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Fig 1 The LDL of the different oxidized degree were identifized with the agarose gel
electrophoresis. The concentration of the agarose was 0. 5% and the electrophoretic solution
was the barbital buffer solution,pH8. 6,120v,1h.
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Table 1 Effect of mm—LDL and Ox—LDL on the lipid accumulation in mouse peri-

toneal macrophages (pg/mg protein,x+s)

. total cholesteryl free
cholesterol ester cholesterol
N—LDL 12 96.4%1.5 23.7x2.9 72.71+2.8
mm—LDL 14 136.9+7.9° 631+4.9° 72.9+6.8
Ox-—-LDL 12 188.7+36.4, 102. 6+18. 83 | 86.9+32.2

* compared with N—LDL,p<{0. 001 Acompared with mm—1LDL,p<{0. 01
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Table 2 Effect of mm—LDI. and Ox—LDL on the lipid accumulation in the bovine
aortic smooth muscle cells (pg/mg protein,x+s)

N total cholesteryl free
cholesterol ester cholesterol
N—LDL 5 43.9+4.8 11.7£1.9 32.1£3. 1
mm—LDL 5 50.6+%2.8" 18.042.97° 32.6+4.1
Ox—LDL 4 59.9x1.7A4° 28.1+42.84A4 31.941. 8

compared with N—LDL, * p<{0. 05, * * p<{0. 01, * * * p<{0. 001

compared with mm—LDL A Ap<C0. 01
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Table 3 The synergism of mm—LDL and M —CSF on the lipid accumulation in mouse

peritoneal macrophages (ug/mg protein,x+s)

total cholesteryl free

cholesteryl ester cholesteryl
mm—LDL 6 125.9#410.1 69.14:5.8 63.2+4.8
mm -~ LDL+ 6 197.1+9.2°° 120.5+8.1"° 76.9+7.3
M-—CSF - - « Q0. . .
Ox—LDL 12 188.7436.4"° 102.6+18. 8" 86.94:32.2

compared with mm—LDL, % p<{0. 01, * % p<0. 001
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Table 4 The synergism of mm —LDL and M —CSF on the lipid accumulation in the

bovine aortic smooth muscle cells (ug/mg protein,x+s)

total cholesteryl free
" cholesterol ester cholesterol
mm—LDL 4 50.544.2 12.840.5 34.743.9
—LDL
mm' Ea 58.4+5.6" 23.4+2.2"""° 34.71+4.6
M—CSF
Ox—LDL 4 59.94+1.7"° 28.1+2.8""" 31.9+1.8

compared with mm—LDL, * p<<0. 05, * * p<{0. 01, * * * p<<0. 001

2.4 M~—CSFME%AMA{L#H LDL &k
pal:o} 20

E¥ LDLRTHEESREFRELALT,
AN A AL BN HTHITM—CSF
5 mm—LDL E 8N E, BITEXHRT M—
CSF X E MM A{LEM LDL AR .

BOAREBERERZ AFHA, —AUM—
CSF 200 u 18, 55— LA £ I # RPMI—1640 3¥

REBMHNME,37C, 2 h EHELEH . MAL
117 Hams F— 10 3t 8. MR (LB AL N
—LDL(4% ¥ E X 0.05mg EH/mD,37CHF 24h
BERELHEP MDA &, ZRKRALUM—-CSF H
AR RBR MDA SEYRBAR.455 8.
18+0.82 & 6. 68+0. 46 nmol MDA/mg B H (p<
0.0, MERAMREAREELHBER (K
5.

Table 5 Effect of M—CSF on the oxidized capability of the LDL by macrophages(x+s)

malondialdehyde cellular protein
(nmolMDA /mg protein) (ng)
N—-LDL 6 6. 68+0. 46 4014
m—CSF+N—LDL 6 - 8.18+0.82" 41+%6

compared with N—LDL, * p<{0. 01
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Synergism of mm-LDL and M-CSF on the Accumulation
of Cholesteryl Ester in Aortic Cells

Zhu Yu,Cai Haijiang, et al
Atherosclerosis Research Center,Nanjing Medical College, 210029

The accumulation of cholesteryl ester in mouse peritoneal macrophages and in bovine aor-
tic smooth muscle cells by adding the mildly modified LDL (mm-LDL) was greatly enhanced
when these cells were preincubated with monocyte colony-stimulating factor (M-CSF),indicat-
ing the synergism of mm-LDL and M-CSF on the lipid accumulation in cells, We also found
that M-CSF increased the oxidative capability of cultured macrophages. This might be one of
the mechanisms of synergism of mm-LDL and M-CSF.
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