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Pestome. [cMXOreHHUST NCEBAOCUHKON € CbCTOSHUE Ha NpuBMAHA 3aryba Ha Cb3HaHWe, KOeTOo TPYAHO Ce pa3nnyasa OT OYEBMALM
OT UCTMHCKaTa 3aryba Ha cb3HaHwe. INpu HabnopaBaHa NPoOBOKaLMS Ha CbCTOSIHMETO 0bade HAMa XEMOLMHAMUYHUTE
1 enekTpoeHLedanorpadCki CTUrMM Ha UCTUHCKM CMHKON C peasnHa 3aryba Ha cbaHaHue. MoHsikora nogpobHaTa aHam-
Hesa MOXe [a Npean3BiKa CbMHEHME 3@ CbCTOSHUETO — OTHOCUTENHO ObiTbr Nepuoa Ha be3cb3HaHue, HeobuyailHu
NPOBOKATOPY, HETUMKMYHW NPOAPOMM 1 YECTM NPUCTBNM Ca CbMHUTENHN Benean, HO ca Aarney oT creLuduyHM B nonyna-
UusiTa nauueHTI, NpeAcTaBsLLM ce 3a AndepeHUmManta aMarHo3a Ha CHKONAaHW CbCTOSHUA NPy Kapayonora. 3naTHusT
CTaHZapT 3a NOCTaBsHE Ha AMarHo3aTa e NMPoBOKaLMsiTa C TECT C HAaKIOHEHa Maca, Mpu KOWTO Aa ce perucTpupa neuxo-
FEHHUST NCEBLOCKHKON W [ja ce 0OEKTMBM3MPA NapanenHoTo OTCLCTBUE HA XEMOANHAMUYHM (a B ONTUMarnH!s Cryyaii u
eHuedanorpadicki) 6eneau Ha 3aryba Ha cbaHaHve. TpsibBa Aa ce 3Hae, Ye HanMYNETO Ha NCUXOreHeH NCEBAOCUHKON He
W3KI0YBa aBTOMATUYHO U HANMHYMETO HA UCTUHCKM PEeNEKCHN CUHKOMM NPW KOHKPETHMS nauyeHT. JleyeHuneTo, 6asupaHo
Ha MbPBO MSICTO Ha SICHO 00SICHEHWE HA CbCTOSIHMETO M NOAKPENsiLLa KOMYHMKALWMS C NaLneHTa, MOXe fja A0BeAE A0 ps3-
KO HamarneHne Ha YecToTaTta Ha NPUCTBLINNTE. (DapMaKOJ'IOFVI‘-IHOTO JNie4yeHne Ha acounmpaHn NCMXMaTpu4Hn 3360J'IF|BaHI/I9|,
KaKTo K ncuxonormnyeckara nogkpena ca U3KMYnTenHo e(*)EKTVIBHVI. KOFHI/ITI/IBHO-I'IOBeJ:leH‘-IeCKaTa Tepanud e Haﬁ-npen-
NOYUTAHUAT NOAXOA NpK Ta3n nonynauna nalueHTu. B HacToALMA maTtepuan Le npeacraBum AnarHoCTuYHMA npouec
npu efHa NauueHTKa 1 e obCbanum pasBUTMETO Ha pa3bupaHeTo 3a TOBa CLCTOSHWNE, OCHOBHUTE KNUHWYHK Benesu u
AVAarHoCTUYHM NOAX0aM, KnacudukaLusTa 1 nognexalyata naTonorus, KakTo 1 TepaneBTUYHNTE METOAM.

Kniouosu gymu: CWHKON, Ba3oBarasieH CYHKONM, NCUXOreHEH NCEBAOCKHKON, TECT C HAKMOHEHa Maca, KOHBEPCUOHHO pasCTpOMCTBO, ANCO-
LMaTMBHO pasCcTPOMCTBO, KOTHUTUBHO-MOBEAEHYECKA Tepanis
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Abstract. Psychogenic pseudosyncope is a state of apparent loss of consciousness, which is indistinguishable from true loss of
consciousness by eyewitnesses. However, there are no hemodynamic and electroencephalographic stigmata of true
syncope with real loss of consciousness. Sometimes a detailed history can raise doubts about the condition — a relatively
long period of unconsciousness, unusual triggers, atypical prodromes and frequent attacks are suspicious signs, but they
are far from specific in the population of patients presenting for differential diagnosis of syncopal episodes to the cardiologist.
The gold standard for making the diagnosis is the provocation with a tilt-table test, in which psychogenic pseudosyncope
is registered and simultaneously the absence of hemodynamic (and in the optimal case, electroencephalographic) signs
of loss of consciousness is objectified. It should be noted that the presence of psychogenic pseudosyncope does not
automatically exclude the presence of true reflex syncope in the particular patient. Treatment based primarily on a clear
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explanation of the condition and supportive communication with the patient can lead to a sharp reduction in the frequency
of attacks. Pharmacological treatment of associated psychiatric disorders, as well as psychological support, is extremely
effective. Cognitive-behavioural therapy is the most preferred approach in this patient population. In this review, we will
present the diagnostic process in one patient and discuss the development of the understanding of this condition, the main
clinical features and diagnostic approaches, the classification and underlying pathology, as well as therapeutic methods.
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BbBEAEHME

CVHKOMBT € CbCTOSHME Ha BHEe3amHa W KpaTKo-
TpaHa nbrHa 3aryba Ha Cb3HaHue, NpuYMHeHa oT
MO3b4yHa xunonepdyans. Xapakrepusmpa ce ¢ 6bp30
Ha4ano, Kpatka MPOABIMKUTENHOCT (CeKyHaM A0 MU-
HYTWU) N CMOHTAHHO NMbIfHO Bb3cTaHoBsABaHe [1]. B 06-
Lata nonynaumsa HaAMa pasnvka Mexay yYectorata Ha
Bb3HUKBAHE Ha CbCTOSIHUETO CPEL MBXETE U XKEeHuTe,
KaTo KyMyraTVBHO 3a Lienuns XM1BOT Ce CHUTa, Ye 3acsra
okono 1/3 ot HaceneHueTo [2, 3]. CUHKONBT € NpuYnHa
3a oKkorno 3% OT BCUYKM NMOCELLEHNS Ha CNeLLHN 3BeHa
B CBETOBEH Mawab, KaTo MOYTU MOMoBMHATA Chy4vaun
BrnocneacTene busar xocnurtanuaupanu [1, 4, 5]. Enu-
AEMWOMOTMMYHUTE CTYAMM OMMCBAaT 2 YECTOTHU MuKa,
KaTo MbpBMAT obxBallia BTopaTa v TpeTarta Aekaga ot
XMBOTa, a BTOPUAT NUK ce nsseasa cneq 80-rognwiHa
Bb3pacT [2, 3, 6-8]. Ha doHa Ha (hakTa, 4e CMHKOMBLT
€ TOMKOBa 4eCTO CpeLlaHO CbCTOSHUE, MOBEAEHNETO
npoab/kaBa [Aa € W3BECTHO KIMHWYHO Npeam3BuKa-
TENncTBo. Bbnpekn HanMyneTo Ha METOONYHN YKa3aHUs
3a nosefeHVe KakTo Ha EBponerickoTo Apy>ecTBO No
Kapauonorus, Taka u Ha AmepukaHckata Kapauono-
rmyHa acoumaums [1, 9], gaHHM OT peanHaTta npakTuka
npoabKaeaTt fa AeMOHCTpUpaT nunca Ha yHuduum-
paHo MoBefdeHne B CheLlHWTe 3BeHa A0pU B paMKuTe
Ha edHa M cbwa avpxasa [10, 11]. MNpuabpxaHeTo
KbM CTaHOAPTU3MPaHN MPOTOKOMM, KaKTO U CHEMaHe-
TO Ha nogpobHa npwvuenHa aHamHesa OT nauveHTa u
CBMAETeN ca Kr4oBM OMOPHM TOYKM 3a afeKkBaTHaTa
AvdepeHumanHa guarHosa, no3BonsiBaT paHHO OTCs-
BaHe Ha BMCOKOPMUCKOBW CbCTOSIHWUSI, KOUTO MoraT aa
Aebiotupart ¢ npexogHa 3aryba Ha cb3HaHue, U No-Tou-
Ha npeueHka 3a nocnegsalia xocnuranusaums n go-
MbAHUTENHN nacnegsanuns [1, 9-11].

OVWOEPEHLUUANHO-AUATHOCTUYEH NofA-
Xoa nPu CUHKoON

EdekTnBHaTa andepeHumnanHo-guarHocTnyHa
cTpaTerns Ha CMHKoNa BKIHOYBa YETMPU OCHOBHM CTbI-
ku: (1) pasnuyaBaHe Ha CMHKoOMa OT ApYruTte BMOOBE
HecuHKonanHa npexogHa 3aryba Ha cb3HaHue; (2)

syncope, vasovagal syncope, psychogenic pseudosyncope, tilt table test, conversion disorder, dissociative disorder,

Iskra Bayraktarova, MD, PhD, Department of Noninvasive Diagnostics, Cardiology Clinic, National Heart Hospital — Sofia,
65 Konyovitsa Str, BG — 1309 Sofia, Phone: 00359889327118; e-mail: i.bayraktarova@yahoo.com

INTRODUCTION

Syncope is a condition of sudden and transient
loss of consciousness caused by cerebral hypoperfu-
sion. It is characterized by rapid onset, short duration
(seconds to minutes), and spontaneous full recovery
[1]. In the general population, there is no difference
in the frequency of the condition between men and
women, and cumulatively over the course of a lifetime
it is estimated to affect about one third of the popu-
lation [2, 3]. Syncope is the cause of about 3% of all
emergency department visits worldwide, with almost
half of cases subsequently requiring hospitalization
[1, 4, 5]. Epidemiological studies describe two fre-
quency peaks, the first spanning the second and third
decades of life, and the second peak occurring after
the age of 80 [2, 3, 6-8]. Given the fact that syncope
is such a common condition, its management remains
a clinical challenge. Despite the existence of method-
ological guidelines for behavior from both the Euro-
pean Society of Cardiology and the American Heart
Association [1, 9], data from real practice continue to
demonstrate a lack of unified strategy in emergency
departments even within the same country [10, 11].
Adherence to standardized protocols, as well as tak-
ing a detailed objective history from the patient and
witnesses are key for adequate differential diagnosis,
allowing early screening of high-risk conditions that
may initially present with transient loss of conscious-
ness, and a more accurate assessment of subsequent
hospitalization and additional examinations [1, 9-11].

DIAGNOSTIC APPROACH TO SYNCOPE

An effective diagnostic strategy for syncope in-
cludes four main steps: (1) distinguishing syncope
from other types of non-syncopal transient loss of con-
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MPOrHOCTMYHA oueHka; (3) audepeHumnanHa guarHo-
3a Mexay KapavoreHeH 1 HekapauoreHeH cuHkor; (4)
N3SACHABaHe Ha BUCOKopuckoBu 6enesun n puHanHa an-

sciousness; (2) prognostic assessment; (3) differential
diagnosis between cardiogenic and noncardiogenic
syncope; (4) clarification of high-risk features and final

arHosa — curypa 1 [7]. diagnosis — Figure 1 [7].
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®ur. 1. [lnarHocTnyeH nogxod npu nauneHTn cbe cuHkon. CokpalleHus: EKIN — enektpokapguorpama; TUA — TpaH3UTOpHa UCXeMUYHA aTaka;
M3C — npexogHa 3aryba Ha Cb3HaHWe. *TecTbT C M3MepBaHe Ha apTepuarnHoTo HamnsraHe crief akTMBHO CaMOCTOSITENHO M3npaBssHe (active
standing test) B 6bnrapckara kapavonormyHa npakTuka € Bb3npueTo Aa ce Hapuya opToctatuyHa npoba

INITIAL ASSESSMENT
Medical history
Electrocardiogram

Head trauma
Disorders not caused by

&
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Fig. 1. Diagnostic approach in patients with syncope. Abbreviations: ECG — electrocardiogram; TIA: transient ischemic attack; TLOC: transient
loss of consciousness, OH — ortostatic hypotension. *The test with measurement of blood pressure after active self-standing (active standing
test) is widely known as orthostatic test in Bulgarian cardiology practice
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n'prM‘-IHa OLleHKa

[MbpBUYHaTa OLEHKa credBa Aa pas3rpaHnymM CMHKOMNA
OT HECMHKOMNanHuTe hopMun Ha 3aryba Ha cb3HaHwe. Noa-
pobHaTa aHamMHe3a Ha MHUMAEHTa, AeTalnn 3a okonHaTa
cpena 1 NpexviBsBaHETo npeau, Mo BpeMe Ha U crieq Cb-
OUTHETO, KaKTO 1 nogpobHa nHopmaumsa 3a npuapyxa-
BalLLMTe 3abonsBaHns, NPUEMAHUTE XPOHUYHO UM UHLIW-
OEHTHO NekapcTBa, KakTo U 3a hammnHata aHamHesa Ha
nauveHTa ca U3KIMIYUTENHO BaxHN — dour. 2 [12].

dur. 2. BaxxHn enemMeHTN OT aHaMHes3aTa Npu NbpPBUYHA OLEHKA Ha CUHKONM. Mn3cC - npexogHa 3ary6a Ha Cb3HaHWe. AganTupaHo no Bayard n

cbaBT. [12]

Fig. 2. Important elements of the history in the initial assessment of syncope. TLOC: transient loss of consciousness. Adapted from Bayard et al. [12]

Initial assessment

2[12].
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/ Before TLOC / During TLOC / After TLOC
 Position: supine, sitting, erect. Discuss with an eyewitness * Nausea and/or vomiting
 Activity: at rest, postural changes, « Dynamics of the fall * Sweating

during/after exercise, immediately « Loss of responsiveness * Feeling cold
after micturition, defecating, « Duration of the TLOC * Palpitations

coughing, swallowing, eating,
laughing.

e Predisposing factors: warm and/
or crowded environment,
prolonged orthostatism.

* Precipitating factors: emotional
stress, fear, severe pain, neck
movements.

* Prodromal symptoms: nausea,
vomiting, emotional discomfort,
feeling hot/cold, sweating,
shoulder pain, dizziness, blurred
vision, focal neurological signs.

Pay attention to symptoms
underlying potentially serious
medical conditions (e.g.
dyspnea, precordial pain).

A

* Precordial pain

* Mental confusion

* Skin color

* Trauma

* Urinary/fecal incontinence
* Focal neurological signs

e Skin colour: pallor, cyanosis,
blushing.

¢ Abnormal motor control

* Movements: tonic-clonic,
myoclonus, automatisms.

* Tongue biting

Medical history

Background

 Pre-exhisting cardiac, metabolic, or neurological conditions (e.g. chronic
heart failure, diabetes, Parkinson’s disease, epilepsy, narcolepsy).

* Family history of sudden cardiac death.

Drugs

e Diuretics, vasodilators, antiarrhytmics, antidepressants, QT prolonging drugs.
Recurrent TLOC

* Interval between the previous and the current episode.

* TLOC frequency.

The initial assessment should distinguish synco-
pe from non-syncopal forms of loss of consciousness.
A detailed history of the incident, details of the envi-
ronment and experience before, during and after the
event, as well as detailed information on concomitant
diseases, chronic or occasional medications, and the
patient’s family history are extremely important — Fig.
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TpsibBa ga e sAcHo obaye, Ye BbMNpeKkn yOOOHOTO
CXeMaTM4HO pasferieHve Ha npoueca, ronsiMa yact
OT M3crnefBaHusTa, Heobxoaumm Ha pasnuyHUTe eTa-
Ny, NPaKTUYECKN ce NPUNOKPUBAT, T.e. YeCTO CTbINKUTE
BbpBAT napanenHo. ToBa Baxu ¢ ocobeHa cuna, kora-
TO HAMaMe oYeBuaHa NpuyKnHa — buna T 3a Henocpea-
CTBEHa guarHosa HecuHkonanHa 3aryba Ha cb3HaHune
(Hanp. TpaBma), WM 3a HEMOCPEACTBEHa [OuarHosa
KapOuoreHeH CWMHKOM (Hamp. KNMHMKa U eneKkTpokap-
avorpadckn 6enesn Ha MuokapaeH MHGapKT). BaxHo
€ CblLUOo Taka fda He ce MNOoALEeHsIBaT peakuTe Ho30Io-
M B AndepeHumnanHaTa gMarHosa Ha CMHKonasnHuiTe
CbCTOSIHUSA, TbI KaTo Te UMaT Hy>kaa OT pasnuyeH nog-
X0[ 1 Tepanusi, U MoraT a ca CBbp3aHu CbC CblUeCT-
BEHO BrOLLABAaHE Ha Ka4yeCTBOTO Ha >XMBOT U MPOrHo-
3aTa Ha nauueHuTe Npu HeTodHa knacudukaums [13].

MpenctaBsMe KMUHWUYEH Criydal Ha OTHOCUTENHO
psgoka audepeHumanHoaMarHocTyHa Haxogka npu
nauMeHTka C YeCTU TPaBMaTUYHN CUHKOMAarHU enn3o-
OW, KaKkTO 1 CbBPEMEHEH Mnpernes Ha pa3bupaHeTo HK
3a ycTaHOBeHaTa naTornorusi.

KNUHWYEH cnyYyAn

MpencraBsime xeHa Ha 38 rod., cbCc cpegHo obpa-
30BaHue, No Npodecus roteaY, XeHeHa, C ABe ronemm
eua, xxuseena B YyxbvHa no Bpeme Ha gebroTta Ha on-
nakeaHusTa. Hama pbamunHa aHamHesa 3a Cbpie4YHOCh-
00BY 3ab0nsBaHuUsi, CUHKOMAaHW NPOSBA MW BHE3anHa
cbpaeydHa cMbprT. INMpes 2023 r. no Bpeme Ha paboTa e ¢
MbpBW enn3of Ha 3aryba Ha Cb3HaHWe, KaTo He MOXe
0a paskaxke AeTannm OKOoro camusi MOMEHT, HO nopaau
€CTecTBOTO Ha paboTtata n e 6una npasa u Ha TONso.
OTpuya ga e umana npeflecTsalla MHGEKUMS, KakTo
1 HeobMYaHM NCUXOEMOLIMOHANNHN HaToBapBaHus. Bno-
CneacTBue e C MHOTOKPaTHWU PeumanBM Ha CUHKOMANHW-
Te NPosiBY, HE MOXE [a I'M CBbpPXEe C KOHKPETEH NpOBO-
KMpaLl, MOMEHT, BKIHOYUTENHO NEepUog OT XOPMOHAmHNS
unkbn. MNonyyaBa npunagbuy CpegHo NMoHe 2 MbTu B
cegmumuarta. CbobLiaBa 3a CMHKONM B NpaBo, CegHarno
1 nerHano nonoxeHue. MNpegn 3arybata Ha Cb3HaHWe
YeCTo MMa npekopauaneH AMCKOMAOPT, TOMMAMHA B IMbp-
anTe, cbpuebueHe, 3amariBaHe, NpuYepHsiBaHe npea
ouute. Cnep cBecTsBaHe Ce YyBCTBa yMOpPEHA, YEeCTO
nUma cbpuebuneHe, N3TpbMNBaHe Ha AUCTarNHUTE YacTu Ha
KpaHuumMTE. VIaMepBaHO e KakTo HUCKO, Taka 1 Hopmar-
HO apTepuasiHo HansiraHe OKoro enunsoauTe. Tebpau, Ye
3arybarta Ha Cb3HaHWe Tpae HSAKOMKO MUHYTK.

3apaaun HenpekbCHATUTE CUMHKOMM Hamnycka pabo-
Ta 1 ce npmbupa ¢ uanoTo cn cemencTeo B bvnrapus.
Brnocnegctene He paboTu M3BBH JOMA, HO HAMa OCO-
OGeHa NpoMsiHa B YyecToTaTta Ha cuHkonuTe. B kpas Ha
2023 r. e npernexnaHa OT Kapauoror U HeBPOSor — He
npencTaBs JOKYMEHTU, HO @aHAMHECTUYHO ,HsIMa ycTa-
HOBeH npobnem®.

It should be clear, however, that despite the con-
venient schematic division of the process, much of the
tests required at the different stages practically overlap,
meaning that the steps often run in parallel. This is es-
pecially true when there is no obvious cause — be it for
a direct diagnosis of non-syncopal loss of conscious-
ness (e.g. trauma) or for a direct diagnosis of cardio-
genic syncope (e.g. clinical and electrocardiographic
signs of myocardial infarction). It is also important to
not underestimate the “rare” entities in the differential
diagnosis of syncopal conditions, as they require a dif-
ferent approach and therapy, and may be associated
with a poor quality of life and prognosis of the patients
if inaccurately classified [13].

We will present a clinical case of a relatively rare
differential diagnostic finding in a patient with frequent
traumatic syncopal episodes, as well as a review of
the contemporary understanding of the established
pathology.

CLINICAL CASE

We present a 38-year-old woman, with second-
ary education, a cook by profession, married, with
two grown children, living abroad at the time of the
debut of the complaints. In 2023, while at work, she
had her first episode of loss of consciousness. She
could not tell details about the moment itself, but
due to the nature of the work, she was upright and
in a warm place. She denies having had a previ-
ous infection, as well as unusual psycho-emotion-
al stress. Subsequently, with multiple recurrences
of syncopal manifestations, she cannot associate
them with a specific provoking moment, including a
period of the hormonal cycle. She has a syncope on
average at least twice a week. She reports syncopal
episodes in a standing, sitting and lying position.
Before losing consciousness, she often has precor-
dial discomfort, warmth in the chest, palpitations,
dizziness. After regaining consciousness, she feels
tired, often has palpitations, numbness of the dis-
tal parts of the limbs. Both low and normal blood
pressure were measured around the episodes. She
claims that the loss of consciousness lasts several
minutes.

Due to the continuous syncopal episodes, she left
work and returned with the whole family to Bulgaria.
She currently does not work outside the home, but there
is no particular change in the frequency of episodes. At
the end of 2023, she was examined by a cardiologist
and a neurologist - she did not present documents, but
“there is no established problem”.
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OT HavanoTo Ha 2025 1. cbobLyaBa 3a HAKOMKO Mo-
peaHu C1HKoMNa, MPOTEKNN C TPaBMaTU3bM — XeMaToMM
no Topca u MULWHWLMTE, yaap Ha YyenoTo B meben. lMpu
CBECTSIBAHETO CW YCTaHOBSIBA, Y€ MMa acMMeTpusi Ha
JornHaTta ycTHa 1 He Moxe Ada roopu. Hacouuna ce
e KbM NeyebHO 3aBefeHne, KbeTo Beye e buna Ha-
MbIIHO Bb3CTaHOBEHA. TpaBMaTa Ha YeroTo Hanoxmra
lweBoBe. HanpaBeHO 1 e KOMMTbPHOTOMOrpadCcKo
n3cneasaHe 6e3 KOHTpACT Ha rnaea 1 Ha LUMEH OTAen
Ha rpbbHa4HMsA cTbnb, 6e3 ycTaHoBeHa naTorornyHa
Haxogka. OT To3M MOMEHT cbobLiaBa 3a nNpomsiHa B
KNMHWYHaTa KapTuHa — cnope Hes 3anovHanu ga npo-
ObIKaBaT No-AbIr0 camuTe ennsoun, 1 cnes noBeve-
TO OT TSIX 3a HSIKaKkbB Nepuog — OT MUHYTK Ja YacoBe
— He Mo)Xerna Ja roBopu.

lMpoBegeHa n e enekTpoeHuedanorpadud, Ha
KOATO € OnmncaHa OCHOBHa HUCKoaMnnuTyaHa, 6eaHa
anda-akTMBHOCT, C perncrpauusi Ha BUCOK TeTa-uH-
AeKC OAByCTpaHHO, 6e3 AnHamuKa npy NpoOBOKALMOHHM
npobu. OnncaHa e nunca Ha MpuTaTMBHA FOTOBHOCT
UNn napokcuamarnHa akTMBHOCT. HanmpaBeHo e 3a-
KrtoveHue 3a ,TpeBoxeH Tvn EEN. Bvnpekn ToBa 1 e
BKMtoYeHa Tepanus ¢ HaTpueB Bannpoat 500 wmr, 6e3
4a vmMa 3abenexvma npomsHa B KrMHWKaTa Ha ¢oHa
Ha MegvKauusiTa.

MauuweHTKaTa e Haco4eHa 3a HoBa KapguorormyiHa
koHcyntauuda. OT npoBefeHata 1 exokapguorpadus
€ C JaHHM 3a CTPYKTYpHO 3gpaBo cbpue. OT 24-ya-
coB xonTep-EKI™ 3anuc ca Hanuue gaHHKM 3a 3anaseH
YecTOTeH BapuabUNUTET, HOPManHW CPELHU YEeCTOTH,
€OUHVYHY peaKky MOHOMOPMHM KaMepHW ekcTpacuc-
Tonu, 6e3 rpynupaHun u 6e3 perncTtpmpaHi NpoBOOHM
HapylweHus. [peleHeHa KaTo nokasaHa 3a enekTpo-
PU3MONOrMYHO n3cnenBaHe, OT KOETO Ce YCTaHOBABAT
HOpMarHu NPoOBOOHM BpeMeHa, 06e3 AaHHM 3a ABOoWiHA
AV dumsmonorna unm gonbnHUTENHa NPOBOAHA BPb3-
Ka. He ce e otgano npoBexaaHe Ha MpoBOKauuMs Ha
npeacbpaHa UM KamMepHa Taxukapausi HaTUBHO MK
cnep NpuUnoXeHne Ha XeKconpeHarnwvH, KakTo 1 Ha na-
pokcuamarneH AV Gnok.

MauuneHTKaTa e HacoYeHa KbM Haluusl LeHTbp 3a
npoBexaaHe Ha TecT C HaknoHeHa maca. OT 12-ka-
HanHa EKIM Hama EKI cturmn 3a reHeTU4HM apuTMmnd-
HW CMHAPOMU B CTaHAAPTHUTE UK MoAMPULMPaHNTE
NpeKopAavanHn oTBeX4aHus, nopagun KoeTo ce npeue-
HW, Ye He e MoKasaHa 3a MedVMKaMEeHTO3Ha MpOoBOKa-
ums. MaxogHo ce npoeefde optocTatudHa npoba 6e3
natonornyHa Haxogka. OT 24-4yacoBO xonTep-usmep-
BaHe Ha apTepuanHo HansraHe (AH) e 6e3 cnag Ha
cucTonHoTo Hansarade nog 90 mmHg, 3anaseH Hopma-
NeH UMpKaZeH pUTbM U HOLLIEH cnaj Ha HansiraHeTo.

Cnepn noctaBeH BEHO3EH MbT MPeOXOAHUs AeH U
noymBka B nerHano nonoxeHne 10 min e 3anoyHat
TECTbT C HakMoHeHa maca. VI3X0AHOTO XOpU3OHTasHO
AH 6ewe 114/70 mmHg, cbpaedHa vectoTta (CH) 76

Since the beginning of 2025, she has reported
several consecutive traumatic syncopal events — he-
matomas on the torso and arms, a hit to the forehead
on furniture. Upon regaining consciousness, she found
that she had asymmetry of the lower lip and could not
speak. She went to the emergency department, where
she had already fully recovered. The forehead injury re-
quired stitches. A non-contrast computed tomography
scan of the head and cervical spine was performed,
with no pathological findings. From that moment on,
she reported a change in the clinical course — the epi-
sodes themselves began to last longer, and after most
of them, for some period — from minutes to hours —
she could not speak. Electroencephalography was
performed, which described basal low-amplitude alpha
activity, with registration of a high theta index bilateral-
ly, without significant change during provocation tests.
Lack of irritative readiness or paroxysmal activity was
described. A conclusion was made for an “anxiety-type
EEG”. Despite this, therapy with sodium valproate 500
mg was included, without any noticeable change in the
clinical course.

The patient was referred for a new cardiology con-
sultation. Echocardiography was performed with a
report for a structurally healthy heart. 24-hour Holter-
ECG recording found preserved heart rate variability,
normal average rates, rare monomorphic ventricular
extrasystoles, without grouping, and without recorded
conduction disorders. She was referred to by elec-
trophysiological study, which established normal con-
duction times, no double AV physiology or additional
conduction connection, and no provocation of atrial or
ventricular tachycardia natively or after administration
of hexoprenaline.

The patient was referred to our center for a tilt table
test. Initially, an orthostatic test was performed without
pathological findings. From the 24-hour Holter BP, there
was no drop in BP below 90 mmHg for systolic pres-
sure, a normal circadian rhythm and a nocturnal drop
in pressure were preserved. After a venous line was
placed the previous day and 10 min of rest in a supine
position, the tilt table test was started. The initial hori-
zontal arterial pressure (BP) was 114/70 mmHg, heart
rate (HR) 76 beats/min. After verticalization — normal
dynamic up to BP 131/82 mmHg and HR 81 beats/min.
During the passive phase of the study — no significant
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ya./min. Cnep BepTukanusaumsi — HopMarnHa guHamu-
ka go AH 131/82 mmHg 1 CH 81 ya./min. No Bpeme Ha
nacvBHaTa pasa Ha u3cregBaHeTo He ce Habnwaasa-
We cbluecTBeHa anHamuka Ha AH n CY. lMpunoxu ce
CcyOnuHreaneH HuTpart, cbe cnag Ha AH 40 MUHUMYM
110/61 mmHg n napanenHo nokayeaHe Ha CH go 98
ya./min, cyGekTnBHa cumMnTomMaTvka 3a 3amanBaHe u
rmaBobonuve B MbpBUTE MUHYTU, C MOCTEMNEHHO U34es-
BaHe. Ha 40-ata min TecTbT 6€ 3aBbpLUeH 6e3 NpoBo-
Kauus Ha cMMnToMaTtuvka M naumeHTKata ce XOpU30H-
Tupa nnaBHo.

B xona Ha camMOTO XOpU30OHTMPaHe, No BPEME Ha 13-
MepBaHe Ha AH, naumeHTKaTa OTrnycHa rnasa Hanpes v
3aTBOpPY 04K, KaTO He pearvpa Ha noBukBaHe. B xopu-
30HTanHo nonoxexue ce namepmxa AH 145/75 mmHg n
C4 100 yg./min, Ha doHa Ha cTaburneH CYHYCOB PUTHM
Ha MOHMWTOPHOTO HabnpeHne. YCTaHOBM ce 3anal3eH
TOHYC Ha KparHuuuTe, NPOoAbIKaBallla nurnca Ha peak-
UMst Ha JOMVP W NOBUKBaHe, 6e3 CMOHTaHHO OTBapsiHe
Ha 041 N pe3ncTupaHe Ha mexaHudeH onut. Crieg 104 s
nauueHTKaTa CaMOCTOATENHO OTBOPU 04U, 3aMasiHa, U3-
MoTEeHa 1 3a4epBeEHa, CbC CbJ13M — U3pa3eHa eMOTMBHA
peakums. NaumeHTKaTa npernblialle, HO He u3fasalle
3BYLIM, BLMPEKN Ye Ce OMUTBALLE — MbIiHA NPOBOKaLUS
Ha OuToBaTa cuMMTOMaTvKka OT MOCMeOHUTE MECELM.
M Boga caMOCTOATENHO, OTBOPU YCTa, OBWXKM €3UK,
YCTHW N 4Yeno CUMETPUYHO, HO Yak Ha 10-ata mMuHyTa
OT HabnoaeHMETO crieq Kpas Ha BepTMKanHaTta 4acT Ha
n3cneaBaHeTo NoCTeNeHHO Bb3CTAaHOBKM rOBOpa CU.

Mpn naumeHTkaTa ce npoBene Ayniiekc CoHorpa-
uns Ha CbOOBETE Ha LWIKSTA U Ce NOBTOPU KOMMKOTHP-
HOTOMOrpadpckoTo m3cregBaHe — 6e3 nmaTororuyHa
Haxopgka. be3 obekTuBHa Haxogka npv nogpobeH He-
BponoruyeH npernen. Ot nosTopHa EEl cnepn cbHHa
aenpusauns — 6e3 nputatMBHa roToBHOCT UIK Napo-
kcuamu. MNMpoBegeH Macax Ha KapoTUOHUS CUHYC — 6e3
NpOBOKMpaHa cMMnToMaTuka.

OudepeHumnanHa guarHosa

Makap popmanHo n3knio4BaHETO Ha HeCcMHKonan-
HW MPUYMHM Ha npexofHa 3aryba Ha Cb3HaHue fa e
MbpBaTa CTbMNKa OT NPENopPbYBAHNS anropuTbm (dur.
1), YacT OT NpUYMHUTE Ca KMNacu4ecku npuemaHu 3a
AVarHo3n Ha U3KMYBaHe, KOUTO M3UCKBAT MpeLmsHo
NpoBeAeHO KapAMOMOrMyHO, HEBPOMOMMYHO U CbA0BO
obcnensaHe. Cnen BCUYKM NOAPOGHM U NOBTOPEHN U3-
crnefBaHusa Npu nNpeacTtaBeHaTa nauueHTka ce npue,
Ye ce Kacae 3a MNCUXOreHeH nceBaocuHKon u T 6e Ha-
CO4YeHa KbM MNncuxmaTbp.

OBCBHXAAHE

McuxoreHeH nceBAOCUHKONM

McuxoreHHuaT ncesgocuHkon (MMNC) e npuBmagHa
3aryba Ha Cb3HaHue, Mpu KOATO He Ce perncTpupa Ha-

change in BP and HR. Sublingual nitrate was admin-
istered, with a decrease in BP to a minimum of 110/61
mmHg and a parallel increase in HR to 98 beats/min,
subjective symptoms of dizziness and headache in the
first minutes, with gradual disappearance. At the 40
minutes, the test was completed without provocation
of symptoms and the patient leveled down smoothly.

During the leveling itself, during BP measurement,
the patient dropped her head forward and closed her
eyes, not responding to calls. In the horizontal posi-
tion, BP of 145/75 mmHg and HR 100 beats/min were
measured, with a stable sinus rhythm on the monitor.
Preserved limb tone was found, continued lack of re-
sponse to touch and call, without spontaneous opening
of eyes and resistance to mechanical opening. After 104
seconds, the patient independently opened her eyes,
dizzy, sweaty, flushed and tearful — a pronounced emo-
tional reaction. The patient swallowed, but did not make
sounds, although she tried — a complete provocation of
the everyday symptoms of the last months. She drank
water independently, opened her mouth, moved her
tongue, lips and forehead symmetrically, but only at the
tenth minute of observation after the end of the vertical
part of the examination she gradually managed speech.

The patient underwent duplex sonography of the
vessels of the neck and a repeated computed tomog-
raphy examination — without pathological findings. No
objective pathological findings surfaced during a de-
tailed neurological examination. From a repeated EEG
after sleep deprivation — without irritative readiness or
paroxysms. Carotid sinus massage was performed —
without provoked symptoms.

Differential diagnosis

Although formally excluding nonsyncopal causes
of transient loss of consciousness is the first step of the
recommended algorithm (Fig. 1), some of the causes
are classically considered diagnoses of exclusion, re-
quiring a precise cardiological, neurological and vas-
cular examination. After all the detailed and repeated
examinations, the presented patient was considered to
have psychogenic pseudosyncope and was referred to
a psychiatrist.

DiscussION

Psychogenic pseudosyncope

Psychogenic pseudosyncope (PPS) is an appar-
ent loss of consciousness in which there is no dis-
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pyLleHve B MO3byHaTa nepdysus unu dyHkums. Yec-
ToTaTa Ha nauneHTn ¢ MNMNC, HacoveHn 3a gnarHoCTUY-
Ha OLleHKa Ha CMHKOMarHa cumnTomaTtuka, Bapvpa ot
0 o 12%, cpeaHo 4% [13-15]. TakbB LUMPOK AMana3oH
BEPOSITHO NpeacTaBnsiBa NoAueHsiBaHe Ha 4ecToTata
B HSIKOU LeHTpoBe, kbaeTo criydauTe ¢ MIMNC moxe ga
nonagar B rpacata HEOBACHNUM CUHKOM — T.€. CUMHKOM,
KOWTO He e MOosy4usl OKOHYaTenHa eTuorormyHa gua-
rHo3a cnep nogpobHo obcrnensaHe. KbMm cxogHo 3a-
KItoveHne Boan n akTbT, Ye B cneumanmsvmpaHun Tpe-
TWUYHW CUHKONArHW KNMHUKK guarHosa MNMrcC nonyyasat
20-30% OT HeyTOYHEeHUTe Ha NPeaXoAHU HUBA Crnyyau.

UcTopuueckun npernen

Mma cbLuecTBEHO NCTOPUYECKO pasBUTME Ha pas-
OMpaHEeTO KaKTO Ha CMHKOMNAanHaTa CMMNTomMaTunka KaTto
uano, taka u Ha INMNC B yactHocT. Pa3bupa ce, BbB
BPEMETO U3non3saHaTa TEPMUHOMNONMSA AocTa ce npo-
MEHsI, HO OMUCaHWsiITa Haco4YBaT KbM MPENnpaTkM KbM
€0HO U CbLUO CbCTOsHME. 3a MbPBM MbT ErUNTIHUTE
— 1900 np.H.e., onuceaT sIBNeHne Ha HeobsicHnma 60-
NeCT, KOETO MPUMNUCBAT Ha CMOHTAHHO ABWXEHME Ha
MaTKaTa B XXEHCKOTO TAno. BnocneactBue rpbuUKUAT
nekap Xunokpart, npuvemall cbliyata ,etronorus® Ha
CbCTOSIHMETO, 3a NMbPBM MbT U3MNOM3Ba 3a Hero Tep-
MUHBT Xxuctepusa (“hysteros” — ot rp. — maTka, yTpoba)
[16]. ABbn KopHenun Llens, pumckun eHUMKNnonegucT un
MEeOVLMHCKN TEOPETUK OT | BEK Np.H.€., ONNCBa CbCTOA-
HWe, MpK KOETO ,Taka HambJIHO Ce HapyllaBa Cb3Ha-
HMETO, Ye NaumMeHTbT Naga, KakTo npu enunencus®, ¢
Tas3u BaHa pasnuka obave, 4ye ,B TO3U cCriyyan Hama
obpbLUaHe Ha o4nTe, HAMa NsHa UM KOHBYICUX; NMa
camo abnbok cbH* [17]. B cpeaHuTe BekoBe pasbupa
ce, TOBa CTPAHHO CbCTOSIHWE, 3aeHO C BCAKAKBU OpY-
r HepasbupaHu ABNeHusi, € oTAaBaHo Ha ,paboTa Ha
asasona“ v He egHa 1 ABe MMaam XXeHu no nocTpaganu
XeCToKo, Bbnpekun Yye owe npe3 1680 r. aHmMUncknAT
nekap Tomac CugeHbm pasmuwinsasa Hag dakta, ye
XUCTepUsiTa MOXe Aa Aafe CMMMNTOMM KaTo BCSAKaKBU
OpraHn4yHn CTpagaHus.

Mpe3 XIX Bek peHckuaT HeBposor XKan-MapTuH
Lapko Teopetusupa, 4Ye (yHKLMOHANHUTE MOTOPHM
CMMNTOMW MOraT fda ca B pesynTaTr Ha ,JUHaMuUyHa
nesus’, KOATO 3acdra MOTOpPHUTE NbTULLE, U U3y4da-
Ba eekTuTe Ha XMnNHo3ata npu Xuctepusi. 3UrMyHg
Oponig, Gawarta Ha ncuxoaHanusaTa, 3a NMbpBU MbT
13Mnon3Bsa TepMUHA KOHBEP3UBHA XNCTEPUS, NogyepTa-
BalKM nosieata Ha PU3NHECKUTE CUMNTOMM KaTO BbHLLU-
Ha M3sIBa Ha HECb3HATENMHWN UMM HETHLPMMMU NCUXNYHU
KOHMIMKTU (NCUXMYEH KOHPIUKT, KOHBEPTUPaH BbLB
dunsnyHa nposea) [18].

[HeluHOTO pa3brpaHe KakTo 3a CMHKOMA, Taka 1 3a
MMNC e HanpegHano 3Ha4MTENHO OT Te3W MbpPBU Teo-
peTu3aumm, Makap 4Ye Bce oLle cMe garneyd OT MbfHOTO
pasbupaHe. MMNC obaye e cneundunyeH MynTMancum-

turbance in cerebral perfusion or function. The fre-
quency of patients with PPS referred for diagnostic
evaluation of syncopal symptoms ranges from 0 to
12%, with an average of 4% [13-15]. This wide range
is likely to be an underestimate of the incidence in
some centers, where cases of PPS may fall under
the heading of unexplained syncope — that is, syn-
cope that has not received a definitive etiological di-
agnosis after detailed investigation. This conclusion
is supported by the fact that in specialized tertiary
syncope clinics, 20-30% of previously unspecified
cases are diagnosed as PPS.

Historical review

There has been a significant historical development
in the understanding of both syncopal symptoms in
general and PPS in particular. Of course, the terminol-
ogy used has changed considerably over time, but the
descriptions point to references to the same condition.
For the first time, the Egyptians, 1900 BC, described a
phenomenon of an unexplained illness, which they at-
tributed to spontaneous movement of the uterus in the
female body. Subsequently, the Greek physician Hip-
pocrates, accepting the same “etiology” of the condi-
tion, first used the term hysteria for it (“hysteros” — from
the Greek, uterus, womb) [16]. Aulus Cornelius Celsus,
a Roman encyclopedist and medical theorist of the 1st
century BC, described a condition in which “conscious-
ness is so completely disturbed that the patient falls,
as in epilepsy”, with this important difference, howev-
er, that “in this case there is no rolling of the eyes, no
foaming or convulsions; there is only deep sleep” [17].
In the Middle Ages, of course, this strange condition,
along with all sorts of other unexplained phenomena,
was attributed to “the devil” and more than one young
woman suffered terribly, although as early as 1680 the
English physician Thomas Sydenham was musing on
the fact that hysteria could present symptoms like any
organic affliction.

In the 19th century, the French neurologist
Jean-Martin Charcot theorized that functional motor
symptoms could be the result of a “dynamic lesion”
affecting the motor pathways and studied the effects
of hypnosis on hysteria. Sigmund Freud, the father of
psychoanalysis, first used the term conversion hyste-
ria, emphasizing the appearance of physical symptoms
as an external manifestation of unconscious or intoler-
able psychic conflicts (psychic conflict converted into
physical manifestation) [18].

Today’s understanding of both syncope and PPS
has advanced significantly since these first theoriza-
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NNMHapeH npobnem, M3UCKBaLl, OCBEH MeOMLMHCKO
pa3bupaHe 3a npaBunHata AuarHo3a, CblUo Taka U
YyoBellKa AenuKaTHOCT M coumarnHa nogkpena 3a Te-
paneBTUYHOTO NoBnusiBaHe. B HacTosAwms npernes we
Cce Crnpem Bbpxy CbBpeMeHHaTa Kracudukauus, nog-
nexawiute HeBpOOMONOrMyHM HapyLleHnsa 1 Tepanus-
Ta Ha [MINC.

KnuHu4yHa kapTuHa

MpexogHata 3aryba Ha cb3HaHue (M3C) e knio-
YOBUAT MOMEHT B KNuUHWMYHaTa kaptuHa Ha [IC, Ho
CbLUO 1 NPU NOHEe 2 APYrY MHOIO YeCTU CbCTOSAHWS, a
nmeHHo BasoBaranHus cuxkon (BBC) n envnentnyHms
npuctsn (EM). MNpn BBC npexogHaTa rmobanHa Mo3b4-
Ha xunonepdy3ns Boan Ao 6bp3onpexofHa 3aryba Ha
MO3bYHa aKTMBHOCT U CbOTBETHO Ha Cb3HaHue, JOKa-
TO NPV reHepanuavpaHnTe enunenTuyHM MpPYoBe NMa
enekTpuyecka Mo3byHa CBPbXaKTUBHOCT. Bbnpeku sc-
HaTa natouanonorMyHa pasnuka obave HanmMuneto
Ha HSKOW MPMBMAHM CXOACTBA B KIMHMYHATA KapTuHa
BOOM [0 rpeLuka B AuarHocTuumMpaHeTo npu novtun 1/3
oT cnyyvauTte [19].

MoppobHaTa M LeneHacodeHa aHamHe3a € OCHO-
Bononarawa 3a uanocTHus gudepeHumanHogmarHoc-
TUYEH NPOLEC Ha CUHKONANHUTE CbCTOAHUA. TS e Krto-
YyoBa U 3a gmarHosara Ha [MNC n otnn4yaBaHeTo My OT
BBC, koinTto e Han-4YecTata oopmMa Ha HekapaMoreHeH
cuHkon. C orneg Ha dakTta, 4Ye nauneHTsT e B 6e3Cb3-
HaHWe No Bpeme Ha camus enu3oq, a orpoMHaTa yact
OT enn3oguTe ce cny4veat u3BbH obcera Ha npodecmo-
HanHOTO HabnwaeHne, cbOMpaHEeTO Ha MakCMMarHoO
nogpobHa n AcHa MHOpMaumMsa OT MPeKn CBUAETENM
YeCTO € HaM-KPaTKUAT MbT KbM MPaBWIHOTO AuarHo-
ctuumpane [1].

Mma HSAKOMKo CTyamm, KOUTO ca CUM MOCTaBunu 3a
uen Aa yCTaHOBAT UMa Ny Pasnukn B KNMHUYHATa Kap-
TMHA, KOUTO Aa CNOMOrHaT pasrpaHuyaBaHeTo Ha BBC
ot MMNC. Tannemaat n cwvaet. [20] aHanuaupat 800
TecTa C HaknoHeHa maca (THM), ot konTto Ha 5,4% no-
ctaBaT amarHosa [NMNC. B tasu rpyna nauneHTn cpeg-
HaTa NPOABLIMKUTENHOCTTA Ha 3aryba Ha Cb3HaHve npu
IMMNC e no-gbnra B cpaBHeHne ¢ BBC — 44 cpewy 20
s, p < 0,05, 1 nauMeHTHLT € CbC 3aTBOPEHM 04N MpU
no4Tn Bcuukm cnydam Ha IMNC, Ho psgko npu BBC —
97% cpewy 7%, p < 0,0001. Mpun nauneHTuTe ¢ BBC
no-4ecTo ce HabnwopgaBaT ABWKEHMS Ha KpanlHUuuTe,
BKM. MuokrnoHum (p < 0,0001), a npu MNMNC — no-yecto
Ce onucBa OTNycKaHe Ha rmasaTa Hanpeg U CBnnyaHe
Hagony no macarta (p < 0,01 n ceotBeTHO p < 0,0001).
Cnep cvbutmeto nauyuwentute ¢ MMNC no-yecto nmat
€eMOTMBHa peakuus, ocobeHo nnay (p < 0,05).

PetpocnektneeH aHanm3 Ha Walsh n cbaBT. [14]
Ha JaHHUTe OT NaumMeHTW, HaCoYeHn 3a cneunanmnsmu-
paHo obcrnefBaHe KbM CUHKOMANeH LeHTbp, yCTaHo-
BaABa, Ye naumeHTtute ¢ IMNMNC ca ¢ mHoro no-ronsma

tions, although we are still far from complete under-
standing. PPS, however, is a specific multidisciplinary
problem that requires not only medical understanding
for the correct diagnosis, but also human sensitivity and
social support for therapeutic guidance. In this review,
we will focus on the current classification, underlying
neurobiological disorders and therapy of PPS.

Clinical presentation

Transient loss of consciousness (TLOC) is the key
point in the clinical presentation of PPS, but also in at
least two other very common conditions, namely va-
sovagal syncope (VVS) and epileptic seizure (ES). In
VVS, transient global cerebral hypoperfusion leads to
a rapid loss of brain activity and, consequently, con-
sciousness, while in generalized epileptic seizures
there is electrical brain hyperactivity. Despite the clear
pathophysiological difference, however, the presence
of some apparent similarities in the clinical course
leads to an error in diagnosis in almost one third of
cases [19].

A detailed and focused history is fundamental
to the overall diagnostic process of syncopal con-
ditions. It is also key to the diagnosis of PPS and
its distinction from VVS, which is the most common
form of noncardiogenic syncope. Given the fact that
the patient is unconscious during the episode itself,
and the vast majority of episodes occur outside the
scope of professional observation, collecting as de-
tailed and clear information as possible from direct
witnesses is often the shortest route to the correct
diagnosis [1].

There are several studies that have tried to estab-
lish whether there are differences in the clinical course
that would help distinguish VVS from PPS. Tannemaat
et al. [20] analyzed 800 TTT tests, of which 5.4% were
diagnosed with PPS. In this group of patients, the mean
duration of loss of consciousness was longer in PPS
than in VVS, 44 vs. 20 s, p < 0.05, and the patient had
closed eyes in almost all cases of PPS, but rarely in
VVS, 97 vs. 7%, p < 0.0001. Limb movements, includ-
ing myoclonus, were more common in VVS patients
(p < 0.0001), while head dropping forward and sliding
down the table were more common in PPS (p < 0.01
and p < 0.0001, respectively). After the event, PPS pa-
tients were more likely to have an emotional reaction,
especially crying (p < 0.05). A retrospective analysis by
Walsh et al. [14] of data from patients referred for spe-
cialized evaluation to a syncope center found that pa-
tients with PPS had a much higher number of attacks



[McUXoreHHUST NCeBOOCUMHKON — KOraTo KapAmonorsT gnarHoctmumpa... 145

YyecToTa Ha NPUCTbNUTE 3a roguMHaTa npeallecTealla
oueHkata — cpegHo 53 = 35 enusopa cpewy 3-6 3a
BBC, poknagBaHu B CbBpPEMEHHUTE NPOYYBaHUA MO
Temara [21, 22].

Ot gpyra cTpaHa, Saal n cbaBT. [23] ycTaHOoBABAT
CbLLECTBEHO NPUNOKPUBAHE B NonynauunTe, Kato no-
noswuHata nauuneHTu c MNMMNC nmart 1 ennsogm Ha UCTUH-
CKu BasoBaraneH cuHkon. MauneHTuTe cbC CMECeHMU
ennsonm, NPoBOKMPaHKM C TECT C HAaKIMOHeHa Maca, ca
C MOBULLIEHA YECTOTa Ha peunauBuy, yabImKEH NepUoa
Ha 6e3cb3HaHMe (4ecTo Hag MUHyTa), obuyanHo 3a-
TBapPSAT 04K MO BpeEMe Ha ennsoaa, No-4ecTo cbobula-
BaT 3a aTUNUYHO NPOTMYALLM CUHKOMKW (NerHano unu
cefHarno nornoXeHwe, creq HaToBapBaHe) N YECTO He
cbobLuaBaT 3a NPoapPOMM B CpaBHEHME C NaLUEHTUTe
¢ yuct BBC. 3a cmeTka Ha ToBa npu nauyueHTuTe C
BBC no-yecTto ce cbobuaBart n HabnogasaTt Bereta-
TUBHM NposiBu — BnenocT, NoTeHe, rageHe, ymopa u
3aManBaHe, BEPOATHO nopagu aucbanaHc Ha aBTo-
HOMHaTa HepBHa cucTema, npefgwecTtsall 3arybarta
Ha Ccb3HaHue.

B meToanyHuTe ykaszaHusa Ha EBponenckoTo Kap-
auornornyHo obuectso ot 2018 r. 3a AnarHocTUKa Ha
CUHKOMa ca U3pPMYHO croMeHaTu cregHuTe Oenesu
BbB Bpb3ka ¢ gunarHosaTta [MC — nonoxeHue Ha Ts-
NOTO KaKTO MpPW CbH, BKIl. 3aTBOPEHN 04N, CbNPOTU-
BIE€HME NpU ONUT 32 MEXAHMYHO NOBAMraHe Ha Kne-
naya, HanuyMe Ha OBWXKEHWEe Ha Knenada u ovHaTa
A0bnka, nunca Ha OTroBop KbM LOMUP M MOBUKBAHE,
npernbliaHe n 3anaseH MyckyneH ToHyc [1]. B npoc-
NeKTMBHO Mpoy4YBaHe Npu Mnaga nayueHTcka nony-
naumns aHamHesaTta 3a = 20 enusoga cymapHo, = 2
enuns3opa OHEBHO, onucaHne oT nauneHTa Ha 6e3cba-
HaHWe Haa = 2 min U Cbn3n UNK NNayYnnBOCT cnen
enusoga ca npeguktopuTte, acouumpanu c MNrc [24].
O6paTHO, onucaHMeTo Ha = 2 TUMW4YHM Npoapoma
(Hanp. 3amanBaHe, npumansiBaHe, NpuyepHsiBaHe,
rageHe n nsnotasaHe) nobpe npenckassa gmarHosa-
Ta Ha BBC [25].

B onucaHute cepum naumeHTU pasrpaHNY4eHUETO
mvexgy MNMNC n BBC e ¢umHanHo oCbLLUECTBEHO crieq
npoBoKauusa Ha butoBaTta cMMNTOMaTtuka C TeCT C Ha-
KrnoHeHa maca. ToBa € 1 noaxoobT, 3arnoXeH B MeT-
oanyHuTe ykasaHua [1, 8]. MNpenopbyBa ce, KbAeTo €
Bb3MOXHO, KbM CTaHAAPTHOTO HabMaeHMe Ha XeMOo-
ONHAMWYHM NapaMeTpu No BpeMe Ha TECT C HaKIoHe-
Ha Maca, Ja ce NpoBexaa 1 enekTpoeHuedanorpama
(EEl’), 3a kaTeropu4HoO Wu3KMYBaHe Ha Kopenauwus
MeXAy KIMHUYHM NPOSIBU M NMapoKcuamarHa Mo3bu-
Ha aKTUBHOCT. ToBa € 0COBGEHO BaXXHO MpW MaLUUEHTH,
KouTto Ha ctaHgapTtHa EEl n3BbH npuctbn mmat onu-
caHa ,enunentnudopmMmeHa“ akTMBHOCT, KOATO 3aefHO C
aHaMHe3a 3a CUHKOMW He e U3KN4YeHne ga ce auar-
HOCTULMpa KaTo enurencus u ga ce HasHaum Tepanusi
[25, 26].

in the year preceding the evaluation — an average of 53
+ 35 episodes versus 3-6 for VVS reported in contem-
porary studies on the subject [21, 22].

On the other hand, Saal et al. [23] found a signif-
icant overlap, with half of the patients with PPS also
having episodes of true vasovagal syncope. Patients
with mixed episodes provoked by tilt table testing had
an increased recurrence rate, a prolonged period of
unconsciousness (often more than a minute), usually
closed their eyes during the episode, more often report-
ed atypical syncope (lying or sitting, after exertion), and
often did not report prodromes compared with patients
with pure VVS. In contrast, patients with VVS more
frequently reported autonomic manifestations — pallor,
sweating, nausea, fatigue and dizziness, possibly due
to autonomic nervous system imbalance preceding the
loss of consciousness.

The 2018 European Society of Cardiology guide-
lines for the diagnosis of syncope explicitly mention the
following features in relation to the diagnosis of PPS —
body position as in sleep, including closed eyes, resis-
tance to mechanical eyelid opening, presence of eyelid
and eyeball movement, lack of response to touch and
call, swallowing and preserved muscle tone [1]. In a
prospective study of a young patient population, a his-
tory of =2 20 episodes in total, = 2 episodes per day,
patient description of unconsciousness for = 2 minutes,
and tearfulness after the episode were predictors asso-
ciated with PPS [24]. Conversely, the description of two
or more typical prodromes, such as dizziness, fainting,
blacking out, nausea, and sweating, is a good predictor
of the diagnosis of VVS [25].

In the described patient series, the distinction be-
tween PPS and VVS was finally made after provoca-
tion of everyday symptoms with a tilt table test. This
is also the approach adopted in the guidelines [1, 8].
It is recommended, where possible, to perform an
electroencephalogram (EEG) in addition to the stan-
dard monitoring of hemodynamic parameters during
a tilt table test, to categorically exclude a correlation
between clinical manifestations and paroxysmal brain
activity. This is especially important in patients who
have “epileptiform” activity on a standard EEG outside
of an attack, which, together with a history of syncope,
is frequently diagnosed as epilepsy and is medically
treated [25, 26].
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Mpuctbnute npu MMNC ce npoBokupaTt 0OMKHOBEHO
po 2 min cneg THM u He ca cBbp3aHn CbC cnag Ha
AH vnun 3Haymma npomsiHa B CH (Tabn. 1). Yecto AH u
CH ce nokayBaT B MUHYTUTE NPEAM NpUCHhN U gocTurat
nyMK NO BpeMe Ha camus npuctbn [1, 25]. Tasm guHa-
MMKa PS3KO ce pasnuyaBa OT TUMUYHOTO NPOTUYaHe Ha
Ba3oBarasneH CUMHKOM, KbAETO MOHE eOuHUAT napame-
Tbp (AH unm CY), a yecTto n gBara, cnagar no Bpeme
Ha cuHKona. HesaBucuMMoO OT noanexaiiata npuyvHa
3a CMHKOM (Ba3oBaraneH, CbpAeYeH M T.H.), MOXe da
ce HabniogaBaT xapakTepHU OCOBEHOCTU M MPOMEHMU
B EEI 3anuca, kouTto oTpassiBat obLiOMO3bYHATa XU-
nonepdyaus, npeansBnkeaLla 3arybata Ha cb3HaHue.
Han-yecto ce onncea 3abaBsiHe Ha Ga3oBaTa akTMB-
HOCT, mocrnegBaHO OT M3siIBa Ha BUCOKOAMMMUTYAHU
AenTa-BbJIHW, 0COBEHO B NpeaHuTe oTBexaaHus. MNps-
Kata npoBoKauusi U HabnogeHne Ha enusogd Ha npu-
BWAEH CMHKOM, CbYETAHO C HOpMariHa XeMOoAMHaMuKa
N HOopMmanHu anda-puTMM Ha MO3bKa, HaBexaa KbM
NMCUXOreHeH Npomsxoa Ha npuctbena [27].

PyTuHHaTa opraHmMsauus Ha TecT C HakIloOHeHa
Maca, cbyeTaH ¢ npoeexaaHe Ha EEI 3anwuc, He e nec-
Ha — B bbnrapus Ha To3n eTan HaMa LEeHTbP ¢ nogobHa
opraHu3auusi, B CBETOBEH Mallab Cbllo HE € MacoBO
poctbnHa. NMNogobeH noaxon obave Moxe Aa ce o6cbau
Ha MHOMBMZYyaneH NPUHUMN NpyM Mankarta nonynaums
nauMeHTn, KOUTO OCTaBaT HeauarHoCTULMpaHu cnepq
obuyariHo obcnensaHe [28]. Opyr Nooxod, KOUTO MOXe
Aa ce u3nonsea, e 3amecTBaHeTo Ha EEI no Bpeme
Ha THM c npunoxeHvne Ha cnekTpockonus B Gnnskns
nHdpayepBeH cnektbp (near-infrared spectroscopy —
NIRS) — HemHBa3nBeEH MeTOA, NO3BONABALL, ANHAMUYHO
HabntogeHve Ha Mo3byHata nepdysus. MetToabT e aoc-
Ta Mo-npocT 3a NPUIOoXeHNe U MHTEpPNpPeTaumst OT Hec-
neunanmcT HEBPOIo3u, U B peguua LeHTpoBe (BKI. B
Bwnrapusi), 6 6un BEpOATHO NO-JOCTBLMNEH 3a MOOUTHO

PPS attacks are usually provoked within 2 minutes
of TTT and are not associated with a drop in BP or sig-
nificant change in HR (Table 1). BP and HR often rise
in the minutes before the attack and peak during the at-
tack itself [1, 25]. This dynamic sharply differs from the
typical course of a vasovagal syncope, where at least
one parameter (BP or HR), and often both, fall during
syncope. Regardless of the underlying cause of syn-
cope (vasovagal, cardiac, etc.), characteristic features
and changes in the EEG recording can be observed,
which reflect the general cerebral hypoperfusion caus-
ing loss of consciousness. The most frequently de-
scribed findings include a slowing in baseline activity,
followed by the appearance of high-amplitude delta
waves, especially in the anterior leads. Direct provoca-
tion and observation of an episode of apparent synco-
pe, combined with normal hemodynamics and normal
alpha rhythm of the brain, suggests a psychogenic ori-
gin of the attack [27].

The routine organization of a tilt table test, com-
bined with conducting an EEG recording, is not easy -
in Bulgaria at this stage there is no center with such an
organization, and it is also not widely available world-
wide. However, such an approach can be arranged on
an individual basis in the small population of patients
who remain undiagnosed after a routine examination
[28]. Another approach that can be used is to replace
EEG during TTT with near-infrared spectroscopy
(NIRS), a non-invasive method that allows dynamic
monitoring of cerebral perfusion. The method is much
simpler to apply and interpret by non-neurologists, and
in a number of centers (including in Bulgaria) would

Ta6bnuua 1. Pasnukn mexgy BBC u MMNC Ha 6a3a o6ekTuBHa HaxoAka, KMIMHUYHO MPOTMYaHe U roguvllHa YecToTa Ha

npucTbnure
Table 1. Differences between VVS and PPS based on objective findings, clinical course and attack frequency
O6GekTUBHa Haxoaka (no BpeMe Ha npucTbn/THM) KnuHun4yHo npotuyaHe
Objegm?n';aﬁ_?; ters Clinical features
XemoanMHaMUYHKM NapameTpu EEr Mo Bpeme Ha enu3op YecToTa
Hemodynamic parameters EEG During TLOC Frequency
AH CY Anda-putbm 3aTBapsiHe Ha ounTe [MPOABLMKATENHOCT Ha enu3oga Enusoau roauwHo
BP HR Alpha-activity Eye closure Length of TLOC Attacks per year
BBC [MoHwxeHo [MoHwxeHa 3abaseH 7% <1 MuHyTa Hucka (4 + 2 Ha roayHa)
WS Decreased Decreased Slowing 7% <1min Low (4 £ 2 per year)
nnc MosuLeHo/ Nexo nosuieHa/ Hop- HopmaneH 97% > 1 MuHyTa Bucoka (53435 Ha
HOpMarHo MarnHa roAuHa)
PPS Increased/ normal | Slightly increased/ normal Normal 97% >1min High (53 £ 35 per year)

AH — aptepuanHo HansiraHe, BBC — Ba3oBaraneH cuxkon, [MMNC — ncuxoreHeH ncesgocuHkon, CY — cbpaeyHa Yectota, THM — TecT ¢ HaknoHeHa maca

BP — blood pressure, VVS — vasovagal syncope, PPS — psychogenic pseudosyncope, HR — heart rate, TTT — tilt table test
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npunoxeHue no speme Ha THM ot EET". Claffey n chasr.
npeacTaBaT faHHW, Y4e perucTpaumsata Ha HopmarnHa
nepdysunsa no Bpeme Ha NPUCTBI MO CNEKTPOCKOMCKNS
METOA cbBnaja ¢ gaHHuTe oT EEl 3a HenpomeHeHa mo-
3b4Ha aKTMBHOCT No Bpeme Ha enu3ogun Ha [MIMC, npo-
BOKMpaHM C TECT C HaKmnoHeHa maca [29].

C'beemeHHa AWnarHocTn4dHa Knacwcbwkau,vm

HecetaTa peBusus Ha MexagyHapoaHaTa knacudu-
kauust Ha 6onectute (MKB-10) npnyncnsiesa ncuxorex-
HUAT NCEBOOCUMHKOM B KaTeropusita Ha AMCoUnaTUBHUTE
(KOHBEPCUOHHW) pa3CTPOMCTBA, NPU KOUTO TEPMUHBT
ancoumaTnBHM ce AedmHupa KaTo pasrpaHuyeHne nnm
pasgensiie Ha HEeBPOMOrMYHOTO (PYHKLMOHUPAHE OT
HOPMAITHOTO KONMYECTBEHO M Ka4eCTBEHO MpoTMYaHe
Ha cb3HaHneTo. B MKB-11 nsusano otnaga TePMUHBT
KOHBEPCMOHHM OT rpynoBaTa AmarHosa, 1 ce BbBexaa
TEPMUHBT OUCOLNATUBHO Pa3CTPOMCTBO C HEBPOIOTNY-
Ha cumnTomaTuka. Mma cybtmnusaumsa Ha Gasata Ha
KOHKpEeTHaTa HeBpOforMyHa CMMNTOMAaTuKa, HO HWUTO
€0WH OT MOATUMOBETE HE ONUCBA U3PUYHO KINMHMYHATA
kaptuHa Ha [NINC, konTo nonaga B kateropudaTa ,,.c Apy-
' cneunuyHn cumnToMmn® — 3a pasnuka OT BTOpuUs
ncuxoreHeH Tun 3aryba Ha Cb3HaHWE — MCUXOTEHHUAT
HeenunenTU4eH MPUCTBI, KOWTO € SICHO AeduHupaH
KaTo OTAeneH noaTun AUCOLMATUBHO Pas3CTPONCTBO C
HeBporormyHa cumntomaTtuka [30].

B netaTa peBu3us Ha AnarHOCTUYHUSA U CTATUCTU-
YECKM HapbYHUK Ha NcuxuvHuTe pasctponcTtea (DSM-
5) MMNC e Bknto4veH B kaTeropusta KoHEepPCUOHHU
pascmpoticmea/@yHKYUOHaNIHU He8pOoio2uYHU pas-
cmpoticmea (PP/®HP), B nogkarteropusa ,ComatnyHm
CUMNTOMWU U CBbP3aHK pascTponctea‘“. [locTaBaHETO
Ha OuarHosata M3WCKBa YCTaHOBABaHe Ha eauH WIu
noBevye CUMMMTOMa Ha MNPOMEHeHa Cb3HaTenHa unu
CeH30pHa (byHKUMS, 3aeOHO C JoKasaTerncrea 3a OT-
CbCTBME Ha HEBPOMNOTMMYHM WUNN OPYrM MEOULUHCKM
CbCTOSHUSA, KOUTO Aa rm obsicHaBaT. CumnTommute He
TpsibBa ga ca CBbp3aHuW C APYrY MCUXMYHWU UK CO-
MaTU4YHN pa3CTponcTBa M TpsabBa Aa NPUYUHSBAT Cb-
LLIECTBEHO CTpajaHue 1 HapyLleHne Ha couuanHara u
paboTHa cdepa Ha MHOUBMAA, 3a Aa Ce u3BedaT KaTto
awnarHosa [31].

WM B aBeTe knacudurkaumm ce u3ncKea ennusoguTte
Ja He ca Cb3HaTenHu, T.e. He Ce BMEHsIBa, Ye nauu-
eHTuTe ¢ IMMNC cb3HaTenHo umutmpat cuHkonu. OcBeH
MMNC B onucaHWTe KaTeropum ce BKITHOYBAT: PYHKLMO-
HanHa napanusa, yHKUMOHANHW pas3CcTpPoNCTBa Ha
OBWXEHNETO, DYHKLUMOHanHa crnenoTa, HegepMaToMHN
CEH30PHU HapyLUEeHUA U NCUXOreHeH HeenunenTuyeH
npuctbn. N3pnyHoto aedunHnpane Ha MIMNC 8 DSM-5
npaeBu Ta3n knacudukaums no-ygobHa 3a ynotpeba
NpW CTaTUCTUYECKN U MEOULMHCKN aHanu3n, CBbp3aHu
CbC CbCTOSIHMETO Y NO-J0rY L U3non3same TeEpMUHU-
Te OT Ta3u cucTtema.

probably be more accessible for mobile application
during TTT than EEG. Claffey et al. [29] presented data
that the registration of normal perfusion during a sei-
zure by the spectroscopic method align with EEG data
of unchanged brain activity during episodes of PPS
provoked by a tilt table test.

Modern diagnostic classification

The tenth revision of the International Classification
of Diseases (ICD-10) places psychogenic pseudosyn-
cope in the category of dissociative (conversion) disor-
ders, in which the term dissociative is defined as a dis-
tinction or separation of neurological functioning from
the normal flow of consciousness. ICD-11 completely
removed the term conversion from the group diagno-
sis, and introduced the term dissociative disorder with
neurological symptoms. There is a subtyping based
on the specific neurological symptoms, but none of
the subtypes explicitly describes the clinical picture of
PPS, which falls into the category of “with other specif-
ic symptoms” — in contrast to the second psychogenic
type of loss of consciousness, psychogenic neuroep-
ileptic seizure, which is clearly defined as a separate
subtype of dissociative disorder with neurological
symptoms [30].

In the fifth revision of the Diagnostic and Statistical
Manual of Mental Disorders (DSM-5), PPS is includ-
ed in the category Conversion Disorders/Functional
Neurological Disorders (CD/FND), in the subcategory
“Somatic Symptoms and Related Disorders”. The diag-
nosis requires the presence of one or more symptoms
of altered cognitive or sensory function, together with
the absence of neurological or other medical conditions
that would explain them. The symptoms must not be
associated with other mental or somatic disorders and
must cause significant distress and impairment in the
individual's social and occupational functioning to be
considered a diagnosis [31].

Both classifications require that the episodes be
non-conscious, that is, it is not assumed that patients
with PPS consciously imitate syncope. In addition to
PPS, the described categories include functional paral-
ysis, functional movement disorders, functional blind-
ness, non-dermatomal sensory disorders, and psy-
chogenic nonepileptic seizure. The explicit definition of
PPS in DSM-5 makes this classification more conve-
nient to use in statistical and medical analyses related
to the condition, and below we will use the terms from
this system.
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llcuxo2ceHHUsIM HeenusaenmMu4yeH n[pPUCMbII
(MHEM) e npucTbNHO HapylleHne Ha MoTopHaTta w/
NN CeH3opHa PYHKLUMS, HanofobsaBaLLo enunenTuyeH
npucTbn, 6e3 Aa ce Habnwgaesa TUNMYHA CbMbLTCTBA-
la Mo3byHa enekTpmyecka aktmusHocT npu EET. Tlo
CbLUECTBO TOBA € CbLLUOTO HEBPOMOBEOEHYECKO Ha-
pyweHue kato INMNC, Ho ¢ Boaewa NpoayKTMBHA OBU-
rateriHa KomnoHeHTa. Heyer n cbaBrT. [32] cpaBHsBaT
KNMHMYHOTO npoTuydaHe Ha [MMNC (guarHoctvumpaH ¢
THM) n MHEN (guarHoctuumpan ¢ EEM B npuctsn),
n yctaHoBsBaT, Ye enusogute Ha NMHET ca no-kpaTku
cnpsamo MMNC (cpegHu CTOMHOCTU CbOTBETHO 45 cpelly
201,5 s). Mpwu MIMNC nma noseye HeraTMBHU ABUraTern-
HW CUMNTOMMW KaTo KIOMBaHe Ha rnaeaTa u oTnyckaHe
Ha TanoTo (85 cpewwy 20%), gokato npu MNHEN BoasT
NONOXUTENHUTE OBUraTENHW CUMMTOMMU (KOHBYNCUN)
(90 cpelyy 30%). JinncaTta Ha KOHTaKT C naumeHTa (OT-
CbCTBME Ha peakuus npy AOMMp U NOBUKBAHE), KaKTO
N 3aTBapsSIHETO Ha OYMTe MO BPeMEe Ha MPUCTBI He ce
pasnuyaeat npu MMNC n MHEM. Bbvnpekn TOoBa TE3un
n3cnegBaHvs nogkpenat uaesTa, de MMNC wn MHEN
ca eHo obwo cneundUYHO NCMXMATPUYHO Pa3CTPOK-
CTBO, KaTo pasnuKkata € OCHOBHO B KIMHWU4YHATa Kap-
TnHa — [MNC ce nposiBsiBa CbC CUHKOMAnHa CUMMTO-
maTuka (v B [ BasoBaraneH cuHkon), gokato MHEN
ce nposBsaBa ¢ koHByrncun (B O enunencus). Tasu
pasnuka B npossneHneto obaye Boan cnen cebe cu
N pasnuYHO pasnpefeneHve M HacoyBaHe Ha naum-
€HTUTEe 3a AMAarHOCTUYHO yTouHsABaHe. [launeHTute C
nposiea NMMNC obu4aiiHO ce Haco4yBaT KbM KapgWoror,
pokato naumneHTtute ¢ NMHEIN obuyaiHo ce obcnepsar
OT HEBpPOIOr U A0PU B crleunannavpaHyi KInHUKA no
enunencus. PasgeneHnero Ha egHa v 6e3 ToBa Hevec-
Ta nNaTornorus BOOW 4O YBENWYEH PUCK OT HENpaBuUiiHa
OMarHocTvka M CbOTBETHO Tepanusi, U NOTbBaHe Ha
nauMeHTUTe B rofnissMata rpyna Ha HeyTOYHEHUTE UIn
HETUNUYHU CbCTOSIHUA OT CbOTBETHUS BUA.

HeBpo6Gu1onorusa Ha KOHBepCUOHHUTE/(PYHK-
LiIMOHAITHM HEBPOJSIOrMYHM Pa3CcTPoONCTBaA

PasBntneto B nocnegHute OeCceTuneTms Ha He-
BPOM300pasnTeNHUTE TEXHUKK, BKI. YHKUMOHaNeH
SAPEHO-MarHUTEH pPe30HaHC, NOo3BOoMsiBa MPELn3HOTO
YTOYHsIBAHE Ha nogsiexailara HeBPOOMONorus, KOSTo
ce nposieaa kato MNIMNC wnu MHEMN. Tbn kato MHEMM,
3aefHO C MOBEYETO Pa3CTPOMCTBA OT TO3U CMNEKTLP, €
3abonsBaHe Mo-4ecTo nonagallo B HEBPOSIOTUYHUTE
OTOENMEHNS N CbOTBETHO MO-BEPOSATHO Aa Nosiyyu Bu-
cokocneununyHn n300pasnTenHn MU3crneaBaHnd, Ha-
NUYHUTE B nuUTepaTtyparta faHHW KacasT npeobnaga-
BaLLO NauueHTUTE C HEBPOMOrMYHM nposineHus. Lle
pasrrnefamMe HakpaTko HAKOM CTyaumn, ¢ pasbupaHerTo,
ye NMMNC v MNMHE ca aBe nposiBNeHnsa Ha e4HO 1 CbLo
3abonsBaHe, U C Orfnea KaTeropuyHo YCTaHOBSABAHe
cpeq npakTukyBaluTe Kapguorosn Ha ngesTa, ye ce
Kacae 3a HEBOSEBO MCUXUYHO CTpadaHue.

A psychogenic nonepileptic seizure (PNES)
is a paroxysmal disturbance of motor and/or sensory
function that resembles an epileptic seizure without the
typical accompanying brain electrical activity observed
on the EEG. Essentially, it has the same neurobehav-
ioral disorder as PPS, but with a predominant produc-
tive motor component. Heyer et al. [32] compared the
clinical course of PPS (diagnosed by TTT) and PNES
(diagnosed by EEG during an episode) and found that
PNES episodes were shorter than PPS (median of
45 vs. 201.5 s, respectively). PPS had more negative
motor symptoms such as head dropping and body re-
laxation (85 vs. 20%), while PNES was more positive
motor symptoms (convulsions) (90 vs. 30%). Lack of
contact with the patient (absence of response to touch
and call) and eye closure during an attack did not dif-
fer between PPS and PNES. However, these studies
support the idea that PPS and PNES are a common
specific psychiatric disorder, the difference being main-
ly in the clinical picture — PPS presents with syncopal
symptoms (and needs to be differentiated from vaso-
vagal syncope), while PNES presents with convulsions
(And needs to be differentiated from epilepsy). Howev-
er, this difference in presentation also leads to a differ-
ent distribution and referral of patients for diagnostic
clarification. Patients with PPS presentation are usually
referred to a cardiologist, while patients with PNES are
usually examined by a neurologist and in specialized
epilepsy clinics. The division of an already uncommon
pathology leads to an increased risk of incorrect diag-
nosis and, accordingly, therapy, and disappearance of
the patients into the large group of unspecified or atyp-
ical conditions of the respective type.

Neurobiology of Conversion/Functional
Neurological Disorders (CD/FND)

The development in recent decades of neuroim-
aging techniques, including functional magnetic reso-
nance imaging, allows for the precise specification of
the underlying neurobiology that manifests as PPS or
PNES. Since PNES, along with most disorders in this
spectrum, is a disease more often encountered in neu-
rological departments and, accordingly, more likely to
receive highly specific imaging studies, the data avail-
able in the literature concern predominantly patients
with neurological manifestations. We will briefly review
some studies, with the understanding that PPS and
PNES are two manifestations of the same disease, and
with the aim to definitively establish among practicing
cardiologists the idea that it is an involuntary mental
disfunction.
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Spence 1 cbaBrT. [33] ce onuTBaT Aa OTroBOPAT C
NO3NTPOH-EMUCMOHHaA ToMorpagus Ha HeMUHyemus
BbMPOC Aanu NauMeHTUTe CbC NPOSIBMEHNS B CNEKTb-
pa Ha PP/®HP nmutnpat cb3HaTeNnHO CMMNTOMUTE CU.
3a uenTta cpaBHsABaT NauneHTn ¢ nposieneHne Ha OP/
®HP myckynHa cnabocT Ha pbKaTta C ABEe KOHTPOIHU
rpynn nauMeHTM — egHaTa WHCTPYKTUpaHa ga MMu-
TMpa cnabocT Ha pbKaTa, a gpyrata MHCTPyKTMpaHa
4a ce OBWXKM HopMmarHo. lMocTtaHoBkaTta npegnonara,
Yye ako cumnToMaTvkaTa Ha nauuMeHTUTe € WUMUTa-
uMs, HAMA da MMa pas3fnuka B MO3byHaTa akTMBauums
CbC CbOTBETHaTa KOHTPOmHa rpyna. BeblHocT obade
Ce YCTaHOBAT 3 pasNNyHM Tuna akTMBaLuMs Ha neBust
gop3onateparneH npedpoHTaneH KopTekc (3oHarta,
OTFOBOpPHA 3a BbTPELLHOTO 3apaxJaHe Ha AencTsue),
KOeTo npegnonara, 4e nauneHTuTe He ummTnpar (pas-
nvka ¢ umuTMpallaTa KOHTponHa rpyna) u nmat obek-
TUBM3MPAHO (PYHKLUMOHANHO MO3bYHO HapyLleHUs Ha
MO3bYHO-ABUraTENHNS Mpouec (pasnvka ¢ HopMariHo
OBMXeLLaTa ce KOHTporHa rpyna).

[pyra 30Ha Ha MO3bKa C YCTAHOBEHMW HapyLUEHWs
BbB (hyHKUMATa KOHKPEeTHO npu nauneHTn ¢ MNMHEM e
AsicHaTa TemnoponapuveTanHa Bpb3ka [34]. Tasn 30Ha
€ KpuUTMYHa B npoueca Ha cebeocb3HaBaHe, T.e. Ha
CcybeKTMBHOTO MpexuBsiBaHe Ha W3BbPLUBAHETO Ha
KOHKPETHO AencTBue, NpeAckasBaHe Ha npousTuya-
LLMSA ABUraTeneH pesynTart U reHeprpaHe Ha Kopekums
npw pasnuka c nsxogHara uen. MNpu naynenTn ¢ MHEM
Ce yCcTaHOBsiBa MPOMEHeHa akTMBHOCT Ha 3oHaTa crnpsi-
MO 34paBu KOHTPOMK, KOETO CTON B OCHOBATa Ha Teopu-
ATa, Ye XMNoakTMBaLmsaTa Ha Ta3n 30Ha U CbCTOSIHNETO
Ha HamarneHa yHKUMOHarnHa CBbP3aHOCT MOXe Aa ca
B OCHOBAaTa Ha ycelLaHeTo 3a 3aryba Ha CaMOKOHTPON
npu naumeHtute ¢ MNMHEMM [25, 35].

KnMHUYEH nogxon NPU NCUXOTNEHEH
NMCEBOOCUHKON

OwarHosa Ha NMNC

[MbpBaTta cTbnka 6e3 CbMHEHME € KOPEKTHOTO On-
arHOCTMUMpaHe Ha CbCTOSIHMETO. PaHHOTO mocTaBsiHe
Ha OMarHo3a M KpaTKUsT CMMMATOMAaTU4YeH nepuog ce
CcBbp3BaT C No-gobpu oTHanedyeHn pesyntaty npu na-
uneHtute ¢ ®P/OHP n no-manko HapylleHue Ha Cco-
LUManHoTO yHKLMOHMpaHe [36]. Bbnpekn ToBa HAKOU
CTyAuM OOKMNaaBaT cpedHa NpOabIMKUTENHOCT Ha CUMI-
ToMaTMKaTa 4O NocTaBsAHE Ha AuarHo3a oT 7 roavHu 3a
MHEM [25, 37]. lNpu npeacTtaBeHaTta OT HAc NaumMeHTKa C
MMNC, cumnTomaTmkaTa npoabipkasa 2,5 roguHn, KOeTo
€ Mo-CKOpPO KbM KpaTKus Kpan Ha cnektbpa. OT kapau-
onormyHa rnegHa Touka (Toi Kato naumeHtute c IMMNC
nonagat npeobnagaBallo nNpu Kapauornor), CbLUecT-
BEHO € PaHHOTO OCbLLECTBSIBAHE Ha WU3CNEeABaHMATA,
Heobxoanmu 3a AudepeHLmanHda guarHo3a Ha CUHKOM,

Spence et al. [33] attempted to answer the inevi-
table question of whether patients with manifestations
in the spectrum of CD/FND consciously imitate their
symptoms using positron emission tomography. To this
end, they compared patients with manifestations of
CD/FND muscle weakness of the arm with two control
groups— one instructed to imitate weakness of the arm,
and the other instructed to move normally. The setting
suggests that if the symptoms of the patients were im-
itated, there would be no difference in brain activation
with the corresponding control group. In fact, however,
three different types of activation of the left dorsolateral
prefrontal cortex (the area responsible for the internal
genesis of action) were found, suggesting that the pa-
tients were not imitating (difference with the imitating
control group) and had objective functional brain disor-
der of the cerebral-motor process (difference with the
normally moving control group).

Another brain area with established malfunction
specifically in patients with PNES is the right tem-
poro-parietal junction [34]. This area is critical in the
process of self-awareness, that is, the subjective ex-
perience of performing a specific action, predicting
the resulting motor outcome and generating correc-
tion in the event of a difference with the initial goal. In
patients with PNES, altered activity of the area was
found compared to healthy controls, which is the basis
of the theory that hypoactivation of this area and the
state of reduced functional connectivity may be the
basis of the feeling of loss of self-control in patients
with PNES [25, 35].

CLINICAL APPROACH TO PSYCHOGENIC
PSEUDOSYNCOPE

Diagnosis of PPS

The first step is undoubtedly the correct diagnosis
of the condition. Early diagnosis and a short symp-
tomatic period are associated with better long-term
outcomes in patients with PPS/PNES and less im-
pairment of social functioning [36]. However, some
studies report a median duration of symptoms to di-
agnosis of 7 years for PNES [25, 37]. In our patient
with PPS, symptoms persisted for 2.5 years, which is
more towards the short end of the spectrum. From a
cardiology perspective (since patients with PPS pre-
dominantly see a cardiologist), it is essential to per-
form the tests necessary for the differential diagnosis
of syncope early, including orthostatic testing and tilt
table testing. In case of uncertain results, the patient
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BKI1. OPTOCTaTU4EH TECT U TECT C HaKNoHeHa Maca. [pu
HecurypeH pesyntaT nauMeHTbT crejBa a ce Hacouu
KbM CneunannaMpaHo 3BeHO 3a NO-HaTaTbLUHO YTOYHE-
Hve, a Npu cbMHeHue 3a [MNC cnegBa aa ce nposeae
cneunanuapana ncuxmaTpuyHa KOHCynTaumsi, No Bb3-
MOYXHOCT NpW NCUXMAaTBbP C JOCTATbYHO OMUT BbB (PyHK-
LMOHaNHUTEe pascTponcTea.

MSCTOTO Ha NcMxXmMaTpuUYHa KOHCYNTauus e CbLUecT-
BEHO, KaTo criefiBa Aa ce Hanpasu LanocTHa hopmanHa
NCUXMaTPUYHa OLIEHKa 3a NOTBbPXKAABaHe UIn U3KIoY-
BaHe Ha BOAELUM UNW MpuapyXaBaliy MCUXUATPUYHM
3abonsBaHnsA. CyHKONamHUTE CbCTOSIHUSI KaTo LSAno,
0COBEHO obMronpoTUYaLLUTE U HEYTOYHEHWU BapuaLuu,
n3uckeaT pasbupaHe U uscneaBaHe Ha pasnuyHu emo-
LMOHarHN N NCUXOreHHW hakTopw, KakTo U NoTeHumarn-
HO BOZELUM NCMXMaTpuyHu guarHosu. [Jobpe vM3BecTHM
ca eMOLUMOHanH1UTe TpuUrepm 3a CUHKOMN — Harpumep
CTpax OT MM Npv B3MaHe Ha KPbB. Vima [oCTaTbyHO
nscrnegBaHus 1 3a pongaTta Ha TeMrnepameHTa, Harnaca-
Ta 1 NcuxoemMoumarnHns NMMYHOCTEH TUMax 3a YectoTarta
Ha pasnpocTpaHeHne Ha BasoBaranHus cuHkon [38]. B
nonynauusita nauueHT ¢ HeobsCHMM CUHKON (KOATO
BEPOSATHO CbAbPXa MHOIO MauUWEHTU C HeaMarHoCcTu-
uunpaH IMrC) ce goknagsa YectoTa Ha NCUXNATPUYHUTE
pa3sctponcTBa oT 24 0o 39%, CbLLUECTBEHO NO-4ECTO OT
obwara nonynauua [39]. TpeBoOXHOCT, comaTsauum u
OenpecuBHM pa3CTPONCTBA Ca HaW-4ecTuTe ncuxuar-
PUYHW CbCTOSIHUSA, CBbP3aHU C HEOBSICHUM CUHKOM, Yac-
TUYHO M MOPaAM HapPYLLUEHOTO Ka4yeCTBO Ha XXMBOT Npwu
Tesu naumeHTn [25, 38, 39].

OcobeHO BaXXHO €, Ye YCTaHOBEHUTE MCUXMaTpuUY-
HM CMMNTOMM MO BPEME Ha OLeHKaTa Ha HeobsICHUMM
CMHKOMarHN enu3ogm ca CBbp3aHu C MO-BUCOKa Yec-
TOTa Ha peunamBm Ha HeobsiICHUM M Ha BasoBaraneH
CVIHKOMN MpuW NpOCMeAsBaHETO, HO CbLLO U C OTYETNINB
NONoXUTeneH eekT OT BKIKYBAHE Ha NcuxmarpuyHa
Tepanus U npocrneasiBaHe, KakTo U C NOMOXUTENEH OT-
roBOP KbM KOHTHUTMBHO-MOBeAeHYecka Tepanus [39-
42]. Tpabsa ga ce vma npegsua, Ye OCBEH NOBULLEHA
YecToTa Ha NCUXNaTPUYHUTE pasCcTpancTea, NauneHTu-
Te ¢ OP/OHP kaTo Usno 1 ncuxoreHeH NCeBAOCUHKONM
B YACTHOCT MMaT MOBMLUEHA YeCcTOoTa Ha MPEXMBEHU
NcUXoTpaBMaTUYHM CbOUTUSA B OETCTBOTO U nepuoga
Ha Bb3pacCTHMS, KaTo Ce OTKpMBa 3aBUCUMOCT MeXay
TeXecTTa Ha TpaBMaTa v Ha nocnegsailarta yHKUMO-
HanHa cumnTamatuka [43].

CbobuaBaHe Ha gMarHosaTta

OaHHn oT cTygum, BrkmouBawm nuua c MNMHEN, no-
Kaseart, Ye naumeHTUTe nmat QUpeKkTHa nonsa oT SICHO
N Noakpenswo cboblaBaHe Ha gnarHosara, 3aeHo ¢
0obsicHeHMne kakBo 3Haun T. Bce olle HAMa goctaTby-
HO OaHHM KOHKpeTHO 3a [MINC. PeTpocnekTuBHO Npoyy-
BaHe Ha eAMHWYEH TpeTnyeH pedepeHTeH LEeHTbP 3a
CWHKOM, BKoYBaLWo 35 naumeHTn, ycTaHOBsIBa OCTPO

should be referred to a specialized unit for further
clarification, and if PPS is suspected, a specialized
psychiatric consultation should be conducted, prefer-
ably with a psychiatrist with sufficient experience in
functional disorders.

The location of the psychiatric consultation is es-
sential, and a complete formal psychiatric assessment
should be performed to confirm or exclude concomitant
psychiatric conditions. Syncope in general, especially
the long-term and unspecified variations, requires un-
derstanding and investigation of various emotional and
psychogenic factors, as well as potentially underlying
psychiatric diagnoses. Emotional triggers for syncope
are well known — fear of needles during blood draws,
for example. There is also ample research on the role
of temperament, attitude and psychoemotional person-
ality type in the incidence of vasovagal syncope [38].
In the population of patients with unexplained syncope
(which probably contains many patients with undiag-
nosed PPS), the incidence of psychiatric disorders has
been reported to be 24 to 39%, significantly higher than
in the general population [39]. Anxiety, somatization
and depressive disorders are the most common psy-
chiatric conditions associated with unexplained synco-
pe, partly due to the impaired quality of life in these
patients [25, 38, 39].

Importantly, psychiatric symptoms identified
during the evaluation of unexplained syncope epi-
sodes are associated with a higher frequency of re-
currence of unexplained and vasovagal syncope at
follow-up, but also with a clear positive effect of in-
clusion of psychiatric therapy and follow-up, as well
as with a positive response to cognitive-behavioral
therapy [39-42]. It should be noted that in addition
to an increased frequency of psychiatric disorders,
patients with CD/FND in general and psychogenic
pseudosyncope in particular have an increased fre-
quency of experienced psychotraumatic events in
childhood and adulthood, with a correlation found
between the severity of the trauma and the severity
of subsequent functional symptoms [43].

Communication of diagnosis

Evidence from studies involving patients with
PNEP suggests that patients benefit directly from clear
and supportive communication of the diagnosis, to-
gether with an explanation of what it means. There is
still insufficient evidence specifically for PPS. A retro-
spective study of 35 patients at a single tertiary referral
center for syncope found a sharp reduction in attack
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HamarneHue Ha JecTtoTata Ha NpUCTbNNTE caMo cneg
nogpobeH pasroBop ¢ nauueHTa, kato 1/3 oT nauyunes-
TUTE NPoAbIKaBaT Aa HAMAT peunanBu Npu nocneas-
BaHe cpenHo 50 meceua [23]. 3a cbxaneHue obauve,
He3aBMCMMO OT YecToTaTa Ha peunavBuTe NaumeHTu-
Te B Ta3u rpyna goknagsaTt HUCKO KayeCTBO Ha XXUBOT,
KOETO npeanonara, Ye nognexatjara ncMxonaTtonorusi
€ BOAella 3a HaMarleHOTO KaydeCTBO Ha XXMBOT, a He
CUHKONanHuTe enu3ogu. JIOHrMTyaMHanHu enngemu-
OJTOMMYHM NPOYYBaHMS CbLUO YCTAHOBSBAT, Ye npu na-
uMeHTUTE C pyHKUMOHanNHM pasctponcrtea (PP/OHP)
CUMNTOMUTE MEPCUCTUPAT UNK ce MOosIBSBAT OTHOBO
npu o 2/3 oT cny4yanTe 1 ca CBbP3aHU C BMOLLEHO Ka-
YeCTBO Ha XMBOT [44].

BaxHo e pa ce oTbenexu, 4Ye NONOXUTENHUAT
e(eKT OT ACHOTO ObsicCHEHMe Ha AmarHosata € CBbp-
3aH, OT eHa CTpaHa, C peanHo HaMarneHme Ha 4YecToTa
Ha MPUCTBNUTE, HO € OLLIe NO-U3sIBEH BbpXy YecToTata
Ha MeOULNHCKNTE KOHTaKTX — HamMmarneH bpon nocetle-
HWS Ha CMELUHN LiEHTPOBE, NIMYEH fekap 1 cneumanm-
CTW, CbC CbOTBETHOTO HamarieHne Ha NpoBeXaaHuTe
naneaBaHus [36].

KaTto usino ce npenopbyBa npu cbobLiaBaHe Ha An-
arHosaTta fa ce HabnerHe Ha eTuorormyHara obLHOCT
Ha MMC un MHEN kato oTHocUTeNHO Jobpe oTrpaHnye-
HO MEOULMHCKO CbCTOSAHME, KOETO HE 3aBUCK OT BOMsTa
1N CaMOKOHTpOria Ha MauueHTa M 4YeCcTo € CBbP3aHo C
HENPUATHU NPEXMBSBAHUS U EMOLIMU, KOUTO UHOVBUOBT
HeBMHaru n3usano ocb3Haea. [aumeHtTuTe TpyaHoO npu-
emat amnarHosata PP/OHP HesaBucumo oT noaTmna Ha
cMMTOMaTMYHa U3siBa, 3all0TO MMa MacoBO Bb3MNpusi-
TVE, Ye OTCbCTBUETO Ha peanHa dusmyecka npuymHa
€ paBHO3HA4YHO Ha MmuTauus. ManonassaHarta cpaseo-
norus (ocobeHo ,nceBno” KOMMOHEHTaTa B NMCUXOreHEH
NMCEBOOCMHKOMN) CbLLO HaBsiBa MMWUTALMOHHU UOEN U
MEeOMLMHCKO Bb3NpUSTUE U ,AMarHo3a“ 3a HEeBSIPHOCT,
KOETO JOMbIHUTENHO 3aTpyaHsIBa NPUEMAHETO Ha Mpo-
Onema 3a peaneH KakTo OT caMus MauMeHT, Taka u oT
LUMpoKaTa MeauvLmMHcKa oBLwHoCT [45].

JleyeHne Ha nNncuxoreHeH NceBAOCUHKON

McuxoTepanuaTa B MOMEHTa € TepanusTa Ha U3-
6op npu naumeHTtute ¢ MMNC/MHEIM. KorHntrMBHO-MO-
BeieH4eckaTa Tepanunsi € NcuxonormyecknaT noaxon,
NMoaKpeneH C Ha-MHOro JokasaTencTBa B Tasu nauu-
eHTcka nonynaumsi. KorHuTuBHo-noBegeH4eckaTa Te-
panusi cbyetaBa, KakTo CO4M U MMETO M, KOTHUTMBHA
C noBefeHYecka Tepanus — T.e. uaeHTMdULMpa Mana-
OanTUBHUTE MOAENN Ha MUCIeHe U abHOPMHUTE eMo-
LMOHamNHN peakuum n noBefdeHue, KaTto rM onosHaBsa,
00sicCHSIBa 1 Lenu da rv 3aMeHu ¢ No-rnosiesHu 3a WH-
AVBUAA M MO-XENaHW OT HEr0 MOZENN Ha Bb3npusTue
1 noBefeHve. CamuaT TepaneBTUYEH NPOLEC BKMOYBA
0by4yeHune Ha naumeHTa 3a PyHKLMOHANHUTE HEBPOIIO-
TMYHM Pa3CTPOMCTBA U 32 CTPECOBUTE peakLun B HOp-

frequency after only detailed patient discussion, with
one-third of patients remaining relapse-free at a me-
dian follow-up of 50 months [23]. Unfortunately, how-
ever, regardless of relapse rate, patients in this group
report poor quality of life, suggesting that underlying
psychopathology is the main driver of reduced quality
of life rather than syncopal episodes. Longitudinal ep-
idemiological studies have also found that in patients
with functional disorders (CD/FND), symptoms persist
or recur in up to two-thirds of cases and are associated
with poor quality of life [44].

It is important to note that the positive effect of a
clear explanation of the diagnosis is associated, on the
one hand, with a real reduction in the frequency of at-
tacks, but is even more pronounced on the frequency of
medical contact — a reduced number of visits to emer-
gency centers, general practitioners and specialists,
with a corresponding reduction in the number of tests
performed [36]. In general, it is recommended when
communicating the diagnosis to emphasize the etio-
logical commonality of PPS and PNES as a relatively
well-defined medical condition, which does not depend
on the volition and self-control of the patient and is often
associated with unpleasant experiences and emotions
that the individual is not always fully aware of. Patients
have difficulty accepting the diagnosis of CD/FND re-
gardless of the subtype of symptomatic manifestation,
because there is a mass perception that the absence
of a real physical cause is equivalent to imitation. The
phraseology used (especially the “pseudo” component
in psychogenic pseudosyncope) also evokes imitative
ideas and a medical perception and “diagnosis” of dis-
ingenuity, which further complicates the acceptance of
the problem as real by both the patient and the wider
medical community [45].

Treatment of psychogenic pseudosyncope

Psychotherapy is currently the therapy of choice for
patients with PPS/PNES. Cognitive-behavioral therapy
is the psychological approach supported by the most
evidence in this patient population. Cognitive-behavior-
al therapy combines, as its name suggests, cognitive
with behavioral therapy — that is, it identifies maladap-
tive patterns of thinking and abnormal emotional reac-
tions and behavior, recognizes them, explains them
and aims to replace them with more beneficial and de-
sirable patterns of perception and behavior for the indi-
vidual. The therapeutic process itself includes educat-
ing the patient about functional neurological disorders
and stress reactions in norm and pathology. Training
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Ma 1 natonorus. OBy4eHMETO Ha NauMeHTa B TEXHUKM
3a cnpassiHe CbC CTpeca, KakTo U nogobpeHoTo pasdu-
paHe 3a naTonormyHnTe epekTn Ha cTpeca u guctpeca
BbPXY eXeaHEBMETO, nognomarar no-4odpoTo pasnos-
HaBaHe 1 MoaudvrLMpaHe Ha exeqHeBHUTE Managan-
TVMBHW (a4anTUBHW, HO BPEeOHW) NOBEAEHNS, KOUTO MO-
raT 4a ca npuynHa 1 3a cuMmnTomarmkara.

MSCTOTO Ha KOTHWUTMBHO-MOBEAEHYeCcKaTa Tepanus
npv nauneHtTn ¢ ®P/OHP cTbnBa OTHOBO OCHOBHO Ha
ctyoum ¢ naumenTu ¢ NMHET. Mpu naumenTtn ¢ MMNC nma
no-marko HabntoaeHus. MNMoaxogbT NPY KOHMMHUBHO-MO-
BeJeHYecKa Tepanusi ce OCHOBaBa Ha ,CTpax-LEeHTpu-
pan‘ mogen Ha cbcTtosiHueto — IMHENM, kakto u MIC,
crnopes cerawHoTo Hu1 pa3bupaHe 3a 3abonsiBaHeTo, ca
BapuaHT1 Ha OMCOLMATUBEH OTrOBOP KbM KOTHUTMBHMU,
€MOLMOHanH1, U3MoNorMyHn UM CTUMYnun OT OKOf-
HaTa cpefa, KOMTO MauMEeHTUTE Cb3HATENMHO WU He
CBbP3BAT C NPEeaXOAHM HapaHsABaALLM MITM HEMOHOCUMM
npexvBsiBaHns. [ducounatnBHMAT OTroBop obadve ce
nogabpXa OT CUCTEMATUYHOTO U3bArBaHe Ha CbCTOS-
HUS UK CUTyaumMK, KOUTO MoraT Aa NpeausBuKaTt npuc-
TbN. ,M3065realloTo” nogabpkaHe Ha cMMnToMaTtukaTa
Ha MHEM n IMINC obocHoBaBa NPUIOXEHNETO Ha cepust
CTaHAaPTHWU KOTHUTUBHO-MOBEAEHYECKM NOAX0ON — rpa-
OVpaHo n3naraHe Ha u3bsreaHn cuTyauum 1 gpasHuTe-
nn, cTpaternn 3a eMOLMOHaNHO OCb3HaBaHe 1 NoresHa
€eMOLMoHarnHa perynaums u npmyyaBaHe KbM TEXHUKM 3a
NOrM4YHoO cnpassiHe ¢ npobnemu. [JaHHUTe 3a Npunoxe-
HMe Ha KOrHUTUBHO noBefdeH4ecka Tepanua npu MHEM
OEMOHCTpPUpPAT CbLUECTBEHO HaMansiBaHe Ha 4YecToTa-
Ta Ha NPUCTBLNUTE, HO AOPY MO-BaXHO 3a MaUMEHTUTE,
3HAYMMO HamansiBaHe Ha HMBOTO Ha TPEBOXHOCT U Ae-
NPECUBHNTE CUMMTOMM, B CTPABHEHME CbC CTaHA4apTHa
MeguLMHCKa rpwka [46, 47].

CnepnBa ga ce otbenexu, Yye nma HAKOIKO CTyauu,
oTbensa3BalyM KOrHUTUBHU HapyLUEHUS B NMOHE HSKOI-
Ko cdhepu npu naumeHtute ¢ MNMC/MHEN — BHMMaHue,
paboTHa namert, pedeBa W Bu3yanHa NameT, Bu3yar-
HO-NPOCTPaHCTBEHA OpUEeHTaUMs 1 CKOPOCT Ha obpa-
6oTka Ha nHpopmaumsaTa [48]. TakbB TMN HapyLUEeHUSs
HEMWHYEMO MOBMMSIBAT Bb3MOXHOCTUTE Ha NaumeHTa
3a MakcumarnHo nogobpeHne OT KOHTUMTUBHO-NOBEAEH-
yecka Tepanuvs, nopagu HeratuBHuTe edeKkTu Ha Ha-
PYLLUEHOTO BHMMaHue, nameT 1 MHopmaLoHHa obpa-
60oTKa BbpXy MO CbLLECTBO NPeoby4nTenHUTE NpoLecy,
obycrnaBsLm edpekTa Ha TepanusTa.

LLlo ce oTHacs oo chapmakornornyHa Tepanus, Hama
JoKa3aTerncTBa 3a CbLUEeCTBEHA pa3nuka B edoekta npu
NPUNOXEHNETO Ha TPULMKIUYHWU aHTUAENpecaHTu unu
nnauebo [49]. Hama n 3abenexummn edekTn OT npuno-
XXEHMEe Ha HOBW reHepaLmm aHTuaenpecaHT. TakbB Tvn
HabnogeHVs oLLe BeOHBX NOAKPENAT KOHUEeNUuMaTa, vye
MeaMKaMeHTO3HaTa Tepanusa nva MSACTO npu yHKLMO-
HarnHWUTE HapyLUEHNsI CamMo 3a JIe4eHME Ha apYyrn NCUXK-
aTpUYHN KOMOPBUOHOCTHN, ako MMa TakmBa.

the patient in stress management techniques, as well
as an improved understanding of the pathological ef-
fects of stress and distress on daily life, helps to better
recognize and modify everyday maladaptive (adaptive
but harmful) behaviors that may also be the cause of
the symptoms.

The place of cognitive-behavioral therapy in pa-
tients with CD/FND is again based mainly on studies
with patients with PNES. There are fewer observations
in patients with PPS. The approach in cognitive-be-
havioral therapy is based on a “fear-centered” model
of the condition — PNES, as well as PPS, according
to our contemporary understanding of the disease,
are variants of a dissociative response to cognitive,
emotional, physiological or environmental stimuli that
the patient consciously or unconsciously associate
with previous hurtful or intolerable experiences. The
dissociative response, however, is maintained by the
systematic avoidance of conditions or situations that
can trigger an attack. The “avoidant” maintenance of
the symptoms of PNES and PPS explains the appli-
cation of a series of standard cognitive-behavioral
approaches — graded exposure to avoided situations
and stimuli, strategies for emotional awareness and
emotional regulation, and training in problem-solving
techniques. Data on the application of cognitive be-
havioral therapy in PNEP demonstrates a significant
reduction in the frequency of attacks, but even more
importantly for patients, a significant reduction in the
level of anxiety and depressive symptoms, compared
with standard medical care [46, 47].

It should be noted that there are several studies
reporting cognitive impairments in several areas in
patients with PPS/PNES - attention, working memo-
ry, verbal and visual memory, visuospatial orientation
and speed of information processing [48]. Such type
of impairments inevitably affect the patient’s ability
to maximize improvement from cognitive-behavioral
therapy, due to the negative effects of impaired at-
tention, memory and information processing on the
essentially relearning processes that determine the
effect of the therapy.

As for pharmacological therapy, there is no evi-
dence of a significant difference in the effect of tricyclic
antidepressants or placebo [49]. There are also no no-
ticeable effects from the use of new generations of an-
tidepressants. Such observations once again support
the concept that drug therapy has a place in functional
disorders only for the treatment of other psychiatric co-
morbidities, if any.
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KNRMHUYHA NEPCNEKTUBA

CbCcTOoAAHMETO Ha ob0woAocTbiHATa NCUXMYHA U
ncuxmaTpuyHa rpuxka B bbnrapusi 6eacnopHo e aaneu
OT CBETOBHUTE cTaHaapTW. B kapauonoruyHata npak-
TMKa YecTo ce cpellaT comatu3auuun, 4ecTo ce npe-
rnexaar , TPEBOXHN" NauneHTH ¢ pa3HooGpasHu onsak-
BaHusA (boaexu, npeckavaHus, 3agyx) 6e3 opraHumdHa
npuynHa. MNMoBuwaBaHETO Ha HUBOTO Ha pas3bupaHe B
0obLHOCTTa KaTo Usano KbM TakbB TuMn npobrnemaruka
LLle MO3BONWN HamansBaHe Ha NpeHebpeXeHMeTO KbM
pearniHoTO cTagaHue, KOeTo M3nuMTBaT nauueHTuTe, U
LLle MO3BONM Haco4BaHETO KbM creuuanuMsmpaHa no-
MOLL, BMECTO BMEHSIBAHE Ha NMYHA OTFOBOPHOCT Ha
naumeHTa M o4yakBaHe 3a camocnpaBsiHe. CTpecoBu-
Te peakuun, ocobeHO MaToNorMYyHNTE TakMBa, ca BCE
Mo-4eCTO CpellaHn B AHeLWHoTo obwecTBo. EkcTpem-
HWTEe BapuaHTU Ha comaTu3aumsi, KbM KOMTO ce npw-
4YUCNABAT W NCUXOTEHHUSAT NCEBOOCUHKONM, U NMCUXOreH-
HUAT HeenunenTUYeH NPUCTBLM, ca HarnegeH npumep
3a peariHo HapyLIEeHOTO CoLManto U IMYHOCTHO ChyHK-
LUMoHMpaHe, OT KOMTO MoraT ga cTpajar Te3v nauueH-
Tn. MNpaBunHaTa guarHosa, OT eHa cTpaHa, U3nckea
npeuusHo pasbupaHe Ha npobrnemaTvkaTa OT neka-
psi, HO OT Apyra, e CTblKka B NOCOKa HopManuaupaHe,
pas3bupaHe 1 npuemaHe OT 0OLECTBOTO Ha TakbB TUIM
cnabo obcbxaaHW, HO coumanHo 3HadMmmn npobre-
mu. MpaBunHaTa guarHosa € u eAVHCTBEHUAT MbT Ha
nauneHTa KbM Tepanusi, KOSTO B cryyas e ganed ot
KapamonornyHara, Ho 3ano4YBaHeTo 1 YeCTo 3aBUCU OT
006sicCHeHMETO, NoAKpenaTa U HacokaTa Ha kapauorora.

3AKNIOYEHUE

lMpencraBeHUAT cnyyam geMOHCTpUpa OTHOCUTEN-
HO Marko Mo3HaTa, HO BEPOSiITHO MoALEeHsIBaHa KaTo
o6ekTMBHa YecToTa AndepeHumnanHa guarHo3a Ha CuH-
KonanHute cbCTosiHUSA. NauneHTkaTa TOYHO OTroBaps
Ha TUMUYHKSA NPOdUIT HA CbCTOSIHNMETO — MITaAa XXeHa ¢
YyecTa, TpaBMaTMyHa CMMNTOMAaTKKa, Bogella A0 Hapy-
LLIEHO COLMAarHO U NMMYHOCTHO (PYHKLIMOHUPAHE, C MHO-
XeCTBO KOHCynTauun un nacneaBaHusa be3 AOOCTUrHaTa
AmnarHosa 3a OTHOCUTENHO OAbnbr nepuod. TunuyHata
KIMHUYHA MpOsiBa — MPOBOKMPAHO CUHKOMAITHO CbC-
TOSIHME MO Bpeme Ha TEeCT C HaknoHeHa maca, 6e3 npu-
apyxaBawa peakums Ha AH n CY, 3aecto ¢ TUNNYHK
dusMkanHa xapakTepucTuka Ha ABuUratenHarta peak-
uus, U naparnenHo U3KIMYBaHe Ha HEBPOMOTrMYHA UMK
CbOoBa NpUYMHa, NO3BOMMXa NOCTaBsiHE Ha AMarHo3a-
Ta. [NogobpsBaHeTO Ha pas3bupaHeTo Ha KnMHUuucTa
3a Te3n psSAKO CMOMEeHaBaHW CbCTOSIHUS B MEPCNEKTU-
Ba e nogobpu obLecTBEHOTO pa3bupaHe KbM cepu-
O3HOCTTa UM, LLe Hamanu cTurMmaTusaumsaTta Ha nawu-
eHTUTe U Wwe I'IO,D,O6pVI TepaneBTUYHNTE Bb3MOXHOCTW.

CLINICAL PERSPECTIVE

The state of generally accessible mental and
psychiatric care in Bulgaria is undoubtedly far from
world standards. In cardiology practice, somatization
is often encountered, and “anxious” patients with var-
ious complaints (chest pain, palpitations, shortness
of breath) without an organic cause are often seen.
Increasing the level of understanding in the commu-
nity as a whole of this type of problem will allow for a
reduction in the neglect of the real suffering experi-
enced by patients and will allow referral to specialized
help, instead of implied personal responsibility to the
patient and expected self-management. Stress reac-
tions, especially pathological ones, are increasingly
common in today’s society. Extreme variants of so-
matization, which include psychogenic pseudosynco-
pe and psychogenic nonepileptic seizure, are a clear
example of the impaired social and personal function-
ing these patients may suffer from. Correct diagnosis,
on the one hand, requires a precise understanding of
the problem by the doctor, but on the other hand, is
a step towards normalization, understanding and ac-
ceptance by society of such a type of little-discussed,
but socially significant problems. The correct diagno-
sis is also the patient’s only path to therapy, which in
this case is far from cardiological, but its initiation of-
ten depends on the explanation, support and direction
from the cardiologist.

CONCLUSION

The presented case demonstrates a relatively
little-known but probably underestimated as an ob-
jective frequency differential diagnosis of syncopal
events. The patient exactly fits the typical profile of
the condition — a young woman with frequent, trau-
matic symptoms, leading to impaired social and per-
sonal functioning, with numerous consultations and
examinations without a diagnosis reached for a rel-
atively long period of time. The typical clinical man-
ifestation — a provoked syncopal attack during a tilt
table test, without a corresponding reaction of blood
pressure and heart rate, accompanied by typical
physical characteristics of the motor response, and
the parallel exclusion of a neurological or vascular
cause, allowed the diagnosis to be made. Improving
the clinician’s understanding of these rarely men-
tioned conditions will in the future improve public un-
derstanding of their seriousness, reduce the stigma-
tization of patients and improve therapeutic options.
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. batipakmapoea, B. batiyesa, H. boHes u J1. XapanaHos

IMcuxoreHHMAT NcegBOCUMHKON € CbCTOsIHWE ChC ce-
PVO3HO BIUSIHNE BbPXY KAYECTBOTO Ha XUBOT Ha Nauu-
eHTa 1 3abaBsiHETO Ha AnarHosata Boau A0 BriollaBa-
He Ha nporHo3aTta. OcobeHO CbLLECTBEHO € 3HaHMWETO,
Yye ToBa e NCeBAOCUHKOM, HO He e nceBaobonecT. Bb-
npekn 4e npeunsHnTe OUONOrMYHN MeXaHU3Mun ganey
He ca HanbfHO U3SICHEHW, NPOrpechT Ha HEBPOM300-
pasnTENHNTE TEXHUKM HE OCTaBs CbMHEHWE B HapylLle-
HOTO MO3bYHO (PYHKLMOHMPAHE NPWU Te3N NaLUeHTu.
3naTeH cTaHOapT 3a NocTaBsiHe Ha AMarHo3aTta ocTaBa
TEeCTbT C HaKnoHeHa mMaca, onTumariHo B KoMGuHauus
c enekTpoeHuedanorpadcko MoHuTopupaHe. MNeuxma-
TpMYHaTa OLeHKa M Nnoakpena ca ocHoBoMonarailim 3a
0obpuTe oTAaneyvyeHn pesynTtaTtv Ha NauneHTuTe.

He e deknapupaH KOHGIUKM Ha uHmMepecu
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