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CLDN1 promotes the proliferation and metastases of esophageal squamous
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[ Abstract]Objective . To investigate the role of CLDNI on the proliferation and metastases of esophageal squamous cell carcinoma
(ESCC) cell line TE10 and the underlying mechanism. Methods : ESCC cell line TE10 was cultured and constructed with stable ex—
pression of CLDNI through lentivirus transfection and screening by 1 pg/mL puro,and then the overexpression of CLDN1 was identi—
fied by western blot. Furthermore,the proliferation and metastases of indicated group cells were examed by CCK-8 and Transwell as—
say respectively. To explore the mechanism underlying,the mRNA microarray was also performed for TE10 with CLDN1 overexpres—
sion to screen target gene downstream. At last,the rescue assay was performed to confirm the mechanism. Results ; Compared with that
of negative group, matrix metallopeptidasel (MMP1) expression was significantly increased (2.68 +0.10) (P<0.05). CCK-8 array re—
vealed that the proliferation of TE10 with Lv—CLDN1 transfected was significantly attenuated [(34.5 +2.6) vs. (11.5 £ 1.6)](P<0.05).
Transwell assay confirmed that the cell numbers of TE10 with Lv—CLDNTI transfected penetrated the membrane were obviously more
than those of negative control [(54.8 £3.4) vs. (24.6 £2.1)] (P<0.05). The microarray revealed that MMPI expression was signifi—
cant increased in TE10 cells with Lv—CLDN1 transfected and the results was confirmed by qRT-PCR and Western blot. The rescue
assay showed that the proliferation and metastases were all inhibited after MMP1 scilencing. Conclusion ; CLDN1 promotes the prolif—

eration and metastases of TE10 cells by up—regulating MMP1.
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Fig.1 Screening and identification of TE-10 cells with stable

expression of CLDN-1 in esophageal squamous cell carcinoma
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Fig.2 effects of CLDN-1 on proliferation of TE-10 cells
analyzed by Cell Counting Kit—8 assay
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Fig.3 upregulation of CLDN-1 promotes invasion and
metastasis of TE-10 in esophageal squamous carcinoma cells
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Fig.4 CLDN-1 up-regulates the expression of MMP-1 gene
in TE-10 cells

2.5 CLDNI1 i@ it E8 MMP1 & £ A28k TE-10 48 g3 74 A=
557

T 5Bl CLDN1 J& #5585 18 MMP1 ik & 1
HAMp2A e A58 T MMP1 XF CLDN1 A [l /R, Bl fE i
F35 CLDN1 B JERE |, T4 MMP1 #9355, FroM IRl & 40, Jf
it CCK-8 Al Transwell £5i H-34 58 A2 22 1 54 e 71 1948
1k, G50 R M SXTRRLUAR LL, M2 1A CLDN1 2 Rk 2 4
JHIAE 24 48 72 h 1 AL TEL i T 55 (P<0.05) , T 5 CLDN1
SR LHAH L, 0155 AN AY A oo TEAEA B IAAE (P<0.05)
X4 RR W, T3 MMP1 %35 BEAS A i CLDN1 XITE10
Y 5E P FE VR Transwell 2542 7R, |42 20 FICLDN1
338 % 35 4 40 1) A RS AR 22 A0 i 4 B 34 1 X IR A 4 i
(P<0.05) , 111 71 5 £H 1) 1T 7% A= 22 240 ML 2500 W 2 AR T CLDN1
i Tk (P<0.05) , R T L MMP1 FiA I T CLDN1
X TEL0 40 f {2 28 6 e fie I R AT . iR gs R 3R],
CLDNI j@ad [ MMP1 Rk 2k TE10 20 A8 58 A 75
wE s fes

NC Lv-CLDNI Rescue ;é! g a

CLDN1 - e - .
ﬁ % , GCLDN1

MMP] | ™ —-— >H< (1) aMMPI

— - =
GAPDH & &

MY
\)4/
Rescue

12 a
10
2 . b g 08 2
5 b =Migation 2 0.6 e
£ om 4 ~8-y-CLDN1
g mlnvasion 2 (4
o o —#Rescue
10 0.2
0 o4 v r y
NC Lv-CLDN1 Rescue 24h  48h 72h

Western blot ;| 4% 2 4 iy CLDN-1 F1 MMP-1 % |1 3% 35 ,a:P <
0.05,b: P < 0.05, 5 B XF L AH L 5 Trasnwell 52554 B MMP-1 fig
gkl CLDN-1 X} TE1-0 40 iE B8 R Z2 4Lk (100 x ) ,a: P <
0.05, 5YEHAM I b: P<0.05, 5 Lv—CLDN-1 ZH#H L ; CCK-8 5256
FH TP MMP-1 J&5 , CLDN=1 353 1% 2H 41 i 1% 154 5 R g B b i 55
a:P<0.05, SEATEZHAHLL b: P< 0.05, 5 Lyv—CLDN-1 ZHAH LY, n=3
B 5 CLDN-1 @3 _Eil MMP-1 KA K IEEWZThAE
Fig.5 CLDN-1 plays a biological role by upregulating the
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