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HBsAg negative Susceptible

anti-HBc negative

anti-HBs negative

HBsAg negative Immune due to natural infection

anti-HBc positive
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l___________________________________________________________________________________________|

HBsAg negative Immune due to hepatitis B vaccination

anti-HBc negative

anti-HBs positive
l___________________________________________________________________________________________|

HBsAg positive Acutely infected

anti-HBc positive

IgM anti-HBc positive

anti-HBs negative
l___________________________________________________________________________________________|

HBsAg positive Chronically infected

anti-HBc positive

IgM anti-HBc negative

anti-HBs negative
l__________________________________________________________________________________________________|

HBsAg negative Interpretation unclear; four possibilities:
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anti-HBs negative 2. False-positive anti-HBc, thus susceptible
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5. (2004« Hassan) el dala ¥ ) LAY 4 Leie Cangll dygun AT (g5lal) gall paiyg
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Apoptosis Apoptotic Bodies
(cell shrinks, chromatin condenses) are phagozytosed;
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MNecrosis S Cellular and nuclear
{cell swells) Cell becomes leaky, lysis causes inflam-
blebbina mation
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Figure 3.1. Elements of the mitochondrial pathway'"
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ABSTRACT

Viral hepatitis is the most common epidemic disease worldwide . It is one
of the serious health problems which spreading all over the world ,especially
in the developing countries . Viral hepatitis including the five main types
symbolized with (A,B,C and D ) according to their discovering dates .
Moreover , there are other two types such as G and F ,both less important
,new found and we have no more detailed information about their effects on
human health.

This study was conducted to evaluate the Apoptosis (the programmed
death of the cells) process on the patients who affected with viral hepatitis
(pattern B). the tests done by measuring the level of Fas , Fas Ligand and
the levels of Beta 2-microglobulin the serum of patients with viral hepatitis
pattern B .Moreover , the objective was to study its relations to the
development of the disease status of patients.

The study samples included 103 individuals infected with viral hepatitis
B, and the control treatment was 40 uninfected individuals. The samples
were collected during 15/ 8/2012 - 15/12/2012 from different hospitals
( Blood bank, hospitals AL-Shaheed Ghazi AL -Hariri and Baghdad
Teaching hospital ) all located in Baghdad ,Irag .The ages of sample
individuals were varying (20-60). The results showed that (30-39)
individuals recorded the highest rate 35% and the least rate recorded with
(50-60) individuals ,the rate was 20.4% the injury rate was more higher with
male 64.1% then the female 35.9% .

Proved tests Biochemical liver enzymes Alkaline phosphatase(ALP),
Alanine aminotransferase(GPT), Aspartateamino transferase (GOT),
Bilirubin levels (TSB) Presence a significant difference in (GPT, TSB,
ALP), while there was an increase, but not significant in the examination
(GOT) , Regarding the spread of virus core (core-IgG) with viral hepatitis
B, The results showed that 54 individuals (52.4%) were positive with one
old injury. The ( core-IgM) test showed that 29 individuals (28.2%) were
found with positive status and one new injury.
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In terms of immunity studies, the findings showed increase in Fas Ligand
levels with patients who infected with viral hepatitis pattern B ,this increase
plays a critical role in programmed death of the cells (Apoptosis).

Fas and Fas Ligand proteins regulate the mainstream of the formation of
the programmed death of the cells or the tissue. The cellular death timely
occurs pre chronic hepatitis infections .

The study involved , the estimation of Beta 2-microglobulin level with
viral hepatitis pattern B. Beta 2-microglobulin is a small size membrane
protein accompanied by heavy chain of complex Histocompatibility. Study
results indicate that the rate of beta 2-microglobulin is increase in some
inflammatory ,infections cases, in kidney failure and in autoimmune
diseases.

In terms of the relations between the increase of Fas , Fas Ligand and Beta
2-microglobulin with increase of the liver enzymes (ALP,GOT,GOT,TSB)
in the patients with viral hepatitis pattern B, the results showed significant
relation of apoptosis factors (Fas , Fas Ligand) and Beta 2-microglobulin,
because all aforementioned used as good indicators to watch the injured
liver.



