A.	LABORATORY #2: CELLULAR ADAPTION/ACCUMULATIONS








SLIDE NUMBER�
COMMENTS AND DESCRIPTION�
�
#38 Steatosis of Liver�
- Intracellular & reversible


- Hepatocytes look Vacuolated & rounded; filled with  fat looks like a signet ring


- Fatty change caused by diabetes, alcoholism, starvation, toxins and malnutrition


- Fatty change may affect liver, heart, kidney and skeletal muscles�
�
#36 Hemochromatosis of Liver�
- Mostly intracellular (some extracellular) and not reversible but treatable


- Disturbance of iron pigment metabolism with excessive absorption/accumulation     of iron. 


- Accumulation in liver, pancreas, heart, skin, & endocrine glands (in this order)


- Bands of connective tissue separate parenchyma


- Iron accumulates as ferritine and hemosiderin


- Etiology is of autosomal recessive disease


- Increase cancer risk with hemochromatosis because iron is deposited as a free radical�
�
#49 Amyloid in kidney�
- Extracellular and irreversible (mainly heriditary)


- Amyloid is accumulation of hyaline complex of protein/carbohydrates


- Bowman’s capsule is affected. Soemtimes tubules and interstitium also


- Interstitium shows fibrosis & infiltration of inflammatroy cells


- Squeezes cells and causes ischemia�
�






B.	LABORATORY #3: INTRODUCTION TO INFLAMMATION





SLIDE NUMBER�
COMMENTS AND DESCRIPTION�
�
#1 Human blood smear�
1) PMN/Neutrophils (acute Inflammation)


    - Twice the size of RBC about 10-12 microns


    - 60-70 % of leukocytes


    - function is phagocytosis, defense, release of inflammation mediators


2) Eosinophils (Acute Inflammation)


    - 10-12 microns in size and stain bright orange/red & bilobed nucleus


    - similar function as neutrophils but not as effective


    - common in subacute inflammation and allergic reactions


    - granules contain histaminase and acid phosphatase (counteracts basophils)


3) Basophils (Acute Inflammation)


    - 10-12 microns and stain dark blue with bilobed nucleus


    - granules are chunky and coarse 


    - granules contain histamine and heparin


    - are SRS-A slow reacting substance A


4) Lymphocytes (Chronic Inflammation)


    - agranulocytes with dark nucleus


    - small size only 8 microns (about RBC size)


    - population consists of T cells (major) and B cells (minor)


    - can’t differentiate with our microscopes


    - T cells are cell mediated immunity and B cells are humoral by synthesizing & secreting immunoglobins


    - B cells differentiate and mature in bone marrow and are stored in spleen/lymph nodes


5) Monocytes (Chronic inflammation)


    - agranulocytes with irregular looking nucleus (kidney shaped)


    - 12-20 microns in size and once in tissue become macrophages


   - function as phagocytosis of tisue, cells, debris, bacteria & dead neutrophils�
�
C. 	LABORATORY #4





SLIDE NUMBER�
COMMENTS AND DESCRIPTION�
�
#2 Acute Myocardial Infarct�
- Acute inflammatory response within 24-48 hours of infarct


- Repair initiated within 2-4 weeks


- myocardium has undergone coagulative necrosis


- heart fibres look homogenous, hyaline like, pink staining w/o striation & nuclei


- Macrophages and neutrophils can be seen and arrived at site via chemotaxis


- cause of heart muscle injury was lack of oxygen


- LDH1&2 may be measured to determine heart attack�
�
Slide #5 Old myocardial infarct�
- scar formation occurs because heart cells cannot regenerate


- Inflammation subsides and connective tissue takes over


- Some myocardium cells hypertrophy to make up for loss of cells�
�
Slide #43 Acute hemorrhagic pancreatitis�
- Inflammation associated with acinar cell injury


- Acute pancreatitis has abdominal pain & (serum amylase, lipase levels


- generally accompanied by edema and necrosis of pancreas


- occurs in middle aged male alcoholics or patients with biliary atresia


- If severe it becomes known as “acute hemorrhagic pancreatitis” aka “necrotizing pancreatitis”


- This involves fatty necrosis 


- There is sudden diffuse enzymatic destruction of pancreas due to escape of active pancreatic enzymes


- areas of fat necrosis appear pinkish-white


- Neutrophils are most common and hyperglycemia due to destroyed insulin cells�
�
Slide #15 Bronchopneumonia�
- Originates in bronchi and moves towards alveoli and occurs in immuno-compromised individuals


- Common causative agents are staphy, strep & pneumo cocci


- We see some exudative solidification and (dilation of pulmonary vasculature


- Some of the bronchioles are edematous and infiltrated with inflammatory exudate


- Some bronchioles are filled with proteinaceous materail 


- Alveoli septal cap. are congested & alveoli collapsed (focal atelectasis) or dilated (compenstory emphysema)�
�
Slide #19 Lung abscess�
- Local suppurative process characterized by liquefacative necrosis


- etiology is by inhalation of foreign substance or may be from bronchiectasis, carcinoma of lung , tuberculous cavity or pneumonia


- slide shows large abscess. Tissue is congested, hemorrhagic filled with inflammatory infiltrates


- Periphery of abscess is marked by fibrosis and granulation tissue


- Center of lung is liquefactive necrosis with acute inflammation with loss of normal architecture�
�













































D.	LABORATORY #5





SLIDE NUMBER�
COMMENTS AND DESCRIPTION�
�
#48 Chronic Pyelonephritis�
- Renal disorder affecting the tubules and interstitium


- complex disorder involving bacterial infection reflux and obstruction


- Tubules are atrophied in one area and dilated in other areas


- Dilated tubules filled with proteinaceous casts (thyroidization)


- Chronic interstitial  inflammation & fibrosis�
�
#17 Tuberculosis Caseous Necrosis�
- Results form infection by mycobacterium tuberculosis


- bacerium escapes phagocytosis and elicits granulomatous inflammation


- observe large tubercle with central area of caseous necrosis surrounded by epitheloid cells, langhans’ giant cells, lymphocytes and fibrous connective tissue


- Alveoli often collapsed�
�
#31 Chrohn’s disease�
- Chrohn’s disease and ulcerative colitis have unknown etiology


- They are known as Inflammatory Bowel diseases


- You will see granuloma which are islands of inflammatory cells in the deep mucosa/ adventitia


- There is archictectural distortion.


- Increase of intestinal cancer especially predisposed to colorectal cancer�
�
#37 Cirrhosis of liver�
- Chronic hepatic injury characterized by diffuse fibrosing.


- one of top ten causes of death in western world due to alcohol abuse, chronic hepatitis, biliary disease and iron overload


- there is disruption of normal hepatic architecture by fibrosis and interference of (blood flow


- Note chronic inflammatory cells present in CT band�
�
#66 Keloid scar�
- excessive scar formation; recurring even if excised


- randomly oriented thick hyaline bundles of collagin in deep dermis


- genetic predispositon especially in african/asian descent�
�
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