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Changes 1in Diabetes-Related Complications
in the United States, 1990-2010 0%
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Despite experimental evidence supporting super-normalization of risk multiple factors, a J-
curve phenomenon has traditionally curbed renal protection in clinical praq\td')(zé}»\a'
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Resistant hypertension and renal outcome in T2DM
The J curve relationship between BP and renal function
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SGLT2-i and GLPg1+
the dawn of a new eggeiﬁfcré‘ﬁal protection?
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Figure 1: Meta-analysis of SGLT2i trials on the composite offmyocardial infarction, stroke, and cardiovascular deatﬂ (major adverse cardiovascular events)
stratified by the presence of established atherosclerotic cardiovascular disease
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Fiqure 4: Meta-analysis of SGLT2i trials on the composite offrenal worsening, end-stage renal disease, or renal deathjstratified by the presence of established

atherosclerotic cardiovascular disease ,\O\OQ\
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SGLT2 inhibitors for the prevention of kidney failure in & ™
patients with type 2 diabetes: a systematic review and \O\og\a‘
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Renoprotective effects of
SGLT2-i
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Figure 3| Summary of potential mechanisms leading to renal protection with sodium glucose cotransport 2 inhibition. *Loop diuretic
sparing as defined by a longer time until requiring institution of a loop diuretic in the EMPA-REG OUTCOME trial.'™®
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SGLT2i and Glycosuria: eGFR Dependence
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LEADER: Time to first renal event
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Management of Hyperglycemia in Type 2 Diabetes, 2018. A Consensus Report by the American
Diabetes Association (ADA) and the European Association for the Study of Diabetes (EASQ)
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Management of Hyperglycemia in Type 2 Diabetes, 2018. A Consensus Report by the American
Diabetes Association (ADA) and the European Association for the Study of Diabetes (EASB)
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KEY Points — Conclusions 1/2
\o\og\a‘

| SGLT2-1s have been shown to convey cardiac (HF) and r@@é‘le

protection. The latter is additive to RAAS-I and indg\g@ fdesit of the

underlying renal phenotype (albU/eGFR), althgddgﬁ\g@\%anisms are

still uncompletely understood. @2 SO
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KEY Points — Conclusions 1/2
\o\og\a‘
| GLP1-ra are potent antihyperglycemic drugs that can be d§a‘w‘@iay used
down to eGFR values of 30 ml/min. They also haye\,\@e%&ﬁown to
convey cardiovascular and renal protection. \a@%\d
N0 &
X . .
| GLP1-ra share several favorable a&gﬂ%ﬂ &tions with SGLT2-is (BP
and weight reduction) althou I{;\@%@@t‘%nal protection mechanisms
(anti inflammatory, NH3 gﬁ@b\lg@@ﬁ)‘) seem to differ from SGLT2-is
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protestidreend should therefore be used more often in patients at renal
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