*TOMS:

d _r;'-.j:.mai pain, anorexia, fever and vomiting in cases of
nepatitis
Jaundice with dark colored urine & pale stool.
Abdominal distension; due to hepatomegaly.
Bleeding tendency e.g. hematemesis, melena &
epistaxis.
Purities.
Failure to thrive & malaise.
Metabolic consequence of liver diseases e.g.

encephalopat.



I shrunken liver
Portal Hypertension
@ Splenomegaly
e Dilated abdominal wall veins
» Ascites

» Clubbing especially in chronic liver disease

‘_.-_-..




JN TESTS:
- Cellular injury: Assessed by SerumTransaminases:
ine Aminotransferase (ALT) normal value is 5-45U/L
Aspartate Transaminase (AST) normal value 15-55U/L

They are increased in liver necrosis marked in acute hepatitis.

ALT is a more sensitive indicator of liver damage.




' DE assessed DV
naily no bilirubin in urine

Dstructive and Hepatocellular Jaundice
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l0gen In urine is increased in:

lepatocelluar jaundice. -Hemolytic anemia.

Increased S. gamma glutamyl transferase in obstructive

laundice.
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Erum albumin level in liver cirhosis

evated Serum 'mmunoglobulins in chronic liver diseases

Uelayed prothrombin time and concentration (normal value 10-13 seconds

and 85%-100% respectively).
Imaging study of the liver-

Liver ultrasound it shows:

Diffuse liver disease; cirrhosis, metabolic disease. hepatic periportal
bilharzial fibrosis and fatty liver.

. Biliary channel patency, choledocal cyst and gall stones.

. Focal lesions, liver abscess - Ascites and subphrenic abscess.
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anning it display liver size, morphology, focal

ANd biliary excretion.

iputerized tomography (CT) it demonstrates the presence
of focal lesion, and cyst.
Magnetic resonance imaging (MRI) it can shows patency of
biliary tree and focal lesion.
Liver biopsy and histopathological examination, it is the key

for diagnosis of most liver disease.
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€SS Of the hepatocytes characterized
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€egeneration with loss of hepatic

1an siXx months duration
e than six months
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| ERIAL :
Jart of generalized septicemia.
- Isolated pyaemic liver abscess. - Leptospirosis.
Protozoal: e.g amoebic hepatitis.
ll- Drugs and Toxins:

Anti T.B. e.g Isoniozid - antimetabolites - anticonvulsant:-
valporic acid

Irradiation - total parenteral nutrition
lll- Immunological Disorders

-As apart of : S.L.E and J.R.A

- |solated auto immune hepatitis
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itrypsine deficiency - galactosemia -

senemia

Haemosidrosis - W ilson disease

\/- Vascular Causes

- Hepatic vein thrombosis. - Hepatic artery thrombosis

V|- Tumors:

- Primary- hepatoma or hepatoblastoma

stoma, lymphoma, leukemia

_ Secondary:- N4
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After which the child become nearly

> areas 30-80 % of children acquire subclinical or anicteric
nfection in the first few years of life.  -Anorexia - Nausea — Vomiting

Fever - Abdominal discomfort

_Irregular bowel motions for a few days - Dark unne and mild scleral

Jaundme







O Specific therapy for acute viral hepatitis,

Most children are Managed at home except
IS suspected.

If liver cell failure

Balanced diet with low fat intake should be given.
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tical transmission)

due to contact with a mother's infected blood at

-Transplacental transmission is rare

in patient receiving blood transfusion or blood products. renal

lysis, dental care, and through contaminated syringe and needles

(45-160 days).
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The first evidence of infection IS elevation of ALT. which

€lore the prodromal symptoms appears.

Routine screening for HBV requires at least two serological markers:
-HBsAg which indicate infection and HBeAg which indicate infectivity.

-HBcAD (IgM and IgG) is detected early in the disease and Is important

because it differentiates between the carrier and acute and chronic

panent




ich can leads to cirrhosis

\epatitis with encephalopathy, coagulopathy and

dema (Rare).
nemia

ar carcinoma on top of cirrhosis.
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treatment.
‘terferon a 2b and lamivudine are used in chronic HBV in

adult.

Liver transplantation is used in end stage HBV infection

Recovery may be complete.

The child may remain as an a symptomatic carrier ,0r chronic

patient for montns OLgmes:
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~€dl€ prick exposure, hemodialysis, organ transplar
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tN€ acute infection is usually similar to that of other

ite HCV infection is usually mild and may be asymptomatic but

fulminant liver failure may occur leading to poor prognosis

HCV is the most likely hepatitis virus to cause chronic infection (in about
5% of the patients).

Chronic HCV infection may be associated with exctrahepatic manifestation

include

-Cutaneous Vasculitis . Peripheral neuropathy - Cerebritis

- Nephrotic syndrome

_Membrano-prolifrative g pphritis
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I he effective therapy is under trial are:

-Monotherapy with Interferone az2b

-Combination therapy with Interferone a 2b and Ribavirine results in

higher frequency of sustained response and in histologic
improvement.

» There is no available vaccine against HCV.

» Proper screening of blood and blood products to eliminate all

blood-bomne viruses.
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I as fibrosis (scarring) plus nodule formation (regeneration)

MOSIS Is a pattern, not a disease or a specific phenomenon

Cirrhosis can happen after any disease that causes liver cell death

Other organs like the kidneys, heart, and lungs are not able to regenerate




Autoimmune hepatiis, and bile duct diseases
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Hep atitis

Autoantibodies against hepatocytes

‘middle age, mainly females
jaundice, RUQ pain, syst
iated with other autoimmu

Young/
Presentatmn

May be associ

lnvestigations

emic symptoms
ne conditions

ti—smooth muscle antibodies (80%), anti-

dles (10%)
mal type 1

._liver/kidney microso

'« (steroids, azathloprme), transplant




Primary Biliary Cirrhosis

Chronic granulomatous i nflammation of interlobular bile ducts

Autoimmune: anti-mitochrondrial antibody (98%)
Associated with other autoimmune conditions

» F:M 91,

Primary Sclerosing Cholangitis

, Inflammation, fibrosis and strictures (‘beading)

of intra and extra-hepatic bile ducts
. Autoimmune:AN CA (80%)

. Associated with IBD

+ 20-30% develop cholangiocarcinoma




on's Disease and Alpha 1 Deficiency

Wilson’s Disease
AR defect in copper transporting ATPase
Copper accumulates in liver + CNS +
Kayser-Fleischer rings
Investigations: serum seruloplasmin level, 24hrs urinary copper
level and liver biopsy
Rx: penicillamine, transplant

Alpha-1 Antitrypsin Deficiency

. AR deficiency of cuAT
Serine protease inhibitor produced by liver

Emphysema + liver dah



-Cirrhosis may occur early, irrespective of the cause.

-A combination of laparoscopy and biopsy is more reliable than
biopsy alone for the diagnosis of cirrhosis in children with
chronic hepatitis.

Blood tests, CT scans, liver biopsies, and MRI and

ultrasonography studies help confirm the cause of the

cirrhosis, and the extent of liver damage.
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