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HWE H#BY: A% K A B 3E %A RNA (long non—coding RNA, IncRNA ) ik & 4m ie2 & sz % sk % JX B 1 (deleted in lymphocytic leukemia
1,DLEUT) 72 3E +)> 2m 8 9% (non—small cell lung cancer, NSCLC) ¥ 69 & A B X Aol IR & L, St — 745 L AT IF G #5645 69 %ol
535 4260 NSCLC & # B st 09 S A R An i 2022 T 2008 4 1 A 22012 12 A AP g R EMEZEREF Rk kG, KA %
B2 F R A B bk B AR M NSCLC 4L 2% Fe fm e DLEUT 69 F A 4548 . i3 R %it 52 7 ik 947 DLEU1 89 %3k 5 NSCLC % 3 16 /R %
B AE R AR R 6 % £ dB AL ARSMG o A A Fe fn feAz 2 K38 AT DLEUT 2 NSCLC 40 it 5 Az 2 09 %50 . 35 2 & SR PP T
R4 DLEU1 % NSCLC #m ie b i 18] JR 4540 (EMT) 69 47 4 (E-45 4% & N-454F kB &R a) R X T ¥h, HR 424
NSCLC#A W, DLEUT 89 &k £2 354) P & 3Lk L3(83.33%) , M e 740 & Ik FiA(16.67%) . DLEUI /£ NSCLC %2042 44 % i
BRBFMLEH 2.1145(P<0.05), DLEUI ££ 4+ NSCLC #m it % (A549 \H1299 .SPCA1 = H358) 4 & ik ¥ 34 & T &£ M I6HBE £
FLafe, ¥, A549 Za i ¥ DLEU1 &5 ¥R 3 (P<0.05), Z& A6 DLEUI 5k B 44545 2 B4 X (P<0.05) 125 A AR AR
FARSKME, 635 B A S BOR k. JREM B RN MR F 5B A TNM 8, BAADLEUL AR B H Ak, ki mE s A
T 1] B 2 %542 (P<0.05) . 5 b RRALAR M AR 98 F 40 DLEU 69 &3k T 2 2 7 ) A549 #= SPCA 1 48 i, 69 iE 45 A= 13- 42 48 ) (P<
0.05), 5xfmeLaAark RshTHRDLEUL T 2353 hn AS49 Zm o F E-45 86 F G R A &, mEIAN-5 K G B R E KX 3 (P<
0.05). £5i8:DLEU1 £ NSCLC 4L Fntm it % P &K LR, 515 & MO 5844 A A a1 A8 5%, LA A 38 i EMT AR 2 95 20 e
A Al 2 094k, £ DLEUL T 464F 4 NSCLC 49 #: fE 74 77 $e. 5.
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Abstract Objective: To investigate the expression pattern and clinical significance of long non-coding RNA deleted in lymphocytic leu-
kemia 1 (DLEU1) in non-small cell lung cancer (NSCLC), and to further evaluate its effect on tumor metastasis. Methods: Paired cancer
and adjacent tissues were obtained from 42 patients with NSCLC that underwent surgical resection of cancer in The Third Xiangya Hos-
pital of Central South University from January 2008 to December 2012, at the Department of Cardiothoracic Surgery. The expression
features of DLEU1 in NSCLC tissue were detected by real-time quantitative polymerase chain reaction assay. Statistical methods were
used to analyze the relationship between the expression of DLEU1 and the clinicopathological features and the survival time of pa-
tients with NSCLC. Effects of DLEU1 on migration and invasion of NSCLC cells were evaluated by in vitro wound healing and cell inva-
sion assays, respectively. Western blot was performed to investigate the protein levels of E-cadherin, N-cadherin, and Vimentin, which
are the biomarkers of epithelial to mesenchymal transition (EMT). Results: Of the 42 NSCLC samples, DLEU1 expression was up-regulat-
ed in 35 samples (83.33%) and down-regulated in 7 samples (16.67%). The expression level of DLEU1 in NSCLC tissue was 2.11 times
that in the adjacent tissues (P<0.05). The expression of DLEU1 in four NSCLC cell lines (A549, H1299, SPCA1, and H358) was higher
than that in normal lung 16HBE epithelial cells, and of these, A549 cells had the highest DLEU1 expression (P<0.05). Highly expressed
DLEU1 was positively correlated with lymph-node metastasis (P<0.05), but was not significantly associated with other parameters, in-
cluding patient gender, age, smoking history, primary tumor size, histological grade, and the TNM stage. The survival time of patients
with high DLEU1 expression was significantly shorter than that of patients with low DLEU1 expression (P<0.05). In vitro interference
with DLEU1 expression significantly inhibited the migration and invasion of A549 and SPCA1 cells compared with that of the control
group (P<0.05). Upon interference with DLEU1 expression , protein levels of E-cadherin increased, whereas those of N-cadherin and Vi-

mentin decreased in A549 cells in comparison with the control group. Conclusions: The expression of DLEU1 is up-regulated in NSCLC
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tissues and cell lines, correlates with lymph-node metastasis and survival times in patients with NSCLC, and promotes tumor cell migra-

tion and invasion by regulating EMT, suggesting that DLEU1 may be a potential therapeutic target for NSCLC.

Keywords: deleted in lymphocytic leukemia 1 (DLEU1), non-small cell lung cancer (NSCLC), up-regulation, cell, metastasis
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cancer, SCLC) F1E /)N 41 i fifi 98 (non—small cell lung
cancer, NSCLC) , i & 85% 19 fifi %= %% ¥l J& T
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X DLEU1 #iA4H (n=24)

0 20 40 60
AR ()

[¥13  DLEUL #Y7&3A7KF-5 NSCLC % OS I &
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BEYL A549[ (48.65+10.40) vs. (125.39+23.15) 11 SPCA1
[(198.42+29.67) vs. (346.67+45.01) 124 h )& , FANHLET
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FVE IR FRIE— 2 W NSCLC 33k 1
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Ji RNA (competing endogenous RNA , ceRNA) #L il 5
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ceRNA L] I 75 H A~ 50 3 28 miRNAs #F 1] fig i
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miR-203 .miR-132 . miR-577 & miR-598 %5/ if—
Rk A E B 225081, K B miR-132 5 DLEU1 /%
FEIL A PR SE R 45 A7 05 . PRIGHEIN DLEU T 7] g3
it ceRNA HLHI T 9 miR-132 #E i #E NSCLC 1T il
1228 AB_ LR HEIS A Rt — 2R

2i FRTR , ABFSE & B DLEUL £E NSCLC 44U
) N R S VN W I S B B R Nt 2 M v Al D]
[B) A0 2C . DLEU1 A] 38 2 8 15 NSCLC (1) EMT i 72 &
FEAE e 240 B ST A% AR 22 19 VE FH, DLEUT AT fE>
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