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Abstract: [Purpose ] To investigate the effects of 1,25-Dihydroxyvitamin D; [1,25(0H),D; | at different
concentrations on inhibition, differentiation ,apoptosis and the expression of vitamin D receptor (VDR) pro-
tein in human leukemia cell line HL-60. [ Methods | HL-60 cell line was treated by 1,25(0H),D; with dif-
ferent concentrations. Methy thiazoly tetrazolium (MTT) assay was used to evaluate the cell proliferation.
The differentiation of HL-60 cells was detected by nitro blue tetrazolium (NBT) reduction test. The cells late
apoptosis was detected by terminal deoxynucleotidyl transferase-mediated dUTP nick end labeling staining
assay (TUNEL). The expression of VDR protein was detected by immunocytochemistry technique. [Results ]
1,25(0H),D; with different concentrations could significantly inhibit the proliferation of HL-60 cells in a dose-
dependent and time-dependent manner. 1,25 (OH),D; could remarkably induce HL-60 cells to differentiate
towards mature granulocyte and enhance cell apoptosis rate. VDR protein expressed in the all HL-60 cell
line before and after the action of 1,25 (OH),Ds. VDR protein expression up-regulated after drug action.
[Conclusions ] 1,25 (OH),D; at a certain concentration range can significantly inhibit the proliferation and
induce differentiation and apoptosis in HL-60 cell line. 1,25 (OH),D; can increase expression of VDR pro-
tein in HL-60 cell line.
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Table 1 The effect of 1,25(0H),D; to HL-60 cell proliferation(x+s,n=6) PP H M 259 . O &F Ka it

Groups 24h 48h 72h 96h FER I 1,25(0H),D; XA SP IR 14
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Note:compared to blank control in the same time, P<0.05;compared to the ahead time in the
same group , “P<0.05
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Figure 1 The effect of 107 mol/L 1,25(0OH),D; to HL-60 cell (72h,x400)

Table 2 The effect of 1,25(OH),D; to HL-60 cell differentiation,apoptosis and VDR expression (x+s,n=6)

Groups Blank control Ethanol control 10 mol/L VD 10*mol/L. VD 107mol/L. VD  10°mol/L. VD F P

NBT positive rate(%) 1.23+0.07 1.25+0.06  9.32+0.39°4 23.07+£3.38"%  32.7+£3.14* 53.01x2.94"* 497.290 <0.01
Apoptotic index(%) 1.47+0.07 1.58+0.05 14.88+0.94" 32.80+3.07°% 37.80+2.72% 39.63+2.73" 736.698 <0.01
VDR expression 25.3+£1.72 26.43+1.50 31.69+2.07° 39.35+£2.36™" 47.82+2.64"" 48.67+3.56" 111.045 <0.01

Note:compared to blank control ,"P<0.05;compared to the ahead group,“P<0.05
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