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License Abstract

@ Certain neurological conditions may closely resemble acute stroke in their clinical
N presentation, complicating the diagnostic process and potentially delaying appropriate
treatment. This report presents a clinical case that illustrates the diagnostic difficulties
encountered at the onset of Miller Fisher syndrome (MFS), a rare variant of Guillain-Barré
syndrome (GBS). A 42-year old male patient initially exhibited symptoms commonly
associated with ischemic stroke in the posterior circulation, including unilateral ptosis,
double vision, dizziness, difficulty swallowing, reduced voice strength, ataxia, and limb
weakness. Despite these signs, diffusion-weighted magnetic resonance imaging (DWI-
MRI) revealed no evidence of acute cerebral ischemia. The development of
ophthalmoplegia and absence of reflexes raised suspicion of an alternative neurological
disorder. Subsequent serological testing confirmed the presence of anti-GQ1b antibodies,
and treatment with intravenous immunoglobulins was initiated, resulting in significant
clinical improvement. This case highlights the importance of maintaining a broad
differential diagnosis in patients with atypical neurological symptoms and emphasizes
the role of comprehensive evaluation in avoiding misdiagnosis. Awareness of such
presentations can aid in earlier recognition of Miller Fisher syndrome and improve
outcomes for individuals with rare autoimmune neuropathies.
Key words: stroke mimics, Guillain-Barre syndrome, Miller Fisher syndrome, GQIlb

antibodies.
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1. Introduction

According to scientific data, stroke mimics are
identified in up to 30% of patients admitted to stroke
units [1]. Common stroke mimics include epilepsy,
migraine, oncological conditions, functional disorders,
and metabolic disturbances [2]. Between 4% and 20% of
patients with stroke mimics receive thrombolytic therapy
[3], and delay or error in diagnosis can lead to irreversible
complications [1].

One such condition is Guillain-Barre Syndrome,
an autoimmune disease in which the body’s immune cells
attack peripheral nerves. Current data identify eight
subtypes of GBS one of them is Miller Fisher Syndrome,
accounting for only 1-5% of all GBS cases globally [4].
MEFS is more prevalent in Asian countries and is rare
among Caucasian populations. Reports from Taiwan and
Japan indicate that MFS constitutes up to 20-26% of adult
GBS cases. The diagnosis of MFS is based on a clinical
triad of ophthalmoplegia, ataxia, and areflexia [5]. A

preceding infectious illness, such as an upper respiratory

2. Case presentation

A 42-year-old man presented to the emergency
department with a sudden onset of left eyelid drooping
over 4 hours. He was examined by a physician, and a
neurological examination showed only left-sided ptosis
and low blood potassium levels and the patient explained
that due to type 2 diabetes, he had been on a very strict
diet for over two weeks. In the emergency department,
he was given an intravenous potassium solution, his
condition improved 100%, and the patient insisted on
going home on his own. A day later, in the evening, the
patient felt dizziness and weakness; he decided to rest
and went to bed. During the night, he woke up with the
following symptoms: breathing difficulties, nasal voice,
unsteadiness in walking, he could not drink water, all the
water poured out through his nose and mouth, and his
wife called an ambulance.

In the emergency room of the stroke center of the
city hospital, a neurological examination showed:
dizziness, left-sided ptosis, ophthalmoplegia, diplopia on
both sides, hyperesthesia of 1st and 2nd branches of the

tract infection or gastroenteritis, is a common triggering

factor. The most frequent pathogens include
Campylobacter jejuni and Haemophilus influenzae, although
others, such as Mycoplasma  pneumoniae  and
cytomegalovirus, have also been implicated [6,7]. Unlike
the classic ascending paralysis seen in typical forms of
GBS, MFS often demonstrates a “top-down” progression
of symptoms. Its pathogenesis involves molecular
mimicry, leading to demyelination of nerve fibers and
stimulation of the immune system to produce antibodies
targeting gangliosides, predominantly GQ1b [8,9]. With
supportive care and immunotherapy, the prognosis for
MEFS is generally favorable, though residual symptoms
may persist in some cases [5,8].

This report describes the clinical course of a
patient with MFS symptoms mimicking posterior
circulation stroke. This case aimed to assess stroke
mimics in a patient presenting with clinical features

suggestive of stroke.

trigeminal nerve on both sides, dysphonia, dysphagia,
general weakness, sensory ataxia, slightly decreased
muscle tone and tendon reflexes in arms and legs
and Babinski's

symptom negative on both sides. His observation

bilaterally, meningeal symptoms
parameters on admission were stable with a heart rate of
90 beats per minute, blood pressure of 130/70 mmHg,
respiratory rate of 18 breaths per minute, and
temperature of 36.8 degrees Celsius.

History of life and illness: The patient reported
that he had been suffering from type 2 diabetes mellitus
for more than 5 years; very rarely, an increase in blood
pressure to 150/90 mm Hg was observed against a
background of stress. A month ago, he suffered from a
cold with a temperature of up to 38.4°C for 3 days, took
paracetamol, and within a week returned to work and
daily routine. Works as a driver and has a family of two
children.

A computed tomography (CT) scan of the brain

was performed in the emergency room and showed signs
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of chronic cerebral ischemia. A brain magnetic resonance
imaging (MRI) could not be performed due to the
patient's claustrophobia, but after persuasion, only a
DWI MRI was performed, which showed no changes.
Myasthenia gravis was also suspected and the patient
was tested with neostigmine methylsulfate 1.0 ml
subcutaneously with negative results. Changes in blood
tests shows: increasing of white blood cell count
(14.51*10"9/1) and glucose level (13.24 mmol/L). Blood
analyses of thyroid functions and antibodies specific to
HIV were normal. Lumbar puncture was not performed
due to patient’s phobia. The patient was admitted to the
intensive care unit where treatment was initiated
according to the ischemic stroke protocol.

Additional studies were conducted in the
following days: neuromyography and CT scan of the
chest organs - without pathologies; antibodies to
acetylcholine receptor (0.141nmol/l) - negative. After
some time, when the symptoms of claustrophobia were
relieved by an antidepressant (amitriptyline), an MRI of
the brain and cervical spine with contrast was performed,
where signs of microangiopathy on the Fazekas scale 1
and a right-sided paramedian-median herniated
intervertebral disc C5-C6 (3.4 mm) were found. No more

pronounced lesions of the brain and spinal cord were

3. Discussion

Posterior circulation strokes, accounting for
approximately 20-30% of all strokes, are more prone to
and middle

circulation strokes [3]. This is largely because the

misdiagnosis compared to anterior
posterior cerebral artery supplies critical regions such as
the brainstem and occipital cortex, and its dysfunction
frequently results in symptoms such as vertigo, diplopia,
dysarthria, dysphagia, balance disturbances, ataxia, and
visual field deficits. Similar clinical presentations can also
occur with non-vascular conditions, including brain
tumors, toxic or metabolic disorders, psychiatric
conditions, migraines, seizures, and demyelinating
diseases [10].

According to scientific data, dysphagia occurs in

up to 80% of stroke cases [12]. In contrast, dysphagia and

detected. Then a blood test for diagnosis of inflammatory
polyneuritis was performed (antibodies to gangliosides
GM1, GM2, GM3, GM4, GD1a, GD1b, GD2, GD3, GT1a,
GT1b, GQ1b), and result was positive for GQ1b+ and
GTla+
ophthalmoplegia, diplopia, dysphonia, areflexia and

antibodies. In the neurological status,
sensory ataxia remained, and deep sensory disturbances
appeared in the form of a decrease in vibration sensitivity
in the arms and legs. Superficial sensitivity is completely
preserved. After that, the treatment protocol was changed
to the MFS. Ophthalmoplegia, diplopia, and dysphagia
persisted in the neurological status, areflexia and sensory
ataxia increased, and deep sensory disturbances
appeared in the form of decreased vibration sensitivity
in the arms and legs.

Plasmapheresis procedures were performed in
the hospital (3 times), and then patient was discharged.
After 2,5 months, his condition improved; only partial
internal ophthalmoplegia and diplopia in the left eye
remained from the neurological deficit; all other
symptoms were completely restored, however patient
cannot return to work as a driver. We continue to monitor
patient and hope see full recovery of all symptoms of the

disease.

MEFS.

confirmation of MFS typically relies on its characteristic

One such condition is Diagnostic
triad: ataxia, ophthalmoplegia, and areflexia. However,
the acute onset of symptoms, atypical presentations such
as dysphagia and dysphonia, along with computed
tomography findings and the aforementioned triad,
initially led to a misdiagnosis of stroke [5,11]. Following
thorough clinical evaluation and essential tests, stroke
was excluded as the diagnosis. A review of the literature
revealed no previously reported cases of MFS mimicking
a posterior circulation stroke in Kazakhstan.

The patient presented with dysphagia; a
symptom predominantly associated with stroke.
dysphonia are observed in only about 2% of MFS
patients. Studies suggest that the underlying mechanism
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in such cases involves autoimmune neuropathy,
specifically anti-GQ1b IgG antibodies targeting cranial
nerves IX and X, leading to these rare symptoms [13].

The patient's areflexia was associated with
concurrent type 2 diabetes mellitus. Elevated glucose
levels of up to 13.2% indicated uncontrolled diabetes,
underscoring the role of chronic hyperglycemia in
weakening the peripheral nervous system and increasing
susceptibility to autoimmune damage [14]. Additional
symptoms of MFS, such as ataxia and ophthalmoplegia,
can also mimic stroke. However, the absence of
lateralization in MFS distinguishes it from posterior
circulation stroke [15]. In this case, the patient initially
presented with unilateral ptosis, which progressed to
bilateral paralysis, a hallmark of MFS that often manifests
as symmetric bilateral ophthalmoplegia [7].

The onset of the disease followed an upper
respiratory tract infection one month earlier, supporting
the infectious etiology commonly associated with MFS.
Literature reviews indicate that over 90% of GBS patients
report preceding upper respiratory or gastrointestinal
symptoms. Campylobacter jejuni, the leading cause of
acute bacterial gastroenteritis, is implicated in about 30%

of cases [8].

4. Conclusions

Given the diverse presentation of stroke
symptoms, it is crucial to emphasize the importance of
differential diagnosis in patients presenting with stroke-
like features. Awareness of rare stroke mimicking
syndromes significantly reduces the risk of misdiagnosis
and helps prevent irreversible complications. MFS
should be strongly considered when ataxia, areflexia, and
ophthalmoplegia are present. However, clinical cases
exist where the disease initially manifests with unilateral

ptosis, dysphonia, dysphagia, and profound sensory
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Tyiingeme

MHCYABTTI UMMUTaUMAAANTHIH HEBPOAOTUSABIK OY3BIABICTAP VYKcac KAMHUKAABIK CUMIITOMJapMeH
curaTTadaapl >KoHe YaKbITBLABl AMarHo3 KOIOABI KUBIHAATBII, >KarbIMCBI3 KAMHMKAABIK HOTVDKEHIH JaMy KayIliH
apTThIpajpbl.

YCBHIHBIABIIT OTBIPFAaH KAMHMKAABIK >Karjai - I'miteH-bappe CMHAPOMEBIHBIH CUpeK Ke3jeceTiH Typi OOAbII
TabbL1aTeIH Muasep—-Puiiep CMHAPOMEBIHBIH Ae0I0TiHAe AuddepeHIIMalabl AUarHo3 KOIOAArbl KUBIHABIKTapAbl
ankbpIHAanAbL bis 42 sxacrarsl ep agaMAbl OaKblaay HOTUKECIHAE, aypyAbIH OacTaAysl apTKbI KaHallHaABIM OacceliHiHIH
UIIEMVSIABIK MHCYABTBIHA TOH Keleci cuMIToMAapMeH OailkaAaTbIHABIFBIH aHBIKTaAbIK: Oip>KaKThl IITO3, AUILAOINS,
Dac aiHaay, ,zu/{ccl)arm[, rI/mocl)OHI/m, aTakcus >KoHe asK-Koa aAcizairi. JKyprisiaren kemeHnai rekcepy ,ZI,I/I(I)(I)YSI/I}IMQH
e/111eHTeH OeliHeAepi Gap MarHUTTiK-pPe30HaHCTLIK TOMOrpadUIHBI KaMTHIABL, HOTIDKeCiHAe Keaea uiemus 6eariaepi
aHbIKTaaMagsl. OdraapMorzernss MeH apedaeKcusl ceKiadi KOCBIMINA CUMIITOMAapAbIH Iaiida OoAybl e3re
9TMOAOTMAABI MATOAOTMAFa KY4iK Tyasipasl. GQlb anTurenine kapchl aHTHMAeHeaAepAiH Oap eKeHiH cepOAOTMAABIK
3epTTey pacTaAbl, HOTVKeCiHAe KOKTaMBIp iIidiK MMMyHOra100yAnHAepMeH eM OacTaAblll, OH TepanusAAbIK acep
DaliKaaasl. by KAMHNKAABIK >XKafall aTUIABIK HEBPOAOITIABIK KOPiHiCTeP HOTUKeCiHAe KAMHNKAABIK CEPTEKTIKTiH
JKoHe KeHeMTiAreH AMarHOCTMKAABIK i34eHiCcTiH MaHBI3ABLABIFBIH KopceTedi. ¥Kcac OaxplaayaapAbl Taagay Mmaaep—
®umep CMHAPOMBIHBIH >Keided MM KaHallHaABIMBIHBIH OY3BIABICEHI peTiHAe KaTe KaOblLAgaHyBl MYMKIiH eKeHiH
Oarikataabl. MyHAall Xafgaiiaapapl cUIlaTTay AMArHOCTUKAABIK KaTeAiKTepAiH KUiAiriH TeMeHJeTyre >KoHe CUpeK
Ke3JeceTiH ayTOMMMYHABIK HelipolaTtusdapbl Oap HaykKacTapfa KepceTileTiH MeAMIIMHAABIK KOMEKTiH carachlH
apTTBIpyFa MYMKiHAIK Oepeai.

Tyiin cesgep: uHcyabT Mumukrepi, I'miien-bappe cunapomsl, Mnazep ®Pumep cuagpomsr, Gqlb

aHTuAeHeAep.
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Pesiome

Hespoaoruueckue paccrpoiicTBa, MMUTUPYIOIIME UHCYABT, MOTYT IPOSBAATLCSA CXOAHOM KAMHUYECKON
CHMIITOMATHUKO, 3aTPyAHIsl CBOEBpeMEeHHYIO AMarHOCTUKY M YBeAUdMBas pUCK He0.AaronpusTHOTO UCX0Aa.

IIpeacTaBaeHHBIN KAMHUYECKUI cAydail ITOAUYePKUBaeT CAOXKHOCTU AuddepeHnnalbHOl AMarHOCTUKY TIpU
Aebiote cuHgpoMa Muazepa—Ouinepa - peaxoit ¢popmel cuHapoma I'mitena—bappe. M1 nHabaogaan 42-aeTHero
MY>X4IHY, Y KOTOPOTO 3a004eBaHue HavaloCh C CMMIITOMOB, TUIIMYHBIX A4S MINEMUYecKOTO MHCyAbTa B DacceiiHe
3azHell OUPKYASIUN: OAHOCTOPOHHMII IITO3, AUIIAONNS, TOAOBOKpYy>KeHme, Aucdarus, IMIIO(POHNs, aTaKCus U
caabocts B KoHewHOCTsX. KommaekcHoe o0caegoBaHMe BKAIOYAA0 MAarHUTHO-PE30OHAHCHYIO TOMOTrpapuio C
AudPy3MOHHO-B3BEIIeHHBIM M300pakeHreM, KOTOpas He BhLIBIAA IPU3HAKoB ocTpoli umemun. C I0sSBAeHIeM TaKnX

CUMIITOMOB KaK OCI)TaABMOHAeFI/Iﬂ n apec])AeKch Oblaa 3al10403peHa aabTe€pHaTMBHAsI IIaTOAOTITL. CepO/lOl"I/ILIECKOe
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uccaeJOBaHMe IIOATBepAnAo Haamdme aHtured K GQlb, mocae dvero OblAO HayaTo JAeveHMe BHYTPUBEHHBIMU
MMMYHOI100yAMHaMY, IIpUBeAIlIee K II0A0XKUTeABHON TepalleBTIIecKoil AMHaMuKe. JaHHBI cAyJdail I0OA4épKIBaeT
HEOOXOAVMOCTb KAVMHIYECKON HACTOPOKEHHOCTVM ¥ PacIIMpPeHHOTO AMArHOCTMYECKOrO IIOMCKa IIPU aTUIINMIHOI
HEBPOAOTMYECKOI CMMITOMaruke. AHaAM3 aHAaAOTUMYHBIX HaOAIOAeHMII A€MOHCTPUpYeT, 4TO CUHApoM Mmnazepa-—
duirepa MoKeT MacKMPOBAThCS 1104 OCTPOe HapyIleHre MO3TOBOro Kposoobpamennst. OnncaHue oA00HBIX cAy4daeB
CIIOCOOCTBYET CHIKEHMIO YacTOTBI AVArHOCTMYECKVX OINMOOK I IIOBBIIIEHMIO KadecTBa OKa3aHUsA MeAUIIVIHCKO
IIOMOIIY Tal[ieHTaM C PeAKMMMU ayTOMMMYHHBIMY HEJIPOIIaTUsAMIU.

KaloueBble caoBa: MMMMKM WMHCyAbTa, cuHApoM Imitena-bappe, cumuapom Mmasepa Pumepa, GQIlb

aHTuTeAa.



