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Letter to the Editor

We read with interest the paper by Komiyama and Hasegawa on the 

need for smoking cessation as a public health measure to limit the 

coronavirus disease 2019 (COVID-19) pandemic.1 It seems obvious to 

reiterate that smoking cessation is advisable to reduce many other 

severe conditions, such as chronic lung and cardiovascular diseases 

and some types of cancer, which are leading causes of morbidity and 

mortality. Cigarette smoking kills more than 8 million people each year 

worldwide, with more than 7 million of those deaths being the result 

of direct tobacco use and around 1 million occurring in non-smokers 

exposed to second-hand smoke.2 

Aside from this, regarding the COVID-19 pandemic, the authors state 

that published data appear to indicate an increased risk of severe acute 

respiratory syndrome coronavirus 2 (SARS-CoV-2) infection, morbidity 

and mortality in smokers due to the possible effect of smoking in 

overexpressing angiotensin-converting enzyme 2 (ACE2). This protein is 

found in various tissues, mainly in the lungs, gastrointestinal tract and 

testes, which SARS-CoV-2 uses to enter the host cell, so this possibly 

increases the risk of infection.3 

However, published data at the time the authors’ paper was submitted 

to European Cardiology Review (7 April 2020), coming mainly from 

China, indicated the opposite, noting that current smokers are 

strongly under-represented among patients hospitalised for 

COVID-19.4,5 A recent analysis covering 8,910 patients hospitalised  

for COVID-19 in Asia, Europe and the US showed that only 5.5% were 

current smokers and 94.5% were former or non-smokers and, among 

non-survivors, the percentage of current smokers was lower than 

that of former smokers.6

In a recent published paper, we reported that among 132 patients 

hospitalised at the University Hospital of Padova for COVID-19 

pneumonia, none were current smokers, 84.8% were former smokers 

and 15.2% had never smoked.7 Nonetheless, we are far from 

hypothesising that cigarette smoking has a ‘protective’ role regarding 

susceptibility to SARS-CoV-2 infection or COVID-19 complications. 

We are also aware that any public health policy perspective cannot be 

left only to science. If scientific evidence shows that smoking is 

protective against COVID-19, we absolutely cannot suggest people 

smoke to avoid SARS-CoV-2 infection. 

Researchers have to gain more insight into the pathogenesis of 

SARS-CoV-2 to discover any possible biological mechanism related 

to the low prevalence of smokers among COVID-19 patients, 

considering for example the role of ACE2 expression that has been 

shown to be downregulated by cigarette smoking at least in 

experimental animals.8

Furthermore, Komiyama and Hasegawa state that ACE inhibitors 

(ACEis) and angiotensin receptor blockers (ARBs) increase the 

expression of ACE2, the putative receptor that SARS-CoV-2 uses to 

enter the host cell.1 To this regard, they report that many scientific 

societies, including the European Society of Cardiology (ESC), have 

issued alerts suggesting patients discontinue ACEis and ARBs and 

switch to calcium antagonists. This is not correct. In its recent 

position statement, the ESC Council on Hypertension has expressed 

concern over any speculation about the safety of ACEi or ARB 

treatment in relation to COVID-19, since this does not have any 

scientific basis or evidence to be supported at yet. In that statement, 

patients are recommended to continue their usual antihypertensive 

therapy because of a lack of any clinical or scientific evidence to 

suggest that treatment with ACEis or ARBs should be discontinued 

to prevent SARS-CoV-2 infection or reduce COVID-19 severity.9 Many 

other highly reputable scientific societies, including the American 

Heart Association, the American College of Cardiology and the 

Heart Failure Society of America, have issued similar 

recommendations.10 

Recent data published after the Komiyama and Hasegawa paper did 

not provide evidence that patients treated with ACEis and ARBs 

were at a higher risk for COVID-19.1,6 Those treated with ACEis had a 

better chance of survival to hospital discharge and there was no 
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such association for ARBs. However, these results should be 

considered with caution since they were not derived from a 

randomised controlled study.6

In conclusion, Komiyama and Hasegawa’s suggestions do not seem to 

fit adequately with what is currently known from the literature.1 

Nonetheless, the advice to stop smoking must be followed anyway. 
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