40 ISSN 1007 —3949,Chin J Arterioscler,1999,7(1)
SEE D = 1 e Wy =g =
HH 32 5 OV B ZE AR A0 6 BT A B R AR AL
REFC BRE NE EXE EEEX EBEW
([RGB B K 2 Rl 2 2 b AR Ak 2 O %, 30U 430030)
By REELW,; ShA; EAF; BEOKEE;, BEOREEE; B4l EmkE; MR
£ NERW HEEOWAT NP E AR AL, AR T B EELOBN T Co? A SRR E O MK % R &

F A AL AB M B RN, 25 SRR B, PP 3 T 0 B A 40 I T IR AR B R AR IR B IR R R A B 2 R s S B AR R, OB RE A
il Cu** 3 B A AR 2 P I8 R 1 PR VKO % 3 B0 086 0, P PR 3 32 0 0O 977 ) 0K 2 A0 B M1 % B2 I AR 1 51 W N o [ I AN
W = A HE AR B AR T A R R PR 37 IR R 1 L 45 R B R  H EEE L B BE 9 AE 1R A X BT Cu® ™ A AR B LA AR AR B RE IR 2R A AR

e AE i, T HL i S ] T R A 0 AR R SR,

The Effects of Neferine on Copper Mediated Oxidative Modified Lipoproteins
WU Jie-Li, FENG You-Mei, CONG Rong. ZONG Yi-Qiang, WANG Chun-Ben and FENG Zong-Chen

(Department of Biochemistry, Tongji Medical University, Wuhan 430030, China)

MeSH Neferine; Oxidants; Antioxidants;
Mice
ABSTRACT

density lipoprotein (VLLDL) oxidative modification.
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Aim To study the effect of neferine (Nef) on copper mediated low density lipoprotein (LDL) and very low
Methods

Lipoproteins (LDL or VLLDL) was isolated by ultracenfu-

gation from normal human plasma. The extant of lipid peroxidation was measured in terms of thiobarbituric acid reactive sub-

stances (TBARS) express as malondiadelhyde (MDA) equivalents. The electrophoretic mobility of lipoproteins was deter-

mined on an agrose gel eletrophoresis. Mouse peritoneal macrophages (MP) was obtained by the method of Goldstein.

Results

Neferine inhibited the generation of TBARS in LDL and VLDL. Nef could decrease the electrophoretic mobility of

VLDL, but it couldn’t do this to LDL.. The oxidized low density lipoproteins (ox-I.DL) and oxidized very low density lipopro-
teins (ox-VLDL) was more efficient than Cu?' 4+ Nef 4+ LDL and Cu*' 4+ Nef+ VLDL in stimulating lipid accumulation in

MP.
in MP.

Conclusions
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Table 1. Effect of neferine and Cu’" on the lipid composi-

tion of LDL (z+s, n=5)

Groups TC TG TC/TG

n-LLDL 1.79+0.10 0.52#+0.05 3. 44

ox-LDL 1.76+0.10 0.49+0.06 3::59
Cu?" +Nef+LDL 1.73+0.07 0.494-0. 05 3.84

Fo. WEIEDLBA Cu® " HAK % R & A M6 28 A U 8 R
Table 2.
tion of VLDL (z+s, n=5)

Effect of neferine and Cu®' on the lipid composi-

Groups TG G TG/TC
n-VLDL 4.4440.17 1.31+0.07 3.39
ox-VLDL 4.45+0.13 1.38+0.10 3.22

Cu?" +Nef+VLDL 4.2740.12 1.2940.05 3.31
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Figure 1. The TBARS values of LDL in each group(n=28)
a: Denote the significant differences from other two groups. A

n-LDL group; B: ox-LDL group; C: Cu?"+Nef-+LDL group.
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Figure 2. The TBARS values of VLDL in each group(n=
8) a: Denote of the significant differences from other two groups.

A: n-LDL group; B: ox-LDL group; C. Cu?" + Nef 4 LDL

group.

LDL

VLDL

BI3. M5 & B B 0 I vk
Agrose gel electrophoresis of lipoproteins

B: Cu?"+ Nef+LDL group;

Figure 3.
A: Nef+LDL group; C: ox-LDL

group; D: n-LLDL group.
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Table 3.
posed to LDL (x5, n=6)

Accumulation of TC or TG in macrophage ex-

Groups TC TG
ox-LDL 91.60+£32.42 79.60+2.51
Cu?" 4+ Nef+1LDL 52.64+1.92° 54.1942. 86*

a: P<C0. 01, compared with ox-LDL group. Cu®" + Nef 4 LDL:
Cu?t 4 H .05 +LDL.
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K 4 (Table 4) fr 7~ , Cu®"™ + FF 3L 3% .00 B8 +
VLDL #H4HEH TC. TG & &K T ox-VLDL 4 (P
<C0. 05), Ut B FH 25 32 00 B 4 ] VILDL [ & 4k 19 95
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Table 4. Accumulation of TC or TG in macrophage exposed

to VLDL (x+s, n=6)

Groups LC TG

ox-VLDL 42.59+2.67 157.70+8. 28

Cu?T +Nef+ VLDL 33.8142.24% 66.4845.10°

a: P<C0.05, compared with ox VLDL group. Cu?"+Nef+VLDL:
Cu?* + H B 3% 0o+ VLDL.
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