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Abstract Objective To investigate the effect of E23K mutant on kir6. 2 subunit of K,,, channel on myocardial cell apoptosis in-
duced by Adriamycin. Methods (1) Total RNA was obtained in myocardial tissue and ¢cDNA was obtained by RT — PCR method. Using
specific primers to get ORF fragments of kir6.2, SUR2A by PCR method, using T4ADNA ligase to connected the fragment with linearized
pEGFP - C1, restructuring pEGFP - C1/kir6. 2 (E23K) by point mutation fixed in the PCR method, then get the pEGFP - C1/kir6. 2,
pEGFP - C1/kir6.2 (E23K) and pEGFP — C1/SUR2A. (2) The plasmid transient transfected the HOC2 cells and expressed the target
proteins. (3) Saline and 1mg/L adriamycin (ADR) add to the cells after transfection, divided into four groups. A : wild type and saline
treatment group (WT + NS); B: E23K mutation and saline treatment group ( E23K + NS);C:Wild type and Adriamycin treatment
group (WT + ADR);D: E23K mutation and adriamycin treatment group (E23K + ADR). (4) TUNEL method to detect myocardial
apoptosis index (AI). (5) The Western blot method to test caspase —3, Bcl —2, Bax protein expression. Alpha Ease FC software to read
grey value. Results (1) TUNEL results showed that with an increase in apoptosis after application of ADR, compared with (WT +
ADR) group, apoptosis rate of (E23K + ADR) group was higher. (2) After being treated with Adriamycin, the expression of caspase —
3 and Bax proteins of all groups were increased, while the Bcl — 2 was decreased, and in ( E23K + ADR) group, the expression of
caspase — 3, Bax protein were increased than in (WT + ADR) group but Bel =2 decreased (P <0.05). Conclusion E23K mutation
aggravated the apoptosis of myocardial cell induced by Adriamycin.
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