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Evidence of inflammation
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Type

Nucleic acid-based

Protein-based

Metabolic-based

Immunologic

Integrative

Biomarker

Telomere lenght

Epigenetic clocks

Mitocondrial DNA

Apolipoprotein J/Clusterin (ApoJ/CLU)

Proteasome subunits

NAD/NADH ratio

Lipid alterations in plasma

Plasma levels of essential amino-acids

Soluble inflammatory markers (sCD14, sCD163, IL-6, hsCRP, D-dimer)

Cell surface molecules (CD28, CD96)

MARK-AGE

Hallmarks of cell ageing covered

Telomere attrition

Epigenetic alterations

Mitochondrial dysfunction

Cellular senescence

Loss of proteostasis

Mitochondrial dysfunction

Deregulated nutrient sensing

Deregulated nutrient sensing

Inflammageing

Cellular senescence and exhaustion

Epigenetic alterations
Mitochondrial dysfunction
Deregulated nutrient sensing
Inflammageing



Modifiable?

A Primary End Point with Canakinumab, 50 mg, vs. Placebo B Primary End Point with Canakinumab, 150 mg, vs. Placebo
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Modifications

 MDT....! (Geriatrician, physio, OT,
dietician...)

* Medication opimisation
* Deprescribing

* Comorbidity management
* Physical function interventions

* Peer support groups

e Advance care planning...



Bictegravir/emtricitabine/tenofovir alafenamide in older
individuals with HIV: Results of a 96-week, phase 3b, open-label,
switch trial in virologically suppressed people 265 years of age
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NO AGREED NON-PHENOTYPIC CHRONIC INFLAMMATION
ASSESSMENT OF FRAILTY

Conclusions

NO PHARMACOLOGICAL PHENOTYPIC APPROACH AND
INTERVENTIONS FOR FRAILTY FUNCTIONAL INTERVENTIONS
REMAIN MAINSTAY OF THERAPY
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