
PMH: 
Hypertension
Ischemic heart 
disease
EF 40% (1 year 
ago)
CKD - last 3 years

Meds:
Losartan
Amlodipine
Labetalol

Fam Hx: none 
relevant

Soc Hx: denies 
tobacco or 
ethanol use

Health-Related 
Behaviors: none

Allergies:none

CC:  nausea, vomiting and altered 
mental status.
 
HPI:  57 yo female with the following 
history: 1 month ago: anorexia, 
fatigue and malaise. 3 days ago: 
nausea, vomiting and confusion. 
Vomiting: 3-4 times a day, with 
semi-ingested food particles, 
nonbilious, non projectile, non bloody. 
1 day ago: worsening confusion and 
somnolence.

Denies weight loss, fever, night 
sweating, headache, diarrhea, 
abdominal pain.

Vitals: T: nl HR: 46 bpm BP: 70/40 mmHg RR: 25 SpO
2
: 93 ra

Exam:
Gen: unwell, confused.
HEENT: normal.
CV: normal S1, S2, bradycardia. JVP: 6 cm.
Pulm: mild basal crackles.
Abd: normal.
Neuro: disoriented to time and place, oriented to person, CN 
normal, motor exam: normal, plantar reflexes downgoing, 
meningeal signs absent. Confused, evidence of short term memory 
loss, able to recognize the relatives.
Extremities/Skin: pitting edema up to mid shins.

Notable Labs & Imaging:
Hematology: WBC: nl Hgb: nl Plt: nl
Chemistry:
Na:  130 K: 6,53 Cl:  92 CO2: 30 BUN: 40 Cr:12.6  (baseline 4) Ca and 
Mg - normal High anion gap metabolic acidosis - 24
Liver function panel -> normal 
Thyroid function, B12, HIV, Hepc and B: negative
CRP and ESR: normal
Urinalysis : negative for casts. N oliguria. 
ANA and ANCA negatives. Complements: normal
Imaging:
ECHO: FE 40%, normal wall motion
EKG: bradicardia, no drastic changes suggesting hyperkalemia, p 
wave flattening, probable prolonged PR interval (difficult to 
interpret due to P wave flattening)
CXR: lower lobe haziness
Final diagnosis: BRASH syndrome (Bradycardia, Renal failure, AV 
nodal block, Schock, Hyperkalemia)

Problem Representation:   57 yo female with history of anorexia, fatigue 
and malaise. She had  worsening confusion and somnolence. She had 
hypotension, generalized edema.
She had FE40%, hyperkalemia and High anion gap metabolic acidosis.
Final Dx: BRASH syndrome

Teaching Points (Andrea):
● We tend to assume acute because sign is debilitating like nausea
● Nausea and vomiting trigger of vagus nerve. Not particular anatomy 

(head to toe). 
● AMS: MITS Extra(metaboli Infection Toxin) vs Inside brain
● Hyperacute AMS: stroke, sz, hypoglycemia
● AMS + Focal neurologic dz OR deep many times in the brain
● Background of symptoms for a month: Sudden worsening 
● Abrupt vs slowly progressive: digoxin toxicity, Embolidz, Ischemic HD, 

plant based galactoside?
● IE Perfusion growths enough in a month to cause cardiac tamponade
● Perfusion is key. Hipotension is the number real? Look skin, brain, BP, 

reconcile with signs, treat as real
● Distributive shock is 75% of cases,  so always keep on mind,
● Kidney disf(x): pre (plumbing, like CHF, retroperitoneal), post ( in 

women usually malignant), intrinsic (glOm, tub, vascular,interstitial) 
● Interstitial can be silent and no profund clues. May require biopsy. IRx 

to medication,  crystal accumulation, colesterol,
● 4P plat MAHA, paraprotein MM, pigment MIOLISIS, pointy CRYSTALs
● BRASH (Bradycardia, Renal Failure, AV blockade, Shock, and 

Hyperkalaemia) BRASH syndrome is a synergistic process created by a 
combination of hyperkalaemia and medications blocking the 
atrioventricular (AV) node. The most common precipitants are 
hypovolaemia and medications promoting hyperkalaemia or renal 
injury.
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