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Simple FAQs for COVID-19: A Rapid but Comprehensive Review 

with Up-to-the-Minute Evidence 

By Dr. Radoslava Mitova, Andrey Filipov, Dr. Slaveyko Djambazov PhD 

Overview: What is COVID-19? 
The year 2020 is marked by the first modern pandemic. COVID-19 is caused by the 
severe acute respiratory syndrome coronavirus (SARS-CoV-2). SARS-CoV-2 is an RNA 
virus closely related to SARS-CoV. SARS-CoV-2 is thought to have made the jump from 
animals (bats or pangolins) to humans at the end of 2019 in Wuhan, the capital of the 
Chinese province of Hubei. For less than half a year, the virus has been confirmed in 
93% of the United Nations-recognized countries in the world. COVID-19 has had an 
enormous and unprecedented effect on the world’s population in clinical, social, and 
economic terms. 

In this rapid review, we aim to answer the most frequently asked questions about the 
novel coronavirus. As the pandemic is still unfolding, we describe the most important 
current evidence regarding COVID-19. 

Here we explain how the virus spreads, what measures we can take to prevent its 
transmission, and if we can expect transmission to slow down. Importantly, we also 
discuss how the immune system responds to COVID-19 and what proof is there towards 
long-lasting immunity after exposure to the virus. Finally, we examine what treatments of 
COVID-19 are under investigation at this time, and when a functioning vaccine may be 
deployed. 

Modes of Transmission: How does the virus spread? 
COVID-19 is considered mainly a disease of the respiratory system. We now know that 
the virus mainly spreads between people through droplets expelled from the mouth and 
nose during coughing, sneezing, or talking. The viral droplets are heavy and normally 
fall to the ground, which is why the World Health Organization advises to keep a distance 
of at least 1 meter between people, as of April 2020. (1) 

Droplets containing SARS-CoV-2 can also survive on surfaces for long periods of time 
(72 hours on plastic and stainless steel, 24 hours on cardboard, and 4 hours on copper). 
Because of the possibility to touch a contaminated surface, people are advised to wash 
their hands regularly and avoid touching the eyes, nose, and mouth. It is worth noting 
that surface transmission accounts only for a minority of cases of COVID-19, and that 
good hygiene is enough to prevent fall ill this way. Regardless, the virus spreads 
extremely well. (1) 

Part of what makes COVID-19 so good at spreading is the varied time between infection 
and the onset of symptoms. According to WHO, the incubation period of COVID-19 can 
last between 1 and 14 days. (1) In a study published at the end of April 2020, the range 
of the incubation period is between 2 to 7 days, while the most common length of the 
incubation period (i.e. the median) was estimated to be 4 days. (2) An older study reports 
a higher and more commonly referenced value of 5.1 days.(3)  

Most people (around 80%) have mild symptoms and recover from the disease without 
needing hospital treatment. (1,4) Many people only experience mild symptoms such as 
fever, dry cough, and fatigue, but sometimes also aches and pains, blockage of nasal 
passages, irritated eyes, sore throat, diarrhea, loss of taste and smell, and skin problems 
of the fingers and toes. (1) According to an Oxford non-peer-reviewed systematic review, 
fever is the most common symptom in mild and moderate patients, followed by cough. 
(5) A pre-print study finds that the loss of taste and smell is a good predictor of infection, 
especially when it coexists with other symptoms. (6) 

It is thought that some people spread the virus without having any symptoms 
themselves. One pre-print estimate states that 43% of infected individuals are 
asymptomatic. (7) 

The varied incubation period and the diverse clinical manifestations of COVID-19 
facilitate the unintentional spread of the disease, while also impeding the tracing of 
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infected individuals. Since the virus causes 1 in 5 patients to become seriously ill, health 
organizations around the world do their best to contain this insidious disease. 

Rapid Answer: COVID-19 is a mild (in 4 out of 5 cases) respiratory disease that spreads 
rapidly through coughing, sneezing, talking, and contaminated surfaces.  

Risk factors: Who has the highest risk of dying from COVID-19? 
The group infected with COVID-19 with the highest mortality rate is the elderly 
population. People aged 60 to 69 have an estimated infection fatality ratio of 2.2%, 
people aged 70 to 79 have an estimated infection fatality ratio of 5.1%, and people aged 
80+ have an estimated infection fatality ratio of 9.3%. (8) Other age groups have an 
infection fatality ratio less than 1%, but the risk of dying due to COVID-19 grows with age 
(infected individuals aged 0-9 have an estimated risk of dying of 0.002%, while 
individuals aged 50 to 59 have an estimated risk of dying 0.6%). (8) It is worth noting, 
however, that young adults (aged 20 to 29) may still require critical care in hospitals in 
about 1% of the cases, and the proportion of individuals requiring such care also rises 
with age. (9) 

Death rate is higher among people with comorbid conditions such as cardiovascular 
disease, diabetes, obesity, hypertension, chronic respiratory disease, and cancer. (4,10,11) 
If comorbidities are taken into consideration, younger people have a higher but still 
relatively low risk of dying compared to older adults. (12) 

Rapid Answer: People older than 60 years and people with (mainly cardiovascular) 
comorbidities have a higher risk of COVID-19-related death, but a non-negligible 
proportion of younger people may require hospitalization. 

Relative Danger: Should we be scared? 
A common argument against the measures we take to contain COVID-19 is that this virus 
is no more dangerous than the flu. As of May 4th, 2020, however, the WHO has estimated 
the mortality rate of COVID-19 to be around 7% of confirmed cases. (13,14) By comparison, 
seasonal influenza usually kills less than 0.1%. (15) 

However, it is possible that due to undertesting, we do not have an accurate idea of how 
many people have contracted COVID-19. Thus, the case fatality rate, which is based on 
the total number of diagnosed patients, may exaggerate the mortality of COVID-19. 

On the other hand, COVID-19 should still be considered dangerous because of the 
absolute number of cases. 

The United States’ worst year in the last decade for the seasonal flu was 2017. 
Preliminary data for 2017-2018 reveals that there were 45 million cases of the seasonal 
flu in the country and 61 000 deaths. (16) 

In comparison, the first confirmed case of COVID-19 in the United States was reported 
on January 21st. For less than four months, the US has reached over 1 million cases. As 
of the writing of this article, the total number of deaths in the US caused by COVID-19 
are over 68 000 according to Johns Hopkins University and the fatalities continue to 
grow. (14) For less than a third of a year, COVID-19-related deaths in the United States 
have surpassed the worst recent year for influenza. 

In addition, there is an established annual vaccine for the flu, and treating the symptoms 
of influenza is well-characterized. With the novel coronavirus, treatments and vaccines 
are still very much under investigation. 

It is also important to consider that the two viruses are not mutually exclusive. The 
propagation of a new respiratory disease adds to the burden of healthcare institutions. 

Ultimately, the healthcare system must deal with both COVID-19 and the seasonal flu 
(and other diseases). 

Rapid Answer: COVID-19 is a dangerous new disease that cannot be ignored because 
it has killed for only a third of the time more people (in the US) than influenza in 
influenza’s worst recent year. 

Measures We Take: How can we ‘flatten the curve’? 
COVID-19 has the potential to overwhelm healthcare systems around the globe. The 
countermeasures (for example, social distancing and good hygiene) taken against the 
spread of the disease became known as ‘flattening the curve’. The rationale behind 
flattening the curve is that by slowing down the spread of COVID-19 infections will be 
pushed forward in time. This will allow for healthcare systems to provide necessary care 
without overwhelming their capacity. Governments around the world are trying to 
balance the well-being of their citizens against the negative economic consequences 
associated with flattening the curve on a national scale. 

Without fully understanding the aftermath of COVID-19, countries already began 
implementing countermeasures. After imposing strict lockdowns, China claimed to have 
achieved control over the spread of the virus. Since March 2020 there have barely been 
any new cases in the country. Nationwide lockdowns in France, Italy, Spain, Portugal, 
Greece, Ireland, and Germany were also implemented. New COVID-19 daily cases are 
declining in Germany, Spain, Italy, Portugal, Ireland, and France, as of April 2020. 

Perhaps an outlier in its approach is Sweden, which took relaxed measures of limiting 
schools only for older students, while keeping restaurants and hair salons open, and 
banning only large events, counting on the consciousness of its citizens. Currently, 
however, Sweden fares worse than the other Nordic countries. There is a total of 26.31 
deaths per 100,000 people in Sweden, while Norway has 3.97 and Finland has 4.17 
deaths per 100,000, and the much more densely populated Denmark reports only 8.35 
deaths per 100,000. (17) 

Only time will show if that was an adequate approach. As of April 2020, social distancing 
seems effective. Pre-print modelling suggests that the application of four social 
distancing interventions (school closure, workplace non-attendance, increased case 
isolation, and community contact reduction) are indeed successful at reducing the 
maximum daily cases but also at lengthening the outbreak’s duration (18) (the latter 
obviously leading to unwanted economic consequences). 

The single most effective intervention in reducing the spread of COVID-19 is considered 
to be case isolation of infected individuals. (18) The next best measure is a 70% reduction 
in community contact. (18) Effectiveness can be increased if case isolation is extended to 
the family of the infected individual, and if community contact is reduced by 90%. (18) 

To limit the economic burden of our interventions, we need information provided by 
molecular testing and contact tracing. PCR testing currently provides the best evidence 
if somebody is infected, although it may not show if the person is currently infected or 
has recently recovered (as stated by South Korea’s Center for Disease Control and 
Prevention). Effective contact tracing can guide us to which individuals should be tested 
and put into quarantine. 

The most important contributing factor to the transmission of COVID-19 seems to be 
human behavior and it can be changed. However, it is also worth considering if the 
spread of SARS-CoV-2 may be reduced by environmental factors. 



 

3 

05/06/20, 01:00 PM 

Rapid Answer: Social distancing has curbed the spread of COVID-19 as evidenced by 
the reduction of new daily cases in countries that deployed such measures, but 
countries must consider targeting isolation through investigative measures. 

Seasonality: Will the virus disappear in summer? 
Many respiratory and enveloped viruses (such as influenza and SARS-CoV) exhibit 
seasonality. (19) It is common knowledge that the cases of seasonal flu rise in winter and 
decrease in summer. Moreover, higher temperature and humidity reduces SARS-CoV’s 
viability. (20) A pertinent question is if SARS-CoV-2 follows a similar pattern. 

It seems that although the relationship is not total, the spread of SARS-CoV-2 resembles 
that of a seasonal respiratory virus. (21) Both high temperature and high humidity reduce 
COVID-19 transmission. (22) 

A recent article published on April 24th, 2020, reported an inverse relationship between 
temperature and infections: an increase of one degree Fahrenheit reduced infections by 
approximately 6.4 cases per day, while mortality remained unchanged. (23) 

Interestingly, countries with higher rainfall saw a rise of infections. Each inch per day of 
precipitation led to an increase of 56.01 cases per day. (23) Thus, the relationship 
between precipitation (which increases spread), humidity (which decreases spread), 
and transmission needs to be further explained. 

Seasons are also known to affect the immune system. Dry air, which is typical for the 
cold, winter months, compromises the mammalian immune system and its ability to fight 
off respiratory infections. (24) Furthermore, sunlight is the major natural contributor to the 
production of vitamin D. Vitamin D is an important modulator in the immune system (25) 
and is known to help the body against influenza. (26) Therefore, it is possible that more 
humid, sunnier seasons could diminish the spread of COVID-19. 

Still, while it is reasoned that the arrival of summer might reduce COVID-19 transmission, 
changes in weather are likely to be insufficient to contain the spread of COVID-19 if 
public measures are not taken. (27) 

Rapid Answer: Warmer and more humid climate may reduce the spread of COVID-19, 
but public social distancing measures should not be abandoned. 

Immunity: Can the virus re-infect us? 
Some coronaviruses can re-infect hosts, (28) but this does not seem to be the case for 
SARS-CoV-2. On May 1st, 2020, South Korea’s Center for Disease Control and Prevention 
stated that reported re-infections were in fact the result of false positives in PCR testing 
caused by dead RNA remains. The Center also stated that SARS-CoV-2 cannot become 
a latent virus (like HIV and chickenpox) because it stays outside of the host cell’s 
nucleus. 

A widely cited pre-print study in rhesus macaque apes reports that they were protected 
from SARS-CoV-2 after re-infection (they were re-challenged with an identical strain of 
the virus). (29) However, this data must be taken with caution as the sample was extremely 
small, and the monkeys were re-infected immediately after recovery. We do not know 
how long their immunity lasts. 

Based on scientific findings with SARS-CoV, it is known (from a pre-print article) that IgG 
antibodies exist for at least 12 years, (30) but previous research has shown that they are 
likely to decline after year 3. (31) It is possible that the closely related SARS-CoV-2 also 
leads to such immunity; nonetheless, more data is needed. 

Rapid Answer: Current data suggests that the virus does not re-infect individuals, nor 
does it build reservoirs like HIV; however, further research is needed. 

Serological Profile: What does the presence of antibodies tell us about a 
COVID-19 infection? 
Antibodies normally detect foreign molecules in the body. IgA, IgM, and IgG antibodies 
respond to SARS-CoV-2 infection. (32,33) Secretory IgA plays a protective role in mucosal 
membranes. IgM are expendable antibodies that are usually the first antibody to appear 
in response to pathogens. IgG antibodies provide more long-lasting protection. 

A pre-print study claims that IgA response may be used in the future as a prognostic 
marker of viral control. (32) IgM and IgG can be detected early after symptom onset, but 
in some cases, they appeared at a later stage. (33) These antibody levels do not seem to 
correlate with disease severity. (33) 

While the timing of which antibodies come first (IgM or IgG) in patients varies between 
studies, (33) serological assays (i.e. tests for antibodies) can inform us if the person has 
recently had an infection. However, more data is necessary to determine if after recovery 
the person is protected against re-infection. The latter is extremely relevant to the 
development of ‘immunity passports’, which would allow people who have recovered 
from the virus to go back to work or travel. 

Antibody testing should also be implemented in clinical trials as it provides a clearer 
picture of disease progression. Serological testing can accelerate the development of 
drugs and vaccines targeted at SARS-CoV-2. (34) 

Rapid Answer: Antibody tests inform us if an infected individual is sick/has recovered 
from an infection, but more data is needed to know if a person positive for antibodies 
is protected against COVID-19. 

Pregnancy: Should pregnant women be concerned about COVID-19? 
Pregnant women with COVID-19 are likely worried whether the virus can be passed to 
the fetus or not. This so-called vertical transmission is unlikely. 

In a small study, there is no evidence that COVID-19-related pneumonia in the third 
trimester caused severe health concerns in neonates. (35) No presence of SARS-CoV-2 
was found in the amniotic fluid, the cord blood, the newborn’s throat, or the breastmilk. 
(35) 

In a slightly larger study, all newborns with COVID-19 or at a risk of COVID-19 had mild 
symptoms and favorable health status. (36) The authors conclude that the newborns with 
the worst health problems were affected by prematurity, asphyxia, and sepsis. The 
cause was most likely not SARS-CoV-2 infection. (36) 

Similarly, in another (small) study, SARS-CoV-2 was not detected in the serum or throat 
swab of newborns. (37) However, antibodies against the virus were present. IgG is an 
antibody that usually travels across the placenta from the mother to the fetus, so its 
existence is not surprising. (38) On the other hand, the larger antibody IgM was detected 
in 2 out of the 6 infants. (37) The presence of IgM in the infants can be explained by 
placental damage, but it is also possible that virus crossed the placenta, and the 
antibodies were produced by the fetus. (37) 

Rapid Answer: If a pregnant woman is infected, it is unknown if SARS-CoV-2 can infect 
the fetus, but COVID-19 is unlikely to be dangerous for her fetus or newborn. 

Cytokine Storm: Can COVID-19 kick our immune system into overdrive? 
Our natural immune response can sometimes lead to unwanted consequences. 

Cytokines help the immune system respond to adverse health status, including viral 
infection, by balancing between humoral and cell-based immune responses. In some 
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cases, we observe overreaction of the immune system, which can overload the body. 
This process is called a cytokine storm. 

Evidence is building up that COVID-19 can result in a cytokine storm in certain patients. 
Disease severity correlates with high levels of some cytokines. (39) 

However, treating a cytokine storm means that one is also dampening the immune 
response. Administration of corticosteroids, which reduce the inflammatory response, 
do not improve mortality, delay viral clearance, (39) and corticosteroids might worsen 
COVID-19-related lung injury. (40) 

Alternative immunosuppression can be achieved using steroids, intravenous 
immunoglobulin, selective cytokine blockade, and JAK inhibition. (40) 

Rapid Answer: COVID-19 can cause hyperactivation of the immune system that needs 
to be balanced with targeted immunosuppression. 

Genomic stability: Will the virus bypass vaccines through evolution? 
While natural immunity seems likely after South Korea’s CDC suggested that re-infection 
cases were false positives, persisting immunity does not only depend on the host but 
also on the virus. The measles vaccine, for example, provides long-lasting immunity 
against the measles virus. On the other hand, influenza mutates at a rapid rate, which 
necessitates the administration of an annual vaccine.  

The current evidence shows that COVID-19 is both very contagious and deadlier than 
the flu. The prospect of it mutating quickly can be cause for alarm. 

Importantly, according to molecular geneticist Peter Thielen, there is a small number of 
mutations observed in the large sample sizes of infected with SARS-CoV-2. (41) This 
evidence suggests that the virus has a stable genome. 

However, mutating hotspots may exist in the viral genome (according to a pre-print 
study) and they could influence its transmission and pathogenicity. (42) That is why drug 
and vaccine development will preferably be centered around locations in the genome 
that are negatively selected. (42) In other words, therapy and vaccine development should 
target genomic sequences which are essential for the virus’s functioning and are unlikely 
to change over generations. 

When the vaccine for SARS-CoV-2 is invented, it will likely be administered once, not 
given annually. 

Rapid Answer: A vaccine developed around the essential genetic properties of the virus 
is likely to remain effective throughout the years. 

Approved Treatments for COVID-19: Do they exist? 

At this time there are no medical therapies that have been definitively shown to improve 
outcomes in patients with either suspected or confirmed COVID-19. A variety of clinical 
studies, mainly observational or small, nonrandomized ones, have been initiated and 
randomized trials are enrolling in order to establish high-quality evidence on repurposed 
or experimental drugs.  

Rapid Answer: Currently there is no approved treatment for COVID-19.  

Promising drugs for COVID-19: What is under investigation? 

Remdesivir, initially developed as an Ebola therapy, was one of the first medicines 
identified as having the potential to impact SARS-CoV-2.  

Remdesivir is available to COVID-19–infected patients through enrollment in clinical 
trials or ‘compassionate use’ programs. (43) Recently, the FDA has granted an approval 
for the drug as treatment for severely ill adults and children with suspected or confirmed 
COVID-19 diagnosis. (44) Additionally, a rolling review of data on the use of remdesivir 
has been started; it is one of EMA’s regulatory tools to speed up the assessment of an 
investigational medicine during the ongoing pandemic. (45) 

Clinical trials differentiated by severity of disease are ongoing. According to a draft 
manuscript, remdesivir failed to decrease the presence of virus in the blood in a Chinese 
clinical trial with 237 patients with severe COVID-19. Furthermore, the rate of death was 
similar in both the groups (13.9% vs 12.8% in the remdesivir arm and placebo arm, 
respectively). As the study was terminated early due to low enrolment, the results are 
inconclusive. Trends in the data suggest a potential benefit for remdesivir though, 
particularly among patients treated early in disease. (46) 

Partial data from two Phase III studies suggested rapid recoveries in fever and 
respiratory symptoms with remdesivir in patients with COVID-19 disease. Overall, 125 
patients with COVID-19 were recruited into the trials, with 113 of these subjects having 
severe disease. (47) A report on 53 hospitalized patients with severe SARS-CoV-2 
infection treated with remdesivir on a compassionate-use basis showed that 68% of 
patients improved on the drug. (48) In the Phase III ACTT trial with 1063 adult hospitalized 
patients with advanced COVID-19 remdesivir provided a 31% faster time to recovery 
than placebo. (49) The results from the late-stage SIMPLE study, which randomized 397 
hospitalized patients with severe manifestations of COVID-19 disease, indicate that a 
five-day dosing duration of remdesivir could significantly increase the number of patients 
who could be treated. (50)  

Favipiravir is an anti-influenza drug available in China and Japan. Limited clinical 
experience has been reported supporting its use for COVID-19. In a prospective, 
randomized, multicenter study, favipiravir was compared with umifenovir for the 
treatment of moderate and severe COVID-19 infections. Differences in clinical recovery 
at day 7 were observed in patients with moderate infections. These data support further 
investigation with RCTs of the efficacy of favipiravir for the treatment of COVID-19. There 
is no known effectiveness of Oseltamivir and Baloxivir against SARS-CoV-2. (43) 

Rapid Answer: At present, Remdesivir is the most promising drug in development for 
the treatment of COVID-19. 

Revisiting medications: Can we fight the virus with repurposed drugs? 

Due to the urgent need for effective treatments, there has been increased interest in 
repurposing currently available drugs for immediate use. Several repurposed agents 
used to treat a variety of other disease states (HIV, malaria, autoimmune diseases) have 
been proposed as possible treatment options for COVID-19. Chloroquine (CQ) 
or hydroxychloroquine (HCQ) are reported to have some efficacy in vitro and in limited 
evidence for COVID-19 pneumonia. (43) In an observational study in Marseille including 
1061 patients treatment with hydroxychloroquine in combination with azithromycin was 
associated with good clinical results in 973 (91.7%) patients within 10 days and mortality 
rate was lower than in patients given other therapies in all public hospitals in the city. (51) 
In an unpublished RCT of 30 patients HCQ was not found to provide benefit. The study 
suggests that if HCQ has an impact, it is likely small. Furthermore, caution should be 
used when critically ill COVID-19 patients who may have cardiac dysfunction are treated 
with hydroxychloroquine. (52) Recently, FDA has approved limited emergency use for CQ 
and HCQ as a treatment for COVID-19. (53) However, further studies are needed to 
support the efficacy of HCQ for the treatment of COVID-19.  

https://www.hopkinsguides.com/hopkins/view/Johns_Hopkins_ABX_Guide/540403/all/Oseltamivir
https://www.hopkinsguides.com/hopkins/view/Johns_Hopkins_ABX_Guide/540707/all/Baloxavir
https://www.hopkinsguides.com/hopkins/view/Johns_Hopkins_ABX_Guide/540120/all/Chloroquine
https://www.hopkinsguides.com/hopkins/view/Johns_Hopkins_ABX_Guide/540748/all/Hydroxychloroquine
https://www.hopkinsguides.com/hopkins/view/Johns_Hopkins_ABX_Guide/540748/all/Hydroxychloroquine
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Lopinavir/Ritonavir (LPV/RTV) is widely used in China. COVID-19 RCT in hospitalized 
patients who also received other medications yielded no benefit but LPV/RTV was given 
relatively late in the disease course. (54) At present, there is insufficient evidence to 
recommend the use of LPV/RTV for COVID-19 outside of research studies.  

Ribavirin is often proposed along with an interferon product to treat RNA viruses in 
clinical trials. Results from clinical experience are inconclusive and safety concerns have 
suggested that it has limited value for treatment of COVID-19. If used, combination 
therapy likely provides the best chance for clinical efficacy. (43) 

Rapid Answer: To date, no repurposed drug has shown to be clearly effective. Further 
clinical trials and evidence are needed to support the benefit of a potentially important 
treatment option. 

Controlling immunity: What drugs can keep our immune system in check? 

Given the important role the immune response plays in the complications of COVID-19, 
active clinical trials are evaluating anticytokine or immunomodulatory agents (such as 
IL-6 receptor antagonists) in this disease. In patients with “cytokine storm,” 
characterized by hyperinflammation, IL-6 receptor antagonists can be considered, 
preferably in the context of a clinical trial, although these medications can increase risk 
of secondary infections.  

Tocilizumab has been used in small series of severe COVID-19 cases with early reports 
of success as measured by improved respiratory function and successful discharge, 
with most patients only receiving one dose. In an unpublished study from China 
including 21 patients (17 with “severe” COVID-19, 4 critically ill) lower O2 requirements 
in one week and better CT findings were observed; all subjects survived. (55) A Chinese 
study with 20 patients diagnosed as severe or critical COVID-19 reported that within 5 
days after tocilizumab, 75.0% had lowered their oxygen intake, and 1 patient needed no 
oxygen therapy. (56) 

Sarilumab (approved for rheumatoid arthritis) is being studied in a multicenter, double-
blind, phase 2/3 trial for hospitalized patients with severe COVID-19. In the preliminary 
phase 2 analysis, sarilumab had no notable benefit on clinical outcomes. Further results 
from the study are to be expected. (57) 

Other monoclonal antibody or immunomodulatory agents under discussion or study 
include bevacizumab, fingolimod, eculizumab, sarilumab, siltuximab and anakinra. (43)  

Rapid Answer: Use of immunomodulatory drugs can be considered, preferably in clinical 
trials. 

Transferring resistance: Can convalescent plasma or serum-containing 
neutralizing antibodies be useful? 

RCTs for prophylaxis, early and late COVID-19 treatment are in progress. In an 
uncontrolled case series of five critically ill patients with COVID-19 and acute respiratory 
distress syndrome (ARDS) administration of convalescent plasma containing 
neutralizing antibody was followed by an improvement in clinical status. (58) Risks of 
pathogen transmission, allergic transfusion reactions and transfusion-related acute lung 
injury should be considered. (59) 

Rapid Answer: Convalescent plasma has not yet been shown to be effective as a 
treatment for COVID-19. Therefore, further clinical trials are needed to study its efficacy 
and safety.  

Use with caution: What is the role of corticosteroids in COVID-19 treatment? 

The role of corticosteroids remains controversial. The potential harms and lack of proven 
benefit for corticosteroids cautions against their routine use in patients with COVID-19 
outside an RCT, unless a concomitant compelling indication, such as chronic obstructive 
pulmonary disease exacerbation or refractory shock exists. (43) 

Rapid Answer: The role of corticosteroids in COVID-19 patients is controversial. Caution 
should be exercised until further evidence emerges. 

Ending the pandemic: Is there any vaccine for COVID-19? 

The most effective long-term strategy for prevention of future outbreaks of this virus 
would be the development of a vaccine providing protective immunity. No vaccine is 
currently available. As of May 2020, there are around hundred COVID-19 vaccine 
candidates (60), about ten of which are promising.  

To identify a vaccine candidate, numerous studies are underway. Perhaps the most 
prominent current candidates are developed by Pfizer and the University of Oxford. The 
American pharmaceutical corporation Pfizer has announced a coronavirus vaccine for 
emergency use could be ready by the autumn and for broader roll out by the end of 
2020. (61) Scientists at the University of Oxford have begun in late April a clinical trial with 
more than 500 participants. The potential vaccine has an 80% chance for success and 
could be available as early as September. (62) 

Rapid Answer: There is still no vaccine for COVID-19. Worldwide, around hundred 
candidate vaccines are now in development. 

 

Conclusion 

The spread of COVID-19 has brought an unprecedented effect on both society and 
everyday life. COVID-19 spreads quickly and causes a significant number of deaths. To 
limit the extent of the pandemic, public measures have been deployed in most infected 
countries. While most cases of COVID-19 are mild, a significant portion of infections can 
be severe. Thus, developing appropriate therapies and a functioning vaccine is 
paramount. 

Medical researchers around the world are rapidly joining forces to concentrate on the 
development of therapeutic strategies and the roll-out of an effective vaccine. This raises 
hope that a potential breakthrough in the fight against the pandemic may soon be on 
the horizon. 

Rapid but comprehensive… 
Le Mans Winning Porsche 917, 1971 

https://www.hopkinsguides.com/hopkins/view/Johns_Hopkins_ABX_Guide/540322/all/Lopinavir_Ritonavir


 

6 

05/06/20, 01:00 PM 

 
 
References 
1.  WHO. Q&A on coronaviruses (COVID-19). World Health Organization. https://www.who.int/news-room/q-a-detail/q-

a-coronaviruses. Published 2020. Accessed May 4, 2020. 
2.  Guan W, Ni Z, Hu Y, et al. Clinical Characteristics of Coronavirus Disease 2019 in China. N Engl J Med. 

2020;382(18):1708-1720. doi:10.1056/NEJMoa2002032 
3.  Lauer SA, Grantz KH, Bi Q, et al. The Incubation Period of Coronavirus Disease 2019 (COVID -19) From Publicly 

Reported Confirmed Cases: Estimation and Application. Ann Intern Med. March 2020. doi:10.7326/M20-0504 
4.  Wu Z, McGoogan JM. Characteristics of and Important Lessons From the Coronavirus Disease 2019 (COVID-19) 

Outbreak in China. JAMA. 2020;323(13):1239. doi:10.1001/jama.2020.2648 
5.  Michelen M, Jones N, Stavropoulou C. In patients of COVID-19, What are the symptoms and clinical features of mild 

and moderate cases? University of Oxford. https://www.cebm.net/covid-19/in-patients-of-covid-19-what-are-the-
symptoms-and-clinical-features-of-mild-and-moderate-case/. Published 2020. Accessed May 4, 2020. 

6.  Menni C, Valdes A, Freydin MB, et al. [Pre-print] Loss of smell and taste in combination with other symptoms is 
astrong predictor of COVID-19 infection. medRxiv. 2020. doi:10.1101/2020.04.05.20048421 

7.  Lavezzo E, Franchin E, Ciavarella C, et al. [Pre-print] Suppression of COVID-19 outbreak in the municipality of Vo, 
Italy. medRxiv. 2020. doi:10.1101/2020.04.17.20053157 

8.  Ferguson NM, Laydon D, Nedjati-Gilani G, et al. Impact of non-pharmaceutical interventions (NPIs) to reduce COVID-
19 mortality and healthcare demand. Imperial College COVID-19 Response Team. doi:10.25561/77482 

9.  Verity R, Okell LC, Dorigatti I, et al. [Pre-print] Estimates of the severity of COVID-19 disease. medRxiv. 2020. 
doi:10.1101/2020.03.09.20033357 

10.  Yang J, Zheng Y, Gou X, et al. Prevalence of comorbidities and its effects in patients infected with SARS-CoV-2: a 
systematic review and meta-analysis. Int J Infect Dis. 2020;94:91-95. doi:10.1016/j.ijid.2020.03.017 

11.  Huang R, Zhu L, Xue L, et al. Clinical Findings of Patients with Coronavirus Disease 2019 in Jiangsu Province, China: 
A Retrospective, Multi-Center Study. SSRN Electron J. 2020. doi:10.2139/ssrn.3548785 

12.  Jordan RE, Adab P, Cheng KK. Covid-19: risk factors for severe disease and death. BMJ. March 2020:m1198. 
doi:10.1136/bmj.m1198 

13.  WHO. Coronavirus (COVID-19). World Health Organization. https://covid19.who.int/. Published 2020. Accessed May 
4, 2020. 

14.  JHU. COVID-19 Dashboard by the Center for Systems Science and Engineering (CSSE) at Johns Hopkins University 
(JHU). Johns Hopkins University. https://coronavirus.jhu.edu/map.html. Published 2020. Accessed May 5, 2020. 

15.  WHO. Q&A: Similarities and differences - COVID-19 and influenza. World Health Organization. 
https://www.who.int/news-room/q-a-detail/q-a-similarities-and-differences-covid-19-and-influenza. Published 2020. 
Accessed May 4, 2020. 

16.  CDC. Disease Burden of Influenza. Centers for Disease Control and Prevention. 
https://www.cdc.gov/flu/about/burden/index.html. Published 2020. Accessed May 4, 2020.  

17.  JHU. Mortality Analyses. Johns Hopkins University. https://coronavirus.jhu.edu/data/mortality. Published 2020. 
Accessed May 5, 2020. 

18.  Milne GJ, Xie S. [Pre-print] The Effectiveness of Social Distancing in Mitigating COVID-19 Spread: a modelling 
analysis. medRxiv. 2020. doi:10.1101/2020.03.20.20040055 

19.  Price RHM, Graham C, Ramalingam S. Association between viral seasonality and meteorological factors. Sci Rep. 
2019;9(1):929. doi:10.1038/s41598-018-37481-y 

20.  Chan KH, Peiris JSM, Lam SY, Poon LLM, Yuen KY, Seto WH. The Effects of Temperature and Relative Humidity on 
the Viability of the SARS Coronavirus. Adv Virol. 2011;2011:1-7. doi:10.1155/2011/734690 

21.  Sajadi MM, Habibzadeh P, Vintzileos A, Shokouhi S, Miralles-Wilhelm F, Amoroso A. Temperature and Latitude 
Analysis to Predict Potential Spread and Seasonality for COVID-19. SSRN Electron J. 2020. 
doi:10.2139/ssrn.3550308 

22.  Wang J, Tang K, Feng K, Lv W. High Temperature and High Humidity Reduce the Transmission of COVID-19. SSRN 
Electron J. 2020. doi:10.2139/ssrn.3551767 

23.  Sobral MFF, Duarte GB, da Penha Sobral AIG, Marinho MLM, de Souza Melo A. Association between climate 
variables and global transmission oF SARS-CoV-2. Sci Total Environ. 2020;729:138997. 
doi:10.1016/j.scitotenv.2020.138997 

24.  Kudo E, Song E, Yockey LJ, et al. Low ambient humidity impairs barrier function and innate resistance against 
influenza infection. Proc Natl Acad Sci. 2019;116(22):10905-10910. doi:10.1073/pnas.1902840116 

25.  Adams JS, Hewison M. Unexpected actions of vitamin D: new perspectives on the regulation of innate and adaptive 
immunity. Nat Clin Pract Endocrinol Metab. 2008;4(2):80-90. doi:10.1038/ncpendmet0716 

26.  Cannell JJ, Vieth R, Umhau JC, et al. Epidemic influenza and vitamin D. Epidemiol Infect. 2006;134(6):1129-1140. 
doi:10.1017/S0950268806007175 

27.  Luo W, Majumder S, Liu D, et al. [Pre-print] The role of absolute humidity on transmission rates of the COVID-19 
outbreak. medRxiv. 2020. doi:10.1101/2020.02.12.20022467 

28.  Monto AS, Lim SK. The Tecumseh Study of Respiratory Illness. VI. Frequency of and Relationship between Outbreaks 
of Coronavims Infection. J Infect Dis. 1974;129(3):271-276. doi:10.1093/infdis/129.3.271 

29.  Bao L, Deng W, Gao H, et al. [Pre-print] Lack of Reinfection in Rhesus Macaques Infected with SARS-CoV-2. 
doi:10.1101/2020.03.13.990226 

30.  Guo X, Guo Z, Duan C, et al. [Pre-print] Long-Term Persistence of IgG Antibodies in SARS-CoV Infected Healthcare 
Workers. medRxiv. 2020. doi:10.1101/2020.02.12.20021386 

31.  Wu L-P, Wang N-C, Chang Y-H, et al. Duration of Antibody Responses after Severe Acute Respiratory Syndrome. 
Emerg Infect Dis. 2007;13(10):1562-1564. doi:10.3201/eid1310.070576 

32.  Dahlke C, Heidepriem J, Kobbe R, et al. [Pre-print] Distinct early IgA profile may determine severity of COVID-19 
symptoms: an immunological case series. medRxiv. 2020. doi:10.1101/2020.04.14.20059733 

33.  Flodgren G. COVID-19-EPIDEMIC: Immunity after SARS-CoV-2 infection – a rapid review. Nor Inst Public Heal. 2020. 
https://www.fhi.no/globalassets/dokumenterfiler/rapporter/2020/immunity-after-sars-cov-2-infection-report-2020.pdf. 

34.  Lipsitch M, Kahn R, Mina MJ. Antibody testing will enhance the power and accuracy of COVID-19-prevention trials. 
Nat Med. April 2020. doi:10.1038/s41591-020-0887-3 

35.  Chen H, Guo J, Wang C, et al. Clinical characteristics and intrauterine vertical transmission potential of COVID -19 
infection in nine pregnant women: a retrospective review of medical records. Lancet. 2020;395(10226):809-815. 
doi:10.1016/S0140-6736(20)30360-3 

36.  Zeng L, Xia S, Yuan W, et al. Neonatal Early-Onset Infection With SARS-CoV-2 in 33 Neonates Born to Mothers With 
COVID-19 in Wuhan, China. JAMA Pediatr. March 2020. doi:10.1001/jamapediatrics.2020.0878 

37.  Zeng H, Xu C, Fan J, et al. Antibodies in Infants Born to Mothers With COVID-19 Pneumonia. JAMA. March 2020. 
doi:10.1001/jama.2020.4861 

38.  Kohler PF, Farr RS. Elevation of Cord over Maternal IgG Immunoglobulin: Evidence for an Active Placental IgG 
Transport. Nature. 1966;210(5040):1070-1071. doi:10.1038/2101070a0 

39.  Huang C, Wang Y, Li X, et al. Clinical features of patients infected with 2019 novel coronavirus in Wuhan, China. 
Lancet. 2020;395(10223):497-506. doi:10.1016/S0140-6736(20)30183-5 

40.  Mehta P, McAuley DF, Brown M, Sanchez E, Tattersall RS, Manson JJ. COVID-19: consider cytokine storm syndromes 
and immunosuppression. Lancet. 2020;395(10229):1033-1034. doi:10.1016/S0140-6736(20)30628-0 

41.  Achenbach J. The coronavirus isn’t mutating quickly, suggesting a vaccine would offer lasting protection. The 
Washington Post. https://www.washingtonpost.com/health/the-coronavirus-isnt-mutating-quickly-suggesting-a-
vaccine-would-offer-lasting-protection/2020/03/24/406522d6-6dfd-11ea-b148-e4ce3fbd85b5_story.html. Published 
2020. Accessed May 4, 2020. 

42.  Laamarti M, Alouane T, Kartti S, et al. [Pre-print] Large scale genomic analysis of 3067 SARS2 CoV-2 genomes 
reveals a clonal geo-distribution 3 and a rich genetic variations of hotspots 4 mutations. bioRxiv. 2020. 
doi:10.1101/2020.05.03.074567 

43. James M. Sanders, PhD, PharmD; Marguerite L. Monogue, PharmD; Tomasz Z. Jodlowski, PharmD; James B. Cutrell, 
MD. Pharmacologic Treatments for Coronavirus Disease 2019 (COVID-19) A Review. Clinical Review & Education; 
April 13, 2020; doi:10.1001/jama.2020.6019 

44. https://www.nbcnews.com/health/health-news/fda-grants-remdesivir-emergency-use-authorization-covid-19-
n1197576 

45. https://www.ema.europa.eu/en/news/ema-starts-rolling-review-remdesivir-covid-19 
46. https://www.clinicaltrialsarena.com/news/gilead-remdesivir-covid-19-china-data/ 
47. https://www.firstwordpharma.com/node/1716300 
48. Jonathan Grein, M.D., Norio Ohmagari, M.D., Ph.D., Daniel Shin, M.D., George Diaz, M.D., Erika Asperges, M.D. 

Compassionate Use of Remdesivir for Patients with Severe Covid-19. The New England Journal of Medicine, April 10, 
2020; DOI: 10.1056/NEJMoa2007016 

49. https://www.nih.gov/news-events/news-releases/nih-clinical-trial-shows-remdesivir-accelerates-recovery-advanced-
covid-19 

50. https://www.firstwordpharma.com/node/1719684 
51. Matthieu Million, Jean-Christophe Lagier, Philippe Gautret, Philippe Colson, Pierre-Edouard Fournier et al. Early 

treatment of 1061 COVID-19 patients with Hydroxychloroquine and Azithromycin, Marseille, France; April 20, 2020; 

Méditerranée Infection 
52. Chen J, et al. A pilot study of hydroxychloroquine in treatment of patients with common coronavirus disease-19 (COVID-

19) PREPRINT, JOURNAL OF ZHEJIANG UNIVERSITY March 2020 
53. Praveen Duddu, Coronavirus treatment: Vaccines/drugs in the pipeline for COVID-19. Clinical Trials Arena; 16 APRIL 

2020; https://www.clinicaltrialsarena.com/analysis/coronavirus-mers-cov-drugs/ 
54. Cao B, Wang Y, Wen D, et al. A Trial of Lopinavir-Ritonavir in Adults Hospitalized with Severe Covid-19. N Engl J Med. 

2020. 
55. Xu X, Han M, Li T, et al. Effective treatment of severe COVID-19 patients with tocilizumab. chinaXiv. Preprint posted 

March 5, 2020. doi:10. 12074/202003.00026 
56. Xiaoling Xu, Mingfeng Han, Tiantian Li, Wei Sun, Dongsheng Wang et al. Effective treatment of severe COVID-19 

patients with tocilizumab. Proceedings of the National Academy of Sciences of the United States of America; April 29, 
2020 https://doi.org/10.1073/pnas.2005615117 

57. https://www.medscape.com/answers/2500114-197456/what-is-the-role-of-the-il-6-inhibitor-sarilumab-kevzara-in-the-
treatment-of-coronavirus-disease-2019-covid-19 

58. Chenguang Shen, PhD, Zhaoqin Wang, PhD, Fang Zhao, PhD, Yang Yang, MD, Jinxiu Li, MD et al. Treatment of 5 
Critically Ill Patients With COVID-19 With Convalescent Plasma; JAMA. 2020 Apr 28; 323(16): 1582–1589. 

59. Evan M. Bloch, Jeffrey A. Bailey, Aaron A.R. Tobian. Deployment of convalescent plasma for the prevention and 
treatment of COVID-19.  

60. https://theconversation.com/dont-hold-your-breath-for-a-covid-19-vaccine-in-2020-137441 
61. https://www-dailymail-co-uk.cdn.ampproject.org/c/s/www.dailymail.co.uk/news/article-8268277/amp/Pfizer-says-

coronavirus-vaccine-ready-fall.html 
62. https://www.healthline.com/health-news/heres-exactly-where-were-at-with-vaccines-and-treatments-for-covid-

19#Vaccine 

 

Dr. Radoslava Mitova  
Health technology and relative 

efficacy assessment expert, 

clinical research scientist, loves 

off the beaten path places and 

chili peppers. 

Andrey Filipov  
Health technology assessment 

scientist, natural-born 

researcher in love with poetry, 

music and movies 

 Dr. Slaveyko Djambazov PhD  
International expertise in health 
policy advisory, health 
technology assessment, real-
world data, value measurement 
for healthcare. 

 


