Questions 
1. What is cirrhosis? Describe the consequences of cirrhosis?

2. What can you say about his nutritional status? State the major cause for this condition

3. Describe some specific nutrient deficiencies associated worth alcohol abuse?

4. What are the specific symptoms of his disease condition? Explain the development of these symptoms?

5. Recommend some dietary measures for his condition and state the rationale for each.

Answers 

· What is cirrhosis? Describe the consequences of cirrhosis?
  Cirrhosis is characterized anatomically by widespread nodules in the liver combined with fibrosis. The fibrosis and nodule formation causes distortion of the normal liver architecture which interferes with blood flow through the liver. Cirrhosis can also lead to an inability of the liver to perform its biochemical functions. This a chronic inflammatory condition in which the liver is severely damage and becomes hard and fibrous. Cirrhosis is almost guaranteed when one drinks alcoholic beverages for many years. 

Cirrhosis of the liver is a consequence of chronic liver disease characterized by replacement of liver tissue by fibrotic scar tissue as well as regenerative nodules, leading to progressive loss of liver function. Cirrhosis is most commonly caused by alcoholism and hepatitis C, but has many other possible causes.
Consequences

· Bruising and bleeding due to decreased production of coagulation factors. 

· Jaundice due to decreased processing of bilirubin. 

· Itching (pruritus) due to bile products deposited in the skin. 

· Hepatic encephalopathy - the liver does not clear ammonia and related nitrogenous substances from the blood, which are carried to the brain, affecting cerebral functioning: neglect of personal appearance, unresponsiveness, forgetfulness, trouble concentrating, or changes in sleep habits. 

· Sensitivity to medication due to decreased metabolism of the active compounds. 

· Hepatocellular carcinoma is primary liver cancer, a frequent complication of cirrhosis. It has a high mortality rate. 

· Portal hypertension - blood normally carried from the intestines and spleen through the portal vein flows more slowly and the pressure increases; this leads to the following complications: 

· Ascites - fluid leaks through the vasculature into the abdominal cavity. 

· Esophageal varices - collateral portal blood flow through vessels in the stomach and esophagus. These blood vessels may become enlarged and are more likely to burst. 

2. What can you say about his nutritional status? State the major cause for this condition.
           I think his nutritional status is poor because of too much drinking of alcohol. He lost weight because he do not eat adequate amount of food due to high caloric content of alcohol. This prevent Mr. X from getting the required vitamins and minerals to maintain his good health. I think Mr. X will be malnourished because alcohol decrease the secretion of enzyme in the pancreas that will hinder the digestion of foods. And also alcohol inhibits the absorption of nutrients into the blood. 
3. Describe some specific nutrient deficiencies associated worth alcohol abuse?

· Plasma protein levels fall leading to failure of capillary fluid shift mechanism causing ascites.

· Lipotropic agents are not supplied for fat conversion to lipoproteins and damaging fat accumulates in the liver tissue.

· Blood clothing mechanisns are impaired since factors such as prothrombin and fibrinogen are not adequately produced

· hepatitis and cirrhosis of the liver 

· gastritis (inflammation of the stomach lining) or pancreatitis (inflammation of the pancreas) 

· high blood pressure (which can lead to stroke) 

· certain types of cancer, including mouth and throat 

· damage to the brain 

· heart failure 

· neurological problems such as epilepsy 

· certain types of vitamin deficiency

· 9.obesity 

· sexual problems 

· infertility 

· muscle disease 

· skin problems 
4. What are the specific symptoms of his disease condition? Explain the development of these symptoms?
· Jaundice is a yellowing of the skin, conjunctiva (clear covering over the sclera, or whites of the eyes) and mucous membranes caused by increased levels of bilirubin in red blooded animals. When red blood cells die, the heme in their hemoglobin is converted to bilirubin in the spleen and in the hepatocytes in the liver. The bilirubin is processed by the liver, enters bile and is eventually excreted through feces.

· Spider angiomata or spider nevi. Vascular lesions consisting of central arteriole surrounded by many smaller vessels due to an increase in estradiol. 

· Palmar erythema. Exaggerations of normal speckled mottling of the palm, due to altered sex hormone metabolism. 

· Nail changes. 

· Muehrcke's nails - paired horizontal bands separated by normal color due to hypoalbuminemia (low production of albumin). 

· Terry's nails - proximal two thirds of the nail plate appears white with distal one-third red, also due to hypoalbuminemia 

· Clubbing --- Angle between the nail plate and proximal nail fold > 180 degree

· Hypertrophic osteoarthropathy. Chronic proliferative periostitis of the long bones that can cause considerable pain. 

· Dupuytren's contracture. Thickening and shortening of palmar fascia that leads to flexion deformities of the fingers. Thought to be due to fibroblastic proliferation and disorderly collagen deposition. It is relatively common (33% of patients). 

· Gynecomastia. Benign proliferation of glandular tissue of male breasts presenting with a rubbery or firm mass extending concentrically from the nipples. This is due to increased estradiol and can occur up to 66% of patients. 

· Hypogonadism. Manifested as impotence, infertility, loss of sexual drive, and testicular atrophy due to primary gonadal injury or suppression of hypothalamic or pituitary function. 

· Liver size. Can be enlarged (hepatomegaly), normal, or shrunken. 

· Splenomegaly. Due to congestion of the red pulp as a result of portal hypertension. 

· Ascites. Accumulation of fluid in the peritoneal cavity giving rise to flank dullness (needs about 1500 mL to detect flank dullness). 

· Caput medusa. In portal hypertension, the umbilical vein may open. Blood from the portal venous system may be shunted through the periumbilical veins into the umbilical vein and ultimately to the abdominal wall veins, manifesting as caput medusa. 

· Cruveilhier-Baumgarten murmur. Venous hum heard in epigastric region due to collateral connections between portal system and the remnant of the umbilical vein in portal hypertension. 

· Fetor hepaticus. Sweet pungent smell in breath due to increased dimethyl sulfide due to severe portal-systemic shunting. 

· Jaundice. Yellow discoloring of the skin, eye, and mucus membranes due to increased bilirubin (at least 2-3 mg/dL or 30 mmol/L). Urine may also appear dark. 

· Asterixis. Bilateral asynchronous flapping of outstretched, dorsiflexed hands seen in patients with hepatic encephalopathy. 

· Other. Weakness, fatigue, anorexia, weight loss. 
5. Recommend some dietary measures for his condition and state the rationale for each.

· A low-sodium, high protein diet is encouraged, as cirrhosis is an energy-consuming process.

· Salt restriction is often necessary, as cirrhosis leads to accumulation of salt (sodium retention).

· Completely refrain from alcohol consumption. To prevent other symtoms to occur.

· Texture of food. If esophageal varices develop, it may be necessary to give soft foods that are smooth in texture to prevent danger of rupture and hemorrhage.

· Protein according to tolerance. Protein is needed to correct severe under-nutrition, regenerate functional liver tissue, and replenish plasma protein. However, if signs of hepatic coma appear, protein must be adjusted to individual tolerance.
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