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Triglycerides are transported to cells by VLDL Cholesterol is transported to cells by LDL for use in plasma
(from liver) or chylomicrons (from intestine) membranes and steroid synthesis, while excess cholesterol
for energy use or storage (i.e. adipose tissue) is moved from cells by HDL to be converted by liver into bile
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Classification of lipoproteins

Classification = Composition

Primary function

Chylomicrons  Triglyceride TGs 99%,
1% protein

VLDL newly synthesized TGs
Lipid 90%, 10% protein

IDL intermediate between
VLDL and LDL

LDL Lipid 80%, 20% protein

HDL Lipid 60%, 40% protein

Transport dietary TGs to adipose
tissue & muscle

Transport endogenous TGs to adipose
tissue & muscle

They are not usually detectable in the
blood.

Transport endogenous cholesterol
from liver to tissues

Collect cholesterol from the body's
tissues, and take it back to the liver

The HOL cholesterol scrapes oway
necessary LOL from artery walls,
preventing the formation of plagues.
That's why HOL cholesterol 1s commonly
called "good".

“Bad” Cholesterol - LDL

LOL, on the contrary, deposits
excess cholesterol on the artery
walls, thus promoting plague
farmation. For this reason, the
LOL cholestrol 1is defined as "bad".




Lipid Profile

& HOL

; il Desirable Borderline High Risk
Triglicéridos
’. ) _ HDL 60 35-45 <35
a?,: el Cholesterol mg/dl mg/dl mg/dl
LDL 60-130 130-159 160-189
Cholesterol mg/dl mg/dl mg/dl

F .'.:° Triel id <150 150-199 200-499
‘ o o lnigtycerides  ,aq1 mg/dl mg/dl
5 S .
- c . Total <200 200-239 240
j.’ >~ .( Cholesterol mg/dl mg/dl mg/dl

adl) a o Ja JA1 Baliaal) 4y 5aY) i & gl AdLAY) 4y 9aY)
Lipid-Lowering Agents or Anti Hyperlipidemic Agents
A0 A ) e ganall ) adl) a gaudd AdlAL) 4, 0aY) Ciia

HMG-CoA USgd, A aiii) o8 Jilishd Jiise s g a3 clhda O
:( Statins «listiwll) Reductase Inhibitors

Lovastatin e

Pravastatin e

Simvastatin e

Atorvastatin e

Fluvastatin e

Rosuvastatin e

Fibric Acid Derivatives € udl) (e cliida [

Gemfibrozil




Bile Acid Sequestrant Resins 4x) jiall yageal) jladial cibaiily O

Colestipol

( Cholestramine

(Niacin ¢setsill) Nicotinic Acid €l 9il) aeaa [

Miscilleneouce 4uial) dilida clg o O

T



Sy A a3l 58 Jaisls Jilea (oS g0 oy 35) cillaria
HMG-CoA Reductase Inhibitors
Statins <lidtid)

HMG-C0oA aji) Janfily cilifilind) e gana (1o adl) pgadd LBl 4,50 2985 3>
S A mevalonate ) HMG-CoA 1 Jisad e Jssadl reductase
Do o<l (5 gual) £ likaal)

padi) Blad gl awall clalia¥ 4HS clgiway Joobadssll 8gh Lais >
.HMG-CoA reductase

csal) glkay) sgd AGN Haaadl Laf i) oAl g it oSU T jaae 330 e 3
HMG-CoA 4blug: HMG-CoA gl aa @814 iy Jgsi o<t
.reductase

S sy gl ga g daaall LAY ) Jotend oSl JiG g3 8 LDL o) >
Glgica Of L Joadall cpa M e Bl adl) agad (o (4 J g i <1 alina
LDL - <l gia paddl pe Jlad JSdy (il da L) J g e s<)

Ao Il g ] 981 il ga GalA (B Lagea Shale | DL ) idfiins 225 13 >

glibhua¥) Laldl) b Lusi; 1,99 HMG-COA reductase a3 clhde qali dua >
Al L DL ) cdbliiena (8 Baly ) quandd g Agd (1 J g siea Sl (g gl

adll g e oS Ja b Allas A 508a HMG-COA reductase <iagdia aas A 3
(1 osl) (Al

Ciliadd) 9 Simvastatin Ofiliuldasss  Lovastatin  Cuilialdgl o) »
Lo5hdl) amy i3 Cilaiia (e lgale Juaaioy 4k 3 g« Pravastatin

Gilialdgigns Fluvastatin  ouslialdstey Atorvastatin cuitiedd sl iy >
. fLlbaYL Lsle Juanioy dmia G 4« Rosuvastatin

2 Prodrugs 4ugsl aidlha & g 438 gi8Y 4l ld s jo Gilialipn g (piliald gl >
B-dsdy guall 2l B dgalall Gk oo Jladll JSAl ) Jeamil il ¢
. hydroxy acid

Uy paeal gaga gle JSdy Jaxbgy Spdla 3 slgn sgd Cuilialdln Wl >
B-hydroxy acid (e«s s L
43

:Prodrug &gl dalla iy s

b S oy Cua (Jlad 8 S Gad aa il ga ais Wl s g Aaglh dis

o 9al) Bl AL Jlad JS& ) J gaiil 4y gudanl) g) anaad)

dLpaldd) i ¢ Alal) T gl A& ddmiall AN JSUda AN prand g oS Lginar] g g

Dbl gh (Jladl) JLall Al ) EEuY) gf Cldl) ade gl il awall daal)

arkall gf ((ANlEL) e 4y gad) Adladll) dpand) gl (palaial) cind g ¢ aand) Jac gl



ol g il daae aBga dgag ads gl LN Baa pad gl (fludaadl & e ol
SV sl g el amy (g 3lgad) S DL adal i i Al

Gish (8 (Al andiil) i OB cilag 3 a5 La) ) gl dadla Junds 4] Al g
e L) cdle il g cilay 3 (Baob 8 9 JpmaS 528N £ 35 5l Agealad)

rdadlaal U e lialil) Jaxtieds >
Hypercholesterolemia adll JyodiusisS b g o
Familial hyperlipidemia Liw) atll agadih @ o
LI agadlly JoiusdsSh 3305 )Hyperlipidemia adl) asad bjd o
.(VLDL JsLDL 3 <Triglicerides

sbhicy) Glibae
it dwalaall o
dadd a8 (b ey el g 4l o
) ML ) ila 33 (pa Al pall il ghanal) (6 93 oyl
Lla g daadl o
sl cdaliial >
ey 33 iy gina pd 5 8 o
JUS Gl SN .
SGOTs SGPT ¥l cdliliy o
Lale 18 (r B jary JUila) die clislind) Jlasinly mab ¥ o
240 gAY el il >
Myopathy (las Je
Insomnia @l dsas cl) ol
WO (g 88 (A8 Gilgl) sdanad il
Pruritus 4sa
glua

O O O O O

Atorvastatin Dr. Akira Endo
Isolated the first
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Fibric Acid Derivatives
Also known as fibrates

These drugs primarily effect the triglyceride levels but may also lower the
total cholesterol and LDL cholesterol levels and raise HDL

Mechanism of Action
Believed to work by activating lipase, which breaks down cholesterol
Also suppress the release of free fatty acid from adipose tissue, inhibit
synthesis of triglycerides in the liver and increase secretion of cholesterol in
the bile
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(3R,45)-1-(4-fluorophenyl)-3-[(3S)-3-(4-fluorophenyl) -3-hydroxy
propyl] -4-(4-hydroxyphenyl) azetidin-2-one
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Ezetimibe: Mechanism of Action
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