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[ ABSTRACT)]

vical atherosclerosis in type 2 diabetic patients.

with cervical atherosclerosis, 45 without cervical atherosclerosis) .
sure, blood lipids, blood glucose and renal function with cervical atherosclerosis was evaluated.

1 in diabetic group was significantly higher than that in control group.

higher than those without cervical atherosclerosis.

sure and low density lipoprotein cholesterol (LDLC) was positively correlated with cervical atherosclerosis.

Platelet Activation;  Atherosclerosis;

Diabetes Mellitus

Aim To investigate the relationship between glycopropean complex of activated platelets (PAC-1) and cer
Methods PAC-1 were measured by FCA in 118 type 2 diabetic patients (73

The correlation of PACG-1, age, diabetic courses, blood pres-
Results The level of PAC-

PAC-1 in diabetic group with cervical atherosclerosis was

Moreover PACG-1, age, disease course, plasma glucose, GHbA,, blood pres-

Conclusion The

high level of PAC-1 is the independent risk factor for diabetic patients suffering from cervical atherosclerosis.
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Table 1. Comparison of PAC 1 activity (%) .

Groups n PAG-1
Control 25 3.14%2.13
Diabetes 118 36.33£1. 75
With cervical atherosclerosis 73 42.52£1.88"
Without cervical atherosclerosis 45 26.27%2.17

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

without cervical atherosclerosis group.
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Table 2. Comparison of characteristics in diabetic patients.
With cervical Without cervical
Index atherosclerosis atherosclerosis
(n=73) (n= 45)
Age (year) 63. 89 9. 24" 52.33%11.74
Male/ Female 34/39 24/21
BMI 25.20%3. 63 254414 34
E‘iﬂ‘t‘:ﬁi’k"f lumbus 0.91£0. 07 0. 89 £0. 08
Smoking (with/without) 45/28 28/17
Diabetic course (year) 9,430, 73" 4.98%0.71
SBP (mmHg) 145. 03 £2. 60 132.00 £2.79
DBP (mmHg) 80. 27 £10. 30 81. 00 £10. 69
TG (g/L) 17. 444 £1.213 16. 702 £1. 378
TC (g/L) 20. 245 *0. 511* 18. 678 0. 517
HDLC (g/L) 5.327 £0. 216 5.851 %0. 261
LDLC (mg/L) 111. 06 £3. 73" 96. 18 4.0

Fasting blood glucose

18. 310 £0. 685°

15. 884 £0. 752

(g/L)

GHbA, (%) 9.80%2.03b 8.36%1.86
UA (g/L) 0.443 0. 172 0. 414 %0. 151
Cr (gL) 0. 112 %0. 032 0.103 £0. 021
BUN (g/L) 1. 945 0. 748" 1. 604 0. 581

a: P< 0.05, b: P< 0.01, compared with without cervical atherosclerosis

group.
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