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Abstract: Chronic Viral Hepatitis (CVH) is a widespread progressive liver disease. A 

viral hepatitis B and C cause development of cirrhosis and hepatocellular carcinoma. 

From 500 to 700 thousand people annually die due to HBV infection, and 350 

thousand people die due to CVH all over the world. But mortality rate due to the 

systemic pathology associated with HCV and HBV is not considered to be a result of 

hepatitis C and B. The purpose of the article is to study frequency and nature of 

systemic comorbidity at patients with a chronic viral hepatitis B and C. The research is 

aimed to: find out what pathologies the patients with CVH the most often have; to 

know what disease was usually revealed at patients with HCV infection, and what 

diseases were the most often observed at patients regarding the hematopoietic system.  

Our main task is to reveal, study, and analyze the frequency of systemic pathology at 

patients with HCV and HBV – infections, compare them and then make the underlying 

conclusions. According to these conclusions, we will understand a full clinical 

presentation of the pathology. 
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1 Introduction 

 
We began our research because hepatitis is one of the most 

dangerous diseases among people all over the world which cause 

death. We are going to make the research on this topic in order 
to observe, to know, reveal, analyze, learn, and understand the 

nature, mechanism, the main Factors, objects, reasons of 

systemic pathology, and namely two types of the disease 
(hepatitis B and C). We need to understand the pathology caused 

by hepatitis, and the process of the disease and its impact on the 

human body. Naturally, we have to find out the differences 
between the first and the second type. Then it is required to 

reveal the origins of hepatitis’ occurring. 

 Hepatitis B and C are a very widespread and insidious disease 

which affects a very great number of people all over the world. 
That is one of the most harmful diseases that are often mortal. 

So, our research is very important for modern medical science, 

medicine, and should contribute to the improvement of 
diagnostics, prevention, treatment of two types of hepatitis. 

In 57% of cases chronic viral¬ hepatitis B and C cause the 

development of cirrhosis, in 78% of cases, they cause 

hepatocellular carcinoma (HCC). More than 500 thousand 
people annually die due to HBV infection, and more than 300 

people die due to CVH C all over the world. (1) Chronic 

hepatitis C makes significant challenges for timely diagnosis and 

treatment, as it is revealed occasionally during an examination in 

70-80% of cases regarding other diseases or through contact with 
people sick with VH. (2) 

In 15 -30% of cases CVH, in -25-50% of CVH C, in 70 -80% 
CVH D leads to cirrhosis, averagely 15-20% of patients have 

hepatocellular carcinoma based on cirrhosis. (3-5) 

In some cases, diverse pathology of other organs and systems 

that defines the disease prognosis dominates along with hepatitis 
by itself. These signs may be independent pathology (regardless 

of the patient's chronic HCV or HBV infection) or may show the 

systemic nature of HCV or HBV infection. Immune reactions as 
a response to virus replication in the liver and beyond it are 

mainly important for the development of systemic pathology 

associated with HCV or HBV. (6-7)  

According to comparative analysis of clinical, laboratory and 

immunological data people that with CVH may be divided into 

two groups: patients dominated by symptoms and syndromes 

caused by hepatic injuries; patients with system pathologic 
features of CVH, dominated by the symptoms which are not 

related to hepatic injuries (pathology of joints, neurological 

symptoms, hematological pathology, endocrinopathy, kidney 
and heart damages, etc.), but quite often specifically they 

determine the disease prognosis. (8-9) 

In real clinical practice, it can be difficult to prove cause-and-

effect link of HCV or HBV infection and pathology of organs 

and systems, which may be either a virus-associated or develop 
only independently. (10-11) 

 

2 Materials and Methods 

 

213213 patients with a Chronic Viral Hepatitis B and C were 

examined. The examination of patients with CVH was carried 
out according to the clinical protocol in 2 stages. ELISA 

diagnostics was carried out using test systems of CJSC Vektor-

Best/Koltsovo, the Russian Federation. The polymerase chain 
reaction was carried out using the test systems and the 

equipment for PCR diagnostics (Litekh/Moscow). All the 
patients with CVH took genotyping by the PCR method. They 

took laboratory tools and techniques of a research according to 

the clinical protocol. 

The work was carried out in the hepatological centre in 

Shymkent from 2014 to 2016. People sick with CVH were 
directed for examination from health care centres in Turkestan, 

Kentau, Taraz, Shymkent. The patients were examined and cured 

mainly on an outpatient basis. The data of 213 patients with 
CVH B and C were analyzed. Among the examinees, men were 

50% (107), women – 50% (106) (Figure 1).  

Figure 1. Distribution by Sex

The number of patients with CVH C and B of age 20-29 was 32 
(15%), 30-39 – 68 (32%),  

 

40-49 – 76 (36%), 50-59 – 28 (13%), 60-69 was 9 (4%) (Figure 
2). 
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Figure 2. Distribution by Age 

 
Examination of people with CVH was carried out according to 

the order of the Minister of Health of the Republic of 

Kazakhstan “On approval of the regulations to examine and cure 
patients with viral hepatitis” as of February 17, 2012 No. 92 in 2 

stages. Stage 1: Serological examination. Diagnosis of HBV 

infection is approved by finding HBsAg and HBеAg in ELISA. 

When the аntiHBe, antiHbcorеIgM and IgG are revealed, 

diagnosis is verified in PCR DNAHBV. Diagnosis of HCV 
infection was set on the basis of the revealed total anti-HCV and 

RNAHCV. If hepatitis B is revealed, the patients were examined 

for HDV infection using Elisa (anti-HDV) and PCR methods 
(HDVDNA). ELISA diagnostics was carried out using test 

systems of CJSC “VektorBest”/Koltsovo, the Russian 

Federation.  The polymerase chain reaction was carried out using 
the test systems and the equipment for PCR  

diagnostics (Litekh/Moscow). All the patients with CVH took 

genotyping by the PCR method.  The researches using PCR and 

ELISA methods were carried out at LEGAL FIRM “CLINICAL 
AND DIAGNOSTIC LABORATORY OLYMPUS” LLC (the 

laboratory chief Gramotikopulo A. A.) at diagnostic center 

“INVIVO” LLC (the laboratory chief Popova M. A.). Among 

213 examinees 77% (164) of them were with CVH C, 33% (49) 

– with CVH B. Only 9% (19) of patients had coinfection: 7% 
(15 patients) – CVH B + C, 2% (4 patients) – CVH B + D 

(Figure 3). During the analysis of the clinical signs, we 

compared a group of patients with HCV monoinfection and a 
group of patients with HBV infection mono along with HCV and 

HDV

Figure 3. Distribution According to the Etiology of Hepatitis

When genotyping HCV are set as follows: genotype 1ab – 79 
(48%) patients, 2a genotype – 23 (14%), genotype 3 ab – 52 

(32%), and 10 (6%) patients whose genotype is not typed 
(Figure 4). 

 

Figure 4. HCV Distribution by Genotype

To define the fibrosis level patients took liver elastometry using 

“FibroScan” device. Liver elastometry was carried out at the 
regional clinic in Shymkent. Among 213 examined patients 48 

of them had F-0-1 that was relevant to 23% of patients, 71 (33%) 

had F-2, 66 (31%) had F-3, and 28 (13%) patients had F-4, 
which corresponds to cirrhosis (Figure 5). 
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Figure 5. Distribution According to the Level of Fibrosis

Table 1 shows that among examinees 30 patients have CVH B 

monoinfection, 164 patients have CVH C, while the remainder is 

for mixed hepatitis. The average age of patients with CVH B is 

35.9 ± 7.5, while the average age of those with CVH C ranges 

from 36.3 ± 8.9. Among examined patients with CVH B men 
suffer more frequently (59%) than women (41%), while with 

CVH C women suffer more often (53%) than men (47%). 

According to the activity of infection process among patients 

with CVH B 25 (51%) patients had the minimal level of activity, 

13 (27%) – low level, and 11 (22%) patients – moderate level 

(Figure 6).

Figure 6. Distribution of HBV by Terms of Activity

Among the patients with CVH C 101 (62%) of them have a 

minimal level, 46 (28%) – low level and 17 (10%) – moderate  

level of activity (Figure 7). 

 

Figure 7. Distribution of HCV by Terms of Activity

Among the examined patients were those who had drug and 
alcohol addiction in their medical history. In the group of 

patients with CVH C, 6 patients have drug, and 7 of them have 

alcohol addiction in their medical history. The same results were 
in the group of patients with CVH B: 7 patients have a drug 

addiction and 5 – alcoholism in their history. 

Table 1. Features of Groups 

 CVH B CVH C Total 

Monoinfection 30 164 194 

B+D 4  4 

C+B  15 15 

average age, in years 35.9 ± 7.5 36.3 ± 8.9 36.1 ± 8.2 

of men 29 78 107 

of women 20 86 106 
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minimal activity 25 101 126 

low activity 13 46 59 

moderate activity 11 17 28 

drug addiction 7 6 13 

alcohol addiction 5 7 12 

 
Clinical examination of patients with HBV and HCV infections 

included detailed interview, defining of the epidemiological  

 
history and anamnesis morbi (Table 2). 

Table 2. Risk Factors for Infection of Viral Hepatitis 

 

Epidemiological history abs. % 

Acute Viral Hepatitis in history 36 16.9 

visited the dental office 49 23 

surgical and gynaecological interventions 33 15.5 

contact inside family 18 8.4 

sexual way 15 7 

blood transfusion including plasma 
transfusion 

15 7 

injection drug use 13 6.1 

medical manoeuvres at the hospital 11 5.2 

professional contact of medical worker 11 5.2 

possible prenatal infection 7 3.4 

tattoo 5 2.3 

Total: 213 100 

 

The table shows that the most common risk factor for infections 

is treatment at the dentist (23% of cases), and various surgical 
gynecological interventions (15.5% of cases). Only in 17% of 

cases patients noted experienced acute viral hepatitis. Its 

etiological deciphering is either unknown or not record. Perinatal 
infection was supposed when viral hepatitis of the same etiology 

was revealed at the patient's mother. The clinical signs were seen 

at an early age.  

According to the protocol all patients were treated by the 
following research methods: 

 

 Specialist advice: gastroenterologist, neurologist, 
endocrinologist, cardiologist, therapeutist, infectiologist, 

hematologist, skin venereologist, allergologist; 

 Ultrasound investigation of the liver, gall bladder, pancreas, 
and spleen; 

 Esophagogastroduodenoscopy; 

 Rheoencephalography, doppler sonography of brain vessels, 
brain computed tomography and MRI; 

 Ultrasound investigation of the prehyoid gland; 

 Definition of prehyoid gland hormones; 
 Definition of glucose in blood; 

 ECG, echo-cardiography. (12-14) 

 

3 Results and Discussion 

It was found out that patients with CVH B the most often had 

pathology of digestive tract, cardiovascular and genitourinary 

system. The most often diabetes mellitus was revealed at patients 

with HCV infection (p <0.01) among comorbidity. The 

hypoplastic anemia (22% in case of HCV and 8.2% in case of 

HBV) and thrombocytopenia (22.1% and 10,2% respectively) 
were the most often observed at patients regarding the 

hematopoietic system.  

According to instrumental methods of examination, the 

pathology from the digestive, urinary, cardiovascular, endocrine, 

reproductive, blood and autonomic nervous system were 
revealed at patients. (15-16) 

According to a laboratory and instrumental examinations 

patients frequently had symptoms of gastritis, duodenitis, 

cholecystitis, and pancreatitis from the digestive system. Among 
the diseases of a digestive tract, a diagnosis of cholecystitis and 

pancreatitis is the most common. In the group of patients with 

CVH C 114 patients (69.5%) was diagnosed with cholecystitis as 
well as 42 patients (85.7%) (R<0.001) in the group of CVH B. In  

 

the first group of 85 patients (51.8%) with CVH C, and in the 

group 25 patients (51%) with CVH B pancreatitis was rarely 
seen. In 29.9% of cases (49 patients) patients with CVH C were 

diagnosed with gastritis. In 31.1% of cases (51 patients), they 

have verified the diagnosis of duodenitis. In the second group of 
patients with HВV infection 15 patients (30.6%) from 49 had 

gastritis.17 patients (34.7%) had duodenitis.  

According to an examination of ultrasound investigation, urinary 

tests and specialist advice pathologic features of the urinary 
system were revealed. Lithic diathesis was one of the kidney 

disorders. It was featured by high urates level in a simple urine 

test and equally often was seen in groups of patients with HCV 
and HBV infection. In 11% of cases (18 patients) people with 

CVH C and 10.2% of cases (5 patients) people with CVH B. 

Diagnosis of the urinary system, infection was set to 54 (32.9%) 
of 164 patients with HCV infection and 19 patients (38.8%) with 

the HBV.  

According to the record of diagnosis and treatment of CVH all 

the patients had a cardiologist consultation. 42 patients were 
revealed to have arterial hypertension of different severity. 30 of 

42 patients included the group of patients with CVH C. That was 

18.3%. The other 12 patients (24.5%) suffered from CVH B. 
Also according to the ECG and thorough clinical interview 

patients were diagnosed with ischemic heart disease. Patients 

with CVH B had ischemic heart disease more frequently than 
patients with HCV infection. In 4.9 % of cases (8 patients) in the 

group of patients with CVH C, and in 18.4% of cases (9 patients) 

people with HBV (R <0.05). 

Among the patients with CVH disorder of the endocrine system 

was seen. That was clinically seen as diabetes mellitus, 
autoimmune thyroadenitis, and Basedow's goiter. Female 

patients with CVH often suffered from mastopathy, adnexitis, 

disorders of the menstrual cycle, endometriosis, stillbirth, and 
miscarriage. Also, there were cases when women were 

diagnosed with natural sterility and various tumors in the female 

genital zone. (17-18) 

The frequency of diabetes mellitus was a bit different among 
patients depending on viral hepatitis etiology. In the group with 

CVH C patients had diabetes 2 times more than groups with 

CVH B reliably R <0.01. In 13.4% of cases (22 patients) people 
with HCV infection and 6.1 % of cases (3 patients) the people 

with CVH B. 
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Female patients with HCV and HBV with the same frequency 

had such co-morbidities as natural sterility, endometriosis and 

benign tumors in the female genital zone. In 4.3 % of cases (7 
patients) people with CVH C and 4.1% of cases (2 patients) 

people with CVH B have endometriosis. In 1.8% of cases (3 

patients) people with HCV had sterility. In 4.9 % of cases (8 
patients) people had tumors. The same results were found among 

patients with CVH B (sterility – 2.0%, tumors – 4.1%). Patients 

with the HBV most often suffered from menstrual cycle 
disorders. 20 (12.2%) and 14 patients (28.6%) with the HBV (R 

<0.05) in groups with CVH C had menstruation disorder. 

According to the research, patients with HCV more often had 

adnexitis, mastopathy, and miscarriages. In 14% of cases (23 
patients) people with CVH C and in 10.2% of cases (5 patients) 

people with the HBV were diagnosed with adnexitis. Patients 

with CVH C had mastopathy in 5.5% of cases (9 patients), and 
miscarriages in 9.1% of cases (15 patients). 2 % (1 patient) – 

mastopathy, 6% (3 patients) – miscarriages. Patients with an 

HBV were diagnosed with them.  

Males of both groups were diagnosed with prostatitis with the 

same frequency. 15 patients (9.1%) from the group with CVH C 

and 5 patients (10.2%) from the group with CVH B suffered 
from the disease. 

The pathology of the hematopoietic system was also revealed 

during the examination. Patients with CVH C in 22 % of cases 

(36 patients) had thrombocytopenia. The latter was approved 
laboratorially as a decrease of blood plates within 113-

140х109/l. Diagnosis “hemophthisis” was verified among 36 

patients (22 % of cases) and described as a decrease of 
hemoglobin level from 85-118g/l. In the group of patients with 

CVH B, these indexes differ. Thrombocytopenia was diagnosed 

among 5 patients (10.2%) (P < 0.05), hemophthisis – among 4 
patients (8.2%) (P < 0.001) (Table 3). 

Table 3. Intercurrent/systemic diseases among patients with CVH 

n = 213 

  

CVH C  CVH B  
  

P 

 

n = 164  n = 49  

Comorbidity abs. M ± m abs. M ± m 

Digestive system 

Gastritis 49 29.9 ± 3.6 15 30,6 ± 6,6 

 duodenitis 51 31.1 ± 3.6 17 34.7 ± 6.8 

 cholecystitis  114 69.5 ± 3.6 42 85.7 ± 5.0 <0.001 

pancreatitis  85 51.8 ± 3.9 25 51.0 ± 7.1 

 Urinary system 

Urinary system infections 54 32.9 ± 3.7 19 38.8 ± 7.0 

 lithic diathesis 18 11.0 ± 2.4 5 10.2 ± 4.3 

 Cardiovascular system 

arterial hypertension 30 18.3 ± 3.0 12 24.5 ± 6.1 

 ischemic heart disease 8 4.9 ± 1.7 9 18.4 ± 5.5 <0.05 

Endocrine system 

diabetes mellitus 22 13.4 ± 2.7 3 6.1 ± 3.4 <0.01 

Reproductive system 

prostatitis  15 9.1 ± 2.3 5 10.2 ± 4.3 

 
menstrual cycle disorders.  20 12.2 ± 2.6 14 28.6 ± 6.5 <0.05 

adnexitis 23 14.0 ± 2.7 5 10.2 ± 4.3 
 benign tumors in female genital zone. 8 4.9 ± 1.7 2 4.1 ± 2.8 

 endometriosis 7 4.3 ± 1.6 2 4.1 ± 2.8 

 mastopathy  9 5.5 ± 1.8 1 2.0 ± 2.0 

 natural sterility 3 1.8 ± 1.1 1 2.0 ± 2.0 

 stillbirth, miscarriage 15 9.1 ± 2.3 3 6.1 ± 3.4 

 Autonomic nervous system 

Vegetovascular dystonia 13 7.9 ± 2.1 3 6.1 ± 3.4 

 Hematopoietic system 

hemophthisis 36 22.0 ± 3.2 4 8.2 ± 3.9 <0.001 

thrombocytopenia 36 22.1 ± 3.2 5 10.2 ± 4.3 <0.05 

Other 

 systemic candidiasis 4 2.4 ± 1.2 1 2.0 ± 2.0 

 lichen acuminatus 1 0.6 ± 0.6 1 2.0 ± 2.0 

 herpes recidivicus 3 1.8 ± 1.1 1 2.0 ± 2.0 

 hemorrhoid 5 3.0 ± 1.3 4 8.2 ± 3.9 

 allergosis  25 15.2 ± 2.8 5 10.2 ± 4.3 

  

Patients with HVG provided objectively more complaints. These 

complaints were mainly the sign of as the novegetative 

syndrome and syndrome of gastric indigestion. Nature of 
complaint and objective examination data mainly indicate the 

development of diverse pathologies of the intestine organs 

among patients with CVH B that is more frequent compared to  

 

the patients with CVH C: chronic gastritis, cholecystitis, 

pancreatitis. (19) 

Often complaints regarding the pathology of the digestive tract 

are firstly responsible for a patient's visit to a doctor. Upon 
further examination, they are diagnosed with chronic HBV 

and/or HCV infection. Pathogenesis of gastrointestinal tract 
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disorder is not clear enough. Development of gastritis, 

duodenitis, pancreatitis may be due to any virus. Otherwise, this 

is a reactive state. (2,20) 

Higher regular gastrointestinal pathology among patients with 

viral hepatitis is related to some factors. Development of 
gastritis, duodenitis, pancreatitis may be due to replication of the 

viruses B and C in the cells of the mucous membrane. However, 

such replication is probably less important. Apparently, the more 
frequent reason is dysfunctions related to the actual process of 

chronic liver pathology, a disorder of fine regulation of the 

digestive processes by “small” hormones and regulatory proteins 
such as cholecystokinin. (3,21-22)  

In the case of CVH, there is a bile outflow due to the 

development of biliary dyskinesia. In the case of biliary 

dyskinesia on the hypotonic type, reactive cholecystitis proceeds 
with stratification of infection (due to development of stagnant 

processes). Biliary dyskinesia on hypertonic type provides an 

increase of ductus choledochus pressure which can lead to an 
outflow of pancreatic secretion. (23) So, biliar-dependent 

pancreatitis is formed. In the case of hepatoenteric circulation, 

disorder bile flows chaotically into the duodenum. That hinders 
digestion and absorption of fat and other substances of lipid 

nature, reduces the bactericidal activity of duodenal content, 

leads to microbial semination of duodenum, weakens growth and 
functioning of normal intestinal microflora. Affected by 

microflora, bile acids are subject to an early deconjugation. At 

the same time, the mucose membrane of the duodenum, small 
intestine, and colon are hurt. Reflux gastritis, duodenitis, 

enteritis, and colitis proceed. Besides, dysbacteriosis itself 

increases pressure in the duodenum (due to fermentation and 
gasification processes), and then the bile is flown into stomach 

along with following irritation of mucous membrane and the 

development of reflux gastritis. Thus, all the above mentioned 
processes are closely interrelated. (4,24)  

Reasonably, more frequent development of digestive tract 

pathology (which is either concomitant or systemic sign of 

CVH) in case of HBV infection is most probably due to the fact 
that all the pathogenetic mechanisms that are important in the 

pathology of the tract (virus replication, dysfunctions, 

immunocomplex vasculitis) are more prominent with HVH B.  

Pathology of the blood system is a special group in case of HCV 
and HBV infection. Chronic viral hepatitis is often accompanied 

by anaemic and thrombocytopenic syndromes. Nosological 

entities are a special group of HBV and HCV infection. Direct 
cytopathic effect of viruses and/or the following development of 

immune disorders is important in the pathogenesis of these 

nosological entities: anaemia, immune cytopenias, peripheric 
pancytopenia, thrombocytopenia. (25) 

Changes in the structure and metabolism of peripheral blood 
erythrocytes are very important to cause disorder of red blood 

system in case of chronic viral hepatitis. They typically precede 

quantitative changes in red blood indexes and are an early index 
of an erythron to be involved in the pathological process. 

Endocrine disorders typical for CVH: diabetes mellitus, 

menstrual cycle disorders, adnexitis, benign tumors of the female 

genital zone, endometriosis, mastopathy, natural sterility, 
stillbirth, miscarriage. The frequency to reveal diabetes mellitus 

type II reaches 15-20% among patients with HCI infection. It 

depends on a patient's sex, age and the stage of disease 
(cirrhosis). Besides, among diabetics is a higher frequency of 

HCV infection than among the population. Mechanisms to 

procceed diabetes type II in case of HCV infection are rather 

vague. But it is found that  glucose tolerance increases due to 

interferon therapy. Despite insulin resistance may proceed 

regardless of VHC, a great number of clinical and experimental 
researches suggest that VHC is important in its pathogenesis. 

This aspect is important because insulin resistance may not only 

accelerate the development of cirrhosis and hepatocellular 
carcinoma in the outcome of CVH C but also may reduce the 

response to antiviral therapy. (2,26-27) 

The fact that VHC may cause diabetes mellitus was firstly 

supposed by Allison et.al. in 1994. Since that time dozens of 

research papers have been published to study the relationship 
between VHC and diabetes mellitus type II. Based on some 

researches carried out in various parts of the world we found that 

from 13% to 33% of patients with chronic CVH C more often 
have diabetes mellitus type 2. (3-4,28-29)  

Adnexitis, benign tumors of female genital zones, endometriosis, 
mastopathy were the most common among patients with CVH C. 

(30) More frequent sign of hemorrhagic syndrome and 

dysmenorrhea among patients with hepatitis B also have to be 
explained. It should be noted that reproductive function disorder 

in case of HBV and HCV infections are due to the general 
vascular lesion. Immunocomplex vasculitis leads to degenerative 

changes in the pituitary-hypothalamic area, followed by the 

development of dysfunction in hormonal homeostasis. 

Kidney damage with chronic infection due to HBV may be 

provided in multiple forms such as chronic glomerulonephritis, 
tubulo-interstitial nephritis, and nephropathy as part of vasculitis 

in case of giant cell arteriitis along with HBV infection. 

Pathogenesis of nephropathy associated with HBV is due to the 
formation of immune complexes which contain HBV antigens: 

HBsAg, HBcАg, HBeAg. (31-32) 

 Various viral agents of infections including those caused by 

hepatitis viruses are polysyndrome. Viruses are often considered 
to be etiological factors of myocarditis. Considering the 

clinically latent period of primary chronic forms of myocarditis 

we may suggest that in case of HCV infection myocarditis is far 
more seen than diagnosed. In the pathogenesis of myocardium 

disorder, the following things are discussed: the possibility of 

HCV replication in myocardium tissue, affect of cellular 
immunity responses on tissue virus antigens and autoantigens 

induced by it, and the role of immune complexes. The role of 

cytokines produced by immunocyte activated by the virus is 
discussed, which causes negative inotropism and lesion of the 

heart muscle through the mechanism of nitric oxide production 

increase. 

Systematic destruction which may occur in the case of HCV and 

HBV infections shows the general nature of HBV infections 
involving many organs and tissues in the pathological process. 

That hinders early diagnostics and treatment of chronic hepatitis. 
A variety of system extrahepatic pathology which often exceeds 

the clinical presentation of hepatitis as a whole, taking a label of 

other disease and prevails over the moderate and low observed 
liver process for many years means that any specialist may meet 

chronic HCV and/or HBV infection and its outcomes. (33-34) 

A systematic lesion which is observed in case of HCV and an 

HBV infection reflects the general nature of those viral 

infections involving many organs and tissues in the pathological 
process. Due to that early diagnostics and treatment of chronic 

hepatitis is complicated. That fact is to be considered by doctors 

of any qualification. Screening of HCV and HBV serum 
markers, as well as transaminases level, is appropriate at all 

patients with any chronic disease. 

 

4 Conclusion 

The reason to begin our research was the fact that chronic 

hepatitis is one of the most dangerous diseases among people all 

over the world which is often mortal. Nature, mechanism, the 
main factors, objects, reasons of systemic pathology, and namely 

two types of the disease (hepatitis B and C) were observed, 

known, revealed, analyzed, learned, and perceived. The 
pathology caused by hepatitis, the process of the disease and its 

impact on the human body are described in the article. The 

differences between the first and the second type were found out. 
The origins of hepatitis’ occurring were revealed in the paper.  

Hepatitis B and C affect a very great number of people all over 

the world. These diseases are ones of the most harmful diseases 

that often lead to death.  
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Cirrhosis occurs due to chronic viral hepatitis B and C in 57% of 

cases, whereas hepatocellular carcinoma – due to that in 78% of 

cases. The number of people who annually die due to HBV 
infection, and people dying due to CVH C at the global level is 

provided in our article. Significant problems for timely diagnosis 

and treatment of chronic hepatitis C are described.  

The main idea of our article was implemented. We provided a 

definition of Chronic Viral Hepatitis, shown and researched the 
difference between hepatitis B and C, HBV infection and CVH 

C. We found out in what way Chronic Viral Hepatitis leads to 

systemic pathology, and how this pathology proceeds. The 
methods, laboratory tools and techniques to diagnose and reveal 

hepatitis B and C and systemic pathology were provided in the 
paper. 
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