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ABSTRACT
oral fatty loads on the postprandial lipids and lipoproteins metabolism.
Results

Lipoproteins;  Apolipoproteins;  Diabetes Mellitus, Non Insulin Dependent

Aim To explore the effects of different ratios of saturated, monounsaturated and polyunsaturated fatty acids of
Methods The oral faity loaded tests with three differ-
ent fatty acids ratio. (1) Lipid concentrations: Triglyceride responded greatly to the oral fatty loads in three
groups. The triglyceride in 2, 4, 6 hour plasma after the loads was significantly higher than fasting triglyceride, respectively ( P
< 0.05). No significant total cholesterol changes occurred but high density lipoprotein cholesterol and low density lipoprotein
cholesterol significantly decreased in group @and @  The increment of triglyceride at 2 hour after the test meal was signifi-
cantly higher in group @than group @) P< 0.05).
nificantly lower than that in group (®and P< 0.05).

4 and 6 hours after the fatty load.

Low density lipoprotein cholesterol in 6 hour plasma in group (@was sig-
(2) Peak time: Triglyceride in group iv, ©and G@peaked at 2~ 4,
High density lipoprotein cholesterol and apoprotein Al in group ® and iv were lowest at 4
hours after the loads but at 6 h in group @ (3) Area under the curve: Area under the curve of low density lipoprotein choles

terol in group (@was markedly smaller than in group Conclusion The study showed that fatty acids composition ratios
of oral fatty loads influenced the dynamic metabolism of the postprandial lipids and lipoproteins metabolism in type (© diabetic pa-

tients. We suggested that the fatty acid composition ratio of 12 1. 7 1.2 could be used in the fatty load.
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*1 CEBRBBHFELRER(x L)
Table 1 Basic characteristics of type (© diabetic patients
Groups Gender(M/ F) Age( years) Hight( em) Weight( kg) BMI( kg/ m?) Waist to hip
iv 4/5 63.916.8 158.1%8.1 60.6%5.2 24.3%1.9 0.97 £0.07
@ 4/5 64.117.4 156.7£10.9 58.718.7 23.9%1.8 0.93 10. 04
@ 5/5 62.4%6.7 158.6 6.9 62.619.0 24.9%3.8 0. 95 £0. 05
= 5 3
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Figure 1 Dynamic metabolism of postprandial lipids A: TG, B: TC, C: HDLC, D: LDLC, E: Apo Al, F: Apo B. The full dot means the

lipid concentration is significantly different from the fasting ( P< 0. 05) .

F2 CRBRBSZIEKER(x Ts)
Table 2 Clinic characteristics of type diabetic patients

Subjects Group iv Group (® Group @
Diabetic duration (month) 100 £80 97 £57 91 £79
Fasting glucoes (mmol/L) 7.5 %1.5 7.3%1.7 7.9%+2.2
Hb Ale( %) 7.6%1.0 8.2%2.4 7.7%1.7
Fasting plasma lipids

TG (mmol/L) 2.08%*1.33 1.50%0.54 1.60 0. 52
TC (mmol/L) 5.60%0.67 6.36%0.67 5.61%1.23
HDLC (mmol/ L) 1.32%+1.27 1.38%0.29 1.41%0.38
LDLC (mmol/L) 3.8710.90 4.65%0.59 4.07=%0.77
Apo Al (g/L) 0.98%0.15 1.08%0.18 1.09=%0.22
Apo B (g/L) 1.19%0.35 1.13%0.26 1.09 £0.22
Apo A1/B 0.87%0.22 0.99%0.20 1.03=%0.62
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Figure 2 Change magnitude of postprandial lipids (x %)

%3 #J56h MASHMLE TER(AUC) (x Ts)
Table 3 Area under curve of postprandial (0~ 6 h) lipids

Subject Group iv Group Group
TG 23.8%11.3 30.4%12.5 25.8%12.1
TC 35.9%2.4 37.0%3.1 32.4%4.6
HDLC 7.2%1.4 6.6%0.3 7.3%2.6
LDLC 23.9%1. 6 24.6%3.7* 20.1%3.3
Apo Al 6.4%£0.8 6.4%£0.6 6.7%0.5
Apo B 6.3%1.1 6.610.9 5.9%1.6
Apo A1/B 6.4%1.9 6.0E1.1 7.8%4.8

a: P< 0.05, compared with Group @

2.4 CERBRREETRSERSMEHB=E
ME M= TERLHIBENX R

% 4 (Table 4) BoR, iveH AUC- TG Je HIE{E (-
AUC- TG) . @H% 5 2 h TG 1 AUC- TG 435l 5%
JE TG .3 IEAHK(P< 0.05) .

3 1

CRIE R B e A 7 EEEW e
TG F+ &A1 HDLC FEAIK, V1 2 SCHRHRIE 25 I8 TG k=,
Reli i J5 TG ik, TG Mg (E e, O
B PRI BB AUC- TG R HIME S5 2B TG B3 IEH
5%, IR, ASHIF 7835 158 %o A iy 67 Ay 48 s I A80URK 1)

F4 BHMFSEEENSE RSB HEE BFEH
SHattns TE AR R ERHE X

Table 4 Relation of fasting TG with postprandial TG, incre
ment of TG and AUC- TG

Group iv Group (© Group @
Subjects

TG 0 h TG 0 h TGO h
TG 2 h (mmol/L) 0.97" 0.76 0. 84*
TG 4 h (mmol/L) 0. 98" 0.34 0.79
TG 6 h (mmol/L) 0.97 0.08 0.69
iTG 2 h (mmol/L) 0. 76 0.61 0.57
TG 4 h (mmol/L) 0.94" 0.25 0.71
iTG 6 h (mmol/L) 0.93" -0.18 0. 61
AUC- TG 0.99" 0.37 0. 88*
AUC- TG 0.95 0.20 0.79*

a: P<0.05, b: P< 0.01.

Value are presented as coefficients of linear

correlation between two variables.
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