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HEMATOLOGIC

Culling or destruction of senescent erythrocytes
Pitting or removal of cytoplasmic inclusions in erythrocytes
Reservoir for platelets and granulocytes

Hematopoiesis—during fetal life and in conditions associated with
bone marrow destruction

IMMUNOLOGIC

Filtration and trapping of circulatory antigens
Lymphocyte stimulation and proliferation
Antibody production in germinal follicles
Production of opsonins: tuftsin and properdin
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= Bilirubin metabolism
= Bile acid metabolism
= Carbohydrate metabolism

= Lipid metabolism
= Xenobiotic metabolism
= Protein synthesis
= |[mmune function
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= [lpwtoAoiuwen atro EBV, CMV, HIV

= Oceia nmmaTtitioa (HAV, HBV, HCV, HDV, HEV,
HGV, aAAol NTTaTOTPOTTOI 101, PAPUAKEUTIKNG =
aITIOAOYIAG)

= XpoVvia EVEPYOC NITATITION (I0YEVNG, AUTOAVOON)

= Aciopaviaon



Source of / / /

virus feces specific specific specific I1ess |
body fluids  body fluids body fluids '

Route of fecal-oral  percutaneous percutaneous percutaneous fecal-oral

transmission orogenital  permucosal  permucosal  permucosal orogenital

Asymptomatic .y ~1/2 ~2/3 ~9/10 ~1/5

Infection

Chronic infection no yes yes yes no |




Hepatic failure
2 ~

Symptoms Jaundice ’
'
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Chronic hepatitis
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HBV DNA = N Acute
N\ hepatitis

HBY DNA and ALT
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Infection

: Symptomatic —
Asymptomatic acute hepatitis B

Resolved Chronic infection Resolved Chronic
Immune Immune infection

. Cirrhosis . Cirrhosis
Asymptomatic . Asymptomatic .
Liver cancer Liver cancer
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Total anti-HBc

IgM anti-HBc (may remain [+] for 12-18 mos.)
HBsAg
anti-HBs (HBsAb)

I | | | ‘| I
0 4 8 12 16 20 24 28 32 36 52 100

Weeks after Exposure — Infection
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Acute Chronic
(6 months) (Years)
HBsAg
Total anti-HBc
Titer |
IgM anti-HBc (may remain [+] for 12-18 mos.)
|
I I I I I I I I I
0 4 8 12 16 20 24 28 32 36 52 Years

. Ball, MD, MPH Weeks after Exposure — Infection
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THE most common bloodborne pathogen
globally & in USA (est. ~4 million persons)

THE leading cause of chronic liver disease in
USA (alcohol & HBV/ HCYV globally)

THE leading indication for liver transplants
in USA
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Sex (multiple partners) prevalence

Injecting drug 15-20 % of cases 2 #u7-
60 % 10-49 ~ 3%
29-2%
HCV- Transfusion 10%
the mostYapIGIVEACHUITEH N (before screening
most prevailer '_'3:- SE INIDUS in J“l}’ 1992}
Other* 5%
*Nosocomial
Unknown 10% Health-care work |

Perinatal



Ozl rrrretrrrioel

GE:
15% - 20% TLOY oz Vi)Y

anti-HCYV (anitbody

/\\ 1. EIA Antibody Screen (+
| HCV RNA 2. RIBA Ab Confirmatory |
3. HCYV PCR RNA
qual. or quant.is (-)
after spontaneous

Titer

cleared)

ALT recovery (ie. HCV I

Months Years
Time after Exposure — Infection



Titer

Apovid rrraririod ©
(~80-85% of Patients)

anti-HCYV (antibody)

1. EIA Screen (+)
2. RIBA Confirmatory (+

3. PCR

A single
normal ALT
or RNA-PCR
doesn’t rule
out HCV
fection !!!

Months Years
Time after Exposure — Infection



Signs & Symptoms of PHTN

\ Gynecomastia
‘./
4

E dema A “, | Cagput -
- i medusae
Ascites ‘ 33

X Ascites

Caput medusae y /
Prominent veins on the abdominal wall Umbilical hemia
Confusion |
Asterixis

Splenomegaly
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Ascites

|

-8~ Bacterial peritonitis

=i~ Encephalopathy

r—

=»=Variceal bleeding

Hepatocellular
carcinoma
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HITATOKUTTAPIKO KADKIVOIT

» 90% of primary liver cancer

» One million cases occur annually
» 4%-5% of all human cancer

» (th commonest cancer In men

» 9th commonest cancer in women
» Significantly caused by HBV &HCV |
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Others and unexplained Factors (10%0)

HCV (22%)

Diabetes Mellitus (20%)

HBV (16%)

Ethanol consumption (32%)



Odds Ratio (OR)
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Odds Ratio (OR)
=

Reference 2.7 (1.9-6.2)

HBV- Anti-HBc HBsAg
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24

Alcohol

19.1

Virus

Both




v

T UToOKUTTURIKOC KaDKIVO!

} The most significant risk factors of HCC in USA are:
V/Chrnnic hepatitis C and B
4 Heavy alcohol consumption
v Diabetes mellitus
4 Cigarette smoking

4 Family history of liver cancer
> Significant interaction on the additive scale was noted for

‘/Alcnhnl consumption with viral hepatitis and

‘/Alcnhnl consumption with diabetes mellitus

> Other risk factors including obesity, occupational, female hormones,
and nutritional have been collected for publication
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A Cross section
of esophagus

Varices
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Healthy Hypersplenism
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CONSTRUCTIONAL
ASTERIXIS APRAXIA ABNORMAL EEC
= '] ‘ wol A\ e
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Coarse During  After  During  After

Flapping Tremor

Encephalopathy

Encephalopathy
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A. ITP
B. Hemolytic Anemias

C. Gaucher’s Disease

D. Chronic Lymphocytic Leukemia (CLL)

E. Spleen is enlarged in all the above
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