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Multifocal Peripheral Neuropathies, Rhabdomyolysis, and Dermal Change in Carbon
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bon monoxide intoxication. But neuromuscular complication is a rare DNS of carbon
monoxide intoxication. We herein report a 42-year-old patient with multifocal neuropathies,
rhabdomyolysis, and dermal change due to carbon monoxide intoxication.
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Figure 1. Diffusion-weighted imaging (DWI) shows high signal intensities on apparent diffusion coefficient (ADC) map in bilateral white
matter and globus pallidus. Fluid-attenuated inversion recovering imaging (FLAIR) was normal. DWI and ADC and FLAIR at 6 months follow
up (G-L) shows complete resolution of the previously observed lesions. (A, D, G, J) DWI. (B, E, H, K) ADC. (C, F, |, L) FLAIR.

Figure 2. (A) The skin color of right toes turns a cherry-red color. (B) Computerized tomography scan showed diffuse swelling with heter-
ogenous density of left pectoralis major muscle and many muscles of left lower leg (arrows), which means ischemic change.
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Sensory NCS

Left sural nerve Left superficial peroneal nerve Left saphenous nerve Left lateral femoral cutaneous
Distal Amplitude Conduc.tlon Distal Amplitude Condu(ftlon Distal Amplitude Condu(‘:tlon Distal Amplitude Conduc.tlon
velocity velocity velocity velocity
latency (ms) (mV) ) latency (ms) (mV) /) latency (ms) (mV) ) latency (ms) (mV) m/s)
Baseline NR NR NR NR NR NR NR NR NR NR NR NR
After 6 31 49 349 NR NR NR NR NR NR 22 04 -
months
A;Zerl 29 44 411 34 3.6 34.9 NR NR NR 20 20 58.1
Motor NCS
Left deep peroneal nerve Left tibial nerve (knee) Left deep peroneal nerve Left femoral nerve
(Extensor digitorum brevis) (Abductor hallucis) (Tibialis anterior) (Vastus medialis)
Distal | Amplitude | ©°MUCEON | piciat | Amplitude | COMUHON | gt | Amplitude | COMUON | pigtal | Amplitude | €OndUCtion
latency (ms) (mV) velocity latency (ms) (mV) velocity latency (ms) (mV) velocity latency (ms) (mV) velocity
Y (m/s) Y (m/s) v (m/s) Y (m/s)
Baseline NR NR NR NR NR NR 31 1.5() 27.4(1) NR NR -
After 6 NR NR NR 162 3.4() 372 44 69 530 NR NR -
months
A;t;rrl NR NR NR 129 44 422 41 53 58.3 46 77 -
Spontaneous activity
Left vastus lateralis Left tibialis anterior Left tibialis posterior Left gastrocnemius
Baseline Normal 1S(1), PSW, Fib 1S(1), PSW, Fib 1S(1), PSW
After 6 Normal I(1), PSW, Fib, Fasc IS(1), PSW, Fib IS(1), Fib
months
After1 Normal PSW, Fib Normal Normal
year
Left vastus lateralis Left tibialis anterior Left tibialis posterior Left gastrocnemius
Baseline NA NA NA NA
After 6 Neurogenic MUAP,RIP PPP,RIP NA PPP,RIP
months
After1 . . . .
vear Neurogenic MUAP, FIP Giant MUAP,RIP Neurogenic MUAP,RIP Giant MUAP,RIP

Figure 3. (A) Summary of nerve conduction study. (B) Summary of needle electromyography. NCS; nerve conduction study, NR; no re-
sponse, IS; insertional activity, PSW; positive sharp waves, Fib; fibrillation potentials, Fasc; fasciculation potentials, MUAP; motor unit action
potential, NA; not applicable, PPP; polyphasic potentials, RIP; reduced interference pattern, FIP; full interference pattern.
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