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[ Abstract | Background and purpese: Long non-coding RNA (IncRNA) is associated with
carcinogenesis and cancer development. LncRNA promoter of CDKN1A antisense DNA damage activated
RNA (PANDAR) was correlated with the progression and prognosis of various cancers. This study aimed to
investigate the expression and clinical significance of PANDAR in non-small cell lung cancer (NSCLC). Methods:
Real-time fluorescence quantitative polymerase chain reaction (RTFQ-PCR) was used to detect PANDAR expression
in 94 cases of NSCLC tissues and adjacent tissues. The association with patient clinic-pathological characteristics,
diagnostic value and prognosis of PANDAR were further analyzed. Results: PANDAR expression was significantly
downregulated in the NSCLC compared with adjacent tissues (P<0.001). There was significant differences between
tumor size, lymphatic metastasis, TNM stage and histologic differentiation in terms of PANDAR expression (y’=9.197,
P=0.002 4; ’=7.126, P=0.008; ’=6.271, P=0.012; ’=8.147, P=0.004). The area under the curve (AUC) of receiver
operating characteristic (ROC) curve was 0.797 (95%CI: 0.614-0.849; P<0.001). The sensitivity and specificity were
49.8% and 84.3%, respectively. The index of Youden was 0.402. The differences between PANDAR low expression and

high expression groups were statistically significant in overall survival time and progression free survival (y’=7.282,
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P=0.007; *=6.777, P=0.009). Conclusion: The expression of PANDAR is down-regulated in patients with NSCLC and

might prove useful as a biomarker for diagnosis and prognostic significance.

[ Key words ] Promoter of CDKN1A antisense DNA damage activated RNA; Non-small cell lung cancer;

Receiver operating characteristic curve; Clinical pathological; Biomarker
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Tab.1 The correlation between the expression of PANDAR and clinical pathological characteristics in NSCLC patients

[n(%)]
o PANDAR ,
Charicteristics N - - - x P value
Low expression (n=67) High expression (n=27)

Agelyear 0.009 0.923
=60 48 34(1.76) 14(4.52)
<60 46 33(1.87) 13(5.98)

Gender 0.472 0.492
Male 54 37(1.75) 17(5.21)
Female 40 30(1.97) 10(6.02)

Tumor diameter d/cm 9.197 0.002"
<3 50 29(1.87) 21(4.89)
=3 44 38(1.75) 6(5.87)

Lymph node metastasis 7.126 0.008"
Yes 70 55(1.75) 15(5.21)
No 24 12(1.98) 12(5.43)

Staging 6.271 0.012*
-1 58 36(5.31) 22(5.32)
Ir-1v 36 31(5.87) 5(6.02)

Differentiation 8.147 0.004”
Middle and high 59 36(5.31) 23(5.37)
Low 35 31(5.02) 4(6.11)

Smoking history 0.035 0.851
Yes 64 46(4.78) 18(5.55)
No 30 21(5.08) 9(5.12)

Pathology type 1.213 0.545
Squamous cell carcinoma 56 38(5.32) 18(4.52)
Adenocarcinoma 26 19(4.56) 7(5.42)
Others 12 10(4.21) 2(4.21)

*: Relative average expression; #: P<0.05
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Fig.1 The expression level of PANDAR in non-small-cell lung

cancer

*: P<0.001

2.3 PANDAR/EANSCLCHEEEMIREYH
SN E

H % i #& TAE4FE (receiver operating
characteristic, ROC)HIZEIEM PANDARYE N
NSCLCWTERM AW &P izl (i .
i, ROCHNZ i il 2 T i fH(area under the
curve, AUC)40.797(95%CI: 0.614~0.849;
P<0.001); 7283 FURE 5 B 43 5 J249.8 % i
84.3%; Youdenf§%{ 50.402(1&2), lLROC
2k X PANDARZENSCLCH H A £ W
VINIER

High PANDAR expression

Percentage/%
3
1

Low PANDAR expression

P<0.007

0 T T T T 1
10 20 30 40 50

OS t/month

2.4 PANDARZRIZX EEAEFXRZMNEM

XTPANDARTZENSCLCE EHE AR R T
SO AT /3 AT, PANDAR S FRIKA Y B # T 1
0S K391 H(95%CI: 34.9~45.3), FH itk
A7 (progression free survival, PFS)A434~H
(95%CI;: 37.6~48.2); PANDAR{EF kL -3
OS}28/ H(95%CI: 20.9~31.5), FH4PFSH
231 H(95%CI: 18.9~24.5), X} WitH ¥ % H
Kaplan-Meierii#F 47 A5 77 B0 s 150 A6 30 LU A 1Y)
log-rank ;56 & B, PANDAR A 5NSCLC
HHO0S((’=7.282, P=0.007) % PFS(y’=6.777,
P=0.009) b2 AR L, TN
HAFFMMZAF(E3), MR PANDARTL 3
K 5NSCLCA K15 i A5G

100
80
60

40

Sensitivity/%

20

PANDAR AUC=0.797 P<0.001

0 T T T T 1
20 40 60 80 100

1-specificity/%
B 2 NSCLCEZEEALRFEZHLIKIPANDAR ROCH £
Fig.2 ROC curve of patients with NSCLC based on PANDAR

expression in tumor tissues and adjacent tissues
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Fig.3 The relationship of PANDAR with OS and PFS
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