Defining the Global Disease Burden
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Respiratory infections are more than acute illnesses; they are

major contributors to long-term chronic dysfunction
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@ Leading Global Threat: Cardiovascular disease (CVD)

remains the top cause of death globally.
@ Acute Trigger: Infections are well-established triggers of

acute CV events (MI, Stroke, Heart Failure).
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@ Overlooked Impact: Acute symptoms are recognized, but \ = /
long-term neurological and cardiovascular repercussions
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[ Hospitalization Driver: Infection precipitates up to 27.2%
of Acute Heart Failure hospitalizations. 270/ #l
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Respiratory Infection & CVD: Double Jeopardy

'ﬁ‘ Infection — CV Event

Systemic inflammation leads to plaque
instability and acute coronary syndrome.
Hypoxemia and pro-thrombotic states
increase arrhythmogenic potential.

Q.g. Core Mechanisms

Pathophysiological mechanisms include
direct cardiomyocyte injury,
proinflammatory cytokines, and
sustained immune dysregulation.

& NCD — Severity

Patients with heart failure are 8 times
more likely to be hospitalized for RSV.
Comorbidities like diabetes

exacerbate infection-related mortality.
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1 Pro-inflammatory cytokines
released into circulation

1 Leukocyte activation » (

and mobilization

1 Endothelial activation
at distant sites
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PLAQUE INSTABILITY
Inflammation weakens fibrous cap
1 Matrix metalloproteinases

Plaque rupture/erosion
exposes thrombogenic material

ENDOTHELIAL DYSFUNCTION VASOCONSTRICTION PRO-THROMBOTIC STATE THROMBOSIS CLINICAL CONSEQUENCES

|

l 4+ NO « t Permeability + Endothelin-1 * Tissue factor Micro- and macrovascular Ml « Stroke « PE « DVT
t Adhesion molecules 4+ NO t PAI-1 thrombosis Multi-organ injury

‘ Pro-thrombotic shift 4 Blood flow 4 Fibrinolysis Organ ischemia + Mortality risk

‘ . Red blood cell g} Leukocyte/Monocyte .é Activated platelet . @ ¢ Cytokines ?-' Adhesion molecules Fibrin



Vaccination as Cardiovascular Prevention

Vaccines can reduce infectious triggers of cardiovascular events and should be integrated
into routine risk management.

Vaccine Type CV Clinical Impact Reduction in Risk
’*‘ ' Influenza Prevents Ml and MACE; magnitude similar to statin therapy. 25%-45% (CV Death)
Pneumococcal Reduces trigger for stroke and chronic inflammation. 27% (MI Risk)
% Herpes Zoster Reduces vascular inflammation and stroke risk. 43% (Stroke - RZV)
615 RSV Prevents decompensated HF and acute CV events. Emerging Data

Q Unmet Needs & Gaps

Incorporate vaccination
@ Underused Strategy: Vaccination remains an underutilized

tool in secondary CV prevention. into Sta nd d rd
Implementation Gap: Class | recommendations exist card |0vaSCUIar "Sk

(AHA/ESC) but are not yet sustained in routine NCD management prOtOCOIS.
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Vaccination as a new form of cardiovascular prevention
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Vaccine prevention
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