hE R AE R T 2455 http:/www.biother.org

+ 328 - Chin J Cancer Biother, Mar. 2019, Vol. 26, No. 3
DOI1:10.3872/j.issn.1007-385x.2019.03.013 . |[{6 ﬂ"kjﬂ- ;ﬂ .

IncRNA POU3F3 & i3 183 MGMT BY 3R 1% 52 M = 25 A1 A Bk 52 Je8 40 ff %
B PR ZS

BARLHAKR, 2T RFERER #2504, LT 102206; 2. A EA K FM AT RIZER
22904, AL 100070)

[ ZE] A 457 IncRNA POU3F3 3@ ie 1 %5 MGMT 1223 B 15 25 591 i3 i 5 983 4 0 %o % B0 % (temozolomide , TMZ)Ti 24
FEAERNL . F ok A 2016 4F 1 H £ 2018 4F 1 A At K EBREE B b 2 AMRHIUA 1R 60 1] 58 2 4R AR, o, il 407 8 2
1245 CIEH 20D BT ey RO e I 9 R85 30 49 (R R 4D W B R s BN I R e JR 3 [ E R AL, B4 4% T FARRIT+TMZ R84
JYRRE R NRENS B0 R 1.2.4 2 8 pg/ml TMZ 55 U251 40 i 3 443 155 A8 K 1 DL 3R U251 TMZ Tiif 25 41 i &
(U251 TMZ-resistance , U251-TR) 5 1 415 FH AR R AR AR 117 0.9% A= 2R /K A FE U251 40 . SR i qPCR A Wb A6 3 1 47 i 2. 24 %
T2 I 5 R 40 il 7P POUBF3 AR 3 I 12804 -DNA FH L4 R4 il (methylguanine DNA methyltransferase , MGMT)mRNA 155 4 {1215
AKOF o 18 #  Ye iy i@ A 2 TP POUSF3 1) U251-TR 411 /il & (U251-TR stable interference POU3F3, U251-TR siPOU3F3) ,MTT %
B8 3F U251-TR 21 M0 3K 0 410 il TMZ 1Cso 18, Wb A& I 41 g th MGMT & A B R IAK . 4 % SIEWH LAY RAE, ZRH
POU3F3 #IA M = (P<0.01), U251-TR 4Hifl TMZ 1CsofH 2 3 751 T U251 41 ffd (P<0.01), U251-TR siPOU3F3 4l ffl TMZ 1CsofH i
FHLT U251-TR 4R (1) P<0.01) , (H7 T U251 i) (P<0.01) ; U251-TR 4R/ POU3F3 }2 MGMT mRNA Fl1 2K [ (K iE K F B T
U251 411 (¥) P<0.01) , U251-TR siPOU3F3 41l i POU3F3 2 MGMT mRNA Al £ (4 3 3% 7K T ¥ F U251-TR 41 g (3 P<0.01) .
25 &> : IncRNA POU3BF3 2 {1 33k 55 25 51 i 2 S5 88 41 i TMIZ Tl 2 P ) S B TR 3%, el PR _E TMZ TR 2 ORI A — e i X
[X5EIR]  KEEARMIE RNA ; POUSF3 s NI TR ; B SLW I s Tiid 24 PF 5 FH Ak 8804 -DNA H1 B RS il

[(FEI52S] R739.41;R392.12  [SCERFRIREB] A [SCE4RS] 1007-385X(2019)03-0328-05

IncRNA POU3F3 affects temozolomide-resistance in high-grade glioma cells via
regulating MGMT expression

DUAN Ran', YAN Chengrui', WANG Lei*(1. Neurosurgery, Peking University International Hospital, Beijing 102206, China; 2. Neuro-
surgery, Beijing Tiantan Hospital Affiliated to Capital Medical University, Beijing 100070, China)

[Abstract] Objective: To explore the mechanism of long non-coding RNA POU3F3 (IncRNAPOU3F3) affecting temozolomide
(TMZ)-resistance in high-grade glioma cells via regulating MGMT expression. Methods: Sixty cases of tissues from patients treated at
the Department of Neurosurgery, Peking University International Hospital during January 2016 and January 2018 were collected for
this study, including 12 cases from brain trauma patients (normal group), 30 cases from primary high-grade glioma patients (primary on-
set group) and 18 cases from recurrent high-grade glioma patients (recurrence group, accepted surgery+TMZ already). U251 cells were
induced with TMZ at the concentration of 1, 2, 4 and 8 pg/ml and maintained normal growth for a week to construct TMZ-resistant
U251cell line (U251 TMZ-resistance, U251-TR); and the normal control group was treated with equal volume of physiological saline.
Reverse transcription polymerase chain reaction (QPCR) and Wb were used to detect the mRNA and protein expressions of POU3F3
and MGMT (methylguanine DNA methyltransferase) in normal brain tissues and glioma cells. Lentivirus transfection was used to con-
struct U251 cell line with stable POU3F3 interference (U251-TR siPOU3F3); CCK-8 was used to detect TMZ ICs, value (the half maxi-
mal inhibitory concentration) in each group of U251 cells, and Wb was used to detect the expression of MGMT protein in each group of
cells. Results: Compared with the normal group and primaryonset group, the expression of POU3F3 in recurrence group was signifi-
cantly increased (P<0.01). The TMZ ICs, of U251-TR cells was significantly higher than that of U251 cells (P<0.01), and The TMZ
ICso of U251-TR siPOU3F3 cells was significantly lower than that of U251-TR cellsbut higher than that of U251 cells (all P<0.01). The
protein and mRNA expressions of POU3F3 and MGMT in U251-TR cells were significantly higher than that in U251 cells (P<0.01),
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while those expressions in U251-TR siPOU3F3 cells were significantly lower than those in U251-TR cells (P<0.01).Conclusion: In-

cRNA POU3F3 is the key factor to promote TMZ resistance in human high-grade gliomas cells, which may exert certain guiding signifi-

cance in the clinical treatment for TMZ resistance.
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