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Выступающий
Заметки для презентации
İskemi ≠ Obstrüksiyon


o Stabil Stenokardiya:
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Figure 1. Annual MACE rate stratified by normal coronary arteries, nonobstructive CAD, and obstructive
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Xroniki Koronar Sindrom Mualicasinin Maqgsadi

Isemiyani azaltmagq va stenokardiyani gerilomak

A

Hayat keyfiyyatini artirmag

A

Mi va 6liimiin qarsisini almagq
Omriinii uzatmag


Выступающий
Заметки для презентации
As outlined in the current guidelines, angina treatment is directed towards preventing MI and death (thereby improving the “quantity” of life) as well as preventing further ischemia and related symptoms (thereby improving quality of life).


XKS Xastasinda Antisemik, Antianginal Darman Mualicasi

Anti isemik-Anti Anginal

Birinci Pillo (sinif 1)
Beta Bloker va ya KKB

Ikinci Pilla (sinif 2A)
Nitrat
Nikorandil
lvabradin
Trimetazidin
Ranolazin




Asagidakilardan hansi xroniki koronar sindromlu xastalarda

miokard infarkti va ya olumun tezliyini azaldir?

A. Beta Blokerlar

B. Kalsium Kanal Blokarler!
C. Nitrat

D. Trimetazidin

E. Ranolazin



Asagidakilardan hansi xroniki koronar sindromlu xastalarda

Sina Agrisini azaltmaqgda an tasirlidir?

A. Beta Blokerlar

B. Kalsium Kanal Blokarler!
C. Nitrat

D. Trimetazidin

E. Ranolazin



2019 ESC Guidelines for the diagnosis and
management of chronic coronary syndromes

3.3.1.2 Available drugs

Anti-ischaemic drugs have proved benefits regarding symptoms asso-
ciated with myocardial ischaemia but do not prevent cardiovascular
events in most patients with CCS. Supplementary Table 3 in the

Anti-isemik darmanlarin miokard isemiyasinin sabab oldugu
simptomlara musbat tasir gostardiyi stibut edilmisdir.

Lakin onlar XKS xastalarinin aksariyyatinda KV hadisalarin
garsisini almirlar.




Antianginal darmanlar

@ ESC Eurcpean Heart journal {2015) 40, 190-194 CLINICAL REVIEW
European Sotiety doir10.1093 eurheartjiehy504 Controversies in cardiovaseular medicine
of Cardiclogy

Anti-anginal drugs—beliefs and evidence:
systematic review covering 50 years of
medical treatment

Roberto Ferrari""*. Rita Pzwnsini"z, Paolo G. Camici"‘, Filippo Cmn",
Micolas Danchin®, Fausto Pinto®, Athanasios Manolis”, Mario Marzilli®?,

Giuseppe M.C. Rosano' ", José Lopez-Sendon'?, and Kim Fox'> There is no evidence to support
the use of first and second line treatments for the management of an-
gina. Rather, the medical therapy of angina should be personalized
and tailored towards the individual with an understanding of the likely
pathophysiological mechanisms and co-morbidities.

Stenokardiyanin miialicasinda istifada olunan birinci va ikinci sira

darmanlarin prioritet istifadasini gostaran hec bir siibut yoxdur.

Xastalarda medikamentoz mualica, musayiat olunan xastaliklar va

stenokardiyanin patofiziologiyasina uygun olaraq fardilasdirilmalidir.

Ferrari R et al. Eur Heart J 2019;40(2):190-4



Stabil stenokardiyada tek ve ya kombina edilmis hemodinamik
darmanlarin istifadesina baxmayaraq, stenokardiya tutmasi tez-tez

bas verir.
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Xroniki Koronar Sindromun Mualicasina Yanasma

Stenokardiya-Isemiya garsisini almaq Kardiovaskulyar hadisa
va olim qarsisini almaq

-B.Bloker va ya KKB- iirak doyiintiisiiJ,

- Antikoaqulyant miialica
- Statin

- ACF-I

- SGLT2 inh

-Trimetazidin
- lvabradin
< -Nitratlar
-Nikorandil
-Ranolazin

REVASKULYARIZASIYA
PCl vo ya CABG




Stabil Koronar Arteriya Xastaliyinin Mualicasi

Optimal Darman Mualicasi
+

Perkutan Koronar Mudaxils




Cardiac mortality in patients randomised to
elective coronary revascularisation plus medical
therapy or medical therapy alone: a systematic

review and meta-analysis

Reduced cardiac mortality

25 randomised

European Heart Journal (2021) 42, 4638-4651
/' doi:10.1093/eurheartj/ehab246

trials E% 7 a3
N =19,806 T
0
S ilas et RR [95% CI]  p value
Overall — e 0.79 [0.67;0.93] <001
without post-ACS —— ! 0.82 [0.73;0.94] <0.01
without CTO —a— ! 0.80 [0.67;0.95] <001
without CABG — 0.83 [0.71:0.98] 0.03
Spontaneous MI |
Overall —@— ] 0.74 [0.64:0.86]  <0.01
without post-ACS —— : 0.75[0.67;0.84]  <0.01
without CTO —a&— ! 0.74 [0.63;0.86] <0.01
without CABG —— | 0.78 [0.64;0.94] 0.01
I
0.5 0.7 09 10 11
Favours Revascularisation + MT Favours MT alone
@
Risk reduction per 4-yr Risk reduction per 3%

follow-up increase:
RR 0.81 [0.69-0.96]

Longer follow-up

absolute MI difference:
RR 0.86 [0.78-0.96]

Spontaneous MI difference




A meta-analysis of optimal medical therapy with or without ES&1JIN[¢:V€
percutaneous coronary intervention in patients with stable
coronary artery disease

PKM + ODM ila ODM qarsilasdiriimasi

@ Anginal Symptoms

Study name Statistics for each study Odds ratio and 95% CI
Odds Lower Upper . . .
ratio limit limit p-Value PKM ila Stenokardiya Simptomlarinda
MASS Il (2007) 1.84 1.25 2.73 0.002 Aza I ma
COURAGE (2007) 1.10 0.81 1.50 0.556 =
BARI 2D (2011) 1.09 0.90 1.32 0.400

FAME 2 (2018) 1.99 1.18 3.37 0.010
ORBITA (2018) 1.68 0.96 2.94 0.070
ISCHEMIA (2020) 2.11 1.74 2.56 0.000
Total 1.55 1.14 2.10 0.005

Heterogeneity (Q =28.7; P < 0.001, £ = 82.6) 02 05 1 2 5 10

——— PKM ilo Hayat Keyfiyyatinda duzalma

Coronary Artery Disease 2022, 33:91-97



PKM Sonrasi Stenokardiya Tezliyi

34%

22%
Angio

21% 19%

20% 184% 1g 3%
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Figure 1. Incidence of recurrent post-percutaneous
coronary intervention angina according to main ran-

PKM sonrasi Stenokardiya
e 1.il sonunda 20-30%
e 5.il sonunda 40%

Sina agrisi
PKM sonrasi kegmaya bilar
Vo ya takrar baslaya bilor



PKM sonrasi xastaxanaya sina agrisi il miraciat sababloari

B o

NON-CARDIOVASCULAR

]

|

|
PULMONARY I
- Asthma/COPD |
- Pneumonia |
- Pleuritis/ |
Pneumothorax |
|

I

I

I

GASTROINTESTINAL
- Gastroesophageal reflux / |
oesophagitis/ spasm

- Biliary colic/cholecystitis/ |
cholangitis

- Pancreatitis

MUSCOLO-SKELETAL

- Sternal surgical pain
- Rib fracture

- Costochondritis

- Fibromyalgia

- Anxiety/panic attack

Figure 2. Cardiovascular and non-cardiovascular mechanisms of post-percutaneous coronary intervention angina



PKM sonrasi Gec Donamda Sina Agrisi
Epikardial Koronar Damarlarda Axinin Azalmasi

e in-stent restenoz: 1.ilda 5-10 %
DM, uzun stent, kicik damar ¢api, undersize.....
Stentli segqmentda va ya stentin 5 mm gonsulugunda 2%70 darliq

e Diffuz koronar ateroskleroz: Koronar angioqrafiyada ciddi darliq
goriulmadan koronarda diffuz ateroskleroz

« KAX proqresiyasi: Ilk PKM sirasinda 6namli olmayan
darhligin, yeni KAG-da 270 % darliq saklinda iralilomasi




PKM sonrasi gec dovrda sina agrisi, epikardial koronar damarlarda axinin azalmasi

Natamam revaskulyarizasiya : ilk PKM sonrasinda LMCA da

250 % stenoz, digar epikardial
damarlarda da 270 % stenoz olmasi

Davamli va ya takrarlanan stenokardiyanin sabablarinin taxminan
30% -i




PKM sonrasi Gec Dovrda Sina Agrisi
Epikardial arteriyalarda vo mikrosirkulyasiyada vazomator disfunksiya

Koronar Mikrovaskulyar Disfunksiya (CMD);
* PKM-dan sonra sina agrisinin taxminan 50% -nin sababidir

* PKM oncasi movcud ola bilar, lakin epikardial ciddi darligin
acllmasindan sonra stenokardiya kecgmayacak

e Stent implantasiyasi; epikardial koronar spazma sabab ola bilar
va ya mikrovaskulyar spazm va ya disfunksiyaya sobab ola vo ya
artira bilar



e 57y E,
« Sina agrisi

 1-2 ildir ki, vaxtasiri yorulanda dos qafasinda agrilar olur. Son _
zamanlar daha siddatli voa daha az masafada yerima ile olan, dos
gofasinda sixilma va daralma hiss etmaya baslayib

e Sigaret: 1 p/g
e Anamnez: DM 5l

. stifade etdiyi dermanlar: Metformin 2x1 gr/g
Aspirin 100 mg
Metaprolol 50 mg/g

QT: 140/80 mmHg N:70/d

EKQ: D2D3aVF T()









Toayin olunan darmanlar

e ASA 1x100
e Klopidogrel 1x1

e Atorvastatin 1x40 mg
* Nebivolol 5 mg/g
 Perindopril 1x10 mg/g

 Metformin 1000 mg/g
 Empagliflozin 10 mg/g



1 ay sonra
e Sikayatlari azalmis
* Bazoan fiziki aktivlik va ya stress zamani sinada agri olur

QT 115/75 mmHg N:65/d

e EKQ:NSR



QT 115/75 mmHg N:65/d

e ASA 1x100

* Klopidoqrel 1x1

e Atorvastatin 1x40 mg

* Perindopril 1x10 mg/g

* Nebivolol 5 mg/g

* Metformin 1000 mg/g

» Empagliflozin 10 mg/g
+

* Trimetazidin 1x80 mg
alava olundu



e 2 ay sonra
 Sikayatlari yox
* Funksional sinif 1






66y E
e Sikayati: Sina agrisi

e Tarixi: iki il avval siddatli sina agrisi sababila CAG, ardindan
stent implantasiyasi (Cx-OM2).

* Sina agrilari stentdon sonra tam ke¢cmirdi, vaxtasiri olurdu.

* Son zamanlar dos gafasinda agrilar daha tez-tez vo daha az
fiziki yukle yaranmaga baslayib.

* Sina agrisi 1 km getdikdan, 1 gat pillakan galxdiqdan sonra
yaranir.

e 9sasan istirahat edirdi vo bazan nitrat qabul etmali olurdu.



Fizik Muayina
QT: 115/70 mmHg Nabz: 60/daq

Istifada etdiyi Darmanlar

* Aspirin 100 mg

» Atorvastatin 40 mg/g

» Metaprolol 50 mg/g

« Perindopril + Amlodipin 10/10 mg/g
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Fizik Miiayina QT: 115/70 mmHg Nabz: 60/daq

Istifada etdiyi Darmanlar

® Aspirin 100 mg Atorvastatin 40 mg/g
® Metaprolol 50 mg/g Perindopril + Amlodipin 10/10 mg/g

Trimetazidin 80 mg/g alave olundu

Bir ay sonra nazarat;
* Sina agrisinin tezliyi shamiyyatli daracada azalib

e Fiziki aktivlik artmis
* 3-4 km yol yuriiya bilir
e 2 qat pillakan rahat ¢ixa bilir






e 48y K,
 Sikayati: Sina agrisi

* Bir ne¢a aydir ki, fiziki aktivlik il (yol yirimak va pillakan galxmaq)
olan va |st|rahatla kecan sancma, yanma, kiiraya vuran sina agrisi
olurmus. Bazan agri ila yanasi ura bulanma da olurdu.

e Banzar agri bazan istirahat zamani bas verir.

FM:

QT 125/80 mmHg N: 74/dak
e KVS: Tobii
e Piylanma (90 kg)

Anamnez: heg bir xuisusiyyat yox

EKQ ve Exokardioqrafiya: NORMAL



Miokard Perfuziya Sintigrafiyasi: isemiya
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Stabil Stenokardiya Xastalarinda

Qeyri-okluiziv KAX

Degree of CAD - change over time - Men

_ Kisilarin 35%-da qeyri-
okluiziv koronar
arteriya xastaliyi var

Percent

2000 2001 2002 2003 2004 2005 2006 2007 2008 2009
Year

[- Mo obstructive CAD Obstructive CAD |

Degree of CAD - change over time - \Women

Qadinlarin 65%-da
qeyri-okliiziv koronar
arteriya xastaliyi var

2000 2001 2002 2003 2004 3005 2006 O07 2008 2009
Year

B o cbstructive CAD Ohstructive CAD

European Heart Journal (2012) 33, 734-744
doit10.1093/eutheartj/ehr331
Figure 1 Degree of coronary artery disease by examination year and gender. No obstructive coronary artery disease, normal coronary
arteries or diffuse non-obstructive coronary artery disease. Obstructive coronary artery disease, one or more significant coronary artery ste-



[ Ischaemia with non obstructive coronary arteries (INOCA) ]

Conpnary Miorowasoular dysfunction (O i TP paitic angina (Vi)

[ e o o o o o o o o o o o o S o e g

= i Step 2: Non-invasive evaluation
w | Functional Imaging
3 | + Coronary CT Angiography

i Step 1: Invasive Coronary angiography

E_Etep 2: FCA guidewire and Adenosine test

[ o —— o — o — o — (T — " T —— — o — o — — o — " o

Epicardial ! Microvascul ar
Vasospastic | And Epicardial
| Vasospastic Angina

INOCA ENDOTYPES

Management of INOCA
1. Lifestyle factors 2. Risk factor management 3. Antianginal medications

Visual summary.

European Society of Cardiology Working Group on Coronary
Pathophysiology & Microcirculation Endorsed by Coronary

Non-Obstructive Coronary Arteries in Collaboration with
Vasomotor Disorders International Study Group

An EAPCI Expert Consensus Document on Ischaemia with




INOCA
endotypes

Microvascular
angina*

Invaziv Diagnostik Testlar

Table 2. INOCA endotypes diagnostic criteria.

I’iﬂlnphrsln-‘
logy
CMD

Diagnostic criteria

Diagnostic guidewire and Adenosine test

FFR >0.38

CFR <2.0

IMR =25*%

HMR =1.9*

Vasoreactivity (acetylcholine test)

No or <90% diameter reduction

+angina

+ischaemic ECG changes

Vasospastic
angina

Epicardial

Diagnostic guidewire and Adenosine test

spasm

FFR >0.8

CFR =2.0

Non-cardiac
chest pain

None

Diagnostic guidewire and Adenosine test

FFR =0.8

CFR22.0

IMR <25

HMR <1.9

Vasoreactivity (acetylcholine test)

Mo or <90% diameter reduction

Mo angina

Mo ischaemic ECG changes

IMR <25

HMR <1.9

Vasoreactivity (acetylcholine test)

=00% diameter reduction

+angina

+izchaemic ECG changes

Both
microvascular
and vasospastic
angina

Both CMD and

Diagnostic guidewire and Adenosine test

epicardial
Spasm

FFR =0.8

CFR <2.0

IMR =25

HMR =1.9

Vasoreactivity (acetylcholine test)

No or <90% or =90% diameter
reduction

Non-flow-
limiting CAD®

Diffuse
coronary artery
atherosclerosis

Diagnostic guidewire and adenosine test

FFR =0.8

CFR 22.0

IMR <25

HMR <1.9

Vasoreactivity (acetylcholine test)

Mo or <90% diameter reduction

Mo angina

Mo ischaemic ECG changes

+angina

+ischaemic ECG changes




Mikrovaskulyar stenokardiyanin diagnostik meyarlari

Table | Diagnostic criteria for microvascular angina

Criteria Evidence

1 Symptoms of myocardial ischaemia®

2 Absence of obstructive CAD (<50% diameter
reduction or FFR =0.80)

3 Objective evidence of myocardial ischaemia®

4 Evidence of impaired coronary

microvascular function

Diagnostic parameters

Effort or rest angina

Exertional dyspnoea

Coronary CTA

Irvasive coronary angiography

Presence of reversible defect, abnormality or flow reserve on a
functional imaging test

Impaired coronary flow reserve (cut-off <20), invasive or
noninvasively determined

Coronary microvascular spasm, defined as reproduction of symptoms,
ischaemic ECG shifts but no epicardial spasm during acetylcholine testing

Abnormal coronary microvascular resistance indices (e.g IMR =125)




QT 125/80 mmHg N: 74/dak

MUALIC®

e Aspiirn 81 mg Pitavastatin 4 mg

 Trimetazidin 80 mg /g

1 aydan sonra muayina zamani dos gafesinda
agri sikayati YOXDUR






e 76y E
e Sikayati: Sina agrisi

e Tarixi: Toxminan 9 il avval CABG kecirdi. 2016-c1 ilda sina
agrisi sababila CAG va ardindan LAD stent tatbiqg olundu.

* Sina agrilari stentdan sonra tam ke¢cmayarak, vaxtasiri
olurdu.

* Bir ne¢o ay avval sina agrisi daha tez-tez vo daha az giic sarf
etmakla basladi.

* Sina agrisi 1 km getdikdan, 1 gat pillakan galxdiqdan sonra
yaranir.

e 9sasan istirahata edirva bazan nitrat gabul etmali olurdu.



Fizik Muayina
QT: 105/75 mmHg Nabz: 72/daq

* EKQ: Non-spesifik ST —T dayisikliklari

Istifada etdiyi Darmanlar

e Aspirin 150 mg

e Atorvastatin 40 mg/g
 Bisoprolol 5 mg/g
 Lerkadipin 10 mg/g
 Perindopril 10 mg/g



Transtorasik ekokardiyografi

HASTANIN Olgiimler HNomial Hasta Degen
Deder
Soyad, Ad ADMNAN AORTIK
Y as 76 yil Cinsiyet Erkek Cap (2-3.Fcm)
Dosya Mo: 4449916 Kapadl
On Tani: Aszendan 33
Aorta
Eko Kalitesi: Anadlis 23
DokiorH. OZER MITRAL KAPAK
ITeknikerA. DOYURARM On Y aprak
Olgiimler Mormal Deder|Hasta Deder Arka Y aprak
SOLVENTRIKUL Andlis
Diyastol Capl (3.5 -5.8cm) 5,1 Subvakiler Aparey
Sistol Sonu Capl (2.45-4.1cm) Skor
Ejeksiyon Fraksiyonu (=% 54) GLOBAL 55 EPSS =10 mm
Fraksiyonel Kisatma (%18 - 42) TRIKUSPID KAPAK
W odifive Simpson yontemiyle EF % PULMONER KAPAK
Diyastolik Arka Duvar Kalnhi (0.5-1.1cm) 1,1 SOL ATRIUM 33
Diyastolik Septum (0.6-1.1cm) 11 SAG ATRIUM
Kahnl gi
LVOT Capi PERIKARD
SAG VENTRIKUL Perikardiyal OMDE ARKADA
SIVI
Diyastolik Geniglik (0.9-2.6cm) 28 Diyastolik
Kahnlidi
SOLVENTRIKUL Sistolik
Kalinhk
Diyastolik Fonksiyonlar E=A
Epik: A ik IVRT: Edes: Kollaps
Bulgusu
EK OLCUMLER: INFERIOR VENA KAVA:
INTRA KARDIYAK KITLE: DOPPLER:
FPeak FPeak Ortalama Ortalama Kapak YETE RSIZL IK ¥ etersizlik | Yetersizlik
Velosite | Gradiyert W elosite Gradiyent Alani Velositesi | Gradiy enti
(m/'sn) (mmiHag) {m/'sn) (mm/Ha) (cm2) (m/sn) (mmHag)
Eszer 1+ 2+ I+ 4+
LVOT
AQRTA 1,2 +
MITRAL +
PLILMOMNER 1.0
ITRIKUSPID + +
P ARTER  [25 MMHG
BASIMNCI

DUVAR HAREKETLERI: [SEPTUMUN APIKALI ANTERQ LATERAL DUVARIN APIKALI HAIFIF  HIPOKINETIK

KORUNMUS LY SISTOLIK FONKSIYONLARI.
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QT: 105/75 mmHg Nabz: 72/daq
istifada etdiyi Darmanlar
Aspirin 150 mg Atorvastatin 40 mg/g
Bisoprolol 5 mg/g Lerkadipin 10 mg/g
Perindopril 10 mg/g

Trimetazidin 80 mg/g alava olundu

Bir ay sonra kontrol;
* Sina agrisi tezliyi azalmis

* Fiziki aktivliyi artmis
e 2 km yol yurliya bilir
e 1 qat pillakan ¢ixa bilir



Hastalara

neden trimetezidin recete ettim?



TRIMETAZIDIN

 Metabolik tasirli Anti-isemik - Antianginal

* Mikrovaskulyar funksiyani yaxsilasdirir

Qan tazyiqi va urak vurgusunda dayisiklik ETMIR

American Journal of Therapeutics 0, 1-8 (2018)

AAAAAAAAAAAAAAAAAAAAAAAAA



Trimetazidin 3-Keto Asil Tiolazani inhiba edarak yag tursularinin oksidlagmasina
manea toradir. Qlikoza oksidlasma yolu daha ¢cox igslamaya baslayir ve daha az

oksigenla glikoza oksidlagsmasi naticasinda ATF istehsal olunur.

TRIMETAZIDIN |

Free Fatty Acids
Glucose

FTY [ |
[ 8 b 1 l.lrfj-- [ .
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Efficacy Comparison of Trimetazidine with
Therapeutic Alternatives in Stable Angina Pectoris:

A Network Meta-Analysis

Masq kriteriyalari

TED: Umumi masq
vaxti

TOA: Stenokrdiya
tutmasina gadar vaxt

Klinik kriteriyalar

AA: Haftalik stenokardiya
tutmalari

SAN: Haftalik nitrat qabulu

Trimetazidin ve digar Anti-anginallar Oxsar Effektivliiya Malik

Cardiology 2011;120:59 72

a Trials MHumiber Effect size (9506 1) Transposition
Into seconds
Antianginzl agents TED 158 13791 006 (—0.10; 3.23) 7=12; 38) — -
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Miokard isemiyasinda Beta Bloker ila KOMBIN® MUALICO
Nitrat vs Trimetazidin Qarsilasdirilmasi
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Stenokardiya tutma sayi: b-bloker mualicasinda trimetazidin alava olunduqda daha ¢ox
azalir

Michaelides ve ark. Current Therapeutic Research Vol. 46,1989


Выступающий
Заметки для презентации
Propranolol tedavisindeki hastaların tedavisine Vastarel 20 eklenmesi haftalık anjinal atak sayısını % 63 azaltırken nitrat eklenmesi yalnızca %31 oranında azalmaya sebep olmuştur.


pF-bloker olan mualicalarda (takli ve ya kombinasiya)
trimetazidinin alave olunmasi stenokardiya sixligini azaldir

Mean weekly number of angina attacks N=1213 stable angina patients
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Inclusion * P=0.001 vs. B-blocker group
B Two months after the combination with Vastarel MR ** P=0.001 vs. Inclusion

Nesukay E. Circulation 2012;125:e773



Antianginal miialicaya trimetazidinin alava olunmasi
stenokardiya sixligini azaldir
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Background therapy * P<0.001 vs. baseline
Large-scale, multicenter, 6 month, open-tabel, prospective observational study on 896 patients with stable angina pectoris. Treatment was well tolerated and no related serious adverse events were reported. For

complete information, including other special warnings and precautions for use, please refer to the Summary of Product Characteristics of your country.
Glezer M, CHOICE-2 study investigators. Adv Ther. 2017 ;34(4):915-924. doi 10.1007/s12325-017-0490-2.


Выступающий
Заметки для презентации
The aim of this large-scale, multicenter, 6-month, open-label, prospective observational study was to assess the effect of adding TMZ modified release 35 mg bid to background antianginal therapy in the real-world clinical setting in 896 stable angina patients. Analysis with respect to baseline medication showed that TMZ significantly reduced weekly angina frequency independently of the physician’s initial treatment. Efficacy proved significant within 2 weeks. The effect increased with time in the overall population so that by 6 months it had reduced weekly angina attacks by 80%. Efficacy was independent of ongoing background therapy in that it was consistent and comparable across treatment groups. The clinical relevance of this finding is that no additional effect is to be gained over that of the β-blocker+TMZ combination by adding a calcium channel blocker or long-acting nitrate or both.


TRIMETAZIDIN - Diabet Xastaloarinda Lal Isemiyani Azaldir

Sessiz iskemi episodlarinin Sessiz iskeminin toplam | TRIMETAZIDIN
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* Trimetazidin Monoterapisi:

Ilk tercih olarak kullanilan anti-anginal ajanlara (beta
bloker/KKB) benzer anti-iskemil etki

 Trimetazidin kombinasyonda,
Beta bloker + KKB etkinlik = Beta Bloker + Trimetazidin
Tum ilaclarla kombine kulanilabilir

e Beta blokere + trimetazidin etkinlik > Beta-Bloker + nitrat

Kan Basinci ve kalp hizinda degisiklik YAPMAZ

 Yan etki az (plesebo kadar) , hasta toleransi Yuksek
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EXPERT CONSENSUS DOCUMENT

A ‘diamond’ approach to personalized
treatment of angina

Roberto Ferrari™, Paolo G. Camici®, Filippo Crea®, Nicolas Danchin®, Kim Fox®,

Miokard isemiyasinda
Trimetazidin

- Diabet

- KOAX

- PAH

- Koronar Spazm

- Mikrovaskulyar
Stenokardiya
(Gostaris)

- XBC (9ks gostaris)

All possible Co-administered

Contraindicated or caution needed




DHP
NITR = NIC
IVAB

TRIM = RAN

58 VER = DILT

VER = DILT IVAB
BB
DHP DHP= VER
VER = DILT DILT = NITR
NIC Myocardial NIC
ischaemia
TRIM = NITR RIM = RAN
RAN VAB
Left
BB « [VAB ventricular None

dysfunction

DHP

VER » DI NI

NIC TRIM .Q‘P&\’
IVAB « RAN o
BB DILT = DHP
NITR = NIC

Preferred All possible Co-administered Contraindicated or caution needed

Miokard Isemiyasinda
Trimetazidin

- Yuksak uirak
doyuntusu

- Hipertenziya

- SM disfunksiyai

; Uc

- Atrial Fibrilyasiya.

- Bradikardiya

- Hipotenziya



Xronikl Koronar Sindrom

Hansi Xastaya Trimetazidin Mualicesi?

* INOCA (Hemodinamik cehatdan ashamiyyatli koronar arteriya stenozu

olmayan va ya koronar arteriyalari angioqrafik olarag normal olan anginali

xastalor
* PCI (perkutan koroner miidaxila) sonrasi agrisi kecmayan/davam edan xastalar
« CABG (Bypass amaliyyati) sonrasi agrisi kegcmayan/davam edan xastalar

« Darman mualicasi ile mugahida edilan, stenokardiyasi ve koronar arteriya

xastoaliyi olan xastalor

 Lal isemiya askar edilon (Gzallikla diabet) xastalor




Asagidakilardan hansi xroniki koronar sindromlu xastalarda

miokard infarkti va ya olumun tezliyini azaldir?

A. Beta Blokerlar

B. Kalsium Kanal Blokerlar Dogru CAVAB:

C. Nitrat

HEC BIRI

D. Trimetazidin

E. Ranolazin



Asagidakilardan hansi xroniki koronar sindromlu xastalarde

Sina Agrisini azaltmaqgda an tasirlidir?

A. Beta Blokerlar
Dogru YANIT;

HEPSI BENZER

B. Kalsium Kanal Blokerlar

C. Nitrat

ORANDA
AZALTIR

D. Trimetazidin

E. Ranolazin




Xroniki Koronar Sindrom Optimal Medikal Tedavi Yaklagsimi

Anti iskemik-Anti Anginal Mortalite-Morbidite Azaltan

Anti-platelet

. - f - ‘ (] (] °
Beta Bloker eyalKKB | Aspirin veya Clopidogrel
\ I . J

Kolestrol dusiuiren ilaglar

T Statin
lkinci Basamak :
) - Ezetemib
L—Tr'me_ta_zflﬂ‘_l . . PCSK9 inh. Bempedoik asit
Nitrat Nicorandil
lvabradin Ranolazin DM hastasinda; SLT2 inh
Hastanin Kan basinci Kalp hizi ve eslik LVEF<%40, KBH: RAAS bloker: ACE inh

eden klinik duruma gore secim

Tedavi Siiresi: Omiir Boyu
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