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[HWE1 BE WFFTDCE 2 B0 700 40 S 0 8 AR SR 1 (CDKL) e A i S5 e T 4 i
(BGSCs) MERMLE. ik EAARRMEREM L Z (1,10.1000 pmol/L) X BGSCs AT Yy, I1545 X IR
ZH. RSP R ERER (MTT) H @GN B 20 BGSCs ETE 1Y 5400 5 SR JH0 s % — BABSE RN (RT-
PCR) Kzilll CDK1 mRNA 23k ; W] BRI I o 46010 7= 4 140 TR R 25 1o H K (GSH) R AL Ak ik Ak i (SOD) TS
TR (MDA) Sy Aik, SR R XA BGSCs HE5H EA I A3 H 7 T, 4% 70 I 525 K 41 BGSCs
G ROGIE (A) (B B2 U6 BRAL B S IRAIG, Bl 45 245 0 S 14 n , A i A A B a1 238 (TR 35825 1 X BB A3 i b
Jn, PATLEE S 28 100 pmol/L 41/ B2 A{H: 0.18 £0.02 [£,0.67 £0.03,TR :(64.43 +0.04) % [, 0,3 P<0.05);
2RI A ZE 4] CDK1 mRNA 323k (A i) #5828 FxF R4l A AN [ B2 4 (19 42 %5, 7€ 10 wmol/L 100 pumol/L
IR A B S R (0.378 +0.061.,0.733+0.081 1 0.125+0.019, #4 P<0.05) ; I§ i i 4 Ak 7 ¥ GSH
(mg/g). SOD (U/g) F1 MDA (nmol/g) £ IV E X R 240 525 FI X B4 LA 22 F 4 o422 08 L (GSH
474.51 +38.63.479.67 +15.89 .481.17 +36.41 I 487.00+28.53, SOD : 26.58+2.26.26.75+1.96.27.08 £ 1.52 It.
27.31+1.89, MDA :4.92+0.45.4.72+0.73.4.61 £0.47 [t 445+0.26,3) P>0.05), #&it CDKI nffEZ 5
BEARPIHIN BGSCs A K VR FIAL , 1ZAE - S I8 Bt S b =W e k.
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[ Abstract] Objective To investigate the mechanism and effects of wogonin and its inhibitor cyclin—
dependent kinase 1 (CDK1) on human brain glioma stem cells (BGSCs). Methods BGSCs were treated with
different concentrations (1,10,100 pumol/L) of wogonin and a blank control group was made. Cell growth inhibition of
BGSCs was detected by assay of methyl thiazolyl tetrazolium (MTT) . Expression of CDK1 mRNA was detected by retro
transcriptive—polymerase chain reaction (RT-PCR) . Simultaneously, lipid peroxidation products of glutathione (GSH),
superoxide dismutase (SOD ), malondiadehyde (MDA ) were tested. Results
growth of BGSCs [ absorbance (A) value ], statistical significant differences were found in study groups compared

Wogonin significantly suppressed the

with blank control group. The cell growth inhibition rate (IR) was gradually increased with the administration of
wogonin concentration increment, especially prominent in the wogonin 100 umol/L group (A value : 0.18 +0.02 vs.
0.67+£0.03, IR : (64.43+0.04) % vs. 0, both P<<0.05) . Expression of CDK1 mRNA was significantly increased in
10 pmol/L and 100 umol/L. wogonin groups compared to that in the blank control group (0.378 £0.061,0.733 +0.081
vs. 0.125+0.019, both P<<0.05) . There was no significant change in GSH (mg/g), SOD (U/g) and MDA (nmol/g)
in all groups (GSH : 474.51£38.63, 479.67+15.89, 481.17+36.41 vs. 487.00£28.53, SOD : 26.58+£2.26,
26.75+£1.96,27.08 +1.52 vs. 27.31 £ 1.89, MDA : 4.924+0.45,4.72+0.73,4.61 £0.47 vs. 4.45£0.26, all P>0.05) .
Conclusion CDKI1 possibly participates in the mechanism of wogonin suppression of BGSCs growth which is not
related to lipid peroxidation.
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1.1 SEERSTAH AN [RIHR B A DU %5 2% CD133
PRI I N BGSCs (Hh sVE B2 B B i 1= e i 22
BAE S ) ATy, 4 A IO BRI 1
10,100 pmol/L 3 N5 2454H .

1.2 KT B i

1.2.1 DY SR &R (MTT) o835 4501 BGSCs
(BT - AL AR AN AR RAFIE AL T XEUE KRR F
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AR EAE R E AT 25 T 100, 25 4 2 A &
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W 5 AL, B aBMAE 37 C 3 5%CO, 1Al
TR B 55 IR P AR SE R 5% 48 h, U 96 LR, B0
10 min, 3 FIW, IF A 0.1 mol/L Bk h 2% vh ik
(PBS) S0k, A2 110 7 B 1) 4 FL A 20 ul
BCil i) 5 o/ L (9 MTT %80, K35 52t 8 T FRA N
4 h )&, B ZHE (DMSO) InA BR324, 5843
PR 10 min, fEFUR PN 550 nm B, i AR X
(75 Perlong Medical 28] ) 5 f2 I A4 3 B W R
(A) 1, ¥ 2 AL BT BIE . 4 A 1 Sl
F(IR) = (1 — HAH B AMH) /25 L0 IRALF
BIAE,SLIER 3K,

1.2.2 g it Ak = Wy B R D - BGSCs #2 R0 T
YR RN, 55 5% 48 h 5, A AR EE (1,10,
100 pumol/L) X # % Z 1Y DMEM 15359 200 ul, 5537
24 h Ja s iR SR, F pH (R 7.4 (/) PBS ik, I m
A 0.5 ml ) PBS B w5 4 HLJZE , A 0.25% [k it i 248
JiL 7S M o K AR R A 1.5 ml B/ NEOAE (EP
&) W, H 0.4 ml (1) PBS WU S PR A LIk EP
B, B0 10 min, 7 FIE, A 40 24 % W 100 ml,
B VK E 20 min, FEESC 10 min, WIS, R
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IR e S U R T

1.2.3 5% 5% - R A W 55 ) (RT-PCR) il
BGSCs CDK1 mRNA 1) 3 i5: H TRIzol & H 4l Jiig
JURNA, AR AREL S ug AR RNA JEF 7T 55 5% R
cDNA JE#EATREI, 95 °C 24 i AS 1 5 min, AR5
RT-PCR #a75 & 20 B8 & % cDNA 2 —4# . PCR

1451 32 Invitrogen 2N F A o ROV AT «
95 °C 5 min, 94 °C 305,60 °C 305,72 °C 30 s,3L£ 30
AEIR; 72 CHEM 10 min, Gl 7E 80V HLIK K 2%
Bl HEE I £51F F %52 PCR 729, FEH R EREIR
R RGP IO LR a5 R S E A 3 Ik

1.3 Gl 0. R SPSS 11.5 Gei T4 {44k PR
i THE VORI DAL + fnifEE (R +s) FOR, A S
U Shapiro-Wilk #80E 255040 46 56, 1 285040 504
AT R I 225007, R« ki, P<<0.05 25
At L.

2 &£ R

2.1 IEE R X BGSCs HAFH MR (£ 1) : 24X
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], H 528 X IR A 2= S e g L (P>
0.05) ;I E A 10 pmol/L . 100 umol/L £H BGSCs Y
WO AZ B T RS, 52 O R s R A
Guiter i X (3 P<0.05), BEE 4 250 38 i,
YHREIETE Y IR BTG IN, 45 2R 2 A a] Lh A 25 A
it E X (P<0.05).

K1 NEZSEFEIMEFR BGSCs HHERHMN (x +5)

25 LA BGSCs 97 ((A) ) IR (%)
23 I IR AL 5 0.67+0.03 0
WEEXZ 1 umol/L 41 5 0.62+0.03 0.27+0.05
WX E 10 umol/L 24 5 041+0.01"  2593+0.03"
WA Z 100 umol/L 2 5 0.18+0.02"  64.43+0.04™

T A IR ELAS, *P<0.05 5 5TEXE 1 pmol/L 40 LK,
"P<0.05 ; FILEAEZ 10 umol/L 41 %L, *P<0.05

2.2 DUEEA RN BGSCs IR it E AL 7 W Y 5
M (% 2) &R DA R 452540 GSH., SOD, MDA
WESESAMBALKESH LR ITEE XL
(¥ P>0.05),

R2 FREKRERESZ3HMEIMEIRA BGSCs §
BERUE S IR (x = 5)

415 LA GSH (mg/g)  SOD (Ulg) MDA (nmol/g)
725 FORHIRAL 5 487.00+28.53 27.31+£1.89  4.45+0.26
WHEAEE Lumo/L A 5 474.51+38.63 2658+226  4.92+0.45
WHEEZ 0umol/L4L 5 479.67+1589 2675+196  4.72+0.73
WA ZE 100 umol/L 24l 5 481.17+3641 27.08+152  4.61+047

2.3 A ZE X BGSCs 1Y CDK1 mRNA ik 3
Wi (J&1):25 6 IR ZH BGSCs B CDK1 mRNA %34,
DU A R B 25 25 BE 3, CDK1 mRNA &6
TGN, B 1 pumol/L 41525 0 IR 4 oA
2R TG FE L (P>0.05) ; LA ZE 10 wmol/L
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F1 100 pmol/L ZH ¥y 5 Fo0f BR2H i & 38 hn (1 p<
0.05) ; HAEAA B EFBAZRIFEL (B P<
0.05).
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