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Abstract 

Antiviral pharmaceuticals are drugs that have been approved by the Food and Drug Administration (FDA) to treat 

or manage viral infections. Antiviral medications can also be used to prevent viral infections. The majority of 

antiviral drugs that are currently available on the market are designed to target distinct stages of the life cycle of 

viruses. Scientists are interested in a number of different stages of the life cycle of viruses, including viral 

attachment to a host cell, uncoating, viral RNA and DNA synthesis, viral RNA and DNA replication, viral protein 

maturation, budding, viral protein release, and viral protein release in bodily fluids. At this time, at least half of the 

antiviral medications that are currently available are being used to treat HIV infections. These drugs can also be 

used to treat a wide range of other viruses, such as herpes, hepatitis B and hepatitis C, as well as respiratory 

viruses. A variety of nonspecific phagocytic and cytolytic leukocytes, in addition to cytokines such as antivirally 

active interferons, are all examples of mammalian innate immune defences that are covered in this work. Innate 

immune defences are also a topic of discussion. Because IFNs and the antiviral factors that are produced as a result 

of IFNs are our primary lines of defence against viral infections, interferon-mediated activation of IFN transcription, 

IFN signalling, and the production of antiviral factors are all of great interest. 

Introduction  

Antiviral pharmaceuticals are drugs that have been evaluated and given approval by the FDA for the 

treatment or prevention of viral infections. Any antiviral treatment that interacts, even slightly, with 

components of the host cell has the potential to be harmful to the host, depending on how long the 

treatment is taken for and how much of it is taken1. This is because of the delicate relationship that 

exists between viral replication and the host cell. At the moment, there are only a select few antiviral 

medications available for use 2-4. The steps of the viral life cycle that are targeted include attachment to 

the host cell, uncoating, viral mRNA synthesis, viral mRNA translation, viral RNA and DNA replication, 

generation of new viral proteins, budding, release of newly made virus, and free virus in body fluids. The 

number of antiviral drugs that can be used to treat viral diseases at this time is highly limited, and at 

least half of these compounds are used to treat infections caused by HIV5. The herpes simplex virus 

(HSV), the varicella-zoster virus (VZV), the influenza virus, cytomegalovirus (CMV), the hepatitis B virus 
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(HBV), and the hepatitis C virus are some of the illnesses that can be treated with other antiviral 

medications (HCV). 

It is possible for viruses to persist in cells in one of two ways: either as episomal forms or by getting 

integrated into the chromosomal DNA of the host (i.e., viral latency state)6. The actively replicating 

viruses as well as the dormant viruses are the perfect targets for an ideal antiviral drug. However, the 

great majority of antiviral treatments that are currently available only operate against replicating 

viruses. When treating an immunocompetent patient for an acute virus-related illness, the primary 

focus of treatment should be on lowering the likelihood of disease complications while also lowering the 

likelihood of virus transmission 7-9. The therapeutic index, which evaluates the efficacy of a treatment in 

relation to the risks associated with it, must be exceptionally high for a treatment to be approved for 

use. Only then can a treatment be deemed appropriate. When there is a prolonged viral infection, it is 

essential to prevent damage to the visceral organs caused by the virus; consequently, effectiveness is 

essential. Antiviral medications have a variety of potential applications, including illness treatment, 

prevention, reduction of viral activity, and even preemptive therapy. Toxicities caused by antiviral drugs, 

as well as the virus's ability to build resistance to antiviral drugs, can limit the efficiency of antiviral 

drugs10. Variables that can be found in a person's genome or epigenome, as well as the host's 

phenotypic responses to antiviral medications, can all have a role in limiting the effectiveness of antiviral 

treatments. This article will describe the pharmacologic and clinical characteristics of antiviral 

medications that are now available on the market that are considered to be the most important. 

Mechanism of Action  

Since the beginning of human civilization, infectious diseases such as viruses and other pathogens have 

been present. Infectious diseases are caused by a wide variety of bacteria, viruses, and parasites 

(bacteria, viruses and fungi). In contrast to the convoluted structures of fungi, helminths, and protozoa, 

viruses are characterised by a straightforward protein coat and nucleic acid nucleotide sequences11. As a 

result of the fact that they proliferate via the host cell's machinery, viruses are also considered to be 

obligatory intracellular pathogens. Because of these qualities, it is challenging to develop treatments 

that have a toxicity that is particular to viruses. Viruses, which are extremely minute creatures 

containing genetic material that can be made of either DNA or RNA, are the cause of a wide variety of 

diseases that can affect not just people but also animals and plants12. People and viruses are engaged in 

a conflict that will never be resolved since both sides will employ a variety of strategies to combat the 

other. The development of antiviral drugs entails a number of stages, including target discovery and 

screening, lead generation and optimization, clinical investigations, and the registration of the drug, 

amongst others. Because viral illnesses have been responsible for the deaths of millions of people 

throughout the course of human history, the development of novel antiviral medications is an urgent 

imperative. Idoxuridine was the first antiviral medicine to be licenced by the Food and Drug 

Administration (FDA) in June 196313. This event marked the beginning of a new era in the study of 

antiviral drugs. As a direct consequence of this, a wide range of antiviral medicines have been developed 

and made available for the treatment of millions of patients all over the world. In the treatment of viral 

infections, the use of antiviral medication is an extremely widespread and standard practice 14-16. Certain 
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antiviral drugs, similar to antibiotics for treating bacteria, are utilised in the treatment of specific viruses. 

Antiviral drugs do not typically cause the death of their targets, in contrast to antibiotics. Instead, they 

stunt the increase of the population. Because viruses can only replicate within the cells of their host, it 

can be difficult to develop antiviral medications that are both safe and effective17. Therefore, it is 

difficult to discover therapeutic targets that could interfere with the virus without also causing damage 

to the host cells. In addition, the diversity of viruses makes the research and development of antiviral 

medications and vaccines far more challenging. In the 1990s, for instance, computer-based drug 

discovery was a crucial tool for discovering antiviral drugs, and it was through this process that nelfinavir 

was found to be an effective treatment for HIV infection 18-20. 

Despite the utilisation of cutting-edge technology and stringent quality control procedures, only a select 

few antiviral medications have been granted approval for use in humans. This is either because of the 

potential for adverse effects or because viruses have become resistant to antiviral therapies. As our 

knowledge of viruses, their infection mechanisms, and the rapidly developing antiviral technologies and 

procedures grows, the rate at which new antiviral treatments are developed will quicken21. This is 

because of the positive feedback loop that results from these developments. It would appear that new 

microbiological dangers will continue to emerge at an ever-increasing rate, mostly due to the fact that 

climate change and globalisation are both occurring at an increasingly rapid rate22. 

DNA virus 

The single-stranded DNA is what is left over after a virus with a double strand of DNA, such as an 

adenovirus, herpes virus, or papilloma virus, has replicated. After entering a cell, DNA viruses are able to 

proliferate and then move on to infect additional cells. 

RNA virus 

All of these viruses are referred to as RNA, and they include the common cold, measles, mumps (colds), 

meningitis (polio), retroviruses (AIDS and T-cell leukaemia), and arena viruses. RNA viruses cause 

infectious diseases (ssRNA). There is no way for an RNA virus to get inside the nucleus of the cell (in 

addition to the cold virus contamination this season). After the viral RNA has been converted into a DNA 

copy, the information is first organised by the genome of the host, and then it is passed on through 

retroviruses 23-25. 
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 Fig:  1   Common Inhibitor action of Antiviral drugs26 

When viruses attempt to invade mammalian bodies, they face a formidable challenge in the shape of an 

obstacle course. The word "innate immunity" now refers to everything that can prevent, stop, or slow 

down the spread of diseases in a rapid and non-specific manner while also not establishing a long-lasting 

protective memory 27-30. This meaning of "innate immunity" is intended to be more inclusive than the 

previous one. It is general knowledge that many of these defence mechanisms, which are highly effective 

and in no way primitive, can be found in metazoans of all types. However, in the sake of brevity, the 

majority of this article will be devoted to mammals.  

Antiviral Innate Immunity 

It is possible to classify the various components of the mammalian innate immune system that protect 

against virus infections into a great deal of different subgroups. Some of these subgroups include 

mechanical and chemical barriers, defensins, complement, phagocytic/cytolytic cells, and cytokines. In 

addition, it is possible to classify these subgroups separately from one another. The 

macrophages/monocytes, granulocytes, neutrophils, natural killer cells, and dendritic cells that make up 

the cellular branch of the innate immune system are what make up the innate immune system. 

Monocytes travel through the circulatory system for a number of hours before differentiating into 

macrophages 31. In either scenario, these potent phagocytic cells are able to swiftly clear specific tissues 

of virus particles as well as apoptotic bodies (such as the Kupffer cells of the liver). In addition, activated 

macrophages have the ability to produce inflammatory cytokines such as interferon (IFN-) and tumour 

necrosis factor. These cytokines are produced by activated macrophages (TNF-). Phagocytosis is an 
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additional method that granulocytes use to remove viral particles and bodies that have undergone 

apoptosis. After being rapidly drawn to inflammatory sites, they enter the tissue through a process 

called transendothelial migration. This is the way by which they invade the tissue 32. The viral proteins 

that are swallowed are broken into fragments by macrophages and granulocytes, and these fragments 

are subsequently presented to T cells for immune response. Another direct function carried out by 

neutrophils is the phagocytosis of infectious agents (polymorphnuclear cells). The most intriguing 

capability of neutrophils is known as neutrophil extracellular traps (NETs), which are networks made up 

of proteins and chromatin that trap and destroy extracellular pathogens. Natural killer (NK) cells have 

the ability to recognise and eliminate infectious cells on their own, without the assistance of antigens. 

These cells' quick production of enormous amounts of IFN- causes an activation of the adaptive immune 

system. This activation is caused by the activation of the immune system's memory 33-36. The receptors 

that either excite or inhibit natural killer (NK) cells are delicately balanced. The ability to destroy cells 

that do not have MHC I molecules on their surface is one of their most prominent characteristics since it 

allows them to do so. Because many viruses downregulate MHC expression in order to evade an 

adaptive immune response, NK surveillance is an essential early warning and assault mechanism against 

virus infections. This is because NKs are able to directly target and destroy infected viruses. Dendritic 

cells play an essential role in connecting the innate immune system with the adaptive immune system 

(DCs). These specialised immune cells collect antigen at the site of an infection, produce cytokines, and 

then go to lymphatic organs that are secondary to the lymphatic system 37-40. This is done in order to 

activate T cells so that they can fight against the antigen. In order to convert DCs into antigen-presenting 

cells (APCs), cytokine synthesis needs to be triggered by pathogen-specific molecular patterns, which 

then causes production of cytokines (PAMPs). Myeloid DCs and plasmacytoid DCs are the two basic 

subtypes that may be distinguished from one another using DCs (pDCs). They originate from myeloid 

bone marrow progenitors, which are the same cells that, amongst other things, are responsible for the 

differentiation of macrophages/monocytes and granulocytes. Langerhans cells, which are found in the 

epidermis and epithelia, and interstitial cells, which are found in the interstitial space, are two examples 

of mDC subsets. Interstitial cells dwell in the gap between connective tissues 41-44. pDCs originate from 

lymphatic precursor cells, which also give rise to B and T cells. pDCs do not have distinct subpopulations 

since they do not differentiate. Both myeloid and polymorphonuclear dendritic cells (mDCs and pDCs) 

are equipped with a wide array of PAMP receptors, which allow them to detect viral infections both 

inside and outside the cell. Depending on the kind of DC, large quantities of interleukins or interferons 

(IFNs) are being produced, which in turn initiates the ensuing immune response. pDCs are responsible 

for the potent production of type I IFNs. 

Anti-viral for Covid-19  

As a direct consequence of the ongoing pandemic of coronavirus disease 2019 (COVID-19), which is 

believed to be caused by the severe acute respiratory syndrome coronavirus type 2, humanity is 

currently confronted with a myriad of difficulties (SARS-CoV-2). 1 and 2 By the end of July 2020, there 

were over 12 million confirmed instances of COVID-19, which resulted in over a half a million fatalities. 3 

Headaches, dizziness, and abdominal pain are less common COVID-19 symptoms than fever, dry cough, 
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dyspnea, chest pain, tiredness, and myalgia. Fever, dry cough, and dyspnea are the most common 

COVID-19 symptoms. Infections caused by SARS-CoV-2 normally cause no symptoms or only modest 

clinical signs; nonetheless, the healthcare system is being overburdened as a result of the high number 

of patients who need to be hospitalised to the intensive care unit (ICU)45. 5 There is a possibility that a 

disruption in the host immune response contributes to the severity of the disease. 6 SARS-CoV-2 has a 

bigger basic reproduction number (R0) than SARS Coronavirus, which accounts for its higher fatality 

rate, which can reach up to 6.2 percent as of April 13, 2020. (SARS-CoV). The families Coronaviruses and 

Coronavirinae, as well as the subfamily Coronavirinae, the genus Betacoronavirus, the SARS-CoV-2 

coronavirus, and the Middle East Respiratory Syndrome coronavirus are all members of the genus 

Betacoronavirus (MERS-CoV). The enveloped particle (E) of the CoV-2 virus contains a positive-stranded 

RNA particle (Psp) that binds to the nucleocapsid (N) contained within the membrane protein (M) of the 

virus (S). The receptor angiotensin-converting enzyme 2 in cells is required for viral entry into host cells, 

and the RBD domain of the S protein is needed for this 46. S protein (ACE2). It should come as no surprise 

that SARS-CoV-2 harnesses the machinery of the host cell to proliferate and spread because this is 

something that other viruses have done in the past. 

There is currently no licenced medication for the treatment of COVID-19, nor is there a medication that 

has been specifically designed to treat SARS-CoV-2. During this period of crisis, it is imperative that 

existing antiviral treatments for patients with COVID-19 be rapidly reviewed, and that novel antivirals be 

developed as quickly as humanly possible 48. Antiviral drugs have to target the viral replication cycle at 

any one of these crucial stages in order to stop the virus from taking over the host system and using it 

for its own purposes (uncoating, reverse transcription, transcription, translation, and release of the 

virion). More than eighty different antiviral drugs are currently on the market and have been licenced 

for use in the treatment of viral infections in humans. The majority of these drugs are utilised in the 

treatment of HIV infection, whereas the remaining drugs are utilised in the treatment of herpes simplex 

virus, influenza A and B, Ebola virus, cytomegalovirus (CMV), hepatitis A and C virus (HAV and HCV), and 

Ebola virus (HSV). During the current COVID-19 pandemic, certain antivirals have been used to treat 

patients who have contracted the virus in certain countries. Antivirals against COVID-19 are currently 

being investigated in clinical trials all around the world; consequently, the types of antivirals currently in 

use are very diverse. 

Acyclovir 
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Infections caused by the herpes simplex virus are responsive to treatment with acyclovir (HSV). The 

Food and Drug Administration has given its blessing for its use in the treatment of genital herpes and 

HSV encephalitis49. At the present moment, the Food and Drug Administration has not approved any 

indications for the treatment of herpes simplex virus (HSV), shingles, or varicella-zoster (chickenpox). 

Acyclovir is the medicine of choice for treating HSV encephalitis as a first-line therapy. There is currently 

no alternative drug that has been shown to be successful in treating this condition, and this is likely to 

remain the case for the foreseeable future. 

Since HSV encephalitis has been treated with acyclovir for such a long time, there has been no 

comprehensive investigation of the effectiveness of the disease in conjunction with the medication. The 

rate of deaths is the most important endpoint that is considered in modern systematic studies that 

investigate the drug's safety and effectiveness. The measurement of one's quality of life is an additional 

outcome metric50. 

Oral acyclovir and topical steroids have both been shown to be beneficial in the treatment of HSV 

keratitis in paediatric patients. When treating eczema herpeticum in HIV patients, acyclovir is 

occasionally utilised as a treatment option. By using it, one can avoid getting infections of the skin, as 

well as of the eyes, nose, and mouth. Eczema herpeticum is a very uncommon disorder; but, if it is 

allowed to progress unchecked, it can become significantly more severe and can be fatal51-53. The 

treatment with intravenous acyclovir should be given to patients who have substantial involvement, 

systemic symptoms, or decreased oral intake. Acyclovir is an additional potential treatment option for 

oral hairy leukoplakia. 

A myelopathy that is brought on by an infection with varicella-zoster can be treated with acyclovir. In a 

small case series that was examined from 1994 to 2014, the majority of patients who had laboratory-

confirmed VZV and MRI-confirmed myelopathy saw a significant improvement in their symptoms within 

two months. This improvement occurred in patients who were analysed between 1994 and 2014. 

It has been demonstrated that the antiviral medication acyclovir is useful in the treatment of visceral 

diffused VZV infection as well as brachial plexus neuritis (characterised by abdomen and absence of skin 

lesions). 
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When administered to patients who have had hematopoietic stem cell transplantation, acyclovir has the 

potential to prevent infections caused by the herpes simplex virus as well as varicella-zoster. Prophylaxis 

with acyclovir should also be considered for organ recipients who are seropositive for both HSV-1 and 

HSV-2. Because of what we did, the number of people becoming sick from viruses has gone down. It is 

possible that a problem could be caused by an infection that spreads swiftly. People who have 

discontinued their use of acyclovir as a preventative measure are at an increased risk of contracting HSV 

and VZV. 

Acyclovir is another medication that is recommended for use as a prophylactic treatment for a variety of 

conditions. One of these conditions is juvenile-onset recurrent respiratory papillomatosis. In a study that 

was conducted using a prospective observational method and involved 21 patients, oral acyclovir was 

utilised as a postoperative adjuvant54. It has been proved to lessen the occurrence of papilloma, which in 

turn reduces the necessity for later operations and the risks connected with them. 

One of the many adverse effects that can be brought on by infections brought on by VZV is a condition 

known as cerebellitis. It has been established that treating an infection at its source lowers the 

likelihood of developing problems. For instance, a patient diagnosed with truncal ataxia was discussed in 

a case report published in 2019. After receiving therapy with intravenous acyclovir, the patient no longer 

exhibited any signs of impairment or cerebellitis. Oral acyclovir has been shown to be effective in 

treating herpes zoster-induced paresis. This type of paresis develops when the herpes zoster virus 

affects motor nerve fibres in addition to or instead of the dorsal root ganglia. 

Mechanism of Action  

An antiviral medication known as acyclovir binds to viral DNA and stops it from being synthesised in the 

body, hence preventing the spread of infectious viruses. When converted by viral and cell enzymes, 

acyclovir triphosphate blocks the formation of new DNA and prevents the replication of viruses. 

Acyclovir is a synthetic purine nucleoside analogue that has been demonstrated to decrease the activity 

of the herpes simplex virus types 1 and 2 (HSV-1 and HSV-2) as well as the varicella-zoster virus. 

Valacyclovir 

An antiviral medicine called Valacyclovir, which is derived from acyclovir, has been created specifically 

for the treatment of herpes simplex and varicella-zoster virus infections. There have been a few reports 

of patients developing modest liver damage that was clinically obvious after taking valacyclovir. 

Valacyclovir, the active moiety, is quickly converted into valacyclovir, the L-valyl ester prodrug of 

acyclovir, which is named valacyclovir (val" ay sye' kloe vir). This transformation takes place within the 

body. Valacyclovir is superior to acyclovir in terms of oral bioavailability, as well as herpes viral activity, 

such as herpes simplex 1 and 2 and CMV. This is also the case when comparing the two drugs in terms of 

herpes viral activity. After it has been changed into acyclovir, viral kinases will phosphorylate the 

acyclovir that is found inside the cell. The integration of the triphosphate into viral DNA is hindered 
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because guanosine acts as a competitor to the triphosphate and inhibits viral DNA polymerase55-57. 

Because viral kinases are necessary for the activation of valacyclovir, this antiviral medication can only 

work in cells that have been infected by viruses. With the assistance of valacyclovir, it is possible to treat 

mucocutaneous and genital herpes simplex type 1 and 2 in addition to herpes zoster. Valacyclovir is also 

effective in treating herpes zoster. In the United States, the treatment and prevention of genital and 

mucocutaneous herpes simplex infection with valacyclovir has been regularly used since the year 1995. 

Valacyclovir is sold both generically and under the brand name Valtrex in the form of capsules 

containing either 500 or 1000 milligrammes. It is common practise to recommend that adults take 

between 500 and 1000 mg per day, either once or twice, in divided doses. Aches and pains in the 

stomach, as well as headaches and dizziness, are among the most common adverse reactions. Renal 

failure, affects on the central nervous system, and severe thrombocytopenia are all side effects that can 

occur, but they are quite serious when they do. 

Mechanism of Action  

Valacyclovir can be used as a starting material for the production of acyclovir, which is the active 

component of acyclovir triphosphate (ACV-TP). ACV-TP is an antiviral drug that works by competing with 

viral DNA polymerase, inhibiting viral DNA polymerase, and ultimately terminating and inactivating viral 

DNA polymerase. 

 

Famiciclovir  

A medicine known as famciclovir is used to treat infections caused by herpes as well as varicella-zoster. 

Nucleoside analogues are a type of antiviral drug that works by mimicking the effects of nucleosides. In 

this activity, the indications, action, and contraindications of the medicine famciclovir are explained. 

Famciclovir is a beneficial drug for treating herpes and varicella-zoster infections, and the activity 

focuses on these topics 58. Treatment for herpes and varicella-zoster infections, as well as illnesses 

associated with them, requires a comprehensive understanding of how the medications work, as well as 

the types of side effects they can cause. This includes both the potential for the medications to cause 

adverse reactions and the potential for the medications to cause beneficial reactions. 

Mechanism of action 

Penciclovir is the active antiviral ingredient of famciclovir, which is initially transformed into penciclovir. 

Penciclovir is then administered to patients. The viral thymidine kinase (TK) that can be seen in cells 

infected with HSV-1, HSV-2, and varicella-zoster virus converts penciclovir to monophosphate after 

being phosphorylated. Penciclovir is incapable of being phosphorylated by healthy cells; as a result, it 

can only harm infected cells 59-60. In the subsequent phase, the enzymes found in the host cell convert 

penciclovir monophosphate into the penciclovir triphosphate form. Competition between penciclovir 

triphosphate and deoxyguanosine triphosphate, which results in inhibition of herpes virus DNA 

polymerase and chain termination, which ultimately results in the death of viral replication, is caused by 

penciclovir triphosphate. 
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Conclusion 

Both humans and viruses are waging a battle of attrition against one another, and both sides are always 

improving their strategies. Over the past few decades, there has been significant advancement in our 

understanding of the genetic and molecular pathways that underlie disease. There have been a number 

of recent advances in medical treatment, and many more are still in the research and development 

stage. There is still a serious threat posed by COVID-19 and other newly developing infectious diseases, 

such as those caused by viruses similar to this one. The ineffectiveness of drugs un clinical trials involving 

humans is a widespread problem that needs to be researched and resolved. As more and more cutting-

edge technology become available, it is anticipated that the results will be quite promising. The ever-

expanding collection of knowledge about viruses and the lightning-fast evolution of techniques and 

instruments are both useful in the search for new antiviral drugs. Because of the growing understanding 

of viruses and the efforts of researchers all around the world, we have high hopes that one day we may 

be able to live in a world where viral infections no longer exist. 
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