3

i3 & >

CCL18(-) :

Tu686

CCL18(+)

ICCL18(-) & ozt

6-10B

CCL18(+)

Tue86 300

EICCL18(-)
MCCL18(+)

25|

ECCL18(-)
—~— WECCL1g(+)

N
[ =]
n
o
=)

Cell numbers
"
o

Cell numbers

(6]

/\Qe

é\’

4 CCLI8-PITPNM3 P {4 57 {43l {2 4 Sk 250 5% bR 200 Jfa 93 40
MLy i S B R 1R 58 ALB: RIJR A A S5 g ke i & B
CCL18-PITPNM3 Fii {4 52 {4 i 11t Sk S5 5 R 40 1t e 400 At ) 1<
SMEFERE TS (7P <0.05) 5 C.D: Transwell {228/)N % SEH A6
S CCLI8-PITPNM3 [ (A< 32 (Al i 1 Sk 508080 40 i s 240
HIARSIMZZEREST (™ P <0.01)
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