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Table 1. Clinical Characteristics of Study

Groups
Group! Group2
(N=68)  (N=s9) PV
Age (years) 56.3+152 589+13.5 NS
Body mass 215441 222449 NS
index (kg/m®)
Disease Duration 71.9456.2 133.1+£73.3 <0.005
(months)
Blood pressure
(mmHg)
systolic 122.1+147 133.0+12.4 <0.005
diastolic 73.6+8.4 80.2+8.8 <0.005
Sex (Male/Female) 31/37 27432

Group 1, diabetics without peripheral vacular discase
Group 2, diabetics with peripheral vacular disease
NS, not significant

Table 2. Laboratory Findings of Study

Groups
Group 1 Group 2 p
(N=68) (N=59) value
HbA (%) 1204112 109431 NS
FBS (mmol/L) 109449 105442 NS

C-peptide (ng/mL) 1.86+1.2 17107
microalbuminuria (g/day) 0.03£0.04 0051007 0.005
Total cholesterol (mmol/L) 4.6+0.1  49+L5
HDL-cholesterol (mmolfL) 1.2403 10403
LDL-cholesterol (mmol/L) 2.7+09  31x14
Triglyceride (mmol/L) 22414 161408

LP(a) (ng/mL) 33.04239 26641285 0.005
PAI-1 (ng/mL) 6.56+4.6 13761882 0.005
Group 1, diabetics without peripheral vacular disease
Group 2, diabetics with peripheral vacular disease
NS, not significant
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Fig. 1. Values of PAI-1 are plotted vs. body mass index(BMI)(A) and fasting C-peptide(B) levels.
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Table 3. Correlations between PAI-1, A =90} (p<0.05, Table 1).
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Patients with Diabetes
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Fig. 1).
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microalbumin
Total-cholesterol 0.028 0.800 0.245 0.242
HDL-cholesterol 0.046 0.781 0.245 0.199

Triglyceride 0123 0439 0035  0.853 .

&
<BP, systolic BP, BP; diastolic BP Age] 19z vhebet (Table 4).
* p<0.05
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Table 4. Results of Multivariate Logistic
Regression Analysis Showing
Variables that were Indepen Dently
Associated with the Presence of
Peripheral Vascular Disease

Variables  chi-square Significance  Exp(B)
BMI 1.31 0.252 0.759
PAI-1 5.78 0.016 1.402
Lp(a) 6.19 0.012 1.194

dependent variables: peripheral vascular disease,
independent variables: BMI, PAI-1, Lp(a)
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Plasma Concentrations of Plasminogen
Activator Inhibitor-1(PAI-1) and
Lipoprotein(a) in Non-Insulin-Dependent
Diabetes Mellitus with Peripheral Vascular
Disease
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Objectives: The plasminogen activator inhibitor-1
(PAI-1) and lipoprotein(a) are considered as
important fibrinolysis inhibitors. We evaluated PAI-1
and Lp(a) concentrations in Korean non-insulin-
dependent diabetes mellitus (NIDDM) patients with
or without peripheral vascular disorder.

Methods: By using National Diabetes Data Group
(NDDG) criteria as a diabetes mellitus diagnostic
criteria, a total of 127 Korean NIDDM patients were
selected. The ankle brachial index was measured by
segmental volume plethysmography to diagnose
peripheral vascular disease. We also examined
clinical and biochemical parameters in NIDDM

patients.



Results: The duration of diabetes, systolic and

diastolic pressures was significantly higher in
diabetic patients with peripheral vascular disease
(Group 2) than in diabetic patients without peripheal
vascular disease (Group 1).

The 24 hour urine microalbumin and PAI-1 levels
in Group 2 were also significantly higher and the
HDL-cholesterol level was lower than in Group 1.

There were significant correlations between the
plasma level of PAI-1 and BMI (r=0.466, p=0.007)
or C-peptide level (r=0.517, p=0.012). Multivariate
logistic regression analysis showed that Lp(a) and
PAI-1 are independent risk factors for peripheral
vascular disease.

Conclusion: In the light of these results, it seems
reasonable to suggest that high levels of PAI-1 and
Lp(a) in NIDDM patients may play a role in the

pathogenesis of peripheral vascular disease.

Key Words: inhibitor-1,
Lipoprotein(a), Peripheral vascular

disease, NIDDM
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