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Apoptotic Induction Effect and Mechanism of Crocin on Imatinib Resistant K562/Ima Cells
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Abstract ;
K562/Tma cells. [Methods] K562/Ima cells were seeded in the 96-well plant and treated with different concentrations of crocin for 48

[Objective] To investigate the proliferative inhibition and apoptotic induction effect of crocin on imatinib-resistant

h. Then CCK8 method was applied to explore the inhibition rate of crocin. The apoptosis rate of crocin on K562/Ima cells was detected
by Hoechst 33258 dying and Annexin V/PI method. Caspase activity was detected after crocin treatment. [ Results] Crocin could
effectively inhibit K562/Ima cells growth, with a concentration dependent pattern. The apoptotic rate of K562/Ima cells was increased
as the concentration of crocin was raised. Caspase-3 was activated after crocin treatment in K562/Ima cells. Caspase inhibitor Z-VAD-
FMK could effectively revise this effect.[ Conclusion] Crocin can significantly inhibit growth and induce apoptosis of K562/Ima cells
probably via Caspase pathway.
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Fig.1 Crocin could effectively inhibit the proliferation of
Imatinib—resistant K562/Ima cells in different
concentrations

K562/Ima cells were treated with different concentrations of
crocin and cell proliferation was detected by CCK8 method (n=5). 1)
P<0.05,2)P<0.01.
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Fig.2 Caspase inhibitor Z-VAD-FMK could partially suppress apoptosis of K562/Ima induced by crocin

K562/Ima cells were treated with crocin or/and Caspase inhibitor Z-VAD-FMK for 24 h,

then cell apoptosis was analyzed by Annexin V/PI

staining (n = 3). A: K562/Ima cells with no crocin; B: 2.5 mmol/L crocin; C: 2.5 mmol/L crocin + Z-VAD-FMK; D. Z-VAD-FMK; E.

colchicine as positive control. ( 1)P < 0.05 compared with B group).
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Fig.3 Hoechst 33258 staining assay of apoptotic K562/Ima cells induced by crocin
K562/Ima cells were treated with crocin or/and Caspase inhibitor Z=VAD-FMK for 24 h, nucleosome was stained by Hoechst 33258 (n =3). A
K562/Ima cells with no crocin. B: 2.5 mmol/L crocin. C: 2.5 mmol/L crocin + Z-VAD-FMK. D: Z-VAD-FMK. (x200)
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Fig4 Caspase-3 was activated by crocin in K562/Ima cells
K562/Ima cells were treated with crocin or/and Caspase inhibitor
Z-VAD-FMK for 24 h, then Caspase—3 activity was explored (n =
3). A: K562/Ima cells with no crocin. B; 2.5 mmol/L crocin. C; 2.5
mmol/L crocin + Z-VAD-FMK. D: Z-VAD-FMK. 1)compared with

A group, 2)compared with B group, P < 0.05.
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Table 1 The fluorescence intensities of each group in

triple detections

Group First detection  Second detection Third detection

A 908 016 1 004 090 973 160
B 12 409 510 11 691 813 12 062 625
C 6 968 683 6 820 444 6 894 820
D 4392 993 3612 870 4020 508

Cells were planted and cultured with Imatinib and different
concentrations of crocin in a 96—well plate with a density of 5000 cells
per well for 48 h. Then 100 pL Caspase—Glo reagent was added to
each well and cells were cultured for another 3 h in room temperature
and the luminescence of each sample was measured in a plate—reading

luminometer as directed by the luminometer manufactory.
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