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Effects of temozolomide combined with postoperative treatment on serum miR-181b and
miR-497 levels in patients with glioma

Ye Yun',Zhi Feng,Ma Tao

Department of Neurosurgery , Changzhou First People’ s Hospital , Changzhou 213003, China

[Abstract] Objective: To explore the effects of temozolomide combined with postoperative treatment on serum miR-181b and miR-
497 levels in patients with glioma. Methods: Seventy-six patients with postoperative glioma were randomly divided into two groups,
namely, group A (n=38) and group B(n=38). Patients in group A were treated with semustine and those in group B were treated with
semustine combined with temozolomide. After the treatment, the effective rate, 1-year, 2-year and 3-year survival rates, Karnofsky
scores in the two groups were compared. The serum samples of patients in B group were collected to detect the changes of miR-181b
and miR -497 expression before and after treatment. Results: Objective response rate and disease control rate in group B were
significantly higher than those in group A (P < 0.05). The median survival time in group A was shorter than that in group B. And 1-
year, 2-year and 3 -year survival rates after the operation in group A were significantly lower than those in group B (P < 0.05).
Karnofsky scores after the treatment was significantly lower in group A than that in group B (P < 0.05). The serum levels of miR-181h
were significantly increased after operation [ postoperative (162.34 = 51.79) fmol/L vs. preoperative (91.37 + 40.41) fmol/L, P < 0.05].
The serum levels of miR-497 were significantly increased after operation [ postoperative (166.23 + 53.68 )fmol/L vs. preoperative(88.36 +
36.72)fmol/L, P < 0.05]. Conclusion : Temozolomide combined with postoperative treatment can improve the expression of miR-181h
and miR-497 in serum of patients with glioma,and miR-181b and miR-497 can be used for the diagnosis and prognosis of glioma.
[Key words | temozolomide; glioma;miR-181b;miR-497
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Table 1 Comparison of clinical efficacy between two groups

4151 CR(f71) PR(f3]) SD(f) PD(f7]) ORR(%) DCR(%)
A (n=38) 2 18 9 7 52.6 76.3
B4 (n=38) 4 25 6 3 76.3 92.1
u/*{H 1.940 4.650 1.830
PE 0.051 0.031 0.174

F2 FWABFETNREEERETS LR PR o (H AR R 2 R GER IR T KBS AR

Table 2 Comparison of life quality scores before and af-

ter treatment in two groups

21531 TRITHI NEV gl i P
AZH(n=38) 5023498 5428=7.14 2868  0.006
B#H(n=38) 49.82+525 59.74+634 7.429 <0.001
D 0.349 3.525
P1H 0.728 0.001

®3 FMHBEEGELR
Table 3 Comparison of survival rate between two groups

[n(%)]

2H 14 24F 34F
A4 (n=38) 18(47.4) 12(31.6) 8(21.1)
B4 (n=38) 27(71.1) 20(52.6) 17(44.7)
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tH 0.896 6.899 0.599 26.476
P{H 0.373 <0.001 0.551 <0.001
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