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MPT B oLieHKE ITporpeccupoOBaHUS
LepeOpaIbHON MUKPOAHTUOIATUM

E.B. I'nenosckas, JI.A. Toopeinnna, M.B. Kporenkosa, A.H. Cepreesa
QIBHY «Hayunoii uenmp Hegposoeuu», Mockea, Poccus

Llepebpanvhas mukpoareuonamus (LIMA) (cerebral Small Vessel Disease, cSVD) npusrana eedyuieii npu4uroii cocyoucmbix KoeHUMUGHbIX HAPYUeHUll U OeMeH-
Yt KpOBOU3AUSHUIL U AAKYHAPHBIX UHCYAbINOG, HAUOOAee PACHPOCIPAHEHHOI (HopMOil ACUMNIMOMHOZ0 COCYOUCO20 ROPAICEHUS 201068H020 M032d. Ee ocHogHbIMU
(hopmamu S6AIOMCA CEA3AHHBIL ¢ B03PACIOM U APMEPUATbHOL 2UnepmeH3uell apmepuoaocKaepos U yepepasbias amuioudras aweuonamus. Jas 604buioeo
wucaa LIIMA (cSVD) kak npusunbl, max u Mexanuzmbl pazeumus u npoepeccuposaniis Heussechtbl. SHaUMebHble CAOICHOCIU 6 U3VHeHUU namonoeuu 00yci06-
N1eHbl MeXHUMECKUMU 02PAHUMEHUSMU 8 NPUNCU3HEHHOU oyeHKe cocydos dannoeo Kaaubpa. Ymoynenue MPT skeusanenmos mopghosoeuneckux nposeaenuii [[MA
(cSVD) u ucnoav3osanue ux 6 kavecmee Cyppoeamuoz0 Mapkepa nogpexcoeHus Meakux cocydog no3goaun0 YCmaHo8Umb 3aKOHOMEPHOCIU NPO2PeccUposanUs
30001e8aHUS U UX C653b C KAUHUMECKUMU RPOsABAeHUIMU. B nacmosiuem 0030pe npuso0smes pesyavmanmbl uccaedo8anuti, NOKA3AGUUX KAUHUMECKYI0 SHAYUMOCHTb
U ponb 6 ouenKe npoepeccuposanus aabonesanus, eedyuux MPT npusnaxos [IMA (cSVD) — eunepunmencusrocmu beaoeo eeuecmea (TMBB) (panee npume-
HABWUIICA MepMUH — Aeiikoapeo3), AAKYH, PACUUPEHHbIX NePUBACKYASPHBIX npocmpancme u Mukpokposousausnuil. puswanue MPT npusnaxos 6 kavecmee
duacrocmuueckux 0as LIMA (cSVD) bbi10 3akpennero mexcoyrapoorsimu sxcnepmanmu 6 eude kpumepues STRIVE (STandards for Reporting Vascular changes
on nEuroimaging). Hecmomps Ha 0epomHyro 8asicHocmy 0aHHOI canOapmu3ayuy 6 yayuuieHuy npedcmasaenuii 0 SHAHUMOCY Pa3AuMHbIX (axKmopos é ee paseu-
MU U NOHUMAHUY 2eMEPO2eHHOCU ee (POPM, OUHHAS KAMe20PU3AUUS KPUSHAKO8 He MOJCem 00ecnedumb RPOSHO3UPOBAHIE MeveHUs 3a001e6aHus Y KOHKPEnHO20
0041bH020, KAK U OUeHUBAMb IPPeKmUHOCHD AeueHUs 8 KopomKo- U cperecpouHoil nepcnexmuge. OOHUM U3 H00X0008 K peliieHtto npodaeMbl CIAn0 UCnoab306d-
Hule Qugghy3uoHHbIX MemoOUK 8 OyeHKe MUKPOCPYKMYPHO20 NOPAJNICEHUS BU3YANLHO HEUSMEHEHHO20 6eUecmaa 201061020 Mo3ed. Tloay1ennas ycmoiimusas cs3b
8 BbIPAIICEHHOCY MUKPOCIPYKIYPHBIX U KAUHUHECKUX HapyuieHuti 000cHo8biaem yenecoobpastocmy myasmumodansivix MPT uccaedosanutl, Hanpasaentbix Ha
OUEHKY NAMOGU3U0A0UHECKUX MEXAHUIMOB HPOPECCUPOBAHIS 3a001e8AHUS, HAYUHAS C IMANA CYOKAUHUYECKO20 NOPANCEHUS 20108HO20 MO32d.

KmoueBsie cioBa: uepedpanvhas Mukpoanzuonamus, 004e3Hb MAAbIX COCY008, 2UNEPUHMEHCUBHOCMb 0e1020 6eujecmed, AAKYHApHble
UHGDapKMbl, MUKPOKPOBOU3AUSHUS, NEPUBACKYAAPHbIE NPOCMPAHCME.
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MRI in the assessment of cerebral small vessel disease

Elena V. Gnedovskaya, Larisa A. Dobrynina, Marina V. Krotenkova, Anastasiya N. Sergeeva
Research Center of Neurology, Moscow, Russia

Cerebral small vessel disease (cSVD) is a leading cause of vascular cognitive impairment and dementia, cerebral hemorrhages and lacunar strokes. It is considered
10 be the most common clinically silent vascular brain disorder. Major forms of cSVD are age- and hypertension-associated arteriolosclerosis and cerebral amyloid
angiopathy. For most types of cSVD causes and mechanisms of disease development and progression remain unknown. Detailed research of cSVD is hindered by
lack of technical approaches to an in vivo assessment of microvasculature. MRI equivalents of pathological changes in cSVD might serve as surrogate markers
of vascular damage and might be associated with clinical signs and symptoms. We review studies that demonstrated clinical significance of the primary MR signs
of ¢SVD, i.e. white matter hyperintensity (formerly known as leukoareosis), lacunes, enlarged perivascular spaces and cerebral microbleeds, as well as their role
in the disease progression. Recently introduced STRIVE standards established MRI changes as diagnostic criteria for cSVD. These standards may significantly
improve our understanding of the role of various factors in the development of cSVD and its heterogeneity. However, individual prognostication and assessment of
short-term and long-term treatment efficacy is still lacking. The use of diffusion-weighted MRI techniques for the assessment of microstructural changes of visually
normal bran tissue might be helpful. Strong association between microstructural changes and clinical manifestation of cSVD supports the need for multimodal MRI
studies for the assessment of pathophysiological mechanisms of the disease progression even on preclinical stages.
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Bsenenue HeMpOBU3yATM3aALUOHHBIX M MOPGhOTOTMIECKHX MPOSIBACHUN,

00YCIIOBIIEHHBIX MOpaxeHueM MepdopupyoInx epedpatb-
TepmuH «1iepedpanbHas Mukpoanruonatus» (LIMA) (aHri. — HBIX apTepuoJ1, KaIMIISIPOB Y BEHYJI, MPUBOISAIIMX K TTOBPEX-
cerebral Small Vessel Disease) sBnsieTcsl €IMHCTBEHHO WC- JIEHU10 0eJI0ro BeNIECTBA U s/ep ronoBHOro Mo3ra [ 1]. B Poccuun
MOJIb3yeMbIM B 3apyOexXHOU JuTeparype IJIsl ONUCcaHUsl KIU- JIaHHasI TTATOJIOTUS BXOAUT B OoJiee IIMPOKOE MOHSITHE TUCLUP-
HUYECKMX, BKIIIOYAsl KOTHUTUBHBIE HAPYLIEHUS U JEMEHIINIO, KynstopHo# sHiedanonatiu. LIMA (cSVD) Ha ceromHsHuiA
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JIeHb 3aHMMaeT OIHO M3 MPUOPUTETHBIX MECT Cpear MpooiieM
31PaBOOXpAaHEHUS Pa3BUTHIX CTPaH, YTO OOYCIOBJICHO €€ Po-
Jibl0 B MHBanuauzauuu M cMepTHoctu [1-3]. LIMA (cSVD)
MIpU3HAHA BeAYIIel IPUYMHOM COCYIUCTBIX KOTHUTUBHEIX Ha-
pYLIEHMIA U AeMeHLUHU [4, 5], BHYTPUMO3TOBLIX KPOBOU3JIHSI-
HUH [6], TIATOM YacTU UIIEMUYECKUX MHCYIBTOB [7], Hanbonee
pacnpocTpaHeHHOM (POPMOIi aCUMITTOMHOTO COCYIMCTOTO TO-
paxeHus1 rojJoBHOro moara [3, 8], dakTopoM pucka 00Je3HU
Aupirreiimepa [9]. Ee Hanbosnee yacTo BeTpeyaomumucs Gop-
MaMH SIBJISIIOTCS CBSI3AHHBIN C BO3PACTOM U apTEPUAIbHOM TH-
TIepTeH3Kel apTeproIOCKIEpO3 U 1iepeOpaibHas aMUIOUTHAS
anrvonatus [1, 5, 8]. OmHako uccirenoBaTeIr MPU3HAKOT, YTO
11 3HauuTeabHoro yucaa [IMA (cSVD) kak npuyuHbL, TaK U
MEXaHM3MBI Pa3BUTHS HE YCTAHOBJIEHHI |3, 5], M maxe B CIy-
Yasix C MOJHOCTbIO KOHTPOJUPYEMOIi TUIIePTEH3UBHOM MUKPO-
AHTHOIIATHEH HEBO3MOXHO IIPOTHO3MPOBATh CACPXKUBAHUE TT0-
paxeHus moara [10]. OcHOBHO# cloXHOCTbIO U3yyeHus LIMA
(cSVD) sBnst0TCS TEXHUYECKUME OTPAHUYECHUS MTPUXKUZHEHHOM
BU3yaM3allui MENKUX cocynoB. CyIlecTBEHHBIM TPOPHIBOM
B Pa3BUTUM TPEACTABICHUI O TMATOJOTMM CTAlO YTOYHEHME
HEeMPOBU3yaTN3aMOHHBIX 3KBUBAJIEHTOB MOP(OIOrHUeCKUX
nposiBneHunit IIMA (cSVD) u ucnonb3oBaHue UX B KauecTBe
CYpPpOTaTHOTO MapKepa TMTOBPEXIEHNsT MEJTKMX COCYIOB M TPO-
rpeccupoBaHus 3a0oeBaHus. HakoruieHre CBUIETeIbCTB CBSI-
31 HEWPOBM3YaIM3ALMOHHBIX TPU3HAKOB C KIMHUYECKUMU
MPOSIBICHUSIMI 1 MHBATMAM3AINEH OOJBHBIX CTaJ0 OCHOBA-
HUEM JUISl CUCTeMaTU3alliy TIPEACTaBAEHUI U UCTIOb30BaHUS
3HAUMMBIX UIsl KIMHUKK B KadeCTBe AMarHoctmdeckux MPT
kputepueB IMA (cSVD) — kputepun STRIVE (STandards for
ReportIng Vascular changes on nEuroimaging) [11]. Kputepuu
BKJTIOUAIOT HEOaBHUE Majible CYOKOPTHKAJIbHBIC HMHGMAPKTHI,
JIaKyHBbI, TUIIEpUHTEHCUBHOCTD 6esioro Bemectsa (TMBB) (pa-
Hee TIPUMEHSIBIIMIACS TEPMUH «IEHK0APe03»), PaCIInpEHHbIE
MepUBACKY/ISIDHBIE MPOCTPAHCTBA, MMKPOKPOBOMIIUSIHUS U
HekoTopsie apyrue [11]. B Hactosmem ob63ope OynyT mpuse-
neHbl JaHHble 0 MPT mokazarensix, B OTHOILIEHUM KOTOPBIX
TOTyYeHbI HANOOJIbIINE CBUAETEILCTBA UX CBSI3M C IIPOTPECCH -
poBaHHEM 3a00JIeBaHMS, BKIIOYAS MX HEHPOBU3YaIM3aIMOH-
Hbl€ XapaKTePUCTUKHU, KIMHUYECKYIO 3HAYMMOCTh HapacTaHUs
MIpU3HAKa, YCTAHOBIEHHEIE (PAKTOPHI PHCKA UX PA3BUTHSL.

Tunepunmencuenocmo Geao2o eemecmeéa (I'MIBB; panee uc-
MOJIb3YeMBII TEPMUH — «JIeHK0apeo3») — 3TO 30HBI IOBBI-
IIEHHON WHTeHCUBHOCTM MP-curHana Ha u300paXkeHUsx,
B3BCIICHHBIX 110 T2, IO MPOTOHHOI IUIOTHOCTH M B peXKHUME
FLAIR [11, 12]. ®opma ouaroB TMBB BechbMa BapuaGenbHa:
TIepUBEHTPUKYIIAPHBIC «IIATIOYKN» WM «IIOJIOCKH», MHOXE-
CTBEHHBIC TOYCYHBIC WM 00jiee KPYITHbIE OYard, YaCTUYHO
WM TIOTHOCTBIO CIMBAIOLIMECs, KaK IPaBUIO, JBYCTOPOHHNUE
U CUMMeTpHUYHEIe [13].

Pacnipoctpanenue u BbipakeHHOCTh  UBB onieHrBaloT B nepu-
BEHTPUKYISIPHOM, TIJYOOKOM M CYOKOPTMKAJIbHOM OejloM
BemecTBe. [l OIIEHKM BBIPAXEHHOCTU MOpaxeHus Oeno-
T0 BELIECTBA NMPUMEHSIOTCS Pa3NNYHbIe BM3yaJbHBIC IIKAJIBI
U BOJIIOMETpuyecKue Metonuku. Haubonee yacTo B KIMHUKE
UCTIONb3yeTcs WKana Fazecas, BblIeNSOIAs TPU CTAIUK TTOpa-
keHus, cootBercTBeHHO Fazecas I, 11, 111 [14]. dpyrumu mika-
JIaMU BU3yasibHOM oLieHKM sBystiorcs RSS [15], Scheltens [16],
Wahlund [17], Longstreth [18] u mkana uamenenuii MMbB Bo
BpemeHM Prins [19].

Conocranenus 'MBB npu nmocmeptHoit MPT ¢ rucrosioru-
YeCKUMH M3MEHEHMSIMU B MO3T¢ YCTAaHOBWIM 3aBUCHMOCTD €€
BBIpaXkeHHOCTH OT pacrpoctpaHeHHocTu [20]. IlepuBeHTpHU-
kynsapHoit TMBB cooTBeTcTByeT OJ€AHOCTh MHUENIMHA, pa3-
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DBIXJIEHUE BOJIOKOH, M3BWJIMCTOCTb BEHYJ, Yallle OTCYTCTBHUE
apTepUOJIOCKIIEPO3a, HAPYLIEHUE LEJTOCTHOCTU SMEHAUMBI C
[JIMO30M Pa3HOii cTeneHu BeipaxeHHocTH. [irydokas TUDBB B
EMMHUYHBIX 0Yarax XapakTepu3oBajachb OTCYTCTBUEM MILIEMU-
YeCcKMX U3MEHEHMIA, moTepeit MuenuHa, aTpodueil Helponuis
BOKPYT apTepUOJI C THATMHO30M, MEPUBEHO3HBIMU M3MEHEHH -
SIMU; B PAHHUX CJIMBHBIX — MEPUBACKYISIPHBIM pa3pexeHreM
MUEJIMHA, JIETKOW UM YMEPEHHOI MoTepet BOJOKOH, IIMO30M
Pa3IMYHON BbIPAXEHHOCTH; B CIIMBHBIX — HEPAaBHOMEPHBIMU
yJacTKaMU HETOJNHOTO HEKpo3a MapeHXMMBI C MepexogaMu
K UCTUHHBIM uH(papKTam [20].

Kmiangeckast 3HaYHMOCTD

JnurtensHoe Bpemss TMBB cunranach HelipoBU3yanu3alnoH-
HBIM (heHOMEHOM HOPMaJIbHOTO cTapeHust Mo3ra. [loznHee Kak
MONY/ISIMMOHHBIMY, TaK M KIMHIYECKUMH HCCICIOBAHUSIMU
ObLI0 MoKa3aHo, yro HapactaHue [MMBB Bo BpeMeHu 3aBUCUT
HE TOJBKO OT BO3pacTa. YCTAaHOBJCHHBIA TEMIT HapacTaHWs
I'MBB cocrasnser ot 0,1 g0 2,2 Mi1/Ton, pa3inyasich B 3aBU-
CUMOCTH OT UCClienyeMbIX Ipyrn 6onee yeM B 20 pa3 [21—24].

[TpoBeneHue MHOTOYMCIEHHBIX MPOCHEKTUBHBIX MCCIEI0BA-
Huit ¢ ucnoib3oBaneM MPT moxasamu 3Haunmocts [IBB B
Pa3BUTUM KIMHUYECKMX TPOSBICHUI, 00YCIOBICHHBIX ITOpa-
KEHHEM MEJTKHX LiepeOpaTbHBIX cOCYI0B. BEITO ToKa3aHo, 4To
Hanuuue ['MBB conpoBoxaaeTcst yBeaMUeHUEM PUCKA IEMEH -
LMY U WHCYJBTA [25], mporpeccupoBaHMEeM KOTHUTUBHBIX Ha-
PYLICHMIA, KaK Y IMAIMEHTOB ¢ HelipomereHepaTUBHBIMHU, TaK 1
COCYIMCTBIMM 3a00seBaHMsIMY [26, 27], uHBamuau3awuen [28],
Jieripeccueit y Jinil Toxuioro Bospacta [29]. Cneayer oTMme-
TUTb, YTO a0CONIOTHOE OOJBIIMHCTBO UCCIeI0BaHUI BKIIIOYA-
JIO CTapIIIYIO BO3PACTHYIO TPYIIITY, TOTa KaK B OTHOIICHWH JIHII
cpenHero BospacTa (45—60 jeT) maHHbIE 0Ojiee OrpaHMYEHBL.
Tak, B monynsiuoHHbIx uccnenoBanussx NOMAS [30] u ARIS
[31] y auL cpenHero Bo3pacta ¢ aCUMITOMHBIMU JJAKyHAPHbI-
Mu oyaramy 1 I'MIBB ObLI0 ycTaHOBIEHO MOBBIILIEHNE PUCKA
MHCYJIBTA, UTO COBITAZAeT C JaHHBIMU JUIS 0ojIee CTapIIMX Ia-
eHToB. B 1o Xxe Bpems B uccienosanuu ABC mpu Habmone-
Hun 320 yeoBeK B Bo3pacTe MeHee 60 JieT He ObUTO BBISIBICHO
3HaunMoi cBsi3u Mexay ITMBB u HapylieHrMeM KOTHUTHBHBIX
(ynkumii [32], B ormamume oT Oojiee crapilueil BO3pPacTHOI
TPYIIIIEL.

K HacrosmieMy BpeMeHM MONy4YeHbI yOenMTENbHBIC J0Ka3a-
TEJBCTBA O BIMSTHUM TE€HETHICCKMX (DAaKTOPOB B Pa3BUTUU
I'MBB. Onucanbl MOHOTeHHBIE (POPMBI 3a00J1€BaHUS, OIU3HE-
LIOBBIMU MCCJIEIOBAaHUSMM TTOKA3aHA BbICOKAs HAC/IEIyeMOCTh
neiikoapeo3sa [33], a uccaemnoBaHUs 10 MOJHOTCHOMHOMY ITO-
ucky acconmaiuii (GWAS) mo3Bosuin BbIIEIUTD JOKYC, aCCO-
LMUPOBAHHBIA ¢ moBbimieHHBIM pruckoM TMBB [34—36]. He-
JTABHUMH KCCIIENOBAHUSIMU TI0Ka3aHO, YTO B (hOPMUPOBAHUU U
nporpeccupoBanuu ' MBB Takxe uMeeT 3HaueHKE HapylIeHUe
SMUTEHETYECKOH PEeryisuuu — U3MEHEHNUEe MeTHIMPOBAHUS
JHK u Hapymenue akcnpeccun MukpoPHK [37].

Bosbliioe yncio uccnenoBaHuil MOATBEPIUIO CBSA3b BbIPAXEH-
Hoctu 'MBB ¢ murensHOCTBIO, TPpOQHIEM U YIIPABISIEMOCThIO
apTepUaIbHOM TUIEPTEH3UH, KaK BeAyIIUM (haKTOPOM cepey-
HO-COCYIMCTOro pucka [25, 28, 38, 39]. ¥ nauueHToB ¢ HEKOH-
TPOJUPYEMOM apTEpUAIbHON TMIIEPTEH3UEH, HE IOJyYaBIIMX
neyeHue, nporpeccupoBaHue 'MBB 0b110 Oonee OTUETIUBBIM,
YeM y JIUI] ¢ HEKOHTPOJIMPYEMOI apTepHaTbHOM TMITepTCH3MEH,
KoTopble monaydanu jgedeHue [10]. Panee Hamu Oblia moka3aHa
3aBMCUMOCTb BhipaxkeHHOCTH [ UBB oT TsixecTu apTepuanbHOi
TUTIEPTEH3UU Y ACUMIITOMHBIX BIIEPBBIC TUATHOCTMPOBAHHBIX
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0OJILHBIX B XOJI¢ CIIJIOIIHOIO CKPMHUHIA OTKPHITOM MOMYJISILIUY
JIVII TPYZOCTIOCOOHOTO Bo3pacTa [41].

Cpemy npyrux (pakTopoB, BAMSIOIIMX Ha MPOTPeCCUpPOBAHUE
I'NBB, BhIIEAAIOT CaXxapHBblii 11abeT, KypeHUe Ha MOMEHT ITpO-
BelIeHMsI OLIEHKM U MCXOAHYI0 BhipaxkeHHocTh TMBB [19, 38,
42]. B aBcTpHifiCKOM HCCIETOBAHUY IO TPODUIAKTAKE MHCYIIh-
Ta (Austrian Stroke Prevention Study) Obl10 ycTaHOBIEHO, UTO
y il co cnuBHbIMU oyaramu TUBB ckopocTb yBeauyeHust ux
obbema coctasisiia 1,3 mMii/rof, B TO BpeMsl KaK y MalMeHTOB
C TOYEYHBIMM OYaraMu M3MEHEHUsI TIPaKTUYeCK! He HapacTa-
mu [43]. CxonHble JaHHBIE OBUIM TONYYEHBI B MCCIEIOBAHIMI
RUN DMC — BepositHocTb nporpeccupoBanusi [MIBB Oblia
BBIIIIE, €CIT Ha MOMEHT HcxonHoi orieHKy I UBB onernBanach
KaK YMepeHHas WIM TsKesasl, B TO BpeMs KaK Y MallueHTOB C
nerkoit TMBB nporpeccupoBaHusi oyaroB He ObLIO BbISIBJIEHO
B TeueHue 9-JeTHero nepuojaa HadmoneHus [44]. Tlo Bceit Be-
POSAITHOCTH, 3aKOHOMepHOCTU nporpeccupoBanust TMBB pas-
JIMYAIOTCS B 3aBUCHMOCTH OT CTEIIEHN MX UCXOIHOM BBIpaXKeH-
Hoctu. [1pu ovaroBoit u panHeit cnusHoit [MUBB ycTaHoBIEHO
€e pacmpoCTpaHeHUEe OT JOOHBIX K TeMCHHBIM OTIEaM MO3ra
1 OT CYyOKOPTUKAIBLHOTO K TIIy0OKOMY Oenomy BeriecTy [40],
Toraa Kak mporpeccupoBanue ciuBHoii [MBB 6b110 cBA3aHO
¢ TpaHchopMaleil BU3YaTbHO HEM3MEHEHHOM <«IIEHYMOPHI
T'bB» B Buaumyto T'MBB [41, 45].

UccnenoBaHusMy  ycTaHOBJEHA 3aBMCHMMOCTb 3HAUYUMOCTU
(baxTOpOB purcKa OT Bo3pacTa. Tak, B KPyITHOM MHOTOLIEHTPO-
BOM HCCNIeIOBaHUU cpeau 2 699 malueHTOB ¢ MHCYIBTOM, I10-
BBIIICHHBI YPOBEHb XOJECTepUHA SIBJISJICS BaXHBIM (DaKTO-
poM pucka nosieinenuss [MbB y maumeHToB crapiiero Bo3pacra
C apTepuasbHOM TUIepTeH3Kel, B TO BpeMsl KaK BO3pacT caM
1o ce6e OBLT BaxKHBIM (DaKTOPOM PUCKA Y TTOKUIIBIX TALIUEHTOB
0e3 apTepuanbHOil runepreHsnu [46]. CxoaHble TaHHbIE ObUTH
nosiyyeHsl B PoTTepmaMckoM uccienoBaHuu — 6onee BbIpa-
XeHHoe nporpeccupoBaHre [ BB ormeuanock B rpyrmme juig
0oJiee OXKUIOro BO3pacTa BHE 3aBUCUMOCTH OT HAJTMUMS apTe-
pMaIbHOM runepTeH3uu [15].

JlakyHbl (1aKyHapHble MH(MAPKTBI) COCYAUCTOTO MPOUCXOXKIE-
HMS — 3TO OKPYIJIbIE WJIM OBOMAHOM (DOPMBI TI0IOCTH, 3aIo-
HEHHbIE XMAKOCTbIO, pa3MepaMu oT 3 1o 15 MM B muamerpe,
COOTBETCTBYIOIIEE paHee MPOU3OIIEAIIEMY OCTPOMY MaJOMy
ryoMHHOMY WH(MApPKTYy MO3ra WM KPOBOU3NUSIHUIO B Oac-
ceiiHe oaHOI nepdopupytoleit aprepuu. B pexxumax T2 u Tl
JlaKkyHapHble MHGAPKTBl UMEIOT CUTHAJ, aHAIOTUYHBIN Liepe-
OpOCTIMHATIBHON XUAKOCTH — TUMEP- W TMIIOUHTEHCUBHBIMH,
cootBeTcTBeHHO; B pexkume FLAIR nakyHbl 0ObIUHO MMEIOT
TUNIOMHTEHCUBHBI MP-curHan (aHaqoruuHblil 1epedbpocu-
HAJTbHOM KUIKOCTH) C TUTIEPUHTEHCBHBIM KOJIBIIOM TI0 TIEPHU-

epumn [11].

YacToTa BCTpeyaeMOCTH JIAKyH 3HAYMUTENBHO pa3IMyacTcs B
KIMHAYECKUX M TIOMYIIIMOHHBIX UCCIEIOBAHUAX Y JOCTUTAET
9,5% B rox [47]. Tak, B GOJIBIIOM IOMYISLMOHHOM KCCJIEN0-
BaHun AGES-Reykjavik exeromHast 4actoTa BbISIBICHUSI TaKyH
cocraBiia 0,8%, B uccnenopanusix Rotterdam Scan Study u
Cardiovascular Health Study — 3,5% 1 2,9% cooTBeTcTBeHHO. B
TO Xe BpeMs B KinHudeckux uccienopanusix LADIS u SCAN
4acToTa BbIABJIEHUS JTaKyH cocTasuia 5,8% 1 9,5% B rox, uro,
IO BCEii BEPOSTHOCTH, OBLIO CBS3aHO C BHIPAXXEHHOCTHIO KJTH-
HUYECKOM CIMIITOMATHKH ¥ BO3PACTOM BKIIIOUEHHBIX B HAOJTIO-
NIeHUe MalMeHTOB.

[IpenuxTopamu MOSBAECHUS JIAKYH B IMHAMUKE CUMTAIOTCS BbI-
paxeHHocTs ['IBB, Hanuuue JakyH Npu MepBUYHOM UCCIENO0-
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BaHUU, MHCYJIBT B aHaMHe3e, (GUOpMLILIMS Ipeacepauil, atepo-
CKJIEpO3 COHHBIX apTepuil U Haluyue hakTOpoB COCYAUCTOTO
PYICKA — apTepUATbHOM TUTIEPTEH3UHT M TUTIEPXOJIECTePHHEMUNT
[48, 49]. BHOBB BbISIBIEHHBIC JJAKYHBI MPEUMYIIECTBEHHO JIO-
KaJIM3YIOTCS B 00acTSIX MO3Tra, OJ1M3K0 pactoNoXeHHbIX K Cy-
mectBytomuM I'MBB nmm yactnuno nepexpoiBarommx nx [50].

IMpu pacrmonoxeHWn JTaKyHBI B IMPOCKUUM 3HAYMMBIX IUIS
KJIMHUYECKOM CHUMITOMAaTUKM TPOBOTHUKOB DPa3BMBAIOTCS
JIJaKYHapHBIE CUHIPOMBI C XapaKTepHO ISl HUX U30JIMPOBAH-
HOI HEBPOJIOTMYECKON cUMITOMAaTHKOM. Cpean JaKyHapHBIX
CUHIPOMOB YUCTO ABMIaTENbHBIN reMUMape3, YUCTO YyBCTBHU -
TEJBHBIN TeMUITape3, aTaKCHMIECKHM TeMMIIape3 COCTABISIOT
abCoJIIOTHOE YHMCJIO ciyvyaeB. PasBuTue JakyH BHE MpPOEKLIUU
3HAYMMBIX TIPOBOTHUKOB Y O0NbHBIX ¢ paHHeil [[MA (cSVD),
KaK IMpaBUJIO, HE COMPOBOXIACTCS KIMHUYECKON CHMIITOMA-
tukoit. OmHako uccnenoBanussmu LADIS 2001-2011 [51],
NOMAS [52], Rotterdam Scan Study [53], Cardiovascular
Health [48] mokaszaHo, 4TO C yBeJIMYEHUEM YKCIIA «HEMbBIX»
JIAKYH BO3pacTaeT PUCK MHCYIBTOB, IEeMCHIIMU, HApyIICHWI
TIOXONKHU, Pa3BUTHUS TMCEBNOOYIbOAPHBIX M Ta30BBIX Hapylle-
Huit NOMAS [52], Rotterdam Scan Study [53], Cardiovascular
Health [48] u LADIS [51]).

MukponH(papkThl — 3TO HIIEMHUYECKUE OYArd Pa3sMEpOM OT
50—400 mMxm o 3 MM, pacrojaraiouiyecsi B KOPTUKaJIbHOM
CepoM M CYOKOPTHKAJIBHOM BellecTBe. MX 4mcmo Moxer mo-
CTUTaTh COTEH U ThICSY Y OJTHOTO MOXKMIOTO yenoBeka [18, 54].
OHM MOTYT OOHAPYXWBATHCS TIPU MHMKPOCKOITMYECKOM ¥HC-
cnenoBanuu [55] m Ha MPT ¢ BeicokuM paspemtenuem (7 Ti),
COOTBETCTBYS TI0 CBOMM XapaKTEpUCTHKAaM JlaKyHaM. Bu3ya-
mu3anust MukporHdapkToB Ha MPT orpaHuumBaeTcs pa3me-
pamu B 1—3 MM, B CBSI3M C YeM UX BBISIBISIEMOCTb COCTABJISIET
0,5% ot ompenenseMbIXx MUKpocKomudecku [56, 57]. Umero-
IIMecsl B HACTOSIIEE BpeMsl TeXHUYECKUE CIOXHOCTH in vivo
BU3YaIN3allid MUKPOMH(APKTOB OTPAHMYMBAIOT HCIONB30-
BaHUE JAHHOTO MPKM3HAKA B KAYeCTBE KIMHMYECKOTO MapKepa
nporpeccupoBanus IIMA (cSVD). B 1o xe Bpemst ux Hajauuue,
10 JAHHBIM MUKPOCKOIUM, IPU3HAHO JOCTOBEPHBIM HEMpOIIa-
TOJIOTMYECKUM TPU3HAKOM COCYAUCTOM AeMeHIMH [58].

IlepeOpanbHbie MHKPOKPOBOM3IHMAHHA COOTBETCTBYIOT B 00JIb-
IIMHCTBE CNy4aeB MEJNKUM 30HAM CKOIUICHUsI TeMOCHIEpUHA
B Makpocdarax. MUKpOKPOBOM3IUSIHUS BBISBISIOTCS B BHIE
TMIMOMHTEHCUBHBIX OKPYIJIBIX 04aroB 2—5 MM, peako a0 10 MM
ovaroB Ha MP-Tioc/ie1oBaTeIbHOCTSX «TPaTUEHTHOE 3X0», UYB-
CTBUTENBHBIX K TapaMarHeTukam (remocugeput), — T2-GRE,
SWI u He Buaumble B ctaHmapTHeix MPT pexumax [11, 59].
OHH pacIojIoKeHbI Ha IPaHMLE KOPbI U CYOKOPTHKAIBHOIO Oe-
JIOTO BeIlleCcTBa, B KOpe, B INTYOOKOM OeJIoM BelllecTBe MOoJIylia-
pMii, B CTBOJIC ¥ MO3XeuKe. [1pu MX 100apHOM pacIIoIOXeHUH,
B COOTBETCTBUM ¢ BOCTOHCKMMHU KpMTEpHSIMH, CICOyeT pac-
CMaTpUBaTh BO3ZMOXHOCTb IMATHOCTMPOBAHMUS 1iepeOpaibHOM
AMWJIOMIHOM aHruonaTtuu [60], a mpu r’1ydOKOM — CIIopaguye-
ckoit HeammnongHoi LIMA (cSVD) [61].

ExeromHas yactora BbIABIEHUS LEepeOpaTbHBIX MUKPOKPOBO-
U3MUsAHUi coctaBseT 2,9—3,5% B HOMyISLUOHHBIX UCCIEN0-
BaHusX 1 2,2—31,2% B KIMHMYECKUX UCCIENOBaHUSIX [62—64].
OTMeueHa CBA3b MX HapacTaHus ¢ Bo3pacToM. ITo manHeM Pot-
TEPOAMCKOTO MOINY/IALIOHHOIO MCClenoBanus, B 60—69 et
MUKPOKPOBOM3JIUSIHUS BCTPEYaInuch ¢ 4actotoit 7,6% B rof,
70-79 ner — 15,6%, crapuie 80 ner — 18,6% [62]. Han6osb-
1Iasl YacToTa MX BhIsABIsIeMOcTH (10 41,8% B rom) orMeyeHa y
MAIIMEHTOB ¢ BHYTPMMO3TOBEIMI T€MATOMAMHU U LiEPEOPATBHOM
AMWIOUIHOW aHTUOTIATUEN.
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B PorrepaaMckoM MOMyJISIIMOHHOM HCCIe0BaHnu [65] moka-
3aHa CBSA3b ITyOOKMX MUKPOKPOBOMIMSHUN ¢ (PaKTOpamMu co-
CYIMCTOTO PUCKa — apTepHaNbHOM THITepTeH3MEN U KypeHUEM,
B TO BpeMs KaK JIOOApHBIX — ¢ (PAKTOPOM pHCKa LiepeOpanbHOM
amuonaHou aHruonatuu — reHotunom APOE ¢4 [66]. Cpenun
Ipyrux hakTopoB HaApaCTAHUS MUKPOKPOBOM3IUSHIIA OTMEYa-
10T MX KOJMYECTBO MPH MEPBUYHOM MCCJEAOBAHUU, HATMUUE
nakyH, BeipaxeHHocTs T'MBB, BoigBnenue renoruma APOE
[67, 68].

IlepuBackyaspabie mpocTpancTBa (IIpoCTpaHCTBA Bupxosa-
PobeHa) mpenctapisiioT coboit paclIMpeHKs] BOKPYT COCYIOB,
3aToJTHeHHbIe JMKBOpoM. [lepuBacKymnsipHbIE MPOCTPAHCTBA
o (opMe MOryT OBITh JUHEHHBIMHU, €CIM CPe3bl CKAHUPOBA-
HUSI TTapaJIIETbHBI XOMY COCYIOB, U OKPYTJIBIMU U OBOWIHBI-
MU, €CJI Cpe3bl TIEPIIEHAMKYISIPHBI X0y cocyna. MMeromuecst
B HOpMeE TepMBACKY/ISIPHBIE TPOCTPAHCTBA YACTO CTAHOBSTCS
paciIMpeHHBIMU IPU HOPMATTbHOM cTapeHuu. [TockonbKy mpo-
cTpaHcTBa BupxoBa-PobeHa comepxkaT 1iepeOpoCTIMHATBHYIO
KUIIKOCTh, OHU UMEIOT CUTHAJ MOBBIIIEHHOW WHTEHCUBHOCTH
Ha T2-BU u FLAIR, nonuxeHHbI — B pexxume T1. OHu oT1u-
YaloTCsl OT JIAKYH OTCYTCTBMEM TUTIEPUHTEHCUBHOTO CUTHAJIA
o ux nepucepun B pexxume FLAIR u, Kak npaBuio, MeHbIIHN-
MU pasmepamu. [lepuBacKysipHbIe TPOCTPAHCTBA OOBIYHO JIO-
KaJIM3YIOTCSA B CEMMOBAJIBHOM LIEHTPE, MOAKOPKOBBIX 00pa3o-
BaHWSIX U TUITTIIOKaMIIE. B ciyyasix BBIpaXXeHHOTO pacIvpeHust
9TUX MPOCTPAHCTB COCTOSIHUE Ha3bIBaeTcs état criblé [11, 13].

BrIsiBAIeHBI pa3auuKst MEXIY 3HAUMMOCTBIO PACIIMPEHHBIX Te-
PUBACKYJISIPHBIX ITPOCTPAHCTB Y 3I0POBBIX U 00JbHBIX ¢ [IMA
(cSVD): y 310pOBBIX B 3TOM CJIy4ae OTCYTCTBOBAJN KOTHUTUB-
Hble HapylieHus [69], B To BpeMst Kak y 60abHbIX IIMA (cSVD)
YCTaHOBJICHA CBSI3b UX HAIUYMS C BO3PACTOM U KOTHUTHBHBIM
cHikeHueM [70, 71]. Bospociuuii B mocneaHue roabl MHTEPEC
K PONU TepUBacKyISIpHBIX IpocTpaHcTB mpu LIMA (cSVD),
[JIaBHBIM 00pa3oM, OOYCJOBJIEH YTOYHEHUEM 3HAYUMOCTH
B Pa3sBUTHM KOTHMTMBHBIX HApYIICHHII HENABHO OTKPHITOM
IIUMGbaTUIEeCKON CUCTEMBI, YACTbIO KOTOPOH OHM SIBJISIOTCS.
HWx pacmmpeHne paccMaTpUBaeTCsl OMHUM U3 BO3MOXHBIX TIPH-
3HAKOB CTa3a MHTEPCTUIMANbHON XUIKOCTH C HapylIeHHEM
JPEHUpPOBaHUs Mo3ra [72].

JTnddysnonnnie metommkn MPT

OrcyTcTBUE B 3HAuMTeNbHOM 4Yacth ciydyaeB IIMA (cSVD)
npsiMoii ¢Bs3UM BblpaxkeHHOCTM [MIBB M KOrHMTUBHBIX Hapy-
meHui [67], 94TO MOXET GbITh OOBSCHEHO reTePOreHHOCTBIO
TIATOJIOTMIECKMX TIPOIIECCOB, JICKAIIIETO B OCHOBE TAHHOTO (he-
HoMmeHa [20], IBUJIMCh OCHOBaHWEM JUISI TIOMCKA YYBCTBUTEIb-
HBIX TIOKa3aTeJell MUKPOCTPYKTYPHOTO ITOBPEKICHMS MO3Ia.
Metonuku aucddysnonHoii MPT ¢ oleHKOI pa3NMyHbIX Xa-
pakTepucTUK Anpdy3un cBOOOAHON (BHEKIETOYHOI) BOIbBI B
BEIIIECTBE TOJIOBHOTO MO3Ta M, COOTBETCTBEHHO, COXPAHHOCTH
€r0 MUKPOCTPYKTYPHI TIO3BOJISIOT MPUOIM3UTBCS K OOBSICHE-
HUI0 WHIVNBUIYAIBHBIX 0COOCHHOCTEN KIMHIYECKUX ITPOSIBIIC-
HUii 3a00/1eBaHUST M, BO3MOXKHO, IIPOrHO3UPOBATh TEUCHUE TIPU
JIMHaMU4YeckoM HaOmoneHuu. OCHOBHBIM TIOKazateseM -
(ysnonnoit MPT aBnsaercss uzmepsieMblii KoapGULKEHT AU(-
dy3un (MK, umu ADC — apparent diffusion coefficient, cun.
cpemusasa muddysus — mean diffusivity). Momudukanms maH-
Horo Metoga — audady3noHHo-TeH3opHass MPT — mpennaraer
pacueTHble TOKa3aTenn ((PpakIMOHHAS aHW30TPOIMS, aKCH-
albHas U pamuaibHas 1 dys3us), MO3BOMSIONIME OMPECISTh
HE TOJIBKO BEJIMUYKMHY, HO M HANpPaBICHHOCTh (aHM30TPOIIHIO)
i dy3un MOJIeKyn Bombl. MeHbllee 3HaueHUe (DPaKIIOHHON
AHM30TPOIMU W COOTBETCTBEHHO BBICOKMM CPeTHMI KO3(Du-
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IUEHT AUGbGY3UN OTPAXaOT OOMBIIYIO ITOTEPI0 MHKPOCTPYK-
Typbl. AKCUajibHasl M paguajibHas 1u(@y3ust UCTIOIb3YIOTCS B
KauecTBe MapKepoB HEHpPOHATBHBIX MOBPEXICHUI, KOTOpEIE,
COIJIACHO 3KCMEPUMEHTAILHBIM IaHHBIM, CBSI3aHBI C BOBJIEYE-
HUEM aKCOHA ¥ MUEJIMHA COOTBETCTBEHHO [73, 74]. B mocnenHue
TOfIBI OBUTH OIYOTMKOBAHbI PE3YJIBTAThl HECKOJIBKMX 3aKOHYECH-
HBIX MCCIICNOBAHMIA, TOCBANICHHBIX YTOUHEHWIO CBI3M MUKPO-
CTPYKTYPHBIX M3MeHEeHUi B Mo3sre y 00bHBIX ¢ IIMA (cSVD)
C ee¢ KJIMHUYECKMMU MpOsIBICHUSIMU. BbLIO yCTaHOBIEHO yBe-
mueHre UK npu LIMA (cSVD) Bo BHelllHe HEU3MEHEHHOM
0eoM BEIeCTBE IPU HAPYIICHUSIX TMAMATH, YIPABISIOMINX
(OYHKIMI MO3ra, CKOPOCTH IICMXMUYECKHX TIPOIIECCOB, HE 3aBH-
csmiee oT (PaKTOPOB COCYAMCTOTO PUCKA M 00beMa MOPaKECHIHS
Gestoro Beniectsa [67]. bbuta mokasaHa cBsi3b nosbiteHns MKJ]
B TWITIIOKAMIIe, TaJlaMyce, TOSICHOM M3BMIINHE, KPIOYKOBUIHOM
My4yKe ¢ CYOKIMHUYECKON JeTIpeccueii, TPeBOroil U TPYIHOCTSI-
MM 3aIIOMUHAHUS Y OONBHBIX ¢ aCIMIITOMHOM BIIEPBBIE TUArHO-
CTUPOBAHHOM apTePUAIbHOM TUIIEPTEH3UEN Y UBMEHEHUSIMA Ha
MPT, cootBercTBytomumu LIMA (cSVD) [41]. BeisiBieHa cBs3b
(hpaKIMOHHON aHU30TPOIIUH U cpeaHeit b Y3 ¢ TIKECTHIO
AT, a GpakUMOHHOM aHU30TPONUH, pPaTUaIbHON TUPPY3UN —
C KOTHUTHBHBIMU PAcCTPOMCTBAMU M HApYHICHUSIMH TTOXOIKH
npu IIMA (cSVD) [75, 76]. TlokasaHa mpenckasartenbHasi Cro-
COOHOCTD MM (Y3MOHHBIX METOMUK OTHOCUTEIEHO TOSIBIICHS
npu AuHamuyeckoM HabmoneHu [ MUbBB B Bu3yanbHo Hensme-
HEHHOM 0€JIOM BEILEeCTBE C TOHMXEHHON (DpaKIIMOHHOI aHKU30-
Tponueii v moBbieHHO! quddysueit [77].

3akmoyenue

TaxkuM 06pa3oM, OTYYEHHBIE K HACTOSIEMY BpEMEHU MHOTO-
YUCIIEHHBIE CBUIETENLCTBA CBA3M Bemymux MPT mpusHakos
LIMA (cSVD) ¢ ee KTMHUYECKUMY TPOSIBICHUSIMU MO3BOJISIIOT
MPU3HATH 1E1€CO00PA3HOCTh TMATHOCTUPOBAHMS NAHHOM Ta-
TOJIOTMHY TOJIBKO TIPU €€ HEWPOBU3YATM3alIMOHHOM MOATBEPX-
nenuu. Jluarnoctuposanue LIMA (cSVD) npu MPT nomxno
CTaTh ISl KJIMHUIIMCTA OCHOBAHMEM K YTOUHEHUIO (HOPMBI
3a0071€BaHuUs, €€ BO3MOXHBIX (DaKTOPOB PHUCKA M MPOTHO3A.
Crnemyet npu3HaTh, YTO YCTAHOBJIEHHBIE 3aKOHOMEPHOCTH TIPO-
rpeccupoBaHus it ocHOBHBIX MPT mpu3HakoB Ha rpynmnoBoM
YPOBHE, B 3HAUMTEILHOM YKCIIE CIIY9aeB HE BOCITPOU3BOMISTCS
Ha WHIMBKUAYaJTbHOM, B OCHOBHOM [EMOHCTPUPYS HECOOT-
BETCTBME MeXAy BbIpaxkeHHOCThi0 'MBB M KOTHUTMBHBIMU
HapyuieHusiMu. Kpome Toro, 04eBUAHBIM MPEACTaBsIETCS 3a-
BUCHUMOCTb TEMITa MPOTrpeccUpoBaHus s pa3Hbix hopm IMA
(cSVD), uro mpakTMUecKM He 0OCYXImaeTcsl B JMTEpaType.
YacTyHO NaHHbIE MPOTMBOPEUMS PA3PELIMINCh C HAYyaJoM
UCTIONB30BaHUsT AU GY3MOHHBIX METOIUK B OIIEHKE MUKPO-
CTPYKTYpPHOTO TIopaxeHust Mo3ra. OHaKo B HACTOSIILIEE BPEMSI
3TO OrPaHWUYMBAETCS MOATBEPXKACHUEM CBS3M MHUKDPOCTPYK-
TYPHBIX U KIIMHUYECKUX HAPYIIEHUNA. YUUTHIBAs BBICOKYIO CO-
UAJTbHYI0 3HAYMMOCTh 3a00JIeBaHUS U CTApEHUE HaceIeHMUs,
MOTEHIIMANBHO YBENMUYMBAIONIEE OO0 MAHHBIX OOJBHBIX,
MMeeTCsl KpailHsIsl HeoOXOAMMOCTb B MPOBEACHUM IPOCIEK-
TUBHBIX KCCJIENOBAHWUI, HAUMHAS C 3Tamna CYOKIMHUYECKOTO
MOpPakeHUsI TOJIOBHOTO MO3Ta, C MCIOJIb30BAHUEM PEXMMOB
MPT, HampaBieHHbIX Ha OLEHKY pa3IMYHbIX KOMIIOHEHTOB
MATOJIOTMYECKOTO MPOLIECCca. YUMTHIBAs, YTO YCIIEXU B ICUCHUN
apTepuabHOUM TMIEPTEH3UU — TMPU3HAHHOTO Beayllero ax-
topa pucka [IMA (cSVD), He npuBenu K CHUXEHUIO OpeMeHU
OT IAHHOW MaTONOTUM, UMEETCSI HEOOXOAUMOCTh B YTOUHEHUN
WHBIX MOTEHLIMATBbHBIX (haKTOPOB PUCKA U MX CBSI3U C TIPOTpec-
CUpOBaHUEM 3a00JIeBaHUsI.
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