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Role of decitabine in the mitochondria biogenesis of
synchronized GO/G1 phase MDS-L cell line
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Abstract: Objective To investigate the effect of decitabin ( DAC) on the mitochondrial biogenesis of synchronized
GO0/Gl cells. Methods MDS-L cells were treated with aphidicolin ( APC) to synchronize cell cycle at GO/G1 stage.
After treatment of decitabine at different concentrations (0, 5, 10, 15 wmol/L) , reactive oxygen species (ROS) pro-
ductions were detected by DCFH-DA. Changes of mitochondrial DNA copy number and expressions of coded genes,
NADH dehydrogenase 1 (ND1) and NADH dehydrogenase 6 ( ND6) , were detected with qRT-PCR. Results In com-
parison with the control group, decitabine at low concentration (5 pumol/L) could promote the production of ROS (P <
0.05) and increase the copy number of mtDNA (P <0.05) ; however, as the concentration increased to 15 wmol/L,
ROS production started to decline to even lower than that of the control (P <0.05). Besides, DAC could significantly
change the expressions of ND1 and ND6 at high concentration. Conclusion Decitabine can affect mitochondrial bio-
genesis by altering the mtDNA copy number and gene expressions in a concentration-dependent manner.
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112 FEGEGN S50 400 7R 1640 Bs 5%
HE G4 MG 23 %W T 3% 5 Gibeo F1 Hyclone 24w .
PI Brdu , fi{ il anti-Brdu $p{& Gt il —Pr-FITC , Fif
JEil B & (aphidicolin, APC) Iy F 3 Sigma-
Aldrich 23] . A5 RNA $EBUH Trizol I 35 [
Life invitrogene 7\ @, 2 5% 5517 & gErase ¢cDNA
synthesis & H 4~ Takara 4\ 7] f©, gqRT-PCR fif
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K40 MDS-L 43 i APC ZE 4k ) Jy 20 pg/mL, Xf
HE 41 MDS-L 4fl i i it DMSO, 37 °C 5% CO, 414
TSR 24 h [6]25 40 MDS-L il
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24 h, 528540 DAC ¥k EEH 1.5 .5 .10 15 wmol/L |, %}
HEZH Jc DAC 1) PBS 751k , RPMI1640 35t 3% 4 ifd 2
UK, K 40 i E B T 10 mmol/L DCFH-DA TG JiG 4 Il
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108 bp,HGB: 120 bp, AR 45 £5 H R4S I i 1% Ct {H,
SR 27 A AR AR R R ek i

1.3 Geitesab s riS4idiE Rk H Graphpad Prism 5.0
GEIHAT T . 2RI ECR R R 7 2257
BT, ST 556 HRZ LA R ] Dunnett-r #6555, -4 %F
B x £5 FoR, P <0.05 ESAGITFE L.
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Fig.1 MDS- L cell line was synchronized at GO/G1 stage by

APC

A . Treatment with APC; B. Treatment without APC.
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Fig.2 The generation of ROS after treatment of DAC at dif-
ferent doses for 24 h in synchronized G1/GO cells
P <0.05 vs control group.
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