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The oncosis and apoptosis—inducing effect of artesunate on the K562

human leukemia cell line
TIAN Xue-lian,et al
(Department of Physiology,College of Basic Medicine ,Chongging Medical University)

[ Abstract] Objective:To investigate the effect of artesunate( ART) on human leukemia cell line K562. Methods : Inhibition of
proliferation was measured by a colorimetric MTT assay. The morphological changes of K562 were observed under a light
microscope and an electron microscope. Flow cytometry assay detected the ratio of apoptosis and oncosis of K562 cell lines
which were induced at three different times by three different concentrations of ART. Results:ART extract clearly inhibited the
proliferation of KS62. The 50% effective dose evaluated on 24h,48h,and 72h of ordinal exposure to the extract,were
65.17 w g/ml,31.63 . g/ml,and 10.51 p g/ml, respectively, ART extract—treated cells exhibited morphological changes typical of
oncosis and apoptosis. Futheremore,the ratio of apoptosis was not different from to that of oncosis. Conclusion:Aresunate can
control proliferation of the K562 human leukemia cell line in two forms:oncosis and apoptosis. The ratio of oncosis and
apoptosis present typical dose—dependence and time—dependence.
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K562 4l ik ( A2 MR 40 A A R AR A & H 10%
AN IfE T (100U/ml) 555 Z (100U/ml) # RPMI1640
REFRREAP RIS, TE 37C 5% CO, WA E K4 T3,
2~3d R 1R
14 S¥F*k
1.4.1  MTT( /45 BB RMEL b & 55 ) R T 75 8 3R IR X A 1
AN bR K562 HF MR IR BUE KB KSe2 418, &
W BE TE S G T SHBLIE 135 95% L) b, 4ERN T 96 FLEEFRAR
oL B EERREAZRE (Lyml)#:3.125.6.25.12.5,
25.50.100.150, - BT EH , BAEAR 6 ~EF.37C.
5%CO, HFNREE &5 T 407355 24h 48h . 72h. b FNT
BFLAMA MTT201, 5T 4h J7, i DMSO( —H 2 A )
150 V/ fL, B EGEL S R i ST I B (OD A, 5700m A
KB . RAEL IR TR LRSI B (1C,) .
TR IDHIER(%)=(1- fZi4H oD {i / X 1841 oD fi)
x 100%
142 FHHEIEAE 25png/ml YEF T K562 48h [STERE TR
% K562 4 MBI Ik .
143 FAEARG N AT RMAT-FE KA FITC
AnnexinV-PI XUHe s . # IBUCH B EAE, I8 B S IERE KR
12.5 w g/ml 25 p. g/ml .50 . ¢/ml, 53 BUAE A T K562 4iHE 12h .
24h 36h, 343 HHEE X R BOE R HA LY 105,PBS ¥

2 ¥k, 1 x Binding Buffer 2% #Pif§ 400 w1 B0/, SR )5 0
A FITC(RHFE AN E IPRICH Annexin V(FITC-Annexin
VORI PL & 511, 25CHENIEE 15 ~ 30min, S5 BRI
AR . PR 4 ML Cell Quest 5K 443 7 5 ¥ FLI-1,
FLI-2, W% Annexin-V (+)/P1(-), Annexin-V (++)/PI1(+),
Annexin-V{(=)/PI{ - ), %4 A - AR TR

145 GibEAY PBrAEREARHNA SAS Gt

2.1 HEIESA K562 48 g 7 64 3 o6,

MTT 4558 B & E 35 EE Xt K562 40 i 7 A
BRIMHEIEF, 5 29 B (P<0.001) . B3 (P<
0.001 K#IFEZ(F 1), 24h 48h.72h 1Y ICs, 535
K 65.17 . g/ml 31.63 . g/ml  10.51 . g/ml,

22 HEEB K562 MR H T

HEBEEE 25w g/ml YE K562 4AH 48h J5 £
BRIN 2 ROy A, (1) S AK T - 40 i Bk
IR, RS 76, S 960 v 75 396 4 M 5, 2Rk A ik ik, 4
FLJEI BB o] M P S R S gs  (2) 4T BV T R B4

F1 EFEREAAQMLKAR K562 FIMEBRIRME(x +5,n=6)

ARTC g/l 2RI ER (%)
24h 48h 72h
X HA4H 0+0 0+0 0+0
3.125 6.68 + 2.94* 27.40 + 4.46™ 32.14+ 498"
6.25 18.49 + 6.03 29.16 + 3.43" 38.25 + 3.88"
12.5 24.93 + 6.66™ 37.85 + 8.44™ 49.16 + 8.08"
25 35.74 + 8.44" 43,53 + 429" 63.38 £ 7.71"
50 4842 +7.78" 57.45+9.60" 79.40 + 6.54"
100 50.74 + 4.72" 65.08 + 5.39" 85.10 £ 7.39™
150 50.32 £ 1.35™ 62.12+4.76™ 78.34+5.42"
. 5XHEA " P<0.05,"P<0.01,
F2 BEERERMEAT K AREMHMEMAT EMKTEE(x £5,n=3)

ART( . g/ml) 12h 24h 48h

(%) T2 (%) (%) M%) FT2R(%) BkT-%(%)
Xof B 2H 3.28 +0.88 2.63 +£0.39 2.87 £0.65 237+022 2.54+0.19 252+ 0.10
12.5 4.24 +0.06” 4.13+£0.62 7.41£051° 7.31£0.86" 11.07 +0.18* 10.18 + 0.34™
25 4.24 +0.06' 5.24+0.58' 12.32+5.51" 11.06 £0.19" 21.50 + 0.56" 23.51 063"
50 5.18 + 0.20" 6.70 £ 0.45" 18.76 + 0.68" 21.62 £1.08™ 34.68 + 1.57" 37.30+0.74"

T 5% B R . P<0.05, "P<0.01,
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