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Kapio ouykpouon cUUPEPOVTWV



YriEptaon Kot NedppO¢



* H unéptaon anoteAel Evav LOYUPO Kal AveEAPTNTO TapayovTa KvoUVou yLa Tnv
avarntuén XNN kot yia tnv e€€Aen tng XNN mpoc teAkol otadiou vedpLkr vooo.

* H uneptaoikr) veppornabeta kaBauth anoteAel Tn SEUTEPN TLO CUXVH YVWOTN
attia teAkoU otadiou vedplkng vooou, peta tn Stapfntikn vedppomabdela.

* >toug aobeveig pe XNN, 61adpopot pnxaviopoi mpoayouV TNV UTEPTOON Eival
EVTOVOTEPOL.

-avénuevn evaiobnoia oto vartplo,
-KoToKpaAtnon vatpiov/vdaro,

-EVEPYOTIOiNGN TOU GUCTIHHATOG PEViVNG-aYYELOTEVOiVNG (RAS) Kal TOU CUMTAONTIKOU VEUPLKOU
cvotnuotog (SNS),

-EAQTTWHEVN AYYELOSLAOTOAN HEOW TOU evéoOnAiov.



A¢loAoynon acBevouc pe
UTtEpTOON



Yneptaon kot Nedppikn Asttoupyia

e H 6Layvwon TNC UTTEPTAONC TTIOU TIPOKAAEL vedpLKn SUCAELTOUPYLA

Baoileton o SUO TMUAWVEC:
(i) A&loAdynon tou emunedov vePpLKNC AELTOVPYLOC LLECW TNC EKTLUNONC

TOoU puBpov onelpapatikng dStnnonc (eGFR), o omoloc urtoAoyiletal e
Tov tuTmo tou CKD-EPI tou 2009, ko
(ii) Avixvevon vedppikn¢ BAABNC LEOwW TOU AOYOU AsUKWMATIVNG

npoc kpeativivn ota ovpa (UACR), katd mpotipnon mpwiwvo

delypa.
* H kpeatwivn opov, to eGFR kat to UACR mipEmel va kataypadovtal o€

OAOUC TOUC A0BEeVELC KATA TNV APXLKN aéloAoynon yLo uTtEpTaon, EPOcovV
Stayvwotel XNN, kat va emavaapfavovtal ToUAAXLOTOV €TNCLWC.



Kapbiayyetakoc kivduvoc avaAloya LE TLIC GUVVOCUPOTNTEC

Hypertension

Other risk factors,

BP (mmHg) grading

Grade 2 Grade 3
SBP 160-179 SBP = 180
DBP 100-109 DBP =110

Moderate risk

=3 risk factors

HMOD, CKD grade 3,
or diabetes mellitus

moderate risk

Established CVD
or CKD grade =4

Very high risk

disease HMOD, CVD
staging or CKD High-normal Grade 1
SBP 130-139 SBP 140-159
DBP 85-89 DBP 90-99
No other risk factors®
Stage 1 1 or 2 risk factors Low risk Moderate risk
Low to

Very high risk

Very high risk
Very high risk Very high risk

ESH 2023 Guidelines



Kapdlayyeltakoc kivbuvoc avaloya HLE T GUVVOOUPOTNTEC

Established clinical Atherosclerotic cardiovascular disease?
cardiovascular disease Heart failure

eGFR <60 mUmin/1.73 m?or

albuminuria 230 mg/g (=23 mg/mmol)

Cardiac®

mediated organ damage Vascular®
Diabetes _ .
mellitus Type | and type 2 diabetes mellitus®

Probable or definite familial hypercholesterolaemia

\ @ESc

ESC Guidelines 2024



Xapaktnplotika acevwv pe unteptaon kot XNN

v avOekTIkn) otn Bepamneia unéptaon,

v au§nuevn vuxtepvi Al kot —  24wpn kotoypadn AM!!
v «unéptaon Aeukn¢ prmhouac»

—

ESH 2023 Guidelines



2TOXOC aPTNPLOKNC TIlEoNC



China Cardiometabolic Disease and Cancer Cohort Study

Methods: This nationwide, multicenter, prospective cohort study included 12 523 chronic kidney
disease participants without antihypertensive therapy in mainland China. Participants were followed
up during 2011 to 2016 for cardiovascular events (nonfatal myocardial infarction, nonfatal stroke,
hospitalized or treated heart failure, and cardiovascular death) and renal events (=20% decline in the

estimated glomerular filtration rate, end-stage kidney disease, and renal death).

Results: Overall, 652 cardiovascular events and 1268 renal events occurred during 43 970 person-
years of follow-up. We observed a positive and linear relationship between systolic BP and risks of
cardiovascular and renal events down to 90 mm Hg, as well as between diastolic BP and risks of renal
events down to 50 mm Hg. A J-shaped trend was noted between diastolic BP and risks of

ts— T 3 finear relationship was revealed in participan

cardiova
interaction <0.001). A significant increase in the risk of cardiovascular and renal cutcomes was

observed at systolic BP =130 mm Hg (versus 90-119 mm Hg) and at diastolic BP =90 mm Hg (versus
Hg).

Conclusions: In people with chronic kidney disease, a higher systolic BP/diastolic BP level (=130/90
mm Hg) is significantly associated with a greater risk of cardiovascular and renal events, indicating

potential thresholds to initiate BP-lowering treatment.



The Effect of a Lower Target Blood Pressure on the Progression of
Kidney Disease: Long-Term Follow-up of the Modification of Diet in
Renal Disease Study

-Mn StaBntikn veppLkn vooog
-eGFR: 13-55 mL/min per 1.73 m2
-Group A: Meaon All < 92 mm Hg,
-Group B: Meon Al < 107 mm Hg

Table 2. Adjusted Hazard Ratios for Low Target Blood Pressure Compared with Usual Target Blood Pressure throughout Follow-up

Analysis® Kidney Fallure - Kidney Fallure or All-Cause Mortality -
Hazard Ratio P alue Events, n Hazard Ratio P alue Events, n
(95% Cl) (95% C1)
ﬁmmmm QI Oee 093 00058 534 =
Adjusted for baseline covariatest 0.68 (0.57-0.82) <1000 554 0.77 (0.65-0.91) 0.0024 b24
il
02 yt 080 (0.53-1.21) =02 100 089 (0.61-1.29) =02 117
24 yt 0063 (0. 44-090) 0.01 142 0.7 7 (0.55-1.08) 012 156
46 yt a3 (0.45-0.590) 0.01 146 069 (0.49-0.97) 0.03 156
&8 yt 0.80 (0.51-1.25) 02 &7 0.85 (0.57-1.28) Q.2 104
8yt 0.59 (0.36-0.98) 0.04 Fia 0.67 (0.42-1.07) Q.09 91
During the trial$ 076 (0.52-1.100 0.15 1237 077 (0.54-1.11) 0.2 146
After the trialt 0.66 (0.53-0.81) =000 427 0.76 (0.63-0.91) 0.0038 478




Intensive Blood-Pressure Control in Hypertensive Chronic Kidney Disease

-eGFR: 20-65 mL/min per 1.73 m2
-Group A: Méon AN < 92 mmHg,
-Group B: Méon AN =102 - 107 mmHg

AR Trial Phase Trial and Cohort Phases Cohort Phase
90 o
80 -=*="*""" P:C ratic >0.22

---- Standard control

—— Intensive control

SUMAACLACUOG TOU EMUTESOU
NG KPEATLVIVNG 0pOU),
teAkoV otadiou vedplkn
vooog i Bavartog

Cumulative Incidence (%)

Follow-up Year

P:C Ratio >0.22
Standard control 176 165 134 113 81 66 45 32 26 22 13
Intensive control 181 172 151 128 109 87 67 56 47 40 25

P:C Ratio =0.22
Standard control 376 373 362 353 332 302 267 234 214 196 128
Intensive control 357 350 335 321 306 282 254 228 206 189 128



Immediate lifestyle interventions and antihypertensive drug
treatment are recommended in most patients with CKD
independently of the CKD stage if SBP2 140mmHg or DBP
290mmHg.

In all patients with CKD the primary goal is to lower office
BP to <140 mmHg systolic and <90 mmHg diastolic.

In most CKD patients (young patients, patients with an
albumin/creatinine ratio 2 300 mg/g, high CV risk patients)
office BP may be lowered to <130/80 mmHg if tolerated.

In kidney transplant patients with hypertension, office BP
may be lowered to <130 mmHg systolic and <80 mmHg
diastolic.

In patients with CKD, a BP target of less than 120/70 mmHg
is not recommended.




Oepareia apTNPLAKNC TILECNC



The NEW ENGLAND
JOURNAL of MEDICINE

CURRENT ISSUE ~ SPECIALTI

ORIGINAL ARTICLE ‘F K

Efficacy and Safety of Benazepril for Advanced
Chronic Renal Insufficiency

Original Contribution

e NEW ENGLAND
JOURNAL of MEDICINE

CURRENT ISSUE »  SPECIALTIES »

ORIGINAL ARTICLE f X in

Effects of Losartan on Renal and Cardiovascular
Outcomes in Patients with Type 2 Diabetes and

Nephropathy

Effect of Blood Pressure Lowering and
Antihypertensive Drug Class on Progression of
Hypertensive Kidney Disease JAMA
Results From the AASK Trial

£ e NEW ENGLAND
/Y JOURNAL of MEDICINE

The NEW ENGLAND
JOURNAL of MEDICINE

CURRENT ISSUE »  SPECIALTIES » TOPICS ~ CURRENT ISSUE &  SPECIALTIES v  TOPICS
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= g

ORIGINAL ARTICLE

f X in B ¥
Angiotensin-Receptor Blockade versus Converting—

Enzyme Inhibition in Type 2 Diabetes and

ORIGINAL ARTICLE

f X in @ W
Renoprotective Effect of the Angiotensin-Receptor

Antagonist Irbesartan in Patients with Nephropathy

Due to Tvpe 2 Diabetes Nephropathy



ACEis/ARBs:

-NMpwtn emthoyn Beparmeiac oe vmteptacikoUc aoBeveic pe XNN, 1dblwc og ekelvouc
LLE LETPLOL 1 ooPBapn AsuKwpaToupila, KOBwC

v LELWVOULV TNV IpWTEivoupla,
v enBpaduvouv tov pubuod peiwonc tou GFR kat

v rteplopifouv tov Kivbuvo Suthaotaopol thS Kpeatvivne opou n e€EAENC o€
teAkoU otadiov vedpikn vooo.

-2TNn MEyLoTn avektn doon, wote va emitevxBel n BeAtiotn veppompootaocia.
-Mpoocoxn!! Auénuevoc kivbuvocg umepkaAtatpioag oe acBeveic pe XNA.

-NMpoooxn!! Meiwon tou eGFR, katd peco 0po 10-15% HEo OTIC TTPWTEC
efoopadec.



2TPOTNYLKN OVTILMETWILONG TNG UtEptaong otn XNN

CKD stage 1 to 3

CKD stage 4 and 5 {not on dialysis) I|fe$ty|e
eGFR =30 ml/min/1.73 m?

eGFR <30 mlimin/1.73 m* interventions, as
in general
population, with

ACEi or ARB + CCB Step 1

ACEi"* or ARB" + CCB
or 1 Diuretic* Dual cormbie 2tior

or Loop Diuretic

BnCrease Lo Tull=dose il weell woberated Increase o full=dose il well tolerated SpeCia | atte ntio n
to sodium
ACEi or ARB + CCB Step 2 ACEi"* or ARB" + CCB restriction, as
+ m Diuretic’ R e ol low-sodium diet
Increase to Tull-dose i1 polerated’ Increase 1o fulldose 1 well tolerana

reduces protein

: _ excretion in
True Resistant Hypertension® Step 2 True Resistant Hypertension® . .

Addd sl fusther gy Add prOtE| n U r|C CKD
I} Spironolactone’ (preferred) I} Chlorthalidone {proferred) or

or olher MRA
or Iy BB or Alpha-1 Blocker
ar Il Centrally acting agent

ather ¢4 Diuretic to Loop Diuretic
or 1) BB' or Alpha-1 Blocker
or |ll} Centrally acting agent

et

L + SGLT2i or Finerenona?

ESH 2023 Guidelines



Home blood pressure (mm Hg)

THE LANCET

Spironolactone versus placebo, bisoprolol, and doxazosin to determine Patiromer versus placebo to enable spironolactone use in patients with
the optimal treatment for drug-resistant hypertension (PATHWAY-2): a resistant hypertension and chronic kidney disease (AMBER): a phase 2,
randomised, double-blind, crossover trial randomised, double-blind, placebo-controlled trial
B
150 - ! 5 ] le R
148 T | Wit ol it sl
.|. p<0-0001 g 1504 ~10-8 (SE1-2) ~117 (SE1-2)

146 - I p<0-0001 §- p<0-0001 p=0-0001
o 1444 | e E
E 1 -
a 142 + %

1401 ;—.é\ 135 I

138" .gc; 130:{

136 o Baseline (n=148) ' Week 12 (n=141) ' Baseline (n=147) Week 12 (n=144)

Tl e B o B e e B e B Spircnolactone and placebo Spironolactone and patiromer
134 .
ZG- .|. o
4+ 1 T )

g 827 l :
2 8o : K>5.5mmol/I

78 i

76 T T T T 1

Baseline Placebo Spironolactone Doxazosin Bisoprolol
(n=314) (n=274) 25-50mg 4-8mg 5-10 mg
(n=285) (n=282) (n=285) N

Kpltrpla ammokKAELOUOU:
eGFR <45 ml/min/1.73 mZ kot K = 4.5 mmol/I

Kputnpla évtaénc:
eGFR 25-45 ml/min/1.73 m?2




2TPOTNYLKN OVTILMETWILONG TNG UtEptaong otn XNN

CKD stage 1to 3
eGFR =30 ml/min/1.73 m?

ACEI or ARB + CCB
Or m Diuretic®

BnCrease Lo Tull=dose il weell woberated

ACEi or ARB + CCB
+ m.L[}lu'rt-tlca

Ircrizase to Tullsdose il twlerated

CKD stage 4 and 5 {not on dialysis)
eGFR <30 ml/min/1.73 m’

Step 1 ACEi"* or ARB" + CCB
ual combinatior or Loop Diuretic

Increase o full=dose il well telerated

Step 2 ACEi"* or ARB" + CCB
vzl corribiratic + L.n,u,p Diuretic

Increase 1o fulldose 1 well ol

True Resistant Hypertension®
Add
I} Spironolactone’ {preferred)
or other MRA!
or Iy BB or Alpha-1 Blocker
ar Il Centrally acting agent

Step 3

Al Wrther s

True Resistant Hypertension®
Add
I} Chlerthalidone {proferred) or
ather ¢4 Diuretic to Loop Diuretic
or 1) BB' or Alpha-1 Blocker
or llIl Centrally acting agent

lifestyle

interventions, as
in general
population, with
special attention
to sodium
restriction, as
low-sodium diet
reduces protein
excretion in

+ 5GLT21 or Finerenone

proteinuric CKD

ESH 2023 Guidelines



Xpnon ermutpooBetwv GopuaKWV
yLo KapdLlo-veppo-npootacia



GLIFLOZINS: RENAL AND CARDIOVASCULAR EFFECTS

(Altered NHE activity] (Ketogenesis) (Reduced plasma uric acid levels) (Glycosuria)
A A A

(dIntrarenal RAAS activation| (+Pre- and afterload | (#Vascular function) (}Arterial stiffness)
(Ketoacidosis 1) -
'$M1 macrophage polarization| ({Plasma glucose levels |

1
(«— Arterial thrombosis | ($Glucose levels )
(AGE synthesis

tLipolysis

(*Ketone body metabolism |

(*Erythropoetin —

-

~N
A 4

A
(# Tubuloglomerular feedback|  [*Haematocrit) (4 Systemic blood pressure |

(4 Visceral and epicardial fat |

N i 4
[l Intraglomerular pressure | (Dyslipidemia TJ'
A 4
: 'Hypoglycaemia 1]
[eGFR stabilization) — : _ \
W | Urinary tract infections 1 |

(4 Albuminuria \

Renoprotection | Cardiovascular benefits: + Risk of HF decompensation fCV outcomes |

@ E S C Cardiovascular Research (2024) 120, 443-460

European Society hitps://doi.org/10.1093/cvr/cvae047
of Cardiology



Od£AN ano th «vedpplkA» voonpotnta Kat Bvnrotnta
oe aoBeveic pe XNN pe KAl XQPIZ £A2

The NEW ENGLAND JOURNAL of MEDICINE

A—C\(D

DAP

‘ ORIGINAL ARTICLE

Dapagliflozin in Patients
with Chronic Kidney Disease

Patients with and

A Primary Composite Qutcome

without type 2 diabetes 247 Hazard ratio, 0.61 (95% ClI, 0.51-0.72)
1004 ;0] P<0.001
90+ 16— Placebo
_ . ) X 80
/ @@ 25-75 mi/min/1.73 m? 3 70l 12
ﬁ uACR = 200 mg/g S ol 84
= Dapagliflozin
&5 £ 504 4
@
& 409 o0 T T T T T T T 1
3 304 0 4 8 12 16 20 24 28 32
=N
1:1 ] ﬁ
N . 0 I | I T I I I 1
Dapagliflozin Placebo 0 4 8 12 16 20 24 28 32
10 mg Months since Randomization

ACEi/ARBs

B Renal-Specific Composite Qutcome

Cumulative Incidence (%)

90

70

60
50

20

207 Hazard ratio, 0.56 (95% Cl, 0.45-0.68)
- P<0.001
1009 | P<
Placebo
80-{ 124 44%
3_
4 Dapagliflozin
404 0+ | 1 | | |
304 0 4 8 12 16 20 24 28 32
10 _—
| I I _I' I I I 1

0 4 g 12 16 20 24 28 32

Meonths since Randomization

N EnglJ Med 2020;383:1436-46.



E€¢EAEN XNN kat Ovnrotnta o€ acOeveic
ue XNN pe KAl XQPIS 302

The NEW ENGLAND JOURNAL of MEDICINE

PA—\(\
EN\ ORIGINAL ARTICLE

Empagliflozin in Patients with Chronic
Kidney Disease

The EMPA-KIDNEY Callaharativa Crannk "

eGFR 220-45 ml/min/1.73 m? Placebo
[ or 1907 20
eGFR >45-90 ml/min/1.73 m? [
and w807
E! Urine Albumin to creatinine $  70- Lo
ratio of > 200 mg/g *E 60 Empaglifiozin
= 50+
& -
‘E 407 e T T T T ]
Placebo & 301 0 05 10 15 20 25
n=3305 § 299 Hazard ratio, 0.72 (35% Cl, 0.64-0.32)
o & 104 p<0.001
Empagliflozin N I |

Placebo

Empagliflozin

10mg 0 05 1.0 15
o’

n=3304 Years of Follow-up

2.0

25

N Engl J Med 2023;388:117-27.



Nedpponpootaoia yia tnv e€€AEn tnc XNN o€ acOeveic XQPIZ ZA

9@”} ® Impact of diabetes on the effects of sodium glucose
~ co-transporter-2 inhibitors on kidney outcomes:
collaborative meta-analysis of large placebo-controlled trials

@ The Nuffield Department of Population Health Renal Studies Group™ and the SGLT 2 inhibitor Met a-Anal ysis Cardio-Renal Trialists” Consortium™

E€EALEN XNN Oéceia vedpukri BAGBN

Kidney disease progression Acute kidney injury

Mean Events/participants Event rate Ace EVE i_c Events/participants Event rate RR
baseline eGFR, per 1000 patient-years per 1000 patient-years (95% Cl)
mL/min per 1.73m’ Xw p iq ZA
SGLT2 Placebo SGLT2  Placebo SGLT2 Placebo SGLT2  Placebo
inhibitor inhibitor inhibitor inhibitor
No diabetes
DAPA-HF 68 10/1298 15/1307 5.0 l 0-67 (0-30-1.49) 18/1295 30/1305 —_—. 0.60 (0-34-1-08)
EMPEROR-REDUCED 63 5/936 10/938 — 0-50 (0-17-1-48) 20/936 34/938 —— 0-56 (0-32-0-98)
DELIVER* 63 17/1551 17/1557 .—'—P 1-01 (0-51-1-97) 30/1551 47/1558 + 0-64 (0-41-1-02)
EMPEROR-PRESERVED 62 12/1531 18/1519 45 6.9 o 0-68 (0-33-1-40) 37/1531 47/1519 12 15 —_—— 0.80(0.52-1.23)
DAPA-CKD 42 39/697 70/701 29 53 —a— 0-51(0-34-0-75) 16/697 21701 11 15 —u 0.75(0-39-1-43)
EMPA-KIDNEY 39 119/1779 157/1790 35 47 —m— 0-74 (0-59-0-95) 34/1779 54/1790 10 16 — = 0-63 (0-41-0-97)
Subtotal: no diabetes 56 202{7792  287/7812 = 0-69(0.57-0-82)  155/7789  233/7811 ~= 0-66 (0-54-0-81)
Total: overall a5 941/47833 1307/41301 - < 0-63 (0-58-0-69) 921/48453 108941898 - < 0.77 (0-70-0-84)
Trend across trials sorted by eGFR: r T T 1 Trend across trials sorted by eGFR: I T T 1
Diabetes p=0-87; 0.25 0-50 075100 1-50 Diabetes p=0-02; 025 050 075 100 150
Mo diabetes p=0.86; — —Pp Mo diabetes p=0-66; 4— —P

Heterogeneity by diabetes status: p=0-31

Favours SGLT2 inhibitor

Favours placebo

Heaterogeneity by diabetes status: p=0-12

Favours SGLT2 inhibitor

Favours placebo

Lancet 2022; 400: 1788-801



Kotsis V, Jordan J, Stabouli S, Antza C, Micic D, Jelakovi¢ B, Schlaich MP, Nilsson PM,
Kreutz R, Mancia G, Tsioufis K, Grassi G.
Consensus article from the European Society of Hypertension Working Group on
Obesity, Diabetes and the High-risk Patient. 2020

OQEAOZ 2THN
YINEPTA2H

SGLT-2 inhibitors

EMPA-REG CANVAS DECLARE-TIMI 58
(empagliflozin) (canagliflozin) (dapagliflozin)

Composite renal end 0.61 (0.53-0.70) 0.60 (0.47-0.77) 0.76 (0.67-0.87)
i QL0

BP (mmHg) reductio ~d 3.93 (4.30-3.56) 2.7 (2.4-3.0)

DBP (mmHg) reduction ~2 1.39 (1.61-1.17) 0.7 (0.6-0.9)

Genital infection Amputation 1.97 Diabetic ketoacidosis,
(1.41-2.75), genital infection
fracture, genital infection,
osmotic diuresis,
volume depletion




d Guidelines for the management of arterial hypertension — ESH 2023

SGLT2is inhibitors are recommended for patients with
diabetic and non-diabetic nephropathies CKD if eGFR is
at least 20 ml/min/1.732.2

Guidelines




Xpnon emumpocOetwv pappakwv yia Kapdio-vedppo-npootacia

e NEW ENGLAND
JOURNAL of MEDICINE

FIDELIO DKD STUDY

Kputipla évraénc:
A2, XNN pe pétpla  oofapn aABoupvoupia, on top ACEi/ARB.

Finerenone Placebo Finerenone Placebo

Outcome (N=2833) (N=2841) (N=2833) (N=2841) Hazard Ratio (95% ClI) P Value
no. of patients with no. of patients with event
event (76) per 100 patient-yr
Primary composite outcome 504 (17.8) 600 (21.1) 7.59 9.08 —l— 0.82 (0.73-0.93) 0.001
Kidney failure 208 (7.3) 235 (3.3) 2.9% 3.39 —_— 0.87 {0.72-1.05)
End-stage kidney disease 119 (4.2) 139 (4.9) 1.60 1.87 — 0.86 (0.67-1.10) —
Sustained decrease in eGFR 167 (5.9) 199 (7.0) 2.40 2.87 —— 0.82 (0.67-1.01) —
to <15 mi/min/1.73 m?
Sustained decrease of =40% in eGFR 479 (16.9) 577 (20.3) 7.21 8.73 —il— 0.81 (0.72-0.92) _—
from baseline
Death from renal causes 2 (<0.1) 2 (<0.1) — —_— — e
Key secondary composite outcome 367 (13.0) 420 (14.8) 5.11 5.92 —l— 0.86 (0.75-0.99) 0.03
Death from cardiovascular causes 128 (4.5) 150 (5.3) 1.69 1.99 —a— 0.86 (0.68—-1.08) o
Nonfatal myocardial infarction 70 (2.5) 87 (3.1) 0.94 L17 i3 0.20 (0.58-1.09)
Nonfatal stroke 90 [32) 87 (31) 1.21 1.18 . 1.03 (0.76—1.38) e
Hospitalization for heart failure 139 (4.9) 162 (5.7) 1.89 2.21 —a— 0.86 (0.68-1.08) —
Death from any cause 219 (7.7) 244 (8.6) 290 3.23 ——— 0.90 (0.75-1.07) —
Hosp}talization for any cause 1263 (44.6) 1321 (465) 22.56 23.87 e 0.95 (088' 102) Yo s
Secondary composite kidney outcome 252 (8.9) 326 (11.5) 3.64 4.74 —— 0.76 (0.65-0.90)  —
Sustained decrease of =57% in eGFR 167 (5.9) 245 (8.6) 2.41 354 ——@— 0.68 {0.55-0.82) —
from baseline
0.'50 1.00 2.'00

Finerenone Better Placebo Better

H dwadopad yia SBP/DBP ntav 2.7/1.0 mmHg

UTTEP TNG PLVEPEVOVNC.



Xpnon emumpocOetwv pappakwv yia Kapdio-vedppo-npootacia

e NEW ENGLAND
JOURNAL of MEDICINE

FIGARO DKD STUDY
5+

Kputipla évraénc:
A2, XNN pe pétpla  oofapn aABoupvoupia, on top ACEi/ARB.

\J/
Hazard ratio, 0.68 (95% CI, 0.50-0.93)
P=0.016

-18% pelwuUévos
kivéuvog yia
davaro ano
XNN n voonAeia
21 yia KA

-29% UELWUEVOS
kivéuvog yla
npwtn voonAsia
yia KA.

Cumulative incidence (%)

0 6 12 18 24 30 36 42 48 54
No. at risk Time to first event (months)

Finerenone 3396 3367 3323 3274 3195 2710 2168 1705 1091 608
Placebo 3385 3351 3294 3236 3154 2694 2131 1674 1091 606




@ Guidelines for the management of arterial hypertension — ESH 2023

The non-steroidal MRA finerenone can be used, because of
its nephroprotective and cardioprotective properties in
patients with diabetic CKD and moderate to severe
albuminuria.

The non-steroidal MRA finerenone is recomended in
patients with CKD and albuminuria associated with type 2
diabetes mellitus if eGFR is at least 25 ml/min/1.73?% and

serum potassium <5.0 mmol/L.

Guidelines




2TPOTNYLKN OVTILMETWILONG TNG UtEptaong otn XNN

CKD stage 1to 3
eGFR =30 ml/min/1.73 m?

ACEI or ARB + CCB
Or m Diuretic®

BnCrease Lo Tull=dose il weell woberated

ACEi or ARB + CCB
+ m.L[}lu'rt-tlca

Ircrizase to Tullsdose il twlerated

True Resistant Hypertension®
Add
I} Spironolactone’ {preferred)
or other MRA
or Iy BB or Alpha-1 Blocker
ar Il Centrally acting agent

CKD stage 4 and 5 {not on dialysis)
eGFR <30 ml/min/1.73 m’

Step 1 ACEi"* or ARB" + CCB
al o atior or Loop Diuretic

Increase o full=dose il well telerated

Step 2 ACEi"* or ARB" + CCB
vzl corribiratic + L.n,u,p Diuretic

Increase 1o fulldose 1 well ol

Step 3

Al Wrther s

True Resistant Hypertension®
Add
I} Chlerthalidone {proferred) or
ather ¢4 Diuretic to Loop Diuretic
or 1) BB' or Alpha-1 Blocker
or llIl Centrally acting agent

L (

+ SGLT2i or Finerenone?

lifestyle

interventions, as
in general
population, with
special attention
to sodium
restriction, as
low-sodium diet
reduces protein
excretion in

proteinuric CKD

ESH 2023 Guidelines
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Mpotiunon o ACEi/ARBs
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MpooBrikn SGLT2i/pvepevovn
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