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ABSTRACT

Aim To analyze the lipid disorders in type I dia-
betic patients accompanied with coronary heart disease
(CHD) and the important roles of lipid disorder in the
development of CHD.

Methods The study included 171 cases of healthy
control subjects, 230 cases of type T diabetic pa-
tients. 64 cases of CHD patients. and 61 cases of type
1 diabetic patients accompanied with CHD.  All the
subjects were examined the serum levels of triglyceride
(TG). total cholesterol (TC), low density lipopro-
tein-cholesterol (LDLC), high density lipoprotein-
cholesterol (HDLC), HDL,C., HDL;C. apolipoprotein
A, apolipoprotein B. and lipoprotein(a) .

Results The serum levels of TG, TC, LDLC, and
Apolipoprotein B were significantly higher in type 1
diabetic patients than in the control subjects. The
lipoprotein(a) level seemed to be higher in type I dia-
betic patients than in the control subjects.  The levels
of TG, TC. LDLC. and lipoprotein(a) were higher in
CHD patients than in the control subjects. which were
similar to the type 1 diabetic patients. The levels of
TG. apolipoprotein B were higher in type [ diaberic
patients accompanied with CHD than in diabetic or
CHD patients separately.  The level of HDI.;C was

lower in type I diabetic patients accompanied with

CHD than in diabetic patients. The results of logistic
regression showed that the increased levels of TG,
lipoprotein(a), and TC were the high risk lipid factors
for CHD. '
Conclusion There existed more severe lipids disor-
ders in type I diabetic patients accompanied with
CHD. The lipids ‘disorders in type I diabetic pa-
The high risk lipid profile
for CHD was the increased levels of TG, lipoprotein
(a), and TC.
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tients were atherogenic.
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Table 1. The compare of lipid profile in the four group subjects (a=s).
Control group DM group CHD group DM+CHD group

Index (r=171) (n==230) (n=64) (=61

TG (mmol /1) 1.0940.6 2.06+1. 6° 1. 69+1. 0 3. 04+ 4. 1"
TC(mmol/L) 1.8740.9 5.684:1. 4" 5.62%+1.4" 5.93+1.8
ApoAl(g/L) 1.2540.2 1.2440.3 1.2640.3 1.2240.2°
ApoBig/L) 0.74+0.2 0.91%+0.4" 0.84+0.2 1. 0240, 5"
LDLC(mmol /L) 3.264+0.8 3.6341. 3" 3.76%1. 4% 3.7341. 2P
HDLC(mmol/L) 1.1440.4 1. 2040, 4% 1.1940.3 1. 1440, 4
HDL.C{mmol/L) 0.6640.3 0.6640.3 0.7040. 3 0.7240.3°
HDL:C(mmol /L)% 0.4640.3 0.5440. 3 0,460, 3 0. 4240, 2%
Lipoprotein(a) (mg/L) ¥ 96. 75 157.22 179. 14° 225. 86"

One-way ANOVA among the 4 groups; a; P<0.05, b, P<0. 01, compared with control group; ¢: P<C0. 05,

compared with DM group; e: P<C0.05, {. P<<0

2.2 OB BENMDIESS

.01, compared with CHD group. I}

d: P<C0. 01,

showed as median.
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TG. JEEH @M TC, EFBEE L (P0.
05,

Table 2. The result of ngistic regression.
Covariates B value ' P
TG (mmol/L) -1. 0004 0. 0000
Lipoprotein(a)(mg/L)T 0. 8805 0. 0061
TC (mmol/L) 0. 4098 0. 0305
Apolipoprotein Al(g/L) —~1.5313 0. 0520
HDLC(mmol/L) 0. 7677 0. 3340
Apolipoprotein B(g/1.) —0.9902 0. 3369
HDLC (mmol /L) 0. 0905 1. 0000

Note: The dependent variabie was CHD. The covariates

were indexed according 1o P value. (1;: The lipoprotein{a)

values were transformed to Log before regression.
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