EGD or Esophagogastroduodenoscopy

· directly visualizes the mucosal lining of the esophagus, stomach, and duodenum

· uses and endoscope, as biopsy may be done as well

· is used to see gastric motility, inflammations, ulcerations, tumors, varices, or tears

· Before procedure

· NPO for at least 8 hours before hand

· consent signed

· PREOP meds administered

· educate client on procedure and postoperative care

· After procedure

· NPO until return of gag reflex

· saline gargles for relief

· Q 15 min vitals X2

· Q30 min vitals X4

· Q60 min vitals X4

· Check tempertature – a sudden rise in temperature can be a sign of perforation 

Colonoscopy

· directly visualizes entire colon up the illeocecal valve with scope

· frequent position change during procedure to assist in the advancement of the scope to the cecum 

· used to diagnose or detect IBS, POLYPS, TUMORS, AND DIVERTICULOSIS, AND TO DILATE STRICTURES, COLORECTAL CANCER 

· procedure allows biopsy and removal of polyps with out lapratomy

· a virtual colonoscopy is less invasive

· Before procedure

· administration of bowel prep (Golytely)

· clear liquid diet (1-2 days)

· enema

· patient medications and education

· Post procedure

· pain management

· vitals 

· gag reflex

· signs of bleed or perforation (malaise, abdominal distention, or tenesmus) 

Abdominal assessment

· normal or routine assessment includes these findings

· no tenderness or palpable liver and spleen

· flat abdomen

· bowel sounds present in all quadrants

· generalized tympany- the presence of air produces a higher pitched hollow sound 

· liver is 10 cm in right midclavicular line

· inspection, auscultation, percussion, palpation

· patient should be in supine position if not contraindicated

· inspection: assess abdomen for

· skin changes (color, texture, scars, striae, dilated veins, rashes, lesions), umbilicus (contour, location), symmetry, contour (i.e flat, distended…), masses, movement (peristalsis, pulsations (although you may not be able to see them usually only in very thin people)

· auscultation- DIAPHRAGM-listen for increased or decreased or absent bowel sounds, and vascular sounds, loud pitched borborygmi (stomach growling) may be heard, high pitched sounds indicate obstruction, friction rub may indicate pleurisy, BELL- aortic bruits (ballooning out), Renal artery bruit (stenosis), Illiac or femoral bruits (plaque build up), venous hum 

· Percussion- may hear the following things- tympany (present in most of the abdomen caused by air in the gut), Resonance (low pitched and hollow sound (normal in lungs)), Dullness ( a flat sound without echoes liver, spleen, and fluid in the peritoneum (ascites)), liver is 2.4- 5 inches by the right midclavicular line

· Palpation- light palpation (depress abdominal wall 1 cm), looks for areas of tenderness (look for patients facial expressions), Deep palpation (depress 3.8-5 cm) looks for areas of deep tenderness.

Rebound Tenderness- Relief of pain with direct palpation followed by pain on release of pressure (appendicitis) 

PEG TUBE (Gastrostomy or Jejunostomy)

· Type of enteral nutrition 

· may be ordered for a patient with a functioning GI tract but cant take enough or any oral nourishment

· may be for a permanent or extended period of time

· for patients with chronic reflux a jejunostomy is used to reduce the risk of aspiration 

· uses

· anorexia

· orofacial fractures

· head or neck cancer

· neurologic or psychiatric issues that prevent oral intake

· burns

· extensive critical illness

· chemo or radiation patients

· cancer 

· delivered via bolus or contiuous infusion or bolus or gravity 

· patient must have intact unobstructed gi tract and wide enough lumen to have PEG placed

· can start a feeding 24-48 hours after placement

· length of the tube must be checked regularly

· Guidelines or Interventions

· Patient must be positioned at least 30 degrees at all times

· check the patentcy of the tube

· tube position- x ray, aspirate and check pH

· aspiration risk- check residual volume regularly except in Jejunostomy tubes

· monitor for changes in length of the tube

· give feedings by bolus over 15 mins

· ensure room temperature for formula to prevent abdominal cramping and diarrhea

· Flush with at least 15 ml of water before, in between, and after instillation of medication or bolus feedings

· Oral care

· to prevent vomiting and aspiration check placement of the tube

· for delayed gastric emptying 

· residual greater than 250 ml a promotility agent may be used

· residual greater than 500 ml hold feeding

· HOB elevated AAT

· Sit up and ambulate if not contraindicated

· For diarrhea and dehydration, hypergylcemia – check the meds, blood sugars, decrease rate of formula, or change formula

· other problems include

· dehydration

· impaired fat absorption

· skin irritation

· pulling out of tube

· diarrhea

· hyperglycemia

gastric feeding

gastric bypass surgery (roux-en-y gastric bypass)

· combination restrictive and malabsorption surgery

· gold standard of bariatric surgery in the united states

· low complication rates, excellent patient tolerance, and can sustain long term weight loss

· a small part of the intestine is connected to a small pouch, a large part of the GI tract is bypassed

· Risk for VITAMIN B12 and Nutritional deficiencies

· may cause chronic diarrhea and flatus

· need to have B12 (cobalamin injections) 

· don’t drink fluids with meals

· concentrated sweets

· best to eat small frequent meals throughout the day

· patient needs to have a strong desire to lose weight and consider all aspects of life change before surgery

· outcomes include:

· improvement or reversal of diabetes

· BP WNL

· decreased cholestorol levels

· reduced GERD

· reduced sleep apnea

· Complications include

· Dumping Syndrome- gastric contents empty too rapidly into the small intestine, overwhelming the small intestines ability to digest nutrients

· Symptoms of dumping syndrome include: vomiting, nausea, weakness, sweating, faintness, and diarrhea

· Interventions include: avoiding sugary foods

· can cause iron deficiency anemia/ Patients need to take multivitamins and iron supplements

· pernicious anemia may occur due B12 deficiency

· adjustments in care of the obese patient need to be made including larger beds

· prepare the patient for the possibility of returning with a foley, IV, TED HOSE, NG tube

· vital signs and general assessments need to be done a lot

· early ambulation is vital

· complications include thrombus formation, anastamosis leaks, pulmonary problems, and electrolyte imbalances

· HEAD TILT AND JAW THRUST manuver to keep airway patent for any complications due to obesity

· pain mgmt

· proper diet must be maintained postop

· use of medications

· exercise 

· assess for complications like rupture

Esophageal obstruction

Achalasia

· esophageal dysmotility syndrome

· characterized by progressively increasing dysphagia (something stuck in my throat)

· impaired motility of the lower 2/3 of the esophagus

· medical management: relieve manifestations, administer medications, modify diet, alternate positions

· Surgical management: dilating or enlarging the LES

· dysphagia is the most common symptom

· halitosis

· nocturnal regurgitation

· cant belch

· GERD

· weight loss

· DX: barium swallow, endoscopy

· treatment is based on symptom management

· goals are to relieve dysphagia, regurgitation, improve gastric emptying by disrupting the LES, and prevent the development of megaesophagus

· Because GERD is a common complication the patient often has antireflux surgery performed at the same time as other procedures

· medical therapy is less effective than surgical interventions

· meds include smooth muscle relaxants like ISORDIL

· calcium channel blockers like PROCARDIA taken sublingually 30-45 mins before meals to improve dysphagia

· short duration of action can limit their use 

· an injection of Botulinum Toxin can provide short term relief (promotes relaxation of smooth muscle)

· symptomatic treatment includes semi soft diet, eating slowly and drinking fluids with meals

· elevate head during sleep

GERD

· is the backflow of gastric and duodenal contents into the esophagus

· caused by an incompetent LES or motility disorder

· assessment includes: pyrosis, dyspepsia, regurgitation, pain and difficulty swallowing, hypersalivation

· Interventions

· avoid factors avoid factors that decrease LES pressure

· low fat high fiber diet: avoid caffeine tobacco and carbonated beverages

· avoid eating or drinking 2 hours before bed

· elevate HOB in 6-8 inch blocks

· avoid anticholinergic use

· instruct patients on meds including antacids, histamine H2 receptor blockers, proton pump inhibitors

· prokinetic agents for increased gastric emptying 

· surgery may be performed 

· manifestations: heartburn, water brash, wheezing coughing, dyspnea, regurgitation, belching

· Complications include esophagitis, or barrets esophagus (precancerous lesion) 

· Respiratory complications include cough, bronchospasm, laryngospasm

· DX: barium swallow, upper endoscopy, 24 hour ambulatory pH monitoring, esophageal manometry

· CBC, electrolytes, PTT, PT, INR, Liver function preoperative

· swallow eval by RN

· most effective is head elevation and weight loss

Acute Gastritis

· caused by the ingestion of food contaminated with disease causing microorganisms or food that is irritating or too highly seasoned, overuse of Aspirin and NSAIDS, excessive alcohol intake, bile reflux, or radiation therapy

· assessment: abdominal discomfort, anorexia, nausea, vomiting, headache, hiccupping

· interventions: NPO until symptoms subside afterwards ice chips, then clear liquids, then solid food

· monitor for signs and symptoms of hemmhorhagic gastritis such as hematemesis, tachycardia, and hypertension, call dr if this occurs

· avoid irritating foods such as spicy or highly seasoned foods

· caffeine, alcohol, and nicotine avoidance

· meds such as antibiotics or bismuth salts (pepto bismol)

· instruct patient about B12 injections if needed 

· dehydration may occur

· NG placement

Total Gastrectomy

· removal of stomach with attachment of the esophagus to the jejunum or duodenum

· used for treat of PUD, CANCER

· monitor vitals

· position in fowlers for comfort and the promote drainage

· monitor I and O, fluid and electrolyte replacements

· bowel sounds

· pain mgmt

· NG tube 

· don’t irrigate or remove NG

· NPO for 1 to 3 days until peristalsis returns

· advance diet from NPO to sips of water or clear liquids to bland diet

· complications include: hemmhorhage, dumping syndrome, diarrhea, hypoglycemia, and vitamin b 12 deficiency, peforation, obstruction

· promote comfort

Heliobacter Pylori

PUD or Peptic Ulcer Disease

· a peptic ulcer is an ulceration in the mucosal wall of the stomach, pylorus, duodenum, or esophagus in portions that are not accessible to gastric secretions, erosion may extend to the muscle; may be gastric, duodenal

· assessment includes

· gastric: gnawing sharp pain in or left of the midgastric regions 1 to 2 hours after eating, hematemesis, nausea and vomiting

· duodenal: burning pain in the midepigastric area 2-4 hours after eating, and during the night, melena, pain relieved by eating

· interventions: 

· vital signs and signs of bleeding

· small frequent bland meals during the active phase

· administer H2 receptor blockers, antacids, anticholinergics, mucosal barrier protectants, prostaglandins

· teach client to avoid alcohol, smoking, caffeine, chocolate, aspirin, nsaids

· Interventions for an active bleed:

· monitor vital signs closely

· Assess for signs of dehydration, hypovolemic shock, sepsis, respiratory insuffieiency

· NPO, IV fluids

· I&O

· monitor Hemoglobin and hematocrit

· NG TUBE

· vasopressin for vasoconstriction and bleeding reduction

· complications include perforation, hemhorrhage, gastric outlet obstruction

· DX: h and P, upper GI, h pylori testing, CBC, Urinanalysis, liver enzymes, serum electrolytes

· Treatments include:

· proton pump inhibitors

· h2 receptor blockers

· antibiotics

· cytoprotective drugs

· antacids

· anticholinergics

· stress management

· acute exacerbation without complications: npo, NG, rest, iV fluids, drug therapy

· acute exacerbation with complications: NPO, NG, bed rest, blood transfusion

· Surgical therapy: perforation closure, pyroplasty, vagotomy, ulcer removal, billroth 1 and 11 (dumping syndrome)

Duodenal Ulcer

· experience low pH levels in the duodenum for longer periods of time

· stomach lining more sensitive to gastrin

· secretes excess gastrin

· more rapid gastric empyting

· larger acid load in the duodenum

· right epigastric pain

· burning or cramping

· pain 2-4 hours after eating

· weight gain

· melena in the elderly

· causes include alcohol intake, smoking, stress, caffeine, aspirin, nsaids, corticosteroids, infection with H pylori

· complications include perforation, bleeding, gastric obstruction

· pain relieved by eating

· interventions:

· vitals

· abdominal assessment

· bland small frequent meals

· adequate rest

· avoid risk factors listed above

· meds listed for PUD

· Surgical intervention only if unresponsive to meds, or a complication occurs

Dumping syndrome
· rapid emptying of the gastric contents into the small intestine

· occurs following a gastric resection

· assessment:

· symptoms 30 min after eating

· nausea and vomiting

· feelings of abdominal fullness and abdominal cramping

· diarrhea

· palpitations

· perspiration

· weakness and dizziness

· borborygmi

· client education:

· high protein, high fat, low carb diet

· eat small meals and avoid fluids with meals

· avoid sugar and salt

· lie down after meals

· take antispasmodic meds as prescribed

Nausea and Vomiting

Billroth II

· partial gastrectomy with the remaining segement anastamosed to the jejunum removal of the distal 2/3 of the stomach

· for PUD

· postop interventions: vitals, fowlers position, fluid and electrolyte replacement, bowel sounds, NG, don’t irrigate or remove tube, NPO 1 to 3 days until peristalsis returns

· complications include: hemhorrhage, dumping syndrome, diarrhea, hypoglycemia, b12 deficiency, bile reflux gastritis

Ulcerative colitis

· inflammatory and ulcerative disease of the bowel that results in the poor absorption of nutrients

· begins in the rectum and spreads in a continous pattern to the cecum

· the colon becomes edematous and lesions and ulcers form which could cause perforation and then peritonitis

· acute ulcerative colitits: results in vascular congestion, hemorrhage, edema, and ulceration of the bowel mucosa

· chronic: muscular hypertrophy, fat deposits, fibrous tissue with bowel thickening, shortening and narrowing

· surgical interventions: ostomy…. 

· assessment: anorexia, weight loss, malaise, abdominal tenderness, and crampin, severe diarrhea, dehydration, anemia, vitamin K defiency, fever during acute attacks rectal bleeding, toxic megacolon, increased risk for cancer

· interventions: 

· in acute phase NPO, IV fluids

· restrict clients activity

· monitor bowel sounds, cramping, tenderness

· monitor stools for color and consistency

· monitor for perforation, peritonitis, hemhorrhage

· clear liquids to low residue diet : high protein, vitamins and iron supplements

· avoid gas forming foods and milk products

· avoid smoking

· bulk forming agent use like Metamucil

· antimicrobial agents, corticosteroids, and immunosupressants

Clostridium difficile (CDiFF YUCK!!!)

· antibiotic associated diarrhea

· contact precautions

· caused by antiobiotics killing off the normal flora in the GI tract and letting the tract become more susceptible to invading pathogens (antibiotics are clindamycin, ampicillin, amoxil, cephalosporins)

· c diff strains toxins kill off normal cells and cause inflammation of the bowel

· signs: severe mucousy diarrhea, abdominal cramping, and fever

· treatments include flagyl: (no alcohol use after last dose) or vanco (problem is VRE)

· Wash hands 

· high reoccurency rare

· stool transplantation as a last resort

· 3 positive stools

Illeostomy

· post op: monitor stoma, muccocutaneous juncture, peristomal skin integrity

· intial drainage will be liquid

· kegel exercises

· perianal skin care due to transient incontinence from manipulation of anal canal

· output may be as much as 1500-2000 ml in the first 24 hours

· observe for hemorrhage, abdominal abcess, small bowel obstruction, dehydration

· water is not reabsorbed so FORCE FLUIDS or IV

· PROTECT SKIN

· an illeostomy is closed after 3 to four months after the resevoir is increased

· proper fit and placement

· keep peristomal area intact

· stool may thicken with time

· monitor for size change of stoma, may get smaller

· dehydration

· pain mgmt

· use water to cleanse, or very mild soap and water preferably just water

Bowel Resection

Steatorrhea

· presence of excess fat in feces

· will float

· related to pancreatitis

· or malabsorption syndrome

· bulky yellow foul smelling yellow gray stools

· Possible biological causes can be lack of bile acids (due to liver damage, hypolipidemic drugs, or having had the gallbladder removed in a cholecystectomy), defects in pancreatic enzymes, and defective mucosal cells. The absence of bile acids will cause the feces to turn gray or pale. Another cause of steatorrhea is due to the adverse effect of octreotide or lanreotide, which are analogs of somatostatin, used clinically to treat acromegaly.
· Associated diseases

· malabsorption, e.g. in inflammatory bowel disease, celiac disease, and abetalipoproteinemia
· exocrine pancreatic insufficiency
· pancreatitis
· choledocholithiasis (obstruction of the bile duct by a gallstone)

· pancreatic cancer (if it obstructs biliary outflow)

· primary sclerosing cholangitis
· bacterial overgrowth
· short bowel syndrome
· cystic fibrosis
· Zollinger-Ellison syndrome
· giardiasis (a protozoan parasite infection)

· Graves' disease / hyperthyroidism
· abuse or misuse of certain prescribed slimming pills (such as Orlistat)
· treatment is aimed at the undeyling cause, or digestive enzyme supplement
Laprascopic cholecystectomy

· treatment of choice for symptomatic gall bladder disease
· minimal trauma to abdominal wall
· home same day for most patients
· return to work in a few days
· contraindicated if stones are in the common bile duct
· doesn’t allow for exploration or removal of stones from the common duct
· complications include damage to the billiary tract and hemorrhage
· gallbladder is removed through 4 small punctures into the abdomen
· complications (contraindications) also include: damage to the common bile duct, peritionitis, portal hypertension, peforation, infection
· monitor for postoperative complications such as bleeding
· encourage cough and deep breath early ambulation
· pain mgmt
· splint abdomen when coughing
· a common postoperative complication is referred to as pain in shoulder because of the CO2 that was not released or adsorbed by the body. The CO2 can irritate the phrenic nerve and the diaphragm and cause some difficulty in breathing. Placing the patient in the sims position helps move the gas pocket away from the diapraghm
Cirrohsis

· is a chronic progressive disease of the liver characterized by diffuse damage to cells with firbrosis and nodular regeneration
· repeated damage to the cells causes scar tissue formation
· complications include portal hypertension, ascites, esophageal varices, jaundice, portal encephalopathy
· types of cirrhosis
· Laennecs Cirrhosis- alcohol induced, nutritional, or portal. Cellular necrosis causes eventual widespread scar tissue, and fibrotic infiltration of the liver: 
· Post Necrotic Cirrhosis- occurs after massive liver necrosis, viral hepatitis, or exposure to hepatotoxins, the scar tissue can cause destruction of entire liver lobes; needs immediate attention
· Billiary Cirrhosis- develops from chronic billiary obstruction, bile stasis, and inflammation resulting in severe jaundice
· Cardiac Cirrhosis – associated with severe right sided CHF, and results in a enlarged, edematous liver, liver becomes anoxic and results in liver cell necrosis
· Assessment or signs and symptoms:
· Anorexia and weight loss
· Early morning nausea and vomiting
· Dyspepsia
· Flatus and changed bowel habits
· Emaciation
· Jaundice
· Abdominal pain or tenderness
· Ascites
· Peripheral edema
· Dry skin or rashes
· Spider angiomas
· Hepatomegaly
· Protruding belly button
· Dilated abdominal veins
· Astrexis or liver flap: a coarse tremor characterized by rapid, non rhythmic extension and flexions in the wrist and fingers
· Delirium 
· Interventions
· Elevate HOB
· If ascites and edema not present high protein diet with vitamin supplements is recommended
· Vitamins include B complex, A,C, K, Folic acid, and Thiamine
· Restrict sodium intake and fluid intake as prescribed
· Diuretics
· I&O
· Weigh client and measure abdominal girth daily
· Monitor LOC
· Monitor for astrexis 
· Monitor for varices
· Monitor Labs (coagulation) administer vitamin K
· Low sodium antacids
· Lactulose therapy- for ammonia buildup
· Restrict alcohol intake
· If needed paracentesis
Portal Hypertension

· Is a persistent increase in pressure of the portal vein that develops as a result of obstruction of flow 
· Can cause hemmorhoids or esophageal varices 
· Number one problem is dyspnea related to varices
· Can have anasarca or generalized non pitting edema
· Causes can be divided into prehepatic, intrahepatic, and posthepatic. Intrahepatic causes include liver cirrhosis, and hepatic fibrosis (e.g. due to Wilson's disease, hemochromatosis, or congenital fibrosis). Prehepatic causes include portal vein thrombosis or congenital atresia. Posthepatic obstruction occurs at any level between liver and right heart, including hepatic vein thrombosis, inferior vena cava thrombosis, inferior vena cava congenital malformation, and constrictive pericarditis
· Consequences of portal hypertension are caused by blood being forced down alternate channels by the increased resistance to flow through the systemic venous system rather than the portal system. They include:

· Ascites (free fluid in the peritoneal cavity).[1]
· Hepatic encephalopathy.

· Increased risk of spontaneous bacterial peritonitis.

· Increased risk of hepatorenal syndrome.

· Splenomegaly (enlargement of the spleen) with consequent sequestration[disambiguation needed ] therein of red blood cells, white blood cells, and platelets, together leading to mild pancytopenia.

· Portacaval anastomoses: Esophageal varices, gastric varices, anorectal varices (not to be confused with hemorrhoids), and caput medusae. Esophageal and gastric varices pose an ongoing risk of life-threatening hemorrhage, with hematemesis or melena
· Prophylaxis of variceal bleeding

Both pharmacological (B-blocker like Propranolol and isosorbide mononitrate) and endoscopic (banding ligation) treatment have similar results. TIPS (transjugular intrahepatic portosystemic shunting) is superior to either of them at reducing rate of rebleeding. Disadvantages of TIPS include high cost and increased risk of hepatic encephalopathy, and it does not improve the mortality rate.

· Management of active variceal bleeding

After resuscitation, which may require blood transfusion, the management of active variceal bleeding includes administering vasoactive drugs (somatostatin, octreotide or terlipressin), endoscopic banding ligation, balloon tamponade and TIPS.

· Management of ascites

This should be gradual to avoid sudden changes in systemic volume status which can precipitate hepatic encephalopathy, renal failure and death. The management includes salt restriction, diuretics (spironolactone), paracentesis, transjugular intrahepatic portosystemic shunt (TIPS) and peritoneovenous shunt.

· Control of hepatic encephalopathy

This includes reduction of dietary protein, followed by lactulose and use of oral antibiotics

Hepatitis A

· Fecal oral route
· Incubation is 10-15 days
· HAV is found is feces 2 or more weeks before the onset of symptoms and up to 1 week after the onset of jaundice
· Widespread inflammation of the liver
· Hepatocytes undergo pathologic changes by the bodies immune system response to the virus
· Necrosis and the damage leads to impairment of function
· Healing begins in 3 to 4 months
· Clinical manifestations:
· Anorexia
· Nausea and vomting
· RUQ pain
· Constipation and diarrhea
· Malaise
· Headache
· Fever
· Urticaria
· Hepatomegaly
· Splenomegaly
· Weight loss
· Jaundice
· Weight loss
· Pruritis
· Dark urine
· Light stools 
· Fatigue
· Weight loss
· Preicteric stage: first stage preceding the appearance of jaundice- flu like symptoms, pain, serum billirubin and enzyme levels are elevated
· Icteric stage- second stage- includes appearance of jaundice, associated symptoms are elevated billirubin, dark or tea colored urine, clay colored stools
· Posticteric stage- jaundice decreases and stool and urine return to normal
· Testing is established by the presence of HAV antibodies in the blood, IGM, IgG in the blood indicate inflammation and infection
· Prevention
· Strict handwashing
· Stool and needle precautions
· HAVRIX or hep a vaccine
· No specific drug therapies for treatment of viral hep
· Supportive drug therapies include TIGAN (antiemetic)
· Avoid narcotics
Jaundice

· is a yellowish pigmentation of the skin, the conjunctival membranes over the sclerae (whites of the eyes), and other mucous membranes caused by hyperbilirubinemia (increased levels of bilirubin in the blood). This hyperbilirubinemia subsequently causes increased levels of bilirubin in the extracellular fluid. Concentration of bilirubin in blood plasma does not normally exceed 1 mg/dL (>17µmol/L). A concentration higher than 1.8 mg/dL (>30µmol/L) leads to jaundice.

· Jaundice is often seen in liver disease such as hepatitis or liver cancer. It may also indicate obstruction of the biliary tract, for example by gallstones or pancreatic cancer, or less commonly be congenital in origin
· The conjunctiva of the eye are one of the first tissues to change color as bilirubin levels rise in jaundice. This is sometimes referred to as scleral icterus. However, the sclera themselves are not "icteric" (stained with bile pigment) but rather the conjunctival membranes that overlie them. The yellowing of the "white of the eye" is thus more properly termed conjunctival icterus.[4] The term "icterus" itself is sometimes incorrectly used to refer to jaundice that is noted in the sclera of the eyes, however its more common and more correct meaning is entirely synonymous with jaundice
Pre-hepatic

Pre-hepatic jaundice is caused by anything which causes an increased rate of hemolysis (breakdown of red blood cells). In tropical countries, malaria can cause jaundice in this manner. Certain genetic diseases, such as sickle cell anemia, spherocytosis, thalassemia and glucose 6-phosphate dehydrogenase deficiency can lead to increased red cell lysis and therefore hemolytic jaundice. Commonly, diseases of the kidney, such as hemolytic uremic syndrome, can also lead to coloration. Defects in bilirubin metabolism also present as jaundice, as in Gilbert's syndrome (a genetic disorder of bilirubin metabolism which can result in mild jaundice, which is found in about 5% of the population) and Crigler-Najjar syndrome.

In jaundice secondary to hemolysis, the increased production of bilirubin, leads to the increased production of urine-urobilinogen. Bilirubin is not usually found in the urine because unconjugated bilirubin is not water-soluble, so, the combination of increased urine-urobilinogen with no bilirubin (since, unconjugated) in urine is suggestive of hemolytic jaundice.

Laboratory findings include:

· Urine: no bilirubin present, urobilinogen > 2 units (i.e., hemolytic anemia causes increased heme metabolism; exception: infants where gut flora has not developed).

· Serum: increased unconjugated bilirubin.

· Kernicterus is associated with increased unconjugated bilirubin.

Hepatocellular

Hepatocellular (hepatic) jaundice can be caused by acute or chronic hepatitis, hepatotoxicity, cirrhosis, drug induced hepatitis and alcoholic liver disease. Cell necrosis reduces the liver's ability to metabolize and excrete bilirubin leading to a buildup of unconjugated bilirubin in the blood. Other causes include primary biliary cirrhosis leading to an increase in plasma conjugated bilirubin because there is impairment of excretion of conjugated bilirubin into the bile. The blood contains abnormally raised amount of conjugated bilirubin and bile salts which are excreted in the urine. Jaundice seen in the newborn, known as neonatal jaundice, is common in newborns [6] as hepatic machinery for the conjugation and excretion of bilirubin does not fully mature until approximately two weeks of age. Rat fever (leptospirosis) can also cause hepatic jaundice. In hepatic jaundice, there is invariably cholestasis.

Laboratory findings depend on the cause of jaundice.

· Urine: Conjugated bilirubin present, urobilirubin > 2 units but variable (except in children). Kernicterus is a condition not associated with increased conjugated bilirubin.

· Plasma protein show characteristic changes.

· Plasma albumin level is low but plasma globulins are raised due to an increased formation of antibodies.

Bilirubin transport across the hepatocyte may be impaired at any point between the uptake of unconjugated bilirubin into the cell and transport of conjugated bilirubin into biliary canaliculi. In addition, swelling of cells and oedema due to inflammation cause mechanical obstruction of intrahepatic biliary tree. Hence in hepatocellular jaundice, concentration of both unconjugated and conjugated bilirubin rises in the blood. In hepatocellular disease, there is usually interference in all major steps of bilirubin metabolism - uptake, conjugation and excretion. However, excretion is the rate-limiting step, and usually impaired to the greatest extent. As a result, conjugated hyperbilirubinaemia predominates.[7]
Post-hepatic

Post-hepatic jaundice, also called obstructive jaundice, is caused by an interruption to the drainage of bile in the biliary system. The most common causes are gallstones in the common bile duct, and pancreatic cancer in the head of the pancreas. Also, a group of parasites known as "liver flukes" can live in the common bile duct, causing obstructive jaundice. Other causes include strictures of the common bile duct, biliary atresia, cholangiocarcinoma, pancreatitis and pancreatic pseudocysts. A rare cause of obstructive jaundice is Mirizzi's syndrome.

In complete obstruction of the bile duct, no urobilinogen is found in the urine, since bilirubin has no access to the intestine and it is in the intestine that bilirubin gets converted to urobilinogen to be later released into the general circulation. In this case, presence of bilirubin (conjugated) in the urine without urine-urobilinogen suggests obstructive jaundice, either intra-hepatic or post-hepatic.

The presence of pale stools and dark urine suggests an obstructive or post-hepatic cause as normal feces get their color from bile pigments. However, although pale stools and dark urine are a feature of biliary obstruction, they can occur in many intra-hepatic illnesses and are therefore not a reliable clinical feature to distinguish obstruction from hepatic causes of jaundice.[8]
Patients also can present with elevated serum cholesterol, and often complain of severe itching or "pruritus" because of the deposition of bile salts.

No single test can differentiate between various classifications of jaundice. A combination of liver function tests is essential to arrive at a diagnosis.

· Complications of jaundice include sepsis especially cholangitis, biliary cirrhosis, pancreatitis, coagulopathy, renal and liver failure. Other complications are related to the underlying disease and the procedures employed in the diagnosis and management of individual diseases. Cholangitis especially the suppurative type (Charcot’s triad or Raynaud’s pentad) is usually secondary to choledocholithiasis. It may also complicate procedures like ERCP. Treatment should include correction of coagulopathy, fluid/electrolyte anomaly, antibiotics and biliary drainage with ERCP where available or trans-hepatic drainage or surgery
Hepatic Encephalopathy

· complication of cirrohsis

· late manifestation

· neurologic problem

· hepatic coma

· altered consciousness, mentation, and motor function

· ammonia levels are high

· use meds like diuretics, medications to reduce nitrogen load, vitamin K, antacids, avoid meds metabolized by the liver

· reduce sodium intake

· vitamin and mineral supplements

· cephulac or lactulose to decrese ammonia levels

· avoid factors that precipitate encephalopathy

· LOC

· same nurse to notice subtle changes

· low protein diet

· administer meds or enemas to reduce nitrogenous products

· factors that precipitate this

· high ammonia

· constipation

· high protein diet

· hypoxia

· gi bleed- ruptured varice

· hypokalemia

· blood transfusion

· hypovolemia

· surgery

· meds like sedatives, tranquilizers, anesthesia

Crohns Disease

· inflammatory disease that can occur anywhere in the GI tract but most often affects the terminal ileum and leads to thickening  scarring and a narrowing lumen fistulas abcess, ulcerations

· characterized by remissions and exacerbations 

· s/s or assessment

· fever

· cramp like colicky pain after meals

· diarrhea

· abdominal distention

· anorexia, nausea, and vomiting

· weight loss

· anemia

· dehydration

· electrolyte imbalance

·  care is similar to that of ulcerative colitis except surgery is avoided as much as possible because of the recurrence of the disease

· care: 

Peritoneovenous shunt

· to reduce portal venous pressure 

· shunt will excrete excess fluid through bowel and bladder

· for ascites

· goal is to increase sodium and water excretion

· complications include: thrombosis, fluid overload, variceal hemorrhage, and shunt occlusion

· doesn’t improve survival rates

Paracentesis:

· used in management of ascities

· needle puncture of the abdominal cavity

· is reserved for the patient with impaired respiration and abdominal pain

· only temporary

Diverticular Disease

· outpouching or herniation of the intestinal mucosa

· occur in any part of the colon but usually found in the sigmoid colon

· can become inflamed and perforate leading to peritonitis

· every body has diverticula

· assessment:

· left lower quadrant pain that increases with coughing straining or lifting

· elevated temp

· flatulence

· cramplike pain

· abdominal distention or tenderness

· palpable tender rectal mass

· blood in stool

· interventions

· bed rest

· NPO or clear liquids

· fiber containing diet

· antibiotics, analgesics, anticholinergics

· avoid things that increase intrabdominal pressure

· monitor for perforation, hemmhorhage, fistulas and abcessess

· avoid gas forming foods

· avoid high fiber foods

· surgical interventions – colon resection with primary anastamosis

· temporary or permanent colostomy

INCISIONAL CHOLECYSTECTOMY

NUTRITIONAL STATUS – Weight, BMI, Hair, Skin, Nails, protein, albumin, iron, H and H, NA, K, CBC

