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Murat Yildiz2 · Mehmet Sinan Iyisoy3 

Received: 20 November 2015 / Accepted: 22 December 2015 / Published online: 12 January 2016 
© Italian Society of Endocrinology (SIE) 2016

58 % with cutoff = 25.95 for BMI; OR 1.221, (CI 1.085–
1.374), AUC 0.654, sensitivity 80 %, specificity 46 % with 
cutoff = 4.7 for WGDP. Despite a HOMA-IR score of >3.1 
in pregnant women, GDM was detected in only three of 29 
patients (10.3 %) if WGDP was <4.7 kg at weeks 24–28.
Conclusions  First trimester screening for GDM can be 
achieved based on maternal anthropometric measurements 
and HOMA-IR. In particular, if BMI is >25.95 kg/m2 and 
the HOMA-IR score >2.08, controlling weight gain may 
protect against GDM.

Keywords  First trimester pregnancy · Gestational 
diabetes mellitus · Insulin resistance · Body mass index · 
Waist/hip ratio · Weight gain

Introduction

Gestational diabetes mellitus (GDM) is glucose intoler-
ance that is recognized during pregnancy and is the most 
frequently encountered gestational metabolic complica-
tion [1]. Approximately 90 % of pregnancies complicated 
by diabetes are GDM. GDM is found in approximately 
7 % (range 1–14 %) of pregnancies [1, 2] and causes many 
complications for both the mother and baby during and 
beyond delivery [3]. Increasing physical activity, control-
ling weight gain, and following a suitable diet program 
can reduce the risk of GDM [4]. Thus, it is important to 
detect GDM during early pregnancy and to take precau-
tions to reduce the risk. Insulin resistance (IR) is an impor-
tant pathogenic mechanism for the development of GDM. 
Maternal hyperinsulinemia and IR are characteristic pat-
terns during a normal pregnancy to meet the needs of the 
fetus [5]. However, more IR occurs in the peripheral tis-
sues in women with GDM [6]. Lapolla et al. stated that the 
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impairment of beta-cell function is prominent when GDM 
manifests, which is characterized with inadequate adapta-
tion to the increase in insulin resistance during pregnancy 
[7]. The homeostasis model assessment-insulin resistance 
(HOMA-IR), which is a fasting glucose and insulin meas-
urement, is an excellent parameter to detect IR [8]. An 
overweight status before pregnancy and weight gain during 
pregnancy (WGDP) are associated with the development of 
GDM [9]. Patients with a high BMI and IR run a greater 
risk for developing GDM. A diagnosis of GDM at weeks 
24–28 indicates that patients have not tried to prevent 
GDM. The aim of this study was to determine the predict-
ability of GDM during the first trimester using the HOMA-
IR, BMI, and waist/hip ratio (WHR). Also, the effect of 
gaining weight until the end of the second trimester was 
assessed for the risk of developing GDM.

Materials and methods

Study design and subjects

This prospective observational study was conducted at 
Mevlana University Faculty of Medicine, Department of 
Obstetrics and Gynecology, Konya, Turkey from December 
2014 through May 2015. The study protocol was approved 
by the Mevlana University Clinical Research Ethics Com-
mittee (Ref. No. 26857650/006/04/05.12.2013). Written 
informed consent was obtained from all participants prior 
to enrolling in the study.

Among a total of 250 volunteer pregnant women at ges-
tational weeks 7–12, nine who did not tolerate the oral glu-
cose tolerance test (OGTT) and 14 who did not continue 
the control visits were excluded. Thus, the remaining 227 
patients were included in this study. A detailed history, 
BMI, body weight at pregnancy onset, WHR, and fasting 
glucose and insulin levels were recorded for all patients 
at the first visit. Pregnant women who had previous type 
1 or 2 diabetes, with fasting plasma glucose level above 
95  mg/dL, multiple pregnancies, untreated endocrine dis-
turbances, chronic hypertension, preeclampsia, or medi-
cation that affected fasting glucose or insulin levels were 
excluded from the study. BMI was determined using the 
formula: BMI  =  weight/height2 (kg/m2). The patients 
were divided into five groups based on their BMI: under-
weight (<18.5  kg/m2), normal (18.5–24.9  kg/m2), over-
weight (25.0–29.9  kg/m2), fat (30.0–39.9  kg/m2), and 
obese (≥40.0  kg/m2) [10]. The WHR was calculated for 
each patient, and the cutoff was determined as 0.8 accord-
ing to previous study [11]. Plasma glucose was measured 
using an enzymatic reference method with hexokinase. 
Serum insulin levels were measured using commercial kits 
and a chemiluminescence device (Elicsys 2010; Roche 

Diagnostics, Manheim, Germany). HOMA-IR was used 
to determine IR during the first trimester. The HOMA-
IR score was calculated as [fasting plasma insulin (µIU/
mL) ×  fasting plasma glucose (mg/L) ×  0.05]/22.5. The 
quantitative insulin sensitivity check index (QUICKI) was 
calculated as 1/[log(FPI) + log(FPG)] [12] where FPG and 
FPI are the fasting glucose and insulin concentrations. All 
pregnant women were followed prospectively. In the week 
of 24–28, their bi-level GDM scannings were done. On the 
first stage 50 g oral glucose tolerance (OGT) was applied. 
Results below 140 mg/dL were accepted as negative. Sec-
ond level 100 g OGT was applied whose results are above 
140  mg/dL. GDM was diagnosed in those women whose 
two or more glucose concentrations were higher than the 
following thresholds (fasting 95 mg/dL, after 100 g glucose 
was applied on the first hour 180  mg/dL, on the second 
hour 155 mg/dL and on the third hour 140 mg/dL) [13]. In 
addition, weight gain was recorded from the beginning of 
pregnancy until the week the OGTT was conducted.

Statistical analysis

Statistical analyses were performed using SPSS ver. 20 for 
Windows software (SPSS Inc., Chicago, IL, USA). Stu-
dent’s t  test was used to compare independent sampled 
parametric data, and the Mann–Whitney U-test was used 
when the variances were extremely heterogeneous. Fisher’s 
exact test or the Chi-square test was used for categorical 
variables. Variables related to GDM were identified using 
the backward likelihood ratio method and logistic regres-
sion. The HOMA-IR score, BMI, WHR, parity, and WGDP 
variables were added to the logistic regression model to 
estimate the occurrence of GDM. p values <0.05 were con-
sidered significant.

Results

A total of 227 singleton pregnancies with first trimester 
data and an OGTT performed at weeks 24–28 of pregnancy 
were included. Among them, the incidence of GDM was 
detected as 8.8  % in cohort. The characteristics and bio-
chemical parameters of the pregnant women with and with-
out GDM are summarized in Table 1. WGDP, WHR, BMI, 
and HOMA-IR were significantly higher in GDM group 
(p  <  0.05). QUICKI was significantly decreased in GDM 
group (p < 0.001).

Logistic regression

BMI, WHR, parity, WGDP, and the HOMA-IR variables 
that were significantly different according to Student’s t test 
and Pearson’s Chi-square test were included in the logistic 
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regression model to estimate the occurrence of GDM dur-
ing the first trimester.

WHR was dropped from the model at step 1, and parity 
was dropped at step 2. WGDP, HOMA-IR, and BMI were 
significant predictors of GDM in the first trimester. Logis-
tic regression analyses showed that only these three covari-
ates remained independently associated with GDM. BMI 
≥25.95 increased GDM risk (OR 1.157; 95 % CI 1.045–
1.281, p < 0.005). HOMA-IR and WGDP were also related 
with increased risk of GDM (for HOMA-IR OR 1.254, CI 
1.006–1.563, p = 0.045; for WGDP OR 1.221, CI 1.085–
1.374, p = 0.001).

A receiver operating characteristics (ROC) curve analy-
sis was applied to the high BMI cases in the first trimester 
and to the HOMA-IR with WGDP cases until the end of the 
second trimester, which were significant according to the 
backward stepwise (likelihood ratio) method used to esti-
mate GDM, and the cutoff values were determined for each 
of them (Fig. 1; Table 2). From the positive GDM patients, 
80 % for BMI and WGDP and 90 % for HOMA-IR were 
estimated by the cutoff value (Table 3).

In the decision tree model, which is made for predict-
ing GDM in the first trimester, none of the GDM-positive 
patients’ HOMA-IR score were not below 1.47. While 8 
of (40  %) the GDM-positive patients’ HOMA-IR scores 
were in the range of 1.47–3.1, 12 of (60  %) remaining 
GDM-positive patients’ HOMA-IR scores were above 3.1. 
Despite a HOMA-IR score of >3.1 in pregnant women, 
GDM was detectedin only three of 29 patients (10.3 %) if 
WGDP was <4.7 kg at weeks 24–28. On the other hand, if 
HOMA-IR is above 3.1 and WGDP is above 4.7 kg, GDM 

was detected 56.2 % of the patients. From the stand point 
of GDM, the most risky patient group was those whose 
HOMA-IR score is above 3.1 and WGDP is above 4.7 kg. 
Nine of 20 (45 %) patients were in this high-risk group in 
our study (Fig. 2).

Discussion

This prospective study showed that a high BMI, higher 
HOMA-IR, decreased QUICKI at the first prenatal visit, 

Table 1   Characteristics and biochemical data of the pregnant women

WGDP weight gain during pregnancy, QUCKI quantitative insulin sensitivity check index, WHR waist/hip ratio, BMI body mass index (kg/m2), 
SD standard deviation, HOMA-IR, homeostasis model assessment-insulin resistance index

* Pearson’s Chi-square test

** Mann–Whitney U test

Variables GDM negative (n = 207),  
Mean ± SD

GDM positive (n = 20),  
Mean ± SD

p value

Maternal age (years) 26.9 ± 5.2 28.8 ± 4.8 0.113

Parity [n (%)]

 Nulliparous 79 (38.2 %) 6 (30.0 %) 0.471*

 Multiparous 128 (61.8 %) 14 (70.0 %)

Weight (kg) (at 6–12 weeks) 67.8 ± 14.7 78.1 ± 15.4 0.003

WGDP 5.0 ± 3.9 7.5 ± 4.1 0.010

Waist circumference (cm) 80.8 ± 10.5 89.7 ± 11.9 <0.001

Hip circumference (cm) 99.4 ± 10.3 105.8 ± 14.2 0.011

WHR 0.81 ± 0.05 0.84 ± 0.04 0.004

BMI (kg/m2) 25.6 ± 5.01 29.5 ± 5.3 0.001

HOMA-IR 2.2 ± 1.7 3.8 ± 1.6 <0.001

QUCKI 0.349 ± 0.03 0.317 ± 0.01 <0.001**

Fig. 1   Receiver operating characteristics curve (ROC) analysis 
for body mass index (BMI), homeostasis model assessment-insu-
lin resistance (HOMA-IR), and weight gained during pregnancy 
(WGDP) at weeks 24–28 of gestation
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and excess WGDP increased the risk of GDM significantly. 
It is important to apply suitable therapies after diagnos-
ing GDM to decrease morbidity of the mother and fetus. 
Creating a model to estimate GDM during the first trimes-
ter allows for therapy to continue and provides preventive 
medical services for pregnant women.

Pregnancy is a diabetogenic state, and IR often increases 
during the third trimester. GDM will occur when pancreatic 
functions do not compensate for IR. It has been thought 
that diabetogenic hormones (growth hormone, cortico-
tropin-releasing hormone, human placental lactogen, and 
progesterone) secreted from the placenta cause overt diabe-
tes. Placental growth hormone increases IR for fetal nutri-
tion. In addition, human placental lactogen and prolactin 
improve the mother’s appetite by increasing leptin resist-
ance and promote maternal beta-cell expansion and insu-
lin production to defend against the development of GDM 
[14]. The International Association of Diabetes and Preg-
nancy study group (IADPSG) and the American Diabetes 
Association recommend that pregnant women with no prior 
diabetic profile take the OGTT test at weeks 24–28 of ges-
tation [15, 16]. However, performing a GDM scan at that 
time may prevent interventions, such as diet, medication 
prescriptions, exercise, and blood glucose monitoring. It is 
ideal to detect pregnancies at high risk for diabetes early 
during gestation.

Screening or testing for diabetes can be performed earlier 
in the first prenatal visit if the pregnant woman has a history 

of GDM, a BMI >30 kg/m2, or impaired glucose metabolism 
[17]. There is no rule as to when to detect GDM during a 
pregnancy, but all tools used to detect diabetes risk during 
pregnancy are applicable in healthy nonpregnant women as 
well [18]. It is useful to detect GDM early during gestation 
to prevent complications, such as retinopathy and nephropa-
thy, and to reduce fetal morbidities [19]. Despite that the 
2014 United States Preventive Services Task Force guide-
lines do not explain the benefits and harm of screening tests 
before gestational week 24 [20], the IADPSG recommends 
performing these tests at the first prenatal visit according to 
the patient’s history [15]. In addition, the American Diabetes 
Association suggests screening tests in pregnant women with 
a risk of GDM, such as those who are obese, have impaired 
glucose metabolism, or have a history of GDM [21].

Ozcimen et al. reported that GDM can be predicted dur-
ing the first trimester if the HOMA-IR score is >2.60 [22]. 
In our prospective study, the predictability for develop-
ing GDM increased when BMI, WHR, and WGDP were 
added and combined with HOMA-IR. Controlling weight 
gain reduces the incidence of GDM in pregnant women 
who have a high BMI and HOMA-IR at their first prena-
tal visit. Excess WGDP [10, 23, 24], a BMI >30  kg/m2, 
marked weight gain before and between pregnancies [25] 
can increase the risk for GDM. In our study, GDM was pre-
dicted during the first trimester with 80 % sensitivity and 
58 % specificity in pregnant women with a BMI >25.95 kg/
m2 at the first prenatal visit, which is compatible with other 

Table 2   Area under the curve, cutoff points, sensitivity, specificity, and predictive values of WGDP, BMI, and HOMA-IR

WGDP weight gain during pregnancy, BMI body mass index, HOMA-IR homeostasis model assessment-insulin resistance, CI confidence inter-
val, LB lower bound, UB upper bound, PPV positive predictive value, NPV negative predictive value, AUC area under the curve
a  Under the nonparametric assumption
b  Null hypothesis: true area = 0.5

Variables AUC Std. errora Asymptotic sigb 95 % CI Cut-off Sensitivity (%) Specificity (%) PPV (%) NPV (%)

LB UB

WGDP 0.654 0.062 0.023 0.532 0.777 4.7 80 46 12 96

BMI 0.723 0.045 0.001 0.635 0.812 25.95 80 58 15 96

HOMA-IR 0.809 0.041 0.000 0.729 0.889 2.08 90 61 18 98

Table 3   Distributions of 
GDM-positive/negative patients 
according to the cutoff values 
predicted by HOMA-IR, BMI, 
and WGDP at weeks 24–28 of 
gestation

HOMA-IR homeostasis model assessment-insulin resistance index, BMI body mass index (kg/m2), WGDP 
weight gain during pregnancy, GDM gestational diabetes mellitus

Cut-off value GDM negative, n = 207 (%) GDM positive, n = 20 (%) Total, n = 227 (%)

HOMA-IR <2.08 127 (61.4) 2 (10.0) 129 (56.8)

≥2.08 80 (38.6) 18 (90.0) 98 (43.2)

BMI <25.95 120 (58.0) 4 (20.0) 124 (54.6)

≥25.95 87 (42.0) 16 (80.0) 103 (45.4)

WGDP <4.7 95 (45.9) 4 (20.0) 99 (43.6)

≥4.7 112 (54.1) 16 (80.0) 128 (56.4)



581J Endocrinol Invest (2016) 39:577–583	

1 3

studies. Besides, the risk for developing GDM was higher 
in pregnant women who gained >4.7 kg by weeks 24–28 of 
gestation (80 % sensitivity and 58 % specificity).

Women with the potential to become pregnant should 
be followed before gestation, as both high BMI and 
WGDP increase the risk for GDM. We have seen women 
with a high BMI who lost the excess weight prior to 
becoming pregnant and did not gain much weight during 
pregnancy.

In simple terms, IR is an atypical response of tissues to 
normal insulin levels. Since regulating blood sugar is not 
the only task of insulin, differences in subnormal levels can 
be observed in many tissues. However, IR usually induces 
a subnormal glucose response in clinical practice [26]. The 
pathological pathway of IR has not been identified. A link 
between insulin and insulin-like growth factor-1 receptors 
is believed to exist [27].

Normal pregnancy is characterized by increased insu-
lin levels at gestational weeks 16–18. Catalano et  al. 
showed progressive impairment in insulin sensitivity in 
obese women (47  %) and in normal-weight pregnant 
women (56 %) during the third trimester [28]. Before these 

gestational weeks, the hyperinsulinemia as an independent 
state of pregnancy may indicate a risk of GDM.

The commonly used techniques to diagnose IR are the 
euglycemic insulin clamp, insulin tolerance test/insulin 
suppression test, and intravenous glucose tolerance test 
[29, 30]. However, these techniques are not applicable for 
clinical use. Thus, IR cannot be measured by a registered 
test. Many studies have used the HOMA-IR or HOMA, 
based on the glucose to insulin ratio. However, because no 
standardized insulin assay is available, changes in beta-cell 
function and these ratios are used typically as indicators of 
IR. In conclusion, HOMA-IR and the quantitative insulin 
sensitivity check index have been recommended [31], but 
there is no commonly accepted HOMA-IR cutoff value. We 
determined the predictability of GDM with a 90 % sensitiv-
ity and 61 % specificity by ROC analysis in patients whose 
HOMA-IR scores were >2.08 in the first trimester.

Some studies have used insulin levels to predict GDM, 
such as Grewal et al. They used first trimester insulin levels 
to estimate IR or GDM later in pregnancy. GDM was pre-
dicted with 80 % sensitivity and 57.4 % specificity in their 
study if the insulin level was >7.45 µU/mL [32].

Fig. 2   Decision tree for the homeostasis model assessment-insulin resistance index (HOMA-IR) scores during the first trimester and distribution 
of gestational diabetes mellitus (GDM)-positive/negative patients according to weight gain by weeks 24–28 of pregnancy
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It has shown that the QUICKI for the GDM women 
decreased much more than the normoglycemic women, 
which means a faster decrease in the liver’s sensitivity as 
they neared their term [7]. In our study we also find that 
the mean QUICKI levels were significantly lower than the 
levels of the healthy women.

The WHR was significantly different (p  <  0.005) 
between the groups with and without GDM (0.84 ±  0.04 
vs. 0.81 ± 0.05). However, it was not a predictor of GDM 
in the logistic regression analysis using the backward step-
wise (likelihood ratio) method.

Although our study had some limitations, we showed that 
GDM may be predicted using first trimester data, such as 
high BMI and HOMA-IR values. The sensitivity and speci-
ficity of BMI and HOMA-IR values were modest in our 
study, as few of the enrolled patients had GDM. We did not 
evaluate dynamic insulin sensitivity using the OGTT insulin 
sensitivity (OGIS) model. However, we determined QUICKI 
and HOMA-IR for insulin sensitivity. Moreover, the strength 
of this study is that increased first trimester body mass index 
and higher HOMA-IR levels together with increased weight 
gain during second and third trimester simply may show the 
increased risk for GDM. On the other hand, in our coun-
try the calculation of HOMA-IR is cost-benefit. Because 
the total cost of FPG and FPI is only 2.5 dollars. However, 
OGTT costs 7 dollars. So testing HOMA-IR or QUICKI is 
more cost-effective. Larger-scaled studies should be con-
ducted to determine the utility of the parameters tested here.

In conclusion, this study showed that GDM can be 
screened in the first trimester using anthropometric meas-
urements and HOMA-IR. To the best of our knowledge, this 
study is the first study suggesting cutoff values of HOMA-
IR, BMI, and WGDP for GDM. The main finding of this 
study is that the pregnant women with BMI >25.95 kg/m2, 
HOMA-IR >2.08, and WGDP >4.7  kg are found as high 
risk for GDM. Therefore, controlling WGDP with diet and 
exercise programs can be suggested to these women.
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Emel Şahin, and staff of the Mevlana University Biochemistry Labo-
ratory for assistance.

Compliance with ethical standards 

Conflict of interest  The authors declare that they have no conflict 
of interest.

Ethical approval  All procedures performed in this study involving 
human participants were in accordance with the ethical standards of 
the 1964 Helsinki Declaration and its later amendments or comparable 
ethical standards, and the study was approved by the local ethics com-
mittee at Karolinska Institutet.

Informed consent  Informed consent was obtained from all individ-
ual participants included in the study.

References

	 1.	 Ferrara A, Kahn HS, Quesenberry CP, Riley C, Hedderson 
MM (2004) An increase in the incidence of gestational diabe-
tes mellitus: Northern California, 1991–2000. Obstet Gynecol 
103:526–533

	 2.	 Hunsberger M, Rosenberg KD, Donatelle RJ (2010) Racial/eth-
nic disparities in gestational diabetes mellitus: findings from a 
population-based survey. Womens Health Issues 20:323–328

	 3.	 Sobngwi E, Boudou P, Mauvais-Jarvis F, Leblanc H, Velho G, 
Vexiau P et al (2003) Effect of a diabetic environment in utero on 
predisposition to type 2 diabetes. Lancet 361:1861–1865

	 4.	 Sommer C, Morkrid K, Jenum AK, Sletner L, Mosdol A, Birke-
land KI (2014) Weight gain, total fat gain and regional fat gain 
during pregnancy and the association with gestational diabetes: a 
population-based cohort study. Int J Obes Lond 38:76–81

	 5.	 Montoro MN, Kjos SL, Chandler M, Peters RK, Xiang AH, 
Buchanan TA (2005) Insulin resistance and preeclampsia in ges-
tational diabetes mellitus. Diabetes Care 28:1995–2000

	 6.	 Colomiere M, Permezel M, Lappas M (2010) Diabetes and obe-
sity during pregnancy alter insulin signalling and glucose trans-
porter expression in maternal skeletal muscle and subcutaneous 
adipose tissue. J Mol Endocrinol 44:213–223

	 7.	 Lapolla A, Dalfrà MG, Mello G, Parretti E, Cioni R, Marzari C 
et  al (2008) Early detection of insulin sensitivity and beta-cell 
function with simple tests indicates future derangements in late 
pregnancy. J Clin Endocrinol Metab 93(3):876–880

	 8.	 Matthews DR, Hosker JP, Rudenski AS, Naylor BA, Treacher 
DF, Turner RC (1985) Homeostasis model assessment: insulin 
resistance and beta-cell function from fasting plasma glucose 
and insulin concentrations in man. Diabetologia 28:412–419

	 9.	 Hedderson MM, Gunderson EP, Ferrara A (2010) Gestational 
weight gain and risk of gestational diabetes mellitus. Obstet 
Gynecol 115:597–604

	10.	 James PT, Leach R, Kalamara E, Shayeghi M (2001) The world-
wide obesity epidemic. Obes Res 4:228–233

	11.	 Mora-Garcia GJ, Gomez-Camargo D, Mazenett E, Alario A, For-
tich A, Gomez-Alegria C (2014) Anthropometric parameters’ cut-
off points and predictive value for metabolic syndrome in women 
from Cartagena, Colombia. Salud Publica Mex 56:146–153

	12.	 Katz A, Nambi SS, Mather K, Baron AD, Follmann DA, Sullivan 
G et al (2000) Quantitative insulin sensitivity check index: a sim-
ple, accurate method for assessing insulin sensitivity in humans. 
J Clin Endocrinol Metab 85:2402–2410

	13.	 Carpenter MW, Coustan DR (1982) Criteria for screening tests 
for gestational diabetes. Am J Obstet Gynecol 144:768–773

	14.	 Newbern D, Freemark M (2011) Placental hormones and the 
control of maternal metabolism and fetal growth. Curr Opin 
Endocrinol Diabetes Obes 18:409–416

	15.	 International Association of D, Pregnancy Study Groups, Con-
sensus P, Metzger BE et  al (2010) International association of 
diabetes and pregnancy study groups recommendations on the 
diagnosis and classification of hyperglycemia in pregnancy. Dia-
betes Care 33:676–682

	16.	 American Diabetes A (2011) Standards of medical care in diabe-
tes–2011. Diabetes Care 34(Suppl 1):S11–S61

	17.	 Committee on Practice B-O (2013) Practice bulletin no. 137: 
gestational diabetes mellitus. Obstet Gynecol 122:406–416

	18.	 Robinson CA, Agarwal G, Nerenberg K (2011) Validating the 
CANRISK prognostic model for assessing diabetes risk in Cana-
da’s multi-ethnic population. Chronic Dis Inj Can 32:19–31

	19.	 Sheffield JS, Butler-Koster EL, Casey BM, McIntire DD, Leveno 
KJ (2002) Maternal diabetes mellitus and infant malformations. 
Obstet Gynecol 100:925–930



583J Endocrinol Invest (2016) 39:577–583	

1 3

	20.	 Moyer VA, Force USPST (2014) Screening for gestational diabe-
tes mellitus: U.S. Preventive Services Task Force recommenda-
tion statement. Ann Intern Med 160:414–420

	21.	 American Diabetes A (2015) Management of diabetes in preg-
nancy. Diabetes Care 38(Suppl):S77–S79

	22.	 Ozcimen EE, Uckuyu A, Ciftci FC, Yanik FF, Bakar C (2008) 
Diagnosis of gestational diabetes mellitus by use of the homeo-
stasis model assessment-insulin resistance index in the first tri-
mester. Gynecol Endocrinol 24:224–229

	23.	 Gibson KS, Waters TP, Catalano PM (2012) Maternal weight 
gain in women who develop gestational diabetes mellitus. Obstet 
Gynecol 119:560–565

	24.	 Carreno CA, Clifton RG, Hauth JC, Myatt L, Roberts JM, Spong 
CY et al (2012) Excessive early gestational weight gain and risk 
of gestational diabetes mellitus in nulliparous women. Obstet 
Gynecol 119:1227–1233

	25.	 Hedderson MM, Williams MA, Holt VL, Weiss NS, Ferrara A 
(2008) Body mass index and weight gain prior to pregnancy 
and risk of gestational diabetes mellitus. Am J Obstet Gynecol 
198(409):e401–e407

	26.	 Moller DE, Flier JS (1991) Insulin resistance—mechanisms, 
syndromes, and implications. N Engl J Med 325:938–948

	27.	 Mantzoros CS, Flier JS (1995) Insulin resistance: the clinical 
spectrum. Adv Endocrinol Metab 6:193–232

	28.	 Catalano PM, Tyzbir ED, Roman NM, Amini SB, Sims EA 
(1991) Longitudinal changes in insulin release and insulin 
resistance in nonobese pregnant women. Am J Obstet Gynecol 
165:1667–1672

	29.	 Buchanan TA, Watanabe RM, Xiang AH (2010) Limitations 
in surrogate measures of insulin resistance. J Clin Endocrinol 
Metab 95:4874–4876

	30.	 Tritos NA, Mantzoros CS (1998) Clinical review 97: syn-
dromes of severe insulin resistance. J Clin Endocrinol Metab 
83:3025–3030

	31.	 Ascaso JF, Pardo S, Real JT, Lorente RI, Priego A, Carmena 
R (2003) Diagnosing insulin resistance by simple quantitative 
methods in subjects with normal glucose metabolism. Diabetes 
Care 26:3320–3325

	32.	 Grewal E, Kansara S, Kachhawa G, Ammini AC, Kriplani A, 
Aggarwal N et  al (2012) Prediction of gestational diabetes 
mellitus at 24 to 28 weeks of gestation by using first-trimester 
insulin sensitivity indices in Asian Indian subjects. Metabolism 
61:715–720


	Predicting gestational diabetes mellitus during the first trimester using anthropometric measurements and HOMA-IR
	Abstract 
	Purpose 
	Methods 
	Results 
	Conclusions 

	Introduction
	Materials and methods
	Study design and subjects
	Statistical analysis

	Results
	Logistic regression

	Discussion
	Acknowledgments 
	References




