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Academic Half Day – Rheumatologic Emergencies
Learner Guide

Agenda
1:05-1:20pm Theory Burst
1:20-1:50pm Small group case 1 
1:50-2:00pm Expert questions
2:00-2:10pm Break
2:10-3:20 Small group cases 2-4
3:20-3:30: Expert questions

Case 1
Mr. Room is a 72-year-old male with a history of type 2 DM, rheumatoid arthritis, HTN, and CKD2 who presents with 3 days of right ankle pain. The ankle has been progressively painful to the touch with limited range of motion. He states the pain started suddenly when he woke up in the morning. He has not had any fall or recent injury. He denies fever, chills, night sweats.
Meds: metformin, methotrexate, adalimumab, atorvastatin, hydrochlorothiazide

VS: T 99.5, HR 90, RR 18, BP 144/82
Exam: erythema and swelling over the lateral R ankle and dorsal foot with extreme tenderness to palpation. Active and passive ROM is limited by pain. No evidence of inflammation in any other joints.

WBC 11, Hgb 13, Plt 200
Renal: Na 135, K 3.7, Cl 100, HCO3 28, BUN 18, Cr 1.3
Uric acid 7.8
ESR 60 CRP 10

Xray of the ankle shows soft tissue swelling, no gas, no fractures.

1. How would you categorize the patient’s current complaint? Maybe try a problem representation?








2. What is your differential diagnosis?







3. What is your next step in management?





4. How would you interpret the following synovial fluid collections?
a. WBC 90k 95% PMN: 


b. WBC 2k 25% PMN: 


c. WBC 30k 60% PMN: 

	​
	Noninflammatory​
	Inflammatory ​
(RA, gout, etc)
	Infectious​
	Hemorrhagic​

	WBC Count​
	


	
	 
	​

	Percent PMNs​
	


	
	
	





5. Evidence Based Medicine review, then review a few sensitivities, specificities, and likelihood ratios for septic arthritis.
a. What is sensitivity and specificity?



b. What is a likelihood ratio?



c. Let’s review a few sensitivities/specificities of the most common clinical signs/symptoms with septic arthritis.








You arrange for an arthrocentesis for your patient and the fluid analysis is as follows:
Cloudy
WBC 70,000; PMNs 95%
Extracellular negatively birefringent needles
Gram stain and cultures are pending

6. What is your interpretation of the fluid analysis and next step in management?







7. If the above patient had uncomplicated acute gout (no concern for septic arthritis after arthrocentesis), what treatment would be best?







Case 2
28-year-old woman with a history of +ANA presents with several weeks fatigue, malaise, joint pains. No fevers or chills. Feels tired all the time, low energy. Has maybe lost 5 pounds unintentionally. Joint pains in wrists, fingers and ankles primarily. No rashes, but she does note some small ulcerations in her mouth. She thinks she is losing some hair. She has noticed her feet are slightly swollen and she has some puffiness around her eyes. She had joint pains and was referred to a rheumatologist years ago because her mother had rheumatoid arthritis. The rheumatologist told her she had a +ANA, but did not have rheumatoid arthritis like her mother.
Medications:  None 

VS: HR 80, RR 16, BP 160/96, 98% RA
Thin woman in no acute distress
Mild Periorbital edema bilaterally
RRR, no m/r/g
Lungs clear bilaterally
1+ LE pitting edema to mid-shins bilaterally

The ER orders some basic labs on for your patient and they return as below…
WBC 4.3k, Hgb 10, Plt 200
Na 136, K 4.5, Cl 110, HC03 18, BUN 35, Cr 3.0
AST 42, ALT 34, ALP 120, Tbili 1.1, Albumin 2.5
TSH: 2.1


1. What is on the differential at this point? What additional testing would you like?







2. What are you most concerned about and what is the most likely diagnosis? 







3. What is the next step in management? 






4. How do you treat it?







5. On HD3, the patient suddenly develops a cough productive of streaks of bloody sputum and oxygen drops to 76%, put on non-rebreather with saturations up to 88%. The CXR appears below (QR code). What is your differential for this finding and what would you order next? 

[image: ]

6. The patient is intubated and bronchoscopy performed with increasingly bloody return on serial aliquots. How is this treated?







Case 3
Cardi O. Lipin is a 28-year-old female presents with acute onset respiratory distress and severe left leg pain. Left lower extremity leg pain began 48 hours prior and has increased in severity. She awoke this morning feeling short of breath which prompted her to come to the ER.

PMHx: LLE DVT diagnosed 7 months ago, attributed to presumptive prolonged travel, anticoagulated since diagnosis x 6 months
Obstetric History: G3P0 (for facilitators, this means 3 pregnancies, 0 live births)

VS: HR 112, RR 26, BP 110/60, 90% on 6L 
Female in moderate respiratory distress
Tachycardic, regular
Lungs clear bilaterally, tachypnea 
Abdomen soft, nontender 
Left leg is pale and cool below the knee, pulses are not palpable at PT or DP, toes are purple
Lacy pattern to skin on right leg, abdomen, arms (livedo reticularis) 

1. What is your differential diagnosis for this patient?






2. What would you like to order? 






3. What are the next steps in laboratory investigation?






Case continued…
12 hours after presentation she develops right sided facial droop and is unable to move her right arm. MRI confirms an ischemic stroke involving the right MCA territory.

4. What diagnosis does this patient now presumptively have?







5. How do you treat this patient?








Case 4
30-year-old woman with a history of systemic scleroderma associated with Raynaud’s syndrome, GERD and mild intermittent asthma presents to your office for routine follow up. She complains of a bifrontal headache for the past 3 days.  No visual changes.  No vomiting, photophobia, or phonophobia. 
Meds: omeprazole 

VS: T 98, HR 74, RR 16, 186/98
Thin woman in no acute distress
Pupils are equal and reactive, no papilledema 
Regular rate and rhythm, no m/r/g
Lungs clear bilaterally
Abdomen soft, nontender, no bruits over renal arteries
Tightening of the skin around the mouth, over the hands, feet, chest and abdomen

You review her chart, and her blood pressure was 128/74 one month ago and similar again at another visit 2 weeks ago when she received a steroid burst for asthma exacerbation. 

Labs in the ER are below:
Na 135, K 3.8, Cl 105, HCO2 28, BUN 65, Cr 2.7
WBC 6.0, Hgb 9.0, Plt 67
UA: 1+ protein; no cells or casts




1. What additional labs do you want to get and why? 








2. What does this patient have? What are you most concerned about on your differential?









3. Why does this occur?







4. What is the treatment for this condition?








5. Could we prevent scleroderma renal crisis if we add an ACEi to our patients with scleroderma?









-------------- Break / Expert questions --------------
Appendix:

1. SRC Pathophysiology
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2. CAPS and APS classification criteria 

	APS classification criteria 

	Clinical criteria 

	1. Vascular thrombosis: 
a. ≥ 1 clinical episodes of arterial, venous, or small vessel thrombosis, in any tissue or organ 

	2. Pregnancy morbidity: 
a. ≥ 1 unexplained deaths of a morphologically normal fetus at or beyond the 10th week of gestation, or 
b. ≥ 1 premature births of a morphologically normal neonate before the 34th week of gestation because of: preeclampsia, severe preeclampsia, or recognized features of placental insufficiency, or 
c. ≥ 3 unexplained consecutive spontaneous abortions before the 10th week of gestation, with maternal anatomic or hormonal abnormalities and paternal and maternal chromosomal causes excluded 

	Laboratory criteria 

	1. Lupus anticoagulant present in plasma, on ≥2 occasions at least 12 weeks apart 
2. Anticardiolipin antibody of IgG and/or IgM isotype, in medium or high tighter on ≥ 2 occasions, at least 12 weeks apart 
3. Anti-β2-glycoprotein-I antibody of IgG and/or IgM isotype, in medium or high tighter on ≥ 2 occasions, at least 12 weeks apart 


	CAPS classification criteria 

	Preliminary classification criteria for CAPS :

	1. Evidence of involvement of three or more organs, systems, and/or tissues 

	2. Development of manifestations simultaneously or in less than 1 week 

	3. Confirmation by histopathology of small-vessel occlusion 

	4. Laboratory confirmation of the presence of antiphospholipid antibodies 

	  

	Definite CAPS: All 4 criteria are met 

	

	Probable CAPS:

	1. All 4, except only 2 organs, systems, and/or tissues 

	2. Criteria 1, 2, and 3 

	3. Criteria 1, 2, and 4 

	4. Criteria 1, 3, and 4 with the development of a 3rd event more than 1 week but within 1 month of presentation despite anticoagulation 










3. Lupus Nephritis
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Table 2.

Prevalence of clinical manifestations in patients with lupus nephritis

Clinical Manifestation Approximate Prevalence, %
Proteinuria 100
Nephrotic range proteinuria/nephrotic syndrome 50
Microscopic hematuria 80
Macroscopic hematuria <5
Urinary red blood cell casts 30
Other urinary cellular casts 30
Renal insufficiency 60
Rapid decline in kidney function 15
Hypertension 30

Tubular abnormalities 70
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Class I: minimal
mesangial LN

Class Il: mesangial
proliferative LN

Class ll focal LN

Class IV: diffuse LN

Class V: membranous

we

Class VI advanced
sclerosing LN

No LM abnormalities; solated mesangial IC deposits on IF and/or EM

Mesangial hypercellularity or matrix expansion with mesangial IC deposits on IF and/or EM

<50% of glomeruli on LM display segmental (<50% of glomerular tuft) or global (>50% of glomerular tuft) endocapillary and/or extracapillary
proliferation or sclerosis; mesangial and focal subendothelial IC deposits on IF and EM

250% of glomeruli on LM display endocapillary and/or extracapillary proliferation or sclerosis; class V-5 denotes that 250% of affected
glomeruli have segmental lesions; class IV-G denotes that 250% of affected glomeruli have global lesions; mesangial and diffuse
subendothelial IC deposits on IF and EM

Diffuse thickening of the glomerular capillary walls on LM with subepithelial IC deposits on IF and EM, with or without mesangial IC deposits

>90% of glomeruli on LM are globally sclerosed with no residual activity

Normal urine or microscopic hematuria

Microscopic hematuria and/or low-grade
proteinuria

Nephritic urine sediment and
subnephrotic proteinuria

Nephritic and nephrotic syndromes;
hypertension; reduced kidney function

Nephrotic syndrome

‘Advanced CKD or ESKD with varying
Gegrees of hematuria and/or proteinuria

Conservative, nonimmunomodulatory therapy (e
blockade)

Conservative, nonimmunomodulatory therapy (e
blockade)

Pulse IV glucocorticoids followed by tapering doses of oral
glucocorticoids

and

IV eyclophosphamide for 6 doses (high-dose monthly vs. low-
dose bimonthly)

Mycophenolate mofetil for 6 months

Bulse IV glucocorticoids followed by tapering doses of oral
glucocorticoids

and

IV eyclophosphamide for 6 doses (high-dose monthly vs. low-
Gose bimonthly)

Mycophenolate mofetil for 6 months

Pulse IV glucocorticoids followed by tapering doses of oral
glucocorticoids

and

IV eyclophosphamide for 6 doses (high-dose monthly vs. low-
dose bimonthly)

Cyclosporine
Tacrolimus.
Mycophenolate mofetil for 6 months

Conservative, nonimmunomodulatary therapy (e
blockade) with preparation for renal replacement therapy

Not applicable

Not applicable

Lowest tolerable amount of oral
glucocorticoids

and

Mycophenolate mofetil(tapered down every.
3-6 months assuming stable disease)

Azathioprine (tapered down every 3-6
months assuming stable disease)
Lowest tolerable amount of oral
glucocorticoids

and

Mycophenolate mofetil (tapered down every.
36 months assuming stable disease)

Azathioprine (tapered down every 3-6
months assuming stable disease)
Lowest tolerable amount of oral
glucocorticoids

and

Mycophenolate mofetil(tapered down every.
36 months assuming stable disease)

Azathioprine (tapered down every 3-6
months assuming stable disease)

Not applicable
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