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[ Abstract ]
apoptosis of U251 cells. Method: After the cells were treated with HJB at various concentrations (0, 6.25,
12.5, 25, 50, 100, 200, 400, 800 pmol + L.”") for 24 h, or at half maximal inhibitory concentration of a
substance ( IC,, ) for various durations (12, 24, 48, 72 h), cell viability was measured by 3- (4, 5-
Dimethylthiazol-2-yl) -2, 5-diphenyltetrazolium bromide ( MTT). Annexin V-FITC by cytometry was used to test

Objective; To study the effects of 17-hydroxy-jolkinolide B ( HJB) on proliferation and

the apoptosis rate. Absorption spectrometry was adopt to measure the relative activity of Caspase-3 and Caspase-
9. Result: The HJB evidently inhibited the growth of U251 cells in a time and dose-dependent manner (P <
0.05), with IC,,value for 24 h being 62.236 11 pmol -L~", and it could induce apoptosis of U251 cells. After
HJB treatment at 30, 60 and 120 pmol -L"'for 24 h, the apoptosis rate of U251 cells was 3.10% , 3.51% and
5.98% , respectively (P <0.05), and the relative activity of Caspase-3 or Caspase-9 was advanced with dose-

dependent manner. Conclusion; The HJB evidently inhibits the growth of U251 and induces the apoptosis of

U251. The mechanism may be mediated by mitochondrion pathways.
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T2/ 57 4H Caspase-3 M Caspase-9 FT5 LR .
2.5 GiiteEab R SR H SPSS 13.0 it dk ot Hods
PLa s Fon, 4l LR B SNK K 56, P <0.05
AEitE X
3 R
3.1 MTT 40 yh PR 4G I 25 5 HIB S W] ik B 1
24 h J5, 525 UM BRALAE LG, 6P U251 28 it 0 15 58 A
W EPEN IR, OF SR BEARH G R (P <0.05) (%
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50 42.9 +2.6"
100 36.4 +4.2"
200 35.9+5.2"
400 32.9+3.1"
800 26.9 +2.2"
5 - J5U bR W g 80 47.2+7.7"

S AR P <0.05(%2 ~4 ),

3.2 MEPE TR NS R HIB A5 U251 4
PHT, 25 U E 30, 60, 120 wmol - L' 43 5] 4b ¥ 41

- 256 -

#£2 HIB{EAARRERE &S U251 AMFEENEIE(x+s,n=5)

e g 1 R it 1] 41 it 75 1
20 51

/pmol -1, /h /%

25 4 X 8 0 100
HJB 12 84.6 £2.3"
24 50.3 =3.0"
48 45.1 £2.4Y
72 40.9 +5.0"

Ji 24 hJE BB E TSR A A0 A B T (P <
0.05) , I LW LA R (B 1) o

P

»

10° 10' 102 10° 10*

B

Pl
!

uaal g suiad

m
1 10! 10?10 10!

109 107 102 105 10%
FITC

Pl
10? 10" 102 10® 10

vl o sl o

a5 o8%

Pl
100 10 102 10° 10!

10 10 10 10 |04 10d '1'2)1' 1Bé 163 ‘04
FITC FITC
Annexin V-FITC

8 1
7
6

1
5
S ),

< 4
3
2
1
0

0 30 60 120

17 £ 4K 8 M BB /umol- L™

A, ZSEIXTIBLL B, HIB 30 wmol-L~";
C. HJB 60 pmol-L~';D. HJBI20 pmol L~
HIB 4b 3 U251 40 24 h, 3 X4 M {X Annexin V-FITC/PI
G 0 200 O R B AR A AL A T A
B 1 HIB 3t U251 4RE A # I

3.3 Caspase-3 [ Caspase9 JHEK I 455 HIB
YEFH 24 h J5 , Caspase-3 K Caspase-9 A4 #H X i 1 14
B AR AT (P <0.05) , I 5 W HORC &
Caspase-3 [ Caspase-9 i L2 B2 B & 245 W) Wk B (30,
60, 120 pmol-L™") (¥4 I ifi 484 K, 55 45 14 % HA 20 4
W, ml g 1.5,2.0,2.5 f5 (£ 3) M1 1.5,2.1,2.7

fE(#£4),
4 itig

JI5E JO R R B AL B N B S TR L 2 15
IR 1 46 % , 5 AR 4 B R 1 2% |, M e iR 98
RFGHEH (5 ~8)/100 7, WsEHe ™, g AA



T, 45 17-F2 -5 RuR S B X U251 40 it 8 58 K% U 1~ /6 F B9 52 i

%3 HJB 3t U251 4B Caspase-3 iF RN (x £5,n=5)

e Caspase-3 M
215
/pdmol-L’1 /%
Y= POyl 0 100
HJB 30 151.7 +4.2"
60 201.7 £4.4Y
120 249.5 £8.1"
5 - J DR W5 g 80 220.0 £10.0"

&4 HJB 3t U251 4B Caspase-9 iF RN (x £5,n=5)

25255 5 Caspase-9 1% 14
25
/pdmol-L’1 /%
E=g=pog il 0 100
HJB 30 152.2 +7.7"
60 211.6 £9. 1"
120 270.3 +10.3"
5 - J DR W g 80 221.6 £14.1"

Z Pk AR R B A A, TRMELLSE 2T ER iR
J7 AN K AR DR o ke T i R R B AR 9T 9F 9T 2 AT
M) — A EAE RS R B B WA TR B —2E 2y
W BT rE ALE] S s S A0 M T R ] Ay, BB A
PR A0 O T B B IR 25 i — AT
ARSI S5 R R, HIB X A BB JE U251 4t il A W]
8 AV L s A A A P R i e R T S
A, I 5 Ve BRI B (R AR G & o H e ml O R 1Y
ARN AT HIB AT 8 XTI 5 983 1 & 26 T & Je AT A 2%
EH .

Caspase-3 J& Caspase % Jif i 85 %2 B 51, /2 20 il
JH T A 5 3 T U e 35 0 AT 4, 7E i e A
R T A R B B AR, PR oM R g H
EH G BT, Caspase-3 DL JC 16 o 1) i IR A7 78,
R S e v 1 O N s e S ) I R
b, 24 fige AH I (0 B 3% PR A% NS W, A 44 34 M O
-1 ARSI M E T Caspase-3 BTG AL AR, 45
B HIB xF A FeE U251 41 i 2 A AR 35 (075 5 0
T-AEF, JFAF 78 R B OB OC & o

ZE WL Caspase MK P/ T2 A2 Al 43 AL T 52
R MR IR IR, SE T 32 R & 1238 1 Caspase-8
(T 5 3h U8 T, Caspase-9 (1) 035 5 3h £k ki 4K i
U RS u 45 R, Caspase-9 I 1k T B 5
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