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Disclosure #2
This is a genuine mistake
Recently
Made by me… 



Case History
56-year-old male referred from the emergency for dyspnoea
In ED (two weeks earlier)

• SOB, wheezing diaphoretic. 
• BP 152/76, his heart rate 80 and his oxygen saturation normal. 
• CT chest showed no evidence of pulmonary embolism. 
• HS Troponin was slightly elevated with no delta. 
• NT BNP was significantly elevated at 1,267. 
• COVID negative. 

Referred for echo and cardiac consult

When I saw him…

HPI 
• Vague historian 
• Short of breath for “quite a while”. NYHA III

PH 
• Hypertension (indeterminate, treated, ?adherence). BP at recent echo 186/97
• Pre-diabetes
• Polysomnography severe OSA, but did not follow-up, no CPAP. 
• HIV status is negative. 



MEDICATIONS 
• Amlodipine 5 mg daily 
• Chlorthalidone 50 mg daily 
• Telmisartan 40 mg daily. Page 1 of 3 

NKA 
SOCIAL HISTORY 

• Lives alone in basement unemployed. He recently lost his job. 
• 15 pack year smoking history but stopped 20 years ago. Denied 

misuse alcohol or substances, no anabolic steroids. 
FAMILY HISTORY 

• Foster child, limited details of his biological family
• Natural mother died from causes unknown. 



PHYSICAL EXAM 
Unremarkable appearance with marked central obesity 
Sweaty, wheezy. 
BP 120/75. HR 90
venous pressure not assessable
Heart sounds 1 and 2, quiet. No murmurs, no systolic murmur 

induced with Valsalva. 
Breath sounds were reduced to the lung bases no crackles or 
wheezes. 
3+ peripheral edema. 











Echo Report Summary

Normal LV size and function LVEF 70%
BP 186/97
Severe eccentric LV hypertrophy
Septal asymmetric(?) hypertrophy
Hypertrophic cardiomyopathy
Image quality was insufficient for strain



1.2 mg/dL



Differential Diagnosis 
HFPEF
Cardiomyopathy with increased LV wall thickness, NYD
Consider: 

• Hypertensive heart 
• HCM
• phenocopy

Labile hypertension
OSA
Poor adherence with clinic FU and investigation, difficult to contact



Unusual features

Lability of hypertension
A lot of HF  clinically and biomarker abnormality for echo 
findings, diastology
A lot of HF for HCM
Was HT sufficient to account for cardiomyopathy and 
HFPEF?
Next test anyone?





Impression: 
• Normal biventricular size and function
• Moderated concentric LVH most likely hypertension
• Consider concentric HCM
• No LGE

Cardiac MRI (1.5 T)



Serum, urine immuno-fixation electrophoresis: negative
Mild albuminuria
Serum free light chains negative
Ferritin normal
Alpha-galactosidase negative
Next steps?



Tc99m Pyrophosphate scan

No late cardiac uptake
Not suggestive of cardiac amyloidosis





Clinical Course
Given frusemide (40 mg daily)  
spironolactone 25 mg daily
Poor response clinically
Empagliflozin 10 mg daily added



Within one month, baseline creatinine 121( 1.37 mg/dL) had increased 
to creatinine was 302 (3.42 mg/dL, or GFR of 19). 
K=2.9
Told to go to ED: 
Nephrology consult: 

• Fluid restricting to less than 4 cups of fluid daily.
• Hypertensive nephrosclerosis
• ‘Does not misuse alcohol or substances’



Saw a lot of doctors: Heart failure, 
nephrology, GIM, Hypertension
Ongoing difficulties in 
management
Labile BP, renal function, K
Ongoing HF symptoms, edema





Current diagnosis: Amphetamine use disorder



Current diagnosis (work-up is ongoing)
Amphetamine use disorder 
Labile HT (?secondary HT)
Hypertensive cardiomyopathy
Modulated by amphetamine use disorder?
HFPEF
Secondary hyperaldosteronism
OSA



Cardiovascular effects of Methamphetamine

Methamphetamine increases postsynaptic 
catecholamine concentrations (via several 
mechanisms)
Cardiovascular effects reflect a heightened 
catecholaminergic state (elevated HR, BP, myocardial 
contractility),
• Direct vasoconstriction or vasospasm, 
• Possible modulation of reactive oxygen species, 

inflammation, and 
• Reduced NO-mediated vasodilation.

Kevil CG, Methamphetamine use and cardiovascular disease. 
Arterioscler Thromb Vasc Biol. 2019;39:1739–1746



Methamphetamine cardiomyopathy

Histological examples of patients with discontinued and continued methamphetamine
(MA) abuse over different time periods.
Longer and continued MA abuse (>5 years) is associated with a high degree of fibrosis and myocyte damage 
Schürer J Am Coll Cardiol HF 2017
Reddy Clinical Characteristics and Management of Methamphetamine-Associated Cardiomyopathy: State-of-the-Art ReviewJ Am Heart Assoc. 2020



Schürer J Am Coll Cardiol HF 2017;5:435–45 





Schürer J Am Coll Cardiol HF 2017;5:435–45 



2019



Take-homes

Case is atypical for meth associated cardiomyopathy
But AUD contributed significantly to atypical features of this case, and 
difficulties with management. 
This is a growing epidemic with cardiac implications
When things don’t make sense, go back to the history, especially 
substance history 
(Or do a urinary drug screen)
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