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[ ABSTRACT ] Aim To investigate the changes of blood lipid and cholesterol metabolism markers ( cholesterol syn-
thesis and absorption markers) in high-risk subjects of coronary heart disease before and after atorvastatin treatment, and to
analyze the correlation between them. Methods 159 high-risk subjects of coronary heart disease were enrolled, and
20 mg atorvastatin per day was taken for four weeks. Blood lipids and cholesterol synthesis markers squalene/ cholesterol
(TC ), desmosterol/TC, lathosterol/TC ) and cholesterol absorption markers ( sitosterol/TC, stigmasterol/TC,
campesterol/TC) were determined respectively before and after treatment.  According to the low density lipoprotein choles-
terol (LDLC) level after atorvastatin treatment, the selected subjects were divided into two groups: good response group

and poor response group. The changes of blood lipid and cholesterol metabolism markers and their correlation were ana-

lyzed in the two groups. Results After atorvastatin treatment, blood lipids were reduced in two groups, in addition to
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high density lipoprotein cholesterol increasing (9. 4% in good response group, 7. 4% in poor response group) .

decreased significantly in good response group compared with the poor response group (P<0.01).

TC, LDLC

In good response

group, the decrease of TC was positively correlated with the decrease of squalene/TC and sitosterol/TC (r=0.247, r=
0.205, P<0.05), and the decrease of LDLC was positively correlated with the decrease of campesterol/TC (r=0. 193, P<

0.05).

In poor response group, the decrease of TC was negatively correlated with the decrease of stigmasterol/TC (r=-0. 388, P<

0.01), and the decrease of LDLC was negatively correlated with the decrease of squalene/TC, stigmasterol/TC and sitos-

terol/TC (r=-0.280, P<0.05; r=—0.517, P<0.01; r=-0.320, P<0.05).

Conclusions After atorvastatin treat-

ment, the changes of TC and LDLC in good response group are more obvious than those in poor response group, but the

changes of cholesterol metabolism markers are not significant.

In good response group, the decrease of TC and LDLC are

positively correlated with cholesterol metabolism markers, whereas negative correlation is found in poor response group.
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Table 1. General clinical features and cholesterol
metabolism markers levels of the study subjects

i st AL
SR (%) 56.749.2 56.1+8.7 56.5£9.0  0.682
WA (i) 20(18.9%) 10(18.9%)  30(18.9%)  0.591
AR () 8(7.5%) 6(11.3%) 14(8.8%)  0.304
i I P9 (7)) 52(49.1%)  25(47.2%)  77(48.4%)  0.478
WEIRIR (1) 79(74.5%) 29(54.7%)  108(67.9%)  0.100
TRBUE R (kg/m2)  25.50£2.96  25.43:3.04  25.46+3.00 0.913
TC( mmol/LL) 5. 62:£0. 82 6.12£1.13 5.79+0.96  0.005
TG (mmol/L) 2.15¢1. 17 2.28+1. 18 2.19£1.20  0.490
HDLC( mmol/L) 1.430. 30 1. 48+0. 35 1.45+0.30  0.353
LDLC( mmol/L) 3.39+0. 53 3.80+0. 78 3.23+0.65  0.001
FE/TC 96. 5+99. 7 87.4+99.3 93.5+7.9  0.585
HE £ W/ TC 248.5+202.9  229.2+181.0  242.0+15.5  0.559
7 IRk B/ TC 280.6+180.2  273.3+174.5  278.2x14.1  0.810
S E g/ TC 120.7+84.1  116.8+79.6 119.426.5  0.779
o [ B/ TC 172.0+118.5  129.8+129.6  158.0+9.8  0.042
A [/ TC 186.6x72.1  168.5£55.8 180.5+5.4  0.110

v 6 FIE FEEACBAR YA 10> xmmol/mol (IHFEEE)
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Table 2. Comparison of blood lipid changes before and after

treatment in two groups

VA= SN2

i
nH (n=106) (n=53) P
ATC 1.8940.79  0.93+1.20 0. 000
ATC% 32.6+11.3  13.1£16.0 0. 000
ATG 0.60+1.10  0.41=0.96 0.274
ATGC% 18.0+38. 6 9.7436.9 0. 198
AHDLC ~0.15£0.20  -0.14£0.27  0.671
AHDLC% ~9.4+16.0  ~7.4+14.7 0.452
ALDLC 1.52+0.55  0.69=0. 86 0. 001
ALDLC% 43.9412.4  15.5+18.1 0. 000
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Table 3. Comparison of changes of cholesterol metabolism

markers before and after treatment in two groups

5 H e R
A/ TC -36.5+351.7 -85.1£685.5 0.555
A FREIR/TC% -54.1£202.4 -58.5£302.4 0.734
ABES B/ TC 184.5+241.4 177.8+199.8 0. 862
AL/ TC% 19.6+176.6  39.2+103.9  0.458
ATSHENERERL/TC 190.7+£198.9  152.7+£207.1 0.264
ATSENERERE/ TC%  4.2+263.1  13.8+216.4  0.820
AZEN B/ TC 33.1+82.1  29.6+81.5 0.796
A E R/ TC% 7.1£143.2 3.0£93.4  0.852
A [ B/ TC 128.5+124.9 106.6+132.5 0.310
A TR/ TCY% 67.5+46.1  57.4+86.9  0.340
AL [ EE/TC 68.5+87.5  62.3+76.5 0.821
AR E B/ TC% 35.2+38.1  37.5+35.3  0.710
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i/ TC B 1EAHSE(r=0.247,r=0.205, P<0.05) ,
ALDLC 5 ASEJhE #/TC 2 1EASE (r=0.193, P<
0.05) ;e zEHEH, ATC 5 A G [EEE/TC
(r=-0.388,P<0.01), ALDLC 5 A& }/TC . A

EVRIiPS

L/ TC AR/ TC R A (r=-0.280, P<
0.05;7r=-0.517,P<0.01;r=-0.320,P<0.05; 3
4),
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Table 4. Correlation between blood lipid changes and cholesterol metabolism markers changes before and after treatment in

two groups (r value)

moH AER/TC  ABESEE/TC  ATJRIERERE/TC  ASEMEBL/TC A S REE/TC AR/ TC
S b
ATC 0. 247" 0.158 0.117 0.088 0. 142 0. 205"
ATG 0.199° 0. 060 0.013 -0. 033 0.190 0.114
AHDLC -0. 158 -0. 063 -0.186 -0. 066 0.010 -0. 171
ALDLC 0. 032 0. 096 0. 154 0.193" 0. 107 0. 140
SN2
ATC -0. 204 -0. 069 0.187 0.130 -0. 388" -0.218
ATG -0.119 -0. 021 0. 285" 0.135 -0. 151 0. 096
AHDLC -0. 076 -0. 067 -0. 044 -0.108 -0.023 -0.071
ALDLC -0. 280" -0. 035 0.175 0.130 -0.517" -0.320°

A BHERATT IR RIG A, a 8 P<0.05,b 2 P<0.01,
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