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National Library of Medicine - Medical Subject Headings 2011 MeSH

Nutritional and Metabolic Diseases [C18]
Metabolic Diseases [C18.452]
Lipid Metabolism Disorders [C18.452.584]
Dyslipidemias [C18.452.584.500]
Hyperlipidemias [C18.452.584.500.500] +
Hypolipoproteinemias [C18.452.584.500.875] +
Smith-Lemli-Opitz Syndrome [C18.452.584.500.937]
Lipid Metabolism, Inborn Errors [C18.452.584.562]
Lipodystrophy [C18.452.584.625] +
Lipidoses [C18.452.584.687] +
Lipomatosis [C18.452.584.718] +
Xanthomatosis [C18.452.584.750] +
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1. Structural stability
2. Ligands in lipoprotein-receptor interactions
3. Cofactors in enzymatic processes
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Plasma lipoproteins

Chylomicrons
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REVERSE CHOLESTEROL TRANSPORT
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NAR

Nicotinic acid receptor
(NAR)

Perilipin l'

B-adrenergic receptor

(PAR) !
HSL, ATGL
TAG N

Lipid droplet A5 i ’ N

FFA Glycerol

triacylglycerol (TAGQG)
hormone-sensitive lipase (HSL)
adipose triacylglycerol lipase (ATGL)

FFA level l
free fatty acid (FFA)



FFA |

TAG synthesis |
VLDL synthesis |

Liver

VLDL levels!
TAG levelsl
A
/
CETP? /.
’1
¥
HDL—? _____ LDL-(f
level |
evels CETP? levels

Nicotinic acid (Niacin)® 1
%

BB

DTGE R ZE ], VLDLEE & AV D
—LDLiE 4
@HDL-apo-AIV) TSV REFDISED
—HDL&EM

AE 41 $R -

LPL;EMSET>TGIE

&4 FB (X flushing (PG-mediated) > >
Aspirin ZRWLND . HAHAWTIEAREM L
RARITEDPLTLK
Nicotinamidel Z[XAE B EREGEERL
LTOERIEZELY
EAZVELTOFERAKLVEERE




Fibric acid derivatives

eg, genfibrozil, fenofibrate; colesevelam (+ type 2 DM)

Ligands for peroxisome proliferator-activated receptor o

- increase LPL activity )

- stimulate fatty acid oxidation TG |

- reduce apo C-III expression

- stimulate apo A-I and apo A-II expression -

- increase in SREBP-1 HDL 1
LDL |

Sterol regulatory element-binding protein

RXRs

r} Transcription

PPARs
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SREBP cleavage- Sterol regulatory
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Statins:HMG-Co0A reductase

Inhibitors
Structural analogue of the HMG-CoA intermediate Ac-CoA
BRIKET7IOY ﬁ
Competitively inhibit HMG-CoA reductase HMG-CoA
HMG-CoA
reductase
mevalonate
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Bile acid-binding resins
cholestyramine, colestipol; colesevelam (+ type 2 DM)

highly positively charged and bind negatively charged bile acids

aL AXT0O—JL(Ch)
|7a-hydroxylase (123&)

! f@

FEHEE ... Negative feedback
(BA)

depletes bile acids pool in liver BEELTHEM
increase the synthesis of bile acid from Ch
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Ezetimibe

Prevents absorption of
1) Dietary cholesterol
2) Cholesterol excreted 1n bile
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Beyond LDL-cholesterol (Residual risk)
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