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Expression of Potassium Channels in Peripheral Monocyte from Patients with Coronary Artery Disease and
the Regulation of Simvastatin

WANG Shao-ping', YOU Li*, LI Shi-ying', WANG Jian', YANG Hong', CHENG Shu-juan' (1. Dept. of Cardiolo-
gy, Beijing Anzhen Hospital, Capital Medical University & Beijing Institute of Heart, Lung and Blood Vessel Dis-
eases, Beijing 100029, China; 2. The Affiliated Hospital of Southwest University, Chongging 400715, China)

ABSTRACT OBJECTIVE: To discuss the expression of voltage-gated potassium channel (KV1.3) and calcium activated potassi-
um channel (KCa3.1) in peripheral monocyte from patients with coronary artery disease (CAD) and the regulatory effect of simvas-
tatin. METHODS: 20 patients with CAD and 8 control patients without CAD diagnosed by percutaneous coronary intervention but
correlated to risk factor of CAD were enrolled. The expression of KV1.3 mRNA and KCa3.1 mRNA were measured by RT-PCR in
2 groups, and those of CAD group were measured by RT-PCR after 1 month of simvastatin treatment. RESULTS: Compared with
control group, mRNA expression of KV1.3 [(1.54 +0.08) vs. (0.77 +0.06),P<<0.01] and KCa3.1 [(1.32£0.08) vs. (1.06 +0.06),
P<0.05] were significantly increased in CAD group. mRNA expression of KV1.3 was significantly correlated to the concentration of
C reactive protein (CRP) (P=0.003) and was decreased by simvastatin for one month [(1.54 + 0.08) vs. (1.14 + 0.05) , P<<0.01].
However, mRNA expression of KCa3.1 was not correlated to the concentration of CRP and simvastatin didn’t affect it’s expression.
CONCLUSIONS: KV1.3 and KCa3.1 in peripheral monocytes may be two new markers of CAD. Regulating KV1.3 may be one of
mechanisms of statin’s pleiotrophic effect.

KEYWORDS Coronary artery disease; Monocyte; Voltage-gated potassium channel; Calcium activated potassium channel; Simv-
astatin; Regulation
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Tab 1 General information of subjects(x +s)

— ekt XHERAL (n=8) L4l (n=20) P
A 59+ 14 63+17 0.435
Ttk (%) 5(63) 13(65) 0.594
PRBRHEE kg/m? 26+3 27+4 0.567
W A&, 41 ( % ) 5(63) 12(60) 0.388
Wi e , mmHg 141+19 151£17 0.615
&P, mmHg 82412 82+15 0.470
W 1% ) 4(50) 9(45) 0315
23 [ MU, mg/dl 110£30 120 + 46 0.256
B /NER L, ml/ (min+1.73 m®) 85+30 80136 0.734
SIEFEEE mg/dl 188 £35 190 £52 0.796
b =8, mg/dl 158+ 118 168+125  0.658
CRP,mg/L 2.18+0.41 12.30+£1.89  0.000
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Fig 1 mRNA expression of KV1.3 and KCa3.1 in peripheral
monocyte from patients of 2 groups
A.KV1.3 mRNA; B. KCa3.l mRNA; compared to control group, * P<<
0.05,**P<<0.01
2.2 KV1.3 mRNAFIKCa3.1 mRNAFi%/kF5 CRPHIBFEE
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Fig 2 Pearson association of mRNA expression of KV1.3
and KCa3.1 in peripheral monocyte from patients
with coronary artery disease with plasma concentra-
tion of CRP
A.KV1.3 mRNA;B. KCa3.l mRNA
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Fig 3 mRNA expression of KV1.3 and KCa3.1 in peripher-
al monocyte from patients with coronary artery dis-
ease after one month of simvastatin treatment
A. KV1.3 mRNA;B. KCa3.1 mRNA; compared to before treatment, * P<<
0.01
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