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Effect of Electroacupuncture on ATP-sensitive Potassium Channel and Protein Kinase mRNA Ex-
pression in Myocardial Ischemia Model Rats WANG Wei, LI Ji-quan, MENG Xiang-yu, CHEN Yi-
guo, and JING Qin College of Acupuncture and Massage, Liaoning University of Traditional Chinese
Medicine, Shenyang (110847)

ABSTRACT Objective To observe the effect of electroacupuncture (EA) at different acupoints
on mRNA expressions of ATP-sensitive potassium channel (Kir6.1, Kir6.2) and conjugated protein
(SUR2A, SUR2B) and protein kinases (PKA, PKG and PKCB,) in myocardial ischemia model rats.
Methods Myocardial ischemia model was established in healthy male SD rats via subcutaneously injec-
ting ISO (85 mg/kg) multipointedly ( medial root of limbs and the back). Then they were randomly divided
into 4 groups, i.e., the model group, Neiguan (PC6) group, Lieque (LU7) group, non-acupoint group, 10
in each group. Besides, another 10 healthy rats were recruited as the control group. Corresponding EA
was performed at respective acupoints to rats in Neiguan (PC6) group, Lieque (LU7) group, non-acu-
point group, with dense-sparse wave, 2 -3 mA, 2 —20 Hz, needle retaining time of 20 min, once per day
for 7 successive days. mRNA expression levels of Kir6. 1 and Kir6.2, SUR2A, SUR2B, PKA, PKG, and
PKCB, in left ventricular myocardium were analyzed by Real-time PCR. Results Compared with the con-
trol group, mRNA expressions of each index increased in the model group (P <0.01). Compared with the
model group, mMRNA expressions of each index significantly decreased in Neiguan (PC6) group and
Lieque (LU7) group (P <0.01). Compared with Neiguan (PC6) group, mRNA expressions of each index
significantly increased in Lieque (LU7) group and non-acupoint group (P <0.01). Compared with Lieque
(LU7) group, mRNA expressions of each index significantly increased in non-acupoint group (P <0.05).
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Conclusion

EA at Neiguan (PC6) could reverse mRNA expression changes of ATP-sensitive potassium

channel (Kir6. 1 and Kir6. 2)and conjugated proteins (SUR2A and SUR2B) and protein kinases (PKA,

PKG, and PKCB,).

KEYWORDS myocardial ischemia; ATP-sensitive potassium channel; protein kinase; electroacu-

puncture ;Neiguan (PC6)
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£1 51975
BN 514 FBUREE (bp)
Kir6.1 F:5-CAACCTGGCTCACAAGAAC-3’ 147
R:5'-CACCACATGATAGCGAAGA-3’
Kir6.2 F:5'-TCCCGAAAGGGCATTAT-3' 361
R:5'-AAAGGAAGGCAGACGAAA-3’
SUR2A  F:5'-GAGGGCGGTGACGAAT-3’ 156
R:5'-GCCAAGTAGCGGAACG-3’
SUR2B  F:5'-GAGGGCGGTGACGAAT-3’ 156
R:5'-GCCAAGTAGCGGAACG-3’
PKA  F:5'-AAGACCCTTGGCACCG-3’ 284
R:5'-GGCTCACTGAACCTCCC-3'
PKG  F:5'-CTTCTTCGCCAACCTG-3’ 212
R:5'-TGAAATCGGAATGAGCC-3’
PKCB2 F:5'-TTTGGAGTCCTGCTGTAT-3’ 170

R:5'-CGTTTGCCTGGGTGT-3’
GAPDH F:5'-CGTATCGGACGCCTGGTT-3’
R:5'-CGTGGGTAGAGTCATACTGGAAC-3’ 124
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95 °C 15 5,55 € .30 5,95 C .15 s,1 MEH, ik
Z 41 H GoTaq qPCR Master Mix10 pL.PCR For-
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20 53] n Kir6. 1 Kir6.2 SUR2A SUR2B PKA PKG PKCB,
X} HE 10 0.98+0.14* 0.96+0.12* 1.24+0.31* 0.19+0.04" 0.65+0.09* 0.73+0.14* 1.39+0.15"
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