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oortant causes
Itis
ents, such as : : , and
the , produce hepatitis as

part of a systemic or disseminated illness




PRIMARY
HEPATOTROPIC

mHepatitis A virus
mHepatitis B virus
mHepatitis C virus
mHepatitis D virus
mHepatitis E virus

DNA VIRUSES

WAdenovirus
HCytomegalovi
" Epstein-Barr
" Erythrovirus
""Herpes B vi

2.

§

~



= > 6 months

= Sometimes
ASYMTOMATIC

= Fever , fatigue & loss
of appetite

= Extrahepatic
symptoms :
= Arthralgias
= Skin rashes

o liver may feel
Normal

o |f cirrhosis

- LOWER MARGIN can
FEEL IRRIGULAR




DIGNOSIS

CBC
AST , ALT

Total Bilirubin
(+Unconjugated )

ALK phosphatase
PT

PTT

INR

|Dighostic w/u :

ACUTE

CHRONIC

THROMBOCYTOPENIA THROMBOCYTOPENIA

> 100 IU/L 1 > 6MONTHS
(USUALLY < 400IU/L)

(>2mg/dl & JAUNDICE ) t
1 1

PROLONGED PROLONGED

PROLONGED PROLONGED

INRT INRT



HEPATITIS A | HEPATITIS B | HEPATITIS C | HEPATITIS E
TYPE RNA

INCUBATION 30 DAYS 90 DAYS 40 DAYS 50 DAYS
PERIOD

ROUTE FECAL-ORAL PARENTERAL PARENTERAL FECAL-ORAL

SEVERITY MILD SEVER MILD MILD

CHRONICTY NONE 10% 50-60% NONE



proximately
e United States.

of viral h ItiIs are caused
0 80% by HAV
0% by HBV

15% by HCV

of



Hepatitis A

m ONLY causes ACUTE Hepatitis
m CONTAMINATED FOOD & WATER

ANTI-HAVIgM  aNTI- HAV IgG

( PERSIST for LIFE )
~ 6 WEEKS
——

0 2 4 6 38 10 12 (WEEKS)




of infected < 6 yrs
aundice.

sually iIs symptomatic
More Of Cases

" d symptoms typically last less than 2 months

5% of symptomatic =>»

disease lasting as long as 6 months

=» if underlying liver disease



ly resolves within a few weeks
TREATMENT



Table 3.13. Recommendations for Preexposure
Immunoprophylaxis of Hepatitis A Virus (HAV)
for Travelers to Countries With High or Intermediate
Hepatitis A Endemicitya

Age Recommended Prophylaxis Notes
Younger than 12 mo IGIM 0.02 triL/kg® protects for up to 3 mo.
For trips of 3 mo or longer. 0.06 mL/
kgb should be given at departure
and every 5 mo if exposure to
HAYV continues.
12 mo through 40 v HepA vaccine
41 vy or older HepA vaccine, with or without If departure 1s 1n less than 2 wk. older
IGIM adults. immunocompromised peo-
ple. and people with chronic liver
disease or other chronic medical
conditions can receive IGIM with
the initial dose of HepA vaccine to
ensure optimal protection.




Table 3.14. Recommendations for Postexposure
Immunoprophylaxis of Hepatitis A Virus (HAV)

Time Since
Exposure Age of Patient Recommended Prophylaxis
2 wk or less Younger than 12 mo IGIM, 0.02 mL/kga
12 mo through 40 y HepA vaccineb
41 y or older IGIM. 0.02 mL/kg.a but HepA
vaccineb can be used 1f IGIM 1s
unavailablea
People of any age who are immunocom-  IGIM, 0.02 mL/kga
promised, have chronic liver disease. or
contraindication to vaccination
More than 2 wk Younger than 12 mo No prophylaxis

12 mo or older No prophylaxis. but HepA vaccine
may be indicated for ongoing
exposure”




Hepatitis
MUNOCOMPROMISED

- ACUTE LIVER FAILURE



Hepatitis E

ANTI- HEV IgM
ANTI- HeV lghG
= check In ( PERSIST for
FEW YEARS )
= STOOL ~ 2 MONTHS
= SERUM
Hepatitis E

detected



ACUTE Hepatit

ithin a few weeks

TREATMENT
dration )
- P inacute live

Chronic |
Incompromised person

ﬂ' munosuppressants dose
= RIBAVIRIN (12 week)
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ex , pregnant mother to newborn



HBsAg

Anti-Hbs

NEVER
EXPOSED

CLEARED ACUTE or
INFECTION | CHRONC

NOT DETECTED

Anti-Hbs

"WINDOW
PERIOD"

IMMUNIZED or

RECOVERED
From naturnal inf
(PROTECTED from
Hepatitis B




IgM-anti-HBCAg
TOTAL anti-HBcAg (Mostly are 1gG)

DON'T T WHIT VACCINE

ACUTE HEPATITIS
TOTAL anti-HB¢

IgM-anti-HBc




HIGHLY
INFECTIOUS

Show REPILCATION OF VIRUS

SEOI\  NOT REPLICATING
{ D ‘ or NO VIRUS

m BV DNA PCR

H
m|]| » VIRUS NOT REPLICATING
= NOT DETECTED P NO VIRUS



HBsAg
Anti-Hbs

IgM-anti-
HBCcAg

TOTAL anti-

HBCAg

HBeAg

HBV DNA
PCR

SUSEPTIBLE
NOT
IMMUNIZED

MMUNIZED | ACUTE ==
HEPATITIS | LATER

INFECTION
UNDER
CONTROL

Anti-HBeAg
APPEAR




CHRONC IMMUNE- —p IMMUNE-=p IMMUNE-=pINACTIVE=}
HEPATITIS | TOLERANT |  ACTIVE ACTIVE CHRONIC | INFECTION
HBeAg+ HBeAg-

ALT & AST NORMAL ™ NORMAL

or 1
HBsSAgQ +
Anti-Hbs —
IgM-anti-
HBCAg

TOTAL anti-
HBCAg

HBeAg ———— -

8Y DA + N e ]




CIRRHOSIS

CHRONC HEPATITIS B

1A FETOPRTEIN



ATION (METOCLOPRAMIDE)



REATMENT

for CHRONIC HEPATITIS

vithout CIRRHOSIS

HBVDNA >20.000 >20.000 2.000-— < 2.000
(IU/ml)

ALT = > 292X Qe

UPPER LIMIT UPPERLIMIT UPPERLIMIT  UPPER LIMIT

4 4

MONITOR MONITOR MONITOR
3-6 3-6
months months months

(6 months)

TREATMENT



TREATMENT
"5y CHRONIC HEPATITIS

PEGYLATED | (peglFN)

HBeAg
= HBV DNA > 2000 (IU/ml) } TREATMEN RESTARTED

= ALT > 2x UPPER LIMIT peglFN ....1 YEAR
NUC ANA .... SEVERAL YEARS



TREATMENT

for CHRONIC HEPATITIS

BRHOSIS

COMPENSATED

= with

DECOMPENSATED

UNDETECTED UNDETECTED
HBV DNA <2000 NO | WITH |
(IU/ml) Jaundice or Jaundice or
Ascites Ascites

>2000

NO ENTECAVIR K
TREATMENT or TENOFOVIR

(INDEFINITELY)




, 1 month apart
KS

are personel
= Drug users
Immunocompromised




Table 3.19. Recommendations for Hepatitis B Virus (HBV)
Prophylaxis After Occupational Percutaneous or Mucosal
Exposure to Blood or Body Fluidsa

Treatment When Source Is

HBsAg Unknown or Not

Exposed Person

Unimmumzed

Praviously immumzed
Known responder

Enown nonresponder
After 3 doses:
After 6 doses

Response unknown

HBsAg Positive

and mitiate HBV series

No treatment

HBIG: 1 dose and initiate
reimmumzation’

HBIG: 2 doses separated
by 1 month

Test exposed person for
anti-HBs?

If adequate. no treatment

If inadequate, HBIG x 1
and vaccine booster

Negative Tested
Admimister HBIGD (1 dose) Initiate HBY Initiate HBV vaccine series

series

No treatment No treatment

No treatment If known high-nisk source,
treat as 1f source were
HBsAg positive

No treatment Test exposed person for
anti-HBsd
+ If adequate. no treatment
* If inadequate, vaccine
booster doses



Table 3.20. Guidelines for Postexposure Prophylaxisa of People With Nonoccupational
Exposuresb to Blood or Body Fluids That Contain Blood, by Exposure Type
and Vaccination Status

Exposure

HEsAg-positive source

Percutansous (eg. bite or needlestick) or mucosal exposure to
HBsAg-positive blood or body fluids

Sexual or neadle-sharing contact of an HBsAg-positive person

Victim of sexual assault/abuse by a perpetrator who 1s HBsAg
positive
Source with unknown HBsAg status

Victim of sexual assault/abuse by a perpetrator with unknown
HBsAg status

Percutansous (eg. bite or needlestick) or mucosal exposure to
potentially infactious blood or body fluids from a source with
unknown HBsAg status

Sex or needle-sharing contact of person with unknown HBsAg
status

Treatment
Unvaccinated Person® Previously Vaccinated Persona

Admimister hepatitis B vaccine series and Administer hepatitis B vaccine booster dose
hepatitis B immune globulin (HBIG)

Admimister hepatitis B vaccine series and Administer hepatitis B vaccine booster dose
HEIG

Administer hepatitis B vaccine senies and Administer hepatitis B vaccine booster dose
HBIG

Admimister hepatitis B vaccine series No treatment
Administer hepatitis B vaccine series No treatment
Administer hepatitis B vaccine series No treatment




CHRONIC HEPATITIS

' TRANSMITTED through BLOOD and BODY

LUIDS v

HDV GENOME —~X T

HBsAg OUTER HBV
¥  ENVELOPE N,

UTE HEPATITIS D & CHRONIC HEPATIT

s COINFECTION — SAME TIME
s SUPERINFECTION — AFTER HEPATITIS B




BN EIRIVIATION of HEPATITIS D

TESTING for
HDV IgM
TOTAL HDV Ab

HDV RNA
HDAg



/ACCINATION



HEADACHES
CONFUSION

EROSIONS
BLISTERS




DIAGNOSIS

ANTI-HCV IgG

Y

HCV RNA
ATITIS C Infection
* >6 MONTHS =

= INFECTION CLEARED

-



EATMENT

ATED CIRRHOSIS

VELPATASVIR or
CLATASVIR
TASVIR

APENSATED CIRRHOSIS

= SOFOSBUVIR + VELPATASVIR or
DACLATASVIR



a\(m eo) 7G T 77T 7T e Gastroenteritis

* Pneumonitis

* mononucleosis-like
syndrome

. * fever

Hepatitis « Lymphadenopathy
’ * lymphocytosis.

be associated with CMV.

ally CMV infection
plenomegaly,

d aminotransferase levels,
ated hyperbilirubinemia.

that neonates and infants experience with
infection is seIfI|m|ted and generally resolves within the first few months

m If hepatitis with persists, other diseases such as extrahepatic
biliary atresia should be considered.



; 2L ( and patients with and other
Ialnlfllerefsilei=peaAsiic - - may experience caused by primary or recurrent

and may be

= supported by evidence of high-level CMV viremia
and/or
= demonstration of involvement of the end organ by liver biopsy.



munocompromised hosts

r preemptive therapy may prevent the development
MV disease in transplant recipients

s CMV Hyperimmune Globulin
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, a severe,
ital lymphoproliferative syndrome with



onse to EBV In
mmunocompromised hosts may be unusual

sociated with EBV, such
1epatic involvement.

or “Monospot” test
‘ antlbody to viral capsid antigen ( )
L T should not be used IN acute mononucleosis.



;. Transplant re also may be susceptible

posttransplant
may be involved.

4 EBV DNA genome
- In peripheral blood,

D. the presence of histopathologic features on
BIOPSY.



ol TREATMEN R l([e]sER{o]@ A I NP

nosuppression

Iral agents such as or

should be used only as an adjunct
therapy because they are less effective in the
latent phase of PTLD.




t PREGNANT WOMEN
1 mortality rates in both the mother and infant



N=€) ATES Jlerm and Preterm

e Development Of Neonatal HSV Hepatitis

disseminated HSV disease
ndrome,

abdomlnal distentic
pneumonitis with respire
meningoencephalitis.

esions often are absent in this form of
disease.

eonatal HSV hepatitis most often in first 2 weeks
ofilire

N hepatomegaly and ascites,
ory distress,

levels may initially be slightly
elevated and then rise to be more than a thousand
times higher than normal as disease progresses



Solid Organ

N S P LAN TS Bone Marrow

Stem Cell

Include HEPATITIS
ks after Tx

are REACTI
LOVIR therapy is recommended



ENT HEPATITIS with
els at least twice normal

s with varicella is
ally is seen in



hosts SILENT HEPATITIS
' vation of aminotransferase levels.

evere disseminated disease with



orrhagic encephalitis

linate to the LIVER and lungs
, with a high mortality rate



YPE 5 = severe hepatitis,

IS marked by
= 111 aminotransferases and bilirubin
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ten severe, may be seen in
ANEMIA

tion i_n Fl_JIminant Liver Failure from the
ropic Viruses have more

= severe disease and high mortality

E in Immunocompromised hosts
» Persistent infection
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NG

*hepatomegaly
thrombocytopenia
disseminated dx -viral sepsis syndrome

: saseptic

-[0SIS Can occur meningoencephalitis
myocarditis

eelevated aminotransfere
eserum bilirubin levels

IEVIRUS B and ECHOVIRUSES 9 and 30
associated with fatal disease



yXxoviruses, measles virus is
ften with hepatitis

ren
CLINICAL HEPATI

Disease of the liver, lungs, and brain may
IN IMmmunocompromised

Rare reports of severe giant-cell hepatitis
= |eading to liver failure



ant Liver Involvement,
omegaly
e IS noted at birth

ssintrauterine growth re
sscataracts
sscongenital

s*heart disease
ssthrombocytopenia
ss*purpura

s*hearing loss



fever
malaise
- —Lassa fever virus, Ihethargy
» hantavirus, eadache _
arburg and Ebola, retroorbital pain
fever virus and dengue myalgia
conjunctivitis
h rash
iInvolvement with hese viruses is Intravascular
: coagulatior
ommon event S

tion of Aminotransferase levels to
J/ mL occurs in almost every patient

Jaundice is a significant component of
~yellow fever






