Exocrine Pancreas

I. Congenital Anomalies

A. Embryonic development:  dorsal (body, tail) and ventral (head) pancreas develop w/ fusion after rotation of the foregut

1. Annular Pancreas:  abnormal fusion resulting in a ring around the SI

2. Ectopic Pacreas:  in SI, ST, Meckel’s diverticulum

B. Duct Variation

1. vestigial ducts from abnormal fusion

C. Polycystic Disease:  also KD, LV

D. Cystic Fibrosis:  (1:2000, caucasians) Cl- ion transporter absent in all exocrine glands:  sweat, pancreas, tracheobronchial glands

1. mulitple cysts and scarring

2. thich mucous secretions:  

a. lung:  basal lobes ( bronchiectasis, pnuemonia

b. SI (meconium not be cleared) ( megaintestine ( obstruction, malabsorption

II. Pancreatitis

A. Acute Hemorrhagic:  life threatening

1. Basic Principles/ Pathogenesis:  

a. premature activation of trypsin ( escape of active nzyms into the parencyma ( proteolysis of acinar cells (lipases:  fat necrosis of pancreas and surrounding deposits  ( necrosis and hemorrhage of pancreatic vessels




   (Ca binds to FFA ( hard soapy deposits (nzmtc fat necrosis)

i.
trypsin can active prothrombin ( DIC

ii. trypsin and hypercalcemia can activate phospholipases ( cell membrane destruction (i.e. LU CA secreting PTH)

a. lecithin is digested by phospholipase ( surfactant destruction ( ARDS




b.
theories

i. acinar cell injury:  alcohol toxicity (cell death ( avenue for escape of nzms through ruptured cell ( ( serum amylase

ii. duct obstruction:  i.e. gallstone (( alk phos

2. Incidence and Etiology

a. about 1: 500/600 medical/surgical admissions

b. causes

i. bile tract disease:  3F:1M, after lg. meal, freq. gallstones

ii. chronic alcoholism:  6M:1F, after alcoholic binge

iii. other:  trauma, 2( to peptic ulcer, septicemia, mumps, hepatitis, ischemia d/t thrombosis (PAN)

3. Clinical Consequences:  acute abdomen, intense pn after a lg meal, shoch d/t vascular collapse, pos. jaundice

B. Chronic:  can develop from acute or independently

1. Basic Features

a. deposition of Ca nodules 

b. pseudocyst formation

c. atrophy, scarring and degeneration of the pancreas ( degeneration of Islets of Langerhans ( DM

2. Chronic Calcifying Pancreatitis (most common):  alcoholics, duct atrophy, pseudocysts, lobular inflammation

3. Chronic Obstructive Pancreatitis (less common):  1( affects the head, less duct damage, no lobular pattern

4. Clinical Features:  low fever, jaundice, tenderness in upper abd., ( serum amylase/ alk phos, fat malabsorption

a. scarred areas cannot regenerate


C.  Rupture:  anterior into lesser omentum, posterior causes back pain

III. Tumors

A. Cysts

1. Congenital:  often coexists w/ cysts of LV and KD; Lindau-von Hippel diseae

2. pseudocysts (most common):  not lined by epithelium, d/t inflammation, after repeated bouts of  pancreatitis

3. neoplastic cysts

B. Primary Carcinoma: adenocarcinoma or the duct epithelium

1. Highly fatal (3-6 mo w/in Dx), insidious  

2. Locations

a. 
head- bile duct obstruction

b. body- very insidious, pos. compression of splenic vein ( rupture

c. tail- splenomegally

3. ( risk w/ smoking, alcohol, chemical carcinogens, ( fat/ calorie intake?

4. Trousseau’s Syndrome:  migratory thrombophlebitis

