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ADA : American Diabetes Association
AHA : American Heart Association

BMI : Body Mass Index

CETP : Cholesterol ester transfer protein
CHD : Coronary heart disease

DM : Diabetes Mellitus

HDL : high - density lipoprotein

IDL : intermediate density lipoprotein

9. IVUS : intravenous ultra sound

10. LCAT : lecithin- cholesterol acyl transferase
11. LDL : low — density lipoprotein

12. LDLR : low — density lipoprotein receptor
13. NCEP ATP III : National Cholesterol Education Program Adult Treatment Panel 111
14. SD : standard deviation

15. SR-B1 : scavenger receptor class B1

16. TG : Triglyceride

17. TIA : Transient Ischemic Attack

18. VLDL : very low density lipoprotein
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Structure of Lipoproteins

Phospholipid

Free cholester

Triglyceride

Apolipoprotein Cholesteryl ester
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LS e Ly 3 uS Cilioal dad 1) Lo o) 8 el i g yal)
(1) dsadl c(2) J8al )

095
VLDL
. 1.006 DL
E Qv Wb
S ;
0l
a /_@ Chylomicron
1.06 o N
1.10 | HDL‘pC'O
120F " | | | |  ppe
5 10 20 40 60 80 1000

Diameter, nm

Harrison 17 th Edition

The density and size- distribution of the major classes of lipoprotein particles.
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Apolipoproteins
Lipoprotein Density, | Size, | Electrophoretic | M jor | Other Other
g/mL? nm® | Mobility* Constituents
Chylomicrons | 0.930 75— | Origin ApoB- | A-l, A-lV, | Retinyl esters
1200 48 C-l, C-I,
C-lll
Chylomicron 0.930- 30— ApoB- | E, A-l, A- | Retinyl esters
remnants 1.00 80 Slow pre- 48 Vv, C-I, C-
I, C-lll
VLDL 0.930- 30- ApoB- | E, A-l, A- | VitaminE
1.006 80 Pre- 100 I, A-V, C-
l, C-Il, C-
1"l
IDL 1.006— 25— ApoB- | E,C-I,C- | VitaminE
1.019 35 Slow pre- 100 I, C-1
LDL 1.019- 18- ApoB- Vitamin E
1.063 25 100
HDL 1.063- 5-12 ApoA-I | A-ll, A-1V, | LCAT, CETP
1.210 E, C-111 paroxonase
Lp(a) 1.050— 25 ApoB- | Apo(a)
1.120 Pre- 100
(1) sl
DR
(VLDL s ) 82l 440K 4addie draadl) Glisiy yll @

(IDLs ) 48581 ddass 5ie dpesill Clisig pll @
( LDLs ) 28US)) 4zadlia dpasn Sl Slisi g ll @
(HDL s ) 43Sl dille dpaadll lisis ) @
s Sl dall e dlile 5 ) g2y JS dpea il i g ll 08 (e e S )
23m% 5 e Bl 5 i s pall Syl 5 anal) o ALY 8 DL Calias
A el (sl 4 sy a4 g jll 480K

GBA et Laigy ¢ 4GS eV g jra¥) canill (455l HDL _iag
2GS J8Y1 5 Laas S il 5al) VLD s 5 s 51SY)
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oA mhau e 8 g sall GOl ae daal 5 S

gan e Tiled 3 5n a5 5 bl 5 2SH 3 4 il (3 APO A -
. HDL <&l

e 9 sa 58 s HDL (e 3 ) Cus (e (AU (1550 58 APOA - 1n
. HDL <l »

IDLss VLDLS 5 4 sbSll (33820 ,SY1 a5l caS il 4 APO B
. LDLss

APO B -100 i (158 s4S APO B -48 ) APO B (3 2l 5 (5 32 ()
(sond O g A JS de 3 ga sa (VLDL,IDL or LDL)

O Oy Al 3 APO B-48 slaeY) aiuai Laiy APO B -100 2SI aiay
.M RNA Chaxs ddasd 5 45 ) gal) (s

039 Gady s IDL s VDL s 4 shSI (33811 e & 332y 3 g 50 APO E
A sanilly Al il ) Al oMl 8 Tan age
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AU o sl dall el g5 ) Ol (a L sl
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Apolipoprotein

Primary Source

Lipoprotein Association

Function

ApoA-I

Intestine, liver

HDL, chylomicrons

Structural protein for HDL

Activates LCAT

ApoA-II Liver HDL, chylomicrons Structural protein for HDL
ApoA-IV Intestine HDL, chylomicrons Unknown
ApoA-V Liver VLDL, chylomicrons Promotes LPL-mediated
triglyceride lipolysis
ApoB-48 Intestine Chylomicrons Structural protein for
chylomicrons
ApoB-100 Liver VLDL, IDL, LDL, Lp(a) Structural protein for VLDL,
LDL, IDL, Lp(a)
Ligand for binding to LDL
receptor
ApoC-I Liver Chylomicrons, VLDL, Unknown
HDL
ApoC-II Liver Chylomicrons, VLDL, Cofactor for LPL
HDL
ApoC-lII Liver Chylomicrons, VLDL, Inhibits lipoprotein binding to
HDL receptors
ApoD Spleen, brain, HDL Unknown
testes, adrenals
ApoE Liver Chylomicron remnants, Ligand for binding to LDL
IDL, HDL receptor
ApoH Liver Chylomicrons, VLDL, B, glycoprotein |
LDL, HDL
ApolJ Liver HDL Unknown
ApoL Unknown HDL Unknown
ApoM Liver HDL Unknown
Apo(a) Liver Lp(a) Unknown

Note: HDL, high-density lipoprotein; LCAT, lecithin-cholesterol acyltransferase; VLDL,
very low density lipoprotein; IDL, intermediate-density lipoprotein; LDL, low-density
lipoprotein; Lp(a), lipoprotein A; LPL, lipoprotein lipase.
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HDL 44l e aaddilf (i g sull

Surface Monolayer of
Phospholipids and
Free Cholesterol

apoA-II_)

Hydrophobic Core
of Triglyceride and
Cholesteryl Esters

Rye KA et al. Atherosclerosis 1999;145:227-238.

(3) Jsat
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Gkl (e Jeld IS5 g siud U 5 8 o golaied Al Jadh 4 4 gadll
Gl (A Jginad sSU 518 Cus slaad) daad ) ) 4y ) siuall

Ja ¢ Ay gl jhaa (mgen ) alisad aay gl e JS5 4 ) jiuall

2SI ) WA A a3l Az W) (e Adasnal) il LA (A J 5 il 1)
(7. o 3280 Auleny elaal) g

<l o 58 5 (Reverse cholesterol transport) ((Js il 5SIT uSall Jaill)
(4) JS3), HDL Sl s
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Aol 53 J syl 5S01 5yl 25 HDL 1 43 33 (ania gy ¢ Japsal) (e yias3all
. HDL U 38 50 e 32U a1 58 5 (LCAT) mo
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adas) g 202l LIAN J8 (40 3 13le HDL-C L& (Say 5 < endocytosis
GlElis (A 5, (SR-B1). Bl 4wl il e Xt dald Gdldtue
LA e ) sanil] Gl S Jaud 55 WA mdass e 53 9 e

s oI ol Jaill dlac s HDL ) oDl

a5 2SI (o SIS gy el sl a5kl 2K ) Jagml (e 5 i) oS30 i o Al 03 3
e Al Jsied KUl jall oda Lasili ¢ (Nascent HDL ) sl e HDL J) Sl s
HDL ) <y s I il s [ CAT ddand s iy (2 5 ddannal) LA 5350l ciadll
) SR-B1 daul 53 2l 8 (e Al (5 HDL-C ) s &5 « ( Mature HDL ) 4l
Y HDL I e CETP adausl s yias sall J g i sS1) Jiy o 803 S (B Al cadiivall
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e )5l Bac Ao g L O (e dad 5 Ll HDL il Ja auad
JA g5l 53l i g ¢ amall Alalad) ciligi 5l g awall Al ey 39
¢ HDL ) 4dliaall dpaa il il s nll (e Caland sds 8l Jai 2l s gall
S 5 S 1) AEDEN o sailly aaiall HDL gy ( CETP ) a3l Ll 5
OS] il i gall 9 45D ) dlay (53l (HL ) sl Sl

a 5% Endothelial lipase = a2l llia ) LS ¢ ja¥) HDL il 3o
s HDL (e sl iy ja 0S5 ) e HDL o sies 58 dgals
oS ey S

o 3S) i g 4idds 5 4ME) e 55 ) A HDL 4elpa sale) (8 1354
(4) JSa, L 3ol 8

D Cdiaa ) 48U e e ) ( HDL ) A0S e jascil) G55l Catay

g/ml1.063 -1.125 4BUSHDL 2 e
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A Jlae Jadn s cAPO A -1 HDL <l s HDL2 43S Jlae Jadd g
Gl g o) s TIAPO A-2 5 APO A-1 e 4 sl HDL <l s HDL 3
19 J g yinad & i€ 8 Lulid 15 90 =l ) 4 APO A-1 HDL

J< 4ae 30 APO A -1 HDL2 351 55 of el 5all (pe apasdl <o yedal
@023 gle gl Apdall Aal) s sananl) Calaailly sull Juad) ol sall

any S35 The physicians Health Study 4ul o < jedal elly (@ e
) e 1ol ae HDL2 s HDL3 ) dgiliia (381 5 caui @228) (5 2§y il
Jaill dlee 8 HDL 35 HDL2 ) (e IS &l i) (uSay 128 5 ¢ JLISY)

@) J g id KUl o)

131 (e Al gl aall g il lacial Aallae il g5 1 il yall alaaa o
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Sy £/ s HDL

dus CHD @E‘;{\ ‘_s_dsl\ elall ia ya sl &L HDL-C (s e (aléds) )
SEIHDL-C <l siusa (2al@asl o) ¢ @32627) 3000 bl 5 A (e G

o pb iy 4l J5Y1 Al Aliaal) L) (g 53 iyl die Lo g0
(% 4 Jiia % 19 ) Ay yeal) Ang il jublh (g o3 5 £ gas)

(3) dsaall (5)dsal

Lipoproteins and premature coronary heart disease

High LDL

Lp(a) excess

Low HDL

Combined

Normal
High TG

Hyperapo B
SL LISH 6 agaal cpdll Jla 5l ie 2alial) sl <l jlacal ¢ saa ca
(A 60 o B yeny)

&3 %58.5 Jilia ¢ Al jall 3a & (Normal) sl p snd 8 bl jlacal agal (K619412.5
4 yarl) A8l udd e (GWS) ela (5 93) ALl de gana

Data from Genest, JJ, McNamara, JR, Ordovas, JM, et al, J Am Coll Cardiol 1992; 19:792.
(5) I
pe Lol e g1 il e LISYT Alal) sl gall & 685 o s LS
Lo 5l HDL-C (e duaddiall iy ginsal) () Eua dliadll HDL-C S) 53

e 1Al Lo 5 ) ghad 334 ) s (38 )% Hypoalphalipoproteinemia = (s=
(2228) Sul) LISy lal)
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HDL and cardiovascular risk (3) Jsaall

Multiplier for cardiovascular risk

HDL, mg/dL Men Women
30 1.82 -

35 1.49 -

40 1.22 1.94

45 1.00 1.55

50 0.82 1.25

55 0.67 1.00

60 0.55 0.80

65 0.45 0.64

70 - 0.52

75 Longevity syndrome  Longevity syndrome

slll g Jla 1) vie Al gl) Al 55 phaill g HDL il siase (e sl 283Ma1)
(3) sl

Risk of coronary heart disease is associated with high density lipoprotein
cholesterol levels

a o
= >
L% 25 -]
b~ E
% (0.65) E,.
2 45 <
F (1.16) 3;..
E E
2 {1 68) .Tr
/. ) d V- z

(2.20) =

100 (2.59) 160 (4.14) 220 (5.67)

LDL-C, mg/dL {mmol /L)
il ssn (5585 Ladie Lia gl CHD 15 s 83§ e (38155 HDIL ) (g0 Amdiiall il givadl)
HDL &L\Uw}ﬁum&_tasl")\wsg)#ﬂ \dsj}‘i\uﬁf LDL
Harper, Arch Intern Med 1999;159:1049.
(6) s
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5.9k (4 Framingham Heart Study (s 33 salall cibilall e 2l
CRlesl Jy/ae 5 JS e % 25 Aty 313 35 Alil) Alcaall cLiialy 1LY
el g Ja i duda )l aill G Juadll A HDL-C U

) die LISY) dlall Gl pall a8 Jale HDL Ol siue iadi g

> LDLQAQQJM&AS@M\&)TQAB)Q&@N £13 agal (Al
Jaxa iy HDL —C (8 ¢ ) Jy/ e 10 IS o a5 G U/ 125

% 10 Jiie Jyin 125> LDL pead cpdll i yall 2ie 94 29 & 5aal
Lial Lganss o3 3830al) 038 5 ¢ G905/5e 125 < LDL pgedl 0l aia jall aie
G)Treating To New Targets Trial 4wl 2 Ao <y al Llilasdi) j Jd
Gisaa Jaze (s HDL — C J) Ol e (g (oSl canalill iy G

¥ 38 ol LDL Sl sive o Shaill Gz @lld 5 2LISY) 40l Caal sl

> LDL (s sise agadl Godll (om pall o (Fin Gl Gubail S a5l

. J¥/&70
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( Antiatherogenic properties ) gdwatl cdalllyHDL
cleatll | glat (e a3 4y el due oY) jaa e de gite &l 35 DL A
(17D A L;J,y.a:d\

dalaxll & 5 Revers cholesterol transport J s siud oI uSall Jaill o
G s LA dada (e J s yiad 81 Al )5 (i€ LA (g0 oy Al
58 APO A-1 Led alig de 5¥) jaa 8 Apapaall cilay )
. i )

0585 o oSy S 5 antioxidation 3awSS salias Lal 53 HDL llics o
) Paraxonase il Jie HDL 2 48 yall cilay 391 dlled e dails
COLDL 328! daydiiy o 68

DU Calil) Jayii 31550 APO A-1 )5 HDL 1 oy LS o
(e 3 5 G9Calcium — induced procoagulation a sl o) siall
) el yaall il S g Il eLiall il 5 s b Aaaludll DA
128 5 cLiall s yue 3 pdfall Glaanlll g o g il HLESH aiag
ol A IS e I Le 138 5 ¢ Cpnag S5l Jandli Jal (e (5 g
Ay el Ao $Y)

4 al) e 3 Al LAY ddda g dilua & HDL ol ALYl o
(3424)

A A8l kil ddaaSle i 385 0999 aall da g 3 (i 8 daalisall o
e il siue agaal (pall (alAEY) e sauasll (aladll (e HDL
Jsb g b 381 5 Cum (Y75 <) deadll (EHDL-C JI (5«
The longevity syndrome el J sk e 35 o La sl 3Lall 5 yid
) SHISYY B8l 1l e L (alSN) 6 5 lal A8l
Familial el Sle e 4wl 0 cy jal ¢ (3) Jsaall (2097
5 Osdinmg agie elill s Ja W o i hyperalphalipoprpteinemia
S e sasiall Y ) 8 el (ulil) Aale (e ST 50 7
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s Jaall AHDL — C i) el
Al I aals Jeadll 3 HDL-C ) (5 sie (alids) Caamy (o (S

a3 3 ik Ge Ul (APO A-1 5= ) APO A-1 sl & ol @
A= 3353 5all JAPO A-1 )5S 55 e A g panall 45 ) gl
& g HDL ) Sl siusa (8 20 i ) (503 Las 11 ral
o Lo Uiy Le 1aa 5 Lo 3B g gl (8 all 5 i oS0
& 28l le 5 Xanthomas (padl 4al ) e Sla gl 38 <G
. Fish eye syndrome <laudl (e 4niy b aia yall 6 ¥ 58 (sl 40 il
(7) Js

(7) Jsas

el Llall HDL s (o8 LS elgin) 5l g ,aill Ja3al ) e
JY&e 5> HDL-C by siway ey (53l Tangier disease il
o815 525 e ol sall & APO A-1 I Tas daiiie ¢l g g
GaaS Al o alaiy g Sad) (Sall Sleall (8 J 5 siud 1)
O R ¢ (A 5l Lagd B e i 55l 3 Al s sl
c\déﬁ\ﬂ)(mﬂaag;ngw\)%ghacidmc\ sy
Al g adgia s LS ud (815 8L (sanac e g ela Gigan aa s
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(e 03 JIy (5l 5 L DL-C (s siue (& (aldail (e elall 1aa (381 Ll
(8) Sl | papaall A LaY)

TISSUE STORAGE OF CHOLESTEROL ESTERS

CORNEAL
INFILTRATION

TONSILS
ENLARGED;
ABNORMAL

_AND E. STAIN  FAT STAIN
FOAM CELLS ATAXIC NEUROPATHY

HDL LOW————> PROBABLY A

(CARRIER) MENDELIAN ru
RECESSIVE
E] d [h FAMILIAL, BUT »
‘ HDL ABSENT MODE OF INHERITANCE

RORMAL ’ (DISEASE) UNCERTAIN / CIBA

Lipid Storage Diseases (Gangliosidoses)
(8) Jsall

(4) 52l COHDL Ml b 555 Ay i) Y5
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Primary disorders causing low HDL levels

Disorder Lipid levels Confirmatory | Physical
studies findings
Familial primary HDL <10th percentile in patient and in one Cataract
hypoalphalipoproteinemia | first- degree or two second-degree S;
relatives; TC and TG <90th percentile; no corneal
secondary cause of low HDL arcus

Nonfamilialhypoalphalipo
proteinemia

Same as above except no relatives with
HDL <10th percentile

Familial
hypoalphalipoproteinemia
with hypertriglyceridemia

HDL <10th percentile, TC <90th
percentile, and TG >90th percentile in
patient and in one first- degree or two
second-degree relatives; no secondary
cause of low HDL

Reduced LPL
activity

(4) Jsl

s g ¢ yiagall J g yind o<U Jaladl g5l CETP dallad 3oy @
G g 5all (A HDL A e s sall J s el oSI J83 dplee Tl 5y
Gl GalasN) e Gaasy Lo 138 5 A0 a ganilly dxndiall dpes il
CIHDL-C s siay (alidi) aa TG (e A 381 55 agaal

2ot ) samllda g LPL deficiency Dk (s psdll jc @
iy ale JSG) YD 138 o 5 s TG gl&815 HDL

Jagsi s TG = drpdiall dpan Bl i 5 ) dgals A (0 TG Gl s
zisaill 138 () &l aal 8 i 85 HDL ) beie Jisind S Jis
B 13 agaal (pdll o jall (36 % 15 A 25256 (LPL Jse )
(20 8L Ale

i a3V 13 s 58 Cus Hepatic TG Lipase ( HL ) 4dled 330 )
(2 335 sall Cilagl g gal) 5 45N o padill dgals A (0 HDL
S350 (el die 2a g Ladale ay Y 138 dlad 30l ) HDL by ja
TG ASN a sadll & el () s sl s ddiddl HDL

iy jad amiall J g sind <115 il T gy oy 3391 138 5 LCAT Jse
Lpana dba gd )y Gl slaal Ge iy a3 138 5o 5 ¢ HDL
Jil 5ale ) HDL-C 5 simal 30l (aladiVWlh olall 18 adiy 55 ) sgia
A (330 ) 5 A0l & pall) (8 21 ) ae (JYe 10 O

Ao AN 28188 alanily L e oAUt g ol sall (Al g i oS0
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L iany o oSy clbaaall b el g sind o) o 53 e sl
) Jemy B e (5 5IS gy Dl 03 i am pall 6Y 38 (5
i (A LCAT 3lae o pandlill adiag g ¢ Al (55K ) gl
 Insulin resistance ¢ swiSU da gl

Dna (Al A 3Nl 028 i S ) iy HDL-C S5 paledil ¢

- S laail) e s Sl elall &l gD A glaall - o) — ;o
OsSh AR o3 iy Jloal il gl - adll agad ol
HDL (& (aliddl (e gapand) Claill g2 gall o il il jlaal
COLDL (e 4 jo () dpzls O glse § TG = Jais g a5 )Y Adlall

D ) (HDL ) Oaisonssd WY 5o

OS) 3 A el 48 Gasy 3 5 Primary hypoalphalipoprotinemia
AN o gl 5 g inad 50 Ty Apaala 1l sisa e La 30 8 HDLL
Dl A pall Sladlall Gl s HDL patt] puaial 5 v e aa ¢

) s omall HDL (aléas) da 33l 028 exi juailiela ol LCAT

(' Isolated low HDL

il gisn (A ol 4 5aY) (many i Ol (e 1 412Drugs 452!
: 43530 028 (jay HDL-C

—anabolic steroids <l s il -Beta blokers Ui &l pals -
@258 O Sy s 5al Jal 5o @llaa s Benzodiazepines <l 5l s sl
LeS ¢ Al Vsl g salald) zlea¥) Jia (o 56 (S HDL GalisaY
Jie S dindiie il giaae and O (S Jaaall & HDL 3_nlas O
#)Gammopathies e (2l (o yall
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. HDL-C il sise gl c¥s m

O Ayl ) sall Canay S5 @l il s 50 CETP Jse ®
LS Jaud 5y (53l 5 (CETP ) Uil Jg il ST Jala) (559 all a0 3
Clag gl (N HDL (e s sall J g il o8I Ja5 dalae 1 83
& o=l ) w3 138 Cle 5355 APO B (e daslall dasil
Gl jad daa 3300 380 il A3ah ) (Al s HDL (&) ) elDieind
DS 8 dem o (S G ¢ paall 6 sl J 5 il sS10 sl HDL
CETP J sl 138 &aasyg ¢ J9/3el50 < I deadll A HDL
LSl daal e G paaial) vie pala S

44a & 5 Familial hyperalphalipoprotenemia il HDL b 8 =
3sha & (mlids) agal Allall oda 8 (alaiY) i 5 lile
Increased JL«:;Y\ Jaza 2 33L ) (_A.\SSY\ u_dsl\ elally lay!
. Longevity

HDL — C (s & o) Lyt peal) geilill) m
Al gdie cladsae JIA (e Ledld) & HDL-C S| 5 ad ) il 8 )
4 e Ll 53 (e 83 sdlal) Cilaa Sl ) jaiall Badatia dolidat Cilid ja g
. LDL-C (fasdl Cadgs Cy

(5 sinn agadl (]l i yall die HDL-C S i ady o <l all o8 iy
RISY) 8l e lall (e Ay N AE 1) 8 Jlad 5 Al HDL A (addie sacd
«(Stroke) daeLaal) ) g ¢ dnlal) Alianl) cLital) & gan Jama add =E
e Gaddie ) (Sl bl jall JUA e 9 @9 (TIA ) 3_nlall 4ue Laall 4l
24l G (IVUS) LY Gl sl Jads 4 seall (368 ) sl saail
Bapanll aan 8 L5 gale Galli agual Ciaa APO A-1 = badle 1585 ¢l

4 et 5 ladle i Al de ganally 43 )lae ALISY) (l Hl) (asda 4 )
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Jia ) e Jy/ae 40> 1
ludll die Jy/3e 50 > 2
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Jgiad S A gall iyl e jabiall ATP3 S5 ¢ dan 482 o0 o
: 02833l HDL-C 590 (ol Andlaa 8 4l 4 jlaally s s
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. HDL (=lidi) dallas

OV 83l Aallaa e 2l

Ol Galay) e 2l

O oSl die aall S Q)Y i ) e oSl

a2 (JY4e 200-499 ) TG glis) e HDL (ralidd) G i Lavie

(non-HDL goals ) 4Dl a eaill (assy ¥ f s ¢

Js 2 HDL-C u=liadl dlia ol sl Jy/ae 200 oo 8 TG <ilS 13 6
JS Aal) a2 Aallaall 4a 53 Fibrate ) Nicotinic acid = gl
Al elall C¥alaa sl (CHD) (LSY) i) g lall aza yal sl
LSl 1l Jia sy shadll Eua e JLISY

((OJs)) anddd g (Al uug\je\mg)\)o\_pj\.kmﬁng\hha‘ﬁb

DLAJWJM UAJA;M‘_AQ ):\SJJ\ELLLQM‘;\M\M\ dgd:_u@au
iy 28LaYl 4138 Haaal (e Aradia) Fasall (pim ganl Slasind 5 g LI

1) & ) (i) T i
LS HDL-C (oo dalise ol 5l clliad gd o sail] dadlal) 4, oM 4l
L (B) sl A se s
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Average effects of different classes of lipid lowering drugs on serum lipids

Drug class Serum LDL Serum HDL Serum
cholesterol cholesterol triglycerides
Bile acid sequestrants | 15 to 30 percent | O to slight increase | No change*
Nicotinic acid | 10to 25 percent | 1 15 to 35 percent 12510 30
percent
HMG CoA reductase 1 20 to 60 percent | 15 to 10 percent 1 10 to 33
inhibitors percent
Gemfibrozil | 10to 15 percent | 1 5to 20 per ente | | 35to 50
percent
Fenofibrate (micronized | 6 to 20 percent 1 5 to 20 percente 1 41to53
form) percent
Cholesterol absorption | 17 percent No change No change
inhibitors
Neomycin | 20 to 25 percent | No change No change
Omega 3 fatty acidsA 1 4 to 49 percent 15 to 9 percent 1 23to 45
percent

1: increase; |: decrease.

* Serum triglyceride levels may increase in patients with preexisting hypertriglyceridemia.
* Increases of 20 percent are seen in patients with very high triglycerides; increases of 5
percent are more typical with fibrate monotherapy in patients with lower triglycerides.

(5)d sl

Y Gl (aa el Ll HDL @l ddled SV o) gall aasd el oSl s,y
i) b el il | gallay O Sl i <l () slaaty

HDL <l ya il 13 e Jga A s HDL ) Jsa oAl Az <yl 8
& 450 Cua ¢ HDL (e Adlle il sin agual () (myall die Sl Adla
HDL-C )':\SJSQA‘;JLc S Fin agdl (ia e Giiaat Al Slal pall gaa)
CalS UK Lgiands 53 o 685 Y agadl HDL <l () 2 s BLIST (yzal el gl
5_plae (535 g HDL-C L s O Jifinaal) 8 a8 g adld Al e 2l
laill 3aliadd) HDL 1 Lyl sl il gl 5 pilacall L) i oSl 3,0 Sl
.(47)@%,““1\
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“) Dyslipidemia sl asad ol b
I8 aaizy  Fredrickson classification (s« 8 Cavuai A
i g all 5 eSH Ma )l ke e a sl il e Caviaal
A el aiad Ol V) el a1 86 S (e eyl g ¢ drenil

R SEPREY
Ay 5 iyl ylaca¥) oda (565 Le Llle 5 ¢ Aol o gal) bl il B
"

YT &l jaldat e 3 jhe a5 A gl aall 4 gad Sl Hhaaal C
¢ A 50Y) (g Ba3na ) gl Il (e Al () oS 5l A1 je (5 Al A e
elally aSaill a5y o Cangy L) jlaial) oda dalleal J Y1 addl )
el 45 509 Jlamiaal (e 2a) ol al jlaiaV) 13 (ol (53l lasidll
o al Le Al o gl il jlaal pasdi oSa Y Bl ¢ oS4l o
(6) Jsaall, Lo aSadll 5l dypsall VSN s
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HIV protease inhibitors
Atypical antipsychotics

Dnderlylng disorder Lipoproteins Cm
‘ ]
Obesity } VLDL, § HDL, (4 LDL) (1) A
Insulin resistance/type 2 diabetes + VLDL, | HDL, (1 LDL) M 4
Uncontrolled type 1 diabetes + VLDL, | HDL (1) M
Alcohol + VLDL, + HDL - 1
Hypothyroidism + LDL, (1 VLDL) 'y 0
Pregnancy + VLDL, t+ HDL o +
Nephrotic syndrome + VLDL, ¢ LDL 0 1)
Chronic renal failure 1+ VLDL, 1 LDL (1) t
Obstructive liver disease T Lp-X t ©
Acromegaly t VLDL, | HDL, (1 LDL) (1) %
Growth-hormone deficiency 1 VLDL, ¢ LDL 1 )
Cushing syndrome + VLDL, | HDL, (t LDL) (1) 1
Dysglobulinemia + VLDL, 4 LDL t 4
Glycogen storage disease 1 VLDL ()] 0
Sphingomyelinase deficiency 4 LDL 4 PES
Anorexia nervosa 1 LDL 1 “
Lipodystrophies + VLDL, (§ HDL, 1 LDL) 1) 4
Acute intermittent porphyria + LDL 3 YRS
Estrogens + VLDL, 4 HDL, | LDL 3 0
Raloxifene } LDL i -
Tamoxifen + VLDL, | LDL i 4
Progestins J VLDL, | HDL, 4 LDL 4t i
Aromatase inhibitors J VLDL, 4+ HDL P J
Androgens 4 VLDL, | HDL, 4 LDL 1 !
Glucocorticoids 1 VLDL, | HDL, (4 LDL) 1) §
Thiazides, beta-blockers t VLDL, (t LDL) ) 1
Isotretinoin 1 VLDL, ( HDL) & 4
Cyclosporin + LDL, (1 VLDL) 4 e
Interferon-« 4+ VLDL, | HDL 5 )
?
f

+ VLDL, | HDL, (¢t LDL)
1+ VLDL, | HDL, (4 LDL)

(1)
(1)

(), possible increase/decrease; Chol, cholesterol; HDL, high-density lipoproteins; LDL, low-density lipopro-

teins; TG, triglycerides; VLDL, very-low-density lipoprotelns.

(6) dsxadl
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JYge 100> LDL =
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