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B. Portal veln and hepatic velns

Coronary ligament (cut) Middle hepatic vein

Right hepatic vein
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-- (high)—__
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ivati i Aden_ﬂrf \ = —
Activation of many enzymes " “eyclase v 77‘ ) )l/\
High insulin/glucagen ratio causes il oYY D)o —t
decreased cAMP and reduced levels of Y
active protein kinase A. Active protein kinase A —=======- !

PFK-2/FBP-2 complex.

Glycolysis Fructose 6-phosphate ——) Fructose 6-phosphate

Glucase 6Py Glucose ATP
L

Bifunctional enzyme
Friciapy el Phosphofructo- -

Fractose 1,6-bisP kinase-1
ceraiernnds 3-F "3_ :':r'_ AF ADP
+
1, %= Phosphoghyosrale
A Y
b
J-Fhosphoghycerale

# Fructose 1,6-bisphosphate Fructose®, ' 2,6-bisphosphate

Z-PFhasphoghycerale
-

I
v 70 O34 ,‘/—T—j'—t A Decreased protein kinase A activity
‘1’ favors dephosphorylation of

P Bifunctional enzyme

Phesphosnomrinale J

ﬂ Elevated concentration of fructose 2,6-bisphosphate activates
PFK-1, which leads to an increased rate of glycolysis.

Dephosphorylated PFK-2 is active,
whereas FBP-2 is inactive: this favors
formation of fructose 2,6-bisphosphate.
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