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Abstract 

The types of infectious diseases and the number of patients have increased significantly, posing a serious threat 

to global medical health. In particular, the rise in antibiotic resistance is making bacterial infections more 

difficult to treat. It is precisely because of the abuse of antibiotics that bacteria have rapidly developed drug 

resistance, especially in the case of multidrug-resistant strains, that traditional antibiotic therapy is gradually 

becoming ineffective. In addition, the rapid mutation of the virus also brings challenges to vaccine 

development. Taking SARS-CoV-2 as an example, its mutation reduces the effectiveness of the vaccine and 

increases the complexity of prevention and control. Bacteria and viruses have significant differences in 

structure and metabolism, which determine their respective treatment methods. Bacteria can be treated with 

antibiotics, while viruses must rely on vaccines and antiviral drugs to control them. Therefore, scientists are 

trying to address these challenges by studying bacterial resistance mechanisms, optimizing the composition of 

HPV vaccines, analyzing the impact of SARS-CoV-2 mutations, and exploring alternative treatments to 

antibiotics. 
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1. Introduction 

The discovery and application of antibiotics was a major breakthrough in the human fight against bacterial 

infections. Since the beginning of the 20th century, the continuous development of antibiotics has saved 

countless lives. The widespread use of antibiotics has effectively suppressed the spread of many bacterial 

infectious diseases. From penicillin to the latest multi-antibiotics, the treatment of bacterial infections has 

gradually become more diverse and effective. However, with the abuse of antibiotics in clinical and agricultural 

settings, drug-resistant bacteria have increased rapidly, especially the spread of multidrug-resistant (MDR) and 

pan-drug-resistant (PDR) strains, which has brought unprecedented challenges to global public health. The 

formation of persistent bacteria has further complicated antibiotic treatment, reducing the effectiveness of 

treating bacterial infectious diseases in chronic and recurrent infections. 

At the same time, the threat of viral infectious diseases remains and becomes more complex. Unlike bacteria, 

viruses rely on host cells to replicate and cannot be directly treated with antibiotics. The rapid mutation of 

viruses provides an adaptive advantage for their spread within the host, which makes the development of 
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vaccines and antiviral drugs more challenging. In particular, the emergence of SARS-CoV-2, whose high 

mutation rate of the spike protein not only affects the virus's ability to spread but also enables it to evade the 

protection of vaccines and antibodies to a certain extent. On the other hand, human papillomavirus (HPV) also 

poses a serious threat to human health. Although preventive vaccines are available, the coverage of existing 

vaccines is relatively limited and cannot completely prevent and control infections of multiple high-risk 

subtypes. 

Faced with the increasingly serious problems of drug resistance and viral mutation, scientists are actively 

exploring new antibiotics and alternative therapies to meet the challenges posed by highly resistant bacteria. 

For example, a new antibiotic provides a new idea for the treatment of drug-resistant bacterial infections by 

inhibiting the transport of lipopolysaccharide (LPS) of Gram-negative bacteria. In addition, deep mutation 

scanning technology helps scientists better understand the transmission patterns of virus mutations and 

provides data support for vaccine optimization. 

This study will integrate the history of antibiotic development, resistance mechanisms, vaccine progress, 

and alternative therapies in the context of bacterial and viral infectious diseases and analyze cutting-edge 

challenges and response strategies in infectious disease prevention and control. These explorations will not 

only provide new ideas for the problems caused by antibiotic resistance and viral mutations but also provide a 

solid scientific basis for public health policy formulation and infectious disease prevention and control. 

2. Basic Differences Between Bacteria and Viruses 

Bacteria and viruses are the two major types of pathogens that cause infectious diseases. Although they can 

both cause infection, they have significant differences in structure, physiological metabolism, replication 

mechanism, and treatment methods. 

First, bacteria are a type of single-celled organisms that can survive and reproduce independently. They 

have cell walls, cell membranes, and independent metabolic systems. This ability to replicate itself allows 

bacteria to proliferate in an environment outside the host. The structural characteristics of bacteria make 

antibiotics an effective treatment. Antibiotics can target bacterial cell walls, protein steps, and DNA replication 

processes to inhibit or kill bacteria. However, with the abuse of antibiotics and the increase of natural selection 

pressure on bacteria, bacteria have developed multidrug resistance (MDR) and pan-drug resistance (PDR), 

increasing the complexity of treatment [1]. 

Viruses are different from bacteria. They do not have a complete cell structure and cannot metabolize and 

replicate independently. They must rely on the biological mechanisms of host cells. Viruses are composed of 

nucleic acids (DNA or RNA) and protein shells. After entering the host cell, they hijack the host's synthetic 

system for protein synthesis and gene replication. Because viral replication is completely dependent on host 

cells, antibiotics are not effective against viral infections. Instead, antiviral treatments usually focus on 

preventing the virus from entering host cells or inhibiting the viral replication steps. 

In addition, although antibiotics are still the mainstay of treatment for bacterial infections, traditional 

antibiotics have limited effectiveness against highly resistant pathogens such as Gram-negative bacteria [2]. 

The fundamental differences in structure and biological characteristics between bacteria and viruses determine 

that they require different treatment strategies. Bacterial infections can usually be directly inhibited by 

antibiotics, while viral infections rely more on vaccine prevention and antiviral drug intervention. In addition, 

bacterial resistance and viral mutation further increase the complexity of prevention and treatment, and 

scientists are seeking new ways to deal with the different threats of these two types of pathogens. 

3. The Formation Mechanism of Persistent Bacteria and Its Clinical Impact 

3.1 The Formation Mechanism of Persistent Bacteria 

Persister cells are special subpopulations of bacteria that can survive antibiotic treatment. Persisters are 

usually in a dormant state with very low metabolic activity and are therefore insensitive to the effects of 

antibiotics. The formation of persisters is closely related to environmental stresses, such as nutrient limitation, 

pH changes, and oxidative stress, which can induce bacteria to enter a state of slow metabolism, thereby 
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avoiding being killed by antibiotics [3]. In complex infection environments (such as biofilms or inside host 

cells), the proportion of persistent bacteria tends to increase, thereby enhancing tolerance to infection. 

Although the specific mechanism is not yet fully understood, studies have shown that the bacterial toxin-

antitoxin system and stress response pathways may be involved in the formation of persistent bacteria [4]. 

3.2 Clinical Impact and Treatment Challenges 

Persistent bacteria play an important role in chronic and recurrent infections. Their ability to survive 

antibiotic treatment makes them one of the main causes of recurrent infections. Failed root canal treatment is 

a typical example. In the treatment of endodontic infection, persistent bacteria can survive the treatment 

process and repopulate after the treatment is completed, resulting in recurrent infection. Furthermore, in 

chronic infections such as tuberculosis, the presence of persisters results in prolonged antibiotic treatment, as 

it takes longer to completely eliminate the infection [5]. 

The presence of persisters not only affects the treatment outcomes of individual patients but also poses a 

threat to public health. Although persisters do not have genetic resistance, the persistence of persister 

populations under antibiotic pressure increases the likelihood of developing resistance mutations, which in 

turn promotes the spread of resistant strains. To address the challenge of persisters, researchers are exploring 

new therapeutic strategies, such as targeting metabolic pathways unique to persisters or using toxin-antitoxin 

modules to inhibit their formation and activity recovery. Although these approaches have shown potential in 

experimental studies, the complexity of persisters in clinical infections remains an issue that needs to be 

addressed [6]. 

3.3 Viral Vaccine Development and Mutation Challenges 

The high infectivity and rapid mutation of the virus make vaccine development a key means of controlling 

the spread of the virus. In recent years, scientists have effectively prevented virus-related diseases such as 

cervical cancer caused by HPV by developing vaccines targeting specific virus antigens. However, although 

current preventive vaccines have achieved remarkable results in reducing infection rates and cancer incidence, 

vaccines are still limited in coverage and long-term effectiveness. In particular, the weakening of vaccine 

effectiveness by viral mutations has made the need to update and optimize vaccine components to cope with 

mutations more urgent. 

As research on HPV vaccines and SARS-CoV-2 vaccines progresses, we have seen different challenges 

faced by the two viruses in vaccine development. HPV vaccines are effective in preventing cancer, but their 

coverage of high-risk subtypes is limited, making it difficult to provide comprehensive protection, and 

therapeutic vaccines are being explored. As for SARS-CoV-2, frequent mutations make the effectiveness of 

vaccines uncertain, and continuous updating and broad-spectrum optimization of vaccines are essential. The 

following will discuss in detail the research progress of HPV vaccines and the challenges that SARS-CoV-2 

mutations pose to vaccine development. 

4. Research Progress of HPV Vaccines 

The development of human papillomavirus (HPV) vaccines has significantly reduced the incidence of HPV 

infection and related cancers. Currently, the main approved HPV vaccines are preventive HPV vaccines, such 

as Cervarix®, Gardasil®, and Gardasil 9®, which prevent new infections by generating neutralizing antibodies 

against the viral L1 protein [8]. The vaccines have shown high efficacy in protecting against high-risk HPV 

subtypes, such as HPV-16 and HPV-18, which cause approximately 70% of cervical cancer cases [9]. 

Although these vaccines are highly effective in preventing HPV infection, they are limited in their 

effectiveness in clearing established infections and associated lesions. This is because preventive vaccines 

induce antibody responses primarily through virus-like particles (VLPs) targeting the L1 protein, which is not 

expressed in infected cells and therefore cannot clear existing HPV infection [10]. To improve the prevention 

effect, researchers are increasing the price of the vaccine, such as expanding Gardasil 9® to nine-valent, to 

cover more high-risk subtypes, thereby further reducing the risk of cancer caused by HPV infection [8]. 

In addition, to make up for the limitations of preventive vaccines, researchers are exploring therapeutic 

HPV vaccines, which aim to induce cell-mediated immune responses to clear infected cells. HPV E6 and E7 
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early proteins are continuously expressed in HPV-related cancers, making them ideal targets for therapeutic 

vaccines. Studies have shown that therapeutic vaccines can activate specific CD8+ cytotoxic T cells through 

E6 and E7 antigens, thereby enhancing the immune system's ability to clear infected cells [9]. 

With the advancement of technology, HPV vaccine research and development is still optimizing dosage 

regimens and adjuvant formulations. For example, by adding new adjuvants such as TLR4 agonists, the 

immunogenicity of the vaccine can be improved [8]. 

These optimizations not only enhance the protective efficacy in terms of antibody levels but also extend 

the duration of protection to a certain extent, making the vaccine more feasible and economical in low-income 

areas. 

In summary, the research and development of HPV vaccines is moving towards a broader spectrum of 

preventive and effective therapeutic vaccines. This progress is of great significance in reducing the global 

burden of HPV infection-related diseases. Future research will continue to explore the optimization of 

multivalent vaccines and the clinical application of new therapeutic vaccines [10]. 

5. SARS-CoV-2 Mutations and Immune Escape 

Mutations in SARS-CoV-2, especially those in the spike protein (S protein), have significantly enhanced 

the virus's ability to infect and evade immunity. The receptor binding domain (RBD) of the S protein mediates 

viral entry into cells by binding to the host cell's ACE2 receptor, and mutations in this region enable the virus 

to increase its infection efficiency and evade the host's immune response [11]. The early D614G mutation 

increased the virus's infectivity, making it quickly become one of the major SARS-CoV-2 variants worldwide. 

Subsequently, various “variants of concern” (VOCs) emerged one after another, such as Alpha, Beta, Delta, 

and Omicron. The mutations of these variants are mainly concentrated in the RBD region of the S protein [11]. 

Among them, the Omicron variant has more than 15 RBD mutations and variations in other antigenic domains, 

resulting in its strong immune escape ability against early vaccine-induced antibodies and antibodies produced 

by natural infection [12]. Omicron's RBD mutations, such as E484K, L452R, and N501Y, help the virus 

increase ACE2 binding affinity and weaken the effect of neutralizing antibodies, thereby posing a risk of 

reinfection in previously infected and vaccinated individuals [13]. 

Immune escape is a critical factor in the virus's ability to spread, especially when vaccination rates are 

increased, as the speed at which the virus mutates to adapt to immune pressure is significantly accelerated. 

Literature indicates that immune escape mutations such as E484K, K417N, and N501Y show significant 

neutralization resistance in the face of vaccine-induced antibodies, thereby reducing the protective efficacy of 

the vaccine [11]. In particular, mutations in Omicron and its sublineages (such as BA.1, BA.5, etc.) enable 

rapid spread among vaccinated or previously infected populations, leading to multiple waves of infection [7]. 

As these mutations accumulate, scientists have raised the need to develop broad-spectrum vaccines or 

update vaccine components to improve protection against different SARS-CoV-2 variants. The challenges 

posed by immune escape mutations not only place higher demands on vaccine development but also have a 

profound impact on the adjustment of public health strategies, especially those involving the effectiveness 

monitoring of existing vaccines and strategies for booster shots. 

6. Challenges of Antibiotic Resistance and Countermeasures 

6.1 Antibiotic Mechanisms of Action and the Development of Resistance 

Antibiotics act on bacteria through a variety of mechanisms to inhibit their growth and proliferation. The 

main mechanisms of action include inhibiting cell wall synthesis, interfering with protein synthesis, destroying 

cell membranes, and inhibiting nucleic acid synthesis [14]. For example, β-lactam antibiotics (such as 

penicillins and cephalosporins) bind to bacterial penicillin-binding proteins (PBPs), preventing cell wall 

formation and leading to bacterial cell lysis. Aminoglycoside antibiotics inhibit bacterial growth by binding to 

the 30S subunit of bacterial ribosomes, causing errors in protein synthesis [15]. 

However, bacteria have developed a range of resistance mechanisms that have made antibiotic therapy less 

effective. The development of resistance has been attributed to several mechanisms: enzyme-mediated 



Vol. 18 (2026): Proceedings of 2026 International Conference on Smart Healthcare and Biomedical Engineering (ICSHBE 2026) 

198 

inactivation of antibiotics (e.g., β-lactamases break down β-lactam antibiotics), alteration of drug targets (e.g., 

methicillin-resistant Staphylococcus aureus alters its PBPs to resist β-lactam antibiotics), efflux pumps 

(pumping antibiotics out of bacterial cells to reduce intracellular concentrations), and reduced uptake of 

antibiotics [14][15][16]. 

For example, Gram-negative bacteria restrict drug penetration through outer membrane proteins and 

remove antibiotics through efflux pumps, thereby increasing resistance to multiple antibiotics [17]. New 

research has found that new antibiotics targeting the lipopolysaccharide (LPS) transport pathway of Gram-

negative bacteria, such as Zosurabalpin, can destroy the bacterial outer membrane by blocking LPS transport, 

showing potential for application in combating drug-resistant Gram-negative bacteria. 

In addition, the emergence of multidrug-resistant (MDR) and extensively drug-resistant (XDR) bacterial 

strains has further limited treatment options. For example, the diversity and combination of resistance 

mechanisms allow some pathogens to resist the effects of antibiotics through multiple pathways, including 

mutation and horizontal gene transfer [16]. Understanding these mechanisms could help develop more 

effective antimicrobial strategies and advance the development of new antibiotics and antimicrobial agents to 

extend the useful life of existing antibiotics. 

6.2 Research on New Antibiotics and Alternative Therapies 

As antibiotic resistance increases, researchers are actively exploring new antibiotics and alternative 

treatments to combat multidrug-resistant bacterial infections. The development of new antibiotics focuses on 

overcoming the challenges of traditional antibiotic failure, especially resistance to Gram-negative bacteria. In 

recent studies, new antibiotics such as Zosurabalpin significantly inhibit bacterial growth by blocking the 

lipopolysaccharide transport pathway of Gram-negative bacteria, providing a new approach to solving Gram-

negative bacterial resistance [14]. 

In addition to new antibiotics, alternative therapies are also seen as an important response to antibiotic 

resistance. Phage therapy uses natural phages to specifically kill bacteria. Unlike broad-spectrum antibiotics, 

this therapy does not destroy the host's beneficial flora [18]. Although phage therapy has shown potential in 

treating infections, its efficacy and safety in large-scale applications still need to be further verified. At the 

same time, antimicrobial peptides have become a hot topic of research due to their broad antimicrobial activity. 

These peptides can destroy bacterial cell membranes, fight against multiple drug-resistant strains, and have 

relatively low risks in terms of toxicity and drug resistance [19]. 

In addition, microbial regulation methods such as probiotics and fecal microbiota transplantation are also 

used to restore or rebuild the body's normal flora, thereby indirectly reducing the colonization and infection 

opportunities of pathogens. These methods not only help reduce the occurrence of infections but also show 

potential clinical benefits in alleviating flora imbalance caused by antibiotic use [19]. For example, studies 

have shown that specific probiotic strains can effectively inhibit diarrhea caused by Clostridium difficile and 

improve the balance of intestinal microecology after antibiotic treatment. 

The development of new antibiotics and alternative therapies provides new avenues for combating drug-

resistant bacteria. Future studies will continue to evaluate the safety and clinical efficacy of these approaches 

to provide more comprehensive treatment strategies to address the global challenge of antibiotic resistance. 

7. Response to Antibiotic Resistance and Future Development 

The increasing problem of antibiotic resistance has posed a serious challenge to the global health system. 

Due to the widespread use of antibiotics in medicine and agriculture, bacteria have gradually evolved a variety 

of resistance mechanisms, including efflux pumps, enzyme degradation, and target modification, leading to 

the emergence of multidrug-resistant bacteria (MDR) and pan-drug-resistant bacteria (PDR), which has 

sharply reduced the effectiveness of traditional antibiotics [20]. Antibiotic resistance is expected to be a major 

cause of around 10 million deaths per year worldwide by 2050 [21]. 

To address this urgent problem, researchers are exploring multi-level strategies, from the genetic level and 

ecological control to new drug development, to curb the spread of drug resistance and restore the effectiveness 

of antibiotics. Advances in genomics and synthetic biology have brought new insights into the mechanisms of 



Vol. 18 (2026): Proceedings of 2026 International Conference on Smart Healthcare and Biomedical Engineering (ICSHBE 2026) 

199 

drug resistance gene transmission. Through the gene editing tools of the CRISPR-Cas system, scientists can 

target and knock out drug resistance genes, thereby reversing the resistance of drug-resistant bacteria or 

enhancing their sensitivity to antimicrobial drugs [22]. This technology shows great potential in controlling 

pathogen resistance and is expected to provide an effective solution for future infection control. 

Alternative therapies are also gaining attention in the treatment of drug resistance. For example, 

antimicrobial peptides exert broad-spectrum antibacterial activity by destroying bacterial cell membranes, and 

they are not prone to induce drug resistance, making them a powerful supplement for fighting drug-resistant 

pathogens [23]. Phage therapy uses the high specificity of phage viruses to target and kill bacteria without 

affecting the host's normal flora. This specificity and low side effects give phage therapy a unique advantage 

in treating drug-resistant bacterial infections. In addition, microecological therapies such as probiotics and 

fecal microbiota transplantation indirectly inhibit the growth of pathogens by regulating the host flora. These 

therapies have shown potential benefits in reducing the occurrence of infections and alleviating bacterial 

imbalance caused by antibiotics [22]. 

At the same time, the development of rapid diagnosis and intelligent detection technologies has made the 

monitoring of antibiotic resistance more accurate and efficient. For example, rapid diagnostic tools based on 

genome detection (such as CRISPR-biosensors) can detect the presence of resistant bacteria within hours, 

providing clinicians with fast and accurate resistance detection results. New food and water source resistant 

bacteria monitoring technologies (such as QuEChERS and fluorescent biosensors) have played an important 

role in reducing the risk of resistant bacteria spreading in the environment [21].  

In the future, the innovative development of antibiotics will continue to integrate the results of genomics, 

alternative therapies, microecological therapies, and rapid detection technologies to build a multi-level, 

coordinated, and efficient treatment and control system. The comprehensive strategy to address antibiotic 

resistance will provide solid support for the global health system and is expected to significantly reduce 

resistance-related infections and mortality in the future. 

8. Conclusion 

Although significant progress has been made in the study of antibiotic resistance in recent years, there are 

still many gaps and deficiencies. First, the development of broad-spectrum antibiotics for multidrug-resistant 

bacteria (MDR) and pan-drug-resistant bacteria (PDR) is still lagging, and many new antibiotics have limited 

performance in dealing with complex infections and are prone to new drug resistance. Secondly, although the 

application of alternative therapies such as phage therapy and antimicrobial peptides has shown potential, their 

efficacy, safety, and standardized operation in chronic or multidrug-resistant infections are not yet mature. In 

addition, despite the increasing advancement of rapid diagnostic technology, the demand for low cost and 

portability has not been fully met, hindering its widespread application worldwide. By addressing current 

research gaps and strengthening multi-level antimicrobial strategies, we are expected to effectively curb the 

spread of antibiotic resistance, thereby providing more comprehensive protection for global public health 

security. 

References 

[1] S. E. Luria and M. Delbrück, “Mutations of bacteria from virus sensitivity to virus resistance,” Genetics, 

vol. 28, pp. 491-511, Nov. 1943 

[2] S. H. E. Kaufmann, A. Dorhoi, R. S. Hotchkiss, and R. Bartenschlager, “Host-directed therapies for 

bacterial and viral infections,” Nature Reviews Drug Discovery, vol. 17, no. 1, pp. 35-56, Jan. 2018, doi: 

10.1038/nrd.2017.162. 

[3]  R. A. Fisher, B. Gollan, and S. Helaine, “Persistent bacterial infections and persister cells,” Nature 

Reviews Microbiology, vol. 15, pp. 453-464, Aug. 2017, doi: 10.1038/nrmicro.2017.42 

[4] J. F. Siqueira Jr. and I. N. Rôças, “Clinical implications and microbiology of bacterial persistence after 

treatment procedures,” Journal of Endodontics, vol. 34, no. 11, pp. 1291-1301, Nov. 2008, doi: 

10.1016/j.joen.2008.07.028 



Vol. 18 (2026): Proceedings of 2026 International Conference on Smart Healthcare and Biomedical Engineering (ICSHBE 2026) 

200 

[5]  J. Á. Kaplan, “Biofilm dispersal: mechanisms, clinical implications, and potential therapeutic uses,” 

Journal of Dental Research, vol. 89, no. 3, pp. 205-218, 2010. 

[6] H. Niu, J. Gu, and Y. Zhang, “Bacterial persisters: molecular mechanisms and therapeutic development,” 

Signal Transduction and Targeted Therapy, vol. 9, p. 174, 2024, doi: 10.1038/s41392-024-01866-5 

[7] B. Dadonaite, J. Brown, T. E. McMahon, A. G. Farrell, M. D. Figgins, D. Asarnow, C. Stewart, J. Lee, J. 

Logue, T. Bedford, B. Murrell, H. Y. Chu, D. Veesler, and J. D. Bloom, “Spike deep mutational scanning 

helps predict success of SARS-CoV-2 clades,” Nature, vol. 631, pp. 617-625, Jul. 2024, doi: 

10.1038/s41586-024-07636-1 

[8]  R. Wang, H. Huang, C. Yu, X. Li, Y. Wang, and L. Xie, “Current status and future directions for the 

development of human papillomavirus vaccines,” Frontiers in Immunology, vol. 15, p. 1362770, 2024 

[9] A. Yang, E. Farmer, T. C. Wu, and C. F. Hung, “Perspectives for therapeutic HPV vaccine development,” 

Journal of Biomedical Science, vol. 23, pp. 1-19, 2016. 

[10] R. Wang, H. Huang, C. Yu, X. Li, Y. Wang, and L. Xie, “Current status and future directions for the 

development of human papillomavirus vaccines,” Frontiers in Immunology, vol. 15, p. 1362770, Jun. 

2024, doi: 10.3389/fimmu.2024.1362770  

[11] W. T. Harvey, A. M. Carabelli, B. Jackson, R. K. Gupta, E. C. Thomson, E. M. Harrison, ... and D. L. 

Robertson, “SARS-CoV-2 variants, spike mutations, and immune escape,” Nature Reviews Microbiology, 

vol. 19, no. 7, pp. 409-424, 2021 

[12] A. M. Carabelli, T. P. Peacock, L. G. Thorne, W. T. Harvey, J. Hughes, S. J. Peacock, ... and D. L. 

Robertson, “SARS-CoV-2 variant biology: immune escape, transmission, and fitness,” Nature Reviews 

Microbiology, vol. 21, no. 3, pp. 162-177, 2023. 

[13] D. Tian, Y. Sun, J. Zhou, and Q. Ye, “The global epidemic of SARS‐CoV‐2 variants and their mutational 

immune escape,” Journal of Medical Virology, vol. 94, no. 3, pp. 847-857, 2022. 

[14] A. A. Chis, L. L. Rus, C. Morgovan, A. M. Arseniu, A. Frum, A. L. Vonica-Tincu, F. G. Gligor, M. L. 

Muresan, and C. M. Dobrea, “Microbial Resistance to Antibiotics and Effective Antibiotherapy,” 

Biomedicines, vol. 10, no. 5, p. 1121, May 2022, doi: 10.3390/biomedicines10051121 

[15] G. Kapoor, S. Saigal, and A. Elongavan, “Action and resistance mechanisms of antibiotics: A guide for 

clinicians,” Journal of Anaesthesiology Clinical Pharmacology, vol. 33, no. 3, pp. 300-305, 2017. 

[16] J. Lin, K. Nishino, M. C. Roberts, M. Tolmasky, R. I. Aminov, and L. Zhang, “Mechanisms of antibiotic 

resistance,” Frontiers in Microbiology, vol. 6, p. 34, 2015. 

[17] D. Tian, Y. Sun, J. Zhou, and Q. Ye, “The global epidemic of SARS‐CoV‐2 variants and their mutational 

immune escape,” Journal of Medical Virology, vol. 94, no. 3, pp. 847-857, 2022. 

[18] L. Czaplewski, R. Bax, M. Clokie, M. Dawson, H. Fairhead, V. A. Fischetti, ... and J. H. Rex, 

“Alternatives to antibiotics—a pipeline portfolio review,” The Lancet Infectious Diseases, vol. 16, no. 2, 

pp. 239-251, 2016 

[19] A. Langdon, N. Crook, and G. Dantas, “The effects of antibiotics on the microbiome throughout 

development and alternative approaches for therapeutic modulation,” Genome Medicine, vol. 8, pp. 1-16, 

2016. 

[20] S. B. Levy and B. Marshall, “Antibacterial resistance worldwide: causes, challenges, and responses,” 

Nature Medicine, vol. 10, suppl. 12, pp. S122-S129, 2004. 

[21] J. Wise, “Antimicrobial resistance: MPs call on UK government to maximize potential of bacteriophages,” 

The BMJ, vol. 384, Jan. 2024 

[22] A. O. Olatunji, J. A. Olaboye, C. C. Maha, T. O. Kolawole, and S. Abdul, “Next-Generation Strategies to 

Combat Antimicrobial Resistance: Integrating Genomics, CRISPR, and Novel Therapeutics for Effective 

Treatment,” Engineering Science & Technology Journal, vol. 5, no. 7, pp. 2284-2303, 2024. 



Vol. 18 (2026): Proceedings of 2026 International Conference on Smart Healthcare and Biomedical Engineering (ICSHBE 2026) 

201 

[23] R. I. Aminov, “A brief history of the antibiotic era: lessons learned and challenges for the future,” 

Frontiers in Microbiology, vol. 1, p. 134, 2010. 

Funding 

This research received no external funding.  

Conflicts of Interest 

The authors declare no conflict of interest. 

Acknowledgment 

This paper is an output of the science project. 

Open Access  

This chapter is licensed under the terms of the Creative Commons Attribution-NonCommercial 4.0 
International License (http://creativecommons.org/licenses/by-nc/4.0/), which permits any noncommercial use, 
sharing, adaptation, distribution and reproduction in any medium or format, as long as you give appropriate 
credit to the original author(s) and the source, provide a link to the Creative Commons license and indicate if 
changes were made. 

The images or other third party material in this chapter are included in the chapter's Creative Commons license, 
unless indicated otherwise in a credit line to the material. If material is not included in the chapter's Creative 
Commons license and your intended use is not permitted by statutory regulation or exceeds the permitted use, 
you will need to obtain permission directly from the copyright holder. 

 

http://creativecommons.org/licenses/by-nc/4.0/

