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[ ABSTRACT ] Aim To investigate the effect of oxidized low density lipoprotein (ox-LDL) on the expression of plant
homeodomain finger-2 (PHF-2) and explore the potential effect of epigenetic regulation on ox-LDL-induced inflammatory re-
sponse in macrophages. Methods THP-1 macrophages were exposed to ox-LDL with different levels (0, 50, 100, 150
mg/L) for4 h.  Enzyme linked immunosorbent assay was used to determine levels of tumor necrosis factor-a (TNF-a) and
macrophage inflammatory protein-13 (MIP-1B).  Real-time quantitative polymerase chain reaction ( Real-time PCR) and
Western blot were used to determine mRNA and protein levels of PHF-2.  Coimmunoprecipitation was used to determine the
interaction of PHF-2 and p65 nuclear factor-kappa B (p65 NF-«B). Results ox-LDL from 100 mg/L to 150 mg/L in-
creased the levels of TNF-o and MIP-13.  PHF-2 mRNA and protein were induced by ox-LDL in a concentration-dependent
manner in THP-1 macrophages. ~ Ox-LDL promoted the interaction of PHF-2 and p65 NF-kB. Conclusion PHF-2 may

play a crucial role in the NF-kB activation and proinflammatroy cytokines expression in THP-1 macrophages.
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MG AAE I SR R D B T 5 40 i 3% 1 A T 1
RZ ARG E SN, ox-LDL A 5 Py IPE G 92 31 1] 52 14
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HeL 2 A 2 5 BT 4 B o s A M T B A R
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Mt %€ ( enzyme-linked immunosorbent assay, ELISA)
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AW B E AR R 3 O gk 1 SRE R AT A
1.2 REEREZEANSLEMHFT THP-1 A4t

WAL E xS K 210 mL A fLH
BB OHLBAT P A B8, LU & LDL,
& 4F B LDL & T & 2 = % M Z B ( ethylenedia-
mine tetraacetic acid, EDTA) 8 PBS 7 & ¥ ,4°C 3% #r
36 h, 7t 4 % & EDTA, % J& 4 10 pmol/L CuSO,
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ide,PVDF) fi£ b, T AL R 6 WA % & i B 1 L
5% AR E T 4 b, 27 m N 131 000 PHF-2 — 4t
#11:2 000 B-actin — 47 4°C #% & 1 72, TBST ¥t % 3
KK 10 ming, w11 000 AR 1t 40 4 B AT 52
B =4, F IR E 3 h, TBST %% 3 %k, 4 %k 10 min,
Jl Western blot Xt MXA &8 =T X LA, A
Labwork %% i T 5 047 2 03t J i 3 3, DA X B 41 ey
HARKZ ALy 100% 5 5250 4 HEAT + & & 247
1.4 BEX ST W B E

SRARAAMB T EY AR LEEFL
e N T R o ) =R S
& T -20C kA& A, U %, 100
pL A & A AR B A ANARTL, 2 ERARE, EIREH
1~2h, EILAEE, ELZRK3 K, MAS50~
100 pL 4 ZAREHE, B EH 1 ~2 h, 0 E3L AR
WO XEEZER3 R, MATEDEZRA#E R-K
it E A e, = IR0 H 30 min, EA N3 K)E,
N, IR F 10 ~20 min, ZOE R JE,E
450 nm WK 4L = & (absorbance ,A) o
1.5 %X EERGHIERK

W B &4 20 8, 3% TRIzol R &t W 45 $2 BL &
RNA, M AF Ay o/ Ao o L ELTE 1.8 ~2.0 Z 8], J
¥ 2 3K 7| & (Fermentas /2 3] ) & & cDNA, X JH
Mx3000 Multiplex Quantitative PCR % %4t , L SYBR £t
ERABRN KA RHATEH KL E ER A BER
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Figure 1. The levels of TNF-a and MIP-1f in THP-1 macrophages treated with different concentrations of ox-LDL (r =3)
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Figure 2. The relative mRNA expression of PHF-2 in THP-
1 macrophages treated with different concentrations of ox-
LDL (n=3)
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Figure 3. The protein expression of PHF-2 in THP-1 macro-

phages treated with different concentrations of ox-LDL(n =3)
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Figure 4. The interaction of PHF-2 and p65 NF-kB in THP-
1 macrophages treated with 100 mg/L ox-LDL(n=3)
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