Fa8 1 AT R R 2 Bt 2 4l Vol. 48 No. 1
2026 4F 2 A Journal of Youjiang Medical University for Nationalities Feb. 2026

2 SIS S SIS SR SO S S SR S S S S A S S S S S S S S S A S AL A M 2 e Y

B TS 4L CCL20 X4 AR I 4 20 85 9 BRS¢ » = X
zki%lic?lﬁ't X T R AR A 0 3% oA 43 A FY AR B 96 40 0 38 g L TE RS X [{a%‘—}g 1]{5};1:}&33@]
R HZZ2 0052 [ )], A7 VL R B 2 B 2 41, 2026, 48 (1) 1 8-12. !

11 1

CCL20 XJ 7R &34k FAK BR 2 A RSB 3E L E R A2 RS2 i

BEE,EFZ%,TXR ,E5E,0IK, TRE, ARR, TEK
TMNERKRFHERRER.FATAREREALNF, K Hkm 511518)

# E:BH Kt CCHRFHMEFTEMK 20(CCL2O & K o b ¥R I8 (ATO) # 8y ki R H 3t ATC 40 & # AT

Ko, 8 T A g E HALE . ik KA qRT-PCR £ 3 ML % Western Blot 52 3 # Ml Nthy-ori-3-1 f# ATC %

F CCL20 49 mRNA & & & % 3% K F; 6 A B F shCCL20 & % ATC 4 M 8w CCL20, & H qRT-PCR # #* # Ml

CCL20 th B 2 % ;% A CCK-8 b {5 0 fir & L % Transwell 525 UL & P48 7 B W % 52 % A W B CCL20 & ATC

M T REMTELREINEN. R 5FRKEF %M Nthyori-3-1 4 . ACT-1 1 8305C 48 fn

CCL20 th mRNA K PR E G X F A PFHEZEABTH (P <0.01), CCK-8. 15 1 fr 4 . Transwell P& F R 7 % ik 5L 5 45

R B FHE CCL20 & ATC A3 i % R E U R B & 1 H MR (P <<0.05), #it CCL20 2 ATC %
AT B9 IR 30 B F L BB CCL20 T4 4] ATC a3 & R 2 B W R 7.

KR kM TR BRE s C-C 27 22 LB F AR 20 P98 40 o 34 78 ; P 08 40 Jlo 1T % 5 Jib 08 20 Jle 1% %

FE4FES:R736. 1 XEktRiREG: A XEHS: 1001-5817(2026)01-0008-05

doi;10. 3969/j. issn. 1001-5817. 2026. 01, 002

Effects of CCL20 on proliferation, migration, and invasion of anaplastic thyroid carcinoma cells
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Abstract: Objective To investigate the expression of C-C motif chemokine ligand 20 (CCL20) in ana-
plastic thyroid carcinoma (ATC) and its impacts on the biological behaviors of ATC cells, as well as to eluci-
date its underlying mechanisms. Methods qRT-PCR and Western Blot assays were employed to detect the
mRNA and protein expression levels of CCL20 in Nthy-ori-3-1 and ATC cells. ATC cells were infected with
lentiviral shCCL20 to knock down CCL20, and the knockdown efficiency of CCL20 was detected by gqRT-PCR.
CCK-8 assay, wound healing assay, Transwell assay, and colony formation assay were utilized to assess the
changes in the proliferation, migration, invasion, and colony-forming ability of ATC cells after CCL.20 knock-
down. Results Compared with Nthy-ori-3-1 normal thyroid cells, the mRNA levels and protein expression
levels of CCL20 in both ACT-1 and 8305C cells were significantly elevated ( P <{0.01). The results of CCK-8,

wound healing, Transwell, and colony formation assays demonstrated that the proliferation, migration, inva-

sion, and colony-forming ability of ATC cells were reduced after CCL20 knockdown ( P <C0.05). Conclusion
CCL20 is a driving factor for the malignant behaviors of ATC. Knockdown of CCL20 can inhibit the prolifer-

ation, migration, invasion, and colony-forming ability of ATC cells.
Key words: anaplastic thyroid carcinoma; C-C motif chemokine ligand 20; tumor cell proliferation;

tumor cell migration; tumor cell invasion
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L1 E2R S 4005 3% 9 H 1 RPMI-1640
Hife bk \DMEM K59 5k B 8 R /B R B A i 1Y
) H Gibco Life Technologies (3 E) ; Jify 4 1fiL ¥ 5 VR
TAKELFEA P QR KA s TRIzol (FEER /R BHE 24
A, ED s SR & & Taq Pro Universal SYBR
RAY (F mtiE R, P ED s BCA H AR & (K3
T, ED L CCK-8 3 7 & CHr 28 5 AE W B4, p D |
Matrigel i (BD, € [E) | Transwell /M (Corning, 3%
ED AR5 1 &4 (NEST, i ED . SEE R4 35
CO, 1H R F46 (Esco Micro Pte Ltd, 8 in) | % e
R F B8 (A SRk A i B2 5, 36 BD Kl A5 AL (SPECTRO
Star,ZEH) .

L2 difussse ANHURBRIE® 40 M Nthy-ori-3-1 &
N ATC 41t & ACT-1 F1 8305C ¥y [ ATCC 41 jig
£, Nthy-ori-3-1 4 s . ACT-1 41 il 11 8305C 2 Jf 43
B4d H] RPMI-1640 . DMEM 1 MEM 5¢ 4> 1 3% 5 rh 8%
Fr. TAMMEAEEFR AR 5% CO,, 37 CHER b
I o

1.3 M ERAMtR  7EX A KL ACT-1 Fl
8305C 4 ML #z Fp T 24 FL A ., 4 4 AT & B i F
30% ~50% B, ¥ A A 2 pg Polybrene 58 42 85 3%
BN 5 pL W 1X10° TU/mL (1998 95 75 2 % LA
g CCL20(shCCL20) , 5 B4 X% B 40 (NC, Negative

control) 18 %% ¥ 47 X IR, BB AR IR A 5 k2 45 5 16~
24 h, B 55 8 JS T 4R fiE 5 9 BE DL BRI dE AR B .
72 b Ji n] LGS B 55 B G TN 1 A T SR AR

1.4 qRT-PCR 5% @il TRIzol ¥ 42 HUE RNA,
it 1 B 3 SRR G A A 20 pll B 335 SR OONEAR R L
HE% 5% Ry cDNA, AR R 4 pL B 5 X All-in-
one qRT SuperMix,1 pL. #J Enzyme Mix.,1 pg BYHE
M RNA, I RNase-free ddH, O #p &2 & 20 ‘uL;%%
W IR &) J5 S8 B0 o BEJS TE PCR AU AT 30 3 s A
J¥:50 ‘C ML 15 min, 85 ‘CALHE 5 s, fJ £ 4 CI#
£, 319 cDNA JEH 2 20 pL ) qPCR WK R, 14
$% 10 pLL 9 2 X Taq Pro Universal SYBR qPCR Green
Master Mix,2 pL. B9 cDNA.0. 4 pL B¥HE5197.0. 4 L
T s A 7.2 uL B ddH, O ;I8 2) )5 7 25 E bR ic i
A NIRRT R L R BRI R BT PCR A
PP E R 95 CHASME 30 s (1 WAEI) , B G N 95
CAEPES s A1 60 CiB KHEff 30 s(40 IKIFFF) . GAP-
DH fERNZ A 2 > it BARX R B KF,

£ 1 qRT-PCR5|#FFI

Gene Sequence (57 to 37)

CCL20 Fw TCCACCTCTGCGGCGAATC
CCL20 Rv GCATTGATGTCACAGCCTTCATTG
GAPDH Fw CTCTGCTCCTCCTGTTCGAC
GAPDH Rv ACCAAATCCGTTGACTCCGA

1.5 Western Blot 5253 g £ ACT-1 1 8305C 4
Ji L 8 FH RIPA 2 W 482 B0 (1, 3 3 BCA 3£ 571 &l
EEAWE, FFE 60 ng. 18 160V #E4T 50 min
UK. FEMEE R PVDFE IRAE SR E A 2 h(5 %0 B Ag 4 3
BHD R TBST ¥ 3 %, &K 10 min, —Ht 4 Cid
W, 52K TBST ¥k 3 WJa A ZHi (1 : 10 000) =
HWEE 2 h JFvkdk. D)5 A Image] R HF17
FER M. BT PR AL anti-CCL20 (84413-3-RR.,
Proteintech) F1 anti-GAPDH (60004-1-1g, Protein-
tech) .
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SR 5 BETE UG DL

L7 GiO@Asm dnmRRscys) b B K Xt i
2H 240 LT A JS A B A A A FL R (3.5 10" 4
JiL /L) . 5 40 A R Gk 2 90 %0 IE RS R 4 4. PBS
VR A K i 5 5 . A FRRTE LS 0 h 24
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mRNA by gRT-PCR

Relative expression of CCL20
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by western blot
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WIS E T CCL20 Mk, WA 2,

1.5+ mm  Control

mm shCCL20-NC
mm shCCL20

mRNA by qRT-PCR

0.0-

Relative expression of ccLz2o

ACT-1 8305C

: 5 shCCL20-NC # #gth, " * P <<0.01, n =3,

B 2 gRT-PCR %4 0l CCL20 £ ACT-1
20, Fn 8305C 41 09 BUR X E

2.3 W CCL20 J5 ACT-1 1 8305C 4 ity 33t % 1 v
FEIE R BE ) A2 4k FE R CCL20 J5 , 8 i CCK-8
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K CCL20 75 ACT-1 M1 8305C 40 i v & 35 v 3k .
R 5T 7Rt iR AR 6 40 i 38 5 CCL20-CCR6 il
e s e g i 55 4% . CAF B i 41 i & CREBL 3 i
IE m PR CCL20 2 3 FIR MR i 4 G 1 325 Jie R G 2 3k
WU AR G IR 1R 2R R AE I R L R
B, CCL20 J&, ACT-1 1 8305C 40 ifd fit 184 5t R i %
TR TR R ZERE T b G, XS R R,
CCL20 J& 4 FF ATC 1 A 1Y S5 7, H T it
2R T I 2 0 40 ) G L R MR ZRRE T

ARWFGEE CCL20 76 HoAtb 8 Fh b (4 £ A AL 1 BF 5%
A—F ARG & B CCL20 J& ATC 14T 4 19 9K 30
T 308 T X ATC 155 18 45 5 45 f9 BHLg, Oh JF & 40
] CCL20 MY BT BB AR L /ING3 7 10 4 57 18 3k PRV 97 3R
W B AL B ARYE | [ I A i R B X ATC k=
ROT R RBETERE T B IRIT B2 .
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