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Knaccnpurkauma UM

Taxnaputnmu
AHemus
[bixaTenbHasa He4oCTaTO4YHOCTb

Ctapwe

Yawe »KeHLWwmnHbI
KomopbungHocTb

be3 3Haunmoro cteHo3a 45%
Bbiwe puck KposomeyeHul

OCco0OeHHOCTU B neYyeHumn

Bltun m2Tun ™ 3-5TKnbl

Saaby L, et al. The American Journal of Medicine. 2013;126[9]:789-797.



HeobcTpyKkTnuBHbIN OKC
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CC cobbiTua UM

N3 2438 nocnenosartenbHbix naumeHToB ¢ OKC npu KAT'y 318 (13%)
BbliBNieHa HeOBCTPYKTUBHAA dhopma.

Rossini R, et al. The American journal of cardiology. 2013;112[2]:150-5.



BJIRMT

* HoBaAa uam npeanosoxuntenbHo Hosaa bJIMMT
MOXeT NOBAUATb Ha aHa/n3 ST n He A0NKHA
PACCMATPMBATLCA KaK AMArHOCTUYECKUM
Kputepumn octporo MM B Kayectse
M30/IMPOBAHHOIO KpUtTepmAa

. -
American Heart
Association

Learn and Live




Hun3Kknm nonoxkmntenbHolnt nporHo3 bJIHIMT

mAM- m UM+

Becker S. et al. The American journal of cardiology. 2013;112[7]:923-927.
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BeccumntomHbin UM npun amnabete

Table 1. Prevalence of Silent Myocardial Infarction in
Diabetes Studies
History of Silent MIs Prevalence  Silent Mis
Coronary Artery  Total Detected at of Silent Associated With
Disease, % Patients, n Baseline,n MIs, % Outcomes?
Fremantle 25 1269 50 3.9 No
Diabetes
Studys®
Rancho 316 13 4.1 Yes
Bernardo®
RECORD? 3.9 669 13 1.9 No
UKPDS™ 0 RN Y 30% uepes 12 net

MI indicates myocardial infarction; RECORD, Rosiglitazone Evaluated for

Cardiac Outcomes and Regulation of Glycemia in Diabetes; and UKPDS, UK
Prospective Diabetes Study.

Scirica BM. Circulation 2013;127(9):965-7.



BeccumnTtomHbIN MM

 CpeaHnmn pasmep nHpapkta ~10%.

* PacnpoctpaHeHHOCTb 28% y AnabeTUKoB U
22% 6e3 anabeTta cpean HanpaBAEHHbIX Ha
TecT ¢ nepdysmeint mmokapaa (nokoi/crpecc).

* [MosbiweHne Ha 50% pucka UM, Ha 30%
CMEPTHOCTM.

Arenja N, et al. The American Journal of Medicine. 2013;126[6]:515-22.



[narHoctnka beccumntomHoro UM:
CKpUHUHT KT (3ybeu Q)

JKI nokosA exeroaHo y naumMeHToB CO CTabnIbHbIMMU
cumntomamu (AHA/ACC, 2012; C, lIb).

ExxeroaHbin CKPUHUHT IKI He yay4dwaeT oueHKy
PUCKA U HEe CHUXKaeT PUCKMN.

3ybeu, Q no3BoONAET BbIABUTb AA/IEKO HE BCE
noBpexKaeHuA.

BbissneHune 3ybua Q TpebyeT BU3yanbHOro TecTa.

Arenja N, et al. The American Journal of Medicine. 2013;126[6]:515-22.



BbiCOKOYYBCTBUTE/IbHbIM TPOMOHUH
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Keller T, et al. The New England Journal of Medicine 2009;361(9):868-77. PATHFAST® - MMMyHOXGMMHlOMMHeCU,eHTHbIﬁ aHanu3aTop
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PedpepeHTHaA rpynna

STATE-OF-THE-ART PAPER

Preparing the United States for
High-Sensitivity Cardiac Troponin Assays

Frederick 40 — KomopbuagHblie 6onesnun (6es CC3, anabeta)
Baltimore,

35 —

30 —

.}
(¥ g
|

hs-TnT (Roche) in ng/L
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| |

All

Male

67

Female

Korley FK, Jaffe AS. J Am Coll Cardiol. 2013;61(17):1753-8.



Rputepun UM no npupocty

BbICOKOYYBCTBUTE/IbHOTIO TPOMOHWHA

* Ecnu ypoBeHb TPOMNOHMHA BhilLe pedepeHTHOro

3Ha4YeHNA, TO HAJrimndme HeKpo3a MNOKapada

noaTBepXXagaeTcs nosbilleHneM rnokasarens > 20%

OT UCXOOHOWU BENUYUHBbI Yepe3 3—0 u.

* Ecnu e ypoBeHb TPOMNOHMHA HUXe PedEPEHTHOIO,
3HA4YeHUs, TO Hann4ne Hekposa Mmokapaa
nogTBepXaaeTtcsa nosblilieHMeM nokasarenst > 50%

©

OT UCXOOHOWU BENUNYUHBI Yepe3 3—0 u.

EUROPEAN
SOCIETY OF
CARDIOLOGY



CMepTHOCTb NpKn NoBpeXaeHUU MUoKapaa
nocne YKB

397 B CKMB ©)

[J Troponin

30

251 X3 nosbiweHne KKMB - UMy 7%
20 X3 nosblweHne TpornoHnHa — M y 24%

Mortality, %

(177)

5 (664)  (741) (166) (114)  (318) (160)

(3646) (2770) (264)

S oo N N

<1 1t0<3 >3to<h >5t0<10 >10t0 <20 >20 to <40 >40
Biomarker Range, No.

(235)

Pervctp EVENT (4930 nauueHTa nocrne YKB)

[oooBasi cMepTHOCTL noBbiweHa B 2,5 (KK MB) n Ha 70% (TpOnoHuH).
YpoBeHb TPOMOHMHA, COOTBETCTBYOLLUN MOBbLILLEHNIO CMEPTHOCTU B 2,6 pasa
OomkeH obiTb B 20 pa3s Bbllwe pedepeHTHOro 3Ha4eHus.

Novack V, et al. Arch Intern Med. 2012;172(6):502-8.




Hosble Kputepumn UM 4-5 tnnos ot SCA

TABLE I. Definition of Clinically Relevant M| After Both PCI and CABG Procedures

1. In patients with normal baseline CK-MB The peak CK-MB measured within 48 hours of the procedure rises to = 10x
the local laboratory ULN, or to =5x ULN with new pathologic (Q-waves
in =2 contiguous leads or new persistent LBBB, OR in the absence of
CK-MB measurements and a normal baseline ¢lo a g (l or Ti level
measured within 48 hours of the PCI rises td he local laboratory
ULN, or >=35x ULM with new pathologic Q-waves in =2 contiguous
leads or new persistent LBBB.

2. In patients with elevated baseline CK-MB (or ¢Tn) in whom the The CK-MB (or cTn) rises by an absolute increment equal to those levels
biomarker levels are stable or falling recommended above from the most recent pre-procedure level.

3. In patients with elevated CK-MB (or ¢Tn) in whom the The CK-MB (or cTn) rises by an absolute increment equal to those levels
biomarker levels have not been shown to be stable or falling recommended above plus new 5T-segment elevation or depression plus

signs consistent with a clinically relevant MI, such as new onset or wor-
sening heart failure or sustained hypotension.

CornacHo cyuwecTByOLWUM Kputepuam yactora UM
nocre pesackynsipusauum gocturaet 20%

Moussa ID, et al. J Am Coll Cardiol. 2013;62(17):1563-1570.



EVENT: nporHo3s UM nocne HKB
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p < .001
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bes UM MepunpoueaypHbIi CnoHTaHHbIM UM
70

CmepTHOCTb rogoBas, %
N £~

B CC cmepTHOCTb B O6LLIAA CMEPTHOCTb

Bangalore S, et al. American heart journal. 2013;166(6):1027-34.



OueHKa pucka npmn OKConST

TIMI GRACE Mini-Grace | PURSUIT
TponoHuH, | TPONOHMH TponoHmH,
i RAI, PKU KpeaTUHUH BbICOKTM PRV
PUCK
OKCnST,
+ KAMHUKa
PErncTp

1. Simms AD, et al. Heart. 2013;99:35-40.




UHPapKT muoKapaa —

He CTOJ/IbKO nospexaeHmne mmokapAaa,
CKOJIbKO COCTOAHME C NNOXUM NPOrHO30M.




JNleyeHue




[ocnnTanbHaAa netanbHocTb Npu UM B UpKyTKe
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Jiménez-Candila J et al. Rev Esp Cardiol. 2013;66:198-204.



RaK CHU3UTb CMEepPTHOCTb

* Bpemsa
— [ocnutannsauma nommmo CMII
— TeppuTtopuanbHbiM npuHUMN (Nnprka3 N918)

— lorocnutanbHbIK TPOMBOINU3UC
* YKB, papmaKOMHBA3UBHbIN NOAXOA
* Peabunutaums

— BTopunyHaa npodunnakT1Ka

— KoHTponb paKToOpoOB pUCKa

NN
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BbizoB 911 npu ocTtpbix 6onax B rpyam 8 CLUA

[Tpn nHdapkTe Mmnokapaa:
XXeHwwmHbI - 57%
Myx4mnHbl - 28%

B He BbI3biBalOT M BbiI3bIBAlOT

Newman JD, et al. The American journal of cardiology. 2013;111(1):58-62.



[Mpobnembl UPpKYTCKOro permoHa

HeonTumanbHble cxembl TPAHCMNOPTUPOBKMU,
npuBoAsLLME K 3a4ePXHKKe NeYeHuns

Hun3kaa yactota Tpomb0/1M3MCca, 0COBEHHO
NOrOCNUTAJIbHOTO

EANHCTBEHHbIN COCYAUCTbLIN LEHTP, OKa3biBatOLLNIA
MHBA3NBHOE JIeYeHUE

OTCVTCTBME CNCTEMbI BOCCTAHOBUTEJIbBHOTO J1ed4eHUnA

OTcyTCcTBME KOOPAMHAUMM paboTbl KapAMO/0rMYecKom
CNYKObI

OuyeHb BbICOKaA cmepTHOCTb Npu UBC




JleyeHne M

TpombonnuTukmn BeTta-610KaTopbl
AHTUKOArvaAHTbI
e3arperaHTbl

d/1IbAOCTEepoOHa

CtaTtuHbI

[Mpukas N1175



Ob6bem 3aKynoK TpPombo/IMTUKOB

HaumeHoBaume

2009 r. 2010r. 2011r.
JleKapCTBeHHOTO
Tpemapara Cymma KonuuectBo Cymma Konuuecrso Cymma KonuuectBo
IL0 TOPTOBOMY (TBIC.PY6.) MpoNleYe HHbIX (TBIC.PY6.) MpoJleYeHHbIX (TBIC.pY6.) MpoJeuYeHHbIX
HanMeHoBaHWNI0 MaLUeHTOB MalUeHTOB MalUeHTOB
AxTnnnze® 321 200 6223 365 924 8033 439 109 9640
MeTanuze® 126 138 1700 179 551 2713 215 461 3255
CTpenTokuHaza® |61 942 8129 05 561 12 362 114 673 14 834
[Typonasa 37372 082 98 395 3739 118 074 4 487
06mwit uror 509 280 17 034 739 431 26 847 887 317 32216

KTO KPAVHWI! HA PACCMOTPEHUE BIOMKETA?

LMW «Dapmakcnept»




EXTRACT-TIMI 25: cpaBHeHMe TPOMOOANTUKOB

Relative risk
death/monfatal MI

No. of Adjusted
patients End point (%) odds ratio NNT

UFH ENOX

Tenecteplase 3986 —a— 11,5 9.4 0.85 48
Reteplase 1,122 = - 1.4 8.4 0.65 33
Alteplase 11,175 122 10.1 0.77 48
Fibrin-specific 16,283 12.0 9.8 0.78 48
Streptokinase 4,139 1.8 10.2 (.83 67
Owerall 20,479 12,0 9.9 (.79 50
| T T T 1 |
0.5, 1.0 2.0
ENOX better UFH better

Giraldez RR, et al. Drugs. 2009;69(11):1433-43.
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Perspective

Access to Patient-Level Trial Data— A Boon to Drug
Developers

Hans-Georg Eichler, M.D., Frank Pétavy, M.Sc., Francesco Pignatti, M.D., and Guido Rasi, M.D.
N Engl J Med 2013; 385:1577-1579 I October 24, 2013 | DOL 10.1056/MEJMp1310771
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Article References

The provision of access to clinical trial results that include patient-level data is generating much
debate. A growing chorus of transparency advocates is pushing for open access to these data,
making a case on the basis of respect for patients” altruism, the need to safeguard public health,
and distrust in the integrity and completeness of published trial information. ™ We at the European
Medicines Agency (EMA) have been actively engaged in this debate, and the EMA has recently
published a draft of a policy that would make patient-level data in its possession publicly
accessible. The principle of privacy protection will inform the EMA’s policy and activities ; robust and
proportionate measures will be adopted to safeguard patients’ privacy. in compliance with applicable
data-protection legislation 2
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What's new How access to full clinical-trial data sets will benefit medicines

Media centre

Brochures biopharmaceutical companies and researchers, according to an article published
today in the New England Journal of Medicine by four members of the European

RSS feeds Medicines Agency staff, including its Executive Director and Senior Medical Officer.
A managed-release environment that allows sharing of patient-level data while

Newsletters ensuring patient privacy would create a level playing field for all stakehelders,”
explain the authaors.

Social media

developers

Access to full data sets from clinical trials will benefit both large and small

In "Access to patient-level trial data - A boon to drug developers 2, the authaors
argue that access to complete clinical-trial data, including patient-level data, will
achieve the following:

Help increase the efficiency of drug development and improve cost
effectiveness

US Department of Justice Investigating PLATO

Ticagrelor Trial

Shelley Wood
October 31, 2013
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Home Step by step My requests

About [ Click this icon to view a video about the initiative
This site

Access to the underlying (patient level) data that are
collected in clinical trials provides opportunities to
conduct further re search that can help advance medical
science orimprove patient care. This helps ensura the
data provided by research participants are used to
maximum effectin the creation of knowledge and
understanding.

Researchers can use this site to request access to

anonymised patient level data from our clinical studies
to conduct further research.

How it works

Submi

ion of reques

Researchers can submit research proposals and
requast anonymised data from clinical studies we have
listed on this site_ Studies are listed after the medicine
studied has been approved by regulators or terminated
from development and the study has been accepted for
publication.

There are approximately 450 studies listed on this site.
‘We will regularly update this list to add our global
studies going back to the date GSK was formed in
December 2000. We anticipate that by the end of 2015
all these studies will have been added. In addition all
studies (including local studies) starting in or after 2013
will be included.

Researchers can also enquire about the availability of
data from our clinical studies that are not listed on the
site before they submit a research proposal_.Find out
more »

Get started
View

You can view studies listed on this site
before creating an account... »

Welcome, Farid Belyalov | (Log-out here)

Provide feedback here

My account Approved requests Contact GSK

Next steps

This site was launched in May 2013 and updated in
September 2013, The site will be updated again by 1 January
2014 to include clinical studies sponsored by Roche. All
research proposals made through this site will be reviewed
by the same Independent Review Panel and data will be
pravided in the same access system.

This is animportant step in transitioning to a broader
independent system to allow access to data from clinical
trials conducted by multiple companies and organisations.
We hope that such a system will be putin place by athird
party in the public or charitable sector as soon as possible
and we are actively engaged in encouraging the development
of such a system.

Review of requests

Research proposals are reviewed by an Independent Review
Panel. External indepamdent advisors for this initiative
appointed by GSK will be the initial review panel.

GSK is motinvolved in the decisions made by the panel.

Emquiries about access to data from studies not on this site
are answered by GSK__Find out more »

Access to data

Following approval and after we receive a signed Data
Sharing Agreement, access to the data needed for the
research is provided on a password protected website_.Find
out more =

View and submit

After you create an account, you can select studies
and submit a research proposal or enguiry.... =




dopTennsunH

* bositocHOe BBeaeHUe
* Hepoporaa ueHa
* ConoctaBUMbIN 3PEKT C a/ibTeN1a30u



STREAM: norocnutanbHbIX TPpOMbBOAU3UC

Probability of Primary End Point (%)

100 204
90- 15 Primary PCl
80~ am =T -=TTTT p=0.21
i L Fibrinolysi
70- 10 + CnacnTenios UKB
60+
5
50+
40— 0 I 1 | 1 I 1
30 0 5 10 15 20 25 30
20+
[
O | | | | | |
0 5 10 15 20 25 30

Days since Randomization

Armstrong PW, et al. N Engl J Med. 2013;368:1379-87.



dapmaKonHBa3nBHaA penepdy3un

* [pu (npeanonaraemon) 3agepKe YKB > 1
Yyaca OT KOHTaKTa C MeaNLUNHCKUM
PaboTHMKOM LenecoobpasHO NPOBOAUTL
Tpombonumsuc (B NnoNOBMHHOMN A03e).
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FAST-PCI: Tpombonunsunc + HKB

p=0.0017 p <0.0001

p <0.0001

focnutenbHasn Okkno3ua po YKB

NeTa/ibHOCTb

B ®apMaKOUHBA3UBHbIN NOAXOA,

Lok po YKB

M [MepBnyHoe YKB

Bhatt NS, et al. AJC. 2013;111:1576-9.



AMICO: Tpombonunsunc + HKB

OFAST PCI B Primary PCI

10.0% - p < 0.0001

9.0% | 8.9%

8:008 1 p = 0.002
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5 0% - 9% e 1.9%
1.0% - _. q
0.0% . . .

Death Stroke Re-Mi Any Event

5.1%

3.8%

Denktas AE, et al. JACC 2008;1(5):504-10.



PRAMI: mHOrococygucraa peBackynapusauyma

(%)

CV death, nonfatal MI, refractory angina

100

80

60 -

40-

204

Hazard ratio, 0.35 (95% Cl, 0.21-0.58); P<0.001
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-‘_H__

Preventive PCI

No preventive PCI

Months since Randomization

Wald DS, et al. New England Journal of Medicine 2013;369(12):1115-23.



PyyHaa acnupauma Tpomba

MACE

Study i
Chao —ad
Deluca —4
EXPIRA —
INFUSE AMI —
Kaltoft —
Liistro =4
MUSTELA —
Nosl -
REMEDIA et
TAPAS
VAMPIRE
Overall (I-squared=0.0%, p=0.962)

0.1 1.

All-cause Mortality

R4 s
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Ciszewski
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Export —::
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Kaltoft —_—
Liistro e
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NONSTOP —_——
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PIHRATE i
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VAMPIRE e
DEAR-MI i
Lipiecki i
Overall (l-squared=0.0%, p=0.934)

0.1 1.0 10.0

No. of events/
Total No. of participants

Aspiration Conventional

RR (95%CI} Thrombectomy Primary PCI

050 (0.19, 1.32)
0.75 (0.18, 3.13)
044 (0.14, 1.37)
062 (0.24, 1.57)
0.99 (0.14, 6.91)
1.16 (0.45, 2.99)
0.83(0.27, 2.52)
0.54 (0.05, 5.60)
0.98 (0.30, 3.17)
0.82 (0.64, 1.05)
0.65(0.29, 1.07)
0.76 (0.63, 0.92)

3.00 (0.13, 71.34)
0.70(0.12, 4.04)
0.20 (0.01, 4.03)
0.1 (0.01, 2.01)
0.4 (0.16, 2.64)
114 (0.39, 3.33)
033 (0.01,8.02)
3.05(0.13,73.38)
083 (0.17, 4.14)
1.00 (0.14, 6.99)
0.36 (0.02, 8.43)
1.28 (0.29, 5.57)
0.98(0.21, 4.62)
0.61(0.38, 0.99)
194 (0.18, 21.25)
(Excluded)
{Excluded)

0.71 (0.51, 1.00)

5/37 10037
3/38 4138
4/88 9/87
71229 11123
21108 ano7
8/55 7156
4/50 101104
1124 2126
5150 549
89535 109/536
221180 33175

150/1394 202/1438

1137 037
2167 3170
0/38 2138
0/88 4187
320 5129
71229 61223
01108 117
1155 056
2/50 5104
229 29
024 1126
41100 3/96
3150 349
251535 411536
2180 1175
0/74 74
0/20 024

52/1944 7711992

Kumbhani DJ, et al. J Am Coll Cardiol. 2013;62(16):1409-18.



PyyHaa acnunpauus tpomba (TASTE)
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Mo npepgBaputenbHbIM AaHHbIM npu UMO6nST acnupauus
Tpomba HeadhchekTBHA. TATORT-NSTEMI

Frobert O, et al. New England Journal of Medicine 2013;369(17):1587-97.



Bbibop npotuBotpomboTmyeckon tepanmm npu OKC

AHTUKOArynAaHTbl e3arperaHTbl

OKCnST doHaanapuHyKc,
AcCnupuH +
Tpombonunsuc 3HOKCaMapuH,
Knonuaorpen
be3 penepdy3nm HOT
AcCnupwuH +
OKCnST H®T, 6uBannpygmH, knonuaorpen 600 mr
[lepBnyHOe HYKB SHOKCaNapuH AN TUKArpenop
AU npacyrpen
doHaanapuUHyKC AcnvpuH +
OKC6nST ARMEIRUAE Knonuaorpen

3HOKcanapuH, HOT
WU TUKarpenop

ACnUpUH +
Knonngorpen 600 mr
NN TUKarpenop
UAN npacyrpen

OKC6NST H®I, sHOKcanapwH,
buBannpyauH,

[NepBnyHoOe HYKB
dboHAanapUHYKC

Pyna M.A., 2013, ¢ gononHeHnamn Asenosa W.C., bensnosa ®.U.



TRANSFER-AMI: sHOKcanapuH nocne
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Y naumeHToB ¢ MMnST BbICOKOro pucka, Kotopble HanpasneHbl Ha YKB nocne
dmnbpuHonnisa sHokcanapuH Takke adpdekTneH kak u HOr,
HO BbI3bIBAET OONbLUE MariblX KPOBOTEYEHUN.

Lavi S, et al. American heart journal. 2012;163[2]:176-181.



CURE: onTumanbHaa anmnTtenbHOCTb
npuema Knonmnaorpena npm OKConST

/ CV death, MI, strokes
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Life Threatening Bleeds
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i |
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Difference in no. of Events/1000 Patients Treated

Yusuf S, et al. Circulation. 2003;107:966-72.



CURE: onTumanbHaa annTenbHOCTb
npuema Knonmnaorpena npm OKConST

Primary end point event
rates
Timeinterval ™o nidogrel | Placebo | Absolute | Relative | 95%Cls NNT NNT
(months) (%) (%) RR RR (per (per
(%) (9] interval) month)
CURE trial '
0-1 43 55 12 22 9 t033% 84 84
51-3 1.8 27 08 32 13 to 46% 120 240
>36 1.7 18 0.0 3= 27t027% | 1,725 5,174
>6-9 1.3 14 0.1 I 34t034% | 1,057 3,171
>9-12 1.1 13 0.2 15 | 32t044% 533 1,600
0-12 10.3 126 24 19 42 507

NMT per month (0-12 months) to cause a major bleed was 1,189

CHARISMA trial ™=*

0-28 6.8 7.3 0.5 7* Sto17% 200 5,591

0-28% 6.9 79 1.0 12 Oto 23% 100 2,800

* p= not significant
 Subgroup of patients with clinically evident atherosclerotic disease

Yusuf S, et al. Circulation. 2003;107:966-72.



MwuHumanbHaa gantenbHocTb AT npwu
BbICOKOM PUCKE KPOBOTEYEHUMN

AR UK MwuHumanbHaAn
anntenbHoctb AT
OKC6nST 3 mec.
OKCnST
nocne Tpombonusuca 1 mec.

ronomeTasiMyeCKum CTeHT

COMMIT/CCS; ACCF/AHA, 2013: ESC, 2012.



OACIS: 6eTta-6noKaTtopbl nocne MMnST

* [lpocneKTnBHOE 4-neTHee uccneposaHue
MMnNST 5628 nauneHTOB

* HeT CHUXXeHUA CMepPTHOCTMU.

* B rpynne BbICKOro pMcka CMepPTHOCTb CHM3MAACh
Ha 40% (p= 0.005).

Nakatani D, et al. The American journal of cardiology. 2013;111[4]:457-64.



METOCARD-CNIC

Y naymeHToB c nepeaHum UMnST c Knaccom
Killip I-1l, KOoTOpbIM NpOBOAMNACL NEPBUYHAA
peBacKkynAapusaumnAa paHHee seeaeHue
MmeTonponoaa nepea penepdysmen yMmeHbLWnIo
pa3mepbl HEKPO3a 1 nosbicnio PBJ1XK b6e3

noboYyHbIX 3P PeKToB B nepsble 24 4 nocne
NMMRPST.

Ibanez B, et al. Circulation. 2013;128(14):1495-503.



REMINDER: 3nnepeHoH nocne MUMnST 6e3 CH

Eplerenone vs Placebo:
HR [95% Cl] = 0.581 [0.449, 0.753]
P =<0.0001
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. Months from Randomization
No. at Risk .

Eplerenone 506 215
Placebo 506 175

annepeHoH 50 Mr ¢ NepBbIX CYTOK.
HabnogeHue 10,5 mec. Ha 42% Humxe puck CC cmepTun, perocnntanusaumin.

Montalescot G, et al. American College of Cardiology 2013 Scientific
Sessions. March 10, 2013.



OcnoXxHeHumA




Ponb YKB npun KapanoreHHoOMm wWoke

Propensity score-matched cohorts

100
With PCI
80 s \Without PCI
g 60 -
=
-
7]
o2 40~ B
20 -
P=0.001
0 I 1 I I
0 90 180 270 360
Days
With PCI 121 54 48 46 39
Without PCI 121 31 31 28 25

Aissaoui N, et al. Eur Heart J 2012;33(20):2535-43.



OKcureHauma npu pedpakTepHOM
KapAMNOreHHOM LUOKe

100
§ 80
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= |
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20
Years 0 1 2 3 4
No. atrisk 87 27 18 10 5
Time from ECMO implantation (year)

Beurtheret S, et al. Eur Heart J. 2013;34(2):112-2.



JKCTpaKopnopasnbHaa membpaHHasn
OKCcUreHauums




JleyeHue wokKa c nomoLlbto IKMO




