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Abstract

Case Report

Hopkins Syndrome, also known as Hopkin-McCarthy Syndrome or post-asthmatic paralysis, is a rare condition
characterized by the onset of acute flaccid paralysis in a child following an asthma exacerbation. Although the
underlying mechanisms are not fully understood, this syndrome is believed to be a form of myelopathy associated with
asthma. We report a case of Hopkins syndrome occurring after an episode of asthma exacerbation in a 2-year and 8-

month-old boy.
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INTRODUCTION

Hopkins syndrome (HS) is an acute flaccid
paralysis occurring a few days to weeks after an asthma
exacerbation. It was first reported in 1974 in Australia
[1] and only around forty cases have been reported.
Therefore, it is essential to take notice of this case report
that sheds light on this poorly documented condition.

CASE DESCRIPTION

We report the case of a 2-year and 8-month-old
boy who had been immunized according to the national
program program, with a history of asthma since being 9
months old He had used a salbutamol inhaler, and his
mother had a history of atopy. He was admitted to the
intensive care unit for severe asthma exacerbation, and
treated with nebulized salbutamol
(150ug/kg/nebulization) + Ipratropium bromide (0.25
mg/Kg/8h) in nebulization with intravenous magnesium
sulfate at a rate of 30 mg/kg, corticosteroid at 2 mg/kg
and intravenous beta dose adrenaline given the non-
improvement. Our patient also benefited from antibiotic
therapy based on C3G and aminoglycoside in the
absence of amoxicillin for suspected community-
acquired pneumonia including a fever of 39.2°, purulent
secretions, a right basal pulmonary focus on chest x-ray,
His complete blood count was as follows: 28,700 /mm3
white cells/fmm® with 81% neutrophils. C-reactive
protein (CRP) was 25 mg/l, and procalcitonin was 1.25
ng/ml. Arterial blood gas analysis revealed respiratory
failure and respiratory acidosis (pH: 7.30, PaCO2: 64
mm Hg, PaO2: 66 mm Hg, bicarbonate: 26) under a high
concentration oxygen mask (15 L). At PDP: Bacillus

Gram-negative with culture-negative, multiplex PCR of
nasopharyngeal was negative. The patient didn't show
any signs of improvement and required mechanical
ventilation for 4 days, the sedation was necessary. After
normalizing the arterial gas, apyrexia, absence of
wheezing, and radiographic signs of pneumopathy, the
sedation was stopped and the patient was extubated.

On the 5th day, the child presented muscular
weakness in all four limbs but more marked in the lower
limbs. On clinical examination: contact was present,
flaccid quadriparesis, deep tendon reflexes (ROT) were
present but weak, plantar skin reflex in flexion,
sensitivity was preserved and the cranial nerves were
intact.

Several diagnoses have been mentioned:

e Cerebral hypoxia: the patient has never
experienced profound hypoxia.

e Critical Illness Polyneuropathy (despite the
introduction of corticosteroids, curare, and
mechanical ventilation) but eliminated after a
negative muscle biopsy.

e Guillain-Barre  Syndrome:  An  albumin
cytological dissociation was not noted at CSF
examination (Figure 1). However, the EMG
suggested a motor axonal poly neuropathic
attack involving the territory of the L4 L5 roots
bilaterally which could fall within the
framework of motor form syndrome of Guillain
barre (Figure 2). The decision was to initiate
intravenous immunoglobulin therapy at a rate of
0.4 g/kg/day for 5 days, along with motor
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physiotherapy of both lower limbs. The transferred to the neuropediatric department for
evolution was marked by a clear improvement further treatment.
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Figure 1: Cerebrospinal fluid analysis (CSF). A: chemicals in the CSF. B: cytological and bacteriological
examination of CSF

Peroneal.G
Cheville S.1ms L6 mV Abductor hallucis-Cheville .1 ms mm m's
iteal fossa 9.8 ms 6mV__| Cheville-Popliteal fossa 7 ms 178 mm 38 mis
11.2 ms .7 mV. Popliteal fossa-A3 Ams 53 mm B m's
wa ' }
|
! {
1 1
A {
- A !
i .
Peroneal.G
Tibial.G
[evite 42ms | 40mV_ | Abductor hallucis-Cheville | 42ms | mm | s
[ Poplizcal fosa 98ms | 45mV | Cheville-Popliteal fossa | S6ms | 225mm | 40mss

Tibial.G = 5 ‘ ‘

| © 2024 Scholars Journal of Medical Case Reports | Published by SAS Publishers, India | 902




Hafsa Benquassmi et al, Sch J Med Case Rep, May, 2024; 12(5): 901-904

e 7= e
o= e

- .
Meduan.D -

::.::D 23ms 36mV “Abductor digits mimimni 23ms mm -
R TR S R e 1

Tibial.D
Cheville | 36w | &s4mV hall [ 19
eal Sovsa | W03ms | &61mV | Cheville-Popliteal fossa 63m 230 mm
- =
[ |
b
-
— -

Figure 2: Electromyography exam. A-B-C: motor nerve conduction
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DiscussiON

Due to its rarity, Hopkins syndrome is poorly
documented in the medical literature. Published cases are
generally limited to isolated case reports and small case
series.

Although the pathogenesis of HS is not
understood, many explanations have been considered
infectious and immune mechanisms [2, 3]. Indeed, this
syndrome could be a form of autoimmune response
where severe inflammation linked to asthma
exacerbation could induce an immune response which,
by mistake, targets the anterior horn cells of the spinal
cord [4]. Involvement of the pyramidal tracts and
posterior horns was also found on spinal cord MRI [5].

Thus, it has been reported that lymphocytes of
asthmatic patients express more cytokines upon
stimulation by allergens [6], most often in children
suffering from atopic asthma. Still, the most likely
hypothesis is that this weakness could be caused by a
neurotropic virus (enterovirus D68) [7], which would
have triggered an asthma exacerbation and could affect
cells in the anterior horn of the spinal cord or peripheral
nerves. This virus was found in two teams:

e An American, from cerebrospinal fluid samples
or stool from pneumonia patients.

e A Japanese, 3/205 children with enterovirus
D68 pneumonia (detected at PDP) presented
acute flaccid paralysis. In our patient,
nasopharyngeal and CSF PCR multiplex did not
reveal any viruses.

The diagnosis of Hopkins syndrome is clinical,
it is often a diagnosis of exclusion. Generally, this
disease manifests a few days to a few weeks after an
asthma exacerbation. For our patient, the time was 5
days. It presents as an acute flaccid paralysis that can
affect one or more limbs and develop gradually into
severe muscular atrophy which in most cases progresses
to severe muscle atrophy in the absence of
physiotherapy.

In our patient, the Electromyography exam
mentioned a poly neuropathic motor axonal attack
affecting the territory of the L4 L5 roots bilaterally which
could fall within the framework of the motor form of
Guillain-Barre syndrome. And no albumin cytological
dissociation has been found. The spinal MRI was normal.

Hopkins syndrome is frequently associated with
epilepsy. This was reported in the patients of Pitt and
Hopkins (1978) and Singh (1993). In our patient, no
clinical or electrical epileptic seizures were reported.

Based on previous studies, there is no consensus
on treatment [8]. However, the recommendations are
made on a case-by-case basis. The treatment proposed
was intravenous immunoglobulins 0.4 g/Kg/day for 5

consecutive days followed by methylprednisolone at a
rate of 30 mg/kg/day for 3 days, which was started 23
days after the onset of symptoms and improvement was
after 3 weeks [9]. In our patient, intravenous
immunoglobulins were administered 24 hours after the
onset of the symptoms at a dose of 0.4g/kg/day for 5
days. The patient was already on corticosteroids at a rate
of 2m/kg/day for his exacerbation asthma.

CONCLUSION

Hopkins syndrome is a rare entity, which
remains a diagnosis of elimination. However, further
studies are needed to clarify the etiology of this unusual
syndrome. Early treatment is necessary for full recovery.
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