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Dyslipidemia in HIV-Infected Patients

Aroon Lueangniyomkul MD
Bamrasnaradura Infectious Diseases Institute

ABSTRACT

Dyslipidemia characterized by hypercholesterolemia, hypertriglyceridemia together with depressed
concentrations of high-density lipoprotein (HDL) cholesterol and elevated low-density lipoprotein (LDL)
cholesterol, is a common problem affecting HIV -infected patients receiving antiretroviral therapy. Pathogenic
mechanisms include effects of the viral itself, effects of the antiretroviral drugs. Diagnosis of dyslipidemia
in HIV-infected patients involves a determination of fasting plasma lipid profiles after 12 hr and assessment
of secondary factors. HIV-infected adults undergo evaluation and treatment on the basis of NCEP ATP III
(the National Cholesterol Education Program Expert Panel on Detection, Evaluation, and Treatment of High
Blood Cholesterol in Adults Treatment Panel 111 ) guidelines, include diet and exercise, control of secondary

factors contributing to dyslipidemia, switching among antiretroviral agents and use of lipid lowering agents.
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JUlUUYBY triglyceride WAz cholesterol ester 11U
WUUYDINER Lo Ul M SFNANTY Lazanns
1Fthaaudaiissau tiglyceride gty >

anuiiaUndzasszuulaiulusrmeanule
v Al d' Yo a .34’ = <
vaglugihenlasumsiaiaeglainituszaziom

' oo = v 1w P o

U drundanenuinlaagdaay Aanmsudsu
wlaswasmsazan lynulusrene (fat distribution)
wuniszauluiiy wiglyceride g4 dNWUSHU A
X oo %
watarloddluszaznannuuazluszazinavailsa
(advanced HIV) Zaianaumslasuenimulisade
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3.1 Sl"lﬂa; N Nucleoside reverse transcriptase
inhibitors (NRTIs)>'*>'* l@un abacavir, didanosine,
emtricitabine (13Jﬁ°luﬂssmﬂ1wa), lamivudine,
stavudine, tenofovir, zalcitabine (vlsjﬁluﬂizmﬂlﬂﬂ),
1az zidovudine %ﬁNawmsnnziuﬁﬁmwmmﬂehqﬁu
athanannangldidululuwunmadendy dees
Wuazlsuneedwhufidennu wu stavudine v
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3.4 mg/dl LLa:LﬁaaﬁumiuQ’ﬂm%«ﬁu%’umwaaﬂ
W5UEN tenofovir NFUMITA 24 B9 48 WUt total
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WUN Q’ﬁlﬁ%"u fix-dose combination U84 lopinavir-
ritonavir 452U cholesterol Lﬁu%uméﬂ 53 mg/dl
wae triglyceride Lﬁu%u 125 mg/dl sluwm::“?; indinavir
M 1ALDL-C Lﬁ'uqﬁu d2U amprevir a2 nelfinavir
Huathunan wazdmsu atazanavir unuazlaiiing
@9320U total cholesterol Waz triglyceride'® 188 du
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FHMISNE HIV Hanudanusiumsmnlinne
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Tsavala fhegams@naad Kaiser’ ingueithe Ga
e HIV fisanmstianilsala uazndaiiala
MAEIAINNNT 5,000 M8 Feiianusmeado
2893 Tugmsane szeznan 31 2001 - 2004
wuhlusnnuil Sesas 22 flhaGuldsumnanlusiu
wasdesas 27 ldenduhislugasivsznaudae
atazanavir ¥ IRMS1eN stavudine 809N 48%
W 179
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Tadedeawe9msiAa atherosclerosis UazldULEaN
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wlamaideald' ! dasunnmsdnungaoda
10elad wosdthalandni 23,000 e aaudil a.4.
1999 Ty the D.A.D. Study"” Feiigitheiidslalasu
wazitheildsumndubiaud Tasdildsuandu
165U NRTI 82%, NNRTI 35%, PI 69% wuhgis
429 Fnnzlusiugs 23% §ine lipoatrophy wazi
N:"I'J’JEI 277 918 LN myocardial infarction Toendadin
04 799% M3LNa myocardial infarction FuNUSHUMS
Snndnaenenulasa Taedl relative risk 1.94 uh il
Suenghu annnh 1-2 ¥ wasisdudly 4.38 wh
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WasusnigesUsziiuAansin fasting lipoprotein
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HDL-cholesterol Wag triglyceride ijammﬂ'w ON
lipid profiles U&1AITNINTALLNMMTERUANMEES
Fam i 1

P o o o o - a 26,7
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130 - 159 M (fiaugd)
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Triglyceride
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. HDL-cholesterol @A77 40 mg/dl*
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Tsaenwauladings (3nanuau > 140790 fadwns/Usen vialdenananuausgudd)
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Coronary Heart Disease risk equivalent (CHD risk
equivalent)
*§7 HDL- cholesterol = 60 mg/dl dautlu

o A Y oag Vo o o o a
ﬂ'fuwLamaumﬂwmmwnauﬂmﬂLaﬂmaauaan
v 4 H v 4
1(91 1 2NNUNLFNTNVNG 5 2D

H ' ' J ' N H o 7,13
M990 3 umnqumwmﬁm 3 nau wazmMuuatvag LDL-cholesterol e];‘l‘!ﬂ"l‘«iif’l‘lzl"l

58AU LDL-cholesterol (mg/dl)

ITAUMNINLTE 52U LDL #5819imssnw  s¥@u LDL-C ifnsan
LDL-C wthwang v e Y e
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CHD ulae CHD risk equivalents <100 >100 >100
Multiple risk factors (A9U6 2 Haaull)

:10 - year risk of 10% - 20% <130 >130 >130

110 - year risk of < 10% <130 >130 >160
0 - 1 risk factor (Lt 1 98) <160 > 160 >190

AWM 2 MTNKEIEIauU e
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Fluuaarszauazll LDL-choles-terol tthwang
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4 A wd “ o
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heart disease, CHD) W&z CHD risk equivalents 74
WHNED LHENGAMILAA coronary events NENALY
P A v 7
taungithe CHD Usznauaie
1. gtheniilsavanatdaaua (athero-
sclerotic disease) JULUUBUBEUAY laun peripheral
arterial disease, abdominal aortic aneurysm, L%
symptomatic carotid artery disease)
Al
2. fthalsavny
= e d' ﬂl o [J Y o
3. dHtavedsanihanmuIuuaIinN

@aalumstie cHD Tu 10 9 hemhannn Jaeas
20 % (10-year risk for CHD > 20%)
msUsziiuamudsaiamenuidsdums
ifin CHD T 10 Yehamh ™™ (10-year risk) v ldlogld
Framingham risk scoring G'f;qmm'mmﬁ'agalﬁ'mﬂ
internet (http://hin.nhlbi.nih.gov/atpiii/calculator.asp)
szdiwhilafinsannniadadsamnniianudsaiv
Soaz 20 lunan 10 ?J%ﬁainﬂmmt?;mgqqmﬁm
$nwl¥ LDL-cholesterol 895161A71 100 mg/dl &
wnemuEssnhdana: 20 azﬁ'ﬂag”lunzjw?; 2 &
Faa3nw sl LDL-cholesterol 893n61AT1 130 me/dl
WasmnnaMMEE ¥Wia stduaaEseda CHD Tu
nan 10 Tlehnth Sasaz 10 3930w 1W LDL-cholesterol

] < 7,13
NEINI 160 mg/dl AW



Journal of Bamrasnaradura Infectious Diseases Institute
Vol2 No. 2 May - August 2008

Dyslipidemia in HIV-Infected Patients
Aroon Lueangniyomkul MD

{ihenil LDL-C gavsalaiuludangaly
lﬁl Yo a aa =~
EﬂLLUUﬂu d ﬂ'JS"\WVLV]TUﬂ’]iﬂizt“uﬂ’]\iﬂauﬂW§a'ﬂ’N
v a wva lﬂl 1 lﬂl o O <~
weslfiamsiiaghilsananamliluiuludaag
WNaUNG (Secondary dyslipidemia) agjw%alu'fiau%
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hyperlipidemia loun
1. LW NU
1} ra v a a
2. ﬂ’]"]gﬁlaulﬂiaﬂ@'ﬂ’m']uuaﬂN(ﬂﬂﬂ@]
(hypothyroidism)
3. I’Sﬂﬁﬂ@ﬂﬁu (Obstructive liver disease)
4. Tsal@N85859 (Chronic renal failure)
5. l@3uenitiva LDL-cholesterol Laza
HDL-cholesterol (161LLﬂ progestin, anabolic steroids,
Wag corticosteroids)
d o w .. .
ymamjmm t¥6UBN secondary hypsrh}ildemla
sanlulanialosumssnmamaminzauuathwing
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(Therapeutic lifestyle change; TLC) ﬁUQ‘lJ'JEI‘V!ﬂ'i’]EI
Teafivnzadae 9 a9il

1. aam55uUsemulyiudNe (saturated

fats) TviuaenNsa8ay 7 209USHIULABDITTINGD
JUaranmM55uUsEMY cholesterol WMaBUDHAN
Tuaz 200 Haansn U polyunsaturated fat LLae
monounsaturated fat Isulsemule luhusasas
10 a2 20 29USHNULAIDITINNIIAU NS5V
UseMU unsaturated fat WIHAN triglyceride LaE
8

Lﬁlll HDL-cholesterol 1(;

2. 18an5UUsEMUDINS carbohydrate U
arluiAusasa: 60 2a9USINAUAREITIN Warly
@onFulsemuiin wazualy WAz VNSWIN fiber
Tyanndu (Suaz 20- 30 i)
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4. vinmseanfmaimelagEuaanidame
Uauay wazmoy G]Lﬁuﬁumiaanﬁﬁqmﬂathq
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lipoprotein (non-HDL) cholesterol aaad 24% )
lﬂ' <~ 18 = = ! d!
Waguennasy 12 hau aluﬂ'ﬁﬂﬂ‘lﬂ']aﬂﬂQN‘ViU\i
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1. HMG CoA reductase inhibitors %38 statins
ueneuauszduluivludeailafuussinniige
ilasmniissansmmanaskomadesiasmnguil
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niacin CYP3A4 inhibitors (PI) 1%pravastatin 20-40
{§99n51/7U 138 atorvastatin 10 NadNTN/Y,
Fibrate 1aufial LDL-C, niacin anavh1#n1e
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