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Abstract
Epilepsy with myoclonic absence (EMA) is a rare disorder with a mean age of onset of 7 years. It is characterized clinically by
rhythmic, myoclonic jerking of the head, extremities or both, with impairment of consciousness and an ictal electroencephalo-
gram (EEG) pattern of 3 Hz bilateral, synchronous and symmetrical spike and wave discharges. Prognosis is guarded and most
patients are pharmaco-resistant. We present a case of EMA, found to have a FOXP1 gene pathogenic variation and a variance of
unknown significance in the MBD5 gene, who was admitted to the intensive care unit in super-refractory status epilepticus.
Given the overlap in symptoms of syndromes including myoclonic-astatic epilepsy, childhood absence epilepsy and juvenile myo-
clonic epilepsy, a detailed seizure semiology with EEG correlation, cannot be over emphasized. In this case, the genetic etiology
may lend an interesting insight to the severity and prognosis.

Keywords
antiseizure drugs, children, electroencephalography, genetics, refractory, status epilepticus

Received April 25, 2022. Received revised August 8, 2022. Accepted for publication September 20, 2022.

Introduction
Epilepsy with myoclonic absence (EMA), also known as Tassinari
syndrome, was first described by Tassinari, et al in 1969. It was
accepted as an individualized syndrome by the Commission on
Classification and Terminology of the International League
Against Epilepsy on 1989.1 It is classified as a cryptogenic or
symptomatic epilepsy syndrome, with an estimated incidence of
0.5–1% of patients referred to a specialized epilepsy center.2

EMA is a specific seizure type involving involuntary muscle con-
traction of the head, extremities or both, associated with impair-
ment of consciousness of variable intensity. The EEG consists
of 3-Hz generalized spike and wake discharges.3,4 The duration
of the seizure ranges from approximately 10 to 60 s with a fre-
quency of several times per day. The etiology is unclear;
however, it has been linked to trisomy 12p, inv dup (15),
Angelman syndrome and potassium channelopathies. Episodes
of EMA status epilepticus have rarely been reported.3

Features that differentiate childhood absence epilepsy
(CAE) from EMA, are that typical absence seizures occur

in neurotypical school-age children, presenting with sudden
loss of consciousness without loss of tone. Seizure semiology
is subtle with staring, motor automatisms, and eyelid move-
ments and the duration of seizures is shorter, but more frequent,
occurring tens of times per day.1 Extremity myoclonias in a
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child with neurodevelopmental delay, should raise concerns for
other types of seizures rather than CAE.

Case
We report a seven-year-old male, with history of mild develop-
mental delays, attention-deficit/hyperactivity disorder (ADHD)
and well-controlled absence seizures with valproic acid. He pre-
sented with 3 Hz generalized spike and wave status epilepticus
(Figure 1) with change in usual seizure semiology to prolonged
episodes of staring spells associated with eyelid, lip and proximal
upper extremity myoclonia. At the time of presentation, the patient
was witnessed having 20 cluster of seizures per day, with each
cluster lasting 6 to 20 min. The status epilepticus was refractory
to lorazepam, valproic acid (VPA), levetiracetam, ethosuximide
(ESM), topiramate, clobazam, and pyridoxine. He continued to
have subclinical super-refractory status epilepticus while on mida-
zolam and propofol drips. Burst-suppression was achieved by pen-
tobarbital infusion, but status epilepticus recurred in weaning
attempts. Neuroimaging did not reveal cortical dysplasia, acute
insults or structural abnormalities. Epilepsy gene panel showed a
variant of unknown significance in the MBD5 gene, variant
c.2903C>T(p.Ser968Leu), and the chromosome microarray
detected a copy number loss within chromosome band 3p13 span-
ning approximately 0.056 Mb in size involving exon 5 of the
FOXP1 gene. The patient was transferred to an outside hospital
on pentobarbital infusion for further care. He required pentobarbi-
tal infusion for a total of 12 days, while on therapeutic hypother-
mia. He suffered moderate deficits in neurocognition and motor
skills after resolution of status epilepticus and was discharged
home on clobazam, ESM, lacosamide, and VPA. He required a
gastrostomy tube and is non-ambulatory.

His epilepsy has remained refractory and his anti-seizure med-
ications as an outpatient have expanded to include cannabidiol and
rufinamide. He is being evaluated to start a ketogenic diet and due
to worsening abnormal behaviors including self-aggression,
hyperactivity, sleep disturbance and oppositional-defiant behavior,
patient is being trialed on combination of amphetamine/dextroam-
phetamine, olanzapine and lithium.

Discussion/Conclusion
This case of EMA with pathogenic FOXP1 gene mutation and
variance of unknown significance found on the MBD5 gene,
adds to the literature with its unique presentation of super-
refractory status epilepticus in a child with mild intellectual disabil-
ity, ADHD and previously well controlled epilepsy. It underscores
the importance of a careful description of seizure semiology with
electroclinical correlation and genetic testing. Literature review
showed a proposed association between MBD5 gene mutation,
FOXP1 gene mutation and neurodevelopmental disorder, as well
as MBD5 gene mutation and non-convulsive status epilepticus.
Thus our case report adds to the body of evidence that the above-
mentioned genes may play a more critical role in the etiology and
prognosis of EMA with intellectual disability and status epilepti-
cus. Routine genetic testing in refractory epilepsy may further
our understanding of these enigmatic genes.

In two-third of cases, EMA have been preceded by other
seizure types and/or have been found in association with other
seizure types, such as simple absences and generalized tonic-clonic
seizures.3 One of the largest series of patients with EMA found a
male preponderance of 60–70% of the 51 patients studied,2 contrary
to the usual female prevalence found in CAE. Patients with EMA,
usually present with intellectual disability or learning difficulties

Figure 1. EEG on admission.
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before the onset of symptoms.5 In CAE, children have a normal intel-
lect, respond well to monotherapy, and have a favorable long-
term prognosis (see Table 1). CAE with myoclonias is also a
well-recognized variant, but myoclonias in CAE are typically
restricted to facial areas such as eyebrows, eyelids, perioral
regions and chin, while EMA has a constant and prominent
involvement of proximal upper extremities.3

While the treatment of EMA is not well established, a com-
bination of VPA and ESM, have been found to be effective for
myoclonic absences without any other associated seizures,
especially generalized tonic clonic seizures (GTCS).3

Manonmani and Wallace showed that the combination of
VPA or ESM with lamotrigine had synergistic effect on chil-
dren resistant to the classical treatment of VPA and ESM.
Verotti, et al, studied 6 patients with early onset EMA. Three
of their patients required polytherapy for seizure control with
combination of ESM and clonazepam; ESM and VPA; clonaz-
epam, phenobarbital and VPA, while the rest achieved com-
plete seizure control with VPA monotherapy.6 Topiramate
and zonisamide may hold promise in EMA as adjunct therapy.7

Approximately 20% of patients with EMA have an associ-
ated pathogenic variant and 12% have a family history of epi-
lepsy.8 Elia, et al linked EMA to chromosome abnormality
syndromes, such as inv dup (15) presenting with a Prader Willi
Syndrome phenotype, trisomy 12p and Angelman Syndrome. On
review of the literature, a copy number loss within chromosome
3p13, involving the FOXP1 gene has not been connected with
EMA yet. A heterozygous mutation in the FOXP1 gene has been
associated with intellectual disability with language impairment,9

as found in our patient. Moreover, Myers, et al found a diverse spec-
trum of seizure phenotypes, including myoclonic, atonic, absence,
tonic-clonic seizures linked to MBD5 gene mutation in studied

subjects. This genetic variant was recognized often to be associated
with severe early childhood-onset developmental and epileptic
encephalopathy. Neuropsychiatric and developmental features
were prominent including moderate to severe developmental
delay, language deficits, sleep disturbance, hyperactivity and aggres-
sion, as also found in our patient.10,11

The anamnestic description of EMA may be difficult:
the rhythmic myoclonic movements can be overlooked, espe-
cially if there is a tonic component associated with them.3

Supplementary studies with electromyographic and electroen-
cephalographic recordings, to aid in the quantification and loca-
tion of motor activity may be warranted. The long-term
prognosis of EMA is not clearly defined. The continuation of
seizures, mild to moderate learning difficulties, and, for most
of patients, restless and problematic behavior has made appro-
priate social integration challenging.5

We emphasize the importance of genetic testing for early
onset and intractable epileptic encephalopathies. Testing can
aid in the early identification of the epilepsy syndrome, which
can provide valuable information on prognosis and manage-
ment.12 Given the unclear trajectory of these patients, consider
early involvement of a multidisciplinary team including neurol-
ogy, genetics, and neurodevelopmental pediatrics for screening
and appropriate follow up of children with EMA. Further study
of this fascinating syndrome is needed to better understand
optimal management and improve outcomes.
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Table 1. Description of Epileptic Syndromes that Overlap with Epilepsy with Myoclonic Absences. SZ: Seizure.

Epilepsy with myoclonic
absences (EMA)

Childhood absence epilepsy
(CAE) Myoclonic-astatic epilepsy

Juvenile myoclonic epilepsy
(JME)

Definition -Absence seizures
accompanied by rhythmic
myoclonias of face and
upper extremities

-Complete or partial loss of
consciousness

-Duration 10− 60 s

Absences, with loss of
awareness

Myoclonic-atonic seizures -Bilateral, single or repetitive,
arrhythmic, irregular
myoclonic jerks,
predominantly in arms

-Shortly after awakening

Ictal EEG -Bilateral, synchronous and
symmetrical spike and
wave discharges repeated
at 3 Hz

-Myoclonias on EMG

Bilateral, synchronous and
symmetrical spike and
wave discharges repeated
at 3 Hz

-Often normal EEG.
-EEG with slowing of the
background, 4− 7 Hz rhythms,
irregular fast spike-wave or
polyspike wave

>3-Hz spike or polyspike
waves with frontocentral
predominance

Additional
features

-Male preponderance
-Intellectual disability
-Associated sz: simple

absences, clonic seizures,
drop attacks and GTCS

-Female preponderance
-Normal intellect
-No other sz types

associated

-Normal development or delay in
only one domain before
epilepsy onset

-Poor cognitive outcomes

-Normal development
-Associated seizures: GTC or

absences
-GTCs occur in nearly all

people with JME
Treatment -Valproate and ethosuximide

-Can develop refractory
epilepsy

-Ethosuximide
-Good response to

monotherapy

-Valproic acid
-Ketogenic diet
-Can develop refractory epilepsy

Valproate

Frydson et al. 3



Declaration of Conflicting Interests
The author(s) declared no potential conflicts of interest with respect to
the research, authorship, and/or publication of this article.

Ethical Approval
Our institution does not require ethical approval for reporting individ-
ual cases or case series.

Funding
The author(s) received no financial support for the research, author-
ship, and/or publication of this article.

Informed Consent
Written informed consent was obtained from a legally authorized rep-
resentative(s) for anonymized patient information to be published in
this article.

ORCID iD
Ingrid Frydson https://orcid.org/0000-0002-2123-3802

Trial Registration
This manuscript does not involve a clinical trial.

References
1. Proposal for revised classification of epilepsies and epileptic syn-

dromes. Commission on classification and terminology of the interna-
tional league against epilepsy. Epilepsia. 1989;30(4):389–399.

2. Bureau M, Tassinari CA. Epilepsy with myoclonic absences.
Brain Dev. 2005a;27(3):178–184.

3. Bureau M, Tassinari CA. Myoclonic absences: the seizure and the
syndrome. Adv Neurol. 2005b;95:175–183. PMID: 15508922.

4. Zanzmera P, Menon RN, Karkare K, Soni H, Jagtap S,
Radhakrishnan A. Epilepsy with myoclonic absences: electroclin-
ical characteristics in a distinctive pediatric epilepsy phenotype.
Epilepsy Behav. 2016;64(Pt A):242–247.

5. Manonmani V, Wallace SJ. Epilepsy with myoclonic absences.
Arch Dis Child. 1994;70(4):288–290.

6. Verrotti A, Greco R, Chiarelli F, Domizio S, Sabatino G, Morgese
G. Epilepsy with myoclonic absences with early onset: a follow-up
study. J Child Neurol. 1999;14(11):746–749.

7. Cherian A, Jabeen SA, Kandadai RM, et al. Epilepsy with
myoclonic absences in siblings. Brain Dev. 2014;36(10):892–
898.

8. Elia M, Guerrini R, Musumeci SA, Bonanni P, Gambardella A,
Aguglia U. Myoclonic absence-like seizures and chromosome
abnormality syndromes. Epilepsia. 1998;39(6):660–663.

9. OMIM entry - # 613670 - MENTAL RETARDATION WITH
LANGUAGE IMPAIRMENT AND WITH OR WITHOUT
AUTISTIC FEATURES. n.d. Retrieved November 21, 2021,
from Omim.org website: https://www.omim.org/entry/613670?
search=foxp1%20gene&highlight=foxp1%20gene.

10. Myers KA, Marini C, Carvill GL, et al. Phenotypic spectrum of
seizure disorders in MBD5-associated neurodevelopmental disor-
der. Neurology. Genetics. 2021;7(2):e579. doi:10.1212/NXG.
0000000000000579

11. OMIM Entry - *611472 - METHYL-CpG-BINDING DOMAIN
PROTEIN 5; MBD5 - OMIM. n.d. Retrieved July 31, 2022, from
Omim.org website: https://www.omim.org/entry/611472?search=%
22mbd5%20gene%22&highlight=%22mbd5%20gene%22.

12. Appleton RE. Epilepsy with myoclonic absences. Arch Dis Child.
1994;71(2):180.

4 Child Neurology Open

https://orcid.org/0000-0002-2123-3802
https://orcid.org/0000-0002-2123-3802
https://www.omim.org/entry/613670?search=foxp1%20gene%26highlight=foxp1%20gene
https://www.omim.org/entry/613670?search=foxp1%20gene%26highlight=foxp1%20gene
https://www.omim.org/entry/613670?search=foxp1%20gene%26highlight=foxp1%20gene
https://doi.org/10.1212/NXG.0000000000000579
https://doi.org/10.1212/NXG.0000000000000579
https://www.omim.org/entry/611472?search=%22mbd5%20gene%22%26highlight=%22mbd5%20gene%22
https://www.omim.org/entry/611472?search=%22mbd5%20gene%22%26highlight=%22mbd5%20gene%22
https://www.omim.org/entry/611472?search=%22mbd5%20gene%22%26highlight=%22mbd5%20gene%22

	 Introduction
	 Case
	 Discussion/Conclusion
	 References


<<
  /ASCII85EncodePages false
  /AllowTransparency false
  /AutoPositionEPSFiles true
  /AutoRotatePages /All
  /Binding /Left
  /CalGrayProfile (Dot Gain 20%)
  /CalRGBProfile (sRGB IEC61966-2.1)
  /CalCMYKProfile ()
  /sRGBProfile (sRGB IEC61966-2.1)
  /CannotEmbedFontPolicy /Warning
  /CompatibilityLevel 1.4
  /CompressObjects /Tags
  /CompressPages true
  /ConvertImagesToIndexed true
  /PassThroughJPEGImages true
  /CreateJobTicket false
  /DefaultRenderingIntent /Default
  /DetectBlends true
  /DetectCurves 0.0000
  /ColorConversionStrategy /LeaveColorUnchanged
  /DoThumbnails false
  /EmbedAllFonts true
  /EmbedOpenType false
  /ParseICCProfilesInComments true
  /EmbedJobOptions true
  /DSCReportingLevel 0
  /EmitDSCWarnings false
  /EndPage -1
  /ImageMemory 1048576
  /LockDistillerParams false
  /MaxSubsetPct 5
  /Optimize true
  /OPM 1
  /ParseDSCComments true
  /ParseDSCCommentsForDocInfo true
  /PreserveCopyPage true
  /PreserveDICMYKValues true
  /PreserveEPSInfo true
  /PreserveFlatness false
  /PreserveHalftoneInfo false
  /PreserveOPIComments false
  /PreserveOverprintSettings true
  /StartPage 1
  /SubsetFonts true
  /TransferFunctionInfo /Apply
  /UCRandBGInfo /Preserve
  /UsePrologue false
  /ColorSettingsFile ()
  /AlwaysEmbed [ true
  ]
  /NeverEmbed [ true
  ]
  /AntiAliasColorImages false
  /CropColorImages false
  /ColorImageMinResolution 300
  /ColorImageMinResolutionPolicy /OK
  /DownsampleColorImages true
  /ColorImageDownsampleType /Average
  /ColorImageResolution 300
  /ColorImageDepth -1
  /ColorImageMinDownsampleDepth 1
  /ColorImageDownsampleThreshold 1.50000
  /EncodeColorImages true
  /ColorImageFilter /DCTEncode
  /AutoFilterColorImages true
  /ColorImageAutoFilterStrategy /JPEG
  /ColorACSImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /ColorImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /JPEG2000ColorACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /JPEG2000ColorImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /AntiAliasGrayImages false
  /CropGrayImages false
  /GrayImageMinResolution 300
  /GrayImageMinResolutionPolicy /OK
  /DownsampleGrayImages true
  /GrayImageDownsampleType /Average
  /GrayImageResolution 300
  /GrayImageDepth -1
  /GrayImageMinDownsampleDepth 2
  /GrayImageDownsampleThreshold 1.50000
  /EncodeGrayImages true
  /GrayImageFilter /DCTEncode
  /AutoFilterGrayImages true
  /GrayImageAutoFilterStrategy /JPEG
  /GrayACSImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /GrayImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /JPEG2000GrayACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /JPEG2000GrayImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /AntiAliasMonoImages false
  /CropMonoImages false
  /MonoImageMinResolution 1200
  /MonoImageMinResolutionPolicy /OK
  /DownsampleMonoImages true
  /MonoImageDownsampleType /Average
  /MonoImageResolution 1200
  /MonoImageDepth -1
  /MonoImageDownsampleThreshold 1.50000
  /EncodeMonoImages true
  /MonoImageFilter /CCITTFaxEncode
  /MonoImageDict <<
    /K -1
  >>
  /AllowPSXObjects false
  /CheckCompliance [
    /PDFX1a:2003
  ]
  /PDFX1aCheck false
  /PDFX3Check false
  /PDFXCompliantPDFOnly false
  /PDFXNoTrimBoxError false
  /PDFXTrimBoxToMediaBoxOffset [
    33.84000
    33.84000
    33.84000
    33.84000
  ]
  /PDFXSetBleedBoxToMediaBox false
  /PDFXBleedBoxToTrimBoxOffset [
    9.00000
    9.00000
    9.00000
    9.00000
  ]
  /PDFXOutputIntentProfile (None)
  /PDFXOutputConditionIdentifier ()
  /PDFXOutputCondition ()
  /PDFXRegistryName ()
  /PDFXTrapped /False

  /CreateJDFFile false
  /Description <<

    /BGR <>
    /CHS <FEFF4f7f75288fd94e9b8bbe5b9a521b5efa7684002000500044004600206587686353ef901a8fc7684c976262535370673a548c002000700072006f006f00660065007200208fdb884c9ad88d2891cf62535370300260a853ef4ee54f7f75280020004100630072006f0062006100740020548c002000410064006f00620065002000520065006100640065007200200035002e003000204ee553ca66f49ad87248672c676562535f00521b5efa768400200050004400460020658768633002>
    /CHT <FEFF4f7f752890194e9b8a2d7f6e5efa7acb7684002000410064006f006200650020005000440046002065874ef653ef5728684c9762537088686a5f548c002000700072006f006f00660065007200204e0a73725f979ad854c18cea7684521753706548679c300260a853ef4ee54f7f75280020004100630072006f0062006100740020548c002000410064006f00620065002000520065006100640065007200200035002e003000204ee553ca66f49ad87248672c4f86958b555f5df25efa7acb76840020005000440046002065874ef63002>
    /CZE <>
    /DAN <>
    /DEU <>
    /ESP <>
    /ETI <>
    /FRA <>
    /GRE <>

    /HRV <>
    /HUN <>
    /ITA <>
    /JPN <>
    /KOR <FEFFc7740020c124c815c7440020c0acc6a9d558c5ec0020b370c2a4d06cd0d10020d504b9b0d1300020bc0f0020ad50c815ae30c5d0c11c0020ace0d488c9c8b85c0020c778c1c4d560002000410064006f0062006500200050004400460020bb38c11cb97c0020c791c131d569b2c8b2e4002e0020c774b807ac8c0020c791c131b41c00200050004400460020bb38c11cb2940020004100630072006f0062006100740020bc0f002000410064006f00620065002000520065006100640065007200200035002e00300020c774c0c1c5d0c11c0020c5f40020c2180020c788c2b5b2c8b2e4002e>
    /LTH <>
    /LVI <>
    /NLD (Gebruik deze instellingen om Adobe PDF-documenten te maken voor kwaliteitsafdrukken op desktopprinters en proofers. De gemaakte PDF-documenten kunnen worden geopend met Acrobat en Adobe Reader 5.0 en hoger.)
    /NOR <>
    /POL <>
    /PTB <>
    /RUM <>
    /RUS <>
    /SKY <>
    /SLV <>
    /SUO <>
    /SVE <>
    /TUR <>
    /UKR <>
    /ENU (Use these settings to create Adobe PDF documents for quality printing on desktop printers and proofers.  Created PDF documents can be opened with Acrobat and Adobe Reader 5.0 and later.)
  >>
  /Namespace [
    (Adobe)
    (Common)
    (1.0)
  ]
  /OtherNamespaces [
    <<
      /AsReaderSpreads false
      /CropImagesToFrames false
      /ErrorControl /WarnAndContinue
      /FlattenerIgnoreSpreadOverrides false
      /IncludeGuidesGrids false
      /IncludeNonPrinting false
      /IncludeSlug false
      /Namespace [
        (Adobe)
        (InDesign)
        (4.0)
      ]
      /OmitPlacedBitmaps false
      /OmitPlacedEPS false
      /OmitPlacedPDF false
      /SimulateOverprint /Legacy
    >>
    <<
      /AddBleedMarks true
      /AddColorBars false
      /AddCropMarks true
      /AddPageInfo true
      /AddRegMarks false
      /BleedOffset [
        9
        9
        9
        9
      ]
      /ConvertColors /NoConversion
      /DestinationProfileName ()
      /DestinationProfileSelector /NA
      /Downsample16BitImages true
      /FlattenerPreset <<
        /PresetSelector /MediumResolution
      >>
      /FormElements false
      /GenerateStructure true
      /IncludeBookmarks true
      /IncludeHyperlinks true
      /IncludeInteractive false
      /IncludeLayers false
      /IncludeProfiles false
      /MarksOffset 6
      /MarksWeight 0.250000
      /MultimediaHandling /UseObjectSettings
      /Namespace [
        (Adobe)
        (CreativeSuite)
        (2.0)
      ]
      /PDFXOutputIntentProfileSelector /NA
      /PageMarksFile /RomanDefault
      /PreserveEditing true
      /UntaggedCMYKHandling /LeaveUntagged
      /UntaggedRGBHandling /LeaveUntagged
      /UseDocumentBleed false
    >>
    <<
      /AllowImageBreaks true
      /AllowTableBreaks true
      /ExpandPage false
      /HonorBaseURL true
      /HonorRolloverEffect false
      /IgnoreHTMLPageBreaks false
      /IncludeHeaderFooter false
      /MarginOffset [
        0
        0
        0
        0
      ]
      /MetadataAuthor ()
      /MetadataKeywords ()
      /MetadataSubject ()
      /MetadataTitle ()
      /MetricPageSize [
        0
        0
      ]
      /MetricUnit /inch
      /MobileCompatible 0
      /Namespace [
        (Adobe)
        (GoLive)
        (8.0)
      ]
      /OpenZoomToHTMLFontSize false
      /PageOrientation /Portrait
      /RemoveBackground false
      /ShrinkContent true
      /TreatColorsAs /MainMonitorColors
      /UseEmbeddedProfiles false
      /UseHTMLTitleAsMetadata true
    >>
  ]
>> setdistillerparams
<<
  /HWResolution [2400 2400]
  /PageSize [612.000 792.000]
>> setpagedevice


