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The clinical outcome has been improved after the onset of infarction from the beginning of Framingham Heart study and the recent
mortality rate declined to one fourth since then, because of the scientific progress [1]. Early coronary intervention with stent immediately
after the admission and the medications controlling the risk factors play a big role to prevent the following cardiovascular events. In re-
cent two decade, among the drugs proving the evidence, the statin and dual antiplatelet (DAPT: aspirin and P2Y12 inhibitor) especially
improved outcome as shown in SWEDHEART [2]. DAPT prevents the thrombus formation following the plaque rupture and stenting, and

statin stabilize the vulnerable plaque [3] to prevent the plaque rupture.

The scientific progress also reduced the mortality in patients with diabetes mellitus (DM) and its impact was more remarkably com-
pared to the patients without DM; however, the prognosis is still worse in patients with DM [4]. Although patients with DM were high age
and had previous CV disease and comorbidities compared to patients without DM in clinical trials, the clinical outcome in DM was worse

after the factors were adjusted [5].

One of the reason is the difference in plaque morphology between patients with DM and without DM. The IVUS study revealed that
DM patients had a greater atheroma volume without the adequate vessel remodeling resulting in the narrow lumen compared to non-DM
patients. The plaques in DM patients ware also more vulnerable compared to non-DM. The extensive atherosclerosis in DM is also differ-
ence in the response to lipid lowering therapy. The lipid lowering by statin reduced the plaque volume, but its effect was diminished by

the presence of DM [6]. These morphological differences increased the recurrent myocardial infarction or stoke [5].

The other reason is the high incidence of heart failure (HF) in DM. The diastolic dysfunction observed in the early phase of DM or
comorbidities might contribute to the high incidence of HF. The precise mechanism has not been clarified, but sodium glucose cotrans-
porter 2 (SGLT) 2 inhibitor reduced the incidence of HF and improved the outcome in patients with DM [7]; however, its effect has not
been proved in the patients with acute myocardial infarction. Furthermore, SGLT2 is expected to be effective for HF patients without DM.
If SGLT2 reduce HF equally between DM and non-DM, the difference will still remain.

The extensive atherosclerosis and impaired cardiac function in DM has not been improved by the anti-hyperglycemic drugs. Previ-
ous clinical studies failed to improve outcome except SGLT-2 and GLP-1 receptor agonist; however, these drugs did not reduce the ath-
erosclerotic events [7]. Only UKPDS [8] for the subjects with newly diagnosed DM reduced the CV events so far, which suggests that the
intervention should be necessary to prevent CV events in the early phase of DM progression or pre-diabetic stage like as postprandial

hyperglycemia [9].
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