KapanoBacKynsapHble pUCKU U BOCNA/IUTE/IbHbIE
3a260/1eBaHUA KULLEYHUKA

bapbiwesa Onbra lOpbeBHa
BocnanutenbHble 3aboneBaHnA KuwedyHmKa B XXI Beke
2020r.



2NNaeMmnonorma

* Cepae4vHo-cocyaucTble 3aboneBaHmA OCTaOTCA BeayLwen NPpUYUHOMU
CMEPTHOCTU BO BCEM MUpPE

* CepaeyHo-cocyauncTble 3aboneBaHnA OTBETCTBEHHbI exXeroaHo 3a 17,3
MJIH. cmepTten — 31,5% Bcex cmepTen HaceneHua naaHeTbl u 45% Bcex
cMmepTen oT HeMHPEKLMOHHbIX 3ab0s1eBaHNI

* B EBpone oT cepae4yHo-cocyamncTbix 3aboneBaHU exxerogHo ymupaeT
6onee 4 mnH. Yenosek, 13 HMX 1,4 mnH. B Bo3pacTte Ao 75 net—3Tto
45% Bcex cmepTten (40% cpean MmyK4YunH 1 49% cpeam KeHLWwmH)

* ExxeroaHo oT cepaevyHo-cocyamncTbix 3abonesaHunii B Poccumn ymmpaer
OK0J10 MUIZIMOHA YeNoBeK




Puck CC3 npu B3K

BanaHue tepanuu B3K Ha CC puck

Bauanue tepanum CC3 Ha B3K



Bansanue yposHA CPb Ha puck CC cobbiTiit B 0bLLEN nonyasaumn

BbixknBaemocTtb 6e3 CC cobbiTui B
COOTBETCTBUU C NCXOAHbIMKN YpOoBHAMM CPB
m JINHT.
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NccneposaHue nokasano, yto C-
PEeaKTMBHbIN BeNoK, mapKep
CUCTEMHOrO BOCMaNeHUS,
asnaerTca bonee CUNbHbIM
npeaukTopom byaywmnx
cepAevyHOo-CoCcyaUCTbIX cobbiTUN,
yem JIMHIM




MMMmyHoBocnanutenbHble 3abonesaHna n CC puck

Total Events Total Events
Systemic lupus erythemathosus 654 34 483559 7513 6.36 (4.37, 9.25)
Rheumatoid arthritis 5764 202 483559 7513 e 2.01(1.73, 2.34)
Ulcerative colitis 2659 75 483559 7513 = 1.80(1.42,2.27)
Ankylosing spondylitis 1400 41 483559 7513 ligi 1.56 (1.13, 2.14)
Systemic vasculitis 1475 44 483559 7513 R 1.54 (1.12, 2.12)
Crohn's disease 1494 30 483559 7513 ™ 1.37 (0.84, 1.98)
Psoriasis 6286 136 483559 7513 1.28 (1.07, 1.53)
Overall <> 1.70 (1.32, 2.08)

Cardiovascular and type 2 diabetes morbidity and all-cause mortality among diverse chronic inflammatory disorders. Dregan A et al. Heart 2017




Cepbe3Hble CC cobbiTua y naumeHToB ¢ B3K
(JaTcKoe HauMOHANbHOE KOrOPTHOE UccneaoBaHue)

26,293 patients with a first diagnosis of IBD and dispensed pharmacological IBD
treatment, 1996-2009

3,365 excluded for previous IBD treatment >1 year prior to diagnosis
1,181 excluded for previous myocardial infarction or stroke

31 877 excluded for age <15 years at time of diagnosis of IBD

73 excluded for missing information on emigration status

2 excluded for ambiguous data on time of death

\ 4
20,795 I1BD patients o ronrense L > 207,950 matched controls
1:10 matching
on age and gender
1,116 excluded for missing
information on emigration status
N 900 excluded for previous
diagnosis of IBD
5,956 excluded for previous
myocardial infarction or stroke
\ 4
20,795 IBD patients with a total of 199,978 matched controls with a total
125,558 person-years of follow-up of 1,233,010 person-years of follow-up
Composite endpoint
Ulcerative colitis 869 10.99 10.28-11.74 1.17 1.09-1.26
Crohns disease 229 8.18 7.19-931 148 1.28-1.70
Unspecific IBD 138 8.18 6.92-9.67 1.38 1.15-1.65
IBD total 1,236 9.97 9.43-10.54 1.24 1.16-1.31

Kristensen SL et al. PlosOne 2013



RR 95%Cl
Myocardial Infarction
Flare 149 1.16-1.93
Persistent activity 205 1.58-2.65
Remission 1.01 0.89-1.15
Total 1.17 1.05-1.32
Stroke
Flare 153 122-192
Persistent activity 1.55 1.18-2.04
Remission 1.04 092-1.16
Total 1.15 1.04-1.27
Cardiovascular death
Flare 232 201-268
Persistent activity 250 2.14-2.92
Remission 098 089-1.09
Total 1.35 1.25-1.45

Kristensen SL et al. PlosOne 2013

Cepbe3Hble CC cobbiTha y naumeHTos ¢ B3K
(JaTcKoe HauMoHa/IbHOE KOTOPTHOE Uccae0BaHMNeE)

p-value

<0.0010
<0.0001

0.8160
<0.0040

<0.0001
<0.0020

0.4710
<0.0060

<0.0001
<0.0001

0.9600
<0.0001

Rate ratio

AKTMBHOCTb 3aboneBaHuA
Npwv BOCNAANTE/IbHOM
3260/1€BaHUN KNLLEYHMKA
CBA3aHa C NOBbILWEHHbIM
PUCKOM MHDAPKTA
MMOKapAaa, UHCYNbTa U
CMEepPTU OT CcepaeyHo-
cocyamncTbiX 3abonesaHnmn



KapanoBacKynApHbIe PUCKU XapaKTepPHbl ANnAa nayneHTos ¢ B3K

JiIunnaHbIW NapagoKc OTHOocuTenbHbI puck CC3 y naumeHToB ¢

M B3KL B3K, Ha ocHOBe meTaaHanusa 10 KOropTHbIX
HOorme nauymneHTbl C

— WmetoT 60nee Hu3Kkue yposHu XC-JIMHM n OX, uem y
3/0pOoBbIX Ntogen (bonee BbipaxeHHble Npu bK, yem npwm
AK)

— WmetoT 6onee HU3KuUM UMT n 6onee HU3Kyo 4acToTy
rMNepToHMN (TpaguLMOHHbIe daKTopbl pucka CC3), yem
30pOBble Ntoamn

uccneaoBaHUM

OTHOCUTENbHDbIA PUCK

(95% Cl)

Bce uccneposaHus 1.244 (1.142-1.355)
M [lapafoKcanbHO, HO PUCK CEPAEYHO-COCYANCTbIX
3a601eBaHUM Bbille Y NALUMEHTOB C

39 BK 1.243 (1.042-1.482)
BOCMaNUTENbHbIMM 3a601€BAHUAMM KULLEYHMKA MO © 2
G
CPaBHEHWIO C HACENIEHMEM B LLe/IOM, 0COBEHHO 80 =
) ©
spemsa obocmpeHuli, Ko2da eocraneHue Ha nuke>4 = s AK 1.206 (1.170-1.242)

— BocnaneHue MoKeT 6biTb BaXKHbIM paKTOPOM

YBE/IMYEHUA aTEPOCKNEPOTUYECKOM Harpy3Ku, BeayLLemn

npuumnHbl CC3 npu B3K® Note: 3ToT MeTa-aHann3 o6beanHSAET AaHHbIE UCCIEA0BAHNN N MOXET BbiTb
MUMUTMPOBAH KIVHUYECKON N CTAaTUCTUYECKOI reTEPOreHHOCTbIO BKITIOUYEHHbIX
nuccrnegoBaHun.®

1. Agouridis AP, et al. Ann Gastroenterol. 2011;24(3):181-187. 2. Zanoli L, et al. Trends Cardiovasc Med. 2015;25(8):705-706. 3. Filimon AM, et al. World J Gastroenterol. 2015;21.:
9688-9692. 4. Fumery M, et al. J Crohns Colitis. 2014;8(6):469-479. 5. Feng W, et al. J Am Heart Assoc. 2017;6(8):e005892. 6. Yarur AJ, et al. Am J Gastroenterol. 2011;106(4):741-747.
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6. Conclusions

Chronic IBD poses a risk for CVD and eventual heart failure.
The incidence of IBD (consisting of both ulcerative colitis
and Crohn's disease), 15 on the increase worldwide and thus
15 a potential risk factor for CVD. The signmificance of IBD 1n
causing arterial stiffening, atherosclerosis and 1schemaic heart
disease and myocardial infarction 15 currently being recog-
mized. Systemuc inflammation in IBD patients leads to oxidative
stress and elevated levels of inflammatory eyvtokines such as
TMF-a, leading to phenotypic changes 1n smooth muscle cells
that culminate 1n atherosclerosis and CVD. It has also been
suggested that, endotoxins and bacterial LPS produced by
intestinal microflora can enter the circulation, due to the leaky
intestinal mucosal barrier and contribute to inflammatory
responses that lead to atherosclerosis. IBD-associated heart

¢ B3K noBbIWalOT PUCK KapAMoBacCKyNApPHbIX 3aboneBaHunii U cepaeyHom
HeA0CTaTOYHOCTM.
’0

COCYAUCTbIN PUCK.

% PacTtet Bo Bcem mupe yactoTta B3K, u, cnegosatenbHo, pacteT cepaeyHo-

% OueBupgHa ponb B3K B pa3sBUTUM }KECTKOCTU COCYAUCTOM CTEHKMN,

aTepocKkeposa, nwemuyeckom 6onesHu cepgua, MHpapKTa MMOKapAaa.
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CuctemHoe BocnasneHue NpUBOAMT K:

> OKCMAATUBHOMY CTpeccy,

> NOBbILEHUIO YPOBHA NPOBOCNANUTE/IbHbIX
LUTOKMHOB, TaKMX KaKk ®HOa, 4TOo NnpoBOAUT K
U3MEHEHMUIO IMaJKOMbILLUEYHbIX K/1eTOK,
aTepoCcKNepo3y, KAapANOBACKYIAPHbIM
3aboneBaHuam.

Ponb 3HAOTOKCMHOB U 6aKTepuanbHbIX
NIMNonNoaAncaxapuaoBs, KOTopble NPoAyLUpYHOTCA
KUeyHo MUKpodaopoii n nonagaloT B LUPKYNALMUIO,
NOBbLILAIOT aKTUBHOCTb BOCNAJIEHUA U PUCK Pa3BUTUA
aTepocKneposa.
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———3 Endothelial dysfunction

Atherosclerosis

Coronary artery disease

Heart faillure

f C-Reactive protein )
Cytokines (TNFa)
AJ Endotoxins (LPS)
Homocysteine
: Pro-coagulation factors )

-

Figure 2. Link between inflammatory bowel diseases (IBD) and coronary
artery disease. Cytokines and C-reactive protein are elevated in IBD and
promote atherosclerosis and cardiovascular disease through endothelial dys-
function. Hyperhomocysteinemia is another potential link between IBD and
CVD. Intestinal microfiora produced endotoxins including lipopolysaccha-
ride (LPS), which cross through the leaky intestinal mucosal barrier, activate
immune cells and endothelial cells, and promote events that culminate in
atherosclerosis.
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Corticosteroids, for example, have been associated with
elevated cardiovaseular events in IBD patients (40). However,
corticosteroids when taken at high doses are known to increase
cardiovascular events in the general population as well. In the
same cohort, 1t was also reported that the use of an mhibitor
of platelet activation, 5-aminosalysylate, 1s associated with
reduced inflammation and decreased cardiovascular events.
Epidemiological studies have not revealed any significant
improvement 1n CVD outcomes in patients treated with
immunomodulators (41). Use of antsi-TNF medications did not
show beneficial effects in IBD patients. even though they were
effective in lowering CVD risk 1n patients with rtheumatoload

arthritis (40).

» KopTukoctepounabl accouumnpoBaHbl € NOBblLIEHNnEM
(pncka) kapamnoBacKkynapHbIX cobbiTuM Yy NnauueHTos ¢ B3K,

KaK U B nonyaauunuun.

> WUcnonb3oBaHMe aHTUTPOMbBOLUTaPHbIX NpenapaTos, 5-
AaMMHOCANNLMUNATOB aCCOLUMPOBAHO C NOAaBNEeHUEM
BOCMA/IEHMNA U CHUXKEHUEM PUCKA KapANOBACKYNAPHbIX

cobbITUMN.
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Ucnonb3oBaHUe acNMpUHA, aHTUTPOMbOBOLUUTAPHOTO NpenapaTta KAonuaorpena u
CTaTUHOB Heobxoanumo coxpaHutb ana cHuKeHua CCP y naumeHTtos ¢ B3K.
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» HeT ynyyweHuna cepaeyHo-coCcyanucTbiX UCXOA0B Y NALLUEHTOB,
NeyeHblIX UMMYHOMOAYNATOPaMMU.

» WUcnonb3oBaHue aHTU-PHO npenapaTtoB He NOKa3asn0 3HAYMMOTO
BANAHUA Y NnauueHToB ¢ B3K, Kotopoe 6b1/10 NOKa3aHo y 60/1bHbIX
peBMaToOUAHbIM APTPUTOM MO CHUXKEHUIO KapANOBACKYNIAPHIo pUCKa.



NHrubutopol PHO.
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Systematic Review and Meta-Analysis:
Anti-Tumor Necrosis Factor « Therapy and
Cardiovascular Events in Rheumatoid Arthritis

CHERYL BARNABE, BILLIE-JEAN MARTIN, annp WILLIAM A. GHALI

MeTtaaHanu3 3 PKN (n=2126) 1 13 HabntogaTenbHbIX UCCNeA0BaHUM
(n=106202). AnnTtenbHoCTb HabatogeHUA oT 26 Heaenb Ao 5 ner.

MpumeHeHne nHrnbutopos PHO B Tepanum PA paer:
- CHMXKeHMe p1CKa BCex CepaevyHo-cocyamcTbix ocnoxHeHn (OUM, XCH, M)

- YMmeHbleHue yactoTbl pa3sutna OUM Ha 20%
MW — Ha 30%

PA — peBmaTonaHbIM apTpuT, CCO — cepaeyuHo-cocyanctble ocnoxkHeHua, OUM — ocTpbiii MHGAPKT M1OKapAa,

NBC — nwemnyeckana 6onesHb cepaua, MU — mosrosoit nHcynbt, PHO — dpaKkTop HEKPO3a OMNyX0au
Barnabe et al. ArthrCareRes. 2011;63;522-9



Cardiac risk factors and prevention
Original research article

Association between chronic immune-mediated inflammatory diseases and

cardiovascular risk
Jose Miguel Baena-Diez, Maria Garcia-Gil, Marc Comas-Cufi et all., Barselona, Spane

Bo3pacT 35-85 net, 6e3 aHaMmHe3a KapAMOBaCKYINAPHbIX 3aborneBaHUMN.

991 546 yyacTHUKOB.

Puck kapanoBacKynsapHbIX 3aboneBaHn ObIs1 NOBbILEH MPU:

- CUCTeMHbIX 3aboneBaHUsAX coeguHuTenbHou TkaHu (HR=1.38 (95% CI 1.21 to
1.57)),

- peBmaTtougHom apTpute (HR=1.43 (95% CIl 1.26 to 1.62))

- B3K (HR=1.18 (95% CIl 1.06 to 1.32)).

Ad ekt npoTnBOBOCHANUTENILHON Tepanum ObIyT o4eBUAEeH BO BCeX rpynnax:
- CUCTeMHble 3aboneBaHus coeguHnTenbHon TkaHn (HR=1.50 (95% CI 1.24 to 1.81)
- peBmatoungHbin apTpuT (HR=1.47 (95% CI 1.23 to 1.75))

. - B3K(HR=1.43 (95% CI 1.19to 1.73).

HEART, 2017r.
http://dx.doi.org/10.1136/heartjnl-2017-311279
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Daily Aspirin Use Does Not Impact Clinical
Outcomes in Patients With Inflammatory Bowel
Disease
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Abstract

Background

Although several studles have assoclared the ase of nonsteroldal antl
inflammatory drugs with diseass flares in patients with mflammatory bowel
disease {1BD), little is known about the impact of daily aspirin use on clinical

utcames i patients with 18D

More on this toplc

Methods

We condlicted & retrospective analysis of a prospectively collected registry of
patients with IBD from May 2008 to June 2015, Patients with any disease Results
activity with daily aspirin use were matched 1:4 to controls by age, sex, disease,

dizease location, and presence of cardiac comarbidity, Patients with at least 18

months of follow-up were includad in the final analysis, The primary outcomes

of Interest were having an 1 laled hospltalization, IBD-related surgecy,

and requiring corticosterobds during the loblow-up period

Results

A total of 764 patients with IBD were included in the analysis, of which 174
patients were taking aspirin. There was no statistical difference in age, gender,
diagnosis (Crohn’s disease vs ulcerative colitis), disease duration, Charlson
Comorbidity Index, smoking status, medication usage, or baseline C-reactive
protein between groups. After controlling for covariables and length of follow-
up in the entire population, aspirin use was not associated with a risk of being
hospitalized for an IBD-related complication (odds ratio [OR], 1.46; P = 0.10),
corticosteroid use (OR, 0.99; P = 0.70), or having an IBD-related surgery (OR,
0.99; P =0.96).

Conclusion

In this single-center analysis, aspirin use did not impact major clinical
outcomes in patients with IBD. Although the effect of aspirin use on mucosal
inflammation was not directly assessed in this study, these findings support
the safety of daily aspirin use in this population.
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Cardiovascular Risk in Individuals with Inflammatory
Bowel Disease

This article was published in the following Dove Press journal:
Clinicol and Experimental Gastroenterology

Robertha Baccaro Biondi( Background: Inflimmatory bowel discase (IBD) patients present a higher risk of develop-

Pericles Sidnei Salmazo " ing cardiovascular discases due to the presence of chronic inflimmation, which plays an
Silméia Garcia Zanati Bazan () essential role 1n atherogenesis. Therefore, the aim of the study was to evaluate the cardio-
Jodo Carlos Hueb (% vascular nisk between patients with IBD and healthy control mdividuals.

1 . "§2 o e N o 1 S
Sergio All Rupp de Paiva ( Materials and Methods: A total of 52 consecutive IBD- outpatients from a tcrnat"y hospital
and 27 healthy controls were enrolled. Data collected included age, sex, smoking status,

Ligia Yukie Sassaki("

g D presence of comorbidities, disease activity, ongoing medical treatment, body mass index,
Department of Internal Medicine, arterial blood pressure, and cardiovascular risk. The cardiovascular risk was based on the
Botucatu Medical School at Sao Paulo - ; p R ]
State University (UNESP), Botucatu, Framingham risk score and ultrasonography variables, such as the carotid inima-media
Brazil thickness and the presence of atherosclerotic plaque in the carotid. Multivanate logistic

regression or multiple linear regression analysis was performed at a significance level of 5%.
Results: No differences were observed between groups with regard to age, sex. smoking
status, comorbidities, blood pressure, body mass index, lipid profile, and Framingham risk
score. In the IBD group, fasting glucose [95 (86.2-107.3) mg/dL vs 86 (79-100) mg/dL,
p=0.041}, carotid intima-media thickness (0.69£0.12 mm vs 0.63=0.12 mm, p=0.031), and
atherosclerotic carotid plaque (25% vs 5.4%, p=0.032) were higher compared with those in
the control group. Multivanate logistic regression analysis showed that patients with 1BD
presented a 6.45-fold higher risk of carotid atherosclerotic plaque (odds ratio: 6.45; 95%
confidence interval: 1.035-40.216; p<0.046).

Conclusion: Patients with IBD are at an increased risk of atherosclerosis and, consequently,
an increased risk for cardiovascular discases.

Keywords: cardiovascular nisk, carotid artery discases, carotid intima-media thickness,
inflammatory bowel discase




ApTepuanbHaa runepToHUs
u ancaunuaemma — segylimne ¢akTopbl pUCKa

OCHOBHbIe (haKTopbl pUcka, BNUSOLLNE
Ha CMEPTHOCTb

BoiHbl
@ — CMepPTHOCTb cpean 6epeMeHHbIX 1 HOBOPOXOEHHBIX
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Reference: NHS Atlas of Risk (tool) 2010. Available at: http://www.nhs.uk/Tools/Pages/NHSAtlasofrisk.aspx
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z3adonesaHnvnm B Onvwxanmwme 10 ner
(tabnuua SCORE)

HerHuwmnHbl My>XX4UnHbl
Hexypsuine Kypsuine Hexkypauwmue Kypswwme
137 1S 1 19 14 16 19
10 12 13 11 13
65 ner
60 ner
LUKAJIA OTHOCUTEJIBHOIO PUCKA -
L 4]5]5/6]7) (6]7 8 ]10[12] s
10 EIEIEIEE <40 28008 H
140 22 2 E1E} [3|3]4]5]6] b= 55 ner
120 [ @@z 2 2 rner 22 HEA g
4 5 6 7 8 4 5 6 7 8 g
obwimun xonecrepmH (MMonb/n) ;
50 ner
40 ner
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Kntovesble CTpater MeauKaMeHTO3HOro iIe4eHuA
HEOCNOKHEHHOW MMNEPTOHUM

PaccMoTpeTb MOHOTepanmio y

i 1 HAYAJIbHAA MA”(D v bPA + MaLMEHTOB HU3KOIO pMCKa C
A TEPAINANA rMnepToHren 1 crenexu
I /1Bo1HasA KOMGMHaUMA AK UJin 'DlﬂypeTMK (CAA<150 mmpr.cT.)

WM Yy o4eHb NoXubix (280 neT)
WU «XPYMNKNX> MNaLUEHTOB

LLIAT 2 UATD vnm BPA +

TporHas KoOM6GMHaUMs AK + .D.MTMK
a LLIAT 3
( N Toosin Pe3ncTteHTHaA rMnepToHUA S
A Ta611eTl<l4./) KOMGUHaLMS + /106aBUTb CMMPOHOJIAKTOH crnevLManM3MpoBaHHbIM LIEHTP AnA
T | CMPOHOMAKTOH WM (25-50 mr/cyT) nnu apyrov AMypeTuK, AOMOJIHUTE/IbHbIX UCC/IeA0BaHNU
APYrou npenapar aJibpa-6/10KaTop MM BETa-010KaTOp

BETA-B/IOKATOP
PaccMmoTpeTb 6eTa-610KaTop npy 1l060M LUare sieveH1s, NpuHainyme
cneumbrYeckMX NoKasaHUM, TaKMX Kak, cepAeyHasl He0CTaTOYHOCTb,
cTeHoKapama, MM B npowniom, O mamn y Mosoapix *KEHLUMH,
MAHMUPYIOLMX GEPEMEHHOCTD




OCHOBHble BMeLlaTe/IbCTBa B 3aBUCMMOCTU OT CEPAEUYHO-COCYAUCTOrO pUcKa u yposHa XC JIHMN

XC JIHII 6e3 geuenust (MMOJIB/JT)

Puck <14 14<18 1.8<2.6 2.6<3.0 3.0<49 >4.9
IlepBuuHasi NpopUIAKTHKA
Huzkuit Usmenenue OXK, paccmorpeTs
O®T npu oTCyTCTBUM KOHTPOJIS
Kiacc/YpoeHn 1IC la/A
YMepeHHbIi Nzmenenne OX, paccmorpeTh Usmenenne OXK, paccMoTpeTh
O®T npu oTCyTCTBUU KOHTPOJIS O®T npu oTCYyTCTBUM KOHTPOJIS
Knacc/Yposenb la/A lla/A lla/A
BuICOKHIT Nzmenenne OX, paccMoTrpeTsh
OT npu OTCyTCTBUU KOHTPOJISA
Kiacc/Yposenn la/A la/A

O4. BBICOKHIT

Knacc/Yposenb

Nzmenenne OXK, paccMorpeTh
OT npu oTCyTCTBUN KOHTPOJIS

Ha/A

I/A

Ou. BEICOKUI

Nzmenenne OXK, paccMoTpeTs
OT npu OTCyTCTBUU KOHTPOISL

Knacc/Yposenb

lla/A

I1A

Bropuunas npopuiakTuka

I1A

1A

1A

IIA

®T — papmakoTtepanms; O — 0bpas KnsHu
2019 ESC/EAS Guidelines for the management of dyslipidaemias: lipid modification to reduce cardiovascular risk (European Heart Journal 2019 -doi: 10.1093/eurheartj/ehz455)




PeKoMeHaauUmm: YTo HaJ0, M YTO HEe HaAo AenaTb

ANns nauMeHToB C rMNEpPTOHUEN, Y KOTOPbIX HET IBHOrO BbICOKOrO MJIM O4YeHb BbICOKOrO pUCKa M3-3a u3BecTHoro CC3, auabeta uam
60n1€e3HU NoYeK, peKomMeHaoBaHo oueHnBaTb CC-pMCK € ucnosb3oBaHMeM cuctembl SCORE

naLIMEHTaM BbICOKOIro MJin o4eHb BbICOKOro pUCka peKoMeHA4O0BaHbl CTaTUHbI

AHTUTpOMOLMTApHAA Tepanus, 06blYHO C aCMUPUHOM B HU3KOM f03€e, peKOMeHZ0BaHa A4/18 NauMeHTOB C rMNepToOHUEN B
KayecTBe BTOPMYHOM MpPODUNAKTUKU

MauneHTam c runeptoHmen 6e3 CC3 pna nepBUYHOM NPOPUIAKTUKM MCNONb30BaTh aCMMpUH HE peKOMEHAYyeTCs

MaumeHTaM C runepToHMen He peKOMEeHAYeTCA PYTMHHO NPOBOAMTbL FeHeTMYeCcKoe TeCTUpoBaHUe



Tepanua TobauuTMHMOOM CBA3aHa C A0303aBUCUMbIM YBEIMYEHUEM UNUAOB,
6e3 n3mMeHeHUA MHOEKCa aTeporeHHOCTH

Total Cholesterol (TC) High-density Lipoprotein Low-density Lipoprotein
[ - -
L 50- : £ 50 : Cholesterol (HDL-c) & 50 : Cholesterol (LDL-c)
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0 8 1317 25 33 41 49 61 0 8 1317 25 33 41 49 61 = 0 8 1317 25 33 41 49 61
Weeks Post-induction Baseline Weeks Post-induction Baseline Weeks Post-induction Baseline
@ Ind 10 mg BID / Main placebo @ Ind 10 mg BID / Main 5 mg BID ® Ind 10 mg BID / Main 10 mg BID
N=198 N=198 N=196

NMocne 8 Hegenb MHAYKUMOHHOIO fle4yeHUsa Habnoganmcb HebonbLlune, HO CTaTUCTUYECKU

3Ha4YnNMblie Koppendaumn mexay noBbilleHHbIM YpOBHEM nNMnnaoB U CHNXeHnem CPb

BID=twice daily; CRP=C-reactive protein; Ind=induction; Main=maintenance; SE=standard error; UC=ulcerative colitis.

1. Sands B et al. Presented at: 13th European Crohn's and Colitis Organisation; February 14-17, 2018; Vienna, Austria. OP033. 2. Feagan BG et al. Presented at: 13th European Crohn's and Colitis Organisation; February 14-17, 2018; Vienna, Austria.
P676.



XapaKktepuctuka naumneHtos ¢ CC cobbiTuamm Ha Tepanmum TopauUTMHUOOM

et Lipid levels at the last
disease at Predominant MACE . . . Priorand concomitant Priorand Lipid levels at induction P
Gender : - P Tofacitinib Action CVrisk factors N - i recorded study
induction tofacitinib dose outcome CV medication concomitant LLA baseline, mg/ ; .
s timepoint, mg/dL
baseline
74 Male Left-sided Myocardial 142 5mg BID Resolved Temporary Medical history of Acetylsalicylic acid, Simvastatin TC: 161; HDL-c: 63; TC:172; HDL-c: 44;
colitis infarction discontinuation hyperlipidemia, hypertension, warfarin LDL-c: 71; TG: 134 LDL-c: 96; TG: 159
and deep vein thrombosis (Day 336 of OLE)
64 Male Left-sided Acute myocardial 1540 5mg BID Resolved Temporary None reported None reported None reported TC: 167; HDL-c: 59; TC: 170; HDL-c: 55;
colitis infarction discontinuation LDL-c: 92; TG: 80 LDL-c: 95; TG: 98
(Day 1459 of OLE)
66 Male Left-sided Acute coronary 28 5mg BID Resolved Temporary Medical history of angina Acetylsalicylic acid, Rosuvastatin TC: 192; HDL-c: 112; TC: 186; HDL-c: 93;
colitis syndrome discontinuation pectoris, arrhythmia, and perindopril, verapamil LDL-c: 59; TG: 105 LDL-c: 80; TG: 65
myocardial infarction (Day 1444 of OLE)
56 Male Left-sided Cerebrovascular 857 10 mg BID Resolved Permanent Medical history of hypertension Amlodipine, enalapril None reported TC: 230; HDL-c: 39; TC: 181; HDL-c: 56;
colitis accident discontinuation and diabetes mellitus LDL-c: 132; TG: 297 LDL-c: 73; TG: 258
(Day 810 of OLE)
55 Female Pancolitis Hemorrhagic 148 10 mg BID Still present Permanent Medical history of hypertension, Irbesartan Atorvastatin TC: 183; HDL-c: 63; TC: 205; HDL-c: 71;
stroke discontinuation hypercholesterolemia, and LDL-c: 94; TG: 132 LDL-c: 111; TG: 117
diabetes mellitus (Day 62 of maint)
55 Male Pancolitis Cerebellar 1438 5mg BID Resolved Permanent History of left ventricular None reported None reported TC: 216; HDL-c: 34; TC: 281; HDL-c: 51;
hemorrhage discontinuation hypertrophy and hypertension LDL-c: 150; TG: 161 LDL-c: 191; TG: 194
(Day 918 of OLE)
39 Male Left-sided Aortic dissection 31 10 mg BID Death No action None reported None reported None reported TC: 309; HDL-c: 80; LDL-c: TC: NR; HDL-c: NR;
colitis 189; TG: 85 LDL-c: NR; TG: NR

N3 7 nauneHToB ¢ cepbe3HbiMn CC cobbiTuamu
5 umenu pakTopbl pUCcKa B Havyarie MHAYKUUU

*The maximal area of involvement was summarized in case of more than one area; From Day 1 of tofacitinib treatment.

BID=twice daily; CV=cardiovascular; HDL-c=high-density lipoprotein cholesterol; LDL-c=low-density lipoprotein cholesterol; LLA=lipid-lowering agent; MACE=major adverse cardiovascular events; maint=maintenance; NR=not reported; OLE=open-label, long-term extension;
TC=total cholesterol; TG=triglycerides.

Sands BE et al. Presented at: 15th European Crohn’s and Colitis Organisation; February 12-15, 2020; Vienna, Austria. P684.




CepaeyHo-cocyauctble HA npu AK:

Mertop, Yacrora cnyyaes/100 n/n

neyeHua (95% OWN) n/N n/n
O6uw,an Koropra 0.25
TodpaunTUHMbGa Bce Aosbl = @ = 5/1124 2038
TodaunTuHnba
B AK
Koropta 6a3bi 0.51
[AaHHbIX Nio6oit MPHO = A = 20/4420 3903
«TpyBeH»
0 0.5 1

YactoTta cayyaes gna topauntuHuba coorsercrasyer
Pfizer, Data on file |'|0|'(a3aTef|ﬂM Anﬂ M¢HO



CpaBHUTeIbHaA 6e30nacHOCTb MHIMOUTOPOB AHYC-KMHA3: pe3yabTaTbl MeTa-aHaAu3a 82-x
nccnenosaHnin, 66159 naupeHToB ¢ pasNUYHBIMU UMMYHOBOCMAAUTENbHBIMW 3ab0NeBaHNAMM

Yacmoma HexcenamernoHobix aéaeHuli Ha 100 nayueHmo/nem

NMokasaTtenu TodaunTnHNoG BapnuntTnHnoG YnapgauntmHuo

N =57 667 N =4632 N =2373

Bce HexenaTenbHble 3235 71, 69 133, 52

ABMNEeHUA

Cepbe3Hble

HeXxenaTenbHble ABNEHUS 9,06 6,67 12,66

Cepbe3Hble nHdekumnm 3,9 2,15 2,16

Mepnec Zoster 1,6 2,16 3,9

Manuruusauus 0,6 0,6 1,0

He MenaHOMHbIN paK KOXU 0,37 0,32 0,73
3naunmbie CC cobbits 048 04 147
« TPOMOO3bI rIy60KUX BEH / 0.15 05 1.8

ineroql-laﬂ ambonus

Olivera P,Lasa J, Bonovas S, Danese S, Peyrin-Biroulet L, Safety of Janus Kinase Inhibitors in Patients with Inflammatory Bowel Diseases or Other Immune-mediated
Diseases: a Systematic Review and Meta-Analysis, Gastroenterology (2020), doi: https://doi.org/10.1053/j.gastro0.2020.01.001



Puck pa3suntua sBeHo3HOW Tpomboambonum n CC 3abonesaHni

\ ,f/ *  MexaHu3am nosbiweHnst pucka CC
3aboneBaHuin y naumeHToB ¢ B3K
MeHee sAceHn?!

~

[MoBblWweHMe pncka pa3sutna BT
y naymeHToB ¢ B3K 6bin0
YCTAHOBJ/IEHO

B TeyeHune noytn 30 net?!

*  Tpomb603 rnybokux sBeH (TIB) n
ambonua nerouyHoun aptepumn (3N1A)
COMPOBOXAAKOTCA CYLLECTBEHHbIMU ¢ *  OcHoBHyto posib B pa3sutum CC 3abonesaHna
nokasaTenamun 3aboneBaemoctu n oy urpaer IL-7, LMTOKMH, y4acTBYOLLNN B
CMepPTHOCTH pa3suTum B3K3

— To pe3synbTaTam HEKOTOPbIX UCCNEA0BaHWUIA, PUCK
pa3euTna CC ABNEHMI NOBbILLAETCA NPU
BHe3anHbIx obocTpeHmnax B3K2>

e TIPUYMHOM MOXKET ABAATLCA U CUCTEMHOE
BOCMnaneHme?

* [loBblWweHME pUCcKa 0bycnoBAEHO j "

o — Ha doHe BHe3anHbix 06ocTpeHunit B3K oTmeyeHo
rmnepkoarynaumen Ha poHe B3K , |

NoBbllWEeHMe pUcka peumamnsa MM 8 3 pasa*

*  MaKcManbHbI PUCK PUCK Pa3BUTUA : l‘s fl ! 4
BT3 y nauuenTos ¢ B3K Habnogancs ] ‘ ] \ \ £ — OpHaKo, B xo4e ApYyrux uccaenoBaHui He bbiio
Ha GOHe BHe3anHoro 060CTPEHUsA Npu 1 i BblAB/IEHO B3anmocBsA3n mexay B3K n CC
OTCYTCTBUM CTaLLMOHAPHOIO fIeYeHuUn W puckom?!

(noBblWweHWe pucka noytn B 16 pas)

Wi\ 4

3CCC=3aboneBaHne cepaeyHo-cocyancTom cuctembl; UM=nHbapKT MMOKapaa. 4 X

1. Andersen NN, Jess T. World J Gastrointest Pathophysiol. 2014;5(3):359-365. 2. Krlstensen SL etal. PLoS One. 2013;8(2):e56944. doi: 10.1371/journal.pone.0056944. 3. Ding H
et al. Mol Biol Rep. 2012;39(7):7473-7478.
4. Kristensen SL et al. Circ Cardiovasc Qual Outcomes. 2014,7(6):857-862.



BeHO3Hble TpoMb03mbonnmn y naumeHTos ¢ B3K

* MaumeHTbl ¢ B3K nmetoT 60s1ee BbICOKUI PUCK BO3HUKHOBEHMA BT, yem B obwelt nonyaaumn '’

 OpobpeHHbIN IRB peTpocneKkTuBHbINM aHanu3 annaemuonornm BT3 y naymenTos ¢ B3K noKkasan, ytoy
naumeHToB ¢ BK yactoTta BT2 6bina Bbiwe, 4em ¢ AK, 1 4YTO XKeHLWmHbI Obin 6onee noaBeprKeHb.I
pucky BT3 '

* PekomeHayeTcs, 4TODObI BCE rocNMUTaM3MpoBaHHble NauuneHTbl ¢ B3K, ocobeHHo ¢ 6one3Hblo KpoHa
(BK), nony4anu npodpunakTuyeckoe neveHune ana npeagynpeskgeHms BT !

* [auuneHTbl NPU NoCeLEeHUN NOUKAMHUKA A0NXKHbI BbITb ONPOLIEHbl 0 NPU3HaKax 1 /uau
cumnTomax BT

* BbisiBNeHMe NoBblWEeHHOro pucka BT y naumeHTos ¢ B3K moXXeT cTaTb BaXKHbIM A1 Ha3Ha4YeHUA
Jle4YeHUs, HanpaB/IEHHOrO Ha OrpaHNYeHne NoCcNeacTBMA HapyLLEeHUW Koarynaumm npu AaHHOM
3abonesBanun’

* Puck'TB u T3/1A nosblweH npu A38eHHOM Koaute (AK) 2

* B o630pe agmuHmucTpatmBHom 6a3bl gaHHbIX Manitoba Health noka3satenun 3abonesaemoctn B 1 TINA
ana naumeHtos ¢ AK coctasnan 0,30 n 0,20 Ha 100 nayneHTO-NeT COOTBETCTBEHHO

1. Morgan K, et al. Pathophysiology. 2019;26:163-16.
2. Bernstein CN, et al. Thromb Haemost, 2001; 430-434.



YacTtota Tpomboambonnyeckmx cobbitni y naumeHTos ¢ B3K

KaHapa, Aanua, Espona,  Bewrpusa’ TaiiBaHb®
peructp? perncrp? Uspaunb?
B 3Tnx KoropTtax
1 ‘ HK - Het B3K nokKa3saTtenu
i | i 3 | 3abonesaemoctum
_ 08 (Ha 100 yenoBekKo-
[}
J net) konebanuco B
=1
© 06 ‘ : | | 3 npeaenax 0,04-0,2
S | § § 5 § (N3) n 0,07-0,3
- 04 |0.30 3 | i (TI_B)
T ® 0.20 021 § § cpeam
E 0.2 ° 014 o 0.08 0053 o 0.11 0.07 ‘ naumeHTos ¢ AR
g : ° - . Y a 0.04 0.04 g2
F 0 1 = 1 | ® B g
Q \a Q N\ & < N s
O L & &8 K K N ¥ &
< 2 S S0 Q Q & S0

1. Bernstein CN, et al. Thromb Haemost 2001;85:430-4. 2. Kappelman MD, et al. Gut 2011;60:937-43.3. Isne R, et

al. Scand J Gastroenterol 2014;49:820-5. 4. Vegh Z, et al. Scand J Gastroenterol 2015;50:306-11.5. Weng MT, et al.
Inflamm Bowel Dis 2018;24:1791-800.



Journal of Crohn s and Colit's, 2018, 485456
dot10.109¥ecco-jce/x 162

Ctepounapl unm buonornyeckan Tepanua?

Review Article

Steroid but not Biological Therapy Elevates
the risk of Venous Thromboembolic Events in
Inflammatory Bowel Disease: A Meta-Analysis

Patricia Sarlos*?, Kata Szemes®, Peter Hegyi*"*, Andras Garami",

Imre Szabo®, Anita llles’, Margit Solymar®, Erika Petervari®, Aron Vincze®,
Gabriella Par?®, Judit Bajor®, Jozsef Czimmer®, Orsolya Huszar?,

Peter Varju®®, Nelli Farkas""’

* [lpnmeHeHUe KopTUKoCcTepongos y naumeHTos ¢ B3K 2x-KpaTHO yBennymnBaeT
PUCK pa3BuTtmna BTD.

* HanpoTtus, pUcK TpomH603Mb0ONNKN CHMMKAETCA NPU UCNONb30BaAHUU aHTU-PHO-
areHToB B 5 pa3 Nno CpaBHEHUIO C CTepougamu.

* 3TO NnoaYepKUBaET BaXKHOCTb OLEHKM pUCKa BT Ha poHe Tepanuu ctepongamm
npu B3K, ocobeHHO y nauneHTOoB € A0NOAHUTENbHbIMU PaKTOPamMM pucKa BT3.

P. Sarlos et al. Journal of Crohn's and Colitis, 2018, 489-498 doi:10.1093/ecco-jcc/jjx162



ESC Guidelines European Heart Journal (2019) 00,1-61 KonstantinidesS et al

CtpaTuduKauma ¢pakTopos pucka BT

BblcOKWIA pucK

e [lepeniom HUXKHeN

KOHEeYHOCTU

focnuTanmsauma no
noBoOAy cepaevyHOmn
He0CTAaTOYHOCTH
nnn pmbpunnaumm
npeacepani B
TeyeHne nocnegHunx
3-X mec.

DHAONPOTEe3UpPOBaH
NS KOJIEHHOTO U
TazobeapeHHoro
CyCTaBOB
O6wwupHas TpaBma
NHbapKT M1MOKapaa
(8 nocnegHue 3
mec.)

TIB B aHamHe3e

NMopaxeHue

YMmepeHHbIN pUCK

e ApTpOcCKonuyeckasa onepauma
e AyTOoMMMYyHHOe 3aboneBaHune
¢ [lepennBaHmne KpoBuU

e LIBK

e XumnoTtepanwus

BpokaeHHble 3aboeBaHMA cepaua
N NEKrmx

¢ [IpmeHeHne CTUMY/IATOPOB
3pUTPONO33a

3T, KOK
3KO
NocnepoaoBsbi Nepunog,

NHdekunn (0cobeHHO HEBMOHUMN,
MM, BUY)

{ B3K

e 3HO
e NHCcynbT
* Tpomb603 NOBEPXHOCTHbIX BEH

K Tpombodunma /

® [TOCTENIbHbIN PEXUM

6onee 3-x AHeMN

e CaxapHbli agnaber
e ApTepuanbHaA

rmnepTeH3snA

e 1NNTENbHbIN

aBmanepeneTt uau
aBTOMObOUNbHAA
noesaxKa

Mo*knnomn Bo3pact
JlanapocKonuyeckas
onepauma
OKunpeHue
bepemeHHOCTb
Bapuko3Haa 6onesHb

Rogerset al.23¥7m7=mu?rsurrurmvp?nm747—/




[ Patient with Atrial Fibrillation; Eligible for Oral Anticoagulation
[ AF patients with prosthetic mechanical heart valves or moderate-severe mitral stenosis?
i i
No Yes
\ 4 \ 4
’ Step 1 Identify low-risk patients | VKA with high time in
! therapeutic range
(target INR range depends
- v " on type of
Low stroke risk? valve lesion or prosthesis)
(CHA_DS,-VASc score: 0 in males 1 in females) d
I I
No Yes
¥ 4
Step 2 No antithrombotic
Consider stroke prevention (ie. OAC) in all AF patients with treatment

CHA,DS;-VASc =1 (male) or 22 (female)
Address modifiable bleeding risk factors in all AF patients.
Calculate the HAS-BLED score.

If HAS-BLED =3, address the modifiable bleeding risk factors
and 'flag up’ patient for regular review and follow-up.
High bleeding risk scores should not be used
as a reason to withhold OAC.

4
( CHA,DS,-VASc )

=1 (male) :>r =2 (female) =2 (male) or zl3 (female)
\ 4

‘ i 4
OAC should be considered | 0AC is recommended
(m:ss lia) |

Step 3 Begin NOAC (or VKA with high time
in therapeutic range®)
NOACs generally recommended
as first line therapy for OAC

dunbpunnauuya npeacepanm

IIIka/1a OeHKH PHCKA KPOBOTEeYeHHH
HAS-BLED

Eyxsa® KAIMHANECKAR XBPSETEHUCTINE" Hwcno Bannce
H APTEPHAAUMAN MMNEPTONKE 1
A Hapywenne Qy=cunmn nesesn nan novex (no 1 Sanny) 1wm 2
s Hucynwr 1
B KponoTesamrne 1
L Nabnnswoe MHO 1
E Boapact >65 nev 1
D MNMpaen wexaroprix nexspers wam anxorons (no 1 Ganny) 1 wam 2
Maxcumym 9 Gannos

AprepuancHas runepronus — ALl > 160 mm pr.ct.

©ESC 2020

HapyweHue yHKUWKM NOYEK ~ AMANWU3, TPAHCNNAHTAUWA UMW ChIBOPOTOYHBLIN YPOBEHb
KpeatmHuHa > 200 mxkmons/n

HapyweHue yHKUWM NEYeHW — XPOHUYeCKoe 3abonesaHne neveHu (Hanpumep, uMppos)
WK BMoXMMHUYECKUE NPU3HAKH CEPLE3HOIO NOpPaXeHNA NeveHy (Hanpumep, ypoBeHb
BunupybuHa no KpanHen mMepe B 2 pasa B COMETAHMMU C NOBBLIEHNENM AKTHBHOCTH
ACT/ANT/WL® Bonee yem B 3 pasa



dunbpunnaums npeacepauin n OKC/HKB

wire-procedurel parenterst
anticosguistion
If an MOAC or INR (2.5 on VKA

<1 week

frantee Single antiplatelet drug (preferably P2Y)

THROMBOTIC RISK
FACTORS

* Diabetes mellitus requiring therapy

* Prior ACS/recurrent myocardial
Infarction

* Multivessel CAD

+ Concomitant PAD

* Premature CAD (occurring at age
of <45 y) or accelerated CAD
(new lesion within 2 years)

» CKD (eGFR <60 mL/min)

* Clinical presentation (ACS)

* Multivesse! stenting

* Complex revascufarisation (left main
stenting, bifurcation leskon stenting,
chronic total occlusion intervention,
last patent vessel stenting)

* Pricr stent thrombosis on
antiplatelet treatment

* Procedural factors (stent expansion,
residual dissection, stent length, etc)

* Stroke or ICH history

« Bleeding history or bleeding diathesis {e.g, ansemia with haemoglobin <110 g/L)

« Labile INR (if on VKA)

* Elderly (>65 years)

* Drugs (concomitant OAC and antiplatelet therapy, NSAIDS), excessive aleohe! consumption

STRATEGIES TO REDUCE BLEEDING ASSOCIATED WITH PCI
* Radial artery access

* PPls in patients taking DAPT who are at Increased risk of bleeding (e.g., the elderty, dyspepsta,
gastro-cesophageal reflux disease, Helicobacter pylori infection, chronic alcohol use)

* Non~administration of unfractionated heparin in patients on VKA with INR >2.5

* Pre-treatment with aspirin only, add a P2Yy; inhibitor when coronary anatomy is known or
i STEMI

* GP lIb/llla inhibitors oaly for bailout or periprocedural complications
« Shorter duration of combined antithrombotic therapy

BESC 2020
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PekomeHaauum EULAR no KOHTPOAIO PUCKA
cepaeyHo - cocyancTbix 3abonesaHnm npu PA

PA pon)eH paccmatpuBaTbCA KaK COCTOAHUE acCOLMMPOBAHHOE C NOBbIWEHHbIM PUCKOM CC3. MNosblweHue PUCKa OGYCI’IOBI’IEHO KaK Haanymem
TPaANULUMNOHHDbIX d)aKTOpOB PUCKQA, TAK U 6pEMEHEM CUCTEMHOro BocnaseHuAa

ADEKBaATHbIA KOHTPOb aKTUBHOCTM 3ab01eBaHNA HEOBXoOANM ANA CHUXKEHMA pucKa CC3

OugeHKa pucka CC3 cornacHo HaUMOHaAbHbIM PEKOMEHAALMAM NOKa3aHa BcemM NaumeHTam ¢ PA. OueHKa puUcKa A01KHaA NPOBOAUTCA MOBTOPHO Npw
N3MEHEHUU NPOTUBOPEBMATUYECKON Tepanuu

Mogenb WKanbl OUEHKM PUCKA A0NXKHA ObiTb aganTupoBaHa Ana nauneHToB ¢ PA nytem npumeHeHUA MHOXUTenA 1.5. ITOT MHOXKUTENb A0NKEH
MCNONb30BATbCA €C/AN Y naumeHTa ¢ PA BbiaBaseTca 2 M3 Tpex cneayowmx Kputepues: (1) MpoaonkutenbHoctb 6one3Hn 6onee 10 net, (2)
Mo3sutnBHocTb No PP unm ALLM, (3) Hannume BHecycTaBHbIX NposBaeHnin PA

CooTHoweHue OX//TNBM A0MKHO MCNONb30BATLCA NPU OLEHKe pUCKa no wKane SCORE

Bce MHBa3MBHblE AMArHOCTUYECKNE BMELLATE/IbCTBA A0/TKHbI npoBOoAUTbCA B COOTBETCTBUUN C HALUMOHA/IbHbIMU peKOMeHOAUNAMU

CratuHbl, MAM® nnn captaHbl — npenapatbl Bbibopa B neyeHmnn CC3

BnnsHue kokcnbos u 6onblumnHctea HMBIM Ha puck CC3 HeaocTaToOYHO M3y4YeHOo U TpebyeT aanbHenwmnx nccnegosaHuin. OaHakKo, Heobxoammo ¢
60/1bLLION OCTOPOXKHOCTbIO Ha3HAYaTb AaHHYHO rpynny NpenapaToB y NaLMEHTOB C 3aJ0KYMEHTUPOBAHHOM CepAeYHO - COCYANCTOM NaToNorMen nnm
Hannuynem dakTopoB pucka CC3

MNprmeHeHNA KOPTUKOCTEPOULOB B HU3KUX A03aX BO3MOXKHO

PekomeHA0BaH OTKa3s OT KypeHuA



MpaKTUYecKkuit Noaxon, ANA OLLEHKN PUCKa U NeYeHUA cepaeyHO-CoCcyaUCTbIX 3aboneBaHnn y NaLMEeHTOB C

PEBMATOUAHbIM aPTPUTOM

MauwneHT c PA npu nepBnyHOM
OLEHKe

|

OueHKa cepaevyHO-CoCcyamnCTbiX PUCKOB
OueHka SCORE + npumeHuTb 1,5 KoappnuymeHT

|

OuyeHb BbiCOKMM KBP

HesamegnntenoHoe nevyeHue

l SCORE<5%
(o) (o)
SCORE=0 PUCK OT HW3KOTO 40 SCORE=>5% n <10% SCORE=10
| YMEpPEHHOro Bbicoknn KBP
|
v |
KoHcynbTpoBaHue no sBonpocam obpasa CoBeT No MHTeHcMdUKaLumMmn obpasa
XKU3HU ANnAa noaaepaHma Ctatyca C KU3HN, MOXKeET bbITb KaHANOATOM Ha
HU3KUM N cpeaHnmM ypoBHEM PUCKa nevyeHue
| | V
OnpeneneHne SCORE ExXerogHoe
KaXable 5 net onpepeneHne SCORE

Rheumatol Ther. 2017 Dec; 4(2): 293-308. Published online 2017 Jul 27. doi: 10.1007/s40744-017-0068-0



Pe3stlome

* KapanoBacKynsapHbin puck npm B3K nosblweH

* Heobxoamma nuamemayaabHas OLEHKa cepaevyHOo-CoCyaANCTOro PUCKA Y
6onbHbIX ¢ B3K

* Heobxogmma nHamsmayasbHas OLEHKa PUCKa MeAMKaMEHTO3HOM
npodunaktnkm CC3 y 6onbHbIX ¢ B3K

* Heobxoamma nHamBmayasbHas OLEHKa PUCKa MeAMKaMEHTO3HOM
Tepanuun y 6onbHbiX ¢ B3K 1 CC3




