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Distribution of Low Density Lipoprotein Subfractions and Its Susceptibility to in Vitro Oxi-
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ABSTRACT Aim To study the distribution of low density lipoprotein (LDL) subfractions and its susceptibility to in vitro

oxidation in patients with chronic kidney failure (CKF). Methods LDL subfractions were isolated from plasma by non e-
quilibrium density gradient centrifugation directly, and distribution of LLDL subfractions in CKF patients were analyzed. The
continuous monitoring of I.LDL oxidation by absorbance measurements at 234 nm was used to analyze the susceptibility of LLDL
and its subfractions to Cu’'-mediated oxidation in patients with CKF. Results The frequency distributions of LDL sub-
fractions in CKF patients had no different from that of control. The lag time in the test for LDL oxidizability in CKF patients
was shorter than that in control (48.2424. 7 vs 93. 3£37. 2 min, P<C0. 05). The degree of oxidized LDL was correlated with
the lag time of LLDL oxidizability. The total amount of conjugated dienes and the maximal rate of oxidation had no difference.

Conclusions Circulating LLDL isolated from CKF patients is more susceptible to oxidation in vitro than that of controls,

this may be associated with the level of oxidative modification LDL.
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Table 1. Comparison of plasma lipids. oxidized LDL and

apolipoprotein level in patients with CKF and control groups

(z+s)

T e o e
TC (mmol /L) 3.9940. 85 3.9540. 69
TG (mmol/L) 1.5340. 60" 0.8240.29
HDLC (mmol/L) 1.1940. 25 1.584+0.29
LDLC (mmol/L) 2.1140.70 2.0540. 59
ox-LLDL (pg/L) 618.54293. 9" 318.0+159.6
ox-LDL/LDLC 292.8+124. 2 157.1+£101. 8
Apo AT (g/L) 1.16+0.19° 1.43%0.1
Apo B (g/L») 1.0740. 26° 0.9240.22

a; P<<0.05, b: P<C0.01, compared with control group.
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Table 2. The distribution of plasma LDL subfractions in patients with CKF and control groups

LDL CKF group (n=20)

Control group (n=30)

Subfraction Brotein (g /L3

Percentage (%)

Protein (g/L) Percentage (%)

Total LDL 1.1140. 47
LDL, 0.224+0.07 19.4+4.
LDL, 0.2840.08" 25. 545,
LDLs 0.3240.11 28.445
LDL, 0.304-0.08 26.84%5

5.7

1.01+£0. 22

0.21+0.13 21.5£13.5
0.22+0.12 21.8+8.7
0.2740.11 27.44+10.9
0.30+0.16 29.3+13.6

a: P<<0.05, compared with control group.
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LDL concentrations are expressed in lipoprotein mass (g) per litre (L) of plasma.
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Table 3. Comparison of susceptibility to oxidation of LDL

and its subfractionsfrom the CKF patients and controls in

vitro (x=+s)

CKF group Control group

Index

(n=20) (n=30)
Lag time (min) 48.2424. 77 93.3+37.2
MR [pmol/ (g min)] 1. 0442. 83 0.98=+1. 36
Amount of CD (pmol/g) 89.2+54.2 78.6+76.3

a: P<<0.01, compared with control group. MR: maxi rate.
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