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[ Abstract] : Objective To investigate the effect of Kv1.3 channel expression on the activity of CD4" CD25" Tregs in patients
with atherosclerotic cardiovascular disease (ACVD) , and to verify the reversal effect of eplerenone. Methods Blood samples of 70 ca-
ses of atherosclerotic cardiovascular disease as ACVD group and 20 cases of normal people as control group were collected in our hospi-
tal. CD4"CD25" Tregs separated from peripheral blood were sorted by immune magnetic bead, and the purity were tested by flow cytom-
etry. The minimum effective concentration of EPL incubation on the proliferation of CD4*CD25" Tregs was found by CCK—8 technique.
RT-qPCR technique was used to detection the expression of channel gene, such as Kvl.3, KCa3.1 and CRAC on the membrane of
CD4*CD25" Tregs. ICW technique was used to detection the protein expression of Kv1.3 channels on CD4"CD25" Tregs. Results
Compared with normal group, ACVD group showed higher expression of mRNA for Kv1.3 channel, KCa3.1channel and CRAC channel
( P<0.01), as well as higher expression of protein for Kv1.3 channel ( P <0.01). Compared with ACVD group , EPL+ACVD group
showed lower expression for Kv1.3 channel ( P <0.01) ,both in gene and protein. Conclusion The three ion channels of CD4"CD25"
Tregs are highly expressed in ACVD. EPL can inhibit the activity of Kv1.3 channel. It is speculated that aldosterone receptor antago-
nists may inhibit the activation of Kv1.3 channel on CD4"CD25" Tregs. Inhibiting the activity of T lymphocytes can inhibit the occur-
rence and development of inflammation in ACVD.
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