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MAP = DBP + PULSE PRESSURE / 3 

PULSE PRESSURE = SBP – DBP  



Coronary heart disease (CHD) is the most 

common form of heart disease, the leading 

cause of death for Americans.  

  

About 12.6 million Americans suffer from 

CHD, which often results in a heart attack.    

 

About 1.1 million Americans suffer a heart 

attack each year—about 515,000 of these 

heart attacks are fatal.  
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The patient was treated with fibrinolytic therapy and transferred for catheterization. 

Angiography revealed a tight stenosis of a proximal nondominant right coronary 

artery (B, arrow) without significant disease in the left coronary artery.  



Contrastenhanced cardiac magnetic resonance imaging (C) demonstrated delayed 

hyperenhancement consistent with injury of the right ventricle (RV) with distinct involvement of 

the right ventricular free wall (arrowhead), sparing the left ventricle (LV) as well as the right 

ventricular apex. The patient remained hemodynamically stable throughout his hospital course 

and was discharged home.  









































ΥΠΕΝΔΟΚΑΡΔΙΟ (NSTEMI) ΕΜΦΡΑΓΜΑ 



A 47-year-old man with no prior history of cardiac disease presented to an outside hospital 

describing “ an awesome feeling that just sat in my chest” associated with bilateral arm 

weakness. The initial electrocardiogram (A) revealed STsegment elevation in the right 

precordial leads and to a lesser extent in the inferior leads.  











Management of patients with UA/NSTEMI 























Short-term clinical outcomes of patients in 23 randomized trials  

of primary angioplasty versus thrombolysis  



Results of meta-analysis comparing primary stenting with primary 

balloon angioplasty. MACE = major adverse cardiac events including 

death, reinfarction, and target vessel revascularization (TVR) 









Impact of left ventricular function on survival  

following myocardial infarction  



Hypokalemia and ventricular fibrillation in acute myocardial infarction  



The relative risk of mortality is reduced with beta blockers both 

during the acute phase of treatment and when prescribed as 

secondary prevention after acute myocardial infarction.  

Effect of beta blockers on mortality rate in patients with 

myocardial infarction. 





Effects of angiotensin-converting enzyme inhibitors on 

mortality after myocardial infarction: results from the short-term 

trials.  



Effect of angiotensin-converting enzyme inhibitors on mortality 

after myocardial infarction: results from the long-term trials.  



Effects of an angiotensin-converting enzyme inhibitor (captopril), angiotensin receptor 

blocker (valsartan), or the combination after myocardial infarction. The Kaplan-Meier 

estimates of mortality. 



Effect of a selective aldosterone receptor blocker (eplerenone) after 

myocardial infarction. The Kaplan-Meier estimates of the rate of death from 

cardiovascular causes or hospitalization for cardiovascular events in the EPHESUS 

trial are depicted.  



Mechanisms of action of antiplatelet therapies.  

ADP=adenosine diphosphate; cAMP=cyclic adenosine monophosphate; 

COX=cyclooxygenase; GP=glycoprotein; TXA2=thromboxane A2  



Benefit of the addition of clopidogrel to aspirin compared  

with placebo and aspirin during the first 30 days  



Benefit of the addition of clopidogrel to aspirin compared  

with placebo and aspirin between 31 days and 1 year  



ΠΕΡΙΚΑΡΔΙΤΙΔΑ 



The pericardium is composed of two distinct layers.  

 

The fibrous parietal pericardium provides a protective sac 

around the heart to prevent sudden cardiac dilation and to 

minimize bulk cardiac motion.  

 

The inner, visceral pericardium is intimately related to the 

surface of the heart.  

 

These two layers are normally separated by 10 to 50 mL of 

clear fluid, an ultrafiltrate of plasma that is produced by the 

visceral pericardium and functions as a lubricant to minimize 

frictional forces between the heart and the pericardium.  

 

In health, the intrapericardial pressure is slightly negative. 

PERICARDIUM 



The most common clinical pathologic process involving the 

pericardium is acute pericarditis.  

 

Although multiple causes are possible the most common are 

viral infection and unknown (idiopathic).  

 

Classically, this disorder is characterized by chest pain, 

pericardial friction rub, diffuse electrocardiographic changes, 

and pericardial effusion, although sometimes neither 

electrocardiographic changes nor a pericardial effusion is 

present.  

 

The clinical syndrome is often relatively brief (days to weeks) 

in duration and uncomplicated, although vigilance for 

progression to tamponade is always prudent. 

 ACUTE PERICARDITIS 



INFECTIOUS PERICARDITIS 

 

Viral (coxsackieviruses A and B, echovirus, mumps, 

adenovirus, Epstein-Barr, human immunodeficiency virus, 

influenza) 

 

Mycobacterium tuberculosis  

 

Bacterial (Pneumococcus, Streptococcus, Staphylococcus, 

Legionella) 

 

Fungal (histoplasmosis, coccidioidomycosis, candidiasis, 

blastomycosis) 

 

Other (syphilis, parasites, Q fever) 

ETIOLOGY OF ACUTE PERICARDITIS 



Idiopathic 

Neoplasm 

Metastatic (lung cancer, breast cancer, melanoma, lymphoma) 

Primary (mesothelioma) 

Renal failure 

Trauma 

Irradiation (especially for breast cancer, Hodgkin's disease) 

Myocardial infarction  

Hypothyroidism 

Aortic dissection with hemopericardium  

Chylopericardium (thoracic duct injury) 

Post pericardiotomy 

Chest wall injury or trauma  

Pneumonia 

 

NONINFECTIOUS PERICARDITIS 

ETIOLOGY OF ACUTE PERICARDITIS 



HYPERSENSITIVITY PERICARDITIS 

 

Collagen vascular disease  

(systemic lupus erythematosus, rheumatoid arthritis, 

scleroderma, acute rheumatic fever, Sjögren's syndrome, 

Reiter's syndrome, ankylosing spondylitis)  

 

Drug induced  

(procainamide, hydralazine, isoniazid; smallpox vaccine) 

 

Post myocardial infarction (Dressler's syndrome) 

 

Familial Mediterranean fever 
  

ETIOLOGY OF ACUTE PERICARDITIS 



Chest pain of acute infectious (viral) pericarditis typically 

develops in young adults (18 to 30 years) 1 to 2 weeks after a 

“viral illness.” The symptoms are sudden and severe in onset, 

characteristically with retrosternal or left precordial pain and 

referral to the back and trapezius ridge.  

 

Pain may be preceded by low-grade fever (in contrast to 

myocardial infarction, in which the pain precedes the fever). 

Although radiation to the arms in a manner similar to myocardial 

ischemia also may occur, it is less common.  

 

The pain is often pleuritic (e.g., accentuated by inspiration or 

coughing) and may be aggravated (supine or left lateral 

decubitus posture) or relieved (upright posture) by changes in 

posture. 

 CLINICAL MANIFESTATIONS 



The physical examination in patients with acute pericarditis is 

most notable for a pericardial friction rub.  

 

Although classically described as triphasic, with systolic and 

early (passive ventricular filling) and late (atrial systole) 

diastolic components, more commonly a biphasic (systole and 

diastole) or a monophasic rub may be heard.  

 

The rub may be transient and positional, often best appreciated 

in the supine or left lateral decubitus posture.  

 

Low-grade fever, resting tachycardia, and atrial ectopy are 

common, but atrial fibrillation is unusual. 

PHYSICAL EXAMINATION 



ΟΞΕΙΑ ΠΕΡΙΚΑΡΔΙΤΙΔΑ 









Large pericardial effusion  



Καρδιακός Επιπωματισμός  

  Αρτηριακής πίεσης 

 Διατεταμένες φλέβες τραχήλου  

 Βύθειοι καρδιακοί τόνοι 

 Παράδοξος σφυγμός 

 

Συμπιεστική Περικαρδίτιδα 

 Σημείο Kussmaul 



Pulsus paradoxus + +/− 

Kussmaul's sign − + 

ELECTROCARDIOGRAPHY 

Low voltage + + 

Abnormal P waves − + 

Electrical alternans + − 

CHEST RADIOGRAPHY 

Cardiomegaly + − 

Pericardial calcification − + 

ECHOCARDIOGRAPHY 

Pericardial effusion + − 

Pericardial thickening − + 

Characteristic 

Cardiac  

Tamponade 

Constrictive 

Pericarditis 

CLINICAL 



In the absence of significant pericardial effusion, treatment that is 

directed primarily at relieving the patient's symptoms can be 

successful in 85% or so of cases on an outpatient basis.  

 

Among nonsteroidal anti-inflammatory drugs, indomethacin (25 to 50 

mg three times daily) is commonly prescribed, but ibuprofen (300 to 

800 mg three or four times a day) or aspirin (325 to 650 mg three times 

daily) also may be used.  

 

Glucocorticoids (prednisone, 20 to 60 mg/day) may be useful for 

resistant situations.  

 

Anti-inflammatory drugs should be continued at a constant high dose 

until the patient is afebrile and asymptomatic for 5 to 7 days, followed 

by a gradual taper during the next several weeks.  

 

For patients with a first episode of viral or idiopathic pericarditis, 

colchicine (0.6 to 1.2 mg/day for 3 to 12 months) reduces the 

recurrence rate from about 32% to about 11%. 

TREATMENT OF PERICARDITIS 



Viral and idiopathic pericarditis usually is self-limited, but a quarter 

of patients may have recurrent pericarditis. For this group, 

prolonged treatment with nonsteroidal anti-inflammatory drugs (e.g., 

ibuprofen, 300 to 600 mg three times a day) plus colchicine (0.6 mg 

twice daily, declining to once daily after a year) should be 

considered. 

 

For the 10 to 14% of patients who are intolerant of colchicine and 

have recurrent episodes despite high-dose nonsteroidal anti-

inflammatory drugs (e.g., indomethacin, 50 mg three times a day, or 

ibuprofen, 800 mg four times a day), oral steroids (e.g., prednisone, 

60 mg with a 2- to 4-week taper) and pericardiectomy should be 

considered.  

 

Patients with recurrent pericarditis are at increased risk for 

progression to constrictive pericarditis. 

TREATMENT OF PERICARDITIS 



When tamponade is suggested clinically and confirmed on 

echocardiography, acute management includes maintenance of 

systolic blood pressure with volume resuscitation. In dire 

circumstances, immediate pericardiocentesis may be life-

saving.  

 

 

The evaluation of chronic pericarditis should exclude the 

possibility of tuberculosis; a tuberculin skin test, chest 

radiograph, and (when highly suspicious) analysis of gastric 

aspirates should be performed. Pericardial biopsy is more 

commonly diagnostic of tuberculous pericarditis than is 

pericardial fluid staining or culture. Aggressive drug treatment is 

indicated. 

TREATMENT OF PERICARDITIS 



Aspiration of pericardial fluid is indicated in cardiac tamponade or to obtain fluid 

for diagnostic purposes. A wide-bore needle is inserted in the epigastrium below 

the xiphoid process and advanced in the direction of the medial third of the right 

clavicle.  



Hypothyroidism-myxedema is another common cause of 

large pericardial effusions, especially in the elderly. 

Measurement of TSH is diagnostic. The effusion and 

coexistent cardiomyopathy respond to hormone replacement, 

but sometimes slowly during several months.  

 

Uremic pericardial effusions also are common and often 

respond to initiation of or more intensive dialysis. 

 

Treatment of chronic or recurrent idiopathic effusions is 

similar to the treatment of recurrent pericarditis. 

 

If medical therapy is unsuccessful, creation of a pericardial 

window is indicated. 

TREATMENT OF PERICARDITIS 





ΕΥΧΑΡΙΣΤΩ 


