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This is the pregnancy
Now our topic of discussion is
Jaundice in pregnancy



This jaundice In pregnancy Is described by two
way{

Jaundice caused by pregnancy (unigue to
pregnancy)

Jaundice can occur in pregnhancy (intercurrent
lIness)




Causes of jJaundice during
pregnancy

Jaundice unique to pregnancy B Intercurrent illness

Intrahepatic cholestasis Viral hepatitis

Drug inducedz INH,
phenothiazines

Severe pre eclampsia & Cholelithiasis
eclampsia Haemolytic jaundice

HELLP syndrome Incompatible blood transfusion

_ Auto immune hepatitis
Severehyperemesis CLD

gravidarum

Acute fatty liver

Malaria
Endotoxic shock Hepatic neoplasm

Pancreatitis




Why this is concern?

A Jaundice === High risk condition
A Pregnancy === \/ulnerable situation
A Risky + Vulnerable




Why In pregnancy jaundice
OCCcurs?

A Humoral change?

A Placental hormones?

A Auto immune mechanism?
A Uterine stretching ?




We are searching in the dark
with a beam of light




Intra hepatic cholestasis of
pregnancy (ICP/IHCP)

A Syn : Obstetric hepatosis
Icterus graviderum

A What is ICP?

Reversible
3dtrimester
Resolve after delivery

A Incidencez 0.57 1.8% of pregnancy
A Etiologyz Unknown
- Dominance inheritance
-1Prevalence In certain population i.e., Chile
- Family clusters
- Circulating hormones in pregnancy
-OCP




Intra hepatic cholestasis of
pregnancy (ICP/IHCP) Z#1 1 ORA

o Pathology:

Impairment of the movement of the microvilli in
biliary canaliculi

l

Stasis of biliary flow
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Pathogenesis

Pre existing covert defect of bile transport
— Circulating hormones
OCP ) In last trimester

Overt defect of bile transport

Choles!asis




Clinical feature

Airst- pruritusz 80%; e &N -
{ 3 Y
begins with palm & sole gl

AR
AThen- Jaundicez 20%; after 2 weeks of
pruritus




Pruritus & Jaundice

A First jaundice, then pruritug Acute hepatitis

A Jaundice & pruritus simultaneousty
Obstructive jaundice

A First pruritus then jaundice

Jaundice 2 weeks after pruritgdCP
Jaundice months after pruritusPBC




Investigations

A Bilirubinz elevated not more than 5 mg/d|
A Transaminase 2-10 folds

A Alkalinephosphatasez 4 folds

A Bile saltg




Treatment
A Strategy 7

Reducing symptoms in the mother
To provide an adequate obstetric care
To prevent fetal distress or sudden fetal death

A Treatment designz

U General care of the mother

Adequate rest
Low fat diet
Parenteral supplementation of vitamin K

U Specific treatmenty

Diphenhydramin
Ursodeoxycholic acid (UDCA) 300 mg twice a day
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A Other emerging drugs:
U Dexamethasone
U Phenobarbital
U S-Adenosylmethionine

A Care to the fetus:

U Close fetal monitoring
U Nonstress testing

1 Search for meconiumif suspected fetal distress

' Elective delivery at 37 weeks




Qutcome

A No increase in maternal mortality

A May be associated with

Prematurity
Foetal distress
Perinatal death

A Resolves after delivery
A Recur in the subsequent pregnancies




Acute Fatty Liver of pregnancy

Architecture intact
Lobules swollen

Fatty infiltration of
hepatocytes

Ballooning of
hepatocytes




Acute fatty liver of pregnancy
51 &, 0% s#1 1 ORAS

AFirst identified bySheehann 1940

A Earlier terminology:
Acute yellow atrophy of pregnancy

Acute obstetric fatty metamorphosis of
[\l



Acute fatty liver of pregnancy
51 &, 0% s#1 1 ORAS

A Etiology:Not known precisely
Genetic relation

Biochemical Relation : Associated with
Glu474Glnmutation in thelong-chain 3-
hydroxy acyl-coenzyme A dehydrogenase
(LCHAD).

(LCHADIs a fatty acid [3 oxidation enzyme)




Patogenesis

Mutation of the LCHAD

!

Mutant LCHAD is ineffective

!

No (3 oxidation of fatty acid

l

Accumulation of fat in liver




A IncidenceRare, 0.01% pregnancies (1 in
10,000)

A Risk factors:

GAge: Mean 26 (1-89)

GPrimipara (67%)

GOnset week of pregnancy: 288 (33%)
G Male baby (60%)

- Twin pregnancies




| Clinical features
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Laboratory findings

A Transaminase level increaseebifolds

A Alkalinephosphatasencreased 28 times
A WBC > 15,000

A Platelets < 1,00,000

A Hypoglycemia

A Decreased clotting factors

A S.creatinine raised




A Histopathology (liver biopsy is not indicated
for diagnosis):
In contrast with viral hepatitis & other common

causes of fulminant hepatic failure, necrosis of
hepatocytes is always minor




Complications

A Cerebral oedema

A
A
A

Renal failure (60%)
Hypoglycemia (53%)

nfections (45%)

A Gl hemorrhage (35%)
A Coagulopathy (30%)
A Fetal death

A Severe PPH




A Management:
G Delivery & supportive care

A Outcome:
G Maternal & fetal mortality approximately 20%
G Normal liver functions return soon after delivery
G Usually does not recur in subsequent pregnancies
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RBC in HELLP
Syndrome
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A 1stdiagnosed by Weinstein  in 1982

A Evolution of the syndrome:

In 19" centuryz very unusual varieties of
severe pre eclampsia with complicated
progress

Todayz HELLP syndrome (Association of
characteristic hepatic &aematologic
disorder)




Possible

etiology

1. Increase In volume?

2. Fetal ©

ecidual cell?

3. Vasospasm?
4. Deficient vascular repair?
5. ldiopathic?



Pathogenesis

Above causal agents

@

Vasculeendothelial disorder

@

Platelet Aggregation/Consumption

Fibrin Activation/Consumption

Selective organic ischemia/lnsufficiency

Variable manifestation

—




Diagnosis

A Mid z Il trimester
A 1stdays postpartum

A Antepartum diagnosis is made in 70%
between 27 & 37 weeks of gestation




Criteria for establishing the
diagnosis

A Haemolysis
Abnormal peripheral blood smear
Elevated bilirubin > 1.2 mg/dl

A Elevated liver enzymes

SGOT > 72 IU/L
LDH > 600 |U/L

A Low plateletsz
Platelet count < 100 X 10mm3



A Hypertensive woman
+

A epigastric & / or

Right
right hypochondrial pain . .
.\ diagnosis
A Nausea, vomiting of HELLP
+

A Positive investigation




Classification of the HELLP
syndrome

A A.On the basis of the platelet count
A B.On the basis of expression




A. On the basis of the
platelet count

A Class 1z Platelet count < 50,000 / m#n

A Class % Platelet count between 50,000 /
mm?3to 1,00,000/ mm

A Class % Platelet count between 1,00,000
[ mm3to 1,50,000/ mm




B. On the basis of expression

A Complete HELLP?

Microangiopathic haemolytic anaemia in woman
with severe pre eclampsia

, 3 ( J aodo )57,
3'/4 J €d® )57,
Thrombocytopenia < 1,00,000/ niin

A Partial HELLPz
One or two of the above




Differential diagnosis of
the HELLP syndrome

AThrombotic microangiopathies
AFibrinogen consumption disorders
A Connective tissue disorders
APrimary renal disease




Risk factors for maternal
morbidity

Clinical

Platelets < 50000
LDH > 1400 IU/L
CPK > 200 IU/L
ALT > 100 IU/L
AST > 150 IU/L

Creatinine> 1.0




