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Fig 1 Electrophoretogram of LDL
1. Normal LDL
2.0x—LDL
3. MDA—-LDL

Fig 2 The amount of cellular cholesteryl
ester in macrophages of mice

[0 = the amount of cellular cholesteryl ester
with LDL treatment 48 hours later

[] = the amount of cellular cholesteryl ester
after treatment with LDL for 48h then cul-

ture with HDL, for 24 h
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Fig 3 Morphology of mouce abdominal macrophages treated with LDL and HDL; (X
400)
Fig a cellular lipidic vesicula (Ox—LDL treated for 48 hours)
Figb cellular lipidic vesicula (MDA —LDL treated for 48 hours)
Fig ¢ cellular lipidic vesicula (HDL, treated for 24 hours after Ox—LDL treated for 48 hours)
Figd Disappearance of cellular lipidic resicula (HDL, treated for 24 hours after MDA —LDL treatment
24 hours)
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Fig4 Effects of MDA—LDL and Ox—LDL
on HDL, combination- amount of

macrophages
a:lipid-free serum culture
b. c: represent rtespectively changes of HDL,
combination amount in 10% LPDS for 24 hours after

in MDL —LDL and Ox—LDL for 24.48h
®r

[J 48hours later
[0 24 hours later
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Fig 5 Effects of MDA—LD and Ox—LDL

on the content of LPO in macrophages
Macrophages were cultured in 10% LPDS for 24

~ hours after MDA — LDL (a) and Ox —LDL for 48

hours
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Fig 6 The amount of cellular cholesteryl ester injured with thooh (1 X 10 °m) for 24 hours
then treated with different LDL for 48 hour and after HDL; clearance 24 hours later

Table 1 Effects of Ox— LDL on HDL; combination amount of macrophages and LPO

content in macrophages

time of culture

HDL,; combination amount LPO content in macrophages

(h) (ug/mg cell protein) (nmol/mg cell protein)
24 499.3+101. 3 2.66+0.57
48 203.1%+9.2 3.09+£0. 39
72 152. 84+45.0 3.2740.19

r=—0, 81,p<<0. 01
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Injury to Macrophage by Oxidatively Modified Low Density
Lipoproterin May Play an Important Role in Foam Cell Formation

Liu Shangxi,Zhou Mei,Chen yuan
Research Group of Lipid Proxidative Damage,
The First Military Medical College of PLA ,GuangZhou 510515

Both oxidatively and malondialdehyde mosified low density lipoprotein (Ox —LDL and
MDA —LDL)could be recongized by the scavenger‘receptor and induce intracellular cholesteryl
ester accumulation of macrophage. The cholesteryl ester accumulation caused by MDA —LDL
could be cleared by high density lipoprotein (HDL;),but that caused by Ox—LDL could not
be cleared. Further studies showed that both Ox—LDL and MDA —LDL could decrease the
binding capacity of HDL; and increase the intracellular lipid peroxide (LPO ). When
macrophage was {irst cultured with MDA —LDL and then in medium containing 10% (v/v)
lipoprotein deficent serum, the decreased binding capacity of HDL, was somewhat recovered
and the intracellular LPO did not increase any more. However,if macrophage was first cultured
with Ox—LDL, the binding capacity of HDL, continued to decrease and intracellular LPO con-
tinued to increase. There was negative correlation (r=—0. 81,p<C0. 01) between the decrease
of the binding capacity of HDL; and the increase of intracellular LPO caused by Ox —LDL.
These results suggested that lipid peroxidative injury of Ox —LDL may play an important role

in the transformation of macrophages to foam cells.

Key Words low density lipoprotein; oxidative modification; malondialdehyde mod-

ification; high density lipoprotein 3; foam cell; ~macrophage
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