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A Case of Severe Thyrotoxicosis Caused by Graves’ Disease

Presenting with Myasthenic Crisis

Sun Hee Kim, Tae Sun Park, Hong Sun Baek and Heung Yong Jin

Division of Endocrinology and Metabolism, Department of Internal Medicine, Chonbuk National University Medical School,

Jeonju, Korea

Thyrotoxicosis due to autoimmune thyroid disease occurs in approximately 5% to 10% of patients with
myasthenia gravis (MG), whereas the incidence of MG in patients with Graves’ disease is much less af
approximately 0.2%. Recently, we experienced a 40-year-old male patient diagnosed with thyroid storm with
severe respiratory failure and lower extremity weakness. At first, he was diagnosed with Graves’ disease and
critical illness neuropathy. His thyroid function was improved by anfi-thyroid drug, but his neurologic function
aggravated at the same time. He accordingly diagnosed with myasthenia gravis. We studied that when we
should examine the neurologic function from this case. Our case highlights the importance of investigating
muscle weakness or other neurologic problems in the thyrotoxic patient during their management.
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Table 1. Changes of neurologic function by his thyroid function
. : . : . Hospital day:
Admission Hospital day: 10 day Hospital day: 5 weeks 5 months
Neurologic
o : . : At t
examinations At first day At weaning of ventilator At aggravation of MG Olfm,arév(i?jn
FT4> 154 I/L FT4 51 I/L FT4 21 I/L
(FT 54.8 pmol/L) (FT4 51.3 pmol/L) (FT4 21.0 pmol/L) 15.1 pmol/L)
Mental status Stupor Clear Clear Clear
Cranial nerve function Could not checked Abnormality of eve movement Abnormality of eve movement Improved
(1grade), difficulty of swal— (2 grade), difficulty of swall—
owing owing
Motor nerve Could not checked Lower extremity weakness (V) Lower extremity weakness (V)  Improved
Sensory nerve Could not checked Intact Intact Intact
DTR Could not checked Lower extremity weakness Lower exiremity weakness Improved

(loss of DTR)

(loss of DTR and ankle jerk)

DTR: deep tendon reflex, FT4:
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0 min 20 min
5 min 30 min
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Fig. 1. The neostigmine test. After neostigmine injection, transient increasement of acetylcholine at neuromuscular junction, it
caused transient improvement of eyeball movement such as ptosis.
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Fig. 2. The repetitive nerve stimulation test. These findings demonstrate a significant decrement in the muscle action potential
amplitude of about 30.2% at the abductor digiti minimi muscle and 15.6% at orbicularis oculi muscle (positive test result: more

than 15% decrement) at low/high frequency stimulation.
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