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Immune response in 
SARS‑CoV‑2

To the editor,
We have read with great interest the recently published article 
from Sahu AK et al.[1] COVID‑19 currently has no treatment 
and no preventive vaccine, so efforts to control the disease are 
based on quarantine, social distance, and cleaning. Serological 
assays to detect antibodies have become available to estimate the 
real prevalence of  the pandemic, including those that relevant 
percentage of  asymptomatic.[1,2] COVID‑19 pandemic has become 
the greatest health challenge worldwide of  the last century, only 
comparable to the H1N1 flu pandemic from 1918; it has been 
the sixth global public health emergency after H1N1 (2009), 
Polio (2014), Ebola in West Africa (2014), Zika (2016), and Ebola 
in the Democratic Republic of  Congo (2019). At this point of  
the pandemic, understanding the immunity is important for the 
future approach of  the vaccination strategies, which is the next 
big step in the fight against the virus.[3]

Coronaviruses are not unknown to humanity, four of  
these (HCoV‑NL63, HCoV‑229E, HCoV‑OC43, and 
HKU1) cause mild common cold symptoms and other 
two caused epidemics, severe acute respiratory syndrome 
coronavirus (SARS‑CoV) in 2002‑2003 and Middle East 
respiratory syndrome coronavirus (MERS‑CoV) in 2012. All of  
them are zoonotic infections and have a rodent or bat origin.[4]

Coronaviruses are known for having a “correcting” 
enzyme (exoribonuclease) that corrects errors in the RNA 
sequence giving stability to the virus genome and by this, limiting 
mutations. Current SARS‑CoV‑2 is 96% identical at the genome 
level to a previously detected bat coronavirus, which belongs to 
a SARS‐related coronavirus species (i.e., SARS‐CoV).[4,5] Recent 
analysis of  the SARS‑CoV‑2 virus strains showed 3 main types: 
type A, the original virus that jumped to humans from bats via 
pangolins and the most prevalent in Australia and the US, type 
B the most prevalent in China and part of  Europe, and type C, 
descended from type B and that spread to Europe via Singapore. 
These 3 strain types are very similar to one another.[6]

The theories why COVID‑19 has a milder presentation and 
significantly lower mortality in children are: (1) the quality and/or 
quantity difference in the virus cell receptor (ACE2 protein), (2) 
the less underlying comorbid conditions at that age, (3) the 

greater population of  naïve T‑cells, which are key in the 
immune response for the formation of  the specific neutralizing 
antibodies and cell‑mediated immune response, and (4) some 
cross protection from antibodies from past infections of  other 
coronavirus responsible for common colds, with more incidence 
during the early years of  life.[7]

As today, no reinfection from SARS‑CoV‑2 has been proven and 
added to the fact that the virus corrects errors in its RNA limiting 
mutations, it gives us optimism to definitely end this pandemic 
with the vaccine and effective immunization programs. Also, 
if  some type of  cross protection immunity is confirmed it will 
give humanity protection against future coronavirus infections.
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