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History of present iliness
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Past medical history
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Drug history

Metformin 5.. Mg TDS




* Allergy history
neg.

- Habitual history
neg

- Family history
DM2 In her father




Physical examination

» GA: Aware, awake, well, malaise - , lethargy -
Vital sign: T. 37 / BP 110.70 / RR: 16 / PR: 75

Cranium: cranial nerves intact, pallor - , icteric - , edema - , cyanosis - , mucosae
nl

vy

Ophthalmic and ENT: VA: w.o. impairment, pupils midsize and reactive
Cervical: web -, goiter -

Respiratory system & chest: symmetric, auscultation clear

CVS: S1_S2 w.o. murmur or other abnormal sounds, pulses nl and symmetric
Abdominal: soft +, tenderness -, mass -, fundal height -.

vV v v v vy

Neurologic: motor: all intact, sensation: all intact, cognition: intact, reflexes: all
intact

MSS: nl

v




LAB data And USG

WBC: 4.2K VDRL: neg.
RBC: 5.4 HBSAQ: neg.

Hb: 12.5 HIV Ab: neqg.
MCV: 85 U.A: nl

PLT: 225K U.C: neg.
Cr: 0.8 BG: O+
BUN: 14 FBS: 140
TSH: 0.7
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definition

>

The terms "preexisting diabetes" and "pregestational diabetes" refer
primarily to type 1 or type 2 diabetes mellitus diagnosed prior to
pregnancy.

Preexisting diabetes complicates approximately 1 to 2 percent of all
pregnancies and accounts for 13 to 21 percent of diabetes in
pregnancy, with the remainder due to gestational diabetes.

Type 1 and type 2 diabetes carry a significantly elevated risk of adverse
maternal and fetal outcomes, including congenital malformations, early
pregnancy loss, preterm birth, preeclampsia, macrosomia, and perinatal
mortality.

Hyperglycemia is the primary driver of these risks, and tight glucose
management is associated with improved outcomes




diagnosis

» Symptomatic hyperglycemia: classic symptoms of hyperglycemia (thirst, polyuria,
weight loss, blurry vision) and a random blood glucose value of 200 mg/dL

» Asymptomatic hyperglycemia: an be established with any of the following criteria:
1.FPG values =126 mg/dL

2. Two-hour plasma glucose values of =200 mg/dL during a 75 g OGTT.
3.A1C values =6.5 percent
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1.
2.

The principal concepts in the management are:

Up to date ol 28505

Excellent glucose management.

Monitoring for maternal medical complications and comorbidities
(eg, retinopathy, nephropathy, hypertension, cardiovascular
disease, thyroid disease), as well as obstetric complications (eg,
nausea and vomiting of pregnancy, preeclampsia, preterm birth),
coupled with appropriate intervention, when possible.

Monitoring for fetal complications (eg, congenital anomalies,
macrosomia, polyhydramnios, stillbirth) and anticipation of
neonatal complications (eg, respiratory morbidity, birth trauma,
neonatal hypoglycemia).



FIRST TRIMESTER _ general

considerations and treatment

- Informing the patient on diet, insulin therapy, BGM/CGM, and
glucose targets. Data are lacking on CGM in other forms of
diabetes (other than DM1) in pregnancy.

- Insulin is the preferred pharmacotherapy for hyperglycemia.
Metformin is an option for some patients with type 2 diabetes.\

- Other commonly used noninsulin glucose-lowering
medications such as GLP-1 agonists, SGLT-2 inhibitors, an
DPP-4 inhibitors should be avoided




Glycemic control

Aims of treatment include:

1.

Fasting, preprandial, and nocturnal glucose 70 to 95
mg/dL

One-hour postprandial glucose 110 to 140 mg/dL
Two-hour postprandial glucose 100 to 120 mg/dL

Regarding CGM, For patients with type 2 diabetes, the
glycemic targets are unclear.

Continuous glucose monitoring

Possible display devices

Insulin pump—ﬂ

Smart watch

Smartphone or ___ |
handheld device | -

L. Cleveland Clinic ©2024 Sensor



Hypoglycemia

» The first trimester is a high-risk time for occurrence of
hypoglycemia.

» Patients experiencing frequent hypoglycemia can benefit
from relaxing glucose targets. Acute episodes of
hypoglycemia are managed using standard approaches,

with the exception that during pregnancy we do not
Intervene for asymptomatic glucose levels in the upper 60s.




Other considerations (nausea and
vomiting):

Nausea and vomiting,can make insulin management
challenging. For example:

» Less food intake than anticipated with or without vomiting
can lead to hypoglycemia and fear of hypoglycemia.

» Nausea and pregnancy-related food aversions may lead \
to greater consumption of carbohydrates, which may
ead to hyperglycemia.

» For these reasons, have a low threshold for initiating
oharmacotherapy for nausea and vomiting




Routine laboratory tests and
evaluation for comorbidities

» Checking HbA1C at the first prenatal visit and then every 6 to 10 weeks.

a decline of A1C typically occurs during pregnancy that is related to the expanding
red blood cell mass and independent of glucose levels, so the reliability of the A1C
level to reflect early pregnancy hyperglycemia may depend on the gestational age at
measurement.

» serum creatinine level along with quantification of urinary protein excretion:
24-hour urine collection to assess both protein and creatinine; this allows for direct
comparison with collections that may be obtained later in pregnancy for

preeclampsia evaluation. OR a random urine sample using the urinary
protein-to-creatinine ratio



» Dilated, comprehensive eye examination: should be performed by
ophthalmologist. Close follow-up is indicated during pregnancy, wit
frequency determined by baseline findings. The American Diabetes
Association (ADA) suggests eye examinations prepregnancy, in all t
trimesters, and for one year postpartum, as indicated by the degree o
retinopathy and as recommended by the eye care provider

» Clinical assessment for atherosclerotic vascular disease: ECG |
Indicated In individuals starting at age 35 years who have cardia
signs/symptoms or risk factors and, if abnormal, further evaluatio
should be performed. Referral to a cardiologist is appropriate for
patients with cardiac symptoms, regardless of the ECG resullt.




>
>

vV v.v. v Y

Clinical assessment for neuropathy and gastroparesis

Blood pressure measurement/management: In the absence of
prepregnancy recent normal blood pressure measurements, hyp
prior to 20 weeks of gestation suggests chronic hypertension rath
hypertensive disorder of pregnancy (eg, preeclampsia, gestational
hypertension).

Body mass index (BMI) assessment
TSH

U/C

First-trimester ultrasound

screening for aneuploidy: Patients with diabetes are offered prenata
screening and diagnosis for aneuploidy and other genetic conditio
according to practices in use for the general obstetric populatio
DNA is not affected by maternal diabetes, And is recommend



Pharmacotherapy unrelated to
glucose management

» Folic acid supplementation: Patients with diabetes should consu
least 400 mcg of folic acid daily to reduce the risk of neural tube
defects (NTDs). Ideally, folic acid supplementation is begun prior to
conception and continued throughout pregnancy.

» Low-dose aspirin: Preexisting diabetes is a risk factor for developing
preeclampsia, patients at high risk for preeclampsia, including all those
with type 1 or type 2 diabetes, begin low-dose aspirin after 12 weeks
of gestation. ‘R

» 1. 81 mg dally as is recommended by ACOG and the Society for
Maternal-Fetal Medicine

» 2. the ADA recommends 100 to 150 mg dalily
» Vaccination: pneumococcal vaccine, influenza vaccine, COVI



SECOND TRIMESTER

» conduct a visit for glycemic management every one to two
weeks In the second trimester. The prenatal visits should
be scheduled at least every four weeks through the second
trimester.

» Glucose targets are the same throughout pregnancy,
though insulin requirements vary considerably.

» Monitoring for preeclampsia is a routine component of
prenatal care. Diagnosis and management of preeclampsia
are similar to that in patients without diabetes




» Screening for aneuploidy: If screening/diagnosis was not performed i
trimester.

» Screening for neural tube defects: The prevalence of neural tube defects
(NTDs) is higher in pregnancies complicated by preexisting diabetes melli

» use ultrasound alone to screen for NTDs, but it may be used in combination
with measurement of MSAFP.

» Congenital heart disease — Ultrasound examination of the heart should incl
a four-chamber view and visualization of the outflow tracts. Detailed
examination is important. congenital heart disease occurs more freque
offspring of mothers and accounts for approximately one-half of diab
related major congenital anomalies



THIRD TRIMESTER

» prenatal visits are as often as every one to two weeks
weeks of gestation, and then weekly until birth. Depend
gestational age, fetal testing may occur more frequently.

» Glucose targets are the same throughout pregnancy.

» Evaluations:

1. Asymptomatic bacteriuria: Rescreening for asymptomatic
pacteriuria with urine culture at the start of the third trimester

2. Preeclampsia: Close monitoring for the development of
nypertensive disorders of pregnancy (eg, preeclampsia
gestational hypertension, HELLP syndrome) is conti
third trimester, as in all pregnant patients.




3. Itis recommended to begin twice-weekly antepartum
survelllance (eg, nonstress test, biophysical profile) at 3
weeks of gestation to reduce the risk of stillbirth, in line
guidance from the American College of Obstetricians and
Gynecologists (ACOG) . In complicated pregnancies with f
growth restriction, oligohydramnios, preeclampsia, or poor
glucose management, testing may start as early as 26 week
of gestation.

4. Assessment of fetal growth: obtain an ultrasound examination a
to 32 weeks of gestation to assess fetal growth. In the absence of
impaired fetal growth, the examination is repeated every four w
evaluate growth and, as term approaches, to assist with birth




Delivery

For patients meeting glycemic targets and without
macrosomia: 39+0 to 39+6 weeks of gestation. Expectant
management beyond 40+0 weeks is not recommended.

For patients with impending macrosomia: we do not
routinely induce patients before 39+0 weeks for this
Indication alone.




For patients with a high burden of hyperglycemia, vascular dise
prior stillbirth: we suggest delivery at Y7+0 to YA+6 weeks becau
the risk of stillbirth, consistent with guidance from the American
College of Obstetricians and Gynecologists (ACOG)

For patients with standard obstetric or medical indications for delive
eg, preterm prelabor rupture of membranes, preeclampsia worsening
chronic kidney disease or active proliferative retinopathy; delivery

timing before Y4+0 weeks and route are individualized, depending on
the specific clinical scenario.

Patients without macrosomia: Maternal diabetes alone is not an indi
for cesarean birth in the absence of the usual obstetric indications.




Patients with macrosomia: Macrosomia can be an indicat
cesarean birth due to the risk of morbidity from shoulder d

Patients undergoing forceps- or vacuum-assisted vaginal bir
Since both diabetes and forceps- or vacuum-assisted vaginal
are associated with an increased risk for shoulder dystocia, it |
reasonable to perform a cesarean birth rather than an assisted
vaginal birth in patients with diabetes, estimated fetal weight (E
>4000 grams, and a prolonged second stage

Patients undergoing a trial of labor after a previous cesarean
Maternal diabetes is not a contraindication to a trial of labor
previous cesarean birth (TOLAC).




POSTPARTUM

>

Glucose management: Insulin requirements drop sharply after delivery and are substa
lower than requirements prior to pregnancy and requires reescalation

Breastfeeding: Breastfeeding should be encouraged and supported. Both insulin and
metformin are compatible with breastfeeding.

Postpartum depression: appears to be more common among patients with diabetes, so
routine screening is especially important.

Ophthalmologic follow-up: Ophthalmologic follow-up during the first year postpartum is
advised

Contraception:

Patients without vascular disease: all hormonal methods are acceptable for patients with
diabetes and no vascular disease and have no difference with other mothers

Patients with vascular disease: In patients with vascular disease, DMPA and combined
estrogen-progestin contraceptives are generally avoided. The progestin-releasing
intrauterine device (IUD),copper IUD, and etonogestrel implant are highly effective
contraceptive methods and have a lower risk of thromboembolic events than estr
progestin contraceptives



Complications:

Increased risk of:

LGA and macrosomia or IUGR
Stillbirth or perinatal mortality
Early pregnancy loss

Preterm birth

vV v v VvV VY

Congenital malformation including cardiac (2-4 folds higher
risk)

» Long term outcomes: increased risk of DM1 & 2, obesity
and other adverse cardiometabolic outcomes

» Preeclampsia and gestational HTN
» Polyhydramnios

» Cesarean requirement



. Primordial prevention

—

2. Primary prevention

3. Secondary prevention

4. Tertiary prevention
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Reference:

1. Up to date:
2. Preexisting (pregestational) diabetes mellitus: Obstetric issues and

pregnancy management
3. Preexisting (pregestational) diabetes: Preconception counseling, evaluation,

and management
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