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Pe3rome. Meta: po3rnsgHyTM MOSIEKYASIPHO-TEeHETUYHI MEXaHi3MK1 pO3BUTKY rinepTpodii miokapaa 'y
BiANOBIAb HA CUCTEMATUYHI Qi3NYHI HABAHTAKEHHSA Ta BCTAHOBUTU KJIKOYOBI PaKTOpPU, WO CMPUSIIOTh
pPO3BUTKY KpariHix dopm rineptpodii, BUSABUTK CNaaKoBi dakTopu, SKi CNpusioTh ii po3BuTky. Metoau:
aHarni3 HayKoBOi Ta HayKOBO-METOANYHOI NniTepatypu. Peaysibtaty. BCTaHOBNEHO, WO CXUIBbHICTb

[0 PO3BUTKY rinepTpodii Miokapaa nig BNAMBOM iHTEHCUBHUX PIBNYHNX HABAHTaXXEHb Ma€e CnaaKoBi
0Co6IMBOCTI, ki 3anexarb Bifg, noniMop@i3MiB reHiB Ta piBHS ix ekcnpecii. [1o nepeniky Takmx

reHiB HanexaTtb reHn BiNkiB—perynaTopis MeTabosniyHNX MepeXX, PeHiH-aHroTEH3UHOBOI CUCTEMN,
CTPYKTYPHUX BinkiB cepueBoro M’sa3a, GakTopis POCTy Ta reHn Hekoayounx PHK (Mikpo- Ta [oBrmx
Hekoaytounx PHK). BucHoBku. JocnigkeHHs noniMop@iaMiB reHiB OinkiB—perynatopiB MeTabonivHmx
MepEeX, PEHiIH-aHrOTEH3MHOBOT CUCTEMM, CTPYKTYPHUX BifnkiB cepLeBoro m’a3a, Hekoaytoumx PHK

Ta piBHS iX eKCnpecii y Bignoeigp Ha Gi3MyHI HABAHTaXXEHHSA OO3BONATE PO3KPUTU MOJIEKYIISIPHO-
reHeTUYHI MexaHi3Mu perynsii aganTtauinHoi BiANOBigi cepLeBo-CyaAMHHOI CUCTEMW Ta CNYryBaTUMYTb
OCHOBOIO CTBOPEHHS MEeTOAY HEIHBA3MBHOI OiarHOCTUKM CXUbHOCTI A0 PO3BUTKY NATONOrYHMX HOPM
rineptpodii miokapaa. Excripecia reHis Hekoayounx PHK € noTeHuinHnm iHpopmaLiitHimMm Mapkepom
nepeobiry aganTauiiHmx NpoueciB A0 Qi3NYHNX HaBaHTaXEHb.

Kno4yosi cnioBa: rineptpodia miokapaa, MonekynsapHo-reHeTn4Hi paktopm, noniMopadiaMu reHis,
MiPHK, ekcnpecis reHis, ®i3an4yHi HaBaHTaXXeHH.

Pe3tome. Llesib: paCCMOTPETb MONEKYIAPHO-TEHETUHECKME MEXAHN3MbI PA3BUTUSA rMNepTpodumn
MrokKapaa B OTBET HA GU3MYECKME HArpy3Kn U YCTAHOBUTb Kilo4eBble GakTopbl, CNOCOOCTBYOLLNE
pPasBUTUIO KpaHUX GopM rmnepTpodumn, onpenennTb HaCNeaACTBEHHbIE HaKTopbI,
cnocobCTByoLLME ee Pa3BUTUIO. MeToabl: aHann3 Hay4HOW 1 Hay4YHO-METOANYECKOW NUTepaTypsl.
Pe3ynbrarsl. YCTaHOBNEHO, HTO NPEAPacnOfIOXEHHOCTb K Pa3BUTUIO rMNepTpodrm Mruokapaa nog,
BIMSIHUEM UHTEHCUBHbIX GU3NYECKMX HArPy30K UMEET HacNeaCTBEHHbIE OCOBEHHOCTU, 3aBUCALLNE
OT MNONMOPPUI3MOB reHOB N YPOBHS UX aKcrnpeccumn. K nepeyHto Takux reHoOB OTHOCST MeHbI
0enKoB—perynaTopoB MeTabOINYECKNX CETEN, PEHMH-AHTMOTEH3UHOBOW CUCTEMBI, CTPYKTYPHbIX
0enKoB cepAeyHON MblLLbI, GAKTOPOB POCcTa U reHbl Hekoaupyowmx PHK (MUKpO- 1 OJIMHHBIX
Hekoampyowmx). BeiBoasl. iccneposaHnsa nonmmMopdr3aMoB reHoB 6eKOB—pPerysTopoB
MeTaboN4EeCKMX CETEN, PEHNH-AHTMOTEH3MHOBOW CUCTEMBI, CTPYKTYPHbIX OE/IKOB CEPAEYHON
MbILLILBI 1 YPOBHSI EKCMPECCUN STUX FTEHOB B OTBET Ha (GU3MNYECKME HArPY3KM MO3BOSIAT PACKPbITh
MOJIEKYNISAPHO-FEHETUYECKNE aCMeKTbl MEXaHM3Ma PErynsaunm aganTauMOHHOrO OTBeTa CepaeyHo-
COCYAMNCTOWN CUCTEMBI U NOCIY>XaT OCHOBOW AJ151 CO34aHNA MeTOAa HENHBA3WBHOW OMArHOCTUKMN
NpPeapacnoioXXeHHOCTU K pa3BUTUIO MaToNornyecknx Gopm rmnepTpodumn mmokapna. kcnpeccus
Hekoampyowmx PHK asnaeTca noteHumanbHeiM MHOOPMaLUVOHHLIM MapKepoM MpoTeKaHUA
a4anTauMoHbIX MPOLECCOB K GU3NYECKNM Harpy3Kam.

Kno4deBsbie cnoBa: runeptpoduns Mmokapaa, MONEKYSPHO-reHeTudeckme hakTopsl,
nonumopdumnamel reHoB, MMPHK, akcnpeccus reHoB, Gmnanyeckmne Harpysku.
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Abstract. Objective: to consider molecular-genetic mechanisms of myocardial hypertrophy devel-
opment as a result of systemic physical exercise and to determine the key factors contributing to
boundary forms of hypertrophy development and the hereditary factors contributing to its develop-
ment. Methods: analysis of scientific and scientific-methodical literature. Results. 1t has been estab-
lished that the propensity to develop myocardial hypertrophy under the influence of intense physi-
cal loads has hereditary features, which depend on the polymorphisms of the genes and their level
of expression. The list of such genes includes the genes of the protein regulators of the metabolic
networks, the renin-angiotensin system, the heart muscle structural proteins, the growth factors,
and the non-coding RNA genes (micro and long non-coding RNA). Conclusions. Study of the poly-
morphisms of the genes of protein regulators of metabolic networks, the renin-angiotensin system,
structural proteins of the heart muscle, non-coding RNA and their level of expression in response to
physical loads will reveal the molecular-genetic mechanisms of regulation of cardiovascular system
adaptation response and serve as the basis for the creation of the method of noninvasive diagnostics
of the liability to pathological forms of myocardial hypertrophy development. Expression of non-cod-

ing RNA genes is a potential information marker for adaptation processes to physical loads.
Keywords: myocardial hypertrophy, molecular-genetic factors, genes polymorphisms, mRNA,

genes expression, physical loads.

MocraHoBka npobnemu. AHanis ocCTaHHIxX
nyb6nikauin. lineptpocdis Miokapga € opHielo 3
HeBiZ'EMHUX (PEHOTUMIYHMX PUC aganTauii cepus Ao
M’A130BOI [isIbHOCTI, WO pasoM i3 Auiartauieto no-
POXHWH | BpafuKapiclo YTBOPIOE «Tpiady CrOPTHB-
Horo cepus». 3a pesy/bTaTamu AOC/IOXKEHb, TaKWUK
iHOMKaTop rinepTpodii, sk Maca Miokapaa (MM) niso-
ro LWYHOUKa, Y CMOPTCMEHIB Pi3HMX crneuianisauin Ha
20—40 % nepeBuLLYE HaNEXHi BESIMUMHM, a CTYMiHb
i nokanizauis rinepTpodii BUSHAYAETLCS IHTEHCHUBHIC-
TIO Ta XapakTepoM HaBaHTaxkeHb [2]. Perynauis macu
MioKapfa 3aneXuTb Bif B3aeMopgii (pi3MYHUX HaBaH-
TaXeHb i3 cepLeBUMU (haKTOopamMH POCTY M iHAMBI-
Oya/IbHUMKU  FeHETMYHUMK  ocobnusocTamu. [lonpu
Te Wo ocobNMBOCTI aHATOMIYHOro Ta eNeKTPUUHOro
pemMoaentoBaHHss GIM3bKi [0 NATONOrIUYHKX, «cepue
CMOPTCMEHa» XapaKTepU3yeETbCs HopMasibHUM abo
cybHOpMasbHUM PiBHEM (DYHKLiOHYBaHHS KapAioMio-
umTie [30]. [eski OOCNIOHWKU CTBEPOXKYIOTb, LLIO
60 % BapiabenbHocti MM nisoro wnyHouka o6ymos-
JIeHi reHeTUYHWMKU dhakTopamu [36]. DisionoriuHa
rineptpodpis y BignoBiab Ha hi3nyHi BNpaBu Bigpis-
HSIETbCA Bif, NATOJIOTIYHOI CTUMYIaMH, CTPYKTYPOIO Ta
MOJEKYNSIPHUM npodpaiiom [22].

| Xoua AKicHI Ta KifIbKiCHi NOKa3HWKKU BUpaXKeHOC-
Ti rinepTpodii Miokapaa fOCTaTHbO BUBYEHI Ta Kna-
cucpikoBaHi [2], npoTe Joci He BliyxaloTb AUCKYCIT
NPo MexaHi3aMu POpMyBaHHS rineptpodii Ta MoXx-
NUBICTb TpaHcdopMauii isionoriyHoi rineptpodii
y NaTo/IoriyHy nifg, BNJMBOM (Pi3UYHUX HaBaHTaXKeHb.
HesBaxkatoun Ha Te, WO (pi3MYHA aKTUBHICTb € Of-
HWUM i3 HaMBiNbll HafiHUX 3acobiB NPoiNakTUKK
PS4y CEpLEBO-CYAMHHWX 3axXBOPIOBaHb, a BUCOKHWM
piBeHb (Pi3UYHOI aKTUBHOCTI CTPOro acouifoBaHWM
3i 3HWXKEHHAM YacCTOTH BUMAAKIB LMX 3aXBOPIOBaHb,
HaAMipHi (Di3KUHI HABAHTAXKEHHS MOXYTb OYTH (haK-
TOPOM, WO MPOBOKYE iX pO3BUTOK. KpiMm Toro, y
CTYNiHb PW3MKY X PO3BUTKY 3LIMCHIOIOTb BHECOK
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reHeTUUHi (PaKTOpH, LLO MOSACHIOE FeTeporeHHICTb
ecpekTy BNAMBY (Di3MUHMX BNpaB Ha PU3MK CepLEBO-
CyOMHHKUX 3axBoptoBaHb [1, 36].

Hepigko y cnopTcMeHiB HiarHOCTYOTb PO3BU-
TOK TrineptpoddivHoi Kapgiomionatii (FTKMI), saka
BBA)KAETbCS OJHIED 3 HaWYacTilMX MNPUYUH pan-
TOBOI CMepTi CNOPTCMEHIB. 3a Cy4aCHWUMM YSIBJIEH-
Hamu, TKMI € nepeBakHO reHetnyHo obymoBIe-
HMM 3aXBOPIOBAHHSAM, MPUUMHOIO SIKOTO € TMOHafA
1400 onucaHux noniMopdpiaMie reHis, WO KOAYIOTb
BiNKK cepLeBoro capkomepa i IesKuMx HecapKkomep-
HMX Binkis. HaWbinbw nolimpeHo AYMKOK € no-
JIOYKEHHS MPO Te, WO Yy CNOPTCMEHIB CNoCTepiraioTb
TINbKW NEPBUHHY TinepTpodiuHy KapgiomionarTito,
noe’siaHy 3i cnagkoBuMu ocobnmeoctamu. Ha cbo-
rofHi 3a LONOMOrO0 LUMPOKOTEHOMHHUX AOC/IAXKEHb
BCTAHOBJ/IEHO PS4, NOJiMOPIi3MiB, acoLiMOBaHUX 3
BEJIMKOIO KiJIbKICTIO CepLeBO-CYyMHHUX | MeTabo-
niyHnx xsopob [12, 15], ane cTyniHb ycnagkysaH-
HSl peakLil cepueBO-CYAWHHOI CUCTEMU Ha TpuBa-
Ni Pi3nUYHi HaBaHTa)EHHA [0 LbOro 4acy Lie Mano
BMBYEHUH. Po3yMiHHA HMMOBIpHOCTI TpaHcdopmalii
izionoriyHoi rinepTpodii Miokapaa CNopTCMEHIB Y
NaTosoriyHy, WO LWKWPOKO AMUCKYTYETbCSA A0 LbOro
uacy, noTpebye [oAaTKOBUX LOC/iAXKEHD.

38’930k po6OTH 3 BaKIUBMMHM HayKOBHUMH
nporpaMmaMM ab6o NpPaKTUMHUMHU 3aBAAHHAMM.
PoboTta BWMKOHYETbCA 3rigHO 3 TEMOIO hyHAAMEH-
TasibHOro focnigykeHHst MiHicTepcTBa OCBITH | HayKK
«MonekynsipHo-reHeTHUHi  ocobnusocTi  apanTauii
CepLEBO-CYAUHHOI CUCTEMU [0 IHTEHCUBHUX i-
3WYHUX HaBaHTaxkeHb» Ha 2017—2019 pp. (Homep
aepxxpeectpauii 0117U002383).

MeTta pocnipkeHHAa — pO3rgHYTU MOJIEKY-
NIAPHO-TEHETUUHI MeXaHi3MW PO3BMUTKY rinepTpodii
MioKapga y BignoBigb Ha cUCTEMATHUUHI (Pi3UYHI Ha-
BAHTAXXEHHS Ta BCTAHOBWMTU KJIIOUOBI (haKTOpH, LLO
MigBULLYIOTb IMOBIPHICTb PO3BMTKY NATONOrIYHMUX



dopm rinepTpodii, BUABUTU CNaKoBi hakTopH, fKi
CNpUsIOTL 11 PO3BUTKY.

MeToau gocnigKeHHA: aHania HayKoBoi Ta Ha-
YKOBO-METOAHUYHOI NiTepaTypH.

Pesynbratu pocnipxeHHsa. OCHOBHUM Mexa-
Hi3MOM cbopMyBaHHA rinepTpocpii Miokapga BBa-
YKAETbCA PO3POCTAHHA CTPYKTYPU KapgpioMiouuTiB
i pPO3BWUTOK KaningapHoro pycna. Y Bignosigb Ha
(Pi3UYHI HaBaHTaXKEHHS Y KJIiTMHAX Miokapha akTu-
BYIOTbCS [Ba curHanbHi wnsaxu [22]. Beakaetbcs,
O aKTMBaLis CUrHa/bHOro LWASXY chakTopa poc-
1y HenperyniHy 1 (NRG1)-ErbB4-C /EBPB) € ogHum
i3 HAWBaXKNIUBILLIMX MOJIEKY/IIPHUX MEXaHi3MiB, LLO
0OyMOBNIOIOTD 3MiHW Yy KapgiomiouuTax npu i-
3WYHKUX HaBaHTaxkeHHsX [25]. MocuneHHs perynsauii
LbOro pakTopa NPU3BOAUTb O 3MEHLUEHHS eKcnpe-
cii TpaHckpunuiiHoro caktopa C/EBPB (CCAAT/
eHxaHcep-38’a3ylouni 6inok ) i nos’sasaHoro 3
HUM 30inblenHs ekcnpecii CITED4 (Cbp/p300-
interacting transactivator). 3MeHwWweHHs eKkcnpecii
C/EBPB cnpuuuHIOE nNiABULLEHHS perynsuii rexis
rineptpodii Gata4, Tbx5, Nkx2,5, 2-MHC, Tnl, TnT
[6]. IHWKMM BaXkNMBUM MexaHi3MOM, LLO iHAYKYETHCA
isvuHumK Bnpasamu, € (IGF)-1-PI3k-Akt curHanb-
HWM LWNSX, aKTUBALis AKOro BM/IMBAE HA PO3BMTOK
rineptpodpii miokapga [39]. Bnive Ha Oyab-sky 3
NaHOK LMUX CWrHa/IbHUX LWIAXIB MOXXe OOYMOBWTH
3MiHM B nepebiry aganTauiiHWx npouecis Miokapaa
y BignoBiab Ha (hi3nUHi BNpasH.

HewopasHo 6yno BCTaHOBNEHO, LLO HASBHICTb
NEeBHWX afiefliB y reHax, WO KOHTPOJIOIOTb CHUHTE3
GinkiB—perynatopie MeTaboniuHUX Mepex, MoxKe
OyTH HECnpHUATIMBUM (PaKTOPOM AJis CrnopTCMe-
HiB, Mif BMJIMBOM SIKOFO aKTMBI3YETbCS Npouec na-
TOJIOFIYHOrO CTPEC-iHAYKOBAHOIrO PEMOJE/OBaHHS
Miokapga y crnoptcMmeHis. [lepenik nonimopdismis
reHie, WO MOXYTb ByTH Mapkepamu nepebiry agan-
TaUiMHUX NPOLECIB, | HECnpUSATAUBUX anenis LWo-
PiYHO 3poCTaE y reoMeTpuuHin nporpecii. [lo Hux
Ha CbOrOAHI HaneXaTb reHW peHiH-aHrioTEH3UHOBOI
CUCTEMM, reHn CTPYKTYPHUX Binkis cepuesoro m’sasa
Ta reHu cbakTopiB poCTy.

PeHiH-aHrioTeH3WHOBa cucTeMa Bifirpae Katodo-
BY POJib Y PO3BUTKY rinepTpodii Miokapha, OCKifb-
KW € OLHI€EIO 3 CUCTEM, LLLO aKTUBYETLCS NifJ BMJIMBOM
hi3nuHKX BrpaB. Bucoki piBHi peHiHy nia3mu Kposi,
aHrioteHsuHy | Ta Il 6yno sussneHo nicns i3MuHMX
BNpae, CNpsIMOBaHWX Ha PO3BMTOK BUTPUBAJIOCTI,
asie piBeHb aHriOTEH3WHMNEePETBOPIOOUOro (hepPMEH-
Ta (ACE) y KpOBi 300pOBUX /tofer He 3MiHWBCS.
Byno BctaHoBMEeHO acouialiio NOAIMOPGI3MIB FeHiB
ACE (I/D) Ta aHrioteHauHoreHy (235 met/tre) 3
Macolo /iBOro LWayHOUYKa cepus y cnopTcmeHis [14].

BcrtaHoBneHo, wo D/D-reHotun ta D-anenb €
MapKepaMu PO3BUTKY Pi3HUX POpM KappiomionaTii
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(iwemiuHoi Ta gunatauivHoi) [3]. Y mocnimykeHHi
6yno oTpuMmaHo BiporigHy kopensuito l-anens rena
ACE 3 KiHUEBO-AiaCTONIUYHUM [LiaMETPOM MOPOXK-
HUHW NIBOrO LWNYHOYUKA, WO MigTBEPAXKYE AaHi Npo
MO>/IUBUM BMJIMB [AHOIO reHa Ha MpoLecH pemo-
[eNloBaHHS MioKappaa, Yy TOMY YMCi Y CNOPTCMEHIB
[5].

BaxknMBuM hakTOpoM y PO3BWUTKY rinepTpodii
cepus nNpu apganTtauii 4O CHJIOBUX HaBaHTaXKeHb €
mTOR (aurn. mammalian target of rapamycin).
Lier depmeHT HanexxuTb [O POILUHU CEPUH/Tpeo-
HiH-CeuMdiyHMX MPOTEIHKIHA3 i Bigirpae BaXkIuBy
ponb y nepepadi NO3aKAiTUHHWX CUrHaniB 4epes
pochopunioBaHHA YUCEHHUX CybCTpaTiB y Pi3HUX
MeTabosiuHMX peakuisx opraHiamy noauHu. mTOR
perynoe MetaboniamMm y M’A30BiM TKaHWHI LLINAXOM
docopunioBaHHs pi3HUX hepMeHTiB BinKoBoro
0OMiHy, a TakoX haKTOpiB TpaHCKpWNuii i TpaHc-
nauii. Ekcnpecia mTOR BinbysaeTbcs y BiAnosigb
Ha 3MiHy MeTabosiuHMX NoTped M’A30BOI KNITUHM
i NPU3BOAMTL O NOCUNEeHHs MeTaboniamy 6inkis.
Binok ekcnpecyeTtbcsi y Garatbox TKaHWHax i bepe
aKTMBHY yyacTb y perynsuii MetabosiiyHux peakuin
Yy CKeNneTHWX M’a3ax, NoB’si3aHWMX 3 iXHbOW Trinep-
Tpodpieto i atpodpieto. [locnifrkeHHs ocTaHHiIX pPokiB
cBiguatb npo saxxauey ponb mTOR y perynsuii BHy-
TPILWHbOKNITUHHOrO MeTaboniamy, Hacamnepes Ha
eTanax iHiuiauii i TpaHcnauil cuHTe3y M’a30BUX Bin-
Kie [4]. 3aBaskK WMpoOKiK cybcTpaTHiM cneuudiy-
HOCTI pepMeHT Bepe ydyacTb y HaraTboxX KAITUHHUX
npouecax, SiKi BKJOYAlOTb PEryntoBaHHS PO3MipiB
KnitnHu, MPHK-TpaHcnsuio, 6ioreHes miToxoHapin
i puboCOM, CWHTE3 ninifiB, TPaHCMOPT PEYOBMH
BCEpPEAMUHI KNiTUHW W ayTodparito [17, 19]. IcHytoTb
6inkosi komnnekcu mTORC1 i mTORC2, ski Bigpis-
HAIOTbCA UYT/IMBICTIO O iHriBITOpHOro edekty pa-
namiuuHy. Perynsauia aktueHocti mTOR y ckeneTHux
M'A3ax BiAOYBAETbCSA 3 yuyacTIO CHUIHaNbHUX LUASAXIB
incynin /IGF1, RAS /PI3K, gpepmentis AMPK, ERK,
PA10, PLD, docgatugHoi kucnotu (PA), cymiuwi
aMiHOKMC/IOT i MmepLl 3a BCe JIEMUMHY, MEXaHiYHOro
pPO3TAryBaHHA M’A3iB i CMMIOBUX (Pi3UUHMX HaBaH-
TaXkeHb. Bcix X MOXHa po3rnspatv ik NoTeHUiMHI
perynatopu, 3aatHi aktueysati mTORC1 i nocunio-
BaTW KaTaNiTUYHY aKTUBHICTb (PEPMEHTY, O NpH-
3BOAMTb 4O NMOCHUIEHHA CUHTE3Y BifiKiB Yy CKeNeTHUX
m’s3ax.

Y npucyTHOCTi aMiHOKMCNOT dhakTopu poc-
Ty | CHJIOBi (hi3WUHi BMpaBM MOXYTb AKTWBYBATH
mTORC1 i ecbekTHBHILE 36inblUIyBaTH CUHTES BiNkKiB
m’asis [7, 32]. Cunosi i3nuHi BNpasu NigBuLLYIOTb
aKTUBHICTb BE3UKYNSPHOrO TpaHcnopTHoro 6iska
Vps34 (docchatuauniHoauton-3-kiHasa) [26]. Lle
Moxke noninwutk nepemieHHs mTORC1 y nizoco-
MU | CNPUATH MPOJIOHIOBaHIM aKTWMBaLil PEPMEHTY
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Mg, Yac BUKOHAHHSA HACTYNHUX pi3WuHUX Bnpas. [Npu
nepegadi curHany amiHokucnot yepe3 RagGTP-asHi
6inkn 1o mTORC1 BUKOPUCTOBYETbCA MONEKYNAp-
HUM MexaHiaM, B skomy came GTP-38’asytouni
LeHTp Rag-reteponnmepa 3MiHIOETbCS B NPUCYTHOC-
Ti amiHokucnot [18, 31]. OgHak goci He 3’acoBaHo,
AK 3MiHW B MexaHiYHOMY HaBaHTa)KeHHi m’a3a nig,
Yyac BMKOHAHHS CHUJIOBMX BMPaB MOXYTb reHepyBaTH
curHan, wo nepegaetbca Ha mMTORC1. Komnnekc
mTORC1 iHTerpye curHanu Bif, eHepreTMyHoro cra-
HYy M’A30BMX KJITUH i TaKUX CTUMYJiB: POCTOBMX i
XapyoBUX paKTopiB, (PiI3UYHUX BMpPaB i MITOXOH-
IApia/ibHUX (paKTopiB, LLO AO3BOJISIE KOHTPOJIIOBATH
06MiH 6inkis i, omxe, pict KniTMH [7]. AHaboniam
M’A30BUX BinKiB BifAOYBaETbCA, KOMM LWBUAKICTb CHUH-
Te3dy OifKiB Binblua, HiXK WBUAKICTb PO3LLEN/IEHHS,
BHaCNiJJOK 4Oro 3 4acom 36inblyeTbca KiNbKICTb
6inkis y m’szax. [inepTpodpis M'A3iB € NOBiSbHUM
NPOLECOM, OCKiJIbKM CUHTe3 BifKiB NOBUHEH nepe-
BMLLYBaTH po3nag 6iskiB npoTarom Tpusanoro nepi-
oay (Big TMKHiB mo Mmicsauis). CuctematuuHi cUOBI
TPEHYBaHHS CMNPUUYMHIOITb ajanTalito, WO MNpPHUBO-
OUTb [0 rinepTpodpii M’A3iB B pe3ynbTati iHTerpauii
BIANOBIAI reHis, AKi perynoloTb MeTaboniuHi npoue-
cH, Wo 36inbwyoTb po3Mip M’s3oeux Kaitud [10].
Hanpuknan, opHe cuioBe TpeHyBaHHS BUKJIMKAE
WBKAKY (Yepe3 2 ron) akTUBaLilO OEKiIbKOX reHis,
wo GepyTb yyacTb y rineptpodii M’a3is, 3 NIKOM iH-
AyKuil ons 6inblwocTi redis y nepion, 4—6 rop, nicns
TpeHyBaHHaA [37].

B ekcnepuMeHTi Ha TBapHWHax NokasaHo, Lo AOB-
roTpuMBani BnNpaBu MOMIPHOI IHTEHCUBHOCTI aepob-
HOro XapaKkTepy NpU3BeU LO PO3BUTKY rineptpodii
MioKapfa LWAXOM 3HayHOI aKTWBaLii CUrHaNbHOro
wnsaxy Akt/mTOR/p70%<[21].

Binok mTOR kopyetbcs reHom FRAPT (FKBP12-
Rapamycin Complex-Associated Protein), sakui no-
KanizoBaHui y xpomocomi 1 (1p36.2). len FRAPT
mictutb 8189 nonimopdiamiB, 3 AKUX gocnigke-
HO (PYHKLiOHa/IbHE 3HAYeHHS TiNIbKK [EeKiNbKOX.
Bcravosneno, wo ocobu 3 T/T-reHotunom T/C
nonimopcpiamy reHa FRAPT (rs11121704) xapak-
TEPU3YIOTbCA BULLUM PIBHEM €KCnpecii faHoro re-
Ha. T/C nonimopdpiam reHa FRAPT (rs11121704)
NOB’A3aHUKA 3 PO3BWUTKOM OHKOJIOTYHWX 3axBOpPIO-
BaHb, 30kpema T /T-reHoTun acouifoBaHWi 3i 3poc-
TaHHAM PHU3WUKY PO3BWUTKY OHKOJIOTIYHWX 3aXBOPIHO-
BaHb [33].

T/G nonimopdcpiam reHa FRAPT (rs2295080)
3HaxXoOAMUTbCS Y NPOMOTOPHOMY PErioHi reHa i npus-
BOAWTb O 3MiH piBHS MRNA Ta 3HWXKEHHS niouu-
hepasHoi akTuBHocTi [7]. Paniwe Hamu 6yno BcTa-
HoeneHo, wo G-anenb T/G nonimopchiamy reHa
FRAP1T acouiioBaH1Ii 3i CXUbHICTIO 0O BUKOHaHHSA
BNpaB cuioBoro xapaktepy [9].
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LLle oaMH (hakTop, O BMJMBAE Ha PO3BMTOK
rineptpodii — dponictaTMHONOAIOHUN rNiKONPOTEIH
1 (Fstl1) — cekpeTyeTbca y cepui gopocaux ocib i
bGepe yuyacTb B YLWIKOMKEHHSX CEpUs, WO MNPU3BO-
OSTb [0 rinepTpodpii Ta cepueBoi HegocTaTHOCTI. Y
MULIEW 3 HoKayToM reHa Fstl1 cnocrtepiranu mio-
KapgiasbHy rinepTpodito i 3MeHLUEHHS1 NPOLYKTHB-
HOCTI wWyHoukiB cepuda [34], Toai AK NigBULLEHHS
eKcrnpecii Lboro reHa npuMsBOguMIO SO NpodpinakTu-
K1 rineptpodii Miokapza.

KniouoBumM chakTopom perynsuii m’s3o0Boro pos-
BUTKY, romeocrtady Ta MeTaboniamy € Hekomytoui
PHK (BkntouHo Mikpo- Ta goeri Hekopytodi PHK).
Xoua ix 6ionoriyHy posib noyasu BUBUYATH He TaK
[aBHO, BaXX/IMBICTb IX ydacTi y LUMPOKOMY fiana3oHi
GionoriuHnx npouecis Bxxe € 6escymHisHolo. OTxe,
KpiM NoniMopi3aMie BaXKIUBY pOJib B agantalinHUX
peakuiax [0 ¢i3MYHMX HaBaHTaXXeHb BifirpatoTb
mMiPHK, piBeHb ekcnpecii reHis skux moxxe OyTw
MapKepoM K aepobHUX MOXK/MBOCTEW OpraHiamy,
TaK i CTaHy cepueBO-CygMHHOI cuctemu [29, 27].
MikpoPHK (miRNAs, miRs) — ue BucokokoHcepBa-
TuBHiI, Hekoaytoui PHK, aki iHribytoTb ekcnpecito re-
HiB-MilleHeW LWNAXOM 3B’A3yBaHHS 3 3’HeTpaHC/bo-
BaHuM perioHom (3’UTR) matpuunux PHK (mRNA)
i MPWrHiYYIOTb X TPaHCAALIIO YW MPUCKOPIOOTb
nerpapauito. MiPHK peryniolots possutok cepus,
rineptpodpito i adrioreHes [20]. miPHK-1, -133a,
-133b pobpe pocnigkeHi y Miokapai Ta xapaktepu-
3ylOTbCA 3MEHLUEHOK EKCMNPECieto npu rinepTpodii
Ta PI3UYHKUX HaBAHTAXKEHHSIX, CNPSMOBAHUX Ha PO3-
BUTOK BuTpuBanocti [7]. PiseHb MiPHK-124 3meH-
LUYETHCS NPU HaBaHTAXKEHHSX CUJIOBOFO XapaKTepy,
WO NPW3BOAMTbL A0 36i/blUEHHA PO3Mipy MiouM-
TiB fniBoro wnyHouka cepus [28]. ®isnuHi Bnpasu
CrpUUMHIOOT NigBulLeHy perynauito MiPHK-29a,
O BM/MBAE Ha 3MeHLIEeHHs piBHSA konareny | ta lll
TMNIB Yy NniBoMy wWyHouky cepus [35]. miPHK-222
€ BM3HaAHWM Me[fiaToOpOM POCTY KapAioMiOUMTIB mig,
BM/IMBOM (Pi3UYHMX HaBaHTaXKeHb, WO 0BYMOBNEHO
i1 yyacTio y 3axMCTi Biji 3BOPOTHbOIO peMoLetoBaH-
HA Ta cepuesoi aucdyHkuii [23].

HewopnasHo 6yno sctaHosneHo Hosuk knac PHK,
nos’a3aHux 3 Garatbma 6i0NOriYHUMK Npouecamu y
BiQMNoBiAb Ha pi3UUHE HaBaHTaXKEHHS, AKi MOXYTb fi-
ATWU Ha Pi3HUX CXOOMHKAxX reHHOI eKcnpecii, — fOBri
Hekoaytodi PHK (IncRNA). BuasHaueHo, Wo y pos-
BUTKY rinepTpodii Miokapaa bepe yuacTb Taka gosra
Hekoaytoua PHK, sk dhakTtop cepuesoi rineptpodii
(cardiac hypertrophy related factor, CHRF) [38].
Lesaki aBTopu NpoOeMOHCTPYBa/IM Yy LOC/IAAX Bak-
nuBy posib IncRNA 'y HopmanbHOMY PO3BUTKY cepus
Ta B pa3i BUHUKHEHHS cepLeBUX 3axBoptoBaHb [11].

Hepigko y cnopTcMeHiB AiarHOCTYOTb PO3BHUTOK
rinepTpodpiyHoi Kapghiomionarii, sika BBaXKaeTbCs



OJHIE0 3 HaWyacTilMX MNPUUYUH PanToOBOI CMepTi
CMOPTCMEHIB (3a AaHWUMHK PI3HUX aBTOPIB CTAHOBWUTb
Big 13,5 go 36 % 3arasbHOI KiZIbKOCTI BUNAaAKiB
[24]). 3a cyvacHumu yseneHnHsimu, TKMIT — nepe-
BaKHO reHETUYHO OOYMOB/IEHE 3aXBOPIOBAHHS,
npuumHoto akoro € noHag 1400 onucaHux nonimop-
i3miB reHis, WO KoaywTb BINKW cepueBoro cap-
KoMmepa i Jeskux HecapkoMepHux 6inkis [13, 16].
Haib6inblw nowmMpeHoo AyMKOKO € MOJSIOXKEHHA Npo
Te, WO Yy CMOPTCMEHIB CMOCTEPIraeTbCsa TiSIbKU Nep-
BUHHA rinepTpodiyHa KapgiomionaTis, noe’s3aHa 3i
CNafIkoBUMU 0COoBNMBOCTAMU. Ane psaf AOCNIAHUKIB
CTBEPIXKYIOTb, WO Pi3UUHI HaBaHTaXXEHHS MOXKYTb
BigirpaBatu posb y po3sutky [KMII. Ha ix aymky, B
OCHOBI PO3BMUTKY Kappgiomionarii BHacnigok ¢isuu-
HOrO NepeHanpy>KeHHs JieXKaTb NOPYLUEHHS CUHTE3Y
AT®D y knituHax | dyHKUiW MembpaH KapgaioMio-
LMTIB, KNITUHHWUHK auMpo3 i HagMipHa nepokcupaauis
[1].

lnepTpodhiuHa Kapmiomionatis 3pebinbworo
nos’s3aHa 3 noJiiMopgiaMaMu reHiB, WO KOAYOTb
capKOMepHi BifikK, 30KpeMa reHW BaXKKOro JaHLo-
ra MiosuHy B Ta Mio3uH3B’aA3ytouoro npoteiHy C,
wo obymosnooth 80 % BUNaakis 3axBoproBaHHS.
OunatauiHa rineptpodpis, KpiM noniMmopdiamis
capkomepHux b6inkis, nos’azaHa 3 nonimopdisama-
MM reHiB LIMTOCKENETHUX Ta AfepHUX BiNKiB, reHamu
TpaHcKpunuinHux dakTopis [4]. Lo reHis, uui no-
niMopdpiaMu acouioBaHi 3 PO3BUTKOM MEPBUHHOI
FKMI, Hanexatb reHu 6inkiB TOBCTUX MiodinameH-
TiB (BaxkKkoro naHutora MiosuHy B (MYH7-B), sax-
KOro naHutora miosuHy a (MYH6-a), perynstopHoro
nerkoro nadutora miosuHy (MYL2), ocHoBHoro ner-
Koro nautora miosuHy (MYL3)); reHn TOHKUX Mio-
hinamenTie (cepuesoro aktuHy (ACTT), Tponomio-
3uHy (TPM1-a), cepueBoro tponoHiHy T (TNNT2),
cepueBoro TponoHiHy | (TNN13), cepueBoro Ttpo-
noHiHy C (TNNC1)); renu, wo xkoaytoTb 3GUpasibHi
6inku (cepueBoro Mio3uH3B’s3ytouoro npoteiHy C
(MYBPC3), Titiny (TTN)); renu, wo koaytoTtb 6inku
Z-ninii (tenetoHiny (TCAP), m’a3oeoro LIM nportei-
Hy (GRP3)); rex BiHKyfiHY Ta MeTaBiHKYiHY.

Maiske nonoeuHa sunagkis TKMIM (45 %) oby-
MoBJieHi nonimopcpiamamu y redi MYH7-3. Lleh ren
i TOMOMOriYHWKA HOMy reH muwen Myh6 kopytoTb

Nitepatypa

1. Besyana B. B. Kapaiomionartis BHacnifok ¢isnyHoro nepesaHTa-
XeHHs / B. B. bedyrna // ypH. kniHiy. Ta eKcnepuMeHT. Mef. AoCTimLKeHb. —
2016.-T. 4, Ne 2. - C. 226-236.

2. benouepkosckuli 3. b. CeppeyHas LesTENbHOCTb M (DYHKLMO-
HanbHasi NOArOTOBMNEHHOCTb Y CMOPTCMEHOB (HOPMa W aTUMMYHbIE U3MEHEHMUS
B HOPMasbHbIX U M3MEHEHHbIX YCMOBMSX aganTauum K hmsnyeckum Harpys-
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JOMIHAHTHY i30pOpPMYy Ba)KOro naHutora Miosu-
HY B y cepui gopocnux ocobuH. Mytauis R403Q
(Arg“® — GIn) np13BoaUTb 0O OCOBIMBO BAXKKMX
(hOpPM 3axBOPIOBAHHSA, LLO XapaKTEPUIYETbCA MPO-
rpecyBaHHsIM MioKappAianbHOi AUCYHKLiT 3 BUCO-
KOO 4acTOTOl panToBoi cMmepTi. IHribiuis uboro re-
Ha 3a pgonomoroto PHK-iHTepdepeHLUii npu3BoauTh
0O 3MEeHLLEHHA CUHTe3y uboro binka Ha 25 %. Y
TBAPHWH i3 3ariylWeHUM reHOM He PO3BMBAOTbCSA Hi
rinepTpodis, Hi MiokapaianbHui ibpos [16].

BucHoBkU. CxunbHiCTb [0 PO3BUTKY rinepTpo-
pii MiokapZa nif BMJIMBOM iHTEHCMBHUX (Pi3UUHUX
HaBaHTaXXeHb € FEHETHMUYHO LEeTepMiHOBaHOO Ta 3a-
JIEXXUTb Bif NONIMOPI3MIB HU3KK FEHIB Ta PIBHA iX
ekcnpecii. [lo nepeniky Takux reHis HanexkaTb reHu
GinkiB—perynatopie MeTaboniuHUX Mepex, PeHiH-
aHrOTEH3WHOBOI CUCTEMM, CTPYKTYPHMX Binkie cep-
LLeBOro mM’s3a, haKTopiB POCTY Ta reHW HEKOZYIOUMX
PHK (ak wmikpo-, Tak i moerux PHK). HocnigrkeHHs
noniMopcpiaMiB UMX reHiB Ta piBHSA eKcnpecii ix y
BiANOBiAb Ha (Pi3WYHIi HaBaHTaYKeHHS [O03BOJIATb
PO3KPUTH HOBI acneKkTW MexaHi3my perynsuii agan-
TalivHOI BiZNOBIAI CEpPLEBO-CYAMHHOI CUCTEMM Ha
(pi3nUHi HaBaHTa)keHHs. Ekcnpecis reHis Hekopyto-
umx PHK € noteHUiHUM iHpopMaLiiHUM MapKkepoMm
nepebiry agantauiliHUX NPoOLECiB A0 (i3UUHUX Ha-
BaHTaXXeHb.

MepcnekTuBu nopanblwiux gocaigxeHn. Noc-
NiJ>KeHHA NoniMopdi3MiB reHis, SKi MOXyTb Br/UBa-
TW Ha iX aKTUBHICTb, LO3BOJIUTb PO3MNi3HaBaTH BUCO-
Ky CXWMJ/IbHICTb [O PO3BMUTKY rinepTpodii Miokapaa,
MPOBOAWTU PaHHIO HEiHBa3WBHY [HiarHOCTMKY narto-
JIOTIYHKMX | MepennaTosiIoriYHUX CTaHiB Miokapgaa.
Ockinbku B ocib 3 rineptpodieto Miokapaa paHilwe
cnocTepiranucsa 3miHu piBHs MikpoPHK, ski Bono-
LiloTb 3[aTHICTIO KOHTPOJIOBATU aKTUBHICTb Mepe-
i reHis, MM BBaXKAEMO, LLO 3acTOCyBaHHsA 3acobis
3MiHW aKTUBHOCTI reHiB nesHux MikpoPHK wnsaxom
BUKOPUCTaHHSA [LO3BOJIEHUX (PAPMaKOOTiUHKUX npe-
napartiB i HYTPIEHTIB AacTb 3MOry 3MiHWTW npouec
rinepTpodii MiokapAa Ta 3MeHLMWTU CTYNiHb rinep-
Tpodhii, 3anobirt po3BWTKY natosiorii Miokapaa,
CnpusaTUME PO3BWUTKY Tepanii 6araTbox 3axBopto-
BaHb CEPLEBO-CYIWHHOI CUCTEMM, 30KPEMA TaKMX,
AK rinepTpocpiuHa Kapgiomionartis.
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