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Wogonin regulated cell proliferation and apoptosis,and repressed miR-128 expression in
human glioblastoma cell line U87

Chen Wanghao, Wang Huibo, Liu Ning*
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[Abstract] Obijective;To investigate the effects of wogonin on human glioblastoma cell lines U87,and the role of miR-128 in the
mechanism of wogonin effect on U87 cells. Methods;U87 cells were treated by wogonin within three different concentrations
(25,50,100 pmol/L) for 24 h,48 h,respectively. The morphological change of U87 cells were observed by using fluorescence
microscope. The MTT was used on cell proliferation test. Flow cytometry (FCM) was performed to analyze the cell cycle and cell
apoptosis. The qRT-PCR of miR-128 was detected from U87 cells after treated with or without wogonin. Results; Obvious appearances
of cell apoptosis were observed under fluorescence microscope,including chromatin condensation and nuclear fragmentation. The
analysis of MTT assay showed that the cell proliferation of U87 was inhibited by wogonin and associated with dose- and time-
dependent manner. The FCM showed that the U87 cells treated by wogonin were arrest in S phase and the apoptosis ratio of U87
treated by wogonin was significantly increased after 24 h. The expression of miR-128 increased after being treated with wogonin.
Conclusion: Wogonin induces glioblastoma cell U87 apoptosis and may restrain cell proliferation through miR-128.
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Table 1 The primer sequences of miR-128 and U6

5 Y

FEA (5'—3")

miR-128 #5514

miR-128 real-time PCR 37514
U6 real-time PCR #5114
real-time PCR T 3L [R5 |4

5'-GTCGTATCCAGTGCAGGGTCCGAGGTATTCGCACTGGAITACGACAAAAGAG-3’
5'-CGCGCTCACAGTGAACCG-3'
5'-GTCGTATCCAGTGCAGGGTCCGAGGTATTCGCACTGGATACGACAAAAATATG-3'
5'-GCGCGTCGTGAAGCGTTC-3";5'-GTGCAGGGTCCGAGGT-3’

AW 2 ul,Revertaidm-mulv 3% % 5% i (200 U/pl)
1 wl,JB%5],PCR Y 28 42°C 1 h,70°C 5 min, 50
553, PCR R MRAS IS U6 X HEAE S INAE
TR EEE A 94°C(2 min) ,94°C(15 s),60°C(1 min) , 3
HEAT 30 IRAEHS, Hefa R 40 o/ L SR HEEE RS F vk
MR
13 %itZFEs ik

iz [l SPSS18.0 Gt 2 T8 24T
B AR + FRIEDE (X £ ) Fom, WHUILESRH
R, 2H 1) E 43260 FLBCR X K, R DG PR
Spearman SFJAN ST, P<0.05 FR2ERA ST

2 &% R
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Tt A SR ) 5 5 s T & X URT
T BA VTR T ER (B 2) A TR SE 30k
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P A FH B[R]0 R P 6 UST 440 it LA 41 ) 1 5
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2.3 miR-128 EH& i UST 4mhie v 64 & ik
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£ RT-PCR #61l , miR-128 5 U6 35w ) A HE 1%
Ctfh, PUHEAZAIAH miR-128 [k B Th e,
TEARALBRA ) 7.73 4%

23 AR IR

50 pmol/L X # 4% 24 h 50 wmol/L X # 4% 48 h

LT HEZH

PR IR A

100 pmol/L I # 43 24 h 100 pmol/L I #4348 h

K1 FOtge ik BEE T IR UsT 4L S Y2 1k (x200)

Figure 1 The morphological changes of glioma cell line U87 under microscope by fluorescent staining (x200)
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Figure 2 Apoptosis analyses in U87 cells treated with different concentration wogonin for 24 or 48 hours by FCM
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%% 2 Cell cycle analysis in U87 cells treated with different concentration of wogonin for 24 or 48 hours by FCM (%)
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Figure 3  The effect of wogonin treated U87 cell is proportion

to the effective time and dose size
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Kl 4 H#L PCR £l miR-128 F1 U6
Figure 4 The PCR detection for miR-128 and U6

RIFH, R IBIFERY COX-2 TERZHUEH A
SUARARRER B Foilt, & B OIE I W 7R 2R 2
Hhnes: ok, i, COX-2 i KA T RE A S
SRS et e R R 22— ] COX-2 Feikpk
TAA AT LI g e 320 0 oy sl i LA K P E L B
Wy SR 52 e COX-2 491 77 2 ok B A ] LA 1g
e BPE 7 B RS /)N R S5 8 e e 5 78 114 47 e g 4
S IR TR RIS R4 41 COX-2 Rk SR JG
AT I s 52 R AH DG, I HG i PR AT i 5 ok 3R
COX-2 [ g L XA T 157 5 AU DL K COX-2
SN S

Tl BRR R 22 (A UEHE ZREH COX-2 il 3RV
KR R YL G rh 2 BT ARR A Y
EIR7 = g e | AN o T N = e 7 N B ]
FIHTE B 5 e A R T T ELICEE A R m]
DA 35075 5 5 T e A L T AR I e, A
WFFE LB, AR/NB A HA60 41 i FHV s 5 2 Ab
48 h 5, ZEAMM T, Bel-2 Fikwi A, M
COX ,caspase-9 [H AR, ZATAIAIFTE A3,
TUHE % 2% AT VR N i 40 B B 1 e 2 vk | S 80U
YA A B Bel-2 B A BUEAR, R Ar i B K
1E S W, TS R 4n i A R =0 R i o
DU Z5F COX MM FIA By Fam A UL A 1
TEAEDUMR A E AL, TS B AR A 25 5 R
ARSLG h U8T A i 2 AN [a] e B AR DL 5 R Ab B 24
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