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Effect of myeloperoxidase inhibition on gene expression

profiles in HL-60 cells exposed to 1, 2, 4,-benzenetriol
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ET 5, XUBUIEE MZBWTAMEFRMEAMRZ SR T2 DML TVDHEN, ZOH
FIIRERHATH D, BAIIRXCEBUREHDO—>TH D 1,2, 4-benzenetriol (BT) 25t ~EHEH
SRR (HL-60) (28 W Cilmfg bk (H0,) 7 & DOIEMEEESEFE (reactive oxygen species: ROS)
DEEAEZFE L, = O H0, /VE iR AN BAYIZIEH L TV 5 myeloperoxidase (MPO) i & |2
KU, )17 ROS Th 5k HitfizRE (HOC) IZ# 4. DNAHRED —H>TH L1l Ak
DNA Z/E U 2 FaHE Lz, MPO VB REMIRIC 1T 5B @il CEEREE 4 Rz
LTWD L) BN G, N8 oFiizgtt s MPO OBfRE S HIZH &3 572 HL-60
ARUZ AN B R O Tl b R &R < Ui L DNA ISR LAVRE 45| S 2 7 BT 2188 L
MPO [HE T, FEE FIZBT 286 FORBEEBH KR OT R h— AOFFE LT LT,
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MPO (ZHE A 72 B EA| T & 5 4-aminobenzoic acid hydrazine (ABAH) % LB, FEALEE O HL-60
FMARIZ 50 uM D BT ZBER L 1 FFfE., 4 B Oi& s 73881 % SurePrint G3 Human Gene Expression
Microarray 8x60K v2 > 7' & o~ A 7 a7 L A 35 CTRIFEIIZHRNT L=, & OfE R % FLICf#T
¥ 7 I Database for annotation, Visualization and Integrated Discovery (DAVID) % V>, Gene
Ontology (GO) M U*KEGG Pathway fi#tfT 21T - 72, HE a7 HIMFHT I Fisher’s exact test {2 & ¥ p < 0.05
ERAELHRIR LT, SBIT~vA 78T LA OFEREZMRIET 572912 KEGG pathway ##AT The b &
BLEANR S AL 20 B F D FEBL A Real time PCR THERR L 72,

HL-60#lfld ®OMPO%Z ABAH® % VM EsiRNA T E %, BTIZ8 BFHIREE L, 7R b — A DFHE
% Annexin V& O'propidium iodide?® " HEYAIZ LY 7a—H A F A~ U —THIE L7, MPOZ FHL
LTk B Y UoRERRIRARE (U937) 12 W T HEERIZ Y AR b — 3 A DOFEZFHM L 7=, #FH




“LIFRHT I Inon-parametric Wilcoxon testZ 4TV \p <0.05% H & & A72 LT,

[/ 2]

50,599 BinF DRBLE T — & & BT 21T > 7=, BT IREE 1 KF# T 1214, 4 FFfIREE Tl
1213 Bin1 b ORBIZE DR S 7o (1 FFE A O 4 Rl % OB BURE B -8B £ih 751,
817, F /= RBUMGE MR -4 1XE N2 463, 396, | Z-score | >2.0) , GO } O KEGG Pathway
AT OSSR, T8 b= AL FI7 R h— A MIRIRIAE, JORE, HINLJE RS S T O RBIN BT
REICEIVARICER LT, LML, MPO Z[E L7721 C, 2O BE T OFRBUEZITE
FILZHNH] S 7z,

MPO %[5 L 7= HL-60 fif, MPO ARFEEHLD U937 MAIZH VT, BTIREICL DT R h—T 2
DEBRFEITLZ o7z,
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BB % BB U EwIEIZ BV T MPO O&E] 2 B 5 M2 5 72 912 HL-60 fiiR D E s
FRBEIEDOIENT 21T o720 ZHETBT USNAORU P U REMIRZEICB N TT R F— A, fl
Mo a5, AR E B O AN L' L2 & W) & IZH - 7= (Sarma et al., Environ Toxicol
Pharmacol., 2011) . BT BgFZ TIX S HITHIT A b— A KIE, MBI HEEERE FORE LA E
I EH LTz,

BT % ROS Z 4 L (Kawanishi et al., Cancer Res., 1989) . ROS iZ MAPK > 7 /LRI 2 I& 1
{t9 % (Gupta et al., Carcinogenesis, 1999) . MAPK * 7 F /LR NIEMALT D & TR h— AN
FHE XN DA, KEGG pathway AT OFER JUN, FOS, VEGF, MMPs %= LT IL-8 72 £, MAPK #%
TR OBIR THREANEEIC EH LTz,

—J . KEGG pathway fi#tT OFEF, NF-xf <° cIAPs DR EFH-NH STz, NF-kf OIEVERIZ &

DALY R b= ANEFEIND & DNA A U v 7 A BIER 7% 0 3R A0 D
HERNEL 72D 2 ENTFHIESND, ITHE, NF-kf > 7 F VIR OTEEAL S B MR a7 & BN &
5 EDOWEL HD (Nakagawa et al., Blood, 2011) , BT ZIgFE 3 5 Z & C HL-60 Alifd OB s 7368
X7 RN =V A, 7R B = ZAOWMGHA~EBT HFENH LN o7,

F72 ROS IZ & % DNA #5513 p53 & 7V F AR EIEMAL LT A h—2 2258 T 5 2 L5
AVTWD D, FRNT ORGSR p53 O il & A Mifu/EWBhE B 1. 7R b= AHEBEFICA R
7o EL LR DA BT, FEERIZH W HL-60 HilaIE p53 8B L TWRWIF 41X p53 Tito#E
L DORBEFEZHER Uiz, ZHITHIERNIC p53 > 7 TR OB & 2T D MORKER H 5
AIREME A RIE LTV 5,

MPO % [H5E L7z HL-60 i d 5\ E MPO Z38EL L TU RV U937 MEfRIZ 5T BT IRFRIC &
DT RN —V AOFERFBENEIORNST2Z LD BT RERICL DT A F— AOFE |
H,0, — MPO — HOCI > ZF LD RE-388 < 7R/ S 17z,

MPO % PR L7=721F T, HL-60 O3 H /2 — 3B f?‘fzbw TR = ADOFHEL T
EAERBLNIRL oo, LEDZ DG MPO IRV EBURBAICEBWTEE RS TH
CFRNAD Y AT FML TR BT DM TR0~ — T — &LT@%T%%T EMEDRIR
e,
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