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AJANDA

I.AIDS ve KVS HASTALIKLARDA BASLICA FIZYOPATOLOJI NEDIR ?




KVS sorunlari neden éne gikiyor ?

. AIDS'li yagam siiresi uzadi.
. AIDS'li yaslaniyor.
O Yaslanabilen herkesin sorun

O Ama AIDS'lide daha sik...




HIV+ hastada yasla beraber artan hastaliklar

« KVS hastaliklar
 Bobrek hastalig
« KC hastaligi
« Kemik Kaybi

. Biligsel problemler

. Zayiflama

Current HIV/AIDS Reports February 2017, Volume 14, Issue 1, pp 31-37




Neden KVS hastaligi fazla ?

. HIV + hastada, INFLAMASYON 1 1




Figure 2. Effects of HIV viral proteins on the development of atherosclerosis
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IL=intericukin: LDL=low-density lipoprotein; MCP-1=monocyte chemoattractant protein-1: TNF=tumor necrcsis
factor. Adapted from Nou et al. AlIDS. 2076;30:14595-1509.

HIV viral proteins induce:

Expression of cell adhesion molecules

Nitric oxide production

Inflammatory cytokine release (ie, IL-6, TNF-o)

Pro-inflammatory monocyte migration protein expression (ie, MCP-1)

Endothelial cytotoxicity/apoptosis = fibroatheroma ruptureferosion = acute thrombus
Leukocyte adhesion to endothelial walls

Reduced cholesterol efflux from macrophages = cholesterol accumulation
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HIV/AIDS'lide inflamasyon fazla !

. Yiiksek IL-6 seviyesi KVS mortalitesi ile beraber.
 Monosit'den artmis CD16 ve azalan CD14 seviyesi mortalite iligkili.

 HIV viral yiiki 1 ise;
O Fibrin yikim drinleri (D-Dimer) 11
O VCAM T 11

O ICAM-1 11




Kronik inflamasyon varsa KVS hastalik sikligi zaten artar.

. ORNEK
O SLE
O RA

O AIDS
h-CRP
IL-6
D-Dimer
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LDL
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Soluble VCAM




KVS ICIN RISKLI

. Yiksek viral yiik.
. Disik CD4 (< 200 ).
. Lipid profil bozuklugu

Bazi ilaclar : riskli ART (Pl ya da abakavir ).




AJANDA

Risk nasil belirlenir ?




Kardiyovaskiiler risk nasil belirlenir ?

« Skor ile

« Halen gok sayida skorlama sistemi var...
O Framingham sistemi (En eskisi ve en ¢ok kullanilani)
O DAD skorlama ***
O SCORE,
O PROCAM, (kadinlarda sorunlu)

O QRISK,

O WHO/ISH,

O Reynolds Risk Score
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* Framingham Risk Skoru (FRS) —
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- Total kolesterol, Calculate by QxMD
- HDL,
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Framingham Risk Score Calculator ¢«

Framingham Risk Score is the estimation of 10-year cvd (cardiovascular disease) risk of a person. It was developad by the Framingham Heart
Study to assess the hard coronary heart diseass outcome. It is used to estimate the risk of heart attacks in adults older than 20.

In the below caloulator enter your gender, age, cholestrol level, BP and you get the "'Framingham Risk Score' and the risk of developing CHD,
Higher the score, higher is the percentage of developing CHD,

CVD (Cardiovascular Disease) Risk Calculator

Gender Age

Male ¢ | 45-49 years d
Total Cholesterol (mg/dL) HDL Cholesterol (mg/dL)

160-193 ¢ | 40-49 3|
Smoker Systolic BP{mmHg)

No $ | 140-159 $|

On Biood pressure medication(Yes|No)

Calculate |

Yes

-~




DAD skoru

e The Data Collection on Adverse Events of Anti-HIV Drugs (D:A:D) model,
e HIV hastalarinda 5'y|| CVD riski arastiran skorlama.

European Journal of Preventive Cardiology

Predicting the risk of cardiovascular disease in
HIV-infected patients: the Data collection on
Adverse Effects of Anti-HIV Drugs Study

Nina Friis-Megller , Rodolphe Thiébaut , Peter Reiss , Show all authors v
more...

First Published October 1, 2010 Research Article

Download PDF & Article information ~ (@)

‘f@ ) Please click here for full access options




ATP III

ATP 11l Guidelines At-A-Glance
Quick Desk Reference

Determine lipoprotein levels—obtain complete lipoprotein profile after
9- to 1Z2-hour fast.

ATP 1l Classification of LDL, Total, and HDL Cholesterol (mg/dL)

LDL Cholesterol — Primary Target of Therapy

=100 Optimal
100-129 Near optimal/above optimal
130-159 Borderline high
160-189 High
=190 Very high
Total Cholesterol
=200 Desirable
200-239 Borderline high
=240 High

HDL Cholesterol
=40 Low
=60 High




RISK NE ZAMAN ALARM VERIR I

Eger risk > %20 ise riskli
. Ilag degigikligi

« Yasam tarz degisikligi éner...




AJANDA

Baslica KVS sorunlari




KALP VE AIDS

« HIV ile enfekte hastada kalp tutulum sikhgi %25-75

o Tim 6limlerin 1/10'u KVS kaynakl.

Singh A. Int J Clin Med 2012:3:178

I HTV+ hastada

4




1.Perikardit



IIT.1. Perikardit

« AIDS'in ilk tanimlandigi yillardan beri biliniyor.

. Sikhk: %11
« Asemptomatik // Kalp tamponadi

. 6 aylk strvi (%)
. ETYOLOJ7 100
« Cogu zaman etiyolojik ajan @ 5
O M.tuberculosis » o Perikardit gelisl
O S.aureus . . id
O C.neoformans S0 ya$am suresi da

O HSV .
O Kalp neoplazmi 20 .

Perikardit +




ITT.2 Endokardit

 Bugrupta nonbakteriyel trombotik endokardit ve enfektif endokardit
saptanabilir.

« Etkenler, normal konaktan farkl olabilir

O Ozellikle de IVDU bu grupta sik.

O Sag kalp tutulumu sik. ETKEN DAGILIMI

« S.aureus,

« S.pneumoniae, H.influenzae,

« Candida spp.,



ITI.3 Miyokard Tutulumu

o Dilate kardiyomiyopatinin nemli nedenlerinden;

o 71 hastalik bir seride olgularin
O 7%50'sinde sol dilate miyopati,

O %10'unda biventrikiiler miyopati.

Liphults SE. Circulation 2000;102:1542
Herskowitz A. J Am Coll Cardiol 1994:24:1025
Anderson DW. J Am Coll Cardiol 1998. :11:792



Kardiyomiyopati hep semptomatik mi ?
o Hayir lll

e Kardiyomiyapati asemptomatik olabilir

e Kardiyomiyapati kalp yetm ile beraber olabilir.

Fokal miyokardit

o Otopsilerde fokal miyokardit saptanabilir,
« ART oncesi donemde otopsilerde sikligi %33 .

« Tamaminda mononiikleer hiicre infiltrasyonu +

« Neredeyse %100 asemptomatik

O Lanjewar DN, Katdare GA, Jain PP, Hira SK. Pathology of the heart in acquigls
immunodeficiency syndrome. Indian Heart J 1998; 50:321.



MIYOKARD HASTALIKLARI

e Erkenden ART ile kardimiyopati sikhgi 4 ¥ .




ITT.3 Miyokard tutululumu ve ilaglar !

« NRTI
O Mitekondriyal miyopati
B Miyokardiyal disfonksiyon

o Zalcitabine (ddC) > didanosine > stavudine
(d4T) >> lamivudine (3TC) > te
zidovudine (AZT) > Abacavi

Lee H. Biochemistry. 2003 Dec 23;42(50):14711-9.



AIDS'de INFLAMASYON KVS RISK !

. HIV + bireyde ATERON PLAGI normalden COK FAZLA.

O Inflamasyon plagi, plak aterosklerozu tetikler
« HIV + hastalardaki plaklar daha unstabil

o Yiiksek KVS riskine ragmen statin verilme orani %25.

Zanni MV, Abbara S, Lo J, et al. Increased coronary atherosclerotic plaque vulnerability by coronary computed tomography
angiography in HIV-infected men. AIDS. 2013;27(8):1263-1272



MI fazla mi ?

o 1.74 kat fazla.

MI SIKLIGI

B Normal
B A0S

Triant, V.A., Lee, H., Hadigan, C. and
Grinspoon, S.K. 2007. Increased acute
myocardial infarction rates and
cardiovascular risk factors among patients
with human immunodeficiency virus disease.

The Journal of Clinj
Metabolism 92(7




AIDS'li de MI neden fazla ?

. Yas

« Sigara
. Aile oykisu
. Dislipidemi 1 1 1
e HT 711
« DM 11
« Ateroskleroz 1 1
« ART
O PT kullanimi

O > 6 ay ABC ya da DDI, Stavudin almak

Triant, V.A., Lee, H., Hadigan, C. and Grinspoon, S.K. 2007. Increased acute myocardial infarction rate
cardiovascular risk factors among patients with human immunodeficiency virus disease.




IV. ART ve KALP




Hangi ilaglar |

Proteaz inh. ( .....navir): e ) S
« Makrofajdan kolesterol atilimini

. Endotelde NO salimini 4 Endotel hasar
. Lipid profili bozuklugu

« Glikoz met boz.

« PI kullananlarda daha erken ve 3 kat fazla MI

AlIDS. 2003 Nov 21;17(17):2479-86.




Hangi Ilaglar

Efavirenz:
« Lokositin endotele tutunmasini arttirir.
 Sonug: daha fazla inflamasyon

Endotel hasar

; / !
/r/ombositlerin yapismasi

!

Trombosit tiirevli biiyiime




ABAKAVIR

e Trombositlerde kiimelesmeyi T

 Abakavir kullanimi MI riskini 2 kat arttiriyor.

Palella FJ, Althoff KN, Moore R et al. Abacavir use and risk for myocardial infarction in the NA-ACCORD [CROI abstract
749LB]. In Special Issue: Abstracts from the 2015 Conference on Retroviruses and Opportunistic Infections. Top Antivir
Med. 2015;23(e-1):335-336.



ABC

Study

| Design

| Findings

Positive studies

SMART/AINSIGHT
and D:AD Stuay
Groups 2008

Martin et al. 2009

Lang el al. 2010

Cbel et al. 2010

Chei et al. 2011

Durand et al. 2011

Cbservational
study: Nn=2,752

Randomized, cpen-

lal>el, multicenter,
96 -week trial;
Nn= 350

Nested case-
conltrol study;
Nn=1,173

Prospective,
nationwide cchort
sludy: N=2,952

Naticnal cohort
analysis; n=10.831

Cohort and a
nested case-
contro! study;
Nn=7,053

= ABC was associated with an approximately doybled
v/ ricd

* ABC may cause vascular inflammation, which may
precipitate a CVD event

ABC-3TC was associated with more serious non-AlDS
events, particularty CV events than 10F-F TG

= Short-term/recent ABC was associated with an
increased risk of M| in the overall sample 2.01;
95% Cl1.11, 3.64)

* No increased risk with ABC was observed in
lhe subset of patients who did nol use cocaine
or IV drugs

ABC was associated with an increased risk of M|

Recent ABC expoesure was independently associated
with increased rnisk for atherosclerotic CWVE

e HIV+ individuals were at higher risk of AMI than the
general population

~_Anv.or cument exposure 1a ABC was associated with
increased ORs for AMI

= Rasults should be interprated with caution in the
absence of data on smoking and HIV clinical status




ABC
risksiz |

Negative studies

Brothers et al. 2009

Triant et al. 2010

Bedimo et al. 2011

Cruciani et al. 2011

Ribaudo et al. 2011

Ding et al, 2012

Pooled analysis;
Nn=14.,174

Retrospective
database analysis;
NnN=6.517

Retrospective
database analysis;
n=6.517

Meta-analysis of
RCTs; Nn=7,898
from 20 studies

Cohort analysis of
ART-naive patients

randomly assignead
ABC In clinical tnals;

n=5,056

FDA-conducted
meata-analysis of
RCTs; N=9,.868
from 26 studies

e Faw M| evaents weare observed
e Theras was no axcass risk of M|l with ABC

Of the ART evaluated, only TDF was associataed with
acute Ml

an TDF among

e ABC was more commaonly use
patiants with prior CKD

e CKD independantly pradicted higher rates of acute Ml
and CVE

WW&%@G
occurrence of Ml (RR 0.73; 95% CI 0,39, 1,.35; A=0.31),

or aoverall major CV endpoints (RR 0.95: 95% CI 0.62,
1.44; P=0.80)

Do gvidence of increased short- or long-term risk of Ml
or serous C avents was found with ABC

No statistbcal% s?nlﬁcant diffarencea in M| evants was
[ r ~CONLANING regimens arn non-

ABC regimens (OR 1.02; 95% CI| 0.56, 1.84)

ITC=~lamivuding; AMl-acute myocardial infarction; ART-antiretroviral therapy-Cl, confidence intervals;
CKD=chronic kidney disease; CV=cardiovascular; CVE=cerecbrovascular events; FDA=Food and Drug
Administration;: FTC=aemtricitabine; IV=intravenous: OR=odds ratio; RClTe=randomized controlled

trials: RR=risk ratio: TDF =tanofovir.
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DAD STUDY

The NEW ENGLAND
JOURNAL of MEDICINE

EVTAMLISMED IN 3912 NOVEMBER 20, 2003

Combination Antiretroviral Therapy
and the Risk of Myocardial Infarction

AAAAAAAA

23500 hasta.
e (Calisma suresinde 126 tane
MI.

e ART alanlarda Ml riski %26
1




PT & Dislipidemi

PT kullanalarda

o Dislipidemi

o Hiperinsulinemi

Ritonavir

O Hipertrigliseridemi

O HDL ¥

Indinavir

O Insiilin direnci

LPN/RTN

« Hipertrigliseridemi

« Insiilin direnci



>10 yil iginde kalp hast. riski >7%20

ART VE KVS

10 i iginde kalp hastal@ riski >3220
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Lipid seviyesi ve ilaglar !

Mean™* % changes in fasting lipid concentrations from baseline to W12:

10 SWITCHMRK 1 SWITCHMRK 2
0
0.7% 23% 3.6% 2.1% 0.8% 1.3% 2.9% 8.2% 4% 0.86% J
D 4% -0.9% “0.6% , co
i L] (L
-12.8% pP=07 NT™* -12.4% p=02 NT
-15.2% -14.8%
-20 p < 0.0001 P < 0.0001
p < 0.0001 p < 00001
<0 Bl RAL + ARV
B LPV/r + ARV
-40
-41.5%
l -42.8%
< 0.0001 | S—
P . P < 0.0001

Mean Total Non Triglycerides® LDL-C HDL-C Total Non Triglycerides® LDL-C HDL-C
(mmot/L) cholestercd HDL-C cholesterol HDL-C
Baseine 56 53 43 41 21 18 3 27 1.3 1.2 56 55 43 42 24 25 27 27 1.2 1.2
wi2 48 53 3.6 41 1.3 1.9 28 27 1.2 1.2 47 S5 36 43 1.4 27 272X 1:2 12

* median changes for triglycerides
** not tested




of LPV/r
Proportion of patients with HIV-1 RNA < 50 ¢/mL :

% SWITCHMRK 1 % SWITCHMRK 2
100 -
S0
80
70 80.8% 70

A(95% Cl) : - 6.6 (-14.4: 1.2) A(95% Cl) : - 5.8 (-12.2: 0.2)

60 60
50 - - ; 50

0 4 8 12 24 0 4 8 12 24

Weeks Weeks

B RAL + ARV W LPV/r + ARV J

RAL +ARV 174 166 169 173 172 176 176 176 176 175
LPVir+ ARV 174 171 1M 171 174 178 178 177 177 178




GUVENILIR ART ?

. Integraz inh.

o Rilpivirin

« Atazanavir




Dislipidemide hangi ilag uygun ?

Table 1. Recommendations for High- and Moderate-Intensity
Statin Therapy Based on 10-Year Risk for First ASCVD Event2

High-Intensity Statin Therapy Moderate-Intensity Statin
(Daily Dose Lowers LDL-C Level Therapy (Daily Dose Lowers LDL-C
by =50% on Average) Level by 30%-50% on Average)
Atorvastatin 40-80 mg Atorvastatin 10-20 mg
Rosuvastatin 20-40 mg Rosuvastatin 5-10 mg

Simvastatin 20-40 mg
Pravastatin 40-80 mg
Lovastatin 40 mg
Fluvastatin XL 80 mg
Fluvastatin 40 mg
Pitavastatin 2-4 mg




Hangisi daha etkili ki?

. Rosuvastatin (crestor) (10 mg/day) daha etkildir
PRESCRIPTION ONLY MEDICINE

KEEP OUT OF REACH OF CHILDREN

« Kimden;

O Atorvastatin (10-20 mg/day),

O Simvastatin (20-40 mg/day),

O Pravastatin (20-40 mg/day)



N

Variable ( Atorvastatin ) Fluvastatin Lovastatin Pitavastatin Pravastatin ( Rosuvastatin Simvastatin
0L cholestero! \W 17 %0 33% (20 to B0) | 29 tn 485 {20 w0 80} 31 to41% (Ll tod) | 19 to 40%: {maoao\,\ 52 o 63% (10 ta 40) /28 to £1% {10 to 4C}
redoctions (dase \/
range, mQ)

Eliminatian hatt-lite, I5ta 30 0523 2.5 12 13238 192 2to 3
hours
Bivavailability, 12 15w 26 5 51 18 20 5
percent
Protein hinding, &0 ta % >0 »35 a9 4310 55 88 94 o 98
percert
Sclublity Upuphiic Lpoohil: Lipephlic Lipophilic Iydrophilc Hydrophlic Jpopnic
Cytochrome 450 e 209 A Lmited 2C5, 208 - Lirnitad 2C% 304, 305
metahelism and
ISueyme
Active metabelites Yes Na Yes Yoz No No Yes
Effact of food cn Koo Negligiole Ircreased absorpton Decreases Dacreased absorption | None None
asoeption af drug
Qptimal tme of Anytme [R: &vening [or IR: weh evening Arntime Anytime Arvtime Zvening
administ-ation moming and evenirg | maal (or with

¥ Laken twice daiy) maming and evening

XR: anytime mzal If taken twice

caily)
XR: anytime

RAeral exaretion of z <6 0 15 2 10 13

apsorbad gose, 3%




Statinler ve Etkilesim !

PI
e Simvastatin 11
o Lovastatin 1+ 1

o Plile asla beraber kullanma (CYP 450
etkilesimi)

o Rabdomiyoliz riski !

e INTEGRAZ INH.
o Etkilesmez
o Ama Cobistat CYP3A sistemini inh.eder statin seviyesi artar 1 1

o lovastatin and simvastatin kontra endike.

https://www.uptodate.com/contents/lovastatin-drug-information?source=see_link



NE ZAMAN BASLAYALIM ?

ent, Treatment Goeals,

Consider Drug Therapy"

non—HDI-C =193 mg/dl,
LDL-C =760 mg'dL
non—HDL-C =160 mg/dL,
LDL-C =330 mgsdL

non-HDL-C =130 mgsdL,
LDE-C =100 mg/dL

Quanttative risk score reaching the
high-risk threshoid
Very high  ASCVD non-HDOL-C <100 mafdL, non-HDL C =103 mg/dL,
Diabetes mellitus (type 1 or 2} LDL-C =70 mg/cL LDL-C =70 mg/dL
=2 Oher major ASCVD risk factors

. . . . or grvidence © n damage
Topics in é?ﬁ%ga




SUT izin veriyor mu ?

LDL DEGERLERI

EK RISK FAKTORLERI

190 mg/dL nin ustinde oldugu durumlar

Risk faktort aranmaz

160 mg/dL nin ustinde oldugu durumlar

2 Risk faktort aranir

130 mg/dL nin ustinde oldugu durumlar

3 risk faktoru aranir

100 mg/dL nin ustinde oldugu durumlar

Ancak Diabetes mellitus,Akut koroner sendrom,gegirilmis

|,gecirilmis inme,Koroner arter hastaligi,Abdominal aort
nevrizmasi veya karotid arter hastalig olanlarda RISK
AKTORUNE gerek olmadan baslanir.(Bu durumda
adece 1 tane tetkik yeterlidir.)




SUT ne diyor ?
TEDAVIYE BASLAMAYA ESAS OLAN ILK UZMAN HEKIM RAPORUNDA

» Rapor oncesi son 6 ay iginde 130,160 ve 190 mg/dL degerleri igin en az bir hafta ara ile 2 defa olmak Gzere kan
lipid diizeylerinin her ikisinde de yiiksek oldugunu gdsteren tetkik sonuglan belirtilir. ( TETKIK SAYISI IKIYE
CIKARILMISTIR.)

» Rapor stresi boyunca tetkik sonuglan degerlendiriimeye alinmaz.

= Raporun yenilenmesinde lipid dizeyini gdsteren yeni bir tetkik sonucu istenmez.

= Bu ilaglar uzman hekim raporuna dayanilarak tim hekimlerce recete edilir.

= ANCAK; Statinlerin 40 mg ve uzeri etken madde igeren dozlan (kombinasyonlan dahil) Kardiyoloji,Kalp ve
s |
Damar Cerrahisi ,endokrinoloji uzman hekimlerince dizenlenecek uzman hekim raporuna dayanilarak bu

hekimlerce recete edilir.




Hipertrigliseridemi

e Pankreatite yol acabilir.



TRGL >200 ma/dl olasiliai

L W TR WO B | D DR BN

TRGL >200 mg/dl olasihgi

edavisizler 2615

Pl+ NMNRTI
kullanalarda 2654

MNMNRT I kullanalarda
2632

P! kullanalarda % 40}




Hipertrigliseridemi (>500 mg)

CYP450 ADLANDIRMA SISTEMI

CYP3A4

CVF « Sitokrom P450
© — Familya (> 40% sekans benzerl|
A = Alt-familya (> 55% sekans
* — Spesifik genlenzim (izozim. izoenzim)




Balik Yagi Etkin ! (RCT)

Clinical
Infectious
Diseases

Volume 41, Issue 10
15 November 2005

Article Contents
Abstract
Methods

Results

Randomized Study of the Safety and
Efficacy of Fish Oil (Omega-3 Fatty Acid)
Supplementation with Dietary and Exercise
Counseling for the Treatment of
Antiretroviral Therapy—Associated
Hypertriglyceridemia @

David A. Wohl &, Hsiao-Chuan Tien, Marjorie Busby,

Catherine Cunningham, Beth MacIntosh, Sonia Napravnik, Elisheva Danan,

Kimberly Donovan, Mina Hossenipour, Ross J. Simpson

Clinical Infectious Diseases, Volume 41, Issue 10, 15 November 2005, Pages
1498-1504, https://doi.org/10.1086/497273
Published: 15November2005 Article history v
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From: Randomized Study of the Safety and Efficacy of Fish Oil (Omega-3 Fatty Acid) Supplementation with

Dietary and Exercise Counseling for the Treatment of Antiretroviral Therapy—Associated Hypertriglyceridemia
Clin Infect Dis. 2005;41(10):1498-1504. doi:10.1086/497273
Clin Infect Dis | © 2005 by the Infectious Diseases Society of America



Hiper trigliseridemi (>500 mg)

Kollestirmain :
e Onerilmez Nl

o ART emilimini de azaltiyor.

Ezetemib (GIS'den emilim engelliyor)

Ama (AIDS'lilerde) faydasiz !

BMC Infect Dis. 2014; 14: 497.




Lipodistrofiye glukoz met boz. eslik ediyor. |

B HIV with Lipodystrophy
1 Control
" HIV Control

Age, gender & BMI
matched controls
from Framingham
Offspring Cohort

2Hr Glucose > 200 2Hr Glucose > 140
mg/dL mg/dL




Hipertansiyon i¢cin FARKLI GORUSLER

« HIV + grupta HT sikligi fopluma gére 3 kat fazla
o Nephrol Dial Transplant. 2004 Sep;19(9):2250-8

J Clin Endocrinol Metab. 2007;92(7):2506.

« HIV +grupta HT sikhgi farksiz.

o JHypertens. 2008 Nov;26(11):2126-33.

. Insiilin direnci ve metabolik sendrom varsa HT riski fazla




Sigara biraktirma >7%40 iizerinde etkin

2015 May 1:60(9):1415-23. doi: 10.1083/cid/civ013. Epub 2015 Jan 16.

Myocardial infarction among Danish HIV-infected individuals: population-
attributable fractions associated with smoking.

BgamusmLQ‘. Helleberg M?, May MT3, Afzal S*, Kronborg G°, Larsen CS®, Pedersen C', Gerstoft J2, Nordestgaard BG*, Obel
N<.

+ Author information

Abstract
BACKGROUND: Human immunodeficiency virus-infected individuals have increased risk of myocardial infarction (Ml);
however, the contribution from smoking and potentiating effects of HIV are controversial.

METHODS: From the Danish HIV Cohort Study and the Copenhagen General Population Study, we identified 3251
HIV-infected individuals and 13 004 population controls matched on age and gender. Data on M| were obtained from
the National Hospital Registry and the National Registry of Causes of Death. We calculated adjusted incidence rate
ratios (alRR) for risk of M| and population-attributable fractions (PAF) of Ml associated with smoking.

RESULTS: In never smokers, HIV was not associated with an increased risk of Ml (alRR, 1.01; 95% confidence
interval [CIi], .41-2.54). In previous and current smokers, HIV was associated with a substantially increased risk of M|
(alRR, 1.78; 95% ClI, .75-4.24 and alRR, 2.83; 95% CI|, 1.71-4.70). The PAF associated with ever smoking (previous
or current) was 72% (95% CI, 55%-82%) for HIV-infected individuals and 24% (95% CI, 3%-40%) for population
controls. If all current smokers stopped smoking, 42% (95% CI, 21%-57%) and 21% (95% CIl, 12%-28%) of all Mis
could potentially be avoided in these 2 populations.

CONCLUSIONS: Smoking is associated with a higher risk of Ml in the HIV-infected population than in the general
population. Approximately 3 of 4 Mis among HIV-infected individuals are associated with ever smoking compared with
only 1 of 4 Mls among population controls. Smoking cessation could potentially prevent more than 40% of MIs among

HIV-infected individuals, and smoking cessation should be a primary focus in modern HIV care.




Sigaranin birakiimasi

Tiitian kullanan HIV-pozitif bireyler, sigaranin Dirakdmasinin sadhk twerindski clas) varadarn konusunda blinglendinlmelidin, buntar, (anke iligkili hastahklarn
geligme riskinin azalmas), tWtdnle L3kl meveut hastalikiann llerlemesinde yavagiamsa ve yagam beklentiainin ortalama 10 yil artmas: geklinde s:raianabillir,
Asadidaki ik soruyu tamsl aan akig gemesin clzent olarak dageriendinn

LV ot bld bbres abtif mlasale ok "“Eﬁ‘?ﬁ’“w N T 7

‘ Yy ‘.,n.‘ al
'c\\.‘ cmnné@kzv_m't&'fmmam_t;" ..\Am_‘:*e'é_.‘:__‘

Evel 1 Hayir
‘ ' Sigaranin birskdmas: gerektyine dair kisa Sigara xullsnmanin sagiikia ligkil Sigaradan uzak
ve net ifade kullamin ~ soruglann ve birakmanin yarardanm durmaya devam
agikisyin etmesl konusunda
. tagvik edn

Evet [ | Hayir
Biligsel-davran: Yureklendirici
Farmakoterapl ' damgmannk,u : stratajl .
Sigaray: azalimay)

http://www.eacsociety.org/files/guidelines-8.1-turkish.pdf




Figure 1. Mechanisms involved in CV risk in
HIV population

HIV 'e 62GUN
DEGIL

HIV 'e OZGUN

Degistirilemez
- Age
- Gender « Chronic inflammation
- Ethnicity - Mode of HIV acquisition
- Family history (eg, MSW, MSM)

o3 = =) == ===} - - = == L - - == == = = == '
- Lipids - Viral load
- Body weight - Co-infections (eg,
- Blood pressure HCV, CMV)
- Smoking - ART
T arE - Comorbidities (eg,
Degistirilebilir

diabetes)
- Sedentary lifestyle



ART degiskligi icin secenekler

o Yillik KVS riski 2% 20%ise riskli

e Pl/r yerine NNRTI, INSTI veya metabolik etkisi az olan bagka bir Pl/r kullan.
e Stavudin'i degistir (Lipoatrofi//Dislipidemi)
e ZDV // ABC yerine TDF kullanmayi dene

http://www.eacsociety.org/files/guidelines-8.1-turkish.pdf



SONUC OLARAK

« HIV + hastada inflamasyon fazla

« Hem HIV viremisi hem de ART KVS riskili...
« Erkenden ART basla

« ART yan etkilerini izle

. Diizenli egzersiz dner... (20 dk/ giin / min)
« Sigarayi biraktir.

KVS riski yilda en az bir kez degerlendir.

o Lipidleri digdr.

Hastaya uygun diyet 6ner, yagdan kisith diyet éner.







AIDS'li hastada neden KVS hastaligi fazla ?

« Ateroskleroz mekanizx

Sistemik
inflamasyon

Endotel ART

disfonksiyon Pl

u EFV
ABC

Arteriyel
inflamasyo
n

AIDS: 2016;30: 1495-1509



