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Going global: Welcome to ESC Congress 2019 

and the World Congress of Cardiology 

……But ESC Congress 2019 is not just 

‘another cardiology meeting’—it is the largest 

summit in cardiovascular medicine in the world…. 



Going global: Welcome to ESC Congress 2019 

and the World Congress of Cardiology 

 Zum neunten Mal 

 In Planung für das 

Jubiläum…… 



 



Was ist neu: Diagnostik/Therapie 



 Was ist neu: Therapie 



Behandlungsalgorithmus zur medikamentösen LDL-Senkung 



Kardiovaskuläres Manual 2019 



Behandlungsziele der verschiedenen Risikokategorien 



Kardiologisches Kolloquium Oktober 23. Oktober 2019 

 



 



2019 ESC Guidelines on diabetes, pre-diabetes, and cardiovascular 

diseases developed in collaboration with the European Association for 

the Study of Diabetes (EASD) European Heart Journal (2019) 0-69 



2019 ESC Guidelines on diabetes, pre-diabetes, and cardiovascular 

diseases developed in collaboration with the European Association for 

the Study of Diabetes (EASD) 



Kardiovaskuläres Manual: Diagnostische Richtwerte 

 



Kardiovaskuläres Manual 2019: Individuelle Therapieziele 



 

Glucose-lowering treatment: Metformin is no longer first-line therapy in 

patients with DM, but should now be considered in overweight patients with 

T2DM without CVD and at moderate CV risk.  
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Assoziation zwischen «Sahara-Staub-Belastung» und ACS? 

  

 Studie aus Spanien (N. Baez Ferrer (La Laguna)) 

Frage: Assoziation zwischen Staub-Belastung und ACS 

…. 

Conclusions: This negative study, the first to assess the 

impact of Saharan dust events as a potential trigger in the 

onset of ACS, shows that African dust is unlikely to be 

associated with the incidence of ACS.  

…. 



Workload adjusted blood pressure response rather than peak systolic blood pressure is 

associated with increased all-cause mortality in males; results from 7097 treadmill exercise 

tests (6075) 

 Hedmann, Linköping Sweden 

  Background: Systolic blood pressure (SBP) is routinely measured during exercise testing (ET) and is in part 

determined by cardiac output and peripheral vascular resistance. A frequently used threshold for defining 

hypertensive response to exercise is ≥210 mmHg but this does not account for the fact that SBP is related to 

workload, via cardiac output. Purpose: To examine the prognostic implications of considering external workload 

(METs) adjusted SBP response to exercise. Methods: We reviewed all symptom-limited treadmill ET in males 

between 1987 and 2007 at a single centre (inclusion/exclusion criteria detailed in figure 1A). SBP was measured 

standing at rest and at peak exercise. Workload adjusted BP response with exercise (SBP/MET slope) was 

calculated as ΔSBP/ΔMET. METs were calculated from peak speed and grade according to the standard 

American College of Sports Medicine (ACSM) formula. Age-predicted peak METs was calculated as: 18 - 0.15 × 

age. Ten-year Cox proportional hazard ratios (HR) with 95% confidence intervals were calculated and adjusted as 

outlined in figure 1B. Results: 7097 subjects were included, of which 1559 (22%) died within 10 years. Survivors were 

younger (57.2±10.6 y vs. 64.5±10.3 y, p<0.001) and reached higher % of age-predicted METs (97±33% vs. 82±33%, 

p<0.001). Survivors had higher peak SBP (181±26 vs. 176±27 mmHg, p<0.001) as well as greater ΔSBP (49±22 vs. 

42±22 mmHg, p<0.001), while they had lower SBP/MET slope (7.0±4.4 vs. 8.9±6.5 mmHg/MET, p<0.001). A peak 

SBP ≥210 mmHg was associated with better survival; 10-yr adjusted HR: 0.76 (0.64–0.88, p<0.001). In contrast, a 

higher SBP/MET slope was associated with increased mortality (table 1). Conclusion: Workload adjusted blood 

pressure response to exercise in contrast to peak BP response was associated with increased mortality in 

male patients referred for ET. Of note, reaching a BP of at least 210 mmHg (suggested to define a 

hypertensive response to exercise) was associated with a 24% reduction in all-cause mortality.  



Salzkontroverse ein (peruanisches) Kapitel mehr…. 

 interesting  Peruvian study, which was done in six rural 

villages, where they went into the homes took out the regular 

salt, sodium chloride, and replaced it with a salt substitute 

that was rich in potassium. The goal was to reduce the 

sodium intake and also to increase the potassium intake.  

 Overall decrease in blood pressure, more pronounced in hypertensives 

 50% decrease in the risk of new Hypertension 



Is exercise- induced cardiac troponin release caused by skeletal muscle 

injury? 

 TA. Paana (Naantali, FI) 

 Background: Cardiac troponins (cTn) are highly sensitive and specific markers for cardiac injury and a key 

element in the diagnosis of acute coronary syndrome. Strenuous exercise is known to induce increases in 

cTn, but the causative factors remain ambiguous. It is also equivocal whether exercise induced skeletal 

muscle injury is associated with cTn elevation. Purpose: The aim of this study was to identify 

independent predictors for the rise in cardiac troponin T (cTnT) and I (cTnI) concentration and to 

focus on the relationship between skeletal muscle injury measured by skeletal troponin I (skTnI) 

and cTn elevations after a marathon race in a large group of male recreational runners. Methods: A 

total of 40 recreational runners participating in the marathon in our city were recruited. The study included 

baseline visit (prerace) and immediate post-race sampling. Results: The post-marathon cTnT 

concentration rose above the reference limit in 38 (95%) participants and the detection limit for cTnI 

was exceeded in 34 (85%) participants. Similarly, a 10-fold increase in skTnI concentration was observed 

and elevated post-race values were seen in all participants. There was no significant correlation between 

the post-race cTnT or cTnT change and post-race skTnI (Spearman's rho = 0.249, p=0.122, rho = 0.285, 

p=0.074). However, post-race cTnI and change in cTnI were associated with post-race skTnI (rho = 0.404, 

p=0.01, rho = 0.460, p=0.003) and creatine kinase (r=0.368, p=0.019) concentration. Subjective exertion or 

self-reported muscle symptoms did not correlate with post-race cTnT, cTnI or skTnI levels. Conclusions: 

Cardiac troponin became abnormal in almost all runners after marathon race. The exercise-induced 

rise in cardiac troponin I is related to simultaneous release of skeletal troponin I. The mechanism of 

this association remains uncertain, but clinicians should be cautious when interpreting post-

exercise troponin levels without clinical symptoms and signs of myocardial ischemia.  





Nächster ESC: Amsterdam 


