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(- )acetyl CoA carboxylase
(= )phosphofructokinase-I(PFK-I)
(= )hydroxymethylglutaryl-CoA reductase
(= )glutamate dehydrogenase
(Z )5-phospho- « -D-ribosyl-1-pyrophosphate(PRPP) synthetase
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acetyl-CoA PFK1 HMG-Coa Glu DHase PRPP synthetase
carboxylase reductase
i acetyl-CoA F6P HMG-CoA , Gl R5P
l ADP NADPH| D i
g <« l\, ATP
ATP CoA NH;
malonyl-CoA F1.6BP mevalonate NADPHa -KG PRPP
Eifel | W fatty acid WK cholesterol 5 deamination WK purine
1% synthesis K glycolysis synthesis Nucleotide
synthesis
’EE’;[‘J activators: insulin, AMP,
ﬁ}lﬁ 1, citrate F6P, F2.6BP PF F!{J fatty acid ADP
J#$ | insulin
ﬁj[] inhibitors: Glucagon, citrate
long chain | Fatty acid, ketone M§valonate, bile ADP, AMP
acyl-CoA, body, ATP, acid GTP GMP. IMP
cAMP, epinephrine cholesterol, statins ’
glucagon
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