This report y Salvatore et al is a review specifically on the importance of epicardial adipose tissue phenotype in diabetes and heart failure with preserved ejection fraction (HFpEF). Overall, the topic is scientifically well covered, however, some important comments/questions have to be raised.
A main issue is the lack of distinguishing between type 2 and type 1 diabetes in most of the report; therefore the title is misleading.
As this reviewer read the whole report, the title should rather be:
«Dysregulated (or dysfunctional) epicardial adipose tissue as a risk factor and potential therapeutic target of heart failure with preserved ejection fraction in diabetes”
We wish to thank the reviewer for the precious comment. Accordingly, we modified the title as requested.

1) The anatomic and functional properties of EAT (pt.2) is well written, displaying both the protective and harmful properties.
We wish to thank the reviewer for the comment. 

2) In the description of EAT in diabetes (pt 3) it is especially visualized that most of the report is not precise regarding the type of diabetes; for instance – EAT is associated with insulin resistance and metabolic syndrome which is typical for type 2  diabetes etc.
We wish to thank the reviewer for the precious comment. Accordingly, we modified the text to better define the study populations.

3) Diabetes and HFpEF (pt 4), among the mentioned pathophysiological mechanisms discussed, any comment on the importance of glucose per se, probably the most important is lacking.

We wish to thank the reviewer for the precious comment. Accordingly, we modified the text to better explain this point.


4) In pt 5 very much repeating from pt 3. It is also imprecice in the presentation – i.e. the relationship HFpEF/ diabetes/obesity and EAT? Is it obesity or diabetes that is the main issue? Again, distinguishing between type 1 and type 2 should be done.

[bookmark: _GoBack]We wish to thank the reviewer for the precious comment. Accordingly, we modified the text to better explain this point. If mentioned in the studies selected as references, we have now specified whether the population was diabetic, obese or both, and whether it was type 1 or type 2 diabetes mellitus. As explained in pt 3, EAT is generally observed growing together with growing of BMI, both in diabetic and in non-diabetic patients. However, in pt5 we have now mentioned that, also in non-obese diabetic patients, EAT could be associated with HFpEF. Thus, we have now better specified the study populations, but due to the lack of broad data in literature, it’s hard to establish the main issue between diabetes and obesity. We also cut out the redundant parts.


5) Very narrow selection on cytokines/inflammatory mediators referred to. 
We wish to thank the reviewer for the comment. Accordingly, we better specified which cytokines/inflammatory mediators are involved in pt 2.2, 7.2, 7.3.

6) The diagnostic tools available for EAT enlagement is well covered and discussed
             We wish to thank the reviewer for the comment.

7) The introductions/described mechanisms to the different treatment modalities is well written. However, the main challenge is the description and discussion of treatment options, especially for pharmacological treatment. Herein there are animal studies, in vitro studies, human studies (observational, clinical randomized...) discussed together in a confusing format, without being precise on whether the effect are on diabetes (and type), HFpEF or EAT; or in combination. 
We wish to thank the reviewer for the comment. Accordingly, we modified the text to make more readable and less confused the paragraph, and to better specify the effect of drugs on EAT, diabetes and HFpEF. However, how emphasized in the text, there is a very poor literature about trials enrolling patients with diabetes and heart failure, in which the authors evaluated EAT.

The table page 9 mainly refers to metanalyses and some randomized studies, are accompanied by a very broad text that includes and discuss a lot of other results. This table should be replaced by one (or several) tables that specifically show the type of study, type of patients (diabetes type, obese patients) in the clinical studies, treatment modality/ies, duration of treatment, effects measures, effects on EAT, effects on HFpEF, all with the specific references. That would give the reader a better overview of the main issue – the treatment effects on EAT in diabetes patients with HFpEF. Although, with some added text.
We wish to thank the reviewer for the comment. Accordingly, we revised and improved the table by adding right references and other study features.


8) The conclusion seems sound, although the potential treatment modalities could even more be presented as an indrect treatment og HFpEF. The importance of a valid, robust, realistic method for depicting and quantifying EAT is nicely focused. 
We wish to thank the reviewer for the comment.

