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ABSTRACT
Aims: To investigate the independent association of albuminuria within the normoalbuminuric range with all‐cause mortality
in normoalbuminuric people with type 2 diabetes with and without chronic kidney disease (CKD).
Materials and Methods: This observational, prospective, multicentre, cohort study enroled 15,773 individuals with type 2
diabetes in 2006–2008. At baseline, albumin excretion rate (AER) and estimated glomerular filtration rate (eGFR) were assessed
together with cardiometabolic risk profile, treatments, complications, and comorbidities. All‐cause mortality was verified on 31
October 2015.
Results: Of the 15,656 participants (99.3%) with valid information on vital status, 11,460 (71.2%) were normoalbuminuric, 9984
(87.1%) without and 1476 (12.9%) with CKD. Normoalbuminuric individuals were stratified into three (< 5, 5–15, and
> 15 mg·day−1) or two (< 10 and 10–29 mg·day−1) AER subcategories. When adjusting for age, sex, eGFR, prior cardiovascular
disease, cardiovascular risk factors, and treatments, mortality risk was higher in participants with AER 10–29 versus
< 10 mg·day−1 (hazard ratio, 1.120 [95% confidence interval, 1.028–1.221], p = 0.009) and 15–29 versus < 5 mg·day−1 (1.243
[1.099–1.406], p < 0.0001). When stratifying by CKD status, the adjusted risk remained significantly increased only for AER
15–29 versus < 5 mg/24 h in individuals with (1.404 [1.111–1.774], p = 0.005) and, to a lesser extent, without (1.167 [1.009–
1.350], p = 0.038) CKD. A non‐linear association was observed between AER as Log2 transformed continuous variable and
mortality.

See Supporting Information S1: for the list of RIACE Investigators.
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Conclusions: For the same level of kidney function, higher AER within the normoalbuminuric range was independently
associated with all‐cause mortality, thus supporting to the use of albuminuria‐lowering drugs in people with type 2 diabetes and
mildly elevated albuminuria.
Trial Registration: ClinicalTrials.gov, NCT00715481, retrospectively registered 15 July, 2008.

1 | Introduction

In the last decades, nonalbuminuric renal impairment has
become the prevailing chronic kidney disease (CKD) phenotype
in people with diabetes, especially type 2, and reduced estimated
glomerular filtration rate (eGFR) (i.e., < 60 mL·min−1·1.73 m−2)
[1], pointing to the existence of a nonproteinuric pathway to loss
of kidney function in these individuals [2]. Several studies have
shown that the nonalbuminuric CKD phenotype is associated
with an increased risk of all‐cause death and morbidity and
mortality from cardiovascular disease (CVD), which is similar to
that of albuminuric CKD with preserved eGFR (i.e., micro or
macroalbuminuria and eGFR ≥ 60 mL·min−1·1.73 m−2) and
lower than that of albuminuric CKD with reduced eGFR (i.e.,
micro or macroalbuminuria and eGFR < 60 mL·min−1·1.73 m−2)
[3–6]. In particular, among participants in theRenal Insufficiency
And Cardiovascular Events (RIACE) Italian Multicenter Study,
nonalbuminuric individuals with an eGFR in the G3a cate-
gory (45–59 mL·min−1·1.73 m−2) had the same adjusted risk
of death as those with microalbuminuria alone, whereas
nonalbuminuric individuals with an eGFR in the G3b category
(30–44mL·min−1·1.73m−2) had the sameadjusted risk of death as
those with macroalbuminuria alone [4]. Conversely, a post hoc
analysis of the Action in Diabetes and Vascular disease: preterAx
and diamicroN‐MR Controlled Evaluation (ADVANCE) showed
that progression to end‐stage kidney disease (ESKD)was lower in
people with nonalbuminuric CKD compared with those with the
albuminuric phenotypes [3]. A lower or even no risk of progres-
sion to ESKD was also shown in participants in the Hong Kong
Diabetes Biobank Study [5] and in a post hoc analysis of the Ac-
tion to Control Cardiovascular Risk inDiabetes (ACCORD) Study
[6], respectively, thus supporting the concept that albuminuria is
amajor risk factor for CKDprogression [7].Moreover, an analysis
of individuals with either type 1 or type 2 diabetes and reduced
eGFR attending the Steno Diabetes Center showed that eGFR
declined also in those with normoalbuminuria, with a rate that
was only slightly less than in thosewithmicroalbuminuria (1.9 vs.
2.1mL·min−1·1.73m−2 per year) butmuch less than in thosewith
macroalbuminuria [8].

In addition to the impact of reduced eGFR per se, several studies
have shown that levels of albuminuria within the normoalbu-
minuric range are independently associated with adverse car-
diorenal outcomes in both the general population and high‐risk
individuals, with risk increasing at an albumin:creatinine ratio
(ACR) of ~10 mg·g−1 [9–13]. This prompted the identification of
two subcategories within the normoalbuminuria category, that
is, normal (ACR < 10 mg·g−1) and mildly increased (ACR 10–
29 mg·g−1) [14]. However, data were mainly derived from peo-
ple with relatively preserved kidney function, thus not allowing
to separate the impact of higher albuminuria within the nor-
moalbuminuric range from that of reduced eGFR. Recently,

Verma et al. have reported that, in CKD participants in the
Chronic Renal Insufficiency Cohort (CRIC) Study, risk for CKD
progression increased within the normoalbuminuric range and
was significantly higher in participants with ACR > 15 mg·g−1

than in those with ACR < 5 mg·g−1 [15].

This analysis aimed to assess the independent association of
albuminuria within the normoalbuminuric range with all‐cause
mortality in normoalbuminuric individuals with type 2 diabetes
from the RIACE cohort, either as a whole or separately in
participants with and without CKD.

2 | Materials and Methods

2.1 | Design and Participants

The RIACE Italian Multicenter Study was an observational,
prospective, multicentre, cohort study on the impact of eGFR on
morbidity and mortality in people with type 2 diabetes [16].

A total of 15,773 Caucasian individuals with type 2 diabetes
consecutively attending 19 hospital‐based, tertiary referral Dia-
betes Clinics of the National Health Service throughout Italy,
were enroled in the years 2006–2008, after excluding 160 in-
dividuals with missing or implausible values. Exclusion criteria
were dialysis or kidney transplantation.

2.2 | Baseline Data

Baseline data were collected using a standardized protocol
across participating centres; results from different laboratories/
methods were standardized by comparison with values detected
in test samples at the reference laboratory of the Coordinating
Centre [16].

Participants underwent a structured interview to collect the
following information: current age, smoking status, known
diabetes duration, severe co‐morbidities, and current treatments
including glucose‐, lipid‐, and blood pressure (BP)‐lowering
therapies.

Body mass index (BMI) was calculated from weight and height,
whereas estimated waist circumference (eWC) was calculated
from Log‐transformed BMI values [17]. Then, BP was measured
using a sphygmomanometer with the patients seated with the
arm at the heart level.

Haemoglobin A1c (HbA1c) was measured by HPLC using DCCT‐
aligned methods, whereas triglycerides and total and HDL
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cholesterol were determined in fasting blood samples by stan-
dard colourimetric enzymatic methods. Then, the LDL choles-
terol concentration was estimated using the Friedewald formula.

The presence of CKD was assessed by measuring albuminuria
and serum creatinine, as previously detailed [4, 16]. Briefly,
albumin excretion rate (AER) was obtained from 24‐h urine
collections or estimated from ACR in early‐morning first‐voided
urine samples using a conversion formula developed in people
with type 1 diabetes [18], in keeping with a report showing that
estimated AER is more accurate than measured ACR in pre-
dicting measured AER [19]. Using estimated AER instead of
measured ACR led to the reclassification of only 129 partici-
pants (0.82%), with 116 individuals changing from micro to
normoalbuminuria or vice versa (100 and 16, respectively) [4].
Albumin concentration in urine was measured by immunone-
phelometry or immunoturbidimetry in the absence of inter-
fering clinical conditions. One‐to‐three measurements for each
participant were obtained; in cases of multiple measurements,
the geometric mean of 2–3 values was used for analysis. In in-
dividuals with multiple measurements, the concordance rate
between the first value and the geometric mean was > 90% for
all albuminuria categories [20]. Serum (and urine) creatinine
was measured by the modified Jaffe method, traceable to IDMS,
and GFR was estimated using the 2009 CKD epidemiology
collaboration (CKD‐EPI) equation [21].

The presence of diabetic retinopathy (DR) was assessed in each
centre by an expert ophthalmologist by dilated fundoscopy [22].
Participants were then classified as having no DR, non‐
advanced DR (including mild or moderate non‐proliferative
DR), or advanced DR (including severe non‐proliferative DR,
proliferative DR, or diabetic macular oedema). The DR grade
was assigned based on the worse eye.

Previous major adverse CVD events, including myocardial
infarction, stroke, foot ulcer, gangrene and non‐traumatic
amputation, and cerebrovascular, carotid, and lower limb
revascularisation, were adjudicated based on hospital discharge
records by an ad hoc committee in each centre [23].

2.3 | All‐Cause Mortality

The vital status of study participants on 31 October 2015 was
verified by interrogating the Italian Health Card database
(http://sistemats1.sanita.finanze.it/wps/portal/), which provides
updated and reliable information on all current Italian resi-
dents [24].

2.4 | Statistical Analysis

Data are expressed as mean � SD or median (interquartile
range, IQR) for continuous variables, and number of cases
(percentage) for categorical variables. The Kolmogorov‐Smirnov
test was used to determine if variables were normally
distributed. Continuous variables were compared using the
Student's t‐test (or one‐way ANOVA) and Mann‐Whitney test
(or Kruskal‐Wallis's test) for parametric and non‐parametric

data, respectively, whereas the χ2 test was applied to categori-
cal variables. None of the variables had missing values.

Participants with normoalbuminuria were considered for this
analysis and stratified either in three AER subcategories (< 5, 5–
15, and > 15 mg·day−1)as in Verma et al. [15], or in two AER
subcategories (< 10 and 10–29 mg·day−1), according to
KDIGO [14].

Crude mortality rates according to AER subcategories were
described as events per 1000 patient‐years from start of follow‐
up to censoring, with 95% exact Poisson confidence intervals
(CIs) and adjusted for age and sex by a Poisson regression
model. Kaplan‐Meier survival curves for all‐cause mortality
were calculated according to AER subcategories and differences
were analysed with the log‐rank statistic. In addition, Cox pro-
portional hazards regression analyses with backward variable
selection were run according to AER subcategories or AER as a
continuous variable, either unadjusted or sequentially adjusted
for age and sex (model 1), eGFR and prior CVD (model 2), and
smoking, diabetes duration, HbA1c, BMI, dyslipidemia, hyper-
tension, and use of renin‐angiotensin system (RAS) blockers
(model 3). These analyses were performed in the whole cohort
and separately in participants with and without CKD (i.e., with
an eGFR < 60 and ≥ 60 mL/min/1.73 m2, respectively). As AER
was not normally distributed, data were Log2 transformed
before use as a continuous variable. In addition, the multipli-
cative interaction term (AER x CKD Yes/no) was included as a
covariate in the Cox regression models to assess whether CKD
status modified the association between AER (AER sub-
categories or AER as a continuous variable) and all‐cause
mortality. Finally, to assess whether AER (as Log2 trans-
formed values) was non‐linearly associated with all‐cause
mortality, Cox proportional hazard regressions were run using
restricted cubic splines.

Tests were two sided, and a p value < 0.05 was considered
statistically significant. Data entry and statistical analyses were
performed using SPSS version 26.0 (SPSS, Chicago, IL, USA)
and R statistical software version 4.0.4 (https://cran.r‐project.
org/index.html).

3 | Results

Of the 15,656 participants (99.3% of the cohort) with valid infor-
mation on vital status, 11,460 (718.2%) were normoalbuminuric.
They had a mean age of 66.0 � 10.3 years, 47.1% were females,
medianAERwas 9.43 (5.14–15.50)mg·day−1 andmean eGFRwas
82.7 � 18.9 mL·min−1·1.73 m−2. Of these individuals, 9984
(87.1%) had preserved eGFR (87.7� 14.1 mL·min−1·1.73 m−2, no
CKD) and 1476 (12.9%) had reduced eGFR (48.5 � 9.5
mL·min−1·1.73 m−2, CKD). Compared with individuals without
CKD, those with CKD were older (74.4� 8.1 vs. 64.8� 9.9 years,
p < 0.0001) and less frequently female (39.8 vs. 45.2%, p < 0.0001)
and had slightly higher AER levels (10.52 [5.65–17.28] vs. 9.34
[5.14–15.20] mg·day−1, p < 0.0001).

The baseline clinical features of normoalbuminuric participants
stratified by three and two AER subgroups are shown in Table 1
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and Supporting Information S1: Table S1, respectively. As a
general trend, the cardiometabolic risk profile worsened,
whereas age, diabetes duration, and prevalence of male sex,
smoking, treatments, complications, and comorbidities
increased from the lowest to the highest AER subcategories.

After a median follow‐up of 8.08 (7.61–8.54) years, of the 11,460
participants with normoalbuminuria, 9320 (81.3%) were alive,
whereas 2140 (18.7%) were deceased at the time of the census.
The AER levels were slightly but significantly higher in those
who died than in those who survived; this was the case when
considering all normoalbuminuric individuals (10.82 [6.04–
17.28] vs. 9.21 [5.03–15.00] mg·day−1, p < 0.0001) as well as
those without (10.44 [6.00–16.55] vs. 9.10 [5.00–15.00] mg·day−1,
p < 0.0001) and with (11.83 [6.19–18.78] vs. 9.91 [5.14–16.20]
mg·day−1, p = 0.002) CKD separately.

As expected, death percentages and rates (Table 2) were much
higher in normoalbuminuric participants with versus without
CKD (p < 0.0001). In addition, death percentages and rates
(Table 2), Kaplan‐Meier estimates (Figure 1), and unadjusted
HRs (Table 3) increased in a stepwise manner across AER
subcategories in the whole normoalbuminuric group and in
individuals without and with CKD. When adjusted for all con-
founders, mortality risk was higher in normoalbuminuric par-
ticipants with AER 10–29 versus. < 10 mg·day−1 and 15–29
versus. < 5 mg·day−1; however, when they were stratified ac-
cording to CKD status, the adjusted risk of death remained

significantly increased only for AER 15–29 versus. < 5 mg·day−1

in individuals with and, to a lesser extent, without CKD
(Table 3). An independent association with mortality was also
observed when AER was included as a Log2 transformed
continuous variable (Table 4). The global p‐value for non‐
linearity was < 0.001, pointing to a non‐linear relationship be-
tween AER within the normoalbuminuric range and mortality,
as shown in Supporting Information S1: Figure 1.

4 | Discussion

This analysis showed that, for the same level of kidney function,
higher AER values within the normoalbuminuric range were
associated with all‐cause mortality independent of confounding
from prior CVD, CVD risk factors, and treatments. In particular,
mortality risk increased linearly within the normoalbuminuric
range and was significantly higher in participants with
AER > 15 versus < 5 mg·day−1 and in those with AER 10–29
versus < 10 mg·day−1. These findings are consistent with pre-
vious studies showing that even AER levels below the
30 mg·day−1 threshold are independently associated with mor-
tality and adverse cardiorenal outcomes in both the general
population and high‐risk individuals [9–13].

However, while these prior studies predominantly included
people with relatively preserved kidney function, virtually
no data are available from studies specifically focusing on

TABLE 2 | Mortality rates in all normoalbuminuric participants and in those without and with CKD, stratified by three (< 5, 5–14, and 15–
29 mg·day−1) or two (< 10 and 10–29 mg·day−1) AER subcategories.

N Events
Percent
events

Events per 1000
patient‐years (95% CI),

unadjusted p
Events per 1000 patient‐years
(95% CI), age‐ & sex‐adjusted p

All 11,460 2140 18.7 24.6 (23.5–25.6) 10.6 (9.1–12.3)

< 5 mg·day−1 2606 398 15.3 19.8 (17.9–21.8) Ref 9.8 (8.3–11.6) Ref

5–14 mg·day−1 5746 1016 17.7 23.1 (21.7–24.6) 0.007 10.4 (8.9–12.1) 0.342

15–29 mg·day−1 3108 726 23.4 31.5 (29.3–33.9) < 0.0001 12.7 (10.8–15.1) < 0.0001

< 10 mg·day−1 5990 980 16.4 21.3 (20.0–22.7) Ref 10.0 (8.6–11.7) Ref

10–29 mg·day−1 5470 1160 21.2 28.2 (26.6–29.9) < 0.0001 11.6 (9.9–13.6) < 0.0001

Without CKD 9984 1536 15.4 19.9 (18.9–20.9) 8.5 (7.1–10.2)

< 5 mg·day−1 2313 296 12.8 16.4 (14.6–18.4) Ref 7.9 (6.4–9.7) Ref

5–14 mg·day−1 5048 753 14.9 19.2 (17.9–20.6) 0.017 8.5 (7.1–10.2) 0.275

15–29 mg·day−1 2623 487 18.6 24.3 (22.2–26.6) < 0.0001 9.7 (8.0–11.9) 0.005

< 10 mg·day−1 5299 728 13.7 17.6 (16.4–19.0) Ref 8.1 (6.8–9.8) Ref

10–29 mg·day−1 4685 808 17.2 22.4 (20.9–24.0) < 0.0001 9.2 (7.6–11.1) 0.020

With CKD 1476 604 40.9 61.5 (56.8–66.6) 20.6 (15.4–27.5)

< 5 mg·day‐1 293 102 34.8 49.8 (41.0–60.4) Ref 19.1 (13.7–26.4) Ref

5–14 mg·day‐1 698 263 37.7 55.1 (48.8–62.2) 0.374 19.7 (14.6–26.6) 0.788

15–29 mg·day‐1 485 239 49.3 79.7 (70.2–90.5) < 0.0001 27.7 (20.1–40.0) < 0.0001

< 10 mg·day‐1 691 252 36.5 53.1 (47.0–60.1) Ref 19.1 (14.2–1.74) Ref

10–29 mg·day‐1 785 352 44.8 69.3 (62.4–76.9) 0.001 23.3 (17.2–31.6) 0.017
Abbreviations: AER = albumin excretion rate, CI = confidence interval, CKD = chronic kidney disease.
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individuals with CKD. The RIACE cohort included high‐risk
individuals such as those with type 2 diabetes mostly (71.2%)
presenting with normoalbuminuria and with a wide range of
kidney function. This allowed us to assess the impact of mildly
elevated albuminuria either alone, in people without CKD, or
combined with reduced eGFR, in those with the non-
albuminuric CKD phenotype. Results showed that the strength
of association with mortality was higher in participants with
than in those without CKD. In fact, when adjusting for multiple
confounders, the risk of death increased by 40.4% and 16.7% for
an AER > 15 versus < 5 mg·day−1 and by 1.9% and 0.8% for each
1 mg·day−1 increase in AER in individuals with preserved and
reduced eGFR, respectively. These findings indicate that, in
people with CKD, mildly elevated albuminuria may confer an
increased risk of death that is additional to that attributable to
reduced eGFR, thus extending the CRIC results on CKD pro-
gression in the general population to all‐cause mortality in
people with type 2 diabetes.

As those from the CRIC cohort [15], our data may have
important clinical implications for both prognosis and treatment
of CKD. The threshold for microalbuminuria at 30 mg·day−1

AER (or 30 mg·g−1 ACR) has in fact been conventionally
established based on the finding that 95% of healthy people have
values below this limit, which does not necessarily mean that
lower levels are ‘normal’ and that they are not associated with
an increased risk of adverse outcomes and hence do not require
treatment. However, despite evidence from previous studies that
even albuminuria within the normoalbuminuric range is asso-
ciated with adverse outcomes [9–13], guidelines for people with
type 2 diabetes generally recommend starting albuminuria‐
lowering treatments for cardio‐renal protection only in those
with micro or macroalbuminuria [25, 26]. In fact, RAS blockers
are not advised as preferential anti‐hypertensive agents in in-
dividuals with normoalbuminuria, whereas they are recom-
mended in those with micro or macroalbuminuria even in the
presence of normal BP levels. Likewise, individuals with
AER ≥ 200 mg·day−1 are prioritised for use of inhibitors of so-
dium glucose cotransporter 2 (SGLT‐2). However, indication for
these agents has been recently extended to people with AER
from normal to 199 mg·day−1, even if with a B evidence level
[27]. This was mainly based on the results of two trials, that
is, (1) the Dapagliflozin Effect on Cardiovascular Events–
Thrombosis in Myocardial Infarction 58 (DECLARE‐TIMI 58)

FIGURE 1 | Kaplan Meier analysis for all‐cause mortality in normoalbuminuric individuals stratified in three (< 5, 5–15, and > 15 mg·day−1,
Panels (A–C)) or two (< 10 and 10–29 mg·day−1, Panels (D–F)) AER subcategories in the whole group (Panels A, D) and in participants without
(Panels B, E) and with (Panels C, F) CKD. Numbers (percentages) of deaths, log rank (p value) and number at risk are shown for each AER
subcategory. AER = albumin excretion rate; CKD = chronic kidney disease.
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Trial, which included predominantly (~70%) normoalbuminuric
participants, the great majority of whom with preserved eGFR
[28]; and (2) the Study of Heart and Kidney Protection With
Empagliflozin (EMPA‐KIDNEY) Trial, which included a
group of individuals (~20%) with normoalbuminuria and
an eGFR ranging from 20 to 44 mL·min−1·173 m−2 [29].
Finally, use of the non‐steroidal mineralocorticoid receptor
antagonist finerenone is recommended only in people with
AER ≥ 30 mg·day−1. This is because the presence of micro or
macroalbuminuria was a key inclusion criterion of the two trials
conducted in people with type 2 diabetes and CKD, that is, the
Finerenone in Reducing Kidney Failure and Disease Progres-
sion in Diabetic Kidney Disease (FIDELIO‐DKD) [30] and the
Finerenone in Reducing CV Mortality and Morbidity in Diabetic
Kidney Disease (FIGARO‐DKD) [31], which were pooled
together in the FInerenone in chronic kiDney diseasE and type
2 diabetes: Combined FIDELIO‐DKD and FIGARO‐DKD Trial
programme analYsis (FIDELITY) [32].

Our data and those from the CRIC cohort [15] provide strong
support for the use of albuminuria‐lowering drugs in individuals
with mildly elevated albuminuria, especially in those with
reduced eGFR, consistent with a recent systematic review and
meta‐analysis [33]. The non‐linear relationship between AER
within the normoalbuminuric range and mortality may allow
identification of a new AER threshold above which risk for
adverse events including all‐cause death is increased and
treatment is therefore required. This might be particularly
important since no specific treatment has been identified yet for
the nonalbuminuric CKD phenotype, which is usually excluded
from randomized clinical trials [1, 2]. However, the impact of
albuminuria‐lowering treatment on mortality risk could not be
evaluated in the RIACE cohort since it is not contemporary and,
hence, while ~50% of participants were on RAS blockers,
consistent with guideline recommendations on the use of these
agents in normoalbuminuric individuals, none of them was on
an SGLT‐2 inhibitor or finerenone at baseline (with only very
few participants starting an SGLT‐2 inhibitor during the follow‐
up). Therefore, further studies are required to demonstrate that
lowering albuminuria within the normoalbuminuric range is
effective in reducing mortality, CVD events, and CKD onset and
progression in normoalbuminuric individuals with type 2 dia-
betes. Moreover, the finding of the EMPA‐KIDNEY trial that
empagliflozin reduced the long‐term eGFR slope but not the
primary outcome (kidney disease progression and cardiovascu-
lar death) and other kidney secondary outcomes (kidney disease
progression and total eGFR slope) in the normoalbuminuric
group, likely due to the small number of events [29], suggests
the need for trials of long duration.

The strengths of our study include the large sample size, the
completeness of baseline and follow‐up data, and the assess-
ment of a wide range of clinical parameters, which allowed
accounting for several confounders. However, there are several
limitations. First, the historical, non‐contemporary RIACE
cohort did not allow evaluating the impact of albuminuria‐
lowering treatments on mortality. Second, the lack of infor-
mation on the causes of death did not allow detection of
differences in CVD versus non‐CVD mortality. Third, mea-
surements were not centralised, though data from different
laboratories/methods were standardized, as extensivelyT
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discussed in previous publications [16, 17, 20, 23]. Fourth,
results may have been affected by unmeasured confounders
that can affect mortality. Fifth, the study findings may not be
applicable to the general ambulatory population, as only part
of the individuals with type 2 diabetes attend Diabetes Clinics
in Italy. Finally, the observational design makes causal inter-
pretation impossible.

In conclusion, this analysis shows that mildly elevated albu-
minuria is associated with all‐cause mortality independent of
eGFR and other confounders in people with type 2 diabetes.
Risk of death increased non‐linearly with albuminuria and was
significantly higher in participants with higher AER levels
within the normoalbuminuric range, with a strength of associ-
ation with mortality that was higher in individuals with than in
those without CKD These findings provide further support to
the use of albuminuria‐lowering drugs also in people with
mildly elevated albuminuria, though trials of adequate duration
specifically targeting this population are required to verify
whether treatment is effective in reducing adverse cardiorenal
outcomes also in these individuals.
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