AxmapeesBa Jlena PuHatoBHa

Npodeccop Kadpeapbl HEBpONOTUMK

Pykosogutenb LleHTpa HeBpoaorumn, peabnamtaumoHHon meagnumHbl u 6otynnHotepanum B KnuHuke BIrMY

““BONE3Hb MENKUX
LLEPEBPAJIbHbIX

COCYOOB

(SMALL VESSELS DISEASE)
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[laHHOE BbICTYN/IEHNE HE CMOHCUPOBAHO
HUKaKumu npoussogutenamm dapmaueBTUHECKUX
npenapaTtos N1mbo obopysosaHua

Asmop He nosay4yaem 3d He20 20HOpaAp

KoHdaukm uHmepecos omcymcmeyem
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«Cocyaucroe nopaXeHme ronoBHOro mosra gns
KNIMUHUYECKON HEBPONOrUMU ABNAETCA Npobaemon
HOMEpP OAUH»

E.B.LLImuom, 1968
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OcTtpble XpoOHun4yecKue
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XpoHunuyecKkune uepebpoBacKynspHbie
3ab6o0s1eBaHuUA

MOryT 6bITb Bbi3BaHbl 3abos1eBaHUAMM

* Cepaua
* KpoBu
* KpynHbIX U MesIKUX cCoOCyaoB
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https://www.arthriticchick.com/diagnoses/non-autoimmune-diseases/brain-
__disorders/chronic-small-vessel-disease-of-the-brain
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«Hanbonblwinm B HacTosLlee Bpemsa Bbi3biBaeT
rpynna 3abonesaHnu c onpeaeneHHbiMmm
HeMpPoBU3YyaIN3aLUOHHbIMU U3SMEHEHUAMM
Ha MPT Tomorpammax ronoBHoro mosra —
6onesHb menkunx cocyaos (BMC).»

OucumpkynatopHaa 3HUedanonaTua m

OonesHb MenkKux cocynosB
P.I'. EcuHi, 2%, O.P. EcuH2, U.X. XanipynnuH2

MypHana Hesposioauu u ncuxuampuu, 8, 2016
fppt.com



‘Silent” SVD

Dementia (20-40%)
Incontinence (20-2%)

Cognitive
impairment
Gait disturbance (30+%)
Depression (10-2%) z
Cognitive impairment (30+%)
Focal neurological
deficit (100%) Depression (20%)

Fig. 1 Venn diagram showing relationship between small vessel disease and other forms of stroke. The embedded neuroimages show, clockwise from the
top: intracerebral haemorrhage (ICH), microbleeds, lacunes (‘lakes’ of cerebrospinal fluid), white matter hyperintensities (WMH), and an acute lacunar
infarct (LACI). Percentages relate to SVD etiologies and complicaticns and are approximate: ‘?" indicates a lack of data.

Pharmacological treatment and prevention of cerebral small vessel disease: a
review of potential interventions

Philip M. Bath'* and Joanna M. Wardlaw?

© 2015 The Authors.

Vol 10, June 2015, 469-478

International Journal of Stroke published by John Wiley & Sons Ltd on behalf of World Stroke Organization
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Conclusions

There are no established therapeutic strategies for either prevent-
ing or treating SVD although more information about strategies to
avoid and that show promise are emerging (4). A number of
routine vascular prophylaxis strategies, especially lowering BP,
might reduce SVD but their current guideline use means any
future trials would have to test intensity of treatment. Other
potential interventions are not in routine use post stroke and have
multiple activities with the potential for targeting mechanisms of
SVD formation. It is clear that further trials dedicated to prevent-
ing the development or worsening of SVD are now required.

fppt.com
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* He cywecTByeT yCTaHOB/NIEHHDbIX CTPAaTerun anA
npodunakTMKkm unm nedeHmna bMC

* HO noasasawTca cTpaterum, ykasbisarowme HEFrO CJZIEAYET
U3BETATb 1 utTO MOXKeT 3By4aTb MHo200b6euwarowyum

* Pap pyTMHHbIX NOAX0A0B, 0CO6EHHO CHUXKEeHMue
apTepuanbHOro gaBeHUA MOXeT YMeHbLUaTb
npoasneHna bMC, HO npeacTOUT ele YTOYHUTD
HeobxoAMmMyIo MHTEHCUMBHOCTb TEpPanumn

* fAcHo TO, YTO TPebyeTtca 6onblLLe HOBbIX NCCAeA0BaHUMN,
NOCBALWLEHHbIX NPeAoTBPALLEHUIO PAa3BUTUA UK
yxyaweHuna tedyeHua bMC

fppt.com



CornacHo coBpemeHHbIM npeacTaBNeHUAM, B
noHATne bMC BKAKOYalOT:

* NlaKyHapHbIn nHPapKT (/1N),

* rmnepuHTeHcnBHOCTb 6enoro Bewecrea (FTMBB),
* NaKYHbl,

* MMUKPOKPOBOU3NIUAHUA,

* pacwmpeHune NepuBacKyNAPHbIX NPOCTPAHCTB U
* uepebpanbHylo aTpodputo

Pantoni L. Cerebral small vessel disease: from pathogenesis and
clinical characteristics to therapeutic challenges. The Lancet
Neurology.2010;9(7):689-701.
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BMC aBnaertca 4yactom NPUUYNHOUN COCYANCTOMU
AeMeHLUUU, BHOCUT 3HAUYUTENIbHbIU BKNaA B pa3BUTUe
COYEeTaHHOMU AeMeHUMMU, a TaKKe ABNAETCA NPUYMHOU
noytun 50% nHcynbTOB

Norrving B. Lacunar infarcts: no black holes in the brain are benign. Practical
Neurology. 2008;8(4):222-228.

Warlow C, Sudlow C, Dennis M, Wardlaw J, Sandercock P. Stroke. The
Lancet. 2003;362(9391):1211-1224.

Debette S, Markus H. The clinical importance of white matter hyperintensities
on brain magnetic resonance imaging: systematic review and metaanalysis.
BMJ.2010;341(1):3666-3666.

Morris Z, Whiteley WN, Longstreth WT, Weber F, Lee Y, Tsushima y,

Alphs H, Ladd SC, Warlow C, Wardlaw JM, Al-Shahi Salman R. Incidental
findings on brain magnetic resonance imaging: systematic review and metaanalysis.
BMJ.2009;339(1):3016-3016.

fppt.com



Significance of Cerebral Small-Vessel Disease in Acute
Intracerebral Hemorrhage

Shoichiro Sato, MD*; Candice Delcourt, MD*; Emma Heeley, PhD; Hisatomi Arima, MD;
Shihong Zhang, MD; Rustam Al-Shahi Salman, MD; Christian Stapf, MD; Daniel Woo, MD;
Matthew L. Flaherty, MD; Achala Vagal, MD; Christopher Levi, MD; Leo Davies, MD;
Jiguang Wang, MD; Thompson Robinson, MD; Pablo M. Lavados, MD; Richard 1. Lindley, MD;
John Chalmers, MD; Craig S. Anderson, MD; on behalf of the INTERACT?2 Investigatorsy

Background and Purpose—The significance of structural changes associated with cerebral small-vessel disease (SVD),
including white matter lesions (WML), lacunes, and brain atrophy, to outcome from acute intracerebral hemorrhage
is uncertain. We determined associations of computed tomographic radiological manifestations of cerebral SVD and
outcomes, and in terms of any differential effect of early intensive blood pressure—lowering treatment, in the large-scale
Intensive Blood Pressure Reduction in Acute Cerebral Hemorrhage Trial (INTERACT?2).

Methods—We graded WML (van Swieten scale), the presence of lacunes, and brain atrophy (2 linear measurements and
visual rating) for 2069 of 2839 patients with available baseline brain computed tomography (<6 hours of intracerebral
hemorrhage onset) by 3 independent neurologists blind to clinical data.

Results—WML grade and 2 linear measurements of brain atrophy were associated with death or major disability at 90 days:
multivariable-adjusted odds ratios for WML (grade 3 and 4 versus 0), frontal ratio, and third ventricle Sylvian fissure
distance (most versus least severe atrophy quartile) were 1.42 (95% confidence interval, 1.02-1.98), 1.47 (1.08-1.99),
and 1.64 (1.21-2.22), respectively (all P for trend <0.05). There was no association between lacunes and outcomes. There
were no significant differences in the effects of intensive blood pressure—lowering across subgroups of cerebral SVD.

Conclusions—Preexisting cerebral SVD manifestations of WML and brain atrophy predict poor outcome in acute
intracerebral hemorrhage. There is no apparent hazard of early intensive lowering of blood pressure according to the
INTERACT?2 protocol, in patients with underlying cerebral SVD.

Clinical Trial Registration—URL: http://www.clinicaltrials.gov. Unique identifier: NCT00716079.

(Stroke. 2016;47:00-00. DOI: 10.1161/STROKEAHA.115.012147.)
fppt.com
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3HAUYUMOCTb CTPYKTYPHbIX U3MEHEHUUN, CBA3AHHbIX C
bonesHamun menkux uepebpanbHbiX cocynos,
BK/1lOMAA NopaXeHune 6enoro Bewecrtsa ro10BHOTO
MO3ra, NaKyHbl 1 aTpodUIo Mo3ra, ocTaeTcs
HeonpeaeneHHoOU

Tomorpammbl 2069 u3 2839 nayumeHrtos A0
remopparuyeckoro UHCynbra

3 HeBponora (chenoe uccnegoBaHue)

Hanuume BMC aBnanocb npeduKkmopom rnaoxo2o
Uucxooa rnpu ocmpsiX BHYMpPUMO3208bIX
KpoB8oU3AUAHUAX



ﬂopamel-me MEeNKUuxX uepeﬁpanbublx COCyAOB U PUCK pPpa3BUTUA NeTaJIbHOIo ucxopaa,
ULLIEMUYECKOIro MHCyJibTa U cepae4vyHOo-COCyaAUCTbIX 3a6oneBaHum y nauueHToB

C aQTepPoOCK/IepPpOoTUYHECKUM NopaxKeHuem cocyaos.

UccnepgoBaHue The Second Manifestations of ARTerial disease-Magnetic Resonance
(SMART-MR)

UctouyHuK. M.M.A. Conijn, R.P. Kloppenborg, A. Algra, W.P.Th.M. Mali, L.J. Kappelle, K.L. Vincken, M.l. Geerlings
for the SMART Study Group. Cerebral small vessel disease and risk of death, ischemic stroke, and cardiac

complications in patients with atherosclerotic disease. The Second Manifestations of ARTerial disease-
Magnetic Resonance (SMART-MR) Study. Stroke 2011;42:6:3105-3109.

Department of Radiology, University Medical Center Utrecht, Utrecht, the Netherlands; the Julius Center for Health Sciences and Primary
Care, UMCU, Utrecht, the Netherlands; the Department of Neurology, Academic Medical Center, Amsterdam, the Netherlands;

the Department of Neurology and Rudolf Magnus Institute of Neuroscience, UMCU, Utrecht, the Netherlands; and the Image Sciences
Institute, UMCU, Utrecht, the Netherlands.

MpeanocbiNKU U Uenb uccnegoBaHus. [lopaxkeHne MesIKux epebpasibHbiX COCYA0B MOXET ObITb CBA3aHO C COCYAMCTON U HECOCYAUCTOM NaToso-
ruen. lNpoaHann3npoBanu BAUSIHNE HalMYns NaKyHapHbIX MHYAPKTOB M 04aroB nopaxeHus B 6e/10M BelecTse ro1oBHOro Mo3ra, 1o peaynbratam
MarHUTHO-pe30HaHCcHoHU Tomorpapumu (MPT), Ha noBbIlWEeHUe pUCKa pa3BUTUS 1€Ta/lbHOro MCXo[a OT COCYAMCTbIX U HECOCYAUCTbIX NPUYMH U pa3-
BUTHE LepebpoBacKyNsipHbIX 3aboneBaHui B 6yaylwemM y nayneHToB ¢ uepebpasbHbiM atepocknepo3om. Meroabl. MPT ronoBHOro Mo3ara Bbinos-
Hunm 1309 nayneHTam ¢ yepebpasibHbiM aTepoCKNEepPO30M, 0ToO6paHHbIM M3 6a3bl JaHHbIX uccnegosaHus Second Manifestations of ARTerial
disease-Magnetic Resonance (SMART-MR). Oyaru uwemuu oyeHnBann Bu3yasabHo, a o4aru nopaxxeHus 6esoro sewjecrsa ro10BHOro Mo3ra oue-
HMBaNX BOIOMETPHUYECKMM MeTo4oM. B cpegHem B TeyeHue 4,5 net (mHtepsan ot 0,2 go 7,1 roga) npoBoannu HabawgeHme 3a naymeHtamm ans
perucTpaunmn netaabHoro Mcxoga, MWEeMHUHeCKOro MHCyIbTa U UIWEeMUYECKUX CepAeyHO-COCYAUCTLIX OC/IOKHEeHNH. Pe3ynbrartbl. PerpeccuoHHble
mogenn KoKca nokasanu, 4T0 Hann4dne nakyHapHbIX MHGapKToB (n=229) noBbilaeT PUCK Ppa3BUTUS CMEPTU OT COCYAMCTbIX (OTHOLEHHUE LWaHCoB
[OW]=2,6, 95% poseputensHbi uHTepsan [[AN] ot 1,4 go 4,9) n Hecocyaucteix (OLWL=2,7, 95% AN ot 1,3 go 5,3) npu4nH nocne BHeCEHUs non-
paBoOK Ha BO3pacT, 101, COCYAUCTbIE paKTOPbl PUCKa, Han4ne HenaKyHapHbIX MHPaPKTOB U rnopaxeHue 6e10ro selecrsa rofoBHOro mo3ra. 3tm
PUCKU HE pas3in4annchb y naymeHToB ¢ 6eccMMnTOMHbIMU NaKyHapHbIMK MHpapKkTtamu. O6bemM nopaxkeHus 6en0ro BeljecTsa roJloBHOro Mo3ara
(Mo OTHOLEHHIO K 06LYeMy BHyTpuYepenHomy o6bemy) noBbilan PUCK CMepPTH OT cocyaucTbix npmuinH (OLL ans ysennyenus Ha 1 munamnantp 1,03,
95% [N ot 1,01 go 1,05), a nopaxeHne 6ea0ro BELWECTBa B BEPXHEN KBUHTHAK M0 CPABHEHWIO C 60/1e€ HU3KOW KBUHTUAbIO MOBbIWAN0 PUCK

pas3BUTUA ULWEeMHYeCcKoro uHeynsta (OLL=2,6, 95% [N ot 1,3 Ao 4,9). BoiBoabl. [TopaxeHne Menkux yepebpasibHbiX COCyA0B, BHE 3aBUCUMOCTH
OT Hanu4us UepebpoBacKynspHbIX 3ab6oneBaHni, acCoyMMPOBaHO C NOBbILEHUEM PUCKA PA3BUTUSI NETaNIbHOI0 MCX0Aa M ULLIEMUHECKOro MHCYNbTa
y NayMeHToB C uepebpanbHbiM aTepOCKIEPO30M.
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Association of Microvascular Dysfunction With
Late-Life Depression
A Systematic Review and Meta-analysis

Marnix J. M. van Agtmaal, MD"; Alfons J. H. M. Houben, PhD'2; Frans Pouwer, PhD3; et al

» Author Affiliations
JAMA Psychiatry. 2017;74(7):729-739. doi:10.1001/jamapsychiatry.2017.0984

Key Points

Question Are both the peripheral and cerebral forms of microvascular dysfunction associated with late-life
depression, as suggested by the vascular depression hypothesis?

Findings This systematic review and meta-analysis of 48 studies comprising 43600 participants, including 9203
individuals with depression, shows that the cerebral and peripheral forms of microvascular dysfunction were
associated with increased odds for (incident) late-life depression, independent of cardiovascular risk factors.

Meaning These findings support the hypothesis that microvascular dysfunction is causally linked to late-life
depression. This finding may have clinical implications because microvascular dysfunction might provide a target
for the prevention and treatment of depression.
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* BOMPOC: CBA3aHa "M MUKPOBACKYAAPHAA ANCPYHKUMUA C
Aenpeccuen y noXunbix?

 Mema-aHanu3: 48 uccneposaHmmn, 43600 y4acTHMKOB, U3
HUx 9203 c penpeccuen, B cpeaHem 3.7 net HabnwageHnn



Results A total of 712 studies were identified; 48 were included in the meta-analysis, of which 8 described
longitudinal data. Data from 43 600 participants, 9203 individuals with depression, and 72441 person-years
(mean follow-up, 3.7 years) were available. Higher levels of plasma endothelial biomarkers (soluble intercellular
adhesion molecule-1: OR, 1.58; 95% (l, 1.28-1.96), white matter hyperintensities (OR, 1.29; 95% (Cl, 1.19-1.39),
cerebral microbleeds (OR, 1.18; 95% Cl, 1.03-1.34), and cerebral (micro)infarctions (OR, 1.30; 95% Cl, 1.21-1.39)
were associated with depression. Among the studies available, no significant associations of albuminuria and
retinal vessel diameters with depression were reported. Longitudinal data showed a significant association of
white matter hyperintensities with incident depression (OR, 1.19; 95% Cl, 1.09-1.30).

Conclusions and Relevance This meta-analysis shows that both the peripheral and cerebral forms of
microvascular dysfunction are associated with higher odds of (incident) late-life depression. This finding may
have clinical implications because microvascular dysfunction might provide a potential target for the prevention
and treatment of depression.

fppt.com
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Kak nepudepuuecKkue, Tak u LeHTpanbHble Gopmbl
MUKPOBACKYNAPHOUN AUCPYHKLMM CBA3AHbI C

yyalleHuem npoABaAeHUA AenpPeccuu B No3gHEM
BO3pacTe

lunepuHmeHcusHocmeo benozo sewjecmea — OR=1.29
LlepebpanbHblie mukpokposousnusaHusa — OR=1.18
LlepebpanbHbie (Mukpo)uHgpapkmer — OR=1.30
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AHA/ASA Scientific Statement

Vascular Contributions to Cognitive Impairment
and Dementia
A Statement for Healthcare Professionals From the American Heart
Association/American Stroke Association

The American Academy of Neurology affirms the value of this guideline as an educational
tool for neurologists.

The Alzheimer’s Association participated in the development of this statement to advance
knowledge and understanding of the causes of dementia and the factors that contribute to
Its progression.

Philip B. Gorelick, MD, MPH, FAHA, Co-Chair; Angelo Scuteri, MD, PhD, Co-Chair;
Sandra E. Black, MD, FRCPC, FAHA?#*; Charles DeCarli, MD*;

Stroke. 2011;42:2672-2713
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Table 1. Applying Classification of Recommendations and Level of Evidence

SIZE OF TREATMENT EFFECT

ESTIMATE OF CERTAINTY (PRECISION) OF TREATMENT EFFECT

LEVEL A

Multiple populations
evaluated*

Data derived from multiple
randomized clinical trials
or meta-analyses

LEVEL B

Limited populations
evaluated*

Data derived from a
single randomized trial
or nonrandomized studies

LEVELC

Very limited populations
evaluated*

Only consensus opinion
of experts, case sludies,
or standard of care

Suggested phrases for
writing recommendations

Is recommended
s indicated
is usefuleffective/beneficial

= Recommeadation in favor
of treatment or procedure
being useful effective

= Some conflicting
evidence from single
randomized trial or
nonrandomized studies

= Recommesdation in favor
of treatment or procedure
being useful effective

= Only diverging expert
opinion, case studies,

or standard of care

Is reasonable

can be useful/effective/beneficial
is probably recommended

or indicated

Als

preference to treatmert B
treatment A should be chosen
over treatment B

treatment/stralegy A is probably

preference 1o Yeatment B
It is reasonable to choose
treatment A over treatment B

may/might be considered
may/might be reasonable

A recommendation with Level of Evidence B or C does not imply that the recommendation is weak. Many important clinical questions addressed in the guidelines
do not lend themselves to clinica trials. Although randomized trials are unavailatie, there may be a very clear clinical consensus that a particular test or therapy is
neafill nr effective
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8.2.9. Recommendations

1.

2

fppt.com

In people at risk for VCI, smoking cessation is
reasonable (Class Ila; Level of Evidence A).

In people at risk for VCI, the following lifestyle
interventions may be reasonable: moderation of
alcohol intake (Class IIb; Level of Evidence B);
weight control (Class IIb; Level of Evidence B); and
physical activity (Class IIb; Level of Evidence B).

. In people at risk foi I, the use of antioxidants and
B vitamins « based on current evi-
dence (Class I1I; Level of Evidence A).



OcHoBHble pekomeHaauuu AHA/ASA
NPU PUCKe COCYAUCTbIX AeMEHLUN

* OTKa3 o1 KypeHusa (yposeHb A)

* KoppeKuusa ynotpebneHna ankoronsa, maccbl Tena,
dusnueckon aktuBHoctu (yposeHo B)

* Ucnonb3oBaHMe aHTUOKCUAAHTOB U BUTAMUHOB
rpynnbl B npu pucke cocyauctbix agemeHumm — HE
MPUHOCUT NOJIb3bl (yposeHb A)

fppt.com
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8.4.6. Recommendations

1. In people at risk for VCI, treatment of hypertension
is recommended (Class I; Level of Evidence A).

2. In people at risk for VCI, treatment of hyperglycemia
may be reasonable (Class IIb; Level of Evidence C).

3. In people at risk for VCI, treatment of hypercholes-
terolemia may be reasonable (Class IlIb; Level of
Evidence B).

4. In people at risk for VCI, it is uncertain whether
treatment of inflammation will reduce such risk
(Class IIb; Level of Evidence C).

..........



OcHoBHble pekomeHgauumn AHA/ASA
NPU PUCKe COCYAUCTbIX AeMEHLUN

 PeKomeHAayeTca neyeHue apTepuasibHOM
runepteH3unu (yposeHb A)

* MoKeT 6bITb pa3yMHbIM NeyeHune
runepxonecrepoemuu (yposeHb B) U runepramkemum
(ypoBeHb C)

fppt.com



fppt.com

Recommendations

P §

1. A Mediterranean-type dietary pattern has been asso-

ciated with less cognitive decline in several studies and
may be reasonable (Class Ilb; Level of Evidence B).

. Vitamin supplementation is not proven to improve

cognitive function, even if homocysteine levels have

been positively influenced, and its usefulness is not
well established (Class IIb; Level of Evidence B).

3. Physical activity might be considered for the preven-

tion of cognitive impairment (Class IIb; Level of
Evidence B), but the usefulness of other lifestyle or

vitamin interventions is uncertain (Class IIb; Level
of Evidence B).

. The effectiveness of antiaggregant therapy for VCI is

not well established (Class Ilb; Level of Evidence B).
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OcHoBHble pekomeHaauuu AHA/ASA
NPU PUCKe COCYAUCTbIX AeMEHLUN

* Cpean3eMHOMOpPCKan aneta MoXeT bbiTb
obocHoBaHa (ypoBeHb B)

* Ucnonb3oBaHUe BUTAMUHOB HEe A0OKa3aHO ANA
KOpPpEeKUnn KOrHUTUBHbIX GyHKUUM (ypoBeHb B)

* du3nyeckana akKTUBHOCTb MOXKeET b6bITb pacCMOTpPEHaA
KaK cpeacTBo NPoPUNAKTUKU KOTHUTUBHDIX
HapyweHuu (yposeHb B)

fppt.com
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Update on cerebral small vessel disease:
a dynamic whole-brain disease

Yulu Shi,"? Joanna M Wardlaw'

ABSTRACT

Cerebral small vessel disease (CSVD) is a very
common neurological disease in older people. It
causes stroke and dementia, mood disturbance and
gait problems. Since it is difficult to visualise CSVD
pathologies in vivo, the diagnosis of CSVD has relied
on imaging findings including white matter
hyperintensities, lacunar ischaemic stroke, lacunes,
microbleeds, visible perivascular spaces and many

Generally, including in this review, CSVD is
used to describe a series of imaging changes
in the white matter and subcortical grey
matter, including recent small subcortical
infarct, lacunes, white matter hyperintensities
(WMHs), prominent perivascular spaces
(PVS), cerebral microbleeds (CMBs) and
atrophy." Usually, recent small subcortical
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* OCHOBHbIE Te3uchl

* BbonesHn menkux uepebpanbHbiX COCYAOB YacTO BCTPeYatoTca y
NOXXUAbIX

* OHM BbI3bIBAKOT
— WHCYANbThI,
— AeMeHUunu,
— U3MeHeHUA HACTPOoeHunA
— U3meHeHUA xoabbbl/noxoaKku
* OcHoBbl Ds — nsmeHeHua, HamnaeHHble Ha MPT
— MMnepuHTEepcuUBHOCTb 6enoro BelecTsa
— JlakyHapHble uwemuyeckme MHCYNbTbl
— JIaKyHbI
— MUKpPOKPOBOU3NUAHUA

— Op
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Lacunar infarcts/lacunes, white matter hyperintensities (WMH), and cerebral microbleeds

(CMBs) are considered various manifestations of cerebral small vessel disease (SVD). Since
the exact mechanisms of these manifestations differ, their associated risk factors differ.
High blood pressure is the most consistent risk factor for all of these manifestations. How-
ever, a "J curve” phenomenon in terms of blood pressure probably exists for WMH. The as-
sociation between cholesterol levels and lacunar infarcts/lacunes or WMH was less consis-
tent and sometimes conflicting; a low cholesterol level probably increases the risk of CMBs.
Homocysteinemia appears to be associated with WMH. It is noteworthy that the risk factors
profile may also differ between different lacunar patterns and CMBs located at different
parts of the brain. Thrombolysis, antihypertensives, and statins are used to treat patients
with symptomatic lacunar infarction, just as in those with other stroke subtypes. However,
it should be remembered that bleeding risks increase in patients with extensive WMH and
CMBs after thrombolysis therapy. According to the Secondary Prevention of Small Subcorti-
cal Strokes trial results, a blood pressure reduction to <130 mmHg is recommended in pa-
tients with symptomatic lacunar infarction. However, an excessive blood pressure decrease
may induce cognitive decline in older patients with extensive WMH. Dual antiplatelet ther-
apy (aspirin plus clopidogrel) should be avoided because of the excessive risk of intracere-
bral hemorrhage. Although no particular antiplatelet is recommended, drugs such as cilo-
stazol or triflusal may have advantages for patients with SVD since they are associated with
less frequent bleeding complications than aspirin.
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JTakyHapHble nHPapKTbl/NaKyHblI,
rMNepuHTEPCUBHOCTb 6€es10ro BelecTsa U
uepebpasibHble MUKPOKPOBOU3/IMAHUA CUUTAIOTCA
Pa3/IMYHbIMU NPOABAEHUAMU BOoNe3HN MEeNnKUx
uepebpanbHbIX cocynoB

CamMbiM 3Ha4YMMbIM PaKTOPOM 3TUX NPOABAEHUSA
ABNAETCA aTepuaNbHaA rMnepTeHsus

He AcHa cBA3b meXxay atumu MPT-aBneHnamm um
YPOBHEeM XosiecTpona

HusKuit ypoBeHb xonecrepona, BEPOATHO,
yBen4YmMBaeT PUCK LepebpanbHbIX
MUKPOKPOBOU3NNAHUN
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* Tpombonusuc, aHTUrMnepTeH3nBHbIE NpenapaTtbl U
CTAaTUHbI Ucnonb3yroTca Ana neyeHmna bVIC

* HO npn BMC yBennumBaeTtca pucK KPoOBOU3NUAHUN
nocne Tpombonunsuca

* MaumMeHTam ¢ CMUMNTOMATUKOU NaKYHAPHbIX
MHpapKTOoB Mmo3ra peKkomeHayetca AA<130 mm pT cT

* HO ype3amepHoOe cHuXeHue Al ysennumsaer
KOFHUTUBHbIN AednumUT y noxKunbix ¢ bMC
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Although the harm of dual antiplatelet therapy (aspirin plus clopidogrel) was correctly
identified in patients with SVD, the appropriate antiplatelets in SVD require investigation. In
particular, the efficacy of drugs such as cilostazol or triflusal, which are known to be
associated with less frequent bleeding complication than aspirin, should be further
investigated. Finally, as discussed above, subcortical infarction is heterogeneous. Proximal
subcortical infarction, especially those associated with parental artery stenosis, has
characteristics of atherosclerosis, whereas distal subcortical infarction has SVD
characteristics. In this regard, treatment may have to be tailored; for example, statins and
dual antiplatelets may work better in the former group of patients but may be harmful in the
latter group. Previous studies disregarded the heterogeneity of small subcortical infarction,
so further studies that consider this aspect should be performed.
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* [lokasaH BPE/] 080liHOU aHTUArperaHTHOM Tepanuu
npu BMC (acnupuH + Knonuaorpenns)

* Lunocrason u tpudnysan aBaAaoTCca npenapatamum, c
KOTOPbIMMU CBA3aH MEHbW UL PUCK KPOBOU3NUAHUMU, U
No KOTOPbIM NMPOAO/IXKAIOTCA UCCIeA0BaHUA
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* CybKOpTUKaNbHble MHPAPKTbI reTeporeHHbi!
. npOKCVIMaIIbeIe CBA3dHbl CO CTEHO30M U aTEPOCK/NIEPO3OM

 [OuncranbHble —c BMC

* NMO3TOMY neuyeHue ux byagert pasHbim!

* [pn NpoKCUManbHbIX CYBKOPTUKANbHbIX MHPAPKTAX MOTYT
6bITb NON1E€3HbI CTaTUHDbI U ABOMNHAA aHTUArperaHTHas
Tepanus,

* A npu ouCManbHbIX 3Ta Tepanua moxet bbiTb BpeaHa!
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limited knowledge from clinical trials and therefore a great demand for new trials. In
addition, there is a need for better stroke subtyping in large stroke trials as many
classification systems cannot discriminate between SVD-related infarcts and small infarcts of
other etiology. Some specific recommendations: Double platelet inhibition should be

avoided, also in the acute phase. Recent data from an Austrian registry suggest that
thrombolysis is equally beneficial in SVD-related stroke compared with other stroke subtypes.
Antihypertensive treatment is very important, also in SVD patients without stroke. But blood
pressure lowering might be harmful in late disease stages, as it can augment hypoperfusion.
Ultimately, a better understanding of SVD pathomechanisms is needed in order to develop
new therapies.

https://eso-stroke.org/eso/cerebral-small-vessel-disease-esoc-2017-session-highlights/
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BbMC — pe3ynbTaTtbl ceccum:

N3beratb ABOMHOWN aHTUArpPeraHTHOM Tepanuu

Tpombonusuc apdpeKTuBeH npu pasHbIX noaTUNAX
UHCYNbTOB, B TOM Ynucne v Bbi3BaHHbIX BIVIC

AHTUTMNEepPTeH3UBHAA TepanuAa BaXXHa npu bMC, B
TOM YMcne n y nayueHToB 6e3 MHcynbTOB

HO cHuXeHue Al Ha no3aHuUX ctaanax bIMC moxker
NnpPUHeCTU Bpea us-3a runonepdpysmu

TpebyeTtca nyyllee NOHMMaHME NAaTOreHETUUECKUX
MeXaHU3MOoB ANA pa3paboTKM meToaoB nevyeHUus



F .cf‘\,t)' -
- 5 ‘;!i %

'0.; B ‘S N ~ BN 3
L% 8 é

-

https://www.arthriticchick.com/diagnoses/non-autoimmune-diseases/brain-
__disorders/chronic-small-vessel-disease-of-the-brain
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