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Clinical Studies of the Fibrinogen, Fibrin-fibrinogen
Degradation Products and Factor VJ-related

Antigen in Diabetes Mellitus

Liang Yiquan Yu Binjie
(Division of Endocninology, Department of Medicine, First Affiliated

Hospital, Sun Yat-sen University of Medical Sciences)

Abstract

Determination of plasma fibrinogen, factor VJ-related antigen (Vi R:Ag) and serum
fibrin-fibrinogen degradation products (FDP) levels in 45 patients with diabetes mellitus
is reported. These patients consist of 14 IDDM and 3] NIDDM, 2¢ complicated with and
19 without microangiopathy.

In our study, the diabetic patients had higher levels of plasma fibrinogen (472+
19mg/dl), WIR:Ag (138+10%) and serum FDP (G,78+1.01ug/ml) than those of the
normal subjects (320+12mg/dl, 93+7%, and 2,83+0,26 1 g/ml, respectively, P<0.05).
The levels of FDP and VjR:Ag were found to be significantly higher in diabetics
complicated with microangiopathy than in those without. The levels of fibrinogen in
diabetic patients with microangiopathy were higher than in those without, but the diffe-
rence was not statistically significant. Fasting blood glucose and urinary sugar were tested
frequently within 4~8 weeks and the average values of fasting blood glucose and urin-
ary sugar were used in assessment of diabetic control. It was found that the levels of fibrin-
ogen and FDP increased with poor diabetic control, but there was no significant difference
in \[R:Ag.

These findings suggested that poor diabetic control is correlated with microangiopa-
thic complications and good control of diabetes might prevent or inhibit the development
of this pathologic process, and the level of J[R:Ag might be taken as an index for the
assessment of microangiopathic complications in diabetes mellitus,



