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An Overview on the Role of Aflatoxin in the Development of
Hepatocellular Carcinoma

Sr. Teaching Asst. Mohammad Sangary

Department of Paraclinic, Faculty of Veterinary Sciences, Kabul University, Kabul,
Afghanistan
Email: mohammad123sangary@gmail.com

Abstract

In developing countries such as Afghanistan, cancer is the second leading cause of death in
humans. Primary liver cancer accounts for approximately 4% of all newly diagnosed
cancers worldwide. Around 80% of all liver malignancies globally are hepatocellular
carcinomas (HCC). Several factors, including the hepatitis B and C viruses, are involved in
the development of liver cancer. In recent years, mycotoxins have contributed to the
development of hepatocellular carcinoma in both humans and the majority of domestic and
laboratory animals. Among mycotoxins, aflatoxin, and especially aflatoxin By, is the most
well-known carcinogenic agent of hepatocellular carcinoma, classified as group 1
carcinogen by the International Agency for Research on Cancer (IARC). The aim of this
review is to look into the carcinogenesis of aflatoxins and how they relate to hepatocellular
carcinoma.
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Causes of death, World, 2019

The estimated annual number of deaths from each cause. Estimates come with wide uncertainties, especially for
countries with poor vital registration®.

Cardiovascular diseases 18.56 million
Cancers

Respiratory diseases
Digestive diseases

Lower respiratory infections
Neonatal disorders
Dementia

Diabetes

Diarrheal diseases

Liver diseases

Kidney diseases

Road injuries

Tuberculosis

HIV/AIDS

Suicide

Malaria

Homicide

Parkinson's disease
Nutritional deficiencies
Drowning

Meningitis

Protein-energy malnutrition
Maternal disorders

Alcohol use disorders

Drug use disorders

Fire

Hepatitis

Poisonings

Conflict and terrorism

Heat (hot and cold exposure)
Natural disasters

10.08 million

3.97 million

2.56 million

2.49 million

1.88 millien
1.62 million
1.55 million
1.53 million
1.47 million

1.43 million

1.2 million

1.18 million

Data source: IHME, Global Burden of Disease (201%) QurWorldinData.org/causes-of-death | CC BY

1. Civil and Vital Registration System: A Civil and Vital Registration System (CVRS) is an administrative system in a country that manages information
on hirths, marriages, deaths and divorces. It generates and stores 'vital records' and legal documents such as birth certificates and death certificates. £]
You can read more about how deaths are registered around the world in our article: How are causes of death registered around the world?
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