



1)	PHOTOGRAPHS



PHOTOGRAPHS�DESCRIPTION��Atherosclerosis of coronary artery�In the normal view we see cholesterol crystals & atrophied media

In the middle of the artery is a fibrous cap

The expanded view shows a fibrous cap that is made up of smooth muscles, macrophages & vacuoles & foam cells (macrophages w/lipids) Lymphocytes are also present Moreover we see the cholesterol chips well��Myocardial infarct�This images shows an MI with a hyperemic border that appears 3-7 days later due to vascular granulation tissue��Rupture of myocardial infarct�On the left of image we see bleeding into pericardium & rupture area. 

There is a band of tissue near top of image which is the infarct tissue

Hemopericardium after MI rupture of scar tissue bleeding into pericardium

Complication is Cardiac tamponade preventing heart to fill completely��Mural thrombosis over myocardial infarct�Here we see a ventricle with a Mural thrombus at its inferior aspect.

This is a post infarct complication formed on the disrupted endocardial surface of the MI area. Because it is close to the wall of the ventricle it is called “Mural”

May break off at anytime as emboli & enter circulation; going to brain possibly��Ventricular aneurysm�Complication due to MI because of gradual distention of fibrous scar of infarcted tissue. 

Infarct zone may evaginate & heal with fibrous CT forming a 5th chamber of heart

This chamber does not do any work but saps a portion of Left Ventricular  stroke volume.

This is a source of arrhythmia’s & systolic emboli

In the picture we see chorda tendinae, trabeculae cornea, & papillary muscle��Fibrinous pericarditis�In acute inflammation there is exudate formation derived from local blood vessels. The exudate consists of fluid, electrolytes, fibrin, mediators & neutrophils.

Etiology is MI or rheumatic fever

The photo shows us part of the parietal pericardium removed & we see the visceral pericardium that is thick & shaggy due to fibrin (like bread & butter). Normal pericardium is smooth 

On auscultation we hear presence of friction rub (scratchy leather sound)��Mitral stenosis�Orifice of normal mitral valve is normally 4-6 sq. cm. When it reduces to 1 sq cm then we have mitral valve stenosis (fish mouth)

This is caused by chronic rheumatic fever

The pathogenesis is as follows:

         1) ( LA pressure that causes pulm congestion & hypertension & RVH with RV failure

         2) ( cardiac output with LV failure 

        3) LA enlargement with blood stagnation & thrombus formation��Mitral valve prolapse�The leaflets of the mitral valve may prolapse into the left atrium instead of the left ventricle

This may be due to the excessive large size of the leaflets or abnormal long chordae tendinae

Etiologically more common in females

Pathophysiologically we have papillary muscle strain, slight mitral regurgitation & abnormal ventricular contraction. 

Symptoms include atypical chest pain & palpitations

Complications include infective endocarditits, mitral insufficiency, arrhythmia’s & stroke or other system emboli��

�

2)	GROSS SPECIMENS



GROSS SPECIMEN�DESCRIPTION��Mitral valve prolapse�The valve is stretched out & smooth. It hangs down into the heart chamber.��Atheroma of coronary artery�This is narrowing of the coronary artery��Left Ventricular Heart failure (LVH)�The cavity space is much decreased. The stenotic aortic valve has been replaced by a Porcine valve.��Endocarditis�Rheumatic heart disease & Congestive Heart disease��Prosthetic Heart Valve: Bioprotheses�Animal tissue porcine & aortic valve tissue on prosthetic frame seen here��Mechanical Protheses�These may be Balls, cages, tilting disks or hinge flaps��Bypass surgery�Bypass coronary artery with a graft from the saphenous vein or Thoracic artery��Cardiomegaly�Congenital heart disease, systemic/pulmonary  hypertension, aortic/mitral valve stenosis, cardiomyopathy, acromegaly & sarcoidosis��Lung Carcinoma�Squamous cell carcinoma or oat cell��











3)	SLIDES



SLIDE�DESCRIPTION��Hypertrophied cardiac muscle fibers�( Both the cytoplasm & the nucleus are increased in size. 

( No edema or inflammatory cells present��Atherosclerosis of the coronary artery���Myocardial infarct�• Initially have edema & inflammatory cells ((macrophages & ( PMN) present

( Then capillaries form between the muscle fibres & we have ( fibroblasts, lymphocytes 

     & macrophages

( Later we see granulation tissue filling the gap (4-7 days)

( Finally collagen fibres increase & macrophages decrease in qty (scar tissue)��Pulmonary Edema�• Found with Left Heart failure or Mitral valve stenosis

( Alveoli filled with fibrin & RBC’s, macrophages, hemosiderin & heart failure cells 

      (macrophage with hemosiderin)

( Interalveolar space  capillaries filled with  RBC’s. macrophages��Pneumonia



         a) Lobar

         b) Broncho

         c) Viral (interstitial pneumonia)�• 3 types are present



a) only the alveoli are affected with ( of PMN

b) alveoli & bronchi are affected by being filled with PMN

c) There is an increase in fibrin & many RBC’s in interstitium. Also present are 

    lymphocytes & plasma cells within interstitium��Hyaline Membrane disease�• Affects premature neonates only & is AKA Neonatal resp. distress syndrome

( The alveoli are flattened with much interstitial space between them. 

( Acute/chronic inflammatory cells are present 

( There is lack of oxygen exchange & dyspnea��Bronchial Asthma�• Wheezing due to bronchospasms 

( PSCCE epithelium is affected in the bronchus. Bronchi filled with mucus & bits of 

      epithelium. 

( Basalar membrane is thickened & smooth muscle/glands are hypertrophied

( If due to allergies then Eosinophils count is going to be high��Small Cell/Oat Cell Carcinoma�• Arises from bronchus from APUD (neuroendocrine between PSSCE)cells & is highly

  aggressive (death w/in 6 months)

( Cells appear like lymphocytes & closely packed (blue colour)��Alveolar Cell Cancer (Lung)�• Non Smoker’s Cancer with difficulty of breathing & much mucus

( Pneumocytes are tall looking instead of flat. Alveoli look like glands��Mesothelioma (Pleura)�• Asbestosis & malignancy of Pleura with lung compression

( Slide is covered with many fibres with oval looking sarcomadoid cells interspersed��Bronchiogenic/Squamous cell cancer

(smokers cancer)�• Metaplasia of the bronchial epithelium going form PSCCE to squamous in nature

( this epithelium migrates to the parenchyma & is pink in colour.

( Much dead tissue with keratin pearls��











4)	LAB NOTES:



	A.	General:

	• Hypertrophy means increase in size of Cells (ends in congestive heart failure)

	• Hypoplasia means increase in number of cells

	• Malignant cells have a larger size nucleus than hypertrophic or hyperplasic cells



	B.	Hypertrophy:



	 • 2 kinds of hypertrophy as per the table below:



TYPE OF HYPERTROPHY�DESCRIPTION��Physiological �uterus in pregnancy or mammary gland during lactation

after demand decreases these two organs return to normal size��Pathological 

Concentric





Eccentric

�cannot return to normal size but eventually goes towards cell failure

Caused by pressure overload (opening valve problem). There is ( in myocardial tissue size with ( in chamber size. Etiologically Hypertension & aortic stenosis

Caused by volume overload (closing valve problem).  There is ( in size of myocardium & ( in chamber size. Etiologically aortic regurgitation.��

	

	• Complications due to hypertrophy:

	

TYPE OF HYPERTROPHY�RIGHT HEART�LEFT HEART��Concentric�Pulmonary stenosis or pulmonary  hypertension�Aortic stenosis or systemic hypertension��Eccentric�Pulmonary regurgitation�Aortic regurgitation��



	C.	Left & Right Ventricular Heart Failure:

		

	• Left Ventricular Heart failure is characterized by ( Cardiac output, ( pulmonary edema, 	 	  dyspnea, orthopnea & PND



	• Right Ventricular Heart failure is characterized by Neck vein distention, hepatomegaly, ascites & 		  pitting pedale edema



	

	D.	Diagnosis:



		• 1st we find an offset “apical beat”. It moves LEFT with LVH. It moves up with RVH.

		• 2nd we find S4 indicating hypertrophy & S3 FIRST SIGN OF ACTUAL HEART 			  FAILURE

		• 3rd we note EKG reading

		• 4th we may see it on Xray
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