Case of the Week: A Formula for Success
Section 1: Background

The Background Section should contain 3 paragraphs (approximately 350-500 words; no less than 350).
1. The first paragraph should present the history of the present illness of the patient, along with the venue of presentation and any other details of interest. The review of symptoms, including pertinent positive and negative symptoms, allergy history, medications the patient is taking, and family and social history should be presented in this paragraph.


2. The second paragraph should present the physical examination of the patient. The first few sentences of this paragraph should include a general description of the patient’s appearance (eg, well-appearing, cachetic, etc), along with a statement of the vital signs (including actual numbers). The vital signs should not be reported simply as “normal” or “stable”. The remainder of the paragraph should review the pertinent positive and negative findings of the physical examination.


3. The third paragraph should present the initial workup performed on the patient for their presentation. If laboratory investigations were sent, the results should generally be reported, unless the results form the basis of the diagnosis (in which that case they should be reported in the Discussion section of the case; please review our published cases and use your judgement). Any diagnostic studies (eg, radiology studies, electrocardiograms, echocardiogram, histology slides, etc.) or clinical photographs should also be described in this section, with the results only reported to the extent that the diagnosis of the case is not explicitly revealed.

Here is an example of a well-written Background Section:
A 27-year-old man presents to the emergency department (ED) with a 3-day history of worsening epigastric pain and nonbilious vomiting. His bowel movements were normal until the day of presentation, when they turned black and sticky. He denies having any hematemesis, fever, chills, or any other associated symptoms, as well as any history of prior surgeries or medical problems. He has taken no medications recently except for Pepto-Bismol, which made the pain worse. He does not smoke tobacco but consumes 4 beers each day. He denies any illicit drug use.

On physical examination, his oral temperature is 98.6°F (37.0°C). His pulse has a regular rhythm with a rate of 88 bpm. His blood pressure is 198/88 mm Hg. He is noted to be in mild distress secondary to his epigastric discomfort. The examination of his head and neck, including a check for icteric sclerae, is normal. His lungs are clear to auscultation with normal respiratory effort. A 1/6 soft systolic ejection murmur is detected. His S1 and S2 heart sounds are normal. His abdomen is soft but tender to deep palpation in the epigastric region. The rectal exam reveals normal tone and black, guaiac-negative stool. The peripheral arterial pulses in the lower extremities are palpable but diminished when compared to the pulses in the upper extremities. 

The laboratory analysis, including a complete blood count and a basic metabolic panel, is normal; however, his serum amylase and lipase levels are elevated, at 240 U/L (normal range, 30-110 U/L) and 2118 U/L (normal range, 46-218 U/L), respectively. The patient is diagnosed with alcohol-induced pancreatitis and treated in the ED with bowel rest, intravenous fluids, antiemetics, and generous doses of intravenous opiate analgesics. The patient is to be admitted to the hospital for continued bowel rest and intravenous fluid therapy for complete resolution of his pancreatitis; however, despite having his pain eased, the patient is noted to have a persistently elevated systolic blood pressure in the 190-199 range and a diastolic blood pressure in the 90-109 range. When further queried for his past medical history and a thorough review of systems, the patient does not recall ever having had his blood pressure checked, although he does report that he frequently experiences cramping in his legs and sometimes feels as if his feet are “cold.”

Section 2: Embedded Question

The Embedded Question is the point at which the reader is prompted to review the facts of the case presentation and consider a possible diagnosis. The Embedded Question is made up of 3 parts:

1. The Question: The Question may be as simple as “What is the diagnosis?,” or it may point to a specific aspect of the presentation that will provide the clinician with clues to the proper diagnosis (eg, “What diagnosis do the findings on the MRI scan suggest?”, “What is the potentially life-threatening finding on the electrocardiogram (ECG)?”)
2. The Hint: The Hint should be a 1 sentence statement to guide the reader to the diagnosis. It is suggested that some aspect of the case presentation that is relevant to the diagnosis be highlighted in this section.

3. The Answer Choices: There should be at least 4 answer choices provided for the reader, including the correct answer (the diagnosis). At least 1 or 2 of the answer choices should be part of the differential diagnosis for the presentation. The correct answer should be in bold.
Here is an example of an Embedded Question:
What is the likely diagnosis? 

Hint: Note the history of exposure to bird droppings in Kentucky. 

a) Aspergillosis 

b) Histoplasmosis 

c) Tuberculosis 

d) Sarcoidosis
Section 3: Discussion

The Discussion Section should contain at least (but is not limited to) 4 to 6 paragraphs (approximately 1050-1,500 words; no less than 1050). 
1. The first paragraph should always be a general description of how the diagnosis was made, based on the patient’s clinical presentation, the results of any laboratory investigations, and/or the results of any other diagnostic studies (eg, radiology studies, electrocardiograms, echocardiogram, histology slides, etc), as well as the findings evident on any clinical images that were presented in the third paragraph of the Background Section. Results that have already been reported in the third paragraph of the Background Section need not be re-reported here, unless they serve to underscore the diagnosis. Any and all facts from the presentation and findings noted in the associated multimedia resources that contributed to clarifying the diagnosis and have not already been reviewed must be covered in this paragraph.

2. The next paragraphs (at least, but not limited to, 3-5) should review the following aspects of the diagnosis: the epidemiology of the condition, the typical clinical presentation and atypical presentations, the differential diagnosis, and any useful diagnostic studies (including, but not limited to, imaging, electrocardiography, microbiology, clinical laboratory, histopathology, etc). 

3. The final paragraph should describe the clinical course of the patient presented in the case. It is important to explain what therapy was initiated (eg, antibiotics, intravenous fluids, etc), whether the patient was admitted to the hospital or not, if the patient had any type of procedure or operation performed, and the clinical condition upon follow-up after discharge, if available and relevant.

Here is an example of a well-written Discussion Section (including citation numbers in the text):
The diagnosis of dyshidrotic eczema, also known as pompholyx (Greek for "bubble"), was made on the basis of the patient's history and the results of the physical examination. Additional testing (described below) ruled out any alternative diagnoses. The pruritic lesions were progressive in number and size, but they were restricted to the hands and feet. The blisters were classically vesiculobullous in nature, without any surrounding erythema. Lesions in multiple stages of development, from emerging vesicles to ruptured bullae, were concurrently present. The history did not reveal any etiologic factors, such as recent exposures to allergens, new medications, or animal-borne vectors. The patient did not have any systemic symptoms and was afebrile. No evidence of concurrent cellulitis or lymphangitis was apparent.
Dyshidrotic eczema is estimated to be present in 0.5-1% of the population, with an equal distribution between men and women. The majority of cases present before the patients reach 40 years of age, and there is no racial predominance. It is more commonly found in warmer, more humid climates, especially during the spring and summer. Recurrences may occur throughout a patient's lifetime, with or without treatment. The pathophysiology of dyshidrotic eczema has not been definitively established,[5] but several hypotheses have been proposed. The term "dyshidrosis" is a misnomer that refers to the original hypothesis of sweat gland dysfunction, which has fallen out of favor. In addition, patients are not typically noted to experience hyperhidrosis. There is interest in the association of the condition with atopy,[4] as approximately 20% of patients experience concomitant hand eczema and approximately 50% of patients have a general disposition to an atopic diathesis (eg, asthma, hay fever, and sinusitis).[2] Other exogenous factors that have been implicated and may trigger episodes include contact dermatitis to heavy metals (such as with exposure to costume jewelry, nickel,[2,5] cobalt,[5] or chromates); sensitivity to ingested metals[5]; exposure to other contact allergens such as balsam,[5] paraphenylenediamine, and sesquiterpene lactones; and infection by dermatophytes or bacteria. Emotional stress (many patients report recurrences during stressful periods of their life) and environmental factors (eg, seasonal changes, hot or cold temperatures, and humidity) are also reported to exacerbate dyshidrosis.[2,5] There have also been case reports of dyshidrotic eczema occurring in patients recently treated with intravenous immunoglobulin therapy; in HIV-positive patients with an immune reconstitution inflammatory syndrome shortly after starting active antiretroviral therapy[5]; with the use of aspirin or oral contraceptives; and with cigarette smoking. In most cases, the condition remains idiopathic.
Dyshidrotic eczema is a recurrent or chronic, relapsing form of vesicular dermatitis. The classic presentation is of crops of vesicles or bullae that erupt bilaterally on the palms and the lateral aspects of the fingers. The vesicles may coalesce over time to form multiloculated bullae. The majority of cases involve the hands alone (cheiropompholyx), but roughly 10% of patients have lesions on both the hands and feet, and another 10% have lesions on just the feet (podopompholyx). The lesions may be intensely pruritic, leading to secondary desquamation and erosions and ulcerations from scratching. Dyshidrotic eczema developing near the tips of the fingers or toes may lead to dystrophic changes of the nails. Cellulitis, lymphangitis, or infection of the lesions themselves may all develop with the long-standing presence of lesions and/or poor hygiene. The vesicular crops usually resolve spontaneously after 3-4 weeks, leaving behind collarettes of scale. Although self-limited, outbreaks will frequently alternate with disease-free intervals of weeks to months and, if severe, may be extremely disabling.[5]
The differential diagnosis includes immunobullous disorders, such as bullous pemphigoid and pemphigus vulgaris, or other dermatoses, such as contact dermatitis, herpes simplex virus infection, bullous tinea pedis, and pustular psoriasis. The diagnosis is usually made on the basis of the clinical history, the physical examination, and the exclusion of alternative diagnoses. Bacterial culture and sensitivities may be evaluated for secondary infections. Additionally, potassium hydroxide wet mount preparations may be useful for excluding dermatophyte infections. A skin biopsy may also be useful for confirming the clinical impression in unresponsive cases and for excluding alternative diagnoses. It can be difficult to differentiate dyshidrotic eczema from an id reaction (autoeczematization), which is a cutaneous eruption that develops in response to a variety of infectious and inflammatory stimuli at a distant site from the primary dermatosis.[5]
Treatment for dyshidrotic eczema begins with topical corticosteroid therapy; topical class I steroids are the first-line treatment regimen, with oral steroids reserved for more severe cases. Large lesions should be drained, but not unroofed, in order to prevent rupture and subsequent infection. Wet compresses will help shrink bullae, and the physician could consider a course of oral antibiotics if infection is suspected. In many patients, antihistamines or other antipruritic agents may be extremely helpful for symptomatic relief. The patient should make appropriate modifications to daily activities and should avoid scratching in order to limit unwarranted skin irritation, exacerbation, and subsequent infection. In addition, there are a number of other adjuvant therapies, such as ultraviolet light, botulinum toxin, irradiation, occlusive dressings, and immunosuppressive agents, which may be helpful on a case-by-base basis for refractory patients. Unfortunately, there is no established preventive therapy except for avoidance in patients with well-established triggers. Untreated dyshidrotic eczema can lead to concomitant infections; therefore, prompt detection and treatment is essential.
One of the bullae, measuring approximately 3 cm by 1.5 cm, was percutaneously drained with a 10 cc syringe. Approximately 3 mL of a yellow, cloudy fluid was aspirated. The roof of the vesicle was left intact. In order to confirm the diagnosis and exclude alternative diagnoses, a punch biopsy of the skin was performed from the foot (see Figures 1-3). Histologically, spongiotic dermatitis and an intraepidermal vesicle were present, which were consistent with the diagnosis of dyshidrotic eczema. A periodic acid-Schiff (PAS) stain performed on this specimen did not reveal any fungal elements; scrapings of skin from the feet were negative for fungal infection as well. The patient was instructed to begin a regimen of topical steroids and moisturizing emollient, as well as wet compresses. An over-the-counter moisturizer was recommended, and prescriptions for Burrow's solution (10% aluminum acetate) and clobetasol propionate were written. Additionally, prophylactic antibiotics were prescribed to prevent superinfection by typical organisms. The patient was instructed to limit his ambulation to avoid further blister rupturing. At a follow-up visit, the patient underwent patch testing, but a causative contact allergen was not identified.
Section 5: CME Questions

The CME Questions Section should contain 2 multiple choice questions.

· There should be at least a 1 sentence statement in question format to open each question. The question must be taken from the context of a clinical presentation.
· There should be between 4-5 choices for the answer

· Only 1 of the answer choices should be correct, and this choice should be indicated in bold formatting

· The question should be asked such that only 1 answer choice is correct

· The answer choices to the questions should be completely covered in the Discussion Section of the case

· An explanation for each question must be provided, with specific attention as to why the correct answer choice is correct. It is also recommended that the explanation cover why the incorrect choices are incorrect..
Here is an example of 2 well-written CME Questions:
1. You are examining an adult patient with abdominal symptoms and suspect that the patient has an intestinal obstruction. Which of the following conditions would be the most likely cause of an intestinal obstruction in this patient?
a. Internal hernia
b. External hernia
c. Adhesive bands
d. Neoplasm
e. Volvulus
Adhesive bands are the most common cause for adult intestinal obstruction. Imaging will often demonstrate markedly distended fluid-filled small bowel loops with a distinct transition to adjacent collapsed loops distal to the region of the band. A volvulus will demonstrate a closed dilated segment of small intestine, with "C"- or "U"-shaped configuration of the bowel loops and fusiform tapering at the point of torsion of at least 3 dilated loops. This etiology, in addition to internal and external hernias, is a relatively less common etiology for intestinal obstruction compared with adhesive bands.
2. Upon further investigation, you suspect that the above patient may actually be suffering from an internal hernia. Which of the following imaging examinations is the most sensitive test for identifying an internal hernia, such as a paraduodenal hernia?


a. Barium enema
b. Abdominal CT scan
c. Abdominal radiography
d. History of palpitations

e. Transesophageal ultrasonography
Imaging modalities will demonstrate specific findings. Plain abdominal radiographs may show markedly distended segments of bowel in cases wherein the hernia is associated with a small-bowel obstruction (ie, closed loop). The preferred imaging modality, however, is an abdominal CT scan, which will demonstrate evidence of any degree of intestinal obstruction and/or an encapsulated cluster of bowel loops (usually jejunal) in the left upper quadrant region lateral to the ascending duodenum. There will also usually be displacement of the stomach anteriorly, with inferior displacement of the transverse colon and inferomedial displacement of the duodenojejunal junction. The mesenteric vessels are often crowded and engorged, with associated mesenteric inflammatory changes (stranding). The remaining 2 imaging examinations have not been shown to be of benefit.
Section 6: References

The References Section should contain at least between 3-6 relevant references. The references should be written in AMA style. Any information in your cases gleaned from your reference sources should additionally be properly cited in the text using citation numbers (see Discussion Section). It is encouraged that references be no more than 4 years old, unless from a “classic” reference on the condition being discussed. If using references from PubMed, please include the Medline Number. Whenever possible, please include direct links to the material you are citing from, or please provide us with digital copies of the cited material for review by the medical edit staff.
Here is an example of a References Section: 
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