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Text Correction

There was an error in the original publication [1]. Two sentences in Paragraph
2 of the Introduction contained inaccurate mechanistic descriptions and imprecise
numerical values.

A correction has been made to Section 1 Introduction, Paragraph 2:

These drugs, also known as gliflozins or glucoretics, reduce glucose reabsorption
in the renal proximal tubules, thereby lowering blood glucose levels [4]. In diabetic
patients, the glucose excretion threshold is elevated due to glucose-mediated proximal
tubule hypertrophy and increased SGLT2 expression [5]. These changes result in enhanced
sodium (Na*) reabsorption, increased caloric retention, volume expansion, and subsequent
hypertension [6,7]. By inhibiting SGLT2, the tubular maximum reabsorption rate is reduced,
increasing urinary glucose excretion and lowering plasma glucose concentrations [8].

There was an error in the original publication [1]. The characterization of background
medication effects in the Intervention paragraph was imprecise and overstated.

A correction has been made to Section 2.6 Intervention:

Patients received continuous SGLT2 inhibitor therapy (empagliflozin or dapagliflozin)
as part of their antidiabetic regimen for 6 months, with clinical and laboratory assessments
conducted at baseline, 3 months, and 6 months. To ensure isolated evaluation of the SGLT2
inhibitor effects, no adjustments were made to patients’ existing antihyperlipidemic, antidi-
abetic (excluding the newly initiated SGLT2i), or antihypertensive treatments during the
study period. While drug regimens remain constant, we acknowledge that cardiovascular
drugs such as antihypertensives may also have metabolic effects [27]. Patients requiring
additional medical interventions during follow-up were excluded from the study.

There was an error in the original publication [1]. The concluding sentences of the
GEE discussion paragraph contained an imprecise attribution of the anti-inflammatory
mechanism and an incorrect single-reference citation for cardiovascular outcome data.

A correction has been made to Section 4 Discussion, Paragraph 8 (GEE analysis
paragraph):

The GEE analysis revealed significant temporal reductions in cardiovascular risk
categories over the six-month treatment period. Patients demonstrated a significant re-
duction in high-risk categorization (3 = —0.777, p < 0.001) and low-risk categorization
(B = —0.597, p = 0.007), with the overall effect of measurement time being highly significant
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(Wald x? = 10.624, p = 0.001). These findings suggest that SGLT2 inhibitor therapy effec-
tively shifts patients into lower cardiovascular risk groups, which is consistent with reports
that these agents reduce both systolic and diastolic blood pressure, improve glycemic
control [13,50]. SGLT2 inhibitors are also associated with better outcomes in cardiovascular
events [50,51].

There was an error in the original publication [1]. References [53-57] cited in the cardio-
vascular mechanisms paragraph were replaced with more specific and up-to-date sources
directly pertaining to SGLT2 inhibitor-mediated anti-inflammatory and mitochondrial
effects. The accompanying descriptive sentences were updated accordingly.

A correction has been made to Section 4 Discussion, Paragraph 10 (cardiovascular
mechanisms paragraph):

Several mechanisms may underlie the observed reduction in cardiovascular risk.
SGLT?2 inhibitors exert protective effects beyond glycemic control by modulating endothe-
lial function, attenuating oxidative stress, and reducing low-grade inflammation. As shown
in Figure 2, SGLT2 inhibition-induced glycosuria and natriuresis lead to caloric loss and
plasma-volume changes, reducing visceral adiposity, enhancing insulin sensitivity and
endothelial function, ultimately translating into lower cardiovascular events and mor-
tality. This anti-inflammatory action is supported by studies demonstrating that SGLT2
inhibitors modulate the PI3K/ Akt signaling pathway, a key regulator of insulin sensitivity
and inflammatory homeostasis [54]. Furthermore, recent clinical and preclinical evidence
indicates that SGLT2 inhibitors exert potent immunomodulatory effects by suppressing
pro-inflammatory cytokines and chemokines, thereby significantly improving systemic
metabolic outcomes [55]. These pathways may partially explain our cohort’s observed
reductions in cardiovascular risk scores. These cardioprotective effects involve mitochon-
drial stabilization and suppression of pro-inflammatory pathways. SGLT2 inhibitors have
been shown to enhance mitochondrial oxidative phosphorylation and ATP production
while simultaneously reducing reactive oxygen species (ROS) generation, thereby playing
a pivotal role in maintaining mitochondrial integrity and improving overall metabolic
function [56,57].

There was an error in the original publication. The description of selenoproteins in
the emerging therapies paragraph overstated their established properties and made an
unsupported claim regarding complementarity with SGLT2 inhibitors.

A correction has been made to Section 4 Discussion, Paragraph 11 (future direc-
tions/emerging therapies paragraph):

Beyond currently available pharmacological options, future research may explore
the synergistic potential of combining SGLT2 inhibitors with emerging therapeutic agents.
For example, selenoproteins are established modulators of insulin sensitivity, and while
their potential synergistic effects when combined with SGLT2 inhibitor therapy remain
to be fully investigated, they represent a promising area for multi-dimensional metabolic
research [58]. Additionally, extracellular vesicles derived from stem cells have shown
promise in enhancing endothelial repair, modulating immune responses, and promot-
ing tissue regeneration—pathways that align with the cardioprotective profile of SGLT2
inhibitors [59]. Integrating novel adjuvant therapies with SGLT2 inhibition could rep-
resent a forward-looking, multidimensional approach to metabolic and cardiovascular
risk reduction.

There was an error in the original publication. Reference [69] cited in the patient-
specific characteristics paragraph was replaced with a more directly relevant precision
medicine source. The accompanying sentence was updated to align with the new citation.

A correction has been made to Section 4 Discussion, Paragraph 16 (patient-specific
characteristics paragraph):
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It is also important to consider the potential role of patient-specific characteristics in
modulating treatment efficacy. Genetic predisposition, the burden and type of comorbidi-
ties, age-related metabolic differences, and baseline endothelial function may contribute
to interindividual variability in response to SGLT2 inhibitor therapy. Current research
highlights the potential of precision medicine, where genetic determinants may play an
essential role in predicting individual treatment responses and optimizing clinical outcomes
in patients with type 2 diabetes [69]. Personalized therapeutic strategies that integrate
individual-level determinants may enhance treatment precision and outcomes.

There was an error in the original publication. Reference [70] in the first limita-
tions paragraph cited an epidemiological projection study that was not directly relevant
to the statement being made. It was replaced with a more appropriate reference sup-
porting the cardiovascular risk associated with T2DM. The accompanying sentence was
updated accordingly.

A correction has been made to Section 6 Limitations, Paragraph 1:

This study has several limitations that should be acknowledged. First, the relatively
small sample size and the six-month follow-up duration may limit the findings’ generaliz-
ability and the ability to evaluate the sustainability of the observed cardiovascular benefits.
Although meaningful short-term improvements were demonstrated, the long-term dura-
bility of these effects remains uncertain. Type 2 diabetes mellitus is an established driver
of cardiovascular risk, significantly increasing the incidence of cardiovascular disease
compared to the general population across all age groups [70]. Therefore, more extensive
multicenter trials with longer follow-up periods are warranted to validate and expand
upon these findings.

There was an error in the original publication. A minor grammatical redundancy was
present in the second paragraph of the Limitations (“the applied observational design” was
replaced with “observational design”).

A correction has been made to Section 6 Limitations, Paragraph 2:

Second, while the study demonstrated significant improvements in cardiovascular
risk scores and metabolic parameters, observational design restricts the ability to establish
causal relationships. Although patients were monitored closely, potential confounding
factors, such as dietary habits, physical activity, and medication adherence, were not
systematically controlled or documented, which may have influenced the outcomes.

There was an error in the original publication. Reference [71] in the third limitations
paragraph cited an unrelated machine-learning analysis. It was replaced with a landmark
genomic risk prediction study directly supporting the claim about genomic information in
CAD risk assessment. The accompanying sentence was updated accordingly.

A correction has been made to Section 6 Limitations, Paragraph 3:

Third, while the SCORE2-DM risk model is validated and widely recommended for
cardiovascular risk estimation in patients with type 2 diabetes, it does not incorporate
emerging cardiometabolic risk markers such as chronic inflammation, oxidative stress, or
endothelial dysfunction—factors that are increasingly recognized as central to atheroscle-
rotic progression. As a result, the model may underestimate the residual cardiovascular
risk in specific individuals. Traditional risk prediction tools can be further enhanced by
incorporating genomic information, which may provide more precise coronary artery
disease (CAD) risk assessments and aid in primary prevention strategies [71].

References

With this correction, references [4,9-11,18,27,53-57,60,66,68-72] have been replaced
with more appropriate and up-to-date sources.
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The authors state that the scientific conclusions are unaffected. This correction was

approved by the Academic Editor. The original publication has also been updated.
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