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Inhibitory effects of artemisinic acid on proliferation of K562 cells in vitro
ZHOU Shengwei, et al
(Key Laboratory of Biochemistry and Molecular Pharmacology of Chongging, Chongqing Medical University)
[ Abstract ]Objective: To investigate the effects of artemisinic acid on proliferation of K562 cells and its mechanism in vitro. Methods: MTT
assay was used to detect the effects of artemisinic acid on proliferation of K562 cells. The flow cytometry was used to analyze the distribu—
tion of cell cycle. Morphological changes of cells were observed by electron microscopy. Results: The proliferation of K562 cells was inhib—
ited by intervention of artemisinic acid significantly after 24 hours and 48 hours, and the effects were in concentration—dependent manner.
The cell number in Gy/G, increased and apoptosis was induced after the treatment with artemisinic acid for 48 hours, the morphological
characteristic of apoptosis was observed by electron microscopy. Conclusion: Artemisinic acid can inhibit the proliferation of K562 cells,
which may be —due to induction of apoptosis and prohibit on of tumor cells from entering cell cycle.
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40 :K562 MRE A, EBRFERPIMALERE 1.562 ~
25me/L I B M KS62 AMELBR A, EEFEFEPMA
YR BE 0.075 ~ 0.3mg/L R4 E E ;K562 AHAIXT B4 fn A
SRR IR . N RRAT LT 4 40 i 7 8 MR R A BE R i L ET
BT B EALYRER L, 2548 X3 BAE 6 4
FATE . R CO, IBAE 35 5% 24h 48h, EILIMA 0.5%
MTT 20 w1 4kZE 355 4h, 75 B3, il A 200 n 1 DMSO,# & ¥k
P E MTT 27, T 8 ShEsbR i (550 2 BIORAD A
A2 E )450nm AW ERTL ODE., EESLR 3K, K¥EHY
B, FATEARTEZ YT A& 2,

AR HIER = 1- SCE4H W39 OD {6 / X B35 OD
132 AHRARAETENNE LLS5x10° 4 /ml K562 4
MR T3S, b B R 5. R MRAA
IR R 12.5.95.6.5mg/L NEER, FABERHAMALK
EX 0.3.0.15.0.075mg/L LB R, W RAMAZRIERA .
%% 48h B5.0> (1000r/min, x 10min ), %8 F % ,PBS #£¥ 2 K
( 1000r/min, x Smin ) EAZEBRAAMBER . T, 70%Z R E,
BUET e 6 S5 B 4 MY ( FACS Calibar Becton Dickin—
son,USA ) 43#7 . F£F MotiFit 22434 40 B 8 B R -5 0o
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K562 40T B4 i K562 4, #8.00% biF,PBS kiR 2
W,I3%R_BERIEE, 1% WEBREEE, ZHBERK,
IRERIE 618 I8, KA, MM H, BEMUE S AR m

yufa, F5THE (H-600 B ) MEHF .
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2.1 HE8sT K562 ey 36 s d Fa
HERMELEEDHILE KS62 4T 24h,
48h, ¥ A [FIFR BE (O A A IO , B2 Bk
(£,
22 FEBATABEREM R Y A A K e 4E A
6.25mg/L LLF 5 % PR VE AR JR i BT 2 4
M 24h 48h 53 BRA ML, TG E Lo 12.5mg/L
P EEERRVE AR I B4 4E 41 B8 24h . 48h 5
X} ERLH A E , OD AR AR ERAK, 3F B ¥E 41t
¥ BN RUABRSHAERANTI R 440 24h .
48h 5 X HRLAM L , BRI ¥BX (£ 2),
23 HFEBS K2 wEAHSARATH A
MFE 3 AJH1,9.5me/L LA b EBRIE A 48h, &b
F Gy/G, # K562 gufasext B4 A Frign, S $0 5

*£1 HFEMMEABEZESMER 24h R 48h XF K562 4 HAIHE I (n=6)
SE—— 24h 48h : TUEE 24h 48h
(mg/L) OD{H AR S ODfH W wE ODfH M ODfH M=
(xxs) (%) (x+s) (%) (mg/L) (xts) (%) (xts) (%)
YTEEZH  0.564 £0.015 0 0.987 + 0.026 0 XtHEZH  2.163+0.033 0 25970026 0
1.562 0.531+£0.011 5.85 0912+0.021 7.60 0.075 1.514+0.023 30.00 1.745+0.030 32.80
3.125 0.520+£0.014  7.80 0.855+0.022 13.37 0.150 1.238+0.037 4276 1.342+0.030 48.32
6.250 0.402+0010 2872  0.627+0.019 3647 0.225 1.055+0.041 51.23 1.127+0.038 56.60
12500  0.156+0.012 7234  0.091+0.011 90.78 0.300 0.992+0.020 54.14 0.887+0.029 65.85
25000 0.090:£0.011 8404 0.045:0020 9544

EEERA SR, P<0.05; HNFH LB, P< 0.05; RABEH 55T B AL, P < 0.05:40 N B L%, P< 0.05
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R 24h 48h FROUEE 24h 48h
(mglL) ODfE  Mi% ODfE  MWHEIE e ODfE I ODfE  Hl%
(xts) (%) (xts) (%) (mg/L) (xxs) (%) (xxs) (%)
XA 01680012 O 0.202 £ 0.016 XTHEZH  0.580 £0.031 0 0625+0.022 0
1.562  0.164+0.018 2.38 0.188£0.012 693 0.075 0.464 £0.024 20.00 0491 £0.020 21.44
3.125 0.160+0.015 476  0.187+0018  7.43 0.150 0.451+£0.023 2224 0.469 £0.016 24.96
6250  0.154+0.010 8.33 0.18£0.009* 891 0225 0.406+0.021 3034 0.399+0.027 36.16
12.500  0.15+£0.014* 1071  0.17£0.015* 11.88 0.300 0.390+£0.013 3276 0.359+0.017 42.56
25000 0.14£0.012* 1250  0.17+0.013* 15.35 '

A SXRAELE,* P<0.05, FABEASXRAKE, P<0.05
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{ mg/l) GGy S M { %) S GG g GAM ()
0 41.03 4559 1338 2.20 0 4103 4559 1338 220
65 36.96 4578 1726 302 0075 1409 1908 6673 1.70
9.5 59.80 2502 1499 1049 0.150 1116 2492 6393 179
12,5 5420 As8 702 20,68 0,300 1190 1675 7135 207
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(Cyclins ) FJEHH B A i A7 ( Cyclin-
dependent kinases inhibitors, CKIs ) =3 H £ 5iX
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HIBAREHT A B /IMA , 34 8% , A R T/IME %A
BRNA RN EZHRIL . AT R R 258
WS TG, AT RS O, BREER
Xt K562 i R GEH T ERBIRAME, S
MM ES KBS, 5| IR AT A FE T ; [RIRT B4 BB
SHEH BT AEA, AESHAFTEEM AAL
JRAERER NB4 K562 FIEAR APL S50 & ] ik
Pl , IR SRR UL T T AR T ARV
AN L R R R A I E R s > —
Hulfii R4S B 17, S30A M 4
PATC, 3 H IR E L AR s A R R b Tl
E NSRBI, B caspase JEMKHH 1 40 fig
FETTEA, R =R IR (ATP ) BRZ B & 4k
T, EEEEHAEEREIMERH MUK K562
o M B R TR A A ROULA A R BB B T K562
2 Jfg BH B 4 4R O T ML BT BB - 4 0 P e o
WA XK, EESRE SRS T i
BRE T AR E B4 FHUHE 2 P53 JEK
HAE RS B/ NS B R AE SSRGS AN

RN bel-2 FIRAAX M, EELRERFE
Lai 250 A 0 H U 1 A vT BB S HUE B AL HI AR,
ATANEBEREARBENREESREM, X
RS EEREE THRARNFRMREOZE,
TS BT X0, B E RN Y]
AN FIALE AT BB BT AS [E), T iE sapLH] A
+ERE . BEBROTURE G BAPURE U — 5
S a

G LR FEBRESIMEME K562 4114
78, FULHI VT RB 2 K562 IRt PHAETE GG, 3, K
B MR, 5B 4 M ER K B SN, 4 S
T [F A SRR 3 K562 A T-ivER .
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