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Cunzapom bpyrana (CBb) — reHerduyeckd I€TEPMUHHUPOBAHHAS IATOJIOTHS, XapaKTEPHU3YIOLIAsCS
cnenupuyecknmu DK -M3MEHEHUSIMHI U PUCKOM BHE3AIHOI CepACYHON CMEPTH, 00YCIOBICHHBIMU
muchyHKIMEH HATPUEBBIX KAaHAJIOB W CHIDKeHHWeM HarpueBoro Toka (INa). Hapymenus monnoro
TPaHCIIOPTa B COYETAHWU CO CTPYKTYPHBIMH H3MEHEHUsMH Muokapaa (¢pubpos, kupoas
UHQUIBTPAIUs, BOCIAJICHHUE) MOTCHIUPYIOT Te€TEePOTeHHOCTh PETONApU3alii U (HOPMHPOBAHUE
¢a3bl 2 re-entry, KJII0YEBOro MexaHu3ma aputmorenesa npu Cb.

Mertoabl ucciegoBanus. O63op nmurepatypsl (PubMed, Scopus, Web of Science, MDPI) oxBaTsiBan
UCCIIEIOBaHMSI  MOCHEIHUX S5  JIeT, aHalu3UpYyIOLIUMe CBS3b  JAHHBIX  MHOKapaa U
anekTpodusnonorundeckux rnapamerpon mpu Chb. Taxxke ucnonb3oBanuck qanusie DKI -kapTorpamm,
noslyueHHble B ycioBusix crauroHapa OKKJ[ u B pamkax oxa3zaHus aoBpaueOHoW nmomomm ['Y3
“COCCMIT” r. Caparos.

PesyabTathl. [Ipu Cb ¢ubpo3, xupoBas MHPUIBTpALMs W BOCHAJEHUE, OCOOEHHO B 00JacTH
BBIXOJTHOTO TPaKTa IPABOTO JKEIYJ0YKA, MPHUBOIAT K HAPYIICHWIO MEXKJICTOYHOW ajire3ud W
CHIDKEHHMIO HaTtpueBoro Toka (INa), moTeHIupys TeTepOreHHOCTh DPEMOJISIpU3aluu U CO3/1aBas
ycinoBus Ans Qasel 2 re-entry — KIIIOYEBOTO MEXaHHW3Ma apuTMoreHesa. Busyanmzauus
¢ubpoza/Bocnanenus (LGE na MPT) u BbIsBiACHHE 30H 3aMEAJIEHHOTO TMPOBEICHUS TPU
AIIEKTPO(U3NOIOTHIECKOM KaPTHPOBAHUH OTPAXKAIOT apUTMOTEHHBIN CyOCTpaT.

BbiBoabl. CTPpYyKTYpHBIE H3MEHEHUSI MUOKap/ia SBIISIOTCS KITFOUEBBIM (PaKTOPOM apUTMOTE€HE3a U
cuapome bpyrana, oOycnaBnuBasi MOBBIIMIEHHBIH PHCK KM3HEYTPOXKAIOIIUX JKEITYA0UYKOBBIX
aputMuil. JlanpHeiiee n3y4eHne MEXaHU3MOB MTO3BOJIUT ONTHMHU3UPOBATh CTPATU(UKAIIUIO PUCKA,

HpO(i)I/IJ'IaKTI/IKy 1 JICYCHHUE, BKITIOYas TapreTHyrO a6naumo APUTMOT'CHHBIX 30H.
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Brugada syndrome (BS) is a genetically determined pathology characterized by specific ECG changes
and risk of sudden cardiac death due to sodium channel dysfunction and reduced sodium current
(INa). lon transport disorders combined with myocardial structural changes (fibrosis, fatty
infiltration, inflammation) potentiate heterogeneity of repolarization and formation of phase 2 re-
entry, a key mechanism of arrhythmogenesis in SB.

Study Methods. A literature review (PubMed, Scopus, Web of Science, MDPI) included studies
from the last 5 years that analyzed the relationship between myocardial data and electrophysiological
parameters in SB. ECG mapping data obtained in the inpatient setting of the OCCD and in the
framework of prehospital care of the State Institution of Health Care Services "SOSSMP" of Saratov
city were also used.

Results. In SB, fibrosis, fatty infiltration, and inflammation, especially in the VTPJ, lead to impaired
intercellular adhesion and reduced sodium current (INa), potentiating repolarization heterogeneity
and setting the stage for phase 2 re-entry, a key mechanism of arrhythmogenesis. Visualization of
fibrosis/inflammation (LGE on MRI) and detection of delayed conduction zones on
electrophysiological mapping reflect the arrhythmogenic substrate and can be used for risk
stratification and targeted ablation.

Conclusions. Myocardial structural changes (fibrosis, adipose infiltration, inflammation, decreased
expression of desmosomal proteins) are the key factor of arrhythmogenesis in Brugada syndrome,
causing an increased risk of life-threatening ventricular arrhythmias. Further study of the mechanisms
will optimize risk stratification, prevention, and treatment, including targeted ablation of

arrhythmogenic zones.



