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[ ABSTRACT]

tein content in blood and lipoproteirr receptor in membrane of hepatocyte and research the principle of preventing and curing athero

Apolipoproteins;  Receptors, Lipoprotein;  Atherosclerosis;  Hybridization in Situ

Aim To observe the effect of liver regulating and turbid removing Chinese medicine formular to apolipopro-
sclerosis. Methods The rabbits were fed with heavy dosage of cholesterol in order to obtain the mould of atherosclerosis by
assaying the content of apolipoprotein Al and apolipoprotein B in blood.  In addition, the hepatocyte of rat was cultured in vitro
by adding ox-LDL into the culture medium, and the effect of lipoproteirr receptor and the regulating function of Chinese medcine
formular related with given in different ways by means of hybridization in situ were observed. Results and Conclusions  Liv-
erregulating and turbid removing Chinese medicine formular can increase effectively the content of apolipoprotein Al, decrease that
of apolipoprotein B and have a good regulating function about the lipoproteirr receptor or passway.  Consequently, liver regulating

and turbid removing Chinese medicine formular can regulate the factors related with lipid metabolism, thus effectively prevent the
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formation and progress of hyperlipemia.
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Table 1.

B content in blood of atherosclerosis rabbit models.

The change of apolipoprotein AI and apolipoprotein

Groups n Apo Al Apo B100(mg/L)
Control 7 317 £83° 130 £30°
Model 8 15+5" 1010 =300
M 8 141 242 370 £110%
Lovastatin 7 114 27 440 £120*

a: P< 0.01, compared with model group, b: P< 0. 01, compared with

control group.
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bt, HDL Z & BHPEZ B E FH = (P< 0.01) . oxLDL
InHr 2520 & ox-LDL %% 24 137 240 HDL 52 44 BH P 2%
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Table 2. The comparison of the positive cell rate of LDL re-

ceptor and HDL receptor (x L) .

Groups n LDLR (%) HDLR (%)
Control 9 0. 29 +0. 07° 0. 06 £0. 02°
M 7 0. 44 0. 06" 0. 44 0. 06"
CM serum 8 0. 40 F0. 10® 0. 48 0. 08
oxLDL 8 0. 06 0. 02" 0.21 0. 06"
oxLDL+ CM 9 0. 39 0. 08 0. 49 0. 08
oxLDL+ CM serum 8 0. 38 £0. 09 0. 50 0. 09®

a: P< 0.01, compared with ox-LLDL group, b: P< 0.01, ¢: P< 0. 05,

compared with control group.
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