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Activation of Associated Innate Immune Cells

Oana Evoa*
Department of Neurology, National Institute of Neurology and Neurovascular Diseases, 077160 Bucharest, Romania

and liver disease. Although the innate immune system plays an essential
role in controlling viral replication, HBV and HDV have evolved mechanisms
to subvert this response, leading to persistent infections and liver damage.
Hepatitis B virus and hepatitis D virus are significant viral pathogens  yngerstanding these immune responses and the strategies these viruses

that cause chronic liver disease, often leading to cirrhosis and hepatocellular sg to evade detection is crucial for developing more effective therapies and
carcinoma. The immune system plays a crucial role in both controlling these  y4¢cines for HBV and HDV infections.

infections and in the pathogenesis of liver disease. The intrinsic immune
response in HBV and HDV-infected cells, along with the activation of innate
immune cells, is a key component of the body's defense mechanisms. ACknOWIGdgement
However, the viruses have evolved strategies to evade the immune system,

Introduction

leading to persistent infection and chronic liver disease in many individuals. None.

This article explores the intrinsic immune responses in cells infected with HBV

and HDV and the activation of associated innate immune cells [1,2]. Confll Ct Of Interest
Description None.
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DNA is less easily recognized than RNA, making it harder for cells to trigger
an immediate interferon response. This is a significant reason why HBV is
able to establish chronic infections. HDV, with its RNA genome, is more readily
detected by host PRRs, but the virus has evolved mechanisms to evade
immune detection by modulating the host's antiviral responses [3-5].

Conclusion

The immune response to HBV and HDV infections is complex and involves
both intrinsic immune responses in infected cells and the activation of various
innate immune cells. The interplay between viral evasion strategies and host
immune responses is a major factor in the progression to chronic infection
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