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Abstract

Mecrotizing autoimmune myopathies are a group of acquired myopathies with prom-
inent myofiber necrosis, sometimes without significant inflammation. It has been
found that some of these patients have antibodies against HMGCR. The presence of
this antibody has been associated, most of the time, to the consumption of statins.
We present a 57-year-old male with a history of coronary artery disease and intake
of Crestor (rosuvastatin). The patient developed a necrotizing myopathy with elevat-
ed CPK and rhabdomyolysis. Further tests confirm elevated quantities of anti-HMG-
CR antibodies and confirmation of a necrotizing myopathy.

Immune-mediated necrotizing myopathy (IMNM), also known as necrotizing autoimmune myopathy (NAM) is a brand-new classifi-
cation of inflammatory myopathies. These conditions have in common the presence of degenerative muscle fibers and inflamma-
tory cellinfiltrates2, and myositis-specific autoantibodies (MSA) such as anti-Jo-1, anti-Mi 2 1 that can help describe the clinical fea-
tures of the disease. Statin-associated INMN presents the specific autoantibody anti-HMGCR at 100 kDa 7 and 200 kDa (dimeriza-
tion of the HMGCR protein). Other histological aspects of IMNM include the apparition of major histocompatibility class | antigens
(MHC 1) in muscle cells, the detection of CD8+ T lymphocyte cells, and the infiltrates of inflammatory cells, round cells, although it
can usually be absent. Furthermore, patients with INMN are characterized by high levels of CK levels. In effect, immunchistochemis-
try and muscle biopsy are useful to diagnose this condition. The findings, in this case, showed skeletal muscle atrophy with distinct
type 1 fiber predominance without fiber grouping, which is linked to mitochondrial damage and pathological changes like swollen
mitochondria and autophagic vacuoles and can exhibit a phenotype like inclusion body myositis 6. He also had gradual tiredness
and low-power contractions over extended periods. Muscle atrophy showed fluctuation in fiber size upon microscopic examination,
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tion of the immunclogical response initially triggered by statin therapy, aligns with the histolegical data reported in the literature5.
The patient also mentioned rhabdomyolysis symptoms such as myoglobinuria, elevated CK values, and muscle discomfort, which
are known to be serious side effects of statin therapy 11. Steroid use caused a drop in CPK levels from 23,506 U/L to 8,000 U/L; nev-
ertheless, these CPK levels are still higher than the typical upper limit range, which is consistent with the literature’s observation that
high CPK levels persist even after statin treatment is stopped 4. Also, the literature presents that eliminating statin consumption
does not reverse anti-HMGCR levels or myopathy symptoms and may cause an increment in LDL levels. It is important to discuss
therapeutic options for detecting and treating statin-induced myopathies and preventing long-term impairment 7. Immunosuppres-
sive therapy is recommended for patients with symptoms resembling those of muscular dystrophy; the greatest outcomes are
achieved with glucocorticoids, intravenous immunoglobuling (IVIG), and immunosuppressive drugs such as azathioprine and meth-
otrexate 11. IVIG functions as a monotherapy for patients who experience side effects after getting steroid treatment 7. Immuno-
suppressive therapies increase hip flexion and arm strength by lowering CK and Anti-HMGCR levels 14. Also, the use of statins to
treat cardiovascular disorders including hyperlipidemia and coronary heart disease is increasing, which will result in an increased
prevalence of myopathy and myalgia 9.

Immune-mediated necrotizing myopathy is an acute or subacute condition associated
with various underlying causes, including malignant tumors, active viral infections,
and statin treatment (Dubowitz et al. 535). Statins are medications used to treat or

stop cardiovascular disorders, reducing levels of low-density cholesterol by blocking
the enzyme HMG-CoA (3-hydroxy-3-methylglutaryl-coenzyme A) reductase, which
regulates the rate of cholesterol synthesis (Eckel et al., 2019). Nevertheless, side ef-
fects like myalgia and rhabdomyolysis are possible for people on statins.

Clinical Presentation

A 57-year-old man with a history of coronary heart disease on Crestor, Lipitor and
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