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Hbro-Uopkckuti yHusepcumem, Hero-Uopk, CLLA

TpaHsuTopHaa noteps co3HaHus (TIC) onpegensaeTcs kak BHe3anHasi, oMeBuaHas noTeps Co3Ha-
Hus. [ocne KopoTKOM ANUTENbHOCTU (OT HECKOMNbBbKMX CEKYHA, A0 HECKONbKUX MUHYT) OTMEYaeTCst CNOH-
TaHHOE 1 MOSIHOe BbI3AOPOBMEHME. TpaH3UTOpPHasa NoTepst CO3HaHWSA MOXeT ObiTb CBsi3aHa C TpaBMa-
TUYECKUMU NPUYMHAMUN, TAKUMKN KaK COTPSCEHME MO3ra, Unn NpuyMHamMmn HeTpaBMaTU4eCcKon 3TUOMo-
rMW, TaKUMWU Kak CUHKOMa, reHepanu3oBaHHble anunenTuyeckme nNpunagku, MyHKLMoHanbHble (Mnu
«MCUXOTEHHbIE») «NCEBAONPUNAAKM» N «NCEBAOCUHKOMbI», U peaKko ¢ 3aboneBaHnsiMun, KOTopble Mo-
ryT BKNtoyaTb B cebsd BepTebpobasnnnsapHble TPaH3UTOPHbIE ULLEMUYECKUE aTaKu, MOAKITHOYNYHBIN CUH-
ApOM 0BKpafbIBaHWs, KaTannekcum 1 YpeaMepHyto AHEBHYIO COHMUBOCTb, HapyLLeHne obMeHa BeLlecTB
(Hanpumep rvnornMkemMnmn) Unu «gpon-atakny. Xapakrepmadyetca TINC: 1) notepei HOpManbHOro KOH-
TpONs OBWXEHWI, KOTOpasa COMPOBOXAAETCS BANOCTbIO UNWN PUrMAHOCTBIO; 2) MOTepen NocTyparbHO-
ro KOHTPOMNsi C nageHnsmu; 3) oTCYTCTBMEM peakuMn U aMHe3un Ha cobbiTve. XoTs cumntombl TIC
XOPOLLO M3BECTHbI, €CTb NOTPEBOHOCTL B NOBbLILLIEHWN YPOBHSA AnddepeHumnansHoro AnarHo3a AaHHoM
naTonornu.

KnioyeBble crnoBa: TpaH3UTOPHasi NOTEPS CO3HAHMS, COTPSICEHME MO3ra, CUHKONUS, anunenTtuye-
CKune npvnagku.
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Transient loss of consciousness (TLOC) is defined as abrupt onset of apparent loss of conscious-
ness. After a short duration (of a few seconds to minutes), there is spontaneous and complete recov-
ery. TLOC can be due to a traumatic cause, such as a concussion, or to nontraumatic etiologies, such
as syncope, generalized epileptic seizures, functional (or “psychogenic”) “pseudoseizures” and “pseudo-
syncopes”, and rare miscellaneous disorders that may include vertebrobasilar transient ischemic at-
tacks, the subclavian steal syndrome, cataplexy and excessive daytime sleepiness, metabolic disor-
ders (e.g. hypoglycemia) or “drop attacks”. TLOCs are characterized by 1) loss of normal motor con-
trol with either flaccidity or stiffness, 2) loss of postural control with falls, and 3) unresponsiveness
and amnesia for the event. Although sympthoms of TLOC are well known, there is still a need in im-
proving the level of differential-diagnosis of this pathology.

Key words: transient loss of conciousness, concussion, syncope, epileptic seizures.

Transient loss of conscious-
ness (TLOC) is defined as abrupt
onset of apparent loss of con-
sciousness. After a short dura-
tion (of a few seconds to mi-
nutes), there is spontaneous and
complete recovery [1-4].

TLOC can be due to a trau-
matic cause, such as a concus-
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sion, or to non-traumatic etiolo-
gies [2]. Non-Traumatic TLOC is
most frequently caused by syn-
cope: Syncope may be neurally
mediated (such as so-called re-
flex-syncope), due to orthostatic
hypotension, or due to cardiac
arrhythmias or structural heart
diseases [3]. Other causes of

36 —

P

———

e SEmea T Tmaa

e

(non-traumatic) TLOC are prima-
ry or secondary generalized ep-
ileptic seizures, functional (or
“psychogenic’) “pseudoseizures”
and “pseudosyncopes”, and rare
miscellaneous disorders that may
include vertebrobasilar transient
ischemic attacks, the subclavian
steal syndrome, cataplexy and
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excessive daytime sleepiness,
metabolic disorders (e.g. hypo-
glycemia) or “drop attacks” [3].

TLOCs are characterized by
1) loss of normal motor control
with either flaccidity or stiffness
that may be accompanied by jer-
king movements, 2) loss of pos-
tural control with falls, and 3) un-
responsiveness and amnesia for
the event [3].

In a multi-centric, prospective
study, the so-called Group for
Syncope Study in the Emergen-
cy Room (GESINUR) study, Ba-
ron-Esquivias et al. have pro-
spectively analyzed the admis-
sions of patients (14 years and
older) to 19 Spanish emergency
departments over a 1 month pe-
riod: 1419 patients were admitted
because of TLOC (prevalence,
1.14%). 37.3% of these patients
had electrocardiogram abnor-
malities, 12% had abnormal or-
thostatic test results, 76% were
diagnosed with syncope, 24%
had a diagnosis of non-syncopal
TLOC, and 25% of the TLOC
patients were admitted to hospi-
tals [5].

Syncope is the major cause
of TLOC (33-88% of TLOCs)
[3; 6-9]. Syncope is defined as
a temporary interruption of ce-
rebral perfusion with a sudden
and transient loss of conscious-
ness and spontaneous recovery.

Typically, syncopal episodes
are brief. They can be as short
as only seven seconds [4], and
mostly last only up to 20 se-
conds [10]. The differential dia-
gnosis may be difficult in the rare
cases of longer syncope dura-
tion, lasting even up to several
minutes [10].

Approximately one third of the
population experiences syncope
at least once during lifetime. Pre-
syncopal signs and symptoms,
including weakness, headache,
blurred vision, diaphoresis, nau-
sea, and vomiting are sometimes
present for seconds or minutes
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prior to loss of consciousness.
After syncope, there is rapid re-
orientation: while patients may
present with persisting drowsi-
ness, headache, dizziness, nau-
sea, there is usually no prolonged
confusion or disorientation.
Causes of syncope have been
categorized as cardiovascular,
non-cardiovascular, and unex-
plained. Cardiovascular causes
can be subdivided into structur-
al heart disease, coronary heart
disease, and arrhythmia. Non-
cardiovascular causes include
neurological, metabolic, psychi-
atric and other disorders. Ortho-
static hypotension — one of the
most frequent causes of synco-
pe — has manifold etiologies
comprising various neurological
and internal diseases. Orthostat-
ic hypotension usually can be
attributed to an impairment of
peripheral vasoconstriction or to
a reduction of the intravascular
volume. Signs and symptoms,
including the above prodromi are
often present upon rising from
supine or sitting to the standing
position. Frequently, blood pres-
sure decreases significantly with-
out an increase in heart rate as
autonomic cardiovascular mod-
ulation is often reduced. Many of
the patients with “unexplained”
syncope experience neurally me-
diated (i.e. neurocardiogenic or
vasovagal) syncope. In contrast
to orthostatic hypotension that
shows a rather rapid onset of
drop in blood pressure, patients
with neurally mediated syncope
usually have stable heart rate and
blood pressure for an extended
period of orthostatic challenge;
then, after prolonged standing,
patients with neurally mediated
syncope manifest a sudden de-
crease in blood pressure and
heart rate due to withdrawal of
sympathetic activity [11].
Neurocardiogenic or neurally
mediated syncope can be in-
duced by painful or emotionally
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stressful situations, such as an-
xiety or fear, but also by pro-
longed standing or by specific
situational triggers that induce a
so-called reflex syncope. Such
triggers of reflex syncope include
micturition, defecation, coughing
or sneezing, visceral stimulation,
or pain in areas with trigeminal
or glossopharyngeal innervation
[11].

Epileptic seizures may be
tonic, clonic, tonic-clonic or atonic
in nature [2; 3]. In contrast to syn-
cope, seizures are rarely trigger-
induced [3]. However, reflex epi-
lepsies can be triggered e.g. by
flashing, stroboscopic lights or
startling [3; 12; 13]. Seizures may
be accompanied by auras such
as a rising sensation in the ab-
domen [3; 14]. Seizures usually
last longer than syncope, i.e.
mostly at least 1 minute or long-
er. In contrast to syncope, epi-
leptic seizures may be accompa-
nied by muscle jerks that can
occur already prior to the fall.
In epileptic seizures, jerks are
usually symmetrical and rhyth-
mic. In contrast, syncope may be
associated with jerks that are ir-
regular, not symmetrical and not
synchronous, and usually last for
only a few seconds [3].

During epileptic seizures, the
patient’s eyes are usually open
with the gaze directed to one
side [3]. However, in syncope,
eyes are also open even if they
were closed prior to loss of con-
sciousness; moreover, eyes may
be turned upwards (or straight
ahead) during syncope [2; 3].

Other important features of
epileptic seizures are a lateral
tongue bite [15], head deviation
[16], and emission of a cry at the
onset of the seizure [3]. Patients
recover slowly and may show
prolonged disorientation and con-
fusion [3; 17].

Increased levels of serum pro-
lactin cannot definitely distin-
guish between epileptic seizure
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and syncope because serum
prolactin but may be increased
not only after a seizure but also
after syncope [18]. In contrast, in-
creased serum levels of creatine
phosphokinase (CPK) are typi-
cally seen after a seizure [18].

Functional or “psychoge-
nic” TLOC occur in somatisa-
tion or conversion disorders
and may present as “pseudo-
epilepsy” (“pseudo-seizure”)
or as “pseudo-syncope”.

“Pseudo-seizures” are func-
tional or psychogenic TLOCs re-
sembling epileptic seizures [3].
According to Dijk et al. [3], up to
20% of patients in tertiary epilep-
sy clinics might have “pseudo-
seizures” [3]. There may be a
history of preceding psychologi-
cal problems, physical or sexual
abuse [3; 19]. According to Dijk
et al., “pseudo-seizures” occur
more frequently in women than
men and in younger than older
individuals [3]. Functional attacks
may be induced by verbal sugges-
tion or various provocations [20;
21], and may be distinguished
from epileptic seizures by simul-
taneous video-monitoring of the
electroencephalogram and the
patient [21; 22].

Although tongue-biting and
incontinence are rare in pseudo-
seizures [23], trauma is more
common than usually assumed
and may occur in 50% or pseu-
do-seizure cases [3; 19; 22]. Bi-
zarre body movements, includ-
ing the “arc de cercle”, or pelvic
thrusting [22], alternating or wax-
ing and waning limb movements
can be seen during a “pseudo-
seizure” [3].

In contrast to syncope or epi-
leptic seizures, the patient almost
always keeps his or her eyes al-
ways closed during the “pseudo-
seizure” attack [3].

In “pseudo-syncopes”, pa-
tients seem to be unconscious al-
though they are not unconscious
[2]. Often, the muscle tone dif-
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fers from the muscle tone in pa-
tients who are actually uncon-
scious [2]. As an example, a
passively raised arm or leg will
not drop immediately as in an
unconscious patients but might
be shortly held in the elevated
position before it starts falling [2].

Patients may close their eyes
suddenly and actively when they
are passively opened [2]. “Pseu-
do-syncopes” may be accompa-
nied by reflexive gaze move-
ments, and the eyes may show
strange movements, upwards,
downwards or away from the
observer [2]. While caloric stimu-
lation with ice water irrigation of
the ears induces a tonic eye de-
viation in a comatose patient,
awake patients presenting with
pseudo-unconsciousness show
a prominent and vivid nystagmus
[2]. During tilt-table testing, un-
responsiveness that is associat-
ed with stable blood pressure
and heart rate also strongly sug-
gests pseudo-unconsciousness.
A normal electroencephalogram
during an event rules out synco-
pe. Moreover, the neurological
examination of a patient present-
ing with “pseudo-unconscious-
ness” usually shows signs that
are not compatible with real un-
consciousness [2].

“Pseudosyncopes” may ac-
count for 6% of presumed syn-
cope events [24; 25]. They can
last longer than regular syncope,
often many minutes, and may re-
cur many times during one day.
Frequently, recovery is slow and
can be accompanied by weep-
ing [3].

During vertebrobasilar tran-
sient ischemic attacks (TIAs),
perfusion of the brainstem is
temporarily reduced [2; 3]. As a
rule of thumb one can assume
that TIAs usually cause a neu-
rological deficit without uncon-
sciousness while syncope caus-
es unconsciousness without neu-
rological deficit [2]. Theoretical-
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ly, vertebrobasilar TIA may in-
duce loss of consciousness if the
reduced perfusion involves the
ascending reticular activating
system (ARAS) [2]. However,
signs and symptoms of brain-
stem dysfunction such as verti-
go, diplopia, dysarthria, alternat-
ing hemiparesis or ataxia, facili-
tate the diagnosis of TIA because
syncope does not cause these
neurological deficits [2]. Moreo-
ver, most TIAs last more than five
minutes (but less than 24 hours),
i.e. the TIAs last significantly
longer than syncope [2].

Loss of consciousness in
patients with subclavian-steal
syndrome also only occurs in the
presence of neurological symp-
toms [2]. Depending on the de-
gree of the stenosis of the prox-
imal subclavian artery, physical
activity and effort of the ipsilate-
ral arm causes a redirection of
ipsilateral vertebral artery blood
flow and induces hypoperfusion
of the vertebrobasilar territory
which in turn causes neurologi-
cal symptoms, such as dizziness,
vertigo, pain or pallor in the arm
and hand. The stenosis or occlu-
sion of the proximal subclavian
artery causes post-stenotic low
blood pressure in the arm and
results in a difference in blood
pressures between the left and
right arm [2].

Loss of consciousness due to
metabolic disorders, is related
to a loss or critical reduction in
cerebral energy supply, for ex-
ample during hypoglycemia, hy-
poxia or prominent hypercapnia,
and mostly lasts longer than syn-
cope [2; 11].

Cataplexy is often misdia-
gnosed as reflex syncope or as
complex partial or even tonic-
clinic seizure as it may mimic
transient loss of consciousness
[26; 27]. However, patients do
not loose consciousness but are
awake and aware of the event,
i.e. they have no amnesia for the

OLECRAH MELRVAHR K 9PHRN



cataplectic event [2]. Triggered
by an emotional stimulus, such
as laughter, or unexpected emo-
tional events, such as suddenly
meeting a friend, patients partial-
ly or fully loose muscle tone and
therefore fall (or are still able to
prevent a complete fall if there
is partial preservation of muscle
tone) [2; 3; 28]. When cataplexy
progresses into sleep, patients
may however not remember the
end of the cataplexy. If cataplexy
is combined with prominent day-
time sleepiness, the diagnosis of
narcolepsy is quite certain [3].
“Drop attacks” are also not
associated with a transient loss
of consciousness. These rare
events mainly affect middle-aged
individuals and consist of a sud-
den fall, patients usually land on
their knees and hands, usually
without any loss of conscious-
ness. The pathophysiology of
“drop attacks” is unknown [3; 29].
The diagnostic workup of
TLOC should be initiated with a
detailed history including the pa-
tients’ age, the frequency of at-
tacks, possible causes or trig-
gers, precipitating events, the
time course of attacks (prodro-
mal phase, duration, reorienta-
tion), witnesses, other symptoms
or injuries (autonomic or motor
symptoms, tongue bite), aware-
ness or amnesia for the event, the
history of other diseases, drug and
family history (particularly sudden
cardiac death among relatives)
[2; 3; 11]. During the physical ex-
amination, the state of hydration
should be assessed and blood
pressure measurements should
be performed at both arms in
supine and standing position. A
simple test that is widespread in
German speaking countries is
the Schellong test: The patient is
at rest, in lying position, supine
heart rate and blood pressure
values are taken every minute
and averaged as values at rest.
After 5—-10 minutes, the patient
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is asked to stand up and to re-
main standing for 10 minutes.
Again, heart rate and blood pres-
sure are measured every minute
and compared to values in the
supine position [11; 30].

Up to 50% of patients with
syncope may show some elec-
trocardiographic abnormalities
which are however non-specific
and poorly correlated with symp-
toms. In patients with arrhythmi-
as or any suspected cardiogen-
ic etiology, a detailed cardiolog-
ic work-up is essential, conti-
nuous ambulatory (Holter) mon-
itoring of the electrocardiogram
for up to 72 hours or longer is
recommended (11).

Finally, the 2010 guidelines
of the British National Clinical
Guideline Centre, NICE [31],
emphasize that patients should
undergo a special examina-
tion by a cardiologist within
24 hours of the TLOC if there
was any of the following “red
flag” signs or symptoms:

— transient loss of consci-
ousness during exertion;

— new or unexplained breath-
lessness;

— heart failure;

— family history of sudden
cardiac death in people younger
than 40 years and/or an inherit-
ed cardiac condition;

— a heart murmur;

— any of the following abnor-
malities in a 12 lead electrocar-
diogram:

atrial arrhythmia (sustained),

— inappropriate persistent
bradycardia,

— conduction abnormality (for
example, complete right or left
bundle branch block or any de-
gree of heart block),

— left or right ventricular hy-
pertrophy,

— long QT interval (correct-
ed > 450 ms) and short QT in-
terval (corrected < 350 ms),

— pathological Q waves,

— ventricular pre-excitation,

o b (130) 2013

)

———

o oo o

— any ventricular arrhythmia
(including ventricular extrasysto-
les),

— Brugada syndrome,

— paced rhythm,

— any abnormalities in ST
segment or T wave, especially
abnormal T wave inversion [31].
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PACIMPOCTPAHEHHOCTb, OTHOLWLEHUE K TABAKOKYPEHUIO U ETO KOHTPOJ1b CPEAU
BPAYEW-NEOUATPOB OJECCKOIO PETMOHA

1 YHusepumem CaHwaliiH-Kocma, KeuHcnaHd, Aecmparusi,

2 O0ecckuli HayuoHanbHbIl MeduyuHckuli yHueepcumem, Odecca, YkpauHa

Llenbto nccnenoBaHus ObIno n3yveHne pacnpocTpaHeHHOCTH TabakokypeHust cpeau Bpader Ogec-
CKOro pernoHa (YkpauHa) ¢ pa3nuyHbiM CTaXeM U coaepxaHnemM npodeccuoHanbHON OeATeNbHOCTH,
a Takxke oLeHKa nx npodunaktuyeckor paboTbl No nNpekpalleHunto TabakokypeHus. Bpaun, ocobeHHo
neavaTpebl, B 3HAa4YMTENBHOW CTENEHM MOryT cnocobcTBoBaTh 60pbbe NpoTUB TabakoKypeHUs.
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