594

(P BBEAER L) 2014F552435 55817
CHINA ONCOLOGY 2014 Vol.24 No.8

N RNA—2 1442 RIS 7 4 KA
B e R == SUAF 5L

KBS DLB RN

YR REM RS S AR ERE AN, FIEE 200233
(5= ] HE25BEM: BUMRNAs (microRNAs, miRNA, miR) 78 R0 iR h o 260k, T Ak 5 IR 0 &

Ay RIS R REAEA R, BN RE i K sl B R A o T B AE A Dllmd R—-2 147 Rl i 2 23
hRIEE B, JERIT GRS, Fik: SUREEPCR (real-time PCR, RT-PCR) A 3645 At 41 4345 4
R 55 A miR-214 (0 R IE KT, 73 HrmiR-2 14358 7K T 5 e Ji s S0 3 W PR BAFAE R TS I R R e B3R
miR-2147£69. 4% (25/36) I AR L2 A X A, A /K243, 45 (1. 73~5. 13) , Ji 55 L h I RRIE K
N1.52(1.09~2.12), ZRALIHFE X (P<0.01), JEHAET,. TMEEPRRLKFEZES T, TS
(P=0.018) . Kaplan-Meier4AF/ T on, miR-214FKIEK Pk, HBHAEF YA (P=0.032) . &if: miR-
2147 [ R AL 2 v i B 5 TR e P 1 A BRI B S8 35 TOUIS S UDAH R, miR—214 0] e M IR i 14 i K
T PN T 7 T AR

[ X481 BRI WOPRNAs; TS miR-214

DOI: 10.3969/j.issn.1007-3969.2014.08.006

FESHES: R7359  XEFREEH: A XEHS: 1007-3639(2014)08-0594-05
The expression and clinical significance of microRNA-214 in pancreatic cancer ZHU Hong-da, MA
Chen-chao, Al Kai-xing (Department of General Surgery, Shanghai Jiao Tong University Affiliated 6"
People’s Hospital, Shanghai 200233, China)
Correspondence to: Al Kai-xing E-mail: akxing8258@gmail.com

[Abstract] Background and purpose: Aberrant expressions of microRNAs (miRNA, miR)are reported in

various cancers and may associate with cancer occurrence, development, invasion and metastasis, thereby functioning
as either tumor suppressors or oncogenes. This study attempted to observe the expression of miR-214 in pancreatic
cancer and to explore its clinical significance. Methods: Real-time PCR was used to detect the miR-214 expressions
between pancreatic cancer tissues and matched adjacent tissues. The correlations of miR-214 expression with clinic-
pathological features and clinical prognosis were analyzed. Results: MiR-214 expression was up-regulated in 69.4%
(25/36) of tumor tissue specimens. The relative expression level of miR-214 was significantly higher in tumor tissues
than in matched adjacent tissues (3.45 vs 1.52, P<0.01). Higher miR-214 level was strongly associated with T;-T, stage
(P=0.018). The Kaplan-Meier analysis revealed that patients with higher expression of miR-214 had a shorter survival
time (P=0.032). Conclusion: The expression of miR-214 is associated with clinic-pathological features and patient’s
clinical prognosis, so it may be used as a potential diagnostic biomarker and a prognostic predictor in patients with
pancreatic cancer.
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**: P<0.01, compared with each other.
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Tab. 1 Correlation between miR-214 expression levels and clinic-pathological features in PDAC*

Clinicopathological factors Cases Low High 2 value P value

Agelyear 0.114 0.735
<60 15 7 8
=60 21 11 10

Gender 0.450 0.502
Male 20 9 11
Female 16 9 7

Location 2215 0.137
Head 26 11 15
Body or tail 10 7 3

Tumor size/cm - 0.658*
<2 6 4 2
>2 30 14 16

T stage 5.600 0.018
T,-T, 15 11 4
T5-T, 21 7 14

Lymph node metastasis 2.857 0.091
+ 15 5 10
- 21 13 8

Vascellum invasion - 0.999%*
+ 31 15 16
- 5 3 2

Lymphovascular invasion 1.084 0.298
+ 13 5 8
- 23 13 10

Nerve invasion - 0.603*
+ 32 17 15
- 4 1 3

TNM stage - 0.603*
[-1I 32 17 15
-1V 4 1 3

CA199/ng-mL" - 0.229%*
<37 3 3 0
>37 33 15 18

*: The median value of all 36 cases was deﬁned as the cutoff point separating tumors with low expression of miR-214 (n=18) from tumors with
hlgh expression of miR-214 (n=18);Pearson’s ¥’ test and Fisher’s exact test were used to analyze the correlatlon between miR-214 levels and
clinical features.; **. Compared with Fisher’s exact test, the other P-values were obtained with Pearson’s i test.
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Fig. 2 The relationship between the miR-214 expression and
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