Dichloroacetic acid improves neurological outcomes in a rat model of cardiac arrest
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Methods

compression.

Animals were randomized into 3 groups after
restoration of spontaneous circulation (ROSC):
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Control group (C, N = 12), DCA intervention group

*

(D, N = 12), Sham group (S, N = 6). Animals in both
C and D groups were randomly divided into 2

DCA improves neurological outcome
after ACA via an increase of ATP
levels in the brain.
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