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Abstract
Acute hepatitis B virus (HBV) infection can progress to chronic infection in a significant number of adult patients, 

leading to severe liver complications. This article provides an overview of the clinical features exhibited by adults 
who develop chronic HBV infection. During the acute phase, patients may experience nonspecific symptoms such 
as fatigue, loss of appetite, and abdominal pain, along with jaundice in some cases. While most individuals clear 
the virus within six months, approximately 5-10% progress to chronic infection. Chronic hepatitis B can present 
with a wide range of symptoms, from asymptomatic to advanced liver disease. Fatigue, weakness, loss of appetite, 
and hepatosplenomegaly are common manifestations. Complications may arise, including cirrhosis, hepatocellular 
carcinoma, ascites, and hepatic encephalopathy. Regular monitoring of HBV DNA levels and liver function tests is 
crucial to detect disease progression and complications. Early detection and appropriate management can help 
prevent long-term liver damage and reduce the risk of severe complications.
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Introduction 
Hepatitis B virus (HBV) infection is a global health concern, 

affecting millions of people worldwide. While most adults who acquire 
acute HBV infection recover completely, a significant proportion 
of patients progress to chronic infection. Chronic hepatitis B can 
lead to severe liver complications, including cirrhosis, hepatocellular 
carcinoma, and liver failure. Understanding the clinical features of 
adult patients who develop chronic HBV infection is crucial for early 
detection, appropriate management, and prevention of long-term liver 
damage [1].

Hepatitis B virus (HBV) is a DNA virus with approximately 3200 
base pairs. Approximately 350–400 million people are chronically 
infected with HBV and more than 3 billion people have been exposed 
to HBV worldwide. HBV induces a variety of liver diseases, ranging 
from acute or fulminant hepatitis to liver cirrhosis and hepatocellular 
carcinoma. HBV is one of the most important causes of liver cirrhosis 
and hepatocellular carcinoma. On the other hand, hepatitis is self-
limited in most adult patients with acute infection. Meanwhile 1-2% 
of patients progress to fulminant hepatic failure, and some progress to 
chronic infection. The rate of progression from acute to chronic HBV 
infection is reported to be 90% in newborns and 5–10% in adults. HBV 
can be classified into at least 8 genotypes with a divergence of more than 
8% of nucleotide sequences [2]. There are some differences in clinical 
features and routes of transmission between genotypes. The rate of 
chronicity of genotype A infections is reported to be higher than those 
of other genotypes. The progression of acute hepatitis B to chronic 
hepatitis is not rare in Western countries, but it is rare in Japan. The 
differences of the rates of chronicity of acute HBV infection supposed 
to be attributable to the different distribution of HBV genotypes; 
genotypes B and C are the predominant genotypes while genotype 
A was rare in Japan and common in Western countries. However, 
previous studies are based on the follow-up studies of apparent acute 
hepatitis B. The present study aimed to clarify the progression to 
chronic infection in adult patients with acute HBV infection including 
subclinical or unapparent patients who progressed to chronic infection 
[3].
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Acute hepatitis B is characterized by the presence of clinical 
symptoms and signs of liver inflammation, along with elevated liver 
enzymes and the detection of HBV-specific markers in the blood. 
During the acute phase, patients may experience nonspecific symptoms 
such as fatigue [4], loss of appetite, nausea, vomiting, and abdominal 
pain. They may also develop jaundice, which is marked by the yellowing 
of the skin and eyes, along with dark urine and pale stools. However, it 
is important to note that not all individuals with acute HBV infection 
will display symptoms, especially in cases of mild or asymptomatic 
infections.

Discussion 
It must be noted that the present study was not aimed at knowing 

the rate of chronicity in acutely HBV-infected patients, because it is 
extremely difficult to collect the unapparent cases of acute HBV infection 
[5]. The purpose of this study is to know the clinical features of patients 
with acute HBV infection who progressed to chronic infection. All 3 
patients in group A in the present study had been negative for HBsAg 
for at least 1 year before testing positive. Data regarding anti-HBc and 
HBV-DNA negativity before the onset of hepatitis were available in 
patient 3 but not in patient 1 or patient 2. Therefore, the possibility of 
HBV reactivation from HBsAg-negative carrier or resolved hepatitis 
status in these 2 patients cannot be excluded completely. However, 
these patients did not take any medicine that may suppress immune 
function, were not drug abusers or alcohol abusers, and were not in 
immune-suppressed state. Therefore, the risk of HBV reactivation is 
presumed to be very low [6].
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In most cases, acute HBV infection resolves spontaneously within 
six months, leading to the clearance of the virus from the bloodstream. 
However, approximately 5-10% of adult patients will progress to 
chronic infection. Chronic hepatitis B is defined by the persistence of 
HBV DNA in the blood for at least six months. The clinical features 
of chronic infection can vary widely, ranging from an inactive carrier 
state with minimal liver damage to progressive liver disease [7].

Patients with chronic HBV infection may remain asymptomatic 
or exhibit mild symptoms for many years. However, as the disease 
progresses, they may experience fatigue, weakness, loss of appetite, 
weight loss, and easy bruising or bleeding due to impaired liver function. 
Some individuals may develop hepatomegaly (enlarged liver) or 
splenomegaly (enlarged spleen). In advanced cases, complications such 
as cirrhosis may arise, characterized by the development of fibrous scar 
tissue in the liver [8], leading to portal hypertension and its associated 
manifestations, including ascites and hepatic encephalopathy.

Moreover, patients with chronic hepatitis B are at an increased risk 
of developing hepatocellular carcinoma (HCC), a type of liver cancer. 
The risk of HCC is higher in individuals with underlying cirrhosis and 
those with detectable HBV DNA in the blood [9]. Therefore, regular 
monitoring of HBV DNA levels and liver function tests is essential to 
detect any progression or complications.

It is worth noting that several factors influence the likelihood 
of progression from acute to chronic HBV infection. These factors 
include the age at the time of infection (the younger the individual, the 
higher the risk of chronic infection), gender, certain viral factors, and 
host immune response [10].

Conclusion
In conclusion, while most adults with acute hepatitis B infection 

recover completely, a significant proportion progresses to chronic 
infection, which can lead to severe liver complications. Recognizing 
the clinical features of chronic hepatitis B, such as fatigue, loss of 
appetite, jaundice, and signs of liver damage, is crucial for early 

detection and management. Regular monitoring of liver function 
and HBV DNA levels, along with appropriate antiviral therapy, is 
essential in preventing disease progression, reducing liver damage, and 
minimizing the risk of long-term complications such as cirrhosis and 
hepatocellular carcinoma.
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