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TPOMOZ APAZHZ TQN SGLT-2is
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KYPIEZ APAZEIZ TQN SGLT-2is

CENTRAL ILLUSTRATION: Sodium-Glucose Cotransporter 2 Inhibitor
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KYPIEZ APAZEIZ TQN SGLT-2is
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SGLT-2is KAl XPONIA NE®PIKH NOzOx TEAIKOY ZTAAIOY

SGLT2 INHIBITORS IN DIALYSIS PATIENTS
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Minutolo R et al. Clin Kidney J. 2025;19(1) :sfaf350.
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SGLT-2is KAI MEPITONAIKH KAGAPXH

- O1 SGLT-1 ka1 SGLT-2 ekgppddlovTal kai ol dUo OTnNV Kopuaia (apical) mAsupd Tn¢ mepITOVaikng

MEUBPAVNGS, KUPIWG OTO JOVO OTPWHA HECOBNAIAKWY KUTTAPWYV

- H ékppaon rwv SGLT-2 Atav auénuévn oc aoBeveic uttd PD 1Tou TTapouciadav TTITTAOKES OTTWG
OKANPUVTIKN TTEPITOVITIOA, YEYOVOC TTOU UTTOONAWVEI TTWGS N TTPOCANWN YAUKOZNG evOEXETAI VO

atroTeAEi EKAUTIKO TTapAyovTa

Riedl Khursigara et al. Canadian Journal of Kidney Health and Disease Volume 11: 1-7
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SGLT-2is KAl MEPITONAIKH KAGAPZH

- Meléteg o€ Treipapatdlwa utrtd PD €deigav OT11 N xopriynon SGLT-is ytropei va odnyAoel o€ peiwon

NS pEo0ONAIaKn S ivwong kai BeAtiwon tng urmrepdinénong

« AMNAEG peAETEG O€ TTEIPANATIKA HOVTEAD £0€1Eav OTI oI SGLT-2is PTTopEi va PEILWVOUV TNV TTEPITOVAIK

ivwon pyéow karaoroAng rng onuarodornons TGF-B/Smad1

Riedl Khursigara et al. Canadian Journal of Kidney Health and Disease Volume 11: 1-7
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SGLT-2is KAl NEPITONAIKH MEMBPANH

Peritoneal cavity

SGLT1 SGLT2

Blood compartment

Type Co-transporter Inhibited Effect in experimental PD models

Phlorizin SGLT1 | SGLT2 @ of ultrafiltration in the first part of glucose dwelf®

Phioretin GLUT [ & 30% glucose uptake and & of ultrafiltration by about 50%25%

Mizaglifiozin SGLT1 No effect on glucose uptake®

Sotagiiflozin SGLT1 | SGLT2 B glucose uptake and B of ultrafitration®

Empaglifiozin SGLT2 Uncertain effect on glucose uptake and ultrafiltration*® %2 improve peritoneal fibrosis +*
Dapaglifiozin SGLT2 Improve peritoneal fibrosis 4

Minutolo R et al. Clin Kidney J. 2025; 19(1):sfaf350.
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SGLT-2is KAI MEPITONAIKH KAGAPXH

< Ta mBava avapsvousva opéAn TnG Xpriong Twv SGLT2-is o€ acBeveic oe TTepITovaikr KaBapon

gival Ta €CAG:
- Alatipnon UTroA&Imopevng ve@pikng Asitoupyiag (RFK)
- Meiwon tn¢ ivwong Tng TTePITOVAIKAG NEPBPAvVNG
- Auénon tn¢ umepdinbnon¢ nEcw au¢nong Tou WouWTIKOU gradient pJe TNV avaoToAR
aTToPPOPNONG YAUKOLNG TOU TTEPITOVAIKOU IaAUNATOC
- KaAuTepn pubuion Tou OykKou Kal TNG apTnpIakng misong

- Meiwon Tou kapdiayyegiakou Kivouvou

Stepanova, N. Ren Replace Ther 10, 5 (2024). https://doi.org/10.1186/s41100-024-00523-5



SGLT-2is KAI MEPITONAIKH KAGAP:H

Table 1. Current Evidence and Ongoing Trials With SGLT-2 Inhibitors in Peritoneal Dialysis in Humans.

Study Design Participants Intervention Primary outcome
Hamdan et al® Prospective Prevalent PD patients Dapagliflozin 10 mg daily ~ Changes in PET
interventional cohort (N = 20) for 30 days parameters
study (pre-post)
PRESERVE Prospective PD patients (N = 10) Dapagliflozin 10 mg daily D4/DO0 ratio
(NCT05250752) interventional cohort for 3 days
study (pre-post)
EMPA-PD Crossover randomized  PD patients with residual Empagliflozin 25 mg Total glucose absorption
(NCTO05671991) study® urine output =400 mL/24 (single dose) or
h (N = 30) placebo
EMPOWERED* Crossover randomized ~ PD patients with heart Empagliflozin |0 mgor ~ Change in daily UF
(jRCTs051230081) study failure (N = 36) placebo for 8 weeks volume from baseline
CANARY Single-arm, open-label PD patients with residual Empagliflozin 25 mg daily Change in measured GFR
(NCTO05715814) study renal function® for 2 weeks from baseline
RENAL LIFECYCLE Randomized controlled  PD patients with residual Dapagliflozin 10 mg daily Mortality or heart failure

(NCT05374291)

trial

urine output >500 mL/24

h (N = 100)

Riedl Khursigara et al. Canadian Journal of Kidney Health and Disease Volume 11: 1-7

or placebo

hospitalization
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- O oKOTTOC TNG TTapoucag MEAETNG ATaV va diEpEUVAOEl TNV £TTiIOpacn TnG Xopnynong SGLT-2i otn
AsiToupyia Tng mmepitovaiknNg HEpBPAVNS KAl OTNV UTTOAEITTOMEVN O10UPNON CE QOBOEVEIC TTOU

uttoBaAAovTal o€ xpovia TTEPITOVAIK) KaBapaon.
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- H Bpaxuxpdvia xopriynon avaotoAéwv SGLT-2 og aoBeveig TTou uttoBaAAovTal o€ Xxpovia
TTepITOVAIKA KABapon @aiveTal va augavel To uTrepdIRBnua Twv acBevwyv. QoTdé00, dE QaiveTal

va £TTNPEAdel onpAvTIKa Tnv dioupnon, To OAIKO Kal VEQPIKO Kt/V.



NMEPIOPIZMOI

To dgiypa TG NEAETNG ATaV MIKPO (N=15) Kal N diIdpKEIa TTapakoAoUuBnong ouvToun.

[a TV TEKPNPiwaon opEAoUGg aTTd TN Xopriynon SGLT-2i oe aoBeveic UTTO TTEPITOVAIKN
KABapon atraITouvTal TUXAIOTTOINUEVEG MEAETEC PE MEYAAO aPIBUG aoBEVWV Kal HaKPO XPOVo

TTapakoAoubnong
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