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Table 1 The TBARS value of the lipoprotein modified by cells. (x££ SEM)
TBARS value
Classifications n ‘
24h 48h
VLDL 8 4.60%0. 55 7.96£0.66
VLDL+MZ 8 10.04%0. 77 11.25£0. 53

unit : nmol/mg — cell — protein
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Fig 1 Lipoprotein electrophoregram
left MZ+ VLDL, right:Control VLDL

Table 2 The TBARS value of lipoprotein
Lipoprotein n TBARS(X=SEM)
Ox—VLDL 4 71.00£7. 45
n—VLDL 4 2.40+0.75

unit:nmol/mg VLDL protein
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Table 3 The migrating distance of lipoproteins in electrophoresis(cm)
lipoproteins n migrating distance (X+SEM)
Ox—VLDL 4 3.30+0.23
n—VLDL 4 2.70+0. 26
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Fig 2 Lipoprotein eletrophorgram

left:n—VLDL right:Qx—VLDL
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The sticking rate of macrophages affected by lipoproteins (x+SEM.n=4)

Table 4
lipoprotein concentration the sticking rate of
macrophages( %4)
n—VLDL 0 12.1042.18
25 15.3141.73
50 19. 7840. 69
75 13.54+2.35
160 15.50+1. 23
Ox—VLDL 0 12.10+2.18
25 27.40+2. 66
S0 34.0%2.51
75 41.3444.95
100 43.75+2.91

%

unit of concentration : ug— VLDL — Protein/ml
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Oxidative Modification of Very Low Density Lipoprotein and
its Effects on Monocyte Adherence to endothelial Cells

Zhang Zhibing, Feng Youmei, Zong Yiqiang,
Wang Cunben, Yuan Min, Feng Zongchen
Department of Biochemistry, Tong Ji Medical University, Wuhan, 430030

VLDL (200ug Protein/ml)was incubated with M@ for 24 and 48 hours. The TBARS in
VLDL after incubation for 24 and 48 hrs were 10. 044-0. 77 and 11. 254 0. 53nmol/mg pro-
tein respectively,;vhich were much higher than that of controls (4. 60+0. 56,7. 95+ 0. 66 re-
spectively). The M & modified VLDL migrated faster than the controls on agarose elec-
trophoregram. In conclusion, VLDL could be oxidatively modified by M& in vitro. It suggests
VLDL might be oxidited in Vivo. VLDL is also susceptible to oxidative modification by Cu?* in
vitro resulting in an increase in electrophoretic mobility and TBARS in the lipoprotein. Cu** —
Ox—VLDL had the potential ability to increase MC adherence to EC. The effects were concen-
tration dependent. The percentage of MC adherence in n— VLDL group was much less than
that in Ox— VLDL group (P<C0. 001). It suggests that Ox—VLDL plays an important role in
MC adherence to EC .
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