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CORRESPONDENCE AND REPLIES 3343
patients with severe asthma encountered in real life. In a recent
analysis of the total German Asthma Net severe asthma cohort,
we found that 543 of 793 patients had a negative baseline BDR
test, similar to the percentage found in the anti-IL5/anti-IL5Ra–
treated subcohort. Importantly, this absence of BDRwas not asso-
ciated with smoking history or COPD.5

Imaging studies may be helpful for both exclusion of differ-
ential diagnosis and assessment of airway mucus to predict
response to biologics together with T2-biomarkers and physio-
logical measures of SAD, which might reduce over-reliance on
classical BDR criteria in the future.
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Partial suppression of type 2 inflamma-
tion with mepolizumab
To the Editor:
We read with interest the results of the MAPLE trial showing

additional suppression by prednisolone of FeNO, blood, and
sputum eosinophils in patients taking mepolizumab.1 These find-
ings illustrate the limited impact of mepolizumab on type 2
inflammation with regard to persistent IL4/IL13 escape in the
presence of IL5 blockade.2 As such, this reinforces the impor-
tance of carefully observing type 2 biomarkers in patients treated
with mepolizumab and considering other biologics that have
more broad-spectrum effects in suppressing the type 2 inflamma-
tory phenotype. Hence, prospective real-life studies with bio-
logics involving biomarker-directed therapy would help to
elucidate optimal therapy for patients with type 2 high-
refractory asthma.
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Probiotics in managing pediatric
asthma: Is this a viable road?
To The Editor:
We read with great interest the comprehensive review by

Fiocchi et al1 on the use of probiotics in allergic diseases. We
certainly agree with several conclusions drawn by these authors.
Here, we discuss probiotics in managing children with asthma. As
mentioned in this review, a growing body of evidence supports the
role of the environmental microbiome in the risk for and severity
of allergic diseases and asthma.2 Namely, dysbiosis affects the
gut-lung axis, promoting the activation of inflammatory
pathways.
Moreover, the ‘‘microbiota hypothesis’’ suggested that early-

life exposures to certain inflammatory bacteria may influence
the composition of the microbiota and consequently promote im-
mune dysregulation toward type 2 immunity. However, supple-
menting ‘‘good bacteria,’’ such as probiotics, could restore
eubiosis and manipulate immune response.3

The benefits associated with probiotic supplementation depend
on the multifaceted mechanisms of action, mainly on innate
immunity. Probiotics could promote the expansion of type 1
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