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Introduction

Gestational diabetes mellitus (GDM) which is defined as
glucose intolerance with onset or first recognition during
pregnancy is a state of temporary insulin resistance (Metzger et
al., 1991). Women with GDM have an increased risk for the
development of type Il diabetes mellitus (Henry et al., 1991);
insulin resistance is linked to obesity, cardiovascular disease
and secretion of adipocytokines (Friedman et al., 2005).

Visfatin a52KDa cytokine, also known as PBEF (pre-B-
cell colony-enhancing factor), is highly expressed in visceral fat
(Fukuhara et al., 2005) it is further found in skeletal muscle,
liver, bone marrow and lymphocytes (Sethi et al., 2005) and
exerts insulin-mimicking effects through activation of an
insulin receptor although in a manner distinct from that of
insulin (Fukuhara et al., 2005). Acute administration of
recombinant visfatin to mice leads to reduction of plasma
glucose independent of changes in plasma level of insulin, thus
it works synergistically with insulin to lower blood glucose
level (Matsuda et al., 2005).

It was suggested that visfatin improves insulin sensitivity
in patients with type Il diabetes (Fukuhara et al., 2005).
Visfatin affects the insulin signal transduction pathway by
inducing tyrosine phosphorylation of the insulin receptor and
IRS1 & IRS2 in the liver (Fukuhara et al., 2005).
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The role of visfatin in human physiology and patho-
physiology remains to be elucidated while according to some
authors, plasma concentrations of visfatin are elevated in type Il
diabetes which are states characterized by insulin resistance
(IR) (Chen et al., 2007).
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Aim of the Work

The aim of our study is to evaluate the role of visfatin in
women with gestational diabetes mellitus between 27and 36
weeks of gestation.
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Gestational Diabetes
Mellitus

Gestational diabetes mellitus is defined as carbohydrates
intolerance of variable severity with onset or first recognition
during pregnancy. This definition applies regardless of whether
or not insulin is used for treatment (American Diabetes
Association, 2004). During pregnancy gestational diabetes
requires treatment to normalize maternal plasma glucose level
to avoid complications in the infant. After pregnancy 5% to
10% of the women with Gestational diabetes are found to have
type 2diabetes while Women who have had Gestational
Diabetes have a 20% to 50% chance of developing type
2diabetes in the next 5-10 years (American Diabetic
Association, 2004).

Gestational diabetes mellitus, a common metabolic
alternation in pregnancy, is important because of the obstetric
repercussions of fetal complications as (macrosomia, hypo-
glycemia, polycthaemia, hyperbilirubinaemia, pre-eclampsia in
the mother and neonatal death) (Kvetny et al., 1999).
Gestational Diabetes mellitus was first described in 1952, when
Jackson and coworkers observed an association between the
grade of glucose intolerance and prenatal morbidity and
mortality. In 1973 O'Sullovan proposed a screening test for
early detection for Gestational Diabetes mellitus which is
plasma glucose measurement 1 hour after oral administration of

°
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50 gm glucose. The second (1985) and third (International
Workshop, 1991) on gestational diabetes mellitus suggested
that this test should be performed between weeks 24 and 28
wks of gestation and if the results is positive the patient should
then undergo a glucose tolerance test with 100 gm of oral
glucose and the plasma glucose measurements at baseline and
1, 2, and 3 hours post load, this was considered to provide the
definitive diagnosis of gestational diabetes mellitus, according
to the published work, the screening test has the sensitivity of
about 78% and specificity of 83% (Rafael et al., 2002).

Classification:

There are 2 different methods of classifying DM in
pregnancy. The first is White's classification and the second is
the American Diabetes Association (ADA) classification
(Gilmartin et al., 2008).

a) White's Classification (White, 1949):

A: Abnormal glucose tolerance test at any age or of any
duration but treated only by diet therapy.

Al: GDM Controlled by diet and exercise.
A2: GDM Requiring insulin.
B: Onset at age 20 years or older and duration of less than 10

years.

C: Onset at age 10 to 19 years or duration of 10 to 19 years.
[
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D: Onset before 10 years of age, duration over 20 years, benign

retinopathy or hypertension not preeclampsia.

D1: Onset before age 10 years.

D2: Duration over 20 years.

D3: Calcification of vessels of the leg (macro vascular disease).

D4: Benign retinopathy (microvascular disease).

D5: Hypertension (not preeclampsia).

R: Proliferative retinopathy or vitreous hemorrhage.

F: Renal nephropathy with over 500 mg/d proteinuria.

RF: Criteria for both classes R and F.

G: Many pregnancy failures.

H: Evidence of arteriosclerotic heart disease.

T: Prior renal transplantation.

b) American Diabetes Association Classification:
Type | DM: Immunologic destruction of the pancreas.
Type 11 DM: Exhaustion or resistance of the pancreatic cells.
Gestational DM: A glucose intolerance that had not

previously been present prior to pregnancy (American Diabetes
Association, 2006).




