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Divulgamos o caso de um homem de 66
anos, recentemente observado em contexto de
urgéncia por discinesia paroxistica da mao direi-
ta, com duas semanas de evolucdo. O fenémeno
eliciava-se através dos movimentos intencionais
da mao, sobretudo de preensdo e precisao,
como usar o copo, a faca, assim como colocar
ou retirar o relégio do punho esquerdo. Nao era
doloroso, durava cerca de meio minuto e ocor-
ria dezenas de vezes por dia (Video). Como
antecedentes relevantes, o senhor havia sido
diagnosticado com adenocarcinoma do pulmao
no més anterior. Este apresentou-se na forma de
lesao cerebral metastatica, Unica, frontal direita,
com hemiparesia contralateral, minor (grau 4+
na escala Medical Research Council) de predo-
minio braquial, défice que se resolveu apés a ins-
tituicdo de dexametasona 4 mg bid. Fora ja me-
dicado com levetiracetam 500 mg bid na semana
anterior, na presuncao de crises epiléticas focais
motoras, mas sem resposta. Iniciara quimiote-
rapia (carboplatina e pemetrexed) na véspera.
Sem outra semiologia neuroldgica ou sistémica,
identificou-se hiperglicemia, inaugural (595 mg/
dL) com hiponatrémia (128 mg/dL). A tomogra-
fia computorizada (TC) cerebral que realizou
no servico de urgéncia excluiu lesdes de novo.
A sintomatologia remitiu uma semana apés a
normalizacao da glicemia com insulina, apesar da
manutencao da corticoterapia na mesma dose.
A ressonancia magnética (RM) encefilica, reali-
zada 10 dias depois, caracterizou a area focal de

captacao de contraste na regiao frontal posterior

da alta convexidade a direita compativel com a
lesao secundaria/metastatica ja conhecida e per-
mitiu excluir lesées nos ganglios da base. Nao se
identificou atividade epileptiforme no EEG obti-
do também 10 dias apds a observacio inicial e
ja assintomatico. Comunicamos este caso com
o intuito de salientar esta semiologia que, em
nosso entendimento, corresponde a uma disci-
nesia induzida pela acdo, em resultado de hiper-
glicemia, relagdo etioldgica que, embora rara, é
conhecida.'? A discinésia paroxistica cinesigénica
foi definida pela primeira vez em 1976 por Ker-
tesz, como um distUrbio do movimento caracte-
rizado por episédios recorrentes e transitorios
de movimentos involuntarios, incluindo distonia,
coreia, balismo ou uma combinagao destes, ti-
picamente desencadeados por movimentos
voluntérios repentinos.* Corresponde a forma
mais comum de discinesia paroxistica, em oposi-
cao as formas nao cinesigénicas e induzidas pelo
exercicio.’ E sobretudo um distdrbio primario
de natureza genética, esporadica ou familiar, de
transmissao autossémica dominante, na maior
parte dos casos por mutacao do gene PRRT2, no
cromossoma 16p1 1.2, resultando em disrupgao
dos circuitos estriato-talamo-corticais.> Causas
secundarias incluem esclerose multipla, doenca
cerebral, traumatica ou infeciosa, sendo a causa
metabdlica a terceira mais frequente,’ incluindo,
para além da hiperglicemia, a hipoglicemia e hi-
pocalcemia.®® Foram, recentemente, postulados
critérios de diagndstico e roteiros de avaliacao

complementar de diagnéstico relativamente a
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Video. Episédio registado em video. // Video-recorded

episode. (see the video)

esta entidade.® O caso que divulgamos destaca a impor-
tancia do reconhecimento, quer do fenémeno, quer da
causalidade, como elementos essenciais para o diagnés-

tico e terapéutica.

We report the case of a 66-year-old man, recently
evaluated in the emergency setting due to paroxysmal
dyskinesia of the right hand, with a two-week evolu-
tion. The phenomenon was triggered by intentional hand
movements, particularly tasks requiring grip and preci-
sion, such as holding a glass, using a knife, or putting on
and taking off a wristwatch on the left arm. It was painless,
lasted approximately 30 seconds, and occurred dozens
of times per day (see Video). The patient had relevant
medical history as he had been diagnosed with pulmonary
adenocarcinoma the previous month, initially presenting
as a single right frontal metastatic brain lesion, accom-
panied by minor contralateral hemiparesis (Medical Re-
search Council scale grade 4+), predominantly brachial,
which resolved following the initiation of dexamethasone
4 mg twice daily. He had been started on levetiracetam
500 mg twice daily one week prior, under the presump-
tion of focal motor seizures, but without clinical improve-
ment. Chemotherapy (carboplatin and pemetrexed)
was initiated the day before presentation. No additional
neurological or systemic signs were present. Laboratory
tests revealed new-onset hyperglycemia (595 mg/dL) and
hyponatremia (128 mg/dL). No new brain lesions were
identified on a computed tomography (CT) scan per-
formed on the day of initial evaluation. The movement
disorder resolved in the following week after glycemic
normalization with insulin therapy, despite maintaining
the corticosteroid dose. A brain magnetic resonance im-
aging (MRI) conducted 10 days later, showed the previ-
ous focal contrast-enhancing lesion in the posterior right
frontal convexity, suggestive of a secondary/metastatic le-
sion, without basal ganglia involvement. No epileptiform

activity was detected on an EEG performed 10 days after
presentation, when the patient was already asymptomat-
ic. We report this case to highlight a clinical presentation
we interpret as action-induced dyskinesia secondary to
hyperglycemia—an etiological association that, although
rare, is documented in the literature.'* Kinesigenic par-
oxysmal dyskinesia was first defined by Kertesz in 1976
as a movement disorder characterized by recurrent,
transient episodes of involuntary movements, including
dystonia, chorea, ballism, or combinations thereof, typi-
cally triggered by sudden voluntary movements.* It repre-
sents the most common form of paroxysmal dyskinesia,
in contrast to non-kinesigenic and exercise-induced vari-
ants.® Primarily, it is a genetic movement disorder, either
sporadic or familial, with an autosomal dominant inherit-
ance pattern in most cases, usually caused by mutations
in the PRRT2 gene on chromosome 16pl 1.2, leading to
disruption of striato-thalamo-cortical circuits.® Secondary
causes include multiple sclerosis, traumatic or infectious
cerebral pathology, with metabolic etiologies ranking as
the third most common cause.’ These include not only
hyperglycemia but also hypoglycemia and hypocalce-
mia.>* Diagnostic criteria and structured approaches for
the diagnostic workup of this condition have recently
been proposed.® The present case underscores the im-
portance of recognizing both the phenomenon and its
causal relationship as key elements for accurate diagnosis
and effective treatment.
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