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Abstract

COVID's Omicron variant has sparked a slew of concerns across the globe. This

review aims to provide a brief overview of what we know about the Omicron variant

right now. The new variant has been discovered in 149 countries across all six World

Health Organization (WHO) regions since its discovery in South Africa on November

24, 2021 and became the dominant variant in the country in less than 3 weeks. The

WHO has warned that the B.1.1.529 variant is spreading at an unprecedented rate,

and has urged countries to prepare for the worst. Over the course of this time,

researchers from Africa and around the world have uncovered a wealth of in-

formation about the virus's epidemiology and biological properties. Case numbers

are increasing exponentially in hard‐hit areas such as South Africa, United Kingdom,

and USA (overtaking the delta variant), implying that the variant is highly transmis-

sible. Initial research has provided some insights into the efficacy of vaccines against

the Omicron variant and whether it produces major illness, however, much remains

unknown, and additional work is needed to investigate what the initial reports re-

present in real‐world situations.
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1 | INTRODUCTION

The arrival of Omicron proves that we are not done with COVID yet,

and that COVID is not done with us either. We need to know where

Omicron came from to look ahead and see where the virus is pro-

gressing. One thing is certain: more variants will emerge from the same

source as this one. Omicron is unlike any other variant in the market at

the moment. More than 300 million people have been infected and over

5.5 million people have died as a result of the corona virus 2019

(COVID‐19) pandemic caused by SARS‐CoV‐2. Omicron has been found

in 149 countries across all six World Health Organization (WHO)

regions since it is identified in Botswana (Figure 1). In the ongoing

SARS‐Cov‐2 coronavirus pandemic, the World Health Organization

identified Omicron as a variant of concern (VOC). In less than one

month of Omicron variant discovery, it is on rise in countries such

as South Africa, United Kingdom, and Denmark.1,2 The UK had recorded

the largest daily number of new coronavirus cases since the outbreak

began. In addition, the number of daily cases in South Africa reached a

new high level. The dominance of the Omicron coronavirus variant in

Denmark was confirmed by the Statens Serum Institute (10 000 cases of

infection were reported in one day).3

Variants such as Omicron pose the greatest threat to the end of

pandemic, and researchers alerted that this will continue to arise as the

virus mutates.4 As cases of coronavirus infection with the Omicron

variant increase all around the world, researchers are racing to char-

acterize the heavily mutated variant to know how it tends to spread and

assess new risks throughout this wave of the global epidemic.

The Omicron variant contains over 30 mutations to the virus's

spike proteins, which cover the virus's outside and are the primary

targets of vaccines and treatments such as monoclonal antibodies.
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The Omicron variant multiplies about 70 times faster than the delta

variant inside human respiratory tract tissue, according to researchers

at the University of Hong Kong.4,5 The variant also reaches higher

levels in the tissue, compared with delta, 48 h after infection. Garcia‐

Beltran and his colleagues also suggests Omicron is more infectious

than delta.6,7 The symptoms appeared to be similar to that of other

coronavirus variants. The Omicron variant of the coronavirus con-

tinues to spread throughout the world with symptoms of runny nose,

headache, fatigue (either mild or severe), sneezing, and sore throat‐

like symptoms in infected people (Figure 2).8

2 | TIMELINE RECAPPED

The first genome which is now known as the Omicron variant was

sequenced in early November 2021 from a viral isolate collected in

Gauteng, South Africa, and made publicly available through a virus

genome sharing database GISAID by the National Institute for Com-

municable Diseases, South Africa. Further investigation revealed that

genomes from Botswana and Hong Kong had been deposited, each with

a large number of mutations, particularly in the spike protein. The cluster

of genomes was reported to the Pango Network, an open community of

researchers working together to annotate SARS‐CoV‐2 lineages, and

the lineage was given the name B.1.1.529.6

The lineage was designated as a VOC due to the unique cluster,

which was epidemiologically associated with an increase in cases in

Gauteng, and the settings of mutations, many of which had previously

been linked to immune escape and advice by the Technical Advisory

Group on SARS‐CoV‐2 Virus Evolution (TAG‐VE) (Figure 3).1

Over 2700 sequences of the Omicron variant are now available

in GISAID, a database that shares genomic sequences deposited by

researchers from around the world. As more sequences were sub-

mitted to GISAID, it became clear that some genomes lacked the

complete set of mutations that define Omicron, despite having many

of the signature mutations. The Pango Network split the initially

designated B.1.1.529 lineage into two sister lineages, BA.1 and BA.2

(where BA is an alias for B.1.1.529). Whereas both of these lineages

have most of the essential spike protein mutations identified for

Omicron, the lineage BA.2 lacks a deletion in the spike protein found

in the original lineage (BA.1).1,6

The transmission rate, immune evasion, and the proportions of

people who experience serious diseases and die are all useful para-

meters for determining how the variant will affect the population.9,10

The findings for each of these parameters are discussed in detail in the

following.

3 | MECHANISM

In silico analysis revealed that the Omicron SARS‐CoV‐2 variant spike

protein has a higher affinity for the human ACE2 receptor.11 Omicron's

spike protein had at least 30 amino acid substitutions, three small de-

letions, and one small insertion.12 Omicron clings to cells more tightly,

making them more resistant to antibodies. When the spike grabs onto a

cell‐surface protein called angiotensin‐converting enzyme (ACE2), mo-

lecular interactions were discovered using computational methods of

the spike protein on Omicron's surface (Figure 4).13,14

4 | IMMUNE EVASION

There are two parts to the immune system. Antibodies recognize and

bind proteins on microorganisms' surfaces, and neutralize them. T cells,

which can recognize and kill virus‐infected cells, are involved in the

second type of infection. The antibody‐mediated response is thought to

determine the initial barrier of infection, whereas the cellular response is

crucial in the progression of disease severity in COVID‐19.15 Antibodies

and are the mainstays of Omicron's evidence.16

The Omicron variant has approximately 32 mutations in the spike

protein, most of which have been linked to antibody‐binding sites,

F IGURE 1 Worldwide percentage share of Omicron variant
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implying that it would evade antibodies from earlier infections, vaccines,

and several monoclonal antibodies used in diagnosis.6 Whereas clinical

assumptions of vaccine efficacy can only be made after a significant

number of tract infections with clearly delineated vaccination status

have occurred, initial assessments of immune evasion could be made in

the lab using neutralization tests. Whole viruses or virus‐like particles

(pseudoviruses) along with sera from persons who have been vaccinated

or have been infected heretofore are assessed in these studies. This

determines whether the virus can evade the antibodies found in these

people's sera. While these are not exact indicators of vaccine effec-

tiveness, they can only give us a heads‐up.17

Many studies from around the world are available publicly. While

the ranges of neutralization compared to the ancestral lineages and

Delta are wide, it is clear that Omicron's neutralization is significantly

less than that of the ancestral lineage (B.1, 20–40‐fold lower) or

Delta (about fivefold lower). The only silver lining is that antibodies

from booster shots or infections before vaccination (hybrid immunity)

appear to neutralize the virus to some limited extent.18

F IGURE 2 Omicron outbreak: what do we know so far. WHO, World Health Organization

F IGURE 3 The SARS‐CoV‐2 Omicron variant's timeline
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Evidence on vaccine efficacy was also reported from the United

Kingdom Health Security Agency, who assessed vaccine efficacy

against symptomatic infection and found that the findings of the lab

matched up very well.

Two doses of AstraZeneca (ChAdOx1) have seemed to provide

very few protections against symptomatic infection, whereas an ad-

ded booster with mRNA vaccine appears to provide much greater

protection. Because these are disrupted events, estimates for pro-

tection against severe disease and death would be much later. In

terms of public health, this means that a large number of people with

preexisting immunity from COVID‐19 infections or two doses of

vaccines may still experience symptomatic re‐infections and vaccine

breakthrough infections.19,20

5 | GENETIC MUTATIONS IN OMICRON

SARS‐CoV‐2 is still mutating, resulting in the emergence of several

new variants. Gao et al.21 found that it may have progressed in a large

immunocompromised population with a lesser vaccination rate,

where healthcare infrastructures are relatively weaker than in other

countries. Koleya et al. explained the spread of Omicron by their

investigation. Omicron spike glycoprotein has 30 mutations spread

throughout all of the trimeric protein's domains. In comparison to

wild‐type residues, mutant residues are involved in a greater number

of intramolecular interactions. Seven mutations are found at the in-

teracting interphase of receptor‐binding domain (RBD) with human

ACE receptor, resulting in 17 interactions. The amount and quality of

these interactions indicated that the Omicron RBD domain is more

effective at binding to receptors.22 In the Omicron variant, the RBD

of Spike has 15 mutations. The ACE2 protein binds to mutated re-

sidues 2.5 times stronger. The binding domain's total charge shifts to

a positive value. Omicron RBD and ACE2 have a significantly more

relaxed dynamic in their complex.23 The omicron variant's perplexing

mutational sequence combines contradictory characteristics that may

reduce (virological properties) or increase (immunological escape) the

variant's transmission in the human population. Omicron is predicted

to be less infective than delta due to an irregular distribution of its

electrostatic potential and a defect in the S1–S2 cleavage.24

In Omicron RBD, the S477N mutation has also been found in

B.1.620. S477N has been shown to improve RBD's affinity for

hACE2.25 Han et al. discovered that N477, but not S477, produces an

H‐bond with S19 from hACE2 to improve Omicron RBD binding to

hACE2. E484Q mutation was found in Kappa variants, while E484K

mutation was found in Beta, Gamma, Zeta, Eta, and Theta var-

iants.26,27 In the case of the Omicron variant, E484 became A484. In

hACE2, E484 of the RBD prototype forms a weak contact with K31.

The side chain is too short to make contact with hACE2, leading to

decreased binding. Both Q493K and Q498H enhance SARS‐CoV‐2

RBD‐binding affinity to hACE2.28 Both Q493 and Q498 in the

Omicron RBD‐hACE2 complex were replaced with arginine (R), a

positively charged amino acid, and R493 and R498 construct salt

bridges with E35 and D38, respectively. Among the various naturally

occurring mutations, the E484K mutation, which is carried by several

variants and could potentially increase receptor‐binding affinity while

reducing immune response, has raised serious concerns. Wang et al.

found that the E484K mutation improves RBD‐binding affinity to the

hACE2 receptor, implying greater transmissibility of E484K‐

containing variants. However, RBD‐ binding affinity to the studied

neutralizing antibodies/nanobodies is reduced, implying that these

antibodies/nanobodies are less effective.29 Numerous mutations,

including the H69/V70 deletions and the T478K and E484A muta-

tions shared by the Omicron variant and other VOCs, have previously

been associated to immune escapes and increased neutralizing anti-

body resistance.30

The developing variations have a number of critical changes in

the RBD, allowing it to evade immune monitoring and so reduce

vaccination protection. In comparison to other variants, Omicron has

the most mutations in the RBD's receptor‐binding motif (RBM),

where E484 and Q493 have been shown to play major roles in im-

mune evasion. E484A, Q493K, and Q493R, which are responsible for

immunological escape, have been consistently documented to

F IGURE 4 Omicron variant attaches to cells
and antibodies sheds light on its behavior
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develop in immune‐compromised patients or even during monoclonal

antibody treatment.31,32 Surprisingly, when compared to the proto-

type SARS‐CoV‐2, the neutralization capacity of sera inoculated with

a double mRNA1273‐vaccine (non‐boosted) and a BNT162b2‐

boosted vaccination was lowered by around 20 and 22.7 times for

Omicron, respectively.33

Nucleocapsid mutations in the SARS‐CoV‐2 virus B.1.1.7 origin is

associated with R203K/G204R. SARS‐CoV‐2 variants with the 203K/

204R mutation have higher transmission and virulence. Mutations in

the nucleocapsid protein and spike protein are vital for viral spread

during the pandemic.34

In comparison to other mutating variants, the Omicron variant has

an excessive number of mutations, particularly in the Spike gene. Spike

gene mutations cause changes in 32 amino acid residues, which is more

than in other SARS‐CoV‐2 variants. In the codons for the amino acid

residues on the surface of the Spike protein, there are a lot of non-

synonymous mutations, which could affect SARS‐CoV‐2 replication,

infectivity, and antigenicity.35 Single point mutations within region in-

creased the virus's infectivity significantly, up to 150‐fold in some cases.

A strong interaction between mutations in the N and S proteins is the

most likely explanation for both enhanced immune evasion and en-

hanced replication capacity of Omicron.36 Due to multivalent charge‐

charge interactions, increased occurrence of positively charged amino

acids in some domains of the spike protein (Delta: +4; Omicron: +5 vs.

wild type) enhanced binding to cellular polyanionic receptors. This

finding sets the foundation for the development of targeted drugs.37

The RBD of the Omicron variant has 15 mutations, with four of them

(K417N, Q493R, N501Y, and Y505H) affecting nine key residues and

potentially increasing the virus's ability to bind to hACE2 and infectivity.38

The N501Y mutation, which has previously been identified in the Beta

and Gamma variants of the RBD, is a common mutation. S protein with

the N501Ymutation has a ninefold higher affinity for the hACE2 receptor

than S protein without the mutation.39,40 Multiple complex structures of

SARS‐CoV‐2 RBD‐hACE2 possessing N501Y substitution show that

Y501 forms π–π stacking interaction with Y41 and forms H‐bonds with

K353 of hACE2.41,42 Notably, Q498R and N501Y mutations of Omicron

RBD were previously observed during in vitro evolution, which exhibited

~600‐fold higher affinity with hACE2.43 K417N, G446S, E484A,

G496S, and Y505H substitutions decrease the binding affinity of Omi-

cron RBD with hACE2, whereas S477N and N501Y compensatively in-

creases the binding affinity of Omicron RBD with hACE2.

Inside the Omicron lineage, Wang et al. investigated two sub-

clades with either K417N or K440N and S446K mutations. K417N

can boost RBD surface expression and resistance to neutralizing

monoclonal antibodies in a mild way, similar to the Beta variant (20H,

B.1.351).44 A few substituted residues in the Omicron RBD‐hACE2

complex reduce the binding interactions between RBD and hACE2,

whereas others increase it. Omicron RBDs with the K417N mutation

were also found in Beta, Gamma, and even some Delta lineage

RBDs.26 Omicron has accumulated a number of mutations, including

S477N, Q498R, and N501Y, which have previously been linked to

increased ACE2 receptor binding,45 potentially improving viral in-

fectivity in host cells.

Omicron has a number of novel mutations in or near the

NTD, RBD, RBM, furin cleavage site, and S2 domains, which are

thought to affect ACE2 binding and/or antibody binding based on

previous research on spike protein‐ACE2 or antibody interac-

tions.46 As a result, the Omicron variant could be more infectious

or vaccine resistant than other VOCs. Omotuyi et al.47 showed

that Omicron is more transmissible and interacts less efficiently

with neutralizing convalescent monoclonal antibody, which has

implications for transmissibility if other mutations in the S protein

induce cell fusion and viral entry.47 However, the change to basic

amino acids improved the transmissibility of the S‐RBD Omicron

mutant.48

6 | TRANSMISSION RATE

One other important parameter of consideration is the rate of

transmission, which can help determine how quickly a variant spread

in a given area and is crucial in developing testing as well as man-

agement strategies, including hospitalization. The doubling time is a

useful estimate for determining the rate of transmission. South

Africa, the United Kingdom, and Denmark have all provided pre-

liminary data in this regard. According to data from African countries,

Omicron variant is more transmissible than Delta. The titers of vac-

cinated individuals' sera to neutralize Omicron were much lower than

any of the other variants studied.49 Omicron was found to have a

significant ability to evade immunity from previous infections with

other variants or vaccination.50 In addition, Omicron infected people

who were fully vaccinated as well as those who had additional

booster shots.51 The reproduction number of Omicron was 4.2 times

greater than that of the Delta variant based on the frequencies of

nucleotide sequences of Omicron in Gauteng province, South

Africa.52 Ito et al.53 found that the effective reproduction number of

Omicron is 3.19 times greater than that of Delta under the same

epidemiological conditions in Denmark.53 While in United Kingdom

and India reproduction number of Omicron was found to be 4.0 and

2.5, respectively54,55 (Figure 5). Initial estimates suggest that the

Omicron variant's doubling time is 2.5–3 days, which is significantly

less than the Delta variant. This significant advantage of Omicron

over Delta indicates that in areas where the Delta variant is still being

transmitted widely, such as the United Kingdom, the Omicron par-

entage would arise as the prominent lineage in 3–4 weeks.38,56

From a health standpoint, a higher rate of transmission would

mean a large number of people could be exposed to the virus in a

short time. This would have an impact on the system's ability to check

as well as provide appropriate care to those in need. This is critical

because a large wave of infections can rapidly overwhelm existing

healthcare capacity. The majority of cases affected by this new cor-

onavirus variant in the United States increased sevenfold in just a

week, from 0.4% to 2.9%, according to the Centers for Disease

Control and Prevention.57 In England, the chance of exposure to the

omicron variant to another family member is three times greater than

the risk of spreading the delta variant.58
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7 | DISEASE SEVERITY

Some other key consideration for public health is disease severity,

which is presumably the most challenging to properly estimate be-

cause disease severity and deaths occur late in the phase of illness,

making accurate assessment time‐consuming.59 There could also be

biases in the data, such as demographics, reinfections, or vaccination,

making the findings nongeneralizable to other settings.60 Among

these constraints, beginning and preliminary figures from South

Africa suggest that the proportion of Omicron variant patients re-

quiring hospitalization in Gauteng province is much lower than in

previous waves.6 Oxygen demands and Intensive Care Unit admis-

sions have both shown similar patterns.61 While this is a positive

aspect, a reasonably high rate of transmission could quickly exhaust

existing healthcare ability, resulting in more deaths than predicted.

Such healthcare stress may also lead to an increase in mortalities that

are not linked to COVID‐19.62 Omicron multiplies 70 times faster in

tissues that line airway passages than the earlier Delta variant, po-

tentially facilitating person‐to‐person spread, according to the re-

searchers. However, Omicron replicates 10 times slower in lung

tissues than the original coronavirus, which could contribute to less

severe illness.12 Amidst increased infectivity and transmissibility,

Otaki et al.63 found that the Omicron variant has developed to have

greater antigenicity as well as less virulence in humans.

8 | IMPACT IN DIAGNOSTICS

The broadly used reverse‐transcriptase polymerase chain

reaction (RT‐PCR) test for diagnosing SARS‐CoV‐2 infectious

diseases uses primers that bind to the virus's genome to

amplify a specific genomic region. A typical RT‐PCR kit contains

two or more sets of primers that target the genome at two or

more genes to improve diagnostic sensitivity and specificity.64

Mutations in the virus genome, which may be where the

primers bind by chance, could render these primers ineffective.

This is referred to as a dropout or target failure.65 This would

usually not affect the diagnosis because the other sites would

continue to function normally. One of the mutations in the

Omicron variant is right at the primer binding site, which is

targeted by some of the most widely used kits around the world.

As a result of the Omicron variant, the spike primers will not work

properly. This is known as a Spike Gene Target Failure, or

S‐dropout, and it is been used as a surrogate for Omicron variants

in surveillance.66 The important thing to remember is that the

S‐dropout only applies to Omicron's BA.1 cluster; the

BA.2 cluster, which makes up a tiny fraction of Omicron, does

not cause S‐dropout and thus may be overlooked. This also em-

phasizes the significance of genomic surveillance to determine

accurate surveillance assessments.67

F IGURE 5 Comparison of COVID‐19 variants and its basic reproductive number
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9 | VACCINES

In humans, the severity of the disease is determined not only by virus

replication but also by each individual's immune response to the in-

fection, which can sometimes progress to life‐threatening in-

flammation.68 However, if the virus itself is less harmful to humans, a

highly infectious virus can infect a more serious disease and death by

infecting a large number of people.69 As a result, when combined

with current studies indicating that the Omicron variant can partially

evade vaccine and infection‐induced immunity, the overall threat

posed by the Omicron variant is likely to be significant. So many

studies have suggested that T cells in people who have been vacci-

nated can mount a strong defense against the variant, which could

help prevent severity of disease, hospitalization, and death.70,71

Scientists are concerned that the mutations in the variant could

allow it to avoid some of the defensive antibodies produced by Covid

vaccines.72 Initial laboratory research suggests that it may be somewhat

resistant to vaccines, though it is unlikely to be completely immune. Two

shots of the Pfizer–BioNTech vaccine were found to be 70% effective in

preventing hospitalization from infection with the omicron variant,

compared to 90% protection against hospitalization from the delta

variant, according to South Africa's leading healthcare administrator.73

Based on laboratory studies, Pfizer released a statement that a third

dose provides strong protection against the new variant.74

Low levels of protective antibodies against omicron were found

in China's Sinopharm vaccine, Russia's Sputnik vaccine, and Johnson

& Johnson's vaccine. The study, led by Humabs Biomed SA scientists,

provides initial findings on how numerous vaccines available around

the world may fare against the heavily mutated variant.75

Initial research supports vaccine‐producing companies' suspicions

that the variant could circumvent some vaccine protection, but re-

searchers have also pointed out that the immune system may have

other tools that could help it understand and fight the virus although if

antibody levels decline. Willett et al.76 found that natural infection im-

munity is more protective than two vaccine doses, but inferior to three

doses. Cele et al. showed that Omicron variant successfully evades the

Pfizer vaccine regimen's neutralizing antibodies. They found that neu-

tralization protection against the Omicron variant was 40 times lower

than against the D614G Triad strain. This includes those who have had

the best protection, having been infected and then vaccinated twice

with the Pfizer vaccine. Pfizer claims in a recent press release that three

doses provide significant protection, but there is no evidence to back up

this claim.77 The spread of SARS‐CoV‐2 Omicron variant has caused

concern among cancer patients, according to Valanparambil et al. Non‐

small cell lung cancer patients had lower binding and live‐virus‐

neutralizing antibody titers to SARS‐CoV‐2 mRNA vaccines than healthy

vaccines, with significantly decreased live‐virus neutralization of the

Delta and Omicron variants than the wild‐type strain.78 The neutralizing

potential of vaccine‐induced and hybrid immunity‐induced antibodies is

significantly reduced in the Omicron variant. This could justify immune

escape and high transmission despite extensive vaccination coverage.79

The BNT162b2 vaccine's third dosage (booster) may boost the level of

cross‐neutralizing antibodies to the omicron variant.80

10 | SILVER LINING

Preliminary evidence suggests that people who have achieved hybrid

immunity (infection plus vaccination) tend to be well protected against

severe disease and death.81 According to preliminary data from South

Africa, the proportion of infected patients who need to be hospitalized

is lower than in previous waves. While this does not necessarily imply

that the variant is "milder" than other variants, it does suggest that

populations similar to South Africa's young and with a high number of

previous infections may be less influenced at this time.6

11 | STRATEGIES TO MANAGE THE
UPCOMING WAVE OF INFECTIONS

The data show that vaccines do protect against severe death and

disease, and therefore urgent need is to vaccinate as many people as

possible, particularly those in high‐risk groups, with two doses of

vaccines.82,83 With such a high rate of transmission, even a small

number of patients' hospitalization can put a huge strain on available

resources, both for testing and for providing care to those in need. As

a result, measures to slow transmission through coordinated public

health strategies must be designed and executed ahead of time,

minimizing the impact of such interventions on livelihoods.84–86

The present crisis also necessitates a strong emphasis on tried‐and‐

true prevention strategies. A growing body of evidence suggests that

nonpharmacological interventions, such as masks and ventilation, are

effective, despite their underappreciation. There is also compelling

evidence that masks, particularly high‐quality masks (FFP2/N95), are

highly effective in preventing infection.87 Given the evidence of a high

rate of transmission, it is critical to consider better safeguards to prevent

vulnerable populations, such as those over 60, those with multiple co-

morbidities, and those on immunosuppression, with better masks.88,89

Likewise, the significance of ventilation and social distance cannot

be overstated, particularly in situations where a huge number of people

are probably to congregate during the festive and wedding season. The

primary focus on ventilation in places where numerous footfalls are

expected, such as schools, government offices, and wedding halls,

would go a long way toward limiting transmission during the season.90,91

Molecular surveillance methods, such as whole‐genome se-

quencing and the use of spike‐dropouts as surrogates for assessing

prevalence, are extremely useful in determining the prevalence in

communities, assessing growth, and preparing healthcare systems to

manage the onslaught of cases well ahead of time.92

12 | CONCLUSION AND FUTURE
PERSPECTIVES

Omicron was discovered in South Africa on November 24, 2021, and it

only took 3 weeks for it to become the dominant variant in the country. It

is also on track to supplant the delta variant and take over as the

dominant variant in the United Kingdom. The majority of early research
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indicates that the omicron variant is more contagious than previous

strains of the coronavirus, but a definitive picture of its transmissibility is

still unknown. Cases in hard‐hit areas, such as South Africa and the

United Kingdom, are increasing at an exponential rate, implying that the

variant is highly transmissible.

The new evidence on the omicron variant provides far too little

solace. The rapid spread of the Omicron variant is likely to put public

health systems to the test, particularly their ability to plan and implement

strategies ahead of time, as well as their ability to respond efficiently and

quickly. It is probably the best time for general public to get their vac-

cines, pull up their masks, let a lot of fresh air into their rooms, and avoid

crowds. It is always preferable to be safe rather than sorry. Breakthrough

infections have been seen in patients who have been vaccinated but have

become infected afterward, according to global data. However, the se-

verity of the infection is significantly reduced after vaccination. The

mutations may aid in the spread of the variant and allow it to evade

specific antibodies produced by vaccines or natural immunity resulting

from past infections. Omicron is also a warm‐up for the next pandemic.

The task at hand is to detect, track, and slow the spread of a health threat

(epidemics which are beyond comprehension.). This is the type of work

that will be required to avert the next pandemic outbreak.
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