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 Pseudoachalasia, which Is due to narrowing of the distal esophagus secondary to causes 
other than denervatlon (eg, esophageal cancer), can closely mimic achalasia. Clues 
pointing to pseudoachalasla include significant weight loss, rapid symptom onset, and 
presentation at age >60. Consequently, endoscopy is recommended to exclude malignancy 
in all patients with suspected achalasia 

  

 Chronic alcohol use Is thought to potentiate acetaminophen hepatotoxicity by depleting 
glutathione levels and Impairing the glucuronidation process. 

 Toxicity results from overproduction of the toxic metabolite N-acetyl-p-benzoquinone imine 
(NAPQI which leads to hepatic necrosis. 

 In ALF due to acetaminophen toxicity, L T is firmly indicated in patients with grade Ill or IV HE, PT 
>1 00 seconds, and serum creatinine >3.4 mg/dl (such as this patient). One year survival following 
L T for ALF Is approximately 80%. 



  

 Amylase rises within 6-12 hours of symptom onset and may remain elevated for 3-5 days. Lipase 
rises within 4-8 hours of symptom onset but remains elevated longer than amylase (8-14 days). 
As a result. lipase Is more useful and sensitive than amylase for diagnosis (especially in alcoholics 
and patients presenting later in the disease course). 

 The serum triglyceride level generally must be >1,000 m g/dL to be considered a potential cause 
of pancreatitis. 

 Cholesterol emboli : • Skin manifestations: Livedo reticularis (reticulated, mottled, discolored 
skin), blue toe syndrome • Kidney manifestations: Acute kidney injury • Gastrointestinal 
manifestations: Pancreatitis, mesenteric ischemia 

 A ratio of AST to AL T >2 (thought to be due to hepatic deficiency of pyridoxal 5'-phosphate. an AL 
T enzyme cofactor) is very common In alcoholic liver disease (>90% In one study). 



  

  

 Carcinoids are well differentiated neuroendocrine tumors found most commonly in the distal 
small intestine, proximal colon, and lung. with a strong propensity for metastasis to liver. These 



tumors can secrete several products Including histamine, serotonin, and vasoactive intestinal 
peptide that are metabolized In the liver. In patients with liver metastasis, these  hormones are 
released directly into the systemic circulation, leading to carcinoid syndrome.Episodic flushing Is 
the hallmark of carcinoid syndrome and occurs in almost 85% of patients. Severe flushing may be 
associated with hypotension and tachycardia. Secretory diarrhea may be accompanied by 
abdominal cramping. Other common features Include cutaneous telangiectasias, bronchospasm, 
and tricuspid regurgitation. Pathognomonic plaque-like deposits of fibrous tissue occur most 
commonly on the endocardium on the right side of the heart, leading to tricuspid regurgitation 
and right-sided heart failure. Elevated 24-hour urinary 5- hydroxyindoleacetlc acid can confirm 
the diagnosis in most patients. 

 xylose is a monosaccharide that can be absorbed in the proximal small intestine without 
degradation by pancreatic or brush border enzymes. It is subsequently excreted in the urine. In 
the 0-xylose test. the patient is given an oral dose of 0-xylose, with subsequent assay of urine and 
venous blood. Patients with proximal small Intestinal mucosal disease (eg, cellae disease) cannot 
absorb the 0-xylose in the intestine, and urinary and venous 0-xylose levels will be low. By 
contrast, patients with malabsorption due to enzyme deficiencies (eg, chronic pancreatitis) will 
have normal absorption of 0- xylose (Choice 0 ). A false-positive 0-xylose test (ie, decreased 
urinary excretion o 0- xylose despite normal mucosal absorption) can be se,en in patients with 
delayed gastric emptying or impaired glomerular filtration. 

  



  

 postcholecystectomy syndrome (PCS). PCS refers to persistent abdominal pain or dyspepsia (eg, 
nausea) that occurs either postoperatively (early) or months to years (late) after a 
cholecystectomy. PCS can be due to biliary (eg, retained common bile duct or cystic duct stone, 
biliary dyskinesia) or extra-biliary (eg, pancreatitis. peptic ulcer disease, coronary artery disease) 
causes. Patients usually notice the same pain they had prior to surgery, new pain just after 
surgery, or the same pain that never went away. 

  



  

 In contrast to widespread Inflammation in acute pancreatitis, CP causes patchy inflammation and 
fibrosis (burned-out pancreas) and can present with normal or only slightly elevated serum 
amylase and lipase. Abdominal imaging showing pancreatic calcifications is the best way to 
confirm CP 



  

 In patients with cirrhosis, spider angioma and palmar erythema both arise from hyperestrinism 
due to Impaired hepatic metabolism of circulating estrogens, a process that begins in the 
cytochrome P450 system. Circulating estrogens affect vascular wall dilation. Spider angioma 
consists of a central, dilated arteriole surrounded by smaller radiating vessels. Palmar erythema 
Is a result of increased normal speckling of the palm due to increased vasodilation, especially at 
the thenar and hypothenar eminences. Other manifestations of hyperestrinism In patients with 
cirrhosis include gynecomastia  testicular atrophy, and decreased body hair in males. 

 Oupuytren contracture occurs when the palmar fascia thickens and  shortens, deforming the 
hand. It Is usually most notable initially in the fourth and fifth digits and occurs due to fibroblast 
proliferation and collagen deposition, which are likely worsened by oxidative stress from 
increased free radical production 



  

 There are 2 subtypes of HRS. Type 1 Is rapidly progressive: most patients die within 10 weeks 
without treatment. Type 2 progresses more slowly, with an average survival of 3-6 months. The 
most common causes of death are infection and hemorrhage. 

  



  

 A polyp is a grossly visible protrusion from the flat mucosal surface of the intestine. Most polyps 
are benign. Polyps can be classified as follows: 

  1. Hyperplastic polyps: These are the most common non-neoplastic polyps in the colon. These 
arise from hyperplastic mucosal proliferation. No further worl<-up Is needed. 

  2. Hamartomatous polyps: These Include juvenile polyp (a non-malignant lesion, generally 
removed due to the risk of bleeding) and Peutz Jeghers polyp (generally non-malignant).  

 3. Adenoma: This Is the most common type of polyp found in the colon. It Is present in 
approximately 30-50 % of elderly people. These polyps are potentially premalignant; however, 
<1% of such polyps become malignant. Most polyps are asymptomatic; less than 5% of patients 
have positive occult stool tests. 

  The probability of an adenomatous polyp progressing into cancer can be judged clinically by the 
lesion's gross appearance, histology, and size. 

  1. Adenoma can be sessile or stalked (pedunculated). Cancer is seen more commonly In sessile 
polyps. 

  2. Histologically, adenoma Is divided Into tubular. tubulovillous, and the villous variety. Villous 
adenomas. which are most commonly sessile, are most likely (three times more likely than 
tubular adenoma for malignant transformation) to become malignant among all three varieties. 
Second on the list is tubulovillous, followed by tubular adenoma with the least risk of malignant 
transformation. Therefore, as the villus component Increases. the risk of malignancy increases. 

  3. The likelihood of an adenomatous lesion containing invasive cancer also depends on the size 
of the polyp. The risk is negligible (<2%) with< 1.5 em polyp. intermediate (2-10%) with 1.5--2 .5 
em size polyp, and substantial (1 0%) with polyps >2.5 em In size. 

 The American Cancer Society and the United States Preventive Services Task Force (USPSTF) 
strongly encourage routine colon cancer screening in all patients age >00 . Screening can be 
performed using high-sensitivity fecal occult blood testing (FOBT) annually, nexlble 
sigmoidoscopy every 5 years combined with FOBT every 3 years, or colonoscopy every 10 years. 
All 3 strategies decrease colon cancer mortality. Colonoscopy Is the most sensitive and specific 
test. but it is also the most cosUy and expertise dependent. 



 Patients with a history of colon cancer in a first degree relative should be screened at age 40 or 
10 years before the age of the relative's diagnosis. This patienrs father was diagnosed with colon 
cancer at age 50, and he should begin screening at age 40. 

  

  



  

  

 Abdominal CT scan with oral or rectal (not intravenous) contrast can confirm the diagnosis by 
showing contrast material in the bladder with thickened colonic and vesicular walls. Colonoscopy 
is usually recommended in patients diagnosed with colovesical fistula to exclude colonic 
malignancy. Treatment is typically surgical after resolution of the Infection. 

 The impact of dietary fiber on the Initial formation of diVerticulosis is unclear. However the 
incidence of acute diverticular complications is lower in individuals with a high intake of fruit and 
vegetable fiber. Physical activity is also inversely correlated with the risk of complications. 
Factors associated with an increased risk of complications Include heavy meat consumption, 
aspirin or nonsteroidal anti-inflammatory drug use (Choice F) obesity, and possibly smoking. 

 Drug-induced fiver disease can also be broadly categorized according to morphology: 

  1 cholestasis, which Is caused by medications such as chlorpromazine, nitrofurantoin 
erythromycin, and anabolic steroids; 

  2) fatty liver, which is caused by medications such as tetracycline, valproate, and antl-retrovirals;  

 3) hepatitis, which is caused by medications such as halothane, phenytoin, isoniazid, and alpha-
methyldopa; 



  4) toxic or fulminant liver failure, which Is caused by medications such as carbon tetrachloride 
and acetaminophen; and 

  5) granulomatous, which is caused by medications such as allopurinol and phenylbutazone. 

 Since this patient is on isoniazid, idiosyncratic liver Injury with a histological picture similar to 
viral hepatitis must be considered. While extrahepatic hypersensitivity manifestations like rash, 
arthralgias, fever, leukocytosis, and eosinophilia are common In patients with drug-Induced liver 
injury, they are characteristically absent In cases of Isoniazid-Induced hepatic cell injury 

 Definitive diagnosis of dyspepsia often requires endoscopy, a procedure that is invasive and 
relatively expensive, especially given the benign nature of most cases. Endoscopy should be 
considered In patients age >55 or with alarm symptoms (eg, weight loss bleeding, anemia, 
dysphagia, persistent vomiting}. In those without alarm symptoms evaluation for H pylori 
infection (eg, urea breath testing, stool antigen testing) can be performed. Patients who fall to 
Improve after initial management (eg, antibiotics if positive for H pylori, proton pump inhibitor) 
should undergo endoscopy. 

  



  



  

  



  



  

 Patients with upper (but not lower) Gl bleeding often have an elevated blood urea nitrogen 
(BUN) and elevated BUN/creatinine ratio. Possible causes include increased urea production from 
intestinal breakdown of hemoglobin and increased urea reabsorption In the proximal tubule due 
to associated hypovolemia. 

  



  

 Ail patients with chronic liver disease should be immunized against hepatitis A and B unless they 
are already immune, as they are at high risk for acute hepatic failure or cirrhosis upon infection 
with viral hepatitis 

  

 Needle biopsy is not recommended for suspected hepatic adenoma due to the risk of bleeding, 
and surgical excision is preferred. Possible long-term complications include progressive growth, 
rupture, and malignant transformation. 



  •Hypokalemia. which can exacerbate HE a.s the resultant intracellular acidosis  ( excreted 
Intracellular potassium replaced by hydrogen ions to maintain electroneutrallty) causes increased 
NH, production (glutamine conversion) in renal tubular cells  

  •Metabolic alkalosis (elevated bicarbonate), which can also exacerbate HE as It promotes 
conversion of ammonium (NH;), which cannot enter the CNS, to NH ,, which can As a result, 
patients 

  

  

  



  

  

 The hallmark of ischemic hepatopathy is a rapid and massive increase in the transamlnases with 
modest accompanying elevations in total bilirubin and. alkaline phosphatase. In patients who 
survive the underlying cause of their hypotension (e.g. septic shock, heart failure), liver enzymes 
typically return to normal within one to two weeks. 

  



  

  



  

Mainly HDL , No 

Cardiovascular Risk 
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  



  

 Hypotension, hypothennia, or paralytic ileus (dilated loops of bowel on x-ray) Indicate severe SBP 

  

  
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  
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  
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  


