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Aim To investigate the effects of low density lipoprotein immune complexes ( LDI-IC) on the accumulation

of cholesteryl ester (CE) in mouse peritoneal macrophages and on the secretion of nitric oxide (NO) from the macrophages.

Methods LDL was isolated from fresh human plasma by ultracentrifugation, and then LDI-IC was prepared by incubating LDL

with IgG fraction of a sheep antr LDL antiserum in vitro.

After mouse peritoneal macrophages were incubated with LDI-IC, cel-

lular cholesteryl ester mass was quantified by an enzymatic fluorometric methods and the morphological observation and histochem-

istry of macrophages were performed.

acid reductase method.

In addition, nitric oxide secreted from macrophages to the medium was measured by nitric

Results The levels of cellular CE in macrophages were increased markedly with LDI-IC dose depen-

dent manner, which was significantly higher than that induced by corresponding level of oxidized LDL( oxLDL) (P< 0. 01).

Whereas native LDL and apoB-IgG did not show any effect on the level of cellular CE.
IC, macrophages exhibited a phenotype typical of lipid-laden foam cell, becoming strongly stained with scarlet.

Morphologically, after exposure to LDIL-
In addition, the

content of NO in the medium released from the macrophages were decreased and also showed a LDI-IC dose dependent manner.

Conclusion LDI-IC participates in atherosclerotic formation not only by inducing the formation of foam cell, but also by dam-

aging the function of NO of macrophages.
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REEEEESFHALDL IgG37CHEF 2 h
JE,4CHEE, B, #EEAWF LDL 5 IgG WK
B @ s &k 2, LDL: IeG % 3: 1(v/v) B I % &
o, hEERG. ¥ IDIFIC £ TFTEREW
pH7. 4 PBS %K o
1.3 #patEH

% B CER[ 5], A 6 mL % PBS 48 & /)N K (ICR /)
M., MM, 25~ 30 ) MIFE R 4 M, 4 M T 24
U, T RPMI 1640( & 3% 4 mE G & &) ZRE
BREZ2hE, MANEEASRERT.
1.4 WPERSENRSEHLAKESH

WHEREABRE20hE BEEHRE TAX
WHEAEE M. ARSREEEHE 20 h &, PBS #
H3K, 0% 5 FFBEEE4h, ABEIZLE, BAH
AFRER BERHETAE, HH,
1.5 ¢mAmBBEEENE

XE®WmR tENsmpEEEsEY. A
Lowry 3% U & 40 fL & & o
1.6 HpEEAREP—SHRAIENE

WIS EEEE 200 5, B EE R, AR®R
RN ARBEREERAETH —EANA S
€.
1.7 StFLIE

BEU £ 2T, AR LERA 1 2], P<
0.05 Rk ~ZFH B EMH,

2 4R

2.1 REERBERREE S EKYHAEAEEEE
AeRYEFMER
EE A5 M [F) A6 28 IR 2 ( 100 mg/L) &% Fh g & A

755 UV s 5k 4 O [ I s &5 AR B BE 0 R B, R
SR LDL. BT LDIL-1gG Ab 3 1) 5 W5 40 B 37 25 AH [ 1% A0
JHE R S 25T A BANREREEE M &
ox-LDL Ab3 J5 20 i o3 JIH [ B s & = B n (5 =
H xR L P< 0.01); 5 LDL-IC W & )5, 40/
Py RELE B G A EXE I O B (5 A X A
P< 0.001, 5 ox-LDL ZHLL#E P< 0.01) (3R 1, Table
1) » #&/K LDL-IC 55 55BE s 15 s 400 ffa P[] 2 1 &5
U EE /158 F ox- LDL.

1. REEEERRESESYMERMMBEREEEZIRN
EM(x £s, n=3)
Table 1. Effects of LDI-IC on the accumulation of cellular

cholesteryl ester in macrophages

A m 21 P 1L ] P 24 P i 2 L ]
(Hmol/g) (Mmol/g)

JE A 5.6%2.8 68.6%6.5

LDL 41 5.8%3.4 71.4%5.4

Pt LDI-1gG 41 6.9%2.3 66.7%6.3

OxLDL 55.4 k6. 4° 83.612.3

LDI-IC 41 115.9%6. 1% 104.3%5. 6

a: P< 0.001, 5EFAIHE:; b: P< 0.01, 5 oxLDL 41055,
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Figure 1. Microscope photos of macrophages ir each group ( x 40)
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Figure 2. Staining of macrophages with scarlet ir each group ( X
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