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[-Response to Injury1

. Chronic
endothelial
"injury":

* Hyperlipidemia
* Hypertension

* Smoking

« Homocysteine
* Hemodynamic factors

« Toxins e
Viisse Response to injury
* Immune reactions

2-Endothelial Dysfunction

2. Endothelial dysfunction
(e.g., increased permeability,
leukocyte adhesion)
Monocyte adhesion
and emigration,

3-intiation of fatty streak

3. Smooth muscle
emigration from media
tointima. Macrophage
activation.

4-Fatty Streak

Fatty streak

f1. Macrophages and\\'
smooth muscle cells

engulf lipid

5-Fibrofatty Atheroma

5. Smooth muscle
proliferation, collagen

and other ECM Lipi
deposition, extracellular debris
lipid

Lymphocyte  Collagen
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Non-atherosclerotic causes of myocardial infarction

Embolic

Infective endocardltls

Neoplasms

PrOSthetlcvalves e
Arterltls

Syphllltlc B ———
Takayasusartenus

Polyartertis nodosa
Glantcellarterltls
SyStemchupus erythematosus I E L IR O A TENE SR AP
Kawasaki disease
Vltal N e e
Prothrombotic states

P0|ycythaem|avera
| T eeeheeEen
Disseminated mtravascularcoagulatlon S
Thr'Ombocytos|s
Thrﬂmbocytopen]c purpura
Other

Takotsubo cardlomyopathy, severe AS prolonged hypotensmn
thyrotoxicosis, carbon monoxide poisoning, chest trauma, mediastinal
radiation, spontaneous coronary dissection, cocaine abuse

ESC/ACCF/AHA/WHF Expert Consensus Document. Third Universal Definition
of Myocardial Infarction. European Heart Journal 2012,33,2551-2567.
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Death — 0.96 (0.77-1.20)
Ml - 0.56 (0.46-0.69)
Ischemic stroke . 0.46 (0.27-0.77)
Major bleeding event —- 2.48 (1.67-3.68)
Minor bleeding event —.— 2.65(2.14-3.29)
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Warfarin + Rate ratio ASA better
ASA better
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Therapy to Lower Cardiovascular Events in Addition to Standard
Therapy in Subjects with Acute Coronary Syndrome (ATLAS-2)
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Kaplan-Meier Estimates Hazard Ratio (95% Cl)
Riva + Riva + VKA + Low-Dose Riva + | .
Overall P2Ys DAPT DAPT | P2Yy, vs. VKA + f:f&:f';m
(N=694) (N=704) (N=695) | DAPT ;
Adverse CV 1.08 {(0.69-1.68) 0.93 (0.59-1.48)
Event 41 (6.5%) 36 (5.6%) 36 (6.0%) 0=0.750 0=0.765
1.29(0.59-2.80) 1.19 (0.54-2.62)
CV Death 15 (2.4%) 14 (2.2%) 11 (1.9%) 020,523 0-0.664
0.86 (0.46-1.59) | 0.75 (0.40-1.42)
mi 19 (3.0%) 17 (2.7%) 21 (3.5%) £=0.625 0=0.374
1.07 (0.39-2.96) | 1.36 (0.52-3.58)
Stroke 8(1.3%) 10 (1.5%) 7 (1.2%) ot e
Stent 1.20(0.32-4.45) 1.44 (0.40-5.09)
Thrombosis SN $.0.9%9 2(02%) p=0.790 p=0.574
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P=0.750 p=0.765
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Cumulative incidence risk (%)

Cumulative incidence risk (%)

Primary outcome: cardiovascular death, MI, stroke

L Low-dose rivaroxaban + aspirin vs. aspirin alone

HR 0.74, 95% C1 0.65-0.86, P< 0.0001
8 Rivaroxaban alone vs. aspirin alone

HR 0.89, 95% C1 0.78-1.02, P=0.09
5"
4

Low-dose rivaroxaban + aspirin
27 Rivaroxaban alone
m— Aspirin alone

0 1 2 3
Time (years)
Major Bleeding
10 7
Low-dose rivaroxaban + aspirin vs. aspirin alone
HR 1-66 (95% Cl 1.23-2.03), P<0.0001
ki > e Low-dose rivaroxaban + aspirin
Rivaroxaban alone vs. aspirin alone 5 banal
HR 1-51 (95% Cl 1.23-1.24), P<0.0001 g
= m— Aspirin alone
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‘ Abstract

The Role of Rivaroxaban in the Treatment of Stable
Ischemic Heart Disease

Dr. Ibrahim Ismaeil Ismaeil

Introduction and research objective:

This study was designed to evaluate the role of rifaroxaban in
the treatment of stable ischemic heart diseas, and its ability to
prevent acute heart infarction in these patients.

Material and method:

Study design: Experimental randomized control trial,
conducted on stable ischemic heart diseas patients who were
referred to the cardiac clinic at the Al-Mouwasat and Al'asad
Hospital in Damascus between 1/2/2018 — 1/4/2019.

Results:

The study included 407 patients (mean age 55.1 years, 27.3%
females) in two groups: the control group included 209 patients
treated with aspirin alone, and the group included 198 patients
treated with rifaroxaban plus aspirin. There was no statistically
significant difference between the two groups in age, sex, disease
history, and drugs.

The combination of rifaroxaban plus aspirin compared to
aspirin alone reduced the hazard ratio of myocardial infarction,
heart failure, ischemic stroke, peripheral vessel thrombosis, and
death due to cardiac or noncardiac causes, but without statistical
significance of the difference.

The combination of rifaroxaban plus aspirin compared to
aspirin alone increased the hazard ratio of major bleeding,
gastrointestinal bleeding, intracranial bleeding, skin bleeding,
urinary bleeding and minor bleeding, but without statistical
significance of the difference.

Conclusions:

The combination of rifaroxaban (2.5 mg twice daily) plus
aspirin in treatment the stable ischemic heart diseas patients led to a
reduction in the incidence of ischemic cardiovascular events as well




as the mortality rate, but in contrast increased the incidence of major
and minor bleeding.

Keywords: Rifaroxaban, Stable ischemic heart diseas,
Complications.
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