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Dear Sirs,

Human coronaviruses, such as SARS-CoV-2, are known to
cause a variety of neurological symptoms [1]. Guillain-
Barrée Syndrome (GBS) has been described in patients
with COVID-19 pneumonia [2]. Thus far, exacerbation
of chronic inflammatory demyelinating polyneuropa-
thy (CIDP) has only been described in one patient with
COVID-19 [3].

In November 2020 a 53-year-old Caucasian female was
admitted to the emergency department with complaints
of paraesthesia and numbness periorally and in the four
extremities. She had a remarkable medical history of two
episodes of GBS, in 1999 and 2006, the latter with auto-
mated ventilator need. She recovered relatively well, but
CIDP was diagnosed not long after. She had since been
stable with IVIg every 6 weeks. She reported myalgia (in
the lower limbs and masticatory muscles), gait disturbances,
and dyspnea. She did not report dysgeusia, anosmia, diar-
rhea, nor fever. Clinical examination showed absence of
the ankle tendon reflexes, as was already present previ-
ously. Laboratory examinations revealed negative RT-PCR
for SARS-CoV-2 with nasopharyngeal swab. CSF analysis
was normal (Table 1). SARS-CoV-2-serology was nega-
tive. Spirometry showed a restrictive pattern (FEV1 61%,
FVC 60%, FEV1/FVC 101%). After 3 days her other tendon
reflexes became attenuated in the upper, and absent in the
lower limbs. Repeat CSF analysis on day 4 showed albu-
minocytological dissociation; exacerbation of CIDP was
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diagnosed upon which IVIg 0.4 mg/kg were administered
for 5 days.

The same day she developed tachypnea, dyspnea,
desaturation and hypertension. Chest CT scan suggested
a viral pneumonia (Fig. 1). Repeat RT-PCR for SARS-
CoV-2 with nasopharyngeal swab was negative. SO2
dropped despite extra oxygen administration and tachyp-
nea (SO2=_86% with 15102). She had to be intubated and
was admitted to the ICU. Broncho-alveolar lavage (BAL)
demonstrated the presence of SARS-Cov-2 RNA, finally
confirming COVID-19 pneumonia. LMWH, piperacillin-
tazobactam, and dexamethason were administered. After
7 days, she could be extubated and was transferred to the
neurology ward without any remaining respiratory dis-
tress. After 1 month of rehabilitation muscle strength in
upper limbs was 4 +/5, in lower limbs 4—/5, electro diag-
nostic parameters demonstrated decreased amplitude at
compound muscle action potential and reduced velocity
30 m/s in the right median nerve, and no response at motor
and sensory nerve action potentials in the lower limbs,
comparable to earlier studies.

We suggest that COVID-19 triggered fulminant exac-
erbation of CIDP. In Abu-Rumeileh’s CSF was normal
[3]. A second CSF analysis in our patient, however, did
show albuminocytological dissociation, suggestive of
CIDP relapse. There was a delay in diagnosing COVID-
19 because of the false-negative laboratory testing. Cur-
rently, most patients are tested for COVID-19 by means
of a nasopharyngeal swab on which PCR is performed.
It is reported in several cases that it is possible for naso-
pharyngeal swab PCR to be negative, while PCR testing on
BAL sample is positive [4]. We speculate that respiratory
muscular weakness and inability to cough, causes upper
respiratory tract viral load to be much lower than lower
tract viral load in patients with GBS/CIDP. In our patient,
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Table 1 Results of repeat lumbar puncture and serum

Reference range Day 1 Day 4
Lumbar puncture
White-cell count (/uL) 0-5 4 4
Red-cell count (/uL) <1000 300 100
Protein (mg/dL) <45 36.8 77.8
Glucose (mg/dL) 40-70 75 79
Lab results
Red-cell count (x 10M9/L) 3.8-5.2 4.4 4.7
Hemoglobin (g/dL) 11.8-16 13.3 141
White-cell count 3.5-11 7.9 11.6

(X 1079/L)
Platelet count (x 10"9/L)  150—400 249 259
CRP (mg/L) <5 11.8 734
Creatinine (mg/dL) 0.57-1.11 0.9 0.71
Ferritin (ug/L) 10-204 79 403
D dimers (ug/L) 0-549 536 1998
Arterial blood gas After intuba-
tion and
FIO2 100%

pH 7.35-7.45 7.32
pCO, (mmHg) 32.0-45.0 42.6
pO, (mmHg) 83.0-108.0 141.6
SO, (%) 94-98 98
Base excess (mmol/l) —3.0t03.0 —4.7

we consider respiratory failure was mainly due to CIDP
relapse, although a restrictive pattern was demonstrated in
COVID-19 survivors [5].

After this unexpected turn of events, all patients and
staff were tested for SARS-CoV-2: everyone tested nega-
tive, suggesting the community-acquired nature of our
patient’s COVID-19. One can hypothesize that a negative
nasopharyngeal swab might indicate that the patient—
even if positive on BAL—is less contagious and, there-
fore, poses less of a risk to other patients or medical
personnel.

SARS-CoV-2 infection might be not only associated with
the development of AIDP but could represent a precipitat-
ing factor for clinical exacerbations in patients with CIDP
and other immune-mediated neuromuscular diseases, such
as Myasthenia Gravis [3].

Fig. 1 Chest computed tomography scan showing bilateral atelecta-
sis in the lower lungs with probable surinfection (left picture), diffuse
ground glass opacities, mainly centrally in the upper and mid lungs,
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suggesting viral pneumonitis in lower, middle and upper lungs (left
and right picture)
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