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Abstract; 
This study was done  in Al- Hussein Teaching Hospital in An-Nasiriyah City, on 97 patients through 

one year from august 2011 to July 2012,those patients were complaining from fever, jaundice, pain 

in right  hypochondrial area,   dark color  urine,  loss of  appetite, nausea   and vomiting ,after 

complete history and clinical examination with specific investigation for viral hepatitis, we selected    

the cases that improved " the complaining from viral hepatitis B or C, that, we    exclude all the  

patients who suffered from other causes.  We can investigate 97 of those patients complaining from 

viral hepatitis B. or C. Their  age ranging from   23-68 years. 

We divided those  patients to  many groups according to the level of liver enzymes as serum A.S.T., 

serum A.L.T., Alkaline Phosphates,  and  Alanin   Transaminase. Hepamerze was the treatment 

which was given  to those patients for 14 days, other group for 21 days and other 28 days. All 

patients  were   followed-up   regularly to  evaluate   the  effect of Hepamerze on the liver . 

We found that, the peak effect of Hepamerze on day 16th and day 21th where 42% of the cases, that, 

there were completely reduction in the liver enzymes. 
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I. Introduction; 
Hepamerze is composed from active substance: L-ornithine L-aspartate 3,00 g; with the 

additional substances are anhydrous citric acid, lemon flavor, orange flavor, sodium saccharin, 

sodium cyclamate, orange-yellow S (Е 110), povidone К 25, laevulose. Hepamerze is Hepaprotector-

detoxicant. Lowers high ammonia level in the organism, and, particularly, in the encephalon(1).  

under disorder of desintoxication liver function. It has an apparent effect upon toxic hepatic 

encephalopathy(2). The action of the preparation is connected with participation thereof in the urea 

cycle (formation of urea from ammonia, increase in glutamine synthesis). Contributes to production 

of insulin and somatotropic hormone STH. Improves protein metabolism in diseases requiring 

parenteral nutrition(3)
.
 

Hepamerze has adverse effect as Cutaneous reactions are rarely observed. In specific cases 

– nausea, vomiting. It has some contraindications as Apparent hepatic dysfunction (with creatinine 

level exceeding 3 mg/100 ml of blood plasma)(4).
 
It 

Interacted with other medicinal products: As no compatibility studies have been performed, 

the medicinal product must not be mixed with other medicinal products. It has 5 year shelf life and 

store in room temperature. 

Hepa-Merz is a hepatoprotective medications that lowers high ammonia levels in the 

organism. Hepa-Merz possesses the expressed therapeutic effect against toxic liver encephalopathy, 

contributes to production of insulin and somatotropic hormone STH,   improves   protein  

metabolism  in  diseases required     parenteral       nutrition(5). 

Hepamerze is indicated: in acute and chronic liver diseases, manifested in 

hyperammoniemia in liver encephalopathy 

Talk       with          your       doctor        before    the   treatment  with     Hepa-Merz if you are 

pregnant or breastfeeding(6).  

 

Hepatitis B 

Hepatitis B is an infectious inflammatory illness of the liver caused by the hepatitis B virus 

(HBV) that affects hominoidea, including humans. Originally known as "serum hepatitis"(7) the 

disease has caused epidemics in parts of Asia and Africa, and it is endemic in China(8). About a third 

of the world population has been infected at one point in their lives(9), including 350 million who are 

chronic carriers(10). 
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The virus is transmitted by exposure to infectious blood or body fluids such as semen and 

vaginal fluids, while viral DNA has been detected in the saliva, tears, and urine of chronic carriers. 

Perinatal infection is a major route of infection in endemic (mainly developing) countries. Other risk 

factors for developing HBV infection include working in a healthcare setting, transfusions, dialysis, 

acupuncture, tattooing, sharing razors or toothbrushes with an infected person, travel in countries 

where it is endemic, and residence in an institution.(3, 6, 7, 8). However, hepatitis B viruses cannot 

be spread by holding hands, sharing eating utensils or drinking glasses, kissing, hugging, coughing, 

sneezing, or breastfeeding(9). 

The acute illness causes liver inflammation, vomiting, jaundice, and, rarely, death. Chronic 

hepatitis B may eventually cause cirrhosis and liver cancer—a disease with poor response to all but a 

few current therapies(10). The infection is preventable by vaccination(11). 

Hepatitis B virus is a hepadnavirus—hepa from hepatotropic (attracted to the liver) and dna 

because it is a virus and it has a circular genome of partially double-stranded DNA. The viruses 

replicate through an RNA intermediate form by reverse transcription, which in practice relates them 

to retroviruses(12, 13). Although replication takes place in the liver, the virus spreads to the blood 

where viral proteins and antibodies against them are found in infected people(14). The hepatitis B 

virus is 50 to 100 times more infectious than HIV(15). 

 

Signs and symptoms 

Acute infection with hepatitis B virus is associated with acute viral hepatitis – an illness that 

begins with general ill-health, loss of appetite, nausea, vomiting, body aches, mild fever, and dark 

urine, and then progresses to development of jaundice. It has been noted that itchy skin has been an 

indication as a possible symptom of all hepatitis virus types. The illness lasts for a few weeks and 

then gradually improves in most affected people. A few people may have more severe liver disease 

(fulminant hepatic failure), and may die as a result. The infection may be entirely asymptomatic and 

may go unrecognized(16). 

 

Genome 

The genome of HBV is made of circular DNA, but it is unusual because the DNA is not 

fully double-stranded. One end of the full length strand is linked to the viral DNA polymerase. The 

genome is 3020–3320 nucleotides long (for the full-length strand) and 1700–2800 nucleotides long 

(for the short length-strand)(17). 

The negative-sense (non-coding) is complementary to the viral mRNA. The viral DNA is 

found in the nucleus soon after infection of the cell. The partially double-stranded DNA is rendered 

fully double-stranded by completion of the (+) sense strand and removal of a protein molecule from 

the (-) sense strand and a short sequence of RNA from the (+) sense strand. Non-coding bases are 

removed from the ends of the (-) sense strand and the ends are rejoined. There are four known genes 

encoded by the genome, called C, X, P, and S. The core protein is coded for by gene C (HBcAg), and 

its start codon is preceded by an upstream in-frame AUG start codon from which the pre-core protein 

is produced. HBeAg is produced by proteolytic processing of the pre-core protein(18).  

 

Serotypes and genotypes 

             The virus is divided into four major serotypes (adr, adw, ayr, ayw) based on antigenic 

epitopes presented on its envelope proteins, and into eight genotypes (A-H) according to overall 

nucleotide sequence variation of the genome. The genotypes have a distinct geographical distribution 

and are used in tracing the evolution and transmission of the virus. Differences between genotypes 

affect the disease severity, course and likelihood of complications, and response to treatment and 

possibly vaccination(18, 19).  

              Genotypes differ by at least 8% of their sequence and were first reported in 1988 when six 

were initially described (A-F)(20). Two further types have since been described (G and H)(21). Most 

genotypes are now divided into subgenotypes with distinct properties(22). 

               Genotype A is most commonly found in the Americas, Africa, India and Western Europe. 

Genotype B is most commonly found in Asia and the United States. Genotype B1 dominates in 

Japan, B2 in China and Vietnam while B3 confined to Indonesia. B4 is confined to Vietnam. All 

these strains specify the serotype ayw1. B5 is most common in the Philippines. Genotype C is most 

common in Asia and the United States. Subgenotype C1 is common in Japan, Korea and China. C2 is 

common in China, South-East Asia and Bangladesh and C3 in Oceania.                                    

All  these     strains specify the serotype adrq. C4 specifying ayw3 is found in Aborigines from 

Australia.(23).  
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Genotype D is most commonly found in Southern Europe, India and the United States and has been 

divided into 8 subtypes (D1–D8). In Turkey genotype D is also the most common type(22). 

  

Pathogenesis: 

              Hepatitis B virus primarily interferes with the functions of the liver by replicating in liver 

cells, known as hepatocytes. A functional receptor is NTCP(24). There is evidence that the receptor 

in the closely related duck hepatitis B viruscarboxypeptidase D(25). The virions bind to the host cell 

via the preS domain of the viral surface antigen and are subsequently internalized by endocytosis. 

HBV-preS-specific receptors are expressed primarily on hepatocytes; however, viral DNA and 

proteins have also been detected in extrahepatic sites, suggesting that cellular receptors for HBV may 

also exist on extrahepatic cells(26). 

               During HBV infection, the host immune response causes both hepatocellular damage and 

viral clearance. Although the innate immune response does not play a significant role in these 

processes, the adaptive immune response, in particular virus-specific cytotoxic T 

lymphocytes(CTLs), contributes to most of the liver injury associated with HBV infection. CTLs 

eliminate HBV infection by killing infected cells and producing antiviral cytokines, which are then 

used to purge HBV from viable hepatocytes(28). Although liver damage is initiated and mediated by 

the CTLs, antigen-nonspecific inflammatory cells can worsen CTL-induced immunopathology, and 

platelets activated at the site of infection may facilitate the accumulation of CTLs in the liver(29). 

 

Transmission: 

             Transmission of hepatitis B virus results from exposure to infectious blood or body fluids 

containing blood. Possible forms of transmission include sexual contact, blood transfusions and 

transfusion with other human blood products . re-use of contaminated needles and syringes(27), and 

vertical transmission from mother to child (MTCT) during childbirth. Without intervention, a mother 

who is positive for HBsAg confers a 20% risk of passing the infection to her offspring at the time of 

birth. This risk is as high as 90% if the mother is also positive for HBeAg. HBV can be transmitted 

between family members within households, possibly by contact of nonintact skin or mucous 

membrane with secretions or saliva containing HBV. 
[28]

 However, at least 30% of reported hepatitis 

B among adults cannot be associated with an identifiable risk factor. And Shi et al. showed that 

breastfeeding after proper immunoprophylaxis did not contribute to MTCT of HBV(29). 

 

Diagnosis 

Hepatitis B viral antigens and antibodies detectable in the blood following acute infection.  

Hepatitis B viral antigens and antibodies detectable in the blood of a chronically infected person. 

The tests, called assays, for detection of hepatitis B virus infection involve serum or blood tests that 

detect either viral antigens (proteins produced by the virus) or antibodies produced by the host. 

Interpretation of these assays is complex(30).The hepatitis B surface antigen (HBsAg) is most 

frequently used to screen for the presence of this infection. It is the first detectable viral antigen to 

appear during infection. However, early in an infection, this antigen may not be present and it may 

be undetectable later in the infection as it is being cleared by the host. The infectious virion contains 

an inner "core particle" enclosing viral genome. The icosahedral core particle is made of 180 or 240 

copies of core protein, alternatively known as hepatitis B core antigen, or HBcAg. During this 

'window' in which the host remains infected but is successfully clearing the virus, IgM antibodies to 

the hepatitis B core antigen (anti-HBc IgM) may be the only serological evidence of disease. 

Therefore most hepatitis B diagnostic panels contain HBsAg and total anti-HBc (both IgM and 

IgG)(31).  

Shortly after the appearance of the HBsAg, another antigen called hepatitis B e antigen 

(HBeAg) will appear. Traditionally, the presence of HBeAg in a host's serum is associated with much 

higher rates of viral replication and enhanced infectivity; however, variants of the hepatitis B virus 

do not produce the 'e' antigen, so this rule does not always hold true. During the natural course of an 

infection, the HBeAg may be cleared, and antibodies to the 'e' antigen (anti-HBe) will arise 

immediately afterwards. This conversion is usually associated with a dramatic decline in viral 

replication(32). 
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Ground glass hepatocytes as seen in a chronic hepatitis B. Liver biopsy. H& E stains. 

 

If the host is able to clear the infection, eventually the HBsAg will become undetectable and 

will be followed by IgG antibodies to the hepatitis B surface antigen and core antigen, (anti-HBs and 

anti HBc IgG)(33). The time between the removal of the HBsAg and the appearance of anti-HBs is 

called the window period.    A person negative for HBsAg but positive for anti-HBs either has 

cleared an infection or has been vaccinated previously. 

Individuals who remain HBsAg positive for at least six months are considered to be 

hepatitis B carriers(34). Carriers of the virus may have chronic hepatitis B, which would be reflected 

by elevated serum alanine aminotransferase (ALT) levels and inflammation of the liver, as revealed 

by biopsy. Carriers who have seroconverted to HBeAg negative status, in particular those who 

acquired the infection as adults, have very little viral multiplication and hence may be at little risk of 

long-term complications or of transmitting infection to others(35). 

PCR tests have been developed to detect and measure the amount of HBV DNA, called the 

viral load, in clinical specimens. These tests are used to assess a person's infection status and to 

monitor treatment. Individuals with high viral loads, characteristically have ground glass 

hepatocytes(34).  

The earliest record of an epidemic caused by hepatitis B virus was made by Lurman in 

1885(36). An outbreak of smallpox occurred in Bremen in 1883 and 1,289 shipyard employees were 

vaccinated with lymph from other people. After several weeks, and up to eight months later, 191 of 

the vaccinated workers became ill with jaundice and were diagnosed as suffering from serum 

hepatitis. Other employees who had been inoculated with different batches of lymph remained 

healthy. Lurman's paper, now regarded as a classical example of an epidemiological study, proved 

that contaminated lymph was the source of the outbreak. Later, numerous similar outbreaks were 

reported following the introduction, in 1909, of hypodermic needles that were used, and, more 

importantly, reused, for administering Salvarsan for the treatment of syphilis. The virus was not 

discovered until 1965 when Baruch Blumberg , then working at the National Institutes of Health 

(NIH), discovered the Australia antigen (later known to be hepatitis B surface antigen, or HBsAg) in 

the blood of Australian aboriginal people(34). Although a virus had been suspected since the 

research published by MacCallum in 1947,  D.S. Dane and others discovered the virus particle in 

1970 by electron microscopy. By the early 1980s the genome of the virus had been sequenced, and 

the first vaccines were being tested(37). 

 

Hepatitis C : 

Hepatitis C is an infectious disease affecting primarily the liver, caused by the hepatitis C 

virus (HCV)(38). The infection is often asymptomatic, but chronic infection can lead to scarring of 

the liver and ultimately to cirrhosis, which is generally apparent after many years. In some cases, 

those with cirrhosis will go on to develop liver failure, liver cancer or life-threatening esophageal and 

gastric varices(39). 

HCV is spread primarily by blood-to-blood contact associated with intravenous drug use, 

poorly sterilized medical equipment and transfusions. An estimated 130–200 million people 

worldwide are infected with hepatitis C. The existence of hepatitis C (originally "non-A non-B 

hepatitis") was postulated in the 1970s and proven in 1989(30). Hepatitis C only infects humans and 

chimpanzees(40). 

The virus persists in the liver in about 85% of those infected. This persistent infection can 

be treated with medication: the standard therapy is a combination of peginterferon and ribavirin, with 

either boceprevir or telaprevir added in some cases. Overall, 50–80% of people treated are cured. 

Those who develop cirrhosis or liver cancer may require a liver transplant. Hepatitis C is the leading 

cause of liver transplantation, though the virus usually recurs after transplantation. No vaccine 

against hepatitis C is available(41). 
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Signs and symptoms : 

Acute infection : 

Hepatitis C infection causes acute symptoms in 15% of cases. Symptoms are generally mild 

and vague, including a decreased appetite, fatigue, nausea, muscle or joint pains, and weight loss and 

rarely does acute liver failure result. Most cases of acute infection are not associated with jaundice. 

The infection resolves spontaneously in 10-50% of cases, which occurs more frequently in 

individuals who are young and female(42). 

 

Virology: 

The hepatitis C virus (HCV) is a small, enveloped, single-stranded, positive-sense RNA 

virus. It is a member of the hepacivirus genus in the family Flaviviridae.
[43]

 There are seven major 

genotypes of HCV, which are indicated numerically from one to seven(43). In the United States, 

about 70% of cases are caused by genotype 1, 20% by genotype 2, and about 1% by each of the other 

genotypes. Genotype 1 is also the most common in South America and Europe(44). 

 

Transmission: 

 
"Hepatitis C infection in the United States by source 

The primary route of transmission in the developed world is intravenous drug use (IDU), 

while in the developing world the main methods are blood transfusions and unsafe medical 

procedures. The cause of transmission remains unknown in 20% of cases; however, many of these 

are believed to be accounted for by IDU(45). 

Intravenous drug use:- IDU is a major risk factor for hepatitis C in many parts of the world(46)  

Healthcare exposure:- Blood transfusion, transfusion of blood products, or organ transplantation 

without HCV screening carry significant risks of infection(47). Those who have experienced a 

needle stick injury from someone who was HCV positive have about a 1.8% chance of subsequently 

contracting the disease themselves. The risk is greater if the needle in question is hollow and the 

puncture wound is deep. There is a risk from mucosal exposures to blood; but this risk is low, and 

there is no risk if blood exposure occurs on intact skin(48. Hospital equipment has also been 

documented as a method of transmission of hepatitis C including: reuse of needles and syringes, 

multiple-use medication vials, infusion bags, and improperly sterilized surgical equipment, among 

others(49). Limitations in the implementation and enforcement of stringent standard precautions in 

public and private medical and dental facilities are known to be the primary cause of the spread of 

HCV in Egypt, the country with highest rate of infection in the world(50). 

Sexual intercourse:- Whether hepatitis C can be transmitted through sexual activity is 

controversial(51). While there is an association between high-risk sexual activity and hepatitis C, it is 

not known whether transmission of the disease is due to drug use that has not been admitted to or sex 

as a risk factor. The majority of evidence supports there being no risk for monogamous heterosexual 

couples. Sexual practices that involve higher levels of trauma to the anogenital mucosa, such as anal 

penetrative sex(52).  

Body modification:- Tattooing is associated with two to threefold increased risk of hepatitis C(53).  

Shared personal items:- Personal-care items such as razors, toothbrushes, and manicuring or 

pedicuring equipment can be contaminated with blood. Sharing such items can potentially lead to 

exposure to HCV(54).  

Vertical transmission:- Vertical transmission of hepatitis C from an infected mother to her child 

occurs in less than 10% of pregnancies(55).. 

Diagnosis: 

Serologic profile of Hepatitis C infection:- There are a number of diagnostic tests for hepatitis C 

including: HCV antibody enzyme immunoassay or ELISA, recombinant immunoblot assay, and 
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quantitative HCV RNA polymerase chain reaction (PCR). HCV RNA can be detected by PCR 

typically one to two weeks after infection, while antibodies can take substantially longer to form and 

thus be detected(56). 

Biopsy:- Liver biopsies are used to determine the degree of liver damage present; however, there are 

risks from the procedure. The typical changes seen are lymphocytes within the parenchyma, 

lymphoid follicles  in portal triad, and changes to the bile ducts. There are a number of blood tests 

available that try to determine the degree of hepatic fibrosis and alleviate the need for biopsy(57). 

Treatment:- HCV induces chronic infection in 50–80% of infected persons. Approximately 40-80% 

of these clear with treatment. In rare cases, infection can clear without treatment. Those with chronic 

hepatitis C are advised to avoid alcohol and medications toxic to the liver and to be vaccinated for 

hepatitis A and hepatitis B. Ultrasound surveillance for hepatocellular carcinoma is recommended in 

those with accompanying cirrhosis(58). 

Prognosis:- Responses to treatment vary by HCV C genotype, and is measured by sustained viral 

response. Sustained response is about 40-50% in people with HCV genotype 1 given 48 weeks of 

treatment(59). Sustained response is seen in 70-80% of people with HCV genotypes 2 and 3 with 24 

weeks of treatment. Sustained response is about 65% in those with genotype 4 given 48 weeks of 

treatment. The evidence for treatment in genotype 6 disease is sparse, and the evidence that exists is 

for 48 weeks of treatment at the same doses as are used for genotype 1 disease. Successful treatment 

decreases the future risk of hepatocellular carcinoma by three quarters(60). 

Epidemiology:- Prevalence of hepatitis C worldwide in 1999. It is estimated that 130–200 million 

people, or ~3% of the world's population, are living with chronic hepatitis C. About 3–4 million 

people are infected per year, and more than 350,000 people die yearly from hepatitis C-related 

diseases. Rates have increased substantially in the 20th century due to a combination of IDU and 

intravenous medication or poorly sterilized medical equipment(61). 

Among those chronically infected, the risk of cirrhosis after 20 years varies between studies 

but has been estimated at ~10%-15% for men and ~1-5% for women. The reason for this difference 

is not known. Once cirrhosis is established, the rate of developing hepatocellular carcinoma is ~1%-

4% per year(62). 

In the United States, about 2% of people have hepatitis C. with about 35,000 to 185,000 

new cases a year. Rates have decreased in the Western world since the 1990s due to improved 

screening of blood before transfusion. Annual deaths from HCV in the United States range from 

8,000 to 10,000; expectations are that this mortality rate will increase, as those infected by 

transfusion before HCV testing become apparent(63). 

Prevalence is higher in some countries in Africa and Asia. Countries with particularly high 

rates of infection include Egypt (22%), Pakistan (4.8%) and China (3.2%). It is believed that the high 

prevalence in Egypt is linked to a now-discontinued mass-treatment campaign for schistosomiasis, 

using improperly sterilized glass syringes(64). 

 

II. Patients And Methods: 
This study was done in Al-Hussein Teaching Hospital on 97 patients, who were 

complaining from acute viral hepatitis  types B or C. through one year from August 2011 to July 

2012, 344 patients coming to outpatient to AL-Hussein Teaching Hospital, complaining from fever, 

nausea, vomiting, right hypochondrial pain and tenderness with dark yellow urine ,specific test for 

viral hepatitis B and C through eliza technique to isolate the patients who complaining from acute 

viral hepatitis B, or C and exclude other patients who complaining from other causes .The 97 patients 

were improved who were viral hepatitis.  Liver function tests were also done for them mainly liver 

enzymes "alanin transamenase"(ALT), "aspertate-trans-amenase"(AST), and total serum 

billirobin(T.S.B)) ,autrasonographic findings, were also done to visualize the architecture finding of 

the liver. We  classified those patients to 3 groups mild cases were (33 patients) that, the levels of 

ALT& AST enzymes range between 55-65 U/L  and total serum billirobin between 1.4-2.5 mg/dl, 

moderate cases were (35 patients) that, the levels of their enzymes were within a range of  "68-80" 

U/L. The T.S.B. were within a range of "2.7-4.0" mg/dl and severely affected patients, which were 

(29 patients), their  liver enzymes were within the level above "80"U/L. and T.S.B. above "4.0" 

gm/dl. Other subdivision of those patients, were divided into: 2 groups according to the abnormality 

in their liver architecture, in which (70 patients) were within normal architecture and 27 patients 

were  within abnormal architecture (hypo echoic lesions).We started with the treatment by 

"Hepamerze" in dose 5g (as sachets, 1-2 sachets 3 times/day), for 3 periods in each groups, we 

treated those patients for 14 ,21 and 28 days frequently, then evaluated the results for each group      

by      laboratory       investigation   and      autrasonographic           finding.   
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III. Results; 
We get (97) patients (28%) out of (344) patients complaining from sign and symptoms of 

acute hepatitis and this represent a high percentage of  viral infection in our city. after treatment with 

hepamerze to those 3 groups for 14, 21and 28 days.               

We found that    these results as following; in mild cases: there's 7  patients(21.2%) of cases 

returned to normal level of serum A.L.T. & serum A.S.T..  within 14 days of treatment, and 11 

patients ( 33.3%) were improved after 21 days of treatment and 13 patients (39.3%) were improved 

within 28 days, while 2 patients(6%) reflected on any improvements as described in (paragraph 1). 

While those which were moderately affected patients 6 cases (17.1%) improved after 14 days ,11 

patients (31.4%) improved after 21 days , 13 patients (37.1%) improved after 28 days and 5 cases 

(14.2%) shown as; no any improvements as described in (paragraph 2), while in severely affected 

cases 3 patients (10.3%) return to normal liver functions within 14 days, 8 patients ( 27.5%) return 

within 21 days, and 12 patients( 41.3%) improved within 28 days while 6 cases (20.6%) had no 

benefit from  treatment as described in (paragraph 3). About disappearance of jaundice and return of 

t.s.b. to normal level in severely affected patients 2 cases (6.8%) returned to normal T.S.B. after 14 

days of treatment with hepamerze, 7 cases (24.1%) returned to normal sclera after 21 days, 14 cases 

(48.2%) returned to normal level of T.S.B. after 28 days, and only 6 patients (20.6%) had no benefit. 

While in mild affected cases 7 cases (21.2%) returned to normal level after 14 days, 11 cases 

(33.3%) within 21 days ,14 cases (42.4%) within 28 days; and only one case had no benefit. But in 

moderate cases we found that  9 cases (25.7%) returned after 14 days , 12 cases (34.2%) returned 

within 21 days,13 cases (37.1%) within 28 days, and only one patient had no benefit as described in 

(paragraph 5). And by the way of autrasonographic findings there were 27 patients only (27.8%) of 

cases who were abnormal texture of liver "hypo echoic lesion" due to the viral  effect on the liver ,  

by using hepamerze 5 patients (18.5%) returned to normal texture after 14 days ,   and 9(33.3%) 

patients after 21 days returned to normal texture, and 11 patients (40.7%) after 28 days the texture of 

liver returned to its normal while only 2 patients had not responded as described in( paragraph 4).                                                            

 

IV. Discussion; 
Hepa-Merz (L-ornithine, L-aspartate), is a unique hepatoprotector-detoxicant, hypoazotemic 

action of which is based on direct influence upon the basic mechanism of ammonia neutralization in 

hepatocytes. Hepa-Merz regulates metabolism of hepatic cells, reduces the level of hepatic enzymes 

in blood, promotes the recession of portocaval shunt under cirrhosis(1). 

From our study we found it’s the drug of choice for treatment of acute viral hepatits [viral B 

or C],its return the normal level of enzyme with a reasonable period especially in mild to moderate 

cases ,restoration of normal enzyme, that We get (97) patients (28%) out of (344) patients 

complaining from sign and symptoms of acute hepatitis and this represent a high percentage of  viral 

infection in our city. after treatment with hepamerze to those 3 groups for 14, 21and 28 days, we 

found that    these results as following; in mild cases: there's 7  patients(21.2%) of cases returned to 

normal level of serum A.L.T. & serum A.S.T..  within 14 days of treatment, and 11 patients ( 33.3%) 

were improved after 21 days of treatment and 13 patients (39.3%) were improved within 28 days, 

while 2 patients(6%) reflected on any improvements, this study was in agreement with Kircheis G, 

Nilius R, Held C, et al, that the efficacy of L-ornithine, and L-aspartate on mild, moderate and severe 

liver injuries(2).                                                                                                                       

Rees CJ, Oppong K, Al Mardini H, et al, found that there were some affects of hepamerze 

components on different stages of liver impairments, this study was accepted that, we found in this 

study; that those patients which were moderately affected patients 6 cases (17.1%) improved after 14 

days ,11 patients (31.4%) improved after 21 days ,13 patients(37.1%) improved after 28 days and 5 

cases (14.2%)(6).                                                                                                                      

Also this study reflected that, in severely affected cases 3 patients (10.3%) return to normal 

liver functions within 14 days, 8 patients ( 27.5%) return within 21 days, and 12 patients( 41.3%) 

improved within 28 days while 6 cases (20.6%) had no benefit from  treatment, this was accepted by 

Poo JL, Góngora J, Sánchez-Avila F, et al,       which they improve the effectiveness of Hepamerze 

on severely diseased liver, for example  cirrhosis, liver enlargement etc.(4).                                                                                                          

While this drug lead to decrease total serum  billirobin level which lead to disappearance of 

jaundice although it delay some time more than restoration of normal enzyme level, there was some 

percentage of cases in our study, that there was no any benefit from these treatment for  unknown 

causes as in mild cases 2 patients (6.8%), in moderate cases 5 patients (14.2%), and in severely 

affected patients, 6 patients (17.1%)  so we need more study for these cases which carry no any 

beneficial effect from hepamerze, this is may be accepted with Poo JL, Góngora J, Sánchez-Avila F, 
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et al., which they found in their study of hepamerze, that although the L-asspartate, and L-orthinate 

had high efficacious treatment of some hepatic injuries, but it may be of low grad efficacy mainly for 

some disease, like malignant, or a diseases of unknown etiology(4).                                                    

Also these results is agreement with Stauch S, Kircheis G, Adler G, et al, that although, oral 

L-ornithine-L-aspartate was the therapy of chronic hepatic encephalopathy, but it may play a role in 

reliving of jaundice deposition in brain,  and by this way the total serum bilirubine will reduce(3)                                                       

 

V. Conclusion; 
From  the  results  of  our  study  we  found  that  the  incidence  of   viral hepatitis with B& 

C  in our city  were high so we   need centers for early detection of acute viral hepatitis mainly B&C 

because hepamerze had high efficacy on mild and moderate cases we found from our study that in 

mild cases 31 patients with viral hepatitis      (B&C)         from        33        total       number  with  

mild  infection (93.9%) were improved within 28 days  and in moderate cases 30(85.7%) patients 

from 35 cases were improve within 28 days but in severely affected patients there were  high  

percentage of not responses to this treatments about 6 patients (20.6%).    

So early detection of cases means a good prognosis for returning of normal liver enzyme 

although in severely affected      cases       hepamerze    also effective   but less than in mild and 

moderate cases.                                                                                                               

Hepa-Merz is safe - ornithine-aspartate   is a natural chain in tricarboxylic acid cycle.                                                                                                                             

 

Paragraphs 
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Abstract in Arabic 

 عندي مرصً التهاب الكبد الفايروسي    ( Hepamerze )   عقار      الفعالية الدوائية لمكىنات

،  2012 إنٗ ٕٚنٕٛ 2011 يشٚضب خالل سُت ٔاحذة يٍ أغسطس 97أجشٚج ْزِ انذساست فٙ يسخشفٗ انحسٍٛ انخعهًٛٙ فٙ يذُٚت انُبصشٚت ، عهٗ 

ٔانبٕل أنذاكٍ ٔفقذاٌ , (انًُطقت انًُٛٗ ألسفم ٔأيبو انصذس)ٔكبَٕا جًبع ْؤالء انًشضٗ ٚشكٌٕ يٍ انحًٗ ٔانٛشقبٌ ٔأنى فٙ يُطقت انًشاقبت

أنشٓٛت ٔانغثٛبٌ ٔانقٙء بعذ انخبسٚخ اكبيم ٔانفحص انسشٚش٘ يع انخحقٛق يٍ انخٓبة انكبذ انفٛشٔسٙ أخخٛشث  ْزِ انحبالث انخٙ ححسُج  ٔانخٙ 

 يٍ ْؤالء 97ٔبعذ  اسخبعبد انًشضٗ انزٍٚ  كبَٕا ٚعبٌَٕ يٍ أسببة أخشٖ قًُب بفحص ٔيعبنجت . C أٔ Bكبَج حشكٕ يٍ انخٓبة انكبذ انفٛشٔسٙ 

.  سُت68-23ٔانخٙ كبَج فئبحٓى انعًشٚت انخٙ حخشأح .  Cأٔ . Bانًشضٗ انزٍٚ ٚشكٌٕ يٍ انخٓبة انكبذ انفٛشٔسٙ 

ٔقذ قًُب فٙ ْزة .  Alanin ، انفٕسفبث أنقهٕٚت َٔبقهت .A.S.T. ،A.L.Tقًُب بخقسٛى ْؤالء انٗ يجبيٛع ٔفقب نًسخٕٖ اَزًٚبث انكبذ ٔيصم 

 ٕٚيب 21 ٕٚيب، يجًٕعت أخشٖ نًذة 14انعالج  انٕحٛذ انخٙ أعطٛج  جشعبحّ نٓؤالء انًشضٗ نًذة ( Hepamerze )انذساست بأٌ  ٚكٌٕ عقبس

.  عهٗ انكبذHepamerzeحى فحص جًٛع انًشضٗ بشكم يُخظى نخقٛٛى آثبس .  ٕٚيب28ٔاألخشٖ 

 .٪ يٍ أنحبالث  ُْبك اَخفبض  حًبيب  فٙ اَزًٚبث انكبذ42 حٛث 21 ٕٔٚو 16 فٙ ٕٚو Hepamerze حأثٛش  ٔجذَب أٌ  رسٔة
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