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100 wmol * L™ Fig. 1 Inhibition effect of MITC on the proliferation of k562 cells
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140 pmol * L' 24 h 48 72 96 120 h o MITC
120 wmol « L' 96 h (87.5+1.4) % -
(P<0.05),
MITC k562 SPSS 17.0 Probit
MITC k562 24 48 72 96 120 h  IC50 250. 007 100.584 39.030 54.701
88.719 pmol « L™! MITC 0
1 MITC k562
Tab. 1 Inhibition effect of MITC on the proliferation of k562 cells (m+s n=3)
/( pmol * L") Inhibition rate/%
Concentration 24 h 48 h 72 h 96 h 120 h
Positive control 7.4 1.5 20.2+2.6 58.4 £4.2 70.3+1.0 65.5+4.0
60 18.8 1.7 29.2 £4. 9## 65.2 £3.1# 51.3 £3.0## 27.8 =1.3#
80 17.7£2.9% 38.2+2.4° 70.5£3.4" ##  60.6+3.5"" 40.6+7.6""
100 18.6 2.5 44.7£3.9 68.1+1.1 57.4 3. 144 45.8 +4.8
120 44.1+0.9" 63.8£0.9"" 83.8+0.5"" 87.5+1.4""# 82.4£2.17"
140 30.4 1.1 64.0 = 1. 8## 83.9 +3.4# 85.3+4.4 79.4 1.7

. %10 P<0.05 % %x: P<0.01;
#. P<0.05 ## P<0.01
Note: Analysis with one-way ANOVA; * : P<0.05 * *: P<0.01
P <0.05 ## P<0.01

as compared with that of its previous concentration; #:

as compared with that of its previous concentration

2.2 MITC ( 2) .
2F . 2A 2B
. 2C2D . 2E

2 k562 (400 x)
A~E 60 80 100 120 140 wmol * L™" MITC F
Fig. 2 The morphological change of k562 cells by inverted microscope (400 x )

A —E: Cells treated with 60 80 100 120 140 pumol * L™" MITC respectively; F: Negative control
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3A 3B
3B 3C ~3E

3 - k562 (400 x)
A-E 60 80 100 120 140 pmol * L™" MITC F
Fig. 3 The morphological change of k562 cells by wright-giemsa staining ( 400 X )
A ~E: Cells treated with 60 80 100 120 140 wmol L™' MITC respectively; F: Negative control

4A ~ 4C
o 4C ~4E
5 60 80 wmol * L.™" MITC 48 h
100 120 140 wmol « L™ MITC 48 h 90%
3
MTT MITC k562
k562 120 wmol * L~
120 pwmol * L' o 72 h
96 h 120 h o k562 MITC
MITC 120 wmol * L' 96 h (87.5+
1.4) % MITC k562 SPSS17. 0 Probit
MITC k562 24 48 72 96 120 h  1C50 250.007 100.584 39.030 54.

701 88.719 pmol * L~ MITC o
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4 DAPI k562 (400 x)
A~E 60 80 100 120 140 wmol * L™'MITC i F
Fig. 4 The morphological change of k562 cells by DAPI staining (400 x )
A —E: Cells treated with 60 80 100 120 140 pmol * L' MITC; F: Negative control
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5 123 k562 (400 x)
A-E 60 80 100 120 140 wmol * L' MITC F
Fig. 5 The morphological change of k562 cells by rodanminl23 staining (400 x )
A -E: Cells treated with 60 80 100 120 140 wmol L™' MITC respectively; F: Negative control
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Inhibition and Inducing of k562 Cells by Methallyl Isothiocyanate
Extracted from Mustard Seeds
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ZHENG Yusheng® CAO Xianying ' °

(1. Ministry of Education Key Laboratory for Advanced Materials in Tropical Island Resources Hainan University Haikou 570228 China;
2. College of Material and Chemical Engineering Hainan University Haikou 570228 China)

Abstract: Methallyl isothiocyanate ( MITC) were extracted from the seeds of mustard ( Brassica juncea) a cru—
ciferous plant which grows in Hainan Province China. The inhibition effect of MITC on proliferation of k562
cells was determined by a MTT assay and the cell morphology was observed by using Wright—giemsa DAPI and
Rodanmin 123 staining. MITC showed a concentration-response relationship with k562 cells in cell proliferation
in vitro. The k562 cells were inhibited at the highest rate (87.5 +1.4) % when treated with the MITC at 120
pumol * L™! for 96 h. The k562 cells treated with MITC for 24 48 72 96 120 h gave respective IC50 of
250.007 100.584 39.030 54.701 88.719 wmol L™'. And the cells shrank with nuclear chromatin conden—
sation nuclear inward depression and low mitochondrial potential. These morphological changes suggest that
k562 cell apoptosis were induced by MITC.
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