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Passion is no longer exactly at the geometrical center 
of the body-soul complex; it is at the point where their 
opposition is not yet given, in that region where both 
their unity an their distinction are established.”

Michel Foucault

The alternative layout is meant to displace the reader 
SK\VLFDOO\�DQG�YLVXDOO\��DV�GRHV�WKH�¿QDO�LQVWDOODWLRQ�

7KH�H[SHULPHQWDO�ODQJXDJH�UHÀHFWV�DQ�DPELWLRQ�WR�
DEVWUDFW�DQG�UH�GH¿QH�WKH�LGHQWLW\�RI�WKH�¿QDO�SLHFH��
as my own identity has been repeatedly transformed 
WKURXJKRXW�WKH�GHYHORSPHQW�RI�WKH�¿QDO�SLHFH��

“

Paroxysmal
���E�WYHHIR�VIGGYVVERGI�MRXIRWM½GEXMSR�SJ�W]QTXSQW
���E�WTEWQ�SV�WIM^YVI

Kinesigenic
GEYWIH�F]�QSZIQIRX

Choreoathetosis
MVVIKYPEV�MRZSPYRXEV]�QSZIQIRXW�
KMZMRK�ER�ETTIEVERGI�SJ�VIWXPIWWRIWW

FRYHU�RI�SRVWFDUG�DGYHUWLVLQJ�WKH�¿QDO�SLHFH�



“Its not real...I cannot go back to the hospital...
Not again...I’ll be alright. Just hold on...”

Nervous. Shaky, frail, and hollow. 
Too numb to focus,
My skin hovers above me, 
riddled with indecision. 
I barely recognize the ache of my own breath.  
My veins pump acid, for want of warmth.
Wrists rub together, 
OLNH�NLQGOLQJ�IRU�¿UH
VDOYDJHG�ORRVHO\�IURP�VRPH�DEVHQW�IRUUHVW�ÀRRU�
 
Is this my reality? My identity?
Only a thin veil of sanity convinces me otherwise.
I cry because I ache to heal. 
I ache because I cannot.

Each episode begets anxious anticipation,
anticipation of fear, fear of the knowledge 
that this time will only beget another. 

'H¿QHG�DV�D�PRYHPHQW�GLVRUGHU��
a neurological condition,
,�GH¿QH�LW�DV�KHOO�RQ�ZKHHOV�
that diagnostic authority depends 
on the severity of my lucidity.

Paroxysmal. Kinesigenic. Choreoathetosis.

Incipacitate the nervous system, 
Spasms, migraines, panic attacks.
DORQJ�ZLWK�VRPHWKLQJ�XQGH¿QHG��SV\FKRORJLFDOO\�

The psychological consequences 
they creep and leak through the cracks in my sanity 
left behind 
after each “episode”.

And so begets my inspiration.

   “an episode”
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PRRT2 Mutations Cause Benign Familial
Infantile Epilepsy and Infantile Convulsions
with Choreoathetosis Syndrome

Sarah E. Heron,1 Bronwyn E. Grinton,2 Sara Kivity,3 Zaid Afawi,4 Sameer M. Zuberi,5 James N. Hughes,6
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Benign familial infantile epilepsy (BFIE) is a self-limited seizure disorder that occurs in infancy and has autosomal-dominant inheritance.

We have identified heterozygous mutations in PRRT2, which encodes proline-rich transmembrane protein 2, in 14 of 17 families (82%)

affected by BFIE, indicating that PRRT2mutations are the most frequent cause of this disorder. We also report PRRT2mutations in five of

six (83%) families affected by infantile convulsions and choreoathetosis (ICCA) syndrome, a familial syndrome in which infantile

seizures and an adolescent-onset movement disorder, paroxysmal kinesigenic choreoathetosis (PKC), co-occur. These findings show

that mutations in PRRT2 cause both epilepsy and a movement disorder. Furthermore, PRRT2 mutations elicit pleiotropy in terms of

both age of expression (infancy versus later childhood) and anatomical substrate (cortex versus basal ganglia).

Benign familial infantile epilepsy (BFIE) (OMIM 605751) is
an autosomal-dominant seizure disorder that occurs in
infancy and in which seizure onset occurs at a mean age
of 6 months; seizure offset usually occurs by 2 years of
age. Genetic-linkage analyses of families affected by BFIE
have suggested that causative mutations occur in genes
residing at three different chromosomal loci. Guipponi
et al. and Li et al. have reported linkage to chromosomal
regions 19q12–13.11 and 1p362, respectively, in BFIE-
affected families. The vast majority of reported families
(approximately 50) affected by BFIE show linkage to the
pericentromeric region from 16p.11.2–16q12.1.3–7 This
region of chromosome 16 contains more than 150 genes,
and despite concerted efforts by many groups, there has
been no success in determining the underlying genetic
mutation that causes BFIE.
In infantile convulsions and choreoathetosis (ICCA)

syndrome (OMIM 602066), individual family members
can be afflicted with infantile seizures, the adolescent
onset movement disorder paroxysmal kinesigenic chor-
eoathetosis (PKC) (OMIM 128200), or both.When patients
are affected by both of these uncommon clinical pheno-
types, presentation might be separated by many years.

Families affected by ICCA and families affected by auto-
somal-dominant PKC also show linkage to the large peri-
centromeric region of chromosome 16.8–10 The shared
linkage region and co-occurrence of these disorders in
families affected by ICCA have previously led to specula-
tion that BFIE, ICCA, and autosomal-dominant PKCmight
be allelic.8,9 Identification of the gene or genes in which
mutations cause these disorders is required for confirma-
tion of this hypothesis.
We studied 23 families affected by either BFIE (n¼ 17) or

ICCA (n ¼ 6). The study was approved by the Human
Research Ethics Committees of Austin Health and the
Women’s and Children’s Health Network. Informed
consent was obtained from all participants. Individuals
underwent detailed phenotyping involving a validated
seizure questionnaire.11 All previous medical records and
EEG and neuroimaging data were obtained where avail-
able. Australian control samples were obtained from anon-
ymous blood donors. Israeli control samples came from
unaffected, unrelated members of families recruited for
studies on the genetic causes of epilepsy.
We performed linkage analyses to identify families in

which the data were consistent with a causative mutation
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The gene for paroxysmal non-kinesigenic
dyskinesia encodes an enzyme in a stress
response pathway
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Massimo Pandolfo4, Hubert Kwieciński5, David A. Grimes6, Anthony E. Lang7,

Jorgen E. Nielsen8, Yuri Averyanov9, Serenella Servidei10, Andrzej Friedman5,

Patrick Van Bogaert4, Marc J. Abramowicz4, Michiko K. Bruno1,11, Beatrice F. Sorensen1,

Ling Tang2, Ying-Hui Fu1 and Louis J. Ptáček1,12,*
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Paroxysmal non-kinesigenic dyskinesia (PNKD) is characterized by spontaneous hyperkinetic attacks that
are precipitated by alcohol, coffee, stress and fatigue. We report mutations in the myofibrillogenesis regu-
lator 1 (MR-1 ) gene causing PNKD in 50 individuals from eight families. The mutations cause changes (Ala
to Val) in the N-terminal region of two MR-1 isoforms. The MR-1L isoform is specifically expressed in brain
and is localized to the cell membrane while the MR-1S isoform is ubiquitously expressed and shows diffuse
cytoplasmic and nuclear localization. Bioinformatic analysis reveals that the MR-1 gene is homologous to the
hydroxyacylglutathione hydrolase (HAGH ) gene. HAGH functions in a pathway to detoxify methylglyoxal, a
compound present in coffee and alcoholic beverages and produced as a by-product of oxidative stress.
Our results suggest a mechanism whereby alcohol, coffee and stress may act as precipitants of attacks in
PNKD. Stress response pathways will be important areas for elucidation of episodic disease genetics
where stress is a common precipitant of many common disorders like epilepsy, migraine and cardiac
arrhythmias.

INTRODUCTION

Episodic neurologic diseases include rare mendelian pheno-
types like the periodic paralyses, episodic ataxias and paroxys-
mal dyskinesias. Beginning with periodic paralysis, the
causative genes have now been identified for many such dis-
orders. Many of these encode homologous ion channels and
led to definition of these disorders as the ‘channelopathies’

(1–3). The familial paroxysmal dyskinesias (FPDs) are a
group of hyperkinetic movement disorders; it has been hypo-
thesized that mutations in ion channel genes may also be
responsible for these disorders. We mapped the loci for
2 FPDs (4–6) but have not been able to identify mutations
in candidate ion channel genes that were mapped to these loci.

Paroxysmal non-kinesigenic dyskinesia (PNKD) is an FPD
characterized by intermittent attacks with any combination of
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H[FHUSW�IURP�PHGLFDO�MRXUQDO�SXEOLFDWLRQV�DERXW
3DUR[\VPDO�.LQHVLJHQLF�&KRUHRDWKHWRVLV
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I am exploring the psychological 
consequences of losing control over 
my own body through performative painting.

Using the painted canvas as an extension 
of my body, and the subsequent 
documentation/installation as an extension 
of my psychology, the symptoms of my 
neurological condition will be abstracted 
into painterly metaphors that repeatedly 
GH¿QH�DQG�REVFXUH�WKH�FRPSOH[�GLFKRWRP\
between my biology and my identity.

Canvas as body. Body as brush. Brush as memory.

The paint, thrust and dripped upon the canvas, 
transitory by nature from wet to dry,
as it leaves a scar of past motions upon the surface,
my body heals its own scars from the memory of 
HDFK�ÀHHWLQJ�³HSLVRGH´�

The performance, impulsive and aggressive, 
or calm and repetitive, is an interpretation of the 
condition acting upon my body, acting upon itself. 

The video��D�SURFHVV�RI�VHOI�UHÀHFWLRQ��,�UHFRUG�
myself expressing the paint and the performance. 
Only video can compose and repeatededly project 
the cyclical nature of this condition. 

7KH�LQVWDOODWLRQ, projected video on framed canvas, 
the memories of my performance, and the condition 
as I experience it, are repeatededly captured
DQG�FRQFHDOHG�LQ�WKLV�¿QDO�SK\VLFDO�PDQLIHVWDWLRQ�

,Q�RUGHU�WR�UHÀHFW�WKH�F\OLFDO�QDWXUH�RI�P\�
relationship with this condition, I articulate 
a cycle in four parts. This cycle is interpreted 
in the performance, the painting methods, 
WKH�YLGHR�FRPSRVLWLRQ��DQG�WKH�¿QDO�LQVWDOODWLRQ�

intro   a narrative emerges

excerpt from notes taken in prepration for the piece
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In preparation, I divide and conquer my visual 
and conceptual references by medium.
Each artist has informed some dimension of the piece. 

the painters
5REHUW�0RWKHUZHOO� he captured the full spectrum of 
emotions in a single color.
)UDQ]�.OLQH� paint and sentiment were thrust unto the 
canvas, simultaneously, and with great conviction
%DUQHWW�1HZPDQ� every mark, or lack thereof, exposed 
his own insecurities, his own identity

the performers
<YHV�.OHLQ� he used his body as canvas as his canvas 
became it’s own body
6WXDUW�%ULVOH\� he used his body as brush, the world 
was his canvas
$QD�0HQGLHWD� a female in motion, she presents her 
ERG\�WR�WKH�ZRUOG�UDZ�DQG�XQÀLQFKLQJ
)OX[XV�0RYHPHQW� inter-discliplinary beliefs, no rules, 
HYHU\WKLQJ�LQ�ÀX[XV��%HFDXVH�DUW�OLIH�SHUIRUPDQFH�
deserves neither distinction nor division.

WKH�¿OPPDNHUV
-RQDWKDQ�*OD]HU� he sees tension. he creates tension. 
\HW�KH�FKRRVHV�QRW�WR�GH¿QH�LW�
%UDG�.XQNOH� delicate paintings and bold video 
projection seamlessly collide in abstract narration
.DKOLO�-RVHSK� the performing female body is ripped 
from traditional sexual stereotypes, leaving only
intimate expression

context   a narrative emerges

%DUQHW�1HZPDQ��6WDWLRQV�RI�WKH�&URVV�����������

$QD�0HQGLHWD��%RG\�7UDFNV������

-RQDWKDQ�*OD]HU��VWLOO�IURP�8QGHU�WKH�6NLQ������
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the stage:�DQ�H[WHUQDO�IRUFH�WULJJHUV�WKH�F\FOH�
,QVLJQL¿FDQW�H[SORVLRQV�UHOHDVH�LQVLJQL¿FDQW�VHQVDWLRQV�
This consistent penetration into the sub terrain 
RI�SK\VLFDO�FRPSXOVLRQ�WKURZV�PH�KHDG�¿UVW�
into a non-linear abyss. There is a liminality 
WR�WKLV�QHXURORJLFDO�EDWWOH¿HOG��
I construct a psychosomatic relationship 
between fear and safety, madness and sanity, 
pain and relief, antagonist and protagonist. 
This battle is a cycle. 
This cycle is internal, and therefore internalized.

the source:�WKRVH�H[WHUQDO�IRUFHV�ZKLFK�EHJHW�DQ�HSLVRGH
A disease of the body is far more accessible, 
or acceptable, than a disease of the mind. 
%XW�ZKDW�RI�ERWK"�6WUHVV�EHJHWV�D�FKHPLFDO�UHDFWLRQ�
unseen and all-consuming. Despite the internal
familiarity between my anxieties and my symptoms, 
I struggle to distinguish which begets which. 
Hence, I repeatedly perform the motions 
in a new context, to discern which is the source.

the media:�WKH�ERG\�SHUIRUPV�LQ�UHVSRQVH�WR�WKH�WULJJHU
I perform this trigger to know which I cannot accept.
To see which I fear. To submit to that blackness,
which appears ever darker, more consuming,
with each arc of a new cycle.
In the midst of the onset of an episode, 
a migraine, a muscle spasm, an anxiety attack,
I perceive the color black to invade my whole body.

1   trigger

VFHQH�IURP�¿QDO�¿OP�SLHFH
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the stage:�WKH�V\PSWRPV�GHVWUR\��SK\VLFDOO\�	�PHQWDOO\
Weakness: a friend to fear, it fears itself.
Submission begets acceptance: the pouring of paint, 
the writhing of wet on wet pigment, these layers dance 
with tension. This pain gives way to sensations, 
sensations succumb to experience, I generate 
revelations in this abstract reality; neither reason
QRU�PDGQHVV��%XW�¿UVW��SDLQ�
7KH�SXSLO�PXVW�¿UVW�EH�EURNHQ�in order to be 
enlightened by such bliss within corporeal submission.

the source:�V\PSWRPV�RI�SDLQ��P\�JUHDWHVW�IHDU
In these moments of vulnerable paralysis, of both 
mind and body, I expand in spectral wavelengths. 
The transitory nature of pain, no matter how 
permanent in the heat of a moment, will continue 
along this spectrum of relative consciousness. 
/LNH�WKH�ZHW�SDLQW�RQ�WKH�FDQYDV��ÀHHWLQJ�LQ�
substance but permanent in memory, the symptoms 
paint my body in the full spectrum of unrest.

the media:�WKH�ERG\�LV�SDLQWHG�DQG�XVHG�WR�SDLQW�
As a subject, as a brush, as a host, as a spectator:
my body is my soul, the paint is my condition. Like 
WKH�EORRG�SXPSLQJ�WRR�TXLFNO\��RU�WKH�QHUYHV�¿ULQJ�
incorrectly, paint is unpredictable when thrust, 
beautiful in it’s destruction. The corporeal properties
of this paint are fully realized in red. The moment in 
which red paint coats my arm, my face, my neck, I 
recall precise instances of faulty chemicals and 
secret spasms. I host this paint, as this paint hosts my 
innermost destructive properties. 

2   destroy

VFHQH�IURP�¿QDO�¿OP�SLHFH
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the stage:�VHOI�DZDUHQHVV�VKLIWV�WKH�F\FOH
,�ÀRDW�F\FOLFDOO\�ZLWKLQ��EHWZHHQ�GHVWUXFWLRQ�DQG�
healing. I exist two-fold as antagonist and protagonsit.
Performing this cycle, absorbing the paint, stimulating
this duality: only some visual recording of this 
SV\FKRORJLFDO�GXUHVV�FDQ�FDSWXUH��FDQ�UHÀHFW�
the moment of expression, the moment of release.
I stimulate to express in creative authenticity. 
I express to heal. At this stage, I heal to progress. 

the source:�WKH�SURWDJRQLVW�FRQTXHUV�WKH�DQWDJRQLVW
The personal touch of my own private madness appeals
ten-fold over some faceless clipboard, describing in 
complex ambiguity: what I am is not who I am. 
In diagnostic form, my disorder is an alien antagonist, 
DFWLQJ�XQGHU�QR�DXWKRULW\�RI�P\�RZQ��%XW�WKURXJK�
FUHDWLYH�H[SUHVVLRQ��VHOI�UHÀHFWLRQ�ZLWQHVVHG�FDOPO\�
through the camera lens, I discover my inverse anew. 
I am my own antagonist, but I am also my own savior.

the media:�YLGHR�LOOXPLQDWHV�WKH�GXDOLW\�RI�P\�LGHQWLW\
No longer will I assume this diagnostic authority over 
my own medical irregularity. The absence of color, 
absence of identity, white manifests as the haunting 
presence of my medical diagnosis; which reduces my 
personal history to a series of syllables. Then again, 
,�¿QG�D�QHZ�GXDOLW\�LQ�WKH�EODQNQHVV�RI�D�ZKLWH�
video screen. The white light is naked, the blank screen 
LV�EDUH��:KLWH�LV�WKH�LQYHUVH�WR�LWVHOI��DQG�WKXV�UHÀHFWV�
P\�RZQ�LQYHUVLRQ�RI�WKLV�PHGLFDO�GH¿QLWLRQ��7KH�YHU\�
ambiguity of this state drives my desire to express it. 

3   release

VFHQH�IURP�¿QDO�¿OP�SLHFH
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the stage:�ZLWK�DFFHSWDQFH�FRPHV�KHDOLQJ
7KHUH�LV�D�OLPLQDOLW\�WR�WKLV�QHXURORJLFDO�EDWWOH¿HOG��
Construct a psychosomatic relationship between fear 
and safety, madness and sanity, pain and relief, antago-
nist and protagonist. This battle is a cycle. This cycle
is internal, and therefore internalized. I begin again, by 
ending at the beginning.

the source:�UHOLHI�LQ�H[SUHVVLRQ��,�KHDO�WKURXJK�DZDUHQHVV
From release comes salvation. I save myself from 
myself, by accepting all parts of my self. Every stage 
has led to this, expression of each stage accumulates to 
more than the sum of it’s parts. As the episode subsides, 
as I accept the madness and the reality in equal parts, I 
emerge in wisdom, wisdom that this will return. 

the media:�FXOPLQDWH�LQ�RQH�¿QDO�LQVWDOODWLRQ
The canvas bears my body’s memories. The pain 
applies the wounds. The video remembers my 
H[SHULHQFH��%XW�WKHLU�LQVWDOODWLRQ�LPSOLHV�VRPHWKLQJ�
more. I exhalt this knowledge, I unveil my body 
LQ�YXOQHUDEOH�VXEPLVVLRQ��%\�UHSHWLWLYHO\�VFUHHQLQJ�
the history of the cycle upon the very subject of its 
wrath, I come full circle in acceptance of my 
condition. I am no healer, but I will heal, 
I relinquish control in order to regain it again.

4   forgive

VFHQH�IURP�¿QDO�¿OP�SLHFH
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There exists a distance, foggy and dense, 
between reality and madness. The very rarity 
and ambiguity of this state drives my desire to 
express it. The appropriated language of the 
“reasonable” can be deconstructed through the 
act of submitting to insanity. However, I attempt
to stretch this distance, in my choice to welcome 
madness. Madness gives way to lucidity,
when sovereignty is thrust in the cavernous 
depths that stretch between my two realities.

Focault argues, “passion is no longer exactly 
at the geometrical center of the body-soul 
complex; it is at the point where their 
opposition is not yet given, in that region 
where both their unity and their distinction 
are established.”

I have researched Focault, and other 
philosophers interested in the history of 
civilization’s treatment of “madness”. 
I identify not only with his fascination for 
the subject, but his passionate defense that 
madness, disorder, and irregularity, are nothing 
more than a contemporary cultural perspective. 
,�GR�QRW�LQWHQG�WR�UHGH¿QH�P\�³GLVRUGHU�´
)RFDXOW¶V�DWWHPSWV�WR�QXOOLI\�DQ\�RQH�GH¿QLWLRQ�
or another resonates with my own exploration
into a single “disorder,” because I fully accept 
WKDW�LW�FDQ�QHYHU�WUXO\�EH�GH¿QHG��

   the depths of madness

H[FHUSW�IURP�0DGQHVV�DQG�&LYLOL]DWLRQ�
E\�0LFKHO�)RFDXOW
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To conclude this exploration, to exalt my experience
and my understanding, I dedicate this piece to fear.
Fear of a rare diagnosis, fear of vulnerability, 
fear of losing control, fear of taking those bold steps
to regain control again.

vulnerability is not easily seen
or shown
it comes in sparks, waves
in the darkest hours of the mind
and in direct sunlight
to isolate these moments
to seek them and show its face to the world
either internal or external
could be mistaken as a sign of weakness
I chose to believe that this is not the case

I chose to show my vulnerability
I chose to transgress its diagnostic hold
I chose to relinquish my fear of this grip
and stand in the light of it’s stare

this deduction, this analysis, this objective scope
saves me in the wake
of physical isolation
but only after
when prompted to identify my attacker
do I lose sight of my antagonist

who among us has not considered the risk
of losing control over our own mortality
the human body is mystery
particularly to those who explore it
and I, like so many before me,
revel in the possibility
of being thrown into uncharted territory

conclude   a narrative re-emerges

WKH�¿QDO�SLHFH�LQVWDOOHG
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