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Chief complaint

Sl ,b slislesl b sos detect cuzo HBSAG coli b atan Y4 ,ls )b o5




Present illness
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* PMH: neg
* PSH: neg
* DH: neg

* AH: neg

* FH: neg




Physical Exam
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Lab Data (Aeasa cildola )

I S N N
HBsAg reactive

Hb 11.4 Anti HIV Non reactive

PLT 115 Anti HCV negative

FBS 81 Hbe Ag 0.57

Cr 0.7 Hep B viral Load 41,030,012

urea 22

AST 65 U/A normal

ALT 51 Bili T 0.7
ALP 261 Bili D 0.5
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LAB RESULT

HBsAg reactive
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Liver panel, HBV DNA, HBeAg and Anti-HBe

HBe Ag 0.57
HBV DNA PCR Is included
AST 65
ALT 51
ALK 261
Bili T 0.7

Bili D 0.5
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ACUTE HEPATITIS B VIRUS INFECTION

e Acute hepatitis B virus (HBV) infection during pregnancy is usually mild
and not associated with increased mortality or teratogenicity.

e Acute HBV infection occurring early in the pregnancy has been associated
with a 10 percent perinatal transmission rate.

* Thus, serial monitoring should be performed throughout pregnancy, and if
the mother remains hepatitis B surface antigen (HBsAg) positive or has
detectable serum HBV DNA, the infant should receive hepatitis B immune
globulin in addition to the first dose of the hepatitis B vaccine at birth.

e Antiviral therapy to reduce maternal viral load should also be considered if
the mother has high serum HBV DNA levels near the time of delivery.
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ACUTE HEPATITIS B VIRUS INFECTION

* Treatment:

1. Treatment of acute infection is mainly supportive. Liver biochemical
tests and prothrombin time should be monitored. Antiviral therapy

2.

15

is usually unnecessary, except in women who have acute liver
failure or protracted severe hepatitis.

Tenofovir disoproxil fumarate (TDF) (300 mg daily) or lamivudine

(100 mg daily) are both suitable options in this setting because

noth

have been safely used during pregnancy, and the risk of developing

resistance is low since the duration of treatment is expected to
short
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CHRONIC HEPATITIS B VIRUS INFECTION

* Pregnancy is generally well tolerated in women with chronic hepatitis
B virus (HBV) infection who do not have advanced liver disease.

* Thus, the following clinical manifestations may be seen in pregnant
women with chronic HBV:

1. Hepatic flares
2. Progression of liver disease
3. HBV DNA
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CHRONIC HEPATITIS B VIRUS INFECTION

* Do all women with chronic HBV require antiviral therapy??

1. Indications for antiviral therapy depends upon the presence or
absence of cirrhosis, HBeAg, and hepatitis B e antibody (anti-HBe),

as well as the HBV DNA and aminotransferase levels.

2. Women who are not on antiviral therapy during pregnancy should
be monitored closely to evaluate for a flare.
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CHRONIC HEPATITIS B VIRUS INFECTION

* Breastfeeding

Infants who received hepatitis Bimmune globulin (HBIG) and the first
dose of hepatitis B vaccine at birth can be breastfed . However, it is
important that the infant complete the hepatitis B vaccine series.

Mothers with chronic hepatitis B who are breastfeeding should also
exercise care to prevent bleeding from cracked nipples. Carrier
mothers should not participate in donating breast milk.
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MOTHER-TO-CHILD TRANSMISSION

* The risk of mother-to-child transmission of hepatitis B virus (HBV)
from (HBsAg)-positive mothers to their infants is as high as 90 percent
without the use of active and passive immunization .

 Transmission can occur in utero, at birth, or after birth.

* The high protective efficacy of neonatal vaccination suggests that
most infections occur at birth when maternal secretions and blood in

the birth canal come into contact with the infant's mucosal
membranes.
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Risk factors for transmission

* The most important risk factors for mother-to-child transmission, is a
positive HBeAg and/or a high HBV DNA level in the mother.

 The risk of HBV transmission is rare when maternal HBV DNA is <105
to 106 international units/mL.

* Transplacental transmission and transmission due to obstetrical
procedures are infrequent causes, and breastfeeding does not appear
to pose a substantial risk. In addition, the benefit of cesarean delivery
in protecting against transmission has not been clearly established.
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Prevention of mother-to-child transmission

* Preventing mother-to-child transmission involves:
1. screening pregnant women,
2. providing antiviral therapy to women with high HBV DNA levels,

3. administering passive-active immunization to newborns of mothers
who are HBsAg positive.
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Pregnant woman

v

First trimester: Check HBsAg

|

v

Y

HBsAg negative *

HBsAg positive

v

v

HepB vaccination of infant at birth Check baseline: 1
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= Liver panel
= HBYV DMNA
= HBeAg and anti-HBe

Y

Repeat HBV DNA and liver panel at
end of second trimester (26 to 28 weeks)

v

HBV DNA >200,000 int. units/mL
(>106 copies/mL)

v

Offer antiviral therapy to the mother €

v

HBV DMNA =200,000 int. units/mL
(=106 copies/mL)

v

v

Within 12 hours of birth infant should initiate

HepB vaccine series + receive HBIG

HepB wvaccine series + receive HBIG

Within 12 hows of birth infant should initiate
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Primary prevention

Secondary prevention




Primordial prevention
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Primary prevention
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Secondary prevention
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Quaternary prevention
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