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Al kardesim parasutq,
acllmazsa geri getirirsin



~ Konular daginik
Icimden gelenleri hizlaca
soylemek istiyorum

Dikkat etmezsek hastalardaki PERDO'VITES orani artacak

Bazen bir vida eksikligi dev bir ugcagi dustrur



Doktorluk zorlasiyor mu?

* Sosyal medya doktorlugu ¢igirindan gikti. Kelime oyunu var.
Ornegin;%70’e varan indirim mantigi

* ChatGPT ve Google doktorlugu. Hasta size muayeneye gelmeden
once bakip geliyor ve sorgu listesi ¢ikariyor

* Hasta size degil iist komsuya veya eczaci kalfasina inaniyor



Uyku apne icin ne yapiyoruz

Sadece horlama ile seyreden hastalik mi?



Uyvku apneli iseniz gece boyunca sizi kdpek
kovaliyor....adrenalin......Hlcreler gece boyunca
hipokside kaliyor

Signs and symptoms

- Restless/intermittent sleep,

recurrent awakenings
daytime sleepiness, fatigue,
impaired concentration

= Apnoea, snoring

Obstructive sleep apnoea

I

Pathophysiology

« Intermittent upper airway

obstruction during sleep

Diagnosis

» Overnight ambulatory

RS

N

UYKU-APNE
SENDROMU

(KGPEK KOVALIORMUS
GIBI UYUMAK)

polysomnography HFrEF HFpEF
+ Increased neck circumference «—— .
* Uyku apne bosanma sebebi
Treatment
« Atrial fibr!llation
) g:s;ifgm;auim 24 h ABPM « Weight loss . N/'gSkﬁll ve daha sonra diren;li
- CPAP 7/24 hipertansiyon ve
g e komplikasyonlari aort anevrizma,
a.fibrilasyon, KY vb daha sik
@esc— - Daha kétii diyabet
Figure 15 S.ummary of c?bstructive .sl.eep .apnoea as a common form of secondary hypertension. AF, atrial fibrillation; ABPM, ambulatory blood pres- . Gece terl emele ri
sure monitor; CPAP, continuous positive airwa; y pressure.

» Trafik kazasi daha sik
 Demans daha hizli



Geng yaslardaki aort anevrizmalarinin en sik
sebeplerinden birisi uyku apnedir

Normal Aorta Before Surgery

* Mekanizma cok basit

* Uyku apnede olusan
hipertansiyon ve hipoksi
nedeniyle damar duvarindaki
hasar aortu genisletiyor

instagram
prof.dr.huseyinoflaz



Aort koku ve cikan aort genisleme ya da

anevrizmasi icin EKG GATED TORAKS BT ANJIO

istenmeli
* Dliz toraks BT anjiografide aort koki net dl¢lilemez

* Aort kokiiniin (root) dogru olciimii icin ekg gated toraks BT anjio
istenmeli

* Aort koku genis ama ¢ikan aortu normal hastalarda bazen sadece
aort koku genisligi icin operasyon gerekir
Aortic Root Aneurysm Ascending Aortic Aneurysm




Endirezis nokturna
(gece altina idrar kacirma) ve
uyku apne (OSA)

5. Conclusions

Based on our findings, we can draw the following conclusions:

+ Nocturnal enuresis can be considered one of the first signs of OSAin children.

+ The prevalence of NE is significantly higher in children diagnosed with OSA compared with healthy children.

+ Adenotonsillectomy led to improvements in NE symptoms in half of the children who underwent the surgery.

+ Children with NE had a higher AHI, although this association did not reach statistical significance.

+ Children diagnosed with OSA exhibited narrower dental arches than healthy children, with those with OSA and NE
showing even narrower intermolar widths. It is important to perform interdisciplinary assessments to develop the
most appropriate treatment options for the best therapeutic effect.

These conclusions underscore the importance of recognizing NE as a potential clinical marker of OSA in
pediafric patients, highlighting the need for early intervention and appropriate management strategies to improve
patient outcomes.

Uyku apnede kalp ici basinlar artar ve o6zellikle gece
hipertansiyonlarina bagli ventrikiillerden BNP salqilanir
ve artan BNP furosemid qibi diiirezi yani gece idrara sik
ctkmaya ve altina kacirmaya (eniirezis nokturna) neden
olur.

The Relationship between Nocturnal Enuresis and Obstructive Sleep
Apnea in Children

by Maria Andreu-Codina ' & Danica Nikolic-Jovanovic ! & Eduard Esteller 28, Naria Clusellas 1 &,
Montserrat Artés ' & Javier Moyano 1 &' and Andreu Puigdollers 1. &

* Enurezis nokturna varsa ¢ocukta
OSA ara

* Adenotonsillektomi ile uyku apne
kayboldugu icin cocuklarin
yarisinda eniirezis nokturna
diizelir

* Uyku apneli cocuk mutlaka
ortodontik muayeneden gecmeli

instagram prof.dr.huseyinoflaz




Obez cocuk artiyor, uyku apneli cocukta
artacak

e Cocuklarda ve genclerdeki uyku apneyi onemsemez isek ¢ok erken
yaslarda aort anevrizma, diseksiyon, kalp krizi ve hipertansiyon vakalari
gorecegiz

* Ve bu hipertansiyon vb komplikasyonlarida hipertansiyon genc¢ yasta
basladigi icin 70 yagda degil 50°li yaglarda hipertansiyonun
komplikasyonlari olan a.fibrilasyon, diyastolik, kalp yetersizligi, aort
anevrizmalarini gorecegiz

* Uyku apne ayni zamanda sabah yorgun kalkan veya gece boyunca
hipokside kalan ¢ocukta farkli hormonal denieler nedeniyle ¢ocuk icin
okul bl?sar|5| azalacak, genel basarisi dlisecek, psikiyatrik problemler
artaca



Diyabetik hastada hangi
kardiyovaskuler hastaliklari
gbzden gecirmel

Diabetik hastalarin %80’1 kardiyovaskiiler hastaliklardan sorun yasar



Koronerimde darlik varmig???
1-En az yarisi son 1 saattir olan akut Mi klinigi ve hatta otopsi

2-Diger yarisi son haftalarda olan gogiis agrisi veya son haftalarda efor dispnesi

3-Koroner BT anjiografi vb

USAP ya da
nonSTEMI-RCA
ortasi %95 darlik

STEMI-RCA tam
tikali-inferior
STEMI




Keske dun gelseydin

* HANGI TiP GOGUS AGRSI AKS iCiN
TEHLIKELIDIR

* 1-Son 1-2 aydir eforla ortaya ¢ikan
va da eforla artan gogus agrisi

e 2-Son 1-2 aydir eforla gelen nefes
darligi ve yorgunluk

* 3-Son 1lhaftadir diismeyen ciddi
tansiyon yuksekligi




AKS acisindan gdgus agrisinda erken teshis
neden 6nemli -STEmi ik 1-2 saatinde hastalarin %10’u ex olur.

USAP, nonSTEMI Anterior STEMI




NE OLUR KALP KRiZi_TANISI ILE SEVK EDILECEK HASTAYA ILK VERILECEK
ASPIRIN MIDEDE ERIYEN OLMALI. Midede eriyen aspirinin etkisi 30 dk
baslarken barsakta eriyenin ki 3-4 saatte basliyor

USAP ya da
nonSTEMI-RCA
ortasi %95 darlik

STEMI-RCA tam
tikali-inferior
STEMI

Ticagrelor Tablets

Asetilsalisilik asit
20 adet




Basta diyabet ve sigara icen ve diyabetikler olmak Gizere tim

insanligin bilmesi gereken bilgiler

1. Climical
setting

symptems
and vical signs

—

Hl. Traponin
level at O b

[¥. Tropomin

thin
1,2 or 3 h)

Triage
decision

DIAGNOSIS

Unaeable  Other
angina  cardiac

METEMI  STEMI

Diagnostic algorithm and triage in acute coronary syndrorme. The initial assessment (s based on the integration of low lkelihocd andfor high [Relihood
e from the clinical setting (Le. symptoms, vital signs), the 12-lead BOG, and the cardiac troponin concentration determined at presentation to the
Jepartrnent and serially thereafter. "Other cardiac’ includes — among others — myocarditis, Takotsubo syndrome, or congestive heart falure. MNon-

SESC W0

Koroner arter darligini gosteren tipik
gogiis agrisi kriterleri

Akut koroner sendrom diisiindiiren gogiis agrisi lokalizasyonlari ve ¢ok
biiyiik ihtimalle koroner iskemi diisiindiiren gégiis agrisi kriterleri.

Tipik gogis agrisi (koroner iskemi) icin asagidaki 3 kriterden 3'lide var
olmal.

1-Asagidaki fotoda oldugu gibi tipik lokalizasyonlarda en az avug i¢i kadar
agri olmasi

2-Fiziksel aktivite ile istirahattede var olan agrinin artmasi veya eforla
agrinin baslamasi

3-Meydana gelen agrinin dinlenmekle veya dil alti nitratla birkag
dakikada gegmesi.

Tipik angina her 3 kriterde pozitiftir.
Atipik angina 2 kriter ancak pozitiftir.

Anginal olmayan yani hi¢ akut koroner sendrom diisiindiirmeyen gogiis
agrisi tipinde ise ya 1 kriter pozitiftir ya da hig bir kriter yoktur.



Sessiz koroner iskemi nasil arastiriimali?

« Akut Mi’larin en az %40’1 son 1 saate » Efor testi. Efor testi normal 1 hafta

kadar normaldir ve akut STEMI ilk sonra kalp krizi geciren var. Check-
saatinde %10’u olur. up’da efor testi normal ¢ikana senin
kalbin normal denilmemeli
* Mil=deprem
 Sintigrafi? %80 sensitivitesi ve
spesifitesi
* O zaman kimler deprem bolgesinde
oturuyor yani kimler yuksek KV risk
grubunda arastirilmali. Diabet risk * Koroner BT anjio %95 spesifitesi var.
grubu ve SCORE risk olcekleri... Dofru vapilirsa pulmoner embolide
D-dimer gibi yani hastalik yoktur

deme orani yuksek.

* lyi cihaz ve diisiik nabizla ¢cekim
onemli



Koroner BT anjiografi...En 6nemli sorun suistimal. Yani %50
darlik var gel bir anjio yapalim ve stent... gereksiz stent ve bypass

artar mi?

e * Kalsiyum skoru 300-400’iin Ustii
X ise asemptomatik hastada olsa
s o stent veya bypasslh hasta es

blockage

degeri risk var ve bu yuksekse
kalsiyum skoru olan hastaya
Stent/bypassli hastaya ne
veriyorsan ayni tedaviyi
vermelisin. Aspirin + statin ¢cok
onemli







Koroner BT anjiografi

* 1-Acile gelen ya da yatan hastada gogus agrisi atipik ama hasta
yuksek riskli ve ortada kaliniyorsa

e 2-Asemptomatik yliksek KV risk grubunda olanlarda (basta yuiksek
riskli diabetikler, yogun sigara icenler) tarama amacli

* koroner BT anjiografi istenebilir.



* Kalsiyum skoru yiiksek olanda daha fazla darlik yuizdesi ¢ikacak veya
tersine kalsiyum skoru dusuk olanda daha dusuk darlik ¢cikacak diye
bir kural yok.

* Yani kalsiyumun oldugu yerde %30 ya da % 95 darlik olabilir.

e Kalsiyumun olmadigi yerde darlikta olabilir

 Unutmayalim ki akut koroner sendromlarin belki de yariya
vakininda %50 ve alti darliklarda olmakta.



Koroner BT anjiografi

* Koroner BT anjiografide kalsiyum skoru 300 uizerinde olan, koronerlerdeki
darhk yuzdesine ve LDL degerine bakilmaksizin aspirin ve statin
baslaniimali

* Ama

* 1-iskemik semptom yoniinden asemptomatik ama kalsiyum skoru 300’iin altinda
ozellikle mide sorunu yoksa diisiik doz aspirin veriyorum ve hedef LDLyi 70 mg/dI
aliyorum. Mide sorunu belirgin ise bu gruba aspirin vermiyorum.

. 2-Mide sorunu var, kalsiyum skoru 300’un alti ama koronerlerin herhangi
birisinde %50’nin ustli darlik varsa aspirin veya klopidogrelden birisini mide
koruma ile beraber veriyorum



Primer korumada aspirin verelim mi?

ASPIRIN GUIDE




Diabette atrial fibrilasyon taramasi
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* A.fibrilasyon belirtileri

* Erken yorulma ve nefes darliginda
artis

* Terleme ataklari
e Kalp yetersizliginde bozulma

* TIA atag



A.Fibrilasyonu var mi heyecani kac kiside var?




A.Fibrilasyonu var mi heyecani kag kiside var?

¢ Back ECG Detail

Sinus Rhythm @)
¥ 88 BPM Average

This ECG does not show signs of atrial
fibrillation.

Export a PDF for Your Doctor

If yout rt attack or a medical

emerge

SAMPLE DETAILS

Sep 12, 2018 at 10:08:31 AM

Sep 12, 2018 at 10:09:01 AM

Hold your finger on
the crown.

ECG

i T ¥ A ~ —




Diabette proteintri taramasi icin rutin idrar tetkiki
ve her vakada protein/kreatinin oranina bakmal

* Diyalize giren vakalarda en sik * Proteinuri varsa bobrek

altta yatan bobrek patolojisi fonksiyonlari daha hizli
diabetik nefropati bozulmakta
* Rutin idrar tahlili * Koagulopati daha sik olmakta

bastahipertansifler ve
diyabetikler olmak uzere her

hastada istenmeli KV hastaliklar daha sik olmakta



Bu tabloyu muayene odaniza asalim
uzlerce hastayi diyalizden korursunuz

Antiproteiniirik ve
renoprotektif ilaglar

i4a8 | Nephrol Dial Transplant, 2025, Vol. 40, No. 13

------ CKD (mean GFR loss 6 mi/min/1.73 m/year)
...... CKD + RASI + SGLT2i (mean GFR loss 1.5-2.0 mi/min/1.73 m?/year)

------ CKD + RASI + SGLT2i + nsMRA (mean GFR loss >2.0 mli/min/1.73 m?/year)

g o i 10 S i S 1-ACE-inh veya ARB

Promising renoprotective therapies for additional benefit
GLPIRA ASIL ERA, sGC activators, and inflasmmatory targets

)

2-SGLT-2 inh

s
7
s

3-Finerenone

eGFR decline (ml/min/1.73 m'/year)

GFR = 60 mi/min/1.73m? - s : 0 s 20 3 Aa L2 L
Time to kidney failure (years) :
Preserve 15-20 years without kidney failure : Potential for additional years of \
using current guideline restricted therapies L freedom from kidney failure
L R S — s i

Figure 1. Effect of combination drug therapy on eGFR decline in a prototypical patient with CKD. On average, compared with the gradual
aging-associated decline in eGFR of 1.0-1.2 mL/min/1.73 m? per year, a patient with CKD would have precipitous loss of 6 mL/min/1.73 m* every year.
With current guideline-directed therapies for CKD, the addition of SGLT2 inhibitors and nsMRA to RAS], following an initial eGFR dip, would minimize
the rate of eGFR decline to >2.0 mL/min/1.73 m? per year. Additional therapies that can provide a clinically significant in annual eGFR loss

(>0.75 mL/min/1.73 m*/year) in patients with CKD are under evaluation, including GLP1RA, ASI, ERA, sGC activators and anti-inflammatory agents
RASI: RAS inhibitor; SGLT2i: SGLT2 inhibitor. Created with BioRender.com



Finerenone’yi duydunuz mu?

* Nonsteroidal MRA R e
film coated tablets
9 Kerendia [[LE
* Spironolakton yan etkileri yok film-coated tablets

Oral use

14 Wfﬂml‘dm @ Bayer Zydus Pharm

* Antiproteiniirik ve antiinflamatuar



Bbbregin degerini ileri yaslarda anliyoruz

* Bobrek yetersizligi denilince sadece diyaliz aklimiza gelmesin

* Kreatinin 1.7 olan bir hastada kalp yetersizligini tedavi etmek ¢ok
zor

* Borek bize her zaman lazim. Neden 1.7 olsun ki hep 1.2’nin altinda
kalsin



Patient with PV¥Cs / Monomorphic VT and non-apparent SHOD=
=)

i
| ECG.Hoiter. and echocardiogram
” i

- i -

[

Srructural abnormal hearc

SHD or P¥C-induced cardiomyopathy —
e —
- _

Sorucowral mormal heart

N : -
 idiopathic PMCIVT

Follow-up LVEF C (Class 1)
(Clas= 1)
CCH o
Cach r abladon
{;:5: b} :::E::J:,'ﬁ

(Class 1)
Flecainide
(Class lla)

Catheoer ablacion

(Class lka)

= O

o 4535595 594,004
fascicles, W

Betz-Dlockers or non-dhydropyridine CCBs are
indicated in symptomatic patients with idiopathic
VTIPVCs from an arign other than the RVOT or
the ft fscicks ™

Beta-blockers, nan-dhydropyridine CCB, or
flecainide should be considered when catheter
ablation is not avalable, desired, or is particularly
risky In symptomatic patients with idiopathic VT
PVCs from the RVOT or the lef

b i ST

Catheter abletion or flecanide should be
considered in symptomatic patients with I
idiopathic VT/PVCs from an origh other than the
RVOT orte et seides ™"

Catheter ablation may be considered for
idiopathic VT/PVCs in asymptomatic patients with

repeatedly more than 20% of PCs per day at
SN

follow-up.
Catheter ablaton of idiopathic VT/PVCs s not
recommended in children <3 years of e or
<10 kg weight except when previous medical

+ il kan T ir nat b 4 iealh

Figure 17 Algorithm for the management of patients with idiopathic premature ventricular complexes/ventricular tachycardia and non-apparent struc-
tural heart disease. CCB, calcium channel blocker; CMR, cardiac magnetic resonance; ECG, electrocardiogram; LVEF, left ventricular ejection fraction; M, MNo;
PYC, premature ventricular complex; RVOT, right ventricular outflow tract; SHD, structural heart disease; VT, ventricular tachycardia; Y, Yes. *Mon-apparent
SHD is defined by lack of significant abnormalities in physical examination, basal ECG, and echocardiogram. h".-\'1’~.1:;|.-']:||In::.an] presentation: e.g. older age, right bundle
branch block morphology, sustained monomeorphic VT consistent with re-entry. “Symptoms should be relevant and related to PVC/AT. d-Drign suspected by
ECG or confirmed during electrophysiclogical evaluation. “Consider re-evaluation in case of new symptoms or changes in patient clinical condition.



Psédobradikardiyi duydunuz mu?



Tansiyon aleti ikide bir hata veriyor cocugum.
Hasta a.fibrilasyona girmis olabilir
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Postural ortostatik tasikardi sendromu(POTS)

Hastada son glinlerde hizla baslayan ¢arpinti ve asiri halsizlik vardir.
nabiz 80/dk
» Ayakta 3 dk bekleyince nabiz hizla 110/dk ve usti (bazale gére +30 ve listii artiyorsa) POTS olabilir.

* Nabiz artisi disinda hasta giiniin ¢ogu saatinde halsiz, bitkin, yorgun, hayattaki fonksiyonlari azalmis ve
kalitesiz bir yasami olur

* Ayakta tansiyonu diismez yani ortostatik hipotansiyon yoktur.

e POTS tanisi konulana kadar hasta en az 5 dr dolasilir. Cogu panik atak ve sinirda anemi tedavisi alir durur
ve diizelmez hasta

* Coralan ve bazen gutron ile fayda goriir



Her Glene kalp krizi demeyelim. Tani net degilse otopsi isteyelim
Ozellikle 50 yas alti ani 6liimler yasayan yakinlari icin cok 6nemli bilgiler verebilir

Abisi ICD takilmis olsaydi yasayacakti= Hipertrofik kardiyomyopati...

Isyeri calisanlarinin 1.derece yakinlarinda (anne, baba, kardes, nene, dede) 40
yas alti ani sebebi bilinmeyen otopsi negatif 6lim veya sebebi bilinen ve bu
sebep aort diseksiyonu, dilate KMP ,veya Brugada/WPW vb olanlar 20
vasindan sonra her 5 yilda bir taranmali




Kardiak amiloidozun en sik sebebi FMF
nastasinin kolsisini dizenli almamasi

s — =

Secondary AA (amyloid A) amyloidosis is a severe complication of FMF. Although it can

Intracardiac Thrombu - 3 , . A
m 3nd Risk of Stroke TAVOIVC The gastrointestinal tract, spleen, liver, testes, heart, or lungS; Tenal amyloidosis is mor¢
Atrial lent in

mmmuo(paue';t;?"l;mm ;ﬁ%ﬁ?ﬁ common. M694V mutation is usually associated with amyloidosis. On the other hand, FMF
o PR LG Ma i NSA S0 patients with mutation E148Q rarcly have amyloidosis. Colchicine prevents the development ¢

amyloidosis, so patients who have never been on colchicine or patients who present late in the
disease process have high€r chances of developing amyloidosis. However, patients who have

e ' persistent proteinuria despite taking colchicine shpuld be evaluated for causes other than
B Eeardiac \——-— amyloidosis for the proteinuria. Patne*ﬂr&n&”ﬁ*ﬂ"lﬁﬂununa while

\/’\my l0idosis Jf e oo v sometimes nephrotic syndrome or cnddmpmmb it manifestation of

FMF. Male sex and eastern Mediterranean origin are risk factors for vclopmg amyloidosis.

23] almazsa amiloidoz riski

Glomerulonephritis has also been rep(ﬂmmr biopsies of FMF patients with suspected

Proteinuri ¢cikan her hastada acaba amilodiozda olabilir mi diye ek
tetkikler istenmeli. Ornegin hipertofik bir kalpte hipotansiyon olmasi

Conduction disease & common,
most often involving His-Purkinje
system, Placement of pacemaker

ProghyAAchE paci b 0t Sncomdaryprevantion s et veya hipertansif giden bir hastada son zamanlarda hep tansiyonun
been shown to improve outcomes, been shown to improve outcomes. . » . . . v "
dusiyor demesi amiloidoza bagl olabilir




Epilepsi hastalarinda beklenmedik ani 6ltimler (SUDEP)

syndrome; SUDEP = sudden unexpected death in epilepsy.

Generalized
Tonic-clonic
Seizures

Young Age / Chronic

Early-onset Uncontrolled
Epilepsy Epilepsy

Neuro-Cardio-
Respiratory
Dysfunction

Fig. 1. The schema depicts the inter-relationship of clinical and genetic risk
factors leading to sudden unexpected death in epilepsy (SUDEP). Among the



Heart Risk Calculator

[—==——_  _ SCORE 2/SCORE OP

disease or stroke using the ASCVD
algorithm published in 2013 ACC/AHA
Guideline on the Assessment of

Cardiovascular Risk.

T - o 3 ' Age (years) 5
(SCORE) - Gender  ® Male
b e o 4 -

O Female

Race () African American
® Other This calculator assumes that you have not had a prior
heart attack or stroke. If you have, generally it is
< 1 S low-risk Total cholesterol (mgidL) %0 recommended that you discuss with your doctor about

starting aspitin and a statin. Furthermore, if you have an

LDL-cholesterol (bad cholesterol) greater than 190, it is

HDL cholesterol (mg/dL) 50 also generally recommended that you discuss with your
doctor about starting aspirin and a statin

Systolic blood pressure (mmHg) 125 Unfortunately, there is insufficient data to reliably predict
risk for those less than 40 years of age or greater than 79
years of age and for those with total cholesterol greater

Diastolic blood pressure (mmHg) 80 than 320
UPDATE (11/21/17) - The ACC/AHA has released their
Treated for high blood pressure O No ,

enti Detection, Ev
t of High Blood P
high level, the new guidelines redefine hypertension as

2017 Guide!

Class*/Level®
=>1 to <5, or

Diabetes blood pressure >130/80 and recommend starting anti-
hypertensives based on ASCVD risk score of >10%. This
moderate risk Oz will be a significant change from JNC-8. Please let us
Know if you would like us to incorporate the new
Smoker

guidelines into com by

(see Table 4)

UPDATE (6/30/16) -- The calculator has been vetted
Calculate against the final guidelines from the USPSTF for initiating

vo— | — | aspirin therapy.

ooo ooo

oo oog b UPDATE (9/18/15) -- The calculator now also
oo "@ Gl 4 Class”/Level incorporates draft guidelines from the USPSTF for

risk calculators risk calculators high-risk

UpToDate nde Ara
(see Table 4) P | =

Why UpToDate? Product Editorial Subscription Options

Get help for using calculator and applicatior

T e ¢ Medical Professional  [[F] Resident, Fellow, or Student (@ Hospital or Institution g% Group Practice

£ Patient or Caregiver

Class"/Level®
=10, or at
very-high

Calculator: Cardi ular risk 1ent (10-year, men: Patient education)

7

Up to 10 year Lifetime =5 to <10, or |

risk due Input
. 5 " to a risk condi- Age 53 wr ~|
Find the right How to use this o systolic bload pressure e =
calculator app"cat|°n on Total cholesterol 240 mg/dL ~|
('“ Table ‘) HDL cholesterol 49 mg/dL ~|

On blood pressure medication  No (1.93303) ~
Class"/Level” |

Cigarette smoker  No (0) ~]

Secondary Very-high-risk Diabetes present | No (0) <)
prevention

Results

All risk calculators P




PREVENT™ Online Calculator

Welcome to the American Heart Association Predicting Risk of cardiovascular disease EVENTs (PREVENT™). This app should be used for
primary prevention patients (those without atherosclerotic cardiovascular disease or heart failure) only.

SBP
Sex ®Male O Female 125
Age BMI
25
56 years o
eGFR
Total Cholesterol 92
180 mg/dL 0
& Diabetes ®No OVYes o
HDL Cholesterol Current Smoking @®No OvYes o
50 mo/dL o
Anti-hypertensive medication ®No @ Yes o
Lipid-lowering medication ONo @yYes o
References

® Risk of CVvD O Risk of ASCVD © Risk of Heart Failure

This individual has an estimated 10-year risk of CVD = 5.2%

Disease EVENTS (PREVENT™) Equations Circulation 2023, DO

This individual has an estimated 30-year risk of CVD = 27.0%

ation of the American Heart Association Predicting Risk of
1016} CIRCULATIONAHA.123,067626.

The following three predictors are optional for further
personalization of risk assessment. When they are clinically
indicated or available, please click on yes and enter the value

UACR ONo @®@Yes o
0 to 25000 m
HbAIC ONo @Yes o
3to15 %
Zip Code (for estimating social deprivation ONo ®@Yes o

index [SDI])
Enter zip code

Interpretation of Risk Estimates:
10-year risk for CVD is categorized as:

The risk estimates were calculated using the base model

Intended Use of PREVENT:
This calculator is intended for primary prevention patients (those without coronary heart disease, stroke, or heart failure) who are between the
ages of 30-79 years. Estimating absolute risk may assist and guide clinicians and patients in shared decision-making for interventions
targeting lifestyle behaviors and consideration of pharmacotherapies.

Description of the PREVENT models:

The calculator provides 10-year risk estimates for individuals 30-79 years of age and provides 30-year risk estimates for individuals 30-59 years
of age. The PREVENT'™™ equations were developed by the American Heart Association Cardiovascular-Kidney-Metabolic Scientific Advisory
Group. The risk equations were derived and validated in a large, diverse sample of over 6 million individuals."2 The current version of this online

o Low risk (<5%)

e Borderline risk (5% to 7.4%)

* Intermediate risk (7.5% to 19.9%)
e High risk (220%)



Hedef kolesterol diizeyi ve ilagc baslama  * Gok yuksek KV risk grubunda olanlar

endikasyonunu belirleyen 10 yilda Bilinen Mi. stent. b tabl
: t . : * Bilinen Mi, stent, bypass, stable
beklenen KV bir olay (M, inme vb) gelisme angina,PAH, karotis darlik, inme

riski hesaplanmali gecirenler

Table 4 Cardiovascular risk categories

Pacpile will iy i tha following * Ya da kesinlesmis ve gosterilmis drnegin

Documented ASCWVD, either clinical or unequivocal

S e e koroner anjio ile 1 damarda en az %50 ve

ACS (Ml or unstable angina), stable angina, coronary

revascularization (PCIl, CABG, and other arterial ﬁ Stﬁ d a rI I k Veya ko ro n e r BT a nj IOd a e n a Z
revascularization procedures), stroke and TIA, and

perionera arrit dsense Uneqavocaly docs 2 damarda %50 ve Usti darhk veya
SN karotisde net bir plak saptanmissa

or CT scan (multivessel coronary disease with two ESC 20 19

major epicardial arteries having >=50% stenosis), or

S e DiSLiPiDEMl °

DM with target organ damage,” or at least three major

:[::;a::::),-or early onset of T1DM of long duration KI LAVUZU

Severe CKD (eGFR <30 mL/min/1.73 m?).

A calculated SCORE =10% for 10-year risk of fatal
CvD.

FH with ASCVD or with another major risk factor.

People with:

Markedly elevated single risk factors, in particular TC
=8 mmol/L (=310 mg/dL), LDL-C =4.9 mmol/L

(=190 mg/dL), or BP >=180/110 mmHg.
Patients with FH without other major risk factors.

oo L
Pa‘tientsjwiﬂ'\DMwimommrgﬂorg?hdamaig&aMth DM i Ya da Ciddi bObrek yeterSiZIigi OIan hasta
Moterson CKE (xR 30-59 mmin 173wy (GFR 30un alt1)
A calculated SCORE =5% and <10% for 10-year risk

of fatal CVD.
Moderate-risk Young patients (T1DM <35 years; T2DM <50 years)

with DM duration <10 years, without other risk fac- PY SCORE risk indeksi %1 0 ve ijsta ise

tors. Calculated SCORE =1 % and <5% for 10-year
risk of fatal CWVD.
Low-risk Calculated SCORE <1% for 10-year risk of fatal CvD.

DESC2019



Hedef kolesterol diizeyi ve ila¢ baslama
endikasyonunu belirleyen 10 yilda
beklenen KV bir olay (Ml, inme vb) gelisme

riski hesaplanmali

Table 4 Cardiovascular risk categories

Moderate-risk

Low-risk

People with any of the following:

Documented ASCVD, either clinical or unequivocal
on imaging. Documented ASCWVD includes previous
ACS (Ml or unstable angina), stable angina, coronary
revascularization (PCI, CABG, and other arterial
revascularization procedures), stroke and TIA, and
peripheral arterial disease. Unequivocally docu-
mented ASCVD on imaging includes those findings
that are known to be predictive of clinical events,
such as significant plaque on coronary angiography
or CT scan (multivessel coronary disease with two
major epicardial arteries having >50% stenosis), or
on carotid ultrasound.

DM with target organ damage,” or at least three major
risk factors, or early onset of T1DM of long duration
(=20 years).

Severe CKD (eGFR <30 mL/min/1.73 m?).

A calculated SCORE =10% for 10-year risk of fatal
CcvD.

FH with ASCVD or with another major risk factor.

People with:

Markedly elevated single risk factors, in particular TC
=8 mmol/L (=310 mg/dL), LDL-C =4.9 mmol/L
(=190 mg/dL), or BP =180/110 mmHg.

Patients with FH without other major risk factors.

Patients with DM without target organ damage,” with DM
duration =10 years or ancther additional risk factor.

Moderate CKD (eGFR 30—59 mL/min/1.73 m?).

A calculated SCORE =5% and <10% for 10-year risk
of fatal CVD.

Young patients (T1DM <35 years; T2DM <50 years)

with DM duration <10 years, without other risk fac-

tors. Calculated SCORE =1 % and <5% for 10-year
risk of fatal CVD.

Calculated SCORE <1% for 10-year risk of fatal CVD.

©ESC2019

* Yuksek KV risk grubunda olanlar

Tek major risk faktori belirgin var ise (TK 310
veya LDL 190 iistii veya TA180/110 mmHG (istii

Tek basina ailesel hiperkolesterolemi varsa

DM olup hedef organ tutulumu olmayan ve ¢ok
yiiksek risk grubu disinda kalanlar

GFR 30-59 arasi KBY hastalari

SCORE risk puani %5-10 arasi olanlar

* Orta KV derecede risk grubunda olanlar

35 yas alti tip 1 Dm veya 50 yas alti tip 2 Dm var
ama DM siiresi 10 yildan az olan ve ek major
risk faktorii olmayan DM hastalar

SCORE risk indeksi %1-5 puan arasinda olanlar

* Diislik KV risk grubunda olanlar

SCORE risk puani %1’in alti olanlar



Bu tabloyu duvara asmaliyiz

Table 5
terol levels

Primary

prevention

Secondary
prevention

Total CV risk
(SCORE) %

<1, low-risk

Class*/Level®
=1 to <5, or
moderate risk
(see Table 4)

Class®/Level®
=5 to <10, or
high-risk
(see Table 4)

Class®/Level”
=10, or at
very-high

rislk due

to a risk condi-
tion

(see Table 4)
Class®/Level®
Very-high-risk

Class/Level”

Untreated LDL-C levels

<1.4 mmol/L
(55 mg/dL)

Wc
I
lla/A

lla/B
Lifestyle inter-
vention, con-

sider adding
drug if
uncontrolled
Ha/A

1.4 to <1.8
mmol/L (55
to <70 mg/dL)

I¥C

Ha/A
Lifestyle inter
wention, con-

sider adding
drug if
uncontrolled

la/A
Lifestyle inter-
vention and

concomitant

drug

intervention

1.8 to <2.6
mmeol/L (70

to <100 mg/dL) to <116 mg/dL)

W Ic

[IETZN

Lifestyle inter-
vention, con-
sider adding
drug if
uncontrolled
HalA

Lifestyle inter-
vention and
concomitant
drug

intervention

VA

Lifestyle inter-
vention and
concomitant
drug

intervention

2.6 to <3.0
mmol/L (100

Lifestyle inter
wvention, con-
sider adding
drug if
uncontrolled
NasA

Lifestyle inter

vention and con-

comitant drug

intervention

/A
Lifestyle inter

vention and con-

comitant drug
intervention

I7A
Lifestyle inter-

vention and con-

comitant drug
intervention

3.0 to <4.9
mmol/L (116 to
<190 mg/dL)
Lifestyle inter-
wention, con-
sider adding
drug if
uncontrolled
lla/A

Lifestyle inter-
wention, con-
sider adding
drug if
uncontrolled
lalA

Lifestyle inter-
vention and
concomitant
drug
intervention
1A

Lifestyle inter-
vention and
concomitant
drug

intervention

1A

Lifestyle inter-
vention and
concomitant
drug

intervention

Intervention strategies as a function of total cardiovascular risk and untreated low-density lipoprotein choles-

>4.9 mmol/L
(=190 mg/dL)

Lifestyle inter-

vention and
concomitant

drug

intervention
Hal/A

Lifestyle inter-
vention and
concomitant
drug
intervention
[IETZN

Lifestyle inter-
vention and

concomitant
drug
intervention
1A

Lifestyle inter-

vention and

concomitant
drug

intervention

VA

Lifestyle inter-
vention and
concomitant
drug

intervention

BESC 2019

ESC 2019

dislipidemi
kilavuzu




Aman dikkat.... Sehir suyuna katar gibi omega 3
alinyor....Sanki bor ¢6z... damariniz agiyor???

* Omega 3’lerin antitrombositer ozellikleri oldugu i¢in
ozellikle apiksaban vb oral antikoaglilan hastalarda
kanama riskini arttirdiginda beraber verilmemeli

* Omega -3 KV riski azalttigi net degil....

* Sadece trigliserid duizeyini diisirmede statine gerekirse
eklenir. Kanama riski yuksek olana veya OAK alana
miumkunse verilmemeliler

Therapy for hyperlipidemia-Jennifer
Wright-Med Clin N Am 2024(108)



Hipertansiyondaki sorunlarimiz
* Dogru tansiyon olcumiine dikkat ediyor muyuz?

* Dogru tahliller (sodyum, potasyum, kreatinin, lirik asit ve rutin
idrarda proteiniiri )

* Dogru ilag secimi (neden ilk tanida diiiretikli kombinasyon



Hipertansiyondaki sorunlarimiz

 Yan etki takibi (gut ve hiponatremiye kac kisi dikkat ediyor)

* Her ilagin yan etkisini tek tek séyluyor muyuz?



Yaslihk artti. Ortostatik hipotansiyona kac kisi
dikkat ediyor

 Yaslilarda diismeler en sik sabaha karsi yataktan kalkip tuvalete
giderken olan ortostatik hipotansiyona bagh dusmelerle oluyor

 ORTOSTATIK HIPOTANSIYONUNDA SIK SEBEPLERINDEN BIRISI ALFA
BLOKER OLAN PROSTAT ILACLARI

* Bas donmesi olan yaslilarda karotis darligi icin boyun oskiiltasyonu
ve gerekirse karotis Doppler USG istemeli



nerji icecekleri ve kokain kullanimina dikkat.
alp krizi, aritmi ve hipertansif krizler

Enerj

iceceklerine
dikkat

BMC Res Notes. 2012 Oct 29;5:591. doi: 10.1186/1756-0500-5-591.

Hypertension in a young boy: an energy drink effect.
Usman A1, Jawaid A.

# Author information

Abstract

BACKGROUND: Use of energy drinks has significantly increased in recent times. Besides athletes, teenagers and students are among the
most common consumers. However, popularity is also increasing among the younger and older age groups. Maost of the users believe that
they are a good source of instant energy and are unaware of its high Caffeine content resulting in harmful effects on health.

CASE PRESENTATION: We report the case of a young boy who presented with palpitations and high blood pressure as a result of energy
drinks usage. He had been consuming a "Sting” energy drink on regular basis while studying for long hours during his O’ level Exams. His

medical examination revealed Sinus tachycardia and high blood pressure. Rest of the examination and lab workup was within normal limits.

His pulse and blood pressure returned to normal range after discontinuing Sting usage.

CONCLUSION: Several studies have reported numerous health hazards including cardiac effects associated with energy drinks. Waming
labeling should be done on these drinks regulating the content of Caffeine and its harmful effects on health.

PMID: 23106965 PMCID: PMC3507669  DOI: 10.1186/1756-0500-5-501

[Indexed for MEDLINE]  Free PMC Article

Once overdose symptoms start becoming visible, then it is recommended

that medical attention be sought after immediately. Some of the more
common symptoms that individuals are urged to be on the loockout for are

Treatment of cocaine cardiovascular toxicity: a systematic review.

Richards JR1, Garber Dﬂ, Laurin EGW, Albertson TEE, Derlet RWW, Amsterdam EA3, Olson KR", Ramoska EAS, Lange RAS.

# Author information

Abstract

INTRODUCTION: Cocaine abuse is a major worldwide health problem. Patients with acute cocaine toxicity presenting to the emergency
department may require urgent treatment for tachycardia, dysrhythmia, hypertension, and coronary vasospasm, leading to pathological
sequelae such as acute coronary syndrome, stroke, and death.

OBJECTIVE: The objective of this study Is to review the current evidence for pharmacological treatment of cardiovascular toxicity resulting
from cocaine abuse.

METHODS: MEDLINE, PsycINFO, Database of Abstracts of Reviews of Effects (DARE), OpenGrey, Google Scholar, and the Cochrane
Library were searched from inception to November 2015. Articles on pharmacological treatment involving human subjects and cocaine were
selected and reviewed. Evidence was graded using Oxford Centre for Evidence-Based Medicine guidelines. Treatment recommendations
were compared to current American College of Cardiology/American Heart Association guidelines. Special attention was given to adverse
drug events or treatment failure. The search resulted in 2376 articles with 120 eligible involving 2358 human subjects. Benzodiazepines and
other GABA-active agents: There were five high-quality (CEBM Level /1) studies, three retrospective (Level lll), and 25 case series/reports
(Level IVIV) supporting the use of benzodiazepines and other GABA-active agents in 234 subjects with eight treatment failures.
Benzodiazepines may not always effectively mitigate tachycardia, hypertension, and vasospasm from cocaine toxicity. Calcium channel
blockers: There were seven Level l/ll, one Level I, and seven Level IV/V studies involving 107 subjects and one treatment failure. Calcium
channel blockers may decrease hypertension and coronary vasospasm, but not necessarily tachycardia. Nitric oxide-mediated vasodilators:
There were six Level I/ll, one Level lll, and 25 Level IV/V studies conducted in 246 subjects with 11 treatment failures and two adverse drug
events. Nitroglycerin may lead to severe hypotension and reflex tachycardia. Alpha-adrenoceptor blocking drugs: There were two Level |
studies and three case reports. Alpha-1 blockers may improve hypertension and vasospasm, but not tachycardia, although evidence is
limited. Alpha-2-adrenoceptor agonists: There were two high-quality studies and one case report detailing the successful use of
dexmedetomidine. Beta-blockers and [3/a-blockers: There were nine Level I/ll, seven Level lll, and 34 Level IV/V studies of B-blockers, with

ATAA v ibhimente e e m e im mrmede e Hhrmoe frmatreerd Failirrme Rle ety rmre e v s d e 1a e e ad Foar 1 e oF v e ened 0 e bl e b e



Psddoefedrin.. Ozellikle yaslilarda kalp krizi, a.fibrilasyon ve
hipertansif akciger 6demi.....

Adverse effects 1 = EE np 5 G . ST

» CNS stimulation- insomnia, nervousness, excitability, p'\'p,ﬁ“‘f\“’?*ﬁ'ﬂ*@.é "V ""‘""‘TNMWUWM "n"M’v WAL N"}
dizziness and anxiety. dEESEEEREREE SRR

* Tachycardia

» Arrhythmias DEKONJESTANLARA

« Hypertension DIKKAT(PSODOEFEDRIN

* Hallucinations VE FENILEFRINLI)

¢ Seizures

¢ Systemic contact dermatit

* Paranoid psychosis

* Stroke




Lasixi dogru veriyor muyuz?
* Neden lasix 1x1
* Dogrusu lasixi ne vercekseniz 2x....doz bélelim

 Giinde 1 tablet verecekseniz 1x1 yanls, dogrusu 2x1/2

'Neden 6nemli. Tek doz verildiginde POST-DOSING SODYUM

olmayabiliyor.



Kalp yetersizliklerindeki ntiks ve basarisiz
tedavinin diger sebepleri

* Oneptus pahali diye 2x1 yerine daha ¢ok kullanayim diye 1x1
kullanmasi

* Her kalp yetersizligi niiks hastasinda ditiretikleri dogru dozda
almis mi ya da oneptusu veya ACE-inh ve aliyorsa SGLT-2 inh
dogru dozda almis mi sorgulamali

Her kalp yetersizligi hastasi diliretik ve diger ilaglarini dogru dozda almazsa

viicutta su birikecegini o zaman bobreginin ve tum organlarinin zarar gorecegini
noktasinda uyariimali




Sistolik kalp yetersizligi olan
diyabetik/nondiyabetik hastalarda ideal tedavi

* 1-ACE-inh veya ARB ve hatta imkani varsa bunlarin yerine oneptus
e 2-Dogru diuretik secimi ve dozu

* 3-SGLT-2 inhibitorleri

* 4-MRA inh finerenone veya spironolakton

 5-Beta blokerler



Tesekkurler






Akut Mi gogus agrisinin ilk 1
saatinde %10 hasta olmekte



Kalp krizi olusum mekanizmasi;
Primer hemostaz ve sekonder hemostaz...

Beyaz trombis (trombositten zengin, . el s . .
Aot faklijr),(tromboliltik ZEng! Kirmizi trombiis (fibrin ve eritrositten
olmaz=Nonstemi zengin), fibrinolitik evet=STEMI

. Platelets: Role in Thrombosis

Slow Flow

Y OO o
Platelets

High Flow

Fibrin Platelets Fibrin

White Thrombus Coagulation Thrombus

RBCs, red blood cells.




Acile gelen gdgus agrisi

FIGURE 1 Diagnoses and Mortality Among Acute Chest Pain Cohorts

Male
30-Day Mortality (%) Diagnosis (%)
20 10 0 5 10 15
1 L 1 L 1
Mental Health 4 14 46
" NSTEACS A 0.5 33
. GORD - 0.1 3.0
g Rheumatological 27
o Pericarditis - 02 26
T Pneumonia - 0.8 26
o0 STEMI -~ 0.9 22
- SIHD - 03|13
AF - 11
20 10 0 5 10 15
NSTEACS 1.6
" STEMI -~ 5.8
4 SIHD 46
] Pneumonia -+ 29
> - 28
@ Exacerbation COPD o 22
i GORD - 19
S Rheumatological 17
Heart Failure < 13
Mental Health 4 13
5 10 15
NSTEACS - 14.8
Pneumonia - 5.4
n SIHD A 5.4
H Heart Failure < 4.4
] Exacerbation COPD A 38
o AF - 34
~ STEMI - 34
N Neoplastic - 2.0
Rheumatological 16
GORD - 16

Female
30-Day Mortality (%) Diagnosis (%)
20 10 0 5 10 15
1 1 1 1 1
Mental Health 39
Rheumatological 4 36
GORD - 32
Pneumonia - 0.6 3.0
Asthma + 0.2 22
Hepatobiliary - 0.5 1.3
SVT A 13
Neurological 11
Pericarditis - 0.9
20 10 0 5 10 15
NSTEACS - 0.6 6.0
Pneumonia A 21 35
GORD - 03 29
SIHD + 2.8
Exacerbation COPD + 3.0 27
AF 4 0.8 27
Rheumatolo?ical E 0.5 25
STEMI 31 1.8
Mental Health 4 0.2 16
Heart Failure 4 13 14
20 10 0 5 10 15
NSTEACS 10.1
Heart Failure 4 5.4
AF 4 5.0
Pneumonia A 4.8
SIHD 4 45
Exacerbation COPD + 29
GORD A 25
Rheumatolo?ical L 21
STEMI 173 21
Neoplastic 4 20.0 13

Most common specific diagnoses and 30-day mortality rates among acute chest pain attendances by emergency medical services according to age and sex.
Nonspecific pain according to male and female sex accounts for 52.1% and 50.0% in the 18-49-year age group, 47.2% and 53.8% in the 50-69-year age

group, and 37.1% and 41.6% in the =70-year age group. Internal data from Ambulance Victoria, 2015 to 2019.'? AF = atrial fibrillation; COPD = chronic
obstructive pulmonary disease; GORD = gastroesophageal reflux disease; NSTEACS = non-5T-segment elevation acute coronary syndromes;

SIHD = stable ischemia heart disease; STEMI = ST-segment elevation myocardial infarction; SVT = supraventricular tachycardia.

* Acile gelen gogus agrilari
ozellikle 70 yas alti olanlarin
varisinda nonspesifik, 70 yas
ustii ise %40 nonspesifik

* 50 yas ustu olanlarda en sik
spesifik sebep nonSTEMI, daha
geng olanlarda ise psikojenik
anksiyete vb olabilir. Ama
vinede ciddi sebeplere dikkat.
Kokain ve goglis agrisi vb...



Acile gelen gbgis agrisi-2

ﬁ *
InlltlalAssessment 3 . ' Clinical Decision Pathways (CDP)
History o, . .
R ~ 1 Troponin protocols ideally 0/1 h
Examination N ‘ algorithm
+} ECG Possible }
* ACS ‘

Targeted testing according

to clinical icion of likel High risk
e:i;llslglia suspicion or ukety \ Adl'l;lissiﬂn;’angiography
L -10%

Intermediate risk

r: Cardiac cause : CPU/Early outpatient follow-up
— = (noncoronary) - Consider noninvasive testing
Up to 25% = 20%-30%

Consider ™, Lowrisk
) her causes No further testing
Noncardiac cause indicated = 60%-70%

Up to 25%

Nonspecific pain

T -
[ = Model or Ac C P T )
mpro Outcomes d E e
JACC State-of-the-Art Review
BBS. " An aylor. ME

* %50 sebep nonspesifik

* %25 kalp disi (pndmoni,zona,
myofasyal, pndmotoraks vb)

* %25 kardiyak sebepler (akut Mi,
stabil angina pektoris,akut
perikardit, myoperikardit,
diseksiyon vb)



Yeni baslayan (o saat, o giin ya da son 2-3 glindur) g6gus agrisi,
epigastrik agri veya es deger agri ile gelen hastalarda ayirici tani

Akut
Koroner
sendrom




Table 4. Physical Examination in Patients With Chest Pain (Table view)

Clinical Syndrome Findings

Emergency

ACS Diaphoresis, tachypnea, tachycardia, hypotension, crackles, S3, MR
murmur.Z; examination may be normal in uncomplicated cases

PE Tachycardia + dyspnea—=>90% of patients; pain with inspiration7

Aortic dissection

Connective tissue disorders (eg, Marfan syndrome), extremity pulse
differential (30% of patients, type A>B)8

Severe pain, abrupt onset + pulse differential + widened mediastinum
on CXR >80% probability of dissection®

Frequency of syncope >1 0%8, AR 40%—-75% (type A)m

Esophageal rupture

Emesis, subcutaneous emphysema, pneumothorax (20% patients),
unilateral decreased or absent breath sounds

Other

Noncoronary cardiac: AS, AR,
HCM

AS: Characteristic systolic murmur, tardus or parvus carotid pulse
AR: Diastolic murmur at right of sternum, rapid carotid upstroke
HCM: Increased or displaced left ventricular impulse, prominent a
wave in jugular venous pressure, systolic murmur

Pericarditis

Fever, pleuritic chest pain, increased in supine position, friction rub

Myocarditis

Fever, chest pain, heart failure, S3

Esophagitis, peptic ulcer disease,
gall bladder disease

Epigastric tenderness
Right upper quadrant tenderness, Murphy sign

Pneumonia Fever, localized chest pain, may be pleuritic, friction rub may be
present, regional dullness to percussion, egophony
Pneumothorax Dyspnea and pain on inspiration, unilateral absence of breath sounds

Costochondritis, Tietze syndrome

Tenderness of costochondral joints

Herpes zoster

Pain in dermatomal distribution, triggered by touch; characteristic rash
(unilateral and dermatomal distribution)

ACS indicates acute coronary syndrome; AR, aortic regurgitation; AS, aortic stenosis; CXR, chest x-ray; LR, likelihood ratio;

HCM, hypertrophic cardiomyopathy; MR, mitral regurgitation; PE, pulmonary embolism; and PUD, peptic ulcer disease.

AKS: erkeklerde terleme, kadinlarda
bulanti, kusma daha sik. Hepsi beraber
ya da ayri ayri olabilir. Tasikardi-
bradikardi, tasipne, hipo-hipertansiyon
eslik edebilir

P. Emboli; %90'inda tasipne+tasikardi,
nefes almakla artan gogls orta ya da
yan agrisi

Aort diseksiyonu; ani baslayip zirveye
cikan goglisde, sirtta, karinda ya da
ekstremitelerde agri olmasi, sag-sol
tansiyon farki, erken diyastolik tGftrim,
norolojik bulgular, senkop

Perikardit; yatinca artan oturunca
azalan gogus agrisi

Myokardit; koroner iskemik agriya ya da
perikardite ve her turlli agriyi taklit
edebilir, S3, efor dispnesi, tasikardi



G6gUs agrisi olan hasta size geldiginde ilk
vapilacaklar

* Yeni baglayan tipik gogiis Lretrosternal, mide, omuz, sol kol, sag kol veya her iki
kol, sirt) agrisi var iken gekilen ilk ekg I?olrmal ise 10 dk ara ile en az 2 ekg daha
cekelim

 Bu 3 ekqg (0.dk, 10 ve 20.dk) ekqg’leri normal ise hastada bu géqlis agrisinin sebebi
koroner iskemide olabilir ama

* koroner iskemi digindaki sebepler olan pulmoner emboli, aort diseksiyonu, pnomotoraks,
ozefajit, 6zefagial spazm, zona, reflii vb olabileceginide diisinmeye baslayalim.

e Tabiki agrinin 0.1-2-3.saat hs-troponini isteyelim.
e Hs-Troponin pozitif gelirse ilk basa akut koroner sendrom,

* sonra myokardit, pulmoner emboli, aort diseksiyonu vb direkt ya da dolayl
kalbi zorlayan MINOCA sendromu yapan sebepler akla gelmeli.

e Varyant anginayi akut koroner sendrom grubunda disinmeli



STEMI’de agrida tipikse sakin troponin
bekleme sevk et




10 dk ara ile ekg cekmeli
Agri1 yok iken ekg normal cikabilir

Agri yok iken ¢ekilen ekg normal Agri var iken ekg (anterior ST eleve Mi)




Yeni baglayan mide agrisina reflu veya Ulser
demeden 6nce ekg cekip bakalim akut Ml olabilir

D2-3 AVF

crepeesy sy

i
Hin




Vaka; 55 yas DM ve sigarasi olan erkek hasta. 1
haftadir gégus agrisi 2-3 dk stiren gégus agrisi var

/\foné’f/usm? ;




Vaka; 60 yasinda kadin hasta. Ani baslayan epigastrik agri ve EKG
anterior STEMI

30 dk gecikme %5 mortalite daha
fazla..

**3,4‘”‘ LL\ | J ‘\_} J "“JLM

Bow's  10mw/mV 150H: 0SB 138L 0 CID: ) lmmmm&mm




Akut koroner sendromda sevk oncesi ilk

verilecek ilaclar

. STEMI ve esdegeri (komplet sol dal
USAP/nonSTEMI blok vb)

* Tani konulan yer ile Primer PCI
(acil anjioda stent
vb)yapilacakhastane arasi 30 dk
ve alti ise sadece aspirin midede

* Aspirin midede eriyen 300 mg eriyen 300 mg ver ve sevk et
verip sevk edelim

* Mesafe 30 dk gececekse asFirin
300, brilinta 180 mg veya plavix
600 mg oral yukle ve anfraksiyone
Heparin 5000 uinite iv bolus yap ve
sevk et



STEMI olusum mekanizmasi

USAP ya da
nonSTEMI-RCA

. ortasi %95 darhk
STEMI-RCA tam

tikali-inferior
STEMI

Ticagrelor Tablets

Enterik kaph
olmayan

Asetilsalisilik asit
20 adet




Akut koroner sendromda yapilacaklar

* Epigastrik agri ya da diger gogus agrisi vb ile gelen hastada hemen anemnez
(agriya terleme, bulanti, kusma eslik etmis mi?)

. ?ift tarafli tansiyon, mezokardiak odakta erken diyastolik tifliriim ve Babinski
aort diseksiyonu ekarte etmek i¢in)

 Hemen bazal ekg ve troponin (miimkiinse high sensitif troponin) ve imkan varsa
D dimer (aort diseksiyonu ve pulmoner emboliyi ekarte etmek icin)

Akut koroner sendromda CK VE

* Bazal ekg normalse 10-15 dk arayla en az 2-3 ekg CICMB BAKIEMASI

ONERILMiYOR ARTIK. Troponin
bakmak yeterli

* Bazal troponin normal gelirse 1.,2., ve gerekirse 3. saat troponin kontroli




Akut koroner sendromlarda sik yapilan hatalar

* Hasta size geldi"inde agri yoksa ekg normal c¢ikabilir. Sakin ekg normal
diye hastada kalp krizi olamaz ya da sen normalsin diyemeyiz.

e Son 24 saat icerisinde ya da son 1-2 saat oncesinde 5-10 dakikadan uzun
stiren ve terleme ya da bulanti kusma eslik etmisse bu STEMi olabilir,
koroner tikali damar yolda gelirken spontan rekanalize oldugu igin size
geldiginde agri ge¢mis ve ekg normal goéziikebilir. O an ki ekg normal bile
olsa hastaya en az 3 ardisik ekg ve 0,1,2,3.saat troponin bakmali

* Agni sirasinda 15 dk ara ile ¢ekilen en az 3 ekg normal geldiyse ama gogius
agrisi yeni ve rahatsiz ediyorsa bu durumda pulmoner emboli, aort
diseksiyonu vb koroner disi sebeplerde diuisiniilmeli ve ambulansla
BT/eko vb ¢ekimi icin sevk edilmeli



Akut koroner sendromlarda sorunlar

* USAP klicumseniyor mu?. Oysaki kalp krizi gecirenlerin yarisinda son
1 hafta icerisinde 1-2 defa gelen gogus agrisi var

* STEMi’de troponin sonucu bekleniyor. Beklenilmemeli

« STEMi’de en yakin hastaneye gétiiriiliiyor. En yakin hastane degil en
yakin primer pci yapilacak hastaneye goturulmeli

* AKS sliphesi olan hasta tartisma ¢ikarsa at imzani gidebilirsin
denilebiliyor



Aman dikkat

* Ekg ve troponin normal hastada tipik yeni baslayan agn tarif
ediliyorsa anstabil angina olabilecegi dlistintilmeli, ayni gun
kardiologa gonderilmeli, en azindan bir efor testi ya da koroner BT
anjio yapilabilir

* Ortada kalinan vakalarda ayni giin kardiologa gidemeyecekse
hastaya bulundugunuz yerde 300 mg asa verip ve rutin 100 mg 1x1
verip en kisa slirede kardiologa gitmelisin demeli



STEMi vakalarinda sevk 6ncesi taniyl koyan
merkezin verecegi ilk tedavi

* 1-Enterik kapli olmayan aspirin
300 mg(100 mg’da 3 adet) gignetilecek-

* Enterik kapli olma nedeni hizl etki icin.
Sonraki glinlerde enterik kaph verilebilir.

e 2-Varsa tikagrelor 180 mg, tikagrelor Asetilsalisilik asit
Koksa 60 mg prasuirel ya da 600 mg 20 ade
lopidogrel oral yiikle

* 3-Enoksoparin kreatinin normalse IV
yoldan 10 kg’a 0.05 cc (6rnegin 80 kiloya
0.4 cc IV) ya da anfraksiyone heparin
5000-7500 u IV bolus yapip hemen
primer pci (acil anjio) sevk edilmeli

ilk tani konulan yer ile primer PCi yapilacak yer
ayni tip heparini yapmali. Sevk oncesi






Isyeri hekimliginde kardiyak
sorunlara yvaklasim-2
18 ve 27 Subat 2025

Prof.Dr.Huiseyin Oflaz

Kardiyoloji uzmani



Kollar ters baglanmis

Kollar ters
baglanmis




V1-2 elektrodunu klavikula Gstine koyanlar

var.....hatali ¢cekim....biz yillardir béyle cekiyoruz
ama
Oskultasyon odaklan EKG odaklari

SOF 2. 1k Aok ooy A Som W pn, Wasiel byl
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Yanlis amplittid....cok batik hata..STEMI,
hiperpotasemi, hipertrofi, p pulmonale...

2.5 mm/1 mv (her sey 4 kat kiigiik) Normali 10 mm/1 mv




ST segment elevasyonu yapan sebepler

Resiproklu ST eleve inferior Mi Evre 1 akut perikardit ekeg’si

- e e A
D e Gl G B

t gIbISTIvatlo i
‘Pdere

.}“A-—JrJML/LJ/\ALf\_J/\—«\U/ /LA(LJ( & LL.N L\l/\ L




ST segment elevasyonu yapan sebepler

Erken repolarizasyon Evre 1 akut perikardit ekg’si
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43 yasinda erkek hasta. Covid gecirdikten 15 glin sonra batici karekterde
oturunca azalan yatinca artan gégus agrisi var= Akut Perikardit

AKUT PERIKARDIT Evre 1 re5|proksuz aglkllgl yukarl bakan

ST segment eIevasyonu ve/veya PR segment depresyonu, aVR'de ST segment ; i

l PR depressmn

MMMLL“M.JA_J/\WU/ 5/\\#\.\)("\4“\715&_&{\,1/‘_1/

m 1 ’

Akut perikardit tani
kriterleri ( 2’si varsa
tani konulur)

1-Yatinca artan,
oturunca azalan batici
gogus agrisi

2-Frotman

3-Evre 1 ise resiproksuz
acikhgi yukarn bakan ST
segment elevasyonu
ve/veya PR segment
depresyonu, aVR'de St
segment depresyonu

4-Eko veya toraks BT
vb’de perikardda sivi
artisinin saptanmasi.



SVT tedavisi-sakin carpintim var diyen genclere
ndroz deme...

* Hemodinamiyi bozuyorsa

1 et [ aVR

4 1 (Kardiyojenik sok) kardioversion.
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* Diltizem veya beta bloker



VT tedavisi
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* Hemodinamiyi bozuyorsa
(Kardiyojenik sok)
kardioversion. Genelde 200/dk
usti sok.

 Amiodaron inflizyonu

* Lidokain inflizyonu



Senkron ve asenkron sok ne demek?
AAAA, /“\M/\/\/\/'\\/\/\AA\/\ ﬁ/f

Ventrikuler tasikardi= Senkron sok
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Asenkron sok

E Ventricular Fibrilla'l'ion:




Atrial fibrilasyonlu hastaya yaklasim
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* AF ani baslar

* Hastada ani baslayan nefes
darligi veya carpinti yapar

e Bazi hastalarda belirti dahi
vermeyebilir



Atrial fibrilasyonlu hastaya yaklasim

* Once hiz kirict AV blok yapan
belok ampul veya EF normal ise

e diltizem ampul
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Her hasta igin ama Allah’im ya varsa denilecek durumlar igin kaygi duymaliyiz..
DM+HT+Kadin+65 yas Ustl olanda veya MITRAL STENOZUNDA

A. Fibrilasyonu var mi heyecani

Sinus Rhythm @)
¥ 88 BPM Average

This ECG does not show signs of atrial
fibrillation.

Export a PDF for Your Doctor

{ Back ECG Detail [N
e

you believe you're having a heart ¢
emergency, call emergency services

SAMPLE DETAILS
Sep 12, 2018 at 10:08:31 AM

Sep 12, 2018 at 10:09:01 AM

ECG Hold your finger on
the crown.

i T ¥ A ~ —




70vy. 3 aydir ara ara bas donmeleri var ve holterde nabiz 44 dustyor. Kalici
pacemaker planlaniyor. ********Katil odada.....
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Covid nedeniyle evde yatan hastada ani dispne-senkop-angina
ve Sinis tasikardisi ve S1Q3T3......PULMONER EMBOLI...

D dimer, troponin ve proBNP yikselir Sinlis tasikardisi, sag dal blok, s1g3t3..




55 yasinda erkek hasta. Son glinlerde bas agrisi, kas glicstizlUgu
ve cok idrar ¢cikma sikayeti var. EKG cekiliyor ve kildan katile
gidiliyor....

Hypocaicemia Normal Hypercaicemia

* Tani= Hiperkalsemi

e Paraneoplastik sendrom ve
akciger kanseri........

mom e i e Bazende DVT ve kanser i|i§kisi Ni
QT 0.52 . 0.
unutmamali....




Tasikardi-bradikardi sendromu....HSS

e Carpinti olunca beta bloker versen
bi dert...verirsen ani pause oluyor
ve senkop..

*Beta bloker vermesen bi dert.
Cunkd carpinti oluyor.

*Nabiz hizlaninca care var. beta
bloker vb verirsin ama nabiz dlisiince
veya pause olunca tek cozim kalici
pacemaker.....




27 subat 2025



Dedeniz size; Tansiyon aleti yanls dlctyor?, cihaz
bozuk galiba ya da ben iyiyim ama nabzi 35 kos
doktor torunum derse.....

Ventrikiiler ya da supravent. Ekstrasistol ..VEA
varsa 70 olan nabzi 70/2 =35/dk go6sterebilir. 35
olsa hasta presenkop hali olur.

Atrial fibrilasyon




50 yas alti ani 61im sebepleri.
Istirahatte senkop tehlikelidir.

Kan gérme vb vazovagal ani 61Um riski diistktiir ama diismeye bagl kafa ici kanama
veya kirik vb nedeniyle risk vardir.

Brugada sendromu

WW

W
WWM

Tsmms 10mmeV 08

Fig. 6. ECG type 1 BeP. ECC in an asymptomatic 17 year okl bay with type 1 Brugada pattern, seen at screening consultation. In lead V1 the caved ST elevation with termination in 2
negative T wave is seen.



25 yasinda. 2 kez istirahatte senkop var.
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Carpintim var diye her gittiginde ‘ e
bozuklugu tanisi konuluvor. Yy
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Ani bradikardi ve hipotansiyon inferior stemi diye bi bak.. Yaslida
HSS olur ama 50-55 yas alti niye semtomatik bradikardi olsun ki?

Ik ekg normal olabilir...

Elmasa komur muamelesi
vapilmaz..psikolojik...noroz...

Inferior ¢ikti geldi. Trenin sesini 10 km
geriden duymak onemli...
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Hiperlipidemi Tedavisine Guncel
Ya kIa§| M- ESC 2019 ve CCS 2021 dislipidemi kilavuzu

Prof.Dr.Hiiseyin Oflaz
Kardiyoloji uzmani
istahed/KKTC-23.10.2022

instagram prof.dr.huseyinoflaz




Koruyucu hekimlik-
Kalp damar hastaliklari

* Ah teyze vah teyze

* 3000 kardiologdan 2098 statin alin diyor, ikisi almayin diyor,
vatandasin yarisi bu iki doktora inaniyor.

* Kolesterol ilagi statin almasi gerekenlerin sosyal medyadan
etkilesmesi ve ilagi almamasi, kolesterol diisiince yanlishikla
kolesterol ilaginin kesilmesi onlenmeli
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Kalp krizi deprem gibidir. Aniden gel



Koroner arter darligin ilk ortaya cikis

» Koroner darligi olanlarda ilk belirti
%40’Inda ani baslayan kalp krizi
(deprem gibi)seklindedir.

* Gegen hafta efor testim dahil check up

hersey normal dediler ama simdi kriz
gegiriyorum...

* Diger %40’1 son 1-2 haftadir 1-2 kez
elen gogls agrim oldu ama refli,
itik, kas agrisi dedim ama simdi

siddetli agrim var

* Diger %20’si ise stable angina ya da
koroner BT anjio vb ile tani konuluyor
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“Her gecen gun daha cok haber ve H I perl I pldeml ta nive
bilgiye karsin giderek daha az anlamin

tretildigi bir zaman diliminde yasiyoruz.”

tedavisinde son durum;
100N1K

Jean Baudrillard

Cok fazla makale ve
guideline var

Pubmed ¢ok fazla yayin var.




Heart Risk Calculator

[—==——_  _ SCORE 2/SCORE OP

disease or stroke using the ASCVD
algorithm published in 2013 ACC/AHA
Guideline on the Assessment of

Cardiovascular Risk.

T - o 3 ' Age (years) 5
(SCORE) - Gender  ® Male
b e o 4 -

O Female

Race () African American
® Other This calculator assumes that you have not had a prior
heart attack or stroke. If you have, generally it is
< 1 S low-risk Total cholesterol (mgidL) %0 recommended that you discuss with your doctor about

starting aspitin and a statin. Furthermore, if you have an

LDL-cholesterol (bad cholesterol) greater than 190, it is

HDL cholesterol (mg/dL) 50 also generally recommended that you discuss with your
doctor about starting aspirin and a statin

Systolic blood pressure (mmHg) 125 Unfortunately, there is insufficient data to reliably predict
risk for those less than 40 years of age or greater than 79
years of age and for those with total cholesterol greater

Diastolic blood pressure (mmHg) 80 than 320
UPDATE (11/21/17) - The ACC/AHA has released their
Treated for high blood pressure O No ,

enti Detection, Ev
t of High Blood P
high level, the new guidelines redefine hypertension as

2017 Guide!

Class*/Level®
=>1 to <5, or

Diabetes blood pressure >130/80 and recommend starting anti-
hypertensives based on ASCVD risk score of >10%. This
moderate risk Oz will be a significant change from JNC-8. Please let us
Know if you would like us to incorporate the new
Smoker

guidelines into com by

(see Table 4)

UPDATE (6/30/16) -- The calculator has been vetted
Calculate against the final guidelines from the USPSTF for initiating

vo— | — | aspirin therapy.

ooo ooo

oo oog b UPDATE (9/18/15) -- The calculator now also
oo "@ Gl 4 Class”/Level incorporates draft guidelines from the USPSTF for

risk calculators risk calculators high-risk

UpToDate nde Ara
(see Table 4) P | =

Why UpToDate? Product Editorial Subscription Options

Get help for using calculator and applicatior

T e ¢ Medical Professional  [[F] Resident, Fellow, or Student (@ Hospital or Institution g% Group Practice

£ Patient or Caregiver

Class"/Level®
=10, or at
very-high

Calculator: Cardi ular risk 1ent (10-year, men: Patient education)

7

Up to 10 year Lifetime =5 to <10, or |

risk due Input
. 5 " to a risk condi- Age 53 wr ~|
Find the right How to use this o systolic bload pressure e =
calculator app"cat|°n on Total cholesterol 240 mg/dL ~|
('“ Table ‘) HDL cholesterol 49 mg/dL ~|

On blood pressure medication  No (1.93303) ~
Class"/Level” |

Cigarette smoker  No (0) ~]

Secondary Very-high-risk Diabetes present | No (0) <)
prevention

Results

All risk calculators P




PREVENT™ Online Calculator

Welcome to the American Heart Association Predicting Risk of cardiovascular disease EVENTs (PREVENT™). This app should be used for
primary prevention patients (those without atherosclerotic cardiovascular disease or heart failure) only.

SBP
Sex ®Male O Female 125
Age BMI
25
56 years o
eGFR
Total Cholesterol 92
180 mg/dL 0
& Diabetes ®No OVYes o
HDL Cholesterol Current Smoking @®No OvYes o
50 mo/dL o
Anti-hypertensive medication ®No @ Yes o
Lipid-lowering medication ONo @yYes o
References

® Risk of CVvD O Risk of ASCVD © Risk of Heart Failure

This individual has an estimated 10-year risk of CVD = 5.2%

Disease EVENTS (PREVENT™) Equations Circulation 2023, DO

This individual has an estimated 30-year risk of CVD = 27.0%

ation of the American Heart Association Predicting Risk of
1016} CIRCULATIONAHA.123,067626.

The following three predictors are optional for further
personalization of risk assessment. When they are clinically
indicated or available, please click on yes and enter the value

UACR ONo @®@Yes o
0 to 25000 m
HbAIC ONo @Yes o
3to15 %
Zip Code (for estimating social deprivation ONo ®@Yes o

index [SDI])
Enter zip code

Interpretation of Risk Estimates:
10-year risk for CVD is categorized as:

The risk estimates were calculated using the base model

Intended Use of PREVENT:
This calculator is intended for primary prevention patients (those without coronary heart disease, stroke, or heart failure) who are between the
ages of 30-79 years. Estimating absolute risk may assist and guide clinicians and patients in shared decision-making for interventions
targeting lifestyle behaviors and consideration of pharmacotherapies.

Description of the PREVENT models:

The calculator provides 10-year risk estimates for individuals 30-79 years of age and provides 30-year risk estimates for individuals 30-59 years
of age. The PREVENT'™™ equations were developed by the American Heart Association Cardiovascular-Kidney-Metabolic Scientific Advisory
Group. The risk equations were derived and validated in a large, diverse sample of over 6 million individuals."2 The current version of this online

o Low risk (<5%)

e Borderline risk (5% to 7.4%)

* Intermediate risk (7.5% to 19.9%)
e High risk (220%)



Hedef kolesterol diizeyi ve ilagc baslama  * Gok yuksek KV risk grubunda olanlar

endikasyonunu belirleyen 10 yilda Bilinen Mi. stent. b tabl
: t . : * Bilinen Mi, stent, bypass, stable
beklenen KV bir olay (M, inme vb) gelisme angina,PAH, karotis darlik, inme

riski hesaplanmali gecirenler

Table 4 Cardiovascular risk categories

Pacpile will iy i tha following * Ya da kesinlesmis ve gosterilmis drnegin

Documented ASCWVD, either clinical or unequivocal

S e e koroner anjio ile 1 damarda en az %50 ve

ACS (Ml or unstable angina), stable angina, coronary

revascularization (PCIl, CABG, and other arterial ﬁ Stﬁ d a rI I k Veya ko ro n e r BT a nj IOd a e n a Z
revascularization procedures), stroke and TIA, and

perionera arrit dsense Uneqavocaly docs 2 damarda %50 ve Usti darhk veya
SN karotisde net bir plak saptanmissa

or CT scan (multivessel coronary disease with two ESC 20 19

major epicardial arteries having >=50% stenosis), or

S e DiSLiPiDEMl °

DM with target organ damage,” or at least three major

:[::;a::::),-or early onset of T1DM of long duration KI LAVUZU

Severe CKD (eGFR <30 mL/min/1.73 m?).

A calculated SCORE =10% for 10-year risk of fatal
CvD.

FH with ASCVD or with another major risk factor.

People with:

Markedly elevated single risk factors, in particular TC
=8 mmol/L (=310 mg/dL), LDL-C =4.9 mmol/L

(=190 mg/dL), or BP >=180/110 mmHg.
Patients with FH without other major risk factors.

oo L
Pa‘tientsjwiﬂ'\DMwimommrgﬂorg?hdamaig&aMth DM i Ya da Ciddi bObrek yeterSiZIigi OIan hasta
Moterson CKE (xR 30-59 mmin 173wy (GFR 30un alt1)
A calculated SCORE =5% and <10% for 10-year risk

of fatal CVD.
Moderate-risk Young patients (T1DM <35 years; T2DM <50 years)

with DM duration <10 years, without other risk fac- PY SCORE risk indeksi %1 0 ve ijsta ise

tors. Calculated SCORE =1 % and <5% for 10-year
risk of fatal CWVD.
Low-risk Calculated SCORE <1% for 10-year risk of fatal CvD.

DESC2019



Hedef kolesterol diizeyi ve ila¢ baslama
endikasyonunu belirleyen 10 yilda
beklenen KV bir olay (Ml, inme vb) gelisme

riski hesaplanmali

Table 4 Cardiovascular risk categories

Moderate-risk

Low-risk

People with any of the following:

Documented ASCVD, either clinical or unequivocal
on imaging. Documented ASCWVD includes previous
ACS (Ml or unstable angina), stable angina, coronary
revascularization (PCI, CABG, and other arterial
revascularization procedures), stroke and TIA, and
peripheral arterial disease. Unequivocally docu-
mented ASCVD on imaging includes those findings
that are known to be predictive of clinical events,
such as significant plaque on coronary angiography
or CT scan (multivessel coronary disease with two
major epicardial arteries having >50% stenosis), or
on carotid ultrasound.

DM with target organ damage,” or at least three major
risk factors, or early onset of T1DM of long duration
(=20 years).

Severe CKD (eGFR <30 mL/min/1.73 m?).

A calculated SCORE =10% for 10-year risk of fatal
CcvD.

FH with ASCVD or with another major risk factor.

People with:

Markedly elevated single risk factors, in particular TC
=8 mmol/L (=310 mg/dL), LDL-C =4.9 mmol/L
(=190 mg/dL), or BP =180/110 mmHg.

Patients with FH without other major risk factors.

Patients with DM without target organ damage,” with DM
duration =10 years or ancther additional risk factor.

Moderate CKD (eGFR 30—59 mL/min/1.73 m?).

A calculated SCORE =5% and <10% for 10-year risk
of fatal CVD.

Young patients (T1DM <35 years; T2DM <50 years)

with DM duration <10 years, without other risk fac-

tors. Calculated SCORE =1 % and <5% for 10-year
risk of fatal CVD.

Calculated SCORE <1% for 10-year risk of fatal CVD.

©ESC2019

* Yuksek KV risk grubunda olanlar

Tek major risk faktori belirgin var ise (TK 310
veya LDL 190 iistii veya TA180/110 mmHG (istii

Tek basina ailesel hiperkolesterolemi varsa

DM olup hedef organ tutulumu olmayan ve ¢ok
yiiksek risk grubu disinda kalanlar

GFR 30-59 arasi KBY hastalari

SCORE risk puani %5-10 arasi olanlar

* Orta KV derecede risk grubunda olanlar

35 yas alti tip 1 Dm veya 50 yas alti tip 2 Dm var
ama DM siiresi 10 yildan az olan ve ek major
risk faktorii olmayan DM hastalar

SCORE risk indeksi %1-5 puan arasinda olanlar

* Diislik KV risk grubunda olanlar

SCORE risk puani %1’in alti olanlar



Risk sinitflamasinda ek oneriler
Bilinen aterosklerozu olmasa da
statin vermenizi etkileyecek tahliller ve 6z gecmis

Table 2
Table 1 Additional tests to help assess cardiovascular risk
al risk assessment, risk enhancers to consider, and risks specific to women Interpretation
Atherosclerotic Cardiovascular Levels =50 mg/dL or 125 nmol/L enhance risk and favor

statin therapy when risk is borderline-intermediate.

Coronary Artery Calcium Scan 0 Agatston units (AU) = statin therapy can be deferred

1-99 AU and <75th percentile for the patient’s
age/sex/race group = favor statin thera

Risks S

History of preclampsia
Premature megopause

Risk Enhancers ic to Women

<5% Low Family history of premature
5%—7.49% Borderline ASCVD

7.5%-19.9% Intermediate (males <55 year old, Polycystic ovarian in patients =55y ] ) Coronarv CT anagioaraph
=20% High females <65 year old) syndrome _— >100 AU or >75th percentile for the pati ry : giog y
Persistently elevated agefsexirace group = statin therapy inc + gl i &b
low-density lipoprotein === Apolipoprotein B =130 mg/dL Favor statin therapy in intermediate-risk | ‘h\ .
(LDL) (=/ = 160 mg/dL} ==y High-sensitivity C-reactive
Metabolic syndrome protein >=2.0 mg/L ﬂ
Chronic kidney disease == Ankle-brachial index <0.9
Chronic inflammatory Ad d fi Grundy SM. AHAJACCAACVPR/AAPAABCACPM/ADA/AGS/APhA/
disorders (rheumatoid apted from Grundy SM.

guideline on the management of blood cholesterol: a report of the American Co
ogyfAmerican Heart Association Task Force on Clinical Practice Guidelines. Ci
139(25): p. e1082-e1143.

arthritis, human
immunodeficienc virus
[HIV] disease) l

Adapted from Grundy SM. AHA/ACC/AACVPR/AAPA/ABC/ACPMIADAIAGS/APhASASPOC/NLAPCNA
guideline on the management of blood cholesterol: a report of the American College of Cardiol-
ogy/American Heart Association Task Force on Clinical Practice Guidelines. Circulation, 2019,
139(25): p. e1082-e1143.

intermediate ve yiiksek risk gikanlarda ailede erken ateroskleroz, GFR 60’in alti ya da proteiniiri var mi, HIV, erken 40

yas alti menapoz, polikistik over, Lip a diizeyi 50 ve listii mii?, koroer kalsiyum skoru 100 puan ve listii mii?, Apo B,
CRP ve ABI 0.9 alti mi? bakilmal



Table 4 Cardiovascular risk categories

Wery-high-

rishc

Moderate-risk

People with any of the following:

Documented ASCWD, either clinical or unequivocal
on imaging. Documented ASCWVD includes previous
ACS (M or unstable angina), stable angina, coronary
revascularization (PCI, CABG., and other arterial
revascularization procedures), stroke and TLA, and
peripheral arterial disease. Unequivocally docu-
mented ASCWD on imaging includes those findings
that are known to be predictive of clinical events.,
such as significant plague on coronary angiography
or T scan (Mmultivessel coronary disease with two
major epicardial arteries having =50%5 stenosis), or
on carotid ultrasound.

DM with target organ damage,® or at least three major
risk factors, or early onset of T1DM of long duration
(=20 wyears).

Severe CKD (eGFR <30 mlL/min/1.73 m~).

A calculated SCORE =10%8 for 10-yvear risk of fatal
VD

FH »wwith ASCWD or with another major risk factor.

People with:

Markedly elevated single risk factors, in particular TC
=8 mmol/L (=310 mg/dL), LDL-C =49 mmol/L
(=190 mg/dL). or BP =180/110 mmHg.

Patients with FH without other major risk factors.

Patients wvith DM without target organ damage,™ with DM
duration =10 ywears or another additional risk factor.

Moderate CKD (eGFR 30—59 mbL/min/1.73 mZ).

A calculated SCORE =525 and <10%5 for 10-year risk
of fatal CWD.

Young patients (T 1DM <35 years; T2DM <50 wears)

withh DM duration <10 years, without other risk fac-

tors. Calculated SCCORE =1 %6 and <5% for 10-year
risk of fatal CWVID.

Calculated SCORE <1%: for 10-year risk of fatal CWID.

BESC019
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Table 1

risk assessment, risk enhancers to consider, and risks specific to women

Risk Enhancers Risks Specific to Women

<5% Low Family history of premature [ History of preclampsia "}
5%-7.49% Borderline ASCVD Premature menopause - - .
7.5%-19.9% Intermediate (males <55 year old, Polycystic ovarian ACC/ AHA 2019 disl Pl demi
>20% High females <65 year old) syndrome kilavuzu

Persistently elevated

low-density lipoprotein
(LDL) (>/ = 160 mgfdL)

Metabolic syndrome

Chronic kidney disease

Chronic inflammatory
disorders (rheumatoid
arthritis, human
immunodeficienc virus
[HIV] disease)

Adapted from Grundy SM. AHAJACCUAACVPR/AAPA/ABC/ACPM/ADA/AGS/APhA/ASPC/NLA/PCNA
quideline on the management of blood cholesterol: a report of the American College of Cardiol-
ogy/American Heart Association Task Force on Clinical Practice Guidelines. Circulation, 2019.
139(25): p. e1082-e1143.



Hiperlipidemi kilavuzlari

Table 2. How to screen for dyslipidemia in adults at risk

How to screen
For all
® History and physical examination
e Standard lipid profile*: TC, LDL-C, HDL-C, non-HDL-C,' TG

®» FPG or Alc

» :GFR . 4. . .

® Lipoprotein(a)—once in parient’s lifetime, with initial screening CCS d ISIIpIdemI
Optional kilavuzu 2021

ApoB,
fasting
C, low-

Alc, glycated hemoglobin; albumin-to-creatinine
Apolipoprotein B; eGFR, estima merular fleration race;
plasma glucose; HDL-C, high-density lipoprotein cholesterol;

density lipoprotein cholesterol; TC, total cholesterol; TG, triglycerides.
-Nnnfast'mg lipid testing is recommended in most adults for screening;
however, for individuals with a history of triglyceride levels > 4.5 mmol/L,

tasting lipid levels are recommended.




Bugtin net olan dislipidemi énerileri

* SEKONDER KORUMA

* Koroner stent, bypass, eski Mi,
e Karotis veya periferde anlamli ya da anlamli olmayan darliklar,

 Abdominal aort anevrizmasi,
 [skemik inme vb aterosklerozunuz varsa

@
* LDL degerine bakilmaksizin Statl n alacaksiniz. isterse bazal LDL 40
mg/dl olsun



Statin kesin verilmesi gerekenler (LDL degerinden
bagimsiz olarak)-sekonder koruma

e Akut Mi doneminde LDL bakilmaksizin hemen hastaya statin yiiksek doz
verilmeli (amacg pleotropik etki)

* Bilinen KV hastalik varsa LDL degeri hedefin alti (55 mg/dl) bile olsa statin
dusuk dozda olsa verilir. Pleotropik etki icin....

* Pleotropik etki (ila¢ ana etkisi disinda ek diger olumlu etkileri)

e Statinlerin pleotropik etkisi
* Antitrombotik
* Antiinflamatuar (CRP diistiriicii)
* Endotelyal disfonskiyon diizeltici (anti-aterosklerotik)



PRIMER KORUMA (Bilinen ateroskleroz yok)

* Ailevi hiperkolesterolemi veya PREVENT/SCORE risk dlceklerine gore
cok yiiksek risk grubunda (3’li birarada=DM+sigara+HT) ise

@
e LDL 190’nIn ustu Statl n ver ve hedef 70’in alti



Lanetli (L) kolesterol-hayirli (H) kolesterol

* LDL-K lanetli kolesterol aterojeniktir
* HDL-K hayirh kolesterol faydalidir
* LDL-K=Total kolesterol-HDL-TG/5 Friedewald formiilii ile hesaplanir

* TG 200 ustii bu formuluin guvenilirligi azalir, 400 ustui zaten formul
ve ¢ikan LDL sonucuna glivenilmez

TEMD 2021 dislipidemi kilavuzu



Non-HDL kolesterol 6lcimi daha degerli ama
kilavuzlar LDL'ye goére tedavi veriyor

* Aclik TG 250 ve ustii veya DM veya bilinen damar hastaligi olanlarda
guvenilirlik icin direkt LDL 6lcumii istenmeli

* Non-HDL (HDL disi kolesterol) tiim aterojenik lipidleri (LDL, IDL,VLDL
ve lip(a)) gosterir. Non-HDL=Total K-HDL ile basit¢ce hesaplanir

TEMD 2021 dislipidemi kilavuzu



Lipid dizeyleri icin uygun kan alma zamani ne
olmali?

* Guncel hekimlik 8-12 saat aclik sonrasi lipid olcimu 6nermekte ama
daha dogrusu non fasting (tok) degerlendirme genelde daha
uygundur.

* Tokluk kaninda TG %20 artar, LDL kolesterol %10 diiser, HDL ve
nonHDL kolesterol degismez.

* Bilimsel verile aclik ve tokluk kan lipid diuizeylerine gore tedavide
prognoz benzer. TG 400 ustui ise aglik lipidlerine bakilmasi onerilir

TEMD 2021 dislipidemi kilavuzu



Lipid taramasi nasil olmali?

22 TEMD DIiSLIPIDEMI TANI ve TEDAVI KILAVUZU

TEMD Onerileri

- Dislipidemi taramasi genc eriskinlerde 5 yilda bir, 40 yas Gizerindeki erkeklerde ve 50 yas tzeri veya
menapoz sonrasi kadinlarda 2 yilda bir nerilir.

- DM, ASKVH, KBH veya diger yuksek risk faktorleri bulunan kisilerde tarama yilda en az bir defa
yapiimalidir.

- Taramada; Total-K, TG, HDL-K, LDL-K ve non-HDL-K yer almalidir.

- Dislipidemi taramasinda rutin disi parametreler, glinlik pratikte yaygin olarak kullaniimazlar.
« Dislipidemi taramasi icin aclik kani tercih edilse de tok olarak da kan verilebilir.

- Tedavi karar vermeden 6nce lipid 6lgimleri mutlaka tekrar edilmelidir.

TEMD 2021 dislipidemi kilavuzu



Lidip tarama sikligi nasil olmal

Tablo 2. Dislipidemi Taramasi Sikhig

Yillik olarak dislipidemi taramas: gereken hastaliklar ve risk faktorleri

AtASKVH diisiindiiren klinik bulgular

Tip 1 veya Tip 2 DM

Birinci derece yakinlarda erken (erkeklerde <55 yas, kadinlarda <65 yas) ASKVH o6ykiisii
Birinci derece yakinlarda dislipidemi oykiisii

Hipertansiyon (Gebelik hipertansiyonu dahil)

Obezite

Sigara icimi

KBH [Hesaplanmis Glomeriil Filtrasyon Hiz1 (eGFR) <60 ml/dk)]

Kronik inflamatuvar hastaliklar (Romatoid artrit, sistemik lupus eritematozis ve psoriazis vb.)
Genetik dislipidemilere ait klinik bulgular (Ksantom, ksantelasma ve arkus kornea vb)
HIV enfeksiyonu

TEMD 2021 dislipidemi kilavuzu



Genel serum lipid siniflamasi
BN reoosurbevauversavikiaway

Tablo 1. Serum Lipidlerinin Siniflandinimasi

Total K (mg/dL) <200 200-239
HDLK (mg/dL) 260 Erkek 40-59 Erkek <40
Kadin 50-59 Kadin <50

Apo B (mg/dL) <90
<80*

*ASKVH veya risk esdegeri durumlar icin, **Cok yiiksek, HTG =Hipertrigliseridemi,

TEMD 2021 dislipidemi kilavuzu



Kalp krizi 6ncesi neler yapilabilirdi?
* Risk yiikii belirlenirdi (SCORE, PREVENT vb)

* Yiiksek ve ¢ok yuksek risk grubunda ise primer koruma amacli
aspirin ve statin baslanirdi

* Koroner kalsiyum skoru ve koroner BT anjio ¢ekilebilirdi



Hiperlipidemide ila¢ tedavisi



Statin kullanimindaki sorunlar

* Sekonder koruma (bilinen stent/bypass/Mi/inme/periferik arter
hasta vb aterosklerotik KV hastaligi olan hastalarin neredeyse yarisi
vazilan statini almiyor.

* Statinler karacigerime dokunuyor, demans, unutkanlik veya cinsel
disfonksiyon yapiyor diye kesen kesene....



Statin kullanimindaki sorunlar

* Oncelikle statin acil ve mutlaka ve émiir boyu almasi gereken bu
sekonder KV hastaligi olan gruba

e 1-Statin kullaniminin dnemi anlatilmali. ila¢i almazsan kolesterol ile
damarin tikanir, stentin daralir, kalp krizi gegirirsin.

e 2-Yan etki az denilmeli

e 3-10 derece fayda verip 1 derece zarar verdigi anlatilmali ve
pleotropik etkilerinden (bir tasla 5 kus vurdugumuz) bahsedilmeli



Statin kullanimindaki sorunlar

* Statin aliyor ve 3 ay sonra kolesterol normale gelince kesiyor...Ve
tekrar yukselecegini bilmiyor.

* Kolesterolimiuiziin %70-80’1 endojen yapilir, vejeteryanda olsaniz
ailesel gecis varsa yine hiperkolesterolemi olabilirsiniz



Statin kullanimindaki sorunlar

e Statin dlistik doz verilip ila¢i aliyor duygusuna kapilmak.
* Hedef degerleri 6nemsememek.

* Stent ya da bypass var, 10 mg atorvastatin aliyor ve LDL hala 130 ve
ustii (ideali 55 mg/dl alti).

« MAKSIMUM DOZA CIKMA HEYECANI YOK



Statin tedavisinin yan etkileri

* En sik (%10-20 hastada) kas agrisi (myalji-myozit) yapabilir. Cok azinda CK yiikselir.
Cogunda CK yukselmeden kas agrisi yapar. Myozitte CK yiikselir, myaljide CK ylikselmez

* 1/100.000 rabdomyoliz yapar (CK x10-40 kat ve (istii artmasi)

. gtalzcln tl)aslanan hastalarda 1.ay ve miimkiinse 6 ay ve sonra da yilda bir ALT, AST ve CK
akmali

 CK x10 kata kadar statin kesilmeaz.

* Ama ister CK ylikselsin isterse yiikselmeden kas agrisi yapsin bu durumlarda statin
degistirilip bagka statine gecilebilir veya primer korumada ve ¢ok yiiksek LDL yoksa giin
asiri statin tedavisi verilebilir ve hastaya mumbkiinse kalp icin katlanmasi soylenmeli



Statin alanlarda myalji (CK normal) daha sik,
myozit (CK yuksek) daha az

* Myalji ve myoziti azaltmak icin D vitamini diistikliigli varsa gidermek
faydali olabilir

* Magnezyum dusuklugiinde magnezyum vermek faydali olabilir

* Statinler 2/1000 oraninda diabet ortaya ¢cikmasini kolaylastiriyor
denilmekte? Ama bu etki daha ¢ok obezlerde oldugu icin statini
suclamak ne kadar dogru?



Statin yan etkileri

* Karaciger enzimlerinde hafif yukselme %2 hastada gorulebilir ki
aslinda bunlarin bir kismi statine bagh degil hepatosteatoza bagli

* X3 kat KC enzim yukselene kadar statin kesilmez. Statin tedavisi
oncesi ALT-AST bakmali ve bazal degerler bilinmeli



Pravastatin, rosuvastatin ve pitavastatin disindaki
statinlerin asagidaki ilaclarla etkilesimi fazla

Table 10 Drugs potentially interacting with statins
metabolized by cytochrome P450 3A4 leading to
increased risk of myopathy and rhabdomyolysis

Anti-infective Calcium Other

agents antagonists

ltraconazole Verapamil Ciclosporin

Ketoconazole Diltiazem Danazol

Posaconazole Amlodipine Amiodarone

Erythromycin Ranolazine

Clarithromycin Grapefruit juice 2
I~

Telithromycin Nefazodone
L

HIV protease inhibitors Gemfibrozil ©

Adapted from Egan and Colman,?*” and Wiklund et al.?*®
HIV = human immunodeficiency virus.



Ik tercih statinler olmals

* Hiperlipidemi tedavisinin Messi ya
da Ronaldosu STATINLERDIR.
Gerektiginde maksimum doza
cikilmali

e Statin yetmezse statin + ezetimib

* Bu ikisi yetmezse statin +ezetimib+
evolocumab ekle

* Bempedoic asid?




Hangi ilac kolesteroli ne kadar distriyor?

/
l‘

. Intensity of lipid-lowering treatment

Treatment Average LDL-C reduction

Moderate-intensity statin

High-intensity statin

High-intensity statin plus ezetimibe

PCSK9 inhibitor

PCSKS inhibitor plus high-intensity statin

PCSK9 inhibitor plus high-intensity statin plus ezetimibe

®esc-

instagram prof.dr.huseyinoflaz

PCSK9 inh tek basina %60
PCSK9 + atorvastatin 40 mg %75

PCSK9 inh + atorvastatin 40 + ezetimib %85
LDL kolesteroli diistiriyor




Sekonder koruma icin (MI/STENT vb) veya primer korunma acisindan cok
yuksek risk grubunda olanlarda

* Statin yuiksek doz (atorvastatin 40-80 mg 1x1 veya rosuvastatin 20-40 mg
1x1) baslanur.

* Tedaviden 2-3 ay sonra hala hedef LDL'ye ulasiimamissa statine ezetimib
ekle

e Statin + ezetimib kombinasyonundan 2-3 ay sonra yine LDL kolesterole
tekrar bakmali

* Ve yine hedef LDL kolesterole ulasilmazsa 3.ek ila¢ olarak PCSK9
inhibitorleri eklenmeli



Sekonder korumada hedef LDL ne demektir?

 2- Hedef LDL; bazale gore %50 ve lizerinde azaltilmasi ve 55 mg/dI
altina indirilmeli.

e Ornekler

 Vaka-1; Bazal LDL 180 mg/dl ise hedef %50 azaltilmasi durumunda
90 mg7dl olacagindan daha da diisiirmek ve 55 mg/dl olmasi
hedeflenmeli

* Vaka-2;Bazal 80 mg/dl ise hedef 55 mg/dl alti degil bu kez %50
azaltmak olmali yani 40 mg/DI altina diisiiriilmeli

ESC 2019-dislipidemi kilavuzu



Sonuc- Bilinen aterosklerozu olan sekonder
koruma grubunda

e 1-Bazal LDL 110 mg/dl ve iistii ise hedef LDL 55 mg/dI alt,

e 2-Bazal LDL 110 alti ise hedef LDL %50 kurah gecerli olmali (6rnegin
bazal LDL 104 olsun. Hedef LDL statin ile 52 mg/dl olmali



Primer koruma grubu (bilinen ateroskleroz yok)

Cok yuksek risk grubu Yuksek risk grubu

* LDL 70 ustu ise statin ver. e LDL 100 uistl ise statin basla

* Hedef LDL 70’in alti veya bazale < Hedef 100 mg/dl alti
gore %50 en az azaltmak



Orta ve dusuk risk grubunda

olanlarda hedef LDL ne olmali?

e Newreiedeoneeps

More intensive reduction of LDL-C across CV risk categories

o For secondary prevention in very-high-risk patients, an LDL-C reduction of >50% from baseline and an LDL-C goal of <1.4 mmol/L (<55 mg/dL) are recommended.
« For patients with ASCVD M‘@Iﬁs—econd vascular event within 2 years (not necessarily of the same type as the first event) while taking maximally toler-

ated statin therapy, an LDL-C goal of <1.0 mmol/L (<40 mg/dL) may be considered.

¢ In primary prevention, for individuals at very-high risk but without FH, an LDL-C reduction of >50% from baseline and an LDL-C goal of <1.4 mmol/L
(<55 mg/dL) are recommended. For individuals at very-high risk (that is, with another risk factor but without ASCVD), in primary prevention the same
goals for LDL-C lowering should be considered.

® For patients at high risk, an LDL-C reduction of >30%Jrom baseline and an LDL-C goal of <1.8 mmoUlﬁ()_l‘ngde) are recommended.

o For individuals at moderate risk, an LDL-C goal of <2.6 mmol/L (<_192 mg/dL) should be considered.

o For individuals at low risk, an LDL-C go:icif:_@ mmollL (<116 mg/dL) may be considered.

The rationale for the revised, lower LDL-C goals across CV risk categories is discussed, based on a critical synthesis of available evidence

from lipid-modifying interventions resulting in reductions in CV risk.

Pharmacological LDL-C-lowering strategies

The section on pharmacological strategies to lower LDL-C emphasizes the concept that the absolute LDL-C reduction (determined by pre-treatment LDL-
C levels and the LDL-lowering efficacy of the medications) dictates the relative risk reduction, which in turn—depending on the baseline CV risk—defines
the associated absolute CV risk reduction in individual patients.

Risk classification in patients with FH

Patients with FH and ASCVD, or another major risk factor, are classified as very-high-risk, and those without known ASCVD and without other risk factors
as high-risk. Recommended treatment goals are defined accordingly.

Adbverse effects of statins

The distinction between formal statin myopathy vs. so-called statin-associated muscle symptoms is emphasized, and the discordance in reported frequency
of symptoms in RCTs vs. observational studies are critically discussed on the basis of new relevant evidence.

* Orta risk grubunda LDL 100 mg/dI’nin altinda, diisiik risk
grubunda ise LDL 116 md/dI’nin altinda ise ilag baslanmaz
sadece YTD devam edilir.

* Orta ve diisuk risk grubuna
LDL 190 mg/dl iistii ise ilk
tanida statin baslanir. Ve
hledef 3 ay sonra 100 mg/dI
alti

e Diistik risk grubunda 116-190 arasi ise YTD 3 ay verilir ve

sonrasinda hala 116 iistii ise ilag baslanmasi, 116 alti ise YTD
tek basina yeterli kabul edilir.

e Orta riskli grupta 100-116 arasi LDL varsa once 3 ay YTD

sansi vermek, sonra hala 100 ve Ustii ise ila¢ baslanilmasi,
100’uin alti ise sadece YTD ile devam edilmesi dneriliyor.

e Orta riskli gruplarda statin baslanirsa hedef LDI tedavi

sonrasi 100 mg/dl alti, diisiik riskli grupta ise hedef LDL 116
mg/dl altina dustirmek olmali



Bu tabloyu duvara asmaliyiz

Table 5
terol levels

Primary

prevention

Secondary
prevention

Total CV risk
(SCORE) %

<1, low-risk

Class*/Level®
=1 to <5, or
moderate risk
(see Table 4)

Class®/Level®
=5 to <10, or
high-risk
(see Table 4)

Class®/Level”
=10, or at
very-high

rislk due

to a risk condi-
tion

(see Table 4)
Class®/Level®
Very-high-risk

Class/Level”

Untreated LDL-C levels

<1.4 mmol/L
(55 mg/dL)

Wc
I
lla/A

lla/B
Lifestyle inter-
vention, con-

sider adding
drug if
uncontrolled
Ha/A

1.4 to <1.8
mmol/L (55
to <70 mg/dL)

I¥C

Ha/A
Lifestyle inter
wention, con-

sider adding
drug if
uncontrolled

la/A
Lifestyle inter-
vention and

concomitant

drug

intervention

1.8 to <2.6
mmeol/L (70

to <100 mg/dL) to <116 mg/dL)

W Ic

[IETZN

Lifestyle inter-
vention, con-
sider adding
drug if
uncontrolled
HalA

Lifestyle inter-
vention and
concomitant
drug

intervention

VA

Lifestyle inter-
vention and
concomitant
drug

intervention

2.6 to <3.0
mmol/L (100

Lifestyle inter
wvention, con-
sider adding
drug if
uncontrolled
NasA

Lifestyle inter

vention and con-

comitant drug

intervention

/A
Lifestyle inter

vention and con-

comitant drug
intervention

I7A
Lifestyle inter-

vention and con-

comitant drug
intervention

3.0 to <4.9
mmol/L (116 to
<190 mg/dL)
Lifestyle inter-
wention, con-
sider adding
drug if
uncontrolled
lla/A

Lifestyle inter-
wention, con-
sider adding
drug if
uncontrolled
lalA

Lifestyle inter-
vention and
concomitant
drug
intervention
1A

Lifestyle inter-
vention and
concomitant
drug

intervention

1A

Lifestyle inter-
vention and
concomitant
drug

intervention

Intervention strategies as a function of total cardiovascular risk and untreated low-density lipoprotein choles-

>4.9 mmol/L
(=190 mg/dL)

Lifestyle inter-

vention and
concomitant

drug

intervention
Hal/A

Lifestyle inter-
vention and
concomitant
drug
intervention
[IETZN

Lifestyle inter-
vention and

concomitant
drug
intervention
1A

Lifestyle inter-

vention and

concomitant
drug

intervention

VA

Lifestyle inter-
vention and
concomitant
drug

intervention

BESC 2019

ESC 2019
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kilavuzu




Trigliserid 400 mg/d| Usti 6lctlen LDL
kolesterol dogru degildir.

* Trigliserid yuiksekliginin en sik sebebi diabetik hasta diyabetin kotu
regulasyonu gosterir ve siz diabeti reglile ederseniz TG'de duiser.

* TG 400-500’un alti ise siki diyet ve sekonder koruma grubunda ise statin
yeterli.

* Fenofibrat (Lipanthyl) ve statin genelde beraber verilmesi myozit ve kc
acisindan onerilmez.

* Bilinen KV hastaligin yoksa TG 400 listu ise one lipanthyl verilip, 1-2 ay
sonra TG 400 altina duistince LDL'ye bakmak ve ¢ikan sonuca gore risk
yukune gore lipanthyl kesip yerine statin vermek daha dogru



*Gemfibrozil (lopid) ve
statin beraber
kesinlikle verilmez



Trigliserid yUksekliklerinde ne yapmaliyiz?

Recommendations for drug treatment of patients with
hypertriglyceridaemia

Recommendations Class® Level®

Ideali 150 mg/dI alti

Statin treatment is recommended as the first
drug of choice to reduce CVD risk in high-risk
individuals with hypertriglyceridaemia [TG lev-

els >2.3 mmol/L (>200 mg/dL)].35° Yl:j K.S E K. Rj SK GRUBU NDAOIa n V.e
In high-risk (or above) patients with TG levels trl Ilserldl 200 mg/dl ustu nde ylne
between 1.5—5.6 mmol/L (135—499 mg/dL) te avi stati n

despite statin treatment, n-3 PUFAs (icosapent lla B

ethyl 2x2 g/day) should be considered in

combination with a statin.!”*

In primary prevention patients who are at ® Statin Ve diyete raumen du§mezse

LDL-C goal with TG levels >2.3 mmol/L

(>200 mg/dL), fenofibrate or bezafibrate may Iib B Stati ne e k o) | dalra k fi rat | ar ve ri I e bi I i r

be considered in combination with

statins.305_307'356

In high-risk patients who are at LDL-C goal

with TG levels >2.3 mmol/L (>200 mg/dL), b ° D.iVEt, SpOr ve k?t.u rp .ijle o
diyabetin tedavisi trigliseridi
dusitrmek icin en iyi yontem

0

fenofibrate or bezafibrate may be considered
305-307,356

©ESC 2019

in combination with statins.

CVD = cardiovascular disease; LDL-C = low-density lipoprotein cholesterol;
PUFA = polyunsaturated fatty acids; TG = triglyceride.



Drug treatments of patients with hypertriglyceridaemia
In high-risk (or above) patients with TG between 1.5 and 5.6 mmol/L (135- 499 mg/dL) despite statin treatment, n-3 PUFA
(icosapent &thyl 2  2g/day) should be considered in combination with statins.

Omega 3 yag asidi ve deriveleri (eicosapentanoic asit) TG

tedavisinde tartismal.

Icosapent Ethyl (Vascepa

OC 60233 2598 &
lcosapent
Ethyl Capsules

NDC 0480-0127-89

Icosapent Ethyl
Capsules

Rx only
120 Capsules

lcosapent
Ethyl 1gm
Gel Capsule

1 gram _

teva

B IndiaMAR: B8 HealthWarehouse -

ascepa (lcosapent Ethyl): Uses Vascepa Icosapent Eth HealthWarehouse Icosapent Ethyl 1 Gra

Therapy for hyperlipidemia-Jennifer
Wright-Med Clin N Am 2024(108)



Aman dikkat.... Sehir suyuna katar gibi omega 3
alinyor....Sanki bor ¢6z... damariniz agiyor???

* Omega 3’lerin antitrombositer ozellikleri oldugu i¢in
ozellikle apiksaban vb oral antikoaglilan hastalarda
kanama riskini arttirdiginda beraber verilmemeli

* Omega -3 KV riski azalttigi net degil....

* Sadece trigliserid duizeyini diisirmede statine gerekirse
eklenir. Kanama riski yuksek olana veya OAK alana
miumkunse verilmemeliler

Therapy for hyperlipidemia-Jennifer
Wright-Med Clin N Am 2024(108)



Diyet ve egzersiz

* Kolesteroliin %70-80"1 endojen-genetik olarak uiretilir. Vejetryanda
olsaniz ¢ok et yiyen birisine gore kolesterollinuz yliksek ¢ikabilir

* Akdeniz tipi beslenme. Haftada 3 kez yagh balik 1zgara ya da
buglama

* Haftada en az 5 gun 30-45 dk hizli tempolu ylirime

» Haftalik toplam 100 gr alkol (tek seferde 30 gr/giin gecgmemeli).



Bu tabloyu duvara asmaliyiz

Table 5
terol levels

Primary

prevention

Secondary
prevention

Total CV risk
(SCORE) %

<1, low-risk

Class*/Level®
=1 to <5, or
moderate risk
(see Table 4)

Class®/Level®
=5 to <10, or
high-risk
(see Table 4)

Class®/Level”
=10, or at
very-high

rislk due

to a risk condi-
tion

(see Table 4)
Class®/Level®
Very-high-risk

Class/Level”

Untreated LDL-C levels

<1.4 mmol/L
(55 mg/dL)

Wc
I
lla/A

lla/B
Lifestyle inter-
vention, con-

sider adding
drug if
uncontrolled
Ha/A

1.4 to <1.8
mmol/L (55
to <70 mg/dL)

I¥C

Ha/A
Lifestyle inter
wention, con-

sider adding
drug if
uncontrolled

la/A
Lifestyle inter-
vention and

concomitant

drug

intervention

1.8 to <2.6
mmeol/L (70

to <100 mg/dL) to <116 mg/dL)

W Ic

[IETZN

Lifestyle inter-
vention, con-
sider adding
drug if
uncontrolled
HalA

Lifestyle inter-
vention and
concomitant
drug

intervention

VA

Lifestyle inter-
vention and
concomitant
drug

intervention

2.6 to <3.0
mmol/L (100

Lifestyle inter
wvention, con-
sider adding
drug if
uncontrolled
NasA

Lifestyle inter

vention and con-

comitant drug

intervention

/A
Lifestyle inter

vention and con-

comitant drug
intervention

I7A
Lifestyle inter-

vention and con-

comitant drug
intervention

3.0 to <4.9
mmol/L (116 to
<190 mg/dL)
Lifestyle inter-
wention, con-
sider adding
drug if
uncontrolled
lla/A

Lifestyle inter-
wention, con-
sider adding
drug if
uncontrolled
lalA

Lifestyle inter-
vention and
concomitant
drug
intervention
1A

Lifestyle inter-
vention and
concomitant
drug

intervention

1A

Lifestyle inter-
vention and
concomitant
drug

intervention

Intervention strategies as a function of total cardiovascular risk and untreated low-density lipoprotein choles-

>4.9 mmol/L
(=190 mg/dL)

Lifestyle inter-

vention and
concomitant

drug

intervention
Hal/A

Lifestyle inter-
vention and
concomitant
drug
intervention
[IETZN

Lifestyle inter-
vention and

concomitant
drug
intervention
1A

Lifestyle inter-

vention and

concomitant
drug

intervention

VA

Lifestyle inter-
vention and
concomitant
drug

intervention

BESC 2019

ESC 2019

dislipidemi
kilavuzu







Hipertansiyon tani ve tedavisinde
glincel yaklasimlar

Prof.Dr.Huseyin Oflaz

Kardiyoloji uzmani

Instagram prof.dr.huseyinoflaz



Hipertansiyon neden artti?

* Gece donercisi, eve saat 24’de pizza getiren sistem, AVM fast food ve
sosyal medyada gecirilen vakit hepsi OBEZITEYI arttirdi.

e Sedanter yasam
* Tuz tiiketiminin fazla olmasi
* Uyku apne

 Psodoefedrin, SNRI vb



Table 54 Drugs or substances that may increase blood pressure

Hipertansiyon yapma riski

Contraceptive drugs Oral contraceptive pills cause hypertension in 5% of women, especially compounds containing at least 50 pp of

E% c oestrogen and 1—4 mg of prﬂgestin;hz'l” this hypertension is usually mild, but severe hypertension occurs rarely (up

! to 20% of contraceptive-induced hypertension cases in older E‘I‘.UdiE'S}.E-H The combined hormonal contraceptive

vapinal ring has a minor effect. *15 Post-menopausal hormonal replacement therapy has no pressor effect 21%

Sympathomimetics Weight loss drugs, ep. phenylpropanclamine and sibutramine.
Masal decongestants, e g. phenylephrine hydrochloride and naphazoline hydrochloride. Oral ko ntrase ptifler’
Dirups used for attention deficiency and hyperactivity disorder, e.p. methylphenidate. . .
Stimulant drugs, e.g. amphetamine, cocaine, and ecstasy; these substances usually cause acute hypertension. sempatomlmetl kler
Herbal remedies, e.g. ephedrafma huang. ( psod oefed rin I I a ntlgrl ba I I er’

Mon-steroidal anti-inflammatory  Chronic use raises BP by around 5 mmHg, especially indemethacin, naprosen, piroxicam and iI::uu|::-r'n=::|F-Er'|.2-':| They also

kilo kaybi i¢in verilen

drugs diminish the effectiveness of some BP-lowering drug classes, espedially RAS blockers. Selective cyclooxypenase-2

P - 217,218 Q Q Q

inhibitors also increase BP.*' sibutramine vb, nonsteroidler,
Paracetamel (acetaminophen) Chronic use at high doses (4 g/day) raises BP by arcund 5 rnr‘rng_E-"‘E"u':I e
Corticosteroids Increase BP in a doze-dependent manner. VUksek doz parasetamOI (4
Immunosuppressive medications Cyclosporin & induces hypertension in > 50% of treated patients. Tacrolimus has a smaller effect on BP; rapamycin and gr/gu n ), Si kI OSpOfI 1] A,

mycophenclate have no effect on BP. takrO“mUS Vb VEGF
Anti-angiogenic cancer therapies  Vascular endothelial growth factor inhibitors (e.g. bevacizumab, sorafenib, sunitinib, pazopanib) increase BP in mast . s . ! . .

patients and induce hypertension in 20%—30% of patients. Tyrosine kinase inhibitors (e.g. ibrutinib, acalabrutinib) lnhlbltorlerl, trOZ| n klnaZ

increase BP in up to 72% of patients. About 1% of all patients develop a hypertensive EI'I'IEFEEF‘I;I}". inhibitarleri’ triptanlar’ SN RI
Other anticancer drugs Fluoropyrimidines, cisplatin, abiraterocne, bicalutamide, enzalutamide, cyclosporine, tacrolimus. ' . .
Triptans Induce vasoconstriction; conflicting data on BP elevation and risk of CWD ewvents. gru bu antldepresa nlar) Iltyu ml
Antidepressant drugs Antidepressant drugs (i.e. venlafaxine and monoamine oxidase inhibitors) increase BP in a dose-dependent manner, ka rbamazepin’ klozapin’

probably via noradrenergic stimulation. . .
Other psychiatric drugs Clozapine, carbamazepine, lithium. teStOSteron’ erltropoetln’
Liquorice Increases BP via its mineralocorticoid-like activity (inhibition of the enzyme 11f-hydroxystercid dehydrogenase 2). meyan ka kﬁ se rbeti' enerji

Regular use of 30-200 g/day liquorice induces a dose-dependent increase in systolic BP (3—14 r|'|n"|Hg:||.122 i ecekleri SOd um i eren
Others Anabolic steroids (testostercne, growth hormone), erythropoietin—often used as doping drugs. g b y g

Highly active anti-retroviral therapy, through weight gain. ‘"tamln ya da agrl kESICI Veya

Commercially available caffeinated drinks acutely increase systolic BP by around 4 mmHg.**? es _eo oo e
. . - i i - i g ates dustiruculer
Sodium-containing medications Effervescent, dispersible, and soluble drugs. Regular use of effervescent paracetamel 3 piday is associated with a

4 mmHg increase in systolic BP*** and C"H"D,m compared with non-effervescent paracetamol.
instagram prof.dr.huseyinoflaz



nerji icecekleri ve kokain kullanimina dikkat.
alp krizi, aritmi ve hipertansif krizler

Enerj

iceceklerine
dikkat

BMC Res Notes. 2012 Oct 29;5:591. doi: 10.1186/1756-0500-5-591.

Hypertension in a young boy: an energy drink effect.
Usman A1, Jawaid A.

# Author information

Abstract

BACKGROUND: Use of energy drinks has significantly increased in recent times. Besides athletes, teenagers and students are among the
most common consumers. However, popularity is also increasing among the younger and older age groups. Maost of the users believe that
they are a good source of instant energy and are unaware of its high Caffeine content resulting in harmful effects on health.

CASE PRESENTATION: We report the case of a young boy who presented with palpitations and high blood pressure as a result of energy
drinks usage. He had been consuming a "Sting” energy drink on regular basis while studying for long hours during his O’ level Exams. His

medical examination revealed Sinus tachycardia and high blood pressure. Rest of the examination and lab workup was within normal limits.

His pulse and blood pressure returned to normal range after discontinuing Sting usage.

CONCLUSION: Several studies have reported numerous health hazards including cardiac effects associated with energy drinks. Waming
labeling should be done on these drinks regulating the content of Caffeine and its harmful effects on health.

PMID: 23106965 PMCID: PMC3507669  DOI: 10.1186/1756-0500-5-501

[Indexed for MEDLINE]  Free PMC Article

Once overdose symptoms start becoming visible, then it is recommended

that medical attention be sought after immediately. Some of the more
common symptoms that individuals are urged to be on the loockout for are

Treatment of cocaine cardiovascular toxicity: a systematic review.

Richards JR1, Garber Dﬂ, Laurin EGW, Albertson TEE, Derlet RWW, Amsterdam EA3, Olson KR", Ramoska EAS, Lange RAS.

# Author information

Abstract

INTRODUCTION: Cocaine abuse is a major worldwide health problem. Patients with acute cocaine toxicity presenting to the emergency
department may require urgent treatment for tachycardia, dysrhythmia, hypertension, and coronary vasospasm, leading to pathological
sequelae such as acute coronary syndrome, stroke, and death.

OBJECTIVE: The objective of this study Is to review the current evidence for pharmacological treatment of cardiovascular toxicity resulting
from cocaine abuse.

METHODS: MEDLINE, PsycINFO, Database of Abstracts of Reviews of Effects (DARE), OpenGrey, Google Scholar, and the Cochrane
Library were searched from inception to November 2015. Articles on pharmacological treatment involving human subjects and cocaine were
selected and reviewed. Evidence was graded using Oxford Centre for Evidence-Based Medicine guidelines. Treatment recommendations
were compared to current American College of Cardiology/American Heart Association guidelines. Special attention was given to adverse
drug events or treatment failure. The search resulted in 2376 articles with 120 eligible involving 2358 human subjects. Benzodiazepines and
other GABA-active agents: There were five high-quality (CEBM Level /1) studies, three retrospective (Level lll), and 25 case series/reports
(Level IVIV) supporting the use of benzodiazepines and other GABA-active agents in 234 subjects with eight treatment failures.
Benzodiazepines may not always effectively mitigate tachycardia, hypertension, and vasospasm from cocaine toxicity. Calcium channel
blockers: There were seven Level l/ll, one Level I, and seven Level IV/V studies involving 107 subjects and one treatment failure. Calcium
channel blockers may decrease hypertension and coronary vasospasm, but not necessarily tachycardia. Nitric oxide-mediated vasodilators:
There were six Level I/ll, one Level lll, and 25 Level IV/V studies conducted in 246 subjects with 11 treatment failures and two adverse drug
events. Nitroglycerin may lead to severe hypotension and reflex tachycardia. Alpha-adrenoceptor blocking drugs: There were two Level |
studies and three case reports. Alpha-1 blockers may improve hypertension and vasospasm, but not tachycardia, although evidence is
limited. Alpha-2-adrenoceptor agonists: There were two high-quality studies and one case report detailing the successful use of
dexmedetomidine. Beta-blockers and [3/a-blockers: There were nine Level I/ll, seven Level lll, and 34 Level IV/V studies of B-blockers, with

ATAA v ibhimente e e m e im mrmede e Hhrmoe frmatreerd Failirrme Rle ety rmre e v s d e 1a e e ad Foar 1 e oF v e ened 0 e bl e b e



Psddoefedrin.. Ozellikle yaslilarda kalp krizi, a.fibrilasyon ve
hipertansif akciger 6demi.....

Adverse effects 1 = EE np 5 G . ST

» CNS stimulation- insomnia, nervousness, excitability, p'\'p,ﬁ“‘f\“’?*ﬁ'ﬂ*@.é "V ""‘""‘TNMWUWM "n"M’v WAL N"}
dizziness and anxiety. dEESEEEREREE SRR

* Tachycardia

» Arrhythmias DEKONJESTANLARA

« Hypertension DIKKAT(PSODOEFEDRIN

* Hallucinations VE FENILEFRINLI)

¢ Seizures

¢ Systemic contact dermatit

* Paranoid psychosis

* Stroke




Uyku apne gliniimiizde sekonder/genc
hipertansiyonun ve ¢ikan aort anevrizmalarinin en

sik sebebi

Signs and symptoms

- Restless/intermittent sleep,
recurrent awakenings
daytime sleepiness, fatigue,
impaired concentration

= Apnoea, snoring

« Atrial fibrillation
« Non-dipping or reverse
dipping pattern 24 h ABPM

+ Obesity

« Increased neck circumference ———

Obstructive sleep apnoea

Pathophysiology

« Intermittent upper airway
obstruction during sleep

Diagnosis

» Overnight ambulatory
polysomnography

Treatment

» Weight loss

« CPAP

» Mandibular advancement
devices

@Esc

Hypertension ' ‘

HFrEF  HFpEF

Figure 15 Summary of obstructive sleep apnoea as a common form of secondary hypertension. AF, atrial fibrillation; ABPM, ambulatory blood pres-
sure monitor; CPAP, continuous positive airway pressure.

UYKU-APNE
SENDROMU

(KGPEK KOVALIYORMUS
GIBI UYUMAK)



Hipertansiyon= Kanser
(HIPERTANSINOMA)

Hic abartil bir benzetme degil

Bir glioblastome multiforme degil diMa bir kolon ca kadar
tehlikeli olabilir...



Hipertansinoma + Diyabet= (1+1=11 yapiyor)

Type 2 diabetes, hypertension
and kidney disease

Diyalize giren
hastalarin en
az 2/3 sebebi
dm+HT..

ATRIAL
FIBRILASYONUN EN
SIK SEBEBI BU IKILI




Hipertansinoma ve hipertansif retinopati

Vascular Changes

{ L
Macula Optic dsk Hemorrhage Aneurysms

Hypertensive Retinopathy

Hipertansif hastada kag kisi g6z
muayenesi yaptiriyor....hedef organ
tutulumu icin 6nemli

Tedaviyi yonlendiriyor..



Hipertansiyon artik baslama yasi 30-40 indi ve yasam siresi
uzadi...daha fazla komplikasyon gérecegiz-Eskiden 65 yas sonrasi

baslardi...
I DLBKIM,\ :

Cikan aort anevrizma ve yaslllarda
aort diseksiyonu (ozellikle uyku
apne ve HT olanda daha sik)

Anevrizma 20
yilda olacaksa 40
yasinda HT demek
60’da anevrizma..

Ama tansiyon
65’de ciksaydi
anevrizma 75 yas
sonrasi olacakti




Hipertansiyon tedavisinde basarili olmak icin hastaya hipertansiyon neden
toksik ve sinsi bir hastalik, dikkat edilmezse kanser kadar tehlikeli ve
ilaclari almazsa basina neler gelecegi anlatiimali

< LVH

« LA and LV dilatation

- AF

* Obstructive and
non-obstructive CAD

* Myocardial Infarction
* Diastolic and/or systolic
heart failure

Kidney

 Glomerular arteriolar
hypertension

. Glomerulosclerosis

« Albuminuria/Proteinuria

«+GFR

See footnote for information on sex-differences
.

-
Eye Brain
* Microvascular remodelling - White matter lesions
* Hypertensive retinopathy + Silent microinfarcts
* Microbleeds
* Brain atrophy
+ Cognitive impairment
* Vascular dementia
@ * Ischaemic stroke
+ Cerebral haemorrhage
Heart

Large and medium
arteries

« Atherosclerosis

- Vascular calcification

- Arterial stiffness

Microcirculation

« Endothelial dysfunction

- +Vasoreactivity

+ Vascular remodelling

« Fibrosis and inflammation

« t Peripheral vascular
resistance

Figure 2 Persistently elevated blood pressure and hypertension lead to hypertension-mediated organ damage and cardiovascular disease. AF, atrial

@ESc—

Diyalize giren hastalarin 1/3’linde sebep
hipertansif nefroskleroz oldugu hastalara
soylenmeli



Hastane veya ofiste dogru tansiyon 6lcmek
nasil olmali? (140/90 mmHg Usti HT)

e 5-10 dk istirahet edecek, oturacak. Yemekten ve sigara
vb 1 saat gecmis olacak, tuvalet ihtiyaci olmayacak.

© @ © S?ndall(lye e sirti dayal oturacak, konaIp seviyesinde
olacak.

Office blood pressure measurement

ceated comfortzbly ma  with an appropriste cul  of the heart with the patient’ T ey e e
quet environment soxbmsedomarm  backand arm supported * 1-2 dk arayla en az 3 gl¢ciim ve ve son 2 Gl¢imiin
ortalamasi alinacak. Ol¢iimler arasi 10 mmHg’dan

E ” fazla fark varsa tekrar 2 6l¢ciim daha yapilacak.

yporension st ot and T i mot am * jlk visitte her iki kol 6l¢limii yapilacak

thereafter by symptoms average the last 2 readings

. _' e @ * jlk visitte otostatik hipotansiyonicin 6l¢iim yapilacak

Ty e pupaton et beweanarm | resdings ditr by « Olgiim sirasinda otomatik 6lger cihaz error veiyorsa AF
cmerences 1o mmee ve sik VES olabilir bu nedenle ekg istenecek

@ Esc—




Hastane ortaminda tansiyonun eve gore yiiksek

glkma sebepleri- gereksiz tansiyon ilagli yazmamak igin ev
tansiyonu sorulmali

* Beyaz gomlek

* Hasta kan verecem diye sabah 9’da almasi gereken ila¢i almiyor ve
dr muayenesi saat 11’de. Hastalara a¢ gel kan vereceksinizde sabah
ilacini icmesinde engel olmadigi anlatiimali

* Muayene oncesi tuvalete sikismis ama hastane tuvaletine gitmiyor,
dr muayenesine bu sikismis geldiginden tansiyon yiiksek cikiyor.



Hipotansiyonda tehlikeli- ila¢ yazarken ev
tansiyonunu dikkate almali

* Yanlis yuksek ol¢cum

* Sadece beyaz gomlegi dikkate almak

* Bu durumlarda yiksek doz veya kombinasyonlar evde tansiyon diistukligiine
yol acabilir

* Hipotansiyon diismelere bagh kiriklarda artisa, akut bobrek yetersizligine,
laktuiner infarkt alanlarina yol agabilir



Evde tansiyon 6lcimu nasil olmali?
Ev de 135/85 Ustl HT

Otomatik tansiyon dlcerler olur, yillik kalibrasyon

Home-based blood pressure measurement yap“mah’ kontrol edi meli.
\ 4 . C')Ifﬁmdgn once 5 dk istirahet, sirt bir yere dayali, kol
Use a validated BP Measure BP il;aquietmom ka p .S.e‘{.lyeSInde_ \{e masa l.‘.StHnde’ 1-2 dk arayla en
after 5 min of rest with arm az 2 ol¢iim, her iki koldan él¢gtiim yapilmali
and back supported
oerage oo /ﬁ‘ OB  Olciimler sabah kalkar kalkmaz degilama
G ~ 4 kahvaltidan 6nce ve ilag almadan once ve miimkiinse
ttain o rending ila¢ aldiktan 2-3 saat sonra tekrar olgiilmeli.
1 it * Tansiyon nedir denildiginde ila¢ 6ncesi deger
soylenmeli.
T ' * Tansiyon aleti error verirse cihaz bozuk degil aritmi
L (AF, VES vb) olabilecegi soylenmeli.

Record and average all Obtain readings twice a day
readings and present {morning® and evening) for
results to clinician at least 3 and ideally 7 days

@Eesc—




Ik 6lctimde cift tarafli 6lcmek gerekli

» Sag kol sola gore 15 mmHg daha
yuksek olabilir.

* Her iki kol arasinda patolojik fark
varsa yanlis olcuim olabilir, 5 dk
sonra tekrar iki koldan ol¢elim

* Genelde sol kolda patolojik diisme
daha fazla. Ciuinkii subklavyen
arter darligi solda daha fazla

 Bir vaka; hasta 65 y kadin, obez ve
Dm var. Tansiyonum normal ve
hep sol koldan dl¢cuyorum cuinki
tansiyon aletinin tizerinde sol kol
isareti var diyor

 Muayenede hastanin sol kolda
tansiyon 100/70 iken sag kolda
160/100 mmHg ve hasta basim
donuyor diye tuzlu yermis.



Ik 6lctimde cift tarafli 6lcmek neden gerekli?

GUlzel bir 6rnek vaka

e Hasta 65 y kadin, obez ve DM var.
HT olmamasi imkansiz.

* Tansiyonum normal ve hep sol
koldan dlcuyorum c¢linkii tansiyon
aletinin Gzerinde sol kol isareti var
diyor

 Muayenede hastanin sol kolda
tansiyon 100/70 iken sag kolda
160/100 mmHg ve hasta basim
donuyor diye tuzlu yermis.

* Hastanin gerc¢ek tansiyonu
160/100 mmHg ve yillarca ilag
almamis, hipertansiyonun ¢ogu
komplikasyon gelismis.

* Sol kolda tansiyon diisme sebebi
sol subklavyen arter darligi ve bas
donmesinin sebebide subklavyen
arter steal (calma) fenomeni.



Ortostatik hipotansiyon ve yatarken

hipertansiyon olmasi

* OH; 5 dk sirt Gistl yatisin
sonunda hala yatarken tansiyon
Olculuir ve sonra ayaga kalkan
hastada genelde 3.dk sonunda
tansiyon tekrar olc¢uliur ve sistol
20 ve/veya diyastol 10 mmHg
diiserse OH vardir.

* En sik sebepler; norolojik erken
demans, MS, ALS vb
norodejeneratif hastaliklar

* Diger sebepler alfa bloker
(tansiyon ya da prostat icin),
ditiretikler, SSRI, SNRI;
antipsikotikler, yaslhlik....




Gece sik idrara ¢cikma ve ortostatik
hipotansiyon, supine (yatarken) hipertansiyon

* Nedeni net belli degil

Managing patients with supine hypertension and orthostatic hypoten-
sion is a common clinical conundrum. More detailed reviews on this topic
are available elsewhere % The approach to managing orthostatic hypo-

o G ece d i l:i rez I er i faz I a. D | u ez tension should be non-pharmacological at first. Patients with orthostatic
. . hypotension should be asked to change position slowly, maintain ad-

se b S b | QO k mu hte me I vVenoz equate hydration, and avoid alcohol and large meals. Compression stock-
L pd ings, crossing legs while standing, and abdominal binders may also help and

d onu s d rt | § | VE H T ba g | | should be trialled.”**"*> Abdominal heating pads and a head-up bed pos-
vent rl k u I | e rd en BNP sa |g| |a Nnimi ition can reduce supine (typically nocturnal) hypertension, which may re-

duce nocturnal diuresis and daytime orthostatic hypotension.”3®

artiyor ve diurez artiyor



Table 5 Comparison of office, home, and ambulatory blood pressure measurement thresholds for elevated blood
pressure and hypertension

Office BP Home BP Daytime ABPM 24 h ABPM Night-time
(mmHg)? (mmHg) (mmHg) (mmHg) ABPM (mmHg)
Reference
Non-elevated BP <120/70 <120/70 <120/70 <115/65 <110/60
Elevated BP 120/70-<140/90 120/70—<135/85 120/70-<135/85 115/65-<130/80 110/60-<120/70
Hypertension >140/90 >135/85 >135/85 >130/80 >120/70

ABPM, ambulatory blood pressure monitoring; BP, blood pressure.
*The BP thresholds provided assume that a standardized approach to office BP measurement is performed (Figure 3). However, evidence indicates that office BP measurement in routine
clinical settings is often not done using a standardized approach and, in this case, the routine office BP value may be 5-10 mmHg higher than it would have been if measured using the

recommended standardized appmach.ﬁs"é&
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Hipertansif hastalarda rutin tetkikler-tiertansiyon hastasinda

rutin laboratuvarda d vitaminine duydugumuz heyecan kadar proteintiri heyecanida duyuyor muyuz?

* Hemogram

* Achik glikozu ve HbA1c

* Lipidler

* Sodyum ve potasyum

e Urik asit

* Kreatinin ve GFR

* Karaciger fonksiyon testleri
e idrar tetkiki

* |drarda dipstick ile proteinuri varligi veya SABAH SPOT IDRARDA ideali
albUimin/kreatinin orani

* Ekg




Idrar tahlilinde proteiniri varsa énemi

Proteiniirisi olanda ateroskleroz daha yaygin, ciddi endotel hasari yapiyor (hasarli
endotelde tromboz ve ateroksleroz sik olur)

Proteinirisi olan varsa tromboz daha sik (akut Mi, inme veya DVT vb)
Proteiniirinin kendisi nefrotoksik-tubulu-toksik-KBY gidisi hizlandiriyor

Proteintirisi olan DM hastasinda DM suirem 3 yil diye bilse de bu hasta olasi KV
hastalik vb risk yéniinden COK YUKSEK RiSK grubunda bir DM hastasi sayilir

En iyi antiproteiniirik ilag ACE-i ve ARB (KBY ve diyalizlerin 6nemli bir kismi hipertansif
nefroskleroz ve sizin 6nceden vereceginiz ACE-inhib diyalize gidisi onliiyor)



RUTIN KANLARDA SODYUM, POTASYUM ISTEMEYI UNUTMAMALI.

Hipopotasemi ve direncli hipertansiyonda siirrenal hiperplazi ya da adenom olabilir. Aldacton

100 mg 1x1 mukemmel tedavi

History and symptoms suggesting secondary hypertension
All causes:
BP > 160/100 mmHg in young adults (<40 years), BP > 180/110 mmHg

irrespective of age.
Uy

Continued

Sudden development of hypertension or rapidly worsening BP.
Resistant hypertension.

H}'PEI"‘tEI'ISWE emergency.

Primary aldosteronism:
History of spontaneous or diuretic-provaok

Episodes of muscle weakness and tetany.

Primary aldosteronism

« Aldosterone-renin ratio (ARR)

« Confirmatory tests (e.g. saline
suppression test)

+ Adrenal vein sampling or
functional imaging

* Mostly asymptomatic

» Spontaneous or diuretic-

provoked hypokalaemia __.' + Genetic testing
« AF ' )
» Disproportionate HMOD K
L « Aldosterone-producing
4 3 adenoma

« Bilateral hyperplasia
« Familial forms due to
germline mutations

* Muscle weakness and tetany

» Adrenal incidentaloma

+ Medical: mineralocorticoid
receptor antagonists

« Surgical: unilateral
adrenalectomy

* Family history of primary
aldosteronism, early onset
hypertension and/or stroke

@®ESc

ure 13 Summary of primary aldosteronism as a common form of secondary hypertension. AF, atrial fibrillation; HMOD, hyps




Hipertansiyonda ila¢ disi yaklasim; kilo verilmesi, tuz 5 gr/glin az olmasi,
alkol haftada toplam 90 gr ve tek seferde 30 gr gecilmemesi, haftalik
150/dk egzersiz (5 gtin glinde 30 dk)

Aerobic exercise training
At least 150 min/week moderate-
.* | intensity or 75 min/week vigorous
O intensity: brisk walking, jogging,
N cycling, swimming
(Class I)

Increase potassium intake

Increase daily physical activity

(steps/day, take stairs, walk/cycle) Increase physical activity

Avoid sedentary lifestyl o 3
void sedentary lifestyle Optimize weight

management and diet

Isometric resistance exercise I
training:
Low-to-moderate-intensity BP CV Risk

(3 sets of -2 min contraction: Reduction Reduction
hand-grip, plank, wall sit)

¥

Dynamic or isometric resistance training to
complement aerobic exercise training
2-3 times/week
(Class 1)

Dynamic resistance exercise
_J .\ training:

r . | Large muscle groups, low-to-
»-,_\': J moderate-intensity (2-3 sets with

1015 reps.: squat, push-ups, sit-up)

Reduce table salt BP CV Risk
(sodium chloride) intake Reduction Reduction

Reduce alcohol intake

No smoking

@Eesc—
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Figure 17 Effects of main lifestyle factors on blood pressure and cardiovascular risk reduction. BP, blood pressure; CV, cardiovascular. Sm

e 16 Physical activity according to different types of exercise and reduction of blood pressure and overall cardiovascular disease risk
‘0 aerobic exercise training (green). BP, blood pressure; CVD, cardiovascular disease.



Hipertansiyon tedavisinde ilk yapilacaklar

* Mutlaka varsa kilo verilecek.
e Hipertansiyonun en iyi ila¢i kilo vermek.

* Tek ilagi olan kilo verirse ilaginin kesilecegi, 2 ilaci varsa bire disecegi
soylenilmeli

* Uyku apne var mi mutlaka sorgulanmal..

* Maske ile CPAP vb kullanirsa veya OSA cerrahisi vb ile daha az
antihipertansif kullanihir

* Tuz kisitlanmali (giinliik 5-6 gr/giin)



2Initial monotherapy preferred
* Elevated BP category (120/70—132/89 mmHg)
*» Moderate-to-severe frailty
= Symptomatic orthostatic hypotension
* Age =85 years

Low-dose double
combination® therapy

ACEi or ARBs / CCBs / Diuretics
(Class I)

l

BP controlled after |—3 months
(assessment at | month preferred if possible)

T
Low-dose triple
combination therapy

FU at least every year <— 3—-

ACE or ARBs / CCBs / Diuretics
(Class I) y

I #
BP controlled after |—3 months

-
FU at least every year - (assessment at | month preferred if possible)

T

AL any step: b
add beta-blockers
if compelling indications
(angina, post-myocardial

infarction, systolic heart failure,

or heart rate control)
(Class 1) _J

@ .
Maximally tolerated triple \
combination therapy

ACEI or ARBs / CCBs / Diuretics
(Class I)

l

BP controlled after 1—3 months
(assessment at | month preferred if possible)
1

@

Apparent resistant hypertension

Test for adherence
(Class lla)

.

FU at least every year 4—\1’/—-

Refer to hypertension clinic
(Class lla)

Audd spironolactone
(Class lla)

See section on management of resistant
hypertension for further steps as needed

e
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Figure 18 Practical algorithm for pharmacological blood pressure lowering. ACEi, angiotensin-converting enzyme inhibitor; ARB, angiotensin recep-

tor blocker; BP, blood pressure; CCB, calcium channel blocker; FU, follow-up.

ilk tedavide hemen diiiretikli kombinasyon
vermiyorum

Norvasc vb 6dem oldugunda 6demi
azaltsin diye diuretik eklemiyorum,
ditretiklerin yan etkisi oldugunu
unutmamali. KY varsa tabiki diliretik
eklemeli.

Hedef tansiyon 120-129/70-80 mmHg

Hedef tansiyonu 120-139/70-89 arasinda
olmasi istenen ve ilag gerliyorsada tek ilacla
baslanilmasi énerilenler

1- Yas 85 listii
2-Semptomatik ortostatik hipotansiyon
3-Orta-ciddi diiskiinliik varsa(bastonla zor
yiiriiyor ya da yatalak)




2Initial monotherapy preferred
* Elevated BP category (120/70—139/89 mmHg)
* Moderate-to-severe frailty
= Symptomatic orthostatic hypotension
* Age =85 years

combination® therapy
ACEI or ARBs [/ CCBs / Diuretics
(Class I)

l

FU at least eve car  +——d . BP controlled after |1—3 months
oy e (assessmen t at | month preferred if possible)

@

combination therapy

ACE1 or ARBs [ CCBs / Diuretics
(Class I)

I add beta-blockers
if compelling indications
BP controlled after 1-3 months .
(angina, post-myocardial

FU at least every year «— /% — ] .
S (assessmen t at | month preferred if possible) | i T lic h failure,
L or heart rate control)
? (Class I)
combination therapy
ACEI or ARBs [/ CCBs / Diuretics
(Class I)
BP controlled after 1—3 months
-— 5 —
FU at least every year S (assessmen t at | month preferred if possible)
®
Apparent resistant hypertension
Refer to hypertension climic Test for adherence
(Class lla) (Class lla)
-—
Add spironolactone
(Class lla)
See section on management of resistant
hypertension for further steps as needed
- @ESCc—
Figure 18 Practical algorithm for pharmacological blood pressure lowering. ACEi, angiotensin-converting enzyme inhibitor; ARB, angiotensin recep-

tor blocker; BP, blood pressure; CCB, calcium channel blocker; FU, follow-up.

Coversyl 2.5 ya da delix 2.5 mg 1x1
veya diyastolik tansiyon 100 mmHg
usti ozellikle yash ve obez ise ACE-
INH+ KKB kombine olan coveram
5/5 mg’dan 1x1, baslanilmasi

Izole hipertansif , kaygili ve
nabzi 75-80/dk usti ise beta
bloker (erkekse nebivolol,
kadinsa metoprolol vb)




Hipertansiyon tedavisinde ilac secimi-
Benim ilk tercihim ACE-inhibitérleridir,

 Ornek; Hastanin tansiyonu 160/100 mmmHg.
e 1-Kan ve idrar tahlili bekleyemez ise sonuglar gelene kadar amlodipin 10 mg ver.

e 2-Kan ve idrar tahlili ¢ciktiktan sonra kreatinin, sodyum ve potasyum normal ise
amlodipini kesip yerine ACE-inhibitorii veya ARB basla.

* 3-ACE-inh veya ARB basladiktan 10 giin sonra kontrol kreatinin, sodyum ve
potasyum isteyelim.

» Tedavi sonrasi potasyum 5.2 listii veya kreatinin bazale gére 0.5 mg/dl veya %30-40
artmissa ACE-inh veya ARB kesip amlodipini tekrar basla, nefrologa gidene kadar bu
amlodipini al diyerek nefrologa gonder.



Hipertansiyon tedavisinde ilac secimi

* 4-ilk tan1 konuldugunda kreatinin yiiksek veya hiperpotasemi varsa
(5.2 Gstl) amlodipin verip nefrologa gonderebilirsiniz.

* 5-Kreatinin yliksek ama 1.5-1.8’in alti ve potasyumda 4.8 vb alti ise
ve Nefrolog imkani yoksa ACE-inh veya ARB yine basla
e .ama 4-5 giin sonra tekrar kreatinin ve potasyum iste.

* Kreatinin 1.8 ve ustu veya proteiniri varsa amlodipin verip mutlaka
nefrologa gitmesi soylenmeli



Anitial monotherapy preferred
= Elevated BP category (| 20/70—13%/82 mmHg)
* Moderate-to-severe fraity
= Symptomatic orthostatic hypotension
* Age =85 years

ACEI or ARBs / CCBs / Diuretics |
I\ (Class 1) J

l

FLJ at least every year | +—{@y— BP controlled after 1-3 months

(assessmen t at | month preferred if possible)
&
| Low-dose triple |

combination therapy

ACEI or ARBs / CCBs / Diuretics
I\ (Class I} jl

BP controlled after 1-3 months
(assessmen t at | month preferred if possible)

T

@® g

FU at least every year «=— % —

I b

if compelling indications
(angina, post-myocardial

infarction, systolic heart failure,

or heart rate control)

(Class I) _/]

- Maximally tolerated triple

combination therapy

ACEI or ARBs / CCBs / Diuretics
| (Class I} )
. 7
BP controlled after 1—3 months

(assessmen t at | month preferred if possible)
T

@

Apparent resistant hypertension

Refer to hypertension clinic Test for adherence
(Class lla) (Class lla)

Add spironolactone
{Class lla)

FU at least every year =% —-

See section on management of resistant
hypertension for further steps as needed

Figure 18 Practical algorithm for pharmacological blood pressure lowering. ACEi, angiotensin-converting enzyme inhibitor; ARB, angiotensin recep-

tor blocker; BP, blood pressure; CCB. calcium channel blocker: FU. follow-up.
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Coveram ya da baska
kombinasyonlar yeterli gelmedi ve
direncli HT var ise Triplixam
5/1.25/5 mg veya 10/2.5/10 mg 1x1
cok etkili

Triplixam ile dismezse aldacton 50

mglx1 ekle, potasyumu 1 hafta
sonra iste (5.5 uistiine ¢ikmasin),
aldacton jinekomasti veya sekstel
disfonksiyon yaparsa eplerenon
(inspra) 50 g 1x1 ekle




Verilen her tedaviye 1 ay sans ver.

Tedavi basarisiz olursa 1.aydan sonra
degistir.

Ayni ilagin dozunu arttirmak %20 ek etki
vapar. Farkli ila¢ eklemek daha ¢ok tercih
edilir



Son glunlerde ortaya cikan sikayetlerin en az yarisi hastanin son
zamanlarda aldigi ilaclardir. Anemnezde sorgulamak gerekir

e Antihipertansif ile tansiyonu regile giderken veya zaten tansiyonu
normal olan hastada son giinlerde tansiyon yiiksek ¢ikarsa sebepleri

* Tansiyon ilacini bobregimi, karacigerimi dinlendireyim diye ara vermistir

Psodoefedrin, enerji icecegi, kokain vb kullanimi vardir

Efexor vb SNRI baslanmistir

TiA sorgulanmal

Koroner iskemi?= Angina esdegeri



Direncli hipertansiyon(Tolere edilebilen en ytksek doz
Ace-i veya ARB + KKB +diliretik (indapamid veya
klortalidon)

* Psododirencli HT: Hasta ilaglarini diizenli almiyor. Sonrada diismiiyor diye geliyor...

* Uyku-apnea sendromu...

* Psodoefedrin (eneriji icecekleri, otrivin, iliadin, tylol hot, neurofen cold, aferin vb)aliyor
* Efexor veya cymbalta aliyor

 Akut koroner iskeminin veya TIA ilk belirtisi*****%*

e Psodofeokromositoma (yaygin anksiyete bozuklugu)



Psodofeokromositoma (yaygin anksiyete bozuklugu)

* Diger sekonder hipertansiyon sebepleri (psodoefedrin veya AKS vb)
ekarte edildikten sonra hemen feo vb icin MR/metanefrin istemeden
once hastada anksiyete yapici bir sebep??

* Organik bir sebep yoksa psodofeokromositoma icin

* Xanax 0.5 mg 2x1/2 (3 hafta) + Dideral 3x1/2 (3-6
ay) + Cipralex 10 mg 1x1 (6-12) ay



Antihipertansif ilaglarin yan etkileri hastalara
anlatiimali ve sorgulanmal

* ACE-i oksliruk; ilaci basladiktan 2-3 hafta icerisinde ortaya ¢ikar

 Amliodipin ayakta 6dem ve dis eti hiperplazisi
* Lercadipin bas agrisi ve sinus tasikardisi

* Dilretiklerin yan etkilerini
* Hiponatremi-huzursuz, ajite, uykusuz, yorgun, halsizlik

* Hipopotasemi-yorgun, halsiz, kas gui¢suizliigii, solunum gugsuzlugii, KABZILIK, aritmiler

* Hiperiirisemi (lirik asit yluksekligi ev GUT belirtileri



Hiponatremi sik gériyoruz. Sebebi?

* Hiponatreminin en sik sebeplerinden birisi ditiretikli
antihipertansifler, aldacton ve/veya beraberinde cipralex vb SSRI
alinmasi

* Hiponatremi belirtileri konusunda hasta uyariimali

* Diliretik alan hastaya SSRI yazilacaksa 2 hafta ve 2-3 ay sonra kanda
sodyum bakilmali



Antihipertansif ilaglarin yan etkileri hastalara
anlatiimali ve sorgulanmal

* Cardura ortostatik hipotansiyon
* Beta blokerler adinami ve erektil disfonksiyon
* Verapamil veya diltizem kabizhik

* Aldacton agrili jinekomasti



Antihipertansif tedavideki basarisizliklarin
sebepleri

* ilac uyumu kétii; bébregime dokunuyor diye kesiyor. ilacin bobregi
korudugu anlatiimali

* Uyku apne varsa ve tedavi edilmiyorsa, cihaz kullanmiyorsa
* Tuz tiiketimi fazla ise

* Belirgin obezite varsa



Farkli konular



Eski MI dyklsu olan hastaya yaklasim

* Hastalara stent ve bypass damarlarinin tekrar tikanmamasi ve tekrar kalp
krizi gecirmemeleri i¢gin
* sigara ve alkolui birakmak, obezite varsa giderilmesi. Uyku apne ise zayiflama CPAP
cihazi kullanilmasi anlatiimali

e aspirin ve statin konusunda uyarmak onemlidir

* Dusuk EF sistolik kalp yetersizliginde ise ace inh ve hatta imkani varsa acei veya
ARB'’yi kesip oneptus onermeli, beta bloker vermeli, beta blokere ragmen nabiz 75
usti ise coralan verilmesi ve diiiretiklerin dogru kullaniminin anlatiimasi

* Ozellikle obez ve diyabetiklerde AF egitimi verilmesi ve yilda bir kez ritm holter PAF
icin takilmali



Yuksekte calisma riskleri

 Hafif MY/ MVP vb kapak hastaliklari

* Senkop hikayesi, epilepsi hikayesi

* Ortostatik hipotansiyon

* Uyku apne hastasinin sakin ortamda uyuya kalmasi

* Presenkop yapan aritmi hikayesi?



Diyabetik hastalarda kardiyak degerlendirme

e Rutin tetkiki

* Efor testi
 Koroner BT anjio
* AF taramasi icin efor testi

* idrar da proteiniiri

* Her diyabetik kalp hastasi ace-in +SGLT-2 inh ve mumkiinse proteinuri
varsa FINERENONE



KOAH/pn6mokonyoz vb hastaliklarda kardiyak
degerlendirme

KOAH vb irqu KOAH ise beta bloker gerekirse verilir, astim bronsialede beta bloker
kontrendikedir

KOAH ve sigara ortak payda olup KV hastalik Mi vb artar

Her ;sigalra icen hasta 2 yilda bir kontrassiz toraks BT ile erken akciger ca taramasi
yapiimali

KOAH hastasi beta blokeri tolere edemez ama sinis hizi 75-80 Uistli ise coralan
verebilirsiniz

KOAH hastasi diabetik, hipertansif veKa bilinen kalp hastaligi varsa ventolin vb
kontrendikedir, psodoefedrinden uzak durmali



Tesekkurler
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