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ABSTRACT

Aim To observe the changes of plasma lipid and
apolipoprotein levels in subjects aged over 40 with im-
paired glucose tolerance.

Methods 53 subjects whose fasting blood sugar
(FBSY»<Z6.11 mmol/L and 2 h postprandial BS>=6. 66
mmol/L were selected as the impaired glucose toler-
ance (IGT) group; 27 subjects whose FBS<(6. 11
mmol/L and 2 h postprandial BS<(6. 66 mmol/L were
selected as control group. Oral glucose tolerance test
and insulin release test were performed by routine
methods. Plasma glucose and lipids such as triglyceride
(TG) , total cholesterol (TC) and high density
lipoprotein cholesterol (HDLC) were measured by en-
zyme methods. The plasma low density lipoprotein
cholesterol (LDLC) was determined by calculation.
Plasma insulin was measured by radioimmunoassay.
Plasma apolipoproteins were measured by radial im-
munodiffusion methods.

Results The body mass index (BMI), FBS and

T4 AT A G 5 R

fasting plasma insulin of the two groups were statistically the
same (P>>0.05). 2 h postprandial BS of IGT group was 47.
9%, and 2 h postprandial insulin waslGQ.’ 8% higher than
those of the control group (P<(0. 05 and P<C0. 01). The
serum levels of TG and TC of IGT group were significantly
higher than those of the control group (P<C0. 01 and P<0.
05). To some extent but not statistically, HDLC was lower,
LDLC was higher than those of the control group.  The
serum apo CII, CIII and E levels of IGT group were statistical-
ly higher than those of the control group (P<C0. 01, P<C0. 001
and P<C0.0035). To some extent but not statistically, apo B
was higher and apo Al was lower than those of the control
group.
Conclusion Plasma lipid changes of subjects aged
over 40 with impaired glucose tolerance are similar to
diabetic dyslipoproteinemia and these changes may be
related to the changes of plasma insulin.
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2.1 HEEMERE

B 7 1(Table 1)A[40,IGT £ 12 h ZFHE 1L
BRESHBATLEEERP>0.05),H1
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Table 1. Oral glucose tolerance test (mmol/L, Iis)
Groups n Fasting 60 min PP 120 min PP 180 min PP
Control 27 4.9040. 48 7.13%£1.59 5.23+40. 85 4.21%+0.73
IGT 53 1. 90+0. 54° 7.954+1. 407 7.7140.90°

7.10+0. 87¢

a: P>0:05, b, P<{0.05, c: P<{0.01, compared with control group. PP: postprandial.
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2.2 BRBEERAE
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Table 2. Insulin release test (mu/L, r=+s).
Groups n Fasting 60 min PP 120 min PP 180 min PP
- Control 27 8.24+3.9 52.6433.3 28.1+17.0 9.816.9
IGT 53 8.44+3.9° 58.1+33.7° 47.7127. 9 16.247.0°

a; P>0.05, b: P<C0.05, c: P<{0.01, compared with control group. PP: postprandial.
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Table 3. Fasting serum lipid levels in IGT and con-

trol groups (mmol/L, x=s).

wiex  Copelgew  CTae
TG 1.45+0. 37 3.4041. 65°
EC 4.66+0. 80 5.09+0. 99"
HDLC 1. 7040. 56 1.33+1.19*
LLDLC 2.9440.78 3.1940. 99°

a; P>0.05, b: P<0.05, c; P<0.01, compared with con-

trol group.

Table 4. Fasting serum apolipoprotein levels in IGT

and control groups (mg/L, r+s).

Index Py S
Apo A1 13674172 1 315+ 146°
Apo Al 316+50. 6 312+36.9°
Apo B 9914245 1 039+ 226°
Apo C1 50.9417.0 65. 2+ 26. 8
Apo C 1 1214-65.8 1764£75. 5°
Apc E 42.8+16.4 52.5+21.14

a; P>>0.05, b; P<0, 01, ¢: P<{0. 001, d: P<C0. 005,

compared with control group.
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