MicroRNAs in human cardiac aging: therapeutic
targets and biomarkers
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Materials and methods

= Luciferase reporter assays conducted in order to validate interactions between BIO-AGEmiRNAs and cardiac-related genes.
= Description of a new individual transcriptomic age index (Apparent Age, AppAge) in white blood cells (WBC) from young to centenarian human donors adapting published metods?.
= Quantification of expression levels of cardiac-enriched BIOAGE-miRNAs and myo-miRNAs in plasma from healthy young (20-30 y.0.), adult (40-50 y.0.), elder (60-70 y.0.) and centenarian (100 y.o.)
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n ?®1  Rho=0557
o= U.
2 0m Rho=-0.442 50 Rho=-0.326 20 Rho=-0.578 P= 5 37Ex10-2
- T ~ =D. X100
P=2.33x10"° P=0.002 * . P=7.07x107° °
.o . . z —_ - [ ]
Identification of age-related genes in human 3 & oo ;
. . . .36 1\. 15 . 4 .. 1004 ° %’ y
WBC from published transcriptomic studies* = S : & o L& °
< * o °
'% = % .‘0 3.0 ® °
b » °
(O] | (%] i % e )
E_ 1.0 8 10 — g_ O T @ | e l'_. T T 1
3 % o 20.. 4(3 6(1 80 100 120
L ABLIM1 = ~ < e %
— 0.54 ° [aed 5+
- . .. U °
om ~ o . -100+
< o L]
OO ] T ] T T 1 0 T T T T 1 O T 1 1 1 I’ 1
0 20 40 60 80 100 120 0 20 40 60 80 100 120 0 20 40 60 80 100 120 ch logical
Chronological age Chronological age Chronological age 2004 ronological age

)

The levels of the studied cardiac-enriched BIOAGE-miRNAs and myo-miRNAs reveal significant (*P < 0.05) or nearly significant (P< 0.15) correlation with chronological age and AppAge
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