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Abstract: Objective In this study, the anti-arrhythmic effect of Taurine-Magnesium Coordination Compound (TMCC) was assessed
on the model of type 8 long QT syndrome (LQTS). Methods BayK 8644 (10 nmol/L) was used to establish the LQTS8 model in
guinea pig ventricular myocytes and to enhance HEK293 cells stably expressing /.., channels. All cells were incubated for 24 h in
the absence and presence of drugs. The /., current and action potentials were recorded by using the whole-cell patch-clamp
technique. Results In HEK293 cells, compared with control group, the /., current density of TMCC 0.1 and 1 mol/L groups was
significantly decreased (P < 0.05 and 0.01). Compared with control group, the current voltage (I-V) curve of /., in BayK 8644
group decreased significantly, the current density increased significantly (P < 0.01), the half activation voltage increased 3.23 times,
the activation curve shifted to the left, and the activation accelerated. TMCC (0.01, 0.1, 1 mol/L) significantly reduced the
enhancement of /., . current by BayK 8644, and made the downward [-V curve move up, with significant difference between 0.1, 1

mol/L concentration groups (P < 0.05 and 0.01). All TMCC concentration groups significantly reduced the half activation voltage

ks HER: 2020-11-11

EEWE : RETAZRHHT R (2017K1224)

B—1EE: w8, & WL TR A BT A TAE. E-mail: amymengyao@126.com

FBIEEE: L, B, B, T AR S B 5T 5 A O M 25 BRI PR 253 . Tel: (02283336860 E-mail: jianshilou@163.com



$F44% FE28 202128 %K"‘iﬂ'{ﬁti Drug Evaluation Research

Vol. 44 No. 2 February 2021 + 323 -

(P < 0.05 and 0.01), restored the left activation curve, and slowed down the activation. In guinea pig ventricular myocytes, BayK

8644 significantly prolonged the duration of repolarization action potential (APD;,, APD;, and APDy,) compared with control group
(P < 0.01). 0.01, 0.1 and 1 mmol/L TMCC could attenuate the prolongation of APD,,, APD,, and APD,, by BayK 8644, with
significant differences between 0.1 and 1 mmol/L TMCC groups (P < 0.05 and 0.01). Conclusion It was suggested that TMCC have

anti-arrhythmic effect on LQTS8 through shortening the action potential duration and inhibiting the increased /., , current.

Key words: long QT syndrome; Taurine-Magnesium Coordination Compound; whole-cell patch clamp; L-type calcium current;

arrhythmia
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I JE A5 PO R LQTS & 3 = M0 8 2k 11 i
A HRE B VA B T PR AR LQTS B 0 s
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