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Effects of Human Plasma HDL on HDL Receptors of As Rabbit Liver Cell Membranes
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ABSTRACT

plasma membranes of cholesterol-fed As rabbits injected with HDL was investigated.

Atherosclerosis; Recentors;  Livers Activitv;  Lipids
Aim In an effect to study further the anti — atherogenic effects of human plasma HDL, the HDL receptor activity on liver
Methods  HDL receptor activity was detected by the
method of enzyme-linked immunosorbent receptor assay €LISA) and the levels of serum, liver and bile lipids of As rabbits were also deter-
mined. Results  The results of lipid measurement showed that human plasma HDL could not decrease the level of serum lipids of choles-
terol-fed rabbits, but decreased significantly the levels of live lipids and increased significantly the levels of bile lipids of As rabbits compared
with As rabbits injected with saline.  The results of HDL receptor assay showed that the value of Kd was significantly lower in As rabbits than
that in normal rabbits ® < 0.01).  In HDL treated rabbits, no difference was observed with Kd ¥ > 0.05) while Bmax reduced significantly
P <0.05) compared with normal rabbits. Conclusion  These results suggested that Kd of rabbit liver plasma membrane HDL receptor
reduced significantly when the rabbits were fed with cholesterol-rich diet for a long period 22 weeks)s whereas HDL seemed to ameliorate or
avoid this change.
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F1. MiERBRIMNAE
Table 1. Levels of TC, TG, PL; and HDLC in As rabbit se —

rum &+ s> n=>5> mmol/L)

Groups TC TG PL HDLC
N 1.19+0.23 0.51+0.07 0.83+0.22 0.60+0.19
C 28.36+1.6° 2.86+0.2* 6.99+x0.5° 0.50+0.0
H 27.14+1.9* 2.96+0.2* 6.81+0.1* 0.55+0.1

N: normal groups C: HDL control group, H: HDL treated group. a:
P <0.01> compared with normal group
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H3R 2 Table 2) 7] WL, XF FEAH BFAE TC. TG 22
JEEEEEM P<0.01, P<0.05), AITHIY
JERE TC AR AR & R AR A B BRI @ < 0.
05), 7 A AXTHR AL 84.6% A1 73.1%, TG & =B A
BRA, Xt FRZH I 92.7%

Fzo2. HHERHESE
Table 2.  Contents of TC> TG and PL in As rabbit liver & +
s» n=5, mg/g of dried liver)

Groups TC TG PL
N 17.1+£1.8 16.8+4.0 2.1+2.3
C 211.5+23.:6 82.3+4.3" 32.4+6.3
H 178.9 +20.3* 76.3+6.2° 23.7+4.7°

N: normal group> C: HDL control group» H: HDL treated group. a:
P<0.01, b: P<0.05 compared with normal group » ¢: P <0.05, com-
pared with HDL control group
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of

Table 3. Contents of TC; TG and PL in As rabbit bile & + s,
n=35, mmol/L)
Groups TC PL
N 2.51+0.40 1.98+0.14
C 4.73+0.32% 8.02+0.17°
H 7.01+1.11* 12.00 = 1.54*

N: normal group, C: HDL control group, H: HDL treated group. a:
P<0.01, b: P<0.05; compared with normal group > c¢: P<0.01,
compared with HDL control group
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Table4. Kd §&/1) and Bmax fng/g membrane) of HDL re-

ceptors on As rabbit liver plasma membranes & + s, n=15)

Groups Kd Bmax
N 7.41+1.34 597.2+106.6
C 4.12+0.71* 539.3+71.4
H 7.12 +1.40° 462.3+51.2

N: normal group» C: HDL control group» H: HDL treated group. a:

P<0.0l, b: P<0.05 compared with normal group, c: P<0.0L»

compared with HDL control group
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