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Abstract: Objective To explore the effects of calcium-activated chloride channel A4 (CLLCA4) on the proliferation, migration, inva-
sion and non-receptor tyrosine protein kinase 2/signal transducer and activator of transcription 3 (JAK2/STAT3) signaling pathway of
esophageal cancer cells. Methods gRT-PCR and Western blotting were used to detect the expression of CLCA4 in normal human
esophageal squamous cells and human esophageal cancer cells; the synthetic CLCA4 overexpression vector and its control were trans-
fected into esophageal cancer cells ( Ecal09), denoted as CLCA4 overexpression (pcDNA-CLCA4) group, CLCA4 negative control
(pcDNA-NC) group, and untransfected cells as negative control (NC) group. Thiazolan (MTT) detected cell proliferation ability; cell mi-
gration test (Transwell) detected cell migration and invasion ability. The effect of JAK2/STAT3 signaling pathway activator p-JAK2
polypeptide on cell proliferation, migration and invasion. Western blotting detected Cyclin D1 (CyclinD1), dependent kinase inhibitor
(P21), matrix metalloproteinase 2 (MMP-2), matrix metalloproteinase 9 (MMP-9), non-receptor tyrosine protein kinase 2 (JAK?2), signal
transducer and activator of transcription 3 (STAT3), phosphorylated tyrosine kinase 2 (p-JAK2), phosphorylated signal transducer and
activator of transcription 3 (p-STAT3). Results Compared with Het-1A, the expression levels of CLCA4 mRNA and protein in human
esophageal cancer cells KYSE170, Ecal09 and TE10 were significantly lower (£<0.05). Compared with the pcDNA-NC group, the cell
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viability of the pcDNA-CLCA4 group was significantly decreased [(52.16x£11.41)% vs. (99.57+13.49)%,P<0.05], and the number of mi-
grated cells [(56.47£10.03)% vs. (112.49+13.52)%] and the number of invasive cells [(63.43+£9.87)% vs. (123.47+£16.58)%] were signifi-
cantly decreased (P<0.05), the expression levels of CyclinD1, MMP-2, MMP-9, p-JAK2, p-STAT3 were significantly decreased (P<
0.05), and the expression level of P21 was significantly increased (P<0.05). Activation of the JAK2/STAT3 signaling pathway reversed

the inhibitory effect of CLCA4 overexpression on proliferation, migration and invasion of Ecal09 cells. Conclusion Overexpression of

CLCA4 can inhibit the proliferation, migration and invasion of esophageal cancer cells, and its mechanism may be related to the inhibi-

tion of JAK2/STAT3 signaling pathway activation.
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h) . pcDNA-CLCA4+p-JAK2 £ ik 2H (pcDNA-CLCA4
YL E Fcal09 4L 48 h )5, HH& A 5 wmol/L 19 p-
JAK2 Z KB 2 W 5555 Ecal 09 M0 48 h) .

122 ZHRAEE RSB R (qRT-
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AN, I A f Trizol , % IR FH B 5 min, AR YA
A5 5 TEE, SR EUAN L RNA . B2 wg RNA i
7 B8t it e R vl P B R AR R, BT -
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pecDNA-CL- 0 1.05+ 52.16+ 0.36% 1.03+
CA4 4 0.11v 11.41Y 0.03% 0.11%
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2H 51 "~ JAK2  p-JAK2  STAT3 p-STAT3
WHL

NC#H 9 0.85+0.130.89+0.11 0.79+0.10 0.76+0.09
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(P<0.05) , W3 5. 5 pcDNA-CLCA4+p-JAK2 £ Jik
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0.05) ; 5 pcDNA-CLCA4+p-JAK2 £ Jik 20 X %%, p-
JAK2 Z Bk 24 p-JAK2 ., p-STAT3, CyclinD1, MMP-2
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