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Clinical case of ataxia of toxic origin
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ABSTRACT

A clinical case of ataxia development associated with accidental phenobarbital overdose is presented. Clinical
manifestations and differential diagnosis are described; the results of laboratory examinations for this pathology are
presented. In conclusion, the importance of collecting anamnestic data is emphasized.

Key words: ataxia, clinical neurology, toxicology.
Conflict of interest. The authors declare the absence of obvious or potential conflicts of interest related to the
publication of this article.

Source of financing. The authors state that they received no funding for the study.

Conformity with the principles of ethics. The patient’s written consent was obtained for the publication of this
clinical case. The description of the clinical case was approved by the local Ethics Committee of the Research
Center of Neurology (Moscow).

For citation: Raskurazhev A.A., Kuznetsova P.1., Tanashyan M.M. Clinical case of ataxia of toxic origin. Bulletin
of Siberian Medicine. 2021; 20 (1): 218-220. https://doi.org/10.20538/1682-0363-2021-1-218-220.

KAvHMYecKnii cyvaid aTakcMm TOKCUYECKOro reHesa

Packypaxes A.A., KysHeuoBa I1.U1., TaHawax M.M.

Hayunwlii yenmp nesponocuu
Poccus, 125367, 2. Mockea, Borokoramckoe wocce, 80

PE3IOME

IpencraBieH KIMHWYECKUH CiIydail pa3sBUTHS aTakCHMd Ha (oHE ciIydallHO IIepero3MpoBKH (eHobapOuTai-
cozepxarero npemnapata. Onucanbl KIMHAYECKHE MPOsBIEHNMs, quddepeHIranbHas JMarHoCTHKa, TPUBEICHBI
Ppe3yJIbTaThl TA0OPAaTOPHBIX 00CIIeIOBaHUI IPH JAaHHOI ITaTOJIOTHH. B 3aKiioueHne genaeTcst akeHT Ha BaXKHOCTD
cOopa aHaMHECTHYECKUX CBEICHHUI.

KiroueBrble ciioBa: ATaKCUs, KIIMHUYCCKasl HEBPOJIOI'sl, TOKCUKOJIOI' M.

KonpaukT nunTepecoB. ABTOPHI JEKIAPUPYIOT OTCYTCTBUE SIBHBIX U MOTEHIMAIBHBIX KOH(INKTOB HHTEPECOB,
CBSI3aHHBIX C MyOIUKaKeil HACTOSIIEH CTaThH.

HUcTounuk Q)m{aﬂcnponamm. ABTOpLI 3asBJISIOT 00 OTCYTCTBHUHU (bI/IHaHCI/IpOBaHI/ISL
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Cyyan us KAMHUYECKOM MPaKTUKK

CooTBeTCTBHE NPUHIUIIAM JTHKH. I[Hﬂ HyGHI/IKaHI/IH JAHHOTO KJIMHHUYECKOIro Cclry4das OBLIO TIOJIy4Y€HO
MMHCHbMEHHOC COIJIaCHE IMalreHTa. Onuncanne KINHHYECKOTO cirydas 0}106p€H0 JIOKAJIbHBIM OTUYCCKHUM KOMHTETOM

Haywnoro nienTpa HeBponoruu (r. Mocksa).

Jsa uutupoBanus: Packypaxes A.A., Kysuenosa ILU., Tanamss M.M. Knunnueckuii cirydyail aTakCUl TOKCH-
4ecKoro reHesa. broaremens cubupckou meouyunst. 2021; 20 (1): 218-220. https://doi.org/10.20538/1682-0363-

2021-1-218-220.

INTRODUCTION

Ataxia is a clinical syndrome of incoordination,
which may result from damage to the cerebellum
and related pathways [1]. Among the main mani-
festations of ataxia are gait disturbances and dys-
metria, often associated with dysarthria and nys-
tagmus. According to the classification [2], three
major groups of ataxia can be defined: acquired,
hereditary, and non-hereditary degenerative. The
first group is comprised of a vast array of disorders
including toxic, paraneoplastic, immune-mediated,
and vitamin deficiency disorders. This article pres-
ents an unusual case of subacute ataxia of toxic ori-
gin due to phenobarbital exposure.

CLINICAL CASE

Patient D., a 32-year-old male, a dentist, had an
appointment with a neurologist at the Research Cen-
ter of Neurology where he complained of slurred
speech, dizziness, unsteadiness and “staggering”
gait (the patient himself described it “as if I were
drunk”). Three days prior to the visit, he was ad-
mitted to one of the city hospitals with the specified
symptoms. Upon admission, a computed tomogra-
phy of the brain was performed. A CT scan with no
pathological changes was obtained, and the patient
was diagnosed with a transient ischemic attack in
the vertebrobasilar basin. Subsequently, the patient
left the medical facilityon his own. The symptoms
developed gradually in the course of several weeks
with no obvious etiological factor.

On examination, the patient was conscious,
though drowsy. Systolic blood pressure was 100
mm Hg, diastolic — 60 mm Hg; heart rate was 64
bpm. A neurologic examination revealed moderate
dysarthria, severe horizontal and vertical nystag-
mus, dysmetria during finger-to-nose test, and dys-
diadochokinesia. Kinetic tremor, muscle hypotonia,
and hyporeflexia were also noted. The gait was un-
steady, wide-based.

Magnetic resonance imaging of the brain showed
no signs of ischemic or degenerative pathology; the
results of ultrasound examination were within nor-
mal values.

The patient denied the use of alcohol or any nar-
cotic substances. However, when clarifying the ana-
mnesis, it turned out that during the previous month
the patient had problems with sleep, for which he
was taking the drug “Valocordin” (Table 1).

Table 1

Composition of the “Valocordin” drug

Substance Content, mg per 1 ml of the drug
Phenobarbital 18.40
Ethyl bromisovalerianate 18.40
Menthol oil 1.29
Hop oil 0.18
Ethanol 469.75

Due to its sedative properties, this drug is fre-
quently used as a mild sleeping medicine with a stan-
dard dose amounting to 10-20 drops (0.25-0.5 ml).
In the described case, the patient used 20-25 ml of
“Valocordin” every other night for 4 weeks.

Subsequent blood and urine tests were performed
(Table 2), which demonstrated a significant increase
in phenobarbital excretion. On this basis, it was sug-
gested that the patient had phenobarbital intoxication
with ataxia being the main clinical manifestation.

The patient was prescribed intravenous saline
infusions, as well as oral activated charcoal for the
next 10 days. On the 2™ day of the therapy, a signi-
ficant improvement was observed, on the 8" day the
patient had made a complete recovery.

Table 2
Laboratory findings in patient D., 32 years old
Parameter Value | Reference
Complete blood count
Hemoglobin, g/L 151 131-173
Erythrocytes, x 10'%/L 5.06 4.3-5.7
Hematocrit, % 443 39-49
Platelets, x 10%/L 386 180-320
Leukocytes, x 10°/L 7.29 4.5-11.3
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Table 2 (continued)

Parameter Value Reference
ESR, mm/h 17 0-15
Hemostasis
APTT, s 31.9 25.1-36.5
PTI, % 98 70-130
Fibrinogen, g/L 5.11 1.84.0
Antithrombin III, % 153 75-125
Blood chemistry
Creatinine, mcmol/L 68.0 62—-106
Glucose, mmol/L 5.0 4.1-5.9
ALT, U/L 18.6 <41
AST, U/L 28.3 <40
CPK, U/L 211 <190
Bilirubin, mcmol/L 3.1 <24
C-reactive protein, mg/L 83.97 <5
Uric acid, mcmol/L 468.0 202.3-416.5
Excretion of barbiturates in urine
Amobarbital, ng/mL 0.0 0-200
Butalbarbital, ng/mL 0.0 0-200
Pentobarbital, ng/mL 0.0 0-200
Secobarbital, ng/mL 0.0 0-200
Phenobarbital, ng/mL 501,538.9 0-200

Note. ESR — erythrocyte sedimentation rate, APTT — activated
partial thromboplastin time, PTI — prothrombin index, ALT - alanine
aminotransferase, AST — aspartate aminotransferase, CPK — creatine
phosphokinase.

Authors information

CONCLUSION

Ataxia is a common neurological syndrome and
a frequent reason for seeking medical care. Never-
theless, a broad spectrum of underlying patholo-
gies is associated with this condition, which often
presents difficulties in differential diagnosis. The
described case underlines the necessity of a de-
tailed and thorough patient interview, which was
proven to be of vital importance in this particu-
lar patient. Although ataxia is listed in the “Side
effects” section of the phenobarbital instructions
for use, a search for relevant publications in the
PubMed database did not reveal any reports of
ataxia resulting from accidental overdose of phe-
nobarbital drugs.
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