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Genel Bakis : Sorun Ne ?

AIDS ve infeksiyonla iliskili mortalite

e Subklinik ateroskleroz !

 Semptomatik aterosklerotik
kardiyovaskuler hastalik —
MORBIDITE

 Kardiyovaskiiler MORTALITE —




Aterosklerotik KV riski ve HIV

e Klinik kohortlar 2 HIV (+) =2 1,5 x insidans

* ABD sigorta verileri:
KKH insidansi T x6,76 erkekler, T~ x2,47 kadinlar)

e Akut MI riski (diger risk fx,komoribditelere gore
duzeltilmis): HR 1.48 !!

 ABD referans hastane verileri, Ml riski:
RR 1.75, 95% Cl 1.51-2.02



Sub-klinik Ateroskleroz ve HIV

* Genc¢ populasyonda yapilan calismalar

* “Surrogate” son-nokta olan parametreler:
Intima-media kalinhgi
USG ile [Umen ici plaklar
BT ile koroner arter kalsifikasyonu
BT ile koroner plak tayini

* ... Son noktalar ile gelecekteki KV olaylar ile
KORELASYON (+) (HIV - bireylerde) !



IMT

Asemptomatik orta riskli hastalarda
ateroskleroz varligi degerlendirmesi

(kalinlasma > 0,9 mm, plak)




IMT ve HIV

* Cogu calismada HIV (+) bireylerde IMT

e META-ANALIZ : Fark var ama cok az : 0.04 mm
(95% Cl 0.02-0.06)

* 300 HIV (+) hastanin 2,4 yil izleminde:

Karotid Plak orani daha fazla (%50 vs %23) =2 HIV (+) ise
daha hizl seyir...

e Tedavilerin IMT etkileri farkli olabilir ...



Koroner arter kalsifikasyonu,
JELE ]

* HIV (+) vs. benzer kardiyovaskuler risk skorlarina
sahip HIV (-) = prevelans orani 1.13, (95%ci 1.04-1.23)

* Ozellikle kalsifiye olmayan plaklar daha fazla
e PLAK varligi = vyas, dlistik CD4, ART siresi iliskili

e Plak olan HIV + hastada statin verilirse ?
Lancet Infect Dis. 2015,2(2):e52

Plak volim



KV Hastalik/subklinik ateroskleroz
ve HIV... neden?

* HIV hastalarinda geleneksel KV risk
faktorlerinin halihazirda yuiksek oranda
bulunmasi ?

* HIV infeksiyonunun kendi etkileri ?

* Verilen tedavilerin yan-etkileri ?
(toksisite +/- dislipidemi)



KV Hastalik/subklinik ateroskleroz
ve HIV... neden?

* HIV hastalarinda geleneksel KV risk
faktorlerinin halihazirda yuksek oranda
bulunmasi ?

* HIV infeksiyonunun kendi etkileri ?

* Verilen tedavilerin yan-etkileri ?
(toksisite +/- dislipidemi)



HIV (+) hastalarda “geleneksel” KV
risk faktorleri

* Dislipidemi
(duistiik HDL, artmis TG, metbolik sendrom, ART bagimsiz?):
Degisik ilaclarin degisik etkileri?
* Hipertansiyon
(%21 vs %16, ART etkisi? >5 yil kullanim)
* Diabetes Mellitus
(4,7/100 yil HIV+ vs 1,4/100 yil HIV(-) ..MACS c¢alismasi
* Sigara

(HIV + kohortlarda daha fazla ... APROCO vs MONICA kohort,
%42 vs %21 ABD taramasi, diger lilkeler %57-72 sigara
kullanimi!!)



HIV (+) hastalarda “geleneksel” KV
risk faktorleri

* Risk faktorleri toplum ortalamasindan bile yuksek!

KV risk faktorleri ile MUCADELE edilmeli



Kardiyovakuler Riske Dikkat!

* Yas >40

e Sigara icenler / birakmislar

* Hipertansiyon hastalari

* Diabetes Mellitus / metabolik sendrom

e Bel cevresi >90cm kadin, >110 cm erkek
* Aile hikayesi (erken KV hastalik, DM)



Ik bakista KV Risk Icin...

* Aclik lipid profili

 DM? (AKS, HbA1c)

 Sigara (sormaniz bile yetebilir!)

* Aile hikayesi

e Kan basinci 6lcimu (Yeni kilavuzlara dikkat!)

* Bel cevresi

* Vicut kitle indeksi hesaplamak

* Diyet ve egzersiz (yasam stilinin degerlendirilmesi)

e Efor anginasi, efor kapasitesi?, dispne, palpitasyon,
senkop,vb)



KV Hastalik/subklinik ateroskleroz
ve HIV... neden?

* HIV hastalarinda geleneksel KV risk
faktorlerinin halihazirda yuiksek oranda
bulunmasi ?

* HIV infeksiyonunun kendi etkileri ?

* Verilen tedavilerin yan-etkileri ?
(toksisite +/- dislipidemi)



Aterosklerozun patogenezi
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Ateroskleroz icin...

* Inflamasyon
* Immuin disreguilasyonu (T hiicre, monosit) sCD163 r
* Endotel disfonksiyonu

e Plak ruptlra

e Koagulasyon

» Ko-infeksiyon (CMV, HSV, HCV)
n

* Geleneksel Risk Faktorleri



Inflamasyon

* Inflamasyon = endotel disfonksiyonu = protrombotik
ortam, plak rliptiiru

« HIV (+) > CRP, IL-6

* CRP: LDL baglanarak makrofajlarca alimini arttirir,
adezyon molekullerini, IL-6, MCP-1 arttirarak plaktaki
immun hucre birikimi kolaylastirir

* CRP: Neden / sonug?
* hS-CRP :
» <1, 1-3, >3 mg/L Stabil KKH, akut MI, KKY,PAD, AF

» Statin tx ile CRP azalmasi = prognoz!
(AFCAPS/TexCAPS, JUPITER, PROVE-IT TIMI 22, A to Z)



Inflamasyon-2

 HIV (+) hastada T CRP :
bagimsiz mortalite prediktori
* HIV + ve CRP yuksek hastalarda Ml riski : x4
* ART ile CRP etkisi ve KVH iliskisi ????

e IL-6: T IL6 = KV olaylar, total mortalite
iliskili (smarT)

* ART modalitesi = inflamasyon etkisi & KV
olaylar ?? Net degil (abacavir)



HIV infeksiyonu ve Dislipidemi

* ART almayan hastalarda da dislipidemi +

* Makrofajlardan kolesterol ¢ikisinin HIV
tarafindan inhibisyonu?

* ABCA-1 bagimli (ATP-binding casette transporter-1)
kolesterol “efflux” HIV tarafindan inhibe
ediliyor!

* ART 6ncesi devirler = Yiiksek TG (viremi ile
korelasyon!), dusuk HDL, dusuk LDL



KV Hastalik/subklinik ateroskleroz
ve HIV... neden?

* HIV hastalarinda geleneksel KV risk
faktorlerinin halihazirda yuiksek oranda
bulunmasi ?

* HIV infeksiyonunun kendi etkileri ?

* Verilen tedavilerin yan-etkileri ?



HIV tedavisi ve KV olaylar

* ART alan hastalarda KV olay riski tedavi almayan HIV
hastalarina gore daha yiiksek ? = Cogu kohort sonucu bu
... (benzer olduguna dair veriler de yok degil!)

 D:A:D Calisma Grubu: Prospektif MI riski
Kiimilatif ART maruziyeti arttikca risk 1
Her yil icin ... RR 1.26, 95% Cl 1.12-1.41

ART ile Mi iliskisi T.kolesterol ve TG seviyelerine gére diizeltmeden
sonra da SURUYOR...

??? ART ve KV olaylar = ilac¢ direkt etkisi + dislipidemi etkisi?

.. yine de: Artmis CD4 sayisi, diisik HIV RNA = Mi riski dustiyor |
(bazi calismalarda, D:A:D kohortu haric) + ART ara verilmesi 2 Ml
riskini ARTTIRIYOR! (SMART)

ABACAVIR (Ml risk artisi ?7?)



ART

* Degisik siniflarin lipid

ve Lipidler

orofili Gzerine FARKLI etkileri(+)

* Sinif i¢i ajanlar arasinda farklar (+)

* Ritonavir = TG, LDL, T.

ol artisi, HDL dususu

* Kombinasyon: Atazanavir + Rit > Lopinavir + Rit

Darunavir + Rit > lopinavir + Rit

* Non-nuleozid RT inhibitorleri: Nevirapine, rilpivirine

* NUukleozid RT inhibitorleri: Tenofovir, emtricitabine

* Integraz inhibitorleri: Raltegravir, dolutegravir



Kardiyovaskiler Risk: Skorlar

* Global KV risk kavrami
* Framingham

* SCORE

 DAD

* ASCVD — pooled cohort

e 5-10 yillik riskin degerlendirilmesi vs “yasam boyu
risk”



Global KV Risk (Framingham

Framingham Coronary Heart Disease Risk Score

Framingham Coronary Heart Disease Risk Score @

Total Cholesterol
Age

HDL Cholesterol
Sex

Systolic BP . Male

Blood Pressure O Female

Being Treated
with Medicines Smoker

: ves

No

* | Yes

Total Cholesterol
3.3
%

Risk of Heart Attack or Death In Next 10 Years

HDL Cholesterol D No

Systolic BP Total Cholesterol

Blood Pressure HDL Cholesterol
Being Treated
with Medicines
+ Yes

Systolic BP
¥ 140

Blood Pressure

1 1 _4 Being Treated
%

with Medicines

Risk of Heart Attack or Deatn In Next 10 Years

234

Risk of Heart Attack or Deatn In Next 10 Years

How To Use



Global KV Risk (ASCVD

»

tools.acc.org ¢

ASCVD Risk Estimator screen save on mac - Google Search

Clinicians Patients

ASCVD Risk Estimator*

10-Year ASCVD Risk Lifetime ASCVD Risk
calculated calculated
2.5% i 50% =
.
th risk with
1.2% i 5% i
- s factors

Gender Race
m Female O White
African American
HDL - Cholesterol (mg/dL) Total Cholesterol (mg/dL) Other
55 Z 200

Systolic Blood Pressure
Diabetes Treatment for Hypertension

Yes m Yes No

140

Smoker

- I

AMERICAN 2 American
“OLLEGE of o Heart
“ARDIOLOGY Association.




Global KV Risk (ASCVD)-2

Recommendation
Based on the data entered (assuming no clinical ASCVD and LDL-C 70-189 mg/dL):

o Gender: Male

o Agerdb

+ Race: White/Other

+ Total Cholesterol: 200

o HDL-Cholesterol 55

s Systolic Blood Pressure: 140
+ Hypertension Treatment: Yes
+ Diabetes: No

+ Smoker: No

Not In Statin Benefit Group Due To 10-Year ASCVD Risk <5%

In individuals for whom after quantitative risk assessment a risk-based treatment decision is uncertain, additional factors may be considered to inform treatment decision making. These factors may include primary LDL-C 2160 mg/dL or other
evidence of genetic hyperlipidemias, family history of premature ASCVD with onset <55 years of age in a first degree male relative or <65 years of age in a first degree female relative, high-sensitivity C-reactive protein 22 mg/L, CAC score 2300 Agatston
units or 275 percentile for age, sex, and ethnicity, ankle-brachial index <0.9, or elevated lifetime risk of ASCVD. Additional factors may be identified in the future. (IIb C)

Lifestyle Recommendations

AHAJACC quidelines stress the importance of lifestyle modifications to lower cardiovascular disease risk. This includes eating a heart-healthy diet, reqular aerobic exercises, maintenance of desirable body weight and aveidznce of tobacco products.




Global KV Risk (SCORE
SCORE - European High Risk Chart
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Note that a low total cardiovascular risk in a young person may conceal a
rra, Austria, Belgium®, high relative risk; this may be explained to the person by using the relative risk
chart. As the person ages, a high relz K will translate into a high total
hart with a falling €YD mortality rate, and under estimated if it is rising.
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Use the high risk charts in other European countries. Of these, Another approach to explaining risk to yaunger persons
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hypertensive smoker has a risk of 4%, which is the same as a 65 year old with
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3. Previous smoker?

4. Smoker?

5. Family CVD history?

6. Diabetes?

7. Abacavir treatment?

“Male” Female

D:A:D(F) SKORU

8. Pl exposure:

9. NRTI exposure:

10. CD4 cell count:

Cells/L

11. Systolic blood pressure: € mmHg ¥

12. Total cholesterol:

i mg/dL

mg/dL




Risk Skorlari Benzer mi?

DO1: 10.1111/hiv. 12300
© 2015 British HIV Association HIV Medicine (2015)

ORIGINAL RESEARCH

Cardiovascular risk prediction in HIV-infected patients:
comparing the Framingham, atherosclerotic cardiovascular
disease risk score (ASCVD), Systematic Coronary Risk
Evaluation for the Netherlands (SCORE-NL) and Data
Collection on Adverse Events of Anti-HIV Drugs (D:A:D)
risk prediction models

M Krikke,' RC Hoogeveen,' AIM Hoepelman,' FLJ Visseren? and JE Arends'

Results
A total of 997 HIV-infected patients were included in the study: 81% were male and they had a
median age of 46 [interquartile range (IQR) 40-52] years, a known duration of HIV infection of

6.8 (IQR 3.7-10.9) years, and a median time on ART of 6.4 (IQR 3.0-11.5) years. The D:A:D,
ASCVD and SCORE-NL models gave a lower cumulative CVD risk, compared with that of the
FHS-CVD and FHS-CHD models. Comparing the general CVD models with the D:A:D model, the
FHS-CVD and FHS-CHD models only classified 65% and 79% of patients, respectively, in the
same category as did the D:A:D model. However, for the ASCVD and SCORE-NL models, this
percentage was 89% and 87%, respectively. Furthermore, FHS-CVD and FHS-CHD attributed a
higher CVD risk to 33% and 16% of patients, respectively, while this percentage was < 6% for
ASCVD and SCORE-NL.

Conclusions

When using FHS-CVD and FHS-CHD, a higher overall CVD risk was attributed to the
HIV-infected patients than when using the D:A:D, ASCVD and SCORE-NL models. This could
have consequences regarding overtreatment, drug-related adverse events and drug-drug
interactions.




Risk Skorlari Benzer mi?

Clin Infect Dis. 2016 December 01; 63(11): 1508-1516. doi:10.1093/cid/ciw615.

Cardiovascular Disease Risk Prediction in the HIV Outpatient
Study

Angela M. Thompson-Paul'-2, Kenneth A. Lichtenstein*, Carl Armon?®, Frank J. Palella Jr8,
Jacek Skarbinski', Joan S. Chmiel®, Rachel Hart®, Stanley C. Wei', Fleetwood Loustalot®,
John T. Brooks!, and Kate Buchacz!

Results —From January 2002 through September 2013, 195 (8.5%) HOPS participants
experienced an incident CVDy event in 15 056 person-years. The FRS demonstrated moderate
discrimination and was well calibrated (C-statistic: 0.66, E'O: 101, P= 89). The PCE and D:AD
risk equations demonstrated pood discrimination but were less well calibrated (C-statistics: 0.71
and 0.72 and E/O: 0.88 and .80, respectively; F< 001 for both), whereas SCORE performed
poorly (C-statistic: 0.59, EfO: 1.72; P= 48).

Conclusions—Only the FRS accurately estimated risk of CVD events, while PCE and D:A'D
mnderestimated nisk. Although these models could potentially be nsed to rank US HIV-infected
individuals at higher or lower risk for CVD, the models may fail to identify substantial nombers of
HIV-infected persons with elevated CVD risk who could potentially benefit from additional
medical treatment.




Risk Skorlari Benzer mi?

JAMA Cardiol. 2017 Feb 1;2(2):155-162. doi: 10.1001/jamacardio.2016.4494.

Assessing and Refining Myocardial Infarction Risk Estimation Among Patients With Human
Immunodeficiency Virus: A Study by the Centers for AIDS Research Network of Integrated
Clinical Systems.

RESULTS: Of the 11 288 patients with complete baseline data, 6904 were white and 9250 were men. Myocardial infarction rates were higher
among black men (6.9 per 1000 person-years) and black women (7.2 per 1000 person-years) than white men (4.4 per 1000 person-years)
and white women (3.3 per 1000 person-years), older participants (7.5 vs 2.2 M| per 1000 person-years for adults 40 years and older vs < 40
years old at study entry, respectively), and participants who were not virally suppressed (6.3 vs 4.7 per 1000 person-years for participants
with and without detectable viral load, respectively). The 2013 Pooled Cohort Equations, which predict composite rates of Ml and stroke,
adequately discriminated MI risk (Harrell C statistic = 0.75; 95% CI, 0.71-0.78). Two data-derived models incorporating HIV-specific
covariates exhibited weak calibration in a validation sample and did not discriminate risk any better (Harrell C statistic = 0.72; 95% CI, 0.67-
0.78 and 0.73; 95% CI, 0.68-0.79) than the Pooled Cohort Equations. The Pooled Cohort Equations were moderately calibrated in the
Centers for AIDS Research Network of Clinical Systems but predicted consistently lower Ml rates.




EACS KILAVUZ

Tam fibbi dyki (asagicakieri | + +  kziyarette  Hasta farkl bir hizmet birimine sevk edidiginde
kapsayacak Sekilde) deqerendirmeyi tekrarlayin
+ Alle Gykasi (om. + Ik ziyarette ~ Erken KVH: birinci dereceden akrabada 32-4

erken KVH, diyabet, kardiyovaskiler olaylar (grkek < 39, kadin < 63 i)
hipertansiyon, KBH)

Kardiyovaskiller  Risk degeriendimesi KVH buiunmayan >40 yasindaki {um erkekler ve
hastallk (Framingham skor") >3 yasindaki im kadinlarda yapima

EKG - Yillk leim sorunlan yapma ofasidl bulunan ART bask-
anmadan once EKG yapiimas! oneniir
Hipertansiyon  Kan basinci Yilk

Lipitler TK, HDLK, LDLK, TG Yillk TIbDi qirisim icin kullanifacaksa aclik halinde
ani 2 § saat kalor alimi oimadan| tekraria




EACS KILAVUZ

Gelecek 10 il igin KVH riskini
degerlendirin®

¥

Tim bireylere diyet ve yasam
tarzina iliskin Gnerileri yapin

Eder 10 yillik KVH riski = %20
ise ARTYi degjistirmeyi diistntn'"

v

Sigara kullanma (bakiniz sayfa 31)

Onemii ve degistirilebili risk faktdrlerini belirieyin"

xlf

W

| Kan basinci

| |Koagilasyon

| |Glikoz

|| Lipitier

N

N2

N

N

SKB 2 140 veya DKB 2 90 mmHg
ise (6zellikle de 10 yilik KVH riski
> %20 ise) tedavi baslayin

KVH varlidi gdsterilmisse veya
yas 2 50 ise ve 10 yillik KVH riski
%20 ise ilag baslayin

DMYyi dogrulayin ve ilag tedavisine
baslayin

KVH veya tip 2 diyabetin varlidi
gésteriimisse veya 10 yillik KVH
riski = %10 ise ilac tedavisi’

¥

Vv

N

W

Hedef

Hedef - yok

SKB < 140

W

DKB <90

Asetil salisilik asit 72-100 mg ile

v

tedavi etmeyi distnin'

Hedef
HbA1C < %6,5-7,0

Hedef "/

W

Optimal

Standart

TK

| Tedavi (bakiniz Sayfa 36)

<4 (155)

<5(190)

LDL

Tedavi (bakiniz sayfa 33-25)

<2(80)

<3(115)

W

Tedavi (bakiniz sayfa 32)




EACS KILAVUZ

Drugs used to lower LDL-c

Drug class Side effects Advise on use of statin together with ART
usewithPlr  use with NNRTIs

Statin(i! amwastatm i) 10-80 mg qd Gastrointestinal Start with low dose!v! Consider higher dose'""
symptﬂms ) (max: 40 mg)
u'urastatln' " 20-80 mg qd headache, insomnia, Consider higher dosel | Consider higher dose!v!

rhabdomyolysis (rare) : -
20-80 mg qd and toxic hepatitis C{mSIdr higher Consider higher dose'"'
rosuvastatin'™! 5-40 mg qd Start with low dose'”! Start with low dose!™!
(max: 20 mg)

10-40 mg qd Contraindicated

Intestinal cholesterol ezetimibel™) 10 mg qd Gastrointestinal Mo known drug-drug interactions with ART
absorption inhibitor (1) symptoms
PCSK%inhibitor™ evolocumab 140 mg 2 weekly or Mo drug-drug interactions anticipated

420 mg monthly

Fitavastatin has as yet no morbidity/mortality tnal data to support its
se but may have advantages of fewer drug-drug interactions




Hypertension: Diagnosis, Grading and Management

Other risk factors, asymp-
tomatic organ damage or
disease

Blood pressure (mmHg)

Blood pressure (mmHg)

Blood pressure {(mmHg)

Blood pressure (mmHg)

High normal SBP
130-139
or DBP 85-89

Grade 1 hypertension
SBP 140-159
or DBP 90-99

Grade 2 hypertension
SBP 160-179
or DBP 100-109

Grade 3 hypertension
SBP = 180
or DBP = 110

No other risk factors

= Mo BP intervention

» Lifestyle changes'! for
several months

+ Then add BP drugs
targeting < 140/90

» Lifestyle changes!'! for
several weeks

» Then add BP drugs
targeting < 140/90

» Lifestyle changes!"
= Immediate BP drugs
targeting < 140/90

1-2 risk factors

= Lifestyle changes'’
= Mo BP Intervention

» Lifestyle changes!! for
several weeks

+ Then add BP drugs
targeting < 140/90

= Lifestyle changes'’ for
several weeks

= Then add BP drugs
targeting < 140/90

= Lifestyle changes!’
» Immediate BP drugs
targeting < 140/90

= 3 risk factors

= Lifestyle changes'’
= No BP intervention

= Lifestyle changes'" for
several weeks

+ Then add BP drugs
targeting < 140/90

= Lifestyle changes'
= BP drugs targeting
< 140/90

= Lifestyle changes!’
= Immediate BP drugs
targeting < 140/90

Organ damage, CKD stage
3 or diabetes

» Lifestyle changes(’
» Consider blood pressure
drugs targeting < 130/80

« Lifestyle changes'!

+ BP drugs targeting
< 140/9000

= Lifestyle changes'’
= BP drugs targeting
< 140/9000

= Lifestyle changes!”
» Immediate BP drugs
targeting < 140/90(")

Symptomatic CVD, CKD
stage = 4 or diabetes with
organ damage/risk factors

» Lifestyle changes!"
» Consider blood pressure
drugs targeting < 130/80

= Lifestyle changes'
+ BP drugs targeting
< 14079010

= Lifestyle changes''
= BP drugs targeting
< 140/900i

= Lifestyle changes''
» Immediate BP drugs
targeting < 140/90("




Hypertension: Drug Sequencing Management

Choosing drugs'’ for persons newly diagnosed with hypertension Abbreviations + details

ACE inhibitor (e.g. penindopril, lisinopril or ramipril) or low cost angioten-
sin receptor blockers (ARB) (e g. losartan, candesartan)

A
2 55 years or black""! C Dihydropyridine calcium-channel blocker (e.g. amlodipine). If not
person of any age tolerated or if deemed at high risk of heart failure, "D’ drugs can be used

instead. Where a C drug is preferred but not tolerated, verapamil or

increase plasma concentrations of these calcium-channel blockers,
J J

potentially leading to toxic reactions)

D Thiazide-type diurefic* e.g. indapamide or chlorthalidone
Some calcium-channel blockers interact marginally with the pharmacoki-
+ netics of ARVs, see Drug-drug Interactions between Antihypertensives
A+ C +D" + spironolactone (12.5 to 50 mg) and ARVs

Black persons are those of African or Carnibbean descent, and not mixed
race, Asian or Chinese persons

Add"" a-blocker (e.g. doxazosin [slow release]) or B-blocker (e.g. bisopro- Wait 4-6 weeks to assess whether target, see page 40, is achieved; if

lol). Refer to specialist. not, go to next step
v Requirement of 4-5 drugs to manage hypertension needs specialist

training
This excludes thiazides (e.g. hydrochlorothiazide (HCTZ), bendroflume-
thiazide etc.)




HIV ve Diger KV Hastaliklar

* Miyokardit (asemptomatik / KMP)
 KMP : ART oncesi sik
* ART devrinde meta-analiz:
diyastolik disfonksiyon: %43.4,
sistolik disfonksiyon: % 8.3 (eko)

 KMP etyoloji ? KAH, ilag istismari, alkol, ilag
toksisitesi, miyokardit (opp. infeksiyon? HIV, inflamasyon?)

* Perikardit: ART sonrasi nadir!
(AIDS: %10-40 efiizyon, ART sonrasi 1/400)



HIV ve Diger KV Hastaliklar

* Perikard eflizyon:

cogu idiyopatik, Tbc, lenfoma/sarkom, S.aureus =2
kotli prognoz gostergesi, bliylik efuzyonlarda
teshise yonelik drenaj

* Uzun QT :

HIV = KCNH2 protein ekspresyonu inhibe eder->
Bagh K akimlarinda degisiklikler > QT uzamasi +
llaglarla ya da etkilesimleri ile QT uzamasi

* Proteaz inhibitorleri ile PR uzamasi



...ne yapalim?

* Geleneksel KV risk faktorleri sorgulanmal,
modifiye edilmeli (SIGARA!!!)
* KV risk global olarak degerlendirilmeli
(baslarken ve aralikh olarak)

* KV risk skorlari yararli

Framingham, SCORE (ESC — TKD)
ASCVD - “pooled cohort” denklemleri

* Bu skorlar HIV igin spesifik DEGIL!!! (D:A:D?)

* Riski OLDUGUNDAN AZ/FAZLA
GOSTEREBILIRLER!!!!



...ne yapalim?

* Pankreatit riskine dikkat ederek TG yuksekligi
Tx - FIBRATLAR

* Global KV Riske gore Statin Tedavisi
(Simvastatin XX)

e ASA tedavisi, anti-HT tedavi, DM kontrolu

* ART tedavisinin global KV riske/ mevcut
KVH/dislipidemiye gore modifikasyonu?



Sabriniz icin tesekklirler....




