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[Abstract] Objective To determine the expression of miR-130a in patients with epithelial ovarian cancer and
its association with platinum resistance. Methods 32 patients with platinum resistance and 30 patients without
platinum resistance were recruited in this study. Real-time PCR was performed to detect the expression of miR-130a
in the serum samples of the patients. ELISA was used to measure the expression level of phosphatase and tensin
homolog deleted on chromosome ten (PTEN) and B-cell lymphoma-2 (BCL-2). Results Platinum-resistant patients
had significantly higher levels of expression of miR-130a and BCL-2, and lower level of PTEN than platinum-
sensitive patients (P<C0. 05). The expression level of miR-130a increased with increased severity in histological
classification and appearance of lymph node metastasis in the platinum-resistant patients ( P<C0. 05). Conclusion
MiR-130a may mediate the generation of platinum resistance in epithelial ovarian cancer through inhibiting PTEN to

activate PI3K/AKT signaling pathway and increasing BCL-2 to inhibit tumor cell apoptosis. MiR-130a may be a new

potential target of gene therapy in platinum-resistant ovarian cancers.
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Table 1 Primer sequence of real-time PCR

Primer Sequence
MiR-130a F:5-GGGGCAGTGCAATGTTAAAA-3'
R:5-GTGCGTGTCGTGGAGTCG-3'
Hsa-miR-93-5p F.5-GGGCAAAGTGCTGTTCGTG-3'
R:5-CAGTGCGTGTCGTGGAGT-3’
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PRI, PR AR 5 WK WRIR I 350 pL/FL, BRI 1~
2 min, I K AU T AL P 90 L, 37 C
RS W4 (15~25 min 245, A BB 30 min,
PRV AT DL L P W s B P A ) 5 AL A 1R
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Table 2 Clinicopathological characteristics of patients with platinum

sensitivity and resistance Ccase (%))

Resistant Sensitive
patients patients P
(n=232) (n=130)
FIGO stage 0.17
I-1 12 (37.50) 9 (30.00)
-1 20 (62.50) 21 (70.00)
Pathological type 0.38
Serous adenocarcinoma 18 (56.25) 16 (53.33)

Mucinous adenocarcinoma 7 (21.88) 6 (20.00)

Clear cell carcinoma 2 (6.25) 3 (10.00)

Endometrioid carcinoma 2 (6.25) 1 (3.33)
Mixed carcinoma 3 (9.38) 4 (13.33)
Histological classification 0.28
G1-G2 11 (34.38) 11 (36.67)
G3 21 (65.63) 19 (63.33)
Lymph node metastasis 0.14
Yes 19 (59.38) 16 (53.33)
No 13 (40.63) 14 (46.67)
Vascular invasion 0.42
Yes 22 (68.75) 19 (63.33)
No 10 (31.25) 11 (36.67)
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Table 3  Relative expression of miR-130a, PTEN, BCL-2 in serum

samples of patients

G MiR-130a PTEN BCL-2

roup " (2785Ct)  (ODysp value)  (ODyso value)
Platinum resistant 32 4.214£0.98 6.26+4.29  11.36+4.22
Platinum sensitive 30 1.70£0.68* 20.18+4,02* 2.114+0.98*

% P<C0.05, vs. platinum resistant group
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Table 4 The serum expression level of miR-130a in platinum resistant

patients with different pathological characteristics

MiR-130a

n expression level p

FIGO stage 0.17

I-1 12 3.9240. 65

- 1v 20 4.1340.15
Pathological type 0.43

Serous adenocarcinoma 18 4,2440.12

Mucinous adenocarcinoma 7 3.91+0.82

Other types 7 4.134+0. 32
Histological classification 0.03

G1-G2 11 3.43+0.52

G3 21 4.2340.68
Lymph node metastasis 0. 04

Yes 19 4.314+0.72

No 13 3.21£0.47
Vascular invasion 0.73

Yes 22 4.11+0. 32

No 10 4.1640. 67
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