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» The prevalence of diagnosed diabetes among
American adults has increased by 40 percent
in 10 years and rose from 4.9 percent in
1990 to 6.9 percent in 1999 (Narayon and
colleagues 2003)until 2050 165% increase




Classification

“Diabetes is now classified based on the pathogenic
processes

“Type |: Absolute insulin deficiency

 Typell:Defect in secretion or insulin resistance
“Type Il diabetes, although most typical with
increasing age, also develops in obese adolescents
“/nsulin-dependent diabetes mellitus (IDDM) and
NIDDM are no longer used.

< Age is also no longer used in classification, because
pancreatic B-cell destruction can begin at any age.
“*Most commonly, its onset is before age 30, butin 5
to 10 percent of affected individuals, onset is after age




Etiological Classification of Diabetes Mellitus

» 1. Type 1
B-Cell destruction, usually absolute insulin deficiency
-A : Immune-mediated
-B: Idiopathic

» 1l. Type 2: Ranges from predominantly insulin resistance to

predominantly an insulin secretory defect with insulin resistance
» lIl. Other types

A. Genetic mutations of B-cell function

B. Genetic defects in insulin action

C. Genetic syndromes-e.g., Down, Klinefelter, Turner

D. Diseases of the exocrine pancreas-e.g., pancreatitis,cystic fibrosis
E. Endocrinopathies-e.qg., cushing syndrom, pheochromocytoma

F. Drug or chemical induced-e.g., glucocorticosteroids,thiazides, B-
adrenergic agonists, others

G. Infections-congenital rubella, cytomegalovirus,coxsackievirus
» IV. Gestational diabetes (GDM)




Classification During Pregnancy

~ Diabetes is the most common medical
complication of pregnancy

~ In 2006 4.2 percent of all live births complicated
\év(i)tcl)qg?ome form of diabete(Martin and associates,

> In the United States, African-Americans, Native
Americans, Asians, and Hispanic women are at
higher risk for gestational diabetes compared
with white women

> Women can be separated into
-Pregestational or overt
-Gestational.




Detection of GDM

>GDM —>carbohydrate intolerance of
variable severity , with onset or first
recognition during pregnancy




Gestational Diabete

v Induced by pregnancy because of exaggerated
physiological changes in glucose metabolism

» Another explanation is that gestational diabetes is
type Il diabetes unmasked or discovered during
pregnancy.

» The most important perinatal concern is excessive
fetal growth, which may result in both maternal and
fetal birth trauma.

» More than half of women with gestational diabetes
ultimately develop overt diabetes in the 20 years

» There evidence for long-range complications that
include obesity and diabetes in their offpring.




G.D.M Classification

Gestational 105mg/dl> 120mg/dl> Diet

A2 (%15) Gestational 105mg/di< 120mg/dI< Insulin

»>Fasting hyperglycemia(a2) diagnosed before 24
weeks had pregnancy outcomes similar to those for
women with overt diabetes.

> If fasting hyperglycemia=>more diabete possibility
in future




Overt Diabetes classification

Class Age of onset Vascular Therapy
disease

Over 20 None Insulin

C 10to 19 10to 19 None Insulin

D Before 10 20< Benign Insulin
retinopathy

F Any Any Nephropathy Insulin

R Any Any Proliferative Insulin

retinopathy
H Any Any Heart Insulin




Diagnosis of diabetes
during pregnancy

High plasma
Glucose levels
Glucoseuria &

ketoacidosis

Random plasma Glc
level>200+classic
signs&symptoms(polyuri
a,polydipsia,unexplained
weight loss)

FBS>126mg/dl




Risk factors of impaired
carbohydrate metabolism

aWomen with strong family history of diabetes.
o Have given birth to large infants.
aDemonstrated persistent glucosuria.

aHave unexplained fetal losses or abortion




Risk assesment of G.D.M

» Low Risk: Blood glucose testing not routinely

—~Member of an ethnic group with a low prevalence of GDM

- No known diabetes in first-degree relatives

- Age < 25 years

— Weight normal before pregnancy

- weight normal at birth

— No history of abnormal glucose metabolism

— No history of poor obstetrical outcome
» Average Risk: Perform blood glucose testing at 24 to 28 weeks
» High Risk: Perform blood glucose testing as soon as feasible

— Severe obesity

— Strong family history of type 2 diabetes

— Previous history of GDM, impaired glucose metabolism, or glucosuria.

If GDM is not diagnosed, blood glucose testing should be repeated at
24 to 28 weeks or at any time there are symptoms or signs suggestive of
hyperglycemia.




Screening and Diagnostic Tests
GCT:50g Glucose =If Thr>140mg/dl =220OGTT

WHO —> 75g 2hr OGTT

United state —> 1009 3hr OGTT




Screening
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Maternal &fetal effects

» fetal anomalies are not
increased

» risk for fetal death, this
danger is not apparent for
those who have diet-
treated postprandial
hyperglycemia(al)

» In contrast, women with
elevated fasting glucose
levels> 105 (aZ2)have an
increased risk of fetal
death during the last 4 to
8 weeks of gestation.

« Increase HTN prevalence

« Increase in C/S rate

+ Macrosomia>4500

grams-->increase
shoulder dystocia and

cesarean(%3 in algroup)

+ Neonatal hypoglycemia



Manhagement

» Diet:30kcal/kg/day based on pre pregnant body weight
for non obese women and for those with body mass
index(BMI) > 30 kg/m2 may benefit from a 30% caloric
restriction and monitor with weekly tests for ketonuria

> Exercise (resistance) reduces the risk for insulin therapy

» Plasma Glucose control FBS:60-90 /P.P<120

» Insulin therapy when dietary management does not
consistently maintain the fasting plasma glucose at <
95mg/dL or the 2-hour postprandial plasma glucose <
120mg/dL

» Oral hypoglycemic agents:is not recimmended by ACOG
but Langer(2005) in clinical Trial used glyburide




TABLE 52-5. Glyburide Treatment Regimen for Women
with Gestational Diabetes Who Fail
Diet Therapy

1. Glucometer blood glucose measurements fasting and
1 or 2 hours following breakfast, lunch, and dinner.

2. Glucose level goals (mg/dL): Fasting < 100, 1-h
< 155, and 2-h < 130.

3. Glyburide starting dose 2.5 mg orally with morning
meal.

4. If necessary, increase daily glyburide dose by 2.5-mg/wk
increments until 10 mg/d, then switch to twice-daily
dosing until maximum of 20 mg/d reached. Switch to
insulin if 20 mg/d does not achieve glucose goals.




Obstetrical Management

» In general, women with gestational diabetes who
do not require insulin(al) seldom require early
delivery or other interventions.

» Elective cesarean delivery to avoid brachial
plexus injuries in macrosomic infants is an
Important issue.

» American College of Obstetricians and
Gynecologists (2001) has suggested that
cesarean deIiverK should be considered in women
\AIIViSt(g]Oa sonographically estimated fetal weight ~

~ Fetal well being tests(a2)




Postpartum consequences

» OGTT(75g) at 6-12 wks after delivery if
normal Tyear later and then Q 3 years

“ — “

FBS<110mg/dl 110_125mg/dI >126

2hr<140mg/dl 140_199 2hr>200

.



» Women with a history of gestational diabetes
are also at risk for cardiovascular
complications associated with
dyslipidemia,hypertension, and abdominal
obesity

» Recurrence of gestational diabetes in

subsequent pregnancies was documented in
%40

» Recurrence is more in obese women




Contraception

Low-dose contraceptives are safe




Overt diabetes

+» Fetal Effects
+» %2-4 perinatal mortality(%22->%1)

o Abortion: early abortion is associated with poor glycemic control HbATCc
concentrations were> 12 percent or whose persistent preprandial
glucose concentrations were > 120mg/dL were at increased risk

0 Preterm delivery(%9 versus %4.5 and %7 versus %2)
o Malformations:
%50 perinatal mortality

unchange by medical intervention It appeared, however periconceptional
glucose control was optimized had a 5-percent fetal malformation rate
compared with a 9-percent rate in the group who presented after
organogenesis was completed

Chromosomal abnormality
o Fetal growth alteration(greater macrozomia in mean Glucose level>130
o Unexplained fetal death:unchange by medical intervention
o Hydramnios




TABLE 52-8. Congenital Malformations in Infants of
Women with Overt Diabetes

Ratios of
Anomaly Incidence?
Caudal regression 252
Situs inversus 84

Spina bifida, hydrocephaly, or other
central nervous system defects

Anencephaly

Cardiac anomalies

Anal /rectal atresia

Renal anomalies
Agenesis
Cystic kidney

Duplex ureter

w S &5 U w B W N

N




Neonatal effects

vV v VvV Vv

Y
Y
Y

Respiratory distress

noglycemia
nocalcemia

nerbilirubinemia(preterm,polycytemia with

nemolysis)

» Cardiac hypertrophy
» Long term cognitive problems
» Inheritance of diabetes




Maternal effects

» Maternal mortality 10 times more than others due to
ketoacidosis,hypertension,pyelonephritis,P.l.H

» Diabetic retinopathy---Lazer

» Diabetic nephropathy %30 in type | and %4-%20 in type Il (%60 increase
risk P.I.H)

» P.ILH: Perinatal mortality 20 times more

» Ketoacidosis(%1) due to infection,hyperemesis,B agonist,corticosteriods-
—-—=>abortion %20

» Infections:%80 versus %25(candidia,urinary,respiratory,post partum)

» Diabetic neuropathy:sensory motor,gasteropathy




Manhagement

» Preconception for decrease anomaly&abortion
Self monitored—> preprandial glc levels:70-100

N

1&2hrs<140 &120

HbA1c>10%>most significant risk for
malformations

Foloc Acid




First trimester

» Multiple daily Insulin injections
» Adjustment of dietary intake

> Oral hypoglycemic agents

p—



Caloric intake

» 30-35kcal/kg —— 55%carbohydrate

\ 20% proteins

v Diabetes .
25% fat (<10% saturated)  FoodPyramid

Fats, oils
& sweels

‘ % A\
Vegetables Bty v

Breads, grains & other starches




Patient monitored capillary blood
glucose goals during pregnancy

Fasting =0r<95 mg/dl
Premeal = or <100 mg/dI
Postprandial 1hr ,2h =0r<140,120 mg/dl
2-6 morning =or>60mg/dI

.



Second trimester

Maternal serum o—FP(1 6—20wks)+ sono(18-20)

detecting neural tube defects

“maternal o-FP levels maybe lower in diabetic pregnancies




Third trimester & delivery

» Women with overt diabetes class B&C = C/S
» Induction if cervix is ripe and no macrozomia

» %50-%80 cesarean rate

» Reduce or delete dose of long acting Insulin on the

day of delivery.




Usual dose of intermediate-acting insulin is given at
bedtime.

Mornining dose of insulin is withheld.
Intravenous infusion of normal saline is begun.

Once active labor begins or glucose levels decrease
to< 70 mg/dL, the infusion is changed from saline to
5-percent dextrose and delivered at a rate of 100-
150 mL/hr (2.5 mg/kg/min) to achieve a glucose
level of approximately 100 mg/dL.

Glucose levels are checked hourly

Regular (short-acting) insulin is administered by
intravenous infusion at a rate of 1.25 U/hr if
glucoselevels exceed 100 mg/ dL.



Contraception

» Hormonal contraception are not recommended.
» 1.U.D
» Sterilization
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INTRODUCTION
e

e There are four major hypertensive disorders in
pregnancy

-Preeclampsia/eclampsia
-Preexisting hypertension
-Superimposed Preeclampsia
-Gestational hypertension



...DEFINITION
e

e Preeclampsia:new onset of hypertension and proteinuria after
20 weeks of gestation

-Systolic BP=or greater than 140 mmHg
OR
-Diastolic BP= or greater than 90 mmHg

and
-Proteinuria of 300 mg or greater in a 24-hour urine specimen

e Hypertension(appropriate cuff size,woman sitting atleast 10
minutes,disappearance of the fifth Korotkoff sound

e Eclampsia



DEFINITION

e Gestational Hypertension

Elevation BP(Systolic>140 or Diastolic>90)
first detected after 20 weeks of gestation in

the absence of proteinuria and disapear 12
weeks postpartum



...DEFINITION
e

e Superimposed preeclampsia

New onset proteinuria with worsening hypertension
In a woman with preexisting hypertension

e Preexisting hypertension

IS systolic BP= or >140mmHg and/or diastolic BP= or
>90 mmHg before pregnancy,before 20t weeks of
pregnancy,or persist longer than 12 weeks
postpartum



INCIDENCE
e

e Incidence:%5-%10

e %3-%14 world wide,%5-%8 in United state
e %75 mild,%25 sever

e Preexisting hypertension about %3

e Gestational hypertension about %6 of
pregnancies



RISK FACTORS

Nullipariety

Previous preeclampsia(strong risk factor RR=7.19)

Age>35-40 or <18 years

Obesity

African American

Family history of preeclampsia(%20-%40 if mother and%11-%37 if sisters)
Chronoc hypertension & renal disease

Antiphospholipid antibody syndrome or inhrited thrombophilia
Vascular or connective tissue disease

Diabete mellitus and obesity(High body mass index)

Multifetal gestation

Male partner whose mother/ previous partner had preeclampsia
Hydrops fetalis

Woman whose herself was S.G.A

Abruption,fetal demise in previous pregnancy

Prolonged interpregnancy travel



PATHOGENESIS
e

e Placental pathogenic changes occur weeks to
months before clinical manifestations

e Increase responsibility to Angiotensin
ll,norepinephrin,Decrease in prostacyclin(PGI2)
production,Decrease VEGF andPIGF

e All of clinical features are the maternal response to
generalized endothelial
dysfunction,vasospasm,plasma leak,ischemic and
thrombotic event

e These change cause ischemia of target
organs such as liver,kidney,placenta and
sometimes life threatening results.



Prediction
o

e Rollover test with PPV %33(increase In BP lateral to supine position in 28-32W)
e Isometric hand grip
Infusion angiotensin Il

sensivity 55-70% and specefity 85%

e Uterine artery doppler(high resistance ,low placental) prefusion in second
trimester are possible marker but not sufficient sensitive and specefic as a
screen test

e AFP,HCG,UES3,Inhibin A(significant increase HCG,Inhibin A,unchanged or
reduce UE3 and AFP)

e Measurement of angiogenic factors(eg PIGF)in blood or urine. urinary PIGF
increased during the first two trimesters, peaked at 29 to 32 weeks,women who
went on to develop preeclampsia had lower levels of PIGF than controls. At 21
to 32 weeks, a PIGF concentration in the lowest quatrtile (less than 118 pg/mL)
was highly predictive of development of preeclampsia before term.

e Increased Fetal fibronectin due to endothelial damage sensivity %69 and PPV
%12



....Prediction
N

*Inreased uric acid level due to decreased GFR

uric acid>5.9 mg/dl in 24 weeks of gestation P.P.V=%33

four studies used threshold values above 3.5 to 4 mg/dL (0.21
to 0.24 mmol/L) as the cut-off for a positive test.

Sensivity 0-55% and specifity 77-95%

*Decreased antioxidant activity

» Because the prevalence of preeclampsia in the general
obstetrical population is relatively low (1 to 7 percent), a
screening test would need to have very high sensitivity and
specificity to confidently predict or exclude development of the
disease. None of the tests listed in the table performs well
enough to use clinically for screening



Prevention
O

e Diet alteration
Calcium supplement,Low salt
Fish oll

e Antioxidants Vitamine E,C

e Low Dose Aspirin (selective supression
thromboxan A2)

e Low Dose Aspirin +Heparin



Laboratory Tests
-

Urine protein:at least +1on dipstick of two urine collected at
least 4 hours apart, more than 300mg in mild

PLT&HCT:Hemoconcentration support the diagnose but
hemolysis can decrease H.C.T

Serum aminotransferase

Elevation LDH and red cell fragmentation on blood smear
show microangiopathic hemolysis

Creatinine:elvation creatinine suggest sever preeclampsia
Serum uric acid often elevated,but not diagnostic

Coagulation tests(PT,PTT,Fibrinogen) are usually normal and
do not needed to be evaluate routinely



Normal Peripheral blood smear



Microangiopathic smear
-

a



HELMET CELL



UPSTAGE THE Diagnosis

Proteinuria equal or greater than 2-5 grams in 24-hour urine
Urine output<500 mi/24 hours
Platlet count less than 100000

CNS manifestation(sever headache,blurred vision,altered mental
status)

Symptoms of liver capsule distention(R.U.Q or epigastric
pain,nausea,vomiting)

Hepatocellular injury(serum transaminase at least twice normal)

Sever blood pressure elevation systolic>=160 OR diastolic>=110
mmHg

Sever |.U.G.R
Pulmonary edema or cyanosis
Cerebrovascular accident



Symtoms and Signs
-

e Hypertension

e Most pregnant women have edema whether or not
preeclamptic

e Vasospasm in liver =>periportal hemorrhage,ischemic lesions
=>R.U.Q or epigastric pain,elevated transaminase and in sever
cases subcapsular hemorrhage or hepatic rupture,which may
present HELLP syndrome

e CNS manifestation are headache(temporal,frontal,occipital or
diffuse),blurred vision,scotoma and rarely cortical blindness that
IS typically transient,blindness related retinal pathology such as
retinal artery or venous thrombosis,retinal detachment,optic
nerve damage,may be permanent



....oymptoms
-

e Pulmonary edema with multifactorial etiology
Include excessive elevations in pulmonary
vascular hydrostatic pressure compared to

nlasma oncotic pressure,caplillary leak,left

neart failure,iatrogenic volume overload.

e Fetus and placenta

"'he fetal consequences of chronic placental
nypoperfusion are oligohydramnious and
UGR




MANAGEMENT
e

e The definite treatment is delivery

e As long as the gravida remains
undelivered she is at risk of
complications such as
seizures,abruption,thrombocytopenia,

cerebral hemorrhage,pulmonary
edema,liver hemorrhage and renal

fallure




Mangement of Mild preeclampsia
-

Close monitoring is important to establish progression to sever

Hospitalization is useful for making assesments but if the initial
evaluation outpatient care is a cost benefit option

e The minimum laboratry follow-up are PLT count,serum creatinie
ALT and AST,U/A, should be repeated one or twice a week

e Assesment of fetal well-being and growth(Daily fetal movement)
and twice a week B.P.P

Anenatal corticosteroid in <34 weeks

Treatment of hypertension:Sodium restriction and diuretics
have no role ,lower physical activity is recommended



BEDREST
e

e Two trials (145 women)compared strict and some bed rest in
hospital for proteinuric patients and found any diffrernce in
outcome

e Two trials(304 women)compared some bedrest in hospital with
routine activity at home for nonproteinuric hypertensive and
reported some rest was associated with a reduced risk of sever
hypertension and a borderline reduction in risk of preterm birth

AU-Meher S;Abalos E;Carroli G;Meher
SO-Cochrane Database Syst Rev 2005;(4)CD003513

e Because of risk of thromboembolic problems,bedrest is not
advised for all hypertensive pregnant women but some rest with
lateral decubitus position is advised for women with suspected
uteroplacental insufficiency like 1.U.G.R



..Mangement Mild preeclampsia

If there are no contraindicatin for N.VD,women are
Induced

There is no reason to delay induction after 37
weeks if the cervix Is ripe

Cervical ripening agent should be considered in
unripe cervix

Most experts advise delivery by 40weeks for all
preeclamptic



.Management of Mild Preeclampsia
S

Close intrapartum monitoring is indicated to identify worsening
hypretension,renal ,hepatic,hematologic,cardiopulmonary
,uteroplacental or abruption

Invasive hemodynamic monitoring is useful in complicated
patients

Ringer lactate 60-125cc/hour
Seizure prophylaxsis for 24 hours after delivery

The risk of seizure in nonproteinuric gestational hypertension is
below %0.1

%10- %15 mild preeclampsia will progress to sever whether or
not receive Mgso4



Selection of Anticonvulsant therapy
c ]

Magnesium sulfate is the drug of choice for the
prevention of eclampsia and recurrent seizures

The superity of Mgso4 to phenytoin was illustrated In
a randomized controlled trial comparing two drugs Iin
2138 patients at parkland hospital(0/1049 Mgso4
and 10/1089 phenytoin group)

AU-Lucas MJ;Leveno KJ;Cunnigham FG
SO-N Engl J Med 1995 Jul 27;333(4):201-5

Department of OB.Gyn University of Texas
Southwester Medical Center



Management of sever preeclampsia
c ]

e Induction of delivery regardless of gestational age,to minimize
the risk of development of maternal and fetal complications

Cervical ripening agents may be used

e Vaginal delivery due to succes induction is about %33 in
pregnancies less than 28-34 weeks

e Some authers recommend cesarean delivery for women with
sever preeclampsia under 30 weeks of gestation

e At or beyond 32-34 weeks of gestation deliver at an institution
with appropriate personnel and facilities should be considered

e Under 32-34 weeks antepartum management at a tertiary care
setting daily NST or BPP Is recommended



.Management of sever preeclampsia

Mgso4 should be administered to prevent
seizure(%0.3 versus %3.2)

Loading dose 4-6 Gram over 15-20 minutes followed
by 2 Gram/hour as infusion

Since Mgso4 is excreted by the kidneys,maitenance
dose should be adjusted in renal
iInsufficiency(greater than 1-1.2 mg/dl decrease to
1g/hour and no maintenance if Cr>2.5 mg/dl

Mgso4 is contraindicate in myasthenia gravis

Mgso4 with calcium channel blockers may result
hypotension



...Management of sever preeclampsia
S

e The therapeutic serum range is 4.8-8.4mg/dI(2-3.5 mmol/ml)

e The maintenance dose is given only if a patellar reflex
present,respiratory >12/min and the urine output
>100ml/4hours

e Mgso4 is usually continued for 24 hours postpartum(12 hours

may be adequate in mild preeclampsia and 24-48 hours in
sever or eclamptic patients)

e Preeclampsia set(air
way,Mgso4,daizepam,Hydralazine,Gluconate calcium)

e Calcium Gluconate (1 gram over 5-10 minutes) for life
threatening symptoms of Mgso4 toxicity



Complication and side effect of Mgso4

e Diaphoresis,flushing,warmth in rapid infusion
and a drop in blood pressure and palpitation

e Nausea,vomiting,headache,muscle
weakness,visual disturbances

e Dyspnea or chest pain may be a rare side
effect of Mgso4



Complication and side effect of Mgso4

e Mgso4 toxicity is related serum concentration
Loss of deep tendon reflexes at 9.6-12mg/dl(4-5 mmol/L)
Respiratory paralysis at 12-18 mg/dl(5-7.5 mmol/L)
Cardiac arrest at 24-30 mg.d! (10-12.5 mmol/L)

e [Mgso4 freely crosses the placenta,so cause a slight dearease
In basal FHR and FHR varibility

e Atony related to Mgso4 was slightly increased in one trial
AU-Belfort MA;Anthony J;Saade GR;AllenJC Jr 2003

e Transient reduction of total and ionized serum calcium due to
rapid suppression of parathyroid hormone release



Indication for antihypertensive therapy
c ]

e The major indication is prevention of stroke

e Diastolic blood pressure equal or greater than 105-
110 mmHg or systolic160 mmHg or greater in
asymptomatic patient should be treated

e Target blood pressure are 130 to 150 mmhg systolic
and 80-100 Diastolic

e Labetalol is safe and effective

Begin 20 mg followed by 1-2mg/min constant
Infusion

The fall in blood pressure begins 5-10 minutes and
lasts for 3-6 hours



AntiHypertensive therapy
-

e Hydralazine,however has been used metaanalysis of
11 trial in 570 women was associated with
significantly more maternal hypotension

AU-Magee LA;ornstein MP;von Dadelszen P
SO-bmj 1999 May 15;318(7194):1332-6
Department of OB.Gyn University of Toronto,Canada

e Dose:begin 5 mg IV over 1-2 minutes and if blood
pressure goal is not achieved within 20 minute 5-10
mg until total dose 30 mg



Anti Hypertensive therapy
-

e Diazoxide:rarely necessary,when adequate blood
pressure controle cannot be achieved with
Hydralazine and Labetalol

e Calcium channel blocker:sustained release nifidipine
(30mg) and immidiate release nicardipine
Intravenously ,experience is more limited in
pregnancy

e Nitroproside Is contraindicate in later stage of
pregnancy due to possible fetal cyanide poisioning

e ACE Inhibitors are contraindicated at all stages of
pregnancy



CHRONIC HYPERTENSION
e

e Wwomen already on hypertensive therapy if
early pregnancy BP less than 120/80
tapering or discontinuing drugs and close

monitoring blood pressure should be
considered.

e Initiation treatment in systolic BP beyond
150-160 mmHg diastolic BP 100-110 mmHg

or with end organ damage like renal failure or
left ventricular Hypertrophy



AntiHypertensive Drugs
-

e Diuretics

e Adenergic Blockers
central(methyl Dopa ,clonodine)
peripheral(propanolol,atenolol,metoprolol)
Labetolol(alfa ,beta inhibitor)

e Vasodilators :Hydralazine

e ACE Inhibitors



ECLAMPSIA
e

9%0.5 In mild and %2-%3 In sever

Incidence:4-6/10000 live birth in developed countries and 6-
100/10000 in developing countries

Risk factor:similar to preeclampsia,the highest risk in
nulliparous with low socioeconomic

Management

-Treatment and prevention of recurrent seizures,prevention of
aspiration,oxygen 8-10 L/min,controle of hypertension and
Delivery

Persistant seizures in patients on initial dose require an
additional 2 grams of Mgso4,if seizure does not controle with
two boluses,other options like diazepam(maximum dose 20
mg),Lorazepam ,Sodium amobarbital should be considered.



HELLP Syndrome
-

Subtype sever preeclampsia, Due to
hepatocellular necrosis,before 35 weeks In
multiparous white women and in %50 sever
hypertension is seen,%30 mild,%20
normotensive

Hemolysis

Elevation liver transaminase

Low platlet

Management like sever preclampsia



Recurrence
«

e Depend on severity of disease and gestational age
at onset and at delivery

e Early and sever preeclampsia are at greatest risk
%25-%65

e %5-%7/ in women who had mild preeclampsia
during first pregnancy versus less than %1 in who
had normotensive pregnancy

e Recurrence is more likely following a singleton than
a twin pregnancy



POSTPARTUM COURSE
e

e Hypertension and proteinuria due to
preeclampsia often resolve within a few days

postpartum but sometimes taking few weeks
e Sever hypertension should be treated

e Elevated blood pressure remain 12 weeks
postpartum unlikely to be related to
preeclampsia and may require long-term
treatment







