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Suppressed immune response following minimally invasive cardiac surgery

Yamaguchi, Atsushi
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We performed cytokine profiling in a surgical aortic valve replacement

(SAVR) group (n=11) and transcatheter aortic valve implantation (TAVI) group (n=12). By measuring
normalized concentrations of 71 cytokines at 3 time points, we found a significant difference
(defined as fold change >1.7 and p <0.05) in 23 cytokines. The differentially expressed cytokines
fell into 3 clusters: cluster A (high increase following SAVR and suppressed increase following TAVI
only immediately after surgery [CCL2, 3 others]), cluster B (high increase following SAVR and
suppressed increase following TAVI at 2 time points [IL-1Ra, IL-6, 7 others]), and cluster C
(various patterns [IL-5, 10 others]). Gene enrichment analysis identified multiple pathways
associated with the inflammatory responses in SAVR and altered responses in TAVI, including cellular

responses to TNF (p = 0.0035) and IL-1 (p = 0.0062). A robust inflammatory response follows SAVR,
and a comparatively attenuated response follows TAVI.
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Milliplex

MAP Human Cytokine/Chemokine Magnetic Bead Panels| Il 1l HCYTMAG-60K-PX38, HCP2MAG-

62K-PX23, HCYP3MAG-63K-11, Merck Millipore, Billerica, MA

normalization fold changes >1.7 Mann-Whitney U-test

Subio Platform  https://www.subioplatform.com

annotation tool  https://david.ncifcrf.gov/ pathway
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