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Blogueio Neuromuscular Prolongado apos
Administracao de Mivacurio. Relato de Caso *

Prolonged Neuromuscular Block after Mivacurium. Case Report

Karina Bernardi Pimenta, TSA !

RESUMO
Pimenta KB - Bloqueio Neuromuscular Prolongado ap6s Admi-
nistracdo de Mivacurio. Relato de Caso

JUSTIFICATIVA E OBJETIVOS: Com a introdugdo de novos
farmacos com agdo de curta duragdo, houve aumento do
numero de procedimentos realizados em carater ambulatorial.
O mivacurio com duragédo de agdo entre 15 e 30 minutos e
metabolismo enzimatico tornou-se opg¢do de bloqueador
neuromuscular para estes procedimentos. O relato de caso
tem como objetivo chamar a atengdo para a ocorréncia de
bloqueio neuromuscular prolongado apds administragdo do
mivacurio e as condutas que foram adotadas.

RELATO DO CASO: Descreve-se um caso de paciente
programado para procedimento de curta duragdo em regime
ambulatorial e que apresentou bloqueio neuromuscular
prolongado apés administragdo do mivacurio. O diagndstico foi
posteriormente confirmado pela demonstragdo de niveis
reduzidos de atividade da colinestesterase plasmatica.

CONCLUSOES: A investigagdo laboratorial pré-operatéria,
mesmo incluindo a dosagem da atividade da colinesterase,
ndo previne a possibilidade do bloqueio neuromuscular
prolongado devido a possibilidade de alteragao qualitativa da
atividade da enzima, ndo existindo recomendagdo para
investigagdo sistematica. Ocorrendo esta complicagéo,
deve-se sedar o paciente e manter ventilagdo mecéanica até a
completa recuperagdo da forga muscular e realizar exames
laboratoriais para o diagndéstico definitivo. E de
responsabilidade do anestesiologista a coleta de amostra
sangliinea para realizagdo de testes quantitativos e
qualitativos da colinesterase plasmatica. Paciente e familiares
devem ser orientados quanto a importancia da investigagao
para classificagdo da variante atipica da colinesterase
plasmatica e suas implicagbes anestésicas.

Unitermos: BLOQUEADORES NEUROMUSCULARES,
Nzo-despolarizante: mivacurio; COMPLICACOES: bloqueio
neuromuscular prolongado
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SUMMARY
Pimenta KB - Prolonged Neuromuscular Block after Mivacurium.
Case Report

BACKGROUND AND OBJECTIVES: With the introduction of
new drugs with short action, there has been increase in the
number of outpatient procedures. Mivacurium, with duration of
action of 15-30 minutes and enzymatic metabolism has become
the neuromuscular blocker of choice for these procedures. This
case report aim at calling the attention to prolonged
neuromuscular block after mivacurium and its management ap-
proaches.

CASE REPORT: Patient scheduled for outpatient procedure
presenting prolonged neuromuscular block after mivacurium.
Diagnosis was confirmed by low plasma cholinesterase activity.
CONCLUSIONS: Preoperative laboratory screening, even in-
cluding plasma cholinesterase activity testing, will not prevent
the possibility of prolonged neuromuscular block due to possi-
ble qualitative enzymatic activity abnormality, and there is no
recommendation for its systematic investigation. In the pres-
ence of this complication, patient should be sedated and main-
tained under mechanical ventilation until total muscle strength
recovery. Laboratory tests should be requested for final diagno-
sis. It is the anesthesiologist’s duty to collect blood samples for
quantitative and qualitative plasma cholinesterase tests. Pa-
tient and relatives should be counseled about the importance of
the investigation to classify the atypical variant of plasma
cholinesterase and its anesthetic complications.

Key Words: COMPLICATIONS: prolonged neuromuscular
block; NEUROMUSCULAR BLOCKERS, Nondepolarizing:
mivacurium

INTRODUGAO

mivacurio, devido a sua rapida hidrélise pela colineste-

rase plasmatica, possui curta duragéo de agéo (15 a 30
min) quando comparado a outros agentes nao-despolari-
zantes, sendo boa indicagao para realizagdo de procedi-
mentos de curta duragéao '. A succinilcolina e o mivacurio
sao degradados mais lentamente nos pacientes com redu-
¢ao da colinesterase plasmatica, podendo causar apnéia
prolongada no pés-operatorio 2
O objetivo desde relato foi descrever um caso de bloqueio neu-
romuscular prolongado com o uso de mivacurio e as implica-
cOes anestésicas em pacientes susceptiveis a esse tipo de
fenébmeno.

RELATO DO CASO

Paciente do sexo feminino, 62 anos, 72 kg, natural do Egito,
estado fisico ASAll, com indicacédo de anestesia geral para
realizagao de broncoscopia com broncoscépio flexivel, com
a finalidade de investigar nédulo pulmonar. Havia sido sub-
metida a anestesia peridural com sedagéao para lipoaspira-
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¢do, sem intercorréncias. Negava alergias, asma e uso de
medicagao regular e o exame fisico néo apresentava anor-
malidades. Na histéria familiar nada havia digno de nota. O
exame foi programado para ser realizado em regime
ambulatorial.

Nao foi administrada medicagao pré-anestésica. No centro
cirurgico foirealizada vendclise com cateter 20G sendoiinici-
ada infusado de solucao de Ringer com lactato. A monitoriza-
¢ao consistiu de eletrocardioscopio na derivagao D), oxime-
tro de pulso, pressao arterial ndo-invasiva e capnografia.
A inducdo da anestesia foi realizada com propofol (1,5
mg.kg™), alfentanil (500 ug), mivacurio (0,1 mg.kg™), lidocai-
na (1 mg.kg™') sequida da introducdo de mascara laringea
numero 4, sem intercorréncias. Amanutengao da anestesia
constou de infusdo continua de propofol 100 a 140
ug.kg”.min™". Aventilagao foi controlada manualmente man-
tendo normocapnia entre 35 e 40 mmHg e SpO, de 99%.
Aposotérminodoexame, quedurou 15 minutos, foiinterrom-
pida ainfusao continua do propofol e aguardou-se a superfi-
cializagdo da anestesia para a reversdo farmacoldgica do
blogqueio neuromuscular. Decorridos 30 minutos da adminis-
tracaodomivacurio observou-se baixovolume corrente e au-
mento da PgrCO,. Foiadministradoum bolusde 1 mg.kg'1 de
propofol e feita monitorizagdo da transmissdo neuromuscu-
lar com aceleromiografia. Aplicada estimulagéo de seqlién-
ciade 4 estimulos (SQE) de 2 Hz cada 20 segundos e n&o foi
observadaresposta muscular. Optou-se pela administragao
de midazolam e retorno dainfus&o continua de propofol vari-
andode 50a 75 pg.kg'1.min'1, aguardando-se o retorno da
fungdo neuromuscular paraprocederareversdodo bloqueio
neuromuscular. Decorridos 90 minutos da administragao da
doseinicialdomivacurio, ndohouve respostamotoraao esti-
mulo SQE, mesmo apdés administragdo de neostigmina (0,05
mg.kg™) e atropina (0,015 mg.kg™'). Foi administrada uma
segunda e terceira dose de neostigmina (0,025 mg.kg™") e
atropina (0,007 mg.kg™), com intervalos de 30 minutos,
porém ainda sem uma resposta.

Apéds 140 minutos da administragé@o da primeira dose de ne-
ostigmina e 230 minutos da dose inicial de mivacurio foi evi-
denciada recuperagéo da forga muscular T4/T1 50% sendo
administrada neostigmina e atropina comretornodarespira-
¢ao espontanea mantendo volume-corrente entre 450 e 475
mL e capnometria de 38 mmHg. Foi colhida amostra sangui-
nea para gasometria arterial (pH 7,30; paO,; 174 mmHg;
pCO, 43 mmHg; Bic 21,20 mEq/L; BE - 5,2 mEqg/L; SatO,
99%) - procedendo-se, entéo, a suspensao da sedacgéo e a
retirada da mascara laringea. A paciente foi enviada para a
unidade de terapia intensiva com indice de recuperacéao de
Aldrete-Kroulik 9, onde foi colhido sangue para dosagem da
colinesterase plamastica.

O resultado laboratorial demonstrou dosagem da colineste-
rase plasmaticade 2.878 Ul, cujovalornormal paramulheres
€de 4.650a10.500 Ul (método colorimétrico cinético). A pa-
ciente teve alta da unidade apés 14 horas.
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DISCUSSAO

Esterelatode casoalerta paraaocorrénciade alteragbes da
colinesterase plasmatica, umaenzimaainda sem funcao de-
finida, e que pode ser afetada por varias doengas, uso de far-
macos, variagdes hereditarias e étnicas.

Acolinesterase plasmatica é enzima de grande importancia
em Anestesiologia devido ao seu envolvimento com o meta-
bolismo da succinilcolina e outros farmacos, como o mivacu-
rio 2.

Aduragdo do bloqueio neuromuscular apds a administragao
dasuccinilcolinae domivacurio é determinada primariamen-
te pela hidrélise através da colinesterase plasmatica *.
Pacientes com variagdes da pseudocolinesterase podem
exibir um bloqueio neuromuscular prolongado apés a admi-
nistracao de succinilcolina ou mivacurio. Nestas situacoes,
ha necessidade de investigagédo bioquimica para a identifi-
cagao de alteragdes quantitativas da mutagcéo no paciente e
na sua familia.

Ostergaard e col. demonstraram que pacientes heterozigoti-
cos paraogene atipico possuemaumentoem até 50% da du-
racéo do bloqueio neuromuscular 2.

Em 1940, Alles e col. > demonstraram queacolinesteraseen-
contrada nos eritrocitos era diferente da colinesterase en-
contrada no plasmahumano. Dois anos apos, Mendel e col. 6
demonstraramque haviamdoistipos de colinesterases,uma
altamente especifica para acetilcolina chamada de colines-
terase verdadeira ou especifica e a pseudocolinesterase ou
colinesterase nao-especifica com capacidade de hidrélise
da colina e ésteres alifaticos °.
Em1979aComissdaodaNomenclatura Bioquimica7denomi-
nou colinesterase nao-especifica como colinesterase plas-
matica ou sérica, pseudocolinesterase, butirilcolinesterase
ou colinesterase tipo S. A colinesterase verdadeira é deno-
minada de acetilcolinesterase e tem como fungéo a hidrélise
do neurotransmissor acetilcolina. E encontrada em todos os
tecidos excitaveis, quer sejam musculos ou nervos, centrais
ou periféricos, colinérgicos ou adrenérgicos, motores ou
sensitivos, na maioria dos eritrocitos e tecido placentario. A
colinesterase plasmatica tem uma expressdo mais ampla
nos sistemas nervoso central e periférico, no figado e no
plasma. As enzimas diferem nas suas propriedades bioqui-
micas. A acetilcolinesterase possui grande afinidade pela
acetilcolina, degradacgao rapida e é inibida em altas
concentragdes de acetilcolina. A colinesterase plasmatica
possui pouca afinidade pela acetilcolina e ndo ¢é inibida por
suas altas concentragdes.

As causasdevariagaodaatividade dacolinesterase plasma-
ticapodemserdeorigemfisioldgica, adquirida e hereditaria.
Dentre as alteragdes fisioldgicas pode-se citar um decrésci-
mo na atividade em 20%, no primeiro trimestre da gestacao,
e que é mantido até ofinal da gravidez. Hatambém decrésci-
mo da atividade nos recém-nascidos especialmente nos de
baixo peso.
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Aredugdo da atividade da colinesterase plasmaticaem 30%
nao altera a sensibilidade a succinilcolina ®.

Ha doengas que determinam decréscimo da atividade da co-
linesterase plasmatica tais como hepatite, cirrose, colecisti-
te, cancer com metastase a distancia (principalmente de ori-
gem pulmonar, sistema genito-urinario e primario de intesti-
no), desnutrigéo, insuficiéncia cardiaca grave, insuficiéncia
renal, uremia e queimaduras extensas 2.
Aindaestaoincluidas como causas de diminuigao da ativida-
de da pseudocolinesterase a plasmaférese, anticoncepcio-
nal oral, inibidores ndo competitivos da colinesterase (ecoti-
ofato, organofosforados e ciclofosfamida), inibidores com-
petitivos da colinesterase (neostigmina, edrofénio e piridos-
tigmina), metoclopramida e pancurénio '*'°.

A metoclopramida inibe a colinesterase plasmatica em até
70% do seu valor normal *'”. Embora seu uso na prevencéo
denauseas e vOmitos pés-operatorios seja controverso, ain-
daé utilizadacomfrequénciano peri-operatoério. Estudos de-
monstraram que apds a administragdo da metoclopramida
ha um prolongamento do tempo de recuperagado da forga
muscularem até 30%, provavelmente decorrente de decrés-
cimodadepuragao plasmaticado mivacurioede aumentoda
biodisponibilidade 2.

Quanto as alteragdes hereditarias esta estabelecido que a
freqiiéncia de homozigotos atipicos é da ordem de um em
3.000aum em 10.000 pacientes, que sdo sensiveis a succi-
nilcolina. Os heterozigotos sdo da ordem de umem 25 e ndo
demonstram sensibilidade significativa a succinilcolinaou a
farmacos derivados do éster, a menos que possuam outros
fatores que contribuam para o aumento da sensibilidade
como doengas associadas ou administragédo de anticolines-
terasicos "%,

Na distribuicéo étnicaincluem-se caucasianos, egipcios, in-
dianos, turcos, judeus do Ira e Iraque 2.
Alémdasuccinilcolina, outros farmacos sofreminterferéncia
comaalteracao da atividade enzimatica como o mivacurio, a
cloroprocaina, aaspirina, ametilprednisolonae acocaina.O
atracurio possui metabolismo duplo tanto pelas colinestera-
ses plasmaticas quanto pela degradagao de Hoffman, que é
ainativacao espontaneadependente datemperaturaepH, o
que nao contra-indica seu uso nos pacientes com deficiéncia
de colinesterase plasmatica 2.

A conduta em pacientes com apnéia prolongada apds o uso
de succinilcolinaoumivacurioenvolve primeiramente odiag-
nostico e oinicio do tratamento. E primordial o uso do estimu-
lador de nervo periférico para demonstrar a profundidade do
bloqueio neuromuscular e diferencia-lo da sobredose de
anestésicocomo causade apnéia. Emboraainibigdo dacoli-
nesterase plasmatica pelos anticolinesterasicos possa
ocorrer, ja foi comprovado o beneficio do antagonismo do
bloqueio neuromuscular do mivacurio tanto nos pacientes
com colinesterase normal como nos pacientes homozigoti-
cos para colinesterase atipica?. O plasmafresco e o concen-
tradode hemacias podemserindicados paraacelerararecu-
peracadodafor¢gamuscular, entretanto sdo condutas questio-
nadas devido aos riscos da transfusdo sanglinea. Deve-se
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ressaltar que aguardar a recuperagéo espontanea completa
ndo acarreta riscos ao paciente.

Acolinesterase plasmatica possuimaisde 10 variantesreco-
nhecidas, e afreqiéncia douso domivacurio e da succinilco-
linaaumenta apossibilidade de que se depare comumades-
sas raras variantes genéticas no decorrer da atividade clini-
ca. A investigacao laboratorial pré-operatéria da atividade
da colinesterase plasmatica nao previne a ocorréncia deste
incidente, pois ha a possibilidade de somente ocorrer sua al-
teracdo qualitativa de atividade ?*. Qualquer que seja a cau-
sa do bloqueio neuromuscular prolongado deve ser mantida
aventilagdocontroladaeasedacédoatéarecuperacaodafor-
¢a muscular. Posteriormente é importante orientar o
paciente e sua familia quanto a necessidade de extensa
investigagdo para o esclarecimento de qual variante o
paciente é portador.

No caso em questao a apnéia prolongada foi em decorréncia
de uma redugdo quantitativa da colinesterase plasmatica
com provavel origem étnica.

Prolonged Neuromuscular Block after
Mivacurium. Case Report

Karina Bernardi Pimenta, TSA, M.D.
INTRODUCTION

Mivacurium, due to its fast hydrolysis by plasma
cholinesterase has short duration of action (15 to 30 min) as
compared to other nondepolarizing agents and is a good
choice for short procedures . Succinylcholine and
mivacurium are more slowly degraded in patients with de-
creased plasma cholinesterase and may induce prolonged
postoperative apnea 2,

This report aimed at describing a case of prolonged
neuromuscular block after mivacurium and the anesthetic
implications for patients susceptible to this phenomenon.

CASE REPORT

Female, Egyptian patient, 62 yearsold, 72 kg, physical status
ASA 1l, to be submitted to bronchofibroscopy with flexible
scope under general anesthesia to investigate a pulmonary
node. Patienthad been submitted to epiduralanesthesiawith
sedation for liposuction without intercurrences. Patient de-
nied allergies, asthma and the use of regular medication, and
physicalevaluationwasnormal. There was nothingoutstand-
ing in her family history. Procedure was scheduled in outpa-
tient regimen.

Patient was not premedicated. Venous 20G catheter was in-
stalled in the operating room for lactated Ringer’s infusion.
Monitoring consisted of ECG at D, lead, pulse oximetry,
noninvasive blood pressure and capnography.
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Anesthesia was induced with propofol (1.5 mg.kg™),
alfentanil (500 pg), mivacurium (0.1 mg.kg ") and lidocaine (1
mg.kg'1), followed by laryngeal mask n. 4, without
intercurrences. Anesthesia was maintained with 100 to 140
pg.kg’1.min'1 propofol continuous infusion. Ventilation was
manually controlled with normocapnia between 35 and 40
mmHg and 99% SpO.. At the end of the investigation, which
lasted 15 minutes, propofol continuous infusion was with-
drawn and we waited foranesthetic superficializationto phar-
macologically antagonize the neuromuscular blockade.
Thirty minutes after mivacurium administration low tidal vol-
ume and increased PgtCO, were observed. Patient was
given 1 mg.kg ' bolus propofol and neuromuscular transmis-
sion was monitored by acceleromyography. TOF stimulation
with 2 Hz every 20 seconds was applied and no muscle re-
sponse was observed. We decided for midazolam adminis-
tration, returnto propofol continuous infusion varying from 50
to 75 ug.kg™'.min"" and wait for neuromuscular function re-
covery to antagonize the neuromuscular blockade. Ninety
minutes after initial mivacurium dose there was no motor re-
sponse to TOF even after neostigmine (0.05mg.kg™") and at-
ropine (0.015 mg.kg™'). A second and third dose of
neostigmine (0.025 mg.kg™') and atropine (0.007 mg.kg™")
were administered at 30-minute intervals, however still with
no response.

Muscle strength recovery T4/T150% was observed 140 min-
utes afterthefirstneostigmine dose and 230 minutes afterini-
tial mivacurium dose. Neostigmine and atropine were then
administered with return to spontaneous ventilation and tidal
volume between 450 and 475 mL and capnometry of 38
mmHg. Blood sample was collected for arterial gases analy-
sis (pH 7.30; paO; 174 mmHg; pCO,; 43 mmHg; Bic 21.20
mEq/L; BE-5.2mEq/L; SatO, 99%)when sedation was with-
drawn and laryngeal mask was removed. Patient was re-
ferred to the ICU with Aldrete’s recovery index = 9 and blood
was again collected for plasma cholinesterase measure-
ment.

Lab results have shown 2878 Ul plasma cholinesterase, be-
ing 4,650 to 10,500 the normal values for females (kinetic
colorimetric method). Patient was discharged from ICU 14
hours later.

DISCUSSION

This case report calls the attention to changes in plasma
cholinesterase, the function of which is still undefined and
which may be affected by different diseases, drugs, inheri-
tance and ethnic variations.

Plasma cholinesterase is a very important enzyme for Anes-
thesiology due to its involvement with the metabolism of
succinylcholine and other drugs, such as mivacurium 5,
Neuromuscular blockade duration after succinylcholine and
mivacurium is primarily determined by hydrolysis through
plasma cholinesterase 4

Patients with pseudocholinesterase variations may present
prolonged neuromuscular blockade after succinylcholine or
mivacurium. In these situations, biochemical investigation is
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needed to identify quantitative mutation changes in patients
and their relatives.

Ostergaard et al. have shown that heterozygous patients for
the atypical gene have up to 50% increase in duration
neuromuscular blockade 2°.

Alles et al. ® have shown in 1940 that cholinesterase found in
erythrocytes was different from cholinesterase found in hu-
man plasma. Two years later, Mendel et al. ® have shown two
types of cholinesterase, one highly specific for acetylcholine
and called true or specific cholinesterase, and
pseudocholinesterase or nonspecific cholinesterase able to
hydrolyze choline and aliphatic esters °.

In1979, the Commission on Biochemical Nomenclature” has
named nonspecific cholinesterase as plasma or serum
cholinesterase, pseudocholinesterase, butyrylcholine
esterase or type S cholinesterase. True cholinesterase is
calledacetylcholinesterase the function ofitis hydrolyze ace-
tylcholine neurotransmitter. Itis foundin all excitable tissues,
are them muscles or nerves, central or peripheral,
cholinergic or adrenergic, motor or sensory, in most erythro-
cytes and placental tissues. Plasma cholinesterase has a
wide expression in central and peripheral nervous systems,
liver and plasma. Enzymes differ in their biochemical proper-
ties. Acetylcholinesterase has high affinity for acetylcholine,
israpidly degraded andisinhibited by high acetylcholine con-
centrations. Plasma cholinesterase has low affinity for ace-
tylcholine and is not inhibited by its high concentrations.
Reasons for plasma cholinesterase activity variation may be
physiological, acquired or inherited.

Among physiological changes there are 20% activity de-
crease in the first semester of gestation, which is maintained
until delivery. There is also decreased activity in neonates,
especially low-weight neonates.
Sensitivitytosuccinylcholineis notaffected by 30% decrease
in plasma cholinesterase activity .

Some diseases determine decrease in plasma
cholinesterase activity, such as hepatitis, cirrhosis,
cholecystitis, cancer with distant metastasis (especially pul-
monary, genito-urinary system and primary intestinal can-
cer), malnutrition, severe heart failure, renal failure, uremia
and extensive burns *'2.

Plasmaferesis, oral contraceptives, noncompetitive
cholinesterase inhibitors (echothiophate, organo-
phosphorates and cyclosphamide), competitive
cholinesterase inhibitors (neostigmine, edrophonium and
pyridostigmine), metoclopramide and pancuronium are also
responsible for pseudocholinesterase activity decrease "*'°.
Metoclopramide inhibits plasma cholinesterase in up to 70%
of its normal value *"7. Although being controversial to pre-
vent postoperative nausea and vomiting, it is still often used
inthe perioperative period. Studies have shown 30% delay in
muscle strength recovery after metoclopramide administra-
tion, probably due to decreased plasma clearance of
mivacurium and increased bioavailability '®.

As to hereditary changes, itis established that the frequency
of atypical homozygous is one in 3 thousand to 1 in 10 thou-
sand patients, which are sensitive to succinylcholine. Hetero-
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zygous areonein25and donot presentsignificant sensitivity
to succinylcholine or ester-derived drugs, unless there are
otherfactors contributingtoincreased sensitivity, such as as-
sociated diseases or the administration of
anticholinesterase drugs "%,

Caucasians, Egyptians, Indians, Turkish, Jews, Iranians and
Iraquians are included in ethnic distribution 2'.

In addition to succinylcholine, otherdrugs are affected by en-
zymatic activity changes, such as mivacurium,
chloroprocaine, aspirin, methylprednisolone and cocaine.
Atracurium presents double metabolism both by plasma
cholinesterase and by Hoffman’s degradation, which is the
spontaneous temperature and pH-dependent inactivation
not counterindicating its use in patients with plasma
cholinesterase deficiencies *2.

Management of patients with prolonged apnea after
succinylcholine or mivacurium primarily involves diagnosis
and beginning of treatment. Peripheral nerve stimulator is
criticalto showneuromuscular blockade depth and differenti-
ate it from anesthetic overdose as the reason for apnea. Al-
though there might be plasma cholinesterase inhibition by
anticholinesterase drugs, it has been already confirmed the
benefit of the antagonism of mivacurium neuromuscular
blockade both for patients with normal cholinesterase and
homozygous patients for atypical cholinesterase 2. Fresh
plasma and red cells concentrate may be indicated to accel-
erate muscle strengthrecovery, howeverthese are question-
able approaches due to blood transfusion risks. It should be
stressed that waiting for total spontaneous recovery does not
pose risks for patients.

Plasma cholinesterase has more than 10 known variants and
the frequency in which mivacurium and succinylcholine are
used increases the possibility of facing one of those uncom-
mon genetic variants throughout our clinical activity. Preop-
erative lab investigation of plasma cholinesterase activity
does not prevent this incident, since there may be only quali-
tative changesin activity 3, Regardless of the reason for pro-
longed neuromuscular blockade, controlled ventilation and
sedation should be maintained until muscle strength recov-
ery. Then it is important to counsel patients and relatives
about the need for extensive investigation to determine the
variant carried by the patient.

In our case, there has been prolonged apnea caused by sig-
nificant quantitative decrease in plasma cholinesterase of
potential ethnic origin.
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PROLONGED NEUROMUSCULAR BLOCK AFTER MIVACURIUM. CASE REPORT

RESUMEN
Pimenta KB - Bloqueo Neuromuscular Prolongado después de
Administracion de Mivacurio. Relato de Caso

JUSTIFICATIVA Y OBJETIVOS: Con la introduccién de
nuevos farmacos con accion de corta duracién, hubo aumento
del numero de procedimientos realizados en caracter
ambulatorial. El mivacurio con duracion de accion entre 15y 30
minutos y metabolismo enzimatico se volvio opcion de
bloqueador neuromuscular para estos procedimientos. El
relato de caso tiene como objetivo llamar la atencién para la
ocurrencia de bloqueo neuromuscular prolongado después de
la administracion del mivacurio y las conductas que fueron
adoptadas.

RELATO DEL CASO: Se describe un caso de paciente
programado para procedimiento de corta duracion en régimen
ambulatorial y que presenté bloqueo neuromuscular
prolongado después de administracion del mivacurio. El
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diagnostico fue posteriormente confirmado por la
demostraciéon de niveles reducidos de actividad de la
colinestesterasis plasmatica.

CONCLUSIONES: La averiguaciéon laboratorial
pre-operatoria, mismo incluyendo la dosificacion de la
actividad de la colinesterasis, no precave la posibilidad del
bloqueo neuromuscular prolongado debido a la posibilidad de
alteracion cualitativa de la actividad de la enzima, no existiendo
recomendacion para averiguacion sistematica. Ocurriendo
esta complicacion, se debe sedar el paciente y mantener
ventilacion mecanica hasta la completa recuperacioén de la
fuerza muscular y realizar examenes laboratoriales para el
diagnostico definitivo. Es de responsabilidad del anestesista la
colecta de muestra sanguinea para realizacion de tests
cuantitativos y cualitativos de la colinesterasis plasmatica.
Paciente y familiares deben ser orientados en cuanto a la
importancia de la averiguacion para clasificacion de la variante
atipica de la colinesterasis plasmatica y sus implicaciones
anestésicas.
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