
Rheumatology placed the patient on Prednisone and 
Mycophenolate mofetil and discharged her home on 
February 2nd, 2021. Mycophenolate was initiated at 
500mg twice daily, as well as with IV Solu-Medrol 1gm 
daily for 3 days. Steroids were then decreased to 
Prednisone 60mg daily. Patient was to follow up on 
HMGCR antibody results outpatient. 

On February 15th, 2021, the patient was noted to have 
spontaneously irregular and nonsensical speech while 
with a friend. Emergency Medical Services took the 
patient back to the hospital where she was previously 
admitted. While at the hospital, the patient was found 
to have multiple bilateral embolic strokes, an 
unrevealing cardiogenic work up, and was started on 
anticoagulation. While there, the patient’s Prednisone 
and mycophenolate were continued by rheumatology. 
On February 22nd, 2021, the patient syncopated and 
suffered a fall with head trauma. CT head revealed 
development of multifocal petechial hemorrhage. 
Repeat CT head with MRI head the following day 
February 23rd demonstrated the development of acute 
hemorrhage of the right ambient and quadrigeminal 
cisterns. Higher level of care was requested, and the 
patient was transferred to our hospital facility for 
management of the hemorrhagic conversion.

The original laboratory developing the HMGCR 
antibody test was contacted February 24th, and the 
positive titer result was confirmed. The patient 
continued to be up titrated on Mycophenolate as liver 
function enzymes stabilized, and the prednisone was 
continued at 50 mg daily. Mycophenolate has been up 
titrated up to 1.5gm twice daily, and has been well 
tolerated, while Prednisone has been down titrated to 
20mg daily. Strength and function has continued to 
improve after hospital discharge to acute inpatient 
rehabilitation and currently outpatient.

• Describe the first documented case of delayed onset, 
statin-associated necrotizing myopathy, that presented 
13 months after discontinuing the offending 
medication. 

• Summarize  current treatment for immune mediated 
necrotizing myositis
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Background

• We examine with great interest the description of 
autoantibodies against 3-hydroxy-3-methylglutaryl-
coenzyme A reductase (HMGCR) in patients with 
statin-associated necrotizing myopathy in the 
literature. 

• Since 2011 when Mammen et al first identified the 
HMGCR protein sequence, extensive research and 
documentation have demonstrated the autoantibody’s 
validity, incidence, and associated biomarkers, such as 
with creatinine kinase.1

• The prevalence of anti-HMGCR positive necrotizing 
myopathy is quite rare, with a documented incidence 
of two cases per million per year.2

• To our knowledge, this is the first documentation of 
immune mediated necrotizing myopathy secondary to 
statin use that became functionally apparent 13 
months after statin discontinuation, confirmed with 
HMGCR antibody testing. 
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Discussion and Conclusion
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• All 3 authors separately reviewed the PubMed
literature for previously documented case reports of 
immune mediated necrotizing myositis secondary to 
statin use, using “anti-hmgcr”, “immune mediated 
necrotizing myositis”, “statin” search terms to compile 
101 articles total, 95 articles pertinent to the adult 
patient population, none of which detailed onset 
greater than 3 months of necrotizing myositis

The patient was found to have hyperlipidemia and 
started on Atorvastatin 20mg treatment in 2017. This 
was up titrated to 80mg, but due to myalgias was 
subsequently decreased to 40mg. By November 2019
the patient was found to have elevated AST and ALTs to 
the 200s on routine blood work, and the patient’s 
primary care physician discontinued her statin 
prescription. During that year of regular statin intake, 
the patient denies any recollection of weakness, or 
changes in her ability to participate in her regular life 
activities. A right upper quadrant ultrasound was 
obtained without abnormalities noted. Within 5 
months, the AST/ALTs continued to downtrend with 
serial exams and were nearly within normal limits. 

Strangely, during the second half of the year 2020, the 
AST/ALTs began to steadily trend upwards, and by 
December 2020 the patient began noticing diffuse limb 
weakness, particularly with regards to difficulty with 
walking up the stairs and carrying things with her upper 
extremities. Unfortunately, while hepatic function 
enzymes were serially obtained during 2020, the first 
creatinine kinase level was not obtained until January 
2021. The weakness continued to progress to 
dysphagia, and her primary care physician referred her 
to be evaluated at the nearest hospital on January 
27th, 2021. 

At this time, she had a Creatinine kinase of 9,687, 
profound transaminitis (AST:ALT  345:322), C-reactive 
protein at 16.6, Erythrocyte sedimentation rate 34, 
Aldolase >56, and significant weakness. Weakness 
severity nadir with bilateral shoulder abduction and 
elbow flexion/extension 4/5, bilateral hips 3/5 strength, 
and bilateral knees and ankles 4/5 strength. 

The surgical consultant performed a Vastus Lateralis 
Biopsy which did show active myopathy without any 
significant inflammatory infiltrates or blood vessel 
abnormalities. 

(Case Description continued)

• In conclusion, although statin associated muscle 
symptoms are well documented and well tolerated to 
the point that patients are able to be safely challenged 
with different statins, immune mediated necrotizing 
myopathy is not yet well understood.

• With this case, the significantly delayed presentation 
from last date of medication administration to onset of 
weakness could have easily led to a fatal misdiagnosis.

• While this necrotizing subtype of statin myopathy is far 
more rare than myalgia and myopathy typically seen
with statins, clinicians from all departments must be 
aware of this potentially fatal side effect of an 
extremely commonly prescribed medication class. 

• Immune mediated necrotizing myositis secondary to 
stain use is an absolute contraindication for any statin 
administration in the future, as patients rapidly suffer 
fatal reoccurrence of necrotizing myositis.

• More research must be obtained in delineating 
immune mediated necrotizing myopathy due to statin 
use from other rheumatological myopathies and limb 
girdle muscular dystrophies. 


