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 Human primary M® were treated with TLR agonists (LPS, imiquimod (IMIQ), PAM2CSK4.).
The cells were fixed with 4% PFA and immunocytochemistry (ICC) was performed with the anti-

Log(2) Fold change CXCL10
l (=]
|

-
o

p65 (RelA) antibody. Confocal images were obtained using ECHO microscope (20x objective). MiQeh  IMIQ 26 genetic background.
 Manders’ colocalization coefficient: Operator and fluorescent intensity independent high
throughput (5 images, >100 cells for each condition) NFkB translocation quantification was _ Inflammaging . %0.02 Reference S
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translocation of NFkB Manders’ coefficient increases. s f % jj % i. Ca(2+) signalling and actin cytoskeleton reorganization. EBioMedicine. 2024;103:105093.
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« The level of IL-6 was measured in the supernatants of primary human macrophages by Human heterozygous mechanism is the combined extrinsic and intrinsic inflammaging.
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