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KAPAUOPEHANbHbLIW
CUHAPOM

KAPOUAJIbHAA NMOYEYHAA
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1 TAN OCTPLIA KAPAWO-PEHANBbHbLIX CUHOPOM

2 TUN XPOHUYECKUU KAPOAUO-PEHAIIbHLIW CUHOAPOM

3 TUN OCTPLIA PEHO-KAPOUANBbHbLIA CUHOPOM

4 TUN XPOHUYECKWUWA PEHO-KAPOUAIIbHbIW CUHAPOM

5 TUN BTOPUYHbLIA KAPOUO-PEHAINBbHLIA CUHOPOM
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2 TUN XPOHUYECKMUWA KAPAUO-PEHANDbHbLIW
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4 TUN XPOHUYECKMW PEHO-KAPAUATbHbLIW
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OUABETUHECKAA KAPOUOMMUONATUA -
NMPUYUHA XCH

e c;;é Glycemic Control and Risk of Prevalence of heart failure by glucometabolic state

Development of HF in Diabetes ¢
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YBenunyeHne BHEKNETOYHOW XUOKOCTU
U NnopaxeHue cepaua Ha paHHUx ctaguax XbI1
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Learn and Live..

Prospective Study of Heart Rate Variability and Mortality
in Chronic Heart Failure

Results of the United Kingdom Heart Failure Evaluation and
Assessment of Risk Trial (UK-Heart)

James Nolan, h_dD; Phillip D_. Batm. MD R.lchaxd Andtews MRCP. Sle}.'m F: Lmdsay MRCP.

creatinine, and serum sodium were §

related to progressive heart failure
death....serum potassium were
related to sudden cardiac death
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additiona] therapy after prescniption of an ACE inlubitor. (Circnlanon. 1998;98:1510-1516.)
Key Words: beart rate m heart failuwre m mortality
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COrJIALLEHME ADA & EASD 2018

Management of Hyperglycemia in Type 2 Diabetes: ADA-EASD Consensus Report 2018

ANTIHYPERGLYCEMIC MEDICATION IN TYPE 2 DIABETES: OVERALL APPROACH
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OUABETUYECKAA HEPPONATUA: PUCK

rMMNOrmMKEMuUn

Okono 40% nauumeHToB ¢ C[1 2
nmetot XbIl

% of T2DM

CKD Stage Patients*
Missing data 9.5%
No CKD 50.8%
1 8.6%
2 11.1%
3 17.7%
4-5 2.3%

*Based on data from 1462 patients aged > 20 years with T2DM who participated in the Fourth
National Health and Nutrition Examination Survey in the years 1999 through 2004

CKD = chronickidney disease Medscape
: EDUCATION
Adapted from Koro CE, et al. Clin Ther. 2009;31(11):2608-2617.
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SU = sulfonylurea

a. Moen MF, et al. Clin J Am Soc Nephrol. 2009;4(6):1121-1127. M
b. Weir MA, et al. Nephrol Dial Transplant. 2011;26(6):1888-1894. 6dscape
EDUCATION

c. Haneda M, Morikawa A. Nephrol Dial Transplant. 2009;24(2):338-341.
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LEADER: BnuaHMe nuparnytuga Ha nodyeyHblie ncxoabl
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Supplementary Figure 2. Adjusted geometric mean of percentage change in UACR from baseline
to week 24 in the linagliptin group stratified by clinical trials®
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ANbTEPHATUBHbLIN BAPUAHT -
MHKTI -2

Canagliflozin (Invokana®)
Dapagliflozin (Farxiga®)
Empagliflozin (Jardiance®)

" WHrubuposaHue SGLT 2:

EMKkocTb TyGynapHon
peabcopbuumn
CHuKeHMe Ha 30-50% (B cpeaHeMm)

lMoTepAa rNoKosbl C MOYOoM
G = 60-80 r/cyT
BLOOD FL‘OW G=Glucose l =240-320 HKaﬂ/CVT

YBenuueHue guypesa
Lost in urine = 375mn
=1.5 moyenucnyckaHuma




YACTOTA YXYOAWEHMA HEOPOIMNATUM
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Zinman B, et al. New EJM, Sep 2015
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U3meHeHUe anameTpa NPUHOCALLLE apTepuonbil
HedpOHa B OTBET HA U3MEHEeHUe KOHUeHTpauuu Na+ B
obnactu Macula Densa
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Na* 26 41 55 84 113 141
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Densa

YILIN REN, et al. Kidney International, Vol 61 (2002), pp. 169176




[MonaBneHne NHE1 npuBogut

K YNYYLLEHWIO CEPAEYHOM Blood pressure lowering
runepTpodun, nospexaennst  and natriuresis in diabetes
n dpnbposa _ Drugs for
Hypoglycemic T heart failure
drugs for diabetes

Inhibition of ~ ACE inhibitors

GLP-1 agonists } P Ml 2911 kldney\ ANG receptor blockers

DPP-4 inhibitors - MR antagonists

&

Inhibition of Certain B-blockers

SGLT2 inhibitors £-7 NHE1 in heart Neprilysin inhibitors
and vasculature | ~

NonaBneHmne NHE3

NPUBOAUT K $

NHrMBdnpoBaHMo peabcopb-

L1 HaTpus B Reduction in the risk of major
nMpoKCUMarbHbIX adverse heart failure outcomes

KaHanbuax (+ CHWxXeHune
ALl, HaTpunypes)

Milton Packer Circulation. 2017;136:1548-1559
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MO4YEBAS K-TA CINTOCOBCTBYET PEHAJ'II:HOMY -
MUKPOCOCYOAUCTOMY NOBPEXOEHUIO

UHrmomutopbl SGLT2 ycunmnBaloT 3KCKpeunuo MOYEBOU KUCIIOTbl U CHMXaKOT
ee KOHUeHTpauuo B nria3me Kpoeu Ha 10-15%,

AdhhekT CHUXKEeHUA YPOBHA YPUKEMMM OOycCrioBrieH padboTon TpaHcnopTepa
GLUT9 (usochopma 2), KOTOpbIU TaKXKe pacnoriaraeTcs B NPOKCUMManbHOM
KaHanbLue MU oTBe4YaeT 3a NepeHoC U3 NepBUYHON MOYM IMHOKO3bI C
OAHOBpPEMEeHHbIM BO3BpaLleHnemM obpaTHO B NPOCBET KaHanbLla MO4YeBOM
KUCNOTbI

NMpepgnonoxutenbHo Ha ¢hoHe MHrMouposaHna SGLT2 rnoko3ypua npusoauT
K KOMNeHCcaToOpHO bonee akTUBHOMN peabcopObuun rmoKo3bl TPAHCNOPTEPOM
GLUT9, yto conpoBoXxaaeTcs NoBbILLeHUEeM 3KCKpeunm MOYeBOU KUCIIOThI.

OCNABJNEHUE 3®PDEKTA NP KOMBUHALUU C UHCYITUHOM (-3.8-4,9%)




Adjusted meaan (SE) uric acid (mgidL)

Empa-Reg Outcome:
[lMHaMKKa YpOBHA MOYEBOMW KMCNOTbI B KPOBU
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OAKTOP PUCKA NPOIrPECCUumn
XbIl - AHEMMAL.... S ——
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