Cholecystitis

Etiology and Pathophysiology
■ Impaired bile flow → gallbladder inflammation (cholelithiasis), distention,and autolysis. This leads to gangrene or perforation; blocked bile flow may→ obstructive jaundice
■ Usually secondary to gallstones or other precipitates
Risk Factors
■ 4 Fs: fair, fat, ≥ forty, female
■ Rapid ↓weight, cirrhosis
■ Estrogen therapy
■ Multiple pregnancies
■ DM
Signs and Symptoms
■ RUQ abdominal pain usually radiating to back subscapular area especially after ↑fat meal
■ N&V, ↑T, rebound tenderness, obstructive jaundice evidenced by yellow skin and sclera, dark urine, and clay-colored stools
■ Signs of bleeding 2_ ↓fat digestion causing ↓absorption of the fat soluble vitamin K
■ ↑WBC, ↑serum bilirubin, ↑alkaline phosphatase
Treatment
Morphine given to relive pain
■ Laparoscopic or abdominal removal of gallbladder (cholecystectomy)
■ Incision into common bile duct (choledochostomy)
■ Dissolution of stones by oral chenodiol or infusion of solvent into
Gallbladder.
Antibiotics should be given to treat infection
Iv therapy to replace fluid and electrolytes.
Antiemetic's given to stop vomiting.

Nursing management

■ Monitor S&S
■ Teach ↓fat diet; teach use of incentive spirometer and coughing (incision near diaphragm)
■ Preoperative vitamin K, analgesics
■ Maintain T-tube drainage if bile duct explored. Tube will be removed when stool regains brown color, which indicates bile flow.





Gastroesophageal Reflux Disease (GERD)

Etiology and Pathophysiology
■ Gastric contents enter esophagus causing inflammation; may cause a precancerous condition (Barrett’s esophagus)
■ Secondary to ↓lower esophageal sphincter (LES) tone, obesity, hiatal hernia, pregnancy
Signs and Symptoms
■ Heartburn (pyrosis), hoarseness, wheezing, dysphagia
■ Esophageal pH shows acidity, 
Dignostic test 
endoscopy or barium swallow reveal tissue damage
Treatment
■ Proton pump inhibitors, H2 receptor blockers, antacids,cholinergics
■ Surgery to tighten esophageal fundus
Hiatal Hernia
Etiology and Pathophysiology
■ Part of stomach slides upward into thoracic cavity; may cause reflux,obstruction, hemorrhage
■ Secondary to obesity, congenital weakness, pregnancy, female gender
Signs and Symptoms
■ May be a symptomatic, evident in barium swallow
■ Sense of fullness, regurgitation, pyrosis, dysphagia, nocturnal dyspnea
Treatment
■ Paraesophageal hernias may require emergency surgery to ↓restricted
blood flow
■ See GERD
Nursing Care for Hiatal Hernia and GERD
■ Monitor S&S; support weight control
■ Teach patient to have small, frequent, low-fat meals; drink fluids between meals; and remain upright 1hr after meals
■ Teach patient to ↑HOB to prevent nighttime distress
■ Advise patient to avoid tight belts and waistlines and to avoid chocolate, caffeine, alcohol, and peppermint, which ↓LES tone
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Etiology and Pathophysiology
■ Fibrous scar tissue and fat accumulate in liver →hepatomegaly and portal
hypertension. Results in esophageal varices, hemorrhoids, obstructive
jaundice and ascites
■ ↓Liver function →↓metabolism →↑ammonia (a metabolized protein
by-product) →encephalopathy
Risk Factors
■ Alcoholism (most common), hepatitis or biliary disease
■ Industrial chemicals, male gender, 40-60yr old
Signs and Symptoms
■ ↑Liver enzymes (AST, ALT, LDH, GGT), jaundice, hepatomegaly
■ ↓Albumin, ↑bilirubin, ↓globulins, ↑ammonia, ↑PT
■ Ascites, GI varices, edema secondary to ↓albumin and ↑aldosterone,
which causes retention of Na and H2O
■ Confusion, agitation, flapping hand tremors (asterixis)
■ Liver biopsy to confirm diagnosis.

Assessing for Cirrhosis


9-10Be alert for the following signs and symptoms:
Compensated
• Intermittent mild fever
• Vascular spiders
• Palmar erythema (reddened palms)
• Unexplained epistaxis
• Ankle edema
• Vague morning indigestion
• Flatulent dyspepsia
• Abdominal pain
• Firm, enlarged liver
• Splenomegaly
Decompensated
• Ascites
• Jaundice
• Weakness
• Muscle wasting
• Weight loss
• Continuous mild fever
• Clubbing of fingers
• Purpura (due to decreased platelet count)
• Spontaneous bruising
• Epistaxis
• Hypotension
• Sparse body hair
• White nails
• Gonadal atrophy




Treatment
■ Vitamins (A, D, E, K, B), zinc, colchicine, K_ sparing diuretics
■ Lactulose to ↓ammonia; albumin
■ Portal caval shunt, sclerotherapy or balloon tamponade for varices
■ Paracentesis for ascites with dyspnea

Nursing management
■ Monitor S&S, I&O, abdominal girth
■ Teach to avoid alcohol
■ Liver biopsy: Have patient hold breath during needle insertion; keep on
right side with pillow against insertion site. Assess for bleeding



■ Paracentesis: Have patient void before and maintain an upright position
during procedure; after assess respiratory status, S&S of shock, persistent
leakage
■ Balloon tamponade: Provide oral suction, maintain traction on gastric
balloon, monitor pressure of esophageal balloon


Pancreatitis
Etiology and Pathophysiology
■ Obstruction of pancreatic duct causes reflux of trypsin resulting in autodigestion that leads to inflammation
■ Possible necrosis with calcification, perforation, or hemorrhage
■ Pancreatic pseudocysts or abscesses may develop
■ May be idiopathic, acute or chronic and result in DM



Risk Factors
■ Alcoholism in middle-age men, biliary disease in older females
■ Extremely high triglycerides (_1000mg/dL)
Signs and Symptoms
■ Epigastric pain that ↑with eating and may radiate to thorax/back
■ N&V, ↑decrease weight
■ Abdominal distention, jaundice
■ Steatorrhea and glucose intolerance with chronic pancreatitis
■ ↑Amylase, ↑lipase, ↓serum calcium
■ S&S of perforation: Rebound tenderness, rigid abdomen, shock
Treatment
■ NPO, IVF and electrolyte replacement
■ NGT to ↓GI motility and ↓secretions
■ Antibiotics, anticholinergics, pancreatic enzymes (lipase, trypsin, amylase) with meals for chronic pancreatitis
■ Surgery if secondary to biliary disease



Nursing care
■ Give analgesics but avoid morphine; may ↑spasm of sphincter of Oddi
■ Vitamins A and E, andfat diet as ordered
■ Monitor I&O, S&S of tetany and hyperglycemia
■ Provide small frequent meals
[bookmark: _GoBack]■ Support abstinence from alcohol; 













VIRAL HEPATITIS
Viral hepatitis is a systemic, viral infection in which necrosis
and inflammation of liver cells produce a characteristic
cluster of clinical, biochemical, and cellular changes. To



Hepatitis A virus (HAV)

 
Hepatitis A, formerly called infectious hepatitis, is caused by an RNA virus of the
Enterovirus family. In the United States, the disease is seen
mainly in the adult population. Fewer than 25% of children
have antibodies to HAV. This form of hepatitis is transmitted primarily through the fecal–oral route, by the ingestion of food or liquids infected by the virus. It is more prevalent
in countries with overcrowding and poor sanitation. The virus has been found in the stool of infected patients before the onset of symptoms and during the first few days of illness.
Typically, a child or a young adult acquires the infection at school through poor hygiene, hand-to-mouth contact, or close contact during play. The virus is carried home, where
haphazard sanitary habits spread it through the family. An infected food handler can spread the disease, and people can contract it by consuming water or shellfish from sewage-contaminated waters. 

 comparision between types of hepatities
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Clinical Manifestations
Many patients are anicteric (without jaundice) and symptomless. When symptoms appear, they resemble those of a mild, flulike upper respiratory tract infection, with low grade
fever. Anorexia, an early symptom, is often severe. It is thought to result from release of a toxin by the damaged liver or from failure of the damaged liver cells to detoxify an
abnormal product. 
Later,Icteric phase jaundice and dark urine may become apparent. Indigestion is present in varying degrees, marked by vague epigastric distress, nausea, heartburn, and
flatulence. The patient may also develop a strong aversion to the taste of cigarettes or the presence of cigarette smoke and other strong odors.
Posticteric phase These symptoms tend to clear as soon as the jaundice reaches its peak, perhaps 10 days after its initial appearance. Symptoms may be mild in children; in adults, they may be more severe and the course of the disease prolonged.

Assessment and Diagnostic Findings
The liver and spleen are often moderately enlarged for a few days after onset; other than jaundice, there are few other physical signs. Hepatitis A antigen may be found in the
stool 7 to 10 days before illness and for 2 to 3 weeks after symptoms appear. HAV antibodies are detectable in the serum, but usually not until symptoms appear. Analysis of
subclasses of immunoglobulins can help determine whether the antibody represents acute or past infection.



Prevention


  Encourage proper community and home sanitation.
• Encourage conscientious individual hygiene.
• Instruct patients regarding safe practices for preparing
and dispensing food.
• Support effective health supervision of schools, dormitories,
extended care facilities, barracks, and camps.
• Promote community health education programs.
• Facilitate mandatory reporting of viral hepatitis to local
health departments.
• Recommend vaccination for all children 1 year of age and
older.
• Recommend vaccination for travelers to developing
countries, illegal drug users (injection and noninjection drug users), men who have sex with men, and people
with chronic liver disease, and recipients (eg, hemophiliacs)
of pooled plasma products.
• Promote vaccination to interrupt community-wide
outbreaks.


Hepatitis B


Unlike HAV, the hepatitis B virus (HBV) is transmitted primarily
through blood (percutaneous and permucosal routes). HBV can be found in blood, saliva, semen, and vaginal secretions and can be transmitted through mucous membranes
and breaks in the skin. HBV is also transferred from carrier mothers to their infants, especially in areas with a high incidence(eg, Southeast Asia). The infection usually is not
transmitted via the umbilical vein but from the mother at the time of birth and during close contact afterward. HBV has a long incubation period. It replicates in the
liver and remains in the serum for relatively long periods,allowing transmission of the virus. Screening of blood
donors has greatly reduced the occurrence of hepatitis B after blood transfusion.
Most people (more than 90%) who contract HBV infection develop antibodies and recover spontaneously in 6 months. The mortality rate from hepatitis B has been reported
to be as high as 10%. Another 10% of patients who have hepatitis B progress to a carrier state or develop chronic hepatitis with persistent HBV infection and hepatocellular


Risks factors for hepatitis  B


Frequent exposure to blood, blood products, or other
body fluids
• Health care workers: hemodialysis staff, oncology and
chemotherapy nurses, personnel at risk for
needlesticks, operating room staff, respiratory
therapists, surgeons, dentists
• Hemodialysis
• Male homosexual and bisexual activity
• IV/injection drug use
• Close contact with carrier of HBV
• Travel to or residence in area with uncertain sanitary conditions
• Multiple sexual partners
• Recent history of sexually transmitted disease
• Receipt of blood or blood products (eg, clotting factor concentrate).

Clinically, the disease closely resembles hepatitis A, but the incubation period is much longer (1 to 6 months). Signs and symptoms of hepatitis B may be insidious and variable.
Fever and respiratory symptoms are rare; some patients have
arthralgias and rashes. The patient may have loss of appetite,dyspepsia, abdominal pain, generalized aching, malaise, and weakness. Jaundice may or may not be evident.
If jaundice occurs, light-colored stools and dark urine accompany
it. The liver may be tender and enlarged to 12 to14 cm vertically. The spleen is enlarged and palpable in af ew patients; the posterior cervical lymph nodes may also be
enlarged.


Assessment and Diagnostic Findings
HBsAg appears in the circulation in 80% to 90% of infected
patients 1 to 10 weeks after exposure to HBV and 2
to 8 weeks before the onset of symptoms or an increase in
transferase levels. 

Clinically, the disease closely resembles hepatitis A, but the incubation period is much longer (1 to 6 months). Signs and symptoms of hepatitis B may be insidious and variable.
Fever and respiratory symptoms are rare; some patients have arthralgias and rashes. The patient may have loss of appetite,dyspepsia, abdominal pain, generalized aching,
malaise, and weakness. Jaundice may or may not be evident.If jaundice occurs, light-colored stools and dark urine accompany it. The liver may be tender and enlarged to 12 to
14 cm vertically. The spleen is enlarged and palpable in a few patients; the posterior cervical lymph nodes may also be enlarged. Subclinical episodes also occur frequently.



Nursing management 

Convalescence may be prolonged, with complete symptomatic
recovery .During this stage, gradual resumption of physical activity is
encouraged after the jaundice has resolved.
The nurse identifies psychosocial issues and concerns, particularly
the effects of separation from family and friends if the patient is hospitalized during the acute and infective stages.
Even if not hospitalized, the patient will be unable to work and must avoid sexual contact. Planning is required to minimize social isolation. Planning that includes the family helps to reduce their fears and anxieties about the spread of the disease.
Promoting Home and Community-Based Care
Teaching Patients Self-Care
Because of the prolonged period of convalescence, the patient
and family must be prepared for home care. Provision



CHART
39-10 Risk Factors for Hepatitis C
  Recipient of blood products or organ transplant before
1992 or clotting factor concentrates before 1987
• Health care and public safety workers after needle stick
injuries or mucosal exposure to blood
• Children born to women infected with hepatitis C virus
• Past/current illicit IV/injection drug use
• Past treatment with chronic hemodialysis
• Multiple sex partners, history of sexually transmitted
disease, unprotected sex
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