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Table 1 Pharmacology of mitochondrial and sarcolemmal K,pp channels.

ATP=adenosine

triphosphate;

CoA=coenzyme

A; GDP=guanosine

diphosphate; GTP=guanosine triphosphate; UDP=uridine diphosphate

Selectivity

Agonists

Antagonists

Sarcolemmeal

Mitochondrial

Non-selective

Long-chain CoA esters
P-1075

ADP

GTP

GDP

UDP

Superoxide anions
Diazoxide

Nicorandil

BMS- 191095

Cromakalim

Bimakalim

Aprikalim
Diethylaminoethylbenzoate
Pinacidil

+ + + + + + + + + + + +

HMR- 1098

ADP
Long-chain-CoA esters
5-Hydroxydecanoate

ATP
Glibenclamide
Glyburide
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Figure 21.3 Proposed scheme for early and delayed preconditionina in the cardiomvocvte (Rubino. 2000).
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