Q. What are the cardinal signs of inflammation? 
Redness (rubor), swelling (tumor), heat (calor), pain (dolor), and loss of function.

Q. What are the cells involved in acute inflammation? 
In most forms of acute inflammation, neutrophils predominate in the inflammatory infiltrate during the first 6 to 24 hours, then are replaced by monocytes (macrophages) after 24  hours

Q. What are the cells involved in chronic inflammation?
1. Mononuclear cells
2. Lymphocytes
3. Plasma cells
4. Mast cells
5. Eosinophils 


Q. What steps are involved in the exit of neutrophils from the blood into tissues? 
There are three steps: (1) In the vessel lumen: margination, rolling, and firm adhesion; (2) transmigration across the endothelium; and (3) migration in interstitial tissue toward a chemotactic stimulus.

Q. What chemical mediators are responsible for increasing the blood flow to an area of inflammation? 
Histamine, prostaglandins (PGI2, PGE, and PGD2), and nitric oxide.

Q. What chemical mediators are responsible for chemotaxis in acute inflammation? 
	C5a, Leukotriene B4 (prostaglandins),Chemokines, IL-1, TNF, Bacterial products 

Q. Under what conditions are eosinophils prominent in the inflammatory infiltrate? 
Allergic inflammation, parasitic infestations, and some forms of chronic inflammation.

Q. What chemical mediators are responsible for pain in inflammation? 
	Prostaglandins and Bradykinin

Q. What is opsonization, and the chemical mediators are responsible for it? 

It is the process of coating a particle, such as a microbe, to target it for phagocytosis, and substances that do this are opsonins. 
These substances include antibodies (IgG), complement proteins (C3), and lectins (mannose-binding lectin (MBL), fibronectin, fibrinogen, and C-reactive protein.

Q. What steps are involved in Phagocytosis?
Phagocytosis involves three distinct but interrelated steps 
1. recognition and attachment of the particle to be ingested by the leukocyte
2. its engulfment, with subsequent formation of a phagocytic vacuole
3. killing or degradation of the ingested material.

Q. What are the different cell types in their regenerative power?
1. Labile cells: continue to proliferate throughout life : squamous, columnar, transitional epithelia; hematopoitic and  lymphoid tissues
2. Stable cells: retain the capacity of proliferation but they don’t replicate normally: parenchymal cells of all glandular organs & mesenchymal cells
3. Permanent cells: cannot reproduce themselves after birth: neurons, cardiac muscle cells

Q. What steps are involved in wound healing?
24 hr.: hematoma & neutrophils,   mitotic activity of basal layer, thin epithelial layer at the surface
Day2 & 3: macrophages, granulation tissue
day 5: collagen bridges the incision, epidermis thickens
2nd week: continued   collagen and fibroblasts, blanching
End of 1st month: scar


 


Q. What is the difference between primary intention and secondary intention?
The basic process of healing is the same in all wounds. In contrast to healing by primary intention, wounds healing by secondary intention 
· Require more time to close because the edges are far apart 
· Show a more prominent inflammatory reaction in and around the wound 
· Contain more copious granulation tissue inside the tissue defect 
· wound contraction (5 to 10%), ?myofibroblasts

Q. What are the Factors that influence healing? 
1. Infection
2. Poor blood supply
3. Foreign bodies in the wound
4.  Mechanical factors
5.  Nutritional deficiencies
6.  Excess corticosteroids

Q. What is Granulomatous inflammation?
is a distinctive pattern of chronic inflammatory reaction characterized by aggregation (focal accumulations) of activated macrophages (epithelioid cells) 

Q. What are the examples of Granulomatous inflammation?
	Disease 
	Cause
	Tissue Reaction

	Tuberculosis
	Mycobacterium tuberculosis
	Noncaseating tubercle
Caseating tubercles 

	Leprosy
	Mycobacterium leprae 
	Acid-fast bacilli in macrophages; noncaseating 
granulomas 

	Syphilis 
	Treponema pallidum 
	Gumma: wall of histiocytes; plasma cell 

	Cat-scratch disease
	Gram-negative bacillus
	Rounded or stellate granuloma 

	Sarcoidosis 
	Unknown etiology
	Noncaseating granulomas 

	Crohn disease 
	Immune reaction against intestinal bacterial 
	dense chronic inflammatory infiltrate with 
noncaseating granulomas 

	Foreign body reaction
	Hair, suture material
	chronic inflammatory infiltrate with noncaseating
 granulomas



[bookmark: topanchor]Q. What is Primary tuberculosis?
 is the form of disease that develops in a previously unexposed (unsensitized, person).
the inhaled bacilli implant in the distal airspaces of the lower part of the upper lobe or the upper part of the lower lobe, usually close to the pleura. As sensitization develops, a 1- to 1.5-cm area of gray-white inflammation (granuloma), the Ghon focus. In most cases the center of this focus undergoes caseous necrosis. Tubercle bacilli, either free or within phagocytes, drain to the regional nodes, which also often caseate. This combination of parenchymal lesion and nodal involvement is referred to as the Ghon complex

Q. What is Secondary tuberculosis?
is the pattern of disease that arises in a previously sensitized host. It may follow shortly after primary tuberculosis, but more commonly it arises from reactivation of dormant primary lesions many decades after initial infection, particularly when host resistance is weakened. It may also result from exogenous reinfection
is classically localized to the apex of one or both upper lobes.

Q. What is miliary tuberculosis?
Occur when infective foci in the lungs seed the pulmonary venous return to the heart; the  organisms subsequently disseminate through the systemic arterial system. Almost every organ in the body may be seeded. Lesions resemble those in the lung. Miliary tuberculosis is most prominent in the liver, bone marrow, spleen, adrenals, meninges, kidneys, fallopian tubes, and epididymis

Q. What is sarcoidosis?
is a systemic disease of unknown cause characterized by noncaseating granulomas in many tissues and organs: Bilateral hilar lymphadenopathy or lung involvement (fibrosis), eye (uveitis), salivary gland (parotitis), skin, spleen, liver, muscle and bone marrow
Blood test show: Hypercalcemia, hypergamma-globulinemia and hypercalciuria

Q. What is leprosy?
Is a slowly progressive infection caused by Mycobacterium leprae, affecting the skin and peripheral nerves and resulting in disabling deformities.
Leprosy has two strikingly different patterns of disease.
·  Tuberculoid leprosy 
· Less severe form,
·  have dry, scaly skin lesions that lack sensation. 
· They often have large, asymmetric peripheral nerve involvement.
· Lepromin test is +ve
· The presence of granulomas and absence of bacteria reflect strong T-cell immunity. 
 
· Lepromatous leprosy
· The more severe form of leprosy, 
·   includes symmetric skin thickening and nodules. 
·    This is also called anergic leprosy, because of the unresponsiveness (anergy) of the host immune system (no granuloma) but large number of bacteria
· damage to the nervous system comes from widespread invasion of the mycobacteria into Schwann cells and into endoneural and perineural macrophages. 
· In advanced cases of lepromatous leprosy, M. leprae is present in sputum and blood. 
Q. What are the lesions produced by Schistosomiasis?
In severe S. mansoni or S. japonicum infections, inflammatory patches or pseudopolyps may form in the colon. 
· The surface of the liver is bumpy, whereas cut surfaces reveal granulomas and a widespread fibrous portal enlargement(pipe-stem fibrosis)
 In S. haematobium infection, bladder inflammatory patches due to massive egg deposition and granulomas appear early, and when they erode, they cause hematuria.
· Later, the granulomas calcify and develop a "sandy" appearance, which, if severe, may line the wall of the bladder and cause a dense concentric rim (calcified bladder)
· There is also an association between urinary schistosomiasis and squamous cell carcinoma of the bladder

Q. What is leishmaniasis?
· Leishmaiasis is a chronic inflammatory disease of the skin, mucous membranes, or viscera caused by obligate intracellular, kinetoplastid protozoan parasites (Leishmann Donovan Bodies) transmitted through the bite of infected sandflies
· Leishmann Donovan Bodies can be identified in the tissue by Giemsa stain


Q. What is the meaning of suffix OMA? Is there any exceptions?
suffix OMA means benign, exceptions include Lymphoma, seminoma, melanoma, hepatoma

Q. How do you name malignant neoplasm arising from epithelium? 
Epithelium cell + carcinoma
Q. How do you name malignant neoplasm arising from connective tissue? 
Cell type + sarcoma

Q. How do you name malignant neoplasm arising from glandular epithelium? 
adenocarcinoma

Q. What are Hamartoma and choristoma?
Both are congenital malformation, hamartoma is a mass composed of cells native to the organ. Choristoma is a mass composed of normal cells in a wrong location



Q. Mention examples of Chemical Carcinogens and what are the tumor induced by these substances? 
Polycyclic and heterocyclic aromatic hydrocarbonsLung and skin cancer
Aromatic amines e.g. -naphthylamineUrinary bladder cancer
Alfatoxin B1  hepatocellular carcinoma 
Nitrosamine GIT cancer
Asbestos Lung, mesothelioma
Benzene Leukemia, Hodgkin lymphoma
Nickel Nose, lung
Vinyl chloride  Angiosarcoma, liver
Q. What are oncogenic viruses? Give examples of virus induced neoplasm
Viruses which induce neoplasm, e.g.
1. Human T-cell leukemia virus type I T cell leukemia/lymphoma
2. HPVsquamous cell carcinoma of uterine cervix
3. Epstein-Barr viruses (EBV)  Burkitt lymphoma
      Post-transplant lympho-proliferative disease 
      Hodgkin’s lymphoma 
      Nasopharyngeal carcinoma

4. Human herpersvirus 8 (HHV-8) Kaposi sarcoma
5. HBV hepatocellular carcinoma

 
Q. Give examples of Familial neoplasms.
familial retinoblastoma, familial adenomatous polyposis, neurofibromatosis, Multiple endocrine neoplasia

Q. What are Tumor suppressor genes? Give examples
Tumor suppressor genes produce products that apply brakes to cell proliferation 
e.g. TP53 ( Ch 17), Retinoblastoma gene ( Ch13), APC (Ch5)

Q. Give examples of the tumors induced by radiation?
Leukemia, thyroid, breast, colon and pulmonary carcinomas.


Q. What is staging?
Staging of tumor: to study the size and anatomical extent of spread (TNM staging system) 
Q. What is grading?
Grading of tumor (degree of histologic resemblance to parent tissue – differentiation) indicate aggressiveness of neoplasm, help to define prognosis



Q. What is the meaning of Tumor Markers? Give examples 
Substances increased in tumors, e.g.
1. Hormones : HCG, catecholamines.
2. Oncofetal antigens : -fetoprotein,
	carcinoembryonic antigen.
3. Isoenzymes: neuron specific enolase 
4. Protein : PSA – prostatic carcinoma.
5. Glycoprotein : C125 – ovarian tumor. 

Q. What is Cachexia?
Cachexia    Wasting of the whole body due to tumor necrosis factor and other cytokins produced from tumor cells
Q. Give an Example of Paraneoplastic Syndrome. 
Small cell carcinoma of the lung  ADH,    Na+, confusion, convulsions.
                                                         ACTH,   proximal muscle weakness etc. 
Squamous cell carcinoma of the lung   PTH, hypercalcemia. 
Renal cell carcinomaerythropoetin, increased red cell mass


















 
 



