Y@ RP RS oy

Journal of China Pharmaceutical University 2015,46(1) :89 —-93 89

BABRARN AR HL-60 0 Jurkat 4 i 38 58 52 o T B9 52 M

ENTELES $ S N &3

("R BERIR A AT DA Bt BT 211166 " 5t BERL R TL IR B 2R 25 84 25 2 ST S5 o0, AT 211166 5
P AU B 2R T 2GR I A O R B 2 B R B AR oL, M AT 210023)

H E R ETNELATALHMNE G R HL-60 2900, &4 T 3 & w i & o jm Jurkat 20 Jo 34 75 % A 69 % vf
KA MTT %  AnnexinV-FITC/Pl s ik Pl £ &k EHELENERRARETNELEZHR THA MG T2 K3gsh
AT BABMARESEFFTBOHh, SRENTABEL LR EI7H HL-60 A0 Jukat 49 i 0934 78, AL A EF, 42
24 h Jg , F % E (1Cs ) %1 4 (0.46 £1.05) wmol/L #= (0. 88 £ 1. 13) wmol/L, A B4R 7 Xik FH A i B, a0
TR Gy Bt 3 hm S HA M) A% (P <0.05) , B4k A A i A = H A F R L, FAH o F 423474 HL-60
s e Jurkat 2m 69 & K 3G 7E  FHE-Fa e

X8R Tk & HL-60 48 i ; Jurkat Zm i ; B =

hESES RIS  XHEEFEER A XEHS 1000 -5048(2015)01 —0089 —05

doi:10. 11665/j. issn. 1000 —5048. 20150113

Effects of celastrol on the proliferation and apoptosis of human leukemia cells

HL-60 and Jurkat

ZHANG Xiaoling', LI Aiping”, HUAN Fei’, QIN Heng’, DUAN Jin'ao**

"School of Public Health, Nanjing Medical University, Nanjing 211166;° Safety Assessment and Research Center for Drugs, Pesticides
and Veterinary Drugs of Jiangsu Province, Nanjing Medical University, Nanjing 211166; ° National and Local Collaborative Engineer-
ing Center of Chinese Medicinal Resources Industrialization and Formulae Innovative Medicine, Nanjing University of Chinese Medi-

cine, Nanjing 210023, China

Abstract To determine the effects of celastrol on the proliferation and apoptosis of cell lines HL-60 and Jurkat
in human leukemia. Human leukemia cell lines were treated with celastrol at different concentrations. The inhibi-
tory rate of cell proliferation was detected by MTT assay; the apoptosis rate was detected by AnnexinV-FITC/PI
double staining; cell cycle was observed by PI staining; cell morphology was observed by transmission electron
microscope ( TEM). Cell proliferation was inhibited by celastrol, with ICy; of (0. 46 +1. 05) wmol/L and (0. 88 +
1. 13) pumol/L at 24 h. Celastrol induced cell apoptosis in a dose-dependent manner. The cell cycle distribution of
G, phase rate increased, S phase rate decreased (P < 0.05) with typical cell apoptosis-induced morphological
changes. Results showed that celastrol could significantly inhibit cell proliferation and induce apoptosis in human

leukemia cell lines of HL-60 and Jurkat.
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Figure 1 Chemical structure of celastrol
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Figure 2 Inhibitory effects of various concentrations of celastrol on HL-60 cells (A) and Jurkat cells (B) (x +s,n=6)
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Figure 3 Annexin V/PI assay of apoptosis of HL-60 cells (A) and Jurkat cells (B) treated by celastrol taking daunorubicin (1. 89 pmol/L) as posi-

tive control (x +5,n=3)
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Figure 4 Effects of celastrol on cell cycle of HL-60 cells (A) and Jurkat cells (B)
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Table 1 Quantification of the cells cycle with the treatment of celastrol (x +s,n=3)

Group Dose/ (umol/L.) HL-60 cells Jurkat cells
G, phase/% S phase/% G, phase/% S phase/%
Control 28.44 £2.75 62.71 £0.27 30. 14 £3.50 58.87 +2.87
Celastrol 0.25 30.24 £3.23 45.85 +4.01 43.24 £2.05 48.96 +3. 60
0.5 36.83 £2.24 39.31 5. 12"~ 52.12+2.08*" 34.23 £5.67""
1.0 38.74 £7.22 32.59 +£6.23* " " 55.45 +£3.86" " 27.81 £3.58" " "

P <0.01,""" P <0.000 1 vs control group

Negative Control

Posmve Control

Celastrol 1.0 pmol/L

Figure 5 Morphological changes of HL-60 cells (A) and Jurkat cells (B) pre-treated and post-treated by celastrol ( x 20 000 )
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