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[ABSTRACT] Aim To investigate the effects of hydrogen sulfide (H,S) on ox-LDL uptake of THP-l-derived mac—

rophages and its underlying mechanisms. Methods  Fluorescence microscopy, RT-PCR and western blot were per—

formed. Results Incubation of macrophages with Dil-ox-L.LDL led to ox-L.LDL uptake of macrophages.  Sodium hydro—

sulfide (NaHS, an H,S donor) decreased ox-1.DL uptake. ~ While DL-propargylglgycine (PPG) exerted opposite effects.
Furthermore, ox-L.DL markedly induced CD36 mRNA and protein expression in macrophages, which was abolished by

NaHS (50 to 100 wmol/L) , but enhanced by PPG. Conclusions  H,S inhibits ox-LLDL uptake of THP -derived

macrophages and down-regulates CD36 mRNA and protein expression.
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Omega biotek /A 7]\ Fermentas 2\ @] fll Tangen 2 &) .
NaHS.PPG F0# B B Sigma /A &) . Dil I H In—
vetrogen A &) . HLN CD36 HiAEF B-actin HL44 43 71
J& 5 Santa cruz 2 5] AE LR A A
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2.1 FRLEXT THPH R4 ERE AR Dil-ox-LDL 1§
Vg Al

THP- J5tE EME4i i 5 Dil-ox-LDL % & 5, K
HIZH oxLDL, W1 1B fros, ik N 2 IR E A6
Rot. ML NaHS 4bFEJ5 (B 1, Figure 1) , 4038 P9 5%

RSO . ———

L DU N

[®] 1. NaHS #A PPG Xt THP- R4 B K& AR Dil-ox-1.DL $HEY
BN (DL R, x200) A NRHEE4L B O DiloxLDL
41, C N Dil-ox-L.DL + NaHS 25 wmol/L 41, D A Dil-ox-L.LDL + NaHS
50 wmol/L 4, E Jy Dil-ex-L.DL + NaHS 100 pmol/L 4, F & Dil-ox—
LDL + PPG 3 mmol/L %,

Figure 1. Effect of NaHS #1 PPG on uptake of Dil-ox-LDL
in THP-4 monocyte-derived macrophages ( Magnification,
x200)

2.2 EiMEERS THPH R4 EEA CD36 RikHY
A

TR H,S #i THP [ W 20 Ffa A Joi 5 5 )
WL, R FH RT-PCR %40 #1 & 2H 41 . CD36 mRNA 7K
SEAT GAPDH mRNA £k #. 5 oxdDL 4H H %,
NaHS (50 ~ 100 wmol/L) & 7 & 4 #i 1 F# {X CD36
mRNA 7KF, B E MG ZE (P < 0.05) . 1f
PPG (3 mmol/L) #—3 {2 ox-LDL il CD36 mR-
NA /K3F (] 2 15 1, Figure 2 and Table 1) , Western
blotting 43 #7145 % & 715, NaHS (100 wmol /L) A & '~ i
ox-LDL % 51 CD36 & [ 3£i4, M PPG (3 mmol /L) B
& i oxLDL %5 1) CD36 & [ %Kik (& 3 fi 2,
Figure 3 and Table 2) .

v v v o~ v gy [l

et GAPDH

CD30 S| HRIZRIF N 1 R B2 ,2 2 ox-LDL #,3 4 ox-
LDL + NaHS 100 pmol/L 4{,4 & ox-LDL + PPG 3 mmol/L #{
Figure 3. Effect of NaHS il PPG on CD36 protein expres-

sion in THP-1 monocyte-derived macrophages

& 1. CD36 5 GAPDH My ELL1E (x 5,0 =3)
Table 1. Densitometric quantification of CD36 mRNA ex-—

pression (x +s,n =3)

5 # n CD36/GAPDH
Xt R 41 3 1.819 +0.203
ox-LDL 4 3 2,191 +0.128
ox-LDL + NaHS 25 pmol /L 28 3 2.009 +0.237
ox-L.DL + NaHS 50 pmol/L 41 3 1. 698 +0.087*
ox-LDL + NaHS 100 pmol /L 41 3 1.594 +0.120°
ox-LDL + PPG 3 mmol/L %] 3 2.548 +0. 108"

a N P<0.05,5 ox-LDL ZH L% .

# 2. CD36 5 B-actin PRELLE (3 £5)
Table 2. Densitometric quantification of CD36 protein ex—

pression (x +s)
g A n
X i 2H
ox-L.DL 2
ox-LDL + NaHS 100 wmol/L 41
ox-LDL + PPG 3 mmol /L 21

CD36/B-actin

3 0.836 =0.035
3 1.110 0. 060"
3 0.766 +0.041"
3 1.313 +0.030"

a A P<0.05, 50 MBAHE b N P<0.05, 5 ox-LDL £ thL o
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J& (R A T o
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