SKIN PATHOLOGY



1)	TERMINOLOGY:





		a) Macule:	This is a circumscribed area that is identified by colour & is NOT elevated or depressed. (eg: erythema hypopigmentation)

		b) Papule:	This is an elevated area that has a solid lesion & is superficial & has NO colour change

		c) Nodule: 	This is deeper under the skin  & is a palpable lesion.

		d) Wheal:	Think of hives that are short lived & are elevated due to mast cell reaction

		e) Ulcer:	There is a discontinuity of the surface epithelium in the epidermis or mucus membrane

		f) Cysts:		An abnormal sac containing gas, fluid or semi-solid material

		g)Bulla:		A skin blister/vesicle filled with serum & considered large blisters greater than 1 cm in diameter

		i)Vesicle:	A small sac containing liquid or gas & smaller than 1 cm in diameter caused by accumulation of fluid between upper layers of 					skin (eg: early chickenpox) 



2) 	SKIN (GENERAL INTRODUCTION):



	• The skin has a regeneration rate of 15-30 days 

	• The skin has essentially 3 layers to it. There is an Epidermis, Dermis & Hypodermis

	• In the epidermis (avascular tissue) we find the following types of cells & their function is described below.  90% of cells are keratinocytes (secrete 	  	   keratin & inflammation mediators). 10% of cells are melanocytes, macrophages & merkel (tactile mechanoreceptors)

		- Stratum Basale (deepest layer):	Mitosis & proliferation of cells

		- Stratum Spinosum (next up):	Resist abrasion effect (sole/palm have this much thicker than rest of body)

		- Stratum Granulosum:		Prevent penetration by foreign particles & act as a seal/barrier. Cells also begin to die here on their journey 							to the surface.

		- Stratum Lucidum:		No particular function mentioned by Dr. Seva

		- Stratum Corneum (superficial):	These are dead cells of the skin



	• In the dermis (vascular tissue) we have the following kinds of cells:

		- Collagen		- Fibroblasts		- Mast cells		- Blood vessels		- Lymphocytes		

		- Reticular fibres		- Sebaceous glands



	• In the hypodermis we have the following cells:

		- Subcutaneous fat
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3)	VIRAL INFECTIONS & SKIN LESIONS:





SKIN LESION/VIRUS �DESCRIPTION & SYMPTOMATOLOGY��Warts (Human papilloma virus: HPV)

[AKA Common warts/ Verruca Vulgaris)�• There is an increase in keratinization & ( ( thickness of skin & ( in dead tissue.

( You see these most often on fingers, lips, medial angle of eye & trunk

( Although they HEAL SPONTANEOUSLY, surgery may be indicated & keratolysis is performed using liquid nitrogen etc.��Dimple Wart (Pox virus)

[AKA Molluscum contagiosum]�• There may be multiple lesions of small waxy papules filled with cheesy material.

( Their appearance is  dome shaped with a central depression (umbilicated)

( HEALS SPONTANEOUSLY��Fig Wart or Flat Wart (HPV type VI)

[AKA condyloma accuminatum]�• These warts grow in areas of moisture & are due to maceration (epithelium defect). They are transmitted by  STD’s. 

( They are cauliflower shape in the anorectal region & on coronal sulcus of penis

( They NEVER become malignant & are associated with AIDS, Gonorrhea & syphilis��Cold Sore (Herpes simplex Type I)

[AKA Herpes labialis]�• There is necrosis of the epidermal cells resulting in blister formation

( We have a prodromal period of burning  & hyperesthesia before the blister erupts

( NOT associated with STD’s.  Linked to stress, menstruation, sun exposure & HEAL SPONTANEOUSLY��Herpes Genitalis Type II

(Herpes simplex virus)�• These are recurring blisters in the genitalia

( On the glans penis in the male & in female on cervix (asymptomatic) & vagina (painful)

( These are sexually transmitted. If a women has cervical hepres & gives birth the child may develop   encephalitis or even die.��EXANTHEMS:

Rubeola (paramyxovirus) [AKA measles]







Rubella (rubella virus)                 [German measles]



Roseola Infectum (herpes virus)







Erythema Infectiosum (parvovirus)

        [AKA 5th Disease]



Varicella (herpes virus)                    [AKA Chickenpox]�• There are 5 that we will look at.

• Occurs in 3 stages. The first one is incubation period that occurs 1 week after exposure via resp. aerosol & secretions. This is followed  by a prodromal period that is characterized by cough coryza, malaise & fever with TELLTALE KOPLIK SPOTS on buccal mucosa. Thirdly, we have the exanthemic period with erythematous maculopapular rash (first on face then  trunk) resolving in 4 days

       ( Complications include post measles bronchopneumonia & possible pericarditis

• In adults this is not a problem. The issue is with pregnant women who get infected & pass virus to fetus causing spontaneous abortion or child with multiple congenital defects (cataracts, deafness, CHD, mental retardation)

        ( The incubation period lasts 2 weeks & the rash then appears on face accompanied by Posterior auricular lymph node enlargement

  • It is common in infants & children.

       ( Presents with abrupt high fever for 3-5 days of unknown  origin. As temperature drops a maculopapular rash appears first on trunk &

             resolves in 2 days.

       ( It is benign & no complications from it

• There is no prodromal period & no fever.

        ( We first see a rash on cheek (slapped cheek appearance) which then spreads to face, arms, trunk & legs

        (  It is benign w/out complications

• There is an incubation period of 10-15 days with a slight fever during the prodromal period. 

        ( The rash begins on the trunk & has pruritic red papules that then turn into  clear “tear drop” vesicles (also on mucus membranes).  

              The vesicles occur in crops & then scab over.

        ( A complication of this is Herpes zoster (shingles) which is the reactivation of the virus in the ganglion. Guiding symptoms are 

            dermatomal vesicles that do not cross the midline with severe pain. Pneumonia, Myocarditis & encephalitis are possible sequalae.���		SKIN PATHOLOGY

		

	4)	BACTERIAL SKIN LESIONS:



SKIN LESION/BACTERIA�DESCRIPTION & SYMPTOMATOLOGY��Impetigo�• Most frequent bacterial superficial skin disease in kids caused by Staph or Strep infections

( We see pus filled vesicles that have golden yellow crusts around the margin

( Strep infections may lead to glomerulonephritis��Acne Vulgaris�• This is an inflammation of the pilosebaceous apparatus that becomes  hypertrophied with increase of sebum. 

( Blockage of the follicle leads to a comedon (initial lesion) that is black or white head. When lesion ruptures we have a secondary 

      infection known as Propionibacaterium that then gives us the erythematous papules/pustules��Cellulitis�• It is generally caused by a Staph  or Strep infection (strep pyogenes most often) & is a complication of wound infection which spreads to 

  subcutaneous tissue

( We see an area that is red, hot, swollen & patient has a fever ��



	5)	FUNGAL INFECTIONS:



SKIN LESION/FUNGAL�DESCRIPTION & SYMPTOMATOLOGY��Moniliasis (oral thrush)�• This is by infection from candida albicans & is common in AIDS & diabetes

( We see creamy white plaques on lips & tongue that are easily scraped off��Tinea�• This is caused by dermatophytes & may occur in various areas of  the body.

( We see circular, elevated red, scaly lesions that exude a fluid 

     - Tinea Pedis:  Athletes foot              - Tinea Corporis:    on the body (AKA ringworm)               - Tinea cruris:   on scrotum & inner thigh

     - Tinea Capitis: on the scalp with fine scales                  - Tinea barbae: on the beard, nodules, pustules with abscess & crust��





6) 	IMMUNOLOGICAL DISEASES OF THE SKIN



SKIN CONDITION�DESCRIPTION & SYMPTOMATOLOGY��Eczema 





Contact dermatitis



Asteatotic Eczema�• This condition is due to hypersensitivity reaction & heals with no scar tissue. 

( The primary lesions include papules, erythematous macules & vesicles that form patches & plaques. Severe cases show weeping & crusting.

This is due to the skin contacting an agent that is irritant to skin (ie: metal, poison ivy, chemicals etc)

reactions include erythema, edema, eczema, oozing & crusting

This is known as Winter’s itch & occurs in elderly people. We have fine cracks on lower legs without erythema��Scleroderma�• The area of the skin involved undergoes fibrosis, induration & then tightening. The dermis is mainly involved & often the esophagus��Lupus Erythematosus�• There is an erythematous butterfly rash on the cheeks & nose & photosensitivity may be present��Bullous Pemphigoid�• This is an autoimmune system problem that is benign. It mainly affects the subepidermal bullae & is thick walled  (different stages: full 

  bullae, erosion, itching & burning)��Phemphigus Vulgaris�• This is an autoimmune problem that affects the intraepidermal bulla (thin walled).  It is more serious & may lead to secondary infection��Angioedema (IgE)�• This is an abnormal antibody/antigen reaction  that may cause anaphylaxis. The mast cells cause vasodilatation & epiglottis may swell & 

  cause asphyxia. seafood, penicillin reaction & bee stings can cause this.���	SKIN PATHOLOGY



	7) 	IDIOPATHIC SKIN DISEASES:



SKIN CONDITION�DESCRIPTION & SYMPTOMATOLOGY��Psoriasis�• This is an autosomal dominant problem affecting males moreso than females around 30-40 yrs age. Essentially basal cells have a higher 

   rate of maturation (5-7 days instead of 15-30 days). Chronic disorder with remission & exacerbation.

( We see silver skin lesions with erythematous borders that are well demarcated & occur more on extensor surfaces of elbow & knee.  

      When the scales are picked off we see pin point bleeding (auspitz sign)

( Moreover we have nails that appear pitted & psoriatic arthritis is common occurrence. The scales flake off & look like Candle wax.

( Occasional Munro abscess may be seen that includes lymphocytes that migrate into the dermis��Lichen Planus�• The cause is degeneration of basal germinal layer  due to cell mediated immunity.  Chronic disorder due to decrease rate of cellular 

  proliferation (cells stayed longer in the epidermis with increase in keratinization)

( We see violaceous (purple) raised red papules on Flexor aspect of skin, oral mucosa & external genitalia.��Pityriasis Rosea�• This is  most common in 20 -30 years age & is self limited in nature

( We see the process start as a “Herald Patch” with sharply defined scaling plaques (not silvery like psoriasis). The eruption then turns 

       into  salmon pink papules with thin scales. Occurs mostly on flexor surfaces��	



	8)	MELANOCYTE DISORDERS:



SKIN CONDITION�DESCRIPTION & SYMPTOMATOLOGY��Freckles�• These are round areas of hyperpigmentation due to ( melanin production (the # of melanocytes is normal) & occurs in young people.

• Exposure to sunlight may increase the quantity of freckles & they are BENIGN��Nevus (Common Mole)�• This is a pigmented nevus that appears soon after birth & is due to clumping of melanocytes in basal part of epidermis.��Vitiligo�• This is due to immune mediated response & is hypopigmentation of the skin  ( absence of melanocytes) that is rather irregular in size & 

  shape.  There is bilateral symmetry. 

( Distinct from albinism which has complete absence of melanin pigments throughout body including skin, hair eyes)��

	9)	MALIGNANT TUMOURS OF DERMIS 



SKIN CONDITION�DESCRIPTION & SYMPTOMATOLOGY��Kaposi Sarcoma�• There are 4 types of kaposi sarcoma which are due to vascular proliferation  occuring in the dermis primarily. They become firm, spongy 

   & nodular

( We see lesions that are fusions of macules, papules or plaques that are red-purple & flame shaped

( Patients may secondarily develop leukemia, lymphoma or myeloma��
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	10) 	MALIGNANT TUMOURS OF EPIDERMIS:



SKIN CONDITION�DESCRIPTION & SYMPTOMATOLOGY��Basal Cell Carcinoma�• These originate from the basal cells of the epidermis on the hair bearing surfaces (especially hair & scalp). They are not seen on mucosa, 

   palm or soles. Very much affected by solar exposure.

( There is a waxy papule with small vessels on surface & an area of central necrosis. Later aa punched out ulcer appears with pearly rolled 

      edges (rodent ulcer). Often seen above a line drawn from edge of mouth to EAM on the head (below this line Squamous cell is more 

      common)

( Histologically we see a palisade appearance at periphery of tumour that is slow growing & NEVER metastasizes. The cells within are 

       blue in colour & become hyperchromatic.��Squamous Cell Carcinoma�• This tumour originates from the stratum granulosum & may occur on skin or mucous membrane. This tumour is related to occupations 

   such  as those  of workers involved with coal tar, arsenic poisoning (well water).

( We see a lesion that is flat or raised & reddish brown plaques with a frim raised border.

( Histologically we see cells that resemble prickle layer of epidermis & we have keratin/pearl cells. The stroma is also full  of 

      lyphocytes/plasma cells. Almost ALWAYS Metastasizes.��Malignant Melanoma�• This cancer is highly lethal & generally affects individuals who are light skinned (sun exposure). It often begins from an existing mole. It 

   may also occur on eye conjuctiva, oral/vaginal mucosa.

• We use Clark’s staging which is a s follows:  - Stage I: primary & skin only.   - Stage II: secondary skin & regional lymph nodes

                                                                           - Stage III:  tertiary involving  Skin, Lymph & organ metastasis

( We do our ABCDE (Asymmetry, Border, Colour, Diameter & Elevated) check . The lesion is often pruritic, variegated, & irregular 

      maculopapular in shape.  It tends to grow rapidly & bleed/ulcerate easily.

( Microscopically we have elongated cells that migrate into dermis & ( in melanin pigment occurs

(( Early metastasis via lymphatics/blood vessels so diagnosis should be done ASAP��
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11) 	BURNS & FROST BITE:



SKIN CONDITION�DESCRIPTION & SYMPTOMATOLOGY��Burns�• A burn occurs when a tissue is injured from heat & is defined by the depth & area of the burn involvement

• Depth of burns are categorized by 3 levels:  1st degree is erythema (heals without a scar) & only superficial epidermis affected

                                                                        2nd degree is erythema, blisters & scar affecting complete epidermis

                                                                        3rd degree is dark changes to skin with loss of sensation, No pain & hair follicles burnt; 

                                                                       affecting the whole way down to dermis

• Area of burns is divided into the rule of 9’s.  Head & neck 9%, Thorax 18%, Abdomen 18%, Upper limbs 18% (each 9%),

   Lower limbs 18% (each 9%) & genital area 1%. . This totals 100% body coverage. 

( This is for an adult only. Not for children. Moreover, more than 5 % coverage of burns is Bad prognosis

• Burns may have     - Local effects (ie: forearm with possible cell necrosis & secondary infection & keloid scars)

                                 - Regional effects (ie: hand with claw posture due to contractures & blood vessel obstruction)

                                 - Systemic effects ( ie: greater than 5% of body surface. With  oozing plasma that gives rise to hypotension, oliguria, 

                                    sympathetic ( H.R.[tachycardia], & ( in carbomonoxide��Frost Bite�• This occurs in temperatures below 0( Celsius & is dependent on intensity of cold, duration, wind chill & clothing

• Areas most affected are fingers, nose, toes, ears

• Like for burns there are 3 degrees:   - 1st degree:  red coloration (erythema)

                                                           - 2nd degree: blisters

                                                           - 3rd degree: necrosis

• When Hypothermia occurs the body tries to compensate by:    -  shivering     - goosebumps         - Release histamine to ( vasodilatation

                                                                                                    - slows circulation  

After this we get hypoxemia & finally  Necrosis that may be considered:  a) Wet: Gangrene, bacterial infection with leather like structure

                                                                                                                    b) Dry:  Blue/black tissue that is hard & insensitive

( DO NOT GIVE ALCOHOL AS IT SIMPLY DOES MORE VASODILATATION & HEAT IS LOST EVEN MORE��
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1)	PITUITARY GLAND:

	

	A) Anterior Pituitary:

		• All of the hormones secreted by the anterior pituitary are controlled via the Hypothalamus except for PROLACTIN (actually hypothalamus has an 		   		  inhibitory control on this one). The Hypothalamus secretes a releasing hormone for the following:

			- Somatotrophin:			• growth hormone antagonist to Insulin

			- ACTH (adenocorticotrophic)	

			- TSH (thyroid stimulating hormone)	• causes thyroid to secrete T3/T4

			- FSH (follicle stimulating hormone)	( Causes ovarian graffian follicle & affects menstrual cycle. Also estrogen for ovulation

							( Causes spermatogenesis (sertoli cells) & a decrease of Androgen Binding Protein

			- LH (Luteinizing hormone)		( Induces ovulation, affects corpus luteum & progesterone

							( Stimulates Leydig cells to secrete Testosterone

			(Both FSH & LH are Gonadotrophic hormones)



		• Pituitary tumours: 

			- Pituitary tumours may be benign (adenoma; excess glandular growth) or Malignant (craniopharyngioma; tumour of craniopharyngio pouch)[NBCE]

			- Moreover, tumours may be functioning (produce excess hormones ( hyperpituitary effects or they may be Non functioning; (  hypopituitary effect)



TYPE OF DYSFUNCTION�DESCRIPTION��Hyperpituitarism 

Hyperprolactinemia (prolactinoma)





Excess Somatotophin















Excess ACTH (Cushing’s disease; bilateral adrenal involvement)�• There are 3 sub classes to this problem

• This tumour secretes excess prolactin & has the following effects depending on the sex affected:

   ( Causes amenorrhea, infertility & galactorrhea (excess milk in absence of pregnancy)

   ( Causes absence of libido & impotence & infertility with some proliferation of breast tissue

• May be subdivided into two categories depending of AGE of Onset:

           a) Gigantism:  If this occurs before puberty the body grows abnormally longer with excessive uniform growth at epiphyses 

                                   of long bones

           b) Acromegaly: If this occurs in an adult we have a growth increase in soft tissue like ears, nose, lips etc.

                                     There will be enlargement of feet, hands & jaws ( protrusion of jaw; prognathism), lips. The liver, heart & 

                                      thyroid may be enlarged. We also see coarse facial features.

                                     Supraorbital ridge prominent with joint abnormality (osteoarthritis  in vertebrae)

                                     Associated medical problems are hypertension, diabetes mellitus & headache. 

• May present as Conn’s syndrome (z. glomerulosa affected ( aldosterone & sodium problem giving rise to ( B.P. & ( 

          Potassium). 

        • May present as Cushing’s disease (z. fasciculata affected ( cortisol  problem with wasting of extremities & thick trunk

        • The z. reticularis has no associated pathology to it (N.B. sex hormones produced here)��





�

ENDOCRINE PATHOLOGY



1)	PITUITARY GLAND (Continued):

	

	

	A) Anterior Pituitary:

		

		• Pituitary tumours: 



TYPE OF DYSFUNCTION�DESCRIPTION��Hypopituitarism

Children  (Dwarfism)





Adults �• May be divided in two categories  & results from a non functioning tumour compressing normal gland & causing Hyposecretion

Dwarfism is a proprionate failure of growth due to hyposecretion of growth hormone & there are 2 types:

a) LORAIN:   Growth failure with normal intelligence but NO sexual development (( GH & ( Gonadotrophic Hormones)

b) FROLICH: Growth failure with mental retardation, obesity ((GH & ( TSH)

In adults we can see two syndromes as follows:

        a) Sheehan’s syndrome: occurs by infarction of anterior pituitary & associated with complicated pregnancy & obstetric  

            hemorrhage. Clinically we have postpartum failure of lactation because of ( B.P. ( Vasoconstriction occurs

        b) Empty Sella Syndrome: occurs due to congenital problems. There is herniation of arachnoid with CSF into the sella causing 

            compression of pituitary.��

	B) Posterior Pituitary Disorders:



		• The posterior pituitary releases ADH & Oxytocin & the lesions we will look at only affect the ADH section. So we have no Clinical lesions for Oxytocin



TYPE OF DYSFUNCTION�DESCRIPTION��Diabetes Insipidus�• There is a deficiency of ADH & ( deficient water reabsorption in renal tubules. 

( We will see a low specific gravity of urine WITHOUT GLUCOSE in it. Patient will be extremely thirsty.

( We see ( blood serum [ ] with hypernatremia & patient will have extreme thirst (polydipsia)��SIADH (syndrome of inappropriate Anti Diuretic Hormone)�• There is an increase level of ADH that causes more water reabsorption from tubules. 

( We will see an extremely concentrated urine with ( Blood serum [ ] & hyponatremia

( This may be caused by hypothalamus or Neuro endocrine cell tumour (oat cell carcinoma of lung that secretes ADH)���ENDOCRINE PATHOLOGY



2)	THYROID GLAND:

	• Goiter is an enlargement of the gland & may be due to :   - ( Thyroid function  	- ( Thyroid function 	- Normal thyroid function 

	• There are 4 types of goiter:

		a)Endemic:	( iodine as is seen in Alps & Himalayas	               b) Sporadic:       Worldwidedue to ( demand of thyroid hormone due to pregnancy/puberty

		c)Diffuse:	Neck enlarged all over (Graves disease)	               d) Nodular:        1 or more nodules are notice on the gland



FUNCTION�HYPERTHYROIDISM�HYPOTHYROIDISM��T3/T4 levels�increased�decreased��TSH Levels�decreased�increased��Protein synthesis�increased�decreased��BMR�increased�decreased��Body weight�reduced�increased��Activity�hyperactive�lethargic��Reflexes�brisk�slow��Heart Rate�tachycardia�bradycardia��GIT�diarrhea & in ( ( menstrual bleeding�constipation & in ( ( menstrual period or even absence��Hair�fine�coarse, brittle��Skin�warm, moist heat intolerant�dry, cold intolerant��Eyes�exophthalmos (can see upper sclera of eye over the pupil�periorbital puffiness��Mental state�N/A�mental & growth retardation in cretinism ONLY��Tremor�tongue & outstretched hands�N/A��



	A) Hypothyroidism



TYPE OF DYSFUNCTION�DESCRIPTION��In Children (cretinism)











In Adults (myxedema)





�• If this is not treated early will lead to irreversible mental retardation. This occurs congenitally if mother has hyperactive thyroid &

   takes antithyroid medication or if she lives in an endemic goitre area. Etiologically this is due to a failure of hormone synthesis 

   during pregnancy

( Clinically we see lethargy, hypothermia, rough/harsh cry, muscular hypotonia, large protruding tongue/abdomen

( Prick the heel of infant to test for T3/T4 & if low then give thyroxin to prevent retardation 



• This is a problem due to inflammation & is an antibody autoimmune disorder. The follicles are destroyed by infiltration  of 

   lymphocytes. 

( We see deposition of mucopolysaccharides in CT & all features of Hypothyroidism.  The condition is called Hashimoto’s 

       Thyroiditis & the gland is enlarged, rubbery, firm & nodular. Patient also has non pitting edema with pretibial edema.���ENDOCRINE PATHOLOGY



2)	THYROID GLAND:



	B)) Hyperthyroidism



TYPE OF DYSFUNCTION�DESCRIPTION��Hyperthyroidism �• This is seen in 3  conditions:

Grave’s Disease

• Occurs mostly in females between 15-40 years of age with a familial tendency. There is an autoimmune reaction that causes 

   an ( in T3/T4 with ( in TSH because the antibody stimulates the T3/T4

( Patient presents with exopthalmos & diffuse goitre which is extremely vascular with ( bruits

Subacute Thyroiditis (AKA De Quervain’s thyroiditis)

• Occurs in both sexes & all ages. It is related to a viral problem (often after influenza). 

( We see an enlarged thyroid with firm diffuse structures. Patient has a painful neck, fever, enlarged cervical nodes, muscle 

       ache  & it is self limiting.

Riedel Thyroiditis

        • This is a chronic condition that affects elderly females.

        ( Patient presents with enlarged asymmetrical (nodular) stony hard thyroid that is painless but may compress on deeper 

              structures causing dyspnea, dysphagia or hoarse voice��Neoplasms of Thyroid�• There are 4 types of neoplasms we will look at. Etiologically  ( incidence in people who receive neck X rays & familial 

Papillary carcinoma:

• This is most common in young age groups & spreads via the lymphatic system

Medullary carcinoma

• There is a familial tendency & arises from the parafollicular C cells of the thyroid. It produces calcitonin & spreads via 

   lymphatic & blood.

Follicular carcinoma:

• It grows slowly & may spread to bone, liver & lung

Anaplastic carcinoma

• This is highly malignant with a poor prognosis. It occurs in elderly patients with rapid invasion & death in a few months

MEN I & II (Multiple Endocrine Neoplasia):

• MEN I (werner’s syndrome) due to pituitary adenoma, parathyroid adenoma & pancreatic islets neoplasm

• MEN II (sipple syndrome) due to medullary carcinoma of thyroid, pheochromocytoma (adrenal medulla; ( norepinephrine) 

           or parathyroid adenoma (( PTH)



NB: Loss of adrenal medulla does not cause illness but tumour of the adrenal gland causes Pheochromocytoma ((BP & 

       ( Sympathetic activity, ( cathecolamines in the blood & urine)���ENDOCRINE PATHOLOGY



3)	PARATHYROID GLAND:



	• The parathyroids are not under control of  the pituitary. We may have hyper/hypoparathyroidism as follows:



TYPE OF DYSFUNCTION�DESCRIPTION��Hyperparathyroidism�• May be subdivided into two categories:  Primary (due to gland itself; ie parathyroid adenoma) 

                                                                   Secondary (due to problem elsewhere; ie bone metastasis ( breast & ( prostate OR

                                                                                       chronic renal failure)

( Etiologically we have either parathyroid adenoma or radiotherapy  causing the following symptoms:

      (   - Stones (due to ( Ca++ in kidney Nephrolitiasis)          - Bones ( osteopenia, pathological fractures, bone pain)

              - Moan (emotional changes, hypercalcemia ((CNS)     

              - Abdominal Groan (( Ca++ absorption ( anorexia, wt. loss, constipation, nausea/vomiting

              - Sclerocorneal junction has calcification in it��Hypoparathyroidism�• May be due to (PTH, because of (PTH, ( CA++, ( Phosphates

( Etiologically due to neck surgery with inadvertent removal of parathyroids or idiopathic in nature

     (   - ( serum Ca++ due to ( PTH              - Hyperphosphatemia with cramps                    - Tetany & twitching

             - Numbness & tingling of the hands & feet            

             - Trousseau’s sign is inflating a cuff above 120 mm Hg & Carpopedal spasm (movement of I.P. in Ext. & MCP in Flexion)

     (( - Chvostek sign is tapping in front of auricular nerve causes twitching of facial muscle��



4)	ADRENAL GLAND:



	a) Cushing’s syndrome:

		- This is due to excess cortisol & is subdivided into:	- Primary (cortex Z.F. affected on one adrenal only) causing ( in cortisol

								- Secondary (due to pituitary problem affecting BOTH adrenals) & is known as Cushing’s Disease

		(( Although both have an ( in cortisol Cushing’s syndrome has ( ACTH  & Cushing’s Disease has ( ACTH with slight ( mineralcorticoid (aldosterone)



		( Etiologically we have adenoma & or bilateral hyperplasia

		( We see:	-  moon face	-  thick web neck   		- truncal obesity		- thin extremity		- muscle wasting	

				- psychiatric effect (steroid encephalopathy)	- infection		- hypertension		- Diabetes mellitus

	                        In females:	- hirsutism (excess hair)	- acne		- infertility		- menstrual disturbances	
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4)	ADRENAL GLAND:



	b)	Adrenal Insufficiency:

		• Two conditions may exist for adrenal insufficiency:

			- ADDISONIAN CRISIS	• Acute insufficiency that may become life threatening.

						• Caused by acute stress, sepsis, Exogenous steroid use over long periods of time which ( ACTH. If the Steroids are 							  stopped then we have a withdrawal issue & person goes into Addisonian crisis

						( Hypertension, fear, shock, abdominal pain & vascular collapse

			- ADDISON’S DISEASE	• Generally caused by an autoimmune response or tuberculosis. We may have an inadequate amount of Cortisol or 							  Aldosterone



INADEQUATE CORTISOL�INADEQUATE ALDOSTERONE��( Hyperpigmentation ((ACTH & ( Melanocyte stimulating hormone)

( Hypotension

( GIT Symptoms �( If due to Sodium deficiency then there is Hypovoemia, ( Cardiac Output, ( renal blood flow

( If due to Potassium retention then we have hyperkalemia & cardiac arrhythmia’s��

	c)	Congenital Adrenal Hyperplasia:

		• This is a congenital anomaly & the gland is enlarged with wide cortex. One of the enzymes is defective ( we have ( cortisol output with an ( in gland size

		( clinically we can see many symptoms depending on the enzyme that is missing:

			- sodium loss & hypotension		- sodium retention & hypertension	- ( infants with ambiguous genitalia	- ( amenorrhea & virilization

			- ( precocious sex (5-6 yrs age)



5)	PANCREAS:

	• Diabetes mellitus may be divided into two types. Type I is IDDM & Type II is NIDDM. Insulin ( glucose production due to fat/protein  (neoglucogenesis) & the glucose 		  cannot get into the cell without Insulin. The glucose is then excreted in the urine with an abundance of water (osmotic diuresis)

	

TYPE I Insulin Dependent Diabetes (IDDM)�TYPE II Non Insulin Dependent Diabetes (NIDDM)��• Symptoms may occur within weeks & are due to a complete/almost complete lack of 

    insulin

( often seen in younger people (Juvenile onset DM) & associated with HLA. Patients are lean & prone to develop ketoacidosis without prior family history

• Appears to be an autoantibody problem in islet cells of the pancreas�• There may be a partial lack of Insulin or the cells may Resist the introduction of insulin into them

( This is a maturity onset DM with a genetic streak

( Patients are obese without autoantibodies & DO NOT develop ketoacidosis��

	a)	Clinical Features of DM:

		• ( urine volume (polyuria) with glucose (glycosuria)	• Compensatory ( thirst (polydipsia) & ( eating (polyphagia)	• Weight Loss	

		• ( skin infections, vulva & urinary tract (slow to heal)	• Blurring of vision



	b)	Diagnostic features:

		• ( postprandial glucose [ ] in serum		• Presence of glucose in postprandial urine sample		• Abnormal glucose tolerance test

		• Fasting hyperglycemia			• Glycosuria					• Estimation of glycosylated hemoglobin (HbAic)�ENDOCRINE PATHOLOGY

5)	PANCREAS (CONTINUED):



	• Diabetes Mellitus may have acute life threatening  sequelae or may stay as a chronic issue



ACUTE DIABETES MELLITUS�CHRONIC DIABETES MELLITUS��May lead to 3 conditions:

Ketoacidosis: 

• patient body experiences Acidosis due to lipolysis of Fatty acids in liver being converted into ketone bodies. These 

   bodies are then excreted in the urine (ketonuria)

(Only seen  in IDDM; glycosuria, hyperglycemia, ketonnemia, ketonuria, Kussmaul’s resp., odour of acetone on 

     breath & marked dehydration

( Rehydrate with saline & insulin injection

Hyperosmolar non ketotic COMA

• Only occurs in NIDDM patients who do not control their insulin intake & elderly patients can be precipitated by 

   infection

Hypoglycemic COMA (insulin shock)

• Only occurs in IDDM patients due to ( serum glucose because of ( insulin dosage, delayed meals, or excess 

   physical activity

( Patient has sweats, tachycardia, nervousness & palpitations

         ( Give candy or Orange juice�(Involves microvascular disorders of small blood vessels of the eye 

     (diabetic retinopathy; irreversible) that leads to retinal detachment & /or 

     cataracts (glucose enters lens w/out insulin)

( We may have kidney nephrosis. The medium/large blood vessels may

      develop atherosclerosis & coronary infarct, peripheral vascular lesions 

      may occur (may lead to gangrene & amputation)

( Males may experience impotence

( females may experience urinary retention, kidney infections & 

      pyelonephritis��



�GASTRO-INTESTINAL TRACT PATHOLOGY

1)	TERMINOLOGY & COMMON SYMPTOMS:



	• Dysphagia	- difficulty swallowing				• Odynophagia	- painful swallowing	

	• Dyspepsia	-heartburn, acid reflux (reflux esophagitis)			• Flatulence	- excessive gas/wind/flatus/belching

	• Nausea		- feeling of wanting to vomit				• Retching	- strong involuntary effort to vomit

	• Hematemesis	- vomiting of Blood (upper GIT problem; think varices)		• Melena		- passing of black like stool (tar like) Think upper GIT bleeding

	• Hematochezia	- bright red blood in stool (rectal/colon etiology)		• Diarrhoea	- liquid watery stool

	• Steatorrhea	- fatty stool; floats on top of water				• Constipation	- hard stool

	• Obstipation	- absence of stool/flatus due to obstruction		

	

	• Other common terms that don’t need details: 	- Abdominal pain		- Abdominal distention	- Rectal bleeding



2)	COMMON MOUTH DISORDERS (STOMATITIS):



	• Stomatitis is the inflammation of the oral cavity & may involve any of the following symptoms:

	

SYMPTOMATOLOGY �DESCRIPTION��Angular Stomatitis�• Occurs at angle of lips & is due to an iron or riboflavin deficiency��Gingivitis�• Inflammation of the gums & is due to a Vitamin C deficiency��Candidiasis (oral thrush)�• Is due to a fungal infection & there are white patches on tongue/buccal mucosa/esophagus with Odynophagia

• Seen in diabetes Mellitus & debilitated patients (ie: AIDS)��Aphthous Ulcers�• These are painful, superficial multiple ulcers in healthy individuals due to stress��Glossitis�• Smooth bald tongue (papillae are lost) due to vitamin B deficiency��Xerostomia�• Dry mouth (sjorgen syndrome)��Hairy Leukoplakia�• White lesions located on lateral border of the tongue��Squamous Cell Carcinoma�• Common type of oral cancer due to tobacco chewing/smoking cigarettes & pipes. Lesion is bright red in colour��Kaposi Sarcoma�• AIDS patients have this. Lesion is dark coloration due to proliferation of blood vessels���GASTRO-INTESTINAL TRACT PATHOLOGY

3)	ESOPHAGEAL PATHOLOGY:



	a.	Congenital anomalies:

		• Atresia: 			- Thin non canalized segment of the esophagus

		• Tracheoesophageal Fistula:	- This is dangerous;  newborn’s first meal passes into trachea leading to aspiration pneumonia. Stomach may be dilated due to air swallowing

		• Stenosis:			- This is narrowing of the esophagus due to non neoplastic disease & may be congenital or acquired (due to caustic injury)

		• Ring/Web:		- May cause dysphagia & a barium swallow will show a web in esophagus



	b.	Dysfunctional Lesions:

		• Achalasia:		- AKA Hirschprung’s disease & is due to loss of ganglion cells in Auerbach’s plexus of esophagus. 

					( Patient has absence of peristalsis & failure of LES to relax leading to a Bird Beak’s /Rat tail  appearance on XRAY 

					( Complications include dysphagia for liquid & solid food & ( esophageal squamous cell carcinoma

		• Hiatal Hernia:		- Herniation of stomach through the esophageal hiatus of the diaphragm  & may be sliding or rolling in nature. Often caused by age, ( abdominal 						  pressure (pregnancy), Tight undergarments.

					( May lead to reflux esophagitis, Barrett’s esophagus (more than last inch of esophagus becomes Columnar epithelium) or ulcers may develop

		• Diverticula:		- Zenker’s diverticulum is an outpouching of the esophagus causing stagnation of food & FETID BREATH

		• Mallory Weiss Syndrome:	- There is a linear mucosal lesion at the GE junction due to repeated vomiting that leads to profuse bleeding & shock. This is common in pregnant 						  women & alcoholics

		• Barrett’s Esophagus:	- Caused by coffee, alcohol, chocolate that decrease the LES pressure & leads to Adenoma [NBCE: Not smooth appearance in Barium Swallow]

		• Diffuse Esophageal Spasm:	- Barium swallow reveals a “corkscrew” appearance of the esophagus due to muscle wall thickening (AKA rosemary sinus).

					( Patient has difficulty swallowing food & liquid with chest pain also present



	c.	Esopahgeal Varices:

		• The submucosal plexus is dilated & tortuous due to severe hypertension  from cirrhosis of liver (lower esophagus drains into the portal system) 



	d.	Esophageal Tumours:

		• [NBCE: Leiomyoma (benign) tumour shows up in the barium swallow as having smooth fill in defect in esophagus]

		• There are 2 types seen  	- Squamous cell carcinoma		- Adenocarcinoma (Barrett’s esophagus)

		• Generally caused by alcohol & smoking  or Barrett’s esophagus

�GASTRO-INTESTINAL TRACT PATHOLOGY



4)	STOMACH PATHOLOGY:



	a.	Congenital Anomalies:

		• Diaphragmatic Hernia (Dr. Seva did not elaborate)

		• Pyloric Stenosis:		- May be acquired in adults due to Ulcers  with pain & fullness mostly in evening. (small breakfast, little lunch, no dinner)

					- In children this occurs 1/500 births & most common in first born of white race. Pyloric stenosis due to ( musculature of pyloric sphincter.

					( You will see Projectile vomiting (non Bilious) & palpable mass on abdomen (right upper quadrant) with symptoms appearing 1-3 weeks after 						       birth.

					( Radiographs show a string sign or railroad track appearance



	b.	Gastritis:

		• Acute Gastritis (erosive gastritis):	- Transient, self limiting & no fibrosis & often due to NSAID’s, alcohol & stress. Heals by rapid regeneration.

						( Histologically we see surface epithelium degeneration, vasodilatation & congestion (only epithelium & lamina propria affected). 							      There is also ( in neutrophil infiltration 

		• Chronic Gastritis:			- Commonly caused by pernicious anemia (auto antibodies), H. Pylori (eats mucus cells) or NSAID (aspirin like drugs)

						( Histologically we see ( lymphocytes & plasma cells (in lamina propria). If H.pylori is problem we see ( neutrophils

						      The Epithelium is desquamated,  mucosa flattened with glandular atrophy & lamina propria is fibrosed



	c.	Peptic Ulcer:

		• Ulcers can occupy any part of the GI tract exposed to the action of the Gastric juices (mainly duodenal 75% & gastric 25%). This is due to the ( aggressive factors (acid/pepsin) & 			( protective factors (prostaglandins, blood, mucus)

		( Caused by aspirin, alcohol (vasoconstricts & reduces blood supply), smoking & H. Pylori

		( Histologically we see solitary large ulcers with punched out appearance  with a base of necrotic tissue (below is granulation & scar tissue) 

		( Patient presents with burning or discomfort in epigastric region & may have bleeding, perforation or pyloric obstruction (can lead to shock, peritonitis & death)



	d.	Malignant tumours of the stomach:

		• Come in 3 varieties known as: 		- polypoid		- ulcerative 	- diffuse infiltrative (linitia plastica; aka plastic bottle appearance)

		( Precipitating factors include alcohol, spicy foods & nitrate ingestion, Blood Group A & often seen in Japanese

		( Microscopically they have a Cygnet Ring appearance  & are due to adenocarcinoma. Malignant Ulcer has over hanging borders (not punched out like Peptic Ulcer)

		( Early stages are asymptomatic however, patient will lose weight, become anorexic, hemetemesis sets in & left supraclaviclular lymph node enlargement (Virchow’s Node)



5)	SMALL & LARGE INTESTINE:

	a.	Vascular Lesion:

		• Ischemia			- ( blood supply & pain  (abdominal ischemia) that may lead to necrosis of mucosa. This is a serious condition leading to Gut Infarct.

					( Bloody diarrhoea seen in mucosal necrosis. Perforation & peritonitis seen in transmural necrosis.  Abdominal sounds & flatus will be absent.

					      Patient will have severe vomiting, board like (rigid) abdomen & possible gangrene at necrotic area.



	b.	Inflammation:

		• Enterocolitis		- Most common symptom is diarrhoea due to damage to intestinal mucosal cells. Loss of fluid & defective absorption occurs.

					( Due to Bacterial (E.coli, salmonellosis), Viral (rota virus common in kids), Protozoa (giardiasis in IgA deficiency) & AIDS (cryptosporidiosis)



		• Pseudomembranous Colitis	- develops following antibiotic use due to proliferation of Clostridium difficle [NBCE]. Toxins released damage mucosa in plaque like way.



		• Necrotizing Colitis		- Occurs often in premature & low birth weight babies due to functional immaturity
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5)	SMALL & LARGE INTESTINE CONTiNUED:

	c.	Malabsorption Syndrome:

		• Celiac Sprue:		- This is a chronic disease that damages small intestinal mucosa due to sensitivity to gluten (IgA antibody)

					( Microscopically we see villous atrophy with flattened mosaic like pattern. The Small intestines absorb monosacchrides, fatty acids, folate & 						      iron thus leading to anemia & steatorrhea.

					( Patient present with steatorrhea, diarrhoea, weight loss, abdominal bloating & anemia

		• Tropical Sprue (post infectious)	- Very common after trips to South East Asia or Caribbean & is due to E. Coli & lack of B12 & folic acid

		• Whipple’s Disease:		- Caused by T.whippeli & affects the Intestines & joints. The lamina propria has ( macrophages & mucosa damaged & lymphatic obstruction.

					( Patient presents with diarrhoea, fever & joint pain



	d.	Idiopathic Inflammatory diseases:



Disease�Area affected�Tissue involved�Distribution�Crypt abscess�Fistula�Fissures�Cobblestone appearance�Rectal bleeding�Toxic megacolon�Pseudopolyp�X-ray��Ulc. Colitis�rectum�mucus membrane�continuous�present (gland)�absent�absent�absent�present�present�present�N/A��Crohn’s �ileum�transmural�segmental�absent�present�present�present�absent�absent�absent�string sign ��

		• Ulcerative Colitis:		- This has more bleeding & we see superficial ulcers of mucus membrane with ( neutrophils in mucosal glands forming the crypt abscess

					- The mucosa is congested & filled with lymphocytes & plasma cells  & forms pseudopolyps

					( Clinically we see fever, diarrhoea (blood & mucus) with possible toxic megacolon & ( colon carcinoma risk 

		• Crohn’s Disease:		- The mucosa & submucosa  is swollen creating a “cobblestone appearance”. We see all layers being affected & there are non caseating 							   granulomas. Long standing transmural inflammation cases show fibrosis.

					( Clinically we have fever, diarrhoea, MUCH abdominal pain & weight loss with possible fissure



	e.	Bowel Obstructions:

		• Adhesions:		- These occur mainly after surgery, inflammation & radiation therapy & may form fibrous bridges & loops.  

					( Potentially may cause hernia,  obstruction or strangulation

		• Intussuception:		- This is where one segment of intestine telescopes into another & is common in terminal ileum (infants btwn 6-12 months during weaning)

					( May lead to obstruction, hemorrhage, infarction & gangrene. Clinically there is abdominal pain, vomiting (bilious),

					       bloody/mucus rectum (currant jelly Stool) & palpable sausage shaped mass on abdomen (often with visible peristalsis)

		• Volvulus:			- This is twisting of intestine along the mesenteric axis due to adhesions after abdominal surgery (may occur in colon also)

					( Causes abdominal pain & distention

		• Diverticulosis:		- Outpouching of mucus membrane & common in the sigmoid colon. It is often due to a ( fibre diet & ( ( Intraluminal pressure. 

					( It is often called “Left Sided Appendicitis” & complications are perforation, strictures, fibrosis & vomiting.  ON X-Ray looks Saw tooth.



	f. 	Appendicitis:

		• Acute Appendicitis:		- May occur at any age (most common in young adults) & is inflammation  due to obstruction by “fecalith”  or by Enterobius Vermi.

					( Complications include: necrosis & gangrene or if rupture occurs then we get peritonitis. 

					( Patient has fever, ( leukocytosis & anorexia & pain occurs at “Mcburney’s point (1/3 way from ASIS to umbilicus). Pain originally at 						      umbilicus & makes its way to McBurney’s point. Outcome may be spontaneous resolution to possible perforation & peritonitis

DISEASE PROBLEM�AREA AFFECTED & PAIN PATTERN��Perforated Peptic Ulcer�• If duodenal then pain right hypogastrium (< lying down 2 Hrs after eating). If stomach then epigastric pain  (< after eating & by standing up)��Acute Cholecystitis�• Pain at Murphy’s point (costal cartilage/rectus abdominus junction) radiating to right shoulder��Salphingitis�• Only occurs in females. Pain may start in right or left iliac fossa & stays there. May have vaginal discharge��Ectopic Pregnancy�• Pregnancy occurs in tubes instead of uterus leading to amenorrhea & ( HCG��GASTRO-INTESTINAL TRACT PATHOLOGY

5)	SMALL & LARGE INTESTINE CONTiNUED:

	g.	Tumours of Small Intestines:

		• Benign:		- Known as adenoma

		• Malignant:	- Carcinoid tumours (APUdomas) occuring from neuroendocrine cells of the gut. Found mostly in appendix, they produce vasoactive amines (serotonin, 					  histamines & ectopic hormones (ACTH, insulin)

				( Patient has cutaneous flushing, diarrhoea & abdominal pain

	h.	Tumours of Large Intestines:

		• Familial Adenomatous Polyposis:	- 100-1000 polyps are in colon due to an autosomal dominant disorder. Without colectomy all patients develop adenocarcinoma by 40

						( Starts out benign but in 20 years becomes malignant. Family history, lose stools, weight loss & lower abdominal pain 

		• Malignant (colorectal carcinoma):	• Often seen in over 50 yrs age & has a familial tendency (like breast, endometrial & thyroid carcinoma). Thought to be due to ( animal 						  fat diet with a low fire diet. FAP & ulcerative colitis may also cause it to occur.

						( Rt sided cancers are polypoid masses [NBCE] & Lt. sided involve whole lumen & are annular [NBCE]. Rectal cancers are 							      malignant with everted edges.

						( Patient has altered bowel habits (diarrhoea then constipation), palpable mass, abdominal pain, weight loss, anemia, bright red blood 						      in feces

	i.	Peritonitis:				

		• Acute:			- May be localized (ie acute appendicitis or cholecystitis) or generalized (perforated appendix or peptic ulcer perforation)

		• Chronic:			- Occurs in TB, dialysis, ascites with liver disease

		• Tumours of peritoneum:	- Mesothelioma due to asbestosis	



6)	LIVER:

	a.	Cirrhosis of Liver

		• Pathology:			- Condition is characterized by necrosis, fibrosis (irreversible), vascular destruction/derangement, regenerative nodules, loss of normal 							  architecture with whole liver involved. It may lead to hepatoma (hepatoccellular carcinoma)	

		• Etiology:				- It is due to alcohol, viral, biliary disease or hemochromatosis

		• Clinical Features:			( ( albumin with ( ascites. Clotting abnormalities. Jaundice of sclera & skin. Risk of infection. Portal hypertension  with 							       splenomegaly & esophageal varices. Males have unilateral gynomastia & testicular atrophy with loss of libido & impotence.



	b.	Jaundice (Icterus):			- This is due to hyperbilirubinemia ( 0.8mg/dl)

		• Biochemical Jaundice:		- 2 types. One is Conjugated (due to (  excretion of bilirubin) & the other is Unconjugated (excess production of bilirubin)

		• Physiological Jaundice:		- 3 types. One is Hemolytic (RBC destruction), Hepatocellular (damages hepatocytes), Obstructive (defective excretion due to 							  gallbladder problem & is AKA “biliary jaundice)

		• Neonatal Jaundice:			- Seen in first few days after birth due to immaturity of liver enzyme system

		• Neonatal pathological Jaundice:	- AKA Kernicterus & there is too much unconjugated bilirubin for the amount of albumin. This is serious & may cause cerebral 							   dysfunction. Newborn has lethargy, convulsions, hearing loss & mental retardation.

	

	c.	Hepatocellular Failure (L.F.)		- If more than 80% of cells are destroyed then liver functionally fails to perform.



	d.	Inflammatory disorders of Liver:		

		• Viral hepatitis:			- HAV (fecal oral spread), HBV (serum Hep. spread via parenteral route through blood transfusion. may cause fulminant hepatitis or 							  hepatocellular carcinoma), HCV (transfusion associated hepatitis), HDV (Must have HBV infection & may cause fulminant hep)

		• Fulminant Hepatitis:		- Death occurs within 2-3 weeks because liver is failing. may lead to hepatic encephalopathy





	e.	Liver abscess:			- AKA Amoebic abscess & presents with Fever, right hypochondriac pain
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6)	LIVER  (CONTINUED):



	

	f.	Drug Induced or Chemical Hepatitis:	- May be due to acetapminophen (> 15 gm in one dose), mushroom poison, ethanol, carbon tetrachloride (inhaled) or IV tetracycline



	h.	Fatty Liver				- AKA Hepatic Steatosis & associated with moderate alcohol consumption



	i.	Alcoholic Liver Disease:		- It consists of alcoholic hepatitis & alcoholic cirrhosis (due to periportal fibrosis & hepatocytic destruction)



	j.	Inborn Errors of Metabolism:

		• Hemochromatosis:			- This is a hereditary (autosomal dominant) problem with excess accumulation of body iron deposited in pancreas & liver.

						- Associated with cirrhosis, diabetes mellitus, skin pigmentation, arthritis & hepatocellular carcinoma

		• Wilson’s Disease:			- This is an autosomal recessive disorder & affects the copper metabolism (brain, liver, eyes have Kayser Fleischer ring [NBCE])

						( patient excretes ( copper & there is ( serum ceruloplasmin. Liver develops acute  & chronic hepatitis & also Fatty Liver	



	k.	Intrahepatic Biliary Tract Disease:

		• Primary Biliary Cirrhosis:		- Any lesion of the Gallbladder will cause liver cirrhosis. In this case, more common in females & due to immunological reasons with 							   inflammatory destruction of the intrahepatic biliary ducts.

		• Secondary Biliary Cirrhosis:		- It is due to stones in the bile duct or stricture of the bile duct & also cholangiocarcinoma



	l.	Cardiac Cirrhosis:			- Due to prolonged Right Ventricular Failure (RVF) & constrictive pericarditis



	m.	Tumours of the Liver:			

		• Benign:				- May have Hepatic adenoma (mostly in child bearing age women on contraceptive pills due to ( estrogen)

						- May have Hemangioma in children

		• Malignant:			- Primary tumours such as hepatoma & angiosarcoma (Dr. Seva said to forget this one). Males are more at risk for hepatoma especially 							  if cirrhosis is already present, if there is HBV/HCV, or long term androgen therapy is used. Survival rate is less than 6 months.

						- Metastasis is more COMMON than primary tumours & come form GIT, lung, breast

	

7)	 GALL BLADDER:



	a.	Cholelithiasis:			• Formation of Gallstones/Bilestones that may be either Cholesterol based (most common type) or Pigmented type

						( Symptoms include feeling of fullness & qualitative dyspepsia (only after fatty foods)

						1) Cholesterol based:  Found in 5 F’s (Females, fertile, Fat, 40, Fair skin). Occurs when Cholesterol [ ] is increased or when bile salt [ ] 						   is decreased. 

						2) Pigmented stones: Occurs due to infection by E.Coli  or ( Bile Pigments (RBC lysis as in Sickle cell anemia). Also if Parasitic Ova 							   form Nidus in the stones. Also if Estrogen is high there is a decrease of gallbladder contraction & ( of gallstones.

	b.	Cholecystitis:			• This is inflammation of the gallbladder & is due to obstruction  & stasis of bile with irritation/inflammation  secondary to E.coli 							  infection. 

						1) Acute Cholecystitis:  Obstruction is cause & we have fever, tender gallbladder, upper right quadrant pain radiating to scapula, 							    Murphy’s sign & mild jaundice. Complications are empyema of gallbladder & possible perforation leading to peritonitis.

						2) Chronic Cholecystitis: Cause is obstruction & we have recurrent subacute episodes. Microscopically we see thickening & fibrosis of 							    gallbladder wall & chronic inflammatory infiltrates.

	c.	Tumours:				• Adenocarcinoma
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8)	PANCREAS:



	a.	Cystic Fibrosis:		• AKA Mucoviscidosis & affects multiple systems. It is congenital & characterized by abnormal mucous secretions of all exocrine glands. 

					( We see chronic pancreatitis due to obstructed pancreatic ducts, lack of pancreatic lipase leading to steatorrhea, bronchiectasis & (( infertility



	b.	Pancreatitis:

		• Acute pancreatitis:		• Caused by gallstones, alcohol , viral infection (mumps), or Hyperparathyroidism (due to ( stones)

					( Acute inflamamtion is CRITICAL with sudden onset severe abdominal pain that radiates to back, nausea/vomiting, Cullen’s sign 							      (retroperitoneal hemorrhage around umbilicus) & Turner’s sign (retroperitoneal hemorrhage with loin discoloration & ( serum amylase)

					( Pancreatic lytic enzymes such as elastase & lipase destroy the pancreas



		• Chronic pancreatitis:	• Leads to Diabetes mellitus & is caused by repeated episodes of mild pancreatitis, chronic alcoholism, gallstones & cystic fibrosis. 

					( The acinar structure is atrophied & fibrosed & pancreas shrinks. Patient has constant upper abdominal pain with steatorrhea & endocrine 						      insufficiency.

	c.	Carcinoma of Pancreas:	• Usually adenocarcinoma & more in males after age 50. It is associated with cigarette smoking & diabetes mellitus
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