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ABSTRACT

Aim Oxidized low density lipoprotein (LDL), very
low density lipoprotein (VLDL ) and high density
lipoprotein(HDL ) were occured in vive in endogenous
hypertriglyceridemia(HTG) human.

Methods Human plasma triglycerides (TG), total
cholesterol (TC), high density lipoprotein cholesterol
(HDLC), apolipoproteins A1, A1, B100,C1,E
and lipoperoxide (LPO) levels in 25 endogenous HTG
patients whose plasma TG levels were>>2. 26 mmol/L
and TC<6. 21 mmol/L, and in 25 normal age-matched
persons (TG < 2. 26 mmol/L, TC <<6. 21 mmol/L)
were measwred. Blood glucose, TC, TG and HDLC
were performed by enzyme method. Plasma
- apolipoprotein were determined by radial immunuodif-
fusion (RID) assay. The human plasma LDL, VLDL
and HDL were isolated by the one step density gradient
ultra-centrification method. The oxidative modification

of LDL, VLDL and HDL was identified by agarose gel

electrophoresis, absorbance at 234 nm and fluorescence

AP EEFESRIFRIME

of thiobarbituric acid reaction substance (TBARS).
Results The results showed that plasma TG, LPO
and apolipoprotein B100 levels in endogenous HTG
group were significantly higher than that of the control
group (P<C0. 01). Plasma HDLC and apolipoprotein A
I contents in endogenous HTG group were signifi-
cantly lower than that of the control group (P <CO0.
01). The electrophoretic mobility of LDL, VLDL and
HDL was increased and absorbance at 234 nm and
TBARS of LDL, VLDL and HDL in endogenous HTG
group were significantly higher than that of the control
group (P<T0.01).

Conclusion The results suggest that not only LDL
but also VLDL and HDL were oxidatively modified in
vivo of endogenous HTG patients.
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E¥ (triglyceride, TG)>>2. 26 mmol/L(2.0 g/L) & & JE
B (total cholesterol, TC)<(6. 21 mmol/L(2. 4 g/L)
B EE25H(B 210,k 4), E# 41~65(54. 9+
5508 k&, 25.44+3.5, 8 H FH.TA, B4
RERECEREFROF . FRAINEER.

112 MREA AFEFMAE TG<2.26 mmol/L,
TC<6.21 mmol/L Y& A& F A 25 1 (5 21 ], % 4
$), £ 28~65(53.419. D ¥ K Eg % 21.8+2.9,
FARF . TH.EHARERABRELR O F.F
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Table 1. Plasma glucose, lipids, apolipoproteins
and LPO levels in HTG and control group (z+s).

Control(n=25) HTG(n=25)
Glucose (mmol/L) 5.2710.57 5.56+1.00
Lipids (mmol/L)
TG 1. 48+0. 26 4.1241.71°
TC 4.9440.90 5.061-0. 80
HDLC 1.3410. 28 1.01+0. 25¢
Apolipoproteins (mg/L)
Al 12291204 11041150°
Al 265143 259138
B100 940+ 281 1 313t 425°
cr 3618 63+ 20°
(09 | 45411 561 16°
E 93124 175+53¢
LPO(pmol/L) 2.1940.35 5.2740. 65°

¢; P<C0.01, compared with the control group.
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Figure 1. Agarose gel electrophoresis of lipoproteins
(Samples were pre-stained with sudan Black B). Lane
1. Normal human plasma, 2. Control LDL, 3. HTG LDL, 4.

Control VLDL, 5. HTG VLDL, §. Control HDL, 7. HTG
HDL.
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I3 HDL % 234 nm 2 & KR, X B4A
i 3% HDL R oWk tig, FEF HTG B & MK
HDL R & T ®LEM, B E 234 nm 2414
TR b,

2.5 MPEEEH 234 nm KRBT

B 3 3(Table 3) T W, HTG £ ¥ LDL.
VLDL & HDL # 234 nm Y65 g {8 8 %4 B4
B EFHMin(P<<0.01),4r 534 hn 0. 97.0. 85 A
1.15 1%, XFEA,HTG BEEAN AR LDL,
H VLDL Xk HDL ¥ &4 T &L,

Table 2. Changes of TBARS contents of plasma
LDL, VLDL and HDL in HTG and control groups
(mmol/g,z+s ).

Control (n=25) HTG(n=25)

LDL 1.58+0. 40 3.8510. 94°

VLDL 2.0310. 69 7.18%1.68°
HDL 0.8210.17 2.4440.69°

¢:P<0.01, compared with the control group.
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Figure 2. The curve of ultraviolet absorbance at 230

~238 nm of HDL human plasma.

Table 3. Changes of 234 nm absorbance of plasma
LDL, VLDL and HDL in HTG and control groups
(mm/g, %s, ).

Control (n=25) HTG(n=25)

LDL 1.48+0.19 2.92+0. 83°
VLDL 3.57+0.45 6.59+1.27°
HDL 0.8740. 08 1.8740. 43

_¢: P<0.01, compared with the control group.
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