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Cav-1 Promotes the Cell Proliferation of Lung Cancer
by Increasing the IncRNAHOTAIR Expression™

PAN Qi, WANG Shou-feng, YANG Li, WU Jun-wei, MAO Nai-quan’
(Department of thoracic surgery, Guangxi Medical University Affiliated Tumor Hospital, Nanning, Guangxi, 530021, China)

ABSTRACT Objective: To explore the effect and molecular mechanism of Cav-1 on the proliferation of non-small cell lung cancer
(NSCLC) cells. Methods: Surgically removed lung tissue was obtained from 15 cases of NSCLC patients who admitted in our hospital
from January 2017 to January 2018 and 15 cases of corresponding paracancer tissue was also obtained. The expressions of CAV-1 and
IncRNA HOTAIR were detected by real-time quantitative PCR  (qQRT-PCR). The siCAV-1 and pcDNA3.1/CAV-1 were transfected into
NSCLC cells by Lipofectamine3000. Expression of IncRNA HOTAIR was tested by qRT-PCR, cell proliferation was measured by
CCK-8. Then, siHOTAIR and pcDNA3.1/ HOTAIR were transfected into CAV-1-overexpressed NSCLC cells, the cell proliferation was
measured by CCK-8. Results: The expressions of CAV-1 and IncRNA HOTAIR in NSCLC tissue were higher than those in the
paracancer tissue (P<0.001). Compared with normal lung tissue epithelial cell lines (NuLi-1), the expressions of CAV-1 and IncRNA
HOTAIR in multifarious lung cancer cell lines were also increased, besides that in squamous cell cancer cell line (SK-MES-1). The
siCAV-1 significantly reduced the CAV-1 expression(P<0.01) and cell proliferation of NSCLC cells. The pcDNA3.1/CAV-1 significantly
increased the CAV-1 expression (P<0.01) and cell proliferation of NSCLC cells. The siHOTAIR reduced cell proliferation of NSCLC
cells, whereas pcDNA3.1/CAV-1 increased siHOTAIR-induced cell proliferation. pcDNA3.1/HOTAIR increased cell proliferation, and
pcDNA3.1/CAV-1 also enhanced pcDNA3.1/HOTAIR-induced cell proliferation which was inhibited by siCAV-1 transfection.
Conclusions: CAV-1 may promote the proliferation of NSCLC cells by regulating IncRNA HOTAIR expression.
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Table 1 Primer sequences

Name

Forward primers5'-3'

Reverse primers5'-3'

siCAV-1 91
siControl CAV-1_91
siHOTAIR _484
siControl HOTAIR 484
CAV-1

HOTAIR

GGAGCGGUUAGUUCGAUUUdTAT
GGAUUGGUUGAAGCCGUUUdTAT
CCUUAUAAGUAUGCACAUUATAT
CCUAAUAUGCGUCAUAAUUATAT
GGAGTGTCCGCTTCTGCTAT

GTGAAACCAGCCCTAGCCTT

AAAUCGAACUAACCGCUCCATAT
AAACGGCUUCAACCAAUCCATAT
AAUGUGCAUACUUAUAAGGATAT
AAUUAUGACGCAUAUUAGGATAT
GCCCAACAGACCCAATCTCA

GCTCTGTGCTGCCAGTTAGA

1.2.3 CCK-8 LA Anfusess K 3% 10° /40 AR A0 B 1% W
Al F 96 fLARH, AL 100 pL, HE T 37C .5%CO, KB 44
PRI SE 1R 2 K3 K4 KM S K, B mEfLHinA
10 pL CCK-8 AW , UkS e s FRAa v 3555 4 /st o TR {UAE
Pk 450 nm ZhEEHOW M,
1.3 GEitZEan

SR H SPSS17.0 XA AT 82440, T g L1
B bR E (oxs) Fn, ZAMBBRHABKNES Z08
(one-way ANOVA), 20 ] [b 45 3% ] LSD-t #5:56r , A P<0.05 3

IRZESA G B
2 &R

2.1 FE/NeBRERHEE (NSCLC) ARAFnEESAAH CAV-1 mRNA
F1 HOTAIR IncRNA HJFi% b8

NSCLC B #H FARYIBR M 21h CAV-1 mRNA F1 IncR-
NA HOTAIR [ ik ¥ i 3% & T AL 55 4 (P<0.001, P<
0.000), W& 1,
22 FhEYAEZ S CAV-1 mRNA F1 HOTAIR IncRNA f3%&ix
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Fig.1 The expressions of CAV-1 mRNA (A)and HOTAIR IncRNA (B)

in the NSCLC tissue and paracancer tissue
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Fig.2 The expressions of CAV-1 mRNA (A)and HOTAIR IncRNA(B) in the healthy human lung epithelial cell line and lung cancer cell lines
i :*p<0.05,5 NuLi-1 XLk ; **p<0.01 , 5 NuLi-1 bk ; #**%p<0.001 , 5 NuLi-1 Xf bk,
Note: *p<0.05, vs NuLi-1; **p<0.01, vs NuLi-1; ***,<0.001, vs NuLi-1.
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