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SUMMARY AND CONCLUSION

= MOMENTUM, a large US-based
study in individuals with resistant
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BACKGROUND AND OBJECTIVE

= Excess cortisol can contribute to type 2 diabetes (T2D) and other cardiometabolic diseases, including hypertension, especially

when they are difficult to control despite standard-of-care treatment (Figure 1)

Figure 1. Role of HC in Hyperglycemia and Hypertension?3-
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RESULTS

= 181 MOMENTUM participants had an HbA1c 27.5%, of which 59 (32.6%) had HC (Table 1)

o A numerically higher proportion of individuals with HbA1c >27.5% and HC were male and
aged 265 vs individuals with HbA1c 27.5% but not HC

Table 1. Baseline Demographics and Characteristics of Individuals With HbA1c 27.5%

= HC prevalence differed significantly across HbA1lc subgroups and was highest in the HbA1c
>7.5% subgroup (Figure 4)

Figure 4. HC Prevalence by HbA1c Subgroup
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and HbA1c 27.5% vs individuals with HbA1c 27.5% but no HC (Figure 5)

= Other concomitant medication usage, including lipid modifying agents, analgesics, and
psychiatric medications, was similar between individuals with HC and HbA1c 27.5% vs
individuals with HbAl1c >7.5% but no HC

Figure 5. Concomitant Antihyperglycemic Use Among Individuals With HbAlc 27.5%

HbA1c, hemoglobin Alc; HC, hypercortisolism.

= [ndividuals with HC and HbA1c >7.5% had a numerically higher rate of prior atrial fibrillation,
while rates of prior coronary artery disease and heart failure were broadly similar (Figure 6)

Figure 6. Rate of Prior Cardiac Complications Among Individuals With HbA1c 27.5%
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HC, hypercortisolism; rHTN, resistant hypertension; T2D, type 2 diabetes.

Figure 8. Distribution of eGFR Subgroups Among Individuals With HbAlc 27.5% With or

Figure 7. CKD Progression Risk Score Among Individuals With HbAlc 27.5% Without HC
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