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Expression and clinical significance of IncRNA RP11-259P1.1 in small cell lung
cancer tissues

LI Xiaohua', DAI Bin>, ZHOU Ting’, ZHOU Jing', XIAO Zhenliang® (1. Department of Respiratory, the Sixth People's Hospital of
Chengdu, Chengdu 610051, Sichuan, China; 2. Department of Respiratory, General Hospital of Chengdu Military Region, Chengdu
610083, Sichuan, China)

[Abstract] Objective: To explore the expression of long non-coding RNA RP11-259P1.1 (IncRNA RP11-259P1.1) in small cell lung
cancer (SCLC) tissues and to analyze the relationship between IncRNA RP11-259P1.1 expression and SCLC clinicopathological charac-
teristics, as well as to investigate its effect in chemoresistance. Methods: Tissue samples, including 158 cases of tumor tissues from
SCLC patients, who underwent bronchoscopic biopsy, puncture biopsy and surgical resection, 48 cases of para-cancerous tissues and 40
cases of normal lung tissues, collected from January 2012 to December 2016 in the Sixth People’s Hospital of Chengdu and General
Hospital of Chengdu Military Region, were used in this study. The expression of IncRNA RP11-259P1.1 was detected by Real-time flu-
orescence quantitative PCR (qPCR). * test was used to analyze the relationship between the expression of IncRNA RP11-259P1.1 and
the clinicopathological characteristics as well as chemotherapeutic resistance in SCLC patients. Relationship between IncRNA RP11-
259P1.1 expression and prognosis of SCLC patients was analyzed by univariate and multivariate Cox regression analysis. Results: The
expression of IncRNA RP11-259P1.1 in SCLC tissues was significantly higher than that in para-cancerous tissues and normal lung tis-
sues (all P < 0.01). The expression of IncRNA RP11-259P1.1 in cancer tissues of chemosensitive group was significantly lower than
that of chemoresistant group (P<0.05). The expression of IncRNA RP11-259P 1.1 was not correlated with gender and age, but signifi-
cantly correlated with tumor stage, metastasis and chemosensitivity (all P<0.05). PFS and OS in patients with high IncRNA RP11-259P
1.1 expression were significantly shorter than those in patients with low expression ([12.25+1.83] vs [22.29+1.58] months, [23.55+1.35]
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vs [31.75+2.43] months, all P<0.01). The expression of IncRNA RP11-259P 1.1, tumor stage and distant metastasis were the indepen-
dent prognostic factors in SCLC patients (all £<0.05). Conclusion: The high expression of IncRNA RP11-259P1.1 in SCLC tissues is

associated with chemosensitivity and prognosis of SCLC patients, and may be a potential biomarker for prognosis evaluation in SCLC

patients.
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Normal Para-carcerous Cancer Sensitivity Resistance
(1=40) (=42) (1=158) (1=63) (1=95)
"P<0.01 vs Normal or Para-cancerous tissue group; ““P<0.01 vs Sensitivity group
A: Expression of IncRNA RP11-259P1.1 in SCLC tissues;
B: Expression of IncRNA RP11-259P1.1 in chemosensitive and chemoresistant patients
1 IncRNA RP11-259P1.1 £ SCLC AR PRI RIA
Fig. 1 The expression of IncRNA RP11-259P1.1 in SCLC tissues

#&1 IncRNA RP11-259P1.1 KIRIA 5 SCLC BE I RRERFFHERI X R(n)
Tab. 1 Relationship between the expression of IncRNA RP11-259P1.1 and the general
clinicopathological feature of SCLC patients(n)

Expression of IncRNA RP11-259P1.1

Clinicopathological feature P
Low (N=77)" High (N=81)"

Age (t/a)
<53 38 44 0.391 0.352
=53 39 37

Gender
Male 42 46 0.081 0.776
Female 35 35

Disease stage
Limited 46 20 19.937 <0.001
Advanced 31 61

Lymph node metastasis
Yes 37 52 4.183 0.041
No 40 29

Distant metastasis
Yes 30 60 19.853 <0.001
No 47 21

Chemotherapy
Sensitive 40 23 9.134 0.003
Resistance 37 58

Survival status
Survival 44 20 17.250 <0.001
Death 33 61

" IncRNA RP11-259P1.1 = 8.520; “IncRNA RP11-259P1.1 < 8.520
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2.3 IncRNA RP11-259P1.1 & 4% i SCLC & # PFS  RIAHH PFS B E M TR X B H[(12.25£1.83)vs
FOS B F4E TIRE K ESH (22.29+1.58) H ,=22.29,P<0.01; K] 2A]; OS tH. &

H Kaplan-Meier %% il SCLC & # I PFS L OS540 TR R IA B # [(23.55£1.35) vs (31.75£2.43)
2%, 70 BT 45 5 (B 2) & I IncRNA RP11-259P1.1 & H,=21.57,P<0.01; & 2B].

A B
—— RP11-259P1.1 low (1=77) —— RP11-259P1.1 low (1=77)
—s= RP11-259P1.1 high (n=81) —s= RP11-259P1.1 high (n=81)
100 100y
& 80 < 80
Y Y
g 60 s 60
2 20 0 20F
0 0
PFS (t/month) OS (t/month)

PFS: Progress free survival; OS: Overall survival
2 SCLCZEEHBIPFS(A) R OS(B)HHLk
Fig.2 The PFS (A) and OS (B) curves of SCLC patients

2.4 IncRNA RP11-259P1.1 % ik \ Bk 98 5 H B it 4L 4 RP11-259P1.1 33 e o9 BH Az Ab ¥ # 52 SCLC &
#% 2 SCLC 2 Frh 2095 B4 H ST TG R 2K (35 P<0.05; 3% 2)
2 AR 2 J %2 Rl 25 Cox [B1 3 230 1 & IR, IncRNA

#*2 SCLCBEWRERNT
Tab.2 Analysis of prognostic factors in patients with SCLC

Univariate analysis Multivariate analysis
Clinicopathological feature
HR 95% CI P HR 95% CI P
Age (t/a) 1.002 0.820-1.410 0.270
(=53 vs<53)
Gender 1.019 0.770 - 1.640 0.210
(Male vs Female)
Disease stage 2.830 1.370 - 6.890 0.001 2.240 1.350 - 6.320 0.001
(Advanced vs Limited)
Lymph node metastasis 2.70 1.350 - 7.120 0.001 1.470 0.940 - 3.060 0.060
(Yes vs No)
Distant metastasis 2.570 1.630 - 5.850 0.001 2.140 1.450 - 5.480 0.001
(Yes vs No)
Chemotherapy 3.630 2.080 - 8.330 0.001 2.550 1.480 - 6.030 0.001
(Resistance vs Sensitivity)
IncRNA RP11-259P1.1 4.250 1.930 - 8.750 <0.001 3.620 2.230 - 7.870 0.001
(High vs Low)
HR: Hazard ratio; CI: Confidence interval
. . (non -small cell lung cancer, NSCLC) #il SCLC. 5
3 % i

NSCLC #H L, SCLC B A2 47 N B A A, AR

I W R B L RSP R 2 —, HURAE R e SR ZR IR BT B I PR SR I A s (1) 6 4 i

o R PR i AU R R B — A, FOROR R AR AL E B ML, P38 5 4F OS KT 10%,
BV Y A W R 7 U i 2 S E [ AN ol 2 H Al SCLC & A I Ji (1)1 7 5K 31 35k PR R0 435 WL
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SCLC [l R AR A % AW T AL, SCLC 4141
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