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Fig. 3.2. The structure of cholesterol.
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Figure 18.3
Synthesis of HMG CoA.
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Fig. 34.3. The conversion of three molecules
of acetyl-CoA to mevalonic acid.
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dimethylallyl pyrophosphate) from mevalonic acid. Note the large ATP requirement for these
steps.



Olale Al 2

o niead o) MLl 2 4y gl slaasl) ) 8a 5 B pudalaall

30 93 opllsSud) sl Jladll ¢y gupSl) pulad g Y e Cildag o LS ;4RI Adagal) -

G328

~ o~y LS5 Jy il S gyl gl A e Al A gl Je
(Jelall a8 i gy Jll Jfue SLE 5 cli gy Jmi g0 )

Gy (e yS clyd 10 culd il ol

A::\.(.“’ A \\‘5 g"_j\&

NESHE SPSUROR -

- Slinshg s dulpa
o o

0 0

Il 1l ] Il
>___/\O_ll:v_o_5>_o + >_/\o_|:)_o_|:i>_o—

& O O O-

Dimethlylallyl pyrophosphate AS-isopentenyl pyrophosphate

l\’PF’i
(@]
] Il
)\)Mo’ S
N

|
o O~
Geranyl pyrophosphate

oo
>—"N0—-P-0-P-0-
o I |
o O
PP;
O O
1] ]
woﬁ( e T
x O O-

Farnesyl pyrophosphate

NADPH + H* Farnesyl pyrophosphate

NADP+ 2PP;

=

Squalene
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Svnthesis of cholesterol from mevalonate.
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Fig. 34.8. The ACAT reaction, producing cho-
lesterol esters. ACAT = acyl-CoA:cholesterol
acyl transferase.
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Regulation of HMG CoA reductase. SRE = sterol regulatory element; SREBP = sterol regulatory element-
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Fig. 34.9. The reaction catalyzed by 7a-hydroxylase. An a-hydroxyl group is formed at posi-
tion 7 of cholesterol. This reaction, which is inhibited by bile salts, is the rate-limiting step
in bile salt synthesis.
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Fig. 34.10. Synthesis of bile salts. Two sets of bile salts are generated: one with a-hydroxyl
groups at positions 3 and 7 (the chenocholate series), and the other with a-hydroxyls at posi-
tions 3. 7 and 12 (the cholate series).
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