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Patogenésis de la dislipemia en PVVIH
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Mecanismos de la dislipemia en PVVIH a

: = Prolonged viremia

t TNF-a HIV Proteins - CD4 co?mt <350 cells/mm?3

tIL-6 « Nef: } Reverse » Hepatitis-C infection

¢ cholesterol transport « ART-induced dyslipidemia = HTN, DM, tobacco/illicit drug use
IFN-Y, IFN-« « Tat: t Inflammation « Weight gain, visceral adiposity

t hsCRP *VpR: t Insulin resistance s E:J%%?{Shtlf(;r[;i‘;;'duced * NAFLD (nonalcoholic fatty liver

disease/steatosis)

t ox-LDL « Gastrointestinal dysbiosis
t ROS (microbiome alterations)

« Gender affirming therapies
» Physical inactivity

and metabolic syndrome

» Systemic inflammation
« Immune activation
» Procoagulant effects

« t D-dimer « Insulin resistance

« t Fibrinogen « Endothelial dysfunction
« t Factor-VII
= t Tissue factor

« t VWF

HIV-associated atherogenic dyslipidemia and atherosclerosis
tTC, tTG, tTRL, ¢{LDL-C, {HDL-C

+ Adequate control of HIV
= Smoking cessation

= Healthy diet

= t Physical activity

Modificado de Kalra DK, et al. J Am Coll Cardiol. 2023;82(2):171-181



Mecanismos de la dislipemia en PVVIH
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Formacion de
Célula Espumosa

-

Célula Espumosa

| Eflujo de colesterol hacia ApoA-|
| Formacién de HDL
1 Acumulacion de colesterol intracelular

Mecanismo 1: Alteracion Lipidica Directa

La proteina viral Nef interfiere con el transporte
inverso de colesterol (ABCA1), reduciendo la
funcionalidad del HDL.

Mecanismo 2: Activacion Inmune Cronica

« Aumento de citoquinas (IL-6, TNF-a).

» Activacion de monocitos/macrofagos
asociada a placa no calcificada.

« Oxidacion del LDL facilitada por el entorno
inflamatorio.

L Mejora su ensamblaje
O Produce viriones mas infecciosos
[ Favorece la disfuncion de macréfagos
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Papel del HDL en la dislipemia en PVVIH

HDL dysfunction: a role in the pathogenesis of cardiometabolic syndrome in
chronic HIV infection?
Merabolism 175 (2026) 156432
Native
HOL
Astawy ART Mitochandrial dysfunction
{antiratroviral therapy] in end organs
L
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Transports excess cholesterol from
tissues 1o liver, where cholesteral is

broken down



La tormenta perfecta

Factores
Tradlcmnales

; ; Proteinas del VIH Ohesidad
(IL-8, TNF-a, etc.) (Nef, Tat, Vpr) visceral
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TTC, 1TG, TTRL, TLDL-C, {HDL-C
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Tratamiento
Estatinas, Ezetimiba, Inhibidores PCSK9,
Acido Bempedoico, Drogas antiinflamatorias

El Tratamiento (ART)

Lipodistrofia
inducida ‘Far
Ply NRTI

El Virus
(Inflamacion)
pmgﬁgfr::?grlas

Dislipemia
inducida por
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Dislipemia y reconstitucion inmune

The predictive value of dyslipidemia

for immune reconstitution outcome among
HIV/AIDS patients after 24 months of viral
suppression: a retrospective cohort study

TAR

El nivel basal de HDL-C puede
servir como marcador pronéstico
para una mala reconstitucion
inmunitaria en PVVIH
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Characteristics, Prevention, and Management of
Cardiovascular Disease in People Living With HIV

A Scientific Statement From the American Heart Association

Living with HIV (treated, virally suppressed) | o

S

.

- Age 221 with Clinical ASCVD (prior MI, angina, stroke, or CVD equivalent such as peripheral arterial disease)?
- Age 221 LDL-c 2190 mg/dL (untreated)? And/or
- Age 40-75 with Diabetes?

o

therapy uncertain

Circulation. 2019;140:e98-124.

INTERHEART OR(99%Cl)  PAR
Hypertension - 248 (Q2.30-2.68) 234%
Drabetes sl 308277342 123%
Upds — 387(3394.42 541%
Smoking - 295Q.72:3.20) 364%
Shah, et al. RR(95%Cl) PAR
HV sl 216 (1.68-2.77) 092%

0 1 2 3 H 5

PAR: population-attributable risk

s of ]
lipid-lowering <N2| Age 40-75 years old? ‘

lYES

Assess ASCVD Risk

using ACC/AHA ASCVD Risk Estimator or
alternative (such as D:A:D or Framingham
CVD Risk Estimation Model)

|

HIV-Related CVD Risk-Enhancing Factors?
Any of the following:
- History of prolonged HIV viremia and/or delay in ART initiation
Low current or nadir CD4 count (<350 cells/mm?)
- HIV treatment failure or non-adherence
- Metabolic syndrome, lipodystrophy/lipoatrophy, fatty liver disease

Hepatitis C Virus Co-Infection
NO YES
Risk may not be greater Risk may be greater than
than calculated ASCVD calculated ASCVD risk
risk Consider adjusting risk upward.
Contemporary studies suggest Studies generally demonstrate 1.5-
that people with promptly 2-fold greater risk for ASCVD in
treated HIV without sustained persons with HIV, particularly if

viremia or immunosuppression
may not have significantly
elevated ASCVD risk

there is a history of prolonged
viremia, delayed ART initiation,
and/or low CD4 count

v v

High Risk for ASCVD?

Determination of high risk may be based on any of the following:

10-year ASCVD risk 27.5% (including potential upward adjustment
of estimate if HIV-related CVD risk-enhancing factors are present)

If using altemative models, high-intermediate or greater risk?
D:A:D: 5-year CVD risk 23.5%
Framingham: 10-year CVD risk = 10%

YES

YES
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HIGH RISK APPROACH
Consider referral to cardiologist; patient-clinician

discussion re: benefit vs. risk, patient preference
LIFESTYLE OPTIMIZATION

(Particularly Smoking Cessation)
+

LIPID LOWERING DRUG THERAPY
Atorvastatin 10-80 mg*
Rosuvastatin 5-40 mg*

Pitavastatin 2-4 mg

Statin Dosing: START LOW, GO SLOW
Decrease dose or discontinue if severe myalgia or
unexplained muscle weakness, LFTs >3x the upper
limit of normal, or CK >10x the upper limit of normal

*Exercise caution due to drug interactions at high end
of dose range; consider if very high risk and/or known
CAD. If familial hypercholesterolemia, severe statin
intolerance, or insufficient response to statin as
determined by clinician: consider ezetimibe +/- PCSK?
inhibitor on an individualized basis.

and/or
Selected general ASCVD Risk Enhancers
(adapted from 2018 ACC/AHA Guidelines):
- Family history of early MI/stroke (men <55, women <65)
Persistently elevated LDL-C =160 mg/dL (24.1 mmel/L)
Chronic kidney disease, pre-eclampsia, premature menopause
- Subclinical atherosclerosis (Arterial plaque; CAC >0; ABI <0.9)
- Inselected individuals (if measured): Lpla) >50 mg/dL (=125
nmol/L); hs-CRP 22.0 mg/L; apoB 2130 mg/dL

NO

LOW-MODERATE RISK APPROACH

LIFESTYLE OPTIMIZATION
(Particularly Smoking Cessation)
+
YEARLY RE-ASSESSMENT OF RISK
Consider high risk approach if patient-clinician
discussion determines potential benefit > risk and
patient preference for high risk approach




Guias clinicas: Manejo de la dislipemia en el PVVIH

of dyslipidaemias: lipid modification to reduce
cardiovascular risk

2019 ESC/EAS Guidelines for the management

Lipid-lowering therapy (mostly statins) should
be considered in HIV patients with dyslipidae-
mia to achieve the LDL-C goal as defined for

Recommendations Class® Level®

lla C
high-risk patients. The choice of statin should
be based on their respective potential drug—
drug interactions.
E S C European Heart Journal (2020) 41, 111188

European Society doi:10.1093/eurheartj/ehz455
of Cardiology
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2023 AHA/ACC/ACCP/ASPC/NLA/PCNA Guideline for the
Management of Patients With Chronic Coronary Disease: =
A Report of the American Heart Association/American —t

Assoclation,

College of Cardiology Joint Committee on Clinical
Practice Guidelines Circulation

Volume 148, Issue 9, 20 August 2023; Pages ef-2119 Recommendations for H IV

Protease inhibitors Atazangve Increases HOL-C and decreases LDL-C levels
Darunave Increases HOL-C levels
Fosamprenavir Hypertnghycendemia
Ritonave* Increases HOL-C levels ) , ,
‘ . In adults with CCD and HIV, antiretroviral therapy
Saquinave Neutral : iy ; .
- _ is beneficial to decrease the risk of cardiovascular
pranar Oyplpldurse events.'?
NRT Abscavie Icreases ot cholesterol, LDLC, and HOLC vl *
Lamwudne Increases total cholesterol, LOLC, and HOLC levels - 9. In adults with CCD and HIV, it is reasonable to
Tnolov hmarste Gisoprosl | Lowers LDL lvel I choose antiretroviral therapy regimens associated
Zdowdine Hypertrgycendema with more favorable lipid and cardiovascular risk pro-
ilas wi iderati drua i iang 35
NNRTl = cresses ot cholesierd, LDLC, HOLC, wd vighoerdeovls. K files with consideration of drug-drug interactions.”
e e SRR GO R 3. In adults with CCD and HIV, lovastatin or
Nek simvastatin should not be administered with
Plegrase inhbdors Doktegrave Nevkrd protease inhibitors as this may cause harm
Rahegravie Increases HOL levels




AACE Clinical Guidance il
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American Association of Clinical Endocrinology Consensus Statement:
Algorithm for Management of Adults with Dyslipidemia — 2025 Update

Endocrine Practice 31 (2025) 12071238

Management of Special Populations with Dyslipidemia

Adults Receiving
Geander-Affirming Care

Adults with
Autocimmune Disorders

Older Aduilts (70y) Adults Living with HIV Adults who are Childhood Adults who are

Cancer Survivors

Counseling on lifestyle changes recommended for fl groups

Primary P

svention

Transplant Recipiants

Caution with use of ASCVD risk calculators developed for general population

- N '§ ™ e N[ N 3
Age is an independent | | ASCVD Risk Dbtk | shenn il Increased prevalence Increased prevalence
. e with autoimmune ;
risk factor calculated with both and barefit from statin use : of ASCVD in L of ASCVD )
J | genetic and assigned : ”“,:i"‘“’d"“’::_"“‘{.':';‘s‘::’:‘é" ﬁ.'sﬁrdggitg be;:l individuals who had
I ~ | sexiuse highest risk ::,: sl ighAA it cancer in childhood (. Mederate to high h
Greater impact of as estimate e syehm e . o intensity stati
ey R L ~ [} inflammation ) 7 - HLenSiLy d a:f
Ipid-lowering on - Multidisciplinary approach with Offer statin therapy racm:_nmaﬂ ;
ASCVD, but consider i Infectious dissase, lipidalogy. ] 3 d ! + Consider ezetimibe,
(.‘;D-mbfbldlt\( and life e aran e and pharmacy speclalists !U'Odﬂfﬂtﬂ to hlgh reduce lf!SG when BA, or PCSK9-based
expectancy {Exsar ik than intensity statins b e therapy in statin-
- /| matched cis men + Prefer pitavastain 4 mg/day rﬁ““m'l‘l‘“"dr:d and s J | intolerant individuals
-~ tevidence of efficacy and anarally well- i
Consider ) |5 Pusnsnnae. ssceapangmaacton || Soiorsted e
similar risks as cis « May usa rosuvastatin I \
polypharmacy i ARG :&mlmg{m;y: :epenmng on ) Consider drug
|nterac-1:l;:::; an « Dearth of high- ; Maﬁ:::r:m;:ﬂ \ interactions with
potential adverse quality studies £20 mg/day if no drug- Consider ezetimibe, immunosuppressive
| avents JL drug Interaction BA or PCSKO9-based agents used
p therapy in statin- \. J
Consider adding ezetimibe or intolerant individuals
PCSKS Inhibitor if LDL-C still orif goaﬂ not met
above gaal V,

For secondary prevention — follow standards of care

COFFRIGHT 2005 ARCE. May rat b repocuced 'n Ay fom whtheet erpin vwilmes

PRI RN

dram Elsesisr on benslt of AN

ACE. Vst Wpastiiol.org W ITI6/ Laprae J025,07.014 15 recstst copyr g permlsic

Algorithm-Figure B-5pacial Populaticns mE-
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Statin use in HIV: European AIDS Clinical Society guidance
for the primary prevention of cardiovascular disease

Loncet HIV 2025; 12- «382-92

Individuals at very high risk of Individuals at high risk of ASCVD

ASCVD
Level of ASCVD Individuals with established ASCYD or  Individuals with SCORE2 =5% to <10% or =2-5% if
risk diabetes with target organ damage or  younger than 50 years

severe CKD (eGFR <30 mL/

min/1.73 m’) or SCORE2 = 10% or
>7-5% if younger than 50 years

Individuals at low-to-moderate risk
of ASCVD

Individuals with SCORE2 <5%

Statin therapy High-intensity statin therapy Moderate or high-intensity statin therapy are
recommendations consisting of atorvastatin (40 mgor recommended depending on ASCVD risk category.

80 mg) once daily, or rosuvastatin High-intensity statin therapy* consisting of

{20 mg or 40 mag) once daily atorvastatin (40 mg or 80 mg) once daily, rosuvastatin

(20 mg or 40 mg) ence daily; or moderate-intensity
statin therapyT consisting of pitavastatin (4 mg) once
daily, atorvastatin (20 mg) once daily, or rosuvastatin
(10 mg) once daily

Moderate-intensity statin therapy
might be considered, consisting of
pitavastatin (4 mg), atorvastatin
(20 mg) once daily, or rosuvastatin
(10 mg) ence daily; shared medical
decision between health-care
professional and patient

Additional notes LDL cholesterol target values <55 mg/dL  LDL cholesterol target goal <70 mg/dL (1~5 mmaol/L}
(1-4 mmol/L) and 50% decrease from and 50% decrease from baseline LDL cholesterol values
baseline LDL cholesterol values

N/A

These recommendations are for people aged =40 years with HIV, stratified according to ASCVD risk. EACS=European AIDS Clinical Society. ASCVD=atherosclerotic cardiovascular
disease. CKD = chronic kidney disease. LDL=low-density lipoprotein. N/A=not applicable. *High-intensity statin is recommended in individuals with at least one markedly
elevated risk factors, in particular: total cholesterol =8 mmol/L (>310 mg/dL), LDL cholesterol =4-9 mmal/L (=190 mg/dL), or blood pressure = 180/110 mmHg; individuals with
familial hypercholesterolemia without other major risk factors; people who have had diabetes for at least 10 years or another additional risk factor without target organ damage;
moderate chronic kidney disease {estimated glomerular filtration rate 30-59 mL/min/1-73m7); and SCOREZ = 7-5% in people younger than 50 years, =10% in people aged

50-69 years, and =15% in people aged 70 years or older. tFor individuals not considered as per the criteria listed, moderate-intensity statin is recommended.

o
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Dyslipidemia and statin use in people with HIV-1 infection: beyond the
lipid-lowering effect

Nutritlon, Metzbolism and Cardiovascular Diseases 35 (2025} 104110

ElvitegravirCobicistat/
Enmricitabine Tenofovie-
DF (EVGie FTOTDEF)

Rultegravie (RALY

ART Class Trug

Atorvastatin
Ezetimibe

Albuvirtide (ABT)

Emfuvirtide (ENF)

Fostemsavir (FTR)

Tbalizmmnb-uiyk (IBA )

Lenacapavir

Entry, Attachment
and Capsid Tnhibitors

Maraviroe (MYC)

Bictegravir/ Emtricitabine’
Tenofovir alafenamide
[BICFTCTAF)

Cabotegravir [oral] (CAB
oralh

Cabotegravir PrEP [long
acting] (CAR LA, PrEP)
Cabotegravirfrilpivirine
[long acting] {CABRPY
LA)

Dolutegrovir (DTG)
Dolutegrovin’ Lamivudine/
Tenofovir-DF
(DTGITCTDE)
Dolulegravic Abacavie!
Lamivuding

(DTG ABCATC)
DolutegravirLamivadine
(DTGATCY

DoluegravinRilpivirine
(DTGRIY)
EhategravinCobicistat!
Emtricitabine Tenolovir
alafenamide
(EVGeFTCTAF)

“Ndotheiyy

Integrase Inhibitors

Fluvastatin

Lawastatin

Pitmvestann

Pravastatin

Rosuvastatin

Simvastntin

Mon=Nuclesside Reverse Trnmflptnn Inhibitors (NNRTIs)

Dapavirine (P, PrER)

Dolutegravic Rilpivirine
(DTG/REV)

Domwvimne {DOR)
Donwwimne Lamivoding!
Tenufovir-DF

DORATCTRR

Efavirene (EFY)

Etarvirine (ETR) )
Neviraping {NVP) W

Rilpivirine {RPYY)

| w |

Rilpivirine' Emtricitabine
Tenofovie alafenaimide
(RFVIFTCTAF)

Rilpivirineg!
Emtricitnbine Tenofovir-
DF (RPV/FTCTRE)

Nucleoside or Nuclestide Analogues

(NRTIs)

Abacavir (ABCH
Emirieitabine (FTC)

Emiricitabine Tenofovir
alafenamide (FTC/TAF)

Emvricatnbine Tenotovr
alafenamide for PrizP
(FTC/TAF, PrEP)

Esmvricitabine Tenolovi-
DF (FTC/TDF, PrEF)

Lamivudine {3TC)
Tenaofovir-DF {TDF)
Zidevudine (AZT, Z0V)

Protease

Inhibitor

(Pls)

AtEEVIE + Anyic
ATW/r)
Anzanavic alone (ATV)

Sl
Anzzanavir cobicisiat | i
ATW/ch I
Darunavir + ritonavir |
[DRVT) |
Danvisavivicobicistal |
IELAN . |
DarunavirCobicismat |
Emricitabine Tenotovir g
wlafenamide
{DRV/c/FTCTAF) |

Lopinavie mlonsyir
LW/
Ritomnar (RTV

|




Pitavastatina y MACE en PVVIH (estudio REPRIEVE )

Fase 3. Multinacional. ECA controlado con placebo

VIH con tratamiento antiretroviral estable

(1Bajo y moderado RCV

(JPitavastatina 4 mg

LIN=7769 (40-75 anos)

(Mediana LDL: 108 mg/dI

MACE (muerte CV, IAM, ingreso por angor
inestable, ACV. AIT. EAP. revasculariacion o muerte
de causa indeterminada)

(1 Seguimiento: 5,1 afios

ence per 1000 Person-Yr

Major Adverse Cardiovascular Events

132

r 100 Person-Yr

Adverse Events

416 413

4
e 0.28

L —
Grade =3 Myalga,

or Myopathy

N Engl | Med 2023; 389:687-699



Clinical Trial

Pitavastatin, Procollagen Pathways, and Plaque
Stabilization in Patients With HIV
A Secondary Analysis of the REPRIEVE Randomized

A Wolcano plot on the association of pitavastatin
with temporal changes in probeomis markers
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Rationale, design, and baseline characteristics of the
Effect of PCSK9 Inhibition on Cardiovascular Risk in
Treated HIV Infection: EPIC-HIV Randomized
Clinical Trial

JAMA Cardiol 2025;10;(3):254-264.

People with Treated HIV

21 Cardiovascular Risk Factor (Moderate-High Risk Primary Prevention)
Or Known Cardiovascular Disease (Secondary Prevention)

Randomized

2:1

v N\

Alirocumab 150mg Placebo
N 4
$. &
Subcutaneously

Every 2 weeks x 52 weeks

Arterial Inflammation:
8 FDG PET/CT

4

Noncalcified Coronary Plague
Volume: CCTA

Endothelial Function:
Flow Mediated Dilation

St o L

? —

H 3

i
i

e
-

Inflammatory, Lipid Markers
& Immune Cell Studies: Blood
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Seguro y eficaz. %‘j.‘, Tratar si TG > 500 mg/dL
Reduce LDL (~24 mg/dL) sin L (Riesgo Pancreatitis).
interacciones con el TAR. e Fibratos: Preferir Fenofibrato
Ideal cuando no se alcanzan (menos riesgo muscular que
objetivos con dosis maximas de Gemfibrozilo).

estatinas.  Omega-3: Icosapento de etilo

como adyuvante.



EvolocumaB Effect on LDL-C Lowerlng in SubJEcts with Human s
Immunodeficiency ViRus and INcreased Cardiovascular RisKk (BEIJERINCK)

Screening
(4 + 1 weeks) 24-week, double-blind period 24-week, open-label period
Evolocumab 420 mg Objective

SC QM (n = 310) * To assess the lipid-

lowering efficacy and
| 2:1 Randomization Evolocumab 420 mg safety of evolocumab in
(N = 467) SC QM (n = 464) patients with HIV and
hypercholesterolemia and
Placebo SC QM mixed dyslipidemia
(n=157)
Screening Day 1 Week 12 Week 20 Week 24 Week 36 Week 52
visit visit visit visit visit visit visit

L I I B |

Boccara F, et al. J Am Coll Cardiol. 2020;75:2570-2584



BEIJERINCK Study: Evolocumab
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BEIJERINCK study: PVVIH

Estatina » 79%
Ezetimibe » 19%

Intolerancia o contraindicacion a estatina » 21%

Evolocumab reduce significativamente los parametros lipidicos respecto a placebo (basal vs. semana 24)

* % medio de cambio tras corregir por placebo

NoHDL-C

51%*

LDL<70
mg/dl

Boccara F, et al. Am Heart J. 2020;220:203-212
Boccara F, et al. J Am Coll Cardiol. 2020;75:2570-2584
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Long-term effects of evolocumab in participants
with HIV and dzslipidemia: results from the
open-label extension period

LoL-C non-HDL-C

.50 -53 7%

80 e

Mean Percent Change
From Baseline (SE)
8883
Mean Percent Change
From Baseline (SE)
88888303
(
-
ES

Week 1
Werk 0 BT kiR e Week0 Week12 Week24 Week38 Week 52

Total Cholesterol

N=451 (OLE) T3 — e o

P> E (152) 1E \/ X §§ y \ \

E—>E 299 - 30 33.9% j: 435%
( ) sg 33(:) Week 0 Week 12 W:k24 Week 36 Wi:g: §§ :553 \— ._-‘-?89%

Week 0 Week 12 Week24 Week36 Week 52

HDL-C
Lp(a)

-13.1%

Mean Percent Change
From Baseline (SE)
]

-13.5%

Mean Percent Change
From Baseline (SE)
Sho

Week 0 Week 12 Week 24 Week 36 Week 52 Week 0 Week 12 Week24 Week36 Week 52

AIDS 2022, 36:675-682



Tratamientos emergentes

Inhibidor de ATP-citrato Terapia de interferencia de

liasa. Profarmaco activado % ARN (siRNA).
en el higado, ideal para Administraciéon semestral.
pacientes con intolerancia Prometedor para mejorar la
muscular a las estatinas. adherencia a largo plazo.



Comparison of Switching Between Antiretroviral Agents Versus Introducing

Lipid-lowering Agents for HAART-induced Dyslipidemia

Clinical Therapeutics 46 (2024} e114-e124 ‘
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Las estatinas fueron tan eficaces como el cambio de terapias

pacientes con dislipidemia inducida por TAR

antirretrovirales en el manejo a corto plazo del CT y los triglicéridos en




Estrategia 1: Optimizacion del TAR (Switching)

Régimen Toxico 53 1 Régimen Optimizado C{gl

« Regimenes basados Considerar Cambio
en IPs (Lopinavir/r) (Si es virologicamente seguro)

e Efavirenz

* Inhibidores de
Integrasa (INSTIs)

e Doravirina

f h

@) Precaucion:

Cambiar de TDF a TAF puede elevar el colesterol
al perderse el efecto lipo-reductor del TDF.

\ s

A menudo, anadir una estatina es mas efectivo y seguro que cambiar un TAR exitoso.



Estrategia 2: Estatinas y el Poder de la Pleiotropia

Reduccion de Lipidos

Disminucion efectiva del
LDL-C.

\

Reduccion de Inflamacion

Disminucion de marcadores de
activacion inmune (sCD14, LDL
oxidado).

Estudio INTREPID: Pitavastatina redujo marcadores inflamatorios vs. Pravastatina.
Estudio SATURN-HIV: Rosuvastatina freno la progresion del grosor intima-media carotideo.

AIDS 2016;30:2195-2203
Lancet HIV 2017;4:€284-e294



o

D o8 LF00S ¥
d RESTO VASCULAR
iy
@y Valdecilla

Conclusiones

Dislipidemia en Personas que Viven con VIH (PVVIH): Riesgo Cardiovascular y Manejo Clinico

, . Epidemiologia y Carga: Un
) Riesgo Cardiovascular Duplicado

PVVIH

(con VIH):
REFERENCIA

RIESGO DE
=—— ENFERMEDAD
CARDIOVASCULAR

CASI EL
DOBLE

O %)

(con VIH)

DISLIPIDEMIA:

PREVALENCIA DE
ﬁ ~40% de las PVVIH

Tasa 1.40
(vs. Control Sin VIH)

Tasa de Riesgo Relativo de
Infarto de Miocardio 2.98
(vs. Control Sin VIH)

Evaluacion del Riesgo y Cribado

PUNTUACION DE CALCIO
CORONARIO (CAC):
Refina riesgo fronterizo (5%-7.5%)
para decidir inicio de estatinas.

MOMENTO DEL CRIBADO:
Al diagndstico, 1-3 meses tras
iniciar TAR, cada 6-12 meses
(con factores de riesgo)

Calculadoras convencionales
(e.g., Framingham) sucien
subestimar el riesgo.
VIH = Potenciador de riesgo

MUJERES CON VIH: HOMBRES CON VIH:

Fisiopatologia: Alteraciones Lipidicas e Inflamacion

LIPODISTROFIA
ASOCIADA AL VIH:
Resistencia a la inzulina, esteatosis
hepética y redistribucion de grasa
corporal, potenciado por TAR.

La infeccién por VIH reduce
HDL, luego reduce LDL.
Al iniciar TAR, LDLy
Triglicéridos aumentan, HDL
suele permanecer bajo.

PEQUEND Y DENSO: Proaterogénicas,
se oxidan facilmente, penetian
pared arterial, forman placas
vulnerables y no calcificadas.

Potencial de Dislipidemia por Clase de TAR
POTENCIAL DE

CLASE DE FARMACO DISLIPIDEMIA EJEMPLOS
IP (inhibidores de Proteass) Lopinavir/1, Tipranavir/r
Nevirapine (Rajo),
TTRNN (No nucledsidos) Bajo/intermedio Efaxirenzp (Intgrmiegio)
As%g?f;m&:’;m ITRN (Nucledsidos) Intermedio Tenofovir alafenamide, Zidovudina
Resistencia a la insulina, esteasis Instl (Integrasa) Bajo Dolutegravir, Bictegravir
hepatica y redistribucion de per TAR. Antagonistas CCRS Bejo Maraviroc

Estrategias de Tratamiento y Manejo: Piedra Angular y DDIs

Guia Rdpida de Estatinas en PVVIH
ESTATINA | RECOMENDACIGN | NOTA DE SEGURIDAD

Proferida Sin interacciones signifi-
FRRISI T (Dosis estandar)  cativas con IP/sobicietat.
Usar doale bajas

Rosuvestatia ™ (<10 mg)

Iniciar con cautele si se
usa con ciertos IP.

& 8

3 Sorvestati Usar doale bajas  Exitar con Tipranavir;
» s (280 mﬂ)m precaucion o%‘: otros IP.
ESTATINAS: INTERACCIONES - Alto riesgo de tosicidad
Reducen LDL, inflamacion ~ MEDICAMENTOSAS EIDD“: Shvestation. | JEEERIRRA rrm::u::?:un IP ’
arterial y volomen de placa C\,g;ﬂc:mﬁigrﬂinﬂm ) 0til si no se a]ealnza lameta
no calcificado. de cierlas estatinas. Griebe NI conestatin.
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