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Role of carnitine in the metabolism of FFA in the normal myocardium.
Aftcr FFA is incorporated in the myocardium, it is converted to acyl-CoA and
undergoes 8 oxidation in mitochondria. Acyl-CoA by itsclf cannot pass the inner
membrane of mitochondria in this reaction system. It can pass only after being
combined with carnitine to form acyl-carnitine. ANT, adenine nucleotide trans-

locase; ACT, acyl carnitine transferase; CT, carnitine translocase.

AR5 Hv=Fv

%

GLYCOLYSIS LIPOLYSIS
@\ POH /
acety| Coa Free Short Long Total
\ Carnitine Acylcarnitine Acylcarmtme Carnitine
/'\ - - - =
CITRATE
oxaloacetate Scarbons &0 o bt - 1500.
4 carbons E 600 3 30 2 30 3
|socxtrate £ < K 2
£ g S| g™
3 a0 3 200 2 0, K
mala(e E E E E
20 100 100 S0
H20 A o 10 . 410) .
fumarate keogparate Long Acyl CoA ATP
2 5 s [T]
succinate
“ ¢ 4 ﬁ:::sr:l]:emchrea
2H 3 o £
succinyl CoA co, 2 g 3 2, Ischemic Area
E 0 '§ 2 2 % PLO.001
FADH: < a
X > abe , ] ‘ * PCOOI
\ , | oo
AF6 TCAYA sV AR7 RILMEAOAV=F 2 iRE

Alcohoi
. ] Polar head =«—-=
P -
P e T
___________ "(%é) O
Nonpolar FA a

FA
[ e

P-chatine LECITHIN

ISCHEMIA
l
1
activates
v

detergent
FA
[OH High
concen-
LLEv;g-“N P-choline tranon 0\? /O
7 plus FA

(eg linotercimy

ARRHYTHMIAS
Lysonhosnhohwd

micelte

A8 VY Y IEE MR DRE




