LETTERS TO THE EDITOR

hemifacial spasm. The dysphagia,
dysarthria, and ptosis had fully
resolved, and his percutaneous endoscopic gastrostomy tube was removed.
Discussion. Despite the rarity of
neurotoxicity secondary to checkpoint
inhibitor therapies, it must be considered in all patients with previous exposure who present with a new
neurologic deﬁcit. Immune-related
neurotoxicity remains a diagnosis of
exclusion; it requires ruling out brain
metastases, infection, and paraneoplastic syndromes. However, a timely
diagnosis is crucial. As illustrated by
our case, nivolumab-induced neurotoxicity can be both life-threatening
and reversible with the appropriate
treatment. Although the exact mechanism of nivolumab-induced cranial
neuropathy is unknown, this case
suggests that treatment with corticosteroids alone may be insufﬁcient, at
least in severe cases, and that the
addition of plasmapheresis and intravenous immunoglobulin can lead to
sustained recovery.
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Statin Use Associated
With a Decreased Risk of
Community-Acquired
Staphylococcus aureus
Bacteremia
To the Editor: We read with great interest the recent article by Smit et al1
on statin use associated with a
decreased risk of community-acquired
Staphylococcus aureus bacteremia (CASAB), particularly in patients with
chronic kidney disease and patients
with diabetes. They explained that
these results were unlikely due to direct
antimicrobial effects of statins on S
aureus but more likely due to the pleiotropic effects of statins reducing important isoprenoid intermediates, resulting
in decreased bacterial invasion and
inducing neutrophil extracellular traps.
By reviewing the available literature
of statins’ in vitro antibacterial effects,
we observed that simvastatin, followed
by atorvastatin, generally exerted the
greatest direct antibacterial effect
(lowest minimum inhibitory concentration) against S aureus compared
with other statins.2 This ﬁnding supports the view that direct antimicrobial
effects were unlikely responsible for statins’ protective effects because Smit et al
have provided complementary evidence that the risk of contracting CASAB was higher, rather than lower, in
patients taking simvastatin or atorvastatin compared with the other statins.1 As
such, it is more probable that statins
reduce CA-SAB risk through other
host-related mechanisms.
Interestingly, a recent study by
Plotkin and Konakieva3 found that
steroid hormones with the 3-hydroxy

moiety (eg, cholesterol and estradiol)
increased carotenoid levels in S aureus,
which potentially increases bacterial
virulence.4 Patients with chronic kidney disease usually have low levels of
sex steroid hormones,5 but high levels
of estradiol may present in septic patients.6 Knowledge of the antibiotic
treatment outcomes for patients with
chronic kidney who have CA-SAB
and are statin users, compared with
nonusers, might provide clues as to
whether statins could offer additional
beneﬁts by suppressing the antagonistic precursor cholesterol molecule
and downstream steroidal hormones
sufﬁciently, resulting in efﬁcacious
antibiotic therapy.
Because statins may induce newonset diabetes and the colonization of
skin and mucosae with S aureus predisposes diabetic patients to infections,7,8
statin users with diabetes might be expected to have a higher risk of CASAB. However, the results of Smit
et al1 revealed otherwise. Other conﬂicts yet to be reconciled include
opposing evidence that statins do not
produce neutrophil extracellular trap
production9 or why meta-analysis of
clinical trials examining the outcome
of statins in septic patients differ.10,11
In addition, when statins inﬂuence the
human gut microbiota12 or activate nuclear receptors,13 the resultant impact
to the human immune system has not
been elucidated.
The work of Smit et al is interesting and timely and should stimulate
further investigation into the role of
statins in preventing bacteremia.
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In ReplydStatin Use
Associated With a
Decreased Risk of
Community-Acquired
Staphylococcus aureus
Bacteremia
We appreciate Dr Ko and colleagues’ interesting reﬂections on our
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ﬁndings concerning the inﬂuence of
statin use on the risk of communityacquired Staphylococcus aureus bacteremia (CA-SAB). Because the aim of our
study was to provide epidemiological
in vivo data on this association, Ko and
colleagues’ review of the literature and
considerations on the potential underlying pathophysiologic mechanisms
constitute a very valuable supplement
to our paper. We agree that the risk of
CA-SAB appeared to differ slightly
across the different types of statins (simvastatin, atorvastatin, and others). However, because only 9% of current statin
users were treated with other statins
and because the conﬁdence intervals
for the estimates overlapped, these results should be interpreted with caution.
As suggested in the letter by Ko
et al, we believe that future wellconducted basic and clinical research
represents the only way to disentangle the biological mechanisms by
which statin treatment may protect
against CA-SAB.
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Daratumumab for
POEMS Syndrome
To the Editor: The syndrome of
polyneuropathy,
organomegaly,
endocrinopathy, monoclonal protein,
and skin changes (POEMS) is a rare
disorder. It is considered paraneoplastic to a usually IgAl-secreting
monoclonal plasma cell dyscrasia.1
High-dose melphalan followed by
autologous stem cell transplant
(ASCT) is the standard of care in
disseminated POEMS syndrome but
can be associated with signiﬁcant
treatment-related morbidity and mortality.2 No paradigm exists for managing patients who experience relapse
and those ineligible for ASCT. Herein,
we report the ﬁrst case of POEMS
syndrome treated successfully with
the anti-CD38 monoclonal antibody
daratumumab and lenalidomide.
Report of Case. A 60-year-old woman
presented with a progressive sensorimotor polyneuropathy, weight loss,
and acrocyanosis of the distal
extremities and nose. Laboratory evaluation revealed an IgAl monoclonal band
of 0.7 g/dL and elevated serum IgA
(689 mg/dL). The l and k free light
chain levels were 10.3 mg/dL and 3.7
mg/dL, respectively (Supplemental
Table, available online at http://www.
mayoclinicproceedings.org).
Bone
marrow biopsy studies revealed 5% to
10% plasma cells with 0.59% myelomatous cells. The vascular endothelial
growth factor (VEGF) level was
2222 pg/mL, and the platelet count
was 572  109/L. Imaging identiﬁed
no bone disease or organomegaly.
POEMS syndrome was diagnosed.
Prior treatment with intravenous
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